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INTRODUCTION: 
 

 
Lichen planus (LP) is a chronic, autoimmune and inflammatory disease that affects 

the skin, oral mucosa, genital mucosa, scalp and nails with an overall prevalence of 

2.6% in India.
1
 It is characterised by pruritic purple papules or plaques affecting flexor 

aspects predominantly with a lacy, reticular white lines on surface called as Wickham 

striae.
2
  

LP lesions are generally bilateral and relatively symmetrical in occurrence. It can 

occur either in cutaneous or mucosal forms or combination of both. 

LP is thought to be immunologically mediated disease with a lymphocytotoxic effect. 

It can be caused or triggered by genetic malfunctions and/or environmental factors. 

The diagnosis of lichen planus is done based on clinical presentation and skin biopsy 

is indicated in case of doubtful cases. It is known to be associated with various co-

morbidities like diabetes mellitus, dyslipidemia and thyroid disorders. 

Cutaneous lichen planus (CLP) has various clinical subtypes such as papular 

(classical), hypertrophic, vesiculobullous, actinic, annular, atrophic, linear, follicular, 

LP pigmentosus and LP pigmentosus-inversus. Hypertrophic lichen planus is 

characterised by hyperkeratotic thick pruritic red-brown to purple-grey plaques with 

follicular accentuation predominantly involving extremities mainly the anterior legs 

and the interphalangeal joints with polygonal papules surrounding the main lesion. 
3 

Generalised lichen planus has less tendency of spontaneous resolution. Various 

treatment modalities like corticosteroids, PUVA, azathioprine, dapsone and 
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cyclosporine have been used. Among all, corticosteroids have been used widely and it 

results in serious side-effects when used for a chronic period. This necessitates the 

need for steroid sparing agents for a better disease control. 

Generalised lichen planus (GLP) warrants longer duration of treatment for disease 

control. Limited studies are available in literature on treatment options of GLP unlike 

oral LP. 
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REVIEW OF LITERATURE: 

Generalised lichen planus (GLP) can affect skin, oral mucosa, genital mucosa, scalp, 

nails or all these sites with an over-all prevalence of 1% in a general population. 
4 

An 

alternate definition suggests that it can also be described as cutaneous lesions 

involving at least 20% of the body surface area. 
5
 Generalised LP patients are usually 

resistant to or inappropriate candidates for tofigureal treatments and these lesions 

show a chronic course with a rare tendency for spontaneous resolution. In contrast to 

the above statement, another study highlighted that generalised lichen planus responds 

faster compared to other variants and also has a greater chance of relapse.
6
Thereby, 

these patients require long-term treatment with follow-up. The common differential 

diagnoses of GLP are lichen nitidus, drug eruptions, guttate psoriasis and viral 

exanthems. 
7, 8

 

Lichen planus occurs between the ages 30-60 in at least two-thirds of cases and 

predominantly over 45 years. 
9 

The disease is known to be uncommon in very young 

and elderly individuals. Studies have stated that there is no sex predilection. On the 

contrary, men develop lichen planus at an earlier age whereas women are usually 

affected in their fifties and sixties. 
10 

Genetic malfunctions and environmental triggers 

are known to be both causative and triggering factors of lichen planus. HLA-A3, 

HLA-DR1, HLA-DRB*0101, HLA-DQ1 and HLA-DQB1*0201 are considered to be 

the more prevalent genetic polymorphisms associated with lichen planus. 
11

 

Although lichen planus is known to resolve spontaneously in approximately 1 year, 
12 

15-20% cases are known to be having a relapsing and remitting course.
13 

Literature 
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has stated that LP takes at least 15 months for spontaneous resolution.
5   

In case of 

another study, it has been noted that spontaneous remission of cutaneous LP occurred 

in 64-68% after one year. 
14,15

 On the contrary, another study done in 808 Italian 

patients studying the course of oral lichen planus along with few patients having skin 

lesions; less number of patients showed remission on long follow-up when treated 

with tofigureal steroids. 
16 

This suggests that the disease is known to be chronic with 

less chances of remission spontaneously or with minimal intervention. LP lesions 

usually resolve with residual hyperpigmentation due to persistent increased number of 

melanophages in the papillary dermis. 
17, 18 

Immunologic mechanisms have been described in the development of lichen planus. 

The activation of T-cell acts as a central core process in the pathogenesis of lichen 

planus.
11

 In early stages, T-cells lodge predominantly in deeper layer of epidermis and 

dermal-epidermal junction. T-cells and keratinocytes induce CXCR3 and CCR5 which 

are known to be overexpressed in LP patients.
19 

Chemokines increase the trafficking 

of mononuclear cells to the interface region. This suggests that T-cell migration in 

lichen planus occurs due to both keratinocyte and self-recruiting mechanisms. 

Recruitment of Langerhans cells also occurs by CCR6 related chemokines.
19, 20, 21 

Lastly, these activated T-cells stimulate T-helper type-1 (Th1) response, resulting in 

keratinocyte removal by immune cells. Th1 response acts predominantly in lichen 

planus which is also stimulated by toll-like receptor-2 (TLR-2) upregulation.  TLR-2 

activates innate immunity mainly along with adaptive immunity. On the other hand, 

Janardhanam et al has noted that there is upregulation of Toll-like receptor-4 (TLR-4) 

and down regulation of TLR-2 in oral LP. 
22 

Migration of Nature Killer (NK) cells 
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occurred in LP lesions and this contributed to its cytotoxic activity and secretion of 

pro-inflammatory cytokines.
23 

Increased numbers of Langerhans cells in epidermis 

occurs in the early stage of disease process. 
24 

These Langerhans cells present the self-

antigen or foreign antigen to T-cells prior to its activation. They are more prevalent in 

OLP and its degree of migration from the superficial layer to the basal layer is 

considered to be the predictor of disease chronicity. 
25 

One another main pathogenic mechanism in LP is increased apoptosis of keratinocytes 

and decreased apoptosis of T-cells. 
26

 Keratinocyte apoptosis occurs in the suprabasal 

cell layer by binding of Fas on its surface, and this Fas-ligand is up regulated by 

activated cytotoxic T-cells. 
27 

Both NK cells and cytotoxic T-cells induce apoptosis 

via the granzyme B/perforin pathway. This self-destructive mechanism is predominant 

in OLP compared to CLP. 
28

Apoptosis of basilar keratinocyte leads to liquefaction of 

entire basal layer and these apoptotic changes are also regarded as a reflection of 

disease activity. 
29

 

In early stages, activated T-helper cells predominate in the deeper layers of skin 

causing production of chemical signals such as Tumour necrosis factor-alpha (TNF-

alpha), TNF-beta, interleukin-2, interferon gamma. This leads to further recruitment of 

more T-cells and induction of keratinocytes to produce chemical messengers. 
9
Among 

all chemical messengers, TNF-alpha played a major role in the pathogenesis of lichen 

planus. 
30 

Interestingly, it has been observed that interleukin-6 (IL-6) is found to be 

elevated in patients with oral and cutaneous lichen planus compared to the control 

group in few studies. Toruniowa et al also quoted that serum concentration of IL-6 

was significantly higher in generalised cutaneous lichen planus patients compared to 
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patients with limited cutaneous lichen planus. Thereby, serum concentration of IL-6 

suggests the disease extensiveness. Hence, IL-6 may be used as a marker to evaluate 

the therapeutic response and disease status in future prospects. 
31

 

An imbalance between the production of reactive oxygen species (ROS) and body‟s 

defence mechanism to overcome the damage caused by them can lead to oxidative 

stress. This leads to further production of free radicals that can cause cell membrane 

damage by lipid peroxidation. 
32

 Malondialdehyde (MDA), being an end product of 

lipid peroxidation has been considered as a marker of oxidative stress. 
33

Studies have 

proven that serum level of MDA is high in lichen planus patients compared to control 

group. 
34, 35

 Oxidative stresses have also been proposed to play a role in the 

pathogenesis of lichen planus. 

The histopathology of lichen planus is characterised by lichenoid interface dermatitis. 

Epidermal changes include irregular epidermal hyperplasia with a jagged “saw tooth” 

appearance, compact hyperkeratosis or orthokeratosis, foci of wedge-shaped 

hypegranulosis, basilar vacuolar degeneration, slight spongiosis in the spinous layer 

and squamatisation. Dermal papillae are dome shaped in between the elongated rete 

ridges. 
36

 Classical histopathological findings include a dense, continuous and band-

like lymphohistiocytic infiltrates at the dermal-epidermal junction. Eosinophilic 

remnants of anucleate apoptotic basal cells may be present and they are known as 

“civatte bodies or colloid bodies”. Whickham striae correspond to the areas of 

hypergranulosis clinically.
37 

Focal subepidermal clefts known as Max Joseph spaces 

due to vacuolar degeneration of basal layer is seen in LP. 
38

Squamatization occurs due 

to maturation and flattening of cells in the basal layer. 
37
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Cutaneous lichen planus is known to affect quality of life along with cosmetic issues 

in patients due to intense itching and post-inflammatory hyperpigmentation. 
39

 It is 

associated with psychoneuroendocrine and pyschoimmunological co-morbidities.
40 

Neena et al has observed that 25% were depressed among females with lichen planus 

using Beck‟s depression inventory; as they are more affected than males and quality 

of life was impaired in more than 90% assessed by Dermatology life quality index 

(DLQI). 
41 

On the other hand, there was a strong association between depression and 

impairment in both the genders. Symptoms, morbidity, daily activities due to time 

invested on treatment were the main reasons for impairment. 
41 

Studies have reported 

higher prevalence of mixed anxiety depression, social phobia, panic symptoms, and 

dysthymia in lichen planus patients. 
42, 43

 DLQI is widely used questionnaire to 

measure the impact of skin disease on adults patients‟ quality of life. DLQI consists of 

10 items such as symptoms and feelings, daily activities, leisure, work or school, 

personal relationships and treatment with 4 point rating each. 
44

 Lichen planus is a 

condition always associated with itch. Majority of the patients experience itching on a 

daily basis, lasting longer than 1 minute and more in the evening. It has been observed 

in 94.9% of patients and considered to be the most worrisome symptom for the 

patients. 
45 

Pruritus in dermatoses is assessed by 12-item Pruritis severity score (PSS). 

12-PSS provides data about localization, duration, frequency and intensity of pruritus, 

scratch response, disability and quality of life impairment in patients with pruritus. It 

is easier to understand and consumes less than 3 minutes. 
46

 

LP is a complex inflammatory disease that shares immunological background with 

other disorders like cardiovascular disease, obesity, diabetes, dyslipidemia and 
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depression. It has been observed that nearly half of Lichen planus patients aged over 

65 years have at least three co-morbidities and two-thirds have two or more co-

morbidities.
47 

Some studies have shown higher prevalence of Diabetes Mellitus (DM) 

among patients with LP compared to normal population.
48

It has been reported that the 

prevalence of DM among patients with LP was 42% in 1976, 28% in 1984 and 3% in 

1993. 
49,50,51 

In Turkey, it was established that  the prevalence of DM in LP patients 

was 15.7% and 26.7% in  2004  and 2007 respectively.
52

They also pointed out that 

there was a significant difference between the concentration of HbA1c,Fasting blood 

glucose(FBS) and insulin resistance in LP patients compared to control group. A study 

done in 2017 has suggested to do FBS in patients with LP to prevent complications of 

DM.
48 

Romero et al established that 17.7% of the study population showed impaired 

fasting glucose in patients with LP.
53 

Lichen planus patients show higher prevalence of dyslipidemia according to several 

studies in the literature. The following parameters in lipid profile were found to be 

high in LP patients: Total cholesterol (TC), Triglycerides (TG), LDL-C and HDL-C 

was found to be higher. The stimulated lymphocytic infiltrates in lichen planus 

patients‟ attacks keratinocytes by acting as an epidermotrofigure, thereby generating 

reactive oxygen species leading to oxidative stress. The cytokines such as TNF-alpha, 

IL-6, IL-10 and IL-4 could explain the association of lichen planus with 

dyslipidemia.
54, 55, 56

  

It has been emphasised that there is increased risk of cardiovascular diseases in lichen 

planus patients with co-morbid conditions like dyslipidemia, diabetes mellitus and 

oxidative stress. 
32
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Some studies in literature have studied on association of hepatitis-B with LP with 

contradicting opinions. It has been explained that LP could elicit a cytotoxic reaction 

to keratinocytes expressing HBs and also HBV vaccine containing viral antigens can 

trigger cell-mediated autoimmune destruction of keratinocytes. 
57, 58 

Most of these 

studies were done on western population for oral LP. Considering higher prevalence 

of Hepatitis-B in India, there was a need to study on its correlation with CLP of 

generalised type. 
59

 

The link between LP and Hepatitis C virus (HCV) has also been subject of interest for 

research scholars due to varied reports on the same. It has been reported that 

epitofigure similarities between HCV and keratinocytes could probably explain this 

association, although there are no enough evidences to demonstrate it.
60

HCV infection 

is a global disease with an overall burden of more than 170 billion patients infected. It 

causes both hepatic and extra-hepatic manifestations with a chronic course compared 

to Hepatitis-B.
61 

Few studies have suggested that presence of oral LP is a sign of 

asymptomatic HCV infection. Multiple studies done in various countries showed 

geographical variation in correlation between HCV and LP, of which some showed 

weak or no correlation.   

Few studies from literature have stated that there is a positive correlation between oral 

lichen planus and thyroid disorders mainly hypothyroidism and autoimmune thyroid 

diseases (AITD) like hashimoto‟s thyroiditis (HT). 
62

They also highlighted that 

thyroid disease could play a role in the pathogenesis of oral lichen planus and justified 

that the conversion of a defensive reaction into an autoimmune reaction due to 

molecular mimicry hypothesis in AITD related oral LP. 
63

 A Chinese study observed a 
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genetic association of HLA-DRw9 with AITD and it was found to be remarkably high 

in oral LP patients. 
64, 65

 Studies have recommended that routine screening of thyroid 

tests like T3, T4, TSH, anti-thyroid peroxidase autoantibody must be followed in oral 

LP patients. 
62

 A study from literature observed that cutaneous lichen planus (18%) 

was the second most common dermatological disease followed by alopecia areata 

(22%) in patients with thyroid disease. 
66

 In view of such strong association of thyroid 

disease with lichen planus and very less studies have correlated it with cutaneous 

lichen planus, all patients in this study were routinely screened for thyroid function 

tests. 

Acitretin is considered to be the first line therapy followed by corticosteroids as 

second-line therapy for systemic treatment of cutaneous LP by Goldenberg et al.
67 

Case reports are only available regarding treatment of cutaneous LP with azathioprine, 

itraconazole and mycophenolate mofetil. They have shown good response with 

clearance of lesions. Lack of studies on these drugs‟ efficacy in larger sampler size 

prompted us to perform this study. Insufficient research papers were available on 

comparison of different systemic treatment for generalised cutaneous lichen planus. 

Enormous papers are available on oral lichen planus compared to generalised lichen 

planus.
12, 13,68,69,70.

 

Corticosteroids have been widely used for the treatment of lichen planus 
71, 72

 at a 

recommended dosage of 30-60 mg/day. 
73

 It requires a mean duration of 6 weeks 

treatment and the efficacy threshold has been 15-20mg/day. 
72,73

 It has been stated 

corticosteroid therapy has no impact on disease duration and also highlighted that the 

changes were significant  at 6 weeks ,whereas the downside was that there were cases 
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of severe relapse after discontinuation of the drug.
 74

   Kellett et al conducted a study 

to compare the efficacy of short course of oral prednisolone (10 days of 30mg/day) 

with placebo, in which he concluded that significant improvement was seen with 

prednisolone compared to placebo.
75

 Side-effects such as anaemia, edema, dyspepsia, 

acne, moon face, striae and menstrual abnormalities were observed in patients treated 

with prednisolone after 12-weeks of treatment.
75

 

Successful treatment of two cases of erosive lichen planus have been reported in one 

study. 
76

 In another Indian study, 7 out of 9 lichen planus patients showed good 

response to azathioprine (2mg/kg/day) with complete resolution of lesions and no 

relapse on a follow-up period of 6-9 months after stopping the drug. 
77

 Improvement 

in skin lesions was observed within 4-6 weeks of initiation of azathioprine. The 

following changes were considered as response parameters:  

CUTANEOUS- Flattening of pre-existing lesions, no appearance of new 

lesions, change in severity of itching 

MUCOSAL- Flattening of pre-existing lesions, decrease in severity of itching, 

irritation and burning sensation. 
77

 

Determination of thiopurine methyltransferase (TPMT) enzyme activity is an 

important investigation needed before starting the patient on azathioprine. TPMT 

activity is known to show remarkable ethnic variations making it difficult to create a 

common genetic test identifying all the possible mutations .A study done at AIIMS, 

Delhi have pointed out that  1 in 200-300 people in general population are deficient in 

this enzyme. Patients with low TPMT activity have high risk of developing 
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myelosuppression, gastrointestinal and hepatic side effects. They have stated that in 

centres with lack of facility to determine TPMT activity can use a complete 

hemogram to detect early myelosuppression every 4 weeks. 
77

 

Studies done in the past have shown that the efficacy of dapsone was found to be 18% 

higher than corticosteroids. 
78

 Dapsone has also been proven to be as effective as 

corticosteroids in oral lichen planus patients with an advantage of eliminating the side 

effects of steroids. 
79 

Two case reports of childhood lichen planus and erosive lichen 

planus treated successfully with oral dapsone after failure of response to other 

therapeutic modalities have been reported in some of the journals. 
80 

One study 

showed that lichen planus patients with mucosal lesions responded early and other 

lichen planus patients also showed good response with no relapse during one year of 

follow-up. 
81

 Less studies using dapsone as steroid sparing agent in generalised lichen 

planus served as a point of interest for selecting this drug in this study. On the other 

hand, the role of dapsone in lymphocyte mediated inflammatory disease has been 

proven to be successful. 
82 

Dapsone given at a dosage of 200mg orally for study 

duration of 16-22 weeks has proven to show good response in lichen planus patients. 

Improvement in skin lesions is generally observed 2 weeks after initiation of 

dapsone.
82

 

Acitretin, griseofulvin, hydroxychloroquine and narrow band ultraviolet B has been 

demonstrated to be effective in the treatment of cutaneous lichen planus.  It has also 

been described that narrow band ultraviolet B was much more effective than 6 weeks 

of low dose prednisolone.
84

 A study involving 46 patients with systemic steroids 

(0.3mg/kg) and NB-UVB thrice weekly for study duration of 6 weeks stated that NB-
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UVB was more effective than systemic steroids in generalised lichen planus patients.
83

 

UV-B is also considered to be safe and efficient for cutaneous lichen planus. 
84

A study 

also described that some of the generalised lichen planus patients treated with oral 8-

methoxypsoralen photo chemotherapy (PUVA) showed exacerbations of lesions and 

hence caution is necessary in its usage. 
85

Adding to it, another study proved that 11 

out of 20 patients showed complete resolution of lesions with NB-UVB thrice weekly 

ranging up to 3-6 months. Response was observed at a median of 3 months.  They 

were graded depending upon the response into four categories. 
86

 Berna et al has 

stated in his study that there is scarce data in literature on the efficacy of NB-UVB in 

generalised lichen planus. Hence, he conducted a study on NB-UVB efficacy in 

generalised lichen planus, and the study result showed complete remission in 45.8% 

(11 patients) showed and partial response in  20.8% (5 patients) .
87 

 

Various studies have highlighted other therapeutic modalities for cutaneous LP. 

Among retinoids, only acitretin has shown considerable improvement in LP at a 

dosage of 30mg given daily for 8 weeks. 
88

Sulfasalazine was used for 20 cutaneous 

LP patients as a monotherapy for 4 weeks to 14 months by Bauza et al. The dosage 

was 1.5gm daily and gradually increased to 3 gram daily upto 16 weeks. 13 patients 

showed complete response and 10 showed relapse. 7 patients were found to be relapse 

free for more than a year.
 89

 On the other hand, sulfasalazine and mesalamine are 

known to induce LP. 
90, 91

 Tetracyclines were found to be ineffective in LP.
92 

Metronidazole was tried for 19 generalised LP patients, out of which 13 patients 

showed complete response without relapse on two years follow-up. Complete 

response was defined by 80-100% clearance of lesions and alleviation of pruritus in 
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the above study.
93

 Thalidomide was tried by Doherty et al in 2008, in which 6 patients 

were treated for 1 month, out of which 4 showed complete response (90% clearance) 

with 1 relapsing at 6 months. 5 patients showed response at 3 months. The nature of 

LP was not described in the above study. 
94

 Another study highlighted that 

thalidomide showed good response in one generalised lichen planus patients.
95 

Insufficient data are available on the use of griseofulvin, hydroxychloroquine, 

dapsone, cyclosporine, phenytoin, cyclophosphoamide and interferons as first line of 

treatment in cutaneous LP. 
96 

Surprisingly, Goldenberg has treated one cutaneous LP 

successfully with methotrexate. 
67

 

Studies from literature have shown contradicting response to low-molecular weight 

heparin (LMWH) for cutaneous LP. LMWH actions depend upon the amount and 

nature of sulphated disaccharides.  It acts as anti-inflammatory and anti-chemotactic 

factors for T-cells.
 67

 Out of 24 patients treated with 3mg subcutaneous injection of 

LMWH for 4-14 weeks, 20 patients showed complete response. Chronic hypertrophic 

LP did not respond for LMWH. 
97

 Several other studies done with LMWH showed 

reduction in erythema and pruritus and varied dissatisfactory response for clinical 

lesions. 
98, 99

 

After the advent of biologic therapies, various case reports have been published on its 

usage for LP. Alefacept, a leukocyte function antigen-3/IgG dimeric fusion protein 

was given for 2 patients with generalised LP as 12-week intramuscular therapy. Both 

patients showed initial response at 4 weeks and were itch-free with no new lesions 

around 20 weeks. 
100

 Efalizumab, a monoclonal antibody to the CD11a chain of 

leukocyte function antigen-1 was tried for few patients with generalised LP for 12 



 
 
 

23 
 

weeks,
 101

 it showed lesions clearance with adverse side-effects like urticarial, 

staphylococcal hip abscess and drug-induced sub-acute cutaneous lupus.
102 

Basiliximab, an anti-CD25 chimeric antibody was used for erosive LP in one case 

although it is yet to be tried in cutaneous LP. 
103

 

Most of the studies concerned with systemic treatment of cutaneous lichen planus 

have used the following parameters like flattening, decreased pruritus and no new 

lesions for evaluating the efficacy.
104, 100

 Doherty et al has considered 90% 

improvement of lesions with no new lesions as complete response. 
94

Although various 

studies have used to the above mentioned parameters, scarce literature is available on 

response scoring or grading for systemic treatment in terms of generalised LP. The 

quality of data available on LP treatment protocol varies significantly due to the 

disease nature. Studies are unable to quote a clear reason for response; whether it is 

due to spontaneous regression or response to treatment. 
67

 

AZATHIOPRINE: 

 6-mercaptopurine 

PHARMACOLOGICAL PROPERTIES: 

PEAK LEVELS: 1-2 HRS, 

BIOAVAILABILITY: 88%, 

PROTEIN BINDING: 30%, 

HALF-LIFE: 5 HOURS 
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METABOLISM:  

 Converted into an active metabolite by Hypoxanthine guanine 

phosphoribosyltransferase (HGPRT) 

 Converted into an inactive metabolite by Xanthine oxidase ( XO) 

 Converted into an inactive metabolite by Thiopurine methyltransferase 

(TPMT) 

Excretion: Negligible unmetabolised azathioprine excreted, usually completely 

metabolized 

MECHANISM OF ACTION:  

 Acts as purine analogs and gets incorporated into DNA and RNA, inhibiting 

purine metabolism and cell division.  

 Affects T-cell and B-cell activity, Antigen presenting cells function and 

numbers. 

DAPSONE:   

 Dapsone (4, 4‟-diaminodiphenylsulfone, DDS) is a lipid soluble, water-

insoluble compound that penetrates well into cells and various tissues. 
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PHARMACOLOGICAL PROPERTIES: 

ABSORPTION & BIOAVAILABILITY:  

Peak levels: 2-6 Hours, Percentage bioavailability: 70-80% absorbed, Protein binding: 

70-90%, 

Half-life: 10-50 hours (mean-28 hours) 

Metabolism: N-acetylation, N-hydroxylation 

Excretion: Hepatic and renal 

MECHANISM OF ACTIONS: 

 Inhibition of neutrophil myeloperoxidase 

  Inhibition of eosinophil myeloperoxidase 

 Inhibition of neutrophil adhesion to vascular endothelium integrins 

 Inhibition of LTB4 binding 

 Inhibition of 5-lipogenase products in neutrophils and macrophages 

 Inhibition of  dihydropteroate synthetase ( enzyme reduction in folic acid)  

NARROW BAND-ULTRAVIOLET B:  

The UV-B part of the spectrum is usually defined as that between 280-320 nm. Broad 

band UVB ranges between 270-350nm including shorter wavelengths from UVA 

spectrum and Narrow band lamps ranges between 311-313nm. Proper equipment and 

ultraviolet calibration and dosimetry were followed for effective response according to 
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the minimal erythema dose and dosage incrementation of psoriatic disease is usually 

followed.  

MECHANISM OF ACTION: 

 Induction of cis-urocanic acid  

 Apoptosis of T-lymphocytes and keratinocytes 

  Langerhans cell depletion  

  altered antigen presentation  

  decreased activity of  Natural killer (NK cells) 
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AIM & OBJECTIVE: 

AIM:  

The aim of this study was to determine the best modality of alternative treatment in 

combination with systemic steroids by comparing the efficacy of azathioprine, 

dapsone and NB-UVB phototherapy in generalised lichen planus patients visiting our 

hospital. 

OBJECTIVE: 

The objectives of this study were: 

1. To compare the efficacy of azathioprine, dapsone and NB-UVB phototherapy 

as steroid sparing modalities in combination with systemic steroids for 

generalised lichen planus patients. 

2. The response rate, safety profile, side effects and remission course of these 

modalities in study patients. 

 

 

 

 

 

 



 
 
 

29 
 

 

 

 

 

 

 

MATERIALS 

&  

METHODOLOGY 

 

 

 

 

 



 
 
 

30 
 

MATERIALS & METHODOLOGY: 

TYPE OF STUDY: Randomised, Prospective, comparative, non-blinded and 

interventional study 

PLACE OF STUDY: Department of Dermatology, Govt. Stanley Medical College & 

Hospital, Chennai-600001. 

DURATION OF STUDY: 1 year 

TARGET POPULATION: Patients visiting Dermatology OPD at Stanley medical 

college 

STUDY POPULATION   : Generalised lichen planus with cutaneous lesions 

involving at least 20 % skin surface area and those satisfying the inclusion and 

exclusion criteria were included in the study. 

SAMPLE SIZE: 

TOTAL: 90 PATIENTS 

Sample size was calculated using response rate of 55% for NB-UVB with confidence 

interval -95% and absolute precision-10%. 

Patients diagnosed as generalised lichen planus clinically were included in the study. 

30 patients were categorised by block randomisation method to each group satisfying 

the inclusion and exclusion criteria after obtaining informed written consent.   
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The following inclusion & exclusion criteria were considered. 

INCLUSION CRITERIA: 

 Any age group 

 Both sexes 

 Patients willing for follow-up 

EXCLUSION CRITERIA: 

 Pregnancy 

 Photosensitivity 

 Photosensitising drugs intake history 

 Myelosuppression 

 Active infections 

 Hepatic or renal disease 

 Hypersensitivity to azathioprine or dapsone 

 Low TPMT activity for Group-A 

 Glucose-6 Phosphate Deficiency for Group-B 
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Multiples of 3 were used as a unique identifier and they were allocated group-C. 

Patients in the other two groups were randomly categorised in Group-A&B as 

designated in TABLE-1. Each patient was given unique identifier number (UI NO).  

[TABLE-1: BLOCK RANDOMISATION] 

 

 

Group-A Group-B Group-C 

1A 2A 3A 

5B 4B 6B 

7C 8C 9C 

11D 10D 12D 

13E 14E 15E 

17F 16F 18F 

19G 20G 21G 

22H 23H 24H 

26I 25I 27I 

28J 29J 30J 

32K 31K 33K 

34L 35L 36L 

38M 37M 39M 

40N 41N 42N 

44O 43O 45O 

46P 47P 48P 

49Q 50Q 51Q 

53R 52R 54R 

55S 56S 57S 

59T 58T 60T 

61U 62U 63U 

65V 64V 66V 

68W 67W 69W 

70X 71X 72X 

74Y 73Y 75Y 

76Z 77Z 78Z 

80a 79a 81a 

82b 83b 84b 

86c 85c 87c 

88d 89d 90d 
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GROUP –A: Systemic steroids + Azathioprine 

GROUP –B: Systemic steroids + Dapsone 

GROUP-C:   Systemic steroids + NB-UVB 

All groups received systemic corticosteroids of dosage (0.5-1mg/kg/day) depending 

upon the severity and was tapered gradually. (13) Steroid sparing agents like 

azathioprine and dapsone, NB-UVB was started concurrently for Group-A, B and C 

respectively. All the groups were studied for a period of 6 months and followed up for 

a period of 6 months following stoppage of drugs or phototherapy. 

INVESTIGATIONS: 

Routine investigations like complete blood count, renal function test, random blood 

sugar, liver function test, thyroid function test, fasting lipid profile, fasting blood 

sugar and post-prandial sugar were taken. Chest X-ray (Posterior-Anterior view) and 

Mantoux test followed by clearance from chest physician were obtained before 

initiating treatment. Human immunodeficiency virus (HIV) and syphilis were ruled 

out using Integrated counselling and testing centre (ICTC) and Rapid plasma regain 

test (RPR).  Hepatitis-B surface antigen (HbsAg) and Anti-HCV ( Anti- Hepatitis C 

virus) were also done.  

In case of co-morbidities, the concerned specialist was sought for opinion and 

management. 
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Baseline investigations before starting treatment and at the end of every 4 weeks were 

done. Periodic urine pregnancy test was done for all female patients and barrier 

method of contraception was emphasised. 

GROUP-A:  Systemic steroids + Azathioprine: 

Group-A was given azathioprine of dosage 2mg/kg/day for a period of 6 months. 

Response was assessed every 2 weeks and complete hemogram with liver and renal 

function tests were done every 4 weeks.  

GROUP –B   : Systemic steroids + Dapsone: 

Group-B was given dapsone of dosage 2mg/kg/day orally daily for a period of 6 

months. Response was assessed every 2 weeks and complete hemogram with liver and 

renal function tests were done every 4 weeks. 

GROUP-C:   Systemic steroids + NB-UVB 

Group-C was subjected to NB-UVB twice weekly on non-consecutive days for a 

period of 6 months. Response was assessed every 2 weeks and complete hemogram 

with liver and renal function tests were done every 4 weeks. Initial dosage of about 

250mJ/cm
2
 was started for all patients. If the initial dosage was tolerated well, 

subsequent 20% incremental response was given at each subsequent visit depending 

upon the erythema response of the patients.  

The following instructions were given to the patients in Group-C: 

All patients were instructed to wear UV goggles when they were subjected to 

phototherapy. Men were advised to protect their genitalia. Patients were advised to 
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expose the affected skin to NB-UVB; protecting their uninvolved skin. They were 

instructed to leave the phototherapy unit once light switches off or at any point of time 

when they feel uncomfortable or burning/stinging sensation. 

ITCH SEVERITY INDEX: 

Itchy severity index was scored using Pruritus severity scale at baseline and week-24. 

Patients were either requested to fill the form or explained in the local language and 

filled by the observer depending upon their educational qualification.  

DERMATOLOGY LIFE QUALITY INDEX: (DLQI) 

Quality of life was scored using Dermatology life quality index (DLQI) at baseline 

and week-24. Patients were either requested to fill the form or explained in the local 

language and filled by the observer depending upon their educational qualification. 

Patients below 16 years were not included in assessment of DLQI as the scoring test 

has not been approved for this age category. 

EXPECTED OUTCOMES:  

All the three groups were assessed based on the following parameters: 

 Reduction in severity of itching using Itch severity scale  

 Improvement in Dermatological Quality of life index 

 Appearance of new lesions and number of new lesions if they are present 

 Changes in pre-existing lesions : Post inflammatory 

hyperpigmentation/hypopigmentation & flattening of old lesions 

 Grading of total lesions (pre and post treatment) using the following grading. 
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4 stages of grading were considered for describing lesions for pre and post-treatment 

using the percentage involvement of Body surface area (BSA) 

 Grade-1 : Lesions involving <20% BSA /Complete response (disappearance of 

>90 % of the lesions),  

 Grade-2 :  Lesions involving 20-50% BSA/ partial response (disappearance of 

at least 50 % of the lesions) 

 Grade-3 : Lesions involving 50-80% BSA/ poor response (improvement in 20 – 

50% of lesions)  

 Grade-4:  Lesions involving >80% BSA/ No response (< 20% reduction in the 

lesions).  
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RESULTS & OBSERVATIONS: 

The collected data were analysed with IBM.SPSS statistics software 23.0 version. To 

describe about the data descriptive statistics frequency analysis, percentage analysis 

were used for categorical variables and the mean and Standard deviation (S.D) were 

used for continuous variables. One way ANOVA was used to find the significance in 

the multivariate analysis. Chi-square test was used to find the significance in 

categorical data. In all the above statistical tools, the probability value (P value) 0.05 

is considered as significant level. 

In this study, initially 30 patients were enrolled in each group. After drop-out and lost 

follow-up, 28, 26, 24 patients were considered for statistical analysis in group-A, B 

and C respectively. The number of male patients was 42.9% (12), 30.8 %( 8), 16.7 % 

(4) in group-A, B and C respectively. The number of female patients was 57.1% (16), 

69.2% (18) and 83.3% (20) in group-A, B and C respectively. Although, the total 

number of female patients was more in each group, it was not statistically significant 

with a p-value 0.125.  [TABLE-2 & CHART-1] 

 

 

SEX A B C 

Female 57.1% 69.2% 83.3% 

Male 42.9% 30.8% 16.7% 

TABLE- 2 SEX DISTRIBUTION 
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CHART-1 shows sex distribution for each group 
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AGE: 

The mean age of the patients was 34, 38 and 34 in group-A, B and C respectively 

showing no statistical significance between the groups with a p-value of 0.609.  

Minimum and maximum age in group-A was 6 and 65 in group-A, 13 and 70 in 

group-B and 12 and 70 in group-C respectively. [TABLE-3 & CHART-2] 

 

 

 

 

 

 

 

 

 

 

Descriptive 

Age 

Group N Mean 

Std. 

Deviation Minimum Maximum 

A 28 34 18 6.0 65.0 

B 26 38 15 13.0 70.0 

C 24 34 16 12.0 70.0 

Total 78 35 17 6.0 70.0 

            

ANOVA 

Age 

  

Sum of 

Squares df 

Mean 

Square F Sig. 

Between 

Groups 280.365 2 140.183 .500 .609 

Within 

Groups 
21036.622 75 280.488     

Total 21316.987 77       

TABLE-3 STATISTICAL DATA FOR AGE 
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CHART-2 shows age distribution in each group 
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CO-MORBIDITIES: 

In case of co-morbidities, 50%(14),42.3%(11),37.5%(9) had one or more co-

morbidities and 50% (14),57.7% (15),62.5% (15) had no comorbidities in group-A, B 

and C respectively having no statistical significance with a p-value 0.655.  [TABLE-4 

& CHART-3] 

 

Co-morbidities A B C 

Present 50.0% 42.3% 37.5% 

Absent 50.0% 57.7% 62.5% 

 

CHART-3 shows co-morbidities distribution in each group 
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TABLE-4:CO-MORBIDITIES 
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The following table and graph depicts the number of subjects with co-morbidity, 2 or 

more co-morbidities and no co-morbidities in each group. [TABLE-5 & CHART-4] 

 

 

 

CHART-4 shows number of co-morbidities distribution in each group 

 

The common co-morbidities associated arranged in the decreasing order were type-2 

diabetes mellitus (10), dyslipidemia (10), systemic hypertension(6), hypothyroidism 

(4), obesity(4), bronchial asthma (1), coronary artery disease (1), psychiatry disorder 

(1) and seizure disorder(1) . The number of patients with 2 or more co-morbidities 

13 
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4 

15 
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16

  ONE  CO-MORBIDITY  2 OR MORE CO-
MORBIDITIES

NO CO-MORBIDITIES

GROUP-A

GROUP-B

GROUP-C

GROUP    CO-MORBIDITY 

 2 OR MORE CO-

MORBIDITIES 

NO CO-

MORBIDITIES 

GROUP-A 13 1 14 

GROUP-B 7 4 15 

GROUP-C 7 2 15 

TABLE-5: NUMBER OF CO-MORBIDITIES 
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was higher in Group-B (4) compared to Group-A (1) and Group-C (2). [TABLE-6 & 

CHART-5] 

 

 

 

 

Chart-5 shows co-morbidities distribution in each group 
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Group-A Group-B Group-C

CO-

MORBIDITIES 

Type-2 

DM 

SYSTEMIC 

HYPERTENSION DYSLIPIDEMIA HYPOTHYROIDISM 

PSYCHIATRY 

DISORDER 

BRONCHIAL 

ASTHMA OBESITY CAD SEIZURE 

Group-A 2 3 2 2 0 1 2 0 0 

Group-B 5 2 4 2 1 0 2 1 1 
Group-C 

 3 1 4 0 0 0 0 0 0 

TABLE-6:CO-MORBIDITIES 
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ITCH SEVERITY INDEX (ISI) & DERMATOLOGICAL LIFE 

QUALITY INDEX (DLQI): Statistical data of ISI and DLQI of week-0 and 

week-24 given below. [TABLE-7&8] 

 

Descriptive 

  N Mean 

Std. 

Deviation Minimum Maximum 

ISI0 A 
28 9 3 4.0 17.0 

B 
26 9 2 6.0 14.0 

C 
24 8 2 6.0 12.0 

Total 
78 9 2 4.0 17.0 

DLQI0 A 
28 7 2 4.0 10.0 

B 
26 7 2 4.0 10.0 

C 
24 6 2 4.0 10.0 

Total 
78 7 2 4.0 10.0 

ISI24 A 
28 1 1 0.0 4.0 

B 
26 2 2 0.0 8.0 

C 
24 0 0 0.0 1.0 

Total 
78 1 2 0.0 8.0 

DLQI24 A 
28 1 1 0.0 4.0 

B 
26 2 1 0.0 6.0 

C 
24 0 0 0.0 1.0 

Total 
78 1 1 0.0 6.0 

 

TABLE-7: STATISTICAL DATA FOR ISI & DLQI WEEK 0& 24 
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ANOVA 

  

Sum of 

Squares df Mean Square F Sig. 

ISI0 Between 

Groups 5.318 2 2.659 .529 .591 

Within 

Groups 376.798 75 5.024     

Total 382.115 77       

DLQI0 Between 

Groups 11.824 2 5.912 1.682 .193 

Within 

Groups 263.663 75 3.516     

Total 275.487 77       

ISI24 Between 

Groups 71.135 2 35.567 25.348 .0005 

Within 

Groups 105.237 75 1.403     

Total 176.372 77       

DLQI24 Between 

Groups 58.299 2 29.149 27.819 .0005 

Within 

Groups 78.586 75 1.048     

Total 136.885 77       

TABLE-8: STATISTICAL DATA FOR ISI & DLQI WEEK 0& 24 
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ITCH SEVERITY INDEX (ISI):  

It was assessed at baseline week (week-0) and week-24.  On week-0, the mean value 

of ISI score was 9, 9 and 8 in group-A, B and C respectively. Lowest ISI score was 4 

with 3.6% (1) in group-A, 6 with 7.7% (2) in group-B and 6 with16.7% (4) in group-

C. Highest ISI score was 17 with 3.6% (1) in group-A, 14 with 3.8% (1) in group-B, 

12 with 4.2% (1) in group-C.  On week-0, ISI showed no statistical significance 

between the groups with a p-value 0.591. On week-24, the mean ISI score was 1, 2 

and 0 in group-A, B and C respectively. Lowest ISI score was 0 in all three groups. 

Highest ISI score was 4 with 3.6% (1) in group-A, 8 with 3.8% (1) in group-B and 1 

with 8.3% (2) in group-C. On week-24, ISI showed statistically high significance 

between the groups with a p-value 0.0005.  [TABLE-9 & CHART-6] 

 

 

GROUP BASELINE 24th WEEK 
A 9 1 

B 9 2 

C 8 0 

 

TABLE-9: ISI SCORING 
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Chart-6 shows ISI scoring at baseline and week-24 

DERMATOLOGICAL LIFE QUALITY INDEX (DLQI): It was assessed 

at baseline week (week-0) and week-24.  On week-0, the mean DLQI score was 7, 7, 6 

in group-A, B & C respectively.  Lowest DLQI score was 4 in all three groups with 

17.9% (5), 15.4% (4) and 16.7% (4) in group-A, B & C respectively.  Highest DLQI 

score was 10 in all three groups with 17.9% (5), 11.5% (3) and 4.2% (1) in group-A, 

B& C respectively. On week-0, ISI showed no statistical significance between the 

groups with p-value 0.193. On week-24, the mean DLQI score was 1, 2, 0 in group-

A,B &C respectively.  Lowest DLQI score was 0 in all three groups with 60.7% (17), 

11.5% (3) and 91.7% (22) in group-A, B and C respectively. Highest DLQI score was 

4 with 3.6% (1) in group-A, 6 with 3.8% (1) in group-B, 1 with 8.3% (2) in group-C 
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.On week-24, ISI showed high statistical significance between the groups with p-value 

0.0005.  [TABLE-10 & CHART-7] 

 

 

GROUP BASELINE 24th WEEK 
A 7 1 

B 7 2 

C 
6 0 

 

 

CHART-7 shows DLQI scoring at baseline and week-24 
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TABLE-10:DLQI SCORING 
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All the following parameters were assessed at baseline and every 4 weeks 

until week-24. 

APPEARANCE OF NEW LESIONS:  

At baseline, appearance of new lesions was present   in 89.3% (25), 100% (26) and 

100% (24) in group-A, B & C respectively with no statistical significance having p-

value 0.062. On week-4, appearance of new lesions was present in 7.1% (2), 34.6 %( 

9), 12.5 %( 3) in group-A, B & C respectively with significant p-value 0.022. On 

week-8, appearance of new lesions was present in 3.6% (1), 19.5% (5), 4.2% (1) in 

group-A, B & C respectively with no significant p-value 0.081. On week-12, 

appearance of new lesions was present in 0%, 19.2% (5), 12.5% (3) in group-A, B & 

C respectively with no statistical significant p-value 0.061. On week-16, appearance 

of new lesions was present in 0%, 3.8% (1) and 4.2% (1) in group-A, B&C 

respectively with no significant p-value 0.561.  On week-20, appearance of new 

lesions was 3.6% (1) in group-A, 0% in both group-B&C with no significant p-value 

0.435. On week-24, appearance of new lesions was 0% in group-A & C and 3.8% in 

group-B with no significant p-value 0.363. [TABLE-11 & CHART-8] 

[Fig A1c-d,A2b,B3c, B4c-d, C5c C6b-d] 

 

 

Baseline 4th Week 12th Week 16th Week 20th Week 24th Week 

 

A B C A B C A B C A B C A B C A B C 

Absent 
10.7%     92.9% 65.4% 87.5% 100.0% 80.8% 87.5% 100.0% 96.2% 95.8% 92.9% 100.0% 95.8% 100.0% 96.2% 100.0% 

Present 
89.3% 100.0% 100.0% 7.1% 34.6% 12.5%   19.2% 12.5%   3.8% 4.2% 3.6%   4.2%   3.8%   

 

TABLE-11: APPEARANCE OF NEW LESIONS 
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CHART-8 shows appearance of new lesions at baseline, week-4,12,16,20 and 24. 
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FLATTENING OF THE LESION:  

At baseline, flattening of lesions was present in 3.6% (1), 3.8% (1) and 0% in Group-

A, B & C respectively with no significant p-value 0.632. At week-4, flattening was 

present in 89.3% (25), 53.8 % (14), 16.7% (4) in group-A, B & C respectively with 

high statistical significant p-value 0.0005. At week-8, flattening was present in 85.7% 

(24), 92.3% (24), 100% (24) in group-A, B & C respectively with significant p-value 

0.156. At week-12, flattening was seen in 96.4% (27), 100% (26), 100% (24) in 

group-A, B & C respectively with significant p-value0.405. At week-16, 20 &24, 

flattening was present in 100% (28, 26, and 24) in group-A, B & C and p-value could 

not be calculated as the parameter was constant. [TABLE-12 & CHART-9] 

[Fig: A1c-e,A2c,B4c-d,B3c,B2d-e,C5c-f,C6b-d] 

 

 

 

 

 

 

Baseline 4th Week 12th Week 16th Week 20th Week 24th Week 

 

A B C A B C A B C A B C A B C A B C 

Absent 96.4% 96.2% 100.0% 14.3% 7.7% 0.0% 3.6% 0.0% 0.0%                   

Present 3.6% 3.8% 0.0% 85.7% 92.3% 100.0% 96.4% 100.0% 100.0% 100.0% 100.0% 100.0% 100.0% 100.0% 100.0% 100.0% 100.0% 100.0% 

TABLE-12: FLATTENING OF THE LESIONS 
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CHART-9 shows flattening of the lesions at baseline and week-4.12,16,20 and 24. 

POST-INFLAMMATORY HYPERPIGMENTATION (PIH):  

At baseline, PIH was present in 3.6% (1), 3.8% (1), and 0% in group-A, B & C 

respectively with no significant pvalue-0.632. At week-4, PIH was present in 71.4% 

(20), 53.8% (14), 12.5% (3) in group-A, B&C with high statistical significant p-value 

0.0005. At week-8, PIH was present in 82.1% (23), 92.3% (24), 100% (24) in group-

A, B & C respectively with significant p-value 0.077.  At week-12, PIH was present in 

89.3% (25), 96.2% (25) and 100% (24) in group-A, B & C with significant p-value 

0.204. At week-16, PIH was present in 96.4% (27), 100% (26), 100% (24) in group-A, 

B & C respectively with significant p-value 0.405. At week-20&24, PIH was present 
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in 100% (28, 26, and 24) in group-A, B & C and p-value could not be calculated as 

the parameter was constant.  [TABLE-13 & CHART-10] 

[Fig :A1f-g,A2d-f,B3f-h,B4e-f,C5g,C6e] 

 

 

CHART-10 shows PIH at baseline and week-4,12,16,20 and 24. 

 

 

 

0%

10%

20%

30%

40%

50%

60%

70%

80%

90%

100%

A B C A B C A B C A B C A B C A B C

Baseline 4th Week 12th Week 16th Week 20th Week 24th Week

PIH 

Absent Present

 

Baseline 4th Week 12th Week 16th Week 20th Week 24th Week 

 

A B C A B C A B C A B C A B C A B C 

Absent 96.4% 96.2% 100.0% 17.9% 7.7% 0.0% 10.7% 3.8% 0.0% 3.6% 0.0% 0.0%             

Present 3.6% 3.8% 0.0% 82.1% 92.3% 100.0% 89.3% 96.2% 100.0% 96.4% 100.0% 100.0% 100.0% 100.0% 100.0% 100.0% 100.0% 100.0% 

TABLE-13: PIH 
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GRADING OF LESIONS:  

At baseline, grade-3 lesions were present in 3.6% (1) in group-A and 0% in both 

group-B&C .Grade-4 lesions were present in 96.4% (27) in group-A 100% (26&24) in 

both group-B&C. There was no statistical significance (p-value 0.405). At week-4, 

grade-3 lesions was 75% (21) in group-A and 0% each in group-B&C. Grade-4 

lesions was 25% (7) in group-A and 100% (26&24) in group-B &C respectively. It 

was highly statistically significant with a p-value 0.0005. At week-8, grade-3 lesions 

was present in 100% (28), 73.1% (19), 91.7% (22) in group-A,B & C respectively. 

Grade-4 lesions was present in 0%, 26.9% (7), 8.3% (2) It was highly significant with 

a p-value 0.007. At week-12, Grade-4 lesions were present in 0% in group-A & C, 

7.7(2) in group-B. Grade-3 lesions were present in 78.6% (22), 92.3% (24) and 100% 

(24) in group-A, B & C respectively. Grade-2 lesions were present in 21.4% (6) in 

group-A and 0% in each group-B &C. It was highly statistically significant with a P-

value-0.004. At week-16, grade-3 lesions was present in 64.3% (18), 88.5% (23) and 

0% and grade-2 was present in 35.7% (10), 11.5% (3), 100% (24) in group-A, B & C 

respectively with highly significant p-value 0.0005. At week-20, Grade-3 lesions 

was14.3% (4), 15.4% (4) and 0%, grade-2  lesions was 32.1%(9),84.6% (22), 8.3% (2) 

and grade-1 lesions was 53.6% (15),0%,91.7%(22) in group- A,B & C respectively. 

At week-24, grade-3 lesions was present in 7.1% (2),11.5% (3) , 0%, grade-2  was 

present in 35.7%(10),76.9% (20),8.3% (2), grade-1 lesions was present in 57.1% 

(16),11.5%(3),91.3% (22) in group-A,B & C respectively with highly significant p-

value 0.0005. [TABLE: 14-16 & CHART: 11-13] 

[Fig :A1g,A2f,B3h,B4f,C5g,C6e] 
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GROUP-A GRADE-1 GRADE-2 GRADE-3 GRADE-4 
W0 0 0 1 27 

W4 0 0 21 7 

W8 0 0 28 0 

W12 0 6 22 0 

W20 15 9 4 0 

W24 16 10 2 0 

 

CHART-11 shows grading of lesions at baseline, week-4,8,12,16,20 and 24 for group-

A. 

 

 

 

0 0 0 0 

15 
16 

0 0 0 

6 

9 
10 

1 

21 

28 

22 

4 

2 

27 

7 

0 0 0 0 
0

5

10

15

20

25

30

W0 W4 W8 W12 W20 W24

GRADE-1

GRADE-2

GRADE-3

GRADE-4

                        GROUP-A 

TABLE-14 GRADING OF LESIONS FOR  GROUP-A 



 
 
 

57 
 

GROUP-B GRADE-1 GRADE-2 GRADE-3 GRADE-4 

W0 0 0 0 26 

W4 0 0 0 26 

W8 0 0 19 7 

W12 0 0 24 2 

W20 0 22 4 0 

W24 3 20 3 0 

 

 CHART-12 shows grading of lesions at baseline and week-4,8, 12,16,20 and 24 for 

Group-B. 
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GROUP-C GRADE-1 GRADE-2 GRADE-3 GRADE-4 

W0 0 0 0 24 

W4 0 0 0 24 

W8 0 0 22 2 

W12 0 0 24 0 

W20 22 2 0 0 

W24 22 2 0 0 

 CHART-13 shows grading of lesions at baseline,week-0,4,8,12,16,20 and 24  for  

group-C 
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SIDE-EFFECTS: [TABLE-17 & CHART-14] 

In group-A, the following side effects were noted arranged in the descending order: 

acneiform eruptions (4), weight gain (2), neutropenia (2), altered taste sensation (2), 

herpes labialis (1) and vomiting (1).  

In group-B, the following side-effects were noted arranged in the decreasing order: 

Hyperbilirubinemia (3), acneiform eruptions (2), weight gain (2) and altered taste 

sensation (1).  

In group-C, the following side-effects were noted: herpes zoster (1) and ophthalmic 

complaints like redness and burning sensation (1). 

 

CHART-14 shows side-effects in each group. 

 

2 2 

1 

0 

1 

0 

2 

4 

0 

2 

1 

0 0 0 

3 

0 

2 

0 0 0 0 

1 

0 0 0 0 

1 

0
0.5

1
1.5

2
2.5

3
3.5

4
4.5

GROUP-A

GROUP-B

GROUP-C

SIDE-

EFFECTS 

WEIGHT 

GAIN 

ALTERED TASTE 

SENSATION 

HERPES 

LABIALIS 

HERPES 

ZOSTER VOMITING HYPERBILIRUBINEMIA NEUTROPENIA 

ACNEIFORM 

ERUPTIONS OPHTHALMIC COMPLAINTS 
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TABLE-17: SIDE-EFFECTS 
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CLINICAL PHOTOGRAPHS 
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CLINICAL PHOTOGRAPHS 

GROUP-A: 

 

Figure-A1a: Week 0 of patient 1 showing multiple plaques of LP over right leg. 

 

Figure-A1b: Week 0 of patient 1 having more pronounced lesions on the right leg 

when compared to left. 
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Figure- A1c : Week 8 of patient 1 showing no new lesions with mild flattening of old 

lesions. 

 

Figure-A1d: Week 12 of patient 1 showing no new lesions with mild flattening of old 

lesions. 
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Figure-A1e: Week 16 of patient 1 showing moderate flattening of old lesions. 

 

Figure-A1f: Week 12 of patient 1 showing complete flattening of old lesions with 

mild post inflammatory pigmentation. 
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Figure-A1f: Week 12 of patient 1 showing complete resolution without much of post 

inflammatory pigmentation. 
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GROUP-A 

PATIENT-2 

 

Figure-A2a: Week 0 of patient 2 showing multiple violaceous papules and plaques 

over back. 

 

 

Figure-A2b: Week 4 of patient 2 showing no new lesions. 
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Figure-A2c: Week 8 of patient 2 showing moderate flattening of old lesions. 

 

Figure-A2d: Week 12 of patient 2 showing moderate flattening of old lesions with 

mild post-inflammatory hyperpigmentation. 
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Figure-A2e: Week 16 of patient 2 showing moderate flattening of old lesions with 

mild post-inflammatory hyperpigmentation. 

 

Figure-A2f: Week 20 of patient 2 showing complete resolution of old lesions with 

mild post-inflammatory hyperpigmentation. 
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Figure-A2g: Week 24 of patient 2 showing complete resolution of old lesions with not 

much of post-inflammatory hyperpigmentation. 
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GROUP-B 

PATIENT-3 

 

 

Fig B3a: Week 0 of patient 3 showing multiple hyperpigmented plaques over dorsum of left 

foot. 

 

Fig B3b: Week 0 of patient 3 showing multiple hyperpigmented plaques over left leg . 
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Fig B3c: Week 4 of patient 3 showing no new lesions and flattening of old lesions. 

 

 

Fig B3d: Week 8 of patient 3 showing no new lesions and flattening of old lesions. 

 

 



 
 
 

71 
 

 

Fig B3e: Week 12 of patient 3 showing moderate flattening of old lesions. 

 

 

Fig B3f: Week 16 of patient 3 showing severe post-inflammatory hyperpigmentation. 
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Fig B3g: Week 20 of patient 3 showing severe post-inflammatory hyperpigmentation. 

 

 

Fig B3h: Week 24 of patient 3 showing severe post-inflammatory hyperpigmentation with 

partial resolution of old lesions. 
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GROUP-B 

PATIENT-4 

 

Fig B4a: Week 0 of patient 4 showing multiple violaceous plaques over bilateral legs. 

 

 

Fig B4b: Week 4 of patient 4 showing multiple violaceous plaques over bilateral legs. 
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Fig B4c: Week 8 of patient 4 showing no new lesions with mild flattening of old plaques. 

 

Fig B4d: Week 12 & 16 of patient 4 showing no new lesions with mild flattening of old 

plaques. 
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Fig B4e: Week 20 of patient 4 showing mild flattening of old plaques with severe post-

inflammatory hyperpigmentation. 
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Fig B4f: Week 24 of patient 4 showing severe post-inflammatory hyperpigmentation with 

incomplete resolution of old plaques. 
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GROUP-C: 

PATIENT-5

 

Fig C5a: Week 20 of patient 5 showing multiple pigmented  plaques over bilateral legs. 

 

Fig C5b: Week 4 of patient 5 showing prominent pigmented plaques over left leg compared 

to the right. 
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Fig C5c: Week 8 of patient 5 showing no new lesions with moderate flattening of old plaque. 

 

Fig C5d: Week 12 of patient 5 showing no new lesions with moderate flattening of old 

plaque. 
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Fig C5e: Week 16 of patient 5 showing severe post-inflammatory hyperpigmentation. 

 

Fig C5f: Week 20 of patient 5 showing moderate post-inflammatory hyperpigmentation. 
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Fig C5g: Week 24 of patient 5 showing significant improvement in lesion size and  post-

inflammatory hyperpigmentation compared to week-0. 
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GROUP-C 

PATIENT-6  

 

Fig C6a: Week 0 of patient 6 showing multiple violaceous plaques over bilateral legs. 

Fig C6b: Week 4 of patient 6 showing no new lesions with mild flattening of violaceous  

plaques. 
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Fig C6c: Week 8 of patient 6 showing no new lesions with moderate flattening of violaceous 

plaques over bilateral legs. 

 

 

Fig C6d: Week 12 & 16 of patient 6 showing no new lesions with moderate flattening of 

violaceous plaques. 

 

 



 
 
 

83 
 

 

 

Fig C6e: Week 24of patient 6 showing mild post-inflammatory hyperpigmentation with 

significant resolution of old plaques. 
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  DISCUSSION 
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DISCUSSION: 

In this study, it was observed that total number of females were more than males 

(F=54, M=24) similar to studies in the literature, although they were distributed 

equally in all three groups with a p value-0.125. The mean age of group-A, B and C 

was 34, 38 and 34 respectively. Middle age group (30-45 years) was predominantly 

affected in this study similar to Sugerman et al finding.
9 

Another study done by Eisen 

et al has also mentioned that lichen planus is a disease of middle-aged adults of both 

genders with a slight predominance in female up to a ratio of 2:1 similar to our 

finding. 
7
 

Another interesting feature to be highlighted in this study was that familial cases of LP 

were seen.  Two pairs of mother and daughter presented with generalised lichen 

planus which strengthens the possibility of genetic predisposition similar to the view 

of Singal et al and Bermejo et al. 
105,106

 Out of two, one pair of daughter and mother 

lost follow-up and were removed from the study. The other mother- daughter pair was 

treated with different modalities. Mother was treated with NB-UVB and daughter was 

treated with azathioprine and both responded well for the treatment.  

The following co-morbidities were present: type-2 diabetes mellitus (10), 

dyslipidemia (10), systemic hypertension (6), hypothyroidism (4), obesity (4), 

bronchial asthma (1), coronary artery disease (1), psychiatry disorder (1) and seizure 

disorder (1). 
4, 16, 62-66

 Patients included in the study were found to be serologically 

negative for Hepatitis-B and Hepatitis-C.  
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 Itch severity index showed no statistical significance between the groups with a 

highest score above 10 in all the groups at the start of the study. At the end of the 

study, it was observed that the lowest score was 0 in all the groups, whereas the 

highest score was 8 in group-B followed by 4 in group-A and 1 in group-C showing 

high statistical significance with a p-value0.0005.  This concludes that itch control 

was better in Group C>A>B arranged in descending order. 

 In regard with DLQI, highest DLQI score was 10 in all three groups with no 

statistical significance between the groups at the start of the study, whereas at the end 

of the study lowest score was 0 in all three groups and highest score was 6 in group-B, 

4 in group-A and 1 in group-C. This highlights that DLQI score was better achieved 

and improved the quality of life in group-C>A>B arranged in descending order. 

Although patients were instructed to attend NB-UVB twice weekly demanding their 

visit to hospital frequently, the avoidance of daily medication and frequent 

investigations compared to the other two groups helped to achieve better DLQI in 

group-C. DLQI includes symptoms and which is predominantly itching in lichen 

planus and feeling of sickness due to the need for daily medications; such factors were 

addressed by NB-UVB effectively compared to azathioprine and dapsone. Hence, 

both in terms of ISI and DLQI, patients‟ who received NB-UVB lived a better quality 

of life.   
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In terms of appearance of new lesions, it was observed that appearance of new lesions 

reduced gradually in the following order: 

Week-4: Group-A>C>B, week-8: C=A>B, Week-12: A>C>B, week-16: A>B=C and 

week-20: C=B>A and week-24: A=C>B. As per our protocol, patients were initially 

started on oral steroids which helped in controlling appearance of new lesions in all 

three groups. We noted that few patients developed few (1-3) new lesions at a 

particular week when steroids was stopped highlighting that steroids role was 

significant in controlling disease activity strengthening the view of Kelett et al study 

who stated that severe relapse was seen after discontinuation of steroids.
75

 Steroid was 

stopped in all patients when there was no appearance of new lesions for more than 4 

weeks continuously. This period varied in each patient and majority of the patients 

attained this state by week-12 in contrast to Atzmony et al who stated that complete 

response was seen at 6 weeks. 
6 

In this study, steroid sparing agents like azathioprine 

and dapsone in group-A& B was started approximately around week-8 when patients 

were on oral steroid (10mg/day). [Fig A1c-d,A2b,B3c, B4c-d, C5c C6b-d] 

In terms of new lesions, it was observed that group-A patients; among all groups 

stopped developing new lesions from week-12 (4 weeks after starting azathioprine) 

which supports Verma et al finding that azathioprine takes 4-6 weeks for its action 

which could be a disadvantage. 
77 

NB-UVB was started around week-8 and Iraji et al 

from literature has quoted that 6 weeks of thrice weekly NB-UVB was much effective 

than low dose systemic corticosteroids.
83 

In this study, it was observed that NB-UVB 

(Group-C) consistently acted better in stopping development or appearance of new 

lesions from week-4 compared to other two groups when combined with oral steroids. 
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Dapsone takes 2 weeks for its action according to Sivamani et al which was also seen 

in this study 
81

, and it shows better response in oral lesions compared to cutaneous 

lesions as per Singh et al which could be the reason for its poor response compared to 

NB-UVB and azathioprine in this study. 
79

 Overall, we highlight that Group-C>A>B 

is the order of preference in terms of no appearance of new lesions, although it was 

not statistically significant at the end of the study. The reason could be that 

corticosteroids plays a major role in controlling appearance of new lesions and all 

three groups were on steroids.  

In regard to flattening of lesion, it was observed that at week-4: Group-A>B>C, at 

week-8: A=B=C, at week-12: B=C>A, at week-16, 20 & 24, flattening of lesions was 

present equally in all three groups and the statistical difference could not be calculated 

between the groups. It was noticed that few observations were common in all three 

groups; like cutaneous lesions in lower limb lesions consumed more duration of 

treatment to respond compared to upper limb and hypertrophic lesions did not respond 

to treatment in all three groups which were predominantly present in lower limbs. 

Farzam et al has mentioned that hypertrophic lesions persist for years as noticed in 

this study. 
11

 Helander study has also stated that two patients with hypertrophic lesions 

in his study did not respond to NB-UVB. 
107

 Chronic hypertrophic lesions have shown 

no response to LMWH also.
67

Hence, studies from literature suggest that hypertrophic 

lesions do not respond to most of the systemic therapies similar to our study finding 

requiring localised treatment. Persistent hypertrophic lesions could be managed with 

intra-lesional corticosteroids. [Fig: A1c-e,A2c,B4c-d,B3c,B2d-e,C5c-f,C6b-d] 
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Similarly, in regard to post-inflammatory hyperpigmentation; it was noted that the 

response at week-4: Group A>B>C, week-8: C>B>A, week-12: C=B=A, week-16: 

C=B>A, week-20 & 24: C=B=A, and the statistical significance could not be 

calculated between the groups. In case of PIH, its presence or absence can be 

considered as response and disease inactivity as mentioned by Atzmony et al. 
6 

Both 

flattening of lesions and PIH could vary with individuals‟ perception and has no 

standard grading, hence it has been considered as parameters for response and not for 

comparison between different groups. One point that was noted in this study by 

observer is that PIH was better in the following order: Group-C>A>B. [Fig :A1f-

g,A2d-f,B3f-h,B4e-f,C5g,C6e] 

In regard to grading  of lesions, it was observed that the response from grade-4 to 

grade-3 was significant in group-A compared to other two groups which 

predominantly had grade-4 lesions by week-4; and by week-8 there was no grade-4 

lesions in group-A whereas all were grade-4 in B & C groups. By week-12, it was 

predominantly grade-3 lesions in all three groups. A small number of patients in 

group-A had grade-2 lesions at week-12. By week-20 & 24, group-C had 

predominantly highest number of patients belonging to grade-1 lesions followed by 

group-A. Patients belonging to group-B predominantly had grade-2& 3 lesions at the 

end of the study. This again highlights that the initial response was faster with 

azathioprine in reducing the number of lesions by week-12, whereas NB-UVB 

outperformed at the end although both requires on an average 6 weeks of treatment  

for its response. This delay in NB-UVB could be due to reduced frequency of sessions 
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to twice weekly compare to thrice weekly NB-UVB by Iraji et al. 
83

 Overall, although 

NB-UVB response was slower compared to azathioprine by 4 weeks, it showed better 

response in reducing the number of lesions compared to azathioprine. In this study, 

NB-UVB sessions were shortened to twice weekly to maintain proper adherence 

convenience of the patients. There is a need to study about thrice weekly NB-UVB 

with oral steroids in GLP in future. [Fig :A1g,A2f,B3h,B4f,C5g,C6e] 

The following side-effects were noted in this study. 2 patients each in Group-A & B 

complained of significant weight gain (>10kg) and it was interesting to know 2 

patients out of 4 belong to adolescent age group. In group-A, 2 patients developed 

neutropenia, 2 patients complained of altered taste sensation when azathioprine was 

combined with steroids which improved after steroid was stopped, 4 patients 

developed steroid induced acneiform eruptions. Out of 2 patients with neutropenia, 1 

patient recovered during follow-up and another patient has persistent neutropenia even 

on follow-up. One patient developed vomiting with azathioprine at first week of its 

initiation which persisted in spite of anti-emetics and azathioprine was stopped. This 

patient was excluded from the study. One patient developed an episode of herpes 

labialis which resolved on treatment with no complications. 

In group-B, hyperbilirubinemia was the major adverse effect observed in 3 patients 

around week- 14 (1), week-18 (1) week-24(1). The common factor between these 

patients was the presence of multiple co-morbidities mainly dyslipidemia. Medical 

Gastroenterologist opinion was sought and clearance for dapsone was given with LFT 

monitoring every two weeks.  It was observed that LFT showed decreasing trend on 

stopping dapsone whereas it was on increasing trend when continued as per specialist 
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opinion. Weight gain and acneiform eruptions were seen in two patients each in this 

group.  

In group-C, the only adverse effect noted was one patient developed ophthalmic 

complaint like eye irritation and redness in spite of protective measures and 

ophthalmologist opined that there was no significant pathology noted. Another patient 

developed an episode of herpes zoster which resolved on treatment with no 

complications. 

On follow-up of 6 months after week-24, it was noted the remission was present in 

100% (26) and 87.5% (21) in Group-A & C respectively. 3 patients in group-C 

developed new lesions around 3 months after stopping NB-UVB. In Group-B, 76.9% 

(20) are under remission. 6 patients started developing new lesions around 1 month 

after stopping dapsone. Although, there was difference in terms of response between 

the three groups, remission duration was longer in Group-A compared to the other two 

groups. 

Patients with 2 or more co-morbidities were slightly higher in Group-B and whether 

the same factor contributed to the poor response to treatment or adverse effects like 

hyperbilirubinemia could not be explained. 

On comparing the three groups; it was found that NB-UVB combined with oral 

steroids could be considered as the first treatment of choice in terms of several 

parameters like achieving ISI, DLQI and disease control followed by azathioprine. 

Whereas, azathioprine was better at achieving longer remission compared to NB-UVB 

and dapsone. NB-UVB targets almost all the proposed pathogenesis of lichen planus 



 
 
 

92 
 

specifically like apoptosis of keratinocytes and T-lymphocytes, altering antigen 

response Langerhans cells depletion, decreasing NK cells justifying its good response 

in cutaneous LP compared to azathioprine which targets T-cell, B-cell activity and 

antigen number alone sparing the other aspects of pathogenesis. Dapsone has shown 

poor response in this study in terms of disease control, adverse-effects and PIH. This 

poor response could be explained due to its action predominantly on neutrophils 

compared to lymphocytes 
82

, whereas LP is mainly a T-lymphocyte mediated 

autoimmune disease. The only disadvantage of NB-UVB is that it requires frequent 

visit to the hospital, whereas azathioprine is an oral drug which could be managed on 

fortnightly or monthly follow-up. Studying and working population may not adhere to 

phototherapy treatment due to biweekly or thrice weekly visits for its good response. 

Hence, the treatment of choice must be made depending upon factors like feasibility 

of hospital visit frequency for patients and presence of co-morbidities.  
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SUMMARY: 

 In this randomised, prospective, comparative, non-blinded and interventional 

study of comparison of efficacy of azathioprine, dapsone and NB-UVB 

phototherapy as steroid sparing modalities in generalised lichen planus patients 

under systemic steroids, the total number of female patients outnumbered males 

in each group; however it was not statistically significant with a p-value 0.125. 

 The mean age of the patients was 34, 38 and 34 in group-A, B and C 

respectively showing no statistical significance between the groups with a p-

value of 0.609.  

 With respect to co-morbidities , 50%,42.3%,37.5%had one or more co-

morbidities and 50% ,57.7% ,62.5%  had no comorbidities in group-A, B and C 

respectively having no statistical significance with a p-value 0.655. 

 At the end of the study, lowest ISI score was 0 in all three groups and highest 

ISI score was 4 in group-A, 8 in group-B and 1 in group-C and it showed 

statistically high significance between the groups with a p-value 0.0005. 

 At the end of the study, lowest DLQI score was 0 in all three groups and 

highest DLQI score was 4 in group-A, 6 with in group-B,1 in group-C and it  

showed high statistical significance between the groups with p-value 0.0005.  

 At week-24, 

Appearance of new lesions was 0% in group-A & C and 3.8% in group-B with 

no significant p-value 0.363.  
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Flattening was present in 100% in group-A, B & C and p-value could not be 

calculated as the parameter was constant. 

PIH was present in 100% in group-A, B & C and p-value could not be 

calculated as the parameter was constant.   

Grade-3 lesions was present in 7.1% ,11.5%, 0%, grade-2  was present in 

35.7%,76.9% ,8.3% , grade-1 lesions was present in 57.1% ,11.5%,91.3%  in 

group-A,B & C respectively with highly significant p-value 0.0005.  

 On 6 months follow-up, remission was present in 100% ,76.9% and 87.5% in 

Group-A,B & C respectively. 
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CONCLUSION: 

 In this randomised, prospective, comparative, non-blinded and interventional 

study of comparison of efficacy of azathioprine, dapsone and NB-UVB 

phototherapy as steroid sparing modalities in generalised lichen planus patients 

under systemic steroids, NB-UVB seems to be the best modality of alternative 

treatment in generalised lichen planus patients in combination with systemic 

steroids among the three modalities compared.  

 NB-UVB in combination with oral steroids showed better response in attaining 

good DLQI, ISI and disease control with minimal PIH and side-effects 

compared to azathioprine and dapsone. 

 Azathioprine was better in achieving faster response and longer remission. 

 Dapsone showed poor response in GLP in terms of disease control and side-

effects like hyperbilirubinemia compared to NB-UVB and azathioprine.  

Side-effects of dapsone were seen in patients with multiple co-morbidities. 

 Generalised lichen planus required medical intervention and long term follow-

up as the chances of spontaneous resolution is very less. Treatment and follow-

up was done for 6 months each in this study and there were cases of recurrence 

in all three groups. This warrants the need for longer duration of treatment and 

follow-up in GLP for better disease control. 

 Oral steroids are required for controlling the appearance of new lesions and 

steroids sparing agents has to be used in GLP due to its chronic course to avoid 

the side effects of oral steroids and the risk of recurrence on stopping steroids. 
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 Persistent hypertrophic lesions showed poor response in all the three groups 

and may require intra-lesional corticosteroids. 

 Azathioprine can be used as the first line of management for patients who 

cannot adhere to scheduled NB-UVB sessions preferably. 

 Dapsone showed poor response in cutaneous lichen planus and must be 

definitely avoided in patients with multiple co-morbidities to avoid side-effects. 
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CONSENT FORM 

Mr./Mrs/Miss: 

Age: 

Address: 

Phone: 

Treatment group: 

Treatment given: 

I undersigned Mr./Mrs./Miss. 

                   Have been explained about the above said drug or treatment methodology in my 

regional language. I am fully aware of the possible side effects of the above said drug. I am 

also aware this treatment method may not always produce complete remission and no 

guarantee can be given for complete remission. 

                   I have been given chance to discuss and ask questions. 

                   I have been explained that this treatment will be given by Dr Mithra.S. 

                   I further state that I have carefully read and understood all the information 

provided in this form and with full conscious mind I hereby give my consent for the said 

treatment with its risks involved. 

 

 

Signature of the patient/thumb impression                                                  Date of signature: 

 

 

Printed name of subject in capitals 

 

 

Signature of the witness: 

Name:                                       

Date:                               

 Place:              
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PROFORMA 

 

NAME:                                                    AGE:                                             SEX: 

 

OCCUPATION:                                                              MARITAL STATUS: 

 

ADDRESS: 

 

 

 

PHONE NO: 

1. H/O  onset of lesion: 

             Distribution: 

                   Duration: 

              Progression:    

              Pigmentation changes:  

              Mucosal involvement: 

H/o associated itching or burning sensation: 

 

H/s/o photosensitivity: 

H/o any other skin manifestations: 
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H/o other co-morbidities: 

Previous treatment h/o: 

 

 

Personal h/o: 

Family h/o: 

Menstrual h/o: 

 

Developmental history (for paediatric patients): 

 

General examination: 

 

 

Vitals:              pulse rate:                        

                         Blood pressure: 

                          Respiratory rate: 

Other systems: 

 

Dermatological examination: 

 



 
 
 

111 
 

INVESTIGATIONS FOLLOW-UP CHART 

NAME AGE M/F  GRP          

              

              

              

              

INVX Baseline 2 4 6 8 10 12 14 16 18 20 22 24 

CBC              

Hb (g/dl)              

TC              

DC              

ESR              

PLT              

MCV              

MCH              

MCHC              

RFT              

RBS              

FBS              

PPBS              

UREA              

CREAT              

LFT              

BILIRUBIN              

SGOT              

SGPT              

SAP              

T.PROTEIN              

ALBUMIN              

URINE R/E              

ALBUMIN              

SUGAR              

DEPOSITS              

ICTC              

RPR              

HbsAg              

Anti-HCV              

FLP              

TC              

TG              

HDL              

TSH ,FT4              
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ITCH SEVERITY SCALE (ISI) 

 

  Question Possible answers Scoring 

 

(1) 

How often did you feel 

pruritus within the last 3 

days? 

(i) All time 
3 

points 

(ii) All 

morning/afternoon/evening/night long 

itch episodes 

2 

points 

(iii) Occasionlly, short itch episodes 1 point 

 

(2) 

Did pruritus hinder your 

ability to do simply things, 

like watching TV, hearing 

music, etc.? 

(i) Yes 

(ii) No 

1 point 

0 

points 

 

(3) 

Did you feel irritated or 

nervous because of your 

itching? 

(i) Yes 

(ii) No 

1 point 

0 

points 

 

(4) 
Did your pruritus cause 

you depressed? 

(i) Yes 

(ii) No 

1 point 

0 

points 

 

(5) 

Did your pruritus impede 

your work or learning 

abilities? 

(i) Yes 

(ii) No 

1 point 

0 

points 

 

(6) 
Did you scratch your skin 

because of itching? 

(i) Yes 

(ii) No 

1 point 

0 

points 

 

(7) 
Did scratching bring you 

relief? 

(i) Yes 

(ii) No 

0 

points 

1 point 
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(8) 
Were you able to refrain 

from scratching? 

(i) Yes 

(ii) No 

0 

points 

1 point 

 

(9) 

Did you wake up during 

last night because of 

pruritus? 

(i) No 

(ii) Yes, 1-2 times 

(iii) Yes, 3-4 times 

(iv) Yes, 5 and more times 

0 

points 

1 point 

2 

points 

3 

points 

 

(10) 

Could you assess the 

severity of your pruritus 

within last 3 days? 

(i) Very mild 

(ii) Mild 

(iii) Moderate 

(iv) Severe 

(v) Very severe 

1 point 

2 

points 

3 

points 

4 

points 

5 

points 

 

(11) 
Could you indicate pruritus 

location? 

(i) Single locations of pruritus 

(ii) Large body areas 

(iii) Generalized pruritus 

1 point 

2 

points 

3 

points 

 

(12) 
Are excoriations or other 

scratch lesions present? 

(i) Yes 

(ii) No 

1 point 

0 

points 
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DERMATOLOGY LIFE QUALITY INDEX (DLQI)  

Date: ……………………. Name: ……………………………………. Score: 

……………………. Address: ……………………………………. 

……………………………………. Diagnosis: …………………….  

The aim of this questionnaire is to measure how much your skin problem has affected 

your life OVER THE LAST WEEK. Please tick (¸) one box for each question.  

1. Over the last week, how itchy, sore, painful or stinging has your skin been?  

Very much  

A lot  

A little  

Not at all  

2. Over the last week, how embarrassed or self-conscious have you been because 

of your skin?  

Very much  

A lot  

A little  

Not at all  

3. Over the last week, how much has your skin interfered with you going 

shopping or looking after your home or garden?  

Very much 

 A lot  

A little  
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Not at all  

Not relevant  

4. Over the last week, how much has your skin influenced the clothes you wear?  

Very much 

A lot  

A little 

 Not at all 

 Not relevant  

5. Over the last week, how much has your skin affected any social or leisure 

activities?  

Very much 

 A lot 

 A little 

Not at all  

Not relevant  

6. Over the last week, how much has your skin made it difficult for you to do any 

sport?  

Very much  

A lot 

A little  

Not at all 

Not relevant  
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7. Over the last week, has your skin prevented you from working or studying? If 

"No", over the last week how much has your skin been a problem at work or 

studying? Yes No  

A lot  

A little  

Not at all  

Not relevant  

8. Over the last week, how much has your skin created problems with your 

partner or any of your close friends or relatives?  

Very much 

 A lot  

A little  

Not at all  

Not relevant  

9. Over the last week, how much has your skin caused any sexual difficulties?  

Very much  

A lot  

A little  

Not at all  

Not relevant  

10. Over the last week, how much of a problem has the treatment for your skin 

been, for example by making your home messy, or by taking up time?  

Very much  
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A lot 

 A little 

 Not at all  

Not relevant  

Please check you have answered EVERY question. Thank you. 

The following scoring system was followed: 

 Very much  scored 3 

 A lot scored 2 

 A little scored 1 

 Not at all scored 0 

 Not relevant scored 0 

Question 7: If patient answered „prevented work or studying‟ scored 3. 

The DLQI was calculated by adding score of each question resulting in a 

maximum of 30 and minimum of 0. 

The DLQI was interpreted in the following manner: 

o 0:No effect at all on patient‟s life 

o  2-5 : small effect on patient‟s life 

o 6-10:moderate effect on patient‟s life 

o 11-20: very large effect on patient‟s life 

o 21-30 extremely large effect on patient‟s life. 
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ETHICAL COMMITTEE APPROVAL 
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PLAGIARISM CERTIFICATE 
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MASTERCHART 

 

 

 

 

  W0 W0 W0 W0 W0 W0 W0 W2 W2 W2 W2 W2 

 UI.no & Name age/sex ISI DQOL 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS  
COMPLAINTS 

1A. Akhil  13/MC 7 9 4 absent absent present itching 4 present   absent absent itching  

5B.Kavipriya 16/fc 6 6 4 absent absent present itching 4 absent absent absent nil 

7C.Rajeshwari 50/f 7 8 4 absent absent present itching 4 absent absent absent 

throat 

discomfort 

11D.Ramzanali 25/m 9 7 4 absent absent present itching 4 absent absent absent itching  

13E.Dharmaraj 36/m 12 10 4 absent absent present nil 4 absent absent absent nil 

17F.Hidayath 34/m 10 8 4 absent absent present itching 4 absent absent absent itching reduced 

19G.Ramesh  54/m 8 6 4 absent absent present nil 4 absent absent absent nil 

22H.Yesurathanam 40/m 7 5 4 absent absent present 

itense itching, 

pustules+ 

resolved with 

antibiotics 4 absent absent present itching 

26I.Shankari 46/f 17 9 4 absent absent present itching 4 absent absent present nil 

28J.Vijayakumar 23/m 12 10 3 present present absent itching 3 present   present absent nil 

32K.Hemalatha 50/f 10 8 4 absent absent absent itching 4 absent absent absent itching 

34L.Dhurga 55/f 9 8 4 absent absent absent itching 4 absent absent absent nil 

38M.Sumathy 38/f 14 10 4 absent absent present itching 4 absent absent absent nil 

40N.Saraswathi 65/f 12 10 4 absent absent present itching 4 absent absent absent nil 

44O.Srinath 12/mch 8 6 4 absent absent present itching 4 absent absent absent nil 

46P.Govindammal 55/f 10 8 4 absent absent present itching 4 absent absent absent nil 

49Q.Pooja 14/fch 10 8 4 absent absent present itching 4 absent absent absent nil 

53R.Tamilselvi 18/f 8 6 4 absent absent present itching 4 absent absent absent nil 

55S.G.Selvi 36/f 10 8 4 absent absent present itching 4 absent absent absent nil 

59T.Geethakumari 38/f 10 6 4 absent absent present itching 4 absent absent absent nil 

61U.Mohana  40/f 9 4 4 absent absent present itching 4 absent absent absent nil 

65V.Madhumitha 17/f 7 8 4 absent absent present itching 4 absent absent absent nil 

68W.Yasika 6/fch 4 4 4 absent absent present itching 4 absent absent absent nil 

70X.Dharshan 8/mch 6 4 4 absent absent present itching 4 absent absent absent nil 

74Y.Jamuna 45/f 6 8 4 absent absent present itching 4 absent absent absent nil 

76Z.Mannar 50/m 12 10 4 absent absent present itching 4 absent absent absent nil 

80a.Surendhar 25/m 9 4 4 absent absent present itching 4 absent absent absent nil 

82b.Tamilselvan 9/mch 6 8 4 absent absent present itching 4 absent absent present nil 

86c.Anandhi 65/f 6 4 4 absent absent present   4 absent absent present nil 

88d. Mahadevan 52/male 9 4 4 absent absent present itching 4 absent absent present nil 

Group-A 
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GROUP-A 

 

 

 

 

W4 W4 W4 W4 W4 W6 W6 W6 W6 W6 

 UI NO & Name age/sex 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS  
COMPLAINTS 

1A. Akhil  13/MC 3 present  absent absent itching 3 present  absent absent itching 

5B.Kavipriya 16/fc 3 present  absent absent nil 3 present  absent absent nil 

7C.Rajeshwari 50/f 3 present  absent absent nil 3 present  absent absent 

altered taste 

sensation 

11D.Ramzanali 25/m 3 present  absent absent 

itching grossly 

reduced 3 present  absent absent itching better 

13E.Dharmaraj 36/m 3 present  absent absent nil 3 present  absent absent 

steroid induced 

acne 

17F.Hidayath 34/m 3 present  present absent nil 3 present  present absent nil 

19G.Ramesh  54/m 3 present  present absent nil 3 present  present absent nil 

22H.Yesurathanam 40/m 3 present  present present itching 3 present  present present itching 

26I.Shankari 46/f 3 present  present absent nil 3 present  present absent nil 

28J.Vijayakumar 23/m 3 present  present absent nil 3 present  present absent nil 

32K.Hemalatha 50/f 3 present present absent nil 3 present  present absent nil 

34L.Dhurga 55/f 3 present present absent nil 3 present present absent nil 

38M.Sumathy 38/f 3 present present absent nil 3 present present absent nil 

40N.Saraswathi 65/f 3 present present absent nil 3 present present absent nil 

44O.Srinath 12/mch 4 present present absent nil 3 present present absent nil 

46P.Govindammal 55/f 4 present present absent nil 3 present present absent nil 

49Q.Pooja 14/fch 4 present present absent 

acneiform 

eruptions 3 present present absent nil 

53R.Tamilselvi 18/f 4 present present absent nil 3 present present absent nil 

55S.G.Selvi 36/f 4 present present absent nil 3 present present absent nil 

59T.Geethakumari 38/f 4 present present absent nil 3 present present absent nil 

61U.Mohana  40/f 3 present present absent nil 3 present present absent nil 

65V.Madhumitha 17/f 3 present present absent nil 3 present present absent nil 

68W.Yasika 6/fch 3 present present absent nil 3 present present absent nil 

70X.Dharshan 8/mch 3 present present absent nil 3 present present absent nil 

74Y.Jamuna 45/f 4 absent absent absent nil 3 present present absent nil 

76Z.Mannar 50/m 4 absent absent present nil 3 present present absent nil 

80a.Surendhar 25/m 3 absent absent absent nil 3 absent absent absent nil 

82b.Tamilselvan 9/mch 3 present present absent nil 3 present present absent nil 

86c.Anandhi 65/f 3 present present absent nil 3 present present absent nil 

88d. Mahadevan 52/male 4 absent absent absent nil 4 absent absent absent nil 
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GROUP-A 
 

W8 W8 W8 W8 W8 W10 W10 W10 W10 W10 

 UI NO & Name age/sex 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS  
COMPLAINTS 

1A. Akhil  
13/MC 3 present absent absent itching reduced 3 present absent absent itching reduced 

5B.Kavipriya 

16/fc 3 absent absent absent 

facial puffiness, 

wart, altered 

taste sensation 

3 present absent absent nil 

7C.Rajeshwari 
50/f 3 absent absent absent nil 3 absent absent absent nil 

11D.Ramzanali 
25/m 3 absent absent absent itching better 3 absent absent absent no itching 

13E.Dharmaraj 

36/m 3 absent absent absent 
steroid induced 

acne 
3 absent absent absent nil 

17F.Hidayath 
34/m 3 present present absent nil 3 present present absent nil 

19G.Ramesh  

54/m 3 present present present 
steroid tapered 

2od 
3 present present absent nil 

22H.Yesurathanam 
40/m 3 present present absent itching 3 present present absent itching 

26I.Shankari 
46/f 3 present present absent nil 3 present present absent nil 

28J.Vijayakumar 
23/m 3 present present absent nil 3 present present absent nil 

32K.Hemalatha 
50/f 3 present present absent nil 3 present present absent nil 

34L.Dhurga 
55/f 3 present present absent nil 2 present present absent nil 

38M.Sumathy 
38/f 3 present present absent nil 3 present present absent nil 

40N.Saraswathi 
65/f 3 present present absent nil 3 present present absent nil 

44O.Srinath 
12/mch 3 present present absent nil 3 present present absent nil 

46P.Govindammal 
55/f 3 present present absent nil 3 present present absent nil 

49Q.Pooja 
14/fch 3 present present absent nil 3 present present absent nil 

53R.Tamilselvi 
18/f 3 present present absent nil 3 present present absent nil 

55S.G.Selvi 
36/f 3 present present absent nil 3 present present absent nil 

59T.Geethakumari 

38/f 3 present present absent 
vomittind due to 

azathioprine 
3 present present absent 

vomitting 

persisted, 

discontinued 

azathioprine 

61U.Mohana  
40/f 3 present present absent nil 3 present present absent nil 

65V.Madhumitha 
17/f 3 present present absent nil 3 present present absent nil 

68W.Yasika 
6/fch 3 present present absent nil 3 present present absent nil 

70X.Dharshan 
8/mch 3 present present absent nil 3 present present absent nil 

74Y.Jamuna 
45/f 3 present present absent nil 3 present present absent nil 

76Z.Mannar 
50/m 3 present present absent nil 3 present present absent nil 

80a.Surendhar 
25/m 3 present present absent nil 3 present present absent nil 

82b.Tamilselvan 
9/mch 3 present present absent nil 3 present present absent nil 

86c.Anandhi 
65/f 3 present present absent nil 3 present present absent nil 

88d. Mahadevan 

52/male 4 absent absent absent nil 4 absent absent absent nil 
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GROUP-A 
 

W12 W12 W12 W12 W12 W14 W14 W14 W14 W14 

 UI NO & Name age/sex 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS  
COMPLAINTS 

1A. Akhil  

13/MC 3 present present absent 
weight gain 

(10kg) 
3 present present absent nil 

5B.Kavipriya 
16/fc 3 present absent absent nil 3 present present absent nil 

7C.Rajeshwari 
50/f 3 present absent absent nil 3 present absent absent nil 

11D.Ramzanali 
25/m 3 present present absent nil 3 present present absent nil 

13E.Dharmaraj 
36/m 3 absent absent absent nil 3 present present absent nil 

17F.Hidayath 
34/m 2 present present absent nil 2 present present absent nil 

19G.Ramesh  
54/m 3 present present absent nil 3 present present absent nil 

22H.Yesurathanam 
40/m 3 present present absent itching 3 present present absent itching 

26I.Shankari 
46/f 3 present present absent nil 3 present present absent nil 

28J.Vijayakumar 
23/m 2 present present absent nil 2 present present absent nil 

32K.Hemalatha 
50/f 3 present present absent nil 3 present present absent nil 

34L.Dhurga 
55/f 2 present present absent nil 2 present present absent nil 

38M.Sumathy 
38/f 3 present present absent nil 2 present present absent nil 

40N.Saraswathi 
65/f 3 present present absent nil 3 present present absent nil 

44O.Srinath 
12/mch 3 present present absent nil 3 present present absent nil 

46P.Govindammal 
55/f 3 present present absent nil 2 present present absent nil 

49Q.Pooja 
14/fch 2 present present absent nil 2 present present absent  nil 

53R.Tamilselvi 
18/f 2 present present absent nil 2 present present absent  nil 

55S.G.Selvi 
36/f 2 present present absent nil 2 present present absent  nil 

59T.Geethakumari 

38/f                     

61U.Mohana  
40/f 3 present present absent nil 3 present present absent nil 

65V.Madhumitha 
17/f 3 present present absent nil 3 present present absent nil 

68W.Yasika 
6/fch 3 present present absent nil 3 present present absent nil 

70X.Dharshan 
8/mch 3 present present absent nil 3 present present absent nil 

74Y.Jamuna 
45/f 3 present present absent nil 3 present present absent nil 

76Z.Mannar 
50/m 3 present present absent nil 3 present present absent nil 

80a.Surendhar 
25/m 3 present present absent nil 3 present present absent nil 

82b.Tamilselvan 
9/mch 3 present present absent nil 3 present present absent nil 

86c.Anandhi 
65/f 3 present present absent nil 3 present present absent nil 

88d. Mahadevan 52/male                     
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GROUP-A 
 

W16 W16 W16 W16 W16 W18 W18 W18 W18 W18 

 UI NO & Name age/sex 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS  
COMPLAINTS 

1A. Akhil  
13/MC 2 present present absent nil 2 present present absent nil 

5B.Kavipriya 
16/fc 2 present present absent nil 2 present present present (1) nil 

7C.Rajeshwari 
50/f 3 present absent absent nil 2 present absent absent nil 

11D.Ramzanali 
25/m 3 present present absent nil 2 present present absent nil 

13E.Dharmaraj 
36/m 3 present present absent nil 3 present present absent nil 

17F.Hidayath 
34/m 2 present present absent nil 2 present present absent nil 

19G.Ramesh  
54/m 3 present present absent nil 3 present present absent nil 

22H.Yesurathanam 
40/m 3 present present absent itching 3 present present absent itching 

26I.Shankari 
46/f 3 present present absent nil 2 present present absent nil 

28J.Vijayakumar 
23/m 2 present present absent nil 2 present present absent nil 

32K.Hemalatha 
50/f 3 present present absent nil 2 present present absent nil 

34L.Dhurga 
55/f 2 present present absent nil 2 present present absent nil 

38M.Sumathy 
38/f 2 present present absent nil 2 present present absent nil 

40N.Saraswathi 
65/f 3 present present absent nil 2 present present absent nil 

44O.Srinath 
12/mch 3 present present absent nil 3 present present absent nil 

46P.Govindammal 
55/f 2 present present absent nil 2 present present absent nil 

49Q.Pooja 
14/fch 2 present present absent nil 2 present present absent nil 

53R.Tamilselvi 
18/f 2 present present absent nil 2 present present absent nil 

55S.G.Selvi 
36/f 2 present present absent nil 2 present present absent nil 

59T.Geethakumari 
38/f                     

61U.Mohana  
40/f 3 present present absent nil 2 present present absent nil 

65V.Madhumitha 
17/f 3 present present absent nil 2 present present absent nil 

68W.Yasika 
6/fch 3 present present absent nil 2 present present absent nil 

70X.Dharshan 
8/mch 3 present present absent nil 2 present present absent nil 

74Y.Jamuna 
45/f 3 present present absent nil 3 present present absent nil 

76Z.Mannar 
50/m 3 present present absent nil 3 present present absent nil 

80a.Surendhar 
25/m 3 present present absent nil 2 present present absent nil 

82b.Tamilselvan 
9/mch 3 present present absent nil 2 present present absent nil 

86c.Anandhi 
65/f 3 present present absent nil 3 present present absent nil 

88d. Mahadevan 52/male                     



 
 
 

125 
 

GROUP-A 
 

W20 W20 W20 W20 W20 W22 W22 W22 W22 W22 

 UI NO & Name age/sex 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS  
COMPLAINTS 

1A. Akhil  
13/MC 1 present present absent nil 1 present present absent nil 

5B.Kavipriya 
16/fc 1 present present absent nil 1 present present absent nil 

7C.Rajeshwari 
50/f 2 present present absent nil 2 present present absent neutropenia 

11D.Ramzanali 
25/m 2 present present absent nil 2 present present absent 

mild 

neutropenia 

13E.Dharmaraj 

36/m 3 present present 
present (1-

2) 
nil 3 present present absent nil 

17F.Hidayath 
34/m 1 present present Present  nil 1 present present absent nil 

19G.Ramesh  
54/m 2 present present absent nil 2 present present absent nil 

22H.Yesurathanam 
40/m 3 present present absent itching 3 present present absent itching 

26I.Shankari 
46/f 1 present present absent nil 1 present present absent nil 

28J.Vijayakumar 
23/m 1 present present absent nil 1 present present absent nil 

32K.Hemalatha 
50/f 2 present present absent nil 2 present present absent nil 

34L.Dhurga 
55/f 1 present present absent nil 1 present present absent nil 

38M.Sumathy 
38/f 1 present present absent nil 1 present present absent nil 

40N.Saraswathi 
65/f 2 present present absent nil 2 present present absent nil 

44O.Srinath 
12/mch 2 present present absent nil 2 present present absent nil 

46P.Govindammal 
55/f 1 present present absent nil 1 present present absent nil 

49Q.Pooja 
14/fch 1 present present absent nil 1 present present absent nil 

53R.Tamilselvi 
18/f 1 present present absent nil 1 present present absent nil 

55S.G.Selvi 
36/f 1 present present absent nil 1 present present absent nil 

59T.Geethakumari 
38/f                     

61U.Mohana  
40/f 1 present present absent nil 1 present present absent nil 

65V.Madhumitha 
17/f 1 present present absent nil 1 present present absent nil 

68W.Yasika 
6/fch 1 present present absent nil 1 present present absent nil 

70X.Dharshan 
8/mch 1 present present absent nil 1 present present absent nil 

74Y.Jamuna 
45/f 2 present present absent nil 2 present present absent nil 

76Z.Mannar 
50/m 3 present present absent nil 2 present present absent nil 

80a.Surendhar 
25/m 3 present present absent nil 2 present present absent nil 

82b.Tamilselvan 
9/mch 2 present present absent nil 2 present present absent nil 

86c.Anandhi 
65/f 2 present present absent nil 2 present present absent nil 

88d. Mahadevan 52/male                     
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GROUP-A 
 

W24 W24 W24 W24 W24 W24 W24 

 UI NO & Name age/sex ISI DLQI 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS & 

NO. 

COMPLAINTS 

1A. Akhil  
13/MC 0 0 1 present present absent nil 

5B.Kavipriya 
16/fc 0 0 1 present present absent nil 

7C.Rajeshwari 

50/f 0 0 2 present present absent neutropenia & azathioprine stopped 

11D.Ramzanali 

25/m 1 1 2 present present absent neutropenia recovered 

13E.Dharmaraj 
36/m 2 2 3 present present absent nil 

17F.Hidayath 
34/m 0 0 1 present present absent nil 

19G.Ramesh  
54/m 1 2 2 present present absent nil 

22H.Yesurathanam 
40/m 4 4 3 present present absent itching 

26I.Shankari 
46/f 0 0 1 present present absent nil 

28J.Vijayakumar 

23/m 0 0 1 present present absent hypertrophic lesions persisted 

32K.Hemalatha 
50/f 2 2 2 present present absent hypertrophic  LL lesions persisted 

34L.Dhurga 
55/f 0 0 1 present present absent nil 

38M.Sumathy 
38/f 0 0 1 present present absent nil 

40N.Saraswathi 
65/f 2 1 2 present present absent nil 

44O.Srinath 
12/mch 2 2 2 present present absent nil 

46P.Govindammal 
55/f 0 0 1 present present absent PIH severe 

49Q.Pooja 
14/fch 0 0 1 present present absent nil 

53R.Tamilselvi 
18/f 0 0 1 present present absent nil 

55S.G.Selvi 
36/f 0 0 1 present present absent nil 

59T.Geethakumari 
38/f               

61U.Mohana  
40/f 0 0 1 present present absent nil 

65V.Madhumitha 
17/f 0 0 1 present present absent nil 

68W.Yasika 
6/fch 0 0 1 present present absent nil 

70X.Dharshan 
8/mch 0 0 1 present present absent nil 

74Y.Jamuna 
45/f 1 2 2 present present absent nil 

76Z.Mannar 

50/m 2 2 2 present present absent hypertrophic lesions LL persisted 

80a.Surendhar 

25/m 2 2 2 present present absent hypertrophic lesions LL persisted 

82b.Tamilselvan 

9/mch 0 0 1 present present absent hypertrophic lesions LL persisted 

86c.Anandhi 
65/f 2 2 2 present present absent pih+ severe 

88d. Mahadevan 52/male               
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GROUP 

B W0 

 

W0 W0 W0 W0 W0 W0 W2 W2 W2 W2 W2 

UI NO. & Name age/sex ISI 

 

DLQI 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS  
COMPLAINTS 

2A..Vijayakumar 23/m 8 

 

6 4 absent absent present itching 4 absent absent absent itching 

4B.Kanchana 29/f 10 

 

8 4 absent absent present itching 4 absent absent absent itching 

8C.Srikanth  16/m 10 

 

8 4 absent absent present itching 4 absent absent absent nil 

10D.Santhanam 35/m 8 

 

6 4 absent absent present itching 4 absent absent absent nil 

14E.Vignesh K 13/mch 12 

 

10 4 absent absent present nil 4 absent absent absent nil 

16F.Jeevarani 48/f 14 

 

10 4 present present present nil 4 absent absent present nil 

20G.Kannigha 60/f 9 

 

8 4 absent absent present itching 4 absent absent present nil 

23H.Yuvaraj 28/m 10 

 

8 4 absent absent present itching 4 absent absent present itching 

25I.Pattammal 60/f 12 

 

10 4 absent absent present itching 4 present present present itching 

29J.Lakshmi.J 38/f 7 

 

6 4 absent absent present itching 4 present present absent itching 

31K..Kannaghawari 42/f 7 

 

5 4 absent absent present itching 4 present present absent itching 

35L.Vijay 23/m 8 

 

6 4 absent absent present itching 4 absent absent present nil 

37M.Rani 50/f 10 

 

8 4 absent absent present itching 4 absent absent absent nil 

41N.Rajeshwari 42/f 8 

 

6 4 absent absent present itching 4 absent absent absent nil 

43O.Devikala 31/f 10 

 

8 4 absent absent present itching 4 absent absent absent gastritis 

47P.Vasantha 57/f 12 

 

9 4 absent absent present itching 4 absent absent present nil 

50Q.Komala 60/f 8 

 

6 4 absent absent present itching 4 absent absent absent nil 

52R.Malargodi 30/f 10 

 

8 4 absent absent present itching 4 absent absent absent nil 

56S.Mangilal 48/m 7 

 

5 4 absent absent present itching 4 absent absent absent nil 

58T.Sangeetha 27/f 10 

 

8 4 absent absent present itching 4 absent absent absent nil 

62U.Saradha 42/f 6 

 

4 4 absent absent present itching 4 absent absent absent nil 

64V.Afreena 23/f 8 

 

4 4 absent absent present itching 4 absent absent absent nil 

67W.Vinodh 21/m 7 

 

5 4 absent absent present itching 4 absent absent absent nil 

71X.Shafiya 22/f 8 

 

6 4 absent absent present itching 4 absent absent absent nil 

73Y.Kanchana 42/f 6 

 

4 4 absent absent present itching 4 absent absent absent nil 

77Z.Thankichalam 70/f 9 

 

4 4 absent absent present itching 4 absent absent absent nil 

79a.Parthasarathy 68/m 8 

 

6 4 absent absent present itching 4 absent absent absent nil 

83b.Prakash 21/m 6 

 

4 4 absent absent present itching 4 absent absent present nil 

85c.Lakshmi.N 19/m 8 

 

6 4 absent absent present itching 4 absent absent present nil 

89d.Prasanth.L 28/m 6 

 

4 4 absent absent present itching           
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GROUP-B 

 

W4 W4 W4 W4 W4 W6 W6 W6 W6 W6 

UI NO. & Name age/sex 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS  
COMPLAINTS 

2A..Vijayakumar 
23/m 4 absent absent present itching 4 absent absent present itching 

4B.Kanchana 
29/f 4 absent absent present itching 4 absent absent absent itching 

8C.Srikanth  

16/m 4 absent absent absent miliria+ 4 absent absent absent 

steroid induced 

acneiform 

eruptions 

10D.Santhanam 
35/m 4 absent absent absent nil 4 absent absent absent nil 

14E.Vignesh K 
13/mch 4 absent absent absent nil 3 present present absent nil 

16F.Jeevarani 

48/f 4 present present absent itching present 4 present present absent itching reduced 

20G.Kannigha 
60/f 4 absent absent present nil 3 present present present nil 

23H.Yuvaraj 
28/m 4 absent absent present itching 4 present present present itching 

25I.Pattammal 
60/f 4 present present present nil 4 present present absent nil 

29J.Lakshmi.J 
38/f 4 present present absent itching 3 present present absent nil 

31K..Kannaghawari 
42/f 4 present present absent nil 4 present present absent nil 

35L.Vijay 
23/m 4 absent absent present nil 3 present present present nil 

37M.Rani 
50/f 4 absent absent present nil 4 present present absent nil 

41N.Rajeshwari 
42/f 4 absent absent present nil 4 present present absent nil 

43O.Devikala 
31/f 4 absent absent absent gastritis 4 absent absent present nil 

47P.Vasantha 
57/f 4 absent absent present nil 4 absent absent present nil 

50Q.Komala 
60/f 4 present present absent nil 3 present present absent nil 

52R.Malargodi 
30/f 4 present present absent nil 4 absent absent present nil 

56S.Mangilal 
48/m 4 present present absent nil 4 absent absent absent nil 

58T.Sangeetha 
27/f 4 present present absent nil 4 absent absent absent nil 

62U.Saradha 
42/f 4 present present absent nil 4 absent absent absent nil 

64V.Afreena 
23/f 4 present present absent nil 4 absent absent absent nil 

67W.Vinodh 
21/m 4 present present absent nil 4 absent absent absent nil 

71X.Shafiya 
22/f 4 present present absent nil 4 absent absent absent nil 

73Y.Kanchana 
42/f 4 present present absent nil 4 absent absent absent nil 

77Z.Thankichalam 
70/f 4 present present absent nil 4 absent absent absent nil 

79a.Parthasarathy 
68/m                     

83b.Prakash 
21/m 4 absent absent absent nil           

85c Lakshmi N 19/m                     

89d. Prasanth.L 28/m 4 absent absent present itching           
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GROUP-B 
 

W8 W8 W8 W8 W8 W10 W10 W10 W10 W10 

UI NO. & Name age/sex 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS  
COMPLAINTS 

2A..Vijayakumar 23/m 4 present present present itching 4 present present present itching 

4B.Kanchana 29/f 4 present present present 
itching,follicular 

papules 
4 present present present itching 

8C.Srikanth  16/m 4 absent absent absent 
acne ,dapsone 

started 
4 absent absent absent acne 

10D.Santhanam 35/m 4 absent absent absent 

dapsone started, 

altered taste 

sensation 

4 absent absent absent nil 

14E.Vignesh K 13/mch 3 present present absent nil 3 present present absent nil 

16F.Jeevarani 48/f 3 present present absent itching reduced 3 present present absent itching reduced 

20G.Kannigha 60/f 3 present present present nil 3 present present present itching 

23H.Yuvaraj 28/m 4 present present present itching 3 present present present itching 

25I.Pattammal 60/f 4 present present absent nil 4 present present present steroids tapered 

29J.Lakshmi.J 38/f 3 present present absent nil 3 present present absent nil 

31K..Kannaghawari 42/f 3 present present absent nil 3 present present absent nil 

35L.Vijay 23/m 3 present present absent nil 3 present present absent nil 

37M.Rani 50/f 3 present present absent nil 3 present present absent nil 

41N.Rajeshwari 42/f 3 present present absent nil 3 present present absent nil 

43O.Devikala 31/f 3 present present absent nil 3 present present absent 
gastritis, lip 

swelling on OTC 

47P.Vasantha 57/f 4 present present present nil 3 present present absent nil 

50Q.Komala 60/f 3 present present absent nil 3 present present absent nil 

52R.Malargodi 30/f 3 present present absent nil 3 present present absent nil 

56S.Mangilal 48/m 3 present present absent nil 3 present present absent nil 

58T.Sangeetha 27/f 3 present present absent nil 3 present present absent nil 

62U.Saradha 42/f 3 present present absent nil 3 present present absent nil 

64V.Afreena 23/f 3 present present absent nil 3 present present absent nil 

67W.Vinodh 21/m 3 present present absent nil 3 present present absent nil 

71X.Shafiya 22/f 3 present present absent nil 3 present present absent nil 

73Y.Kanchana 42/f 3 present present absent nil 3 present present absent nil 

77Z.Thankichalam 70/f 3 present present absent nil 3 present present absent nil 

79a.Parthasarathy 68/m                     

83b.Prakash 21/m                     

85c. Lakshmi N 19/m                     

89d. .Prasanth.L 28/m                     
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GROUP-B 

 
W12 W12 W12 W12 W12 W14 W14 W14 W14 W14 

UI NO. & 

Name 
age/sex 

NO. 

LESION

S 

FLATTENIN

G 
PIH 

NEW 

LESIONS 

& NO. 

COMPLAIN

TS 

NO. 

LESIO

NS 

FLATTENIN

G 
PIH NEW LESIONS  

COMPLAINT

S 

2A..Vijayakuma

r 
23/m 4 present present present itching 3 present present absent itching 

4B.Kanchana 
29/f 3 present present absent itching 3 present present absent itching 

8C.Srikanth  
16/m 3 present present absent nil 3 present present absent nil 

10D.Santhanam 
35/m 3 present absent absent nil 2 present present absent nil 

14E.Vignesh K 
13/mch 3 present present absent nil 3 present present absent nil 

16F.Jeevarani 
48/f 3 present present absent nil 3 present present present steroids tapered 

20G.Kannigha 
60/f 3 present present present itching 3 present present present itching 

23H.Yuvaraj 
28/m 3 present present present itching 3 present present present itching 

25I.Pattammal 
60/f 4 present present present nil 4 present present present nil 

29J.Lakshmi.J 
38/f 3 present present absent nil 3 present present absent nil 

31K..Kannagha

wari 
42/f 3 present present absent nil 3 present present absent nil 

35L.Vijay 
23/m 3 present present absent nil 3 present present absent nil 

37M.Rani 
50/f 3 present present absent nil 3 present present absent nil 

41N.Rajeshwari 
42/f 3 present present absent nil 3 present present absent nil 

43O.Devikala 

31/f 3 present present present FDE on OTC 3 present present present 
new lesions on 

healed site 

47P.Vasantha 

57/f 3 present present absent nil 3 present present absent 

bilirubin-1.8, 

dapsone 

withheld 

50Q.Komala 
60/f 3 present present absent nil 3 present present absent nil 

52R.Malargodi 
30/f 3 present present absent nil 3 present present absent nil 

56S.Mangilal 
48/m 3 present present absent nil 3 present present absent nil 

58T.Sangeetha 
27/f 3 present present absent nil 3 present present absent nil 

62U.Saradha 
42/f 3 present present absent nil 3 present present absent nil 

64V.Afreena 
23/f 3 present present absent nil 3 present present absent nil 

67W.Vinodh 
21/m 3 present present absent nil 3 present present absent nil 

71X.Shafiya 
22/f 3 present present absent nil 3 present present absent nil 

73Y.Kanchana 
42/f 3 present present absent nil 3 present present absent nil 

77Z.Thankichala

m 
70/f 3 present present absent nil 3 present present absent nil 

79a.Parthasarath

y 
68/m                     

83b.Prakash 
21/m                     

85c. Lakshmi N 19/m                     

89d .Prasanth.L 28/m                     
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GROUP-B 

 

W16 W16 W16 W16 W16 W18 W18 W18 W18 W18 

UI NO. & Name age/sex 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS  
COMPLAINTS 

2A..Vijayakumar 
23/m 3 present present absent nil 2 present present absent nil 

4B.Kanchana 
29/f 3 present present absent itching 3 present present absent itching 

8C.Srikanth  
16/m 2 present present absent nil 2 present present absent absent 

10D.Santhanam 
35/m 2 present present absent nil 2 present present absent absent 

14E.Vignesh K 
13/mch 3 present present absent nil 2 present present absent absent 

16F.Jeevarani 

48/f 3 present present absent nil 3 present present absent 

T.Bil-1.6, 

Dapsone 

withheld 

20G.Kannigha 
60/f 3 present present present itching 2 present present present itching 

23H.Yuvaraj 
28/m 3 present present absent itching 3 present present absent nil 

25I.Pattammal 
60/f 3 present present absent nil 3 present present absent nil 

29J.Lakshmi.J 
38/f 3 present present absent nil 2 present present absent nil 

31K..Kannaghawari 
42/f 3 present present absent nil 3 present present absent nil 

35L.Vijay 
23/m 3 present present absent nil 3 present present absent nil 

37M.Rani 
50/f 3 present present absent nil 3 present present absent nil 

41N.Rajeshwari 
42/f 3 present present absent nil 3 present present absent nil 

43O.Devikala 
31/f 3 present present absent gastritis 2 present present absent gastritis 

47P.Vasantha 

57/f 3 present present absent 

Lft 2 WEEKS, 

dapsone 

restarted 2 

weeks after 

getting MGE 

clearance 

2 present present absent nil 

50Q.Komala 
60/f 2 present present absent nil 2 present present absent nil 

52R.Malargodi 
30/f 3 present present absent nil 3 present present absent nil 

56S.Mangilal 
48/m 3 present present absent nil 3 present present absent nil 

58T.Sangeetha 
27/f 3 present present absent nil 3 present present absent nil 

62U.Saradha 
42/f 3 present present absent nil 3 present present absent nil 

64V.Afreena 
23/f 3 present present absent nil 3 present present absent nil 

67W.Vinodh 
21/m 3 present present absent nil 3 present present absent nil 

71X.Shafiya 
22/f 3 present present absent nil 3 present present absent nil 

73Y.Kanchana 
42/f 3 present present absent nil 3 present present absent nil 

77Z.Thankichalam 
70/f 3 present present absent nil 3 present present absent nil 

79a.Parthasarathy 
68/m           3 present present absent nil 

83b.Prakash 
21/m                     

85c. Lakshmi N 19/m                     

89d. .Prasanth.L 28/m                     
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GROUP-B 

 
W20 W20 W20 W20 W20 W22 W22 W22 W22 W22 

UI NO. & Name age/sex 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS  
COMPLAINTS 

2A..Vijayakumar 
23/m 2 present present absent nil 2 present present absent nil 

4B.Kanchana 
29/f 3 present present absent itching 3 present present absent itching 

8C.Srikanth  

16/m 2 present present absent 
T.Bil 1.3 mge 

OPINION 
2 present present absent MGE clearance 

10D.Santhanam 
35/m 2 present present absent nil 1 present present absent nil 

14E.Vignesh K 
13/mch 2 present present absent nil 2 present present absent nil 

16F.Jeevarani 

48/f 3 present present absent 

Dapsone 

restarted after 

MGE 

clearance,Mge 

lab T.Bil-1 

3 present present present itching 

20G.Kannigha 
60/f 2 present present absent itching 2 present present absent itching 

23H.Yuvaraj 
28/m 2 present present absent nil 2 present present absent nil 

25I.Pattammal 
60/f 3 present present absent nil 3 present present absent nil 

29J.Lakshmi.J 
38/f 2 present present absent nil 2 present present absent nil 

31K..Kannaghawari 
42/f 2 present present absent nil 2 present present absent nil 

35L.Vijay 
23/m 3 present present absent nil 2 present present absent nil 

37M.Rani 
50/f 2 present present absent nil 2 present present absent nil 

41N.Rajeshwari 
42/f 2 present present absent nil 2 present present absent nil 

43O.Devikala 
31/f 2 present present absent itching 2 present absent absent nil 

47P.Vasantha 
57/f 2 present present absent nil 2 present present absent nil 

50Q.Komala 
60/f 2 present present absent nil 1 present present absent nil 

52R.Malargodi 
30/f 2 present present absent nil 2 present present absent nil 

56S.Mangilal 
48/m 2 present present absent nil 2 present present absent nil 

58T.Sangeetha 
27/f 2 present present absent nil 2 present present absent nil 

62U.Saradha 
42/f 2 present present absent nil 2 present present absent nil 

64V.Afreena 
23/f 2 present present absent nil 2 present present absent nil 

67W.Vinodh 
21/m 2 present present absent nil 2 present present absent nil 

71X.Shafiya 
22/f 2 present present absent nil 2 present present absent nil 

73Y.Kanchana 
42/f 2 present present absent nil 2 present present absent nil 

77Z.Thankichalam 
70/f 2 present present absent nil 2 present present absent nil 

79a.Parthasarathy 
68/m 2 present present absent nil 2 present present absent nil 

83b.Prakash 
21/m                     

85c. Lakshmi N 19/m                     

89d. Prasanth.L 28/m                     
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GROUP-B 

 
W24 W24 W24 W24 W24 W24 W24 

UI NO. & Name age/sex ISI DLQI 
NO. 

LESIONS 
FLATTENING PIH 

NEW LESIONS 

& NO. 
COMPLAINTS 

2A..Vijayakumar 
23/m 4 4 0 present present absent nil 

4B.Kanchana 
29/f 6 4 0 present present absent itching 

8C.Srikanth  

16/m 4 4 0 present present absent 
T.Bil 1.3 mge 

OPINION 

10D.Santhanam 
35/m 0 0 1 present present absent nil 

14E.Vignesh K 
13/mch 2 1 0 present present absent nil 

16F.Jeevarani 

48/f 8 6 0 present present absent 

Dapsone restarted 

after MGE 

clearance,Mge lab 

T.Bil-1 

20G.Kannigha 
60/f 0 0 1 present present absent itching 

23H.Yuvaraj 
28/m 2 2 0 present present absent nil 

25I.Pattammal 
60/f 4 4 0 present present absent nil 

29J.Lakshmi.J 
38/f 2 2 0 present present absent nil 

31K..Kannaghawari 
42/f 2 2 0 present present absent nil 

35L.Vijay 
23/m 2 2 1 present present absent nil 

37M.Rani 
50/f 2 2 0 present present absent nil 

41N.Rajeshwari 
42/f 2 2 0 present present absent nil 

43O.Devikala 
31/f 2 2 0 present present absent itching 

47P.Vasantha 
57/f 2 2 0 present present absent nil 

50Q.Komala 
60/f 0 0 1 present present absent nil 

52R.Malargodi 
30/f 2 2 0 present present absent nil 

56S.Mangilal 
48/m 2 2 0 present present absent nil 

58T.Sangeetha 
27/f 2 2 0 present present absent nil 

62U.Saradha 
42/f 2 2 0 present present absent nil 

64V.Afreena 
23/f 2 2 0 present present absent nil 

67W.Vinodh 
21/m 2 2 0 present present absent nil 

71X.Shafiya 
22/f 2 2 0 present present absent nil 

73Y.Kanchana 
42/f 2 2 0 present present absent nil 

77Z.Thankichalam 
70/f 2 2 0 present present absent nil 

79a.Parthasarathy 
68/m 2 2 0 present present absent nil 

83b.Prakash 
21/m               

85c. Lakshmi N 19/m               

89d. .Prasanth.L 28/m               
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  W0 W0 W0 W0 W0 W0 W0 W2 W2 W2 W2 W2 

UI NO & Name age/sex ISI DQOL 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 

3A.Lavaneshwari  34/f 9 6 4 absent absent present itching 4 absent absent absent nil 

6B.Muthukani 22/f 8 4 4 absent absent present itching 4 absent absent present nil 

9C..Mumtaj 29/f  10 8 4 absent absent present itching 4 absent absent absent nil 

12D.Indhra 35/f 8 6 4 absent absent present itching 4 present absent absent itching reduced 

15E.Kurshith 50/f 9 7 4 absent absent present itching 4 absent absent present itching  

18F.Jeeva 63/f 12 10 4 absent absent present itching 4 absent absent present itching reduced 

21G.Balaganesan 55/m 10 8 4 absent absent present itching 4 absent absent present itching 

24H.kowsalaya 12/fch 6 4 4 absent absent present itching 4 absent absent present itching 

27I.Selvi 45/f 10 8 4 absent absent present itching 4 absent absent absent  itching reduced 

30J.Rajeshwari 40/f 8 6 4 absent absent present itching 4 absent absent absent  itching reduced 

33K.Arulselvan 25/m 9 4 4 absent absent present itching 4 absent absent absent  itching reduced 

36L.Kavipriya.B 18/f 6 6 4 absent absent present itching 4 absent absent absent  itching reduced 

39M.Muthulakshmi 22/f 8 6 4 absent absent present itching 4 absent absent absent  itching reduced 

42N.Sangeetha 26/f 6 6 4 absent absent present itching 4 absent absent absent  itching reduced 

45O.Malargodi 30/f 10 8 4 absent absent present itching 4 absent absent absent  itching reduced 

48P.Radhikha 28/f 7 5 4 absent absent present itching 4 absent absent absent  itching reduced 

51Q.Ramthai 50/f 8 6 4 absent absent present itching 4 absent absent absent  itching reduced 

54R.Vishnucharan 12/mch 8 6 4 absent absent present itching 4 absent absent absent  itching reduced 

57S.Sameer 16/fch 10 8 4 absent absent present itching 4 absent absent absent  itching reduced 

60.T Ramesh 54/male 10 8 4 absent absent present itching 4 absent absent absent  itching reduced 

63U..Vijayalakshmi 53/f 9 5 4 absent absent present itching 4 absent absent absent  itching reduced 

66V.Sangeetha 14/f 7 7 4 absent absent present itching 4 absent absent absent  itching reduced 

69W.Ramya 32/f 6 4 4 absent absent present itching 4 absent absent absent  itching reduced 

72X.Dhanapal 70/m 10 8 4 absent absent present itching 4 absent absent absent  itching reduced 

75Y.Padmaavathy 45/f 6 4 4 absent absent present itching 4 absent absent absent  itching reduced 

78Z.Kavipriya 25/f 8 6 4 absent absent present itching 4 absent absent absent  itching reduced 

81a.Komala 38/f 12 10 4 absent absent present itching 4 absent absent absent  itching reduced 

84b.Karthun Bee 50/f 17 6 4 absent absent present itching 4 absent absent absent  itching reduced 

87c.Abhirami 20/f 10 8 4 absent absent present itching 4 absent absent absent  itching reduced 

90d. Bagya 55/f 10 6 4 absent absent present itching           

Group-C 
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  W4 W4 W4 W4 W4 W6 W6 W6 W6 W6 

UI NO & Name age/sex 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS & 

NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS & 

NO. 

COMPLAINTS 

3A.Lavaneshwari  34/f 4 absent absent absent nil 4 present present present 
steroids tapered 

20d 

6B.Muthukani 22/f 4 absent absent present nil 4 absent absent present nil 

9C..Mumtaj 29/f  4 absent absent absent nil 4 absent absent absent nil 

12D.Indhra 35/f 4 present absent absent itching absent 3 present present absent nil 

15E.Kurshith 50/f 4 absent absent present itching  3 present present absent nil 

18F.Jeeva 63/f 4 present present absent 
dryness of 

mouth 
3 present present absent nil 

21G.Balaganesan 55/m 4 present present absent itching 4 present present absent nil 

24H.kowsalaya 12/fch 4 present present absent nil 4 present present absent nil 

27I.Selvi 45/f 4 absent absent present nil 3 present present absent nil 

30J.Rajeshwari 40/f 4 absent absent absent nil 3 present present absent nil 

33K.Arulselvan 25/m 4 absent absent absent nil 3 present present absent nil 

36L.Kavipriya.B 18/f 4 absent absent absent nil 3 present present absent nil 

39M.Muthulakshmi 22/f 4 absent absent absent nil 3 present present absent nil 

42N.Sangeetha 26/f 4 absent absent absent nil 3 present present absent nil 

45O.Malargodi 30/f 4 absent absent absent nil 3 present present absent nil 

48P.Radhikha 28/f 4 absent absent absent nil 3 present present absent nil 

51Q.Ramthai 50/f 4 absent absent absent nil 3 present present absent nil 

54R.Vishnucharan 12/mch 4 absent absent absent nil 3 present present absent nil 

57S.Sameer 16/fch 4 absent absent absent nil 3 present present absent nil 

60.T Ramesh 54/male 4 absent absent absent nil 3 present present absent nil 

63U..Vijayalakshmi 53/f 4 absent absent absent nil 3 present present absent nil 

66V.Sangeetha 14/f 4 absent absent absent nil 3 present present absent nil 

69W.Ramya 32/f 4 absent absent absent nil 3 present present absent nil 

72X.Dhanapal 70/m 4 absent absent absent nil 3 present present absent nil 

75Y.Padmaavathy 45/f 4 absent absent absent nil 3 present present absent nil 

78Z.Kavipriya 25/f 4 absent absent absent nil 3 present present absent nil 

81a.Komala 38/f 4 absent absent absent nil 3 present present absent nil 

84b.Karthun Bee 50/f 4 absent absent absent nil 3 present present absent nil 

87c.Abhirami 20/f 4 absent absent absent nil           

90d. Bagya 55/f                     

 

Group-C 
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  W8 W8 W8 W8 W8 W10 W10 W10 W10 W10 

UI NO & Name age/sex 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 

3A.Lavaneshwari  34/f 3 present present absent nil 3 present present absent nil 

6B.Muthukani 22/f 3 present present present milia 3 present present present nil 

9C..Mumtaj 29/f  4 present present absent nil 3 present present present steroids tapered 

12D.Indhra 35/f 3 present present absent nil 3 present present present steroids tapered 

15E.Kurshith 50/f 3 present present absent nil 3 present present present nil 

18F.Jeeva 63/f 3 present present absent nil 3 present present present 
steroids tapered to 2od 

(A/D) 

21G.Balaganesan 55/m 4 present present absent nil 3 present present absent nil 

24H.kowsalaya 12/fch 3 present present absent nil 3 present present absent nil 

27I.Selvi 45/f 3 present present absent nil 3 present present absent nil 

30J.Rajeshwari 40/f 3 present present absent nil 3 present present absent nil 

33K.Arulselvan 25/m 3 present present absent nil 3 present present absent nil 

36L.Kavipriya.B 18/f 3 present present absent nil 3 present present absent nil 

39M.Muthulakshmi 22/f 3 present present absent nil 3 present present absent nil 

42N.Sangeetha 26/f 3 present present absent nil 3 present present absent nil 

45O.Malargodi 30/f 3 present present absent nil 3 present present absent nil 

48P.Radhikha 28/f 3 present present absent nil 3 present present absent nil 

51Q.Ramthai 50/f 3 present present absent nil 3 present present absent nil 

54R.Vishnucharan 12/mch 3 present present absent nil 3 present present absent nil 

57S.Sameer 16/fch 3 present present absent nil 3 present present absent nil 

60.T Ramesh 54/male                     

63U..Vijayalakshmi 53/f 3 present present absent nil 3 present present absent nil 

66V.Sangeetha 14/f 3 present present absent nil 3 present present absent nil 

69W.Ramya 32/f 3 present present absent nil 3 present present absent nil 

72X.Dhanapal 70/m 3 present present absent nil 3 present present absent nil 

75Y.Padmaavathy 45/f 3 present present absent nil 3 present present absent nil 

78Z.Kavipriya 25/f 3 present present absent nil 3 present present absent nil 

81a.Komala 38/f 3 present present absent nil 3 present present absent nil 

84b.Karthun Bee 50/f                     

87c.Abhirami 20/f                     

90d. Bagya 55/f                     

 

Group-C 
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  W12 W12 W12 W12 W12 W14 W14 W14 W14 W14 

UI NO & Name age/sex 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS & 

NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS & 

NO. 

COMPLAINTS 

3A.Lavaneshwari  34/f 3 present present absent nil 3 present present absent nil 

6B.Muthukani 22/f 3 present present present nil 3 present present present nil 

9C..Mumtaj 29/f  3 present present present absent 3 present present absent nil 

12D.Indhra 35/f 3 present present present itching 3 present present absent nil 

15E.Kurshith 50/f 3 present present absent nil 3 present present absent nil 

18F.Jeeva 63/f 3 present present absent nil 3 present present absent nil 

21G.Balaganesan 55/m 3 present present absent nil 3 present present absent nil 

24H.kowsalaya 12/fch 3 present present absent nil 3 present present absent nil 

27I.Selvi 45/f 3 present present absent 

HZ episode, uvb 

stopped for 2 

weeks 

3 present present absent nil 

30J.Rajeshwari 40/f 3 present present absent nil 3 present present absent nil 

33K.Arulselvan 25/m 3 present present absent nil 3 present present absent nil 

36L.Kavipriya.B 18/f 3 present present absent nil 3 present present absent nil 

39M.Muthulakshmi 22/f 3 present present absent nil 3 present present absent nil 

42N.Sangeetha 26/f 3 present present absent nil 3 present present absent nil 

45O.Malargodi 30/f 3 present present absent nil 3 present present absent nil 

48P.Radhikha 28/f 3 present present absent nil 3 present present absent nil 

51Q.Ramthai 50/f 3 present present absent nil 3 present present absent nil 

54R.Vishnucharan 12/mch 3 present present absent nil 3 present present absent nil 

57S.Sameer 16/fch 3 present present absent nil 3 present present absent nil 

60.T Ramesh 54/male                     

63U..Vijayalakshmi 53/f 3 present present absent nil 3 present present absent nil 

66V.Sangeetha 14/f 3 present present absent nil 3 present present absent nil 

69W.Ramya 32/f 3 present present absent nil 3 present present absent nil 

72X.Dhanapal 70/m 3 present present absent nil 3 present present absent nil 

75Y.Padmaavathy 45/f 3 present present absent nil           

78Z.Kavipriya 25/f 3 present present absent nil 3 present present absent nil 

81a.Komala 38/f 3 present present absent nil 3 present present absent nil 

84b.Karthun Bee 50/f                     

87c.Abhirami 20/f                     

90d. Bagya 55/f                     
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  W16 W16 W16 W16 W16 W18 W18 W18 W18 W18 

UI NO & Name age/sex 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 

3A.Lavaneshwari  34/f 2 present present absent nil 2 present present absent nil 

6B.Muthukani 22/f 2 present present present nil 2 present present present nil 

9C..Mumtaj 29/f  2 present present absent nil 2 present present absent nil 

12D.Indhra 35/f 2 present present absent nil 2 present present absent nil 

15E.Kurshith 50/f 2 present present absent nil 2 present present present irregular follow-up 

18F.Jeeva 63/f 2 present present absent nil 2 present present absent nil 

21G.Balaganesan 55/m 2 present present absent nil 2 present present absent nil 

24H.kowsalaya 12/fch 2 present present absent nil 2 present present absent nil 

27I.Selvi 45/f 2 present present absent nil 2 present present absent nil 

30J.Rajeshwari 40/f 2 present present absent nil 2 present present absent nil 

33K.Arulselvan 25/m 2 present present absent nil 2 present present absent nil 

36L.Kavipriya.B 18/f 2 present present absent nil 2 present present absent nil 

39M.Muthulakshmi 22/f 2 present present absent nil 2 present present absent nil 

42N.Sangeetha 26/f 2 present present absent nil 2 present present absent nil 

45O.Malargodi 30/f 2 present present absent nil 2 present present absent nil 

48P.Radhikha 28/f 2 present present absent nil 2 present present absent nil 

51Q.Ramthai 50/f 2 present present absent nil 2 present present absent nil 

54R.Vishnucharan 12/mch 2 present present absent nil 2 present present absent nil 

57S.Sameer 16/fch 2 present present absent nil 2 present present absent nil 

60.T Ramesh 54/male                     

63U..Vijayalakshmi 53/f 2 present present absent nil 2 present present absent nil 

66V.Sangeetha 14/f 2 present present absent nil 2 present present absent nil 

69W.Ramya 32/f 2 present present absent nil 2 present present absent nil 

72X.Dhanapal 70/m 2 present present absent nil 2 present present absent nil 

75Y.Padmaavathy 45/f                     

78Z.Kavipriya 25/f 2 present present absent nil 2 present present absent nil 

81a.Komala 38/f                     

84b.Karthun Bee 50/f                     

87c.Abhirami 20/f                     

90d. Bagya 55/f                     

 

Group-C 
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  W20 W20 W20 W20 W20 W22 W22 W22 W22 W22 

UI NO & Name age/sex 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS & 

NO. 

COMPLAINTS 
NO. 

LESIONS 
FLATTENING PIH 

NEW 

LESIONS 

& NO. 

COMPLAINTS 

3A.Lavaneshwari  34/f 1 present present absent nil 1 present present absent 
few lesions on 

wrist 

6B.Muthukani 22/f 1 present present absent nil 1 present absent absent nil 

9C..Mumtaj 29/f  1 present present absent nil 1 present absent absent nil 

12D.Indhra 35/f 1 present present absent nil 1 present absent absent nil 

15E.Kurshith 50/f 2 present present present nil 2 present present absent nil 

18F.Jeeva 63/f 1 present present absent nil 1 present present absent nil 

21G.Balaganesan 55/m 2 present present absent nil 2 present present absent nil 

24H.kowsalaya 12/fch 1 present present absent nil 1 present present absent nil 

27I.Selvi 45/f 1 present present absent nil 1 present present absent nil 

30J.Rajeshwari 40/f 1 present present absent nil 1 present present absent nil 

33K.Arulselvan 25/m 1 present present absent nil 1 present present absent nil 

36L.Kavipriya.B 18/f 1 present present absent nil 1 present present absent nil 

39M.Muthulakshmi 22/f 1 present present absent nil 1 present present absent nil 

42N.Sangeetha 26/f 1 present present absent nil 1 present present absent nil 

45O.Malargodi 30/f 1 present present absent nil 1 present present absent nil 

48P.Radhikha 28/f 1 present present absent nil 1 present present absent nil 

51Q.Ramthai 50/f 1 present present absent nil 1 present present absent nil 

54R.Vishnucharan 12/mch 1 present present absent nil 1 present present absent nil 

57S.Sameer 16/fch 1 present present absent nil 1 present present absent nil 

60.T Ramesh 54/male                     

63U..Vijayalakshmi 53/f 1 present present absent nil 1 present present absent nil 

66V.Sangeetha 14/f 1 present present absent nil 1 present present absent nil 

69W.Ramya 32/f 1 present present absent nil 1 present present absent nil 

72X.Dhanapal 70/m 1 present present absent nil 1 present present absent nil 

75Y.Padmaavathy 45/f 1 present present absent nil 1 present present absent nil 

78Z.Kavipriya 25/f 1 present present absent nil 1 present present absent nil 

81a.Komala 38/f                     

84b.Karthun Bee 50/f                     

87c.Abhirami 20/f                     

90d. Bagya 55/f                     
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    W24 W24 W24 W24 W24 

UI NO & Name age/sex ISI DQOL 
NO. 

LESIONS 
FLATTENING PIH 

NEW LESIONS 

& NO. 
COMPLAINTS 

3A.Lavaneshwari  34/f 0 0 1 present present absent nil 

6B.Muthukani 22/f 0 0 1 present present absent nil 

9C..Mumtaj 29/f  0 0 1 present present absent nil 

12D.Indhra 35/f 0 0 1 present present absent nil 

15E.Kurshith 50/f 1 1 2 present present absent nil 

18F.Jeeva 63/f 0 0 1 present present absent nil 

21G.Balaganesan 55/m 1 1 2 present present absent nil 

24H.kowsalaya 12/fch 0 0 1 present present absent nil 

27I.Selvi 45/f 0 0 1 present present absent nil 

30J.Rajeshwari 40/f 0 0 1 present present absent nil 

33K.Arulselvan 25/m 0 0 1 present present absent nil 

36L.Kavipriya.B 18/f 0 0 1 present present absent nil 

39M.Muthulakshmi 22/f 0 0 1 present present absent nil 

42N.Sangeetha 26/f 0 0 1 present present absent nil 

45O.Malargodi 30/f 0 0 1 present present absent nil 

48P.Radhikha 28/f 0 0 1 present present absent nil 

51Q.Ramthai 50/f 0 0 1 present present absent nil 

54R.Vishnucharan 12/mch 0 0 1 present present absent nil 

57S.Sameer 16/fch 0 0 1 present present absent nil 

60.T Ramesh 54/male               

63U..Vijayalakshmi 53/f 0 0 1 present present absent nil 

66V.Sangeetha 14/f 0 0 1 present present absent nil 

69W.Ramya 32/f 0 0 1 present present absent nil 

72X.Dhanapal 70/m 0 0 1 present present absent nil 

75Y.Padmaavathy 45/f 0 0 1 present present absent nil 

78Z.Kavipriya 25/f 0 0 1 present present absent nil 

81a.Komala 38/f               

84b.Karthun Bee 50/f               

87c.Abhirami 20/f               

90d. Bagya 55/f               
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MASTERCHART KEY: 

UI NO – Unique number 

W- Week 

N0- Number 

PIH- Post inflammatory hyperpigmentation 
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