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ABSTRACT 
 
 

OBJECTIVE: To evaluate the effectiveness of Classical Acupuncture and Clinical 

Acupuncture in treating acute migraine attack. 

 

BACKGROUND: According to WHO migraine is the seventh most disabling and prevalent 

disorder that affects especially during productive phase of life. Numerous studies were done 

involving Acupuncture as an effective non-pharmacological approach for migraine. Yet, 

studies involving TCM diagnosis and providing individualized treatment are few, therefore 

comparison was done between Classical and Clinical Acupuncture. 

 

DESIGN AND METHOD: A prospective, randomized trail performed among 55 migraine 

subjects, assessed according to ICHD-3 Beta version criteria. Using simple randomization 

subjects were randomized under Group A (Classical; N = 27) and Group B (Clinical; N= 28) 

on 1:1 ratio. The Subjects of Group A and Group B received their respective treatment 

during their acute migraine attacks. Data were collected during every visit before and after 

treatment using 10 Point- VAS scale, and also pre and post study period (5 months) using 

MIDAS tool, migraine questionnaire. 

 

RESULTS:  Primary outcome: Intensity of pain during acute migraine attack showed 

statistically significant improvement in both Groups (P<0.001). However on observing 

variance value Group A showed better improvement than Group B 

 
 
 

 XIII 
  



 
 

 
 

Secondary outcome: Pain frequency showed no significant changes in both groups. Pain 

intensity showed significant improvement in both groups. However on observation of their 

mean and SD frequency and intensity showed betterment in Group A than Group B. Grading 

of pain duration showed 81.5 % improvement in Group A.  

 

CONCLUSION: This trail suggested that Classical Acupuncture is effective than Clinical 

Acupuncture in treating acute migraine attacks. 

 

KEY WORDS: Migraine, Classical Acupuncture, Clinical Acupuncture, VAS, MIDAS 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

 

 XIV 
   



 

 

1 

 

1. INTRODUCTION 

 

Migraine is a common, incapacitating neurovascular disorder characterized 

by episodes of severe headache that is often throbbing and frequently unilateral 

present along with symptoms like nausea, vomiting, sensitivity to light, sounds and 

movement. When untreated these attacks last for 4 to 72 hours [1]. Migraine usually 

starts at pubertal age and shows genetic predisposition [2, 3]. Females show higher 

rate of prevalence and some get headache during their menstrual cycle, which shows 

influence of hormones in migraine [4]. Migraine can be triggered by many factors 

like food, environment and mental factors, and may be aggravated by routine 

physical activity [5].  

 

Migraine have two major subtypes, migraine with aura [MA] and migraine 

without aura [MO]. Migraine with aura also known as ‘classical migraine’ starts 

with non-specific prodrome of malaise and irritability followed by aura. Patients 

usually suffer from severe, throbbing, hemicranial headache with photophobia and 

vomiting. During headache patient prefer to be in quiet, dark room. Migraine 

without aura also known as ‘common migraine’ does not have the premonitory 

symptomatology and are usually present paroxysmal headache with nausea or 

vomiting [2,4].  
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Many theories viz vascular theory, neuropeptide theory etc were 

hypothesized and experimented to understand the pathophysiology of migraine and 

being widely debated across the world. It has been considered that the headache 

phase of migraine is due to the activation and sensitization of trigeminovascular 

meningeal nociceptors that in turn activate the second-order and third-order central 

trigeminovascular neurons, which further activates different areas of the brain stem 

and forebrain. This causes pain and other accompanying migrainous symptoms [6]. 

 

Migraine patients often requires medical management to overcome the 

disability caused due to the pain and associated symptoms. Based on the European 

Federation of Neurological Societies guideline for drug therapy, oral nonsteroidal 

anti-inflammatory drugs [NSAIDs], and triptans [specific agents with 

vasoconstriction properties] were recommended for the acute migraine attacks. 

However, patients still experience some side effects like gastrointestinal and 

cardiovascular disorders. Medication overuse headache and increased headache 

frequency is another problem with the migraine drug [7, 8]. 

 

The World Health Organization [WHO] recognized migraine as seventh 

major cause of disability in 2004. Globally, the percentages of the adult population 

with an active headache disorder are 46% for headache in general, 11% for 

migraine, 42% for tension-type headache and 3% for chronic daily headache 
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Considering this global predominance, an joint initiative was taken by WHO 

‘Lifting the Burden: The Global Campaign to Reduce the Burden of Headache 

Worldwide’. An important part of this work is to obtain a ‘clear and objective 

understanding of the scale and scope of headache-related burden’. [9]. 

 

Many peoples do not recover completely from the migraine attacks and have 

significant impacts on the social and economic life. It produces negative impacts on 

an individual’s performance at home, school or work in terms of impairment of 

normal daily functioning, absence and loss of productivity [9]. The economic burden 

of migraine is also too high and the estimated annual costs is 17 billion dollars in 

the U.S. Most of the direct costs are for OPD services and indirect costs are due to 

lost productivity in the workplace [10].  

 

To overcome this burden of migraine, patients are turning towards 

complementary and alternative medicine [CAM] for the treatment of headache. 

Epidemiological studies reveal that there is growing dependency towards CAM. 

42% of general population in the United States, 48% in Australia, and 20% in the 

United Kingdom had used CAM at least once in the previous year. But 

unfortunately, most patients do not report the use of CAMs to their doctors [11]. 
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According to the Guidelines of the Non-Pharmacologic Management of 

Migraine in Clinical Practice, a wide range of therapeutic measures are used for 

managing migraine. Acupuncture is one such therapy increasingly used by patients 

and physicians [12].   

 

Studies reveals that during Acupuncture needling there is increase in the 

endomorphin-1, beta endorphin, encephalin, serotonin, and dopamine levels that 

cause analgesia, sedation, and recovery in motor functions. It has also been found 

that needling has immune-modulator and lipolytic effects on metabolism. The above 

effects during acupuncture made it promising in treating illnesses such as migraine, 

fibromyalgia, osteoarthritis, trigeminal neuralgia, gastrointestinal disorders, 

depression, anxiety, panic attack and rehabilitation from hemiplegia and obesity [13]. 

 

 Numerous studies have been conducted to study the efficacy of 

acupuncture in migraine. A systematic review by Scott and Deare, 2006   suggests 

that acupuncture is better than sham acupuncture, and of comparable efficiency to 

several proven drug therapies for the treatment and prevention of migraine [14].  

 

 Another systematic review by Yanyi Wang et al 2008 concluded that there 

is moderate evidence that acupuncture is more effective than western 
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pharmacotherapy and requires further assessment [15]. On the other hand various 

methods like western medical acupuncture, classical acupuncture and sham 

acupuncture were used to treat migraine with specific set of points and showed 

varied results 

 

 This paved an interest to study the effectiveness of acupuncture in 

migraine. In this study I would like to compare efficacy of clinical and classical 

acupuncture during acute migraine attack. In Group A (classical acupuncture group) 

5 element Shu selection method (a part of classical diagnosis) was adopted for 

intervention. The point selection were individualized according to the complete 

symptoms presented by the patients at the time of acute migraine attack. In Group 

B (clinical acupuncture group) were treated with specific set of points according to 

the general symptoms of migraine. The effectiveness of the interventions are 

measured by statistically analyzing the outcome variables viz VAS, MIDAS tool 

and migraine intake questionnaire. 
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2. AIMS AND OBJECTIVES 

 

2.1 Aim 

To Compare and estimate the effectiveness of classical and clinical acupuncture 

during acute migraine attacks. 

 

2.2 Objectives of the study 

The objectives of the present study is to evaluate the effectiveness of clinical and 

classical acupuncture by measuring: 

 Pain intensity during every visit with migraine. 

 Pain intensity 

 Pain frequency 

 Duration of pain   

All the above said last three parameters measured before intervention and after 

follow up period. 
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3. REVIEW OF LITERATURE 

3.1 Introduction  

According to WHO migraine is a recurrent, often life-long, primary 

headache disorder that usually starts at puberty and mostly affects those between 

35 and 45 years and is characterized by recurring attacks. Because of hormonal 

influence the female: male ratio of incidence is 2.1 [16]. 

Typical symptoms of migraine attack include: 

 Headache [moderate or severe] that is one sided, pulsating type associated 

with nausea.  

 Frequency of attack can be between once a year or once a week and the 

duration of attack may be from hours to 2-3 days [16]. 

3.1.1 Epidemiology: 

Migraine is the reason for a large proportion of non-fatal disease-related 

burden worldwide [17] and WHO recognized migraine as one of the major causes of 

disability [18]. Several epidemiological studies that was published previously 

reported varied prevalence in migraine [19, 20, 21-27].   

3.1.2 Incidence: 

Migraine incidence has been studied only in limited number of studies. One 

early study states that, the incidence of migraine with aura in females peaked 
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between 12 and 13 years of age (14.1/1000 person-years); whereas without aura 

peaked between 14 and 17 years of age (18.9/1000 person-years). Similarly, the 

incidence of migraine with aura in males peaked earlier than females ie. At age 5 at 

6.6/1000 person-years and for migraine without aura it was between the age 10 and 

11 at 10/1000 person-years. Usually incidence were uncommon in men after 20 

years of age [28].  

3.1.3 Prevalence:  

The prevalence varied broadly because of different methodologies used in 

each study. In general, the prevalence of migraine before puberty is higher in males 

than in females which turns opposite after puberty sets in. The prevalence increases 

from childhood and early adulthood roughly till 40 years of age, after which it 

reduces [29-33]. 

3.1.3.1 Prevalence in children: 

An American based study shows that prevalence increases from 3 to 11 years 

of age in both girls and boys with higher prevalence in 3 to 5 year old boys than in 

3 to 5 year old girls [34].  

3.1.3.2 Prevalence by Race and Geographic Region: 

Prevalence of migraine varies broadly by race and geographic region. A 

meta-analysis concludes that prevalence was least in Asians and Africans whereas 
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high in Europeans and Americans and the highest were among North Americans [35]. 

Even among the highest prevalent Americans, prevalence was lower among Asian-

Americans, intermediate among African Americans, and the highest among White-

Americans [36]. This race related differences is hypothesized as probably due to 

differences in genetic susceptibility to migraine [37]. 

The most recent meta-analysis that was published in 2016, involving 6 million 

participants showed that: 

 The median age of incidence was 35 years of age. 

 Male-female ratio was 0.91% i.e., 46.7% males and 52.4% females. 

 And overall 11.6% population of the world is affected by migraine [38]. 

 

3.2. Classification of migraine  

According to ICHD- 3Beta migraine has been classified as following types: 

1. Migraine without aura : 

“Recurrent headache disorder manifesting in attacks lasting 4-72 hours. Typical 

characteristics of the headache are unilateral location, pulsating quality, moderate 

or severe intensity, aggravation by routine physical activity and association with 

nausea and/or photophobia and phono phobia.” 
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2. Migraine with aura:  

“Recurrent attacks, lasting minutes, of unilateral fully reversible visual, sensory or 

other central nervous system symptoms that usually develop gradually and are 

usually followed by headache and associated migraine symptoms.” 

i. Migraine with typical aura 

 Typical aura with headache 

 Typical aura without headache 

ii. Migraine with brainstem aura 

iii. Hemiplegic migraine 

 Familial hemiplegic migraine (FHM) 

 Familial hemiplegic migraine type 1, 2, 3 

 Familial hemiplegic migraine, other loci 

  Sporadic hemiplegic migraine 

iv. Retinal migraine 

 

3.  Chronic migraine 

Headache occurring on 15 or more days per month for more than 3 months, which 

has the features of migraine headache on at least 8 days per month. 

 

4. Complications of migraine 

 Status migrainosus 
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 Persistent aura without infarction 

 Migrainosus infarction 

 Migraine aura-triggered seizure 

5. Probable migraine 

 Probable migraine without aura 

 Probable migraine with aura 

6. Episodic syndromes that may be associated with migraine 

  Recurrent gastrointestinal disturbance 

 Cyclical vomiting syndrome 

 Abdominal migraine 

 Benign paroxysmal vertigo 

 Benign paroxysmal torticollis 

Clinical manifestation of migraine: 

Migraine may occur in three clinical phases 

1. The pre-headache phase includes the premonitory phase, which manifests 

with more neurological features and the migraine aura. 20% to 60% of the 

patients were affected by this phase, which precedes the headache by hours 

to days. 

2.  During the headache phase, or migraine phase usually presents with 

throbbing, pulsatile pain in the frontotemporal region, that last for 4 to 72 
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hours. The pain may vary in severity from mild to severe. Other symptoms 

are associated with migraine occur during this phase. This includes nausea, 

vomiting, autonomic symptoms, nasal congestion, and lacrimation. Nausea 

and vomiting during a migraine occurs as a result of the direct activation of 

trigeminal thalamic and spinal thalamic tracts. Many female may experience 

migraines in relation to their monthly menstrual periods. 

3. The resolution (postdromal phase) consists of fatigue and irritability, lasting 

a day or two; this is sometimes referred to as the “migraine hangover.”[39, 40] 

 

3.3 Trigger factors in migraine 

Migraine, a neurological disease has several trigger factors, including 

dietary, hormonal and environmental factors.  

ICHD-2 (1.1-1.2, and 1.5.1) patients were evaluated, of whom 75.9% 

reported triggers (40.4% infrequently, 26.7% frequently and 8.8% very frequently). 

Triggers were more likely to be associated with a more florid acute migraine attack. 

Differences were seen between women and men, aura and no aura, episodic and 

chronic migraine, and between migraine and probable migraine [41, 42]. 

A study in India reveals Triggers were found in 160 (87.9%) patients, which 

included emotional stress in 112 (70%), fasting in 74 (46.3%), physical exhaustion 

or traveling in 84 (52.5%), menstruation in 14(12.3%), sleep deprivation in 71 
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(44.4%), and change in weather in 16 (10.1%) patients. Majority of the patients had 

multiple triggers; 2 triggers were present in 98 (61.3%), and more than 2 triggers in 

55 (34.4%) patients [43]. 

Avoidance of trigger factors may decrease headache frequency and also improve 

patients' quality of life. 

 

 

Figure 3.1 : Common trigger factors of migraine Kelman 2007. 
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3.4 Pathophysiology of Migraine 

Migraine symptoms arise from a combination of vascular and neurological 

events occurring in the cranial meninges and as a result this disorder is often 

described as being of ‘neurovascular’ origin because of the two interacting systems 

[44]. Many studies are being done to know the exact underlying mechanisms of 

migraine. During most part of twentieth century vascular dysfunction was believed 

to be the primary cause of migraine. Current studies and  evidence suggests that 

neuronal dysfunction as the primary drive leading to complex sequence of spreading 

depression, activation of trigemino-vascular system and neuronal sensitization that 

accounts for prodromal, aura, headache and postdrome phase of migraine [45]. 

 

3.4.1 Vascular theory 

In the 20th century the work of Graham and Wolff advanced the vascular 

theory. Graham and Wolff were the first people to study headache in the laboratory 

from the (1930s- 1950s) and fostered the idea that migraine is a vascular event 

mediated by initial intracranial vasoconstriction that is followed by rebound 

vasodilation. Consistent with this theory is the throbbing quality of pain and the 

relief patients experienced with administration of Ergotamine, a potent 

vasoconstrictor. The mechanism of action of the triptans (serotonin receptor 

agonists) which revolutionized the treatment of migraine, and more recently 
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calcitonin gene-related peptide (CGRP) agonists, suggest that they may primarily 

relieve symptoms through cranial vasoconstriction [46]. 

This theory had limitation to explain symptoms before, during and after the migraine 

attacks. On observation of multiple imaging studies, the relationship between hypo 

perfusion and migraine headache phase to be inconsistent with vasodilation as a 

primary trigger for pain [47, 48]. Moreover, agents known to induce vasodilation, did 

not induce migraine headache [49]. Finally it is recognized that the vascular 

modulation of migraine is secondary to brain dysfunction. 

 

3.4.2 The central hypotheses  

The central hypotheses states that abnormal neuronal activities in the central 

Nervous system and brain stem are the underlying mechanisms of migraine. The 

presence of cutaneous allodynia in the upper limbs ipsilateral and contralateral to 

the headache site suggests the involvement of supraspinal neuronal sensitization [50] 

thus placing the pathophysiology of migraine within the central nervous system. 

Dysfunction of descending pain modulation pathways from the brain stem has also 

been suggested in migraine pathophysiology. Studies suggests that cortical 

activation induced by different triggers might converge on the PAG and inhibit the 

defective descending inhibitory pathway in migraineurs, thus releasing the 

ascending sensory inputs from inhibition leading to a migraine headache [51]. These 
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ideas aren’t accepted universally, but still intriguing because it explains the multiple 

triggers and associated symptoms of migraine. 

 

3.4.3 Cortical Spreading Depression 

Cortical spreading depression (CSD) widely accepted as a cause of visual 

aura is an electrophysiological event with as an intense wave that propagates across 

the cerebral cortex at a rate of 2-5mm/min lasting 15-30mins and that causes 

disruption of ionic gradients (Ca2+, Na+ , K+) followed by a period of suppressed 

neural activity. CSD has been shown to cause activation and sensitization of the 

trigeminovascular system, initiating a series of neural, vascular and inflammatory 

events that result in pain [52]. 

 

3.4.4 Neuropeptide theory 

Calcitonin gene-related peptide (CGRP), substance P, neurokinin A and 

vasoactive Intestinal polypeptide (VIP) etc. are the known to contribute to migraine 

[53]. Clinical studies demonstrated that during a migraine attack, levels of CGRP and 

neurokinin A (NKA) increased in human blood [54]. However, none of these theories 

alone could explain all laboratory findings and Clinical observations, suggesting 

that migraine is a disease that involves multifaceted molecular, cellular, 

neuroanatomic and neurochemical mechanisms. 
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3.4.5 Serotonin mechanism 

Serotonin cause significant effect in pain mechanism. Studies shows 

evidence that pain in migraine is a result of a central neurochemical imbalance 

secondary to dysfunction of the serotonergic system. Although the exact series of 

events involved is not fully understood, low levels of 5-HT appear to cause 

activation of the trigemino-vascular system [55]. 

 

3.5  Migraine diagnosis  

The diagnosis of migraine mainly relies on the International Classification of 

Headache Disorders (ICHD-3 beta) criteria. The major issue in migraine diagnosis 

are not all the General Practioners (GP) are aware of the diagnostic criteria and 

underdiagnoses of the complaint often leads to inadequate treatment. GPs play a 

vital role in the diagnosis and treatment of migraines since only one third of the 

affected directly consult the neurologist [56]. Several tools were also designed to 

improve the diagnosis of migraine, to identify the comorbid psychological 

disturbances, to measure the burden and disability due to migraine [57-59]. Among 

migraine subtypes MO is the most common, which affects 58% of migraineurs and 

shows an higher frequency of attack and also usually more disabling than MA that 

affects around 28% of migraineurs [60, 61]. 
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ID-Migraine, a three-item screening test, has been validated for using in primary 

care unit to improve the rapid diagnosis of migraine. However ID- migraine has 

limitations due to difference in prevalence of migraine symptoms among races and 

community. Asian studies have reported a lower prevalence of photophobia (60%) 

compared with (99.2%) [62], but osmophobia was more prevalent among Asian 

migraine patients (71%) [63]. 

On approaching a headache patient it is necessary to have  

 Structured intake form  

 Headache diary. 

 ID-Migraine, a three-item screening test. 

 The Visual Aura Rating Scale (VARS) for diagnosing migraine with aura.  

 Beck Depression Inventory (BDI), 9-item Patient Health Questionnaire 

(PHQ-9), and Hospital Anxiety and Depression Scale (HADS) to assess 

comorbid psychiatric conditions.  

 Migraine Disability Assessment Questionnaire (MIDAS) to assess 

impact of migraine disability. 

 Migraine-Specific Quality of Life Survey (MSQ 2.1), European Quality 

of Life-Five Dimensions (EQ-5D), or Short-Form 36 (SF-36) to assess 

quality of life. 

In spite all these instruments, the most important thing is to select and interpret each 

instrument [64]. 
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3.5.1 Migraine and bio markers 

Though diagnosis of migraine is clinical, various research are being done in 

recent years to find the biomarkers for migraine. More focus is on biological, genetic 

and radiological biomarkers.  Biological biomarkers include CGRP, VIP, PACAP;  

genetic biomarkers include glutamate, LR1, MEFD2, TGFBR2, PHATCTR1, 

ASTN2 genes; and radiological biomarkers include alterations in the analysis of 

white matter anisotropy; cortical morphometry, and connectivity; iron deposits.  

 

CGRP: A neurotransmitter that induces vasodilation and neurogenic 

inflammation in leptomeningeal and extracranial vessels inducing migraine pain. 

On infusing intravenous CGRP it induced migraine attacks in up to 75% of migraine 

patients and in 30% of healthy controls [65, 66]. 

 

In a recent study by Cernuda-Morollón E et al., CGRP plasma levels were 

significantly increased in 103 patients with chronic migraine (74 pg/mL), compared 

to 43 patients with episodic migraine (46 pg/mL), 14 patients with episodic cluster 

headache (45 pg/mL) and 31 healthy controls (33 pg/ mL). And also CGRP levels 

showed significant increase in patients who had MA. The authors conclude that 

CGRP could be a biomarker of chronic migraine [67]. 
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A study conducted by Durham P et al. showed some strong correlation with 

altered levels of pro inflammatory molecules, neuromodulator molecules and 

genetic factors among migraine patients and also with its severity levels. Study with 

smaller samples shows some significant relation among migraineurs and CGRP 

levels responding to specific treatment using migraine drugs during acute migraines 

[68]
. 

VIP: A neurotransmitter which has vessel dilating in human cerebral 

parasympathetic perivascular nerve fibers and in the sphenopalatine ganglion. Few 

studies have analyzed VIP in migraine and the results are controversial. Plasma VIP 

levels show no differences between migraine patients during the migraine attack 

and healthy controls in a study [54].  

PACAP38:  A study by Tuka B et al. found that Inter-attack PACAP-38 

plasma levels are lower than the level of healthy controls. PACAP-38 levels are 

elevated during migraine attacks [69]. 

 

In a study by Mark L et al. blood samples from 52 women with episodic 

migraine and 36 without any headaches after neurologic examination were collected 

to study the blood levels of sphingolipid ceramides. Samples showed decreased 

levels 6,000 ng per ml of total ceramides in women with episodic migraine than 

women with headache disorders who had 10,500 ng per ml. Increase in total 

ceramide levels were associated with a 92% lower risk of having migraine [70]. 

https://www.ncbi.nlm.nih.gov/pubmed/?term=Durham%20P%5BAuthor%5D&cauthor=true&cauthor_uid=23848170


 

 

21 

 

3.5.1.1 Radiological imaging 

A systematic review of biomarkers by Belvis et al revealed that the MRI 

imaging in the brain stem region the PAG [the pain modulator] presents ferric-like 

signals more frequently in migraine patients which was not eported in other pain 

diseases.  

Twenty studies have reported more alterations in the grey matter i.e the 

cortex and nuclie of migraine patients than in healthy controls. Imaging of white 

matter revealed a significant reduction in fractional anisotropy in the areas adjacent 

to the altered cortex. The tracts and pathways also showed alterations in the ventral 

trigeminothalamic tract, the optical radiations and the connectivity of the insula, 

amygdala and the corpus callosum [71]. 

 

3.6 Assessments of Migraine 

Since assessment of treatment outcomes in migraine patients can’t be relied 

on objective methods, several subjective tools are being implied in the studies. 

The primary disturbance in migraine is intolerance to pain than the associated 

symptoms. So, when measuring any pain complaints, the patient should be 

considered as a whole and, not the pain itself, since pain occurs with a complex 

network involving a person’s physical, psychological and socials aspects [72]. 

Theisler (1990) stated that a treatment is successful only if there is a reduction in 
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headache activity, which is measured by the frequency, intensity, duration of pain, 

decreased or no dependency on medicine and reduction in the disability that affects 

the activity of daily living and better ability to cope with the headache problem [73]. 

 

3.6.1 Pain Dimensions 

Pain is subjective and usually self-reported by patients. Pain is generally 

measured using following factors: intensity, frequency, duration and headache 

index. 

 

3.6.1.1 Intensity 

Pain is usually measured by self-reported ratings. Various tools were 

formulated and validated by subjecting to clinical trials for measuring pain intensity. 

Some of them are visual analogue scales (VASs; e.g. a 10 point scale which has 

grades showing pain to no pain. Verbal rating scales (VRS measured in terms of   

“none”, “mild”, “moderate”, “severe”) and numerical rating scales (NRSs four-

grade scale, from 0 to 4 corresponds to no headache, mild pain, moderate pain and 

severe pain). Among these VAS and VRS are the more frequently used for 

measurements and their variability and reliability have been evaluated with VAS 

showing more sensitivity than VRS [74, 75]. However, it had limitation while using 

for older individuals [76]. 
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3.6.1.2 Frequency 

Researchers measure frequency by maintain a headache dairy. It is measured 

as number of the days with migraine or the migraine-free days in a 4-week period. 

. 

3.6.1.3 Duration 

Duration refers to the length of time in hours between the pain onset and 

offset. Various methods were followed to record data to avoid the discrepancies. 

Epstein and Abel in 1977 formulated a chart that contains four times per day: 

wakeup, lunch, dinner and bedtime [77]. Later, Collins and Martin (1980) compared 

this modified format with a bihourly schedule, which also yielded equivalent results 

[78]. Although the Epstein’s new format is convenient for patients and provides 

reliable and valid data, it does have some demerits like providing the exact data of 

frequency and duration. So several modification to the Epstein’s format have been 

proposed in order to improve adherence and accuracy. 

 

3.6.1.4 Headache Index 

Headache index is a composite measure, calculated by summing headache 

frequency, intensity and duration together (frequency × intensity ×duration). 

Headache index was expected to reflect the total suffering of patients, but on 

implication it showed less value. Furthermore, the clinical meaning of changes is 

not clear based on the headache index. Tfelt-Hansen et al. (1984) indicated that 

headache index has no use, since the values mostly depend on the headache 
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frequencies. However, International headache society had denied its 

recommendation to use headache index as a valid parameter (International 

Headache Society Clinical Trials Subcommittee, 2000). 

 

3.6.2 Pain Quality 

It is also important to assess the quality of pain since treatment intervention 

may alter certain qualities without making much difference in pain intensity. To 

assess the pain quality McGill Pain Questionnaire (MPQ) developed by Melzack 

and colleagues. It contains various components of pain, such as sensory, affective 

and evaluative with 78 adjectives in 20 categories. Its validity and reliability have 

been tested during acute and chronic pain [79, 80]. 

 

3.6.2.1 Medication Consumption 

Medication consumption is a much valuable parameter to assess the amount 

of social burden on the individual and on the society, and also another loop to assess 

the pain motivated behaviours. IHS guidelines committee has also recommend that 

the medication consumption should be recorded and as a secondary effect 

parameter. Clinicians and researchers, use it even in the non-drug trial.  Scientists 

had developed the medication quantification scale (MQS), which covers simple 

analgesics, steroids, opioids, anti-depressants [81]. Guck et al., 1999a had validated 

the reliability, and sensitivity of the MQS have been demonstrated [82]. 
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3.6.2.2 Functional Impact 

Assessing functional impact is more important to validate the intervention given 

to patient. Especially for migraineurs, the impact can be more serious than some 

other diseases, such as hypertension, diabetes, gastrointestinal disorders [83]. 

Number of valid and reliable scales are available for assessing the functional impact. 

Some of them are  

 the Migraine Disability Assessment Questionnaire [84] 

 the SF-36 [85] 

 the Beck Depression Inventory (BDI) [86] 

 Migraine Specific Quality of Life Questionnaire (MSQOL) 

MSQOL was recently developed by Glaxo Wellcome Inc. to effectively assess 

migraine treatment. Cole et al., 2007, Martin et al., 2000 have confirmed the validity 

and reliability of the MSQOL [87, 88]. 

 
 

3.7 Management of migraine headaches 

Headaches should be completely assessed and evaluated to rule out any 

possible underlying causes such as tumors or other cerebrovascular abnormalities. 

When migraine is diagnosed, the initial management should involve an assessment 

of potential triggers or exacerbating factors.  

 Management involves:  

 pharmacotherapy  
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 Non-pharmacological measures 

3.7.1 Pharmacotherapy 

In migraine medications are used as 

 Abortive medication – acute management 

 Prophylactic medication – preventive management [89] 

 

3.7.1.1 Abortive medication  

It is opted for patients who experience fewer than two migraines per month or 

who use abortive medications less than two days per week [90, 91]. Range of abortive 

drugs include  

 Simple analgesics like acetaminophen, aspirin, NSAIDs 

 opiate analgesics for pain relieving and antiemetic action 

 barbiturate analgesics 

 serotonergic drugs like ergot derivatives, 5-hydroxytriptamine (5-HT) 

receptor agonists (triptans) 

Ergots and serotonin (5-hydroxy-tryptamine, 5-HT) agonists known as the Triptans 

are known as migraine specific drugs. 

 

3.7.1.2 Preventative drug therapy  

For chronic migraine sufferers can be used for prophylactic purposes to reduce 

the frequency, duration, and severity of future attacks. These drugs include  
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 b-adrenergic blockers- propranolol, timolol 

 anti-depressants - amitriptyline 

 anti-convulsants - sodium valproate, topiramate 

 calcium channel blockers - nimodipine 

 serotonin antagonists - methysergide 

 NSAIDs- naproxen 

 

3.7.1.3 Drug actions 

Acetaminophen : exact mechanism of action regarding is not well 

understood. Mechanism of action is probably by central prostaglandin inhibition. 

However, studies show the effectiveness of acetaminophen for migraine is 

controversial [92]. The American Academy of Family Physicians also does not 

recommend acetaminophen alone for migraine attacks [93]. 

 

NSAIDs are the first-line choice in treating migraine attacks. They inhibit 

Cyclooxygenase (COX) action which is crucial for the production of prostaglandins, 

and blocks pain impulse generation.  

NSAIDs are classified into  

 “Selective” NSAIDs block COX-2 only  
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 “nonselective” NSAIDs block COX-1 and COX-2. Migraine drugs like 

Aspirin, Ibuprofen, and Naproxen comes under this. 

COX-2 - enzyme responsible for inflammation and fever; COX-1 - protects the 

gastric mucosa from the natural acid. The problem is with nonselective NSAIDs 

inhibit both types of the COX enzymes; thus apart from pain relieving gastric 

mucosa is affected. 

 

 The selective NSAIDs are a newer type of analgesic and are always 

recommended to people with stomach problems. Clinical studies have demonstrated 

the effectiveness of various NSAIDs for migraine, such as aspirin [94,95]; ibuprofen 

[96]; naproxen sodium [97], and tolfenamic acid [98]. However, NSAIDs produce good 

responses only in cases of mild migraine. For those migraines associated with 

moderate-to-severe headache, migraine-specific drugs should be used. 

 

Opioid analgesics as migraine abortive should be limited or avoided as it 

may be indulged in risk of overuse, abuse, medication-overuse headache and gastro 

intestinal disturbance. However, the combination of aspirin with codeine may be 

used for severe migraine [99]. Opioids physiologic consequences are quick, and can 

be permanent like decreased gray matter, release of calcitonin gene-related peptide, 

dynorphin, and pro-inflammatory peptides, and activation of excitatory glutamate 
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receptors. Opioids are pro-nociceptive, prevent reversal of migraine central 

sensitization, and interfere with triptan effectiveness [100]. 

Barbiturate analgesics contains butalbital, an intermediate-acting 

barbiturate, have been used in treating migraine. Barbiturates cause central nervous 

system (CNS) depression and confusion, and they can affect cognition and may 

cause paradoxical excitation [101]. Although butalbital has a long history of use in 

migraine patients, no data are available that support its utility. Use of this agent has 

also resulted in abuse and dependency problems, often leading to medication-

overuse headache in patients. 

Serotonergic Drugs causes disturbances in serotonin (5-HT) regulation, 

which also plays a role in migraine, including neuropeptide release and 

inflammatory responses. The 5-HT receptor system has numerous receptor 

subtypes, which includes 5-HT1, with additional subtypes (5-HT1d,1a, 

1f,1b,1e).the agonist activity at these receptors, specifically the (5-HT1b/1d) 

receptors, has been proposed as beneficial in migraine treatment [102, 103]. 

Ergotamine is a vasoconstrictor and acts on 5-HT receptors, alpha-

adrenergic receptors and dopaminergic receptors [104]. It is believed to exert its anti-

migraine effect via being a 5-HT receptor agonist. The ergot alkaloids that are used 

as migraine abortives include ergotamine tartrate (ET) and dihydroergotamine 

mesylate (DHE) (Migranol, Valeant), which are available in injectable and nasal 
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spray formulations [90, 91]. The emergence of the triptan class of migraine-specific 

agents has limited their use. 

Triptans are emerging as drugs of choice in the abortive management of 

migraine, for patients who doesn’t responded or toletate to simple analgesics or 

NSAIDs [90, 91]. Triptans mechanism of action, although similar to that of ergots, has 

a more selective serotonin agonist receptor profile, acting on 5-HT1b,1d receptors 

and lacking interactions with adrenergic and dopaminergic receptors. This property 

of selective action has made it as drug of action. Some of the commonly used 

Triptans are Sumatriptan (imitrex), Rizatriptan (Maxalt), Zolmitriptan (zomig) etc. 

 

3.7.1.4 Drugs for Migraine Symptoms 

Antiemetics like Metoclopramide and Domperidone, can be used orally to 

reduce vomiting and nausea when patients first feel the symptoms of migraine and 

are then taken every 6-8 hours. Metoclopramide can increase the gastric motility, 

thereby normalizing the absorption of other drugs. A controlled study demonstrated 

that the combination of Tolfenamic acid (NSAID) and Metoclopramide is 

significantly better than Tolfenamic acid alone in treating migraine attacks [105]. 

However, a neuroleptic type of antiemetic, such as Tiethylperazine and 

Chlorpromazine, cannot normalize the absorption of drugs and oral administration 

should be avoided. Clinically, antimetics administered orally or IM injection 
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depending on the severity of nausea or vomiting, then followed by the painkillers 

[106]. The AEs of antiemetic drugs are acute dystonia and drowsiness. 

 

3.7.1.5 Prophylactic Drugs for Migraine 

 

Prophylactic medications are for daily use to reduce the frequency and 

duration of migraine attacks. These drugs are for patients who gets migraine attack 

for 2 or more times a month with associated disability lasting three or more days per 

month [93]. 

   

Silbestein (2006) reviewed evidence of the effectiveness of migraine 

preventive drugs and found the beta-andrenoreceptor blockers decrease sympathetic 

activities, prevent vasoconstriction; calcium channel blockers exhibits action on  

migraine attacks by inhibiting CSD; both antidepressants and anticonvulsants 

inhibits CSD and enhance anti-nociception; NSAIDs blocks production of 

prostaglandin and thus reduce central sensitization [107].  

 

Beta blockers: It was first recognized in the 1960s as effective in migraine 

prophylaxis; [91, 108]. Drug action still needs clear understanding, apart from 

modulating adrenergic nervous system and an influence on cranial blood 
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vessels.[109]. Beta blockers have been reported to be effective in approximately 70% 

of patients, with most data available for the non -selective agents propranolol, 

timolol maleate and nadolol [110]. Side effects include Heart rate, Blood pressure, 

Sexual dysfunction (males) 

 

Antidepressants: Tricyclic antidepressants are effective in treating migraine 

[111]. They act by inhibiting central cortical depression and sympathetic activity 

associated with migraine pathophysiology [107]. Clinical trials with the TCA 

amitriptyline have reported a 50% to 70% reduction in the number and in intensity 

of migraine attacks, with doses ranging from 10 to 100 mg daily [112]. TCAs are 

considered a first-line option for preventing migraine in patients with a concurrent 

comorbidity such as depression, anxiety, or insomnia without other 

contraindications [107, 111, 114, 115]. 

 

Anticonvulsants: Their action during migraine involves imbalances 

between excitatory glutamate activity and gamma-aminobutyric acid [GABA]–

mediated inhibition in the brain [113 114, 115]. Valporic acid was effective for reduction 

in the severity and duration of migraine, with good tolerability reported with 

titration and individualized doses [116]. 
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3.7.2 Non pharmacological approaches 

In spite of advancement in pharmacotherapy, many people did not receive 

optimal control over migraine. The growing risk of side effects of using medication 

has created an impact among the sufferers to find a remedy without using long-term 

medications. Even some experts indicated that the pharmacological therapy should 

only be applied if non-pharmacological management is ineffective [117]. Non-

pharmacological treatments mainly aims at avoiding the triggers of migraine, like 

stress, weather, fasting, dietary factor and sleep and to reduce the frequency, 

duration and intensity.  Some of the non-pharmacological approaches are Yoga, 

Acupuncture, Natural therapies, Psychological management, Physical management 

and other complementary therapies. 

 

3.7.2.1 Yoga  

Yoga ancient Indian Tradition, is now an emerging trend among the people 

across the world to keep oneself healthy. Yogic practices includes physical postures, 

breathing practices and meditation which initiates mind body balance. This mind 

body balance effect has helped to reduce anxiety and depression in chronic pain. [118, 

119]. Yoga with conventional care showed reduction in headache frequency and 

intensity [11, 120]. Yoga therapy also improved cardiac autonomic balance by 

enhancing the vagal tone and decreasing the sympathetic drive [120]. 
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3.7.2.2 Massage  

Massage as a manipulative therapy helps to release tension in mind and body. 

Massaging influences circulation to the tissues and helps in effective elimination of 

waste products. It has shown better improvement in intensity, frequency and sleep 

quality among migraineurs. It has also shown increase in serotonin levels [121, 122]. 

 

3.7.2.3 Hydrotherapy 

It is a water based treatment which brings circulatory changes in the body 

and also has effect in the nervous system. A study by Sujan MU et al had found 

hydrotherapy enhanced the vagal tone and also reduced intensity and frequency of 

headaches in migraine patients [123].  

 

3.7.2.4 Osteopathy 

Osteopathy is a therapeutic science that emphasizes massage and other 

physical manipulation of muscle tissue and bones. Cervical manipulation has shown 

to increase β-endorphin levels [124]. β-endorphin acts more efficiently than morphine 

and has remarkable ability to control pain ability to control pain [125].  

 

3.7.2.5 TENS 

TENS is a non-invasive, electronic device which consists of a pulse 

generator, transformer, frequency and intensity controls and a number of electrodes. 
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It produce electrical signals to stimulate nerve that decrease pain perception with 

few known side effects. TENS has been useful during a series of pain conditions, 

which includes migraine [126,127] 

 

3.7.2.6 Psychological Management 

Psychological management includes biofeedback and cognitive behavioural 

therapy relaxation training. During 1970s, a series of psychological approaches have 

been developed for headaches including migraine [128] 

 

3.7.2.7 Biofeedback [BFB] 

Biofeedback theory works with the idea that the autonomic nervous system 

can come under voluntary control through operant conditioning. It involves the 

recording and displaying small changes in the status of involuntary biological 

functions that are related to the recurrent disease. They are pulse, skin temperature 

and breathing patterns in which peripheral skin temperature feedback, blood-

volume-pulse feedback and electromyography feedback are most commonly used 

in migraine. Nestoriuc and Martin also found that BVP feedback was more effective 

than TEMP and EMG feedback, and  the combination of biofeedback and home 

training has been shown to be more effective than biofeedback alone [129] 

Another study showed significant improvement in neuroticism among improved 

biofeedback group but remind unchanged in clinically unimproved biofeedback and 
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medication group. Which also found neuroticism as important factor in migraine 

etiology and BFB can be used in therapy for migraine [130] 

 

3.7.2.8 Progressive Relaxation Training 

Progressive relaxation was developed by an American Physician, Edmund 

Jacobson in 1929 [131]. It is based on a principle of muscle physiology. The process 

of progressive relaxation is attained by isolating and contracting muscle or muscle 

groups for 8-10 secs, one at a time, and then relaxing the muscle relax [131]. This 

method can  also relax the deeper muscles.  

 

3.7.2.9 Cognitive therapy 

It was developed by, Aaron Temkin Beck, an American psychiatrist in the 

1960s. It is based on the idea that our thought can create our mood, which can 

influence some diseases. Generally, CBT can help patients identify and modify 

maladaptive responses that may trigger or aggravate a migraine headache. 

Behavioural therapy helps patients to improve quality of life by reducing 

dysfunction. [12]. 
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3.7.2.10 Clinical researches in Acupuncture for migraine 

 

Many studies have been conducted throughout the world, to find the 

effectiveness of acupuncture for migraines. In 2006, Scott and Deare published a 

systematic review on Acupuncture for migraine, in which 25 studies were reviewed 

and concluded that acupuncture is significantly superior to no acupuncture group, 

at least as good as sham acupuncture, and of comparable efficiency to several proven 

drug therapies for the treatment and prevention of migraine [14]. 

Another systematic review on Acupuncture for migraine by Yanyi Wang et 

al 2008 concluded that there is moderate evidence that acupuncture is more effective 

than western pharmacotherapy and requires further assessment [15]. 

  In 2009, Linde et al. published a meta-analysis evaluating acupuncture for 

migraine prophylaxis. After reviewing 22 trials, they concluded that acupuncture 

was more effective when compared to no prophylactic treatment, and that according 

to the studies reviewed acupuncture was as effective. However, there is no enough 

evidence to determine acupuncture’s superiority to sham acupuncture.  

From reviewing these studies it is evident that acupuncture is quiet promising 

therapy for migraine. But, still it requires improvisation in designing the study and 

standardization in application. 

 

  



 

 

38 

 

3.8 Acupuncture and migraine  

3.8.1 Traditional Chinese medicine  

Traditional Chinese medicine (TCM) is one of the most ancient Chinese 

healing science known to human race. According to the World Health Organization 

and the National Institutes of Health (NIH), TCM originated more than 3000 years 

ago. The Huang Di Nei Jing or The Yellow Emperor’s Classics of Internal 

Medicine, the most recognized classic encyclopaedic compilation was published in 

the third century BC. Several dynasties of china contributed much to develop TCM. 

But in the middle, due to invasions and political changes TCM underwent ruin 

phase. Later due to strong political support, during 1960s and 1970s, the practice of 

TCM has grown at a spectacular pace. During this period practitioners faced certain 

difficulties, like qualitative source material of TCM were not readily available and 

the text were in Chinese language there was a genuine misunderstanding of many 

classic texts in TCM. Traditional Chinese Acupuncture is one the therapy in TCM, 

whose application is based on TCM theories [132].   

 

3.8.1.1 Philosophy of TCM 

Traditional Chinese Medicine (TCM) emphasize on philosophic 

understanding of Yin –Yang (the bi- polarity) and the Five Element theory, 

according to which the whole universe function. 

 As said  
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“Microcosm is the manifestation of macrocosm” 

The above mentioned theories also explain the cause of health and illness in humans. 

The Other key concepts dealt with TCM includes the (Zang-Fu Visceral organ), Qi 

(energy), Blood, Body Fluid and meridian Theories [133].   

Most of the TCM’s theories and principles are not based on human anatomy, 

but on human energy system. For example, Liver Qi stagnation, does not refer 

anatomically to the Liver organ as such, instead it refers to the energy flow of wood 

element and its representing zang organ liver. 

 

3.8.1.2 Etio-pathology of TCM 

TCM holds the view that health exists when there is a dynamic balance of 

Yin and Yang within the human body, and between the body and the external 

environment. Interruption of this balance results in disease. In general, the human 

body has the ability to resist itself from pathogenic factors from exterior and interior. 

This ability is due to the circulation of anti-pathogenic Qi, whereas disruption is 

caused by the pathogenic qi (pathogenic factors). The pathogenic qi enters the body 

only the interior and exterior factors go beyond human adaptability.  

The 6 exogenous factors are wind, cold, heat, summer heat, dampness and 

dryness. And the 7 internal factors are joy, anger, melancholy, obsession, grief, fear 

and fright. The miscellaneous factors are irregular food intake, over-strain or lack 

of physical exercise, traumatic injuries, stagnation of blood and phlegm [134]. 
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3.8.1.3 Diagnosis and syndrome differentiation. 

 TCM holds the four diagnostic methods i.e, inspection, auscultation and 

olfaction inquiring and palpation.  The signs and symptoms obtained from it are 

used to identify the cause. There are numerous methods of differentiating 

syndromes, of which three are majorly used. Differentiation of syndromes according 

to 

 Eight principles : exterior-interior, heat-cold, excess-deficiency, yin-yang 

 Zang fu organs 

 Theories of channels and collaterals [134] 

 

3.8.1.4 Pathogenesis of migraine in Traditional Chinese Medicine 

Migraine in TCM is called “Tou Feng” or “Lei Tou Feng”  due to its sudden 

and severe onset nature. Based on it migraine can be classified into 4-8 types, out  

of  which 4 are most commonly seen as types suitable for acupuncture treatment 

[135]. 

 

3.8.1.4.1 Ascending Hyperactivity of Liver Yang and Liver Wind Up Surge 

When the Liver becomes hyperactive it is unable to store blood and thus leads 

to symptoms of blood and Yin deficiency. Therefore Yang Qi rises to the brain, 

causing a throbbing headache. Other symptoms of this type of migraine are 

irritability, dizziness, distending pain, lassitude in the lower back and legs, 
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heaviness in the head; bitter taste in mouth; redness in tongue with yellow dry 

coating; string-taut or rapid pulse. 

 

3.8.1.4.2 Blood Stasis 

Qi always allows free flow of blood, when qi stagnates it causes blood stasis, 

which then becomes a pathogenic factor that causes headache. In this type of 

migraine patients suffer from stabbing pain, blue lips and nails, purple tongue with 

thin white coating, deep, thready or thready-sluggish pulse.  

 

3.8.1.4.3 Deficiency of Both Qi and Blood 

Blood nourishes the brain, which is carried by Qi. Insufficiency of qi leads 

to insufficiency of blood, which in turn fails to nourish brain and trigger headache. 

This type exhibit features like  pale or sallow complexion, weak limbs, shortness of 

breath after slight physical exertion, , pale tongue with white thin coating; deep, 

thready and feeble pulse. 

 

3.8.1.4.4 Wind Phlegm Blocking the Meridians 

In some conditions excessive fluid accumulates in a certain parts of the body 

and condense and leads to phlegm formation. Phlegm blocks the meridians passing 

through the head, leading to headache. The symptoms of this type of migraine are 
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chest distress, corpulent tongue body with tooth-prints, white and greasy tongue 

coating, deep and taut or slippery pulse [136]. 

In general, Liver Yang and Liver wind are said to cause migraine attack. In 

between attacks pathogenesis occurs due to blood stasis, Liver Yin and Blood 

deficiency or Qi and Blood deficiency, phlegm. 

Liver Qi in Chinese medicine is like the “hinge” of a door that regulates Qi 

flow to the whole body and a part of this function manifest its interaction with the 

stomach and spleen in digestion. It stores blood and has related effects in 

menstruation. Signs and symptoms of Liver Qi stagnation are nausea, pain in the 

hypochondriac area, nervousness, indigestion, premenstrual tension in females [133]. 

 

3.8.1.5 Treatment of Migraine in Chinese Medicine 

Treatment in TCM is based on the diagnosis, which determines the deficient 

or excessive nature of a condition. The aim of treatment is to restore the balance of 

Qi and blood, Yin and Yang and the organs. In general, it is balancing and toning 

the deficient syndromes. Elimination and dispelling of the excessive pathogens 

restores the normality. 

According the TCM principles treatment of migraine involves pacifying the 

liver to decrease Yang Qi activity; tonifying Qi and replenishing the blood; 

extinguishing wind and resolving phlegm; activating blood and resolving stasis. 
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3.8.2 Mechanism of Acupuncture: based on modern theories 

Needling works by stimulating the nervous system, and its modes of action 

can be classified as: 

 local antidromic axon reflexes 

 segmental neuromodulation 

 extra-segmental neuromodulation 

 central nervous system effects 

 myofascial triggers 

 

3.8.2.1  Local effects: Enhance local healing 

Needle stimulates the nerve fibres in skin and muscle by setting off action 

potentials. The action potentials spread around the nerve network locally and 

produces ‘axon reflex’. This in turn stimulates the release of several neuropeptides. 

Various substances like calcitonin gene-related peptide (CGRP) [138]; nerve growth 

factor (NGF), vasointestinal active peptide (VIP) and neuropeptide Y are released. 

CGRP is a normal constituent of the sensory nerve, synthesized in the dorsal root 

ganglion and transported to the periphery. Redness of the skin during or after 

treatment, particularly on the trunk is a sign of the release of vasoactive 

neuropeptides including CGRP and histamine. The action of these neuropeptides is 

to cause vasodilation leading to increased local blood flow in the local area. The 

blood flow is also increased in the deeper tissues, which encourages tissue healing.  
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This effect helps to heal some skin conditions or minor injuries. It may also improve 

the function of local glands, such as salivary glands [139]. 

Studies show needling increases blood flow in skin and muscles. And this is 

further increased when the needle is advanced into the underlying muscle, and 

increases still further when the needle is stimulated and de qi elicited [140] 

 

3.8.2.2  Segmental analgesia:  enhance pain reduction in the needled segments. 

The stimulated action potentials also travel through the nerve directly to its 

particular segment in the spinal cord and depress the activity of the dorsal horn, and 

thus reduce its response to painful stimuli. This is known as a ‘segmental’ effect. 

Acupuncture inhibits pain from any part of the body which sends nerves to that 

particular segment of the spinal cord. For example, the nerves from a painful knee 

joint enter the same segment as the nerves from the muscles around it: so pain in the 

knee joint will be reduced by needles inserted in those muscles. The connections of 

the nerves are not confined to a single segment, and the segmental effect of 

acupuncture spreads to the adjacent segments as well. 

 

Physiology of segmental analgesia 

Acupuncture needles stimulate small myelinated (‘Ad’) nerves in muscle and 

skin; these in turn activates the small intermediate cells in the dorsal horn, through 

collateral terminals. The intermediate cells release the neuromodulator enkephalin 



 

 

45 

 

that blocks the pain transmission in the substantia gelatinosa cells. Enkephalin cause 

generalized depression of activity of the dorsal horn [141]. This takes some minutes 

to develop, but outlasts the duration of the acupuncture stimulation, possibly even 

lasting several days.  

This segmental analgesia can also be produced by vibration and an electrical 

equivalent, transcutaneous electrical nerve stimulation (TENS). These stimulate the 

large myelinated (Ab) fibres, which enter the dorsal column of the spinal cord.  Like 

the Ad fibres, the Ab fibres also have collaterals that inhibit the transmission of 

nociceptive stimuli – but release g-aminobutyric acid (GABA), instead of met-

enkephalin. This is the basis of the gate control theory of Melzack and Wall as 

originally described [142]. 

 

3.8.2.3  Extra segmental analgesia: reduces pain throughout the body. 

The action potentials produced by the acupuncture needle hits the dorsal horn 

and then reaches the brainstem. Here, they stimulate the body’s own pain 

suppressing mechanisms. This happens while playing sports. During the play one 

may not feel the pain, but once you relax after the match pain sensation occurs [143].  

This clearly indicates that the brain can inhibit pain, and it does this by descending 

nerves, which release some neurotransmitters at every segment of the spinal cord. 

This is known as the ‘extra segmental’ analgesic. The extra segmental effect does 
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not seem to depend on needling particular points, but more on the achievement of 

an adequate amount of stimulation and also not powerful enough to suppress pain. 

 

3.8.2.3.1 Neuromodulators: opioid peptides 

Opioid peptides are often referred as neuromodulators rather than 

neurotransmitters, due to its sustained effect they modify the activity of the target 

cell over a period of time. Four opioid peptides have been identified so far b-

endorphin, enkephalin, dynorphin and orphanin, but their function in pain 

perception has to be still explored. The concentration of opioids differ in different 

areas throughout the CNS. B-endorphin is found in the brain and enkephalin in the 

spinal cord. Dynorphin, in the spinal cord and brainstem, has variable effects 

depending on the circumstances. Orphanin [also known as endomorphin or 

nociceptin] is widely distributed throughout forebrain, midbrain and spinal cord and 

has varied of functions in nociception, other sensory functions and autonomic 

control [144]. Acupuncture has profound effect on b-endorphin and encephalin. 

A study reveals that acupuncture increased the concentrations of b-endorphin in the 

CSF of patients with pain, whereas control patients who did not receive acupuncture 

showed no changes [145] Observations has revealed that during electro acupuncture 

different opioid peptides are released by different stimulation frequencies. 
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3.8.2.3.2 Non-opioid mechanisms in acupuncture analgesia 

Serotonin is an important neurotransmitter in the pain control matrix. 

Serotonin activates the descending pain inhibitory systems in the brainstem, and 

leads to the release of more serotonin (as well as noradrenaline) in the dorsal horn. 

[146].Oxytocin has analgesic, anxiolytic and sedative effects during acupuncture [147]. 

Stroking, physical touch, particularly on the ventral surface of the body induce 

oxytocin. 

 

3.8.2.3.3 Descending inhibitory pain control 

Acupuncture also induces a generalized analgesia throughout the body by 

activating an area in midbrain from which bundles of fibres descend to every level 

of the spinal cord and inhibit the dorsal horn. The crucial structure involved in this 

descending pain inhibition is the periaqueductal grey (PAG), a small group of cells 

in the midbrain where most of the analgesic drug acts. B-endorphin released from 

nerve fibres descending from arcuate nucleus of the hypothalamus. The PAG also 

receives input signals from the limbic system, which explains how mind can alter 

the perception of pain. 

There descending pathways from the PAG: 

 One system descending from the PAG releases serotonin at the intermediate 

cells of the dorsal horn. The intermediate cells are already activated by the 

segmental effect of acupuncture. The descending pain control system 
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releases serotonin, which then stimulates the intermediate cell to release met-

enkephalin, this inhibits the substantial gelatinosa cells.  

 

 Another descending pathway causes the release of noradrenaline diffusely 

throughout the dorsal horn. Noradrenaline has 0direct inhibitory effect on the 

post-synaptic membrane of the transmission cells, this further reinforces the 

effect of acupuncture on pain control. 

Extra segmental actions of acupuncture might be influenced by pharmacological 

intervention. Tricyclic antidepressant drugs increase the release of both serotonin 

and noradrenaline in the CNS synergic to the needling effect. 

 

3.8.2.4  Central regulatory effects: enhance calming effect, improves wellbeing. 

Once the midbrain gets activated, the action potentials go on to trigger the brain 

centers, especially the cerebral cortex, hypothalamus and limbic system, the sites 

where ‘regulatory’ effects of acupuncture occur. Acupuncture has general calming 

effects on patients and improves wellbeing. Various central regulatory effects 

include: 

 Autonomic balance: 

Studies have shown that acupuncture, in the short term, can reduce a raised blood 

pressure and increase a low blood pressure, and thus brings an autonomic balance. 

 Regulates the hormonal system:   
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Acupuncture stimulation may influence the anterior pituitary gland via the 

hypothalamus. This initiates the release into the circulation of both ACTH and b-

endorphin, derivatives of single precursor, pro-opiomelanocortin. 

The arcuate nucleus of the hypothalamus is the site for gonadotrophin (GnRH) pulse 

generator, so acupuncture can affect the release of GnRH. 

 Immune balance : 

Acupuncture has been found in some studies to enhance the immune system [148]. It 

can be a generalized or localized autonomic changes regulating the lymph reticular 

system in the bone marrow and spleen, or circulation of b-endorphin, induces 

immune changes through leukocytic receptors. 

 

 Drug dependency : 

Acupuncture has gained a reputation for helping addicts withdraw from their drugs. 

Acupuncture can reduce the excess dopamine production in the nucleus accumbens, 

which is the common pathway for addiction (149). 

 Nausea and vomiting :  

The sensation of nausea is a response of the emetic center and chemoreceptor zones 

to a variety of stimuli. Acupuncture given at a point in the wrist (PC6), on the upper 

abdomen (CV12) or one below the knee (ST36), reduces the emetic response, but 

the mechanisms of action are still unknown. 
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3.8.2.5  Myofascial trigger points : Acupuncture inactivates  trigger  points. 

During injuries like fractures, ligament tear or any strain, muscles may be 

heavily overloaded or suddenly stretched – which damage a small area that can be 

slow to heal and cause persistent pain. These are identified as small ‘knots’ on tight 

muscle fibres and are known as a ‘myofascial trigger point’ (MTrP). They are 

formed as a protective mechanism to ensure the muscle rests while it heals. MTrP 

can only be identified by physical examination. Evidences suggest that MTrP were 

recognized by the ancient Chinese physicians, and treated them with needles [150]. 

 

3.8.2.6 Effects of acupuncture in migraine: based on modern physiology 

Acupuncture in migraine act via increasing in the cerebral blood flow and 

can potentially relieve headache, control pain through multisystem to prevent 

migraine attack. Based on the neural mechanism, acupuncture could abolish 

migraine via segmental and general pain inhibition systems. It might also prevent 

migraine through anti-inflammatory effects, regulation of sympathetic nervous 

system and enhancing descending inhibition. 

 

 

3.8.3 Western medical acupuncture 

Western medical acupuncture is a therapeutic modality derived from Chinese 

classical acupuncture that involves insertion of fine needles. WMA uses current 



 

 

51 

 

knowledge of medical anatomy, physiology and pathology, and follows the 

principles of evidence based medicine. Though WMA has evolved from Chinese 

acupuncture, it doesn’t adhere to the traditional concepts such as Yin/Yang and 

circulation of qi. It is considered as part of conventional medicine rather than a 

complete ‘‘alternative medical system’’. 

 

3.8.3.1 Evolution of WMA 

Practice of acupuncture in UK started during the 19th century, doctors in the 

UK needled the maximal tender areas to relieve musculoskeletal pain. During 

1970’s Felix Mann, an eminent physician and trained acupuncturist declared: 

‘‘Acupuncture points and meridians, in the traditional sense, do not exist’’. This 

created an agitation among conventional healthcare practitioners who could see 

their patients benefiting from needling, but suffered to explain the acupuncture 

mechanism scientifically, this created a surge of interest in the scientific approach 

to acupuncture. Eventually, acupuncture itself gained its credibility after the 

discovery of the release of opioid peptides during needling, and because of the 

formulation of the gate control theory [150].  
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3.8.3.2 Clinical points 

Text reference to the points used in the study [151, 136] 

 

TABLE 3.1 CLINICAL POINTS AND CHARACTERS 

 

POINT 

 

CHARACTER 

 

INDICATION 

GB 8  Dispels Wind 

 benefits the head 

 relieves pain 

 Migraine, vertigo, vomiting 

 Infantile convulsion 

GB 20  Dispels exterior 

and interior Wind 

 clears the head 

congestion 

 benefits the eyes, 

nose and ears 

 subdues Liver 

Yang 

 activates the 

meridian  

 Relieves pain. 

 Common cold, nasal congestion, 

headache, redness, swelling and pain 

of the eye, epistaxis 

 Rigidity and pain of the neck, 

limitation of the shoulder 

 Dizziness, vertigo, hemiplegia, 

epilepsy 

ST36  Tonifies Qi and 

Blood 

 harmonizes and 

strengthens the 

Spleen and 

Stomach 

 calms the Shen 

 activates the 

meridian 

 relieves pain 

 Gastric pain, vomiting, dysphagia, 

abdominal distention, borborygmus, 

diarrhea, indigestion, dysentery, 

constipation, acute mastitis 

 Emaciation due to general 

deficiency, palpitation, shortness of 

breath, poor appetite, lassitude, 

dizziness, insomnia 

 Cough and asthma 
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ST8   Dispels Wind 

 benefits the eyes 

 relieves pain. 

 

 Headache, dizziness and blurring 

vision 

 Ophthalmalgia, lacrimation, 

twitching of the eyelids 

P6   Opens the chest 

 regulates Heart Qi 

 calms the Shen 

 harmonizes the 

Stomach 

 

 Chest congestion, vomiting hiccup, 

pain in the hypochondria, cardiac 

pain, palpitation 

 Epilepsy, Depression, dizziness, 

vertigo, apoplexy, hemiplegia, spasm 

and pain of the upper extremities 

 Cough, asthma 

LI 4   Expels Wind  

 tonifies qi and 

strengthens 

immunity 

 relieves pain 

 regulates the face 

and head area 

 

 headache and body ache, dizziness, 

congestion, swelling and pain of the 

eye, sinusitis, epistaxis, toothache in 

the lower jaw, swelling of the face, 

facial paralysis 

 Aversion to cold, fever, anhidrosis, 

hidrosis. 

 Dysmenorrhea, amenorrhea, difficult 

labour 

 Gastric pain, constipation, diarrhoea, 

dysentery.  

 Hemiplegia, infantile convulsion  

 manic psychosis and irritability. 

 Malignant sore, urticaria, scabies. 

DU 20   calms wind 

 pacifies yang 

 benefits the brain 

and sensory organs 

 Calms shen. 

 Headache, dizziness, tinnitus, 

blurring of vision, mental disorders, 

prolapse of uterus, insomnia 
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3.8.3.3 Researches on specific points 

 

P6: Studies found stimulation of Nei Guan (P6) alleviates nausea and vomiting in 

pregnancy [152] and also in post-operative pain [153]. P6 along with ST 36 showed 

synergistic effect on gastrointestinal motility [154].   

ST 36: Stimulation of Zu San Li (ST36) has been shown to affect the limbic and 

paralimbic systems in the brain [155]   

LI 4: He Gu (LI4) is a point that has been extensively in many studies. Recent 

studies have shown stimulation of He Gu (LI4) significantly reduced myofascial 

pain of the jaw muscles [156]. A recent Cochrane systematic review suggests 

stimulation of acupoints is  effective and valuable alleviating migraines and tension-

type headaches [157]. 

GB 20: A review article stated GB20, along with other acupoints, helped to manage 

migraines positively [158]. GB 20 was also helpful to treat dry eyes [159]. 

 

3.8.3.4 CHARACTERISTICS OF 5 ELEMENTS 

The chart  helps  to diagnose and classify the elements from the symptoms presented 

by the patients (as done in classical acupuncture). 
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TABLE  3.2  CHARACTERISTICS OF 5 ELEMENTS [160] 

Element Wood Fire Earth Metal Water 

 

Yin organ 

& Energy flow 

time 

Liver 

 

(1-3 am) 

Heart 

 

(11 am- 1pm) 

Spleen 

 

(9- 11 am) 

Lungs 

 

(3-5 am) 

Kidney 

 

(5-7pm) 

 

Yang organ & 

Energy flow 

time 

Gall bladder 

 

(11pm- 1am) 

Small 

intestine 

(1- 3pm) 

Stomach 

 

(7-9 am) 

Large 

intestine 

(5-7 am) 

Urinary 

Bladder 

(3- 5pm) 

 

Sense 

commanded 

Sight Words Taste Smell Hearing 

Nourishes the Muscles Blood vessels Fat Skin Bones 

 

Expands into 

the 

Nails Colour Lips Body hair Hair on 

head 

Liquid emitted Tears Sweat Saliva Mucous Urine 

Bodily smell Rancid Scorched Fragrant Fleshy Putrid 

 

 

Associated 

temperament 

Depressed 

Anger 

Emotions up 

& down 

Joy 

Obsession 

Sympathy 

Anguish 

Grief 

Fear 

Flavour Sour Bitter Sweet Hot Salt 

 

Sound Shout Laugh Sing Weep Groan 

 

Dangerous type 

of weather 

Wind Heat Humidity Dryness Cold 

Season Spring Summer Mid 

summer 

Autumn Winter 

Colour Green Red Yellow White Black 

 

Direction East South Centre West North 

 

Developement Birth Growth Transforma

tion 

Harvest Store 

Pain nature Pulling & 

throbbing 

pain 

Pricking pain Heaviness Drilling 

pain 

Radiating 

heaviness 
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4. MATERIALS AND METHODS 

4.1 Subjects 

A total of 55 subjects with migraine, both men and women with ages ranging 

between 18–61 participated in the study. 

4.1.1 Description of the subjects including the selection of samples 

The study subjects were conveniently recruited from the Government Yoga 

and Naturopathy Medical College and Hospital, Arumbakkam, Chennai District of 

Tamilnadu state in India. The subjects were recruited from the above mentioned 

hospital through screening done to assess diagnostic criteria, inclusion and 

exclusion criteria. All the fifty- five subjects were screened through a routine 

medical check-up and those satisfying the diagnostic criteria for migraine as 

mentioned in The International Classification of Headache Disorders, 3rd edition ( 

Beta Version), (ICHD- 3 Beta) were recruited. 

 

4.2 Ethical considerations 

4.2.1 Ethical clearance 

Ethical clearance was sought from the Institutional Ethical Committee prior 

to the start of the study and the approval for the same was granted. 
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4.2.2 Written Informed consent 

Subjects who fulfilled inclusion criteria were appraised about the purpose of 

the study and rights as research subjects. Informed consent form was administered 

in English. Adequate time was given to each patient to go through the information 

sheet and their queries were answered. Their right to withdraw from the study and 

the need for willingness to participate voluntarily in the study was explained. All 

the subjects expressed their willingness to participate in the study by giving a signed 

informed consent.    

(A sample information sheet and consent form is enclosed in Annexure) 

4.3 Inclusion and Exclusion criteria 

4.3.1 Inclusion criteria 

The following inclusion criteria would be the basis for selecting the subjects: 

1. Age group : between 18 and 65 years 

2. Patients with migraine with or without aura 

3. History of migraine more than 1 year 

4. At least one migraine attack during the last 4 weeks 

5. No acute migraine treatment with acupuncture or drugs within 24 hours 

after the beginning of the migraine attack. 

6. No prophylaxis treatments with acupuncture or drugs in the past 3 months. 

7. Provided written informed consent. 
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4.3.1.1 Criteria for Diagnosis [2] 

4.3.1.1.2 Migraine without Aura: 

 

A. At least five attacks1 fulfilling criteria B–D 

B. Headache attacks lasting 4-72 hours (untreated or unsuccessfully treated) 

C. Headache has at least two of the following four characteristics: 

1. unilateral location 

2. pulsating quality 

3. moderate or severe pain intensity 

4. aggravation by or causing avoidance of routine physical activity (e.g. 

walking or climbing stairs) 

D. During headache at least one of the following: 

1. nausea and/or vomiting 

2. photophobia and phonophobia 

 

4.3.1.1.3 Migraine with Aura: 

A. At least two attacks fulfilling criteria B and C 

B. One or more of the following fully reversible aura symptoms: 

1. visual 

2. sensory 

3. speech and/or language 
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4. motor 

5. brainstem 

6. retinal 

C. At least two of the following four characteristics: 

1. at least one aura symptom spreads gradually over 5 minutes, and/or two or 

more symptoms occur in succession 

2. each individual aura symptom lasts 5-60 minutes 

3. at least one aura symptom is unilateral 

4. the aura is accompanied, or followed within 60 minutes, by headache 

D. Not better accounted for by another ICHD-3 diagnosis, and transient ischaemic 

attack has been excluded. 

No biochemical parameters have been used in this study. 

 

4.3.2 Exclusion criteria 

Participants will be excluded if they had: 

1. tension-type headache 

2. cluster headache  

3. other primary headache disorders and secondary headache disorders 

4. neuralgia of the face or head 

5. pregnancy, lactation, or insufficient contraception 
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6. immunodeficiency and bleeding disorders 

7. any allergies 

8. intake of antipsychotic or antidepressant drugs 

9. participation in another clinical trial 

10. having family history of depression 

11. Parkinson disease and other extrapyramidal diseases. 

 

4.4 Study design 

4.4.1 Type of the design 

A randomized control trail 

4.4.2 Randomization 

Simple randomization was done using lottery method. 

4.4.3 Allocation of patients into study and control groups 

Patients were randomly allocated in Group A (classical acupuncture group) 

and Group B (clinical acupuncture group) in 1:1 ratio. 55 Subjects were initially 

screened and assigned to two groups. 

i.e., Group A (n= 27) and Group B (n= 28). 

 



 

 

61 

 

4.4.4 Data Points 

During every visit with migraine attack VAS measured before and after 1hr of 

needling. The pre and post data collection was done during the first visit in first 

month and at the end of fifth month of the study period. 

Figure ---: Illustration of Data points 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

First month End of fifth 

month 

End point data Baseline data 

Group A and Group B 

During every visit with migraine 

attack VAS measured before and 

after 1hr of needling 
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4.4.5 Trail Profile  

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Subjects screened under 

inclusion criteria 

Simple randomisation 

Baseline data during 1st visit 

 

Group A 

N = 27 

 

 

Clinical 

Acupuncture 

Group B 

N = 28 

 

 

5 months (3 months 

intervention and 2 

months follow up) 

During every visit 

with migraine attack 

VAS measured before 

and after 1hr of 

needling 

Dropout 1 Dropout 2 

Classical 

Acupuncture 

Followed up for 2 months 

 

28 subjects completed 3 

months of intervention 

 

27 subjects completed 3 

months of intervention 

 

Followed up for 2 months 

 

Post assessment at the end 

of 5 months 

 

Post assessment at the end 

of 5 months 

 Statistical data 

analysis and 

results 
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4.5 Assessments 

The baseline and post-intervention assessments consisted of primary and 

secondary outcome variables. 

4.5.1 Primary outcome variables 

 Pain intensity during every attack with 

migraine 

4.5.2 Secondary outcome variables 

 Pain intensity 

 Pain frequency 

 Duration of pain  

All the 3 parameters measured before intervention and after follow up period. 

4.5.1.1 Pain intensity 

Pain intensity during every visit with migraine attack was measured using 

Visual Analog Scale (VAS) 10 point scale. 

VAS- 10 point scale 

Intensity of the pain is measured during every visit with the acute attack. Pre 

score is obtained before needling and post score is obtained 1 hr after needling. 
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The VAS is the most commonly used scale to measures pain intensity in pain 

research. VAS score was less biased by pre-treatment pain. The results also 

suggested that a 33% decrease in pain indicates reasonable standard for determining 

that a change in pain is meaningful from the patient's perspective [161]. 

4.5.1.2 Pain intensity 

MIDAS TOOL 

 

MIDAS tool has been used to obtain intensity and frequency of migraine over 

a period of 3months, which was given during the start of the intervention and 2 

months after the follow up period (ie at the end of 5th month). 

The Migraine Disability Assessment (MIDAS) questionnaire is a self-

administered questionnaire designed to quantify headache-related disability over a 

3 month period. The MIDAS score has been shown to have moderately high test-

retest reliability in headache sufferers and is correlated with clinical judgment 

regarding the need for medical care [162]. 

4.5.1.2 Pain frequency 

Pain frequency is measured using MIDAS tool, which reveals the frequency 

of attack for last 3 months. Pre and post data were obtained respectively. Meanwhile 

patients were asked to follow headache dairy. 
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4.5.1.3 Duration of pain 

Duration of pain data was collected from the migraine questionnaire which 

was given at the start and end of the study.  

 

4.6 Intervention 

4.6.1 Group A (Classical Acupuncture) 

In this group patient who visited our OPD with acute migraine attack were 

treated with classical acupuncture also known as Traditional Chinese Acupuncture. 

Point’s selection was done by “five element shu selection method”. Needling was 

given for a period of 30 mins. VAS was given to the patient for scoring before 

needling and 1 hr after from the time of needling. 

4.6.1.1 Five element shu selection method: 

In this method each and every symptoms presented by the patients are related 

with respective elements based on their characteristic features and functions. 

Cumulatively the major element with its yin or yang polarity, which is affected will 

be jotted. Further, the selected element will be matched with the ‘shu group (1-5) – 

which is grouped according to the functions’, based on this a point is selected from 

60 points of command. Along with the selected point supportive points like source, 

xi-cleft, back-shu, front-mu points are used according to the necessity to notify the 



 

 

66 

 

affected element. Single needle for shu point and an average of 3-5 needles for 

supportive points were used.  

The aim of classical acupuncture is to eliminate the pathogenic factor (8 

factors according to acupuncture) and strengthening the affected element. 

Eg:  If Patient present symptoms like  

- c/o headache along left side of the head – (headache belongs to wood 

element, sides of the head represents GB meridian) 

- c/o Pulling pain around the left eye – (pulling nature represents wood, eye 

organ is related with wood element) 

- c/o Pain in left side of the neck – (SI meridian passes over the sides of the 

neck) 

- c/o Vomiting sensation – (it represents wood and earth element) 

The majority of symptoms reveals the imbalance in the wood element and 

disturbance in qi flow. Along with it gastro- intestinal disturbance is present, which 

is related to the 5th group of the Shu table. All the symptoms are acute and external 

and represents yang imbalance.  Therefore GB meridian of wood element whose 5th 

group point from Shu table (i.e.) GB 34 is selected and needled. This corrects the 

imbalance among the elements. Later, to strengthen the meridian source point of 

GB can be given bilaterally. This approach reveals the root cause of the condition 

and helps to treat accurately. 
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Table 4.1 : Shu selection method, Anton Jaysuriya. [163,164] 

 

4.6.2 Group B (Clinical Acupuncture) 

Western Medical Acupuncture is mentioned as clinical acupuncture in the 

study. In Clinical acupuncture group patients who visited our OPD with acute 
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migraine attack were given specific set of points for a period of 30 mins. VAS was 

given to the patient for scoring before needling and 1 hr after from the time of 

needling. 

Table 4.2: Points used for Clinical group 

 

POINTS  

 

LI 4 

P6 

ST 8 

ST 36 

GB 8 

GB 20 

DU 20 

 

 4.6.3 Needling 

Needling methods for both groups were same. 

 Both groups were treated with ‘use and throw’ stainless steel needles. 

 Needles with the measurement of 0.25 * 0.25 were used throughout the study. 

 During every visit patients were treated with new needles. 

 Sterile measures were adopted and used needles were carefully disposed. 

 Needles were inserted till the level of the dermis. 
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4.6.4 General instructions 

Subjects belonging to both groups who participated in the study were asked to 

follow the following instructions: 

 Diet: Avoid deep fried food stuffs, maidha products, and tinned foods. 

 Easy-to digest diet should be taken. 

 Sleep: Instructed to go to bed by 9-10 pm. 7-8 hrs of compulsory sleep. 

 Should sleep in a dark room. 

 

4.7 Data Extraction  

 Data were collected as self-reported observations using primary outcomes 

and secondary outcome variables.  

 Baseline data were obtained on the first visit during first month and end point 

data were collected at the end of 5th month. 

 During every visit with attack pain intensity was measured using VAS before 

needling and 1 hr. after needling. 

 Data were organized in Microsoft Excel sheets (version 2010) 

. 
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5. Results 

 

The present study was conducted to compare and evaluate the effectiveness of 

classical and clinical Acupuncture during acute migraine attack. The effectiveness 

of intervention were assessed based on the outcome variables viz 10- point VAS 

score, MIDAS tool and Migraine intake Questionnaire. 

The primary outcome variable was pain intensity, measured using10-point VAS 

score, taken before and after treatment during every visit with migraine attack. The 

outcome data of first 3 visits has been taken for statistical analysis. 

The secondary outcome variable were frequency, intensity measured using MIDAS 

tool and pain duration measured using Migraine intake Questionnaire, collected pre 

and post study period (5months). 

The measured outcome variable were statistically analysed using SPSS software – 

version 16. T-TEST FOR EQUALITY OF MEANS were applied to assess the 

outcome of pain intensity and frequency; Grading were done to compare the 

outcome of pain duration. 

Primary outcome: Both the groups are statistically significant in reducing intensity 

of pain (p <0.001) in all the 3 visits with migraine attack, however on observing 

variance value Group A showed better improvement than Group B.   
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Secondary outcome: 

Analysis of frequency showed no significant changes in both groups. However on 

observing the difference in the mean and SD of pre and post frequency in both 

groups, Group A showed better improvement in the frequency of migraine. 

 

Analysis of intensity showed significant changes in both groups (Group A p = 0.007 

and Group B p = 0.008). However on observing the difference in the mean and SD 

of pre and post intensity in both groups, Group A showed better improvement than 

Group B. 

 

Interpretation of pain duration showed 81.5 % improvement in Group A.  
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TABLE 5.1 

 

DESCRIPTIVE DEMOGRAPHIC DETAILS 
 

Group A 
(n=27) 

Group B 
(n=28) 

Total  
(n=55) 

Age group 
  

 

15-24 5 6 11 

25-34 6 7 13 

35-44 9 9 18 

45-54 6 5 11 

55+ 1 1 2 

Sex 
  

 

F 23 24 47 

M 4 4 8 

Occupation 
  

 

Employed 7 11 18 

House wife 10 10 20 

Student 8 6 14 

Others 2 1 3 

Marital Status    

Married 17 21 38 

Single 8 7 15 

Widowed 2 0 2 

 

Table 5.1 reveals the basic demographic details among the subjects recruited. A total 

of 55 subjects participated in the study. In which Group A received 27 subjects 

(Female: 23; Male: 4) and Group B received 28 subjects (Female: 24; Male: 4). The 

recruited migraineurs age ranged between 18- 61 years. Among the 55 patients 18 

were employed, 20 were housewives, 14 were students and 4 comes under others. 

Marital status of 55 migraineurs showed 38 were married, 15 were single and 2 were 

widow. 
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FIG 5.1 

 

DISTRIBUTION OF OCCUPATION 

 

 

Fig 5.1 reveals the occupational profile of the 55 migraineurs recruited in the study (which 

may be precipitating triggers). The majority showed 36.36 % were house wives, 25.45% 

were students, 12.73% were doctors, 10.91% were teachers and 3.64 % were daily workers. 

Others constituted 1.82% each respectively.  

 

 

 

 



 

 

74 

 

Descriptive Statistics:  TABLE 5. 2a 

ONSET AGE 

 

 
N MINIMUM MAXIMUM MEAN Std. 

Deviation 

ONSET 

AGE 

 

55 

 

 

10 52 23.62 ±8.279 

 

Table 5.2a reveals the onset age of migraineurs is minimum of 10 years and 

maximum of 52 years with mean 23.62 years and SD ±8.3. 

 

TABLE 5. 2b 

FAMILY HISTORY 

VALID (N=55) Frequency Percent 

ABSENT 

 

34 

 

61.8 

 

PRESENT 

 

21 

 

38.2 

 

 

Table 5.2b reveals out of 55 migraineurs, 21 (38.2%) had family history of migraine  

 

TABLE 5. 2c 

MENSTRUATION RELATED MIGRAINE 

SEX N VALID Frequency Percent 

 

FEMALE 

                             

 

 

 

27 

NO 29 

 

61.7 

 

YES 

 

18 38.3 

 

Table 5.2d shows 38.3% females are having menstrual related migraines.  
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Primary outcome  

TABLE 5.3 

 

INTENSITY OF PAIN DURING TREATMENT 

 

Intensity during every visit 

 

Number of 

visits 

Groups N Variance SD P value# 

 

Visit 1 

Group A 27 
4.48 ± 1.014 

<0.001 Group B 28 
2.11 ± 0.737 

 

Visit 2 

Group A 27 
4.67 ± 1.038 

<0.001 Group B 28 
2.25 ± 0.585 

 

Visit 3 

Group A 27 
4.00 ± 0.920 

<0.001 
Group B 28 

2.00 ± 0.471 

 

 

Table 5.3 shows difference in the intensity of pain among both groups. Data were 

recorded during every visit with migraine attack and value of first 3 visits were taken 

for analysis.  

 

Based on the first three visits we observed the variance value between the pre and 

post Visual Analogue Score (VAS) of the two groups. The difference found between 

Group A receiving classical Acupuncture and Group B receiving clinical 

Acupuncture are statistically significant in all  the three visits (P<0.001). However 

on observing variance value Group A showed better improvement than Group B. It 

has been clearly shown in the fig 5.2.  
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FIG 5.2 

 

INTENSITY OF PAIN DURING TREATMENT 
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Secondary outcome    

TABLE 5. 4a 

FREQUENCY OF PAIN PRE & POST INTERVENTION- IN % 

 

 

 

Groups 

 

 

 

Total 

 

Improvement in frequency 

Improved 

 

Not improved 

 

N 

 

Count in 

% 

N 

 

Count in 

% 

 

Group A 

 

27 

 

24 

 

88.8 

 

3 

 

11.11 

 

Group B 

 

28 

 

11 

  

39.28 

 

17 

 

60.71 

 

Total  

 

55 

 

35 

 

63.6 

 

20 

 

36.36 

 

Table 5.4a demonstrates difference in frequency of migraine among both groups 

(shown in percentage). Data collected using MIDAS tool before and after study 

period of 5 months. It shows 88.8% improvement in Group A. 

TABLE 5. 4b 

FREQUENCY OF PAIN PRE & POST INTERVENTION 

Groups 

 

Frequency 

 

Number 

of 

subjects 

 

Mean 

 

Std. 

Deviation 

P value # 

Group A 

 

Pre 
27 

12.07 ±6.17 
 

Post 5.26 ±3.31 0.087 

Group B 

 

Pre 
28 

9.71 ±7.40 
 

Post 7.68 ±6.44 0.086 
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Table 5. 4b shows difference in frequency of migraine among both groups. Data 

collected using MIDAS tool before and after study period of 5 months. 

The observed value between pre and post MIDAS score for frequency in both 

groups showed no significant changes. However on observing the difference in the 

mean and SD of pre and post frequency in both groups, Group A showed better 

improvement in the frequency of migraine. 
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FIG 5. 3a  

 

FREQUENCY OF PAIN PRE & POST INTERVENTION –GROUP A 

 

 

FIG 5. 3b 

 

FREQUENCY OF PAIN PRE & POST INTERVENTION –GROUP B 
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TABLE 5. 5a 

INTENSITY OF PAIN PRE & POST INTERVENTION- IN % 

 

 

 

Group 

 

 

 

Total 

 

 

Intensity  

Improved 

 

Not improved 

N Count in % N Count in % 

 

Group A 

 

 

27 

 

25 

 

92.5 

 

2 

 

7.40 

 

Group B 

 

28 

 

5 

 

17.85 

 

23 

 

82.14 

 

Total  

 

55 

 

30 

 

54.54 

 

25 

 

45.45 

 

Table 5. 5a shows difference in intensity of migraine among both groups (shown in 

percentage). Data collected using MIDAS tool before and after study period of 5 

months. It shows 92.5 % improvement in Group A. 

TABLE 5. 5b 

INTENSITY OF PAIN PRE & POST INTERVENTION 

Group 

 

INTENSIT

Y 

 

N 

 

Mean 

 

Std. 

Deviation P value  

Group A 

 

Pre 
27 

7.96 ±1.285 
 

Post 4.59 ±1.185 0.007 

Group B 

 

Pre 
28 

7.25 ±1.236 
 

Post 5.46 ±1.138 0.008 
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Table 5. 5b shows difference in intensity of migraine among both groups. Data 

collected using MIDAS tool before and after study period of 5 months. 

The observed value between pre and post intensity in both groups showed 

significant changes (Group A: P = 0.007 and Group B: P = 0.008). On observing the 

difference in the mean and SD of pre and post intensity in both groups, Group A 

showed better improvement in the intensity of migraine. 
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 FIG 5. 4a  

 

INTENSITY OF PAIN PRE & POST INTERVENTION –GROUP A 

 

 

FIG 5. 4b  

 

INTENSITY OF PAIN PRE & POST INTERVENTION –GROUP B
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TABLE 5. 6a 

PAIN DURATION PRE & POST INTERVENTION- IN % 

 

 

 

Group 

 

 

 

Total 

 

Pain duration 

Not Improved Improved 

N Count in % N Count in % 

Group A   27 5 18.5 22 81.5 

Group B 28 24 85.7 4 14.3 

Total  55 29 52.7 26 47.3 

 

Table 5.6a reveals changes in duration of pain noticed pre and post to the 

intervention among both groups. This shows there is 81.5 % improvement in the 

Group A. 

TABLE 5. 6b 

DIFFERENCE IN PAIN DURATION PRE & POST INTERVENTION 

 

Difference in duration 

 

 

  Groups 

 

 

N 

 

 

 

 Grade 1 

 

Grade 11 

 

Grade 111 

 

Grade 1V 

 

 N 

 

Count 

in % 

 

N 

 

Count 

in % 

 

 N 

 

Count 

in % 

 

N 

 

Count in 

% 

 

Group A 

 

27 

 

0 

 

0 

 

4 

 

14.8 

 

18 

 

66.7 

 

5 

 

18.5 

 

Group B 

 

28 

 

1 

 

3.6 

 

23 

 

82.1 

 

4 

 

14.3 

 

0 

 

0 

 

Total 

 

55 

 

1 

 

1.8 

 

27 

 

49.1 

 

22 

 

40.0 

 

5 

 

9.1 

Grade 1: worsening of pain; Grade 11: no effect; Grade 111: better effect; Grade 1V: good effect 
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Table 5.6a shows degree of difference in pain duration among both groups. Grade 

1 (worsening of pain) were subsequently less in both groups. No effect (Grade 11) 

was found higher in Group B with 82.1%. Better effect (Grade 111) was observed 

higher among Group A subjects with 66.7%. And 18.5% in Group A showed good 

effect (Grade 1V) in reduction of pain duration.  

 

 FIG 5.5  

 

COMPARISON OF DIFFERENCE IN PAIN DURATION AMONG BOTH 

GROUPS 

 
 

NOTE : -3: worsening of pain; 0: no effect; 1: better effect; 2: good effect 



 

 

85 

 

6. Discussion 

 

Migraine is the major disabling disease affecting the daily activity. In spite of 

advancement in pharmacotherapy, as many people did not receive optimal control 

they seek for non-pharmacological approach. Acupuncture is one such approach. 

In the current study, the effectiveness of classical and clinical acupuncture during 

acute migraine attacks was compared. Points used to treat Clinical Acupuncture 

group were GB 8, GB 20, ST 8, ST 36, P 6, DU 20 and LI 4. Each point has its own 

character and action which are related to migraine, this has been explained Table 

3.1. Similar Clinical points were used by Lin-Peng et al in treating pain intensity 

among migraineurs, in which verum group showed better improvement than sham 

group [165]. 

Method adopted to treat Group A was 5 element shu selection. On reviewing prior 

studies on migraine, trails were conducted using only verum acupuncture (Chinese 

acupuncture) with specific set of points. To my knowledge studies involving TCM 

diagnosis and providing individualized treatment are very few.  

A study by Jerusa A.A et al stated “results of their pilot study used individualized 

treatment in real acupuncture group, seem to offer best approach. It takes into 

account all clinical signs and symptoms presented by each patient.”[166]. 
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Another study by Facco et al had applied TCM syndrome differentiation (a part of 

TCM diagnosis) to treat migraine with specific sets of points to that specific 

syndrome [137]. Therefore in this study also TCM diagnosis and individualized 

treatment was given to the subjects in Group A (classical group). 

Effect of clinical and classical acupuncture among migraineurs on the outcome 

measures during acute migraine attack: 

Table 5.3 reveals that both groups helps in significant reduction of pain intensity 

during acute migraine attack (P > 0.001).  VAS score was obtained from 1st, 2nd and 

3rd visit during the attack, and the variance of pre and post Group A are 4.48, 4.67, 

4.00 and Group B are 2.11, 2.25, 2.00 respectively. From this it is evident that the 

reduction in the intensity of pain during acute migraine attack is better Group A than 

in Group B in all the 3 visits respectively. 

On clinical observation the changes in pain and associated symptoms started to 

occur at an average period of 5-15 mins after needling and at times much earlier to 

it. However it was observed that in some patients the pain symptom got intensified 

after needling irrespective of the visit. Further this aggravation in the symptom 

showed significant reduction in pain towards the end of the sitting, as well as pain 

free by the end of day, which was observed only in Group A. This effect may be 

synonymous with the healing crisis mentioned in Naturopathy texts [167]. While 

measuring VAS at the end of one hour during every visit, the difference in the score 
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among the Group A were reduced by an average minimum of 3 points from pre 

score. Whereas in Group B reduction was not less than 2 points from the pre score. 

Though the reduction in intensity of pain is obtained in both groups, significant 

difference in Group A might be due to the correction of root cause of the pain, during 

every visit with migraine. With 5 elements shu selection method (Table 4.1) 

prevalent symptoms during the visit after the migraine attack and signs observed on 

the patients were taken into account and the major element disturbed was corrected 

and tonified. Where as in Group B correction of imbalance in elements weren’t 

done. However the change in intensity of pain may be due to specific action of these 

individual point.  

This pain relieving effect of acupuncture can be explained to some extent with the 

hypothesis from previous studies. During needling A-delta fibers and its collateral 

terminals are stimulated leading to the inhibition of nociceptive pathway in the 

dorsal horn of the spinal cord. This releases encephalin which helps to relieve pain 

and disturbed autonomic reflexes. 

A study by Peroutka st (2004) also states migraine as chronic sympathetic 

dysfunction [168]. In both the group this might be the cause of reduction in pain and 

other associated symptoms of migraine. 

Another hypothesis relating to pain mechanism is descending pain inhibitory 

system. When stimulated, descending pain fibers activate periaqueductal grey 
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matter which releases serotonin that in turn release encephalin and inhibit substansia 

gelatinosa [150]. Another study reveals low levels of 5HT which is one of the cause 

for activation of trigemino- vascular system in migraine [55].  

From the above paras the difference in the intensity of pain among migraine patients 

in this study might be due to the release of serotonin while needling. 

 

ON FOCUSING THE SYMPTOMS: 

 

According to TCM, the predominant symptoms of migraine are headache, nausea, 

vomiting, light sensitivity, dizziness, indigestion, irritability and depression, are 

related to disturbance of wood element. In this study’s classical group, the points 

selected to the patients vary among the elemental points of wood (i.e. gall bladder 

and liver) and to some extent elemental points of fire and earth element were also 

used.  

Supporting the involvement of wood element, it was stated by Li et al that migraine 

is majorly involved with GB meridian [169]. Facco et al also states that 50% of 

migraine cases in their study, were classified under excess of liver yang and 

deficiency of kidney essence syndromes [137].  
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Effect of clinical and classical acupuncture among migraineurs measured 

before and towards the end of the study period of 5 months: 

Table 5. 4b shows the pain frequency of migraine attacks using MIDAS showed no 

significant changes. However on observing the difference in the mean and SD of 

pre and post frequency in both groups, Group A showed better improvement in the 

frequency of migraine. 

Table 5.5b shows the analysis of intensity in migraine from MIDAS among both 

groups, the observed value between pre and post intensity showed significant 

changes in both the groups. (Group A P= 0.007 and Group B P = 0.008]. Though 

both group treatment among the groups are significant Group A showed better 

changes than Group B. 

Table 5.6a shows the change in pain duration before and after the study period 

Group A patient showed up to 82% improvement whereas Group B showed only 

12%. 

In both groups, patients were advised to sleep at least 7-8 hours during night and 

take easily digestible food (which includes avoiding fried foods, Maida products 

etc). This was instructed to bring back balance in the wood element, since wood was 

the major element affected among migraineurs. This might also have played a 

positive role in inducing variation in intensity, frequency and pain duration among 

both the group.  
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Females with menstrual related migraine has also showed better improvement in 

classical group, which might be due to regulatory effects on hormonal axis [170]. 

Medicine intake had also decreased among classical group patients who were 

previously dependent on medicine. However, statistical report can’t be produced 

due to less number of patients.  

During the study period some patients of younger age though under intervention 

irrespective of the group reported natural reduction in migraine attack during their 

stress free period, which reaffirms stress to be major trigger factor to cause migraine 

[41]. 

On the whole, patients in the classical group showed significant improvement in the 

intensity of pain during acute migraine attack than classical group. The betterment 

was also observed in pain intensity, frequency and pain duration among classical 

group might be obtained due to the measures adopted to correct the root cause of 

disease in the patients. 
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LIMITATIONS OF THE STUDY 

 The participating subjects in my trail were highly selective. 

 Recruitment of subjects was a challenge, as migraine patients who sought 

treatment in naturopathy OPD were less compared to conventional system. 

 Attacks occurring at night times other than OP hours could not be treated 

immediately. 

FUTURE DIRECTION OF THE STUDY 

 Study can be conducted with larger sample size and longer duration. 

 Pain activity for 24 hours can be studied using standardized methods. 

 A multi-armed study comparing Acupuncture, Yoga and role of diet in 

treating migraine is required 
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7. CONCLUSION 

This study has revealed that Classical Acupuncture is effective in reducing the pain 

intensity and associated symptoms in migraine than Clinical Acupuncture during 

acute migraine attack. The classical Acupuncture has also shown positive effect in 

reducing the frequency and duration of pain. This study demonstrates that the energy 

physiology of Classical Acupuncture are more subtle and needs deeper 

understanding as it is skeptical to implement without proper knowledge. It primarily 

aims at correcting the fundamental imbalances upon which any illness can be treated 

effectively. On contrary over simplification of clinical Acupuncture though easy 

and effective in conditions like pain relief, it has limited the effectiveness of 

Acupuncture in correcting the fundamental imbalances. 
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INFORMED CONSENT FORM 

 

Title of the study: 
 

“EVALUATING THE EFFECTIVENESS OF CLASSICAL AND CLINICAL 

ACUPUNCTURE IN TREATING ACUTE MIGRAINE ATTACK: A RANDOMISED 

CONTROL STUDY” 

 

Name of the Participant:  

 

Name of the Principal Investigator: Dr. S. Sridevi 

 

Name of the Institution:  

Government Yoga & Naturopathy Medical College, 

Chennai – 600 106 

 

 

Documentation of the informed consent 

 

I _____________________________ have read the information in this form (or it has 

been read to me). I was free to ask any questions and they have been answered. I am 

over 18 years of age and, exercising my free power of choice, hereby give my consent 

to be included as a participant in“EVALUATING THE EFFECTIVENESS OF 

CLASSICAL AND CLINICAL ACUPUNCTURE IN TREATING ACUTE MIGRAINE 

ATTACK : A RANDOMISED CONTROL STUDY” 

 

 

1. I have read and understood this consent form and the information provided to me. 

2. I have had the consent document explained to me. 

3. I have been explained about the nature of the study. 

4. I have been explained about my rights and responsibilities by the investigator. 

5. I have been informed the investigator of all the treatments I am taking or have taken 

in the past ________ months including any native (alternative) treatment. 

6. I have been advised about the risks associated with my participation in this study. 

7. I agree to cooperate with the investigator and I will inform him/her immediately if I 

suffer unusual symptoms.  

8. I have not participated in any research study within the past _________month(s).  

9. I am aware of the fact that I can opt out of the study at any time without having to 

give any reason and this will not affect my future treatment in this hospital.  

10. I am also aware that the investigator may terminate my participation in the study at 

any time, for any reason, without my consent.  



 

 

 

12. I hereby give permission to the investigators to release the information obtained 

from me as result of participation in this study to the sponsors, regulatory authorities, 

Govt. agencies, and IEC. I understand that they are publicly presented. 

13. I have understood that my identity will be kept confidential if my data are publicly 

presented. 

14. I have had my questions answered to my satisfaction. 

15. I have decided to be in the research study. 

I am aware that if I have any question during this study, I should contact the 

investigator. By signing this consent form I attest that the information given in this 

document has been clearly explained to me and understood by me, I will be given a 

copy of this consent document. 

 

For adult participants: 
 

Name and signature / thumb impression of the participant (or legal 

representative if participant incompetent) 

 

Name _________________________ Signature_________________  

 

Date________________ 

 

 

Name and Signature of impartial witness (required for illiterate patients): 

 

Name _________________________ Signature_________________  

 

Date________________ 

 

Address and contact number of the impartial witness: 

 

Name and Signature of the investigator or his representative obtaining consent: 

 

Name _________________________ Signature_________________  

 

Date________________ 
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ADDRESS &CONTACT: 
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VITAL DATA: 

 

 

PRESENT PERSISTENT: 

 

    

 

 

HISTORY OF ILLNESS: 

 

 

 

 

 

 

 

 

TOTAL SYMPTOMS:

 

 

 

 

 

PAST HISTORY:            MENSTRUAL HISTORY: 

 

 

 

 FAMILY HISTORY:

 

ASSIMILATION & ELIMINATION CHART: 
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WORK:     SWEAT:     SLEEP : 
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DEPT. OF ACUPUNCTURE AND ENERGY MEDICINE 

 

VISIT NO…………       DATE ………………… 
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   PRE :             POST : 

 

POINTS: 
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POINTS: 

 

 

 

VISIT NO…………       DATE ………………… 
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Pre Treatment  
Migraine Headache Questionnaire 

Name        Date       _____  

(H) Tel       (W) Tel        

Date of Birth      Female       Male  

Marital Status:  Married  Single  Divorced  Widowed  

Race:    Caucasion  Afr.Amer  Hispanic  Other   ______   

Education Level:  HS grad  2yr degree  4yr degree   advanced degree  

Occupation      Health Insurance Co.   _______    
 
1. How many migraine headaches do you experience per month?__________________________on average.  
 
2. How many regular headaches do you have per month?________________________________on average.  
 
3. How long do your migraine headaches usually last? (Check one)  

 
No more than 2 hours  3-4 hours 5-12 hours 12-24 hours  Several days 1 week or longer  

 
4. How painful are your migraine headaches? (Circle one number)  

 
1 2  3  4  5  6  7  8  9  10 

           
       Mild                   Severe 
 
5. Where are your migraine headaches usually located? (Check all that apply) 
  

 Behind right eye   behind left eye   behind both eyes 
  Right temple   left temple    both temples 
  Above right eyebrow  above left eyebrow  above both eyebrows 
  Back of head on right  back of head on left  back of head on both sides 
 
6. How old were you when your migraine headaches started?_______________________________________ 
 
7. How would you describe your migraine headaches? (Check all that apply) 

 
Throbbing/pounding   Ache/pressure   Like a tight band   Dull        Other 

 
8. Do your migraine headaches awaken you at night?  

 
Never     Occasionally   Often  

 
9. Do any of the following occur before or during your migraine headaches? (Check all that apply)  

 
Nausea    Vomiting    Diarrhea  
Bothered by light/noise Blurred/double vision  Sparkling, flashing, or colored lights  
Eyelid puffy   Eyelid droops   Loss of vision  
Feeling lightheaded  Numbness / tingling  Weakness of arm or leg  
Difficulty concentrating  Speech difficulty   Loss of consciousness  
Runny nose   Other____________________________________________________ 

 
10. Do any of the following bring on your migraine headaches or make them worse? (Check all that apply)  

 
Stress (worry, anger)  Bright Sunshine   Weather change  
Letdown" after stress  Loud noise    Heavy lifting  
Air travel    Fatigue    Certain smells or perfume  
Missed meals   Sexual activity   Coughing, straining, bending over  
Certain foods (chocolate, cheese, beer, MSG)   Other ____________________________ 



 
11. Do any of the following make your migraine headaches better?  

 
Rest    Exercise    Quiet and darkness  
Hot or cold compress  Massage   Warm shower     
Pressure over migraine headache area    Other       

 
12. If you are female, do your migraine headaches change with the following? (Check all that apply)  

 
Menstrual periods  Birth control pills  Pregnancy  Other hormonal drugs  

 
13. Do any of your family members have migraine headaches?  

 
No Yes If "yes", explain (who):  __________________________________________________ 

 
14. Have you ever had a head or a neck injury requiring medical treatment?  

 
No Yes If "yes", describe:            

 
15. Have you ever been diagnosed to have any health disorder (e.g. high blood pressure, asthma, heart                
disease, gastric ulcers)?  

 
No Yes If "yes," please list:            

  
16. Have you had your migraine headaches evaluated by a neurologist?  

 
No Yes If "yes", when, where, and by whom?           

                         
What was the diagnosis? (Check all that apply)  

Migraine Tension-type Cluster Other, specify __________________________ 
  

17. List all past tests you had for your migraine headaches:                   
 
18. List all past treatment(s) for your migraine headaches:  _________________________________________ 
                            
19. Are you taking any prescription drugs to treat your migraine headaches?  

 
No Yes If "yes", list the medications: _______________________________________________ 

How many times in the last month have you used the prescribed medications?_______  
 
20. Are you taking any over-the-counter drugs to treat your migraine headaches?  

 
 Yes If "yes", list the medications: _______________________________________________ 

   How many times in the last month have you used the over-the-counter medications? ___ 
 
21. What is your estimated cost per month of your migraine headache medications and visits to the  
physician?______________________________________________________________________________ 
 
22.How much of these medical expenses are covered by your health insurance? _______________________ 
 
23. How would you rate your general health in the last month? (Check one)  

 
Excellent  Good  Fair   Poor  

 
24. To what extent do your migraine headaches affect your quality of life? (Check one)  

 
Extremely Moderately  Very little  Not at all  

 
 



MIDASQUESTIONNAIRE

Do You Suffer From 

headac he s?

This form can help you and your doctor improve the management of your headaches

Once you have filled in the questionnaire, add up the total number of days from questions 1–5 (ignore A and B).

The MIDAS programme is sponsored by

INSTRUCTIONS: Please answer the following questions about ALL your headaches you have had over the last 3 months. 
Write your answer in the box next to each question. Write zero if you did not do the activity in the last 3 months. 

1 On how many days in the last 3 months did you miss work or school because of your headaches? days

2 How many days in the last 3 months was your productivity at work or school reduced by half or 
more because of your headaches? (Do not include days you counted in question 1 where you 
missed work or school) days

3 On how many days in the last 3 months did you not do household work because of your 
headaches? days

4 How many days in the last 3 months was your productivity in household work reduced by half or 
more because of your headaches? (Do not include days you counted in question 3 where you 
did not do household work) days

5 On how many days in the last 3 months did you miss family, social or leisure activities because 
of your headaches? days

TOTAL days

A On how many days in the last 3 months did you have a headache? (If a headache lasted more 
than 1 day, count each day) days

B On a scale of 0–10, on average how painful were these headaches? (Where 0 = no pain at all, 
and 10 = pain as bad as it can be)

©Innovative Medical Research 1997

Grading system for the MIDAS Questionnaire:

Grade Definition Score

I Little or no disability 0–5
II Mild disability 6–10
III Moderate disability 11–20
IV Severe disability 21+



 

 

 

 

 

 

 

 

 

DEMOGRAPHIC DETAILS GROUP A 

 

 

 

GROUP 

 

NAME 

 

AGE 

 

SEX 

 

MARITAL 

STATUS 

 

OCCUPATION 

 

FAMILY 

HISTORY 

 

ONSET 

AGE 

 

HORMONAL 

MIGRAINE 

 

A ALLI 43 F MARRIED HOUSE WIFE Y 16 N 

A MAHALAKSHMI 41 F MARRIED HOUSE WIFE Y 23 N 

A PAWAN KERKAR 25 M SINGLE STUDENT N 21 NA 

A SUJATHA 48 F MARRIED TEACHER Y 12 N 

A GNANAMALAR 38 F MARRIED TEACHER N 16 Y 

A JOTHI LAKSHMI 35 F MARRIED HOUSE WIFE N 17 Y 

A SRIVANI 30 F MARRIED HOUSE WIFE N 28 N 

A KANISHKA 23 F SINGLE STUDENT N 21 N 

A NISAANTHI 23 F SINGLE STUDENT N 18 Y 

A VARSHA 20 F SINGLE STUDENT Y 16 N 

A VIMALA 51 F WIDOW TEACHER N 31 Y 

A DEVI 37 F MARRIED 

DAILY 

WORKER N 25 Y 

A MALARVIZHI 18 F SINGLE STUDENT Y 16 N 

A S SRIMATHI 53 F MARRIED HOUSE WIFE N 52 N 

A JAYALAKSHMI 27 F MARRIED 

DAILY 

WORKER N 24 Y 

A A GAYATHRI 25 F SINGLE STUDENT N 19 N 

A MANONMANI 49 F MARRIED HOUSE WIFE Y 40 N 

A PALLAVI 28 F MARRIED HOUSE WIFE N 24 N 

A KUMUDHA 46 F MARRIED HOUSE WIFE N 32 N 

A ARCHANA 36 F MARRIED DOCTOR Y 25 Y 

A KIRAN KUMAR 31 M SINGLE STUDENT N 12 NA 

A SYEED 37 M MARRIED ENGINEER Y 27 NA 

A RAJINI ROSE 61 F MARRIED HOUSE WIFE Y 20 Y 

A DHEENADHAYALAN 21 M SINGLE STUDENT Y 15 NA 

A JANANI 53 F MARRIED HOUSE WIFE N 20 N 

A KANIMOZHI 38 F MARRIED DOCTOR N 27 N 

A  MALA 37 F WIDOW OPTOMETRIST Y 35 N 



 

 

 

 

 

 

 

 

 

 

 

DEMOGRAPHIC DETAILS GROUP B 

 
 

GROUP 

 

NAME 

 

AGE 

 

SEX 

 

MARITAL 

STATUS 

 

OCCUPATION 

 

FAMILY 

HISTORY 

 

ONSET 

AGE 

 

HORMONAL 

MIGRAINE 

 

B SABEENA 22 F SINGLE STUDENT Y 18 N 

B PAVITRA 28 F SINGLE TEACHER Y 25 N 

B SMITHA 36 F MARRIED HOUSEWIFE N 25 Y 

B SABEENA 23 F SINGLE STUDENT N 15 N 

B ESWARAN 31 M MARRIED 

NURSING 

THERAPIST Y 27 NA 

B CHARUMATHI 21 F SINGLE STUDENT N 17 N 

B POONAM 22 F SINGLE STUDENT N 16 N 

B VIGNESHWARAN 23 M SINGLE STUDENT Y 17 NA 

B SIVAKAMI 35 F MARRIED HOUSEWIFE N 30 N 

B KANCHANA 40 F MARRIED HOUSEWIFE N 25 N 

B EZHIL 33 F MARRIED HOUSEWIFE Y 17 N 

B SMRITHI 23 F SINGLE STUDENT N 10 Y 

B VASANTHI 33 F MARRIED HOUSEWIFE N 22 Y 

B MALATHI 35 F MARRIED DOCTOR N 23 Y 

B NAGARATHINAM 48 F MARRIED HOUSEWIFE N 30 N 

B POONGODI 40 F MARRIED TEACHER Y 25 Y 

B KALPANADEVI 31 F MARRIED DOCTOR Y 18 Y 

B DAMODHINI 25 F MARRIED DOCTOR N 17 Y 

B UMADEVI 49 F MARRIED HOUSEWIFE Y 15 Y 

B KAVITHA 48 F MARRIED HOUSEWIFE N 35 Y 

B INDUMATHI 41 F MARRIED HOUSEWIFE N 35 N 

B VASUKI 55 F MARRIED HOUSEWIFE N 40 N 

B PRASANNA BALAJI 37 M MARRIED SUPERINDANT N 30 NA 

B INDIRA 41 F MARRIED DOCTOR Y 24 N 

B VALARMATHI 48 F MARRIED TEACHER Y 29 Y 

B SHANMUGAVADIVU 41 F MARRIED DOCTOR N 31 N 

B YAMUNASRI 32 F MARRIED 

LAB 

ATTENDANT N 15 N 

B MUTHUKUMAR 52 M MARRIED MANAGER N 36 NA 



 

 

 

 

DATA FOR FIRST 3 VISITS OF VAS - GROUP A 

 

GROUP NAME V1 PRE V2 PRE V3 PRE V1 POST V2 POST V3 POST 

A ALLI 7 7 6 4 3 2 

A MAHALAKSHMI 7 8 6 3 3 2 

A PAWAN KERKAR 8 9 7 4 3 2 

A SUJATHA 8 8 7 2 2 1 

A GNANAMALAR 8 8 6 4 2 2 

A JOTHI LAKSHMI 10 7 5 5 3 1 

A SRIVANI 8 8 6 5 4 2 

A KANISHKA 7 7 5 2 2 1 

A NISAANTHI 7 6 4 1 1 0 

A VARSHA 7 6 4 2 1 1 

A VIMALA 6 5 6 1 2 2 

A DEVI 9 8 7 3 3 1 

A MALARVIZHI 7 6 4 2 1 0 

A S SRIMATHI 6 7 6 3 3 1 

A JAYALAKSHMI 10 6 7 7 3 3 

A A GAYATHRI 7 7 6 3 0 0 

A MANONMANI 6 7 5 2 2 2 

A PALLAVI 8 7 5 3 3 1 

A KUMUDHA 8 7 6 4 3 2 

A ARCHANA 9 7 5 3 1 2 

A KIRAN KUMAR 8 7 5 3 2 2 

A SYEED 8 7 4 4 2 0 

A RAJINI ROSE 8 6 5 3 2 2 

A DHEENADHAYALAN 9 9 5 5 6 2 

A JANANI 8 8 5 2 3 2 

A KANIMOZHI 5 6 4 1 1 1 

A  MALA 8 7 6 5 4 2 

 

 

 

 

 

 

 



 

 

 

DATA FOR FIRST 3 VISITS OF VAS - GROUP B 

 
GROUP NAME V1 PRE V2 PRE V3 PRE V1 POST V2 POST V3 POST 

B SABEENA 7 6 6 5 4 4 

B PAVITRA 6 7 6 4 4 5 

B SMITHA 7 5 6 4 3 4 

B SABEENA 6 5 6 4 3 4 

B ESWARAN 7 6 7 5 4 5 

B CHARUMATHI 8 7 7 5 4 5 

B POONAM 8 6 7 6 4 4 

B VIGNESHWARAN 7 6 6 5 4 4 

B SIVAKAMI 7 8 7 4 5 5 

B KANCHANA 8 7 7 7 4 5 

B EZHIL 9 8 7 6 6 5 

B SMRITHI 9 8 7 6 6 5 

B VASANTHI 10 9 8 8 6 6 

B MALATHI 7 6 6 5 4 4 

B NAGARATHINAM 8 7 7 5 4 5 

B POONGODI 8 7 7 5 4 5 

B KALPANADEVI 9 8 8 7 7 6 

B DAMODHINI 8 7 6 6 5 4 

B UMADEVI 6 6 6 4 4 4 

B KAVITHA 6 7 6 5 4 4 

B INDUMATHI 6 6 6 5 5 5 

B VASUKI 7 6 7 5 4 5 

B PRASANNA BALAJI 7 6 7 7 4 4 

B INDIRA 8 7 8 6 5 5 

B VALARMATHI 8 7 7 6 5 5 

B SHANMUGAVADIVU 8 7 7 6 5 5 

B YAMUNASRI 6 5 4 4 3 3 

B MUTHUKUMAR 7 6 7 4 3 5 

 

 

 

 

 

 

 



 

 

 

 

 

 

 

 

 

DATA OF FREQUENCY, INTENSITY AND PAIN DURATION OF GROUP A 

 

GROUP 

 

NAME 

 

PRE 

FRQ 

POST 

FREQ 

PRE 

INT 

POST 

INT 

PRE PAIN 

DURATION 

POST PAIN 

DURATION 

A ALLI 10 5 7 4 12-24HRS 12-24HRS 

A MAHALAKSHMI 15 9 8 6 >24HRS 12-24HRS 

A PAWAN KERKAR 7 3 9 5 3-4HRS <2HRS 

A SUJATHA 10 6 9 6 3-4HRS 3-4HRS 

A GNANAMALAR 30 8 9 5 3-4HRS <2HRS 

A JOTHI LAKSHMI 8 1 10 5 5-12HRS <2HRS 

A SRIVANI 7 3 10 6 >24HRS 12-24HRS 

A KANISHKA 16 8 6 3 5-12HRS 3-4HRS 

A NISAANTHI 5 2 7 4 5-12HRS 3-4HRS 

A VARSHA 10 3 7 3 3-4HRS <2HRS 

A VIMALA 24 12 7 4 5-12HRS 5-12HRS 

A DEVI 12 6 9 5 12-24HRS 5-12HRS 

A MALARVIZHI 7 3 8 4 5-12HRS 3-4HRS 

A S SRIMATHI 20 13 6 2 12-24HRS 3-4HRS 

A JAYALAKSHMI 25 12 10 7 12-24HRS 5-12HRS 

A A GAYATHRI 12 4 6 3 5-12HRS <2HRS 

A MANONMANI 9 3 7 5 12-24HRS 12-24HRS 

A PALLAVI 10 4 7 4 5-12HRS 3-4HRS 

A KUMUDHA 7 2 8 4 5-12HRS 3-4HRS 

A ARCHANA 8 3 8 5 12-24HRS 3-4HRS 

A KIRAN KUMAR 8 3 8 5 5-12HRS 3-4HRS 

A SYEED 10 4 8 4 5-12HRS 3-4HRS 

A RAJINI ROSE 12 7 8 5 12-24HRS 3-4HRS 

A DHEENADHAYALAN 15 8 9 6 3-4HRS <2HRS 

A JANANI 10 4 10 6 5-12 HRS 3-4 HRS 

A KANIMOZHI 7 2 6 3 3-4 HRS <2HRS 

A MALA 12 4 8 5 5-12HRS 3-4HRS 



 

 

 

DATA OF FREQUENCY, INTENSITY AND PAIN DURATION OF GROUP B 

 

GROUP 

 

NAME 

 

PRE 

FRQ 

POST 

FREQ 

PRE 

INT 

POST 

INT 

PRE PAIN 

DURATION 

POST PAIN 

DURATION 

B SABEENA 6 4 6 5 3-4HRS 3-4HRS 

B PAVITRA 25 20 6 5 12-24HRS 12-24HRS 

B SMITHA 5 5 7 6 3-4HRS 3-4HRS 

B SABEENA 7 5 6 4 3-4HRS 3-4HRS 

B ESWARAN 2 2 7 5 5-12HRS 5-12HRS 

B CHARUMATHI 3 2 7 5 3-4HRS <2HRS 

B POONAM 7 4 7 5 3-4HRS 3-4HRS 

B VIGNESHWARAN 8 6 7 5 5-12HRS 5-12HRS 

B SIVAKAMI 4 4 8 6 3-4HRS 3-4HRS 

B KANCHANA 4 4 8 6 5-12HRS 5-12HRS 

B EZHIL 2 2 9 7 >24HRS 12-24HRS 

B SMRITHI 4 2 9 6 5-12HRS 5-12HRS 

B VASANTHI 4 5 10 5 12-24HRS 12-24HRS 

B MALATHI 8 7 7 6 12-24HRS 12-24HRS 

B NAGARATHINAM 6 4 8 7 12-24HRS 12-24HRS 

B POONGODI 12 9 8 5 3-4HRS 3-4HRS 

B KALPANADEVI 7 6 9 7 12-24HRS 12-24HRS 

B DAMODHINI 8 5 8 6 >24HRS 12-24HRS 

B UMADEVI 30 29 5 4 12-24HRS 12-24HRS 

B KAVITHA 8 5 6 4 5-12HRS 5-12HRS 

B INDUMATHI 24 19 6 5 12-24HRS 12-24HRS 

B VASUKI 10 8 7 6 12-24HRS 12-24HRS 

B PRASANNA BALAJI 20 17 7 7 12-24HRS 5-12HRS 

B INDIRA 7 5 8 8 12-24HRS 12-24HRS 

B VALARMATHI 16 12 8 5 5-12HRS 5-12HRS 

B SHANMUGAVADIVU 18 12 8 6 12-24HRS 12-24HRS 

B YAMUNASRI 12 8 5 4 <2HRS 12-24HRS 

B MUTHUKUMAR 5 4 6 3 5-12HRS 5-12HRS 

 

 

 

 

 

 


