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Migraine is associated with a wide range of comorbidities, which range
from stress and sleep disturbances to suicide. The complex and largely
unclear mechanisms of migraine development have resulted in the

proposal of various social and biological risk factors, such as hormonal

imbalances, genetic and epigenetic influences, as wellas cardiovascular,
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Migraine is a genetically influenced complex disorder characterized by
episodes of moderate-to-severe headache, most often unilateral and generally associated with
nausea and increased sensitivity to light and sound. The word migraine is derived from the
Greek word "hemikrania,”later converted into Latin as "hemigranea.” The French translation
of such a term is "migraine”.™ Migraine is a common cause of disability and loss of work.
Migraine attacks are complex brain events that unfold over hours to days in a recurrent

matter. The most common type of migraine is without aura.

Migraines can be classified into subtypes according to the headache classification committee

of the International Headache Society.™? These subtypes are:
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Migraine without aura is a recurrent headache attack of 4 to 72 hours; typically unilateral in
location, pulsating in quality, moderate to severe in intensity, aggravated by physical activity,

and associated with nausea and light and sound sensitivity (Photophobia and Phonophobia).

Migraine with aura has recurrent fully reversible attacks, lasting minutes, typically one or more
of these unilateral symptoms: visual, sensory, speech and language, motor, brainstem, and
retinal, usually followed by headache and migraine symptoms.

Chronic migraine is a headache that occurs on 15 or more days in a month for more than three
months and has migraine features on at least eight or more days in a month.

Complications of migraine

++ Status migrainosus is a debilitating migraine attack that lasts more than 72 hours.

¢+ Persistent aura without infarction is an aura that persists for more than one week without
evidence of infarction on neuroimaging.

%+ Migrainous infarction is one or more aura symptoms associated with brain ischemia on
neuroimaging during a typical migraine attack.

% Migraine aura-triggered seizure occurs during an attack of migraine with aura, and a
seizure is triggered.

% Probable migraine is a symptomatic migraine attack that lacks one of the features
required to fulfil the criteria for one of the above and does not meet the criteria for
another type of headache.

+ Episodic syndromes that may be associated with migraine

% Recurrent gastrointestinal disturbances are recurrent attacks of abdominal pain and
discomfort, nausea, and vomiting that may be associated with migraines.

+ Benign paroxysmal vertigo h has brief recurrent attacks of vertigo.

+ Benign paroxysmal torticollis is recurrent episodes of head tilt to one side.

Etiology

Genetics and Inheritance

Migraine has a strong genetic component. The risk of migraines in ill relatives is three times
greater than that of relatives of non-ill subjects, but no inheritance pattern was identified.*
Thegenetic basis of migraine is complex, and it is uncertain which loci and genes are the ones
implicated in the pathogenesis; it may be based on more than one genetic source at different

genomic locations acting in tandem with environmental factors to bring susceptibility and the
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characteristics of the disease in such individuals.”® Identifying these genes in an individual

withmigraines could predict the targeted prophylactic treatment.

Familial hemiplegic migraine
Hemiplegic migraine can occur in families or sporadically (One individual, as the first

memberof the family to have a hemiplegic migraine).

Channelopathies cause the primary three types
Type 1 is caused by mutations in the CACNAZ1A gene (calcium voltage-gated channel alpha
1A subunit) on chromosome 19p13.1")

Type 2 is caused by mutations in the ATP1A2 gene (ATPase, Na+/K+ transporting alpha two
subunit) on chromosome 1g23.[°!

Type 3 is caused by mutations in the SCN1A gene (sodium voltage-gated channel Type 1 alpha
subunit).

Mutations in the PRRT2 (Proline-Rich transmembrane 2) gene are recognized as a possible
cause.’ PRRT2 gene encodes a protein that interacts with the SNAP25 (Synaptosomal nerve-

associated protein 25), which may pose a role in voltage-gated calcium channel regulation.[*”

Mutations in the SLC4A4 (solute carrier family four member 4) gene have also been associated

with familial forms of migraine.[*!

Melas
It is a syndrome of mitochondrial encephalomyopathy, lactic acidosis, and stroke-like episodes,
a multisystemic disorder by maternal inheritance that can present recurrent migraine

headaches.[*

Cadasil

Cerebral autosomal dominant arteriopathy with subcortical infarcts and leukoencephalopathy)
angiopathy by autosomal dominant inheritance, caused by mutations in the NOTCH3 gene
(notch receptor 3) on chromosome 19 that can present migraine with aura (prodrome in 80%)

in nearly 50% of carriers.™**!

RVCL

Retinal vasculopathy with cerebral leukodystrophy is angiopathy by C-terminal frame-shift
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mutations in TREX1 (three prime repair exonuclease 1) presents almost 60% of the cases.™™
Hihratl

Hereditary infantile hemiparesis, retinal arteriolar Tortuosity and Leukoencephalopathy.

Herns
Hereditary endotheliopathy with retinopathy, nephropathy and stroke.

Triggers

Withdrawn or exposure to several factors contribute to the development of migraine
headaches!®

Stress

Hormonal changes during menstruation, Ovulation and Pregnancy
Skipped meals

Weather changes

Excessive or insufficient sleep

Odors (Perfumes, Colognes, Petroleum distillates)

Neck pain

Exposure to lights

Alcohol ingestion

Smoking

Late sleeping

Heat

Food (Aspartame and Tyramine and Chocolate)

Exercise

YV V.V V V V V V V VYV V VYV V V V

Sexual activity

Epidemiology

Migraine is highly prevalent, affecting 12% of the population, attacking up to 17% of women
and 6% of men yearly.**"418 Among children, it tends to happen more in girls than boys.!**!
The adjusted prevalence of migraine is highest in North America, followed by South America,
Central America, Europe, Asia, and Africa. It is ranked as the second leading cause of disability
worldwide.”® Migraine tends to run in families.'® There is a reported risk of 40% if one
parent has a history of migraine, which increases to 75% when both parents have a migraine

history.

www.wipr.net | Vol 13, Issue 17,2024. |  1SO 9001: 2015 Certified Journal | 548



Qureshi. World Journal of Pharmaceutical Research

It is consistently the fourth or fifth most common reason for emergency visits accounting for

an annual 3% of all emergency visits.!?"!

Its prevalence increases in puberty but continues
to increase until 35 to 39 years of age, decreasing later in life, especially after menopause.!*”!
Moreover, it is considered the second major cause of disability after back pain with respect to

years of life lived with disability.[*"

Phases of migraine attacks

Four phases have been identified in migraine attacks.??

1). Prodrome

=  Premonitory symptoms associated with hypothalamus activation (Dopamine)2342*!

= Around 77% of patients suffer prodromic symptoms for up to 24 to 48 hours before
headache onset. It is more common in females than males.

= Frequent symptoms are yawning, mood change, lethargy, neck symptoms, light
sensitivity, restlessness, difficulties in focusing vision, feeling cold, craving, sound

sensitivity, sweating, excess energy, thirst, and edema.

2). Aura

= Changes in cortical function, blood circulation, and neurovascular integration occur in
some cases. #3252

= |t can precede the headache, or it can present simultaneously.

= They are typically gradual, less than 60 minutes in duration, more often visual, and have
positive and negative symptoms.

= Positive symptoms are caused by active release from central nervous system neurons
(Bright lines or shapes, Tinnitus, Noises, Paresthesias, Allodynia, or Rhythmic
movements).

= Negative symptoms indicate a lack or loss of function (Reduction or loss of vision,
hearing, sensation, or motion).

= They have to be fully reversible.

= |t usually consists of tingling sensations on one side of the face or a limb. They are
considered paraesthesia’s.

= The most common positive visual symptom is the scintillating scotoma (an area of
absent vision with a shimmering or glittering zigzag border).

= The most common negative visual symptom is visual field defects.

= Visual auras are the most frequent ones.
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= Sensory auras are also common. They can follow visual symptoms or occur without
them.

= Language auras are not frequent. They consist of transient dysphasia.

= Motor auras are rare. They consist of complete or partial hemiplegia involving limbsand

the face.

3). Headache

= Additional changes in blood circulation and function of the brainstem, thalamus,
hypothalamus, and cortex.

= Often unilateral, generally with a pulsatile or throbbing feature and increasing intensity
within the first hours.

= The intensity can correlate to nausea, vomiting, photophobia, phonophobia,rhinorrhoea,
lachrymation, allodynia, and osmophobia.

= |t can take place over hours to days.

= Patients may seek relief in dark places, as the pain usually resolves in sleep.

4) Postdrome

= Persistent blood changes with symptoms after headache termination

= This phase consists of a movement-vulnerable pain in the same location as the previous
headache.

= Common symptoms can be exhaustion, dizziness, difficulty concentrating, and

euphoria.

Evaluation

The diagnosis of migraine is based on patient history, physical examination, and fulfilment of
the diagnostic criteria. The necessary information that must be gathered consists of these simple
questions:

Demographic features of the patient: age, gender, race, profession

When did the headache start?

Where does it hurt? Location, irradiation.

What is the intensity of the pain?

How is the pain? Which are the qualitative characteristics of pain?

How long does the pain last?

At which moment of the day does the pain appear?

AN NN VU N N NN

How has it evolved since it started?
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v" What is the frequency of appearance?
v" What are the triggering situations?

v’ Simultaneous symptoms?

v Is it related to sleep?

v" How does it get better or worse?

Case profile

Present complaints:- A 36 -year-old Female presented at Sophia Homoeopathic Medical
College and Hospital & Research Institute, Gwalior (M.P.) in June 2023 with the recurrent
complaint of the Headache with throbbing pain since 10 to 15 years. Pain more prominent in
temporal & parietal region and Left Side. Frequency of attack remain 3 to 4 days. Agg <
Warmth, Stress, Talking, Travelling, Sunlight, Spicy & Oily Food.

Associated complaints:- Pain in eyes, Nausea, Vertigo, Vomiting, Black Spots before eyes,
Eructation & Flatulence.

History of present complaints:- Patient was apparently well when she gradually develop her
complaints. She used to take allopathic medicines for pain frequently.

Past medical history & previous treatment history:- Take allopathic medicines for pain.
Family history:- Headache present in mother.

Obs/gynae history:- Hysterectomy done

Obstetric History:- G10 P7 A3 L7

Personal history:-

Addiction- Nothing SignificantDiet- Not Good

Habits- Nothing Significant

Childhood history [MILESTONES- Teething/Talking/Walking all milestones are appear on

time.

Physical generalities
Appetite: - Decrease
Desires/Craving: - Salty
Aversion/Dislikes: - Sweets
Thirst:- Normal

Thermal:- Ambithermal
Taste:- Bland

Stool: -Satisfactory
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Urine: - D4N2, NAC

Perspiration: - Profuse

Sleep:- Decrease

Dream:- Nothing Significant

Male/ Female Sexual function:- Dyspareunia

Sensitivity (Noise, Odour, sun, light, atmosphere changes, Neck tight):- Nothing Significant

Mental General symptoms:- Tense because of family matters & wants to live alone.

A) Physical examination

Apperance-  Looking Weak Complexion- Wheatish Built- Mesomorphic
Nutrition- Normal Height- 5.2 Weight- 57 Kg
Anaemia- Absent Jaundice- Absent Cyanosis-Absent
Oedema- Absent Skin- Normal Clubbing- Absent
Blood Pressure-  128/90 mmhg Pulse rate- 80/Min Temperature- A/F
Respiratory rate- 20/Min Tongue- Clean& MoistLymphadenopathy- Absent

B) Systemic examination

Respiratory system: - Nothing abnormal detected

Cardiovascular system: - Nothing abnormal detected Central Nervous system: - Nothing
abnormal detected Gastro-intestinal system: - Nothing abnormal detected Genito - urinary

system :- Nothing abnormal detectedMusculo-skeletal system:- Nothing abnormal detected.

Analysis and Evaluation of the case

Symptoms MG/PG/Particulars | Intensity
Tense because of familymatters. |Mental general 3+
Wants to live alone Mental general 2+
/Appetite decrease Physical general 3+
Desire for salty Physical general 2+
Aversion for sweets Physical general 2+
Profuse perspiration Physical general 3+
Headache since 10-15 yrs. with

pain eyes, nausea, Vert'go’Particular 34
vomiting, black spots before eyes,

eructation, and flatulence

Prescription (Medicine, Potency, Dose, Repetition)

Bacillus morgan 202/2 dosesPlacebo 30/3 for 7 days.

www.wipr.net | Vol 13, Issue 17,2024. |  1SO 9001: 2015 Certified Journal | 552



Qureshi. World Journal of Pharmaceutical Research

Auxillary measures

% Avoid stress.

% Take nutritious and adequate food.
% Avoid oily, spicy food.

Follow UP

Date Symptoms Prescription
23/06/2023 [Slight relief in headache Rubrum 200/4 doses Sac lac 30/3 for

7 days
30/06/2023 Slight relief in headache andappetite Sac lac 30/3 forgo(::ZSRmem 200/4
07/07/2023 Headache _ impr_oved, anql other Sac lac 30 /3
symptoms like paineyes, vertigo Rubrum 200/ 4 doses for 7days

Improvement in headache and other
14/07/2023 jassociated symptoms like nausea,
vomiting, pain eyes,

appetite, spots before eyesetc.

21/07/2023 |All symptoms improved

Rubrum 200 / 4 doses Sac lac 30/3 for
7 days

Rubrum 200/4 dose Sac lac 30/3 for 7
days

Rubrum 200/4 dose Sac lac 30/3 for 7
days

28/07/2023 |All symptoms improved

CONCLUSION

There are many more remedies for Migraine in Homoeopathy. Bacillus Morgan (Bach) belongs
to bowel nosodes. It is prepared by attenuating the cultures of non-lactose fermenting bacilli of
intestinal flora. It is most frequently found in stool and it has the greatest number of associated
remedies compared to other types on list. Bacillus morgan can be very useful in cases of

Migraine.
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