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                                                        ABSTRACT 

BACKGROUND: 

Chronic urticaria (CU) is a condition which is hallmarked typically by pruritus and 

wheals occurring for a period exceeding six weeks and may occasionally present with 

angioedema. Auto immune thyroiditis is the most common organ specific auto immune 

disorder associated with chronic urticaria. It may result either in hypofunction or hyper 

function of thyroid. Since very few studies have been done in this part of region, this 

clinical study of chronic urticaria and its association with thyroid diseases, is being 

undertaken. 

OBJECTIVES: 

To study the clinical profile of chronic urticaria among patients attending department 

of Dermatology Venereology and Leprology at SDM Medical College.  

To study the chronic urticaria and its association with thyroid dysfunction among the 

patients visiting dermatology department at SDM Medical College. 

TYPE OF STUDY: 

All patients with a clinical diagnosis of chronic urticaria who meet the inclusion criteria 

would be studied. Data regarding their personal and demographic details,   

the presenting complaints, history of present illness, history of relapses, past medical 

history, treatment history, family history and personal history will be recorded. A 

detailed history of symptoms of thyroid diseases will be taken. A thorough general 

examination would be done followed by a complete dermatological examination to 

document the characteristics of the lesions. 
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Laboratory investigations include routine investigations and thyroid function tests in all 

patients with chronic urticaria.              

RESULTS: - 

 In our study mean age of the study patients was 37.82 ± 12.59 years with a minimum   

and maximum age of 17 and 78 years respectively. And male to female Ratio is 62% 

were female while 38% male. 60% of the study participants are euthyroid, 31% are 

hypothyroid and 9% are hyperthyroid. 

CONCLUSION: - 

Based on the blood thyroid levels, 31% had hypothyroidism and 9% were hyperthyroid. 

The remaining 60% were euthyroid in the present study. 

 

 

 

 

 

 

 

                                           

 



17 

 

INTRODUCTION 

Chronic urticaria (CU) is a condition which is hallmarked typically by pruritus and 

wheals occurring for a period exceeding six weeks and may occasionally present with 

angioedema. Chronic urticaria is a common problem which affects routine work as well 

as social life. Chronic urticaria can occur in response to physical stimuli, drugs, as part 

of inflammatory, inherited disease or it can be idiopathic in nature[1]. Auto immune 

thyroiditis is the most common organ specific auto immune disorder associated with 

chronic urticaria. It may result either in hypofunction or hyper function of thyroid. 

Postulated pathogenic mechanism is that release of sequestrated antigen from thyroid 

gland which will trigger an inflammatory cascade[2]. Leznoff and Sussman reported that 

the triad of thyroid autoimmunity, CU and angioedema occurred only in 15% of patients 

with CU[3]. It is estimated that the risk of developing angioedema in patients with 

thyroid auto immunity and CU was 16.2 times higher than those without thyroid auto 

immunity[4]. The lifetime prevalence CU is approximately 22%, while point prevalence 

is 1%. Although often self-limited, it can cause significant discomfort and rarely 

constitute as a life-threatening allergic reaction that may have a negative impact on 

multiple aspects of patients’ lives[1]. The role of thyroid auto antibodies resulting in 

chronic urticaria is still debatable. There are only a few Indian studies which have 

addressed the association between chronic urticaria and thyroid autoimmunity. Hence, 

we decided to do such a study. 
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                                           OBJECTIVES 

 

  

1. To study the clinical profile of chronic urticaria among patients attending 

department of Dermatology Venereology and Leprology at SDM Medical 

College.  

2. To study the chronic urticaria and its association with thyroid dysfunction 

among the patients visiting dermatology department at SDM Medical College. 
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                             REVIEW OF LITERATURE 

HISTORICAL MILESTONE 

Probably the earliest description of the disease we now call urticaria is to be found in 

The Yellow Emperor’s Inner Classic (Huang Di Nei Jing), which was written sometime 

between 1000– 200 BC. In chapter 64 of “Sin Wen” (Basic Questions), urticaria is 

called “Feng Yin Zheng,” which means wind-type concealed rash. “Feng Yin Zheng” 

is still the Chinese word for urticaria, which was thought to be caused by an excess in 

lesser Yin, producing an obstruction of fluid in the skin. 

Hippocrates, had described elevated itching lesions caused by nettles and mosquitoes, 

which he called knidosis after the Greek word for nettle (knido). He also mentions that 

the weal sometimes occurs in patients with gastrointestinal disorders, but then often 

with less itching. Hippocrates’ term was taken up by Jean-Louis Alibert in Paris, in his 

book on skin diseases published in 1833. Hebra used the term knidosis for the chronic 

type of nettle rash, whereas Andrew’s and Domonko’s textbook from 1963 used it 

synonymously with urticaria. 

Plinius introduced the name uredo which means “burning.” The term was later adopted 

by such Latin-speaking doctors as Carolus Linnaeus to denote “red, evanescent itching 

eruptions.” In the 10th century, Ali Ibu Al-Abba called it essera, which means 

“elevation” in Persian. After the decline of the Roman empire, this term was used for 

centuries in both the Arabic and the European world[5]. 

In the early 18th century, laymen used the term “nettle-rash.” The most stinging nettles 

belong to the genus urticaria. In his “Grosses vollständige Universallexikon” from 

1734-1740, Zedler changed uredo to urtication[6].  
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The word “urticaria” was first introduced in 1769 by William Cullen in his book 

Synopsia Nosalogiae Methodica. 

 

William Cullen 

 

URTICARIA 

Urticaria is a disease characterized by erythematous, edematous, itchy and transient 

urticarial plaques, and covering the skin and mucous membranes. Also known as hives 

among people. 

1.Acute urticaria: It is defined as condition which is associated with transient itchy 

wheals, angioedema or both which last less than 6 weeks. 

2. Chronic urticaria: It is defined as a condition where urticaria last for more than 6 

weeks. 
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3. Wheals: They are characterized by central swelling of variable size, almost invariably 

surrounded by a reflex erythema which is  associated with itching or sometimes burning 

sensation and it usually last less than 24 hours[7]. 

4. Angio‐oedema: It is a descriptive term for a sudden, pronounced erythematous or 

skin coloured swelling of the lower dermis and subcutis with frequent involvement of 

mucous membranes. Angioedema is usually painful rather than itchy. Its resolution is 

slower than that for wheals and can take up to 72 hours[7] 

Epidemiology: 

Urticaria has a lifetime prevalence of up to 22%. Urticaria is frequently seen after 

adolescence, with maximal incidence in younger adults though it can occur at any 

age. The overall world-wide prevalence for Chronic urticaria is reported as 1.4%. Point 

prevalence of CU is higher in Asian population compared to European and North 

American population. On comparison, CU is slightly more prevalent in women than in 

men.   

However, in children below the age of 15 years there are no gender specific 

differences[8] An Indian study reported that out of 500 cases of urticaria, 37% were 

suffering from physical urticaria[9]. 

Kartaria et al, in a study conducted in a rural tertiary care centre, found that most 

patients with urticaria were between 20-30 years. 15% patients had acute urticaria, 35% 

patients had acute on chronic urticaria, 20% had chronic idiopathic urticaria, 10% had 

physical urticaria, 12% had cold urticaria and 8% had cholinergic urticaria[10]. 
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AGE: 

Urticaria can occur at any age group but it is more common after adolescence. Acute 

urticaria is one of the most common childhood dermatoses, affecting up to 15% to 20% 

of children prior to adolescence.[9]  Only few cases have been reported in new-borns.[11] 

Mourer et al reported that peak incidence of chronic spontaneous urticaria is in the 

fourth to fifth decades of life[12]  

 Legrain al reported that urticaria was found uncommon in children less than 2 years, 

average prevalence was 5%[13]. 

SEX: 

    Chronic urticaria is more common in females (2:1). But there is no gender 

predilection in acute urticaria[14] .Middle aged females are more affected by urticaria as 

compared to males [12]. In a study by Dorner et al male to female ratio noted was 1.3:1 

and in angioedema 1.8:1[15]. 

Ethnicity: 

   No ethnic variation is noted in the prevalence of urticaria among different 

populations[16]. 

CLASSIFICATION OF URTICARIA[16] 

 1. Spontaneous urticaria 

 I. Acute  

           • Allergic  

          • Non allergic  
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          • Infections  

II. Intermittent(episodic) 

 III. Chronic  

          • Idiopathic 

          • Allergic 

          • Autoimmune  

          • Pseudo allergy 

    • Infections and infestations  

2. Inducible urticaria (physical and contact urticarias)  

     a. Symptomatic dermographism  

     b. Delayed pressure urticaria 

     c. Cold urticaria 

     d. Heat urticaria 

     e. Cholinergic urticaria 

     f. Solar urticaria  

     g. Aquagenic urticaria 

     h. Vibratory angioedema  

3. Urticarial vasculitis 

 4. Syndromes associated with urticaria 



24 

 

Chronic urticaria is a mast cell-mediated condition characterized by the recurrent 

occurrence of urticaria and/or angioedema. 

The current definitions and classification stratify urticaria according to time course and 

etiology: 

 Acute spontaneous urticaria: Spontaneous occurrence of wheals and/or 

angioedema for a total duration of fewer than six weeks. 

 Chronic spontaneous urticaria (CSU): Spontaneous occurrence of wheals 

and/or angioedema for a total duration of six weeks or more. This is 

synonymous with "chronic urticaria" and "chronic idiopathic urticaria." 

 Chronic inducible urticaria (CIndU): Occurrence of wheals for a total 

duration of six weeks or more, which is inducible by physical factors (e.g., 

touch, pressure extremes). This is synonymous with "physical urticaria[1]. 

ETIOLOGY 

The etiology of CSU is yet to be fully established. The prevailing hypothesis is that it 

relates to autoimmune dysfunction involving autoantibodies targeting IgE and/or IgE 

receptors to activate histamine release from basophils and mast cells. Up to 40% of 

patients with CSU demonstrate a positive autologous serum skin test (ASST), whereby 

the patient’s serum injected into the dermis can induce urticaria. One-third of patients 

with CSU also has a positive basophil histamine release assay (BHRA), which tests for 

anti-FceRIa (an IgE receptor) or anti-IgE autoantibodies in the serum[17] 

Further support is lent by the increased prevalence of autoimmune disorders amongst  

CSU patients. Of these, autoimmune hypothyroidism is the most common, observed in 

up to 9.8%[18]. Other associated conditions include rheumatoid arthritis, systemic lupus 
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erythematosus, Sjogren syndrome, celiac disease, type-1 diabetes mellitus and also 

other systemic diseases. There are few evidences dated back to 19th century which have 

been explained autoimmune theory behind chronic urticaria[19]. 

Infections by a variety of organisms have also been associated with CSU. These include 

bacteria such as Helicobacter pylori, Streptococci, Staphylococci, Yersinia, 

Mycoplasma pneumoniae, virus like Hepatitis virus, Norovirus, Parvovirus B19 and 

parasites Giardia lamblia, Entamoeba spp., Anisakis simplex. Causality remains 

unproven but may involve infection-mediated autoimmune response and molecular 

mimicry[20]. 

Foods and additives, while implicated in acute IgE-mediated food allergy, are rarely 

the cause of CSU. Evidence for the association between malignancy and CSU is 

conflicting as different studies, including retrospective studies and systematic reviews, 

demonstrate varying results[21] 

Physical urticaria might be triggered by any exogenous causes such as[22] 

 Dermatographism/dermographism - Firm stroking 

 Delayed pressure urticaria - Pressure 

 Cold urticaria - Cold 

 Aquagenic urticaria - Water exposure 

 Cholinergic urticaria - Heat, exercise, or stress 

 Solar urticaria - Sun exposure 

 Vibratory urticaria - Vibration 
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PATHOPHYSIOLOGY 

Urticaria and angioedema result from the activation of mast cells and basophils. Mast 

cell degranulation leads to the release of immune mediators. The primary mediator is 

histamine, which binds to H-receptors located on endothelial cells and sensory nerves. 

However, prostaglandin, leukotrienes, and a variety of cytokines and chemokines are 

also involved. Ultimately, this induces vasodilatation - increased permeability of 

vessels - and in turn, dermal oedema and recruitment of inflammatory cells. 

Activation of mast cells can be divided into immunological and non-immunological 

processes. 

 Immunological activation is mediated by effectors of adaptive immunity 

binding receptors on mast cells. In type 1 hypersensitivity, crosslinking of 

allergen with IgE on sensitized mast cells leads to acute urticaria and 

anaphylaxis. In CSU, however, immunological activation of mast cells is 

thought to occur independently of allergen-IgE complexes and may involve IgG 
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(type 2 hypersensitivity), circulating immune complexes (type 3 

hypersensitivity), and T-cells (type 4 hypersensitivity). 

 Non-immunological activation can be mediated by physical factors, as in 

CIndU, as well as food and drug molecules independent of adaptive immunity. 

In CSU, it may be that the threshold for activation by external stimuli is 

reduced[23]. 

[24] 
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HISTORY AND PHYSICAL EXAMINATION 

Urticaria is characterized by pruritic pink-to-red papules and plaques typically with 

central pallor. These can vary in size and shape as the plaques coalesce together. 

Urticaria is fleeting, and each wheal remains for fewer than 24 hours without any 

residual ecchymosis or pigmentation. 

There may be a predilection for pressure-prone areas such as the waistline, axilla, and 

groin, but urticaria can generally affect any part of the skin. 

Secondary changes from scratching may be evident on examination of the skin, 

including excoriations, erosions and haemorrhagic crust. Concurrent angioedema 

occurs in up to 40%, characterized by subcutaneous or submucosal oedema affecting 

non-dependent areas, most commonly lips, peri-orbital, genitals, and extremities. 

Patients complain of discomfort or pain rather than pruritus. This may take longer to 

resolve - up to 72 hours - and is the primary manifestation of CSU in 10% of patients[25]. 

CLINICAL FEATURES: 

Acute urticaria: 

   Acute urticaria usually defined as the occurrence of spontaneous transient red itchy 

raised wheals that occurs frequently for less than 6 weeks [1]. Such patients usually 

present with spontaneous transient red raised wheals, which are generally extremely 

itchy. Wheals usually last only for a few hours less than 24 hours. 

Most of the patients present with cutaneous involvement only, but if the attack is severe 

then systemic symptoms can occur. In one study, 7.3% of patients reported mild 
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breathlessness, 2.7% had dizziness, 1.8% had headache, 1.8% had nausea and 0.9% had 

diarrhoea [1]. In another report, 7.4% of patients had fever, 5.8% had respiratory 

symptoms such as rhinorrhoea, cough, or bronchospasm, 3.9% had gastrointestinal 

symptoms including vomiting, abdominal pain or diarrhoea, 1.9% had hypotension and 

tachycardia, 1.6% had joint pains and 0.6% had headache.   

Chronic urticaria: 

Wheals occurring for more than 6 weeks is defined as chronic urticaria[1]. It may or may 

not be associated with angioedema. Itching is the characteristic feature. Patients usually 

rub on the lesions of urticaria rather than scratch. Occasionally it can be associated with 

burning sensation or pain usually, a single wheal will last for less than 24 hours. 

Clinically there are no definitive features to distinguish between acute and chronic 

urticaria. In severe episodes both types can cause systemic manifestations.[22] 

Chronic urticaria can be chronic spontaneous urticaria which may be idiopathic, 

allergic, autoimmune, pseudo allergic or infection and infestation induced. In majority 

of the cases the underlying causes are difficult to identify[26]. 

Chronic inducible urticarias are associated with known physical triggers such as 

friction, pressure, vibration, cold, heat or solar radiation. 

 Cholinergic urticaria is another type of inducible urticaria but is not included under 

physical urticaria because it is not triggered by an exogenous physical stimulus. Almost 

0.5% of population suffer from chronic inducible urticaria which contribute to 15-25% 

of all chronic urticarias[27]. Physician should be careful while doing provocation test as 

it can cause severe systemic features including shock[28]. The threshold of causative 

trigger must be established to assess the severity of the condition. Physical urticaria 
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may be associated with other forms of chronic urticaria such as chronic spontaneous 

urticaria and or other physical urticarias[29]. 

Urticaria due to mechanical forces 

Dermographism: 

Simple dermographism: Also called Lewis’s triple response, it is characterised by 

erythema which is mediated by vasodilatation and followed by a wheal and surrounding 

flare which is mediated by axonal reflex[30]. In 5% of chronic urticaria patients, 

dermographism can be associated with severe pruritus which is known as symptomatic 

dermographism, in this patient complain of wheals and itching at site of trauma, friction 

with clothing or scratching the skin. The itching is usually disproportionately severe 

compared to wheals and is often most severe at night. Symptomatic dermographism can 

occur at any age, but the greatest incidence is in young adults, with 29% occurring 

among those below 19 years[31]. 

Cholinergic dermographism: Is rare and usually seen in patients with cholinergic 

urticaria characterized by small wheals over the stroked skin[32]. 

Delayed pressure urticaria: 

It is characterized by development of swellings, which occurs at site of sustained 

pressure on the skin after a delay of at least 30 minutes. These can persist for several 

days.[33] Delayed pressure urticaria as the predominant or only problem is uncommon, 

accounting for 1% to 2% of urticarias[34].Wheals occur frequently under tight clothing, 

on the hands after manual work, on the buttocks and lower back after sitting and on the 

feet after walking. Lesions may be itchy, but are often tender or painful, particularly on 
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the soles and scalp. The severity is variable, but it may be accompanied by systemic 

symptoms. 

Vibratory angioedema: 

 Vibratory angioedema is a very rare physical urticaria, which was first described in its 

familial autosomal-dominant form[35]. Any vibratory stimulus such as jogging, vigorous 

towelling, or using lawn mowers induces a localized, red, itchy swelling within minutes 

lasting less than a few hours. Occasionally, an acquired type of vibratory angioedema 

was described[36]. This is usually milder, and can be associated with other physical 

urticarias such as delayed pressure urticaria and immediate dermographism. 

Temperature‐dependent urticaria: 

 Heat contact urticaria:   

It is a rare type of urticaria characterised by wheals restricted to the warmed area[37]. 

Here patients develop wheals within minutes of contact with heat. The path mechanism 

is variable with reported histamine release in some with eosinophil degranulation, 

prostaglandin D2 release and complement activation in some but these are not seen in 

some other studies[38]. 

Cold contact urticaria: 

 Cold urticaria encompasses a variety of syndromes where cold induces urticaria. 

Idiopathic cold contact urticaria is the most common, comprising 95% of a series of 

cold urticaria patients, while others are rare.[39] 
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1.Idiopathic immediate cold urticaria (without an underlying cause): It occurs at any 

age but most frequently in young adults. It is more common in females[40].  It may be 

preceded or associated with nonspecific upper respiratory viral infections, streptococcal 

throat infections, infectious mononucleosis, dental infections. Itching and whealing of 

the skin occur on cold exposure within minutes and last up to one hour. Rarely it can 

produce systemic symptoms. The mean duration of cold urticaria was six years in one 

series, but it may persist for many years[39].  

2. Delayed cold urticaria: This form is very rare, where whealing occurs after a delay 

of hours after cold contact. A familial form has been reported with autosomal dominant 

pattern of inheritance[41].  

Secondary cold urticaria:  

This is rare and was found in only 1% of one series[39].  It is associated with other 

manifestations such as Raynaud’s phenomenon, purpura and skin necrosis. 

Cryoglobulinemia may be idiopathic or occur in collagen vascular disease, chronic 

lymphatic leukaemia, myeloma and in infectious diseases including infectious 

mononucleosis. Cold urticaria is said to occur in only 3% of people with 

cryoglobulinemia[42]. Treatment is directed against the underlying condition. 

Cholinergic urticaria:  

It is a distinctive type of urticaria in which characteristic small wheals appear because 

of stimulation of sweating, which is induced by a rise in core body temperature or 

emotional stress[43]. The disease typically occurs in adolescents of either sex and may 

be worse in the winter months. The abnormality at the nerve-ending receptor level is 
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unclear. There is a report of impaired cholinesterase with likely accumulation of 

acetylcholine[44].  

Other types of inducible urticaria 

Solar urticaria:  

 In solar urticaria itching, erythema and wheals develop within minutes at sites of sun 

exposure, with lesions usually fading within two hours. Most cases of solar urticaria 

occur in patients in their 20s to 30s[45].  

Aquagenic urticaria: 

It is a rare type of urticaria characterised by contact with water at any temperature 

inducing an eruption of small usually pruritic wheals, surrounded by a flare, resembling 

cholinergic urticaria but sparse[46].It has been proposed that water carries an epidermal 

antigen to the sensitized mast cell[47]. There is mast cell degranulation and histamine 

release[48]. 

Contact urticaria: 

 Contact urticaria is an immediate reaction that appears on the skin within minutes to 

an hour after an eliciting substance which has been in contact with the skin. The 

prototype reaction of contact urticaria is a local wheal and flare, although other 

reactions such as nonspecific symptoms (itching, tingling, burning), generalized 

urticaria, and anaphylaxis can occur[48]. It may be allergic or non‐allergic (also called 

immunological and non‐ immunological). The range of chemical, plant, animal and 

food exposures causing contact urticaria is very wide. 

1. Non allergic: Most common type of immediate contact reaction and occurs 
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without prior sensitization. The reactions usually appear within minutes to an 

hour, and the edema disappears within one hour, but redness may last for six 

hours after contact with an eliciting substance[49]. The symptoms vary 

depending on the substance, concentration, site of exposure, vehicle and the 

mode of exposure. Direct injection of vasoactive chemicals by plants (e.g., 

nettles) or animals (e.g., caterpillars, jellyfish) are the common causes. 

2.  Allergic: If there is percutaneous or mucosal penetration of an allergen to which 

the individual has already developed specific Ige will provoke a type I 

hypersensitivity reaction involving mast cell degranulation with histamine 

release resulting in an immediate, localized weal and flare which resolves within 

2 h or generalized urticaria and anaphylaxis can occur if the individual is 

extremely hypersensitive. Contact urticaria and anaphylaxis is most commonly 

observed with latex allergy[50]. However, contact urticaria with anaphylactic 

reactions is caused by numerous substances such as oxybenzone, formaldehyde, 

rifamycin, bacitracin, raw potato, codfish, chestnut, corn starch glove powder 

and benzophenone.                   

Syndromes associated with urticaria: 

Urticaria and angioedema may be caused by systemic diseases 

1) Acute Infantile Hemorrhagic oedema: It was first reported by Snow in 1913. 

Characteristically preceded by an upper respiratory infection followed by 

cocade (targetoid), ecchymotic, urticarial and Angio edematous lesions, often 

with a rosetted border, distributed mainly over the head, neck and limbs. 

2) Schnitzler’s Syndrome: The association of chronic urticaria, fever, bone pain, 

raised erythrocyte sedimentation rate and macroglobulinemia was first reported 
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by Schnitzler in 1972.[51]In this majority of patients have monoclonal IgM 

gammopathy with a light chain of the k type, but without further features of 

lymphoproliferative disease[52].  

3) Autoinflammatory Syndromes: Auto inflammatory diseases are a group of 

diseases characterized by an abnormal activation of innate immune system and 

clinically results in recurrent inflammation and fever. Urticarial reactions, 

oedema, erysipelas‐like lesions, pustulosis and pyoderma gangrenosum are the 

major cutaneous lesions. Those associated with urticaria or urticaria-like rashes 

include familial cold autoinflammatory syndrome (FCAS), Muckle-Wells 

syndrome (MWS), and chronic infantile neurological cutaneous articular 

syndrome (CINCA). These systemic inherited disorders share the common 

genetic feature of a mutation in the CIAS1 gene and are together termed 

“cryopyrin-associated syndromes.” Their pathophysiology is characterized   by 

hyperactive neutrophils and macrophages and abnormal innate immune 

signaling. FCAS (familial cold autoinflammatory syndrome) presents as cold 

urticaria at birth associated with fever and other systemic symptoms[53].  CINCA 

presents with a triad of urticaria, arthritis, and CNS disorders. Elevated levels 

of interleukin-1 (IL-1) are found in these syndromes and they may respond to 

the IL-1 antagonist Anakinra[54].Other inherited periodic fever syndromes that 

occasionally manifest with urticaria include tumor necrosis factor–associated 

periodic syndrome (TRAPS) and familial Mediterranean fever. 

4) Urticarial Vasculitis: Urticarial vasculitis, which presents with both chronic 

urticaria and angioedema is an important differential diagnosis of chronic 

idiopathic urticaria. It is often indistinguishable from the latter and is 

significantly underdiagnosed. Patients complain of recurrent wheals which are 
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typically painful rather than itchy, lasting longer than 24 hrs. and leaving 

residual hyperpigmentation. Patients also complains of fatigue, malaise or fever 

associated with wheals. This diagnosis should not be made in the absence of 

histological confirmation from a skin biopsy in which leukocytoclastic 

vasculitis is pathognomonic[55].  

It can be hypocomplementemia, norm complementemia Hypocomplementemia     

variant is commonly associated with systemic complications, systemic lupus   

erythematosus, Sjogren’s syndrome and serum sickness[56]. 

5) Recurrent Angioedema without Weal’s: The spectrum of diseases includes 

hereditary angioedema and acquired angioedema (AAE). Hereditary angio‐

oedema is always bradykinin mediated and is usually linked to C1‐esterase 

inhibitor (C1INH) deficiency or impaired function. Acquired angioedema is 

either mast cell mediator mediated in patients with urticaria or bradykinin 

mediated, in patients with angio‐oedema due to acquired C1INH deficiency. 

Angiotensin converting enzyme inhibitor (ACE inhibitor) ‐induced angioedema 

and idiopathic angioedema are not induced by mast cell 

mediators[57].Bradykinin‐induced angioedema may cause fatal laryngeal 

obstruction or bowel obstruction and sometimes present as acute abdomen. 

Chronic urticaria and thyroid diseases: 

Chronic urticaria is a disease in which many factors influence the etiopathogenesis, 

but the triggering factors are identified only in 30% of the patients. It is more 

common among women[58]. The auto immune diseases described include thyroid 

diseases, coeliac disease, type I diabetes mellitus, ulcerative colitis etc[59].It is also 
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suggested that patients with chronic idiopathic urticaria with auto immune thyroid 

disease have a prolonged course of disease[60].  

Autoimmune thyroiditis (AIT), known as Hashimoto thyroiditis (HT), is an organ 

specific autoimmune disorder, characterized by thyroid invasion by lymphocytic 

cells, followed by follicular destruction and replacement with parenchymatous 

tissue, which leads to hypothyroidism[61]. Chronic autoimmune thyroiditis 

(Hashimoto’s thyroiditis), is the most common cause of hypothyroidism in iodine-

sufficient areas of the world. It is more common in women, and in the age group of 

30 to 60 years. Patients with chronic autoimmune thyroiditis have high serum 

concentrations of auto antibodies to thyroglobulin (Anti-TG Ab, 50–80%) and 

thyroid peroxidase (Anti-TPO Ab, 90–100%)[62].  Anti TO serum levels is 

associated with the inflammation level of thyroid. Increase in the levels of Anti TPO 

represents a specific method for diagnosing the disease. 

Only a hand full of studies has been conducted to assess the association between 

chronic urticaria and autoimmune thyroid diseases. 

Lenzof et al was the pioneer among them[3]. They noticed 12.1% (17 out of 140) of 

chronic urticaria angioedema patients with elevated serum titres of thyroid 

microsomal antibodies in 1983. Eight of these 17 patients had thyroid dysfunction. 

Patients attending thyroid clinics were screened for autoantibodies to thyroid gland 

and they were asked regarding any pre-existing dermatological diseases by using a 

questionnaire by Lanigan et al[63].They identified that 14 out of 50 patients with 

chronic urticaria had autoimmune thyroid disease which was statistically 

significant. 
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Missaka et al concluded in his study that there is an increased risk of getting 

angioedema in patients with chronic urticaria and autoimmune thyroid disease[4]. 

Out of 115 chronic urticaria patients, 70 patients had angioedema and among which 

19.1 % patients had anti thyroid antibodies which was statistically significant. 

Nineteen (16.5%) had hypothyroidism and nine (7.8%) had hyperthyroidism. 

The association between chronic urticaria and rheumatoid diseases was studied by 

Lai et al after evaluating the records of 105 patients with chronic urticaria[64].  20.6% 

patients had thyroid auto antibodies and 10.4% of patients had ANA positivity. 

In an observational study of 187 children with chronic urticaria by Levy et al, eight 

of them had abnormal thyroid test[65]. One among them had a previous history of 

Hashimoto thyroiditis and one developed thyroid autoantibodies five year after the 

onset of chronic urticaria. He concluded that periodic screening for thyroxine, TSH 

and antithyroid antibodies is necessary in children with chronic urticaria, as thyroid 

autoimmunity and hypothyroidism may appear several years after the onset of 

urticaria. 

57% of the patients had thyroid auto immunity in a study conducted by Amir et al 

in 60 patients with chronic urticaria. Association was 30 % in patients and 2.8% in 

controls in a study conducted by Kasumagic-Halilovic et al[66]. A significant 

association was also noted by Turktas et al in 94 patients, 11 patients had 

autoimmune thyroid disease out of which 6 of them had hypothyroidism[67].  

Gulec et al assessed thyroid inflammation pre and post treatment with levothyroxine 

by using a sensitive inflammation marker, neopterin in chronic urticaria patients, 

also assessed the levels in normal population[68].There was a striking difference in 
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pre and post treatment levels of urine neopterin in patients which was statistically 

significant. 

Thyroid autoantibodies detected in 22% 0f patients (12 0ut of 54) in which 10 

patients had hypothyroidism and only 7 out of 103 controls had thyroid 

autoantibodies in a study by Nuzzo et al[69]. While studying the cutaneous 

manifestations of Hashimoto thyroid disease Philip et al found that 6.3% (n=4) of 

patients had chronic urticaria lesions among 63 patients[70]. The association of 

chronic idiopathic urticaria with autoimmune thyroid disease and the significance 

with ASST test was assed. 

It was found that ASST positive patients had a greater association with 

autoimmunity in a study by Okba et al[71]. An Indian study by Yadav et al shows 

there was no significant difference in both group[72]. 

In a prospective study by Verneuil et al in 99 patients found that 26.7% and 3.3% 

had autoimmune thyroid disease in patients and controls respectively[7]. There are 

few case reports also to suggest the association between chronic urticaria and 

autoimmune thyroid diseases[73].  

CLINICAL EVALUATION OF CHRONIC URTICARIA 

A thorough history aims to identify potential triggers and exacerbating factors and to 

exclude differential diagnoses. This should explore time course and clinical features of 

urticarial rash, associated angioedema, associated systemic and infective symptoms, 

personal or family history of allergies and autoimmune diseases, social and 

occupational history, induction by physical factors, recent newly administered 

medications, relationship to foods, and any exacerbating factors. 
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If the patient cannot recall the time course of wheals, drawing around an individual 

lesion with a skin marking pen is useful to document resolution within 24 hours. Where 

history is unrevealing, an external cause is highly unlikely to be identified for patients 

with CSU. 

Routine diagnostic work-up for CSU is limited to blood tests for complete blood count 

and inflammatory markers (C-reactive protein and/or erythrocyte sedimentation rate), 

mostly to rule out other potential diseases. Eosinophilia may be associated with atopy 

and parasitic infection. Elevated inflammatory markers should prompt consideration of 

associated systemic disease. Further investigations without clinical suspicion, as guided 

by history, are unlikely to yield any additional diagnoses. Skin prick testing is not useful 

as CSU is rarely caused by type 1 allergy. The utility and interpretation of autologous 

serum skin test as a screen for autoantibodies to IgE and IgE receptors is an area of 

active research[74]. 

A number of tools have been developed to assess disease activity (e.g., urticaria activity 

score), disease control (e.g., urticaria control test), and impacts on quality of life (e.g., 

chronic urticaria quality of life index). Baseline assessments should be performed to 

help guide treatment decisions and monitor progress. 

Complications and comorbidities: 

The most important complication in the management of acute urticaria is the laryngeal 

oedema which can lead to the respiratory obstruction and death of the individual. There 

are no long term complications noted in urticaria patients.25 In chronic urticaria 

patients may have comorbidities like  autoimmune diseases, including Hashimoto 

thyroiditis, rheumatoid diseases and connective tissue disorders[75].  
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Course and prognosis: 

Acute attack lasts for few hours or days and be of great severity. There is no way of 

predicting the duration of an initial attack. Chronic urticaria will have a longer duration, 

new lesions appear daily or at irregular intervals, and there may be periodic 

exacerbations, sometimes associated with inter current infections or NSAID intake. In 

general, spontaneous improvement occurs even in the absence of diagnosis or 

treatment. Autoimmune chronic urticaria tends to run a more protracted course than its 

non-autoimmune counterpart, and is also often relatively treatment resistant. In a 

Korean study 1, 2, and 5-year remission rates of CSU were 21.5%, 33.0%, and 44.6%, 

respectively[76]. The estimated improved rates at 12 months, 24 months, and 60 months 

were 36.6%, 51.2%, and 66.1%, respectively in a study from Japan[77]. 

Investigations: 

The diagnosis of urticaria is mainly clinical. Complete blood count, erythrocyte 

sedimentation rate and C reactive protein are the important investigations in acute 

urticaria[78]. 

In chronic urticaria with any associated systemic features should be asked. In suspected 

cases a biopsy is needed to rule out urticarial vasculitis. In up to 80% cases one or more 

causes may be present like auto reactivity, infection and food intolerance. A full blood 

count and erythrocyte sedimentation rate (ESR) should be performed. An elevated ESR 

suggests the possibility of an underlying systemic diseases like lupus erythematosus, 

urticarial vasculitis, macroglobulinemia, autoinflammatory syndromes. Eosinophilia 

should prompt a search for parasitic disease[79]. 
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Autologous Serum Skin Test: 

First described in 1986 by Grattan et- al. 12 patients were studied and 7 were showing  

wheals at the site of serum injection[80]. It is a test of auto reactivity acting indirectly 

through the release of mediators from mast cells or directly on the cutaneous 

microvasculature. ASST is a simple low-cost test that provides a convincing 

demonstration of the endogenous nature of chronic urticaria. It is of limited value in 

predicting the course and management of the disease[81].  

Procedure: Two millilitre of patient’s blood is collected in a sterile glass tube and it’s 

allowed to clot for 30 minutes at a room temperature. The serum is then separated by 

centrifugation at 500× g for 15 min and used immediately for ASST. Histamine 

diphosphate 10 µg/ml for positive control and sterile physiological saline (0.9%) for 

negative control are used[82]. 0.05ml of each of autologous serum histamine diphosphate 

and sterile physiological saline are injected separately intradermally over volar aspect 

of the left forearm 5 cm 

apart[83]. Results must be read after 30 minutes. >1.5mm sized weal as compared to 

saline is taken as positive. The reported prevalence of ASST positivity in patients of 

chronic urticaria varies from 35 to 58% in various studies[80]. Autologous serum skin 

test (ASST) positivity has been found to correlate well with the severity and duration 

of attacks of urticaria[84].  ASST has a sensitivity of 70% and a specificity of 80% when 

read as a pink serum-induced wheal of  1.5 mm or greater at 30 minutes[85]. 

Assessment tools for urticaria disease activity: 

In spontaneous urticaria, disease activity is assessed by an effective and simple scoring 

system called as Urticaria Activity Score (UAS7). UAS7 is a weekly composite sum of 
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the pruritus and number of hives score, for measuring the disease activity. UAS7 scores 

varies from 0-42 and it can measure both disease activity as well as treatment efficacy. 

The Angioedema Activity Score (AAS) is a measure to assess the severity of 

angioedema in which patients measure the activity of angioedema, which includes 

scoring of five key factors (duration, physical discomfort, impact on daily activities, 

impact on appearance and overall severity) from 0 to 3 of each, respectively thus a daily 

total score of 0–15[86]. Daily AAS scores can be summed to give a 7 day scores (AAS7), 

4-week scores (AAS28) and 12-week scores (AAS84) respectively according to 

treating physician’s preference[86].  

TREATMENT AND MANAGEMENT 

Investigations: 

The diagnosis of urticaria is mainly clinical. Complete blood count, erythrocyte 

sedimentation rate and C reactive protein are the important investigations in acute 

urticaria[78]. 

In chronic urticaria with any associated systemic features should be asked. In suspected 

cases a biopsy is needed to rule out urticarial vasculitis. In up to 80% cases one or more 

causes may be present like auto reactivity, infection and food intolerance. A full blood 

count and erythrocyte sedimentation rate (ESR) should be performed. An elevated ESR 

suggests the possibility of an underlying systemic diseases like lupus erythematosus, 

urticarial vasculitis, macroglobulinemia, autoinflammatory syndromes. Eosinophilia 

should prompt a search for parasitic disease[79]. 

TREATMENT: 
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The principles of management are to avoid exacerbating factors and to control 

symptoms as long as CSU persists. Pharmacological agents are directed at preventing 

mast cell degranulation and/or the effects of mast cell mediators released. 

Second-generation H1-antihistamines (e.g., cetirizine, loratadine, fexofenadine), taken 

regularly, are the first-line pharmacological treatment. The dose can be up-titrated to 4 

times standard dose if symptoms remain at 2 to 4-week intervals. Due to anticholinergic 

properties and the adverse effect profile on the central nervous system, the routine use 

of first-generation H1-antihistamines is no longer recommended. 

The primary difference in treatment between CSU and Chronic induced urticaria is that 

as needed, treatment may be used for the latter if the patient knows his trigger and is 

able to plan by taking an H1-antihistamine approximately two hours before being 

exposed to it. 

Omalizumab is a monoclonal antibody with a high affinity for free IgE. Given as a 

subcutaneous injection, the standard dosing regimen is 300 mg every 4 weeks. This has 

been shown to be efficacious as a second-line adjunct therapy for CSU that is 

unresponsive to H1-antihistamines[87]. 

Ciclosporin is recommended as a third-line agent for CSU that remains refractory to the 

combination of H1-antihistamine and omalizumab. CSU is an off-label indication, and 

the dose and duration of ciclosporin should be minimized to avoid adverse events, 

including nephrotoxicity and hypertension. 

For acute flares of CSU, short courses only of systemic corticosteroids may help 

alleviate symptom severity and reduce the duration of the flare. Topical 

corticosteroids do not have a role in CSU[88]. 
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There is limited low-quality evidence for alternate therapeutic options, including 

leukotriene antagonists, dapsone, methotrexate, sulfasalazine, plasmapheresis, 

phototherapy, and intravenous immunoglobulin. 
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MATERIAL AND METHODS 

STUDY PARTICIPANTS: 

 All patients with chronic urticaria attending the out-patient department of SDM 

Medical College  

       Inclusion criteria:  

      1. All the patients of age 18 to 65 years diagnosed with chronic urticaria. 

2. Patients who give consent for routine or special investigations whenever 

clinically indicated are included. 

  Exclusion criteria: 

1. Patients who all are k/c/o of thyroid disorder 

 2. Patients who have not given consent for the study 

METHODS OF COLLECTION OF DATA: 

SAMPLE SIZE: 

a. A minimum of 100 patients diagnosed with chronic urticaria in SDM College of 

Medical Sciences and Hospital during study period of one year. 

 

 

  

Hospital based cross sectional study 

1.A descriptive study design is being used for the first objective.  

 2. A cross sectional design is being used to look for association of chronic urticaria 

with thyroid disease. 
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SAMPLING PROCEDURE: 

Chronic urticaria patients visiting dermatology department of SDMCMSH 

DHARWAD 

DATA COLLECTION: 

All patients with a clinical diagnosis of chronic urticaria who meet the inclusion criteria 

would be studied. Data regarding their personal and demographic details, the presenting 

complaints, history of present illness, history of relapses, past medical history, 

treatment history, family history and personal history will be recorded in the proforma. 

A detailed history of symptoms of thyroid diseases will be taken. A thorough general 

examination would be done followed by a complete dermatological examination to 

document the characteristics of the lesions. 

  

This is calculated based on the average yearly number of new patients diagnosed with 

chronic urticaria over the last 3 years in SDMCMS & Hospital, adjusted to fulfil the 

inclusion and exclusion criteria. 

The sites involved; number of lesions would be noted. 

Laboratory investigations include routine investigations and thyroid function tests in all 

patients with chronic urticaria. 

 Reference values for 1.TSH – 0.3- 5.2mIU/L 

                                              2.T4- 5.0-12.5ug/dl 

                                              3. T3- 0.8-1.9ng/ml.3 
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STATISTICAL METHODS: 

Data will be analyzed using SPSS version 20.0. 

Descriptive statistics will be used. 

 

STUDY PROCEDURE: 

      Patients will be explained about the study and consent will be obtained. Personal 

interview with Pre designed and pre tested proforma which includes data regarding 

personal and demographic details, the presenting complaints, history of present illness, 

history of relapses, past medical history, treatment history, family history and personal 

history. Routine investigations and Thyroid function test will be done. 
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                                         RESULTS 

A hospital based cross-sectional study was done among 100 patients with chronic 

urticarial visiting the dermatology OPD. The mean age of the study patients was 37.82 

± 12.59 years with a minimum and maximum age of 17 and 78 years respectively. Most 

of the patients belonged to the age group of 20 to 40 years.   

Table 1: Age distribution of study participants (N=100) 

Age group (years) Frequency Percentage 

≤20 2 2 

21-30 34 34 

31-40 30 30 

41-50 16 16 

51-60 16 16 

>60 2 2 

Total 100 100 
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Figure 1: Age distribution of study participants (N=100) 
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Sex 

In the present study 62% were female while 38% male. 

Table 2: Sex distribution of study participants (N=100) 

Sex Frequency Percentage 

Female 62 62 

Male 38 38 

Total 100 100 

 

Figure 2: Sex distribution of study participants (N=100) 
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Residence 

Most of the patients were from urban (70%) area than rural (30%)  

Table 3: Residence status of study participants (N=100) 

Residence Frequency Percentage 

Urban  70 70 

Rural 30 30 

Total 100 100 

 

Figure 3: Residence status of study participants (N=100) 
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Occupation 

Of the total 100 patients, 38% were home maker followed by employed workers (28%) 

and students (18%). 9% and 7% were farmers and business by occupation. 

Table 4: Occupational status of study participants (N=100) 

Occupation Frequency Percentage 

Employee 28 28 

Farmer 9 9 

Business 7 7 

Home maker 38 38 

Student 18 18 

Total 100 100 

 

Figure 4: Occupational status of study participants (N=100) 
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Duration of chronic urticaria 

Majority of the patients (76%) with chronic urticarial had the duration of symptoms 

between 6 to 12 months. 17% had a duration between 12 to 18 months. Only 3% and 

4% had a prolonged duration of urticarial between 18 to 24 months and more than 24 

months respectively. The mean duration of chronic urticarial was 9.68 ± 4.0 months. 

(Table and figure 5) 

Table 5: Duration of itching among study participants (N=100) 

Duration (Months) Frequency Percentage 

6-12 76 76 

12-18 17 17 

18-24 3 3 

>24 4 4 

Figure 5: Duration of itching among study participants (N=100) 
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Family history of urticarial 

In the present study it was seen that 27% of patients with chronic urticarial reported a 

positive family history. 

Table 6: Family history of urticarial among study participants (N=100) 

 

Figure 6: Family history of urticarial among study participants (N=100) 
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Family history Frequency Percentage 

Present 27 27 

Absent 73 73 

Total 100 100 
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Aggravating factors 

Of the 100, 10 patients gave a history of aggravating factor. Of this, 4% had cold as an 

aggravating factor and 3%, 2% and 1% had food, dust and night time to the aggravating 

factors. None of the patients reported any family history of urticarial. 

Table 7: History of aggravating factors among patients with chronic urticarial (N=100) 

Aggravating factors Frequency Percentage 

Present (n=10)   

    Cold 4 4 

    Night 1 1 

    Dust 2 2 

    Food 3 3 

Absent 90 90 

Total 100 100 

Figure 7: History of aggravating factors among patients with chronic urticarial (N=100) 
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Severity of itch 

We classified the grade of itch as mild moderate and severe. 56% reported their itch to 

be of moderate severity and 27% and 17% reported mild to severe itch respectively 

Table 8: Severity of itching among patients with chronic urticarial (N=100) 

Severity of itching Frequency Percentage 

Mild 27 27 

Moderate 56 56 

Severe 17 17 

Total 100 100 

 

Figure 8: Severity of itching among patients with chronic urticarial (N=100) 
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UAS7 

Based on UAS7 band, most of the patients (40%) belonged to the band 16-27 which 

indicates moderate activity. 31 % had 28 – 42 band which is severe, while 29% had 

mild urticarial. None of the patients belonged to band 1 – 6 which is well controlled 

urticaria.  

Table 9: Distribution of patients with chronic urticarial based on Urticaria Activity 

Score over 7 days  

UAS7 band Frequency Percentage 

1 – 6 0 0 

7 – 15 29 29 

16 – 27 40 40 

28 - 42 31 31 

Total 100 100 

 

Figure 9: Distribution of patients with chronic urticarial based on Urticaria Activity 

Score over 7 days  
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Signs of urticaria 

Among the signs diagnostic of urticarial, wheal was seen in 99% of the patients, while 

dermographism and angioedema was seen in 49% and 25% respectively. 

Table 10: Documented signs of urticarial among the study participants (N=100) 

Signs of urticaria  Frequency Percentage 

Angioedema 25 25 

Wheal 99 99 

Dermographism 49 49 

Total 100 100 

 

Figure 10: Documented signs of urticarial among the study participants (N=100) 
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Thyroid profile 

Thyroid profile was examined for all the 100 patients. The mean TSH value was 4.03 

± 0.38 mU/L. The mean T4 and T3 value were 1.27 ± 0.16 ng/dl and 2.82 ± 0.15 pg/dl 

respectively. 

Table 11: Thyroid profile of patients with chronic urticarial (N=100) 

Thyroid profile Mean ± Standard 

deviation 

95% Confidence Interval 

TSH (mU/L) 4.03 ± 0.38 3.27 – 4.80 

T4 (ng/dl) 1.27 ± 0.16 0.95 – 1.60 

T3 (pg/dl) 2.82 ± 0.15 2.51 – 3.14  

 

Thyroid status 

Based on the blood thyroid levels, it was found that 31% had hypothyroidism and 9% 

were hyperthyroid. The remaining 60% were euthyroid in the present study. 

Table 12: Thyroid status of study participants (N=100) 

Thyroid status Frequency Percentage 

Hypothyroid 31 31 

Euthyroid  60 60 

Hyperthyroid  9 9 

Total 100 100 
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Figure 11: Thyroid status of study participants (N=100) 
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Table 13: Age distribution of study participants based on thyroid status (N=100) 

Age group (years) Hypothyroid (%) Euthyroid (%) Hyperthyroid (%) 

≤20 0 (0) 2 (3.3) 0 (0) 

21-30 5 (16.1) 24 (40) 5 (55.5) 

31-40 13 (41.9) 13 (21.6) 3 (33.3) 

41-50 7 (22.5) 8 (13.3) 1 (11.1) 

51-60 4 (12.9) 12 (20) 0 (0) 

>60 2 (6.4) 1 (1.6) 0 (0) 

Total 31 (100) 60 (100) 9 (100) 

 

Figure 12: Age distribution of study participants based on thyroid status (N=100) 
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Among all the group female were more than male. But the male: female ratio among 

the hypothyroid and hyperthyroid group was approximately 1: 2 but in the euthyroid 

group it was 1: 1.4.  

Table 14: Sex distribution of study participants based on thyroid status (N=100) 

Sex Hypothyroid (%) Euthyroid (%) Hyperthyroid (%) 

Female 21 (67.7) 35 (58.3) 6 (66.6) 

Male 10 (32.2) 25 (41.6) 3 (33.3) 

Total 31 (100) 60 (100) 9 (100) 

 

Figure 13: Sex distribution of study participants based on thyroid status (N=100) 
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Across all the group the greater percentage of patients were from urban than rural area. 

Table 15: Residence status of study participants based on thyroid status (N=100) 

Residence Hypothyroid (%) Euthyroid (%) Hyperthyroid (%) 

Urban  23 (74.1) 41 (68.3) 6 (66.6)  

Rural 8 (25.8) 19 (31.6) 3 (33.3) 

Total 31 (100) 60 (100) 9 (100) 

 

Figure 14: Residence status of study participants based on thyroid status (N=100) 
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Among the hypothyroid group greater percentage of homemaker (41.9%) and paid 

employee (25.8%) were more. Similar percentage was seen among the euthyroid 

patients also but among the hyperthyroid patients most were paid employee with the 

same percentage of occupation among the other group but none belong to the business 

occupation. 

Table 16: Occupational status of study participants based on thyroid status (N=100) 

Occupation Hypothyroid (%) Euthyroid (%) Hyperthyroid (%) 

Employee 8 (25.8) 17 (28.3) 3 (33.3) 

Farmer 3 (9.6) 4 (6.6) 2 (22.2) 

Business 5 (16.1) 2 (3.3)   0 (0) 

Home maker 13 (41.9) 23 (38.3) 2 (22.2) 

Student 2 (6.4) 14 (23.3) 2 (22.2) 

Total 31 (100) 60 (100) 9 (100) 
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Figure 15: Occupational status of study participants based on thyroid status (N=100) 
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Table 17: Duration of itching among study participants based on thyroid status (N=100) 

Duration (Months) Hypothyroid (%) Euthyroid (%) Hyperthyroid (%) 

6-12 18 (58) 53 (88.3) 5 (55.5) 

12-18 8 (25.8) 7 (11.6) 3 (33.3) 

18-24 2 (6.4) 0 (0) 1 (11.1) 

>24 3 (5) 0 (0) 0 (0) 

Total 31 (100) 60 (100) 9 (100) 

 

Figure 16: Duration of itching among study participants based on thyroid status 

(N=100) 
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Table 18: Family history of urticarial among study participants based on thyroid status 

(N=100) 

Family history Hypothyroid (%) Euthyroid (%) Hyperthyroid (%) 

Present 8 (25.8) 15 (25) 4 (44.4) 

Absent 23 (74.1) 45 (75) 5 (55.5) 

Total 31 (100) 60 (100) 9 (100) 

 

Figure 17: Family history of urticarial among study participants based on thyroid status 

(N=100) 
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Patients with hypothyroid reported more history of aggravating factors such as cold 

(6.4%), dust (3.2%) and food (3.2%). Among the euthyroid group 3.3% reported cold 

as an aggravating factor and 1.6 % each with night time, dust and food respectively. 

Table 19: History of aggravating factors among patients with chronic urticarial based 

on thyroid status (N=100) 

Aggravating factors Hypothyroid (%) Euthyroid (%) Hyperthyroid (%) 

Present (n=10)    

    Cold 2 (6.4) 2 (3.3) 0 (0) 

    Night 0 (0) 1 (1.6) 0 (0) 

    Dust 1 (3.2) 1 (1.6) 0 (0) 

    Food 1 (3.2) 1 (1.6) 0 (0) 

Absent 27 (87) 54 (90) 9 (100) 

Total 31 (100) 60 (100) 9 (100) 

 

Figure 18: History of aggravating factors among patients with chronic urticarial based 

on thyroid status (N=100) 
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Among the hyperthyroid group all reported only mild (66.6%) to moderate (33.3%) 

itching and none with severe. In the hypothyroid group a greater proportion had severe 

itching (29%) in comparison with euthyroid (13.3%). Greater percentage had mild 

itching in euthyroid (26.6%) than hypothyroid group (16.1%). 

Table 20: Severity of itching among patients with chronic urticarial based on thyroid 

status (N=100) 

Severity of itching Hypothyroid (%) Euthyroid (%) Hyperthyroid (%) 

Mild 5 (16.1) 16 (26.6) 6 (66.6) 

Moderate 17 (54.8) 36 (60) 3 (33.3) 

Severe 9 (29.0) 8 (13.3) 0 (0) 

Total 31 (100) 60 (100) 9 (100) 

 

Figure 19: Severity of itching among patients with chronic urticarial based on thyroid 

status (N=100) 
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Mean urticarial score was calculated based on pruritus and number of wheals appearing. 

It was seen that mean score was almost similar foe hypothyroid and euthyroid group 

i.e., around 21 while for hyperthyroid it was lesser i.e., 19.44  

Table 21: Mean Urticarial activity score over 7 days based on thyroid status 

Urticarial activity 

score 

Hypothyroid  Euthyroid  Hyperthyroid  

Mean ± SD 21.87 ± 8.4 21.49 ± 6.8 19.44 ± 8.8 

Range 10 - 38 10 - 38 10 - 35 

 

Figure 20: Mean Urticarial activity score over 7days based on thyroid status 
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The most common sign of urticarial documented among all the group was wheal. It was 

seen among 100% of those with hypothyroid and hyperthyroid state and 98.3% in 

euthyroid state. Angioedema was seen most among hypothyroid (38.7%) when 

compared to euthyroid (20%) and hyperthyroid (11.1%). Dermographism was seen 

around 50% of hypo and euthyroid patient but only in 11.1% of hyperthyroid patients. 

Table 22: Documented signs of urticarial among the study participants based on thyroid 

status (N=100) 

Signs of urticaria  Hypothyroid 

(%) 

Euthyroid (%) Hyperthyroid (%) 

Angioedema 12 (38.7) 12 (20) 1 (11.1) 

Wheal 31 (100) 59 (98.3) 9 (100) 

Dermographism 17 (54.8) 31 (51.6) 1 (11.1) 

Total 31 (100) 60 (100) 9 (100) 
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Figure 21: Documented signs of urticarial among the study participants based on 

thyroid status (N=100) 
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The thyroid profile of the three groups is given in table 19.  

Table 23: Thyroid profile of patients with chronic urticarial based on thyroid status 

(N=100) 

Thyroid 

profile 

Mean ± SD (95% CI) 

Hypothyroid (%) Euthyroid (%) Hyperthyroid (%) 

TSH (mU/L) 8.25 ± 0.78 (6.65-

9.86)  

2.41 ± 0.13 (2.15-

2.67) 

0.30 ± 0.02 (0.25-

0.35) 

T4 (ng/dl) 0.46 ± 0.02 (0.40-

0.51) 

1.26 ± 0.91 (1.08-

1.45) 

4.17 ±1.37 (1.00-

7.34) 

T3 (pg/dl) 1.88 ± 0.18 (1.45-

2.22) 

3.04 ± 0.16 (2.70-

3.38) 

4.79 ± 0.82 (2.88-

6.69) 
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                                                DISCUSSION 

Urticaria is clinically characterized by erythematous, itchy edematous and transient 

plaques that cover the skin and mucous membranes. It is commonly known as hives 

among the general population. [89] Uticaria is broadly classified as acute when it last for 

less than 6 week and chronic when its occurrence is more than 6 weeks.[1] Acute 

urticaria usually has a definite cause which can be identified and does not cause much 

harm to patients since the symptoms disappear quickly, but chronic urticarial (CU) is a 

very distressing condition significantly affecting the quality of life.[90,91] Research 

shows that around 16% of the general population have urticaria at least once in their 

lifetime. All ages are at risk of getting urticaria but most commonly seen beyond 18 

years of age with the highest occurrence among young adults. It is suggested that the 

incidence of urticaria could range between 0.1 to 3%.[92] Of these 30% are chronic 

urticaria. [22] Treating patients with CU is very challenging and difficult for 

dermatologist since diagnosis is not clear in most of the situation. This present study 

has been conducted in a teaching hospital to describe the clinical profile of patients with 

chronic urticaria and also to evaluate their thyroid levels to check for any derangements. 

A total of 100 patients diagnosed with CU was included in our study. The mean age of 

the patients were 37.82 ± 12.59 years, with most of them aged between 20 to 40 years. 

Similar findings were reported by Aamir et, al.[93] in their study with an average age of 

38.55 ±  1.76 years. A study from Europe by Emina et, al.[66] had a mean age of 40.39 

± 14.39 year.   But a study by Rita et, al.[94] among 37 patients, whose details were 

obtained from retrospective medical record had a mean age of 54.8 years, which is 

much higher than our study.  
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Chronic urticaria was documented more among the female (62%) than male (38%). 

Several other studies [14,66,94,97] have reported the proportion of females being affected 

is double then that of male. Review of literature states that the female preponderance is 

2 to 4 times more than male. With recent advancement in gender medicine, the study 

on the role of gender in various disease has gained interest in clinical research. At 

present only limited data is available with regards to chronic urticaria.[96] 

Greater proportion of patients reporting with chronic urticarial is our study were from 

urban area (70%) than rural (30%). A study by Nitin et. al. [97] also had more patients 

from urban (62.6%) than rural (37.4%) area. Most common occupational status in the 

present study was home makers (38%) followed by employed workers (18%) and 

students (18%). Nitin et, al.[97] also reported similar finding. The role of residence and 

occupation in contributing to risk factors for chronic and recurrent urticaria needs to be 

studied.  

The mean duration of chronic urticaria in our study was 9.68 ± 4.0 months. A study by 

Vohra et.al.[98] had an average of 40 ± 40.93 months, while Rita et. al. [94] had a mean 

duration of 10.5 years. The later study was done from retrospective records so probably 

their study had selected those with greater duration of symptoms. Most of the studies 

have not document the average duration of CU, hence difficult to comment on the 

duration. Moreover, in chronic condition patients trend to follow up with different 

physician and different modality of treatment hence it becomes difficult to assess the 

real duration. 27 out of 100 patients in our study had any positive family history of 

chronic urticaria. Based on the thyroid status 44% of patients with hyperthyroid had 

positive family history while 25% had positive history among euthyroid and 

hypothyroid patients. A study by Emina et. al. [66] reported 7.14% with family history 
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while Alina et. al. [99] had 11% with a positive family history. The role of family history 

in contributing to CU is not clear and there is need for future research in this aspect.  

CU has been classified as inducible chronic urticaria (ICU) and chronic spontaneous 

urticaria (CSU). In ICU, trigger factors have been identified such as pressure, sunlight, 

cholinergic stimuli, cold, heat, water, exercise or vibration. It constitutes about 20% of 

cases of CU. In our study 10% of the patients gave a positive history of trigger factor 

such as cold, dust and food. While the remaining 80% of patients with CU had no 

evident factors that can be elicited, and it is termed as CSU. The latter has an estimated 

general prevalence between 0.5 to 1%.[100] Most of these CSU is associated with 

autoimmunity in about 30–45% of cases.[101] The remaining 50 to 60 % cases remain 

idiopathic in spite of extensive laboratory investigation.[102] Under the autoimmune sub 

category, the autoantibodies activate has shown to activate the basophils and cutaneous 

mast cells in vitro. Activation of these basophils or mast cells cause histamine release 

which is specific for chronic urticaria. Although this pathogenicity is not been proven 

in vivo situation, these antibodies cause wheal formation when injected intradermal, 

and its removal of leads to remission.[103] 

Among the autoimmune disorder causing chronic urticaria, thyroid dysfunction i.e. 

hyper function, hypofunction or both of the thyroid glands is the most common. [104] 

Hashimoto’s thyroiditis has been reported with increased frequency among the 

autoimmune CU in a study by Leznoff et. al. [105]. The presence of antibodies to 

peroxidase or thyroglobin has been demonstrated in this study even among euthyroid 

patients. [3] Several theories have been postulated on the role of thyroid antibodies in 

causing CU. One theory state that antithyroid autoantibodies only reflects a generalized 

autoimmune state. Another theory suggests that thyroid stimulation by TSH drives the 
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glandular activity and exacerbates inflammation even in euthyroid patients. [2] In our 

study, 31 patients were hypothyroid, 9 were hyperthyroid and the remaining euthyroid. 

Patients presenting with longer duration of itching beyond 18 months were seen among 

5 patients with hypothyroid and 1 patient with hyperthyroid and none with euthyroid 

state. Greater proportion of patients with hypothyroid (29%) reported severe itch when 

compared to euthyroid (13.3%) and hyperthyroid (0%). Overall, 40% of patients in 

study had thyroid dysfunction. A case control study was conducted by Mostafa et.al. 

[106] among patients with CU and antithyroid peroxidase positive. The interventional 

group in the study, were administered levothyroxine at a dose of 50 µg/day and 

antihistamine loratidine while the control group received only loratidine. The patients 

were followed up and the interventional group had better recovery from itching at a 

short duration of time when compared with the control group. 

A study by Palma et. al. [107] found 28.5% of patients with CU to have thyroid antibodies 

(either peroxidase or thyroglobin) and only 7.1% had thyroid dysfunction. The study 

found 2 out of 5 responding well to thyroid extract. The study concluded the role of 

thyroid autoimmunity in most of the cases with CU and suggested the need of 

evaluating thyroid antibody function in all cases of chronic urticaria. Similar findings 

were also documented by Rumbyrt et. al. [108] in their study. Karjigi et. al. [95] conducted 

a case-control among 100 patients with CU and compared their autoantibody levels 

with matched controls without CU. The study reported 14% of patients with CU were 

Antimicrosomal Antibody positive, 1% had Antithyroglobuin Antibody and 5% had 

thyroid dysfunction. None of the controls had any of these abnormalities. The study 

suggested the need for screening for thyroid function and autoantibody which may help 

patients with CU. Moreover, Zauli et. al. [109] mentioned in their study that thyroid 



79 

 

autoimmunity may develop several after CU and hence it is important to perform 

periodic test to detect the TSH and T4 level and also antithyroid antibodies. 

Clinically urticarial is diagnosed by the presence of wheals or angioedema or both. It is 

important to note that not all wheals and angioedema is CU. Wheal are characterized 

by swelling, erythema, itching or burning sensation, usually transient in nature 

returning normal in 24 hours.[113] In our study wheal, dermographism and angioedema 

was seen among 99%, 49% and 25% cases. The proportion of angioedema was greater 

among the hypothyroid group (38.7%) when compared to the euthyroid (20%) and 

hyperthyroid (11.1%) group. A study by Vohra et. al. [98] had used urticarial activity 

score to assess the severity of itching. This score had two components. Firstly, pruritus 

severity score on a scale of 0 to 3. The second component was wheal score based on 

the number of wheals occurring in the body. This study had compared the symptoms of 

CU patients among those with positive autologous serum skin test (ASST) with 

negative ASST. It was found that patients with positive ASST had more severe clinical 

manifestation such as higher urticaria activity score, more involvement of several body 

parts such as palms and sole, angioedema of throat, constitutional, respiratory and 

gastrointestinal symptoms than the group with negative ASST. This knowledge will 

assist dermatologist in treating the condition. In our study we used Urticaria Activity 

Score over 7 days (UAS7) that assess the itch severity and hive count in patients with 

spontaneous chronic urticarial using dairy based documentation of their symptoms over 

7 days. Most of the patients in our study i.e 40% had moderate activity of NAS7 band 

16 – 27, while 31% and 29% had severe and moderate band respectively.  

Our study has focus on the thyroid profile of patients with CU and found a greater 

proportion of them having hypothyroidism and few with hyperthyroid. Other 
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studied[111,112] have found association between severe chronic urticaria and increase in 

plasma level of D-dimer and plasma prothrombin fragments. A study by Mukesh et. al. 

[114] had found Helicobacter pylori with gastritis to be associated with chronic idiopathic 

urticarial with 81.25% improvement in symptoms following the eradication of H.pylori. 

These factors need to be looked into during the diagnostic work-up and treatment. The 

most important part of investigation is detailed history which should be structured and 

in detail especially to identify any trigger factor.[113]  

Most of the patients in our setting improved with antihistamine such as levocetrizine, 

bilastine and leukotriene receptor antagonists (LTRAs) such as montelukast. A very 

few patients needed corticosteroid to get the condition under control. It also very 

important to reassure patients that there is no serious underlying medical problem that 

can cause CU and the availability of effective treatment.[14] A small portion of patients 

with CU are unresponsive to standard treatment. In such patient’s cyclosporine has 

proven to be effective in 65% of cases. [114] Even tacrolimus [115] and mycophenolate 

mofetil [116] have proven to be effective in certain trial. More recently use of intravenous 

immunoglobulin has also been tested among small number of patients and the results 

have been varied. [117] Latest recommendation of immunoglobulin states it should not 

be used until all other therapies have failed. [118] 

Our study had few limitations. We have not included controls to compare the thyroid 

prolife. Lastly, we have not assessed the antithyroid antibody level which will give us 

a better understanding of the role of thyroid gland in causing CU. Despite this, our study 

has highlighted a huge proportion (40%) of patients with CU to have an underlying 

thyroid dysfunction. 
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CONCLUSION 

Chronic urticarial is an erythematous, itchy and transient plaque occurring on skin and 

mucous membrane lastly for more than 6 weeks duration. In the present hospital based 

study 100, patients presenting with chronic urticarial were studied. Most of the patients 

belonged to the age group of 20 to 40 years, with majority being females from urban 

area. The mean duration of urticarial was 9.68 ± 4.0 months with majority having 

symptoms between 6 to 12 months. Based on UAS7 band, most of the patients (40%) 

belonged to the band 16-27 which indicates moderate activity. 31 % had 28 – 42 band 

which is severe, while 29% had mild urticarial. None of the patients belonged to band 

1 – 6 which is well controlled urticaria. Wheal was seen in 99% of the patients, while 

dermographism and angioedema was seen in 49% and 25% respectively. Based on the 

blood thyroid levels, 31% had hypothyroidism and 9% were hyperthyroid. The 

remaining 60% were euthyroid in the present study. The mean score was almost similar 

for hypothyroid and euthyroid group i.e. around 21 while for hyperthyroid it was lesser 

i.e. 19.44. The most common sign of urticarial documented among all the groups was 

wheal. 100% of those with hypothyroid and hyperthyroid state and 98.3% in euthyroid 

state. Angioedema was seen most among hypothyroid (38.7%) when compared to 

euthyroid (20%) and hyperthyroid (11.1%). Dermographism was seen around 50% of 

hypo and euthyroid patient but only in 11.1% of hyperthyroid patients. 
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                                      SUMMARY 

The titled “A clinical study of chronic urticaria and its association with thyroid 

dysfunction.” was done with the objective to study the clinical profile of chronic 

urticaria and its association with thyroid dysfunction among the patient’s attending 

department of Dermatology Venereology and Leprology at SDM Medical College. The 

present study was done among 100 patients with chronic urticarial visiting the 

dermatology OPD of SDM Medical College, during the study period of one year. 

1. The mean age of the study patients was 37.82 ± 12.59 years with a minimum 

and maximum age of 17 and 78 years respectively. Most of the patients 

belonged to the age group of 20 to 40 years.   

2. In the present study 62% were female while 38% male. 

3. Most of the patients were from urban (70%) area than rural (30%)  

4. Of the total 100 patients, 38% were home maker followed by employed workers 

(28%) and students (18%). 9% and 7% were farmers and business by 

occupation. 

5. The mean duration of chronic urticarial was 9.68 ± 4.0 months. Majority of the 

patients (76%) with chronic urticarial had the duration of symptoms between 6 

to 12 months. 17% had a duration between 12 to 18 months. Only 3% and 4% 

had a prolonged duration of urticarial between 18 to 24 months and more than 

24 months respectively.  

6. Positive family history was reported among 27% of patients with chronic 

urticarial. 
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7. Of the 100 study patients, 10 patients gave a history of aggravating factor. Of 

this, 4% had cold as an aggravating factor and 3%, 2% and 1% had food, dust 

and night time to the aggravating factors.  

8. Based on grade of itching, 56% reported their itch to be of moderate severity 

and 27% and 17% reported mild to severe itch respectively. 

9. Based on UAS7 band, most of the patients (40%) belonged to the band 16-27 

which indicates moderate activity. 31 % had 28 – 42 band which is severe, while 

29% had mild urticarial. None of the patients belonged to band 1 – 6 which is 

well controlled urticaria.  

10. Wheal was seen in 99% of the patients, while dermographism and angioedema 

was seen in 49% and 25% respectively. 

11. The mean TSH, T4 and T3 value in the present study was 4.03 ± 0.38 mU/L, 

1.27 ± 0.16 ng/dl and 2.82 ± 0.15 pg/dl respectively. Based on the blood thyroid 

levels, it was found that 31% had hypothyroidism and 9% were hyperthyroid. 

The remaining 60% were euthyroid in the present study. 

12. Based on thyroid status of the patients, all had the symptoms between 6 to 12 

months, but this proportion was greater for euthyroid (88.3) group than hypo 

(58%) and hyper (55.5%) group. 5% of those in the hypothyroid group had the 

duration of symptoms for more than 24 months while none from the other two 

group had this long duration. 

13. Patients with hypothyroid reported more history of aggravating factors such as 

cold (6.4%), dust (3.2%) and food (3.2%). Among the euthyroid group 3.3% 

reported cold as an aggravating factor and 1.6 % each with night time, dust and 

food respectively. 
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14. Among the hyperthyroid group all reported only mild (66.6%) to moderate 

(33.3%) itching and none with severe. In the hypothyroid group a greater 

proportion had severe itching (29%) in comparison with euthyroid (13.3%). 

Greater percentage had mild itching in euthyroid (26.6%) than hypothyroid 

group (16.1%). 

15. Mean urticarial score was calculated based on pruritus and number of wheals                                     

appearing. The mean score was almost similar for hypothyroid and euthyroid group           

i.e., around 21 while for hyperthyroid it was lesser i.e., 19.44 

16.The most common sign of urticarial documented among all the group was wheal. 

100% of those with hypothyroid and hyperthyroid state and 98.3% in euthyroid 

state. Angioedema was seen most among hypothyroid (38.7%) when compared to 

euthyroid (20%) and hyperthyroid (11.1%). Dermographism was seen around 50% 

of hypo and euthyroid patient but only in 11.1% of hyperthyroid patients. 
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ANNEXURE I 

INFORMED CONSENT FORM 

I __________________________________________ age      , declare that I have been 

informed in detail about the dissertation. “CLINICAL STUDY OF CHRONIC 

URTICARIA AND ITS ASSOCIATION WITH THYROID DISEASES –

HOSPITAL BASED STUDY”  

and I hereby give consent to include myself as a subject in it. 

I have also been informed to my satisfaction by the attending doctor, 

Dr.Sahiti Reddy M, about the purpose of the study. 

I give my consent to the attending doctor to do a physical examination, 

record the findings and take photographs whenever necessary. I have been 

informed to my satisfaction by the attending doctor about the need for 

blood investigations and the cost of the same. I have also been informed 

about the different treatment options and their complications. All this has 

been explained to me in the language I understand and I fully consent for 

the same. 

I am also fully aware that at any point of time I can withdraw myself from 

this study. 

I also give full consent to use the data and clinical photographs obtained 

during the study for the purpose of publication in professional journals. 

Signature of the doctor (investigator)              Signature of the patient 

                                                                                      Name: 

                                                                                      Relationship: 

Name of the doctor (investigator)                               Address: 

 

Date: 

Place: 
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                             ರೋಗಿಯ ಮಾಹಿತಿ ಹಾಳೆ 

 ರೋಗಿಯ ಕ್ರ ಮ ಸಂಖೆ್ಯ - 

ನಾವು ಸೋರಿಯಾಸಿಸ್ನ ಲಿ್ಲ   ಕಿ್ಲನಿಕಲ್  ಮತ್ತು  ಬಯೋಕೆಮಿಕಲ್ 

ಪ್ಯಾ ರಾಮಿೋಟರ್ಗಳ  ಕೊರೆಲೇಷನ್   ಅಧ್ಾ ಯನವನ್ನನ   

ಮಾಡುತಿು ದ್ದ ೋವೆ: ಕೇಸ್ ಕಂಟ್ರ ೋಲ್  ಸ್ಟ ಡಿ. ಈ ಅಧೆ್ ಯನದ 

ಉದ್ದ ೋಶವು ಸೋರಿಯಾಸಿಸ್ನ  ಕಿ್ಲನಿಕ್ಲ್  ಮಾದರಿಯನ್ನನ   ಮತ್ತು  

ಜೋವರಾಸಾಯನಿಕ್  ನಿಯತಾಂಕ್ಗಳಾದ ಸಿೋರಮ್ ಟ್ೋಟಲ್ 

ಕೊಲೆಸ್ಟ್ಟ ರ ಲ್, ಸಿೋರಮ್ ಟ್ರ ೈಗಿಿ ಸ್ರೈಡ್ಗ ಳು, ಸಿೋರಮ್ ಎಚಿ್ಡ ಎಲ್, 

ಸಿೋರಮ್ ಯೂರಿಕ್ ಆಸಿಡ್ ಮತ್ತು  ಯಾದೃಚ್ ರಕು ದ 

ಸ್ಕಕ ರೆಯೊಂದಿಗೆ ಅದರ ಸಂಬಂಧ್ವನ್ನನ  ತಿಳಿದುಕೊಳ್ಳು ವುದು. ಈ 

ಅಧೆ್ ಯನದ  ಭಾಗವಾಗಲು  ನಿೋವು ಒಪಿ್ಪ ದರೆ, ನಿಮಮ  ಆರೋಗೆ  ಸಿಿ ತಿ 

ಮತ್ತು  ವಿವರವಾದ ಇತಿಹಾಸ್ ಮತ್ತು  ಪರಿೋಕೆ್ಷ ಯ ಜೊತೆಗೆ ಕಿ್ಲನಿಕ್ಲ್ 

ರಕ್ು ದಲಿ್ಲನ ಭಾವಚಿತ್ರ ಗಳ್ಳ ಮತ್ತು   ಅಗತೆ್ ವಿರುವಲಿ್ಲ ಲಿ್ಲ  ಸಂಬಂಧಿತ್ 

ತ್ನಿಖ್ಯಗಳ ಬಗೆೆ  ನಿಮಮ ನ್ನನ  ಕೇಳಲ್ಲಗುತ್ು ದ್. ನಮಮ  ಅಧೆ್ ಯನಕೆ್ಷ  

ಸಂಬಂಧಿಸಿದ ರೋಗಿಗೆ ಯಾವುದೇ ವೆಚ್ಚ ವಿಲಿ್ . ಈ ಅಧೆ್ ಯನವು 

ಸಂಪೂರ್ಣವಾಗಿ ವಿೋಕ್ಷಣಾ ಅಧೆ್ ಯನವಾಗಿದ್ ಮತ್ತು  ಈ ಅಧೆ್ ಯನದ 

ಪರಿಣಾಮವಾಗಿ ರೋಗಿಗೆ ಅಲಿ್  ಅಥವಾ ದೋರ್ಘಣವಧಿಯವರೆಗೆ 

ಯಾವುದೇ ಹಾನಿ ಉಾಂಟಾಗುವುದಲಿ್ . ಈ ಅಧೆ್ ಯನದಲಿ್ಲ  

ಭಾಗವಹಿಸುವ ಮೂಲ್ಕ್ ನಿೋವು ಯಾವುದೇ ನೇರ ಪರ ಯೋಜನಗಳನ್ನನ  

ಹಾಂದಲಿ್ದರಬಹುದು. ಆದಾಗೆ್ಯ  ಈ ಅಧೆ್ ಯನದ ಸ್ಮಯದಲಿ್ಲ  

ಸಂಗರ ಹಿಸಿದ ಮಾಹಿತಿಯು ಹೆಚಿಚ ನ ಸಂಶೋಧ್ನೆಗೆ 

ಉಪಯುಕ್ು ವಾಗಬಹುದು.ನಿಮಮ  ಬಗೆೆ  ಸಂಗರ ಹಿಸಿದ ಯಾವುದೇ 

ಮಾಹಿತಿಯನ್ನನ  ಕ್ಟ್ಟು ನಿಟಾು ಗಿ  ಗೌಪೆ ವಾಗಿಡಲ್ಲಗುತ್ು ದ್. 
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ಈ ಅಧೆ್ ಯನದಲಿ್ಲ  ಭಾಗವಹಿಸುವುದು ಸ್ವ ಯಂಪ್ರ ೋರಿತ್ವಾಗಿದ್ ಮತ್ತು  

ನಿೋವು ಯಾವುದೇ ಸ್ಮಯದಲಿ್ಲ  ಈ ಅಧೆ್ ಯನದಾಂದ ಹಿಾಂದ್ 

ಸ್ರಿಯಬಹುದು. 

ನಿೋವು ಅಧೆ್ ಯನದ ಬಗೆೆ  ಯಾವುದೇ ಪರ ಶ್ನನ ಗಳನ್ನನ  ಹಾಂದದದ ರೆ ನಿೋವು 

ಈ ಕ್ಷಳಗಿನವುಗಳನ್ನನ  ಸಂಪಕ್ಲಣಸ್ಬಹುದು.  

ಡಾ…………., ಸಾನ ತ್ಕೊೋತ್ು ರ ವಿದೆಾ ರ್ಥಣ, ಚ್ಮಣರೋಗ ವಿಭಾಗ, ಎಸ್ 

ಡಿ ಎಾಂ ವೈದೆ ಕ್ಲೋಯ ಮಹಾವಿದೆಾ ಲ್ಯ,ಸ್ತ್ತು ರು-ಧಾರವಾಡ. 

Ph------------. 

 

ದನಾಾಂಕ್ : 

ಸ್ಮಯ : 

ರೋಗಿಯ ಹೆಸ್ರು ಮತ್ತು  ಸಿಹಿ:  
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PROFORMA 

 

 

Name:                                                                         OP no: 

Age:                                                                              IP no: 

Sex:                                                                                

Occupation:               Socio-economic status:        

Address:           Phone Number:    

Informant: 

   

Chief skin complaints and duration: 

History of present illness: 

Duration:  

No of lesions:  

Site of lesion:  

Precipitating factors:  

Past History: 

History of other skin disorders:  

Family history: 

Personal history: 

    Diet                                :  

   Appetite                        :  

    Sleep                             :   

    Bowel and Bladder       : 
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Habbits                                 :  

Treatment history: 

General physical examination: 

BUILT   :  

NUTRITION                : 

 Weight:  Height:  BMI: 

 Vitals:    Pulse:      RR:       Temp: 

Pallor:      Icterus: Cyanosis:       Clubbing:            Lymphadenopathy: Edema: 

Systemic Examination: 

  CVS: 

  RS: 

  P/A: 

  CNS: 

Local examination: 

Thyroid gland examination: 

Cutaneous examination: 

Number: 

  Site:  

Wheals: 

Dermographism: 

Mucosal Involvement: 
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Provisional diagnosis: 

Investigations:  

Thyroid profile: 

TSH:                         T3:                              T4: 

FINAL DIAGNOSIS: 
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MASTER CHART 

KEY TO MASTER CHART 

Angioedema 

Present-1 

Absent-0 

Family history 

Present-1 

Absent-0 

Severity of itching 

Mild-1 

Moderate-2 

Severe-3 

Address 

Rural-1 

Urban-2 

Socioeconomic status 

Employee-1 

Farmer-2 

Business-3 

Home maker-4 

Student-5 
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