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Abstract

Introduction Skin changes occur in about 90 % pregnant

women in one form or the other. The various skin changes

maybe either physiological (hormonal), changes in pre-

existing skin diseases or development of new pregnancy-

specific dermatoses. All of these dermatoses can be

attributed to the profound hormonal, vascular, metabolic,

and immunological changes occurring during pregnancy.

Classification Pregnancy-specific dermatoses have now

been classified into dermatoses which are definitively

associated and dermatoses with uncertain association with

pregnancy. Though most of these skin dermatoses are

benign and resolve in postpartum period, a few can risk

fetal life and require antenatal surveillance. Most of the

dermatoses of pregnancy can be treated conservatively but

a few require intervention in the form of termination of

pregnancy.

Conclusion Careful history taking and examination will

help us to identify each condition clinically and appropriate

management can be instituted for the well-being of the

mother and the fetus.
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Introduction

Skin changes occur in more than 90 % pregnant women in

one form or the other [1]. During pregnancy, there is an

advent of a new endocrine organ, the placenta. The feto-

placental unit synthesizes pregnenolone and progesterone.

Pregnenolone is converted by the developing fetal adrenal

to dehydroepiandrosterone, which is returned to the pla-

centa to be aromatized to estriol. The parathyroid glands

also hypertrophy, leading to a tendency toward low serum

calcium levels. This reduction in calcium levels may have

an important role in the pathogenesis of impetigo herpeti-

formis during pregnancy.

During pregnancy, the maternal immune response is

extensively altered to allow the fetus to attach to the

mother. Cytokine profile is altered, leading to a tendency

toward the Th2 cytokines (IL-4, IL-5, IL-10, IL-13), which

favor the maintenance of fetal survival. In postpartum

period, there is elevation in the levels of Th1 cytokines

(IL-2, TNF-a, IFN-c).

Hormonal changes during pregnancy also lead to an

overall preference of the Th2 cytokine profile [2]. Estrogen

suppresses IL-2 production while progesterone promotes

the production of Th2 cytokines like IL-4, IL-5, and IL-10.
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Progesterone has an inhibitory effect on TNF-a secretion

and glucocorticoid levels increase steadily during preg-

nancy. It inhibits the IL-1, IL-2, TNF-a, and IFN-c pro-

ductions and stimulates IL-10, IL-4, and IL-13 syntheses.

Skin changes occurring during pregnancy can be mainly

classified into four groups as shown in the Table 1. The

most common changes that are seen in the Indian scenario

are pigmentary changes in the form of melasma and pru-

ritus and secondary skin changes.

Physiological Skin Changes in Pregnancy

Pigmentation

It is one of the earliest signs of pregnancy. Generalized

hypermelanosis may rarely develop, and its occurrence

may sometimes suggest hyperthyroidism. Freckles, nevi,

and recent scars darken and even enlarge during pregnancy.

It was earlier postulated that increased a- and b-MSH from

the pituitary was the causative factor. However, it has now

been proved that estrogen increased the output of melanin

by the melanocytes and also that the effect of estrogen is

augmented by progesterone.

Also, the placenta is rich in bioactive sphingolipids,

which induce melanogenesis by upregulating various

melanogenic enzymes—tyrosinase and tyrosinase-related

proteins 1 and 2.

There is usually a mild generalized pigmentation, most

marked in areas that have already slightly darker than the

surrounding skin like the nipples, areola, periumbilical

skin, neck, upper back, and midline of the abdomen.

Darkening of the skin adjoining the areola produces sec-

ondary areola, linea alba turns dark to become linea nigra

especially in dark-complexioned individuals. This is often

accompanied by the displacement of the umbilicus to the

right, known as the ‘‘ligamentum teres sign.’’ Other areas

that become darkened are the areas of friction such as the

medial thighs, the perineum, and the axillae. The affected

sites usually lighten after delivery, but do not return to their

actual previous color. Melasma or chloasma gravidarum

occurs in about 45–75 % of pregnant women [3]. Group B

natural pigmentary demarcation lines occur on the limbs

during pregnancy. These are borders of abrupt transition

between more deeply pigmented skin and that of lighter

pigmentation.

Management of the pigmentary disorders during preg-

nancy involves mainly reassurance and asking the patient

to avoid sun exposure, as the hormonal cause of the pig-

mentation persists throughout the pregnancy and the

mainstay therapy of the hyperpigmentation is contraindi-

cated during pregnancy.

Hair

Hirsutism and accompanying acne can be found in many

pregnant women especially toward the term. Scalp hair

becomes fuller during pregnancy which is due to increase

in the mean diameter of the scalp hair. Mean percentage of

anagen hairs increases from the normal 85–95 % by the

second trimester which is due to estrogens prolonging the

anagen phase and also the slow conversion of hair from the

anagen to the telogen phase. After the delivery, there is

accelerated conversion from anagen to telogen, and this

Table 1 Classification of skin changes occurring during pregnancy

1. Physiological changes

Pigmentary changes

Hair and nail changes

Connective tissue changes

Vascular changes

Glandular changes

2. Specific dermatoses of pregnancy

Atopic eruption of pregnancy

Polymorphic eruption of pregnancy

Pemphigoid gestationis

Intrahepatic cholestasis of pregnancy

3. Uncertain dermatoses of pregnancy

Linear IgM disease of pregnancy

Papular dermatitis of pregnancy

Pustular psoriasis of pregnancy

Autoimmune progesterone dermatitis of pregnancy

4. Dermatological conditions modified by pregnancy

Conditions improving

Allergic contact dermatitis

Fox–Fordyce disease

Hidradenitis suppurativa

Psoriasis (2/3 improves)

Systemic sclerosis

Systemic lupus erythematosus

Conditions worsening

Atopic dermatitis

Urticaria

Hereditary angioedema

SLE (with renal involvement)

Hansen’s disease

Malignant melanoma

Neurofibroma

Dermatomyositis

Eosinophilic granuloma

Pemphigus vulgaris

Mycosis fungoides

Acrodermatitis enteropathica

Porphyria cutanea tarda
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results in hair fall starting from 70 to 80 days postpartum.

Although complete hair regrowth usually occurs, the hair

may not be as abundant as it was before. Rarely a male-

pattern baldness and hypotrichosis are seen especially in

women with a tendency toward androgenetic alopecia.

Nails

Nail growth is generally increased during pregnancy. Nails

become more brittle and soft. Distal onycholysis and sub-

ungual hyperkeratosis may occur. Beau’s lines develop

after delivery. Usually, the nail changes are benign, and

reassurance and promotion of good nail care, avoiding any

external nail sensitizers, will take care of the problems.

Physiological Connective Tissue Changes During

Pregnancy

Striae distensae appear in 90 % of pregnant women from

the sixth to seventh month as purple streaks. A strong

association between striae gravidarum and the presence of

pre-existing breast and thigh striae have been found [4]. It

occurs as a result of combination of distension and genetic

and adrenocortical activities, which leads to intradermal

tears of collagen. Preventive measures by different topi-

cal therapies are controversial [3]. Optional postpartum

treatments include tretinoin, excimer laser, and surgical

excision.

Molluscum fibrosum gravidarum and Acrochordons are

identical to skin tags. They occur from the fourth to sixth

month of pregnancy and usually disappear after parturition.

Physiologic Vascular Changes During Pregnancy

Vascular spiders or spider nevi are seen mostly in areas of

skin drained by the superior vena cava, the neck, throat,

face (particularly around the eyes), upper chest, arms, and

hands. They appear as small, flat, or slightly raised lesions

with a central, faintly pulsating, red punctum associated

with small, radiating, telangiectatic vessels, and surround-

ing erythema.

Palmar erythema, hemangiomas, cutis marmorata, pur-

pura, petechia, edema, carpal tunnel syndrome, varicosi-

ties, hemorrhoids, pregnancy gingivitis, and granuloma

gravidarum or pregnancy epulis are the other vascular

changes seen in pregnancy.

Physiologic Glandular Changes During Pregnancy

Eccrine gland activity generally increases during preg-

nancy, often leading to hyperhidrosis, miliaria, and dys-

hidrotic eczema. Apocrine gland activity usually decreases

during pregnancy. Sebaceous gland function increases.

Key Points

Reassurance and counseling of the patient needs to be done.

Patient cautioned against using any over-the-counter medications

for pigmentation and other changes.

No need for any invasive investigations or procedures at this

stage.

Skin Disorders Affected by the Pregnancy

A variety of skin disorders are affected by pregnancy

mainly as a result of either the patients stopping the med-

ications altogether by herself as soon as she knows that she

is pregnant or due to the immunological changes occurring

as a result of pregnancy, i.e., TH2 response is more during

pregnancy and TH1 response is more in the postpartum

period.

Allergic contact dermatitis, Fox–Fordyce disease,

hidradenitis suppurativa, psoriasis (2/3 improves rest

worsens), systemic sclerosis (may improve or no change),

and systemic lupus erythematosus [5] (without renal

involvement) improves clinically during pregnancy.

Atopic dermatitis [6], Urticaria (progesterone induced or

premenstrual), hereditary angioedema, SLE (patients with

renal involvement), Hansen’s disease, malignant mela-

noma, neurofibroma (increased incidence of invasion of

neurofibroma into the vessel wall), dermatomyositis,

eosinophilic granuloma, pemphigus vulgaris [7], mycosis

fungoides, acrodermatitis enteropathica and porphyria

cutanea tarda—all these will worsen during the pregnancy.

Key Points

A previous history of skin disorders should always be elicited

from the patients presenting with any skin manifestation during

pregnancy.

Common conditions like neurofibroma and atopic dermatitis

aggravates during pregnancy or may present for the first time in

pregnancy.

Any therapy for a pre-existing skin condition should be modified

after consulting with a dermatologist.

The Specific Dermatosis of Pregnancy

Classification

The first classification of dermatoses of pregnancy was

proposed by Holmes and Black in 1983 and included four

skin conditions: (1) Pemphigoid gestationis (PG, syn.

herpes gestationis), (2) Polymorphic eruption of pregnancy

(PEP) (syn., pruritic urticarial papules and plaques of

pregnancy [PUPPP]), and (3) Prurigo of pregnancy (PP),
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and (4) Pruritic folliculitis (PF) of pregnancy [8]. The

second, proposed by Shornick in 1998 [9], included intra-

hepatic cholestasis of pregnancy (ICP) in addition to PG,

PEP, and PP. The most recent rationalized classification

has been proposed by Ambros-Rudolph et al. in 2006 [10]

after their retrospective two-center study on 505 pregnant

patients. They introduced a new entity ‘‘atopic eruption of

pregnancy (AEP)’’ as AEP was observed to be the most

common pruritic skin condition in pregnancy in their study.

They included three conditions—eczema in pregnancy

(EP), PP, and PF of pregnancy under AEP due to their

overlapping features. Therefore, they presented four main

conditions: (1) AEP, (2) PEP, (3) PG, and (4) ICP under

dermatoses of pregnancy. While AEP starts significantly

earlier, PEP, PG, and ICP present in late pregnancy. The

uncertain dermatoses of pregnancy are linear: (1) IgM

disease of pregnancy, (2) papular dermatitis of pregnancy,

(3) pustular psoriasis of pregnancy, and (4) autoimmune

progesterone dermatitis of pregnancy.

A few of the specific dermatoses are associated with

fetal loss like herpes gestationis, pustular psoriasis of

pregnancy, and cholestasis of pregnancy [11].

Diseases Having Definite Association with Pregnancy

Pruritus Gravidarum and ICP

The term pruritus gravidarum is used for all the conditions

of pregnancy with severe pruritus and no skin lesions while

prurigo gravidarum is used for cholestasis of pregnancy

with no or minimal jaundice. The prevalence of pruritus in

pregnancy was found to be 4.6 % (23 cases) [12].

Pruritus is one of the most common dermatological

symptoms in pregnancy [13]. Pruritus in pregnancy has

always been challenging to the treating physician both in

diagnosis and treatment. Pruritus occurs due to various

causes, and it can occur any time during pregnancy. Causes

for pruritus in pregnancy are numerous ranging from spe-

cific dermatoses of pregnancy to various dermatological

conditions such as atopic dermatitis, urticarial, infection,

and infestation or drug induced. In addition to these, var-

ious systemic diseases can also manifest with pruritus.

Cholestasis of pregnancy is the second most common

cause of jaundice in pregnancy [14]. Pruritus is secondary

to an increase in the concentration of bile acids in serum

and within the skin. During pregnancy, there is a relative

fall in the hepatic blood flow which leads to a decreased

clearance of estrogens that result in an increase in biliary

cholesterol concentration and secretion, and this also

impairs the capacity of the liver to transport anions, such as

bilirubin and bile salts [39]. Bile acids may solubilize lipid

cellular membranes by their detergent properties, and

release histamine and proteolytic enzymes such as lyso-

somal proteases which affect free nerve endings and pro-

duces itching sensation [15].

There are no primary skin lesions in this condition. It

usually occurs in the third trimester and the itching is worse

at night. Abdomen is the primary site, and later on the trunk

and distal extremities get involved. Twenty percent of the

patients will also have jaundice. Liver function tests may

not show any abnormalities [16]. The most sensitive indi-

cator is the serum bile acid level [9].

Although pruritus is not a life-threatening medical

condition, it can be extremely troublesome for pregnant

women. Because of potential effects on the fetus, the

treatment of pruritus in pregnancy requires prudent con-

sideration. However, any drug taken during the pregnancy

has a potential teratogenic effect on the fetus. If a drug is

consumed during the first trimester, it can result in severe

structural fetal malformations and, in the later part of

pregnancy, it can result in various functional defects or

growth disorders and can also lead to minor malformations.

Drugs taken during the pregnancy can also lead to after

effects in the neonatal period and infancy.

The patient should ideally be put on bed rest and a low-

fat diet. Topical calamine, emollients, mild potent steroids

can be given [9, 16, 17]. Ion-exchange resins like chole-

styramine, silymarine, and ursodeoxycholic acid (UDCA)

[9] have also been found to be useful. 12 mg of dexa-

methasone daily for 6 days has been used with suppression

of fetoplacental estrogen production and resolution of

pruritic symptoms [18]. UVB and phenobarbitones can also

be used.

Among the antipruritic drugs prescribed during preg-

nancy, antihistamines are the commonest. At one point, the

physician will have to use the antihistamines and weigh the

benefits against the teratogenic effects of the antihista-

mines. Physicians must decide whether to select an older,

better-studied antihistamine, thought to be relatively safe

during pregnancy, or a newer agent that has less adverse

effect on the quality of life, but has a potential teratogenic

effect.

Many a time, the patient procures these agents as an

over-the-scounter preparation and uses it. Various studies

on the usage of antihistamines (H1 blockers) during preg-

nancy, including a meta-analysis of more than 200,000

women, show no increase in the teratogenic risk of these

drugs in the humans [19–22]. Certain animal studies with

hydroxyzine, cyclizine, and promethazine have shown

teratogenic effects, but no human teratogenic reports have

so far been reported. Drugs such as dexchlorpheniramine

and alimemazine (trimeprazine) were not found to be

having any teratogenic effect even in animal studies. None

of the antihistamines has so far been classified by the

United States Food and Drug Administration (US-FDA),
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on the basis of controlled animal or human studies, as safe

for use during the pregnancy (Table 2) [23].

If antihistamines have to be prescribed during preg-

nancy, then first generation agents should be preferred and

among them chlorpheniramine, dexchlorpheniramine, and

hydroxyzine, should be the first choice of agents. The

patient should also be advised to drink plenty of water

when taking antihistamines during pregnancy to overcome

the anticholinergic side effects. They should also be

advised to take immediate gynecological consultation if

they find any change in the frequency of baby’s movement

or increased contractions after taking the drugs.

If a second generation agent has to be used, then lorat-

adine or cetirizine should be preferred as they have been

widely studied for possible teratogenic effects and have

been found to be nonteratogenic till date. Both these agents

are pregnancy category B agents.

In cholestasis of pregnancy, antihistamines offer little

help, and may be used only as adjunctive therapy. The

prognosis for the mother is excellent, and rapid resolution

will usually occur at parturition. Incidence of prematurity,

still birth, low-birthweight babies, intrauterine asphyxia,

and postpartum hemorrhage are all associated with this

condition and are due to placental anoxia. Strict surveil-

lance and early induction is recommended.

Herpes (Pemphigoid) Gestationis

It has an incidence rate between 1:50,000 and 1:60,000. It is

associated with HLA-DR3 and HLA-DR4, and usually

occurs during 12th to 24th week of pregnancy in multi-

gravida (first episode). Prodromal symptoms like malaise,

nausea, headache, hot and cold sensations, constipation,

fever, and chills often herald the onset of the eruption for

several days or weeks. Preceding symptoms of severe gen-

eralized itching and burning sensations are prominent fea-

tures of the disease. This is followed by the developments of

papulo-vesicles and subepidermal bullae usually on the

abdomen, often within or immediately next to the umbilicus,

in half of the patients. In the other half, these begin with

typical lesions, but in an atypical distribution (onset on the

extremities or the palms and soles). Eruption is quite poly-

morphous and usually begins with areas of patchy erythema

and subcutaneous edema. In more severe cases, small vesi-

cles arise in a herpetiform or circinate pattern, frequently

coalescing and forming tense bullae.

Interval between the onset of the eruption and the

development of bullous lesions was found to be usually

within 2–4 weeks. Duration of individual lesions is

1–3 weeks. Oral lesions are seen in 20 % of the patients

while face is involved in about 10 % of the cases.

Direct immunofluorescence offers the most useful infor-

mation for diagnosis. Herpes gestationis factor is directed

against BPAG2, leading to complement activation and

destruction of the basement membrane zone. Early urticarial,

nonblistered areas show nonspecific findings of superficial

and deep, dense, perivascular infiltrate of lymphocytes, his-

tiocytes, and eosinophils, often characterized as a ‘‘reactive

privasculitis.’’ There is marked dermal edema, spongiosis, and

necrosis of basal cells at the tip of the dermal papillae. The

dermal infiltrate may vary from almost completely lympho-

cytic with few eosinophils to predominantly eosinophilic with

nuclear fragmentation (nuclear dust). These features may

sometimes be indistinguishable from erythema multiforme or

bullous pemphigoid or dermatitis herpetiformis.

Therapy is directed at controlling symptoms (mainly to

alleviate pruritus) and cutaneous disease (prevent new blister

formation). Patients should be reassured that the disease is

expected to clear after delivery. Mild cases (before the vesi-

culo-bullous stage) managed with potent topical corticoste-

roid creams, lotions and topical or systemic antihistamines.

Prednisolone can be given in a dose of 15–40 mg per day in

staggered doses. Steroid is tapered and kept at the minimal

dose throughout pregnancy. A rapid increase in the prednis-

olone therapy will probably be required immediately post-

partum. Other agents like azathioprine [16] and pyridoxine

hydrochloride have also been found to be useful. Early

delivery may be required in intractable cases [24]. Serious

maternal are rarely seen. Graves’s disease may develop later

in few patients [25]. Increased fetal mortality is seen in up to

50 % of the pregnancy cases that have been associated with

fetal complications like miscarriage, still birth, and congenital

anomalies. Cutaneous involvement of the newborn is seen in

5–10 % of the patients.

Pruritic Urticarial Papules and Plaques of Pregnancy

(PUPPP)

Also known as PEP or Besnier’s prurigo, it is the com-

monest gestational dermatoses. It usually occurs in the

Table 2 FDA pregnancy category classification for antihistamines

Drug name Pregnancy category

Chlorpheniramine B

Cyproheptadine B

Dexchlorpheniramine B

Hydroxyzine C

Promethazine C

Tripelennamine B

Cetirizine B

Fexofenadine C

Loratidine B

Levocetrizine B

Desloratidine C
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third trimester in the primigravida—especially in associa-

tion with large-for-dates babies or multiple pregnancies [9,

26]. Recurrence in subsequent pregnancies is rare, unless it

is associated with twin or multiple pregnancies.

The main pathogenesis is the rapid, late, excessive

abdominal distension resulting in collagen and elastic fiber

damage in the striae, with subsequent conversion of non-

antigenic molecules to antigenic ones, which may act as a

trigger for the inflammatory skin changes [27].

It is characterized by erythematous, pruritic papules that

coalesce into erythematous urticarial plaques typically

developing suddenly and symmetrically on the abdomen.

They are confined to the lower abdominal striae in two-

thirds of cases and typically sparing the periumbilical area

(Fig. 1). It is rare to find the eruption above the breasts,

hands, feet, or, like HG, involving the face. Aronson et al.

classified the clinical features into three types: type I, for

the most part urticarial papules and plaques; type II, no-

nurticarial erythema, papules, or vesicles; and type III, a

combination of the two forms.

No specific laboratory abnormalities are seen. Most

important differential is the rare urticarial form of HG. Ery-

thema multiformae may be indistinguishable from PUPPP.

Prognosis is good, and no fetal or maternal complica-

tions have been reported. Reassurance and symptomatic

treatment with emollients, antipruritic topical medications

(menthol and doxepin), and systemic antihistamines are all

that are needed [9, 26, 28].

Pruritic Folliculitis of Pregnancy

It is a variant of PUPPP with evidence of folliculitis on

histological examination. It occurs in the ratio of about

1:3,000 pregnancies [29] in the fourth to ninth month of

pregnancy. It does not recur in the subsequent pregnancies.

Clinically, it presents as masses of mono-morphous 3–5-

mm follicular erythematous papules with sterile pustules,

which are easily excoriated and are centered on hair fol-

licles. It has a generalized distribution. Contrary to its

name, pruritus is not a major feature.

Many cases of PF of pregnancy are misdiagnosed as

acne, microbial folliculitis, or PUPPP Lesions disappear

within 1 month following delivery.

Treatment is supportive with mild potent steroids and

antihistamines. Topical creams containing a mixture of

10 % benzoyl peroxide and 1 % hydrocortisone have also

been found to be useful [30]. No maternal or fetal mor-

bidity has been reported.

Prurigo of Pregnancy (PP)

It is also known as Nurse’s early onset PP. It is considered

as an unusual variant of PUPPP [31]. The term ‘‘AEP’’

includes both PP and PF of pregnancy [10]. It occurs in the

ratio of 1:300–450 pregnancies. It can occur in all tri-

mesters, but is typically seen in the third trimester. Clini-

cally presents as small groups of discrete, erythematous, or

skin-colored papules and nodules, which are extremely

itchy, resulting in excoriated lesions. It is seen primarily on

the extensor surfaces of the arms and legs, on the dorsal

aspects of limbs, and occasionally on the abdomen. In

some cases, chest and back are involved. The nodules in PP

are smaller than those in prurigo nodularis, and they are not

so dark even in patients with dark-colored skin [9].

Laboratory studies reveal no abnormalities [30]. Treat-

ment is symptomatic with moderate-to-high potent topical

corticosteroids and oral antihistamines such as chlorphe-

niramine. Narrowband UVB 20–30 treatments have shown

to be effective. No effect on the pregnancy or the newborn

baby has so far been reported [32].

Key Points

Atopic eruption of pregnancy is the most common pruritic

condition in pregnancy.

Cholestasis of pregnancy usually presents without any skin

lesions, and the presence of primary skin lesions should raise the

suspicion of other dermatoses.

Herpes gestationis usually presents with vesicles and bullae with

periumbilical lesions, whereas PUPPP presents with

characteristic sparing of umbilicus.

Cholestatsis of pregnancy and PUPPP occur in the third trimester,

while herpes gestationis occurs in the second trimester, and atopic

eczema of pregnancy can occur in any trimester.

Chlorpheniramine, dexchlorpheniramine, and hydroxyzine should

be the first choice of antihistamines.

Narrowband UVB can be tried in intractable cases of pruritus.Fig. 1 PUPPP along the striae gravidarum with sparing around the

umbilicus
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Diseases with Uncertain Association with Pregnancy

Impetigo Herpetiformis

It is also known as generalized pustular psoriasis of preg-

nancy. Less than 200 cases are reported in the literature. It

resembles pustular psoriasis of von Zumbusch. Most

patients have chronic psoriasis or have a family member

with psoriasis [33], but it can also arise in a patient without

previous psoriatic skin disease [16]. There is in fact no

difference between IH and pustular psoriasis of von Zu-

mbusch. Only difference is the time of appearance—

pregnant women developing a generalized pustular erup-

tion were diagnosed as suffering from IH, and nonpregnant

women were diagnosed as having pustular psoriasis of von

Zumbusch that usually starts late in the first trimester. Peak

incidence is seen during the last 3 months. Recurrences are

expected with subsequent pregnancies [33].

Primary lesion in IH is a sterile pustule. Rash usually

starts as irregular erythematous macules and patches and in

the margins of these arise, groups or rings of multiple,

distinct pinhead sterile pustules. It is seen in the umbilicus,

medial thighs, axillae, nape and anterior aspect of neck,

inframammary folds and gluteal crease. The central lesions

quickly broken down and exude, leaving denuded areas or

becoming crusted, leaving an impetiginized appearance,

from which the disease originally took its name. The

eruption becomes confluent later. Mucous membranes are

involved with papules and pustules, leaving painful ero-

sions in a circinate manner. Subungual pustules may lift the

nail plate. Severe systemic symptoms like fever, nausea,

vomiting, and diarrhea are present. Pruritus is not a con-

stant symptom. The disease usually resolves rapidly after

parturition.

Laboratory investigations shows leukocytosis with a

neutrophil increase, increased ESR, hypoalbuminemia,

increased levels of blood urea nitrogen (BUN), increased

levels of uric acid, hypocalcemia, and hyperphosphatemia

as a manifestation of hypoparathyroidism. Histopatholog-

ically, it is impossible to differentiate this condition from

pustular psoriasis.

The only other dermatitis of pregnancy having a pustule

as a primary lesion is autoimmune progesterone dermatitis

[34]. Clinical differentiation among IH, dermatitis herpet-

iformis, and pustular psoriasis may on occasion be very

difficult or impossible.

Treatment is with 15–30 mg prednisone per day of, but

sometimes dosages up to 60 mg/day are needed to prevent

new pustules. Antibiotic coverage should be given. In

severe cases, termination of pregnancy is advised. Prog-

nosis for the mother is nowadays very good. But placental

insufficiency may lead to stillbirths [9].

Autoimmune Progesterone Dermatitis of Pregnancy

Only a single case has been reported so far [34]. It is

characterized by nonpruritic, acneiform eruption triggered

by pregnancy, due to hypersensitivity to endogenous pro-

gesterone. It recurs in subsequent pregnancy [34]. It shows

positive intradermal skin test to progesterone [16]. Fetal

mortality was 100 % in both times [34].

Linear IgM Dermatosis of Pregnancy (LMDP)

Only a single case has been reported [35]. The existence of

LMDP as an entity is debated [66]. Some authors catego-

rize it as a variant of PUPPP or PP [24]. It is characterized

by intensely pruritic, red, follicular papules and pustules on

the abdomen, forearms, thighs, and legs appearing after

36 weeks of pregnancy. Direct immunofluorescence testing

reveals linear IgM deposits at the BMZ. No pregnancy

effects were observed in the patient.

Key Points

Generalized pustular psoriasis of pregnancy generally occurs in

the third trimester.

Severe systemic symptoms are present in this condition, which

sometimes warrant termination of pregnancy.

Laboratory investigations like a hemogram, BUN, serum calcium

levels, etc., should be done.

Summary

• Diagnosis of most of the skin disorders during preg-

nancy can be made by careful history taking and local

examination of the skin.

• The most common pregnancy-associated skin changes

observed in India are pruritus and pigmentary changes.

• Therapy for a pre-existing dermatosis, even topical

medications, should be stopped after consulting with a

skin specialist.

• Investigations are generally not required for majority of

the skin conditions and invasive procedures like biopsy

should be avoided during pregnancy.

• The antihistamines of choice during pregnancy are

chlorpheniramine, dexchlorpheniramine, and

hydroxyzine.

• Liberal application of topical bland emollients like

petroleum jelly should be advised in all pregnancy-

associated pruritus.

• Investigations like hemogram, renal and liver function

tests along with serum calcium levels should be done in

cases with generalized pustular psoriasis of pregnancy.
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