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Thus, knowledge of  both clinical and histological features 
of  skin diseases is of  great help in establishing a diagnosis.[1,3] 

ID refers to dermatoses, in which inflammatory infiltrate 
envelops the DEJ.[4] Pathological alterations occur 
predominantly at the DEJ, and subsequent morphological 
alterations involve mainly the DEJ, basal cells, and papillary 
dermis.[5] The typical changes observed in ID involve 
basal cell layer vacuolar degeneration and keratinocyte 
necrosis with apoptotic eosinophilic anucleate structures 
in the upper dermis and dyskeratotic keratinocytes in the 
epidermis.[4] The third primary change is an inflammatory 
infiltrate in the upper dermis.[4] ID is categorized on the 
basis of  the primary cell type of  infiltrate – neutrophilic, 
lymphocytic, or lymphohistiocytic – or degree of  interface 
inflammation.[5,6] Secondary changes could be seen in 
the epidermis ranging from epidermal flattening to 

INTRODUCTION

The skin is considered as the largest organ of  the body, 
with a plethora of  inflammatory diseases occurring at the 
dermoepidermal junction (DEJ).[1-3] Interface dermatitis 
(ID) is a subset of  numerous inflammatory patterns 
commonly encountered in dermatopathology.[4] The 
widespread disease spectrum associated with ID presents a 
substantial overlap of  clinicohistological characteristics.[1,3] 
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Abstract
Introduction: Interface dermatitis (ID) is a commonly encountered dermatopathological reaction pattern, which is seen in a 
wide variety of dermatoses. Since it is a distinctive entity, it’s presence can be used to validate the diagnosis in numerous skin 
problems that can be clinically challenging.

Purpose: The present study aimed to evaluate the histopathological features of clinical conditions primarily presenting with ID 
and correlate histopathological features with clinical findings.

Methods: This 2-year prospective observational study included 50 patients with clinical conditions, which typically present with 
ID. Biopsy samples were subjected to conventional processing and stained using hematoxylin and eosin stain. Each biopsy 
specimen was systematically examined to assess epidermal and dermal changes. Eventually, correlation between clinical and 
histopathological parameters was analyzed.

Results: Lichen planus was the most common disease with ID, 31–50 years (48%) was the most common age group, and 
extremities were the most common site of infection. Twenty-nine (58%), 19 (38%), and two (4%) patients exhibited severe, 
moderate, and mild inflammation, respectively. Thirty (60%) patients exhibited melanin pigment incontinence. Basal cell 
vacuolation (82%) and hyperkeratosis (52%) were the most common epidermal changes seen. Forty-two (84%) patients were 
clinicopathologically concordant, with 100% concordance in lichenoid drug eruption, lichen striatus, lichen nitidus, discoid lupus 
erythematosus, and pityriasis lichenoides chronica.

Conclusion: Establishing a definitive diagnosis in a wide spectrum of clinical conditions becomes easier when ID is observed 
histopathologically. A clinicopathological correlation with direct communication between dermatologists and pathologists will 
improve diagnostic accuracy.
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hyperkeratosis, hypergranulosis, and acanthosis. Moreover, 
melanophages and melanin incontinence associated with 
ID can be observed within the papillary dermis.[5]

A remarkable challenge in dermatopathology is to obtain 
a specific diagnosis of  inflammatory skin diseases.[1] 
Considering the heterogeneous nature of  skin problems 
exhibiting ID, it is important to diagnose and categorize 
diseases into distinct clinical and histopathological 
entities.[4,7,8] Although histological evaluation is critical for 
diagnosing various dermatopathological diseases, it alone 
does not contribute to a dependable diagnosis.[2] Thus, 
implementation of  an integrative dermatopathological 
approach using clinicopathological correlation is highly 
preferred.[4,7]

Thus, the present study aimed to evaluate the 
histopathological spectrum of  conditions which could 
present with ID and correlate histopathological features 
with clinical findings.

MATERIALS AND METHODS

This 2-year prospective observational study enrolled total 
of  50 patients with ID. Written informed consent was 
obtained from all the patients. The study was approved 
by the Institutional Ethics Committee and conducted in 
accordance with the Helsinki Declaration of  1975.

Inclusion criteria included patients with a clinical diagnosis 
of  any dermatological disorder that exhibits ID as a primary 
change on histology, that is, lichen planus and its clinical 
variants, lichenoid drug eruptions, lichen striatus, lichen 
planus pemphigoides, lichen nitidus, lupus erythematosus, 
erythema multiforme, and pityriasis lichenoides chronica. 
Exclusion criteria included patients with a clinical diagnosis 
of  dermatoses which could exhibit ID as a secondary 
histologic feature, such as secondary syphilis, mycosis 
fungoides, poikiloderma, lichenoid purpura, leprosy, 
and tumors – squamous and basal cell carcinomas and 
melanomas. Exclusion criteria also included patients who 
were on topical or systemic treatment within the past 4 
weeks.

Based on standard cutaneous morphology, clinical 
conditions, which would typically exhibit ID on 
histopathology, were chosen by a trained dermatologist. 
A biopsy sample or resection specimen was obtained 
from each patient. In the case of  multiple lesions, the 
most representative lesion was identified and sampled by 
a dermatologist. Based on punch biopsy, 4–5-mm-thick 
slices were obtained, immediately fixed in 10% formalin 
for 24 h, and conventionally processed using routine 

paraffin-sectioning techniques. Subsequently, 3-mm-thick 
paraffin sections of  specimens were sliced and stained by 
hematoxylin and eosin stains. Histopathological diagnosis 
was made by reviewing the stained slides. Each biopsy 
specimen was systematically examined to assess any 
epidermal and dermal changes. Finally, any correlation 
between clinical and histopathological parameters was 
evaluated.

Statistical Analysis
Data were analyzed using MS Excel, graphical analysis, and 
frequency distribution analysis.

RESULTS

Of  the 50 patients, 26 (52%) and 24 (48%) were male 
and female, respectively. Table 1 represents clinical and 
demographic characteristics of  patients. Clinically, the 
diseases included in our study were classical lichen planus, 
hypertrophic lichen planus discoid lupus erythematosus, 
lichen planopilaris, lichenoid drug eruption, lichen striatus, 
lichen nitidus, erythema multiforme, and pityriasis lichenoid 
chronica. On histopathology, observed epidermal changes 
included hyperkeratosis, orthokeratosis, hypergranulosis, 
follicular plugging, acanthosis, atrophy and basal cell 
vacuolation, and colloid bodies. The classification of  
patients based on histopathological characteristics of  the 
epidermal lesions is shown in Table 2.

Table 1: Clinical and demographic characteristics of 
patients
Variables No. of patients, n=50, n (%)
Age (years)

<20 8 (16)
20–30 6 (12)
31–40 12 (24)
41–50 12 (24)
51–60 6 (12)
61–70 5 (10)
>70 1 (2)

Duration of the disease
<1 week 1 (2)
1 week to 1 month 6 (12)
1 month to 3 months 19 (38)
3 months to 1 year 12 (24)
>1 year 12 (24)

Symptoms
None 21 (42)
Pruritus 28 (56)
Alopecia 2 (4)
Photosensitivity 4 (8)

Type of skin lesions
Macule 5 (10)
Papule 22 (44)
Nodule 0
Vesicobullous 2 (4)
Plaque 38 (76)
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The dermal changes included apoptotic keratinocytes, 
variable expansion/fibrosis of  the papillary dermis 
to accommodate the inflammatory cell infiltrate, 
subepidermal clefts, and melanin pigment incontinence. 
Twenty-nine (58%), 19 (38%), and two (4%) patients 
exhibited severe, moderate, and mild inflammation, 
respectively. Thirty (60%) patients exhibited melanin 
pigment incontinence.

Interface inflammation was seen in all the patients. 
The inflammatory infiltrate was lymphocytic and 
lymphohistiocytic in 38 (76%) and 9 (18%) patients, 
respectively. Mixed inflammation (lymphocytes, histiocytes, 
plasma cells, eosinophils, and polymorphs) was seen 
in three (6%) patients with lichenoid drug eruption. 
Histological sites of  inflammation included the DEJ, 
perivascular, perifollicular, periappendageal, dermis, and 
rete ridges in 41 (82%), 17 (34%), 16 (32%), 14 (28%), four 
(8%), and three (6%) patients, respectively.

Clinicopathological Concordance
Lichen planus
Twenty-one out of  25 cases were histologically concordant. 
All these cases showed dense band-like lymphoplasmacytic 
infiltrate with basal cell vacuolation and tendency to invade 
the lower epidermal layers [Figure 1a-c].

Lichen nitidus
In both cases of  this entity, a well-circumscribed 
subepidermal inflammatory infiltrate was observed with 

lymphocytes and histiocytes with an overlying thinned 
epidermis and basal cell vacuolation. The inflammatory 
infiltrate was confined to the upper dermis within the 
dilated dermal papillae [Figure 2a and b].

Lichen striatus
In two cases included, irregular acanthosis, focal 
spongiosis, and lichenoid reaction pattern were observed 
[Figure 3a and b]. The interface inflammation was 
mild-moderate.

Discoid lupus erythematosus
There were five clinically diagnosed cases. Epidermal 
atrophy, follicular plugging, variable degeneration of  basal 
cells, thickened basement membrane, and periappendageal, 
perivascular, and perifollicular mononuclear inflammatory 
lymphocytic infiltrate were observed in the dermis 
[Figure 4a and b]. Follicular plugging was noted in 37.5% 
of  patients. Civatte bodies were shown in four patients.

Lichen planopilaris
In four out of  five concordant cases, there was dense 
lymphocytic infiltrate with hypergranulosis with dense 
inflammation around the perifollicular region in hair 
sparing the inter follicular epidermis [Figure 5]. Follicular 
plugging was not observed in 75% of  patients.

Lichenoid drug eruptions
Focal parakeratosis, necrotic keratinocytes in the basal and 
spinous layers, exocytosis of  lymphocytes to the upper 
layers of  the epidermis, and inflammatory infiltrate with 

Table 2: Spectrum of histological findings in epidermis in different entities causing interface dermatitis
Epidermal changes Total, n=50, 

n (%)
Number of cases of each entity

LP LS LN HLP LPP1 LPP2 DLE SLE LAK EM LPP3 LDE PLC
HK 26 (52) 15 0 0 2 0 1 4 1 0 0 1 1 1
OK 13 (26) 8 0 0 1 1 1 1 0 1 0 0 0 0
HG 19 (38) 11 0 0 2 1 4 0 0 0 0 0 1 0
FP 9 (18) 0 0 0 0 0 3 5 1 0 0 0 0 0
Acanthosis 24 (48) 12 2 0 2 1 1 2 1 1 0 1 1 0
Atrophy 11 (22) 0 0 2 0 0 2 6 1 0 0 0 0 0
Basal cell vacuolation 41 (82) 20 1 2 1 2 1 5 1 1 2 1 3 1
Colloid bodies 19 (38) 12 0 0 0 1 1 0 0 1 1 0 2 1
LP: Lichen planus, LS: Lichen striatus, LN: Lichen nitidus, HLP: Hypertrophic Lichen Planus, Lpp1: Lichen Planopilaris: Lpp2: Lichen Planus Pigmentosus, DLE: Discoid Lupus 
Erythematosus, SLE: Systemic Lupus erythematosus, LAK: Lichenoid actenic keratosis, EM: Erythema multiforme, LPP3: Lichen planus pemphigoides, LDE: Lichenoid drug 
eruption, PLC: Pityrisis lichenoid chronica, HK: Hyperkeratosis, OK: Orthokeratosis, HG: Hypergranulosis, FP: Follicular plugging

Figure 1: (a) Patient with lichen planus showing erythematous–violaceous flat-topped polygonal papules and plaques with 
Wickham’s striae. (b) Lichen planus showing hyperkeratosis, acanthosis, and dense lymphocytic infiltrate at the dermoepidermal 
junction (H&E, ×100). (c) Lichen planus showing hypergranulosis, civatte bodies (arrow), and pigment incontinence (H&E, ×400)

b ca
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Hypertrophic lichen planus
In two out of  three concordant cases, there was 
marked hyperplasia of  the epidermis, hyperkeratosis, 
hypergranulosis, and dermal infiltrate near the tip of  rete 
ridges which were reported [Figure 7a and b].

Erythema multiforme
In two out of  four concordant cases, hyperkeratosis, 
extensive basal cell vacuolation, and civatte bodies with 
mild-moderate inflammatory infiltrate in the dermis were 
observed [Figure 8a-c]. Subepidermal vesiculation was 
reported in one patient.

Pityriasis lichenoides chronica
In the solitary case, hyperkeratosis, parakeratosis with focal 
areas of  spongiosis, interface change of  the DEJ, superficial 
perivascular lymphohistiocytic infiltrate, and extravasation 
of  RBCs were reported.

Clinicopathological Discordance
Forty-two (84.3%) patients were clinicopathologically 
concordant, whereas eight (15.7%) were not. Classification 
of  patients based on clinical and histopathological 
diagnoses and clinicopathological correlation between each 
type of  ID is shown in Tables 3 and 4.

Of  the eight (15.7%) discordant cases, four were clinically 
diagnosed as lichen planus. Of  these, two were diagnosed as 

numerous eosinophils were reported in all the three cases 
[Figure 6].

Figure 6: Lichenoid drug eruption showing inflammation at the 
dermoepidermal junction and perivascular region composed 

predominantly of eosinophils (arrow) (H&E, ×400)

Figure 5: Lichen planopilaris showing dense perifollicular 
inflammation with follicular plugging (H&E, ×100)

Figure 4: (a) Patient with discoid lupus erythematosus showing 
multiple hyperpigmented plaques involving scalp. (b) Discoid 
lupus erythematosus showing atrophic epidermis, follicular 
plugging, and inflammation in perifollicular region and the 

dermoepidermal junction (H&E, ×400)

a b

Figure 3: (a) Patient with lichen striatus showing linear, 
discrete, pin-head-sized papules. (b) Lichen striatus showing 

perivascular peri-eccrine lymphocytic inflammation with sparse 
inflammation at the dermoepidermal junction (H&E, ×100)

a b

Figure 2: (a) Patient with lichen nitidus showing monomorphic, 
minute, and skin-colored papules. (b) Lichen nitidus showing 
claw-clutch appearance of lymphocytic inflammation in the 

upper dermis (H&E, ×100)

ba

Figure 7: (a) Patient with hypertrophic lichen planus showing 
multiple pigmented plaques. (b) Hypertrophic lichen planus 
showing acanthosis and inflammation at base of rete ridges 

(H&E, ×100)

ba
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Figure 9: Lichen planus pigmentosus showing epidermal 
atrophy, basal cell vacuolation, and marked melanin pigment 

incontinence in the dermis (H&E, ×100)

Table 3: Clinicopathological correlation of various forms of ID (based on concordance)
Type of ID Clinical diagnosis, 

n=50, n (%)
Histopathological diagnosis, 

n=50, n (%)
Clinicopathological correlation/

concordance (%)
Classic lichen planus 25 (50) 21 (42) 84
Discoid lupus erythematosus 5 (10) 5 (10) 100
Lichen planopilaris 5 (10) 4 (8) 80
Lichenoid drug eruption 3 (6) 3 (6) 100
Lichen striatus 2 (4) 2 (4) 100
Lichen nitidus 2 (4) 2 (4) 100
Hypertrophic lichen planus 3 (6) 2 (4) 66.67
Erythema multiforme 4 (8) 2 (4) 50
Pityriasis lichenoid chronica 1 (2) 1 (2) 100
ID: Interface dermatitis

Table 4: Clinicopathological discordance observed in the study
Clinical diagnosis with number 
and percentage n=50

Number and percentage of 
discordant cases, n (%)

Histopathological diagnosis Clinicopathological 
discordance (%)

Lichen planus 25 (50) 4 (8) 2 cases of DLE  16
1 case of lichen planus pigmentosus
1 case of lichenoid actinic keratosis

Lichen planopilaris 5 (20) 1 (2) 1 case of discoid lupus erythematosus 20
Erythema multiforme 4 (16) 2 (4) 1 case of systemic lupus erythematosus 50

1 case of  lichen planus pemphigoides
Hypertrophic lichen planus 3 (6) 1 (2) 1 case of lichen planus pigmentosus 33.33
ID: Interface dermatitis

discoid lupus erythematosus histologically, as the epidermis 
showed mild loss of  rete ridges, follicular plugging, and 
perifollicular lymphocytic infiltrate in the dermis. Another 
was diagnosed as lichen planus pigmentosus due to mild 
epidermal atrophy, vacuolar degeneration of  the basal cell 
layer, and marked melanin pigment incontinence [Figure 9].

The fourth case was diagnosed as lichenoid actinic keratosis 
on histology and showed hyper and parakeratosis, lymphoid 
cell exocytosis, and focal spongiosis. 

Further, a clinically suspected case of  lichen planopilaris was 
histologically confirmed as discoid lupus erythematosus, as 

it showed orthokeratotic hyperkeratosis, follicular plugging, 
thickened basement membrane, and lymphocytic infiltrate 
in the superficial dermis. A direct immunofluorescence test 
on the skin biopsy was positive for IgG and IgM.

Another case which was discordant was a clinically 
suspected case of  erythema multiforme which exhibited 
atrophic epidermis with lymphocytic exocytosis, mild 
ID, and perivascular lymphocytic infiltrate. Serum ANA 
test was positive, and a final diagnosis of  systemic lupus 
erythematosus was confirmed.

The seventh discordant case was clinically diagnosed as 
hypertrophic lichen planus, but on histology, it showed 

Figure 8: (a) Patient with erythema multiforme showing 
erythematous patch. (b) Erythema multiforme showing 

extensive basal cell vacuolation with sparse inflammation at the 
dermoepidermal junction (H&E, ×100). (c) Erythema multiforme 

showing subepidermal bulla with basal cell vacuolation 
(H&E, ×100)

a

c

b
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mildly thinned out epidermis, marked basal cell vacuolation, 
and heavy melanin pigment incontinence. Hence, a 
diagnosis of  lichen planus pigmentosus was made.

The last discordant case presented as a vesiculobullous 
lesion clinically diagnosed as erythema multiforme, but 
histopathology showed a subepidermal bulla and mild 
eosinophil rich infiltrate at the dermoepidernal junction. 
Further, a direct immunofluorescence test showed IgG 
deposit at the basement membrane. Thus, it was diagnosed 
as lichen planus pemphigoides.

DISCUSSION

Considering varying clinical appearances of  dermatoses 
manifesting with ID, clinicohistological correlation is 
crucial for optimum prognosis, treatment, and clinical 
management.[1,9] The present study aimed to study 
histopathological changes in conditions presenting 
primarily with ID and correlate them with clinical diagnosis.

In the present study, lichen planus was the most commonly 
observed disorder that showed features of  ID.[1,9,10] 
Concurrent with the literature, in the present study, common 
epidermal changes included hyperkeratosis, orthokeratosis, 
hypergranulosis, follicular plugging, acanthosis, atrophy, 
basal cell vacuolation, and colloid bodies, wherein basal cell 
vacuolation (n = 41 [82%]) and hyperkeratosis (n = 26 [52%]) 
were predominantly observed.[2] The basal cell degeneration 
has been attributed to the presence of  activated T cells 
that attach to and induce apoptosis in the basal epidermal 
cells.[2] Basal cell vacuolation is seen during the early stages 
of  infection and may not be evident in fully-developed or 
resolving lesions.[5] The phenomenon is more commonly 
observed in drug- or ultraviolet light-induced dermatoses.[4] In 
dark-skinned population, pigment incontinence is prominent 
in nearly all skin-related diseases, commonly affecting 
epidermis.[11] Reportedly, the degree of  incontinence is higher 
in disorders with ID than in other diseases.[11] This could 
be attributed to melanogenesis stimulation, keratinocyte 
annihilation, and flawed transfer of  melanin in ID.[11] 
Concurrent with the literature, the present study suggests 
that melanin incontinence with melanophages in the upper 
dermis is the most consistent feature of  ID.[12,13] The study 
further proposes that this feature could easily be observed 
in dark skin due to the involvement and characteristics 
of  eumelanin, as the study comprised only dark-skinned 
individuals. Morphology of  pigment incontinence in ID could 
be different in white-skinned individuals with pheomelanin.

Clinicopathological Overtones
Lichen planus
Concurrent with the literature, the present study reported 
lichen planus to be the most common prototype that is 

identified by basal cell damage, colloid bodies, band-like 
infiltrate at the DEJ, wedge-like hypergranulosis, and saw-like 
rete ridges. However, other histopathological manifestations 
can be reported in various clinical types of  lichen planus.[4] 
Of  the four discordant cases, two were diagnosed as discoid 
lupus erythematosus; one, as lichen planus pigmentosus; and 
another as lichenoid actinic keratosis.

Lichen nitidus, Lichenoid drug eruption, and lichen 
striatus
These cases were all clinicohistologically concordant, with 
histological features as described in the literature.[4,14]

Discoid lupus erythematosus
The present study findings were similar to those of  Fabbri 
et al. (2003).[15] This prototype comprises a follicular/
peripilosebaceous deep and superficial lymphocytic 
inflammatory infiltrate. Hyperkeratosis, basal cell vacuolation, 
colloid bodies, and keratotic plugging are observed in a 
condensed manner.[4] However, one case of  discoid lupus 
erythematosus was clinically diagnosed as lichen planopilaris 
because it appeared on the scalp, while another was clinically 
suspected to be erythema multiforme but showed features 
of  lupus erythematous on histopathology and subsequently 
confirmed to be systemic lupus erythematosus. One case of  
clinically suspected lichen planus was found to have features 
of  discoid lupus erythematosus histologically.

Lichen planopilaris
The present study findings were as described in the literature 
in all four cases. Lichen planopilaris involves hyperkeratosis, 
wedge-like hypergranulosis, colloid bodies, band-like infiltrate 
consisting of  lymphocytes, and follicular plugging.[16-18] 
However, one case of  discoid lupus erythematosus was 
clinically diagnosed as lichen planopilaris.

Lichenoid drug eruption
The observed cases were in concordance with the 
description in the literature. These resemble lichen planus, 
but present eczematous factors with residual pigmentation. 
Parakeratosis and mild basal cell vacuolation are reported. 
Melanin incontinence is relatively more predominant in 
lichen drug eruption than other subtypes, whereas dermal 
inflammatory infiltrate is comparatively less dense and 
shows eosinophil admixture.[4]

Hypertrophic lichen planus
In this study, the findings were similar to those of  Weedon 
(2002).[14] The noteworthy feature of  hypertrophic lichen 
planus is extensively raised hyperpigmented pruritic plaques. 
This prototype exhibits moderate-marked hyperkeratosis 
and basal cell degeneration in the epidermal layer with 
band-like infiltrate comprising lymphocytes and plasma 
cells at the DEJ. Although benign, hypertrophic lichen 
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planus can turn malignant when the disease prolongs.[3] It 
is therapeutically important to differentiate hypertrophic 
lichen planus from classic lichen planus because squamous 
cell carcinoma can develop in the lesions of  long-standing 
hypertrophic lichen planus.[19] One case of  hypertrophic 
lichen planus clinically showed features of  lichen planus 
pigmentosus histologically, possibly due to incorrect choice 
of  biopsy site, since clinically, they are distinctive entities.

Erythema multiforme
This is a type of  cutaneous eruption that is identified 
by mild-to-moderate infiltrate of  lymphocytes and 
macrophages, along with epidermal cell death extending 
beyond basal cell layer. The infiltrate obscures the DEJ 
and surrounds peripheral blood vessels in dermis and 
mid-dermis.[4] In two cases, these features were seen, but 
one case showed features of  systemic lupus erythematosus 
histologically while another turned out to be lichen planus 
pemphigoides, a relatively rare autoimmune disorder 
which exhibited a subepidermal bulla with a mixed cell 
inflammatory infiltrate with predominant eosinophils.

In the present study, 42 (84%) patients were clinicopathologically 
concordant. In the literature, concordance of  87.2%, 
70.94%, and 78.50% has been reported.[2,9,19,20] In our study, 
the discordance was attributed to a variation in morphology 
and possibly the site of  the biopsy. The present study 
suggests that reliable diagnosis can be obtained using 
histopathological evaluation; however, clinical parameters, 
such as site and nature of  lesion, should be considered as 
they can induce clinicopathological discordance.[10] The 
present study is one of  the few studies in the literature 
reporting about clinicopathological concordance in ID. The 
present study reported 100% concordance in discoid lupus 
erythematosus, lichenoid drug eruption, lichen striatus, lichen 
nitidus, and pityriasis lichenoid chronica, whereas some 
discordance was reported in lichen planus, lichen planopilaris, 
hypertrophic lichen planus, and erythema multiforme.

The present study is limited in terms of  sample size, which 
is too small to extrapolate the findings to the general 
population. It highlights the importance of  an integrative 
clinicopathological approach to diagnose the widespread 
disease spectrum of  ID. The more comprehensive analysis 
could be achieved by cooperative consultation between 
dermatologists and pathologists. Future research can also 
include the evaluation of  immunopathogenesis to gain 
in-depth knowledge of  immune system-related alterations 
occurring in ID.

CONCLUSION

Although there was a high level of  clinicopathological 
concordance, it could be improved further by appropriate 
choice of  biopsy site, to provide a definitive diagnostic 
chassis for the wide spectrum of  dermatologic disorders 
presenting with ID.
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