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Letters to 
the Editor

Localized bullous pemphigoid Localized bullous pemphigoid 
occurring on surgical scars: An occurring on surgical scars: An 
instance of immunocompromised instance of immunocompromised 
districtdistrict

We read with great interest the case reported by Sen 
et al.,[1] on localized bullous pemphigoid occurring on 
surgical scars. Bullous pemphigoid may be triggered 
by trauma and surgical operations,[1] but in this case, 
the time that had elapsed between the trauma of 
surgery and the development of blisters on the surgical 
scars was 15 years. We agree with the authors that this 
long period of time makes Koebnerization unlikely as 
the explanation.

In our opinion, this is a perfect example of Ruocco’s 
novel concept of the immunocompromised district. 
Immunocompromised district can be defined as a 
regional destabilization of the neuro-immunocutaneous 
system, where the first disease causes an 
immunological alteration that predisposes to the 
development of secondary diseases, different from 
the first one, occurring after an extremely variable 
lapse of time, and typically confined to the same area. 
Numerous and varied immunity-related opportunistic 
diseases (infections, tumors and immune reactions) can 
take place within immunocompromised districts.[2] The 
term “immunocompromised” generically indicates an 
alteration of the immune response, and not necessarily 
a reduction of it. Cases of bullous pemphigoid confined 
to the hemiplegic side[3] and on an accidentally 
traumatized limb or on an amputation stump,[2] may 
represent other examples of this phenomenon.

Immunocompromised district is usually induced by 
chronic lymphedema, vaccination, herpetic infections, 
neurological disorders[4] and physical injuries. Surgical 
procedures or accidental trauma, as well as the scars 
resulting from them,[5] impair both lymph circulation 
and neuro-immune cross talk in the traumatized 
area, damaging and immunologically marking 
these cutaneous areas. In these vulnerable sites, the 
secondary disease, in this case bullous pemphigoid, 
could appear after a variable period ranging from days 
to decades.
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Psoriasis and metabolic Psoriasis and metabolic 
syndrome: A case control studysyndrome: A case control study

Sir,
Psoriasis is a chronic inflammatory disease of the 
skin and joints, which is now considered a systemic 
inflammatory disease with Th-1 cells, Th-17 cells, 
and inflammatory cytokines contributing to its 
pathogenesis.[1].We conducted a case-control study in 
subjects above 18 years of age to study the association 
between psoriasis and metabolic syndrome, and 
to assess correlation between severity of disease 
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and presence of metabolic syndrome. Metabolic 
syndrome was diagnosed according to International 
Diabetes Federation criteria: Central obesity (waist 
circumference >90 cm in Indian men and >80 cm 
in Indian women) plus any two of the following 
criteria: Raised triglycerides: >150 mg/dL or specific 
treatment for this lipid abnormality, reduced 
high-density lipoprotein (HDL) cholesterol: 
<40 mg/dL in men or <50 mg/dL in women or 
specific treatment for this lipid abnormality, raised 
blood pressure: Systolic >130 mm Hg, diastolic >85 
mm Hg or treatment of previously diagnosed 
hypertension or fasting plasma glucose >100 mg/
dL or previously diagnosed type 2 diabetes.[2] 
PASI (psoriasis area assessment and severity index) 
score was used to classify psoriasis into mild and 
severe.

The mean (± standard deviation) duration of psoriasis 
amongst the cases was 7.5 years ± 8.3 years. The 
duration ranged from 6 months to 40 years. Amongst 
the cases, 47% of the patients had PASI <10 and 53% 
of the patients had PASI > 10. Hypertriglyceridemia 
(59% vs. 31%), (P = 0.01), abdominal obesity 
(45% vs. 39%) (P > 0.05) and hypertension (39% 
vs. 34%) (P > 0.05) were more common in cases, whereas 
diabetes mellitus (23% vs. 29%) (P > 0.05) was more 
common among the controls. Diabetes mellitus was 
the only component of metabolic syndrome which was 
more common among the controls. This observation 
was in accordance with the study by Gisondi et al., but 
it was in contrast with the studies by Madanagobalane 
and Anandan,[3] Choi et al.,[1] and Ahmed et al.,[4]. On 
comparing the body mass index, psoriatic patients 
were significantly more obese (14% vs. 1%) (P < 0.05). 
We found that metabolic syndrome was more common 
in psoriatic cases than in controls and the differences 
were statistically highly significant (P = 0.005). The 
findings were in accordance with previous reports.[3-6] 
The proportion of the psoriatic cases with metabolic 
syndrome (37%), was much higher in our study 
when compared with previous studies reported in 
the Caucasian population. This gross difference is 
probably due to racial factors and the use of South 
Asian modified NCEP ATP III (National Cholesterol 
Education Programme Adult Treatment Panel) 
criteria.[3] The proportion of patients with metabolic 
syndrome was more in cases over the age of 25 than 
in controls (18% vs. 0%), which was comparable to 
Indian studies.[3,6] Reduced HDL levels (58%) was the 
most common feature of metabolic syndrome, followed 

by central obesity (45%), hypertension (39%), raised 
triglyceride levels (33%), and diabetes (23%). In this 
study, smokers and alcoholics were more among the 
cases than the controls (P = 0.007), similar to various 
other studies.[1,3,5] The mean age was higher in psoriasis 
patients with metabolic syndrome than in those 
without metabolic syndrome, which was comparable 
to the study by Gisondi et al.,[5] and Ahmed et al.[4] 
However, in contrast to these reports, the cases with 
metabolic syndrome did not have earlier disease 
onset. The severity of disease was more in cases with 
metabolic syndrome than in those without metabolic 
syndrome, though it was not statistically significant. 
This was comparable to the study conducted by 
Choi et al.,[1] (97.1% vs 77.2%), However, Nisa and 
Qazi[6] reported that PASI >10 was more common in 
patients without metabolic syndrome than in patients 
with metabolic syndrome (P > 0.05). Various studies 
conducted in India and abroad have proved the 
increased prevalence of metabolic syndrome among 
psoriatic patients. In this study, the association is 
not limited to severe disease and is independent of 
the duration of disease and can present from the late 
second decade. This emphasizes the need for regular 
evaluation of psoriatic patients, even younger patients 
and those with mild disease, for the presence of any of 
the components of metabolic syndrome.
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‘Swiss cheese’ appearance of ‘Swiss cheese’ appearance of 
dilated follicular infundibula in dilated follicular infundibula in 
trichotillomaniatrichotillomania

Sir, 
A 4-mm punch biopsy from the scalp of a 32-year-old 
woman was received with the clinical diagnosis of 
trichotillomania. There was a 2.5 year history of patchy 
hair loss from the scalp associated with some pruritus. 
The patches used to recur mainly on the frontal 
and parietal scalp and individual patches showed 
broken hair of variable lengths but never was there 
any complete hair loss as is seen in typical alopecia 
areata. There were several remissions with complete 
re-growth of hair followed by recurrences of hair loss.

Sections revealed all follicular infundibula to be markedly 
dilated and filled with basket weave and laminated 
keratin [Figures 1 and 2]. Trichomalacia with broken 
and crumpled hair shafts with clumping of melanin 
were seen in several dilated infundibula. [Figure 3] 
Numerous telogen/catagen hair follicles were seen 
in the mid and lower dermis [Figure 4] Based on the 
clinical picture and histopathological findings of 
trichomalacia affecting several follicles, a diagnosis of 
trichotillomania was rendered.

The appearance of numerous horizontally sectioned 
dilated follicular infundibula has been likened to 
‘Swiss cheese’ [Figure 5] and has been considered to be 
a useful criterion in the histopathological diagnosis of 
alopecia areata.[1] In one case series, this finding has been 
reported to occur in 57% of cases of alopecia areata and 
along with another common finding of shift of follicles 
to catagen/telogen (68%) has been regarded as an 

Figure 1: Scanning power showing numerous dilated follicular 
infundibula, trichomalacia and pigment casts (H and E, ×20)

Figure 3: Trichomalacia (H and E, ×400)

Figure 2: Low power view showing ‘swiss cheese’ appearance 
due to dilated follicular infundibula (H and E, ×40)

important and useful criterion for the histopathological 
diagnosis of alopecia areata[1] because the classic 
histopathological hallmark of alopecia areata, namely 
peribulbar ‘swarm of bees’ infiltrate of lymphocytes 
may be seen in only about 38% of biopsies,[1] even less, 
if a late recovering lesion of alopecia areata has been 
biopsied. ‘Swiss cheese’ appearance, however, has not 
been described in trichotillomania.

Dermoscopic finding of ‘yellow dots’ which represent 
dilated follicular ostia filled with sebum are very 
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