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crusting or reactivations.[2] In the present study 
prior acyclovir treatment was reported in 57.1% 
patients (8/14) and intermittent shedding of virus 
might have been missed as samples were collected at 
one point of time. Though all precautions were taken 
to maintain the cold chain during transportation of 
samples, but it is well known that positivity is higher 
during cooler weather.[3] However, nucleic acid tests 
are much less affected by specimen storage beyond 
48 h, freezing, thawing or bacterial contamination. 
Presently, the patients had HSV specific IgG 
antibodies but none had IgM antibodies. This may 
be due to the effect of prior antiviral treatment before 
presented to sexually transmitted diseases (STD) 
clinic (11/25) and it is well known that specific 
antivirals might inhibit the production of HSV 
specific type 2 antibodies.[4]

Immunofluorescence is known to be a better alternate 
and can give results within 6-8 h but it requires 
expertise to visualize the slides. Published studies have 
shown PCR to be 4.1 times more sensitive than culture 
in detecting HSV infection.[3] PCR has been reported 
with increased sensitivity by 13.3% in specimens from 
vesicular lesions, by 27.4% from ulcerative lesions 
and by 20% from crusting lesions.[5] Though PCR has 
been well characterized as a method for rapid and 
sensitive diagnosis of HSV. However, its role has been 
largely confined to the investigation of suspected HSV 
encephalitis where it has replaced virus culture as the 
gold standard. The additional advantage of PCR in 
case of genital herpes would be the detection of the 
virus in subclinical episodes of virus shedding and in 
undiagnosed symptomatic genital lesions. The major 
limitation of the present study is small sample size 
and large prospective studies are required to replace 
virus culture by PCR as the gold standard in diagnosis 
of genital herpes.
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A retrospective study of mortality A retrospective study of mortality 
of pemphigus patients in a of pemphigus patients in a 
tertiary care hospitaltertiary care hospital

Sir,
Pemphigus vulgaris (PV), an autoimmune vesiculo- 
bullous disorder, which primarily affects the skin, 
scalp, and mucous membranes, is potentially a fatal 
disease. The primary objective of this study was to find 
the case fatality rate in PV patients and our secondary 
objective was to elucidate the co-morbidities and 
antecedent complications which contributed to the 
death of the patient.

This is a 13-year (2000-2012) retrospective descriptive 
study done in the department of Dermatology 
and Venereology, Medical College Trivandrum by 
obtaining data from the case records of the Medical 
Records Library. All clinically diagnosed cases of 
pemphigus confirmed by skin biopsy and direct 
immunofluorescence and who died during the 
study period were included in the study. The salient 
demographic, clinical, treatment, and mortality details 
are given in Table 1.

In the present study, there were 18 deaths from a 
total of 235 pemphigus patients in a 13 year study 
period, thus accounting for a case fatality rate of 
7.65%. Various other mortality studies range from 4 
to 88 deaths.[1-5] The mortality figures of pemphigus 
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in India compared to their Western counterparts 
is much less. This could be due to racial factors.[1] 
PV was the commonest type of pemphigus to cause 
mortality in this study (88.8%). This is in conformance 
with other similar studies.[2-4] The majority of deaths 
in this study occurred in patients with age more than 
50 years (55.5%), similar to other studies. Older age 
group patients are also more prone for co-morbidities 
like diabetes and hypertension, which in turn may 
contribute to the mortality, especially steroid-induced 
worsening of diabetes and hypertension.[1-4] In the 
present study, 50% of the cases had more than 90% 
body surface involvement. This indicates that when the 
body surface involvement is extensive, there is a greater 
chance for mortality. Erosions involving extensive 
areas of the body in effect, damages the primary barrier 
function of the skin, making the patients more prone 
for infections which in turn may lead to septicemia 

and bronchopneumonia, causing death. Moreover, 
Savin JA et al., in his study has demonstrated that 
blister fluid in pemphigus are rich in protein, sodium, 
potassium, and chlorides and their loss when the 
blisters ruptures leads to severe electrolyte imbalance 
which in turn contributes to mortality.[2] The present 
study showed that mortality occurred more in patients 
who had scalp and oral lesions (77.7%), as seen in other 
studies [Figures 1 and 2]. The oral and scalp lesions 
in PV are the last to heal and are sometimes even 
resistant to therapy. This may necessitate prolongation 
of steroid therapy or even up-dosing the therapy to 
gain remission. Unfortunately, this may contribute to 
therapy induced complications leading to mortality.[2-5] 
However, Kalra et al., has cautioned that concomitant 
oral herpes and oral cytomegalovirus (CMV) infections 
may delay the healing of oral pemphigus lesions and 
early diagnosis and treatment of these infections is 

Table 1: Demographic, clinical features, treatment, and complications of the patients (n=18)

Age/sex 
years

Duration Co-morbidities Area 
of skin 

affected (%)

Oral/
scalp 

lesions

Type of 
pemphigus

Treatment 
given

Other salient 
clinical and 
treatment features

Antecedent 
causes leading to 
death

36/M 7 months Nil 36 Yes PV Steroids Irregular treatment Bronchopneumonia
52/M 2 years DM, HT 90 Yes PV DCP Irregular treatment Septicemia
52/M 1 month Nil 30 Yes PV Steroids Stopped steroid 

treatment
Renal failure

45/F 12 years DM 90 Oral 
alone

PV Steroids+DCP Irregular treatment TB, hepatitis, 
thrombocytopenia

42/M 1 year DM 90 No PV Steroids Nil Gram negative 
septicemia

61/M 3 months Nil 63 Yes PV Steroids+DCP Nil Perforation of 
peptic ulcer

63/M 2 years Nil 90 Scalp 
alone

PF Steroids+C Nil Perforation of 
peptic ulcer

65/M 1 year DM 36 Yes PF Steroids Irregular treatment Septicemia
55/F 2 years Nil 27 Yes PV Steroids Oral candidiasis Septicemia, ulcer 

perforation
70/F 9 years Nil 90 Yes PV Steroids Irregular treatment Bronchopneumonia
24/F 1.5 years Nil 90 No PV Steroids DCP, 

IVIG
Oral candidiasis MRSA septicemia

53/F 1.25 years DM 45 Yes PV Steroids, 
DCP, IVIG

Oral candidiasis MRSA septicemia, 
acute pancreatitis

40/F 1 year Nil 90 Yes PV Steroids Nil Pneumonia
44/F 1 year DM, HT 27 Yes PV Steroids Irregular treatment, 

oral candidiasis
Renal failure, 
hyponatrenemia

46/F 1 month Nil 72 Yes PV Steroids Oral candidiasis, 
myiasis

Renal failure, 
septicemia

24/M 1.5 years HT 90 Yes PV Steroids Irregular treatment, 
oral candidiasis

Septicemia, 
pneumonia

56/F 2.5 years DM 27 Yes PV Steroids Oral candidiasis MRSA septicemia, 
ketoacidosis

65/M 1 year DM, HT 90 Yes PV Steroids Irregular treatment, 
oral candidiasis

Septicemia

PV: Pemphigus vulgaris, PF: Pemphigus foliaceus, DM: Diabetes mellitus, HT: Hypertension, DCP: Dexamethasone-cyclophosphamide pulse,
C: Cyclophosphamide, IVIG: Intravenous immunoglobulin, MRSA: Methicillin-resistant Staphylococcus aureus
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mandatory. In the present study, 94.4% of the patients 
were on systemic steroids at the time of death. 
Death also occurred in 5 cases of patients who were 
on dexamethasone-cyclophosphamide pulse (DCP) 

Figure 1: Recalcitrant oral lesions of pemphigus with concomitant 
oral herpes

Figure 2: Recalcitrant scalp lesions of pemphigus

Figure 3: Crusted plaque of pemphigus colonized with MRSA

therapy. In most of the other studies, steroid-induced 
complications contributed significantly to the 
mortality of the patients.[1-5] Prompt and judicious 
treatment alone is not sufficient, as the present study 
showed that 50% of the patients who had died were 
irregular on treatment (missed therapy for more than 
1 month). In the present study, 88.8% of the patients 
died due to disease process and therapy-induced 
complications, septicemia accounting for 55.5%, 
followed by respiratory tract infection and peptic ulcer 
perforation. Septicemia was the commonest cause 
of death in most mortality studies of pemphigus.[2-4] 
Staphylococcus aureus was the commonest pathogen 
isolated in this study and in three cases 
Methicillin-resistant Staphylococcus aureus (MRSA) 
[Figure 3] was cultured. MRSA infection has very 
high mortality in immunosuppressed patients. In a 
resource poor country like India, steroids may be the 
only available option for most pemphigus patients in 
the foreseeable future, as expensive alternatives like 
Intravenous immunoglobulin (IVIG) and the anti CD20 
monoclonal antibody, rituximab may be beyond most 
patients. When treating with steroids alone, judicious 
acumen should be employed keeping in mind the 
aforementioned facts.

Retrospective studies have inherent weakness and not 
comparing patients with favorable outcome, is this 
study’s limitation. Long duration of disease, extensive 
areas of skin involvement, oral and scalp lesions, and 
co-morbidities like diabetes contributed significantly 
to mortality. Irregular treatment and prolonged 
monotherapy with systemic steroids were other 
factors causing mortality. Disease process and therapy 
induced complications like septicemia, pneumonia, 
and peptic ulcer perforation were the commonest 
causes of death.
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Co-reactivation of varicella zoster Co-reactivation of varicella zoster 
virus and herpes simplex virus virus and herpes simplex virus 
with disseminated cutaneous with disseminated cutaneous 
lesions in a lymphoma patientlesions in a lymphoma patient

Sir,
A 65-year-old male, known case of non-hodgkin 
lymphoma completed four cycles of 
chemotherapy (CHOP) two months back, presented 
with generalized vesicular eruption and constitutional 
symptoms of five days. Patient had chicken pox one 
year back. History of vesicular eruption over lips 
was recorded for over two years with three episodes 
at intervals of six months, each lasting for 4-5 days. 
On examination, discrete and grouped vesicles 
were seen on the face, trunk and upper extremities 
with relative sparing of lower extremities and acral 
regions. Few vesicles showed umblication and 
necrosis. Few pustules were also seen over the back 
and chest. Discrete vesicles over erythematous base 
as well as grouped vesicles were also present. Large 
bullous lesions and grouped vesicles in a zosteriform 
pattern were seen on left upper back over multiple 
dermatomes (C7, C8, and T1) [Figure 1a]. There was 
puffiness of face and swelling of lips [Figure 1b] with 
oral erosion. Based on clinical findings, possibility of 
disseminated zoster or disseminated herpes simplex 
infection or co-infection of both at different anatomical 
sites was considered. Kaposi varicelliform eruption 
was excluded by absence of a pre-existing dermatoses, 
lack of dense and close aggregation of vesicles, 
polymorphous lesion, umblication present only in few 
vesicles and larger area of body surface involvement.

Tzanck smear revealed multiple acantholyic 
cells and multinucleate giant cells. Uniplex and 
nested polymerase chain reaction (PCR) for both 
VZV (Varicella Zoster Virus) and HSV-1 (Herpes 
Simplex Virus 1) from the vesicular fluid obtained from 
discrete as well as grouped vesicles over trunk was 
positive and thus confirmatory of acute co-infection. 
IgG (Immunoglobulin G) antibody titres for VZV and 
HSV-1 were 1.2 and 1.3 respectively (titre1.0 positive). 
IgG antibody titres done on parallel specimen of acute 
sera (obtained on 5th day of vesicular eruption) and 
convalescent sera (obtained on 18th day) showing 
four-fold rise denoted recent and past infection. 
IgM (Immunoglobulin M) antibody titre was not 
done as PCR confirmed the acute co-infection. Also, 
the lower sensitivity and specificity of IgM antibody 
titre, its inability to distinguish between HSV-1 and 
HSV-2 (Herpes Simplex Virus 2), false positivity to other 
viruses such as EBV and VZV, lower rise in antibody 
titre in reactivation and inability to distinguish 
primary from reactivation in the presence of IgG 
antibodies were other reasons for not considering IgM 
antibody titres. Complete blood counts, renal and liver 
parameters, chest radiograph, ultrasound abdomen 
and pelvis were found normal. Acyclovir 10 mg/kg 
body weight 8 hourly for 7 days was given parenterally. 
Skin lesions and constitutional symptoms improved 
within a week [Figure 2a-c]. Interestingly, a 23 year old 
intern at the medical ward developed varicella 10 days 
post-exposure.

VZV causes both varicella and herpes zoster. Herpes 
zoster is 20 to 100 times more common in an 
immunosuppressed individual.[1] In malignancy, 
especially lymphomas, zoster is complicated 

Figure 1: (a) Bullous lesions in a zosteriform pattern. Aberrant 
vesicles and pustules in the neck. (b) Face showing oedema of 
the face and lips
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