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ACUTE ACALCULOUS 
CHOLECYSTITIS IN DENGUE 

HEMORRHAGIC FEVER

Sir,
We report on two cases of dengue hemorrhagic 
fever (DHF) complicated by acute acalculous 
cholecystitis (AAC) and localized peritonitis that 
resolved on conservative management.

The Þ rst patient, a 15-year-old boy, presented 
with a 3 days� history of fever, headache, 
lethargy and a generalized petechial rash. 
Investigation showed thrombocytopenia (13 
× 109/L), hypoalbuminemia (31 g/L) with high 
transaminases (six times the upper limit of 
normal). Dengue IgM serology was positive. 
The next day, he had right hypochondrial 
and epigastric pain. He was in shock (80/60 

mmHg), had tenderness with guarding and 
rebound tenderness in the upper abdomen. 
Ul t rasonography showed a th ickened 
gallbladder wall [Figure 1]. He was diagnosed 
as having DHF with AAC and was treated 
conservatively with fresh frozen plasma and 
platelet transfusions. The rebound tenderness 
persisted for 72 h and he made full recovery. 
Repeat imaging 2 weeks later was normal. 

The second patient, a 23-year-old woman, 
presented with a four days� history of fever 
and shoulder pain. Examination showed a 
generalized petechial rash. Investigations 
revealed thrombocytopenia (13 × 109/L), 
raised serum transaminases (10 times the 
upper limit of normal) and low albumin (24 
g/L). Dengue IgM serology was positive. ESR 
and CRP were normal. On the eighth day of 
illness, she developed shock accompanied by 
rebound tenderness in the right hypochondrium. 
Ultrasonography showed thickened gallbladder 
wall. A final diagnosis of DHF with AAC 
was made, and she was also managed 
conservatively. Within 3 days, the platelet count 
and albumin level improved, with disappearance 
of rebound tenderness.

Figure 1: Ultrasonogram of the gallbladder showing 
the thickened wall (7.9 mm)

Acute acalculous cholecystitis is a rare 
compl icat ion of  dengue fever. [1-4] The 
pathogenesis is not entirely clear, though 
a likely mechanism may be the abnormal 
permeability of serous membranes causing 
capillary leak, as a result of direct viral 
invasion and hypoalbuminemia. Both patients 
had upper abdominal pain, gallbladder wall 
thickening and transient rebound tenderness, 
conÞ rming the diagnosis of AAC. In a previous 
report of AAC, the histopathology of two 
gallbladders removed surgically showed 
chronic inß ammatory cell inÞ ltrate in the wall 
with erythrocytes in the lumen.[5] However, a 
recent contrasting report revealed a normal 
gallbladder wall in a patient with AAC with DF 
complicating pyrexia of unknown origin.[6] If a 
patient with dengue fever develops abdominal 
pain with localized tenderness in the right 
upper quadrant, AAC should be suspected and 
investigated. The course of AAC in DF is usually 
benign and management is conservative.
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OUTCOME OF CORONARY 
BYPASS GRAFTING

Sir,
We read the article �Outcome of coronary 
artery bypass grafting in patients��.artery 
disease� by Nozari et al., which was published 
in the October 2007 issue of the journal.[1] It is 
an interesting article; and in the extant literature, 
one Þ nds an endless list of articles focusing on 
the outcome of coronary artery bypass grafting 
(CABG) surgery. Under �Material and methods,� 
the authors describe a stenosis of 50% or more 
in the left main coronary artery as signiÞ cant. We 
would appreciate an exact anatomical location 
of the stenosis under such circumstances. As 
anatomists, we also wonder if 70% or greater than 
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that can be considered as signiÞ cant stenosis. It 
has to be spelt out in detail if there is any criterion 
for classifying such stenosis. The authors have 
mentioned in Table 5, left main disease  as the 
risk factor. It needs to be described what they 
mean by �left main disease.�

In the present-day scenario, the researchers 
have even identiÞ ed the inß ammatory markers 
like cardiac troponin I (cTnI), interleukin-6, 
SC5b-9 involved in such surgical procedures.[2] 
Perhaps the atrial Þ brillation occurring after the 
surgery is best explained by the presence of 
these markers. Interestingly, it has been seen 
that the neurocognitive dysfunction (NCD) 
continues to occur in a significant number 
of patients after cardiac procedures.[3] It has 
been observed that acute renal failure is a 
major complication following CBAG surgery 
that is strongly associated with in-hospital 
mortality.[4] There is a need to discuss all such 
complications in detail.

We would have appreciated if the authors had 
made some sincere efforts to link the body 
mass index to the mortality. There are research 
reports on the study of body mass index into 
weight classes that can inß uence the hospital 
mortality, after CABG surgery.[5] Many factors 
have to be taken into consideration for the 
assessment of mortality and morbidity. The 
present study has more of statistical data and 
less new facts over existing literature.
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NON-PHARMACOLOGICAL MANAGEMENT OF HYPERTENSION 
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ABSTRACT

Hypertension is a silent killer. Indians are racially predisposed to cardiovascular disease, 
and the increasing burden of hypertension has only added to the problem. Economic 
constraints and the allure of additional benefits without adverse effects have made 
lifestyle modifications an attractive proposition in developing and developed countries 
alike. Blood pressure is a continuum and any increase above optimal confers additional 
independent risk of vascular disease, even in ranges previously considered normal. While 
antihypertensive agents have been used for those patients with blood pressure above the 
traditional cutoff, there has been increasing emphasis on the prevention and treatment 
of hypertension by non-pharmacological means, termed �lifestyle modifications.� A 
MEDLINE search was done for relevant references with emphasis on original studies, 
randomized controlled trials and meta-analyses. Lifestyle modifications that effectively 
lower blood pressure are increased physical activity, weight loss, limited alcohol 
consumption, reduced sodium intake and the Dietary Approaches to Stop Hypertension 
diet. Lifestyle modification is recommended as initial therapy in stage 1 hypertension 
before initiation of drug therapy and as an adjunct to medication in persons already 
on drug therapy. In pre-hypertensives, it can reduce the incidence of hypertension and 
lower end-organ damage. It is emphasized that simple advice from physicians can have 
a positive influence on patients� motivation to make lifestyle changes.
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PRACTITIONERS’ SECTION

BACKGROUND

High blood pressure is an independent risk 
factor for cardiovascular and cerebrovascular 
disease. At the defining cutoff of 140/ 90 
mmHg, 28-44% of the world population has 

hypertension, with ethnic variations.[1] It is 
estimated that the prevalence of hypertension 
in India is about 25% among urban adults and 
10% in the rural areas.[2] The lifetime risk of 
developing hypertension is estimated to be 
90%.[3] Even blood pressure (BP) not in the 
hypertensive range but above optimal increases 
the cardiovascular risk. Indeed, blood pressure 
is a continuum and any increase above 
optimal confers additional independent risk 
of coronary heart disease, stroke, congestive 
heart failure, end-stage renal disease and 
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