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Correlation of clinical and 
laboratory parameters in 
dengue fever patients and 
its usefulness as bedside 
markers

Sir,
Dengue fever (DF) is a serious public health 

problem in South-East Asia.[1] Clinical diagnosis of 
dengue is challenging as it presents with nonspecifi c 
symptoms, including fever, headache and myalgia. 
Since there are many infectious diseases which have 
similar clinical features, a combination of clinical 
and laboratory parameters (positive tourniquet test, 
relative bradycardia, Leucopenia, and specifi c aspartate 
aminotransferase [AST] elevation with activated partial 
thromboplastin time [APTT] prolongation) in any acute 
febrile illness could be used as bedside markers to 
diagnose dengue infection to institute early supportive 
therapy.

This  prospect ive  observat ional  s tudy was 
carried out in 100 patients who were diagnosed as 
DF (serologically [IgM ELISA]/NS1positive) admitted 
to our hospital intensive care unit from March to 
November 2012. Patients with negative dengue 
serology, age <18 or >60 years, pre-existing substantial 
heart or lung disease, on drugs like beta-blockers, 
calcium channel blockers or pacemakers were 
excluded. Peak temperatures with simultaneous pulse 
rate were recorded to observe for relative bradycardia. 
The tourniquet test was done in all patients and 
considered positive when 20 or more petechiae were 
observed in 2.5 cm2 area. Leucopenia (total white blood 
cell count <4000 /cumm). APTT prolongation (>20 of 
control). AST (>60 IU/L), Gallbladder wall edema and 
polyserositis were also noted. All data were analyzed 
using IBM SPSS statistics 20. Among the study cohort 
60% were males and 40% were females. Mean age of the 
study group was 34.60 years. The clinical parameters are 
shown in Table 1.

In our study group, nearly 42% had relative bradycardia, 
Recently works of Lateef et al. had shown similar 
association with DF.[2] The tourniquet test was found to 
be positive in 40% of the patients. Many of the studies 
showed that presence of either leucopenia or positive 
tourniquet test or both are helpful in identifying dengue 
patients.[3] Gallbladder wall edema was seen in 87%, 
pleural effusions were noted in 63% and hepatomegaly in 
17% . Out of 100 patients, three patients died (case fatality 
rate 3%).These patients presented late to our hospital 
with shock and  disseminated intravascular coagulation. 
The laboratory parameters are shown Table 2.

Bleeding manifestations are highly variable in 
dengue patients. Laboratory parameters showed 
hemoglobin (Hb) >16 g% in 8% (mean = 12.35, 
median = 13.4) of the patients. Hematocrit (HCT) 
levels did not correlate consistently with the 
Hb%. HCT >45% were seen in 32% (mean = 37.94, 
median = 36.9). Total white blood cell <4000/cumm 
was found in 57% (mean = 4913, median = 3980) 
of the total patients enrolled. Platelet count lower 
than 50,000/cumm observed in 46% (mean = 53,462. 
median = 72,000) of patients. AST elevation was 
observed in 76% (mean = 95.17, median = 89). Out 
of the 76 patients with AST elevation, 78.9% (60/76) 
showed much higher values compared with remaining 
21% (16/76), (P < 0.001). Alanine aminotransferase 

Table 1: Clinical parameters

Parameters Percentage of patients (N=100)

Relative bradycardia 42
Tourniquet test 40
Gallbladder wall edema 87
Pleural effusion 63
Hepatomegaly 17

Table 2: Laboratory parameters

Laboratory parameters (N=100) %

Hemoglobin>16 g % 8
Hematocrit>45% 32
Platelet count<50,000/cumm 46
Total leucocyte count<4000/cumm 57
AST elevation (>60 IU/L) 76
ALT elevation (>60 IU/L) 43
APTT prolongation (>20% than control) 69
PT prolongation (>3 s than control) 10
AST: Aspartate aminotransferase; APTT: Activated partial thromboplastin time; 
PT: Partial thromboplastin, ALT: Alanine aminotransferase

Letters to the Editor



184184

Indian Journal of Critical Care Medicine March 2014 Vol 18 Issue 3

elevation was noted in only 43% (mean = 59.59, 
median = 64). Though exact cause is not known, excess 
release of AST from damaged monocytes during the 
infection has been suggested.[4]

APTT prolongation was noted in 69% (mean = 39.288, 
median = 39.4).Out of these 69 patients, 56 (81%) 
had greater prolongation compared to rest of the 
13 cases (18.8%), (P < 0.001). It indicates that there is a 
defect in the intrinsic cascade of coagulation system during 
the dengue hemorrhagic fever (DHF). DF can be without 
hemorrhage or have unusual hemorrhage, while DHF 
can be without shock or with shock, that is, dengue shock 
syndrome.[5] Liver injury further decreases coagulation 
factor synthesis. Partial thromboplastin prolongation was 
seen in only 10% (mean = 15.03, median = 15.8) of the cases.

Using parameters such as relative bradycardia, 
specific AST elevation with APTT prolongation, 
thrombocytopenia, leucopenia with fever, positive 
tourniquet test and gallbladder edema we might be able  
to predict DF in 81% of cases.
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Bilateral pupillary 
dilatation with normal 
intracranial pressure

Sir,
The standard management of non-operable severe 

head injury is ventilation with intracranial pressure (ICP) 
monitoring (brain trauma foundation).[1] Since the patient 
is often sedated for ventilation, neurological monitoring 
is restricted to examination of the pupils. We report 
the case of a patient who almost forced a fundamental 
change in our management protocol.

A 50-year-old diabetic female patient was admitted 
2 h following a road traffi c accident with a Glasgow 
coma scales core of 8/15, minimally asymmetric, but 
briskly reacting pupils and no lateralizing deficit. 
A computerized tomography (CT) scan of the brain 
showed bilateral frontal and a small right temporal 
contusion with preserved basal cisterns [Figure 1]. She 

was managed conservatively with ventilation and ICP 
monitoring. The ICP remained below 15 mmHg for the 
1st 3 days and then showed a minimal increase up to 
a maximum of 18 mmHg. It was therefore decided to 
repeat a CT scan before weaning from the ventilator. 
The CT scan was performed 76 h after the trauma 
showed resolving contusions with increased edema 
around them [Figure 2]. Hence, mannitol was started 
and later vasopressors were added to maintain an 
adequate cerebral perfusion pressure.

At 16 h after the second scan, her pupils became 
large and non-reacting, though ICP remained below 
20 mmHg. Assuming the ICP values were wrong, patient 
was taken up for a bifrontal decompressive craniectomy. 
After craniectomy, dura and brain were lax, excluding 
raised ICP. After craniectomy, blood pressure dropped 
further and had severe metabolic acidosis with a pH of 
6.91 and a chloride of 123 mmol/L. Despite vigorous 
treatment of acidosis, blood pressure never recovered 
and she died 4 h later.

This report highlights the importance of hemodynamic 
changes and escalating needs of vasoactive drugs while 
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