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Project period: 2 years 23 0 zs 3

Dengue virus causes a febrile illness: Dengue Fever (DF), Dengue Hemorrhagic Fever (DHF) and
Dengue Shock syndrome (DSS). Previous pilot study suggested that endothelial activation and
changing of VWF multimers may play a role in the pathogenesis of dengue infection. This
prospective cohort study was designed to determine the VWF:Ag levels and alteration of VWF
multimers in correlation with clinical severity of dengue infection. VWF:Ag levels and vWF
Multimers were measured in 57 children with Dengue infections (9 with DF ,23 with DHF, and 25
with DSS) during 3 phases of iliness: febrile, toxic, and convalescent. 40 healthy children
comprised as controls. vVWF: Ag Ieveis‘ were significantly higher in dengue patients (p < 0.001 in
DF, DHF and DSS patients) versus controls. Compared to DF patients, DHF and DSS patients
had significantly higher plasma levels of VWF: Ag during the febrile phase (p=0.03 and p=0.021,
respectively). Normal vWF multimers were detected in DF patient all 3 phases. However, in DHF
samples, 21/23 (91%) had abnormal vWF multimers. Of these, 18 patients had a shift from high
molecular weight (HMW) to low molecular weight (LMW) multimers, while 3 patients had
supranormal multimers during toxic and convalescent phase. Interestingly, all DSS samples
(25/25) had abnormal vVWF multimers (21 with had a shift from H_IVIW to LMW multimers, 4 with
supranormal multimers).Endothelial cell activation is a hallmark of dengue infection; indicated by
a significant rise in VWF:Ag along with alteration of vVWF multimers. They appear to correlate well
with the clinical severity of disease. Rising of VWF: Ag levels during the febrile phase is a good

predictor of progression to DHF and DSS.





