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ABSTRACT

Thrombocytopenia is a constant finding in DHF/DSS.

The mechanisms leading to thromchytopénia is still not

ciéarly'understood. Although many mechanisms have been
proposed, the massive disappearance of platelets from £he
cinculatiohb_aﬁd the concurrent homeostasis adaptation of
various ’bldod components including ﬁhbse' pir;ﬁlating

cells caused limitation to the understanding how dengue

virus affected platelets in the studies that performed in

the-pateiﬁts; This sﬁudy was designed to'plarifiy<tﬁe
direct effect of dengue virus on the changes that occured
in the platelets. - The mechanisms leadin§ to the defects
have valso].been studiea by using antithrcmbotic agents

‘as aspirin and heparin.

The intehaction of deﬂgue—z,virus with the normal

‘platelets were found to induce. both the abnormal platelet
functions as assayed by the increase response to xéw dose

of ADP(2uM) and the loss in blatelet number by the deﬁgue

o



ey,
virus in vitro. _The'change 1n platalet number was found
after the changes in platelet function. These effecta

were not . found in anticomplement dose hepar:n ¢ 25u/c.c )
and they were cyclo oxygenase dependent. Thesa would sug-
 gest that the thromb&écytopenia is probably due to the muld’
pro~aggrégatory prgperties of dqnguqiviruses ~and thg com-
plement 'factqr might be one of the causes ’thgt‘raquirgs

further clarification,'



