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Watananukul P, Mahasandana S, Suwanwela N. Platelet in clinical
medicine. Chula Med J 1984; 28(2) : 205-213

Platelet is a very small cell but give the most important part
in hemostatic mechanism; initate the primary hemostatic plug which
is a provision of procoagulant activity. Diseases created by platelet
are secondary to hypofunction itself, decrease in number and even
hyperfunction. Any abrormality of platelet can cause bleeding

‘tendency and/or occlusion of small arteries.
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