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Antikoagulan, Antitrombotik, Trombolitik,}
Hemostatik

Beberapa Istilah
e Hemostasis
 Koagulasi

e Trombosis
 Antikoagulan

e Antitrombotik

e Trombolitik

e Hemostatik
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Antikoagulan

* Heparin

e Wartfarin
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Protamine

Heparin 3 x 5000 IU s.c.
30 000 U 1.v.




Control points for TFPL,
AT, IPL and APC
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Antikoagulan

- LMWH

e Bemiparin, dalteparin, enoxaparin,

reviparin
* Monitoring pemeriksaan darah

* Indikasi: trombosis vena, emboli pary,
PJR, penyakit jantung iskemik
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Antitrombotik

Aspirin
Dipiridamol
Tiklopidin
Klopidogrel
Epoprostenol
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1: Pivotal role of platelets in thrombosis and the sites of action of currently approved antiplatelet drugs
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condifions of Wgh shear sfress, and the acfion of platelat

agonists (adrenaline, thrambin, ADF, fhromboxane Ag) leads fo the mobilisafion of calcivm on (Cat*), which funciions as a medialor of plateles
activafion. Aspirin inhibits thrombaxane A, synthesis by raversibly acefylaling cyclooxygenasa-1; the hienopyridines (clopidogrel, Hiciopiding )
Ineversibly Block the ADRP recepfor; and glycopratedn Thdlla infibifors Block the final common pathway of platelel achivation leading o fbrinogen

cmss-inking of plaielels and plalelel aggregation. PFhosphodies ferase infibilors {dipyridamaole, cliosiazol} elevale infracefiular

and thereby inhibit plafelat funciion.
ADP = adanogine diphosphato; ASA =aspiin, cAMF = cyclic adanogine monophosphate; GF = glycoprofein; PGG, = prostaglandin G,;

PAR = Prolease aclivaled receptor; PGH; =

vIFE =von Wilebrand factor

cyoliie AMP lovals

prosiaglandin H,; PG, = prosfacyching Fi = phosphodiesterase inhibifor;, TXA, = fhromboxans Ay,
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Antitrombotik
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' e Indikasi: cegah trombosis pada
2 TIA /stroke, infark miokard, bedah

kardiovaskuler, Raynaud’s phenomen




« Streptokinase
« Urokinase

* Plasminogen activator

(u-PA, t-PA)
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3 e Indikasi: infark, emboli paru, trombosis
vena/ arteri

e Mahal




Hemostatik

e Transfusi

e Faktor VIII
« Kompleks faktor II, V, IX, X
 Fibrinogen
 Vitamin K

e Asam aminokaproat

e Asam traneksamat

e Karbazokrom




