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fat-soluble substances, from
liver tissues that inhibited
blood coagulation.

William Henry Howell.

The Johns Hopkins University
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1938, Dr. Wright first treated a patient of thrombophlebitis
with an experimental natural anticoagulant called heparin,
isolated from animal organs. The condition of Dr. Wright's

patient improved in two weeks.
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Figure 1. The Choay Group: Maurice Petitou (left), Je-
an Choay (center) and Jean-Clande Lormeau (right]
which undertook the development of the pentasaccha-
ride as antithrombotic drug.
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RBCs, red blood cells.
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Figure 7. Effects of Factor Xll (FXIl) deficiency on clot growth and
fibrinolysis following contact protein or tissue factor (TF)-mediated
activation. FXll-deficient plasma demonstrates a normal TF-
activated (gray trace) thrombus with normal growth, fibrinolysis, and
clot lifespan. In contrast, celite-mediated activation (black trace)
resulted in a very slow growing and short-lived clot.
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Figure 8. Effects of Factor VIl (FVII) deficiency on clot growth and
fibrinolysis following contact protein or tissue factor (TF)-mediated
activation. FVll-deficient plasma demonstrates a supernormal
celite-activated (black trace) thrombus, with markedly great speed
of formation and long clot lifespan. In contrast, TF-activation (gray
trace) resulted in a slow growing, weak clot.
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Fig. 2. The activated partial thromboplasun tme (APTT) rato as a
function of heparn activity. (a) alla actvity. (b) axa activity. UFH (x);
medium-molecular-weight heparin (O); certoparin (A); enoxaparin (@),
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Fig 1. Thrombin generation curve using the calibrated automated

thrombogram showing the four main parameters of lag time

peak (ttpeak), peak thrombin and endogenous thromiban potential
(ETF ).
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PRACTICE GUIDELINE

XEERIEEREHERESF, SEELE

S o os FAW W J FAEESF W WS Il WAMHIWEWITEEW W
en to patients

Percutaneous Coronary Intervention

Hass NI: Harmy

A Report of the American College of Cardiology Foundation/American Heart Association

Task Force on Practice Guidelines and the Society for Cardiovascular Angiography and Interventions e
e In patients welghing

=60 kg suggested by FDA {Section 5.7 2). '
« Tleagrelor (B68) « lzzues of patient compllance may be especially |mportant

GP lib/1lla inhibitors (abciximab, double-bolus eptifibatide, highbolus dose tirofiban)

= Mo clopldogrel (B84 =-590) « UA/NSTEMI recommendation applies to those with high-risk features.
pretreatment « GPl uge in STEMI may e most approprate in those with large antedor
(B13-B18) M| and/or large thrombus burden.
(619-621) « IC abciximab administration in STEMI: Class Nb; LOE: B.
« Precatheterization laboratory GPl administration in STEML: Class NI
« Clopldognel ({584 -590) No Benefit; LOE: B.
nesren Snant » Recommendations apply to those not at high risk for bleeding
(616, 619) complications,

{619, 622-624)

UFH MA « Dosing kased on whether or not GPl was admilnlstensd.
M (625, 637-645) - Lower bleeding rates assoclated with bivalirudin are mitigated when
used concomitanty with a GPL
Enoxaparin (B4E6-650) « Recommendations apply to administration of IV enoxaparin at the

time of PCl for those who have not recelved pdor antithrombin therapy
or who have recelved “upstream”™ SC enoxaparin therapy for
UA/MNSTEMI.

« An additional dose of 0.3 mg/kg IV enoxaparin should be administered
at the time of PCl to patlents who have recelved <2 thempeutlc SC
doses (e.g., 1 mg/kg) or recelved the last SC enoxaparin dose 8 to
12 h before PCl: Class I; LOE: B.

« Patients treated with SC enoxapadn within 12 h of PCl should not
recelve additonal treatment with UFH during PCI (“stacking”): Class
I: Ham; LOE: B.

Anti-Xa inhibitors

Fond apari niux c (B5E1, 652) « PCl should not ke performed with fondaparinux as the sole
antithrombin agent in patients treated with upstream fondaparinux. An

additional antlicoagulant with antidla activity should be administersd.
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