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[ Abstract] Objective To determine the blood coagulation function in AECOPD patients with pulmonary hyper-
tension (PH) to explore its correlation with the pulmonary arterial pressure. Methods The clinical data of 217 AECO-
PD patients were retrospectively analyzed ,and they were divided into four groups according to pulmonary artery systolic
pressure ( PASP) :the normal group (PASP<30 mm Hg) with 46 cases,the mild PH group ( >30 & <50 mm Hg)
with 63 cases,the moderate PH group( >50 & <70 mm Hg) with 50 cases and the severe PH group ( PASP >70 mm
Hg) with 58 cases. Then the blood coagulation( PT,APTT,TT,FIB,INR, D-Dimer, FDP, AT-IIT) was analyzed in all the
selected patients. Results The average serum PT,APTT,INR,FIB,D-Dimer and FDP had differences (P <0.05) in
the patients among four groups,but there was no significant difference in TT and AT-III (P >0.05). The D-Dimer and
FDP in severe group was higer than those in moderate ,mild and normal group (P <0.05) ,for PT,APTT and INR, the
moderate and severe group were both less than the normal and mild group (P <0.05). And for FIB the mild, moderate
and severe group were all higher than the normal group (P <0.05),and the severe was higher than the mild (P <
0.05) and moderate group (P =0.05). While there was no significant difference for these indicators between the left
groups( P >0.05). Among the four groups PT,APTT and INR decreased with the increase of PASP,while FIB,D-Dimer
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and FDP increased. Besides, it indicates that the area of FIB under ROC curve is the highest with 0.718 (P <0.05,
95% CI:0.625 —0.810) and the cut-off is 3.36 g/L. Conclusion Detecting PT, APTT,INR, FIB, D-Dimer and FDP

has important value to evaluate the states and complications of AECOPD patients ,meanwhile the accuracy and sensitivity

of FIB are higher than the others,so it has a certain guiding significance.
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