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The Hemodynamics of Captoprill in Pulmonary Hypertension
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Abstract  Objective .To evaluate the hemodynamic responses of captopril on pulmonary hypertension secondary to
lefttoright shunt congenital heart diseases- Method ;. Hemodynamic data of 30 patients with intracardiac left-toright
shunt and pulmonary artery mean pressure—2-7 kPa were measured by doppler echocardiography before and after 0.4~
0.6 mg/ kg(>12 -9 mg) of oral captopril was given three times daily - Results:In the group A with relatively lower total
pulmonaryto-systemic resistance ratio (TPR/TSR) . aortic mean pressure (AMP) and TPR did not change significantly ,
TPR/TSR raised and pulmonary-to-systemic flow ratio (Qp/Qs) reduced- In the group B with relatively heigher TPR/TSR
ration, AMP and PAMP decreased, TPR reduced, TSR did not change, TPR/TSR decreased and Qp/Qs increased - The
clinical improvement in group A was better than that in group B- Conclusion: When captoprill decreases the pulmonary
artery pressure in the patients with congenital heart disease Qp/ Qs may increase at the same time - which is not good to
these patients- We belive Qp/Qs should be observed in this kind of patients especially with large lefttoright shunt asso-
ciated with clinical symptoms, when captoprill is used-
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Talbe 1  Hemodynamic date of 30 cases before and after captopril was taken""?) (xTs)

PAMP AMP PAMP/AMP TSR RPR/TSR Op/Qs HR
Before 34410 76411 0.474£0.17 3.542.9 30.1£13.1 0.1340.09 4.7+2.0 96417
After 298 69+12 0.46+0.20 3.543.3 27.3+11.7 0.12+0.07 4.3+1.8 94416
P <C0.005 <0.001 =>0.50 =>0.50 <<0.02 >0.50 =>0.50 =>0.20

1) The unit of pressure is mmHg, 1 mmHg:O- 133 kPa; 2) The unite of resistance is wood
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Table 2 The comparison of hemadynamic data between two groups before and after captopril was taken')? (xEs)
PAMP AMP  PAMP/AMP TPR TSR TPR/TSR Qp Qs Op/Qs
Before 3348 77411 0.4440.16  3.4%3.2  32.2414.8  0.1020.06 158290 30414 5.241.9
A After 31438 714+13 0.4740.22 3.943.9 28.1413.7 0.1340.07 135+73 35419 4.1£1.6
P =>0.20 <<0.001 =0.20 =>0.05 <<0.001 <<0.002 =>0.05 <0.05 <<0.001
Before 3712 73110 0.5470.17 3.642.3 26.348.9 0.1940.11 119447 34413 3.9%£1.9
B After 267 66112 0.434+0.17  2.6+1.7 25.94+7.3 0.1240.07 134+62 32414 4.6+1.9
P <<0.01  <<0.001 <0.05 <0.005 =0.50 <0.005 =>0.20 =>0.20 <0.05

1) There is 19 cases in group A, 11 cases in group B: 2) The units used is the same as in table 1
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