FE KL I F (Chinese ] Arterioscl), 1994, 2(4)

* 159 -

FAEE R IR R e O F vy -0
BETERARE B RN

2P F A OKERC HALES ARE
(FRERAFHBERCAR, * LBRE, &R

Effects of Captopril and Enalapril on
Polymorphonuclear Leukocyte Oxygen
Free Radical in Cardiovascular Disease
Patients
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ABSTRACT
seperated polymorphonuclear leukocyte (PMNL) of

70 cases of oxygen free radical of

peripheral whole whool changes were detected in this
study. Study objects including 20 cases of normal
take-no-medicine control group, 21 cases of coronary
heart disease (CHD) patients (subdivided into 8 cases
take Captopril, 6 cases take Enalapril and 7 cases
take-no medicine) and 29 cases of hypertensive heart
disease (HHD) patients (subdivided into 12 cases take
Captopril, 6 cases take Enalapril and 11 cases take-no
medicine). The results showed that after taking Cap-
topril and Enalapril, the PMNL chemiluminescence
(CL) peak value and intergral in CHD and HHD pa-
tients were significantly lower than that in patients
take-no-medicine group; PMNL-CL parameters in
CHD patients take Captopril and Enalapril, HHD pa-

tients take Captopril and Enalapril had no significant
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difference than that in normal control group; the
PMNL-CL parameters in CHD patients take Captopril
and Enalapril, HHD patients take Capropril and
Enalapril had no significant difference.
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Table. Comparison of PMNL-CL parameters among groups (r=s).

background peak value slope integration
G g (mV) (mV) (mV + ) Vs
control 20 1541104 890+241 1.6+0.8 142146
take-no-medicine 18 154+ 71 1336+ 623" " 1.9+1.2 216 67" ™
Captopril 20 113%75 6481502 * * | 1.6%+0.9 152+82*
CHD 8 109+ 63 6431403 " 1.7+0.9 156163 "
HHD 12 12077 6841£513" " 1.530.7 143+90*
Enalapril 12 1961134 734+131* " 1.5320.5 154437*
CHD 6 1934105 7381+96" 1.710.5 148+39°
HHD 6 2001109 731+156* 1.4%0.6 156 +28*

# # P<{0.01l, # # # P<{0. 001 compared with control group; * P<(0.05, * = P<{0.0l, * % % P<(0.001

compared with take-no-medicine group.
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