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Tab 1.
**p<0.05, ***p<0.01 as compared to control
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Effects of iv silybin on hemodynamics of anesthetized open-chest cats (X+SD). *p>0.05,

Control (n=9)
Before

22mg/kg (n=9)

44 mg/kg (n=8) 88 mg/Kg (n=6)

Change  Before Change Before Change Before Change
MAP 128+27 4+ 2* 102423 —114+7*** 104+21 -20+8"** 108+11 ~ 37+ 5%
(mm Hg)
SBP 152+ 33 4+4* 126+ 26 7+5%** 130+23 143-10%** 135+10 ~2344***
(mm Hg)
DBP 114425 3+ 3* 87+ 21 — 13 7% 8849 —-207*** 91411 - 38+E5***
(mm Hg)
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EFFECTS OF SILYBIN ON HEMODYNAMICS IN ANESTHETIZED

OPEN-CHEST CATS

RUI Yao-cheng, CHEN Xin-sheng, GUAN Aij-hua, HAN

Ju-shan

(Dept Pharmacology, Faculty of Pharmacy, Second Military Medical College, Shanghai 201903)

ABSTRACT Silybin 22, 44, 88 mg/kg iv
lowered the amplitude and duration of
diastolic blood pressure (DBP) more than
those of systolic (SBP). That the descending
aortic blood flow (DABF) did not change
significantly suggests a reduction of peripheral
resistance and dilatatory action on the re-
sistant blood vessels. Silybin 88 mg/kg iv
produced a marked depression of cardiac
contractility: decreased left ventricular systo-
lic pressure (LVSP), maximal rate of change

of intraventricular pressure (dp/dt..,) and
Ver at common peak isovolumetric intra-
ventricular pressure (V¢g_cprp). This drug
caused no marked alteration in ECG and
heart rate. Toxic dose of silybin caused an
elevation of T wave and a depression of A-
V conduction.
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