* 126 -

o B gh Bk 4k 44 FE (Chin ] Arterioscler), 1997, 5(2)

BRVELT S BRI RR A K B T SRR R
R AtEL LB R R

xEME # X° K g°

x| 47 g2

MERED Hixx EBLEC

BREFRCLTRFAXLN, Sifa  421001)

The Effect of Basic Fibroblast Growth
Factor on Acute Myocardial Infarction
in Rabbits

JIANG Zhi-Sheng, LI Xia®, CHEN Kui, LIU Chu-
Feng, CHEN Xian-Hua, YANG Yong-Zong and
TANG Chao-Shu®

(Unstitute of Cardiovascular Disease, Hengyang Medical Col-
lege, Hengyang 421001. (D Institute of Cardiovascular Re-
search, Beijing Medical University. China)

ABSTRACT

Aim To investigate the effect of basic fibroblast
growth factor (bFGF) on acute myocardial infarction
(AMD) in rabbits.

Methods The hearts of heathy male Japan big-ear
white rabbits were exposed through a left thoracoto-
my, and the left anterior de#cending coronary artery
was ligated with a silk. Animals were divided into
control group, intravenously infused normal saline (2
ml/kg) nitroglycerin (0. 2 g/kg), bFGF 1. 4 pg/kg
and 7.0 pg/kg, respectively, on operation say and on
the 2nd, 4th,6th, 8th, and 10th day afer operation.
We measured the areas of infarct myocardium with te-
trazolium chloride and cardiac function by using physi-
ological polygraphy, and determined ATP contents in
myocardium.

Results Intravenous infusion of bFGF (1. 4 ug/kg
and 7. 0 pg/kg) decreased the infarct size significantly
(8.1%+2.7% and 8. 2% +2.1% vs control 16.5%
+3.2%, P<<0.05), Treatment with bFGF also
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increased the ATP content in infarct myocardium (2. 9
+0. 4 and 3. 21+0. 3 vs control 2. 31+0. 3 pmol/g, P<
0. 01) and improved the left ventricular. All the effect
of bFGF were better than those of nitroglycerin (P <
0. 05).
Conclusion bFGF may play a role both in stimu-
lating recovery of ischemic myocardium and in improv-
ing cardiac function in AMI rabbits.
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Table 1. Acute myocardial infarct size in each

group (r+s, n=8).

Group A/A % Wi/W %
Control 16.5+3.2 15.5+3.5
NG 11.2+2.8 11.7+2.8
bFGF 1 8.1+2.7% 7.241.9%
bFGF I 8.2t2. 1% 7.442.8%

bFGFI and bFGF I ; dose of bFGF
a: P<0. 05v
c;P<0.

NG nitroglycerin.

is 1. 4 pg/kg and 7. 0 ug/kg, respectively.
b; P<{0.01; compared with control group.

05, d: P<C0.01; compared with NG group.

bFGF AL & KM B, 5xf A L&,
MO BREMLT LVEDP 5,3 T CO f1£LV
dq/dt max {H (P <0. 05 & P<<0. 01),bFGF-

I 4 LVEDP.CO fl+LV dq/dt max {H #f 8§
BRFHERH A P<0.05), bFGF-1 4%
WML IRE N 5 bFGF- 1 HHE,. 2ER L4
HEE L (P>0.05),
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Table 2. Cardiac function changes in each group (z+s, n=8).

Groups CO(ml/min) LVEDP(kPa) +LV dp/dt max —LV dp/dt max
Control 185 +24 2.5110. 40 1615+230 11194151

NG ’ 207 k16 2.1310. 25 1748t271 - 1 338+21*

b FGF 1 220 +24* 1.8740. 35 19324243 1518:+247"

b FGF 1 237 +11% 1.77+0. 28% 2 1154179 1 680+ 209"

a:P<0.05, b: P<<0.01; compared with control group.
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Figure. Myocardial ATP contents (z+s, n=8).

MEXOCUAR ATP SEBRNBAR 7. 4%
(bFGF-1 )&% 13. 9% (bFGF-1 f),(EX% &%
T FTFEN(P>0.05), FEXHE . FEX
CULHSR ATP 8 B 7 bFGF 4B AR R4
¥ in 22. 9% (bFGF- 1 4, P<0. 01) & 29. 8%
(bFGF-14,P<{0.01), iR WMIFEAREE
HinGr i OULELS ATP & (P>0.05),

c: P<{0.05; compared with NG group.
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. {B bFGF 1.4 pg/kg M1 5 FHE 7. 0 pg/kg
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BEAREFEHNENREEE (L)

Y % dilatation of aorta

E-). 3 137 114 atherosclerosis of aorta

HEBE plasminogen, profibrinolysin
HBREBREFEET profibrinolytic activating factor, PAF
A0 EA -~ albuminofibrin

HAEFEOEZERK fibrin polymer, FP
HEEANERT fibrin activating factor, FAF
HEEARR fibrinolysis

SEFOme

fibrinous thrombus





