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[Abstract] Objective To investigate the intervention effects of Radix Angelicae Sinensis (¥H) on
ventricalar function, myocardial apoptosis and expression of apoptosis-associated genes in the infarct border
zone in rats with acute myocardial infarction (AMI), as well as the possible mechanisms of inhibitory effects of
Radix Angelicae Sinensis. Methods One hundred and twenty male Wistar rats were randomly divided into
three groups: sham, AMI and AMI+4-Radix Angelicae Sinensis. AMI model was induced by ligating the left
anterior descending coronary artery. After 24 hours of ligation, Radix Angelicae Sinensis (20 ml « kg™ « d™!

~1 « d7%, i. p.) was injected into the peritoneal cavity in AMI + Radix

equivalent to raw herb 10 g « kg
Angelicae Sinensis group, while in the sham and AMI groups were treated with the same volume of placebo
(saline, i. p.). The changes of left ventricular function were measured by hemodynamics at 1, 2, 3 and
4 weeks after operation, and then the rats were sacrificed. The coefficient of myocardial apoptosis and the
levels of protein expressions of Bax and Bcl-2 genes were detected by terminal deoxynucleotidyl-transferase
(TdT) mediated dUTP biotin nick end labeling (TUNEL) staining and immunchistochemistry, respectively.
Results (DAfter AMI, the left ventricular function was markedly deteriorated; compared with AMI group,
the left ventricular function in the AMI- Radix Angelicae Sinensis group was significantly improved in the
4 weeks after treatment (P<<0. 05 or P<C0. 01). @ Infarct size was not significantly different in AMI vs. AMI
+Radix Angelicae Sinensis group; after 4 weeks in the AMI group, the relative weights of the whole heart
and left ventricle were markedly increased in comparison with those of the sham operation group (both P<C
0.01). After 4 weeks of angelica treatment in the AMI-+Radix Angelicae Sinensis group, the relative weights
of the whole heart and left ventricle were significantly decreased (both P<(0.05). & In the sham group, no
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myocardial cell apoptosis was seen. There were apoptotic myocardial cells in the infarct border zone in the
AMI and AMI+ Radix Angelicae Sinensis groups; however, the number of apoptotic myocardial cells was
decreased significantly in the AMI + Radix Angelicae Sinensis group compared with that in AMI group
(P<C0.01). @ Positive expressions of Bax and Bcl-2 proteins were markedly increased in the AMI and AMI+
Radix Angelicae Sinensis groups compared with those in sham group. Radix Angelicae Sinensis significantly
inhibited expression of the Bax protein and significantly increased Bcl-2 protein expression compared with those
in AMI group (P<C0.05 or P<C0.01). Conclusion After myocardial infarction, the left ventricular function
is decreased and at the peripheral border of the infarct area, there are a large amount of apoptotic myocardial
cells; Radix Angelicae Sinensis possibly via its down-regulation of Bax protein expression and its up-regulation
of Bcl-2 protein expression leads to the decrease of Bax/Bcl-2 ratio, reduction of myocardial cell apoptosis,
decrease of the loss of myocardial cells, improvement of left ventricular function and amelioration of the
ventricular remolding.

[Key words] Radix Angelicae Sinensis; acute myocardial infarction; apoptosis; Bax gene; Bcl-2 gene
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W ARG ARG ERBIT A AEY
B BT FR BRI R

YE & T . X W M (1965 -), & (WHD»
KRBT B EEEN,

XNk, E B
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Bl 3. MEBH, Y, BEFREM K
R 3 d, LA ET R K AR, BR
ERLHScm’ RATHRAEEE R,
WBC 9.3X10°/L, ek 4 g 0. 83,5
I ¥E 6. 6 mmol/L. ABEE 4 F 4k
REREE ANSHEMNW, ZER
1, HER. ARSI BHMCT 7
BRFRREERENE, THERR
PR AT BRI A 5I 0, S MR A
R | BUBH R GERREE, X v i W 28 4
RERRTHBERR . WHELERVE
WIT.BRENBERER JFFHIAMEBRER
ER, ABEE 6 B B 5 & XM R
YRR BT R A5 0 (R
100 ml. & 4 20 mD) . KE W HF.HIB
FM@ mD, S REATHRBEN
®.HAKENRESEREREENET
BANMARBALEK.

fle.BRERME,78 3, BRFFE 2d
M. AR S d. ERAATFIRAEN
TR, USRI BRBR L AL . 2 M
FWMET XK. A, EERS,FE
TR BT b B e O A O T AR B B
WBC 19.1 X 10°/L, & 8 44 J& 0. 82,
3% 16.9 mmol/L . X &£ K B~ M
BAEE. ARBSBNAE ZRLBmER
ER FaT AR, FRE R,
BoHAELABRRE RH . 0UNE
BHE, MEMAMEY .82, BEEKR

XEHS 1008 - 9691(2008>01 - 0044 - 01

BERTFIHIT A TFRYHEIFR . L
ZEP B LAATKEOFRRPRE
WD R LR E A B W,
BAWMRER MR TTEHRSR &
BB SR ERER(LERE
)L, TRENFENUNEHFRIRE R
FIMA - BAERERELXRLIFER
FABRES 8 HFET.

2 W i

2.1 MERKMA FRERELEEHR
HREMBSERE. ARAKEAY
7R RERES BN BRE RS
MBRER.

2.2 X HRS E AL . B B b B e 4D FF
MBS SR E AR . T o5 o] B A e
RETIRB VI B 47 BB LIS, 240
RABTTAIREM . R PR WA 5 (6] I ) e
LHYRTFHRITRBENFRIR N —F
BT 8. Mol i BB R R R A AT
VIFFSI, X3 51 AL 4 T wp ¥k, R B 1)
e s P B AR Y AL T R BB 4
ALGREEHREH KB B R, AT
o ER B .

2.3 SEUFRMH.EHH 2~
3 BEWR M SR AD AT B RAT B UIIE.
2.4 MEREH -XNTHERFAEER
AR EMRBIT.
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