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ABSTRACT Objective To observe the effect and mechanism of extract of Ginkgo biloba (EGb) on
cardiovascular protection on the rat model of type 2 diabetes (T2DM) after myocardial infarction. Methods
T2DM rat model was established by intraperitoneal injection of streptozotocin (35 mg/kg) combined with
high fat diet, and the model rats were randomly divided into the model group (equivalent distilled water),
the sham group (equivalent distilled water), the metformin group (100 mg - kg™ - d™"), the low dose of
EGb group (200 mg - kg™ - d™") and the high dose of EGb group (400 mg - kg™ -d™"), 12 in each group.
The myocardial infarction rat model was established by ligating the anterior descending branch of coronary
artery after T2DM rats were administered with EGb for 4 weeks continuously. Besides, another 10 rats were
recruited as a normal group. The levels of fasting blood glucose (FBG), fasting serum insulin (FINS), insu-
lin resistance index (IRI) and insulin sensitive index (ISI), TG, TC, HDL-C and LDL-C, plasma P-selectin,
CK-MB and cTnl, TNF-a, IL-1 and IL-6, gelsolin, F-actin and vitamin D binding protein (DBP) were ob-
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served. Results

Compared with the normal group, FBG, FINS, IRI, TG, TC, LDL-C, CK-MB, CTnl, IL-6,

TNF-a, IL-1, P-selectin,gelsolin(PRP), F-actin increased(P <0.01, P <0.05),ISI, HDL-C, gelsolin(PPP),
DBP decreased in each medicated group(P <0.01, P <0.05). Compared with the model group, FBG,FINS,
IRI,TG,TC,LDL-C,CK-MB,CTnl,IL-6, TNF-«a,IL-1, P-selectin decreased (P <0.01,P <0.05), ISI,HDL-C in-
creased in the EGb group and metformin group(P <0.01, P <0.05) ; gelsolin(PRP), F-actin decresed(P <

0.05), gelsolin(PPP), DBP increased in the two EGb treated group (P <0.05). Conclusions

EGb could

reduce blood glucose, regulate lipid metabolism, anti-inflammatory and improve insulin resistance. EGb

pretreatment could relieve myocardial injury caused by acute myocardial ischemia, and its cardiovascu-

lar protective effect may be related to activation of actinscavenger system.
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HDL-C F+& (P <0.05) .

3 K4 KK CK-MB.cTnl,IL-6 TNF-a . IL-1 %
Pk ZE (£ 3) HIEW 4 i AR K RTFAR
HEFER TR (P <0.01) . SIRTFARA K, HHIH
CK-MB .cTnl.IL-6 \P-#EFEETHm (P <0.05), S5
RIZH LA, 2 2R 2 AR R AR (P <0.05) . —HIRL
IR41 5 EGb £ M4l L8, 2 R R4 it 2= B (P >
0.05),

F 2 SUHKEREHHER RAE AT L (x5 )
. ) FBG FINS - Rl TG TC HDL-C LDL-C
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