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Protective Effect of Stachydrine on Myocardial
Ischemia- Reperfusion Injury in Rats

MA Yu-hong, YANG Jie-ren
( Department f Pharmacology, Wannan Medical College, Wuhu, 241000, China)

[ Abstract] Objective: To study the protective effect of stachydrine on myocardial ischemia reperfusion injury in
rats. Methods: Myocardial ischemia reperfusion injury model was made by ligating the coronary artery for 30min followed
by reperfusion for 120min in anesthetized rats. All animals were given the stachydrine or normal saline, danshen after
ligation. LDH and CK and SOD activity, MDA content, NO level in serum and in myocardial homogenate and ¢I'nl’ content
in serum were measured. Results: The results showed that stachydrine( 3, 6, 12mg/kg, iv) could inhibit the activity of LDH
and CK and ¢I'nT'(P< 0.05 or P< 0.01), decrease MDA content ( P< 0.01), and increase the SOD activity and NO
level (P < 0.05 or P< 0.01) in comparison with model group. Conclusion: Stachydrine can protect the effect of
myocardial ischemia reperfusion injury in rats.
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5:040906) ; 50% Ft 2 v G (e BCR BRI 2 ) 4
A, b5 990907) ; — % A A ( nitric oxide, NO) i 4,
1) B A B ( superoxide dismutase, SOD) A - i
( malondialdehyde, MDA ) . J & i & ( lactate
dehydrogenase, LDH) JULI& ¥ ( creatine kinase, CK) s
FEL (34 R B BRI S P BRI, S
20041130) ; 1454 4 ( cardiac troponin T, ¢I'nT) i85 &
(| | SR B < I /N 7 PR ( AR S
20050130) 5 He il A8 4 A 4k
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Hoo R 25% SR ( 4ml ke, ip) BRI, VS 6 EAT
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BFAM - 3984 22403 142.5 409.25 154.44 1 3.37
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FAEALIML Tl RIS 22 AR (P< 0.01), RLMW.
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(mg'kg) M3 ng/ml ML Hmol/L AL Bmol/ g pro)
BFARE - 0.08310.04  57.85%15.40 156. 42 £57.00
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IKIRTH 3 0.6310.32%% 21.53%+ 8.96%9  50.04 £15.24%
YN 6 0.57£0.26%% 29.03+ 8.22%9  120.17 £38.78"
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3 iTie

o JLBBIE KL PS8 3 5 20 2o I B 9995 ¥ 97+ o AL
(0 B AR R R, — B IA R O LR I VA 7 11 56
S ) SO, N T L REIT 5T b i — AN s

UL I P 3 I, 40 R R R B AR R LD
LA AET . K CK AT LDH MERZE R VLA it
T, SOD 28 Py Y5 VR 4 1 bR 3 37 B 0 P AR A
) ph O UL i, 8 1 KA S0 L AR R AT
(45407, 52 B30 LA R S Tl L WF ST 45 SR
FW, KO iv J5 115min, Bl A 50 36 I, fR4 T
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