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Protection and mechanism of zinc sulfate combined with aspirin

for acute myocardial infarction
Fu Hairong

(Chongqing Three Gorges Medical College)
[ Abstract ]Objective ; To investigate the protection and mechanism of zinc sulfate combined with aspirin for acute myocardial infarction
treatment. Methods : Totally 100 female SD rats were selected and randomly divided into five groups,20 rats in each group. The acute
myocardial infarction model was established through ligation of the left anterior descending artery (LAD) in all groups except sham
group. Different groups were given different agents,namely sterile distilled water, zinc sulfate, aspirin and zinc sulfate combination with
aspirin. After 7 days,cardiac function indexes were detected through invasive cather and echocardiogram,and the blood troponin T also
was detected. Then all heart tissues were harvested for HE and Masson staining. mRNA and protein expression levels of transforming
growth factor—B1 (TGF-B1),cyclooxygenase—2 (COX-2),superoxide dismutase—1(SOD~-1) and glutathione peroxidase—4(GPX-4)
were also detected. Results:Both aspirin and zinc sulfate combined with aspirin could improve cardiac function. Compared with as—
pirin alone, zinc sulfate combined with aspirin can significantly increase systolic pressure[(119 + 11) mmHg vs. (103 + 7) mmHg,
P=0.037],diastolic pressure [(98 +4) mmHg vs. (83 +6) mmHg,
P=0.041], average arterial blood pressure{(103 + 6) mmHg vs.

89+5 Hg,P=0.029] and E 5.27+0. H .
E&TH: R 785 2015 H8£H RS2 F 8057 B (%5 :Kj1502605), (892 5) mmHg, ] and Emax((5.270.33) mmHg/L vs

5 H B : htp://www.cnki net/kems/detail/50.1046.R.20160706.1628.006. html (413 £ 0.29) mmHg/pL., P=0.027]; decrease inflammatory in-
(2016-07-06) filtration and infract size, heart rate[ (328 £ 11) beats/min vs.
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(364 +19) beats/min, P=0.016], systemic vascular resistance[(6.70 +0.39) mmHgxmin/pL vs. (8.73 +£0.59) mmHgxmin/pL,P=
0.039], levels of troponin T[(583 +51) pg/mL vs. (819 £ 57) pg/mL, P=0.017], moreover, levels of mRNA[(0.65 + 0.18) vs. (1.48 +
0.12),P=0.014; (0.70 £ 0.12) vs. (1.21 +0.08),P=0.031] and protein[(2.42 £ 0.19) vs. (3.61 +0.27),P=0.032; (1.76 £ 0.32) vs.
(5.20 £ 0.59) ,P=0.018)] of pro—inflammatory cytokine TGF-B1 and COX-2;increase the levels of mRNA{(2.14 + 0.11) vs. (1.58 =
0.12),P=0.021; (2.69 = 0.17) vs. (1.87 £ 0.07),P=0.018] and protein[(5.40 £ 0.62) vs. (2.40 +0.33),P=0.036; (4.26 + 0.47) vs.
(2.72 + 0.51),P=0.023] of antioxidant enzyme SOD-1 and GPX-4. Conclusion:Zinc sulfate combined with aspirin can effectively

protect acute myocardial infarction,and the main mechanism is probably through inhibiting pro—inflammatory cytokine TGF-B1 and

COX-2, enhancing antioxidant enzymes SOD-1 and GPX—4 to protect acute myocardial infarction.
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BFERH0)  311x13 122214 9711 10813
TR (9) 39715  94=x7 76 £ 8° 8316
WEBREEAH(10) 38118  96+6 79+5 85+7
PIFIDLAKZH(16) 364+19  103+7 836 89+5
WRERE 328 £11% 119118 9824 103 +6"
Bl =] VT AR ZH (18)
FIE 67.449 153724  95.036 226.351
P 0.000 0.000 0.000 0.000
*:a.b.c.d, SEFRA E, P=0.007.P=0.029.P=0.031 .P=0.041;

e: 5% FRZH L3R, P=0.036;f g h i : ST EBZH % , P=0.002.,P=0.032.,
P=0.005.P=0.028;k .1.m.n: 57 A LA L3, P=0.016 . P=0.037 .
P=0.041.,P=0.029
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Fig.3 Heart function
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,\.th TGF -B1 (F=192.337,P=0.000) %3 51 4 (0.23 = 0.06 .
2.13£0.15.2.0£0.1,1.48 £0.12.0.65+0.18) , COX=2(F=
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4.26 +0.47) (1 5), CoNUREZERIY | Bl w] PUAKR R 92 e
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H1(P=0.025,P=0.016; P=0.017, P=0.009 ) ¢ ik 7K - W 4 [
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P=0.023).
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