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Investigation of the protective effect and mechanism of activated protein
C on myocardial ischemia-reperfusion injury in rats

TONG Xiaohong', ZHA Jinfen> , DING Jiawang', LI Song', LI Wenhui', WU Hui', CHEN Yong'
(1. Department of Cardiology, Yichang Central People’s Hospital, Yichang 443003, China. 2. Department of Obstetrics and
Gynecology, Yichang First People’ s Hospital, Yichang 443003)

[ Abstract ) Objective To investigate the protective effect and mechanism of activated protein C ( APC) on
myocardial ischemia reperfusion injury in rats. Methods Thirty male SD rats were randomly divided into sham operation
group (10), I/R group (10) and apc—treated group (10). The anterior descending branch of the left coronary artery was
ligated for 60 min, and the myocardial ischemia reperfusion model was established 6 h after reperfusion. The expression
levels of TNF~a, MPO and ICM~-1 were detected by ELISA and immunohistochemistry. HE staining was used to detect the
changes of myocardial pathology in each group.Results Compared with the sham group, the expression of TNF-ao, MPO
and ICAM-1 were increased significantly in the I/R group (P< 0.01) ; but compared with the I/R group, the expression of
TNF-a, MPO and ICAM-1 were obviously decreased in the APC group (P< 0.01). Conclusions APC has a protective
effect on myocardial I/R injury, in a mechanism that may involve inhibiting the expression of inflammatory factors and
reducing the infiltration of inflammatory cells.
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Table 1 Comparison of myocardial infarct size in each group of rats

453
Groups

HEFEC L/ FE I DXL L
IR/AAR IR/LV

Infraction area/area at risk

HEFEC ML 20 2 TR

Infraction area/left ventricular

BF AR Sham group 0
I/R 4 Tschemia-reperflusion group 61.70+£9.97" 45.59+5.69 "
APC 1 Activated protein C group 43.76+5. 502 29.19+2. 414

L SIRF AR LR, * P<0.05;5 I/R 4 I1L#H, 2 P<0.01,

Note. Compared with the sham operation group, * P<0. 05. Compared with the I/R group, ® P<0. 01.

2 HKAIMTE TNF-a 7KF S0 L MPO & BB FLEE (R+s)

Table 2 Comparison of serum TNF-a levels and MPO protein expressions in myocardial tissue in each group of rats

45 JHRIRBE A -0 ( pg/mL) i ALY (U g)
Groups TNF-a MPO
BF- R4 Sham group 25.32+3. 69 2.01+0.25
I/R 4 Tschemia-reperflusion group 69.49+5.78 " 13.75£1.53*
APC 4 Activated protein C group 41.56+4.77% 7.84x1.36%

T S RFARAE, * P<0.01; 5 I/R 4HILE, 2 P<0.01,

Note. Compared with the sham operation group, * P<0. 05. Compared with the I/R group, ® P<0. 01.
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BFEARA
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Activated protein C group
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ICAM-1 prolein Ischemia- Activated
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group group

D WLZHEY ICAM-1 G gl ik e

Note. Compared with the sham group, * P<0. 05. Compared with the I/R group,*P<0. 01.

Figure 1 Myocardial tissue ICAM-1 immunohistochemical staining
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Figure 2 HE staining of myocardial tissue
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