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Study on the Protective Effect of Curcumin on Model Rats with Acute Myocardial Infarction

GAO Cui-ju', GAO Da-zhong®, WANG Yong’[1.Dept. of Cardiology, General Hospital of Chongging Iron and
Steel (Group) Co., Ltd., Chongqing 400081, China;2.Dept. of Cardiovascular Medicine, the Second Affiliated
Hospital of Chongqing Medical University, Chongqing 400010, China;3.Dept. of Cardiology, the Seventh Peo-
ple’s Hospital of Chongging, Chongqing 400054, China]

ABSTRACT OBIJECTIVE: To investigate the protective effect of curcumin on rats with acute myocardial infarction (AMI), and
discuss the protection mechanism. METHODS: Anterior descending coronary arteries were ligated to establish rat models of AMI.
100 SD rats were randomly divided into sham-operation group (ig, constant volume normal saline), model group (ig, constant vol-
ume normal saline) , solvent control group [ip, 6% alcohol-polyethylene glycol 400 solution, 2.5 ml/kg, perindopril group (ig, 3
mg/kg) and curcumin high, medium and low dose groups (ip, 200, 100 and 50 mg/kg). They were given the drug 24 h after the
establishment of models, once a day for 4 weeks. Haemodynamic indexes [left ventricular end-diastolic pressure (LVEDP)], left
ventricular end-systolic pressure (LVSP) and maximum rate of left ventricular pressure rise/decline ( * dp/dt...)] were determined;
left and right ventricular mass indexes (LVMI and RVMI) and myocardial infarction areas (IS) were calculated; the areas of myo-
cardial collagen were determined and the collagen volume fractions (CVF) were calculated; and immunohistochemical method was
adopted to detect the expression of matrix metalloproteinase-2 (MMP-2) in rats. RESULTS: Compared with sham-operation group,
the LVSP and = dp/dt... of rates in model group were decreased; LVEDP, LVMI, RVMI, IS, CVF and expression of MMP-2
were increased, with significant difference (P<<0.01). Compared with model group, the LVSP and =* dp/dfw.. of rats in curcumin
high, medium and low dose groups were increased, and LVMI, RVMI, CVF and expression of MMP-2 were decreased; the
LVEDP of rats in curcumin high and medium dose groups were decreased, with significant difference (P<<0.01 or P<<0.05). CON-
CLUSIONS: Curcumin has certain protective effect on model rats with AMI. The mechanism may be related to the reduction of
myocardial hypertrophy, collagen deposition and the expression of MMP-2.
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Tab 1 Results of haemodynamic indexes of rats in each
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BUEERE 9 10216£960% 5681527 481330£82616% -3811.12+365.22"
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Tab 2 Results of ventricular mass indexes and IS of rats in
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41 n 18, % LVMI,mg/g RVMI, mg/g
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i 8 4027£9.15° 246+0.09" 049+0.03°
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0.01
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Study on the Protective Effects of Edaravone on Model Mice with Liver Injury
HUANG Xue-gui, BAO Min,ZHAO Bing-feng(Dept. of Pharmacy, Anhui Women and Child Health Care Hospi-
tal, Hefei 230001, China)

ABSTRACT OBJECTIVE: To study the protective effects of edaravone on model mice with liver injury induced by paracetamol.
METHODS: Mice were randomly divided into normal control group (normal saline), model group (normal saline), positive con-
trol group (bifendate 150 mg/kg) and edaravone high-dose, medium-dose and low-dose groups (10, 5 and 2.5 mg/kg), 10 for
each. They were given corresponding drugs in tail for 14 d, iv. After the last administration, except for normal control group, mice
in other groups were given paracetamol 0.3 g/kg to reproduce the models of liver injury, ip. After reproducing models for 16 h, the
levels of alanine aminotransferase (ALT), aspartate aminotransferase (AST), interleukin-2 (IL-2) and IL-6 in all groups were de-
termined by eyeball blood. Liver tissue was collected after executed, the levels of lipid peroxide (LPO), malondialdehyde (MDA )
and superoxide dismutase (SOD) were determined and the pathological changes were observed. RESULTS: Compared with normal
control group, the levels of ALT, AST and IL-6 in model group were increased, the content of IL-2 were decrease, the contents of
LPO and MDA in liver tissue were increased and the activities of SOD was decreased, with significant difference (P<<0.01). Com-
pared with model group, the activities of ALT in serum of mice in edaravone high-dose, medium-dose and low-dose groups were
decrease, the content of IL-2 in serum of mice in edaravone high-dose and medium-dose groups were increased, the activities of
AST and content of IL-6 was decreased; the contents of LPO and MDA in liver tissue were decrease and the activities of SOD was
increased, with significant difference (P<<0.05). Compared with model group, the liver cells’ degeneration and inflammatory cell
infiltration of mice in edaravone high-dose and medium-dose groups were decrease and the necrosis degree was obviously relieved.
CONCLUSIONS: Edaravone has obvious prospective effects on the model mice with liver injury induced by paracetamol. The
mechanism may be related to antioxidation and immunomodulation.

KEYWORDS Edaravone; Paracetamol; Liver injury; Mechanism; Mice
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