AR BV SR SMMCT7721 41 itk s8 g 304146 F
AER ERR(NERAZREREERSG %, M 510095)

hEs5yERS  R285 XHEFRERL A XERS
DOI  10.6039/j.issn.1001-0408.2015.16.10

1001-0408(2015)16-2190-03

B B AR ATFRERRITANE SMMCTT21 48 e 38 s e bR A o 75 ik AR SMERIE I SMMCT721 g fien. 10,20,
40.80.160 pl/ml H# EAiahR e it 24 48 .72 hJ& , £ A MTT s:0 2 aa je & /1 503+ Fodphl &, 0( b2+ A8) . 10.,20.40.80,
160 pl/ml 57 & A iE 4k 38 Jr 4m e 48 h g R R A X 4m J AU & 2 08 == & St AT am e B B A B o vk, 453%:10.20.,40.80,
160 pl/ml 7 ¥ Az ik 35 5 40 0 24 48 .72 h & 2w fL B A 9 204 3 4] A A, LB A7 B ) e 700 B AR MME . 55 P M AT BB ML AR L 40,
80,160 pl/ml &7 B A 4k 35 7 0 18 48 h JG , Go/G, A 2m L e 5] B A 3 (P<<0.05) , S HA 2 it s 5] BA 2 FEAK.(P<<0.05) , 2m L ) =
28] 2 F (P<0.05), % 8 7 LAz ghiar SMMCT721 2 i 69 32 54 B AT 4p ) AE | AU T 482 5 F 20 J 8 = L FALAS 20
T G/G, 1.

KGR A EAESTR AR SMMCT721 it ; tm fa¥g 58 ; 1

Inhibitory Effects of Compound Kushen Injection on the Proliferation of Human Hepatoma SMMC7721
Cells

LIU Xiao-feng, JIAN Xiao-shun (Dept. of Pharmacy, Cancer Center of Guangzhou Medical University, Guang-
zhou 510095, China)

ABSTRACT OBJECTIVE: To study the inhibitory effects of Compound kushen injection on the proliferation of human hepatoma
SMMCT7721 cells. METHODS: Human hepatoma cell line SMMC7721 was subcultured in vitro. MTT assay was adopted to deter-
mine cell viability after the cells were cultured in 10 pul/ml, 20 pl/ml, 40 pl/ml, 80 pl/ml and 160 pl/ml Compound kushen injec-
tion for 24 h, 48 h and 72 h, and the inhibition rates were calculated. The apoptosis rates was determined after the cells were cul-
tured in 0 (negative control), 10 ul/ml, 20 ul/ml, 40 pl/ml, 80 pl/ml and 160 pl/ml Compound kushen injection for 48 h,and the
cells were cultured therein for 48 h, and percentage of cell cycle distribution was analyzed. RESULTS: After the cells were cul-
tured in 10 pl/ml, 20 pl/ml, 40 pl/ml, 80 pl/ml and 160 pl/ml Compound kushen injection for 24 h, 48 h and 72 h, the injection
showed obvious inhibitory effect on the cells with time and dose-dependence. Compared with negative control group, the proportion
of the cells in Go/G, phase was obviously increased (P<C0.05) and that of the cells in S phase was obviously decreased (P<<0.05),
and the apoptosis rates of the cells were obviously increased (P<<0.05) after the cells were cultured in 40 pl/ml, 80 pl/ml and 160
pl/ml Compound kushen injection for 48 h. CONCLUSIONS: Compound kushen injection have inhibitory effects on the prolifera-
tion of SMMCT7721 cells by a mechanism that may be related to the induction of apoptosis and Go/G; cell cycle arrest.
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Protective Effects of Icariin on the Myocardial Tissue of Model Rats with Myocardial Ischemic-reperfusion
Injury

ZHAI Hong-ying', YU Lin-nan’(1.Dept. of Traditional Chinese Medicine, the First Affiliated Hospital of Liaon-
ing Medical University, Liaoning Jinzhou 121001, China;2.Dept. of Oncology, the Third Affiliated Hospital of
Liaoning Medical University, Liaoning Jinzhou 121001, China)

ABSTRACT OBJECTIVE: To study the protective effects of icariin on the myocardial tissue of model rats with myocardial isch-
emic-reperfusion (IR) injury. METHODS: SD rats were randomly divided into sham-operation group (isovolumetric saline) (n=
6), model group (isovolumetric saline) (n=12) and icariin low, medium and high dose groups (5, 10, 20 mg/kg) (n=12). Rats
in all groups were given related drugs, ig, once a day for 14 d. After 1 h of the last administration, coronary artery ligation was
conducted to reproduce IR model. TTC staining method was used to detect the cardiac infarction proportion, western blot was used
to determine the myocardial cell apoptosis rate and western blot was used to determine the protein level of p38 and JNK phosphory-
lation (p-p38 and p-JNK) in myocardial tissue of rats. RESULTS: Compared with sham-operation group, the cardiac infarction pro-
portion, myocardial cell apoptosis rate and the protein level of p-p38 and p-JNK in model group were all increased, with signifi-
cant difference (P<<0.01 or P<<0.05). Compared with model group, the above-mentioned indicators in icariin dose groups were all
decreased, with significant difference (P<<0.01 or P<<0.05); and the effects in high and medium dose groups were more obvious
than low dose group (P<<0.05). CONCLUSIONS: The pretreatment of icariin has protective effect on myocardial tissue of IR rats
with concentration dependent. The mechanism of the action may be associated with reducing the myocardial cell apoptosis and de-
creasing the protein level of p-p38 and p-JNK.
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