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[HZE] BW:MRRREZEXN H,0, Hi05 0 CRL-1730 4 il (Y 7 ¥ 08 3 DL R4 i B ma . ik H 55,275,
13.75 mg-L™'3 F 5 it o ¥ 9 S L2255 5 9% 19 CRL-1730 41l & F 37 °C,5% CO, 1 1% & 5% F5 46 P AL W W & 24 h, /4
H,0, S Ak 4 h J5 , 0o A 200 i (MTT) Ly €5 3k 46 0 55 BR 2= % 1, O, 458 495 1) 4t AL T35 1 1) s i, =X 4 B S0 o8 5 B 232 3%
XF H, O, 450457 10 248 i JT 400 2 A LR T s o . 46 SR 5 BRL 4R KRR A8 R A MK 1 1 5 CRIL-1730 48 it v 4, 5 B T 21 W O i (A)
0.459 b, w2l A 0.503, F 5 T 0.044 ,F B2 F (P <0.01) , il &2l A 0.48, F i 7 0.027, R AZKITFE X
(P<0.05) K& 41 JC B 5% w5 BR2 3% 8 0% 7] o A 00 1k sl 20 32 45 4 M A 0 o, BRG] U 1
77.78% F LY, = 7 4 41 69. 28% R i 4l 72.50% £ R WA ST B X (P <0.05), RRFEEEMH H,0, 5/ K CRL-
1730 41 ffg 36 /b, RINAEME G,/ G, 140 M0 o 458 0, MR 2H G,/ G, B 20 L 9] g 82.23% , S R 2= 2w, v A ) = 4% Al 43 3
69.43% ,67.05% ,69.56% , ¥4 W FH M2 5 S B C,/M )40y bk 338 i, A2 S AN C,/M 340 A L3RR 11, 77% A
1.91% , FREZE S EA K 23.39% M 7. 18% ,hH| = 24H K 29. 73% F1 3. 23% LFI R4 K 27. 42% 1 3. 01% , 2% FIHH 53t
FHEL(P<0.058 P<0.01), Zit: 7 HZERX H,0, Hifi () CRL-1730 41}l B A 4 4EH .
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Protective Effect of Isorhamnetin on H,O,-induced

Injury of Human Umbilical Vein Endothelial Cells

ZHANG Fang, CHENG Jia-yi* , YUAN Bo
(Liaoning University of Traditional Chinese Medicine, Shenyang 110032, China)

[ Abstract] Objective: To observe the influence of isorhamnetin on cell cycle and cell apoptosis in H,0,-
induced injury of human umbilical vein endothelial cells ( HUVECs). Method: Cultured CRL-1730 cell was
commonly incubated at 37 °C in 5% CO, for 24 hours with isorhamnetin of different concentrations, then CRL-1730
was injured by H,O, for 4 hours. Cell viability was measured by MTT assay. The rate of apoptosis and cell circles
were detected by flow cytometry (FCM). Result; lisorhamnetin could increase the cell viability in a concentration-
dependent manner. Compared with the model group, the high dosage group showed A of 0. 503 (increased 0. 044 ) ,
with significant difference (P <0.01). Low dosage group was no significant difference, while the middle dosage
group showed A of 0. 48 (increased 0.027), with significance (P <0.05). Isorhamnetin could decrease the cell
apoptosis in a concentration-dependent manner, especially decrease the early apoptosis. Compared with the model

group apoptosis rate of 77. 78% , the apoptosis in high dosage group was 69.28% and the middle dosage group was
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72.50% . Both had statistical significance (P < 0.05). Isorhamnetin could inhibit the decrease in CRL-1730
caused by H,0,, showing by the cell cycle ratio of G,/G,. In the model group the ratio was 82. 23% , in the high,
middle and low dosage groups of isorhamnetin they were 69.43% , 67.05% and 69. 56% accordingly. All of them
had significance. Isorhamnetin increased the percentage of cells in S phase and C,/M phase, the percentage of cells
of S phase and C,/M phase of the model group was 11.77% and 1.91% respectively, while the high dosage was
23.39% and 7. 18% , the middle dosage was 29. 73% and 3.23% , and the low dosage was 27.42% and 3. 01% .

Conclusion: Isorhamnetin has protective effect on HUVECs injury induced by H,0,. The mechanism may be

related to its antioxidant activity.
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(CRL-1730) , (ATCC) ; 5 AR H i 5t FFEE 2
B TF &0 &, % BR S 46 > 98% L, 41t 5 20080721 5
P20 AW A TR A 2 A R A A S
20091110, & £ 24 K 1 g~ mL5 {1 5K 4 i 3
(fetal bovine serum , FBS) “fy K i i v A= W 1 o BF 4%
STAEAT R 2> B 7 s B L (trypsinase ) O € [E
Invitrogen 23 & 7 il s PBS Jy b 50 A2 G A% AR B0 R
AR A FE A5 ZLI9062 ; DMEM 85 3% 4 ( Gibeo
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2.1 NJBEER KON K 40 MRk 0 15 3R AR A0 AT
Jik P Rz 4 e CRL-1730 FH 47 10% FBS () DMEM 7 33
WK 25 BE % 5 x 10°A~/mL, & T 37 °C,5%
CO, TRFNIE BE BE F2 48 Th i B G 95,24 ho 3l 1 K, Fr
A A AR A Rl B2 A0 B, 2 B T B A A A O
JEEF, 3 mL PBS 35 VE 3 3, A | mL JBRAE i
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mL-L ™" H,0, W55 4 h,
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PI-FITC 551 % €0 25 30 ) i Fin o , R 52 36 HI A & AH
N FHE AT G2 o T o

2.5 RIS FRE 2.4 A ES 4 DR
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£1 TRRERERRFZRN H,0, &5 HUVEC
A E A A TR0 (x £s)

253 Tk RIE T/ Asgo u W T2/ %
/mg-L"~!
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T, 52 Z2 R0 DR R R Y 6 5 A0 A A1 TR T RN 28 B PN
AT M7 A A T S S PR R A AR R 7 A A R A
DT, SR MR T 42 S kool R A Ak I K 4k
NEREA S A T, Hrp R —
SENE PR H AL, H,0, ZIE A, AT AR E A AR
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