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[Abstract] Objective To investigate the effects of Salidroside on proliferation and expression of Caspase-3/9 protein in
HaCat cells induced by ultraviolet B (UVB) radiation. Methods HaCat cells were divided into 6 groups: a normal control group
(group 1), a medium dose of Salidroside group (group II), a UVB radiation group (group III), a UVB+ low dose of Salidroside group
(group 1V), a UVB+ medium dose group (group V), a UVB+ high dose of Salidroside group (VI group). Group I was not treated.
Group II was added with 40 pg/mL of Salidroside; Group III was irradiated with ultraviolet radiation at 200 mJ/em% Group IV,
Group V, Group VI were added with 10 pg/ml, 40 pgml, 80 pg/ml of Salidroside respectively and irradiated with 200 mJ/cm
2 doses of ultraviolet. After 24 hours of HaCat culture, cell viability was detected by MTT assay, and cell cycle was observed by

flow cytometry. The protein levels of Caspase—3 and Caspase-9 were detected by western blotting. Results The results of MTT
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showed that the survival rate of HaCat cells was increased with the increase of Salidroside concentration. Flow cytometry suggested

the S peak of HaCat cells increased with the increasing concentration of Salidroside. The S peak of group VI was higher than that

of Group II. Western blotting revealed that the protein expression of Caspase-3/9 decreased in the Salidroside group with high

concentration. Conclusion Salidroside can reduce HaCat cell apoptosis induced by UVB through inhibiting the expression of

Caspase—3 and Caspase-9 protein.
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T rf 2 5 400 0 45 3 E T0%~90% FAARZS 46 40 g A
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PRI E 490 nm AEWOGCEE A TG R B4l
B S ALY, Lh2s (LA O B (IR % SE 86



954 W1 TP B2 24 K224 htp://qkzzs.hnuem.edu.cn 2019 55 39 &
23K, i) OD {52 3% 8 B FH k%, 10 .40 .80 pg/mL 41 5%
1715 =AM s —A 1 srve )/ (A g mn—A KA A0 AE R 5008 (7537+1345)% | (8087 +
(8 ) X100% 11.12)%.(84.65+9.22)% , 5 40 M4 b5, 71
P %o B8 4

132 w s (FCMO) A I 2 e 1 ficde 454l
SCH AN, PBS WEUE 2 I, FHEE AT PR 1 75% LT
4 Cid 7 [E 2 40, B0 (3 000 r/min,5 min), 5 I
i ,PBS W vk 2 ¥, I B (3 000 1/min,5 min)FF b
L, AFEANIA 80 wL B 50 wg/mL RNA fif,37 C
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0.01 ZRA B EGIHE XL,

2 &R

2.1 MTT 32 K0 20 Jfd 1) A A7 5

mE 1 R 5 1A E, UVB B HaCat 40
JHL B A7 15 A e i 2 0 L (P<0.05) , A1 A 57 2 1 U-
VB [ 5% 14 T Bl A 20 50 K AT W BE 3 HaCat 4

A4 X (P<0.05),
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11 E4E 56.68+0.011* 35.68+0.021* 17.73+0.002*
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