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HepG2 ZH BRI R 3P 1E F

KEEFC 8 &L RWE, mRHF
(1. R TARRLFIE, A0 230011;2. STk X FEAmBE A4 T4 512,408 230601)

H E. APRAEBSE G 8 (Protease hydrolysates of trichosanthes seed, PHTS) 5 £ AL 45 457 69 AN & 48
fekk HepG2 # BAARIPAE R M2 H, O, # F 49 HepG2 BACIR Y 29 FAAEAL , 4o 2 074 76 5 | 0 I % 5 e Ik
(Glutathione, GSH) & 48 # - 5k NO H 0L; I 4 #7 i & 4L & B (Catalase, CAT) Fo A2 &Y 4 3 L B (Superoxide
dismutase, SOD) #9 kKoL, 2 #ZE X G2 BA H, 0,445 4 PHTS 525484 GSH ik xd B, LR 2T,
Lexastrata, H,0, M5 46 miefE R mie ¥ GSH K-F NO 436 F (LA AEE CAT #= SOD A R kx5
FEOFERTFH B EBAK £ PHTS 534, MG %% & GSH K-F NO 42 CAT F= SOD #9 & B &2 5 %
B KA RT3 B3 e (p<0.05) . R AAE LN E G BB T A 238 3% HepG2 LA L BARIFAER . Bk, A4
A& G B AR B A n KT ) S RACAR R A R T A B PT B R R 04 4 B 6 T

XIBIR : BHAE QB H, O, ; BACHA ; HepG2; 52 B
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Protective effect of protease hydrolysates of trichosanthes

seed on oxidatively damaged HepG2 cells
ZHANG Jinli™* .YANG Xi'+ZHU Liya? .YUAN Xiangyu'
(1. Department of Food Biology, Anhui Vocational College of Grain Engineering,
Hefei 230011, China; 2. School of Food and Biological Engineering, Hefei
University of Technology, Hefei 230601, China)

Abstract: In order to study the protective effect of protease hydrolysates of trichosanthes seed
(PHTS) on HepG2 cell line with H, O, -induced oxidative damage, HepG2 cell model with H,O,-induced
oxidative damage was constructed. The cell survival rate, total glutathione (GSH) and NO secretion were
detected, and the expressions of catalase (CAT) and superoxide dismutase (SOD) were analyzed. The
experiment included blank control group, H,O, injury group, PHTS experimental group, and GSH
positive control group. The results showed that the cell survival rate, total GSH level, NO secretion, CAT
and SOD gene expression and protein expression levels of H, O, injured group were significantly decreased
compared with the blank control group, In the PHTS group, the cell survival rate, total GSH level, NO
secretion, CAT and SOD gene expression and protein expression were significantly increased (p<<0.05),
suggesting that the protease hydrolysates of trichosanthes seed effectively enhanced the antioxidant

protection of HepG2 cells. Therefore, the protease hydrolysates of trichosanthes seed have antioxidant
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effects at the cellular level and are expected to be used in the adjuvant treatment of liver diseases caused by

oxidative stress.

Key words: protease hydrolysates of trichosanthes seed; H,O,; oxidative damage; HepG2;

antioxidation
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ARAS T B AT AT ] A 185 g e 28, 95 5 N ZRIE
i JFF S S5 4 L ) 9 %) A 0 e A AR Tt 2 AR SN T 24
AR BT PR G Ty A A A R0

ARSCH A H, O, 4678 HepG2 201, HIAE ALK
AR A5 3 Jk BT 5 RS 22Ok AR 1 A% ) (Protease
hydrolysates of trichosanthes seed, PHTS) X} 4 il f71%

FH 4 JfL N B A AR g 4 e R (Glutathione,
GSHD . it E AL E i (Catalase, CAT) | # & ALY B 1k
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1.2.2  AHAAE A A

¥ HepG2 4il g #ic e B 410" 41 f3/mL . B FL
100 pL R 96 FLARH BT ANMIE IRA o 37 °C 4k
St IR . A 2 REGH R AT oy 4L, 53 ) i
HepG2 41, HepG2 (H,0,) 4. HepG2 (H,0, +
GSHY 41 HepG2(H, O, +PHTS) 41, Hrt HepG2
(H,0,+PHTS) HBLE 0. 625,1. 250,2. 500, 5. 000

mg/mL F1 10. 000 mg/mL ¥, X4 4140 it 47
PHUCHIBEALBE . 5 — U hin 2 L X8 /K/GSH ¥ i/
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0. 625 mg/mL PHTS %k
1. 250 mg/mlL PHTS /A
2.500 mg/mlL PHTS &K
5.000 mg/mL PHTS %
10. 000 mg/mlL PHTS %k

HepG2 (H,0,+PHTS#
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B R AT S 9% E ' PCR. L GAPDH AW
2441 PCR 519 P 5 W3 2, R A 27 TR
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F2 WHEEPCRSIIY
A L5 —3" TR —3D
GAPDH GGAGCGAGATCCCTCCAAAAT GGCTGTTGTCATACTTCTCATGG
CAT TAAGACTGACCAGGGCATC CAACCTTGGTGAGATCGAA
SOD GAGATGTTACACGCCCAGATAGC AATCCCCAGCAGTGGAATAAGG

1.2.5 4l CAT F1SOD & [HZik K43 Hr

¥ HepG2 40 E T 6 FLARIE F I 0047 2 wm
FEALBRE B B 1 BCA 350058 B M .
Rl E AR ST SDS-PAGE HL ik , G
Ve B e, BREE T PR B .4 Cid
Ve S T PR B E IR E 1 haol
it ECL b2t &tk i,
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Bl 2R 3 A PATREAR, Bl 45 SR E 3
B +FrifE2ZEE R, % H Graphpad Prism #7411 47
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