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W OE: B4 AR RRE X FERE LR TILEE LR TERE (epigallocatechin gallate, EGCG) F= 3% &
Z% (isorhamnetin) #& At AL F 2, BRI £ ZERN D) b2 500 FF AR iR B, Fik: KA Chou-
Talalay 5% 4 4% 4% (Combination Index, CI) ### 7R ] EGCG A= K EF A& ta oL AN F 69 H . 4
R: EGCG AR R EH (6:4, c/c) BHAMEMM, ECs) 1A% 5.01+0.1 pg/mL, F4&4F A4 CL, A% 076, &I
HERBROHRAER. #t—F @R AR IS AN, £ EGCG+F R EF (1.5+1, 342 4= 6+4 uyg/mL) KREH E
T, AN (Superoxide dismutase, SOD) F A8 T 2,248 R =7 T Ak = 2 88 & [2,2-Azobis (2-
amidinopropane) dihydrochloride solution, AAPH] & 32484 #1422 T 5.2%. 21.1% #= 49.1%; Stk & L4hbs

(Glutathione peroxidase, GSH-Px) FMH 5 AR Z T 7.6%. 27.8% A= 57.6%; it A A 65 (Catalase, CAT) Fik
DARET 5.6%. 24.6% F7 42.1%. 25ik: EGCG Fo 5t R 5 % 406 M fe 4 AL A9 AL T A &8 i BiA AR ML A
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Synergistic Effect of EGCG and Isorhamnetin on Cellular
Antioxidant Activity
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Abstract: Objective: To investigate the synergistic antioxidant effects of different ratios of EGCG (epigallocatechin gallate)
and isorhamnetin combinations, and provide a theoretical basis for the development of food borne flavonoid functional
foods. Methods: The cellular antioxidant activities (CAA) of EGCG and isorhamnetiin combinations were estimated by
Chou-Talalay combination Index (CI) method. Results: The median effective dose (ECy,) of EGCG and isorhamnetin
combination (6:4, ¢/c) was 5.0140.1 pg/mL with the CL,,, value of 0.76, which represented significantly synergistic effects.
Further experiments proved that the superoxide dismutase (SOD) activities of EGCG+isorhamnetin (1.5+1, 3+2, and 6+
4 ng/mL) were increased by 5.2%, 21.1% and 49.1%. Glutathione peroxidase (GSH-Px) activities were increased by 7.6%,
27.8% and 57.6%, and catalase (CAT) activities were increased by 5.6%, 24.6% and 42.1% of AAPH group value,
respectively. Conclusion: The mechanism of the combination of EGCG and isorhamnetin in cell antioxidant activity might
be through up-regulating the activity of endogenous antioxidant enzymes to enhance the cell's own antioxidant capacity,
thereby achieving a balance in the body's oxidative stress response.
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WA, % EGCG M5 RAEZ it & L hRIfEH <13 -

RWE T ILE R I E T IRBE (epigallocatechin
gallate, EGCG) ] {ZfA-AE T4t b, J2—Fh LA RS
Yo, A2y SR 30%~50%1", EGCG 45495
T2 REL A, HAA RAarbiE k. b . bk
R IR =D RENG PEP . 52 FlZ= 2 (isorhamnetin) |
ZAAAE TARTY  YWBREAE Y T, J2—Fh eIt &
P, BRI WE &2 IRIEH, AP
25 PrEfL. P BRI A= sl 100,

TR TR AR T B A I PR S IR i e R v, P
— IR BTSRRI PRI E A 52 5, TR g 4y
THFEHMA N . AFTEEEL, BA—RARTE RS TRIDT
SRR 55 T EHCH BG4I B, TR
GEUN RN P ROGE HL ST A, HEE Sl S 4EA R
E fEMRFREE R 1:1~7:1 Z Bl BAT R 404 P A 25008
(BE5-1E 5% (Combination Idex, C1)<0.95), H.24
RFR LGN 3:1 B, CT{H & /)>, Fo3 Bk DPPH- (19}
il ¥ B 1C5, B~ 0.011 mg/mL, A it 2SR B Ky
311 BFZE BC 53 BHA AR R E A E .

WEAFSk, OAA B A G P 2H 6 X6 20 AR Y AR 5C
W PERZ IR AFSY o Liu 250 BF5EH6 & 22 (5 pmol/L)
1 EGCG(5 pmol/L)BEGALFRXT HepG2 AHAIR 2R
HEPTAE R BEAC U 19 52 M0, BT K438 miR-27a-3p Fil
miR-96-5p il i Il ] FOXO1 & ik 2 5 #it iz 2 il
EGCGHRGAE AR MRRR 5 S i JBR 5 ZR BTy P [R] £
PYEH . Pan S80S RS AR FTEAEY N =X H,0, 5
T4 HOc2 4U A P RIHT AR/ E R &2 B, e n 1
AR 2R AR S R A i S R s . 1y
P o SRR R AR A HAA UMRIWE T, b g s N2
MHEfiR=1:2 B}, W] 4N ROS, Synergistic rate
(SR)>1 FI H PHEIVE, JE34 0 T 4 g k% Nrf2 11
ik, FUT BT IT & B e R ALAS EE (12.5+
12.5 umol/L) il ;4 # [7] FOXO3 a1 CHUK 3t
PRI SR s A0 A dre AU AR S0 43 AL AT BB AR
FRJLZRE WA ILEWERTFT CHUK $:53%¢ K+ FOX03
) DNA Z56 50, TPtk DNA 48s 4, IR
HEH-DNA &2 -5Yiikase vk, dEmr R FOxo3
5 CHUK JAahFIFo a6, Wikl CHUK W53
ik, M CHUK TR iR, i EIHg s: 4uitidc
EALRIEAE o PRI 58 HoA D[R] 18 250 2 At T 4
ATEAE ) RISy, B IR S B R B se 2 i
H & PR AEERSARE

AT 2,2 A TS T Pk R R L [2,2-
Azobis (2-amidinopropane) dihydrochloride solution,
AAPH] i ST HepG2 4 iePt E ALY, 5
EGCG Flss AR A G B i bl 7:4, 6:4 Fll
6: 5, AT AR RIGGTE T A Eefi] EGCG Al =R
25X HepG2 4t A LAVEJH, SR H] Chou-Talalay
S ATEPE AS ] LB EGCG A BREA= 2R 41
P A U R 20z, I i — 25 IR 9 Bk 5 45 20 (Com-
binaion Index, CD) &HALLAL & X HepG2 difd NPTAAL

FHICHERFIIFE M . TSR iR EGCG F5 RAEE
HUAEALRN T A RIS L SR T SRR, RIS
BB IS B T B A AL B A i AR ) AR T R SR AL T LS
=%,
1 #REE%E
1.1 #RI5EE

EGCG Frifiedit (98%) . 5 B R ARMEN (98%)
e/ MAFFEEFERL(Minimum Essential Medium, MEM )
PBS %% th ¥ (phosphate buffer solution) . & i .
CCK-8 & b ZREFRH A RAHE; 2,218
A5 T EPK ERFRER [2,2-Azobis (2-amidinopro-
pane) dihydrochloride solution, AAPH], 2',7'- _§47¢
6 FE — 2 & fig ( 2',7'-Dichlorfluorescin diacetate,
DCFH-DA) . Il 4= 1L75 (Fetal bovine serum, FBS)
Gibco 2 F] ; Western., 1P 24 fif W . 25 H L 1 Ik i
(PMSF) . BCA H M ENMERF & B RKPHY
N Al BVEEAYBALEE(SOD) & A IGR & . of
AL SRS (CAT) Rl & . S D ik 4 ik
B (GSH-Px) R & rat @iy TR
HepG24tifis  RM5E EEHSII T .

CO, IEF4h
i3X i#FR1  Molecular Devices 2\ Fl; XDS-1 F& %1
BIEAEY RS ERECSILA R F; SW-CJ-
2FD @& TAEG IR i 847 BR S F]; Centri-
fuge 5427R &.00H.  #E[E Eppendorf 2 Fl; —80 °C
UKAE TR DKM BR Y 7] LDZX-50KBS
SERRITZERK RS IR TES ) GL224i-
ISCN 43 #7r RF  FEZ R R 2288 (AL A R
NS IS
1.2 SFHE
1.2.1 BeEIEGE R CompuSyn S #riid-i18&
EGCG FI 5 2= Z 4 A AP A b i T B G821
CI'M™, BREHEEAFTH: C1=(D),/(DX),+(D),/(DX),,
Hrp (D), . (D), 5358 E ECALFRET, 35 Mk 5] x%,
PR FE ) {245 B W, DX S 5 —9) 3G P s 3|
x% i B BEN . 24 CI<1 B, o PrRlfE ;s
CI=1 B, FAEIERT; CI>1 B, SFRoRHsHiE -
1.2.2 4HMER53%  HepG2 4t it Ay Wi BEAN A 1, 1%
AMMLIFRIE 10% RN . 1% XE(100x) i) MEM
BrFEalrp, 48 37 °CL 5% CO,. 95% 1B JE 15 I 46 g
", B 1~2 d EHelEIRde. YAMESE IO A F)]
80%~90% Ji, FERELFFRAL, HR T PBS 1§ UL 1~2 IX,
A 1~2 mL & EDTA (9B AR LR T 25 cm®
HFH, AL 2~3 min, FRAHMHAESEUS A 2 mL
el FRAE, 1000 r/min R ELL 5 min, 5725 BISHRS
FAse A s R i i B A, He N8 S 00 R 22 A ik
FEiw el o B o M
1.2.3 4HFEPESCE: SR CCK-8 yEA I 4N a1
1E M, =M Liang S80S Jrik, #9555 5.0x10* ~/1L

Thermo Fisher 2y 7] ; SpectraMax
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i HepG2 40 14 Fh T 96 fLAR 45 FL , & fLI%EFb
100 pL, BRLHIZ B 6 DL, 553 24 h, TLEH AL
JA 100 pL MEM 355 RECE SRR BE LU EGCG+
SREBEHMAEG, EGCG s T RZER), ik 6 ME
&2, IEH X R I A AR RUAT Y 58 S 15 a3k, dkaids
= 24 hJm, BFLIIA 10 uL ) CCK-8 MG F% 1~
2 h )&, 96 FLAR X F BFARIX 450 nm 40052 OD 1{H,
T A S =R
1.2.4 ZHMPLEALIZE (CAA) 208 Tu 25020 Jyik
WOEEEHY HepG2 4Hiifd, 7E 96 FLAHTINA 100 pL
¥R L H AN M 35 B SR 5% 10 AN/1L; 153% 24 h [5R
REEFRHEL, IR PBS WH BE 1~2 ¥ 4wl n A6
EGCG. 7 RZR, AR BTEWEL L EGCG+H R
Z=EH -G DCFH-DA #4HE5373%:, Hirh DCFH-DA
IRETAUE R 25 umol/mL, 4EZEWEHE 1 h; 1 h )&, 2=
453, LN A 100 pL B9 PBS 1E¥E 3 ¥ K5
HA 100 uL B9 A 600 pumol/mL 1 AAPH (Hanks
RS, B 96 FLAREA 22 D BERFFR ORI, fH iR
37 Co BEARNE S50 9 WO IS 485 nm, &5
WA 538 nm, $&¥% 5 s, LRIEHF S min M E—¥k, M
FE 60 min. AU CAA (unit)=1—(JSA/[CA),
ISA: R AL a]-2 B - ZR T RS AR [CA: X 8
A IE]-2S GBI 2R T AR T AR ECs AR 1g(fa/fu)/
lg(dose) H9 R RT3 ; fa: CAA unit; fu: 1-CAA
unit, SCHGHVEEIRESRPUN A, SE80AS I ZH R
AFEF DCFH-DA {HA AAPH B AT
FEPRLH 5 SEH BHAHE X HECA N A HH 2RO ) AAPH Fil
R4t DCFH-DA B2 GIEURZH , A b S5 5077 52 X 48
Ha A=A AHIHIRAE 10% LA R T,
1.2.5 4 PR LB S8 Zhang 4521
FI Shi 55 P2 BCR %A K B0 1Y HepG2 4 ifd ¥ )5 oy
10° 4~/mL, #J514T 6 FLARPY, 5537 24 h Ja e
A K JEERE IR INA S EGCGH+5R 2R A /M
JEEEIRIE, 1 h J5, F PBS 7EVE 1~2 %G A 1.5 mL
600 pmol/mL AAPH 7& 37 °C, 5% CO, 35 F%4f HLi#7
B 1.5~2 h; BHMEXT R4 A AAPH At & 45
(NC), BATEXT BEBLH AN AAPH FIPLEALFI(PC); 4R
JE F PBS 1E0e—wk, FHANMEE] JJE T 40, 1000 r/min
250 10 min JEWERAHAE, 57 [34; PR 1 mL PBS &
> 10 min, 3 35 ; 0 A 1P Z4f# %% (J1 PMSF, 100:
1, v/v)30~40 min(¥K F#:4E), 4 °C F 18495 r/min
B0 10 min, B E3E502%, —80 °C T RAE. ##HI&
Vi B TR, BOE ESEIM TR A S ENE, K5
R SOD ., CAT F1 GSH-Px Py
1.3 HELIE

BT A3 485 J 45 DL 249 (B 45 #E 22 (mean+SD) 3
o L SPSS HAF X S B F PR AT S PT, SR
JH ANOVA R FE I8 #5017, KA Duncan
gk A28 5 2 5 Lt T B 4T, LA P<0.05
FREAGIT W25, SR Sigmaplot 10.0 A

PATLEL
2 ERS59
2.1 EGCG. RRZFEZRLUK EGCG MFRR
R AR

CAA 72— Fl AN K- S Wb A A 750 i i A
FACIE B A 1, B LS HIASHA LA 1) 1 R AR FHRR
AP CAA 2GR E DCFH-DA AR B %A ¢
S, ARRT L F i 2RI 4RSS, A AH I Y S 2 ek AR i
PR 114 2 F T 6 /K A 0 DCFH, G ESE 4 iEL P9 1)
TP ARG i AR TC 2GR DCFH MM HEAS A 261G
1) DCF, DSl I 2 S (B 590 B 5z B 248 it PN ¥ P 4L )
7qu[24—25]O

K HepG2 4t bt S AL TE A Y PP AS [R] e
BERS B R AR S 0 4l b S AR TE M. aniE 1 TR,
EGCG F1R ERA=FE MY ECs, HST 5 6.2+0.2 Fl 3.8+
0.1 pg/mL, W& 4Pt S bGP A B & 225
(P<0.05). TERRGAERZLLG T, TR pisib 59
HAT AR 15 M, B R BRI S 01 (ECs) |/
(ECso) , MG MR EE L . FLL(ECy) 4/
(ECsy), LLB 208, JHEE A BRI A5 ) o i T
Lo, B 25 0 00 BT R R B A3 R 6:4L 655
7:4, NI, YL EGCG 4 (7 ng/mL) . 57 2= XK 4
(5 pg/mL) . 2H4 1(6+4 ng/mL) . 4H4E 2(6+5 pg/mL)
FIZHG 3(7+4 pg/mL) AL S AT AL S804
W, 45 IR, EGCG AR RZEZR A1 ECs, (M
533 °A 5.0+£0.2, 5.25+0.2 Fil 5.50+0.2 ug/mL, ¢H &
1 BTEPEILF AL S35 . EGCGHR AR A A
# ECs, {H 43 %) 2 EGCG 419 0.81 1% . 0.85 15 Fll
0.89 fi5, B EGCG+R =R A Ahra bbb
T EGCG 41(P<0.05). #RiMi, EGCG+57 A= 4
G ECs (HY 5 T 57 B4, RUH S Wb
AbiE N 255 T 7 FRER 3R 4H (P<0.05) .

REEH

ECs, (ug/mL)
I T N -

\ N v ™
(OQC&?’ | &%‘?’ FUASIR AN,
@);(\7
Kl 1 EGCG 4. 5t MAERU, EGCGHT AERA AW
ECy
Fig.1 ECy, of EGCG, isorhamnetin, and EGCG+isorhamnetin
combinations

E: PR NG FREROR 2253 B3 P<0.05; [ 2 [l

ZE FATA, EGCG AR A= H AT HepG2
L2 AAPH IS &I, Hd, HE 1/
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RN, % EGCG SRR M AN LR <15~

AP AL ERSR . H AT, KPR AR PR A B
VE BRI FIG A B AR 324558 YRRk
FH. 3EPUrE AR SN AYE - . ZEW)24 50 ok A,
A R o Vi P A 1 A B T R R AN AR R
1 S — e SN, FEsg i B AR NPT A ER I &
. Chen %P W5YREH, BERZSILE W (Wi 2 . R
FRELZ)ANZEEH S b2 (Ll | e ) S
S 8 umol/mL WAN[E] LL il 45 &, Fomr 2 Mt
2==1:5 BRAMEHE, fE2E T FanLr 2 a0 4 i M
ana T AP UAE LTEM: . Phan 507 A5 R R, 46
TR A N EBEGVE Caco2 4UAUAT, B4
T A2 N R AU, AR A B A TS
PEF=A THEPUVE, PTRES -2 S M EFET &
SL[EWE RS, p-ZSHH S N F AU S TR B — g KT
IR S E A <. BRI, TSRS aas e vl
eSS R AN PT EA L I TE R SR PR 21, e A
FEI7 1) PR BRI SR I N2
2.2 EGCG fRRZEREER HepG2 HAFEEERM
220

FIH CCK-8 ¥, %F EGCG . F 2RI K EGCG
S5 BRZE R A G AR AR AN HepG2 411
24 h, IF 7 EE ST, B 2.1 R EGCG FlR:
=M ECy, 43918 6.2+0.2 F1 3.8+0.1 pg/mL, £
RS E SR, LA S 80 (ECs,) /(ECsg)
SR A RIR R E LSR8, Jf L NIRRTk E
141, B2 AP BT B LR A3k 6:4. 6:4. 714,
K, LA EGCG £H(7 pg/mL) . FFRASZEZH (5 ng/mL) .
4 1(6+4 pg/mL) | 24H G 2(6+5 pg/mL) Fl4H &
3(7+4 pg/mL) H&FE N CCK-8 SZUaA/E U E . 45
RN 2 piR, AR R ER EGCG. FRZEE
LA Rz AN T B4 W BE FL B EGCG FlLR: B2 R 4H & 4k
B 24 h 5, AEAETE RIILE 90% LU b, i T 4%
FESAT A e S O A b SRS AR 2R . EGCG
Fi BREE R AT, AU S B W
253 (P<0.05); i EGCG Al RZA=EH5(6:4,6:5,

120
: b
1004 pky © c c c
- B I S SR
< 80
560
Bl
2 40
=
S
20
0 T
RN A AN S
& kTR R R
SR
&

Kl 2 EGCG 4l 5+ R& %4l EGCG+i AR A4
HepG2 HHEAFIE ZR 52
Fig.2 Effects of EGCG group, isorhamnetin group, and
EGCG+isorhamnetin groups on the surviral rates of HepG2 cells

7:4, c/c) =K Z (8] B9 4 Mo A 1% R TJ0 I W 22 = (P>
0.05) . LTI, AT v 45 b FRZH T FHAE Sk
BE, Xt HepG2 4 JCHH B8 BIVEA .
2.3 EGCG MRREREAEHKEIEH CI

Chou #l Talalay 5| A T ERGFEE(CD Jrik, K
2RGSO R S A AR A PR RTRON (CI<1) . AR
RE(CI=1) B FE R0V (CI>1) o BfiZF Chou-Talalay
WK JiE, CompuSyn FAE T A& ik, HTHIERK
RESFHT . CI3HEE A Fa-CI RIS ASHF 58 %
Chou-Talalay BX &850k, %% EGCG S5 7R
BREVEHZEGEAGUEEN . G EHE ,
LA EGCG Fl5t ElZEFE Y ECs, [H N8 TP
& . CI{HFH CompuSyn #3158 . EGCG 157
ZEFAE 50%. 75% Fl 90% HTEALSIR T (Gl Glys
F Glo) Y CTIE L 1.

# 1 EGCG MRRAERA AW ClE
Table 1 CI value of EGCG+isorhamnetin

CI

I =
ey b — - o G Cla

7:4  1.024£0.01 1.00£0.01 0.99+0.01 1.00
EGCGHIRRAE  6:4  0.82+£0.02 0.78+0.02 0.74+0.01 0.76

6:5  1.01£0.01 0.96£0.02 0.92+0.01 0.95
T FHE IR F = YOS SERIK 2 AL, R P IEEARIERE” . Gl Glys
FIGloo 23 LB WITT RN IEEN50% . 75%H90% I CIE . "Cl, =
(ClLi+2C1L,5+3Cly)/6,6

aniE 3 s, B HOBE 3G N 45 sk K EGCG
5 B2 F A & AP A Pt B = 3, 2251
K FR . K 3A~K] 3C H, HEETE 0~5 pg/mL
Af, 5 EREE AN CAA (H R, N 53.5%+2.7%, 5
EGCG HHIZHE Y CAA (HHA BEM2EF(P<0.05);
WEETE 10 pg/mL B}, 20519 CAA (BT 2, 5351
N 65.6%+2.3%. 70.1£2.5% K1 68.2+2.2%, H G5HEF
5 pg/mL B} EGCG 2 (51.6%+1.7%) Fl 53 Bl 2%
R4 (53.5%+2.7%) M6 PEAF7E i 5 P 25 5 (P<
0.05), 5K, EGCG+5 A & g AT
[FIVEF o

KYEE] 3 TSR I 2H A FEAHN MR EE R CAA
{8, £&3d CompuSyn FAFT1HE, 15 5] EGCG 157 R
ZEFAAH) CUHE, 51 1 Fis. & 1 2R FHEE
BFEEIAT AR A AFIRE EGCG fISA A=A
AR A CTE, AFR 1 nTUIEH EGCG FlA R,
2B A VEFRT, TR LN 6:4 F 6:5 B, HAA >
FIYEH . EGCG 5 B FRH WP S H, 7EMm &
WHERy 7:4 B, HECGHZGRE C1 2920 1, BG 24
FRECIIME(CL, ) 1.00, RILH T EINEH . 767
FHHIHSE LN 6:4 B, Hidh, GL 5 Fil Gl ¥1/NT 0.80,
i HH T 2 ZE MR B2 604 Bsh e B0 Y T %598 14 U R4
JH, B 253 BHME (CL, ) M 0.76, TEPIE 1K
FEHR 6:5 W), Glgy Z9°M 1, Gl,s #1 Gl /N T 1,
BAPN B FEH N 6:5 BFRELH T & 55 P [FIE H,
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CAA (unit)
N
o

20 —— EGCG
—— EGCG+5 M E (6:4)

0 4 8 12
WY (png/mL)

CAA (unit)
N
S

20 -+ EGCG
- RREE
—+— EGCG+ A% (6:5)

0 4 8 12
W (ng/mL)

CAA (unit)
N
(e}

20 —— EGCG
—— EGCG+ARZZ (7:4)

0 4 8 12
W (ug/mL)

3 EGCG(7 pg/mL). 7 R4% (5 pg/mL) . EGCG+5+ FRZE
HAHAAM CAAE

Fig.3 CAA of EGCG (7 pg/mL), isorhamnetin (5 pg/mL)
and EGCG+isorhamnetin

BeE 2548 B8 (CL,,) v 0.95. 5] 4 25 EGCG
FisE AR A H (6:4)TE Cl,,, S/ Fa-Cl %
&, b Fa (HAGIGIN, CI{H SRS, RIRUIkEE
AP A ALTE PERI I N, EGCG M5 KA S
PrEIIG A E AL . S5, 7 R Y [
M, EGCG FN5 AR A & X HepG2 4 HA PhIA]

1.0

H\!\i\-\.\.\-

—— EGCG+57 A% (6:4)

0 02 04 06 08 10
Fa

Kl 4 EGCG Fil5 AR 415 (6:4) 1 Fa-CI # &l
Fig.4 Fa-CI plot of EGCG+isorhamnetin (6:4)

YA E . EGCG+RZ=E22(6:4)80 CI{H N
AR A, e EGCG+R RZAER (6:4) #HAT)5
TR R, Mt 3R 5 LASER (12,5 umol/L+
12.5 pmol/L) ¥k B 4H A %F H,0, 755 HepG2 41l iy
FALTME B R E R, RS H5 5 CI{E N
0.374, R G PHRIBCR BT 2D NP fb
B0 A B, " H BG4 ER)S, SOD, CAT, GPx 7%
TEFT MDA &5 5 L BAZG AL T S8 HERRAIR, Ui 22
FLZEZEH S TEN S ABAP 555119 HepG2 4 i1 4
AR S BTt % T B AR — 2 i P EI A E o Saw
SEBO L AiFFE A B, AR RE T AR ZE AL LS 1, A
ZRNEAE B A R 1L S W A28 B2l i A Nrf2
i % Y mRNA FEE MRS, 85 T g A h
F(ROS)ZEHE ST, XT H,0, 55 HepG2-C8 4ifii4E fb
WA BN FEIP TR LAY RO . BT gl R S A g
Sz, -G YRT anEERE 2] T R E R .
RN, X LLLE IR, M H A I RIVE K S
MEAPIIPTEEARYETEE, FERUN e R ITAEEDL
RS, & W T BEERESEHCY. TR
250, EGCG 5 5 Bl RIS AE 9 U [RIVE FPL I
BB
24 AR EIEXEETEN

ROS (s 7= A S 304 A PN A S O A7, I
I AT B S B A M 457, S B PERR I R 3R,
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KT U] EGCG 5 R RAEZE(6:4) B4
PFrEALBIVE ML, X7 SOD. GSH-Px #ll CAT 9T
PEVEAT TIRE . S5 ANER 2 ok, 5 PC 4iiAd L,
NC 4H i 7E 600 pmol/mL AAPH YEJH 1 h Ji5, SOD.
CAT F1 GSH-Px I 55 5] . ZFH BEAIK 51.2%. 53.5%
1 57.1%, 0] AAPH X HepG2 dHfiur=4: T &4kt
i, TMi24 EGCG f RGN E 1 h5,
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T NC 45 B TF B BEF I s ssin . anse 2
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Table 2  Effects of EGCG+isorhamnetin (6:4) on activities of
antioxidant enzymes in HepG2 cells

=g SOD GSH-Px CAT
(pug/mL) (U/mg protein) (mU/mg protein) (U/mg protein)
PC 29.3+2.2° 310.5+5.4° 61.3+3.1°
NC 14.3+1.1¢ 133.3+2.3¢ 28.5+£2.2¢
1.5+1 14.9+0.1¢ 143 .4+4.1¢ 30.1£1.2¢
3+2 17.2+0.08° 170.3+£3.7° 35.542.4¢
6+4 21.240.1° 210.1+4.8 40.4+£2.5°

e BRE B =R SER ISR, R R Y ER S AR
R M2 RP<0.05,
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VAP E AL B PRI AAPH 55 51 HepG2 41 jifd
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CAT F1 GSH-Px UG R AT o SE S, 16 Y&
PR ZH A 280 B g A SR PR 1, 100 B A v P TR
PRGN BT AL PNRIEFHPLH . Wen 45054 I,
A A AEZR B1 a@ad_EJH SOD. CAT Fl GSH-Px 7%
PR, PTHIHIESR AT N BT A L TE M . Jiang S50 Hit
i Jiupei IKEAA RAFAYAIMIHTAALTE T, SOD. CAT
Il GSH-Px i P B2 il s AR A M 14 i . Zhou 450 fF
FERIN, B [CEAR R P T U IR AT il 2542 HepG2
A M H IR (GSHD Filid S AL & (CAT) B =2k, LU
Je Nrf2 {5530 BEAH G Y #Rik o [HIFE, Huo 5857
WAIE T A P BT ARG 1 T BT P U (ROS)
T bR 40 ML S AR R (SOD . CAT F1 GSH-Px) i 14
KIEAYYEM . WE 5 i, EGCG MR RZERH
A ] LLZE s 4 i, 3890 SOD . CAT Fil GSH-Px K9
75 PR, 2 W] 95 6 15 P 4 (reactive oxidative species,
ROS)., ZEH-EH, EGCG Ml MRS EAH T2
&% T HepG2 4 b8 fbBiiyg 4. Bk, EGCG
5SS R BHA P FEIPLH . EIERE R SOD,
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Fig.5 Possible mechanisms of EGCG+isorhamnetin
combination antioxidant activities in HepG2 cells
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