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Research Progress of Active Ingredients of Traditional Chinese Medicine
Regulating Nrf2 Signaling Pathway Against Oxidative
Stress of Acute Liver Failure

TIAN Fangyuan' ,DENG Changqing'’

1. Jiangxi University of Chinese Medicine,Nanchang Jiangxi China 330000; 2. The Affiliated Hospital to Jiangxi
University of Chinese Medicine, Nanchang Jiangxi China 330006

Abstract ; Oxidative stress is a key factor in the occurrence and development of acute liver failure ( ALF) ,while nuclear factor erythroid
2 —related factor 2 (Nrf2) has antioxidant,anti — inflammatory ,and cytoprotective effects, making it a potential target for the prevention
and treatment of ALF. Active components of traditional Chinese medicine (TCM) show significant potential in preventing and treating
oxidative stress in ALF by regulating the Nrf2 signaling pathway. Studies have shown that various TCMs and their active components, in-
cluding those that can clear Heat and detoxify (e. g. ,Huangqin ( Scutellaria baicalensis) , Huangbai ( Phellodendron) ) ,can tonify, can
promote blood circulation, can strengthen the Spleen, promote diuresis,and dispel Wind — Dampness, can activate the Nif2 pathway , up-
regulate antioxidant enzyme activities, inhibit the production of oxidative stress products such as ROS,MDA ,and MPO, and significantly
improve liver oxidative damage. In addition,the Nif2 pathway may alleviate inflammatory responses by inhibiting inflammatory pathways

such as NF — kB and play a role in inhibiting hepatocyte apoptosis and improving mitochondrial function. However, current research still
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has some limitations,such as relatively singular Nrf2 — related targets and downstream oxidative indicators, unclear interaction mecha-
nisms and cross — targets between Nrf2 and other pathways,and the unclear mechanisms of synergistic antioxidant effects of multiple ac-
tive components. In the future, it is necessary to use multi — omics and network pharmacology approaches to systematically elucidate the
mechanisms by which multiple TCM components regulate Nrf2 ,and to strengthen high — quality randomized controlled trials to assess the

precise efficacy of TCM active components in regulating the Nrf2 signaling pathway for the treatment of ALF, providing stronger evidence

for the development and clinical application of new TCM drugs.

Key words : acute liver failure ; Nrf2 signaling pathway ; oxidative stress;active component of traditional Chinese medicine

SR (acute liver failure, ALF) & —F1955
R A ERGAE I K R B = T ff ™
THACERE AR AT B B 58 1 D) R R A, JFAE 2 S
AR T HE B AL PRI SO S O,
JRTHH O Z R R R 2 A8 B e,
HOET L AR, BB BRI B AL BT
BRI RAHE B SRR Rt ) A JE , St I v R
PG RA PRI (BRI AT B E K 2
S 30% 27 LA I K B R T RS R Y AT R R A
PEFREdE (B AF T RS (H K B A A B R
B A T AR XU, 17 44 0 N LR B (extracor-
poreal liver support, ECLS ) & )7 S 1t AT 32 v i) i = 15
BB IR PR 27 UE ) 5 JHF S R T 1 O A L 7
I RRE S B S ) o, SRS AR I LI 1B 45
TRIRAFAE G o R, TR IR 7 SR W DA ok 3%
VPR v A I R R PR S AR AR R R OB,
WEFERT, Z2 R PR35 i 1 STk i 55 458 1 25 1)
M, T REE AT 52 08 0 J8 A S LR 2 — 7 o #%
F E2 #H= T 2 ( nuclear factor erythroid 2 — related
factor 2, Nef2)) 1 Sy 470 A0 N 93 2R 8 1) 32 22 45
ST FE AN B A 1A R b T s BT &
FRRCHY Nef2 Sl 0] LA 6 S v g A 8
o WPELETEME RS> S AR I S KR iR
SIS 2 4 AL, B 2 60 . At
AR 2 TG Nef2 (55 3 el A A R A B
1B AE I T I AT RGELRIAR , LU 5256 15
T RIGST SO 25 R SR e 2%

1 |FHNHE N2 558

SR IV SO 20 L A S AR R S AT =2 T 2k
MZER . TEAEBRME N, ARE T (- 0,) %
LA (H,0,) FEAHZE( - OH™ ) S5 PE 4% (reac-
tive oxygen species, ROS) 7E 4l il {5 = 5% T F1 sh B F
i REEEARAT T AR, 24 ROS iof i BB
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i, ko Xt 2 1 T IR 28R DNA i ™
Rz i) A AL L 3T 75 & 0 i O T AL 2L
ROS F= B Y T e s A R0 30 it 78 0 P g it P vy —
1% & ( nicotinamide adenine dinucleotide phosphate,
NADPH) S AL (NOX) ', Jrp 2R iR P51 ROS
AU IEH O =4 T NOX. 7 S B 4y 5
SIS R , 3Rk B NADPH jy i 1488 =
SYFRLERG - 05 HETT/E Hofh ROS™™ . NADP +/
NADPH ] i JE s o () S A S o I
AR AN BT LA A Sl ) 2 1 B fit 1 — 2R
SEHLY) AN ROS B W7 281, 3 9 b g 445 52 %)
Nef2 SRS TN A 5 B A 4 B
K S — ¥ %5 i ( glutathione — S — transferase, GST)
UDP — 4 B 5 12 3L %% B2 i ( UDP - glycosyltrans-
ferase, UGT) | I 21 Z N4 i — 1 (heme oxygenase —
1,HO - 1) NAD(P) H: fig & fbif J5ififf 1 [ NAD(P)
H : quinone oxidoreductase 1,NQO1 ] il v — 5% it 2}
Bt & BR & Rl (y - glutamyleysteine synthetase,
v = GCS) Z51 s P 4 A il D0 423 455 A 4 0 5 1 i
(superoxide dismutases, SOD) . 3 48 k. & [if ( catalas,
CAT) .45 Bt H K3 & AL ¥ B ( glutathione peroxida-
ses, GPx) i %838 25 [ ( thioredoxin, Trx ) . 33 48 {bL B
# H ( peroxiredoxins, Prx ) Ll e OIS T,
Nif2 ifiif 5 Kelch ¥ ECH #12¢ 2 11 - 1 (Kelch -
like ECH - associated protein 1, Keapl ) %547 B T
MpE, I diz R - & AR R A s 252 3
AR B R BT, N2 JI56 25 Keap 34 A 41 i
¥, 38 3o s B AL OV JC A ((antioxidant response
element, ARE) - 9 1 AH fige 75 B A1 T S8 AL T A9 55 53¢
IR, DT84 588 40 MO 481 R ki g
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JERFEE AR RE D, 51 42 By S0 SO, 3
B AT & Jie o 22 28 E U RERERS 2 o AL RLEAE T
2 AR 105 R 8 BE DR A 1y T BE LA 2
VB I G A A D 3 o R A RTS8k
HLPRSMIRESS (I FAIIBE % C(cytosolic cy-
tochrome C,CytC) B AN, 5 T8 T BEEE H 1 - 1
(apoptotic protease activating factor — 1, APAf — 1)
AR e B0 caspase3 - FANMIIA T . Nif2
Ve —Ph 23 e 1, MBS 550 3 A 2
J R R L] 36 BT BRI . B9
S B, Nef2 5 Fh /) SRR AT i 2ok 38 42 4 4 A By A 5
I FFE S A SN T 240 S PR S AT il et A
JFA A7 5 1 N2 35 PR o /) BRI AL B HE K eluta-
thion, GSH) & GAE /1 524601 , MM RE 15 B R, &
SO LA AS 7T 300 SR8, K A7 A8 e 7
Nrf2 {55 1 B e S P AT 8 vh B PR T LIAD 1

I

il s
,’}'} AN A
i g bk
ALY

Bl 1 Nrf2 {5 SiE 2 R AT 308 e
3 HEEERSXERFRIEH N2 55
1B B E1E R

AV R TR Trp R A R B AR
W, M AR AR SO LA R A R R R )
o FLRLA, , O AIL T M5 o BAGRE IR RS Ifi BEL2% , Ife
PRIGIT AT A 35 i AR o 17727 ARk,
TR B2 (R UE G 2R B AR vp 24538 P s vl e e 1 45
Nrf2 55 50 B B A o 1 T 3 oy S A I S 97 2K
e
3.1 BRMEE SRR, AT
J 8% R R ( chlorogenic acid, CGA) 1] i 5 [& Ik &
AL i F8 4R ROS .7 [ ( malondialdehyde , MDA ) £l
— AL A (nitric oxide, NO) ¥ J3, ol /b 240 Jifd i 7= %
&, FIRERKEF M RPN F - o (tumor necrosis
factor — oo, TNF — o) FE35 , #0551 851% 2 Bk ( thioacet-

amide, TAA) 75 5 B9 20 P JHF 35 M DR BRUHE I 4046 2
VI IAE B A B A T, DA 02 DA B I g 345 171
FIRES I Keapl ik A2k Nef2 B 5% (7 K 4 5
HO - 1A ™

B9 AEFAT 0 OXGER 3 PSR RE P40 BT BH L AT
W H Z 2, Tian 25" 5 2o 1R N SRS B6 K B, I 44
VR G EE R HEEY) ( bianliang ziyu extract, BZE ) X} 46
P PIEEA PR AP AR T, ASE AT AR i £ A Y S84k
Bk (CCL,) P53 MDA & &, $i& 5 SOD 1%, &k
2 K BRH LU0 AR, i 7] B R B8 T X0 S 2
FL1y (acetaminophen, APAP) ff) HL - 7702 4 jiig
ROS 7K, $2 713 SOD i 1 F1 GSH 7K, 41 il 2
IAT: . BZE i@ {2 i Nef2 B 5 03 im HO -1 5%
ik, M0 Nef2 JERTUER G BZE /Y R4 T 2%, £ B
BZE X045 . CCl, F1 APAP 75 3 (4 - 40 g 5 1 4 it
SAAEFNTIE TS Nef2 5 Sl B A G

BORRA T PRI 5 IR 2 2, (R R A B
YL F RN B b ah I BET . EAI A L
T/ INBEBAE CC, 355 1 T 453 493 K B AR /Y
BA BERRITAGUAANE R . DFRE R, /DB
AIEAIR CCL, 175319 ROS il MDA A %, 4% % GSH.,
SOD K-, |9 Nrf2 Keap — 1 .HO — 1 NQOI mRNA
FIHO - 1 2 (13357 S Ak /N BEG (oxyberine,
OBB) & B AITE N 1 v i) = 2B, B /N BE i 2
o B R R A TR , AR T /N B BAT S AP i AR W)
FIFIBE AENG 248/ D - 2 Z LA (lipopolysaccharide/
D - galactosamine , LPS/D - GalN ) %55 it s 14 T 45
/N ERBEAY Hp U RO Nef2/HO - 1 {5538 %4t
SEARIS 7 1 T B/ N R o

B BT 5 K R 2 80, (R AR AR B2 )
B FIE RGBT . S A ROE M A R
(baicalein) 1 B % 1 Bk #h 2 ] 3@ i b 94 Nef2 A0
HO -1 Y8 H S mRNA KB R IEGU AR, T
L& CCL, S 2 e AP % 7 o e RT3
Pith 2 PEOT ZEH A E B A, Dai 257 R LPS
5 5 45 FL % fL ( caecal ligation and puncture, CLP)
ST I /N BB, e BABE R /IN BUSTIE vh 32 4%
¥ — kB (nuclear factor kappa — B, NF — kB) JH#% {2
RANMLA F7KF ETH, MDA & &858 /i, SOD & P52
B0 5 1785 RS RSB 2R (wogonin ) A
Wi B EENOE , RN FE Nef2 (HO —1,SOD1 J¢
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SOD2 &3k FEMASNSEI T, BUEE 4 200 i
Priadl PR Ky T A/E AT, AR AR Nef2 B S
FRVERIE R, 2R AT S 0 Nof2 8 P G
B BE PR AT A5 5

G VEAC A TG A B 2 3, A ROE PR Y 28
Y (orientin, Ori ) X APAP 755 19 JFFHIE S A0 7 4 2
APRFE R, Wl A bR 35 MDA 8 it
A ALY ( myeloperoxidase , MPO ) 1 4 i, #2 5 SOD
&Pk GSH/GSSG LLfil, 25 fie it Nef2 #2564, If
PO H R WAL HO — 1 25 & ) e 2R 3% B2 il
AL 2 ( glutamate — cysteine ligase catalytic subu-
ni, GCLC) (& R~ Db 2 IR I H I 1 7. ( gluta-
mate — cysteine ligase modifier subuni, GCLM) Ll Az
NQO1 iy 13k . GSSG & GSH TEH AL
AR HAEAER ), T GSH/GSSG L Fz e 1 44
P Y AR RS
3.2 #hmE EERKTAHUH RN, KX
A8 — I 3 B HAT 006 PR 03 8BS F IV (astra-
galoside IV ,AS - IV) Al 3@ i i i Nef2 \HO - 1 #5 1
FIFER B985 D — GalN/LPS 4 S 1) SR T 529
JINBRURFIE SR 403 o DG A R S A A, S
— MR FE IR AR Y, B A IS s A 2
Iy, A EEVE =l 52 15 ( chiisanoside ) 7 LPS/
D — GalN 355 ) 2 PE 0 OB AL/ N BRUAC A B2 50 A
HiPETE i CAT . GSH 1 SOD i o, Ji Hog ) & 4
(120 mg + kg™") I 35 B AR MDA 7K 7, HAR AL
IS Nef2 5 55d A K . iR HA 3R
A NG T RS R 2 B, (48 BE SR ) it 2R
HOAT SR, BRA, AR IL” o HA B30 M o)
HI TR 4 2% ( schisandra chinensis acidic polysac-
charide ,SCAP) F] ZZfift APAP Jir 3 E i) /) ™ 8 2
PEIA5 15, AR 45 5 /)8 UL MDA JKSF- A1 GSH
PURE, FIRFE Nef2 F1 HO -1 B35 . Al
At B AR BT I 2, HA RO MR oA i
= ¥4, ( dendrobium nobile lindl. alkaloids, DNLA) 7
CCl, A5 1 20 0 1 452 8 el g ok 3 2Ok A4 )
REII AR R, LR R Bk DNLA Widh B AT &g 3%
Ml CCl, 5 B/ U BEZR KL (4 ROS (H,0, K&
MDA 4 i, 3 7 Mn - SOD #1 GSH % &, fR#112k
KL DNA S ALE | 300 SORL AP I ], B 2D Cyt
¢ [ea) 200 JH0 5 %) R TR, 10 ) JFEE 4 L 08 1, T A Nef2
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PRI IS /INER P R 2 B R OR PR T, B DNLA X
CCl, A3 19 JHF JIE SR A4 S AL 45149 1) £ 47 4 FH A4
F N2 {5 500 B RS . H R ISR, TR
FE 2y, CAPER) hic BOH b as TUIE, B 2577 .
HATRE PR 73 5 H % R (isoliquiritigenin, ISL) Fl
SH B R B ( magnesium isoglycyrrhizinate , MglG ) 2%
A H A A N2 A DG 30 410 ) A 7 38 S K I
T-Z2fif LPS/D — GalN F1 =5 A —ffi i 5l 14 /)N BT
FEREPE S R A AT A2, HAT A K
B 51 KA O IR R 2k 2 Ty Xu A
PR R PRI A EERR 3R U L 6 — 0 -
PIEERE — o — D — LI 2445 (methyl 6 — O - cin-
namoyl — o — D — glucopyranoside , MCGP ) , T} 7% . %
APAP 5 CCl, 55 1 20 JH-451 0 0 VR T S i 7E L
il , 45 3R 7R , MCGP A fg ik APAP 5 CCl, 4bH5 i)
AMLI2 U35 7 S0 E0 T 5% H,0, ¥ 519 ROS
A, 3F E R Nef2 \.HO - 1 ,NQO1 ,GCLM ., GCLC }%
GSTP — 1 (ALK, RN B iE 4 SR 5 H— 3, ¥ 5d
PEEOE Nef2 {5 S s R ORI E . ol B
WEAMIFE I H S 2 3, CMURA B 28 ) B8 F4b
oL IR BR AT, TS MR A 0T
T (specnuezhenide ) 7] 15 %% CCl, S A/ BRAT IR
MDA (SOD K GPx fyJ BEKF-, i ik Nef2 25 935
IRFZEE RS B HO - 1 GCLC Jz NQOI1 iy & K #l
BRI R SR AL R VR T 5 i 5
— A RGE T T B2 3R (quercetin, Qt) R AJ i 14 34
I Nef2 FHICAE 538 B AT TAA S5 19 K BUTFIE 2544
RIERPER S WFFE R B, AR 3 R T B
FEH 1 (thioredoxin 1, Trxl) T2, i H B EH 3
(peroxiredoxin 3, PRDX3 ) | % 2 b 6 — 5 1iz i & 1§t
(glucose —6 — phosphate dehydrogenase , G6PD ) |24+ Jit
H K 36 JR B ( glutathion reductase, GR ) , GPx1 I
GPx4 52 Nif2 {3~ . Huang 20" ff 57 %
HA AL T 228 ( Lycium barbarum polysaccharides , LB-
Ps) ul i i i) Keapl 835K, IR A0IEAR+ Nif2
WK, {238 SOD1 . SOD2 . CAT . PRDX3 . G6PD .
Tl HO — 1 3L[H 33k, & GPX1 .GPX4 Trx2 J%
GR FEHIFIA 2 IEH /K-, 3G hn SOD1 SOD2 [ Trx1 il
HO -1 &I, Bk H,0, A1 MDA 54, M 2L
¥ CCl, Fr8a tEmrifi .
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Z), (R ) HiC A R 1S 22, 1 i i
ANRERR” o H A ROE M3 45 R R (atractylod-
in) 7& LPS/D — GalN 45 19 21 JTF 22 s AL/ Bl
B¢ AL MDA [ROS %/, i SOD ,GSH
SR Nef2 B % GCLC , GCLM, NQOT Al
HO -1 B MEN, X R4 AR R AT LU i iR
Nrf2 {5 510 B 2 fift LPS/D - GalN iy S 5
B WERAARPTSGREmIEEZ T, 4
ERTERAME) SN R m™ . #
A BAKT A S 52 A $2 B ( myristica fragrans kernel ex-
tract, MFKE ) (8 { VR FI#EAT T W15, &K B MFKE 7]
BES R APAP JE AT EEE K BUA N SOD [ CAT,
GPx .GR 7K, #4858 Nrf2 . HO - 1, NQOI ,GCLC F1
UGTIAI mRNA 33k, HAR VR T 5K C & 52 41
4, PR AL Al BE 530S Nef2/ARE 124
M REREEA R PR AR, E
TCRERAMSIE) AT S R 2 op DU AR 18 0L
K HA RO P 43 10 22 R (alpinetin ) BT 58 13 34
T Nef2 {5558 B% T PR N BLUALYE th MDA 1 MPO
K-, G5 LPS/D - GalN 5 Sy AL #5,

3.4 FEmFE FEEAORZE O A AL, I
fericE B CE%E) o ChHEARR ) DR AR
TR SRS RSS2 . Lya %550 SR gE R BUILA
RO P 1 73 Fis 75 2% ( daphneting, Daph ) A 58 i #%
Nef2 S A0 W A5 5 8 15 B8 1/c - Jun 2 AR
Viti % i ( apoptosis signal — regulating kinase 1/c¢ — Jun
N — terminal kinase, ASK1/JNK) Flfii 4 i & [ H.Af:
W/ LIRSS & 55 R S5 H b 32 1428 11 3 (thiore-
doxin — interacting protein/nucleotide — binding oli-
gomerization domain — like receptor protein 3, Txnip/
NLRP3 ) 45/ MA G AL , B IE APAP S 1% 2 T
b/ U A IV JAE 2 L 08 T M Sk 1)
AERRERT . S RARANE ke SRR 2
Iy, HA RAE PRI ) 5 HEES ( perostilbene , Psh ) 7 [
fiX LPS/D - GalN 5 (1) ST 2238 BRI B A6
T2, Horh w41 (50 mg - kg ™) 71 %6 7] 356
80% ; [f] B Psh 7] 3 %% LPS/D - GalN 5 319 T i
MDA \MPO /K- |7} & SOD \GSH 4 F F#, i % {2
#k HO -1 NQO1 ,GCLC ,GCLM S & fL ) 3k,
B N2 2 41 MR 1 23k, 4] Peb 4 LPS/
D - GalN 75 S /Y AL 03 0 PR 4P 4 5 B3 Nif2

ML RS A L PES BAT I AL i
M2, CARARFZ) & H FOBM . H
B RE Y PR R C (salvianolic acid C, SAC) Fl
FI3 R B ( salvianolic acid B, SAB) 0] i i3 /EF +
Nrf2 {55380 B0 AN [ Jt PR S0 P AeL At 4 2
PRPVERS T R —F A T R LR 5
B2, A Mk AR S 2 ), fE
APAP by 7 1) 2P 0 O A5 B /0N B v LT 48 TR e
Z B (alanine aminotransferase , ALT) | K 4% 24 R i 24,
fif# ( aspartate aminotransferase, AST ) & MPO /K- g
2T &, GSH B i #E9 ; & ¥ 2 8% ( Phellinus linteus
polysaccharides , Phps ) T5T 43 A] I 2 306 4 bR 2 4k,
AL AL Nef2 1635, 35 m NQO1 \HO -1,
GCLM 1 GCLC 7K, T 7E Nrf2 BRI RR R /N BRI
FRERIH R, #2718 Phps Al i@ ad 0% Nief2 @42 %0
APAP FF S IE R ARAR 37 A AP P

3.5 FRE MR XREIRE, LA AIRIE R,
HEEE U H TR Z T, KNSR R, A
RO LRI ] HLAL AT (corilagin) n] g 35 % APAP
S B RT ISR M 25 14, BEAR ALT (AST JK-F-, 3842 i
HLVR PR 7, M| ROS MPO K& MDA {7, £ &
INEAEARR, B SOD i Fil GSH/GSSG LE %, 75
SAFeH 2 A Nef2 \HO -1 \NQO1 ,GCLM #1 GCLC &
FIZBRIHT N, W] corilagin W] o J0TE Nef2 B )
BLAITI B APAP 5 3 1 2P AT 26308, s 2
A FNRRIR B T PR 2 ), ) B 1) 2% i TR RE
W7 IER A LA A AT A 4% T A R
(sarmentosin ) X APAP %5 10 21 BT a2 ) B R
VER . Jiang 461 255 A P S S8 %% B, sarmentosin
A7 APAP 55 A ARML A ROS &, Wi %% MDA
1 SOD 7KF-, BEAR 40 i i s T3, AR FE R 5
N - ZBEE IR ISR, %A AL &K B sarmentosin
TE S 5300 PO 30 e Y Nef2 {553 B 3 JHF 40
JfiHr Nef2 F1 HO - 1 (19488 H 3235, KB LN
YEF, Jo S0 e A4 447 A RS S AR T o

3.6 HRUEE REE-MRIEIELH, TEIT
2, BRI R 28, SER R B, Ry
PRI FIAE T (resveratrol, Res ) S8 fb 1 2 i
(oxyresveratrol, Oxy ) . & 7 A ( mulberroside A,
MulA) ¥J7E LPS/D - GalN 75 5 (1 2t JF 451 473 /1N B
RN B s i DRI T, =& & W] $2 71 SOD
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CAT 3% %, ] MDA 7K, 42 i Nef2 , NQOI1 #7
HO -1 #YZIK LA S Nef2 55 Keapl 19355 , 18 3005
Keapl — Nrf2 jifl # & 5t S AL 505 7E FT L JE 2L MulA
FFBEN B . @ F (morin) JREFH Y
ARUNIT , O R IK G (morin hydrate, MH ) 1] 18
AT Nef2/HO - 1 @483 CCL, i35 1 THIE AL
B B R XU 1k 2 o, 7E (e A
) h RS B, HA RO A NS BB (pan-
axynol ) AT REAIK LPS/D — GalN 75 3 1) S PE F L 1/
EUITE ALT (AST F1 MDA /K, i % F1 i CAT .GSH
1 SOD &3, B hn HO — 1 A Nef2 (1) 33K, iX K W]
panaxynol ] i it G Nrf2/HO — 1 {553 #% K 4540
SEALAET, (A7 LPS/D = GalN i 5 F JFRESR 4557
2 Lt HAT AL BRI &5 7506 2% 35 I (09 1k
Wit Z 3o 1E LPS/D — GalN 4 5 i) S JHF 5 58 /) Bl
BRI A RO R 143 5 951 8 1 G ((diosgenin ) 7 [
(AR AL /N R N FHE i ALT . AST .MPO . ROS MDA
SRR , 255 SOD (CAT Nrf2 /K-, B diosge-
nin A S Nef2 5558 6 By I S0 I AR e
JEREA51957) s S LA s XU 4 0 o 22 2
(EMREZ) R H AT FIFRE, AR ER L
## ( Smilax china L. polysaccharide, SCLP) 1] HH & 2k
2 APAP S S0 JF i B 47, $0) ROS A= ji e
MDA F1 MPO 7K, & 3 4 % GSH ,GPx Fl t - SOD
B, B Nef2 B EROK, 2 Nef2 5 ARE FHZ
&, RmEPALE R HO -1 ,NQO ~ 1 Al GCLC f5%
ik RSN 2 5 A — B, UESE SCLP W] i i
I Nrf — ARE {5538 8% b R0 2005 35 DT I8
APAP i I PR ALAR 5

3.7 HfttE RAET RO, BA L XGE
7 SRR M 2 3, A RO M 0 B8 N T (hel-
enalin) AT 4 P55 NADP +/NADPH 15 . {8 5k
L LPS/D ~ GalN 55 1 2 VE 43/ B4 4 ROS
7= HE A R MDA B A B8, 35/ B i rh it
AWt SOD  GPx GR Fl CAT (1)3& 4, i Nrf2 |
NQOT FEHLH A A /K- 1435, {2 #F GCS mRNA
M HO -1 (8 3K5A , W] helenalin HT A LB 7T
BSOS Nef2 5 5l A K RN ESET
METTF, BATRAIR GEZ 1R 2 2, A R0
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