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Research advances in the effect of acupuncture based on the nuclear factor

erythroid 2-related factor 2 signaling pathway
Wang Wen,Hou Yujun,Ye Jiangnan,Zeng Weijian ,Dong Hang ,Zou Qinglan,

Liu Mengyao,Wen Siying,Yao Junpeng,Li Ying

(School of Acupuncture and Massage , Chengdu University of Traditional Chinese Medicine )

[ Abstract] The nuclear factor erythroid 2-related factor 2 (Nrf2) signaling pathway is a central regulator of cellular antioxidant de-

fense, anti-inflammatory responses, programmed cell death, and metabolic homeostasis. Recent studies have shown that acupuncture

can activate the Nrf2 pathway , inhibit oxidative stress and inflammation by regulating downstream genes , and affect various cellular pro-

cesses including ferroptosis, apoptosis, pyroptosis, autophagy , and mitochondrial function, thereby exerting a protective effect in neuro-

logical, cardiovascular, and digestive diseases. This article reviews the research advances in acupuncture based on the Nrf2 pathway

over the past decade, reveals the common molecular mechanism of “homotherapy for heteropathy” , and discusses the challenges in

clinical translation, parameter standardization, and upstream mechanisms. Future studies should integrate multi—omics approaches

with well-designed clinical trials to further clarify the systems biology of acupuncture in mediating the Nrf2 pathway and promote the

modern development of acupuncture and moxibustion.
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AE Keap 1 {RAIHL W e 22 2% T F HE 0 2 Nef2 1) 386 i
%, L5 8 B C (protein kinase C, PKC) | Hi5 Bk WL 3—
% M (phosphatidylinositol 3-kinase, PI3K)/Akt j# i (protein
kinase B2, Akt) . 40 S 45 5 34 75 18 B (extracellular signal—
regulated kinase, ERK) | p38 22 24 Ji 1% 1k & 1 I W (p38
mitogen—activated protein kinase, p38 MAPK) J& AMP % 1k #&
1 % il (AMP-activated protein kinase , AMPK ) & , 34 7] 3@ i
TR TR 1 L 18 5 Nef2 1 S8 P R i 3 A 33X S YRl 2
TIE S 0 9 2 Nof2 B o B bR Y A R R AR
p62/SQSTM1 (sequestosome 1,p62/SQSTM1) JF 1] T Gk 485 &
Keapl , FFAR (0 A WA , [R]85 Nef2 , JE BRUE S5t , i
Sy 3 S R ARG A R 4 N2 B B AR A T S T
BLHIC, 380, FRME AL HLH 4 DNA HI AL 204 B i
AR LhifS RNA 45 L i 4% Nef2 35 P

Nrf2 00 Ji5 38 43 Bt 404k 5 B2 6 4 (antioxidant response
element, ARE) 3Kl 1Ml 2T & fi & it — 1 (heme oxygenase 1,HO—
1) JHR A Ak -1 (quinone oxidoreductase 1, NQO1 EEN
TR R IR T8 L ph R B R R, 25 b, Keap LIV AR |
R e p62 U5t PR A5 A4 T e 1o A SR . AR SCHE T
T LT B A B TR 4 N2 1 22 ol 45 4 v 1) 240 i £
HLA . DL 1.

2 SRUEEIEE N2 BB SRR R A 1R R
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J 3R AR R 7 L5 11 (solute carrier family 7 member 11,
SLC7A11) A e H K %A (b 9 i 4 (glutathione peroxidase 4,
GPX4) FEkTE 11 F 55 1 (ferritin heavy chain 1, FTH1) 2K T,
IR AZ O A 0, 2T IE S A TS Nef2 {5
S 1 2 RGO R WA PR TR

EMZ RG], Wang M ZENZE WA 4 7% 9% (Parkinson” s
disease , PD ) #8750 1 %% B, B %] (electroacupuncture , EA ) 1 i3
PO Nef2/SLCTAT/GPX4 il ol 22 LU RERR 22 oefiifhs . &
U, 76 g Bl 10 P 3 #8345 (cerebral ischemia—reperfusion in-
jury, CIRD B, Zha W S SIBFSEIESE , EA BB A2 #E Nrf2 %
BT 3 A VAT R )3 S84 Ul B 5 4%, 8007 4 N2 10 15
BELIT o S BIF G AE 43T AL 4% 3 VRS 1 AR 4y 1o R
PR, PR T DA DR 5% 5% 3 D) e 4R Y 58 SRR B 5 Yang
XC A7 AE 7R T Nef2 BEIR AL IR 45 B FTHL A8 4k, IF 4T T
SARTH AT R 2T AG . PIUIT YL [R5 AL T EA i3 Nif2/
SLCTA11/GPX4 BN HI ZRFE TR YT CIRLBYHLE] . TLHREE
Pu YP S BRALEIRAFIRUE TS, F1 38 2 1 5 Nof2 FeaR 4061
SAE A AL NS BRFE T, DT B 1M 4 A o (ischemice
stroke,1S) . Pu YPZE'SER{E EA TiAL B ARV, H Rk
SETAb R A AR T B T A, (R ke = 0 70 96 E
TR FRAEHR B EA AT LU FE T, 16 T REE i Y
i - Bl , o 0 T, O R G AR . 1 Ah  ZERT IR K
16 2R (Alzheimer’ s disease, AD)™ . i H Ifil (intracerebral
hemorrhage , ICH YR A TG AN T RE R i (postoperative cog-
nitive dysfunction, POCD)P"&E 78 v | EA 3% 3k £ 34 ] 38 i
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dementia, VD) Z2SEdR o
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Bl X 18 PR R MK 5 0 AB 4L 9% (chronic inflammatory
pain and depression comorbidity, CIPDC) , Liu GH %138 1 |
EA G0 5 3% Nef2 3 3%, b8 FTH /48 E 524% (ferritin light
chain, FTL) &R/ AR I ) %542 5 [ 5255 (cystine/gluta-
mate antiporter light chain,xCT) .GPX4, T ¥4 Fis BhHH 5 A%
fitf 4 (acyl-CoA synthetase long chain family member 4,
ACSL4) (P 1l 5 N P D9 15 2277 % 8 3 (lysophosphatidylcho-
line acyltransferase 3, LPCAT3) | I§ & & B (lipoxygenase,
LOX) , I i Bk 1 (Fe2) S IR B ad 4k, .25 38
CIPDC ; HAION B Bk AL T340 770 5 Nef2 00 151 56 43 4%, A
i 7 EA 19 Nef2 KA HL ] o Xue CCAFPIRIE , EA W58 i ¥
T N2 J00 1 -8 A 28GR FE 1 2% fiff b 28 M 598 (neuropathic
pain, NP)  {RA77E Nef2 S AL A9 7T BE . B4, Shen JL
SEPE I ARAE ALY b g s T I A U SR AT 1
(silent information regulators 1, Sirt]1)/Nrf2/HO-1/GPX4 E5

MR BRI T SRR SR M T o SO T A S
LRAEATIT RO b, A5 o 3 2R T SO BRI E R X R
AMLHIIEATHEIE , B = X Sirt1/Nef2 28 5 AF H ) 120 1
k.

TEL MV RGENA T, Lo LA MR S8 T 20 JIL IR 1 T
i (myocardial ischemia—reperfusion injury , MIRI) f*) &4
FURPR, Li X AP AR SE , EA AT I 0
Nrf2/HO- 1 3 A0 ) BRFE T, S 45O DR AP 45 o 3 35 W]
SEPUBR AL 2R E SR B T B O LR I
(acute myocardial ischemia, AMI) , FF— 457~ T ACSL4AY
Pl 5 Li X ARG FH P9 OG0 B MRS AR, 37 Ao A 3
PR A2 VPR O AR, B2 i TR 0 i e

TE S 9 T 7 i (inflammatory bowel disease , IBD )" 1 1%
Wi POSTARY o EA [RRE RIS 7T 38 o R Nef 2380 (8%, IR Bk
ST EE AL R L.

FT R TE Nrf2 #0 k2 =

FAR#AE

FEER

1 mA,5 Hz,30 min/IX, #4512 d

2/100 Hz,2~4 V,0.5~1.5 mA, i
250,30 min/¥R, 1 ¥k/d, 5L T d

2 mA,2 Hz, Bi %% , 30 min/IX , 1
Wi, EZET d

BA%F 25 min, 1R/, %228 d

2/15 Hz,1 mA,30 min/d, %25 d

2/15 Hz, P 9% 0.5 ms, B 25 ¥ ,
1 mA , DL BRJRIHS VLA 42 0 5
EE 30 min/K, 1R/, #4523 d
P4 03 em,2 Hz 2 V, %k,
IRk ER RO R B, 15 min/
W, 1R, %2228 d

PEEF 15 mm, 5 5 min F74F 1R,
Hit 2 5 (180 £ 20) t/min, 30 min/
WL, ESET d

0.5 mA, 2 Hz, 20 min/¥X , 2 ¥/d,

B, 10/50 Hz, LK BT R
BB AR R B R R, LR,
30 min/R,ELE6 d, KB d, 3548

E[ 3 U 22 PEEF 2 mm, 30 min/

E
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%’:Fﬁm]
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3 18] K
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Al K3
Li MY ICH Jii 2 21 K5 [ERAsviAiiiE
%ﬁ]o]
Zhang XQ  POCD IETHEL EA HE
g_«F,zo] HsET d
LIES VD 441 EA [EEJUN N
/:_(J_‘:,ZZJ I%/HAU.
4JH]
LiuGH  CIPDC TS890 F4 EA  BlA A&
Es RNl

W, BF 15 min FE174F 1R &
AR MEFHEA, 1 mA,2/10 Hz,
AT, 30 min/iK , ESE 14 d

T N2 BB 47, T SLCTA1I/GPX4/FTHI, T 4%
Bt H Ik (glutathione, GSH) , | Fe? /P — B%
(malondialdehyde , MDA )

T N2 B % i, 1 SLCTA11/GPX4, T GSH/
SOD, 1 i R AT 1T /48 AL TR 40 1T (NADPH/
NADP*) Fb{H, | Fe*/MDA

T Nel2 B 5% R fk, T HO-1, T SLCTA11/
GPX4/FTH1, T # % 1k ¥ 57 1k B (superoxide
dismutase, SOD) , | Fe?*/i% ¥ 4 (reactive oxy-
gen, ROS)/MDA

| Keapl, T Nef2 #5437, T HO-1, T SLC7A11/

GPX4, T 4 bk H K ad 4 1k [ (Glutathione per-
oxidase, GSH-Px) , | FF4 1k fifF 2 (cyclooxygen-
ase=2, COX2)/Fe**/MDA/4— F2 3 T- 4 % (4-hy-
droxynonenal ,4-HNE)

| Keapl, 1 Nef2 # % iz , 1 HO-1/NQO1, 1
SLCTAL1/GPX4, T GSH, | Fe*/MDA/BE it %
£ (lipid peroxide , LPO)/ROS

T Nif2, T HO-1, T SLC7A11/GPX4, TSOD, |
MDA/ROS

T p62, T N2 #5457, | Keapl, 1 Ji4kiiEE
11, T GPX4, T SOD, | Fe*/MDA/COX2

Tp62, T Nef2 #4447, | Keapl, T GPX4/FTHI,
| Fe*/MDA

TR EH-1, T p-GSK-38, T Nrf2, T HO-
1, 1 GPX4/SLCTA11/FTHI, | ¥:8kE M 3214 1
(transferrin receptor 1, TFR1), | Fe**/MDA, T
GSH

T Nrf2, T GPX4, | Fe*/MDA, 1 GSH

T Nef2 #5467, 1 FTHI/FTL, T xCT (SLC7A1
1)/GPX4, | ACSL4/LPCAT3/LOX, | Fe?*/ROS/
MDA, T GSH
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SHEHE PR RIERA, EHRITE i H Rk B2 Enent o

Xue CC NP HHEAZA EA EEH AL ImA2Hz,30 min/K, %S 14d T Nif2, | Keapl, T xCT (SLCTAL1)/GPX4/
5 [24] FTH1, | ACSL4, | Fe*/MDA, T SOD

Shen JL  #HRAE B SA FEFOC LR KE BELAS TELRES mm, /i T Sirtl/Nif2/HO-1/GPX4, | Fe**/MDA, T SOD/
2 (23] 4N 1 B= A v = L2 FE15°, #4228 d GSH/GSH-Px

Li X407 MIRL L4 EA AP 2 Hz, 4205, /N RATRE SR B T Ne2 5607, T HO-1, T GPX4, | Fe*/MDA/

AN (1M IR ICHAE S BE L 20 min/IR L #4E ROS
74d

FEW AMI OHLAZ EA FITOEE B, 2/100 Hz, ERBURASE T Nif2/HO-1, T GPX4/FTHL, 1 GsH, |
028 R, 20 min/IR, 17R/d, 2:7d  ACSL4, | Fe*

Yang YH — IBD  #ila4 EA KK KBAAT 05~1.0 mA, 2/15 Hz, B % 3%, T Ne2/HO-1, 1 GPX4/SLCTA1I/FTHL, |
] (IR 10 min/¥, 1R/, S 4 1 TFR1

SIEW R
e IR}
5%

JiliZHE EA KHME MfiaT.  UEEF2~3 mm, 1 mA,2/15 Hz, 5% T Nif2, | Keapl, T GPX4/SLC7A11, | ACSL4/
A= W, 30 min/¥, 1 /dL B H 1, TFRI, | Fe*/MDA, 1 GSH

TE: T Fom L R, | SR T

2,12 HIETS AR O T o RO R 2 IR AT
AL RRAE . Nef2 E S B SR A B B LR A D RE S
75 AR I T AH OC I R kP I AT a0 Nef2, T 10
SRR PR T3 5, JE 7 B I B 4008 -2 (B—cell lymphoma—2,
Bel-2)/Bel-2 #15¢ X #5 H (Bcl-2-associated X protein, Bax ) kb
{8 Fz 2 e R A< i cysteine—containing aspartate—specific prote-
ases, Caspase ) Z I S N7, DA T 400 il 420 £k 07 380175 5 040 P9 TR 12
T,

e 28 RGN T, Wang YM %5205 B, BA 0] 3006
Sirt1/Nrf2/ARE {55 %f1 , il 13 F I Bax . |9 Bel-2 il ] 22 JE
WA T, s b XUS 2R R (post—stroke insomnia, PST) .
ZHFSESER Sirt] 76 Nef2 b3 i PR A ], (B S 08 32 20
T 5 AR ik R A A ik, HLXT — 3 i s AR
FARIRASENT . 7E ADWFFEH, Weng H S HESE EA A3 i3
Keap 1/Nrf2 3 B3O B %046 ST, [7] 25 F 8 Bax, Caspase—3/
9, 9 Bel-2, Ml M2 0 TR BGRINAL, I BRI &
B BN L H AR T EA MR 00k o 75 IDARE R 8
o1, Cheng WJ 2553 i /R 41 30038 43 Nef2/HO- 1 38 [ ok 54 165
TS AN B, 05 %% Bax/Bel-2 HUE & Caspase—3 I i, & 4%
PUMARONL . SR, I F i EE AR R g it 26 5+, B
e = N2 A0 ) B3k o o

TEARRIZ RGHR T, Wang HC S50 R 1 1 o0
(diabetic gastric paralysis, DGP) BT if & B EA Jil35“ 12 =
ML AT 0 Nef2/HO- 138 %, 2038 1 3l ) JF 0l R e 2K )
FAHML T o AR TR 5T Nef2 26T R 2 R W 35 e, Bl
il B WEOCRARRALRIE . TEEF RS , B4
EA 7] 38 1 Nef2 /- 5 09 1 480 AL 38 %, 1% 75 Bax/Caspase—3 5
Bel-2 &3k, I U9 SLASUR A0 AR IR 1, i3 O L0 &5 T e
J83R (diminished ovarian reserve , DOR) .

IEAh  EA 36 AT 38 3 P42 ROS/Nif2/NOD K7 (R #E 145
Fa A 2% B2 3(NOD-like receptor thermal protein domain as-
sociated protein 3, NLRP3) | 22 24 Jii 1% fb 245 H ¥ B5 3% i

(mitogen—activated protein kinase kinase, MEK)/ERK/Nrf2 &
PI3K/AKt/Nrf2 5545 5 0 2%, D8 i A S #1175 14 Jils 45 451
CIRI fift 2 TG L) BN 2 5375 0 2 1k B 4045 (acute kid-
ney injury, AKDPZEREAI AR 4RI T, WLER 2,

2.1.3 WIHIEETS U AR TS R Caspase SRR
AMIFETIE A, S BE S AE % VIAH . Nef2 ] J 1o
FEPUR LRI il 4% KT kB (nuclear factor kappa—B, NF-
kBT Ak , 97 1) 45 NLRP3 S /IMA IS0 , 2 i il 5 1
O BRI, B AT AL O Nef2 76 2 g A A
IR T AR,

TEMZ RS, Li CLAF R AT CIRL, A 8 EA W] i i
R Iy OISR AR G 8 11 (fat mass and obesity—associated
protein, FTO) , [ I No— HT 3L i 4 (N6-methyladenosine,
m6A) M , 2 M Nef2 I NLRP3 JEAE/IMA, /b Cas-
pase—1 . F1ZH i /- Z — 1B (interleukin—1B, TL-1B ) F1 [ £ il £
#F-18(interleukin-18,1L-18) , Ml Bl 2 4 ML A 1, e ph 28
TIfE. ZWPTE RN T R A B - N2~ R T BB L]
{ELR WAy FTO J2& 75 ELAE AT 18] NLRP3, FLAS I [B] £ 450 20— .
PR, 5K /INE SFRIESE EA T 38 33 9875 Nif2/NLRP3/Caspase—
LAl PD AR 5 DX A0 A T, T A2 B D) RE R A

FEL IMAS RGEH, Xia XF 58 & B, EA WiAb#E 0T i
AL B Nef2/HO-1 30 3, [ I WLZH 21 9 ROS \MDA | Cas-
pase—1 X 78 JZ 2 D-N(gasdermin D-N, GSDMD-N) 2 £ T %R
Y I TL-18 S, AT R MIRL, %405 AT B Nif2
TR e ARRF SR A% O FE T2 3015 5 NLRP3,

FERIAHTEE TR IR UL T HA AR B o Luo JS FF7EAL
A S A S M Al 452473 (ventilator—induced lung injury, VILI)
R rp % B, EA R 3 O Nef2/HO-1 155, R I il 2 4L
NLRP3 ., 4 1= #H 3¢ ki #£ 2 [ (apoptosis associated speck,
ASC) S Caspase—1, 235 il Dy RE , FLIE RN v] 8 Nof2 410 i) 551
BELIKT . 1250 B0 Jm BRAE TSR B — SRR M) 22 57 B JRR e
T, Wk2.



EXRERKXFFR

Journal of Chongging Medical University

F2 fRHAENMRMEATSET

. X s £ , . . o
O = B R LR LG
i Wang YM PSI NI KRB EA T2 e, AR L, 60 He, T2 1 Nel2 547, T HO-1/NQO1, |
T T ik PISE T B, 30 min/IR, 1R/, L ANYFRRHREE Bax, T Bel-2, | B0 J6d o 441 it 4
SRR S d EAYTRRREIE 2 d, 34 AR T, L E AT % -6 (interleukin-
=HOR KBRS, 60 Hz, 10 min/ik , 1 6, 1L-6)// 98 ¥K € [ F - o (tumor
W, TESL6 dJ5HEIE 1K, 4 5 necrosis factor—alpha, TNF-a), |
F AR LT 2 AR MDA, T SOD/GSH
Weng H AD M KA EA H4UBAT 1~1.5mA,20 Hz, ESE%,20 min/d, | Keapl, T Nef2 #5447, T HO-1/
23] 2 T4 FEATASHRE B 6 W, F552 9 4 NQOI, T SOD, | MDA, | Bax/
Caspase—3/Caspase-9, 1 Bel-2
Cheng W] IHIAE MWL TH ERE KU PEEF5-6 mm, 20 min/WK, BERE 1 A3 1T Nef2/HO-1, | ROS/MDA, | i
2] ZERNRYT R4 )H AL A, | Bax/Caspase-3, 1 Bel-
PR GE Y EZ ST b
Wang HC DGP B4 EA E=H 1-3 mA RS 10 Hz, #5545: 100 Hz, T Nef2/HO-1, | W /R[] i 40 iy
233 VLR R AR R 1, 30 min/d, 3 AT
28 JH
oy DOR I3 EA  BAT . OB AT O T IR OETT T T Ne2 G 7, | Keapl, | p—p38/
bl i 20 41 ESH M, 384T, 2/15 Hz, 2 mA, i % p38, | ROS/MDA, 1 GSH-Px/
W, 20 min/IR, 1 /A, GELETH14d SOD; | Bax/Caspase-3, T Bel-2,
L Bk An e T
Dhar R (RSMERAT gl EA OGB4 @A T 530 min L p-Nef2, | ROS, | NLRP3/cas-
2[36] G pase—1/caspase-8, | AT
Jin XL IS Wip 418, EA H4S KHE 3 Hz,1~3 mA, %S, 30 min T Nuf2/y =45 B e R A 1
agel6] [(1R7:) (gamma—glutamyl ~ cysteine  syn-
thase,y—-GCS), 1 Bel-2, | Bax, 1
2316 H KA J5 R, T GSH/GSH-Px
Yu JB AKI (=g EA  EZH. 215 Hz Bi% 0, 15 min/ik, 1K/, T p-Akt, T Nef2 5447, T HO-1,
2 15] AES HLIL IR <] mA, DL RS 1 SOD, | MDA, | B/IVE 4T
KB, AESCRRESES d EA T I
EEANFARSBPFEZEA 6 b
M LiCL N 2/5 Hz, 1 mA,20 min/%K , 1 K/d, % 1 FTO, | m6A & 14fi, 1 Nef2, |
. N . . . . . 6 i .
far Al CIRI WAL EA  H&AH ZTHT d NLRP3, | [L-1p/1L-18, | 4fugar-
/N T Nif2, T HO-1, | ROS/MDA, 1
gl MIRI LIS EA ES iTA 215 Ha. 20 mind JEEEFI o) 71 NE- B p65. | Caspase-1/
¢ GSDMD-N, | IL-1B
T Nef2 607, T HO-1, | p-NF-
Xia XF SR T ~ o st ey KB P65, | NLRP3/ASC/Caspase-1,
L) VILL  HEVRWE WAL EA g@é ?f;‘? J;Jz o 20 min/ AR S U g6 TN anti18, |
A : R aie MDA, 1 SOD/ 48 1k %0 i (cata-
lase, CAT)/GSH-Px
Lo JS EA TEM 4 KURF”, S 2 K
%[44] PD JIIRENC Y gt FA WURF A, ™ OB “ A nb " B B A2 1% 4% 1 Nif2, | NLRP3/Caspase—1/
41 E=H EA), 1mA,2 Hz,30 min/iK, 1¥k/d, GSDMD, | IL-1B/IL-18
HEE2 JH
2.2 AT e A [H (autophagy—-related gene 7, ATG7) M /& #H X85 11 1A/1B-

YT A I AR A B RS A S R AR AL TE R S
P B SCEEY, AR AW A TR
{BA- 5 A W, Hod B B S 5T A DM, Nof2 B BiE
SR RN I T PR T IR [ W SR 3, T R
SRIRTS Z R0 F RESE ], DR R O v G WA, S AEEST
BRI AT 8 2 YA Nef2— [ Wl 7 2B R R vh % 4 s
AR B AR AL .

TEM 2B AP B T, Zhang JP 254 % B EA R 455 PD
BRI /I B N2 (4 A% 5 Ao B 0 Sie i 1, b ) 9 P G

%% 3— 11 (microtubule—associated protein 1A/1B-light chain
3-11,LC3- 1) ik, JFAEHE [ MR p62 MR , AT
FERRZ QR E T, EAZ RO 7E Nef2 J PR B /N B IR 2%
AHIESEA REMC A 8 1 WA o 00 1047 5 1) S0 0E , A5 AL 16
UETE ™%

TERAEVERG Th , WSz 8 A5 52 2 JE (Crohin s dis-
ease, CD)ELRI & B, EA BEAEE 1 s Nef2 {55, 451
YA ML, R p62 FRIB T M LC3- 1 R IBFFAL s I 1]
A 4100 4] B A7 22 99 i % [l F 2 (absent in melanoma 2, AIM2) %
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i /MRS B8 11 ok BE O DT G2 A I T 5 . AR
Ho7m EA 2L AT AIM2 RAE/MA S [ W58 T AE 2 25
R AR RIAR st T F-B, IR OC R A i — 2 0k
W3,
23 KRELEALAE

SRR 20 M e AR S (5 SRR R L S Rg o
PEXTAN N SRS E X EE . Nef2 3l i WP A L A
YRR LRI AL I AT, IS M ZR LR A W B B ) 2
R bR 7 w0, AT BT B AT SE O Nef2 S H B
ik CUSERE = R & 2 Ly N N ES R NI X
231 REsAREE FEARBILARI T IE , Guo KX ZEEEXT CIRI
(OBIFTE & B0, AT R TG AMPK /33 S b Il O 94 7 2 1A oy %
0% I F a (peroxisome proliferator activated receptor—-y co—
activation factor—1a, PGC—1a) il . PGC—1a 75 L b A2k
WA R, IR BUER R R TR Nef2 1 338 ARG r, i
Wi B8 hn = #512 I 1 (adenosine triphosphate , ATP) A= il -1 il
ROSHR &, S A Re s ACIFRAS . Il Ao e g it —
BT AMPK 238 I P (1 G EH .
232 HAWE  TEZORK AW, R A S ITE Y 25 B o
B AE (postmenopausal osteoporosis , PMOP) i H % B, EA
K 5 285 W) RIS Nef2/PTEN 5 53088 1 (PTEN=induced ki-
nase 1,PINK1 )il §% , dam bk g mE (Le3 /1 HefETH e .
p62 FIE) , B B R 5 R M a1 . R dis EA T
AT Nef2/PINK Tl #E 52 45 BRIV B (H0 E3 02 % &
il S5 S HRE YT R BIEAS 2 o
233 hidE ELRLIRE) 250 I SRR AE DI R RIS XS
MIRTZEAT TR A BB . WF5E A B, EA T4k P 3 0o 3005
AMPK/Nrf2 {5 538 i, MR LRI IR S 2 S5l - 3l 1Al

F# M 1(dynamin-related protein 1,DRP1) RRMARZIAR I
1 (fission 1, FIS1) B £k F 4 24 45 Al F (mitochondrial fission
factor, MFF) ; 3 | i £k R {4 fil 75 25 11 1/2 (mitofusin 1/2,
MFEN1/2) M #h 2 22 4576 11 1 (optic atrophyl, OPA1) , M4
FRRRLR M 5 FR A RO M. W3 4.
2.4 AdE o dE e AR AL 5 E AL

IE51 7 2 200 L /s SO A I e 24 ) A v 2 T 9
P, FR AL S TG RS P FoAe i P AR R AR sl 3R 3 40 T
BIVE o Nef2 (R4 T Hbi A Ak SH R 3500 , P i G522 4
] M2 B (BT 48 /M8 52 ) Ak i) ML 7R (62 98 ) i Ak O 3t il He
WAL . WFIER I, AT A I — e AR O A SR
241 Al TEVEFEAN MR AL T T, Xiao YQ FETE IS FEAY
B, EA RE T i B Nef2/HO- 138 B, 53 35 A /I e B 4
JHE M1 TAR I T = M2 BUAR G, AT BB 2 DI fE 5 %
AR AT B HO—1 A1 55 56 4= BELIT . [FIAF: , Lin BB SFPRF5Y 32
W, EA BT 3 o 0 ) 02204 BE T 38 38 A A2 K 7 (purinergic
ligand—gatedion channel 7 receptor, P2X7R) , BEm _EJE Nef2 I
T NLRP3, % HE /I8 B8 50 200 M2 4 Ak L DT o038 A v s ok
B 1% (post stroke cognitive impairment, PSCI) . Song SN
SEISSYE B9 M 45 19 6 (ulcerative colitis, UC) A8 1B vt §1F 512
EA ] #) ] NLRP3/IL-1B Ff- 3% if Nef2/HO-1, {2 fifi 5 % B Wit
A [ M2 BRUAR A , 980 T AR
242 AL AEID A AT B S AL T TE , Luo WG SRS
BRI, EA B0 i I iR 3 56 0 9 32 A -y (peroxi-
some proliferator—activated receptor vy, PPAR~)/Nrf2/y-GCS B
53 % R TICH J5 /N BT A A 5 95 Ak . Wang XR A5P7Y
ST P AL T 50 BB IR < 76 VD B b £ 30 B8 12 38 Vg
b Nvf2 4% 2 A5 -0 il /0 A I3 4T 4 3o B8 T Ak, ELIZE380 0 7

3 FHRIERE N2 5 45 A %

EZ BN B RDUERLL ATk i H ket FEAFTLE R
Zhang JPZ4) pp MARZI4L EA B4R 2 Hz, Wi, UMK R R it B T Nef2 2% 55 7, | Keapl, T ATG7/

BURIALH L

LTINS . AR T &

LC3-11, | p62, T A MgEik/ g A

FEAAM A wp, B B A2 4538, 20 min/

[ CDh I 4% EA AR KX 2mA,2/50 Hz,20 min/i, 1 00/d, 367d - T Nef2, Tp62, L LC3-1, | AIM2, |
MR ASC, | Caspase—1, | IL-18
x4 SRS Nrf2 B E LRk Th e
e = K R o . .
Thék N . i gy ik
ifE it pr E AgA SRR FEA R R
fitglt  Guo KX IS/CIRI JWZHZl T4 RUNVE 20 min/IR, 13K/, 7522 1 1 p~AMPK/PGC-la, T Nef2, T &4
AW %LS' 2 K %% 5% 7 A (mitochondrial transcrip-
e = tion factor A, TFAM)/fit BB H 2, T
Ll ATP, T RRIIRE AR 1, | NADPH A
AL (NADPH oxidase, NOX)
Hug  RER pMOP  EE FA K.y LU, R 2 He, LR RO A BINLA T Nef2, T PINKI, T LC3- 1/LC3-1 kb
agls1] | [TE= BT AR EE, 20 min/¥R, S /H, {H, | P62, MR RAMLE
HORAT Frg 12
- ki MIRL 0L EA NG RPN A AL = B ] — i, 5ot 1 p-AMPK/AMPK, T Nrf2, | p-DRP1/
s & H LR =B 055 S mm AN — 4T 42 R — e, DRPL, | HRARHE B B T 1, |
T J& JEZEDE,2 Hz, 1 mA,20 min/YK , 1 %/d, % MFF/FIS1, T MEN1/MFN2/OPAL, ik 3%

2:7d

LR AR S
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Nrf2 FE R RESR /N SR S8 A 2 o 1 AR S OSE S e 7 e ik
EA A]_E 3 Sirt1/Nrf2., [ 0 5] /1N e Jie 40 6 0 52 902 J i 4 A
G4, 2 /N B CIRT PR BOAN I RES £ o Li XJ A X 1
B AR X 5 9 48 A E (complex regional pain syndrome,
CRPS-1) AYBIFFE 7%, EA 8 1 36 58 N2 2635, 410 i 5 A
[ ) BTG AL, B R e A . LR S

2.5 HAutRdraom

2.5.1 ZEREVERON.  FESSPUTEE N7 T, Wang FJ 55
AT T EA XT3V R 40 B 2 B #2805 28 (oxaliplatin—
induced peripheral neurotoxicity, OIPN) [l 1 F , & P H: AL il
5 E AR 21T P Nef2/HO-1 635, R[] 25 F PP AH G
Wi 52 1 FL A 7 55 200 3 2 1% DIAR G, (EZF Y 2 Nef2
FED TS0 B R KU S R 25T R 52 26,
Yu Y SFOTE PROK R 5 10 B3 PR A il 52, £ vl i
Tk VR T Nef2 1555 38 3%, D02 S A I B B A A2 4%, K
[DESALIPIR

252 WCEEMNES  AEUCEA S ZE 5 R
il Nef2 AR OGS S M A AR LR A o BRERSF e IR 2= I B
75 p38 MAPK/Nef2 LI SCIK . AT BAAE A 22 1 i L 22
AR A B, EA T HAT A 3 p38 MAPK/NH2 {5 53 B, 1
I Nef2/HO—- 135 P 23 45400 1 A0 08 L 9 15 2 1 B A
5 2Z ML, RN IR AFOIE B O 1 5 & (knee osteoarthri-
tis, KOA) B2 v S B, 1 B 3 1 JCTE Sirt1/Nif2/TFAM i
&, IF LA 2R 48 2 A 1 (muscle ring—finger protein 1,
MuRF 1) A5 0 2 11 R A L DT o035 JHE Jo WL b A 25 vy % 2
AFCERRL, K6,

253 PURAESSEANI PR S IURAIE Nef2 A A9

DIIRE AR DA AR L H AR R AN I A S R R 4
ALY

TEMZ RGBT, Wang W AFCIIIFIE & B, 70 I
Ji%i# (diabetic encephalopathy, DE)H, EA AJ 43 S5 P 15 1 55
Nrf2/HO-1 8 s , e S8 A 03 o 76 A PAAE 1% R A5 (autism
spectrum disorder, ASD) i1, Zhao YH ZE1IE 52 EA £ E Nif2
WAL R BT AL B R IA , HLAZBUN AE Nof2 SR J5 I 2
I A AE A5 86451407 (spinal cord injury, SCI)®! PDI-% CIRI®!,
e 48 Bk 1M % 452 %5 (hypoxic—ischemic brain injury, HIBI)™" |
NP7 6] 455 g Wi 3K [ 5 (Post—traumatic stress disorder,
PTSD)" K AMARAE" 7145 22 Fp A R0 v | 1 0] 24 930k W AT e ik
P Nef2 (55 3T PUEAENT .

A M i ol 1 P T 454 T, Jiang HC SEVBF ST 38 7R T
EA 7 58 i 2k S5 P 2 ORI b BT I Nof2 388 2%, D80 Bk
MRS . 522, SR U Al it 730 175
SR LA T SIS S R T, BT R T S Nef2 3
B KA A

AN, FEZE XRG4 (rheumatoid arthritis, RA ) [N 3
FAIKFLAE T 1 SRl 45" 2> 55 5+ 4F (oligoasthenozoo-
spermia, OAT)® FLJz gﬂﬁmﬁ%x%(premature ovarian in-
sufficiency, POD™ DOR ™ Mfi: i# & #ift = £ & 1 (partial an-
drogen deficiency in the aging male, PADAM )" JE#E ] 4 18
7% (intervertebral disc degeneration, [VDD Yol v e ik I e
(deep venous thrombosis, DVT )™ 85 22 Ffi g5 g 45 7Y oy | 9] 4%
Nrf2 58 % 7 2 B W e 28 2SR AL 0 03 5 9 o o 0
it W7,

®5 SHRIEE N2 HAERESENL

R84

= P

|
Wi SECE BN WG ig b
M Xiao YQZE 1S/ L. EA
Wit 2025 CIRI g The
EAANN 1R

Lin BBZSY  pSCl #FH4H4]  EA
2024

Song SNZ:131 yC  #5meHEl EA A=

HE MEE 30 min/¥K, 1R/, ESET d

H4 MEE 6 V,1~20 Hz, BLR P, 30 min/ik, T Nef2 %5607, T HO-1, 1 /NE 40
LR, 514 d

M2 Ak, | MUARAL, T 4TS 3 -4/10
(interleukin-4/10, 1L-4/10) , | TNF- o/
1L-1B

| P2X7R, T Nif2, | NLRP3, T /N 40
BaM2 Ak, | M4k, T IL-4/1L-10, |
IL-1B/IL-6, | ROS/MDA, T SOD

EHEAJAYT : 100 Hz, 1 mA; {45 T Nef2/HO-1, | NLRP3/caspase—1/IL-

2019 EAJAYT : 10 Hz, 1 mA. 30 min/ 1B, | B WE40HE M1 AL, T M2# 4L, |

WL, ESET d

g
i

3

Yif Luo WGZEDST ICH Mg
ik 2024

EA IR
E=H

Wang XRZ7 VD igoHgl  F4f "L

2015 A= 1d
EE IS K44 EA T
2025 & A
LiXJZ50  CRP MG EA JE=HL
2022 S-1 RN Bt

IL-1R/TNF-a/IL-6/F1 41 i A 2 -12/ 11 40
M2 17, T1L-10

100 Hz, 1~3 mA, LK BRPYEESM T PPARy/Nr2/y -GCS, | ROS, | TNF-
FESENBE 30 min/UC, VKA, IELE o /NIRRT L

7d

1 min/¥R, FESEHEFT 2 8 WIS 1 Nef2 8% £, T HO-1/NQO1, | ROS,

LN B, | M ZTeAtT

2 Hz,2 V,0.1 mA, FiJ5 S A 1 Sirtl/Nef2/HO-1, 1 SOD/GSH, | /N
7,20 min/d, 1 K/, %2215 d

FRaniaEfe, | IR BT AR I AL

0.5~1.5 mA,2/100 Hz, 30 min/tk,, 1 Nrf2, 1 SOD/GSH, | H,0,/MDA/4-
FFEET7 d

HNE, | 8-FILS 4, | A8/ N B i
Wik, | AR R L, | TNF-o/
IL-1B
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#6 HRIFABENRERSERNRUESHRIES
el I X
it sexm g o TR SR R
W Pk
G Wang FJ OIPN L4-L5 EA  E=H  2Hz,1mA,30min/ik,%L214d T Nef2/HO-1, | BRI B2 4R B Ay A5
2:loo] AR G2V I RN R AT A S B N
2 1/ 32 AR L7 i R 3K A7 4k 8
YuYZ KERES Hﬁlﬁﬂéﬂ FH ﬂﬁ”ﬂ* Wr 10 min/¥%, 345 10 d 1 Nrf2/HO-1/NQO1, T SOD/GSH,
EREE L 25 B | MDA
NS EE%E MaEE MmN EA GRS EZE,2 Heo l m A, BLKRA 1 NH2/HO-1, 1SOD, | MDA, | p-
L4 HA HRIAEE T RS AR B EL L 15 min/AR L 1 p38 MAPK, | MuRF1, | JJLZE 45 F-
wd, B 6 U, 33 JE box 2, | IL-6/IL-1B/TNF-a
J /R KOA JEML EA  AR% AR, SOBAEE BB 1 Nef2, T TFAM/Sintl, | MuRF1
HA KJa =MW #9¥%,2/100 Hz, 1~2 mA, 15 min/
WL RmH 1,314
R7  SHRIVEE N2 FIA R 5 B R
275 3CHik DR @‘Iﬂfﬁm BTk U HARERAE FEHAER
Wang W DE g Th 2l 21 EA JE=H 15 Hz, MESENE, BUNRE H 388,30 min/k, 13%/d, T Nrf2/HO-1
Zigte] B T AT FRs4
Zhao YH ASD  FIENMFK)E EA JE=H 2/15 Hz, 1 mA,20 min/IR , 1 YR/d, 4220 d T N2 #8457, T HO-1/NQO1,
zlos) } MDA/ROS, T SOD/CAT/GSH
Dai N&£lo) sc1 BG4 EA JEZHL B, 60 Ho 742 1.05 5,2 Hz 35422.85 s, LI/ T # 1§ & 1 E, T Nef2/HO-1/
=B BURRERMEEUA R (<5 pA) 3ELE6 d /KB 1d, NQOL, | TNF- o/IL-6/1L-1B,
| TIL-10, T # kA KM F-p1
Ly E&l7 PD BN EA A= X Ty P HIK 0.2 ms, 100 Hz, 1~1.4 mA, T Nif2/NQO1/HO-1, | MDA/
2R =BIZE 30 min/Ik, 1AL RELE 12d FI#3EAL, T SOD/CAT, | TNF-
/IL-6/1L-10, | /NS e 4 it 354
Wi, | BRI B A Ak
X1 LA S EA HE O U R = B AT U AR BRI T Nif2, | ROS/MDA, T GSH-Px/
e 7R WE= 24T |, B, 2/15 Hz, 1 mA,  SOD
Lt 20 min/¥K, 1R/, EFHIS d fRE 2 d, 32
NiCYZ[®1  CIRI DA e EA B4 1mA,2/15 Hz,30 min | GSK-3B, T Nrf2/HO-1/NQO1,
} ROS/MDA, 1 SOD, T 454
A = R
B 25T HIBI ML T4 EA  EE K BSIE, 2~10 He, PLEHRR BB 8 N (2 mA 1 Ni2/GPX4/NQO1, | ROS
200! el T. ZE47),30 minK, EA S5 30F 41K i 7, 4
MRS 3R SFAMEE 1 min, #2511 14 d
Zhao XM NP LS EA W&, 0.5 ms ki, 2 Hz,2 mA,20 min/ik, 1 K/, 752 1 Nif2/NQO1, T SOD, | NOX4,
Al REE B 5~7d 1 8- 5T A R F2a, | 8-5%
B4R 5 4 (8—hydroxydeoxy-
guanosine, 8~0HdG) , | TL-1B/
IL-6/TNF-a
BRAIAE FRIAL.  EA ETHL 2Hy, ﬁﬂi%ﬁ% B AT mABE 2 mA B T N2 B FE 4, T HO-/NQOT,
PSSR A BRHFLE 15 min, 30 min/K, B H 1K, H9AYF | 8-OHAG, T GSH/SOD, | IL-
8K 1B/IL-6/TNF-a
Zhou CH PTSD g hZH 4 EA BURF 1 mA,2/15 Hz,30 min/iK , B8 5 d, KB 2 d, #F | Keapl, T Nef2 #5447, T HO-
(73] 24 1, T p~AMPK
Tong T PECAE MR ES EA AL 0.5mA,2 He, B0, 20 min/ik , 4L 28 d T Sirtl/Nef2/HO-1, | ROS/
2] WU LPO, T SOD/CAT, | IL-1B/IL-
I8/TNF- «, | NLRP3/ASC/cas-
pase—1
LIp'EiS rrniﬁ T BE M TR TR 2 min, RN 20s, BE 20 min, T Nef2, | Keapl, T SOD/CAT/
A7 GRS MoK 10d, #5228 d GSH-Px, | MDA, | IL-6/IL-
18, T1L-10
Jiang HC  JiFHitifiL/ IR EA E=H 2/100 Hz, 0.5 mA, 15 min/ik , #5426 d T Nef2 A7, T HO-1/NQO1,
25761 FHEE A8 I MDA, 180D, | TNF-o/IL-6/
it IL-1B, | p-IkBa/p-NF-«B, |

FhPER AR % 2
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FLAREAE

B, 2/100 Hz, 1 mA, 30 min/ik , 1 R/d, % EE

2/15 Haz, B % 0% , B3R JE <1 mA, DUS B

L9
AR BE L 15 min/UR, 1R/, $5525 d
B3 mm, 6 min/U, 1R/, FF2E5 d

AN BT ARRE BA JE — HLAR )FR
BF LR, 7R AT AR ST TR B PR i
] AT 4842 S UK, &1 U0 ELEF 2R R KA 22 il 2k
I 328 252 T A A 4 5 UK, A T 1 i OE S4B S
W, ZAERE 1 min J5 4 T U0, B4 30 min,
1/ HEIF 7 d

B W, 2/15 Ha, 5 DS JEGE BE LA U 48
(<1 mA) N, 15 min/K, 1R/, 45455 d

[R) = BHAZ | = B — 2 e A AN, AN [ 26
SR R 350 R 2 Hz (4L ) 100 Ha(4:4E
) A1 2/100 Hz (B % 0% ) , B B it 1 mA, 4
10 min 3838 1 m A, RFIRAFS2 30 min, B H T
IR, %528 d

FELEYE 2 Ha, HLFSR E LLK BRUB AR i sl
B, BR AT 20 min, 1R/, 4542 14 d

— H & e g, — B e e S 9 ke, BR H
LR, A S min LOEANETS F 4855 1740 1
W FWRATER 10 s, LR EF 10 min, 728 14 d
B ,2 Hz, 1 mA, 15 min/IX , 1 %/d, 5 d —
TR KB 2 d, B8Ry 8 T

[0S 4 1 b, L2 2 4 EA SR
1 mA, BB, AT A 2/15 Hz, 20 min/iK , 1
W/, HELLRYT 28 d

TELEE LA JRER R AR BB S R 5, B4 15 min,
LR/, ESE 3 A

T Nif2/HO-1, 1 80D, | MDA

1 p—p38 MAPK/p38 MAPK Lt
i, T Nif2/HO-1, | MDA, 1
SOD/CAT/GPx/GSH, | TNF- o/
IL-6/1L-1B

| Keapl, T Nrf2

| Keapl, 1 Nef2 #5447, T HO-
L, 1A BEH ke A i 1

T N2 547, T HO-1, T SOD/
GSH-Px/CAT, | MDA, | TNF-
o/lL-6

1 Nrf2/HO-1, 1 SOD/CAT, |
ROS/MDA

| Keapl, T Nif2/HO-1, T SOD/
GSH-Px, | MDA

T Nif2/HO-1, | NLRP3, | F14H
AZ-21, T1L-10

T Nrf2, | Keapl, T NQOI, 1
SOD

T IR 2B SR, 1 N2,
T NQO1/HO-1, T SOD/GSH-
Px/CAT, | MDA, | #555F Ca?

1 Nrf2/HO-1, T SOD/CAT/GSH-
Px, | MDA

kT
E =N BT I o2 C VAR L o 7 1A
AREH B MIRI I3 EA JH K
2 77] DMEZH 2R X% it & 7d
Gong LR JfA&Bleam  fiizH2n EA Jiti i | A2
AESL =
SRl
i
507 97 QY 122 )7 G 1R T4t FHE S
2] RV I 134 BV AT
JiEsic
AR RA J A v F4F =L
25 180] g2 21
Yu B gy EA bt
=Xid, i Jifi iy
it
Fr sl OAT LA EA ST
SN
=5
!
B POI I EA i)
&) CIE A
FERgAEE pOR I3 T4t TN
G L2 41 BT
LR
Wil PADAM L. EA F AT
& AR ESTv
AR VDD WM& EA L4 .L5 W
RN e
Pl DVT I i EA E=H
bk A% Jiar
2L fiF A
3% R

3.1 AT hRIA3E Nef2 8 74 09 VF AL X, M &40 5 P ]
B4 Nef2 38 6 2L 25105 P R R . s
FEEHA ZEM B E i 480 Keapl AR AT H AT
N2, 0 A 3 2 8 5L Ui 558 437 (40 GSK-3B . Sirt1 . AMPK
PKC.p62 %) , £ f19E Keap 1 MO i85 45 [A] 422 455 Nof2 3405 1)
Nif2 Ji 3 HO-1,NQO1 S5 (47 FE K 3Rk | i 117 Hp [ IR 45 8
oA BT A WE SRR Th AR R A A RS F 2
AR E Y2 R o PP 2 iR E - 2 S Hi -2
S AR AE” B X 2 AR, SR & R R R S IR R YT
FREO TR 2RI
32 Nif2BIBA-F09“ F IR R &7 AR 2 49 35 9k Fh S
JUE G AL S AR B A O B DL 2 B
B4 5 95 b L, B 2 B 5 Nef2 T A A R R S E A
IR RAE , Ry BE SR RA T A IR TR A T AR Y 4T
B @l 4n, 76 PD LIS F MIRT A, 1 3] 24 38 5o 384 3% Nrf2/

SLCTAT1/GPX4 il 4R FE T ; 72 PSTAD FMAHRLE o, W]t
[i5] 38 3k Nef2 8 4% Bel-2/Bax -4 LA i 98 1= ; T 7 1S . MIRI
K IBD H, A3 24 7] 38 5 Nof2 307 NLRP3 4 i /MAA T 42
T7o IRER/NENST N2 3 i 00 SR s ELA T R e by FH Al o
3.3 ARG NAETE SR LS B IRIER AT

B — BT 2B v R S T e SO AT A Ak
Wo ASCHTNA MBI AEE BT WO £ L HEAEE RZE5
W EAJZ M 2 He 5] 2/100 Hz, B/ BALICE] 2 90 EE L, X
BB — R0 G IR B RN 22 57, 2 KRR
IR TR T A AR ELR , R T AR bR AL A S
B AR R AR A, REMAT AR S80S
Nrf2 S RO R

5 Nef2 SR 18 RUIT 617 3500 0y K H TR AR KU AN 75 22
Mo Frse el BE B Nef2 3% AL 7E IR 4 R0 5 5 T T BRI &
FRyT it 2450, IR W58 i 2 A T LR AP0, i R R G IR
Vo2 IR SN2 T A RE W S T SRR B IR TR Nef2 1)
TELE RS o 3 — Ry B 43R 52 0 T T ) e B i oy
WHEE 3 2 4% T 0 Nef2 2 O 47 5 FH AR Y 55 Bsf i) 0 o8 08
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B, BRI R A, A AT A T N2 T AL T IR
AT 5 5 S AT R RE R B B (LR P e fa B B8 ) 38 s 1
8, (LG i 2 RS . BRI, Ak 75 T SRS 40 AR 55, 70
432 RS RS S0 25 Sk, JU AR IR ol v KA A | T
PTG B T T80 B BIL 3 5 R SR ) [, OF R F A Nif2
PSS, ARG T HRy Tl S e it

5 = BUA IR AR 0 A B A R T . TSR A
J7 T, R 5T X B A AR AR EEAR AR R R Gk ol s
(i) - A s [ 2 75 48— , AR i o R 5 HE e v 2 15 W
TR T AL (1 R P AR SRR T O B H A O
HORAEAT J 2 TAG AL 82 20 B v ) i L R AR S R 7248, 3X
A B BB R AN SRR Y o A Y — BB BT A 1 B
FEIZE ,HE DL 58 A HERR BB 1 R4 M oy s FEA R
GEVT A BT T, RS BIFFEAEAS B g /N LA SRR A Al AR
W G IR AN LR, B2 % 2 AR E 3 T
8 PR JRURS: 5 ML o 36 0 % B T, R SRV 2 B 9 1) T N2
TR T 5 1 G0, LR 200 M e e R /0N Bl e py 3
PR 791 45 5K B0 6 AR (AT G2 AT 20 B, (45 X6 Nef2 76 4% 2
A2 H A E T RIS WIS sE R g se 4 . RIIL, Y AT T4
SN2 38 5 O UE 3R R 22 40 “ W25 IR S B B, HeAh e i fa
e T B ST R G R R R R A S
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