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[Abstract] The nuclear factor erythroid 2-related factor 2 (Nrf2)/heme oxygenase 1 (HO-1) signaling pathway

plays a key role in the occurrence and development of diabetic kidney disease (DKD). Traditional Chinese
medicine can intervene in factors upstream and downstream of the Nrf2/HO-1 pathway, including glutathione
peroxidase 4 (GPX4), superoxide dismutase (SOD), Kelch-like ECH-associated protein 1 (Keapl), nucleotide—
binding domain leucine—rich repeat and pyrin domain—containing receptor 3 (NLRP3), and transferrin receptor 1
(TFR -1), thereby regulating core pathological processes such as oxidative stress, inflammatory response,
ferroptosis, apoptosis, and renal fibrosis, and exerting therapeutic effects on DKD. However, current studies
mostly focus on cell and animal experiments with small sample sizes in clinical studies and a lack of multi-
center randomized controlled trials. The composition of Chinese medicines is complex, and the specific molecular
mechanisms and key targets by which they regulate the Nrf2/HO-1 pathway have not been fully clarified. In
addition, studies on the correlation between syndrome differentiation and treatment and pathway regulation are
insufficient and require further in—depth investigation.

[Keywords] diabetic kidney disease; Nif2/HO-1; pathogenesis; traditional Chinese medicine; review

* R AR B REEHL XA B (2020YFE0201800); 7 4 A4 50 £ 51 B (202102311137); &b P EHE 2 ER A
(20217Y2201)
BAEVER T, &, S AR BT, BFR 7 e A AR RSB R EF R I P B BT
159



* & (3 532

2026 3 H %325 %38 March.2026 Vol.32 No.3

15 PR 955 ' BE 9% (diabetic kidney disease, DKD) 2 1% IR 9
FRH DL IR A8 I A 22— , il RER B LAAS [F) A P Y 2 1
BR Kb B AT B D RE B 105 R FE0, 42 3R 409 0 bR 26 3
A7 R DKD KUK - 1990—20214F , 1BV IR 2208 R B3
BRVEHE A= A AE 231134 7174.0% 173.6% , HH20304F Wi 52
FIDKD 5 i 44007 |1 46077 DKD A HL ] H i i
NN, 32 S NI SR SN AR T BRBE TSR AR DGR,
H AT, B EE 23397 DKD E 2 LAJR R A% o Uk R
HRAE R F2 (L HAATE WA & & BRI 2 AR IR YT Bk
SRy BRI , RSB VR YT I ik A v B LR A AR A 0
Fii IR, B SR A R 24 A T2 (nuclear factor—
erythroid 2 —related factor 2,Nrf2)/Ifl £ 2 I % B 1 (heme
oxygenase | , HO—1 )38 Ji AT 38 1 8 45 S0 A0 I 380 I 38 98 R S5 I
FM IR TE T AL HI IR DKD B 4514559, P B2 24534 Y DKD A
AR AR B AR R, AT PREE T DR I DR K, A
Gt o Th S 2 RB RS JH 45 Nef2/HO - L1553 4 S L 1R e
S PUEAC R, VR4 JORE SN, A BRAET ARSI T 21 4
&, PR B DIRE , AEZEDKD . PRLNef2/HO - 1 7] R ¥ 7 DKD
FRBT AL A o H AT U B T i = R GE A0 A 5 I 98 . AR SC
ZEIR T Nef2/HO-115 5 il B 19 U BE S 5 DKDIYC &, FFIH AN
T PR 28 TN 2/HO- 15 538 S 2 DK Dk F BF 52
R, LU I PRI TR DK DI R FI 4 7 )

1 Nrf2/HO-1{5 Sl BifiA

Nrf2 2 —Fh SCHE A S TR 7, 0 53 ) 3 N2k 40 200 P 4R
PEIE S48 o Nef2 11 70 NRF2-ECH[R] I (Neh ) 25 #4458 (Neh 1 -
Neh7)ZH A% , H A S5 BAEAL B 5 D e EAFTENTAf 43 1. Horp
Neh1.Neh3 .Neh6/{3 T C3ifi , Neh2i F N3ty s Neh 1 1958 2R L 5
B P74 L5 DNA S & MesMaf — 2R {6 % G # % s Neh3 \Neh4
Neh 1] 25 Nef2 A T 154 SR 30 5 Neh6RESE HENT 2% s Neh2
] R 3 3k 55 400 B 5T P A9 Keleh FF ECH OGHE 2 1 1 (kelch-like
ECH-associated protein 1,Keapl)&5 5, /- X Nef2 i FE A7
FEMAEAFDIRAS T, Nef2 207 T 40 M B v o Nef2 AT 2 5 B
VA R T Keapl 455 19002 2 -85 I BHA R GE AR, AT 24
R IR IR KPS AR RO T 2 S e B
N2 7 B AL A, 5 Maf 2 11 (MsMaf) B W05 21K
Nrf2-Maf 5 & W) 45 G i S8 A6 I8 TTHF (antioxidant  response
element, ARE), Ji 81 F it HO-1 . it S fb 1F J5 i 1 [NAD (P)H:
quinone oxidoreductase 1,NQO-115FFEF %35, # 1M B BT A
PE R BT RER Ferf HO— 1 Nef2 30 52 1) fie 2 LA 5 2 —
HO- L 2004 TANML A , 200 e A B e L, ]
HO- 1A A o T GO AAAZ TN AR B I e v, & — b oc i
P A FIPT AR 8  HO- 145 11 ] A A I 2138 B A R H R R
— 4Tk (carbon monoxide, CO) FITFEES R (Fe?) , T Z 54T
AL PR AN AR L (LI 1)

2 Nrf2/HO-115 S EH7EDKDHHI{EM

2.1 &g (oxidative stress,0S)  OSiE—FPALIAA AT
PR G PESE (reactive oxygen species, ROS)ZXAE B H1 34 fb
FR B A S AR Ao A R T AR A AR T S AL ) B A
(superoxide dismutase,SOD) Fll 7% B H Ik (glutathione , GSH)]
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i,
1 Nif2/HO-1 Z 5 SEEIHITEE
PIIEERAE I, 25 R BDNA BT R B E R T kA
AR, T | R 4R E T -2, B R AR 1 R AT
M5y 2B E K A OSH 3 L IX bt A 7T eS80 P 2k Ji
IR EER B D RERE I 5T A B, Nef2 ] _E JH GSH A B
BT A AL EEN QO 1135 , 14 5 B JIET AL ML RE ) 0
/DROSTR, HEMI A A, A2 /NI b B A,
PR, A SEZE DK DR HE N, _EJANS2 \HO-12 3k , RE % (%
TR RS S B ROSFI TN % (malondialdehyde, MDA ) A A%, 11 il
LIt B 5 KA A K R -3 1 (transforming growth factor—
B1,TGF-B1)43il , YaSR T A AL BE F7 , Vol W X 25 I 40 L 1Y

s,

22 KERE  RAERNEDKDIIEZCIKEIHLE , b
fih /%, AT B E WEAN RN SAE B A% Tk B (nuclear
factor—kappa B,NF—«B )il B , NGS5 AT g R0,
WFFEUEW] , 90 5 DKD Y & A= K R UIAR S, = MR BE e A
filife R N T 582000, LA LAY 3R (interleukin) - 1B (IL-1B) |
HAEA -6 (1L-6) . F1 2 M/ R -8 (IL-8) L HRZS & 45
P B o R 5 ) 9 RN IR 1 A5 B2 AR 3 (nu-
cleotide —binding domain leucine -rich repeat and pyrin do-
main—containing receptor 3,NLRP3) FFRAER THIFHLE B
T2 TR B /N IR A A | [ ST 2T Ak, D RE T s,
NLRP3ARAE/MATE S 1L A v HA T B4R FOL AFFY R | i
FR INLRP3 2 [ g AR PR /I Bl A9 A2 00 00 37 5 A /N R
i B AR R, Nef2/HO - 138 B RE AR i 7 I NLRP3 S /N
1A T Z46ip e KK A -1 (Caspase—1) IR PR FEH F - (tumor
necrosis factor—o, TNF—a) \IL-10 IL-6 3k K EIEHT R E
JHE2Nef2/HO- L B nTAMHINF -k BFIA , AT R TNF -
TL-65F 02 58 IRl 77K -, ol 55 Ik Jmd ¥4 P9 8 A 452 ) , % ik 7% 5t
Pk LR AL S SRR AN T Nef2 BE I A 4 R
IL - 6 1 5 42 4f i 8 1k 2 1 1 ( monocyte  chemoattractarnt
protein—1, MCP-1) Ay ZR 3k , ¥l /D B 10k 240 Ja 1] ' Ak A4 2 90, 0
BB /NI A AE A,

2.3 KT BRIETR—FERA IR Y I 5 PR I T A
FETIER, AT AR A B 22 R 1 VE A L AE TP =2 — o
W R, A2 5 1 DKDRY & e gRAE T 5 gkl =
L Jg B A AL R R BT AL RE T R A G AR N R AE T
B9 B E H R , ROS 7 PR 155 S WIS 40 ML K A= g it

= ey,
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AL EMDA , B SRR 5| ARIET 29, Nif2/HO- 1
5 Jf P A AR AR AT A P ke B A it Ak, et
L R AR BRAE T AR DKD B 45427 [/ B, Nief2/HO -1
AT _ A B R E A P4 (glutathione peroxidase 4,GPX4)
W23k . GPX4figid e fg Bt &t E AP (lipid  peroxides, LPO ),
RELT A o it SR A e R L, S AR AE T, PR3 B /N B B
L CHK -2 41 ) %52 e B B ALK 77 ) (advanced  glyca—
tion end products, AGEs )5 T A, AR, Nef2/HO- 138 #%
AL H Z 41 (transferrin receptor 1,TFR-1) 13
K, Bl A PR R AR B, IR AR A B, AT R kAT T
PR Bl L G P TR ZH 24 0 R DI RE, b VR N2 1] 330
FETAHSCHEE IR IR, DATIT RIS =l A5 T A 240 A 454052 B
FER B, WG Nef2/HO- 13 3 7] _E IR GSH . GPX43R 1K, A IE
A L el i B AR IR Fex /i S 0 250 S N, e
TRROSHE, Do s A B IEAR IR T -, SESZ DK DIEER,
24 iRt AT YA N R R 323
AR PPN AL T AR FEAE R 2 VRS R R R AR
Hh ELAT A O AR T 03 S AN IR R Fas 1 5 RIS,
B AR N E L B ML L9 -2 (B—cell lymphoma-2,Bcl-2)
BEH MG JA T4 BRI MBS AL A2 X S 25 F 5
B ST Caspase I , Ja 2 40 I AR )3 28 T2 BIFSEIE
52, R TRDKD A A Kk R EE R K Z —P N2 {55
T8 5 B T e XU R ML A HE A R R s — T
PP T 8 1 Bl -2 SHEE IR IR Bel <1 2L R 15, 5
— 77 THT 4t 3 400 ) AR 0 T 2O R T B R A B Nef2/
HO-1 AT P87 4 TAR G F Bel -2 FE I T2 2 F Bel -2 AR X 3R
I (Bel2—-associated X, Bax ) HY33% , T A0 T, 2 i 42
DKD 1) 55 I 200 B 453 45201, e A1, S00E HO- 17T R DE R 28 1
fiti-3(Caspase-3) R -9 Caspase~9) FRIEAKT-, MM
S5 A 2 L T
2.5 Bt BETAECEDKDMIE Fe AT L R O
KT AEANNL A2 40 M 55 2 Fh 40 B9 FETGF-B 1 X TNF -t
IL-1.I0-6 IL-17% R AE H FIRSI T , A ME R (extracellular
matrix, ECM) &8 BEUTAR , [A] B b {2 — 1] 75 5t % 1 (epithelial -
mesenchymal transition, EMT) . N J —[H] £ 5% k. (endothelial -
mesenchymal transition, EndMT) 57 B4 58 , K & 26 LT
RN , SR B RS S5 RELIU Y XSEUIRITSE A B
Nrf2 66 T WL e AL A S H B TCF-B1 335, Il /D ECMUTAR , 4iE
2B /NERE AL R /N 2T 4R AL, AR ST DKD o 3006 Nif2/
HO- 13 [ 7] FEARAR LT 440 R TGF-B13e 3k , IRl i AT
FALHFFIHIE 98 R FIL-6 IL-1pFR 1L, KIFEHT A LA
Tl SEREAE T, T8 2/ 2F AE AL AR DG AR 9 23k, M ]
(B £ 4 A 1 & e [l i, HO - 132 2 K R %41 i) ' [ o UL
JSCET A5 20 P 1 ARG, D 40 A ) o 2T e A,
3 HEHIFEN2/HO-115 518 B T HDKDRI1E AHLH
o B ot 8 SCHR R R I 2R DKD 1995 44 o AR 9l FL il R 2k
L, DKD AT U T H 98 B 7 Kb A ™ AW A
Z 5 RIEIRA R IR AT SR AT EA
LT EEIR 55 B AR R0 B I e AT B ) X 2

FEMIFES G, SO R, TS T T o B 15 1
IXEEH = M AN TS, , BT 4%, T8 BRI . AR Y
HRASTEF NG P B2 , T 9ol B A 2 -5 DL 445 ) 5 2 98 1Y
FEASRRR , BTG 5 T B A% o BRER 7 v, 205 A6 02 7
W, U B AR , 975 T i SIS e JIR B A A A 1) 3
BRI MIRAETTIC 7, BRSO bR SEIE ARG LA 2 . 15
21 24 25 SRR I I 2 A e 11 8k e,

T EEIRYT DKDIRIIHHEIR TR ARAHEA  BEUE I, 7E B
11 B2 K it ey TR LA IR R 3 ISR SE , o 2 B
Kerb 245 58 7 290 38 0 S0 Nef2/HO— 115 538 4 8 5% S8 AL
W AAE N ERIET LT,

3.1 KERAES MR R IS I A PRI R AR
A A SR A 1 2 RE RS 80TE Nef2/HO - 1 30 1%, 32 5
NQO- 1Kk, MIHIROSH: J&,, Wi S A 5 1 S AL NI FTECM
RV, DU A- 9 B O 400 1, %E 2% DKD 1 R, 111 25 B i £ ik
Nrf2 \HO-1A9FIE , B> ROSHIMDA & i, T & 45T A AR AE
FA, T0BH DD, AF A28 TR 7 38 3 380 Nef 238 %, 198 e A
FHO-1335 , BR AR ST A LR 1, AP B Do, 55 35
W, A AT ) 3 SR N2/ HO- L5 S8, L JANQO-133%
G S AL AR 7, T E 28 DKDE RS2, A2 BB Rh1 BT
TEN2/HO- 13 5, M HIROST=A: , BEAR S AN KT, AT 4
35 e HR 7 PT 3 33 Nef2/HO- 13 % P N2 \HO -1
GPX4E IR K T 48 M bt A AL RE T, R4 B T BESI. 1 5 7
AT R B A A R A R KT SR, RT3 e Nef2/HO-1
W% D EING2 \HO-1.GPX4ZE R IAKTF, N I Keapl 2 135
K AHIROS, AR AGEs 5 S 1Y 15 /N A AL 4579,

32 R KRR R MR F AT IE S NA2/HO- 115 38 i
FIHINLRP3 IL-1 B4 [ 3235 , M S RE SR, 48 FH LR Bt 4
fLRE T, FELZDK D BHR 3 BEEAR0 , 4> 48 S 0 B ] {2 N2/
HO- 1l B Ak, MHINF -« BRZ AL, W D TNF - TL-1B5F
SER TR, RPEPIRAER , ISR B R 477 0 58 & 3L
TN o H 28 ] 3l N2/ HO - 118 B FR AR ROS K-, sl
OSHRAT I HINLRP3 2 5E /IMA B 42 R I DKD K B /b Bk
JE I AR 719 A 5 2 B, 27 T 38 20 P Keap 1 -Nrf2/
HO- 138 # , 155 Sestrin Z % 2 112 (Sesn2) 41§ B £R ki K H
Wit , AT AT N LR P32 AE /IMATE Ak , % 98 0E RN, B DKD
LR 2 ey AN UL R S R Lot I S e (IR )
AR TS R I, ARELLIAH 7 Nk e L JRIN2/HO- 138 %
AR AR, HESRSODIE M , FFAKIL-1B \TNF-o S5 RAE R F
TR, B SR A S , A 1 TR,

33 dpdlskse T MR R BTGNS JHO- 1335, il
e R S 0 4k B AR R I Ak A B, T GSHIUK
S, BHEPUSAET-VEA , NI IE 2 DK D JE 2, VG 21 A6 2 ] 3l
i RN E AR, (R GPX4 HO- 178 A =ik, 1/ 40 i
PIROSAZ AL, M A0 AIZRAE T JIN TSI ST ESE < Bl m
PN 2/HO- 138 1%, S ROSTR S8 A1 S s 245 7, F
HEMEILH A A A4 (acyl-CoA synthetase long chain family
member 4,ACSIA)#KIE, FIFGPX4FEE, MHIZRILT- . WANG
X HEESR IR T Z /e L IANS2 HO-1.GPX4E H &Kk,
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WARRBET AL P A RS T8 EIFING2 \HO-138357K -, 5
DROS, 30 S5 SR AR AAS 3 , R B /NER Z 4 4 22
P03 , HELE DK DI R, 5 S oMIF 5 K 3 4 1 Bk v 3 o
L pe2F Ik MR HEN2 RO, EIHHO- 1R F1IERL, Ml £
PN G52 BRFET A5 5 /N B B P 3 5 T Nef2/HO - 13 %
T ERFET AR R I GPXAFRIE , i B 40 IE T W5
K, B H I 1] B Nef2/HO - 1/GPX 438 H , B A Fe2+ I
MDA Z &, 3 GSHACT-, Ml = s S HK -2 4 kst T
FEZZ DK DI s

3.4 Apdlmae AT FLUD TR 23 R ST R
B, He 20 ] TR AT 3 B N2/ HO- LB % , W HHINF-« B . TNF-a |
IL-1B IL-6/4 3 B 3R35 , BE Mk Bax . Caspase-35F A T- 2k 1R 1A
I, L IEBIE TR A Bel 238 K7 I 4 e T,
DKD®.LU C CHE@MFFE AN, AGE B AEil L S Nef2/HO -1
IH %, T V8 Bax . Caspase—3 . Caspase-97%ik , [ I¥Bcl-27%3k , 41}
R /I I P R T, A B I A Lt A 1 e e
WS IIRE A SEIRR AN AR B2 AR TP BRI B
AR R RBERENS L MINe2 \HO-13535 , F ¥ Bax .Bel-23Ki5,
VR AN A R T, A R 1 BN L R A A L K
X DKDEAEE ST VE ™,

3.5 HArgede B ERENG2 HO-18E RS, BRIKE
JINER ZR AR S A5 , A S DR A DR T At

Fii fig 8 i b Sesn2 2 3K , WG Nef2 A% 5 (57, A2 fofi EL T Jif 3 1A
HO- U , W06 N2/HO- 138 B, IHINLRP3AY 234, T i
SMAZE , 16 AU EMT, 8% GBMIS JE 5 e IR DA , AT
BAEHUR YL AEALAE 2 2777 B AT TG N2/ HO- 15 5
B, WD ECMMEFR , W62 B 2T 2 Ak 71, R 1R AT 3 a3
Nef2/HO- 151, RAFHTAAAE . RIE KB RR eI FI TGF-B 12K
FEMT, JE 0B 25 A4k, 0 B I8 13702 75 0 AR =
75, T EGE Ne2/HO- Ll B, WEBRROS , 3 S8 Ak B 8L, F IR 42
LR FTGF-B 1323k , HELR B £F 4 fb HEFR0Y, BN 25 5 % 2
A 2 IRBA I MR Z A, B L _E NS \HO-13835,
FEAICMDA & &2 , 3 InSOoD TG 1 , W s MLAA P A LA J1, 701
EMCi B ik SUTAT, S48 B 41 e 1k,

24 SR PR FE N2/ HO - 15 538 8% T FDK D A 7 FHAL I
RS P E T R EENG2/HO-115 538 BT IDKDAY AR
FHBLE 45 W22,
4 BES5RE

DKDAE A M PRI e ™ 5 09 300 8 I A 2 — , Hem 3k
FHBET R B 2 ER A SE DA H K N2/ HO - 145 538
A g AT S A s, W e A SR A R L T SE SRR
I ERIETT BT PR T Kb AR A S 2 FE AL, AEDKD
I ¥ B L ONe2/HO - 115 5 38 5% 1T 4 ¥4 97 DKD Y
S A e R 2 1R 2 AT R B L SO, A e R 2R

56 I SR SEAR TR PR L) = e S b B HF ST R, 556 fii 2 B AFRh1 55 P 2 SR Rpkar iz sk . 5k Ab
R 1 SHZHREEKEE Nif2/HO-1 15 S8 8x DKD B FFER
b4 RS ZHMRA feH bl BEM:
WaRE  EMRREARMCHE) Nif2 1 HO-11 \NQO-11 R R A S M A AL FECMARS [49]
12 HRIEEE( streplozocin, STZ )7 AR Nif2 1 \HO-11 .GSHT .SOD 1 MDA | .ROS | AR AN [50]
H R STZEF /MR Nif2 T \HO-11 80D T MDA R LARSCEALRE D (BT Re [51]
i dbidh/ME Nif2 1 \HO-11 NQO-171.S0D 1 .GSH T MDA | BRE ) [52]
NBEARN STZESHN Nif2 1 \HO-11 80D 1 MDA | L RIAT [53]
REZ STZI /MR Nif2 1 \HO-11 MDA | \NIRP3 |, IL-18 | TR [56]
SERER  SIZEFHAR N2 1 \HO-11 NQO-11 INF-a | JIL-1B | JL-8]  RJCRe R AR ik [57]
FABERZ  SZASHANRSNRBRMBMPCSANE)  Nif2 T HO-17 80D T \ROS| NLRP3 | LA L A A T (58]
EEEN STZ-# 9 K R4 MPCS M Nef2 1 HO-11 \NLRP3 | Caspase-1 | IL-1p | HEINURP3 A /METE L R I R [59]
g % dAbldb/ MR+ BNV E AN (HK-2400)  Nef2 7 \HO-17 \GPX4 1 .GSH T MDA | HEE TR A [27]
FLLIER RS ARBAR(HMCAR) Nif2 T HO-11 .GPX4 T ROS | I MM T T [62]
LFH dbldb/D L+ HR-2448 Nif2 T HO-17 .GPX4 T \ROS | Mgk [63]
TRFHE  SIZAFHR Nif2 1 \HO-11 .GPX4 T \ACSI4 | .ROS | bRk R TAm [64]
HIRIEE KRS/ RBAR (HBZY- 1400 Nif2 T \HO-1T \ROS| MDA | \INF-a | IL-1B | I RAE R F BRI 5t [65]
HRER HK-241f1 \er HO-11.GPX4 1 ROS | Ik A [66]
MR, MPCS I 2T HO-11 .GPX4 T .ROS | HiEE A [67]
O STZHFI AR 21 HO-1T NQO-17 Bel-2 1 AT [68]
Rl STZ /MR +HK -2 ,\Jn'zT JHO-171 Bax} \Bel-21 Caspase-3 | \Caspase=9 | HiZNMAT: [69]
MBS KREME LA Nif2 T HO-171 .Bax | \Bel-2 | A [70]

B dbidh/ N+ B NER R IR

Nf2 T HO-11 .S0D T MDA |

AN FUR HPECMBUR £ e [71]

£y STZI /MR +MPCS A Nif2 1 HO-1 1 NLRP3 | JIL-1B | TR AT SN AT 4 L [72]

AR STZAEF KR Nif2  \HO-11 80D T MDA | e 73]

K HK-241 Nif2 T HO-171.80D T \ROS | MDA | TGF-p 1] SR LR L [74]
AT VAA LA VAT TA,
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xR2 ™HHAEFIEE N2/HO-1 5518 8X DKD W FFiiER

A TERIS MBS fERIRLH B30k
SEMIEG FHAFHHK-24 N2 1 \HO-11 .GPX4 T MDA | \ROS |  WiHI40IERFET [48]
Hik db/db/MR, N2 T \HO-17 .GPX4 1 .GSH'T MDA | IR [54]
T STZIEH/NR+ACEsIA FAYHK-24100 Nif2 1 \HO-17 .GPX4 1 \Keapl | ROS| i [55]
BRaL Ak STZE IR R Nif2 1 .HO-11 \NQO1 T \TGF-B 1/ RaE=giane i [61]
NS STZFEFIAR Nif2 T \HO-171 ROS| .TGF-p1/ e A [75]
KX Eg STZIFFIRR Nif2 T \HO-11 MDA | \ROS | SERRBTRALRE T BB /NI AR IER B AT AL [76)

TR F LR VAFTA,

PHIA 3755 5 T i B Ne2/HO - 15 5l %, i
15 IELEDKDHERE , B A BE 257457 DKDEAT B PR A3 i 75
SRR S AR S BT S AE — 2 R BR - (1) H TR 245
P T S Wy S 90 R AT G S 56 2 T L W DR AT ST 0, FLR A3 I IR
FFTREAR RIS, B2 22 oL BT B B0 56 T HoA e 5 %
S () iy B 2% , HOUR IS Nef2/HO - 13 5 1 B4 T
L) B G B I a5 4 B B, L 22 B0 5 1SR A DG 1k
B 5 (3)BHIEIR -5 30 B R4 1Y IR ST AS A2 , A [R)IE B X
TP M 2 5 0 A T o A 5T T A = T 28 - (1) PR
L KEEAR IR RIF T, I8 & B UE RSl o R 25 T TRy
WA RS M (2)F FH AT 2R A BB AR
AR, AT o 200G 3 V0 I 04 43 LK s (3) FE TR
GEA BT SRR B & 400 Net2/HO - 115 538 8% B4 FR 2 &
Hh 2552 5 o R 2538 1 Nef2/HO- 138 M B /A DK DAY 1 K,
AT A B A PR AL SRS HE TR Y T SR

S 30k
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