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Research progress on the mechanism of action and clinical application of Shenqi dihuang decoction in the
treatment of diabetic nephropathy
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ABSTRACT Diabetic nephropathy (DN) is a common and severe microvascular complication of diabetes. In recent years, the
classical herbal formula Shenqi dihuang decoction has demonstrated unique advantages in the clinical treatment of DN. This article
conducts a systematic review of the mechanisms of action and clinical applications of Shenqi dihuang decoction in the treatment of
DN. It reveals that the mechanism by which this formula improves DN involves multi-target synergistic regulation. For instance,
Shenqi dihuang decoction exerts multiple pharmacological effects by regulating signaling pathways including phosphatidy linostiol 3-
kinase/protein kinase B, AMP-activated protein kinase/silent information regulator 1/forkhead box O1, and nuclear factor erythroid
2-related factor 2/heme oxygenase-1 pathways. These effects include regulating glucose and lipid metabolism, inhibiting oxidative
stress, reducing inflammation, improving insulin resistance, modulating cell death (apoptosis/autophagy/ferroptosis/pyroptosis) ,
and preventing renal fibrosis. Existing clinical studies indicate that Shenqi dihuang decoction and its modified formulas, alone or in
combination with other therapeutic methods, can significantly improve glucose and lipid metabolism, reduce proteinuria, and delay

renal function decline in patients with DN. These effects are superior to those of Western medicines such as irbesartan, valsartan,

and empagliflozin, and the treatment demonstrates good safety.
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W R B9 (diabetic nephropathy , DN) &% IR I H
DL 7 AR A8 O e =2 — , R EAIL S A i i s
2P AR S AR S AR AE B S A R,
I PR b ARS8 PR R R4 714 B D RE T Bk 2
TiE , &= P B AR % (end-stage renal disease, ESRD) [
FEJEAY, HAT DN AP BEARYT LASE S 08 | i H S i
FHE 22 - 145 B oK 2 R GeBHWT o 3=, B AT A 2 95 g 0
Ji& ABATY A AH 2 L1 58 35 1 J| 22 ESRD , -RZBRZB 136
ST AR

o B 24 BT R R 2 T I 4 AL, TE DN
PRI B R Y R4 0™, DN & rh B~ “TH 18 B
P R IR AR A, A IR AL S S
P LS T K, H ARSI , AR AR S . S H
R AL IR A ), SR E IS
AR, Hogs AR B RGN B R 2 2, T
Il RIG ST ST 2 DN By 28 8175 7] o I R 3B ks
ZICHL B BB A 208/ DN BB IR E 1, e i, 22
il ARREAR™ . B0 BF 98 3R W, i 5 AT 3 o 1 42 Wl s 1
AU 3-8 /i (phosphatidylinositol 3-kinase , PI3K )/% i
fif B (protein kinase B, XK Akt) #% P+ -kB(nuclear fac-
tor kappa-B, NF-«kB) . % 1k 4= K Al F B (transforming
growth factor-B, TGF-B) & {5 il I , kI Pk
PUEFAEACSE 2 FARN " . AR SO 2 EH B 1% T 1 DN Y
TETEALTI Sl RT3 et AT T 2558, LA v BE 245 By
16 DN IR ABIFSE 5 1l AR FH S A S i
1 SEMBEIZRBRN ST DN KIERILEH

ZEME T ER S B s gy 4
PREz ARE RIS E M., AR Ok
FEZRNAT SO BRI TR A PR (A4
GBS M R OARBRER FREE LEH
IS YT X e RS AT A 22 5 AT | 2208 K T
(i) 80 1 B AT AT R S I A RSB T R
K KT (insulin resistance, IR ) A 7 JIE £F 4 £k 55 5 B 2R
Y, RAEIEZE DN E R EH .
L1 AT HERS i

FREL P oy OS2 450 55 B /N ER B AH 10 A8, 35 0 How 3%
PE, IF (2 i R B4 (mesangial cell, MC) Y RFELHETE 5
20 A1 3 5T (extracellular matrix , ECM) & B, 95 11 52 35
B /INER AL 2T IN B A  F E Em A W1, B
T AR 55 5| & B N RR BT UUAR IR g 175 5 MC 1454
ECM R DL R B /NS5, 2L [F] 42 DN ik JE™ . 2
B B 7 KA U AR RS IR A 2L
BT W4 25322 08T, S I HLBNATRYT DN A JCHR R 1
W Ko Aktl | Wi R 52 AR 1 22 R0 AL B IORE 1
(mitogen-activated protein kinase 1, MAPK1)%§ , #%.0> il
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1% A PISK/AKt {553 % ; h ) e g ik — 2D UESE , i
B REA RGN DN ALK BRUAR R, oot 2 0GR, 8y
BRI, FEAIK 24 h JR 8 H & 2 (24-hour urine total pro-
tein, 24 h-UTP) Ml IfiL X 2 % (blood urea nitrogen, BUN)
KAV, I B I o A 475, EL AL 5 40 ] 2 41
PI3K/Akt i 2 1Y 3of B % Ak 25 VAR DG, 78 3 FHL ] )2
1, AW FE R, 5 A 808 a3 AR R B 2R AT 3 A R R
T — W R 15 1k 2 H 3 (AMP-activated protein kinase,
AMPK) /UL B A5 B85 A F 1 (silent information regula-
tor 1, SIRT1)/3 3k #£ % 5% [A 1~ Ol (forkhead box O1,
FOXO1)i&% , it 2 B AR5 5 00 B 4 A 21 21 Bl
A S R R O Sl e = i L R
MU DN B 45 5 i 2R 0T A Tl SR Ak A il
A GE IO 32 1A o/ y- AR IBE AR 1 1l 3 s IR DT R 4R
Ak, ¥ /0 i P 4 (reactive oxygen species, ROS) J= 4 | [%
fRAEHEE , 12 s DN/ VS IEAG B R R A AF4Eqe"
AL, B Sl | B R L A I A R AT e R
PI3K/Akt iR AR G AR ACI, FEARIR ™,
1.2 #MFIERIEL

AN ROR TR I A AL SR AT R R . A i
BEZRAF T ROS (3 BE 77 A8 Ko 8 Ak B A s 55 ] - 350
JUE 240 B 45 Y /N BR PN B RIS IR L R A ) 453407 , 9
FIR ECM 74, NI BB /INBRBEAR Y, S b3
Al Z IR R T ARG ST o IR R, A H IR
LGS EEHL A ER AT d 25 4 v DIN AR A9 I 775 7
AL AL 1 (superoxide dismutase, SOD) 25 bt H KIS &
1k ¥ ( glutathione peroxidase , GSH-Px ) 7KF-, FEAK N —
[ (malondialdehyde , MDA ) 7K V- , 4 &5k 2 AL A 8 A4k 1o
BORZS R4 B DhRe™ ., WHoE & B, 2 i iE 7 i it
T4 ST 1 (hypoxia-inducible factor-1, HIF-1)
Jifr928 PR BF ] 7 (tumor necrosis factor, TNF) .MAPK 4535
1, VAT AL SE SO A 22 R, K AF T T DN
HIFEH s H 2 87 0 RE RS A A0 I A AR T 5
— BT TSR 22 R B o3 D [ 4 22 A i 5 3 i Y
S5 U HAECE M 3 127 5w A e 20 B g
7 A — @R, X i B2 RO
B AIF 5%t A BR, 11 4% B A B ik 472 1R & (streptozotocin,
STZ) 1755 DN K BB RS R B I 25 e S8 AR AR T,
G = T 3 PO A R EoAH DG HF- 2 (nuclear factor ery-
throid 2-related factor 2, Nrf2)/Ifil 1. Z % & fiff -1 (heme
oxygenase-1, HO-1) {55, - 1& SOD 14+ bt H K (glu-
tathione , GSH) Z&HT AL BEAY KA, FEIRROS 15 MDA 7K
-, AT DN B A At A5 i B 2R R 355 SOD
Ak SR SIS P L S0 A Bt 4 Ak, AT 35 DN AR
1B D RE s b, KRR FR 5 e R R g & B ]
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VRS A Wi LA S A ) 2 IR S Al s P S AL D
SEALTE B
13 H#%

e I s R IE A K e BRI IMILAE PR 255 R0V BE A%
H 58 NOD #32 AR 3 11 45 14 30 5C 82 F1 3 (NOD-like
receptor family pyrin domain containing 3, NLRP3) & it
AMBRITEVE  IZIAE /MR AL TR EE & SRR A5 k5
R % AT AN RN S 2H 18, w] UM N IR TR FE RS A
SR RAE N . Bl DN [ i 2 4t 7 an
TNF-o F1 A4l 4 2 -6 (interleukin-6 , IL-6 ) 7K F-F 5 , i
W7 A Y SAE SOV 245 1 B /INER I N AR 308 5 T 2T 4
™, W], 7E db/db /NRERL T R NHIE TG B 2
PO 1 A AR R I R AR B 2P TNF-o IL-18 25 58
i PR A2 1 S mRNA B 7K, I8 T 8 E 20 1=
1, AL 55325 m] e 40 ) i A8 P B2 AR A A1 C(vas-
cular endothelial growth factor-C, VEGF-C) & VEGF %%
A 3 SRAR T Yk L A8 R A A R W 3K, S TRTU oA
CL A8 S 3 A6 BT IR DN Ry B AT 5 £F 4EAb A A
KM G — TGt — L, Z b s AT Rl E
13 71| ROS/NLRP3/Gasdermin D (GSDMD) ik % , i />
db/db /N U L2 P NLRP3 SRAE/MATE AL AT il 4 5 A
FIL-1B IL-18 f AL , AT DN e 20 453 £ 11 T
RAETI, AT R , 2 B0 5 A AL
I 2% AT 3 5k 9 1T TGF-By/Smad 25 11 & 724 il 4
i 5 T AEACFERE™ ; T 8 S R ) 38 5 410 ) NF-kB p65
HIBEIRAL. , B PR TNF-o FIL-18 A 263K, FBH Hpi 4
Y FH 55 BELIBT NF-kB 3 A2 B UIAH G ; I ZS By BE T I TNF
Z A SCIH F 6 F 3k, P Toll #3Z 14 4 (Toll-like recep-
tor 4, TLR4)/NF-kB {55155 , /b /INE L B2 40 (re-
nal tubular epithelial cells, TECs) & it 2 I/ , 2 3 DN 19
i FHLEHE s A R 2% DU ok AR TNF -0 IL-1B 45412 4%
F R4 TR B F IL-10 /K-, 2% i B AIE 98 i
RE,
14 HKEIR

IR J2 2 BUME PRI S DN 7 A= T Ji& 18 O it B A= FLEA
T, B R 1 R IE AR A AL, W2
o B U o U 2 g 2 SRR R AE L, e
B /INER L0 R /N 8] R 2T R4S, B 2T AT
IR, S MBS TN E 2R REEE IR,
F8 5 R Al 395 hsa-f/N RNA (microRNA , miR )-324-
3p/Akt {5541, 54 hsa-miR-324-3p (3K , B ik 545
RTS8 NS 200 L TR SR [ 5 2R i Rtk , ELAE
FH SR MR 1L 2% 1y e B 1 TSR 0 g s 2
ZUIR WY XA < AT 1T, L1123 1) BE B 440 1) P 1
PR R A B3 I, M T ) TP S A s R TR

TEZD; 2026 455 37 5 8 1

JIES PR /IS RO J A 8 RIS LS T e i A IE v Akt
MR P 35 2 |, T 4 T AILAAR IR % 2R BURR ™ s TE R
0 2L 2R 75 T, L1 P ] e 400 ) A 3R e R R A/
NLRP3 #AE 4%, ik 2> db/db /1N U I 20 2 Hh L e 24
3, R 8 TNF-o IL-10 %5 M1 RSE K -k, I LA
KRR 1 IL-10 45 M2 BUAAE PR 133K , AT Z2f#% DN
JE Wi AL AAE S L5 | K i 4 B PR IR™ 7 i i ik B ik
G STZ 5519 2 BURE IR /N U RL h S A R R L
R A AP IR AR, Hon] F &% L #5121 AMPK-o
(p-AMPK-o) FIH] 2 BEFE 12 B A R (A & i, il 0 i
% AMPK iR #2844 M S5 SRR, b 3 Ak
IMLK (fasting blood glucose, FBG) | IfiL i i 5 28 /K - F1 ik
5 R P HE B (homeostatic model assessment of insulin
resistance, HOMA-IR) , [A] B 240 3% DN IfiL g 5 & S8 4k
PR AR Al Bz 28 AT DA -1 J] 5l ) £
JE IR , G2 1819 i 38 T R L R S AR, 2 AR
db/db /N FRAY PR TE . FBG \HOMA-IR , 316 & 38 ¢ i 2y
AE , FEARIMLYE AR Z2 45 F0 D-FLIR KT, ix s s fp At [m] 4 H]
F4a 5, NI &AL IR MR IR 18508 ™
1.5 FEHEpETET

DN (Wi Jie 55 Z R A st T 7 =X S VG 2 DA
K AR AN PR T L F R RS T AR . AN T
DN H TECs 011 240 451 03 ) B SEALAR , U8 1A DGR AR Y
USSR PR T2 1 B 20 IR I 9RT 2 ARG X # 1 (Bel-2-
associated X protein, BAX) Fll - Jjt K 4 [if§ -3 (caspase-3 )
BIXE N, LRI T F Bel-2 FE Rk s /D %5, B
AR R, S M E % T DN KBS, AT EiR
SIRT1,FOXO!1 K F Wit A 52 1O AR DG HE 1 3 3.
Beclin-1 (335, T I p62 £ 17K -, [A] B e 38 B /N ek i
o B AR 2L 3R AR AR 3k, R /N R BRI
JIRE X JEE 0 0 LA 0 L AT DR 47 DN AR 1) B Zh RET
A, 2 B B 7 RS S I 2 22 A e P IR 14 119
ik, 3458 Beclin-1 157 63 13 M 2 2 12 R AL B4 , 2 142
HEJE A0 3 W SO R B A AR DG B R R
ZEEHLE A 0] 0 L JE 5 GSH-Px4 i@ R IR AT, Ik
R B MERR Bt A —— S R W], 2 B B RE R
i DN /INELUE 2120 7 MDA \ROS il -3 56 TA K
L ST A GSH 5 A GSH HUAE, JF iy Bk
R % 7 B B3 11 (solute carrier family 7 member 11,
SLC7A11) .SLC3A2 GSH-Px4 S50 AL F 3k, M
P DN ERSE TR, A PRI, S L7 7]
Ao T L T A B R B SR I DY 4/ 1M B R
122 JIEL 0 T i 2 A% Tl 3/ 462 DU MR 2 - 15- i 405 Tt el , ik />
A6 A 095 R ARBERE DG AR 1 33k SR Bt 4k 7= P i AR
S, 3P IFE T, 25 DN ZH 4 PR 1 A D)
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REFEPR. M OISR, 7 R RO s i B 2R AT
it ] PISK/Akt i A2 [ A 5 WIS & 9 TECs A T2, Jf:
V77 Bel-2/Bax Ho ), 1 /b caspase-3 154k, AT & EHTIH
TR S5 B2 28 8 6 B0 v o 3 SOt A R 4, 10 i)
miR-15b . miR-34a 25 [ W A I 4 miRNA, 3 i 4121
H WAL B, 98 DN B 45455 76 DN H NLRP3 R JE
AN FT AR AR AR T I B , 1T A R
i 410 il NF-kB/NLRP3/ii S8 £ FHAH EAE H & s,
IR TL-1B S5 9 E P 1 BRI, Do S A i 5 £ 44k, DT
P A A A E AT
1.6 MEBRES4EN

B E£F 2E £k 2 DN 2 22 ESRD (%) S5 BEARAE 2
—, EE RN BCM o JE T | 1 R - [ 5§ Ak
(epithelial-mesenchymal transition, EMT) J& % i ;2 W 5
LU , w2 BUE LSS BOIA 5 T RE 2 . TGF-
B1/Smad . NF-«kB %515 5 i 72 (1) 55 6 2 9K 2l B Ik 2F
AeA LALLM B R HMHIE LA G S K
B A0 AR AT T U Wnt S0 L 4 B R AL ) S
FEH R 3B B- WL 2 1 (B-actin) M TGF-B, 5585 1 &34,
Pl 28 i Wnt/B-actin i& 72 (G AL , S 08011 LWL SN
M o AR LT R AAR R D R 235, TRl 8 F R
PRl E-S AR 1, 0 FEAR DN /IS LAY PR 1 2R /LT
FOAR L U2 5 20 B 0 55 S T B, DA 4o 1
TECs [m] [ S5 Ak , WE 2% B /N [B) R 2T Akt ™ s d5c
IR E— D48 7R  # NI T A S I A R B
SV RG] R AFPCEF AR E ], 3 LR A
41 m6A RNA HIIEH AL il 1 3 (19145, K m6A HI
Fe ALK, 2 i 1 ] 5% 5% T Snail B mRNA %k .
Snail f EMT BYA% Lo 45 R -, R 8 T S 3 E e bn
Y E-SS G LRI, A bR i) (BB s A i
WIS o) F R85, NI BEM i EMT b 72, i
DN B H AL 4l 54505 G H9E s, i%07
r 8 B B2 RS0 L A T RTSE A 10 ) Ras [R5 50
A (Ras homolog gene family member A, RhoA )/Rho A 4H
R I R AR, PRIRET 4R AL ARG K 1 TGF-B. 21 4 %
RO RV SR RE , RIET L E -5 8 15 R
R, M DN B AL 4e e S 45" Bt 5
T & % 38 1 40 ] TLRA/NF- kB & 12 % ¥ 3t 25 4k Ak A
FHU 5 K S w1 2 0] 3 5 9 15 AMPK/NLRP3/TGF-B 15 5
Bty AR S A MATE AL S A AR AR
L7 Hfl

FRETIA F 2R AR5, G RO FEIESE , 2 ik Hb B0 e
25 I DN B8 I 2R 1 PRAKE LML 8 S il i 2L,
)L7/ICEL ISR S aRs o S B SRR € A Y A DT VR N
AR Y 1 78 LIS K 1 c-Jun ZUHE R v B it

- 1088 - China Pharmacy 2026 Vol. 37 No. 8

Ik, MR NER BB B 7 T -
B BT R MR IR , S 7 W] o HIF- 1o
15 B AN XA LA  TCHILA) B4 IOE 28 SR, 81 P T TR
RS TIRE W8 I 1 TR R R BT S0 B A, DA e
3% DN B IEROASE ST fe . (RN, S i
H BIVE AR T DN, HoAe B 40 g Hh o8 o
7 AT RS CCNDI  NR3C2 S5 3 M, 5 M 2 Ak 1 38 . 40
JL R 1 5 G B B A AR B LR 2 B e vh 2
A AR I AT
2 SEMEZATDNMIGKHR

Z LT T 10 DN 11 2453802 ML 7 sh i A A 4
i S5 vh A D R, I PR A8 A5 38 22 1 AT LG B
IS RAIE, 5 PRalipg 25 )y ZA L, AR R 1 L AE
G2 DI RE T RS Dy T B SRR A, AN R RN A
b HEE A DN KL, 3T AR 11 22 I AT 5 a2
—HUESE S B ARG BERNGYT B A R0 DN
B TR RS, B o h P BE 454 B A DN 1
O, R DR BRI 4S Bi2 YT 16 7 ) 5 21
FGRE™,
2.1 SEMEFHAETDN

VYT A 108 51 BF 1 K2 SHE ISR b o £
TN A 2 B H 7 NIRRT A 5 H BT IRYT
LA H G S L EZ INRIG 7 415835 16 PR A R0
(88.89% ) {3 o T FLIAYT 41(65.79% ) , H IR B 43t
P03~ 1 BRI DT RR 45 G 2 K F- 34 1 I T 3 BG
ST (P<0.05) . RAEFFHFR A, 55 MWIRITH
Lo, ZHE L % 9 1] 0 25 0% DN AR 0 e W IR
FF R S TR O T BTy, BEAR LT
(serum creatinine, Scr) .BUN 7K, $2 T 1M 3¢ (A 8 H /K
S IR AR AE R TL-6 \ TNF-a Y235 (P<<0.05) 5 41
KMk M ik — 2 $E7R , Ser 5 TL-6, TNF-a 7K F 52 1E A
K, FRBZ T W] REIE A TR ALE] T DN, At/ VAfg 25
I H- " Al F BE R T S EE MR st < 4 g 7R
DN B F s, 45 0 & B, 5% HIRyr L 207 vl
ERRTEECE 3 25 4 T AR U BURTA  ERRIR R
ik 7K (P<0.01) o, i WF5E 47, S EE ML 8 17 ] g
T A Y U RBP4 0 P T I R A T
DN i9EH .
2.2 BERMEFBAHMAFIETTDN

SRR TR R A LT T RE TR bR I
IR K S g 1 5 HAh Oy MBS . Blan, a7
HEONE 120 BB 7 HE JFE i B4 IE DN AR REAILEA 5
P, 500l 46T 5 B A B MoK SA i 5 e L
WHHFTIRT , 2R, S B 7 Gk R <k
BRIBYT AR OBERE A D RE S M AR 2E AR bR A
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) A R R ) I SR T DL VD iR 41 (P<<0.05)
INIZIRA 7 Bl I 85 IR B ARk | 03 AR IR
LELZRAUMNR R B NE . VTR REEC " 86 17 DN 354
J XKL (S LB A B A 1A H) 5 0 BR A (2 45 51
Fi+ 25 VD0 ) | 485 5 % B, X A e AR 1 2R I HETIER
JBEHIZE C . BUN K Scr 45 ¥ Dy BEF8 b5 )7 11 45 42 3 0 F %
B4 (P<<0.05) , RIS B A A TLS HREA Rt
PrEIIGE R IR . T RS 13245 T~ IV 3
DN B/ AR A (KMHE G H S a5
X BEAH (JRAK BV i+ e DL Vb IH R ) S5 3R & B i A 7
FREAR DR B I HETE R B /N3 hR s ) S A E R 55
J7 R IE AR (P<0.05) , #8781 5 J7 Bl (1 fe 8 ik 41 1
HRANES B /INE UGS DN

23 SRMFEFHKEPEINGATDN

HEEZGIRYT IR IE C NAMEIR VEFES IR il 2l
DAY IR BRI AL N IA A (Ui T 5 I 4 ) i
WAL WORAS, WAHMANE ARAS T, fE 5 2 FE Tt
IRITRE . 4 T EZ A5 60 {51 < 19 2 It 76 T ~ TV 3
DN /& F BENL 3y X BRAH bk 2 B 817 ) Rl 21
O Zs B 7+ ST ) | S5 R R i 4 A Y
P Z RS R BRI 04 H B IR R | Ser
BUN . 24 h-UTP MR it FI AR ) i R IR (P<<0.05) , 2
AN AT R 2 ML B A B I IR T Ao 5K I
HE— 2 W T S A IS 7 TR S B A A
ARk, S50 R 2 B VA B o T S A
1 EEER AL 4 . Ser [BUN 3B /NER T R IR
R MRS 7 TR A, B2 ek R, R S
B RIS 25 7RO T DN AR 2551
G AR R R IR AR 53 24 h-UTP R T AR
BUN , Scr % 7 T 0L T8 FLIG Y7 41 (P<<0.05) , IN ARk
FHHE—25 10580 T 25 B (NG A3 2% 1 B AR PR, AR
AN B, 6 TR DN 3, i H U R A 2 %
HOHE I (157 SR LT3 VLIRS A R, HaCR T g
IR AR A Tk RE R R - P I X 2 | i
MERE ARG, JE Ml DN A 2,

ARG PRIFSERIE RAIE T 2 #8778 DN I IRTR
ST RO 2 At S e PY B A5 B I R FH 42
BETE A . SR, BUA BRI AR AR RE A R /N W
SRR PRI TR A TR A SR R R, AR RATh 5 T e
WL R KA KRG RB ST, A Sh S i
B FE DN BI6 A RE A R FH 5 ML) R
3 REE5RE

Z I HLH A 7E DNIRYT R T 2 05 1 i -3 1
FH o 38 3 B AR 25 AL T A& B, %5+ 1l DN
HIVEFPLE) 2, B IR B A P i S Ak N
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W PLAE HGE IR IR T (I T/ A /R e T/

T2 LIRS LT 4ib 5. BUAIFIE T T MW 2% 25 31

ST | Sh S R 56 Tk 3 48 M - LA R B 242

TE 5 1 PR B ATL Xk B2t 78 T S HC AT A R AR R AR 1

P IIRE GE ImRAER o 1 2RSS R, 2 K

A3 i 2 R AL A R A , ZE T DN 28 R B R 245

T AE S B i , P B 2 B PR 19 TR P 3

SR, H AT AAAE — SE AR AR R B )3,

Jo, RAE S [ i ] K% B DR3P AR T, A T T

DN {H 7577 i o3 52 2% , HRAA) B Al -5 BE A UdL 1 o R

SEA W, 52 )5 1A YT DN 1Y R GE 25 BRATFSEATIAR XA 2 o

HR, J7 b Z R s Z 18] AT BEAAAE I AR B S H

Xof B2 R TTHRAT S E— 2D B . RS, SR

B if; DN B3 LI 0 2% 1 R S e, JCHOE R 578

“J- T B R AN AT T I 4% AR 24 AR Y

VERBAREAR ERA R o I, RRTTE5 G RGE

Yyog A 2 N TR RESE 2 BHEOR , i — 2D i A

Z 07 (0 22 VR AL, Dy v B2 25 B i DN At g

R S R Rk 2 MR A, I 91 20 e PR L ) G 7 A 5 L

k.
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