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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 JRI% B9 (diabetic nephropathy , DN) JE& 4% IR I H
D ™ EE A A O e =2 — , HEAIL S A i i s
2P AR S AR S R AE B S AP R R,
I PR b AFFS 4 8 PR AR AT B D RE T Bk 2R
fiE , J& P B A AR % (end-stage renal disease, ESRD) [
FEIFAY, BT DN AP BERYT LASE S 08 | i H S i
FHE 2 - 145 oK 2 R GeBHWT o 3=, B AT A 2 95 i 0
Jie ABATY A AH 2 L9 58 55 1 J| 22 ESRD , -RZBRZF 136
ST AR

rh R 2 5L TR AR Y 20 S T AR A, 7E DN
PRI R R Y R4 ™. DN & rh B2 “TH 18 B
P R TR AR AR, A IR PLZ S
PRI LS T R, H ARSI 3, AR AR . S EEH
IR AE QLR A ), SR E IS
FEAAR I L, Hegs TR B RGN B R 2 A, T
Il RIG ST ST 2 DN B 28 8105 7] o e R 38 Sk
ZICHL B BB A 208/ DN BB IR E 1, e i, 22
il ARREAR™ . B0 BF9E 3R W, i 5 AT 3 o 1 42 Wl s e
AU 3-8 fif# (phosphatidylinositol 3-kinase , PI3K )/4 i
fif B (protein kinase B, XK Akt) #% P -kB(nuclear fac-
tor kappa-B, NF-«kB) . % 1k 4= K Kl F B (transforming
growth factor-B, TGF-B) &{5 il I , K IFPi R Pk
PUEFAEALSE 2 BN . A SO 2 EHL B 17 1 1 DN Y
TETEALTI Sl R FE et AT 12558, DA v BE 245 By
16 DN TR ABFFE 5 Ik R R I3 R %
1 SEMEZRBYN ST DN KIERILEH

ZEME T ER S Wb s gy 4
PREz ARES RIS E M AN, AR Ok
FPELGRU A RUN S B R T8 1€ PR (IR AT,
GBS MR OARBRER FREE LEH
GRS X e R Sr PT A A 225 AT 2208 K T
(7] 801 B AT AT AR B A L AE T R
K KT (insulin resistance, IR ) A B JIlE £F 4 £k 55 5 B 2R
Y, RAEIEZE DN ERIVEH .
L1 AT HERS i

FREL P oy OS24 55 B /N ER B AH 100 A8, 35 0 How 3%
PE, IFfE i R B4 (mesangial cell, MC) B RFELIETE 5
20 L A1 3 BT (extracellular matrix , ECM) & 5, 95 11 52 35
B /INER AL 2T I, B A B R m A W1, B
FACH 58 5| & B N RR BT UTAR IR g 175 5 MC 14 54
ECM FUR DL R B /NS0, 2L [F] 4 2 DN iy ik JE™ . 2
B B 7 KA U8 AR RS R IR A 2R L
BT WL 25322 08T, S I HLBNATRYT DN A CHR R 1
W Ko Aktl | Wi 52 AR 1 22 R0 AL B IORE 1
(mitogen-activated protein kinase 1, MAPK1) %5, #%.0> il
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1% A PISK/AKt {553 % ; h ) e g itk — D UESE , i
B REA RO N DN ALK BRUAR R, oot 210Gk, 8y
BRI, FEAIK 24 h JR 8 A &2 (24-hour urine total pro-
tein, 24 h-UTP) flIfiL X 2 % (blood urea nitrogen, BUN)
KV, I P I s B 475, EL AL 5 40 1 2 41
PI3K/Akt i 1 1Y b 2 i Ak 25 VAR DG, 7E 43 FHL ] )2
1, AW FE R, 5 A 808 53 AR R B 2R AT 3 A R R
T — W R 15 1k 85 H 3 (AMP-activated protein kinase,
AMPK) /T ER A5 B85 A F 1 (silent information regula-
tor 1, SIRT1)/3 3k #£ % 5% [A F~ Ol (forkhead box O1,
FOXO1)i&% , Iib 2 B AR5 5 00 B 4 A 21 21 Bl
I ST R R N S e = )i W e~
MU DN B 4™ 5 i 2R T A Tl SR Ak A il
I GE IO 32 1A o/ y- AR IBE AR 1 1l 3 s IR DT R 4R
Ak, /D i P 4 (reactive oxygen species, ROS) f= 4 |, [%
fRAEHEE , 12 s DN/ VS IEAG SRR R A LF 4L
A, B Sl | S B R L A I A R AT e R
PI3K/Akt iR AR AR AR, FEARIR ™,
1.2 #MFIERIEL

AN RUR TR I A AL S HU R AT R R . A i
BEZAF T, ROS (3 BE 7= A8 Ko 8 Ak B A sl 55 ] - 350
JUE 240 B 455 Y /N BR PN B A RIS AR L R 2 ) 453403 , 9
FIR ECM 7= A, NI BB /INERBE AR, 2 b3
AL Z iR R T EAEE ST o IR IR R, A H A
LGS EEHL A ER AT I 25 4 v DN AR A9 I 775 8 4
AW AL 1 (superoxide dismutase, SOD) 25+ Bt H KIS &
1k ¥t ( glutathione peroxidase , GSH-Px ) 7KF-, FEAK T —
[ (malondialdehyde , MDA ) 7K V- , 4 &5k A AL A 8 A4k 1o
BORZS IRy B Dhae™ . HoE & B, 2 i iE 7 i it
T4 ST 1 (hypoxia-inducible factor-1, HIF-1)
Jifr928 PR BF ] (tumor necrosis factor, TNF) \MAPK 4535
T, VAT AL SE S S 22 R, KT 1 DN
HIFEH s H 2 L B RE RS0 EA0 IF ARAR T 5
— BT, TSR 22 R B o3 D [ A 22 A 5 3 B )
S5 U HAECGE M 3 127 5 0 A e 20 B g
7 A — R, X i B2 RO
B AIF 5%t A BR, 11 4% B B ik 472 1 & (streptozotocin,
STZ) 175 5 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= 1& SOD 14+ it H K (glu-
tathione , GSH) F&HT AL BERY R IA , PR IR ROS 15 MDA 7K
1, AT DN B A At A" ik B 2R R 355 SOD
Ak SR A0 SRS P L S A Bt 4k, DA 35 DN AR
1B DI RE s e Ah , KR FLR 5 7 R R g & B ]
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VRS A Wi LA S A ) B R S A i T PSR D
SAALPE B
13 H#%

e I s I IE A K e BRI IILAE PR 255 R0V BE A%
$ 58 NOD #32 AR 3 11 45 #4350 5C 82 F1 3 (NOD-like
receptor family pyrin domain containing 3, NLRP3) 4 it
AMBRTEVE  IZIAE /MR AL T TR E5 & SRR A5 k5
GRS O AT 5N AR S 20 1, w] U R PR A R A
SIS RAE RN o Pl DN (1 32E g, 2 48 4t i PR -4
TNF-o F1 A4l 4 2 -6 (interleukin-6 , IL-6 ) 7K F-F 5 , i
WGP AR Y SAE BN 245 1 B /INER I N A 32 5 T 21 4
1, W], 7E db/db /NRUBERL T A NHIE FLA B 2
PO 17 A AR R W R AR 2P TNF-o IL-18 25 58
i PR A4 1 S mRNA A K, D82 T E 20 =
8, AL 553275 m] e 4 ) A8 P B2 AR A A1 C(vas-
cular endothelial growth factor-C, VEGF-C) & VEGF %%
A 3 SRAR T Yk L A8 B A A R P 3k, S TRTU oA
L AE S 3 A6 BT IR DN Ry B R T 5 £F 4EA A R A
KM G — TGt — L , Z b s AT Al
1371 | ROS/NLRP3/Gasdermin D (GSDMD) ik % , i />
db/db /N U 22 P NLRP3 RAE/MATE AL FI R il 4 5 A
T IL-1B IL-18 (R REHL , AT U2 DN 240 453 £ 1 T
RAE T, AT BN , S L i 7 Th A AL
JA i 2% AT 3 5 9 1T TGF-By/Smad 25 [ & 724 il 4
i 5 T AEALFERE™ ; T 8 S5 B ) 38 5 410 ) NF-kB p65
HIBEIRAL. , B PRI TNF-o FIL-18 A6, e BH H P 4
Y FH 55 BELIBT NF-kB 3 A2 B UIAH G ; I ZS By BE T I TNF
Z A SCH F 6 F 3k, P Toll #3Z 14 4 (Toll-like recep-
tor 4, TLR4)/NF-kB {55155 , /0 /INE L Bz 40 (re-
nal tubular epithelial cells, TECs) & J%iE 2 I/ , 2 3 DN 19
i FHLEHE R s AR 2% DU ok AR TNF -0 IL-1B 45412 4%
F AR I 4 TR B F IL-10 /K-, 2% i B AIE 98 0
RE,

14 HEIR

IR J2 2 BUWE PRI S DN & A= Jh Ji& 18 O it B A= FLEA
T, B R 1 2R I E AR AR AU AL, Wb
o B U o U 2 g 2 SRR R AE L, e
B /INER L0 R B /N ) B AT 4EALET . B 2T AT
IR, S MBS TN E 2R REEE IR,
T8 5 R Al 95 hsa-f/N RNA (microRNA , miR )-324-
3p/Akt {5541, 54 hsa-miR-324-3p (3K , W E ik 545
RTS8 N SR 200 L TR AL IR 5 2R i Uk, ELAE
FH SR MR LU 2% 1y e BT TSR 0 g s 2
ZUIR B XA < AR DT T, L1123 1) B8 B 440 1) P 1
PR R A 3 I, T ) TP S A s R TR
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FIE /IS R JER G £ (T, LA Py R T b Ake
MR P 35 2 |, 4 T 4 T AILAAR TR % 2R BURR ™ s TE R
05 2043 75 T, L1 P v 400 ) A 3R e R R A/
NLRP3 % AE 4% , Uik 2> db/db /1N FRUIR I 20 22 Hh e 240
3, R JH TNF-o IL-10 %5 M1 RSE K ik, I LA
KRR 1 IL-10 45 M2 BUAAE PR 133k , AT Z2f#% DN
JE Wi LU AAE ST | R i 4 B PR IR™ 7 i i ik B ik
G STZ 5519 2 BURE IR /N USRS AR R R L
R AR PT IR AR, Hon] F &% L #5121 AMPK-o
(p-AMPK-o) FIlH 2 BEFE 12 B A R (A &, il i %
% AMPK iR F84i A H S5 SO A, b 3 AR s
IMLK (fasting blood glucose, FBG) | IfiL i i 5 25 /K - F1 ik
5 R P HE 5L (homeostatic model assessment of insulin
resistance, HOMA-IR) , [A] B 240 3% DN IfiL g 5 & S8 4k 1
PRI IRAST Al Bz 28 AT DA -1 Jo] ol ) £
JE IR , G2 1619 38 T R L S AR, 3 AR
db/db /N FRAY PR TE . FBG \HOMA-IR , 316 & 38 ¢ i 2y
AE , BRI E R Z2 08 F0 D-FLIR KT, ix ses fp At [m] /E H]
F4a B, NI &2 IR MR IR 150%™
1.5 FEHpEIET

DN (Wit Je 55 Z R A M st T 7 =X S VBTG 2 DA
KA SR ML T A MR BRIE TSR . AN TR
DN H TECs 011 240 451 £ ) B SEALA , U8 T2 AR IR AR Y
USSR PR T2 1 B 2RI I 9RT 2 ARG X 1 (Bel-2-
associated X protein, BAX) Fll - Jjt K 4 [if§ -3 (caspase-3 )
BXE N, LTI TN F Bel-2 FE Rk s /D %5, B
AR Z B, S M E 7 T DN KBS, AT EiR
SIRT1,FOXO!1 K F Wit FH 5 2 11O AR DG HE 1 3 3.
Beclin-1 (335, T I p62 £ 17K -, [A] B oo 38 B /N ek i
o B AR 2L R AR AR R 3k R /N BRI
JIE S JEE 0 0 LA 0, AT D47 DN AR 1) B Zh RET
WA, 25 B B 17 REIE S I 2 22 A e M IR 14 119
ik, 3458 Beclin-1 157 63 13 M 2 2 12 R AL B4 , 2 142
HEJE A0 A W S0 R e A AR OC B R R
SRV A 0] 30 L VR GSH-Px4 i R IR AT, Ik
R B AR Bt A I —— S R W], 2 B B RE R
i DN A/ 2120 7 MDA \ROS il 4-32 56 TA K
ST A GSH 5 A GSH LUAE, 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, AWK, S L7 7]
A TR L T A R B S I DY 4/ 1T B R
122 JIEL G0 T i 2 A% Tl 3/ 462 DU MR 2 - 15- i 48045 Tt el , ik />
A6 A= 095 R ARBERE DG AR 1 33k SR Bt 4Lk 7= P i AR
S, PAMIFE T, 25 DN ZH S0 PR 1 A D)
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REFEPR. M OCI IR R, O R RO s i B 2R AT
it ] PISK/Akt i A2 [ A5 WIS & 9 TECs A T2, Jf:
JH77 Bel-2/Bax Ho ], /b caspase-3 154k , AT & EHTHH
TR S5 B2 28 i 6 B0 v o 3 SOt 2 R 4, 10 i)
miR-15b . miR-34a 25 [ WA I 4 miRNA , 3 i1 2121
H W& AAIE B, 185 DN S 54455 76 DN Hr , NLRP3 % iE
AN FT AR AR AR T s B , 1T R R
i 410 i) NF-«B/NLRP3/ii %8 £ FHAH BAE H & s,
IR TL-1B S5 9 E A1 REHIC , D S8 A i 5 £ 4k Ak, DT
P A A A AT
1.6 MEBRES4%EN

B E£F 2E £k 2 DN 2 22 ESRD (%) S BEARAE 2
—, EE RN BCM i LR | 1 R - [ 5§ Ak
(epithelial-mesenchymal transition, EMT) J& % fiE 2 W 5
LU , A BUE LSS BN S T RE 2 . TGF-
B1/Smad NF-«kB %515 5 i 42 (1) 5 5 6 2 9K 2l B Ik 2F
AeA Lo FHLER . B R HMHIE LA G S K
B A0 AR AT T U Wnt S0 L 4 B R AL R S
FEH I 3B B- WL 2 11 (B-actin) M TGF-B, 554 1 &34,
P 28 8 Wnt/B-actin 3 12 (935 1k , FE 198001 WLLZ)
M o AT LT AEAAR R R 235, TRl E8 E R
PRl - AR 1, 0 FRAR DN /N LAY PR 1 2R /LT
FUAE, 90 4% 5 20 200 PR 45 55 e S 0 AR, DA T 41 )
TECs [m] [ B Ak , WE 2% B /N [B) R 2T At ™ . d5c
IR — D48 7R A MHIR T A S I A R B
SV RG] ZAFDCF AR E ], B3 LR A
41 m6A RNA HIIEH AL il 1 3 (19145, K 2 m6A HI
Fe ALK, 21741 ] 5% 5% [T Snail B mRNA %X .
Snail £ 29 EMT (A% 0o 4% R, T 98 n] S 25 1 BebR
Y E-SS G IR IR N, A bR i (BB s A P
WIS I o) F R85, T BEM i EMT of 72, i
DN B H AL 4l 545 0™ G H9E o %07
r 8 B B2 RS0 L A T R SE A 41 ) Ras [R5 510 B
A (Ras homolog gene family member A, RhoA )/Rho A 4H
R M R AR, PRIRET 4R AL ARG K 1 TGF-B. 21 4 %
RO RV SR RE , RIET L JE -5 8 115 R
R, M DN B AL 4e A 5 45" Bt
Fii i 1% 18 1 10 4] TLR4/NF-kB & 12 % 35§10 2F 4k 1k /8
FHU 5 K S w5 2 0] 3 5 9 15 AMPK/NLRP3/TGF-B 15 5
Bl 3R AR/ MATT AL 5 LT AR
L7 Hftl

FRETIA FEIRARS, G RO TR , 2 kb B0 e
25 I DN B8 I 2R 11 PR AKE AL P S il i 2L
B4 T A 2R R 1 AE RS PR R N BT X R, T R
AR T HE 1 78 YURE T SR 1 | c-Jun 22 K I B
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Fik, R NER BB R BRI T -
B BRI R RN , S 7 v o HIF- 1o
15 B AN XA AL  TCHILA) B4 L 28 SR, 81 P T TR
RS TIRe W8 I 1 TR R R BT S0 B A, DA e
3% DN B IEROASE S Thfe . (RN, S i
H BIVE AR T DN, HoAe B 40 i Hh ko8 o
7 AT RS CCNDI  NR3C2 S5 3 A, 5 Wi S Ak 1 38 . 40
JL R 5 G N B A AR, B LR 2 B e vh 2L
A AR I AT
2 SEMEZATDNMIGKHR

Z BT T 10 DN 11 2453502 ML 7 sh i A 4
L S5 vh A DA DR, I PR T A5 A5 38 22 1 AT LG B
IS RAIE, 5 PRaliP 25 )y B A L, AR AR B 1 L AE
G2 TIRE T B S Dy T B SRR A, LS R RV A
b HGE A DN RS B, ST AR R A TE 2116 R 73 1F
—HAESE S B ARG BERNG YT B A R0 DN A
B TAEAFE RS, B B h P BE 454 B A DN 1
), OB DR BRI 4 B2y 16 1 ) 5 2415
FGRE™,
2.1 SEMEFHARTDN

VT A0 108 51 BF 1 K2 SHE ISR b o £
TN A 2 B H 7 NIRRT A 5 H BT IRYT
LA H G 2 L H7 INRIG 7 415835 (I PR A R0
(88.89% ) . & 1o T MR T 41(65.79% ) , HLIRI Hh B 4t
P03~ 1 JHFBRUIR DT RR 45 G 28 K F- 34 1 I T 3 BG
ST (P<0.05) . RAEFHFR A, 55 MWIRITH
Lo, ZHE L % 9 1] 0 25 0 3% DN AR 0 e W IR
H A S TR O T BETEEPESy , BEAR i LT
(serum creatinine, Scr) .BUN 7K, #2 1M 3¢ (A 8 H /K
S I AR AE R TL-6 \ TNF-a Y235 (P<<0.05) 5 41
KMk M it — 2 $E7 , Ser 5 TL-6, TNF-a 7K F 52 1E A
K, FRBZ T W] REIE A BT R ALE T3 DN, At/ VAfg 25
PN B Bl F BE R T S EE MR st < 4 g 7R
DN B #F s, 45 0 L B, 5% HIRyr ML 207 vl i
ERRTEECE 3 25 A TR AR U BURTA  ERRIR R
ik 7K (P<0.01) o, i WF5E 47, S EE ML 8 17 ] fig
T L RV U R R ST A 0 P T I R 4 T
DN #9EH .
2.2 BERMEZFBAHMAFIETTDN

SRR T AL R R LT T RERE bR I
RS T 1 5 oAby M BCA . flan, a7
O 120 BB 7 HE JRE i BE 45 IE DN BB REAILEA 5
P, 500l 46T 5 B A A MoK A 5 e Ly
WHHFTIRIT , 2R LI, S B 7 Gk R <k
BRIBYT AR DOBERR A D RE B M AR 2E AR bR A
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) A R ) I S AR T DL VD iR 41 (P<<0.05)
INIZIR A 7 el I 25 IR B ARSIk | S R IR
ELZRAUMNR RS B IE . VTR RESEC " 86 17 DN 355
J XKL (S LB A B A 1A H) 5 0 BR A (2 45 51
B+ VD0 ) | 485 5 % B, X A e FARR R HETER
JBEIIZE C . BUN % Scr 45 ¥ Dy BEF8 b5 77 11 45 42 3 0 F %
B4 (P<<0.05) , RIS B A TS TS HREA Rt
PrEIIGE R IR . A RS 13245 T~ IV i)
DN & MR (RMNHIE Hm A S e i) 5
X BEAH (RUAK B+ DL VD IH R ) S5 3R & B i A 7
R DR B I HETE R BN L3 hR s ) S A E R 45
J7 TR AR (P<0.05) , #8781 5 J7 (1 fe 8 ik 41 1
HRANES B /INEU G DN
2.3 BRMHFFBRESHEINEHTDN

H B 2R YT R IE NN ETR B EOTFHT E 2
PRSI BEEJORS AL N IA A (Ui 5 I 4 ) i
WAL WORZS, WAHMANE ARAS I, fE 5 & $E Tt
PRITRL . 4 T EZ A5 60 {51 A< [ 19 2 i 76 T ~ TV 3
DN /B F BENL 3 g X R bk 2 B 817 ) Rl 3 21
O Z: MBI+ ST ) | S5 R R i 4 A Y
M Z J) T B RR R 9 T B LE A R A3 | Ser
BUN. 24 h-UTP KR i AR ) i R IR (P<<0.05) , 2
ANAQ VAL 1 BT ey 771 )7 gy O | 91 R
HE— 2 W T S A IS 7 TR T S B A
AT Rk, S50 R, 2 B Y B o T S A
1 BEAER A4 . Ser [BUN 3B /NER T R IR
KRG S5 7 PR, B2 etk R F 0 5
B RIS 25 7RO T DN AR 25 3R
G AR R R TR AR 53 24 h-UTP R T AR
BUN , Scr % J5 T 0L T8 FLIG Y7 41 (P<0.05) , IN ARk
FHHE—25 1050 T 25 B (NS A3 2% 1 B AR PRI, AR
IR B, 6 TR DN S, i E U R A 2 %
HH I (157 SR LT3 VIR F R, HACR T g
IR AR IR TR RE R R G- P I X |
Wi, JE Tl DN A .,

LRI RAF AT BUE T 2 KM ¥ 7 76 DN I R3R
ST AR B AP S e Y R A5 A I R N
BETE A . SR, BUA BRI AEAERE A R 35/ W
SRR PRI TR A TR A SR SR IR, AR kAT 5 T e
WL R KA KSR RA ST, A Sh S i
B FE DN Bii6 A RE A R FH -5 ML R
3 REERE

Z I HLHA 7E DNIRYT R T 2 05 1 i -3 1
FH o 3 3 AR 2 AL T A& B, %5+ Fl DN
HIVEFMLE V2, AR B FC I B i ATk N
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WA BGE IR IR A T (B T/ A /R e T/

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

ST | Sh A R 56 Uk 3 48 M 1 LR R B 242

TE 5 1 PR B ATL Xk BR800 7 T S HC T A R AR R AR 1

P IIRE GEImRAER o 1 ZUEYE R, 2 K

A 3E i 2 AL A R A , £8 T DN A 28 B B R 245

T AE S B o , VA o B 2 B R 19 TR P L

SR, H AT AAAE — Se AR AR R B )3,

Jo, RAE S [ i ] K45 B DR3P AR T, A 3T

DN (H 7557 o3 52 2% , HRAA) B Al -5 BE A s o R

SE4 ], 575G 7 DN I R GE 25 BT SE AT AR N AN A2 o

HR, J7 b Z R GV 2 18] T BEAAAE I AR B S H

X A2 R TTHRAT A E— 2D B . RS, S

B if; DN B3 AL 0 2% 1 R S e d o, JCHOE R T 78

“J- T B AR R AN AE T 4 SRR 24 AR Y

VERBAREAR IR RIS o BRI, RRTTE5 G R GE

Yyog A 2 N TR RS 2 BHEOR , E— 2D i A

Z R (0 22 VR LR, Dy v B2 25 B 3 DN At g

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

FlEX A

Sk
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