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Research Progress of Huangqi( Astragali Radix) Active Ingredient in Treating Diabetic
Kidney Disease Based on “Treating Qi First for Treating Water”

ZHANG Jiawei'” ,ZHAO Zhifen'* REN Xiangge'” ,REN Jianye'? SONG Tengfei'* LI Shoudao'* ,ZHAI Wensheng'*
(1. Pediatric Hospital, The First Affiliated Hospital of Henan University of Chinese Medicine ,Zhengzhou 450000 , Henan , China;
2. College of Pediatrics,Henan University of Chinese Medicine ,Zhengzhou 450000, Henan, China)

Abstract ; Diabetic kidney disease( DKD) is one of the common microvascular complications of diabetes mellitus( DM) , and
also one of the main causes of chronic kidney disease( CKD) and end — stage renal disease( ESRD). In recent years,traditional
Chinese medicine has played an important role in the treatment and prevention of DKD. Based on the theory of “treating Qi first
for treating water” ,the author explored the main mechanism of the holy medicine Huangqi( Astragali Radix) and its active ingre-
dients in the treatment of DKD. Studies have shown that Huangqi( Astragali Radix) and its active ingredients,such as total As-
tragalus flavones( TFA) , calycosin, Astragaloside [V ( AS — IV) and Astragalus polysaccharide (APS) ,can be prevented by impro-
ving insulin resistance, inhibiting oxidative stress, anti — inflammation, delaying renal fibrosis, anti — apoptosis, inhibiting iron
death , regulating autophagy , regulating intestinal flora and so on to treat DKD,in order to provide new drug ideas and methods for
TCM treatment of DKD.
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FEATECRA At BA PH R, M S 8L S 007 A Ol B IR K
HULRIRR R TGRS - KgR) k= K
I AT -+ il B D) AN AR TP 7 AR ) AN 1 7 T 2 %
B B UK T TR AT, KA IHE NG Bz R K i £
A AHLEREL G812k R TS, SR IS A Ak S AT HER, A TTTTE
B ERMRE , AK AR U R S0 R 26 X E A ik — 4505, T 3%
INE ARG, T o, sk A =R LIRS,
KK, IR FHE .

EIRKHE TR R AR 2 E 5O SR ok DKD &
WG ZARAR, YR IT AR B 2 B AT AN R, B B AR IA
DKD sl SO R A B RSB N B AR A<
SCREAMIALS, BOR AR AN B i, — Rk il 30 o, R EHH
ATNE 60 g A/IVREE AR Z AR IR R 2%, IAh DKD &
TG AL S RN [RGB e, SR BN 2R R, O R
P BOHAN A K | 25 PR IE 2 2, 6 Al SR MR S 3 17,
P9 30 ~90 ¢t T X F B S RIS S 253477 DKD
14 FH 24 A 2 4 45 SR 2 W A R A 50 vl 1 PP 25 28 IR AR Y
R R i P 2, B b 25 g5 LT
B G KRS AN T 2B LAk B IR R LRI R
AR DDA S, R0 8 B8 B L& M 43T 1 DKD 94 R BL
HIWFFE , LA ZE T .

2 BETHRRFEESFRNEEFERS

WRAWE”, R B W <62, I
AR A B 25) sric 2R H PR, A 28 DA R ST
BH KIS B AR SR M ST (RFEHNE) e &, K
th, WEEE G ZRK” IR E AT SRR K
B T H PRI AEAE o BUAR 25 LA oY R B, 1 RS RT LU T bR R
AR, X B /N BRI S5 ke £ R0 1 A, R IR o, A
T 2 R ™ B S S R B
SIETR RN IC R S Ay, H AT B 40 8 16 v 40 1 S
200 ZFh ik sy 0, H b B S | 2R A S v
B RS .

B R BRI R A B T A R AR
H Al C g% B BRI 53 A 40 AR B, B35 35 R 2% L 57 HE T
K SREBERI SR e Hop P S (total flavonoids of
astragalus , TFA ) F1 B 5 57 ¥4 i ( calycosin ) & 24 Hif i T 78 $45
HWERHMAFEE 25 Mk Eh AR E LRI T 50 £
R ST . BT (astragaloside IV, AS - IV) 2
IR LIS 1 R Y, R M AR AU )
oA, 2 2 R 4 SRR A I bR S TS P R
AP 7G DKD (1938572 2 B2 30 2 100 <) 2 40 A6 0 T 40 ol PN
O SRR 5 S8 R 2 ) 1 2 M (astragalus polysac-
charide , APS ) == g 4 45 Wl SR B L B0 2 LW L BT B A7 b
SEOLRR, R S R R 2R R . BFSE R APS ]
R T 2N B A0 A5 G 5 20 B R T B, B R e DR Y I
Mo BEAh, APS IR AT LISE i B & LA R AR E A AL
FEZE DKD fypkfE' " o I i — DR FE o 26 W B 18 OB 1 L B
BRI I6 DKD (25550 IR LA
3 HERHEEMMSTIERR SR ERLE
3.1 BERHERHESA  DKD BEIRALEAERR S R ZRD)6E
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BT R IR AE STV A B AL IS I 2 98555 PR 3R, LIRS Ji 3 2R Y
TRURRE R B X BT BERR AR R P A R A, BOGE R R R
O EHURR A 1 I 2 (0 B BU TR T DKD S8 A B0 1 A
ROr=Xo A BF5E R W8 e e LIS - 3 - e/ e B
( phosphoinositide — 3 — kinase/protein kinase B,PI3K/AKT) {55
R S I 5 AR T B AR L AR RS SR M
TE S 5 WA T 2R (streptozocing, STZ) 755 48 N7 4 PR R BB AY,
WFRRAE R AS — IV T-FUS A0 PR oK B s I AR | 2 I
Ve I 2R M AR, 45 A B 5L 38 5 1 4 (glucose transporter 4,
GLUT4) JAFREFR PI3K pAKT Fe ik F-34 1. S 3Eag
AIIFTE A B, APS BT L 25 A0S A 8L/ BRUAK) i 2 R AR BT K F
WG HLAAR ZH B0 3 2 Ml 1) BB ) T, AL e 18 A 2 4t
e B AN, PRI IR/ 2 PR AR5 A, T AL A 240 e B
THRERE Fe35 , AR B I 26 B MBI 1) R %6

3.2 BEAMNE  FALNMIER RN At B A A
Bf#175 5 K5 06 1 48 (reactive oxygen species, ROS) A= i i 2 5%
P AL BRI T 9805353 T 5 | AL ) — e R AR 2SS, IX R AR A ] 5] 4
PRAET S ANEZE I E S EA 4L g TR A S LR R
AERERS S A 72 DKD BFHLIAR , ROS /K F- 5 5 SR
MAE P B 40 M, T 0 0 R Y I A8 AL B, 3 B I Y I g AN A
A TR I, BRI 4 A I YK S X T R 0 A
WEE,

HUANG D 251 i —J5UBJF 7 2 B FH A S5 FAR 8 A2 L
calycosin A DL R AIG 55 B 175 5 19 H2 — K 401 i 7% g, 410 i B
ROS F1H — 1% ( malondialdehyde, MDA ) [ 34 in . % 58 7= 21
K AS - N THil STZ #5531y DKD £ 81 K 5, B 4H 4
MDA 7K 3FF I8, i #8 %8 1k 9 B 4L i ( superoxide dismutase,
SOD) 75 ¥4 #1 4& Bt H K 33 5 4k W) B ( glutathione peroxidase,
GSH — Px) i M A7 7E A [|] 72 B 1) T, B AR b b 2R K
- - B, (transforming growth factor — B, , TGF - B, ) mRNA 3 ik[%
1%, BRI D . SCE B AS - VT B/ UL 4
L, 308 3k PR 5 O R A e IR e M EH A L, AS - VA
SOD 54 T, M0 R U 1 & R BRI, e o, B R 1k GSK -
3B K A F E2 A F (nuclear factor erythroid 2 — related
factor 2, Nrf2) 7K 57 Fll Il £ 25 1 48, fiff — 1 ( heme oxygenase — 1,
HO - 1) KPR FFERE A THE X 278 AS — IV T e vl
P A A . 05 AT e DKD K R A
FPIESE B ECAR U nT DL A PR 4% Nef2 R A5 5 30 B o e A A
K EREE AL B4 , BEAIR ROS JKF-, F+15 SOD \GSH - Px HO -
1 S A% Nef2 B3 (RTXT 235 K27 3T 1T (AS -
1) ol DA B 6 B v a1 3 80 S, SU T 2552 3 sk — 73
DKD K B BIFFEIE B AT LU AL 3G /0 Nef2 e3R8 F AR Keapl 2
FIKF A B0 A0 R 7 AR 25 RS i o B Y
APS JhPEEHAF T (00 MPCS 2, 4500 5 F 35 19 SOD 544
AFFEAS A AR BE 19 F+ i, T MDA [ ROS 7K -7 76 A [R) 72 FE 1
R
3.3 MHIRIE R R DKD BRI RAER I T O
ft e MR PR - i, 4 fih i 3% R 1 R 14 0%
Ak, T B R A0 R T AL R DL R R B T B A
e B A ik 6 S E A R RGN MR R, AT T A
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2L BT U TR RS SRR AT T AR AR
LI SAE AR O T R AR LR F o (tumor necrosis factor —
alpha, TNF - o) . A 40 i/ & (interleukin, IL) -6 48 F #H 3¢ &
F C Jz Wi 4 ( C - reactive protein, CRP) & ¥ UL %) 4 5iE #H ¢
F SR NOD RS2 A G Y Ik IE 25 44 35k 3 (NOD - like re-
ceptor family pyrin domain — containing protein 3, NLRP3) /it K
EEIEG 1 (Caspase — 1) {5 5 3 P& S % 500G W 7 3 (signal
transducer and activator of transcription 3,STAT3) .\ # KT - kB
(nuclear factor — kB ,NF — kB) {5 5§45

WFFEFR W] miRNAs 2 5L AN A BRI 3 5 PR 7E e |
BRI B0 R T 9 4 22 g g v 2 AT A 9 A
FARY o BURSLTAE S (R BFTE B TFA AT AR R A 319 HK —
2 AR IE KT, FHAE 2 B T 1L - 6 TNF — o IgA [ IgM 33k
KPR AL 5 198 miR -378 46, LIU P Y 45 i
STZ 75457 DKD /N EUBEAY, S 3 TRA A DL 25 FEAIR IR 25
AR, H ML AT B i 1 ) TNF — o F0 IL - 8 R 283k, 44l
PI3K/AKT B 8 R A, PR35 B /)N 3K il 2ok o Pt 1) 56 8 17k, B 2%
DKD iy Ji, B2 mE -3 -0 — o = L — ML Bl B (1 —
2) ~[6-0-ZmA] — B — D — Mg 4 2 B 17 2 M50l 3 G
AR R SR ) — iR A0 R Ak A, O A Y B
53 % BLICAEM ] TNF — o 1 1L - 6 KSR FHE , KRR HK -2 41
MR PGS . NLRP3 S8 AiE/MA & DKD i Hh o 2 ) — A R
FEYA YT, — I T Calycosin T FUH R K S A4 2 B UE W]
Calycosin B] D) fg Z &K NF - B . p65 . NLRP3 [ 3 K 3K, I
AR TL =18 B, THe T 1L - 10 7K, Bl 3% 78 PR 9 K B
B RS 2] AS — IV L AT LS i 0 6] NL-
RP3/Caspase — 1 A A5 518 i , 90 ) 40 0 A T2 5 RAE SV, 4
GEARR A BB TR R £ 4 Ak, R B AL R O T
e IRGE AS - IV db/db /N B B D RE S 41 95 15
HLA, e UG RE I B W AR DG 2 1 3 3, 4] NLRP3 55 5d
&, N4 IL - 18 \TNF - o IL - 18 . TGF - B, \NLRP3 4§ R 4iF 43
TR AR HLAR 98 iE S %7 , 4E 2% DKD B ifk i, LI J 450
MIWFTE K B APS 0] LU R i 42 Toll 32 {4 4 (TLR4 ) /NF - kB
&S IHIHLA A L -6 1L — 13 554 F 4 4E P TR , 73l
B DKD W EE— k. 1fii GUO M F 45 [y B F i [l RE ik
52 APS W] DLt ZAEFURAEHT, BEARHLIA A TNF — o FI1IL -6
IR, B 7N 2 S /N o RS A ) R
3.4 famMAT AT M R SE Ty
3, DKD % e S IA T- KA 52 fEH R 257677 DKD (Y
TR A BRI AL Y TR — A AR YT RS o 40
TR il A S i T BT Bk S 2K 14 1 ( Caspase ) 975461
1E DKD SBF AP, il TR 22 PR 0 m RS, i 4 o] 5 R
pS3 Z GBS X SV T Bel -2 AH5E X & (Bcl2 - as-
sociated X protein, Bax) B335, MM JE sl 40 9 B4 P9 76 08 T2 8%
ML eAh, pS3 YIS AL AE R 58 JL 41 M Caspase — 3 1%
P, 51 & A0 UE T, BRI DKD f8 b

SUN M Y 4 #7581 #EEH (AG) FEAIk DKD /N 2R 11
JR e B 5 TR R 3 RO A ALY, B AG 1 T8 2 WA o 3
B HK - 2 20 M5 K52 T AMPK 9 5 52 A6 K ~F, JF 198 T
PGC — Lo HYFIRFNEL S5V, I8 35 OB PR BT #22 6 OF 248 4

T, C/EBP [ 2 4 ( C/EBP homologous protein, CHOP)
S A5 O 7 ek AR v DG B A R OB T R B DR BN
(diabetic tubulopathy , DT) J2& DKD J5 & 2 & b [5] B B0 /N
SV —FRBRG , T vk R B TRA T B DT BN RUG
PRAEE B/ NESRAE VB /NE b R A0 T B N B
FEAR AR B[R FEE A , 33X 7T Rl o 410 ) 5 2H SR
A PN J5 ) 384 B ( protein kinase — like endoplasmic reticulum ki-
nase, PERK) — BELAZ B 46 I F 2o (eukaryotic translation ini-
tiation factor 2o, elF2a) — IV %% 5% K -F 4 (activating transcrip-
tion factor 4,ATF4) — CHOP {5 5l 3% YRGS DT AE . £
PUSE BRI & B AS - IV AT T DKD 3 AT 2 Bl
il T 5% B T AR T A0 MO T A R S T AN TR SR Y
AS - V4L, BRI AR e BE AS — IV 1 Hil J5 19 2 JE 4 i
CHOP ,Bax £l Caspase —3 Fik W] . N, elF2a ,PERK #1 [REx
S5 A BEIR AL /KT W SRR, 2R I B 0 oK D R e, X
FEIRAS — IV BB T 200 1 1A S5 ) L 38, 2 ik CHOP A5 1) 4
AT, BEEARE RSN DKD KRR M T, XING
L N 26 gy ik 2% BLE 3 3% PPARy - Klotho — FoxO1 {5 5
T A ) S A LR 9 5 2 E i Tl 2 AS - IVYRYY DKD
Y —FPFEFIALA . Bt s ™ ROBFFSIESS APS B 115 44k
NS, 18 v LA PR 5 SIRTT $04] MPCS B 2 41 B 4 T, I
BARBLH 8 o g i SIRTL, DT ] 2 i SME -5 98 45 2 i
fiff 1/2 (extracellular signal - regulated kinase 1/2,ERK1/2) ¥
FRAL AR ] p38MAPK fY 4 435
3.5 WHRL T BTSRRI R BOT R R
PEA AT Jr 2K, FLARR A A2 20 L P k2 v R B A
162, 16 DKD f & B, BRAE T I E EE A O, PRk
B, DKD Sl (4 B e Hh 2 5l 5y, L 1T 37 LT A R
TR K5 B R i S AR KA R IE M R T K
FET A PR AL 25 A e H B S Ak # 8 4 ( glutathione perox-
idase, GPX4) AR A MEIL 5 a & HLE 4 (acyl — coa synthetase
long chain family member 4, ACSI4) {58 §%, o GPX4 /EH
40 N AP A AL , BB I8/ IR B S B L T R
PR A A R e Sk

WANG M Z 46" 3 i b g A PAS D SE B UE T, DT K il Tk
FiE B AL BE R NRK - 52 4fiffig P % £k & 11 TIR1 ,GPX4 ACSIA
FVERZ AR F 5 7 51 11 (solute carrier family 7 member 11,
SLCTALL) B3 A FRIAFIL B Z4k, il ot TFA T35 k
IR RIS LU0 H . HUANG D % BFSEIESE T calyco-
sin X A1 A A 00 B /NS P O AR B 1L DR P L I
R I calycosin RN AR Z A1, 36 AT LUE i f0 i 2k e T 7
DKD s 45 g 1T, HAL ) AT R 2 il i b R A o0l it
/N E R AN HK -2 240 i GSH/GPX4 5l i, DT BELIET =5 475
SRIANBIET B, I B LT AL . LIV J 4 %
BLAS - IV HK -2 4105, 4L Fe®* Rl GPX4 (197K F-F%
16, FHBIET ML BRI T8 B FHED R
APS #EfT ¥l HG 5% HPC £ 4Ufifl/5 ,GPX4 F1 SLCTALL [
Fib EIE, A b P T IR, UESE APS BRiE i 4 i ik
FET- {4 DKD IRZS T (9 2 40 .
3.6 WA EAAT  ARHURITECRFFHLA S A0 A E IR
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B L NERFINE NG P AR B T . SR, I b
IR = I, AT AR A0 M 20 6 17 ST £ A5 4
WA RETS B R i 946 &2, 1 4 3 DKD f9 & 2k & B .
p62 FHE A 1 1 #2%% 3 (microtubule — associated protein 1
light chain 3,LC3)J2& A WS R > BEEZA YR EY. 7
H WERTE RG], p62 B 7K F- 5 8 Wi o 52 AR O, 107 LC3 1
TEBGIVERT T 564k LC3 I, 3 47% [ Wi s i JT 16" .
I, LC3 1T 5 LC3T A LB LA e p62 97K R] LI i i 9 Wi
PERTRAR

DING X H 4™ [ 1F 1 calycosin X3 /N Bk 5 4
JELE A A R R T e 7 (8 e B VS AEAIL ], BF SR 45 R R I ca-
lycosin AJ DL A 7] deb AR 7 =400 ol o 2R MR 4 0 M55 5 935 33
fiff ( extracellular signal — regulated kinase , ERK) [1t] 335 M 1 411 il
H W, &S AR VR . PTEN %5 S5 1 (PTEN induced
putative kinasel ,PINK1) Fll Parkin &5 [ J2 )8 $5 2 ki & B W i) 45
SR (o m R I Y — T 58 9 S 5% R K RS
AS - VI F 09 A8 W5 T 40 ifd ( humanadipose derived stem cell,
hADSC) Xf DKD K BB #5343 118 52 A T, 54077 REAIL I , F
RRIEHBIEA L, AS - IV - hADSC 26 ¢ 5L 4% 13 2. Ui
2 ,LC3 . LC3 M/LC3 T .Pinkl , Parkin & [ f £ 5380, p62 &
FIRIRIE/D, LT 7 5 i B Rk L SE B0 20 A I/ IMASE 22, Ji ik
TG LRI S SRR /b X W] AS - IV W] L 5 7
AN 1 WETAYT DKD; SU J 452 jmF e & B AS - Tt mT A
L b PINKL 75 S 204 B 0, 4550 DKD KRR ' I
(AP P LI %61 B9 APS 5 S E BT 3 DKD 411
il , &8 APS W] DL iR K B 414 AMPK/SIRTL {5538 i,
i FOXO1 &Mtk , 32 LC3B R 33A T, p62 FEAIL, 30
ML AW 1M CHEN Z D %51 (g F S s & B0 APS W] L iof
GmA 1268/ fHEFL 3R 32 it I, AR p — T 7L 2 W) 75 i 25 K AR
( mammalian target of rapamycin, mTOR) F1 p62 & H 7K . 3
LC3 T/ 1 WLk 5 5 A W, AT IESE DKD ' L0
3.7 REBEFEM B/NRFREEX /NG ] 5T A A
T B AT R E B L 44k 2 DKD [ 32 B BRARAE , 5 /NS
| Fz — (8] 78 55 4 ifd %% 4L ( epithelial — mesenchymal — transition,
EMT) J2: 30 DKD ' i) Bl £ 4k fb S B A0 M 43 FBLAk 22—
X — 3 AR, TGF — B 3 2o 745 40 I 34 58 731k LA Bz 4t i 4k
FEJ & BRI A 55 22 FE R AN DI BE , WS EF AL Y K S A T
M, Horr, Smad [FJE 4 1 3 (Smad3) J& TGF - B, 554 F
BRI — O A DFE R, ] Smad3 (193%
KT A RO AR TCF - B, Frifs S i A i i gl [R) I}, Smad7
AERE ST AP i TCF - B 52K & , il ad 57 S st HL ]
15 TGF - B,/Smad3 5 5@ i 15 1

FPLT A G R ANE IR T calycosin X R A
RS K P B 2 M 2 A Ak s,k SRHCET RE S5 40| TGF - B, 4
WA AL SR SR SE AS — IVt A L 3 IR
TGF - BmRNA [ k40 i DKD K B W) B 2F e fe ot Jig . 2%
LA BRI AS — IV AT HELE STZ 15 S i) DKD ORI
SN B MEZH R LT 4R AL A2 il A AN R = 1Y AS - IV T3
&, B4 4k TGF - g, \TBR T .TRR 1T .Smad4 ,Smad2/3 P -
Smad2/3 S48 A FIA K- 2R AR T I, T Smad7 £

134

Feik BRI 1, X 5 WANG Y N % iy 5y — .
RSP TCAS = 1) J2 ) — A 3 R SR T A 3 1k iR T
ZHANG X W 450 fd B db/db /N B 75 0 35 52 19 SV40 —
MES — 13 4145 AS — 1 7£ DKD A (3G 78 1 g 21 43 F
B, #A 9 A S0 2 36 45 SR 35 2 B AS — 1 Al @ 3 ] TGF -
B,/ Smad2,/3 3 1) T FEAR I £F 4 AL KO . CHEN Z %55 11
WHFEIR K I APS T 7T AR S 2H 2 b IV 8 e J5L 4K 1 ( col-
lagen type IV,Col V) .4 % %5 [ (fibronectin, FN) &3k , MM Il
il o U £ Ak AL 1t

3.8 P EH “WEY - T - B ORI ARAR
1) — BT A&, M T TR A T 2 R A AR T i L G A
L BAIUANRER N MAESK R ERFREH, HiE M E
BRGAN - B Z MR IEE R & 25 n T IaiE M
YRR AR DKD B E R EEMA /A REER B
BRI A2 E RS R - A R R RGN,
%5 & DKD HHA 540

LYU X %" [ RfF5E % B0 AS — IV 0] LA i 7 90 J 3 1 3
FadsokABb DKD fyafk e , L HAR MR db/db /)N B B 3
Akkermansia | Ligilactobacillus 1 Lactobacillus 1) =F & B g T+ &5,
T A0 AE DKD i JR R E LR, 0 e - W -
B4l 72 DKD i VE FER AL T8 AR o FLAT B BE AT LASZ i
BUAR R & 28 43, ¥ DKD S8 350 P MR , o v DA ol 4 P i
il N T R BRI, /0 ML 8 i S, /0 B M 450 5 LIV Y
M 4 ASP T STZ 5 (DRI TR db/db /N, K&
L ASP T2l db/db /INERUA P 2L TR R0 15455 181 55 A 2 I 11 5
SR, SRR 1)/ JERE B 1 LU (BB SR TR T Oscillospira sp
H Mu — cispirillum sp ¥ 259800 . P45 038 W REAE S DKD
TRYT B A 1E 12 7 52 3 E A, 8 18 B LI M B 43 % DKD
B T RE 177 0 I R A s B TR A X D, i Ak T
BB, BARE LR — IR AIRTT
4 HIESRE

AR, 23k DKD B8 i NBE A, A N4
HEJE Sl ESRD 33 2 Ay 42 Bk 2 St 1A 450 3ol 1 W 11— 30k 0 o
FUEVE YR YT IR AL B RATROR (R A v R
A AN RSN R e b AR S R, S SR AR A R,
BR 2R HBA 25 24 s B4R L, 76 DKD B 1B iRy T
WaRBERME S, BHEET(REST - KMRE) “1HK
FHW SRR ISR R AN R 2 B, M B R B R AL
U IR IR O 1) e 113 =2 4 e 7y 411 R e I 0 o
PR I R T T VR R 5 TR M A VR YT
DKD H iy EBAE AL T #1477 845, DA 4 5 B bR
DKD FJ#i 25 H R IR_EH R S %

SRS 7R IR T DKD J5 T s ) 3 00T, (1
RTINS — L Jm B PR, (1) B B P R A Fh 28 1 =)
B HATIRZE T R BB M M AN, A
TFA ,calycosin AS — IV Fil APS, 2R3k nf LI Bly o 2% 24 Bl 24 46 47
AT G 22 V5 AR RN T i 43, I3 3ok 3 )l 0 L S ok A
IRE 5 (2) AR S PRI AL B = 2 2 F A A o0 s 2 45 oA AL
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