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Research progress on relationship between hyperuricemia and its therapeutic
drugs and kidney diseases
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Abstract: Hyperuricemia is a metabolic disease caused by the disorder of purine metabolism in the human body, and it is also the
biochemical basis for inducing gout. Since the kidney is the main organ for uric acid excretion, it plays an important role in uric acid
balance. Hyperuricemia is closely related to the occurrence and development of chronic kidney disease, diabetic nephropathy, IgA
nephropathy and other kidney diseases. At present, the commonly used clinical drugs for lowering uric acid include: drugs that
inhibit the production of uric acid (allopurinol and febuxostat), drugs that promote the excretion of uric acid (probenecid and
benzbromarone), and drugs that promote the degradation of uric acid (rasburicase and pegloticase), but these drugs still have some
defects in their effectiveness and safety. This article reviews the relationship between hyperuricemia, kidney disease and uric acid-
lowering drugs, in order to provide reference for the development of new uric acid-lowering drugs with renal benefits in clinical
practice.

Key words: uric acid; hyperuricemia; chronic kidney disease; diabetic nephropathy; IgA nephropathy; uric acid lowering drugs

/5 JR R I %iE Chyperuricemia, HUA) /& ¥ 75 1E %
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JRIEZ Curic acid) A& A A4 Py RIS AZ T BR A 1T 1 2%
PR, K HEARAR , I HN S AE A0 i 72 rp ik
PRER W , A R LI H 1Y) PR IR e A% D S A PR B 1
JREER G R — R HE B RN . MR A R £,
BCHE I JR /D i), 5 AT 5 B R R VR Y v, 5l
HUA. IE#HOT, JRER M 60% JREE 22 5%
W, A PRI TE B I A0 fiz 28 A1 1 B 1 29 i) 2 DR
Eh E W FE 32 T 1 Curate reabsorption transporter 1,
URAT 1) F1 4] %] B% % iz 52 5 9 (glucose transporter 9,
GLUTY) , H 1 21H 70% I JR IR 2= £ an B IE i
BR R - B /N ERUE I (100%) B /N EE I U (98% ~
100%) & /N & F 4r W (50%) F14r W 5 TR
I (40%) 5 e AN T 6%~10% I IR R 24 15 IE HE
H BRI, HUA TE B0 1) R A e o 1 7
W IT ST R A EERE L. AXLERT
HUA K FI697 25905 15 IE 59 AH DG PR ik 0 it e
B TE 9 % R R 245 0 A8 B 0 1R I PR SE 2 43t
PR , 30 B IR 28 1R AL B PR IR 25 0 T
R B HL Al
1 SKREMESSRERPXR

T H AR B B I L PR IR T 40 M A0 3R 5% A —
T S8 A 77 5 il 2% R % R 1 JR 82 6 vT H R H,0, NO
2 PR AL R X R R B EAE . SR,
14 1L bR R A 55 2 v T, T A A S — o R0 P 40 PR P
PR A A, 8 I 5 T 4 AR A S I R A4 Ty e
g e HE 28 MR DR R ORI 22 - 138 R ok R A S5 i
P2, UM N R 20 B S 408 I~ 0 L2 e 4
B IR R AR 4R A SET . AR AR B I PR R VR FE
1 60 pmol/L (1 mg/dL) , & I < 5 & 2B 2 AT 38 Jin
7%~ 11%, "5 DRk — 0 B AL I AU 1S I 29 14%
y—J7 T, IEH B NERRTE /N Th g AT AR IE R R 1)
TE 5 HEE B T B8 52 450 2 IR R HE I 9R/ , vT i
HUA. Jalal 5" A 045 R B, 20 90% 1 HUA &
0] RE SR /N ER P B N B RO Th B A
FrEt. PR, HUA R R B R, HUA 2 5
JUE 3 95 P S50 D8] 2 05 17 n B 181 3R, O o S A
51 HUA W5 WL R, A 80 6 R R KA
T4 ) O 9 s )

1.1 HUA 521 5#H4 (AKD

AKT S — Fhis W) St B 2, AKT B 35
HE I AL PR 29 2 38 1 R Bl b 55 2 AN B )
RETEARAE ML . Lapsia 2556 190 44 8% 32 i 0 L 5 41
BFRMEFHEEF RN, BENMRRKTS
AKI R AR BT G, AR R IR R 7K~ =5.0 mg/dL

MR, R G & A AKT R XU A2 K R 82 25 3 1
4~40 1% . 1 TALE 75 200 6.0 M4 TR B H L
RO HT R, HUA 21 % 25 AKT AR BH 32 i T X6 iR
Y(24.2% vs 11.9%, P<<0.01) , Xf T2 ¢ 5w R 5 Bk A
A Jf JT7 (percutaneous coronary intervention, PCI) AR
Ja B, A AKTL K A 2R 4 i N 16.0% F
5.3% (P<0.0D), #& 7/~ HUA A {E N 38 R 5 I K
AKI P07 fes 665 DR 2% 368 e AR i G ofi, JR 8 7K ~F- 7]
DA 200 PP il X 26 505 R AR AKT IR o itk Ak,
1 A ¢ AKI 6 [ R 32 B 72 (¥ Meta 73 4T o, 58
P P9 VE NI RS FRIREAT SRS Wi, TE 8 2 715 T R AL
N &, HUA ¥R 35 AKT kA RS 389 I AH 96 5 ifi JR
W2 7K ST b T AT B 8 AKT (0 % A SRR 52 K
FAREF GRS,

1.2 HUA 5181 BBE%&H(CKD)

H AT, HUA 2 75 7] {F i CKD i3k J& (1 & fa [ &
ISR A AE 4 W K3 4 % % I\ 8 HUA 2 T K
CKD. 7 J 1 CKD Al CKD #H 5% 58 1 5 1) Bl 37 5 [6:
B 2, o HAR B0 1 ) 2 5, JCAF FH ML) mT g 2
HUA {2385 /N L R g0 T, S 8UE /N 8] B 4F
e, BE 5]k B Hi45" . Sravastava ZEU B 7T 45
P, T R M Bk R 1 I R R Y 2 S EUE N ER
P81 2 (estimated glomerular filtration rate,eGFR) T
F% , %F T eGFR==45 mL/(min-1.73 m*) [ CKD &£ %,
I R TR 7K 7 AT ARy H B 37 A B B8 A IR Bk ST S

Uchida %5 (R 72 & L, 24 CKD &8 25 1) IfiL SR R
IKAFAR T 420 pmol/L I, AT B I SiE 2% H 2K '
MR AEZR . BN 1 AT R =0 9 3, TEHERR AF
W4 A I v R SR A N R S, B HUA S
CKD ff # 5% 1 (OR=2.04, 95%CI=1.56~2.67, P<
0.001) = T i % (OR=1.45, 95%CI=1.17~1.80, P=
0.00DM, % &5 B vl & 5 M W 3 40 i URAT1.
GLUT9 %5 &5 [ 7K ~F , B AR I PR R VA< B, 12 1F PR I
WA . Rk, X CKD 8 345 R il 5 W Il i JR
KT T 4E 28 CKD 3 JE 28 A B 9, PR 2B
BT K,

1.3 HUA 5#ER% S % (DKD)

DKD #& 2 %! ## JR 95 (type 2 diabetes mellitus,
T2DM) f &5 W~ F5e 7™ 55 1) (1 B 1L 785 e RORE 2 — »
J2 5| T8 9 RN AR R I R R R, L AL
RIFHUH WA BB o AT 5 B R, 1 BB R
Joi KB 3 1) I R 2 /K P53 0 1 mg/dL , & DKD 1)
18 K 1K 1 0 80% 7. Fouad 25"} 5 & BX , T2DM
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A LR ER KT B T IR B, I H HUA W]
Jni# T2DM %% DKD [ & 4 o 1 TRl HLIE R a5
gL B, A8 0 N R AT B PR R Y6 9T )5, DKD &
F R i PR AR RS T HUA & DKD it
JE I fe e BRI 2R, P9 T AH s it

1.4 HUA 5IgA &% (IgAN)

IgAN & LLEF/INER R IX TgA JURR N RFAE (1 R
KB INERIR PR ST, 20%~40% BE L G
(1720 45 A R g 2R AR 1 W R v, 1R O R
V] 5 R ML BT ) 1 R R 1 TGS R A
R, HUA A FEM IgAN Ti5 A7 fa G &=
HUA ] IgAN 5835 AN B 15 19 & A2 23808 1E 3 IR 2
K 2.4 75200 1 AL S 353 49 IgAN F8 34 1 [l
JEE 14 73 B 60 T B T R G 4 SR R B, 5 B 2R i A
Eb , 5 W 2 ¥ 9 4 AT B B PR AR BB 3 SUA KT (P<
0.001), H HiZ/E FHA 2 4 eGFR 52, L4
Sk, — Bl AR 4 H HUA AT IE I 5] 42 B /N EREF
YE AL B ) 5 AR 5 i FE 5 B TIgAN BB I T g
A5, RS I B P R 40 R A A
PR R B3 1O L P o Rk, X6 TgAN B 35 3dF
1T G BRI B IR BR IR YT T A0 AKCHE 295 093 1F Je A i
(A IR R IR TS B R TR
1.5 HUA S5RERM B4R

PR 1 B 4540 5 B SRR #h 28 OB E ' AL
LA G B N T OB IERE BRI — P, IR IR 45 A
5T 45 1 5%~ 10%, HUA J2& HE i i) & 5
iR RS, B RS A A B A 12%~15% =&
FH HUA F1 AR AR SC R & prec™ . R pH<6.5 1,
PREGAE PR AP IRV i FEARAG, 5 TE 4R & B T WU
N, TG B, R R 45 A I T AR A IR T HE R £ &
AL HZ T HERM. SR T RN
G540 1] BE PR R — RS HE A AN, TG R R RO
S AT 5| R B A PH A JR FR G IR G RN B 2 4 A
SR L R, 980/ 25 AR AR R T BT 4 A T B
BN AN IR T KBGO WL IIE T T iE R HER T
i A ERFEARIRYT . S — 7 )R pH
B P e T I PR R ) I R B AH D% SR IF S, B Ak IR
I o A pH B N AR FFE 6.5~7.5, %5 1 BBl Ak , 45
A1 3R G T R R #h Ak 72, Bk 25 1y e — P
TR
2 BRERAMSSHRERNXR

I PR b, B PR TR 245 PR B8 AF AL 32 2253 R
i) R R A B 249 40 A1 a3 DR IR HE ME 245 47 A1 gk DR TR
BEfE 2. BT PR BR KT T v i o 28 5B I 5

& AKI.CKDDKD %5 ¥ i , e ] 38 ik 4 R R 24
Ve sT T PR P PR RV B, T 932D PR IR 6
DURR IR 1 A2 43 PR AEG T IR
2.1 HDHIRRES & AL HV 25

NE PN IRIR EZERIET B & & REU b7
A 25 W)@ 5 F i) I A A5 AL I (xanthine oxidase,
XO) ¥ 1 B WA AR A5, 3k — 25 4 ) B S
T N4 T PR IR (19328 5 e 48t , AN T BA ARG IfL PR R 7K SF-
20,1 VR0 R EH R 22 R Sk e AT, a2 56
Tz W B E # B (Food and Drug
Administration, FDA)fLifE b7 (19 28 1 A3 S 1k
fiff 4171 41 7] (xanthine oxidase inhibitor, XOI) , 1% 24§ &
Fovm MEAR Y Y 38 Be A ik X O, Wk 2D PRIR (1 A2 o 1%
25 BUE I B AT HE, R ThRE A A R R,
B R L5 T P D B 2 T A B K, L4 2455 2
£ K 100 mg I £ 50 mg™ . H W5 & B, HLA-
B'5801 2 [K] BH P & 2 & A A [’ B (1) i B [
B, WO 2 A R AT 12 5 TR 0 A BH M A T AR
AR, A 22 I PR 20 A FH T 0% 5 0l W 2 ¥ 7 %
B EZR (B2 . b, Almasi 25275t ££ 4 CKD 1)
HUA &35 347 7 1 I50 i IE 1 Bl AL R0 45 SR %
BH , 1) MR 7 9 2 M AR 52 X 199 i SR I AR It UL T
KF, AT RELE CKD b e . ) 1 TR side i, 5
X HEZHL AR LG, 775 100 mg 9 3 P22 B 7 1 15 1M R R 7K
S 1 [ B R B R 4 e GFR , 3 O I A F A K A
RIARY o A B 5 IE 2 ) W I o 5 i o v
A WF AR ERFE A T--a(tumor necrosis factor, TNF-
o) % IR 5E Ak 45 M SR 32 4 2R 1 3 (NOD-like
receptor protein 3, NLRP3) %5 58 4 [K 7 B¢ iU K 5 &
WELR 34 ™
2.1.2 A EMh AR A E A H AR N A E R,
T2008—2011 FFEAHLRAERR I 36 [ L H A S5 Hy BT,
2% XO PR3 B M 0 1 77 L o S B R Ji A
XO ¥4 M HI4E A, a8 5k B AR I PR R K FE 1A VR 9T
RO &M T8 HUA B &, Bz v BB T
BEJRIR & AN 75 R i, 1 mT T R R Al HLA-
B'S5801 JE K BHM:# . 76 1 iRl Lt 7 , -4 FlAthiG
7 B PP R IR K- (5.7 £ 1.00mg/dL 2 2 1K
T ) P 2 1 (7.1 4 1.2) mg/dL B xR 4 11 (8.0
0.8)mg/dL"" . 110 & 2.3 ## CKD & 3 I i & £
WF 52 2 W], JE A 7 il 41 e GFR %5 H: 28 T 1% % 0] AL
T 1) N 4 (17.9% vs 34.1%, P=0.025)"", 2018
L 1T E 6 190 44 9 KR I A8 92 0 B8 2 1) Bl
HUXUE 2 0 B I PRAE 7835 HE 5 AH BT 50 P e
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AR A = A va o7 20 BOAR BE B Bk — 2 B K A PR R UK
S AE AN A7 AE v R AN BT SRR B ML A RIS 0 4
O I FE TS L WL RE BE R i A b A (7.8% vs
6.4% , P=0.04)"",
2.1.3 FEULwEfl FEUC A A2 B H AR =022 6t
FOR AN E L 25 MR E A, T 2013 SE 22 H AR 24
5 J7 2% W 2% & Ml ¥4 (Pharmaceuticals and Medical
Devices Agency , PMDAD#E#E L7, H §F A 78 H At [
& L. FEUCH il fE HUA 1 DKD 3 b ] &5 B
PRIGAE ] B Dhae R e M 2 )L e il &
JH AR T JE 3 R, AN 22 B I R A, B DAAS i B8
& T B ThEe A AR KR B WA 5 5l
DhREI . 72 1V IUREAL UE AT X BRI+, 5
LG H A EE, FE UL A i 2H B8 1) e GFR LI K PR
ISP R GRS A ORI UER I X T IR R =
7.0 mg/dL ] 2~4 # CKD & & , FL UC &) 4ih (1) BF bR 2
ROR AR ml i AH 24, 3F B 2 A 25V A RE i i
(¥ /R 25 UL LB b 4b , Taro 55X f£ 4 HUA
() CKD & #EAT 1 SE R BV A B, 5 AR 2 A B
FEVL EAihiaT 7 4 AT B R PRI LR R (~1.53 mg/dL)
FR B T HEME(=795.5 mg/g) , UE SEFE VT ] At o] i ik
9 I PR R /K - R A% i) CKD B ERE
2.1.4 Ulodesine Ulodesine #& BioCryst Pharma-
ceuticals 23 &) BJF A f) — Fifr W2 0 A% B3 TR A6 Ml 470 o)
7, A F TR A i b 22, B 0 i) 2 B MR
We | B TR R I IR I (5 ok, 9k /> L R TR ) 2B B
Hollister 25" HIE 52, %f T 7 B % 300 mg J7 A i
# , Ulodesine 40~ 80 mg Ik & 7 W22 i v BF &2 [ 1 1fiL
PRIR K, JF H AT R 524k 3 I PR PR 7K P A 24
] 7 6 mg/dL LA . BioCryst 28 @ £E 2011—2013 4E
FERE T 1 IR 2 38 1 TG R 05, T FE 98
AR AR T BeAS 4 B T IRk Ulodesine il 71 2
M5 i B 22 A e F PRI ARONE , H AT 248 58 il i PR 4
S AR, VEGH 156 45 R A 7 2 — e st . ik
Ab 1 WY Il PR B 9T R B, 5 2 R A LG
Ulodesine 7= 771 & 41 (1) 52 18X 3 8 V5 MRz 92 kA e 0
NS, B DL S 22 0 PR B 8 R ™ R X e R R
IV
2.2 {REFEFREZHEHAYZ5Y)

FEHUA S35, 48 K58 5 72 BB I HREAS R P
B, A2 25y 3 40 ] PR R ER AR B /N B ERE
T, AR PRIR 2h FIE M, B AIC I PR BRIV P . (AR VE =
(2, B AE VR T W), N 22 UOK S8 0 bR &, A7 AT
PR B0 HEHE 5 57T 3 2 ma Ak PR 1 0 B R 5k B T

filEFE o

221 NEEEY  IREETE TRERLR ), 2 20 A
50 AR HH B 5E A R A BT, PR ET R B AR
W3 IR T 0 350 23 40 o) ot /) 0T R IR 1)
WS, 12 JE PR R P R It , PRI L PR R MR FE , 77 1E R PR
TER & AT . IRk, AR Z W T IR IR
RINEET 5 2P 35 & IR B 2 AW PRI J
O 7 VRS IR DG AR, D T IE R (1) T R AR
BEA J)S3CFF, H AT LL A 5T 25 40 T PR B, 1R
AT 5 R

222 R CRIRGEERRIFNREATAEY . N
Labaz 2 &) JEAJF, T~ 20 228 70 4 AR il 2 76 48 [ L2
CHARSEE R B, & 25958 i 1 ) URAT1 A
GLUTO ki JR B i HE ik . 78 1 300 il AL 0T ARk 3
Y B E VA 9T AR R B B A LR BRAE B, RIR
W £ 565 2 By B I PR R 4% ) Z2 A T TR i 8T (92% vs
65%,P=0.03) , 7 H.I e GFR {8 th W1 & % T A i &F
VEIT.(17.7% vs 10.1%, P<<0.001)", Cho Z&"“"
FUUE S, 5 70 R AH B, 2R IR 1 [ W] B 5 FE I CKD
IS 3F B 8 B I PR R 7K, I HUR R )46
Lt e 2E i B ARG FRARAR G . 7E 1 A R IR 5y
WA RO AN 22 4 1 R BIE 9 v, 2RIR T [ 2H 1R 3 1 o
PRIE 7K -85 35k 2 1 B 2 T B¢ [485.7~591.5 pmol/L
vs (391.4+75.7)pumol/L , P<<0.05], 5 A7 7] b ZH A
bb L ZR IR 1 B 41 CKD B4 (1) eGFR I ULET AT R 22 &
(AR A 0 35 1 22 R R B 2 T LLd i
W R KR 4ERE B Thie . SRT, TR 5 [
B 7 )RR, WO ] 2K T 2003 4 il 22K A
3, B KR 2 i B8 HE S )R (China Food
and Drug Administration, CFDA) . PMDA %5 HL 14 t
BF T I A /IS 7 52 4 FH 245, 3 A ) At 2L A T
BHEMAYAE R N T K25 85, NoE ki
JHTife .

223 FEUGNEE  EVUYNEE B Ardea Biosciences A
A JEAE R T AN 0 R PR R R R LA A ) 3 i A
il URAT1 1A HLH & F ¥ 12 & [ 4 (organic anion
transporter 4, OAT4) , i 1 JR & HEHE , B I if R |2 7K
Fo ZZT 2016 FAERKIMFIEE _ET, 5 XOLHBH
1697 XOIA Be 2 i i PR G 7K T R KA B . 1 T %
O BE AL RUE I PR 58 45 SR R B, 5 J01) M e B
L8, 200 mg B 75 44 4R K FH i) MEE I 1) A PR IR RUCR AT
Bom 2 2~2.5 1%, 9 H HAIE R 5 < &7 4 A
el E ARk, B AMT R T R PE g R S The
ANAHIHUA 838 22 4 VR v i R i 7%, (H 3
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TR R R R M. HT A FEET Y
Ji 2 2 P450 fif 2C9 (cytochrome P450 enzyme 2C9,
CYP2CO EALARIT , 29 60% (19257 4 ' IEHE
I B8 R 24 0 R AT A B B I Re VR R E T
WS T Th e SZ 40 A i by J8 3 B 2% FH IR 259)
2.2.4 Verinurad Verinurad #& i Ardea Biosciences
23 A JERAIT A 53— Fh T A1 URATL #0057 o 1 T4
A HF 78 2R B, Verinurad % URAT1 f 2 040 il ik
J&E (IC) 29 24 24 nmol, % fig b 2R IR 5 B & 3 £,
AR, B B %2 W 5T Verinurad 15 il P2 % o¥, F A7 7]
A EC FH ) e PR R AU, DR RB 40 19 Ak T i PR T T By
Bto By R Ok R O % 25 %) FH - CKD.DKD
Jeots 175 5 %5 22 Tl R RS, 4 224 Verinurad K J&
B 2238 RUE ) A 250
2.3 {RiFHIRERPERRRN YD

FH T R R LE IV I i 2 35 IS T AR
VIR FE 2, LA PR IER Bl 2R 25 W) Bz T AR, KR 25
T8 I R B R R 1 23 e A, SR T U £ i v i
FEo SR, XK GWAEE - ONHE 25 22 v et

L7 AT RA — & PR AR L

231 FiARLEE  FiAT L (rasburicase) B 3% JF
AR, T 221 AW e — R IBE R BT, e
— P E AR BRI , B I R 22 (N IR IR B A8 R
WA R R FE 2, IR AR Ah . IR Faz i)
FEH T A M Ik S R SR R R B R DU R
97 JHTA) IR R R 7K P4 ) a7 I v I U
LI I R Bk LT B AR S8 AN RS . Ejaz 56
HEAT T 1 UHT BE P B BRS04 sz O iE T
ARV HUA B35, B A S g6 I 2 0] B 5 BRI PR R
WP A0 I T e GFR . H 1 K 248 it 1A Jie Al A O i ot
12 3 £ M (neutrophil gelatinase associated lipocalin
NGAL) . 141 il / % -18 (interieukin-18, IL-18) % '
5 R T AR AR B B Thae . H AT, A T
FURLAT SLIGAE AKTHE PRI < I3 55 22 07 THI ()11 PR
MR ARG PR T 3 v i T2 3 3R A
232 EEHG LA I Il A (pegloticase) J& H
Crealta 2~ 5 B I RF S 11 56 0 B2 JR IR I , T 2010
SEAESE BRI RR PN BT AE 1 TR B R A
o U R O B A B LAY 0.5.1.2.4.8.12 mg J&
1 h, I PR R 7K~V B 5 B S A 771 & 1) 19 I B IS, 410
il R0CR I R L N [R] 5 550 B 52 IR AH DG . A 1 T ISUbs
S VLA 7T, 18 P i X R 2 AR A o A () L R
FR K- AE4R 245 )5 3 h B A DR DA R, FF H &2 i
T B LA R FE T ORFRAR B IR , AN E E MY

TR RIS, — 04L& 1~4 # CKD &2 [l AR
B0 W, 3 ity L Ay A 20 O PR AT A I PR R 7K P ok 2
HE hRe bS5 8 B 0 ) K eGFR T B %
BEM o 53— 5 T 0 LA LR R L A
9 AR A 3 B80S S i VR B R 7 B % 3 o K 1+ 45
SR 5 FH 24 A 1 DR M U o) 7 AR 25 24 7 5%
24 Hit

AT, &b T 1l PRI 5 B BB B PR IR 25 ) = 24
$5 : KUX-1151.RLBN-1001 . levotofisopam F arhalo-
fenate 55 , 1X 44 25 il 1 i 15 XO . URAT1 45 & 42 AF
F T PR AR 3 %, PR ARK I PR R /K P, AT R 45 97
R, EATTH 25 A F R A A 1 — 28 1 i R
ik
3 g

PRIEAE NAR TIOR8 AR A — 8 W T) 817, B AT
A SE A AR A PR XU ARS P , A% P 3 IR P2 ) PR TR
HABGRMPUEMENE, S AR ZZMME R R
R B EVIME G SR, PRIER /KT o s i [ 4 IS
7 5y 5l HUA , I8 o 000 S0 (g & 4 F R iE B
Wik ' FH A5 a5 AR X v L 7 o i A v B
B2 RGP BT NRAE A R R R
ity (R SR 2K 4 KR 70 PR IR 22 5 U Ak 2 5 B R VA L
AL, WU IE OO HUA (% W32 B e . BAK
Z W LAE B HUA Ay AKI.CKD.DKD.IgA 5%
B " 5 A A5 U O S R R 3R 3RO
A B B PR IER VA T AME AT LA X R AR 2 4
A9 B W 1 TR B 9T B 4t f 4k

b & IACE BRI AW 3L, DA B2 R
U S B PR IR YT V2 5 1 40 B IO 5 0 1) R AE AR IR A
WYIRZR, NTTHES)) 1% S8 MHT Y [ PR IR 245 ) 1)
KRR 20 M H B PR IR 25 1) 3= 0 40 1 R R A=
BB 1 R TR 1) Ikt 5 B2 AR ok 428 o) of R TR K~ L
RAR LG W) L3 79 W I | ARAT ) At 48R G L A oL
il 55, AL EATTAE I PR ASE Y 0 2 B AN [F) R 2 AN
RS, B ) W T2 NIV I N B 5 A R e B
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