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BT )

T2 BB HIMLfE R A .

IR IR .
o XTRAPRITHUA, BNT BRI 2697 .

o AR EERRIIE (HUA) 2IUsidr SR, BTt Wi T W iE s
« HUARZ RO fE R 2R A SR (AR ER Ak 2B PO« il s O i 57 4 S 4

o HUAWGIT AT T 2 B2 T, LARITI097 29 13 %
o SIS BERSEHUAR R 22 T HUARIAZ O SR
o JHREN S HUA B FRAR I, N7 HISUATE360 pmol/LEA R, S ifF300 wmol/L,

20t Z080AEAR LK, Bt FE N R AR TE 7K P (AN
Wri e, wRFRILTE Chyperuricemia, HUA) ()87
HEZE LFHER, RN AEETEROE 3T A
HulX, HUABIRFIES%~23.5%"", Hm )y kik
& K I 7K

HUA 595 A (B3 AT 53, IF HE AR PR
CHEPRI « ARMZEAAE SR ILAESS) o 18Pk
DB A T AT R R 2R

WK, A AN THUA S ACHHEZOR & HA
RAPNIAR NG T 32 B M 7RA R, AT
TAERHU A 75 A 0 BE YT IR TT AR HESS ) L,
RIE ORI B, a2 iy 440
UL IR IE R M R KR 7 T L 51
P, AR AT S HIHUAS (bR S1EH .

—. HUAMWA 107 BT a5

HUAGAT SR RIEAETH = s, Brkm
Flctk, HA-—wmX 2R, mMirfias ks
b <A [ 300 Py A b X AR 3 s, T RE S 12 X
AN 2 s (R s ST AR R LA
Je KBRS I 2 P, L, HUAR
AT IR R A HRgeiE, 2014
BOFARMK I F KHUA B % 4 2% ~18%. 19984 |
HUA BT E H10.1%"; 20034EH itHU A HURF N
13.3%; 20044F ) MHUA % F5i521.8%™; 2009
EIRHUABIR R N16.7%, HFEMX20044E 1] &
BN, i FLBEAE AR R K B . 20 104EYT AR A

HUABRFIA12.2%"" . IR, NZEHTHUAR
WHIE13.7%,  HBMERIE21%. 2006 459 5 |
LYEHUA BB R 70 9 943.6£12.9% F155.7 £12.4
%, W19984EI LA 5 Frh 5. Lotk S AR e 4
HEERT15% Ao U,

EHUA @3 AT I R, oK & AT 0 UE 0 i
THUARfES . HUAS R ZEA1E (metabolic
syndrome, MS) . 289} JRJ (type 2 diabetes mellitus,
T2DM) . il O B R
B, IR R A R R AT fe 6 R 221,

MS & — 415 A ARG S RUE Y, R AT R
LI 8 AT 6. MSIHEER KB MR (serum
uric acid, SUA) TR FFRE . 2MSUAZ I <360
umol/L, 360~414 pmol/L, 420~474 pumol/L, 480~534
umol/L, 540~594 umol/LF1>600 umol/L (V. JREZ L
AL TG R N T mg/dI1=59.5 pmol/L, Z B
SCHR B IR 5 B PE 1S, A0 mg/d1=60 pmol/L
AT I, MSHIRAEZ530418.9%, 36%,
40.8%, 59.7%, 62%MI70.7%, 5583 IEMHE,
SUAZK55 1 5 AP E E AU, 5 4 5
(BMD FIEE"Y, BHFEEE. H=EE. (%% 0
HAMHREEE (LDL-C) RIEAHSS, SR fas riH
[ (HDL-C) o,

HUAZT2DMAK A K AN fE S K %, T2DM
A5 ALK B A S U AZK Y- (1 v i 48 e . — 13 [
HIRFFT R B, HUAS KA BRI 1 XS B S U A TE
HIEIN95% . FSUAILIUILoY RIS, ot s AR

PR BRI AR AT 1R K


www.medlive.cn

IR AR A3 A7 U85 PR3 AU 23 3 i 145% (53D K& 39%
() U8, 5 AR SUAK AR IN60 pmol/L,
TR PRI [ R 388 T 1 7% 1

SUA & R IR B AT fE e IR 2, 3 nl BEAT
EHRR KR RIS TSk rE s A, JoH el
R PEFIEY . SUAK AR IN60 pmol/L, ik
R IF AN S 18 0 13% %22, — TR B )R il 1L 5
ALK ESUAZKFAET AN THE96 pmol/L, Wi bt
ZoFEHETN2.2 mmHg. WHERFIN G T IKSUAZY)
SUAIEBNIER J5, WA T &, nmRRS
I TR AR R B SC R

SUAR] TN o 55 J2 A DIAE T, A TR i 557
FAER AT R R 2 Metazr T4 4L WoR,
FEAGIE T AR/ PRSI, Fi s IR0 WA e
[ P2 0L (K 3R )5, HUARESE W80 (coronary heart
disease, CHD) &K ENXE41.09, HUAKF CHD
FETIAS 116, SUABERE 60 pmol/L, 4 IFH
SUA L, CHDAET-II MK IN12% . P
(A S B ok P HUA B35 88 0 &9 78 T R
KU, TR HHUARRCHD B 4 5 b RS KA A
797 (percutaneous coronary intervention, PCI) J& Ifil
TLSCFRRETE « 0P AT 1 AR A7 K. HUATE 2
O 3 EIRI Bl Pk AR R AR BT IR AT S 6 T
OO AR S U AT LI 2 o ek ik i 8 A ik 7R
OV IV I 70 = T e, ek v i 9 A O i
J A RBET R

SUA/K VT il TR RIRIE B 18 1 IR 1%
PR S, 0K AR B DhREREE (0 . T B
DR ORI NI B fE R R 3 . KEIFFTIESE,
Bt SUAMME &, 1MW (CKD) P, B IR
993 R ERR R T T, AR B R R,
L, SUA S 28 B 2 fie 28 2 AR 1 R g g 22
M5EA TR 2 . 100 B D BEA 4%, eGFR<60 ml/
min/1.73 m’ I KU XU SR BRAIRSUAXT
JE s (K P AT 22 0 fEH A, W FCKD 3% ULk
(8, H AT 7 S AT AT el R R R T
B, LR IRERIG T IEECK DI, TP O i
PR AP,

HU A28 AR A 1 5 T 22 1) A4 A0 BE il R e 1
993 Rl o i IRV i 2 PR A0 2 OG0 8 R M XU

25 SRR ML AR XA 7+ [ 5

Wi, IR, EE AR B
REZ 4. BEAESUAZKSFIIHE =, I XU SR Al 18
Wi, HREKZHHUAIFARERENRA, RER
12 28 45 i A HLAR A 2 TR I A0 25 A H IR I

Ay BME R, SUAZKST A I 76 IE 5 Ya [,
I, HUAANRESE AT M. AR SUAK T BEAGE
e RS W, WAREHRR IS W . W8 IR TR Hh 45
i W AR S U AZK T o AE— T BE V2~ 104F 10 5L
W1, SUA>360 umol/LItf, 87.5% (14/16) Hi LK
FNTBIRIRER &5 i, TTSUA<360 pmol/L# H4743.8%
(716) o HAWFTER, #HISUA<360 pmol/LET, Y
P TS R AR — N AT LR, TISUA>360
pmol/LEEF WIAT 6K, fE34FE Il AW ], SUA
KB m, — A S R RS, R
SUA K360 pwmol/L5%i KR A 1 5 3 M 5GP, #
SUA#EHIE300 wmol/L EAF 57 i AT 5

.. HUAMSWibs ik Fisy

FEpr FHUARSH E SO IEEERR RS
T, AEFRI H IR IESUAK: B E>420 pmol/L, %
:>360 pmol/L.

S HUARCEAUEM X5 KRG, B
24hRAT I R IR BRIKF- o ARHES U AZKSF A1 AR K i HE it
LI R LU =L

() JRIRHEIAN A, JRIRHEN<0.48 mgkg h',
PRIR B %<6.2 ml/min.

(D RERARGE 2 JRIRHEIS0.51 mgkg '
JRIRTE B3R =6.2 ml/min

(=) |EM: JRRH>0.51 mgkg'h', JRR
T PR %<6.2 ml/min

(VE: FRBRETRZE (Cua) =R IR B « 5 54 fk 2 /SUA )

Z B EN B T REXT PRI HEME R 52w, LUYLEFE B
F (Cer) KRIE, HPECua/CertbHXTHUAZ RN :
>10% 4 R IR A it 27, <5% 4 JRIRHEMAS AL,
5%~10% M52,

IR FT S R 2o, 90% 5 R PEHUAJE T IR IR
FEHEAS [ A0,

=. HUAIW 4% Fi by
HUAMI & AR &, B, ek, —

SNsussuo) 3s9
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A1 SUAJK PR R 5 T T ol 5 s BN, 20 R S i 11 5 7 RURS: 3

=4 PRI SUABFFED) A1 ifFgeas A
453644 NIEW JCHE R IR 23, FIBET10.14F,
Dehghan A, etal ™ FIEYEBAFITT 5% >370 pmol/L ~ SUA>370 pumol/L# LESUA<276 wmol/L& B JR Ips KU
H4In68%
4385451 LA JCCHD AN iy 4 g s ¥ J8 3, BT 8.44F
. B e . SUA>381 pmol/L55<251 pmol/L41 L4, R/ECVDHIL
Michiel J, et al AT TERIUBETE - >381 umol /L ks i i 40 1,68 1.24~2.27) AILST (112~
3.13)
20 unop, SOSVIBEERRI3~512, FAIRIV;390 ] (6~464
Kanbay M, etal ™ GHERSUBIGE 2700 H0n 1) o 464 AR A 4998.7% CERSUAZD
K 85.8% (HUAZD) , WiZlf B3tz (P=0.002)
Iseki K, et al [39] EJ@WI@M?UE}}% >300 umol/L E6403)\E‘ér'_'2£|5|:[’5]1ﬁ§, ESUA<300 umol/L%L)fﬁ Hﬂy

>480 pmol/L& WL & 3 F s

GooRlE AR AR AR NS TR
BE, EBUEWIHAT A, WA RWSUA, KFEM
HUA.

T G 2 T A 5 TR 35

() RERE: mEawunE., BiE. 3)
PIE . R RA S, G ORHRMUE) S ]l
SUAZKFTt .

() IR ER: HUAZ 5.0 M58 FIAR s Pk
WP, AR, AW, PRI B i s
HEATSUAKTIN, M RINHUA

(=) kG AU AT g 3 RO R T v R VR 7
RARIIZ5H) . @A AU I B IS 25 B VT et Jl K R
TR, IWERE R KRR R /N B
A VCARAE o 0 37 iRk FH A PR 70 A5 JFHU AT
T G 1 T IR R 2 R R Ao T /N AR SRR JE AR (<325
mg/d) R TFESUA, AR by O A s 1R B v B
AN T o

P4, HUARFSUAMER H b B+ 3i6d 7 O 8

FEHIHbR: SUA<360 pmol/L O 4798 XK AE
%, SUA<300 umol/L) .

FHIEIT VI SUART>420 pmol/L (B
>360 pmol/L (&) &

Y PR RFIUUE SESUAZK P 1F 3 Y 1B ki # 1F
R, 2R RCREI R AE RS (R, #
BORTFHUA S IO M35 fa R B AL A B, W

[N REAT A3 i T S AR IR IRG YT, AESUA K%
<360 pmol/L. Xf Tl RUAAEHI G, WHR
SUAKIFEHITE300 pmol/LLAT, LA 1k 5 R AF
ORF TG A0 ML A6 6 PR 3R BTG 0 LA PR R R FRTH U A
o RS TR T 0T 5

.. HUAMIRIY

(—) —ifIT

1 AR R

ANE T NSRS fERECR ., PRI, R4
B IAES . ARy K R A R TR
RAE (PIUICHD. JERE. MS. B PRI« o g IUAE A%
iR R, BT EFHEYRE, e
Biiws Ve IR R, R ERIT IR IE . 25 BT WoR K
AT K21 T] LAFEAG10% ~ 18% K SUAP sl A SU A B%
70~90 pmol/L™”,

L1 R O HUA. AACHEHERLC
IN=FEASPSE YSG I N P § = NADR (S = 27/
&, @R,

1.2 240K, moE BRI 8 HPOK ORI R = 7E
£R1500 mILA b, B Af/ERER2000 mIBL bo A2
B, ZENRPERN 9, 0GR

1.3 R¥Fizg), HHAE: 9H P EREIZD)
30 minbh Fo JEJFEE AR, AR TR 2 AR 1
.

FiJR BRI AR AT 1R K
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TR BHEIGYT -

24 /NI, IRHTIE S A SS 25 (NSAIDs) . COX-2 il BROKANGRER S BE 254 Sk B ik

(=2 o) T SR R
>| aEmRr PR 5 A AT

ANFRAEERK KA R/ R NSAIDs, FELAEH] 6 AN H s TERAERANGENN 52 507 45 S UESUT /N B R B8 1
FAdE, HEHALH 6 AN [N, FREEREIRIGIRIT

-

SR e A 25 ) 1 A SUA IS bR

—>| BRRBRIT |—> RERERISZ Y. S RE,

BARL: DL e A ]

IRERHEMAR RAL: AR, RS
[B{iag:E!

TEREAIETT = AT FF BRI KU IR

F/EARTECARS R I>1 AN XA, 4k

ZIYIETT IHRAE -

=2 LA B P
— BEAEAT R ER 45 A0 Bl

— RN 5 (SRR B R BR 2 LR A #, TEif524)

LI ARAEIRTT . W A SUAQG
A TR, K 4 bR I 250 (R AS L.

A R

SUA #HI B ¥R: SUA S0 H kR <360 umol/L;  SUA<300 wmol/L 55 A7 142 95 KUK IR AR E
Sl HUA [ 4k 03 PR (FF B9/
=~ VPR PR PR BLORRAT B TR A B TR B304 o TR )

i): SRS HUA AN 6 222454

1 i UG T B 12

AE2 i PR IR A K £ 4t i

L PR il Sl

RNREE

WHESE e £ by B AL E
IR i

U B BRI [ A
AR IREER IR RARAK R B
BE Aok 291 B i (BERE S
iy HATRTT)

W RG CJC S m
HEPR R LS RILD)

W CRAE]ER
BEREYIFE AR AR

2. 38 AL PR

Y JRpH 6.0LL NI, FEHEAGIRH . JRKpH 6.2~
6.977 ) JR I #5 45 i VA R R SRR H 0, (H R
pH>7.05) JU BB IR e SLAh 2R 457 o DRl e i A PRt
e LA U R pH o

W BN B RR T

CURBRIREAN CRHAT) « Bkl g, BH3K.
A AE B v e Ak, RTINS A s, JF T
SRR AN R IR WA 0, K= IR T 5
AECHRALAE,  F DR B A7 AT 59075 R 78 AP o 0 S i R 7K
Jiro SRIRERPERT, W b hnfik SmEMEE250 mg, LASE N
PREZWRPE,  BEG 547 T o

MIKER A1 A 7IShoh 1 i (MR #1140 g,
MIBAERENO8 g, INZEIE/KZE1000 mD) : &FK10~30

PR B AR M7 o [ 538

ml, BEH3UC A IS I A, Rk A v
BRIMLAE -

MK AN IR 12 AN RE T 2t a8 o
R, BUNLEN AR S AN B . MR
SV AR T R R (BRI Bilg
PEWA R PR 25 53 fift R I o

(=) BIIATT 5 SUATH F AR S HAR S K0 if
S SAPN

B BIIERE . MS. T2DM. @il [k« = i af
it . CHDELA 1, A8k i 55

TR, BRARAYT . AEVE Uk, EPMHL &
SUHCPAERRRE . PR BRSO, AT AR )
B PRIRAER, dUsEIE#E.

(=) JRAIRYT A%

HU AR A2 TR RA T I B 4y, AL
PUHELEN IR YT B AR LI 1

23 11%~49% I WS 78 SR WIIN SUATE IE
WG o [P AT R I81% SUALE ' IIHTZ I
SRR E I A LA RIS TR XA &
EMHSUAIEH P Re M IR AT . OFE 2k 905 2 N
LR, SUAFER EVEI R A IR I FRAIK; @7E R
P U U IR I PR PR 1 s D3 AT L S AR UK A
IR T — g R HUAR R 2, W AR 95

SNsussuo) 3s9
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PRI B |

—]

E£Hoea
WHmERE A

HESEm

SUA>420 pmol/L(%)
>360 umol/L (%)

vAs

HIER 5

i

A CV fERE
FER CV BR
WHEBR 2

o< ':/'3‘5‘1 .
) 110w 09€>vNS

XH

* %

HE

WEIRIRIATT 75

o SUA>540 pmol/L
—>|

420(93)/360( & )<SUA
<540 pmol/L

S &
RIS
13~6 )

P~
(1710w 00g>2%

K2 HUAWBRITEKR

JE B o PRI S U A i R A A 2
A R

B2 IR KU SUA R H bR 248 T2 WibedE, B
P BRI HI <360 pmol/L, LAYERFE R IR S8 1)
MRS N, i AU 2 /RSUA<300 umol/LA% B
BN KA IR I, SSRGS Wifian, £y
SRIERZR (=28 FIFIREIRIRIGST s Wl
DMWY BT SRR LT R TR AR B IR IR YA YT, dERE
SUATE HFriE N -

(4> HUART AR W2,

(1) BRIRIR 1L

LU 4 B G AHUA AL, 259 i
JNAIE A8 SRR A I 5 T A HEAT 2 ) IR 2 B A Y
Hl e H R I PR HE L 24 90 635 400 i) PR R 5 1k FA) 2 4
BT PR IR HEME ) 258, FLARER 25400 73 93] Dy il MR 0
DIESTE] 9

L. A0 PR IR 75 13K 24 40— B M S A I 1 51
(xanthine oxidase inhibitors, XOI)

XOUMHIPRIR 5 HE, AR MRS i [ AE A R 4
T I T K TLARC 7 A S e o Tt 3l e 0 ) T M S b
B E T On 8 RENE CRIER Ly TEIENG , FEAL B IR
W REAR SRR ) 5 AT PRI A G o

L1 Jmind i G R O 5 A M sk K v
R, P S RUR AR IR, 2R IS AR K
Al AR 58 25, JEHORAEIRIT IFAR I LA H A

@M TRIT AT BUNEAT I KR IR R R T i s B
T B RAEPERR S5 A1 8. @R T IB7 (s
IO 980 B A o8 7 A7 BT IS 4k R AL EA JR IR
;U BaiA5,

MR E: O/NRIERL, E#inE. P67
HERRE0 mg, FFH2~3K. ANl LAk 5
JAVERIT TR TR BE IR, A1 T LI IGE ™ R (1 S W e
FHORIEBRUR .. 2~ 38 J5 39 48 H200~400 mg,
Gr2~3U R s PR K E R H AT H 22600 mg. 4EFF
HMARFK100~200 mg, HEH2~37K. @
BT, WICcr<60 ml/min, JWERS LN i, HEFE
i 450~100 mg/d, Cer<15 ml/min 5[], JL#AIT
PRMHUARHI & 6% LLAREX50 mg, #FH1~3
W 6~10%, X100 mg, FFH1~37. FIEATH
THRME, FFEREZUOK, TR

TR WG P EE N RN BT R 5
FAG, A8 F s NA RO e A I R BRI AR i, S
NG I

AR RN A E mEER . I Rg i
VO REREIAE, NP R K 5% A AN Rt
o ABAT R AT IR WS B RS N SR AR

ZESRUE: XN EE LA, U DR AN e
W WA AR T 2. AT e A i Lo LR L,
WAL AR .

D) I S M T R R RS N o R B

ME o TH

FiJR BRI AR AT 1 F & K


www.medlive.cn

FERIUAS BN, S5 DL JBEE He ¢ o A F e
RA PR NE DR A4 i iU NI fa ke R 5.
JRNVAEEE KA Z L © 1000, FLI™ KT Stevens-
JohnsonZi & ik H#EFIER KR IEAARAE . RGP
W CRERRTER NI 200 KA 2. DU BB
PG, SCERIRIE AL T %18 20%~25%

CL AT BIF ST E B ) M504 J A G (10 71 B R A I N 5
FI4ifu bt HLA-B*5801 2 PIAHOC, MisAEEKCKD 3
WA (HLA-B*5801 4547 FE R A A 12%) ol &
HE M %, ZE N (HLA-B*5801 4% {7 3 PR 4 %
6%-8%) HLA-B*5801FH M L I Ay (1 AHLA-
B*5801 % JE RUTURAL A 2%) 5 KA AU [ IR
Bk Bk, SERF AHEAEAEHI e B gy, Wik
FTHLA-B*580 1 R PCRATI, 117200843 [H 5 V45 Hh
DX 428 0 3 %A P D31 M I 110 S S Tt e DA (1 A
T, 6145 L BH P (S A A Y, DR AT
ST I E R 2R S EA T SR BRI

1.2 AEAT R 20094775 3 8 £ b 24 b B 3
Ji (FDA) it 7 — Ry HU AT R 25 - 3R A1 R
I (Febuxostat, 4 ULORIC) , Jhyl:MHind 24 st
WA S A Tl B RE R I o 1224 (1 IR 37 2 9 40 mg ik
80mg, fFH K.

2. BE N PRI HE 1) 254)

005 PR IR R 7 BN IR 2 B m e, 3 n R
T £5 R HEE, DT BRI PR PR SR IR 5, T 2R iR
BT 1 R R ER A AR A, D SR R, AR TT
PE R CLTE B PR IR £ &5 W IV A . I 17 90% LA 11
HUA ' PR IR HE M50 e 38, (i PR IR AR i 24 3
NBERE Rz, RGN TR D NRERT
TEAS FH 3% 288 24 W) s 83 8 22 A0/ ROASE FH Bk A, BR A 1) 24
Yo WEAL, AL ISR T e R PR R
H, WUREE 24 hRIRIRIGHEH R C488 N (>3.54
mmol) BT AR R 45 WAEHT LR 258, TRl i
sUE IhREA A T

2.1 UL BE: SEMNAUE: JRURTERI 4k B IR IR
MURE, 78 AP OG5 28 ) BT A0 A& 15 i 4o A JAT
RO AT 825 50, W] H T Cer>20 mVminf#)'H 1)
AEANG B . X TCer>60 mU/minff)R N G E, &
H50~100 mg. HH AL F IR AR GFE6~8RKSUA
W R R, FESUARRJSE MOE bR in T HIngind g™, iz

5 SRR ML AR XA 7+ [ 5

FE I T 4E R N SUAZKFIA B HARE. KIIHEITL
LR CPH3EANHD AT UUE S i A" %
2y 5B B TR IR 24 ) W0k AT VAT 2 A L
SN o

MR & TR A R IR0 mg,
BH—, FEBRM. 251~ 3R A iRk
S, HJRBHAITH, A K14% UL FEFERH50~
100 mg.

HRGI: BT N HEREYOK DS RS Gh
JT IR EANE > F1500~2000 ml) , PAfEREIR
PR, R G HE PR R I 22 I 7T IR R TR 5 A0 o
5 FF 46 F 24 T 2 0 W 17 2 3 B DR S B B R
U, AR R p HIR 1 £E6.2~6.92 7], 5 HI &
PRI RS -

ARRN: ATREEIEMAE. BE. K2
&, BN DI E, EAMRIE R RN
1/17000.

AERUE: XA S AR o T eE . TR D
PEH CE/NERIER K T-20 ml/min) R @ E
SAMEE . A AT AR A Lo RO R A 2
2H.

2.2 R : EH WM. AR SA—
R0.25 g, BEH2K, —HEHEE—K05 g, &H
2o MR I PR 3 L % 1 R0 R PR R 7K T 18 3 2 )
B, JRU) b Dl N R AR

WP NE SRR BIR UG, fikfh
JEIR . SURIBEVR . DRAEKA . IR SE 2 e 1 AR B b 24 ]
Mo MR FHAS S R AR SR AE T 7K 4> (BREH 2500 ml
KA , B TE R g, D BER R R B Ak R
259 2 IR AT PR p HAEL < JHF 1B 2 E A I PR 12
FPR RIS o

BERIE: XA S K MifE R 2 s . @)
REANAE . AT IR I R BR ML AE &, BT 40 i
BEIIPUIR 2 BUORYT B, AN EAE R A, AT
SR SPEE R . A IREREE AT IR S TR A R E
WAL, EFEN WA E A . e A
KT R BN RAERER W AP I AN A o WFEAS
YT WA SR AE, TR SR I &, [l
25T HORANTREL A A AR PT R 291877 .

3. RN Curicase)

SNsussuo) 3s9
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PRIGIE ] AL IR IR N B8 S W AR I IR BE 2, A
MRS UATKN- o A5 i) JRIRE A £ 247 ©
] A R RS ALEE (Rasburicase) , XA AN
SER, MBI, HETIE T AT R R R ILAE
T @R ORI EA KR FEAN (PEG-uricase) ,
FEBKE AT . AT 9RO R IKS UARYTY
B, EEMTEEHUA. MR, FRA0E Mg
WREEOGEEF; @R XKIEH (Pegloticase) , —Hf
RO WA IR e vEll,  CAESE AR v,
TR PRI Lo/ D PRI #h 45 d TR, FERRN AR IR YT
Bl B AT PRI U o H AT AE TP B AR bl

4 WA

W R P2 T RN BEESUATERIIE RS, Wn L%
IR GIRIT o IIXOTS (R PRI AR 25 I &, (RIS
oAb HEPRIR 2590t ] LIE A & BEAN 78 (FEIE M UE R Y
I DI 1E S  E RN | 7 E S S N S 7L S
L% By AR XU IR PR IR K- o g I s S e of R
W, 18 S IR E R R IR , JR AR BRI IR
M. sh, SPHIRYT G LR IR T i (08 kO DA
A PSR IR T B o AT DURE AT AE A VR T m H il
SRR P PRIR MLAE ) 1 3% . WURIANBEIA R, &
A LABG & 3 X% i

5. [ PRI 24 N Ry 240

WIFTUESE,  RRERE PRI VAT L) W ik FH =& 5 g
R R R AERS, SRR AE SU ATk A f5 N RF 4
R, 2.

6. PRTT
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