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Progress in drug treatment of hyperuricemia
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[Abstract] Hyperuricemia (HUA) is a kind of metabolic disease with increased serum uric acid level as its main manifes-
tation. Long—term hyperuricemia will lead to the deposition of urate in joints and kidneys, resulting in gout and kidney dam-
age. At present, the therapy of hypouricemia is urate—lowering treatment. This paper introduces four kinds of urate—lowering
drugs according to the pathogenesis, which are inhibition of uric acid production, promotion of uric acid excretion, inhibition
of uric acid production, promotion of excretion and promotion of uric acid dissolution. Traditional and new urate—lowering
drugs are studied and discussed in order to provide reference for further research and development of this kind of drugs.
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1.1 FEEE
HIEEBE T 1966 4F 28 32 [5 £ 4 25 i A 1R (Food
and Drug Administration, FDA) It # I & 47 50 4%
A o 2N R HAR 7 A A TR I T X R 41D A s Dt Y g
WIS S AT |, BHL (b v o e AR g e o IR TR, DA
T8/ PR IR B A2 1, AR5 i A O AT & 8 T IR R HE
BB 0 5 BN 42 S IR B E A o I 2 T SR AE Ok
PRI 68 5 1 25 A AiE (allopurinol hypersensitivity syn-
drome, AHS) 32 3| & . Yang 7 WF5Y K B, 12 9 %
SZEYRATT I T AHS 1 & A 52 R B4 4. 68%o,
BT H 2 R4 0. 39%0. AH I fE R PH 2 A4 < B
et 60 2 LU B W6 I K 100 mg B A
JUE B IR L 2590 I JH TR YT TCRE AR 1 i PR il
RESE . KA EM  HLA-B*5801 JL [ 55 ™ 5 i
SR R AR A O, I e R R DU R BRI PR 2
CE PRI 15 A IR 1 i ] & 8 R0 B 36 [ R
s 27 2 P4 i SO 67 A T 25 W03 T i 5 AT
SEPRRSI , s/ G R I i R A
1.2 Al

Ik 4\ b F 2009 4F 28 FDA Ll 78 26 [ 1107,
2013 4F [ 2 & a2 i W B4 B A R (China Food
and Drug Administration, CFDA) #t.ift 1% 25 76 i [ I
i, HoZR b & EATiss 2 Fh . MR R ARRERS S
T I 4 A8 AL 1 31 1 57 (xanthine oxidase inhibitor,
XOI) , 5 5 EE R B — A FH A A (], A w4 7] [
FISE 41 1) A £ 2R T Dt A g MEE A AR A , Sk 2 PR R A
BCRAE FH 58 T B2 . Becker 55T 2005 4 #E1T 1)
FACT i 56 &% Schumacher %5 3£ 17 () APEX iR 56 , ¥
B AEAT W) A AERRAR BRI 7 T80 BH SR A0 | et et (e H
300 mg) , IR K-35 3] 32 22 15 (<360 mmol/L) 1)
B I AR AT w2 B L S T
TERR P B B DR 4 A h JO R R &, W] T
530 S 3k A HLA-B*5801 JE DX BH 1k 45 3 vh'e
2017 4F FDA 2T White #£2 f1) CARES #F 78 & 1425
SR AU O L A BB T RS X TE N A
EARR G, ZWF TR I BT AR E bR e
BT T RE , B S 25 B 5 A X e 8 AT T 2
WL RSG5 SR HA AR, R AR A w At ik 7 o 72
oh O I 2 AP G TCRE TR
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1.3 LAl

FEVC A T 201 34E7E H A LT, i AR A E N .
SR "t AN R 1% 2 02 —FRE A AL XOLL, AMUAE
A 5w A 4 AL B (xanthine oxidase, XO) A1 45 411
gl Al ik a] DL 75 S R AR I 4 O i SH SR
SEA B b ] R R A= B FH SR TR AR R
Hosoya %' F 2017 4F #E47 B I IR 3 58 18 7w , B H
160 mg FE VT 5] At 751 1 20 (1) PR ER T B 3k 44. 8%
B3l T I EP A ()7 SN e 15/ 8
1.4 Ulodesine(BCX4208)

Ulodesine i fEBF T HY , J& — Fh RIS 42 1 B R AL
#4151 (purine nucleoside phosphorylase, PNP) , H
VEHIAL S T 5 Rl AR AT ) b 25 254 . Ulodesine
ANHE T A A, AN 23175 S O ) 40 A 60 3R il S TR AR
SR W2 a0 KR T 259 Z (B AFAEAR
KB 25 M BEAE R . BT, Ulodesine 258 7% 1T #1
I RIS , 7 L IE A J31) W B o) o XURR 3 24 Rl Y
B O R R A 2 i AR R
PRERAKFIRAR
1.5 LC350189

LC350189 & — i B gL £ XOI, b T 521K
A, 201 5 AR AE R [ 58 L2 bk it sz Ml g
7R 200 mg LC350189 F#FRER A 5 80 mg AE A7 ]
fAE >, R A R WA RO A TH AR TEE AR . 2019
412 FZ 2 TE 36 i XU e BRIR LA S8 & vh T 4 ik
A7 I3 AR, 3 T 2021 4F 9 H 58 .

2 {REPREQHEM DY)

H A2 2 PR IR -HE I 245 1) A7 4R 5 B | 75 VE 4 18
Dotinurad ., Verinurad. Arhalofenate, UR-1102, HR
011303, Hrfr 3 A bt (A AR SRR
o7, 15 4 R AR B B
2.1 XRGE

ARG RET 20 2t 70 4R ARFE L E BT, T 2000
AETEATR [, S0 RIS Y 22 245 ) s ok
B /N X R R T W AT i 1 HE M, S AL T . Chou
SEHEAT R BRI S S, AR D B R PR IR ASOR 55 T
A A At , 75 T R, R D R R AR A ) Al ] A
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renal disease, ESRD) , {H K HAE FH 4 i A1 HoAE 1B DR
Z P CE /NERJE I K <20 mL/min) J B 45 B Ak
P PRI D Rag DR 55 T 5 | B2 5G T L 2014 4F CFDA R
s P9 243 A R g W R [ A W AR it A 00 L A
TR R XU R s, A AR A T XU
PRI IMUAE (43R 2215 AT XU o FEA I 2 ), g e
OIRG A D RE | e 5 A -4 35 25 W [ s ]

2.2 FEME(Lesinurad)

T PINET 2015 4E 4 FDAHLHE BT, IRAF R BR
YN 25 i 48 PR (European Medicines Agency, EMA)
HEAEDE AR, # RS AN, 75PN R IR R, 12
{1 (urate anion transporter 1, URATT) A% 1 £& 14 #1l
il . Bl A% 25 200 mg )5 6,24 h Al i jREZ T
FE2 46% .26%. B XOI G 6.24 h R IR R g 7 38
% 25% .19% ™ 2018 4F Robert 2" % ¥ Lesinu-
rad Bk & XOVIR YT 09 8 o B WL 751, B ATACh
AR B RS A oG
2.3 Verinurad(RDEA3170)

Verinurad i &b F0F 58 BBt , i 25 7E FHBLI 5 Le-
sinurad #H [A] , {H 5 R iR £h %% 12 T 14 1 (recombinant
Urate transporter 1, URATDZES IEEE k. 11
Il AR B i 7R FTAR 10 mg Verinurad 24 h &, A [A] {g
e Z A IR IR T W 46% . 44% , Bk 28 4T 52 4 R
G 5 R R A 25, 12 49132 A 2
1) PR IUEF R, H /T 1.5 4% Verinurad 5 Le-
sinurad 2181, Ml 24 J5 407 U i (U5 DR e 4 2 pt
B N 1 ol 5 s AR A0 9 R
2.4 Dotinurad(FYU-981)

Dotinurad T 2020 4E 17 € 4 E 07, 1 A #F A
W, HAEHBLH S Lerinurad , Verinurad #[7] . Dotin-
urad T 2019 4R 58 1 Il RIS , &5 2R s HE 1.2,
4 mg 7l & 41 1Y IR IR 1K A5 % 53 5 R 75. 0% . 89. 5%
95. 2% I U A A M 5 LA R R 1R 24 W AR AR, (H
G2 A 0 IS 2 VAT S 3 — 25
2.5 YL-90148

YL-90148 23k [F A F0F & 19 URATT il 551, ©
50 WA B A7 1 T ST, H AT IETE B T AT AT AL
IR e o Y N 1 0
2.6 Hft

Arhalofenate /& —fft URATT # i # , 2015 4F i

£ T399I AR5 (%7K , Arhalofenate 800 mg s />3
KR AEAR T 5 R 300 mg, %24t K 52 7 ]
HRO11303 RIFSE 7n Ho R PR IR A FI 52 T Lesinurad,
CLoE A T G RIS , IEAE SR T T R

3 DI AR BR A A ELIR 2t HE it 2540

Tl R R A B ELAR 1 HE T 25 9 H AUk T oY
RAS, MJC BT . KUX 1511 0] &) B0 ] XO Fi
URATT, Z 3845 77 A BE IR R, & 58 15 T 03 PR 3
55 s RLBN100T J&—FpHe s 254 , Xt XO i /8 H
[ 91 M s i 2~ 3435, XF URAT T #0146 FH L Lesinurad
5 5~45 5527 eI v R AT S A R R BR A
(BXF T e 8 I 2 ) Ak v TEF R A5
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4.1 Pegloticase
Pegloticase (1% ¥ Ky gl Aiv /35 46 2 il ) , 2010 4
2 FDAHELHE BT, i ARH#E AR N . 38 T XEA MR XU
BT, AT AR A o B R B 2 R K S
8 mg Pegloticase, 83 13 IR T, i KUAT IR L 45 /)y
71. 4% o TyANREE HFRBRAE R B B DFTE A B,
MR ZE AT X 25 e B e [ PRI e ) TE B R 5, 42 42
Pk 4f, Pegloticase 1 F T iy R E
4.2 HTHAEE

PUATSLEE T 201 8 4R PALHEA TR . AT RZ
B PR IR 245 , F AT S B FH T e 78 e 25 G ALE (tu-
mor lysis syndrome, TLS) A% IfiL &% 4% P i 9 28 35 1 2
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AR R 28055 % R TLS . ZEIRYT TLS B, ir
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