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[Abstract] The incidence of asymptomatic hyperuricemia and gout has displayed a prominent younger-onset trend, and the
superimposition of multisystem comorbidities poses substantial challenges to routine clinical management. Based on recent domestic
and international research advances, this editorial elaborates on foundational interventions including lifestyle optimization and gut
microbiota modulation; It further stratifies anti-inflammatory regimens for acute gout flares and urate-lowering therapy for
intercritical periods, while comparing the therapeutic efficacy and safety limitations of conventional agents; particular emphasis is
placed on dissecting the developmental prospects of innovative pharmaceuticals, such as nucleotide-binding domain leucine-rich
repeat and pyrin domain-containing receptor 3 (NLRP3) inflammasome antagonists, novel selective urate transporter 1 (URAT1)
inhibitors, and dual-target compounds with both anti-inflammatory and urate-lowering activities. This work also addresses the
medication dilemmas encountered in special populations (adolescents, pregnant and lactating women, and males preparing for
conception), as well as core principles for managing gout complicated by cardiovascular, renal and metabolic disorders or upper

gastrointestinal bleeding. Current clinical frameworks are hampered by multiple limitations, including sluggish clinical translation of

(E£mB] LA RHE T H (2024-BS-307)



@ MR E ARG XXXXAEXX H XX H

novel drugs, insufficient therapeutic regimens tailored for special populations, and incomplete elucidation of the pathogenetic
mechanisms underlying gout-related comorbidities. This article intends to provide evidence-based references for future precise,
individualized clinical practice and translational research innovation in asymptomatic hyperuricemia and gout.

[Key words] hyperuricemia; gout; nucleotide-binding domain leucine-rich repeat and pyrin domain-containing receptor 3;

urate-lowering therapy; interleukin-1; precision medicine

W b (R34 2 BL A (B) R BR D & 5§ Bt v R BR (serum uric acid, SUA) KT 7%, % SUAZE Rk & it i8
A, B EFEREE S Na 4647 H 2 & B R B %2 49 (monosodium urate, MSU) & &, % & By K E M /% 7 B
AN, TBEREAAREREMAEX T KR AEKE, BHEAT X, BRBEARAFRINE, B
Giit, 20204 23R M E 3k 5580 77, FRARVEMNERE N 660/10 77, 1 304F AT K 22.5%, H A FH AR
TN AWy 3N, BN B R e % B KRR 18 3 90.6%, LA ) L Fu o &k 4 Al 45.9% 1 30.3%,
BRI RMMATERZ I “BH” B, FiT2 20504, Ak Fo b &0 B K09 RUE H 4 & 22k % 508 60%
PEN, R ERHFERERE A EFARERL T, 20214 3 BB M AR A$L 1679 7, FRAmgh AmE R
810/10 7, %X 30 F R K 26.5%, T iT 2| 2050 4+ El A M A & 34 1419/10 P, EFE, FHARFEE LK
2.8 ML LB, &R E 45 8 (body mass index, bmi)fn ' oh ik R M R T R G A G R ESEGMAENE
FHE, Al E34% i 29, GRBEOESENEREFSEA, CRVHREENRAEERALTA
o W, AXBANEEAIMXARTRE, FAERERTH. BROMERGHWET . FEEAY
WHFFE . 5 FALHIEMEEER RN DS KEFENFRICR, MBI BERAL T AEFEN
KB, B NG RBAE 55 MR LT R Aok x R AEH 7 o

1 —BRETT

—RENREFHRBRME S HRNAREEE, ERAHENEGFE, TEL2HEFFTATH. #fRk
W, FVHEEAETFR, AERBRBEAN. £k, ##F 22 LA RE,
L1 £FFATH LEFATHASRRMEMABAGEEFLAEGER, RRUTEE N “—RH R
SHWER . —ARE, EEWENE SRR R E N EEERY, MEES(F A 150 min FERE
AT HERNE RN 1K 28%, EFBERNZ, BHARFLRN; —HRAZHEL. FRE.
LB, WEFEEEN, A B 10%~15% B KB AP, = 3ok &, DR 3 B # it (>2000 ml/
d); WABMBNERAE., RS &, AAERR &, £EBETR T & KR IEZE BT 28, 2L
T R 22 ] B R AN F B
12 HByiey BMEAEE /3 REA, S RRpH<6.0. EARIM LG, BEBTH, EERMER
DA SR B B B, W R pHAE H E 62~69, ER P E R ER AR B TR MBRELE E MRS, FEf71/3
WO B R, R R MLE B Y R AT E A R B R, R I B R BT R R BR BN T R
Do UBBHMTAENELBERERALRTEIZRRRECABREN R0 TR, CBRE), YXLEH
HELFRD W T FEORBRERR A T, EEEE T A RRD, HTTH 0GR Rt R B W4
HERE A EE. ATHE. RHWRETUMEME &, XUWHTRADE R AE, HERER
B, RAR‘RBRAERFKERNT, KKEAF, AT, THRE., BEKEIRZTEESDA . FEPIE
EFABTAERAEZ WG, (2B AT T I R X R 094 A 0 B

2 YRS

B2 8 R B AL RO KB IE R 25 40 de T B AR 1 B AR R T, TR N RMEBIAUR T, B A
BREIETRAMKRR Wi, WHPERE T HEF FT WL 2G5 F 5 B 8 w254 o 5F K AT o
21 WRET WRETEBELEGCR BRRFAAGEAMSU SR ZHFRELEMRE R ERELT
§| o4 3R B 4 A 3 % 1K 3(nucleotide-binding domain leucine-rich repeat and pyrin domain-containing receptor 3,
NLRP3)/ & 48 - R (IL)- 1B RIE R BB m ik, #MHERIRE S A G LR G, i, BFRELT
SRR B R A A, B XA E A Il R T AR S A
211 GG HRT, B AN R R A R B3R 6 T 1 48 2 A 3 R S Rk 25 (NSAID) . A
A BEE RS EE (R DY, Al RPLRAMET HMERA AT FE, ERABRERIE.



MTRE IR P RN EE, NSAID HHk; RXTTERME[LFLMAM, WILARIITF S (VAS)
2740, RYMEHTEZRIE, Yo MHKAMDH, NSAID, HAFEEHELER. FWZ. ARXEHR, THE
KA AR A R ERNY, B R TR RFERIE, FRAEH AR EL,

R REE LA s i — 2Ry T 2 4%
Tab.1 First-line agents for the management and prevention of gout flare
ER/ESil HERIT 5 TERLIE, AR SIE TERF
NSAID FEVEPENE COXIMATN . 2542 500mg, bid B AREFENE COXIMBIFIEE ] TIAS IR BRI LBz /il 7T
BRAFGES; FEA, 220-250mg, bid T B ARRXAAREAE ; Btk COX2 MIMIRIE  RERE IO AS Fo 0 KU
Bl ff . BUASYIR SOmg, tidil75mg, bidsk  JHTAMEABEBZ R . 2ER0E: 1%
HHMNT . WIREFENESomg, td, FEEG25mg,  ShME/E RMIHEBS/ L0 CEED)
tido PEPEVE COX2 Il : fRIEEZE 120mg,  HEA L (eGFR<30 ml/(min-1.73m?), A
qd, KA 8 d; FEHK AT 200mg, bid Br)s SEEATIREA A i
BOKABE  ER AT 12mg, 1h/50.6mg, FfifF0.6mg, AfEFIM(<12h). NSAIDEERE; AFED G55 CYP3A44MI|FR (4N

qd 5 bid AEAN 4. BCA IS CYP3A4 MR B P sedkaz s . Dl BRmE ) 51 5
P 0 255 D /51 e WIS AR . 2 IILA
REPE MM AR

VR BUME AR 0.5 mg/(kgd), 3dJEBWNNRTEMN 22X RME. BIFETIREALFH W), AHTHPR;, L. 1F
10~14 dJ7HE, BEMRNEE 1A NG S TFrimto s, nT5EMAS  Shikpde . Mm@ iopHE
iy EWNES: FIREE, 10~60 mg(BRAFRL HGHR B IE K i
Tl ) IR T 2R RN 5 sl 9 [ v 16 FH R K
A1l 75 B % AR

IL1REHER RABEHT 150 mg B2 TR, DEERIR] 12 EE (SRS Z#; Atk nT RS XS
ST BT e 2R (R B TR XURAE) Yo R IRYL b R e XU A R R
100 mg J7 FyEST, qd, H3d. RFAHH T

bid. £ H 2%, qd. & H 13K, COX. A AHE; CYP3A4. 4MifI (5K P450 3A4; NSAID. kAR 2y

212 FAGY HMBERNAELENFATRGH, FHTNSAID, SAWNHE ., BEFBREEEL) ER
REF, ZEXERGEYUMSUGBRBAER T RESCLEMBE e REARELZFTI MR EAEHNAZRKS
(nucleotide—binding domain leucine-rich repeat and pyrin domain-containing receptor 3, NLRP3) RIENE, FEFHH
BAFEAL)- 1B R EBRX — B RENF VB EAL, EE2HTE: —Eh BN KE A B IL-1 30 % 7
FIE 7 HEAT I K AT HF 52 B9 NLRP3 /N FHI 6| 7, 7 — K RIEF A shEah L8 B, w KT &H R K1
IEEEE A A D

MSU i 738 3T 3% 76 NLRP3 3K JE /N il R B9 KOE RORL 2 8 R ME i xR 3B i 42 . BRI, MSU @K
fE 9 % — 15 5% % NLRP3. T4 K BE 5 4 & & A0 p] R F Bt K 4 B-1 7 i NLRP3 R e /NMA,  B0E 2 bt K 4 B
-1 4 & A %-1B #T & (pro-interleukin-1B, pro-IL-18) X pro-IL-18, 2 4% W 3% JE 40 g B F IL-1B. IL-1812, M 77 fik
KA RIER B, FEEIa, M. . BELEMEREIUERMY, Hd, 1B A A A T8 MR IE KR
B A% 2 B FUS1 DL R A SRR R T AR IL-1B KO b 3 SR R NI B B A T K ek

MAFTEETRGMEA N AR R GFELERES, ILIWHA(LERRTELETR., FHERKETBa# £
E)VHTATRELEERAN, BFEAMRRTRERINERARERE R, BREFTHE BKEH 12
JE Fu 24 BB RE KRG, 18 4 B 5 3k 90% Fn 87%, 343 7 # 3k 25.5~30.8 ", K AP E A B AL
12 B 9t B ok B R B 1] L3 & R PR 1K 62%, 24 8] 7T R R A 1K S6%, HEFEH A 26d, (B H AT E
kbW, MEAARRRLBRTABANERLER, LEEFHRE(A4-6h), FAHK G LB A %
SRHNEERRNAM LA TN AREREHFERLEEEY, B, EFEENIELERTRENEH
T, X EM R AE R BT BRI R K 730,

IL-1B b 3% t NLRP3 3% J /N1 %] 7|, 3K 7% 47 % (Dapansutrile, OLT1177)Mla # I /& #F % 3E 52, 300 mg/d #
REARANE, ZFETTH7dTE R B Arx KM &R E 3L 842%, [ B A 2% B K 40 B o 3¢ IL-18 %
B 1AEHZ2MIFNHAER T, 100~2000 mg/d HE R ELGMFERAT, G EERRZRIARF, B
B, A E kR Pk LA B9 NLRP3 47 4 71| (DFV890., AZD4144., NT-0796 %) i =k ¥ AT i A AE % B9 #F %8
W4, NLRP3EH £ M, B M. A¥ EH a0 E3HRI MM LT RE /MR I, %k 9 NLRP3 474 7l K
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R ELH B B ORI B Z A O 5L NLRP3 914 Al By K B %2 M, A1)k 37 %] NLRP3 ¥ #6 H oK & 42 89 R
fel=l, 42 b, NLRP3FI#|AIE LT M EE . MERNLER, AR FERAERA EFEEL LR kK
THE BT ALE, (R X %00 e KIEHE B Z . ¥ 84 X A 2 Bl 1E A & 5 BT R AR RO

Wgh, — AR R F R, SURE A (A ) T A R DN BB o e BB AR IL-18. IL-6 K
SZAERE, A7 V4 900 mg/d 2K 1800 mg/d 5 A Al F 1.8 mg By R F AT LK E A KB, A AU xRN R
A, al-fiEEAKEEGEATRLAEIL-LE S %S TREIL-1IB AT, RN AETHIL-1B K B # L
IL-1Ra®, Ho-l-HEE OB EAENFERE T l-TUREE A B Z I I R K, K W B K& 5L
W, UL HExERRBIEGEEH LMK, EEEKEMERET, MEEAEWNIE KRR KL ELH
AR T,
2.2 &R B 67 (urate-lowering therapy, ULT) [ R B 3477 2 8 MU B K I ASE b B 90 F &, KE
% B0 5 2 Mk i R BR A S 3R AR %ﬁ%’ﬁ%ﬁﬁ@%féﬁél(uratetransporterl, URATI)%W%'J%’J\ LK F# R
BRI R B A A SR H R T
221 A%y HMENANULTEL G (iR, EAE M, REIRE)VNIENAG T E, £A
ANBREZIIWZSERE LR, “URAELS, BHFEE, THHN ., HAME” ZULTHESEN, #£
th B 75 4 96 97 BT BL 1T 5 24 h R B #HE o & (urinary urate excretion, UUE) 1 | I J& B HE # 4 21 (fractional
excretion of renal urate, FEUA), H ¥ B KRB ILE B H o v 4 LA . BRHEHFRA FRATHLIESAE, BE
AL HMA, FHHEFRANRERBERRLRE, AETIRRNKRS, 5 —MHA 0 KR 2 E R A
SR EGFCEFELTEE RS NGRIEE, T reH T o8 545 EF; BEABVRHANFEER
BB T 2~4 B, R KRB KT RIAAR, BECAE DN E KRS K, A4 E 4 FORTUNE iR 36 3F 52,
[ & A 10 mg—20 mg—40 mg & W% 78 & 7 F, R EH EE A 40 mg/d F UL A 3 BAK 4 42%12; F JE f R
% A RS A H R A R T4
222 FAHY
2221 EEAFMNBEINFH FARAMBERNRBERABEEZDANE, TEL;FTH. B, W, #fh
REBLFMHERLERRR, AR FHMEBEANETF. TEMAEERANER, & FDS A B F A
HME KBRS R, BOEEEEK, GFESE, FESRMRATHE, FRESENY, HEETHE
b F B AR AR, FEES MY R AR E RN, TR A ROS £ R, HI0H 1E A
FA. BREZASLBTH MG ZZASEA MMM, FRrERE, HERXRERK, THEATLE. HBHFHE.
Stevens-Johnson 4% A fE % B A B K ; T8 3 b H % & MM X Kk B B ARK#, Erksdelt
MEZ )2, 2025 F T A RNERIMS B HA AL (APLAR) X i A H 2 A AN E KRR T EALEFNRE
REBERRA R AL 2%, B EATIHARN K, REFDE(HBER L B EK), tEEAEANEDY
MHBREE, RAURE, BRGEERNEDFAFERE EA, (2485 FghEERFRTA KRR Z
TR, A, AXEBRBROLEABES TR AMEAE— WAL EBEHY, WaET KL KHE K3
B AR (DP-3G), HRLFAH TR A MNBNE R IRVES B F R A ITH KRB A &, [ BHR % 4 %4 DP-
IGHRTH HHRBRMEFFHFRER. MERRHTE, BA LB R 1EH,
2222 RU_BLEBEE RI_BULREBEEE-HHRBRECHIREZNELARRE, W TREZFER
BTG REHY, TATTERRANET . PERAERENLEZR/F, RAABRERR . KMk
TG, HBERERER, BB T AT, A LB EALERE(RATILELRRM ERRK), Lo
YA AREEN LT, MHMLARELEE, #4F Pegadricase( 7] 5 it % M 44 K Bk 4 &) . PRX115 % 25 4y iE & #F
s o]
2223 HFEURATI A A &F M URATIIIH F, w2024 12 A THERMRETHSZEES, THE
M F| B U35 /N8 URATI ERBUR B 2h, W AP G KRB A F =8B IR T4 4 A% 5K & G2(ATP-
binding cassette transporter G2, ABCG2)#1 i /| & 7 ik J& B& B F 7 AL I # F #% 32 1K 1/3(organic anion transporter 1,
OATI/3I)N S W REBHEH IR, THMEEEHFZER; LAY HHHENABCG2 KT, EFRE T H i FB
fy 2 B, o B — T e R X3 K I, 4mg £ B35 F 697 24 A &, LR B <6 mg/dI(360 wmol/L) t#y & 3 I,
171(73.6%) W1 T & T 40 mg 3F A7 5] 41 (38.1%)°Y, 7 — AN URAT1 041 7 F 4948, R KRB 45
BF, 400mg/dFHHEEA AL E F M, T200mg/d X RLAETH—#, FDATUBELEHNT
2019 FFFE . A AKA IR, 2023 F WM 1R G B B2 P A R KU AR Ib o R A, mOBEEE




F2  FRIRIRAYT (ULT) M —Z 25 Wik it

Tab.2 First-line therapeutic agents for urate-lowering therapy (ULT)

254 YEHIBLH A TEIIE . 2K SHIE TER I
BNEEE SRR S FIIRRIE R R AR 100 mg/  ERAIE: FREGHENE ZHEIR  29%-~59% (19 T VR E 2
R, TTIERER 4 PRMEE IR BISOE T EY R 2ERIE: AR BIEERSHE R SR R LA
& B Somg/d; KEHURH . MEAFFRERSMIIEM  BURAAR RN . FEIFRIGYT
T H>300 mg/d YT A REIS BN ANNEAR N2, DASAEIRAHFLY W, X R e S Iy
THIRR AR, FDARLEREIG Ak HLA-B*5801 553 BE R K]
14 800 mg/d
el fty IS EEHNE RAATIE N 40 mg/d; REREPE  ENIE: IREEBGS MBS, RESERATIRERE . Bl B
A, AHOEIREE  FOIRESUTIREAN R E LTI AERAE. XA R P;\ RESCILE e B /N ]
EE04 #iilit, FDARUMERY I AT ThEEAR S, IR i lEnd el B . R a5, aTRER L
80mg/d; BRUMNZGSHAEHLR (EMA)  6-5iEEMIRI T I MBS R IXUER A BT XU
HEMER IR ISR 4 120 mg/d
R (RRMHEMZGY), WA K>14 2T/ PIGERIE SRR SRERHEMN DB SRR B ] DA A KAz R R T i
IR /NE 25 mg/d, 2~4 RS MPRM/KTAR  JE, WU WA EE  DREORRRHEMER, RE4
FIURATL, #0l  isbr, WN2smg/d, Gl RIABEIRIRIAYTY . 25R0F: B4 H. SRIRBFEE CYP2Co Bl
MIRIRHERIL  100mg/d, &R AHE . CEERRASEE . A, S cyPaCo A2
SRR L K A Y R, R R 2 AR A
R AURIBRHEIZGY), PRI 1 mg/d, 2~4 RS MRAR  SERAIE: FEXUBIERE . RRHEM  FFERrERAR, FFiREAR4BE T
RG] AKCERSERE, W1 me/d, f  WORUERKUERE, RrhEEEThEE TR A
URATI K H 4 mg/d ANETEHTINRE G, BRI >
PR TChR. IREEGEA B
TIREET  (ERERHEIZ Y,  EAAFIR R 250mg, 2W/d; M EIVIE: WRURIEY . RIRHEN IR SN
MR R R PTRER E 2~3 g/d, SMPIKIRT TR KR . AERAE: XA NSAID AT ZMENS 25 2 R i
B MR s . A A R E
s, WLEFEFREE 50~60 ml/min
FIMER L . IR KR IRZEZS )
%‘, SRR 2%
R R DRIRAACHES, DK 2 R 8 mg; s BE: N HFIRTOMEATER AR SO A S N 8 XU 5
FRIRIGHE  PRIGIE AL Ty e (PR M) s b 2 iA Ko ZESHIE: 6-BERRMIAMIMIE  FRil ko F) ek A
PRFER Pk it =

URATL. JRIRFEIZEE M 1; FDA. 25 [E & 52y i s g

(AR882)12 & t 3697 R B %, 2026 4F x4 #1L I REDUCE2 FF R F B MO A B4R, BME

PHJ5); NSAID. JE 8811424

*®

HHO 4R W R AT, 2026 4 [E] 7= URAT1 3 | & 2 3 6 44 Fr (SHR4640) i 77 J& & W R 8 R B e 9 T
G R RERD T, &% T W67 165 ¥ ¥ B3 & 8 FUE & SUA AP 89 35 47 (<360 wmol /L) %, BA| &
B 265%; SR EFEMNABTHE(LA)VHRTRECREREEARAEMN, EFZHBEFE, XWNEXL
EEMA A REDL Wb, A T/ KK 5 8 HPS01, D-0120 % & 254, HRIAE BRI 877 R K
Zalk,

2.3 FK. BRBEXENH G A0 Arhalofenateﬁ’ﬁjbllkﬁé’éﬁc[“&ﬁ’ﬂﬁ%‘féﬂi?ﬁtﬁ?ﬂ*43% FEERRE I

KW BN EM ., WA 3 YN R B 4545 & B URATL. OAT4 71 OATIO0 HyZhdb; [ B &b 46 45 55 M 80E
T & b B (A G 5 40 S E % R (PPAR)y, PELBT MSU & AR T IL-1 B9 K E 43, #WH T ﬁ?%ﬁ?&xffnﬂv’:‘\

B, NTRBERRBI, —FRIbMHERAXE =, SXEBALEK, 124 lj\JArhalofenate800mg/dﬁﬂfﬂ7}i’ﬁ5
K 46%, MR AT T 16.5%, H%42 M RIFH {8 Arhalofenate B #T 177 & ¥ NI I JR K B, K R
GAELZPN, AR, MILYBERENERNL2ETFEGIH KB RES NG, ARHE, KFERBFRK
£ ffﬂ%*?%?iﬁi*%iﬁﬁ TR, EBERRIEE N 41.7%, ZEHRAE, ZEKE
J 22 ¥ [5] B R SF 40 4] URATL, A 4 #4392 & & 9(glucose transporter 9, GLUT9), OAT4 % J& B & W K 4412
=, ﬁﬂﬁlﬁ%ﬁNLRﬁﬁiﬁ”ﬁ‘ﬁ'ﬂ%ﬂc B AR, BRBEXENFGERGH . e BRI BFN
RREZAE, ERCHESE, FEFERK, APEHETRARMET HRS, MERENRGHHHALR
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SRR, AEBLE LI “BEREAET WRERT B, AR ZABAHRERAETE,
AR R B K AL LT T R BT

3 R ABERIATTIER

30 FhHE HMEERAFENHEBRARGEERRGRA, BALRKERER BT, —T0EF SRS
NI726118 B U TR EHEHWILER TV 5, TRERE KR ME N ERFE B 363%, EAREHREFE M
kg/m?, AR KT 3 ws.9%, E i, HMERPHEILERF D F N HEF R HATRETH, #E
LR AERRE, 10~19% FDF LIRS KRB MAE E#, 4 SUA>540 wmol/L 2 4 7& 77 A T 3~6 > fl /& SUA
172420 pumol/L 21, SUA>480 pmol/L ELH & HE [ FERHEAHZVIANMRERE: k. BRAEA . BEK
K, B E(EEERERE=2H), B4 4, MSUREILAR]Z — % BWAT ULT, SUA KT M4 7 360
pmol/L VA o ULT B fLiE &, <14 % JLEEF FIEE, <18% B FEAa thty L oM R AEREH KWAH, K
RGEAHFE<14% LEFALY, Bk, RRMAFGTRAY . X2ERGFNULTHY, RAEAZLY
MKMEBENILEEK R T NTIRMN ., £ XM E AR EE S, JLE LR ™ EH RS R AEfR
REOIEN, EFERENFRRERBENREZRE, X THELERNAEHR, YT 6 HIEH SUA>480
pmol/L, = SUA>420 pumol/L EL# 4 i 2 — i, #HPATULT, f# SUA KT 4 £ 7 <300 pmol/L. H KA A
P80 R 25 4 35 42 20 R 88 R % & (<7 d). NSAID X Ak Kb #% . B #F % A, =k & K B -4(dipeptidyl
peptidase 4, DPP4)ZE 4 F A M p AR M L, HFEQFECREEAMITAMITIEFTENNKERTHAE
AR, DPPAMIFI AR BT 2BARRGNE NG54, HEAEENERBRER, NTINVELERAEHFNENR
MBI IR T HH KR

32 MERMEEAM LK BAT, ERME R E S FRE RN R . A iR B R L R
BRiffE, BHEFFATH, FRERTALBIILNBENS, BEEAEAE M, EEMRKRED BT
SRR E IR, R A; WA TR AR, (Y arE A TR M. vE AL R B A RO R
Wi AMBET AR, BEHAXLAABNHTELY, 3t 2R AH %49 & B3 7 K545 ix 3 b 2
28

33 £ZMEN SBREEFERNDTHEE, FHEAZRENEHANER. FAEAMEIIANA, LER
BRARRG BN, BT HATE AT FHRIESL, BRE G (FERE ., k45 i KE D B 5 M
FRAEEOETREMAABEIATEZNERATE W, dTANBEZIRMILEETR A AR, 1T
FEZANBEERTRRESBRBAE . BRAENBT, ZFEMURE T ETEE S AREAF T
AT IR

4 BAHENEE. BERNEETH

4.1 MmERF  ERER R AT RIE R, JET B R RS T A B OK LA R T
RAEF A, FEA MRS ML, LoDoCo2 ik PIE 5L, 1K A & A AN (0.5 mg, 29K/d) 7 18 M & fik ik
R A AT R PR, oAb, IL- 1R A E AR ROE R E A ERE, URAET A A,
CANTOSHAIELHT R ERKAEA MM EES, PECHEER. CAXBROAXBHEXAT WA E
REH, s FaATE., CHFENERNEY, IFBKEZEMERBENH A, HHEREBEEEE S
2 1 % 7 (sodium—glucose cotransporter 2 inhibitors, SGLT2i) Fofn 47 Wk ENZ R A . MITR G4 B B RE
WER, FIRA . MEMEEATHEABTLRBRAT, ERAFEGITHEXCLERE, BOAREFRES
T A3 26
42 BHEER RMASEMEEERAERE ERX R, B E IR 3 A R R AR E
B A SRR R R E, A AR A NSAID, T & R IL-1 30 G, AT B R AR R A A
Wy 0B IERE 38 B A b3 i R B8 >420 pmol/L HE A2 46 ULT, B AR 4 R B <300 wmol/L™, 7 [E 45 ¥ 3 #
BHAFAEM, BHEER4HSHEAE R AT E N 40mg/d, REHEE, BHEERERFIH4HRAANE
#1200mg/d, BHERSMERNEE, WRRFETNARC_BARBANE, KR EAEMETE
3 ISR A L A A

& & _E B% % T % % (adrenocorticotropic hormone, ACTH) A U] 3 B - R H B 20 0ib B8 S 70 % 346 3K E R
BL, T HATETRFBETEREEHKERLE, ARIEE, ACTHHAMKANRKEETAH TR, §5F




MR LAy, ACTHM AW EARE BT HEN, FRERARE NG EMR, ZHTAHHERE.
BE . BT AR KR

43 RWMEHME BREEME. 2AERRERHFE TR, KEHHKE T E 4.6kg/m*, SUAKFTH
7 18 wmol /LU, 4 25 4 — B W I, SGLT2i 2 ¥ 4K ot & B ACF W 970, 3 4 SGLT2i(4n ik #% 71 4 ) By % & 8
YEF T f 5 FF ABCG2 A% o sh4k, MR G R4 40 K s R 3 % 5., PPARa 1 PPARY 2 fig i B% 1% 341 1Y
KEAFET, TRABHEBEANMMKERS TR, FREZERBHRAGEE, MHZER TR
RERNAE, XTHEGRABRMESHESERGO BT, CHERARLN, EEHELREH AR
A B R A RO R S R, AT AR A A B p-E B AR, b, PPAR M E A (I
DUFE ., AR T B, AR AN E) TR T B E e AR PR A Bt A, AT K E B R B A B A A,
BT % K & Halh o %R R R 52 o

44 FHiEHm AWEKRDITE, A EEAER LEFEEREEAFRNAMLNE, SENHTHEA
BMRBRHFRERN: (DEDFENEARSFYEFEERR, THMENBREY R, #0FK%AKFEH
By QkE. AFERARFRENFATIHE DNERBAS, BORBRYE EHdEE, AH3-11d W BENF X
B Q)VMEEF M RESER ML, AFTHELBRNAKELIE; )0 oA R EKTREL
SRR, KARAEGERFE; O)FHMSELEHEFLEELLE, RERD, REHMH 2 ZH;
()t W R M E T & & = BRI, Rt MR R A K. Wi, £E—TUE @ RERER
RERERNTATRFERAEERN, ABFPARKE S ERNEREEEH X, BXKAE<SENMETHRIE
HREW, H BT ELER, MERFSW AR N X T HE BN EELIE, B4 X81ER
BB F A, RIEE R F R, A SF I H i B NSAID 57 Af 48 % 20 28 45 M 3R E A B 2(COX-2) 1
A ARG, HoEEE BFs M ek i, ERARWBT G RATR %, 28R
%, REBARTFRNFAAMNREHEBERTPA; A FTESIMEONENES, El Ot EBTHRTTENE
P SME 8%, A 4 B T 2 A IL-1 304

5 RESRE

AU B ED ST A £ 5, X8RI AUE & 8RB ZORALE . 28 3T F0r % Rl B x #
B, TERETAAMTECD T AR, EF, AEMTHEE, BRaw £ FREHE ., MARRE HE
WMAESHEFTEHB BT RS AANTHEE, RN ERTR ., HaHERRL2EALRE, Bk
KERGMNER T F 5 X2 N, X THREET, L& NLRP3RE/MEFHA . & %% % URATL
WA RERBRRELFAFCAFHAGTLAR; EX2EEET, NEFRAREABRNE O M
KA. BHEENER. REGAME. EHGER X BBRENH S MR TR %, ReEFEFTF E, ZHH
T, HZHFEFHERAFNRE G ERD

LA RS T AR AL BRI (DFBRERGWEORERRK, ZHEEAGD LA TIERTH, K
RFAFEG ., EREENFEFAFARZKPAERE TR, B LHETROMESFE GG T B
ME; QBRAAHLDITARSZE, AAEHESH AL ERFA, IL-190# 7. # 2 URATL 7 & 7 F T4+
RABRA GRS, BRUHRENMABTER: QRIS TIHERTLENA, R ERANER S %
%, tb—RUMEBT T E; OIEEHETHFE, PELZBTRETERSRIENE, tARLEHFA
TRAZE., WRIREFR.

W KRR, HXERE RN REMELTFER K (DFFRKHZ PO R, 2Ea5H
AR, R A IR (RS RABLIA K, ata BRGE, TRk
BEDITIERER; Q)EH L AFHARBT AR, TEE, TANEL KB Y ORCITER.
B BB W R EMAEST E, BIEEKNTHRNE. KESFRWE, RRMLETERLAHKEDT
R, URsRtERBME 5B RME . MELEEAKTF,
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