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Abstract: The prevalence of hyperuricemia (HUA) in China has been increasing year by year and it has stepped up to the
second most common metabolic disease following diabetes mellitus. Besides gout, HUA is also related to the occurrence and
development of kidney, endocrine metabolism, cardiovascular and cerebrovascular diseases. The expert consensus is based
on Chinese multi-disciplinary consensus on the diagnosis and treatment of HUA and its related diseases in 2017, which was
updated and revised by rheumatologists, nephrologists, endocrinologists, cardiologists, neurologists, urologists,
nutritionists, pediatrians, gerontologists, pharmacists, radiologists, oncologists, respiratory physicians, critical medicine
specialists, traditional Chinese medicine specialists and pathologists. The consensus aims to continuously promote the
knowledge of HUA-related diseases in all relevant disciplines, standardize and guide clinical practice and improve the
prognosis of patients, and provide references for clinicians from related disciplines at all levels.
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R P 55 o R DR b B 25 O — D T, B R 52
i BRI B, 5 2 4% e M HUA , HUA CA] S 30R
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(B8 I B et
6.1.1 ASVERRIRELER  FRZE HUA JRIR BN A A AT
UURUOF 05 B 4140, KW HUA 33 B IR I £ |
RICE IR N F 8 RS S /NS DR REAG, 32K
FETENSPEIRMRER B . IRIR T i /KT 5 5 T g bt
PR EE AT ASUCIE, 092 1 1 5 28 B 0 A HE o Il 2
PEV RS S 8012 . B 0 B AT D0 PR Rk AR T
FE /NG R [AT, DARE TN T . R D) A s RS
i e 2 20 WA IRE AT R HES ) PR R
Al R A U0 R A S UL A BT AR FE SRR, S B AT
DLAHARL R B A AE . B /NERTC R S AR . 18
PEPR R R B 1 Se R AR Y0IR YT, 29906 TR HL
FARyT BRI 2,
6.12 AVEIRIRITEE IR Pk DRI M B g o J i
TE) A A AT L I )5 BB 5+ R R R R, B R R
A AT HH 5 B ZE B /NS, 5 RS /0 PR BTG PR A 2
it , 2 WL T Mg i % 25 G4 (tumor lysis syndrome,
TLS) , 3870 UL () 975 PR 6 45 960 % A1 L 18 S0 LI i
SN BEE B A A O R R B TR (>
900 wmol/L) W % & 2k PRI B , ' 28 % Kk vl
BAfI2 W . B e 3 mT DL /NS AR M ROE, K
T LY TR SE A4S, B R TR . /NER TG
SR AR B R R A

UM PRI B 38 n 0, AR TR . BT
T £ 1 AR AR AR B B RRER , BT 5 5 AR B
N, 2 BT I RE R R ], PR PR 5 >100 ml/he
R PRI T R F I RE RS A A mth, BE4k PR R
ETHmE R e R T R AR R, b
TR B AT
6.1.3 IRMRMEZEA  FREIRMRES A 2 iR &
A 51% AR FRIRE S A4, 2 LT HE,
PRIGYE'E 454 5 8 IR IR IR EUICR pHAEA G IRIR
PR 25 40 B E PRI pH B IR T 6.0, FRITTE 6 45 1]
DL PRFRERSS fh o BFIE BB T D g [l X PR 5 . JR
PRt 1 X A AR B2, A IRAT RS MRS 55 A
53 W FEB AR EA—ES A5 . Tk ik
Ry FE B kAR . PRIR A5 A1 CT (B 300~400 HU , I
F AR A, (A F e s S5 AE . WEECT
A BRI PRIRES A O O HEH i 25 4 i
T8 B AT, DRI B 245 40 o3 ULk T 7K bR
MR\ KRR RIR%E . — K IRIREN™ . PRIERYE B 45
AUIRYT AR —RURIT YR RS bl P

£1 (extracorporeal shock wave lithotripsy , ESWL ) Fl -
RIBIT
6.1.3.1 —BAYY BT A HA/NT 0.6 om HA
T EOR B AR R g AR S IR A SR, AT LR
FHIE IR ARG A B ] RS IR S iz sl e i
e
6.1.3.2 HRZ5YNAYT  IR4F24 h JRE 2500 mL LA
b FUIRGIEERSE 100 mg/ik , 2~3 YR /d 5 Bl A PR - ik
TR AN P RUE A IR 2.5 g, BEARUG IR S g, 1 IR
pH ik 3] 6.2~6.8, HIE IR B (2~3 g/IK) , 2~3 UK/,
MR PR B RE A 2.16 o/R, 3R/ = B INLAE 5
A BERERR IR SN SRR B . 2R YT H R R HE
ATORL PRA A2 e HEA
6.1.3.3 ESWL @ F: (1) EHA£<2.0 cm Y 45
VK BB h RS0 (2) HAE<1.0 em Y'H T 25
454, 1.0~2.0 em F 2485 G AR & S A E AR R
HRAE 5 (3) FLAE 2.0~3.0 em B H F1<500 mm? {3543
REMICES A . S v TR RE E Th B A 42
ARAA ) PR IR Y Ty B = PR R R s A i85 X 28,
ESWLIAYT 75 2ok M A AT 0. HEFE ESWLIA
JT R UECN AT 3 UK, B 45 A 252 2 YR ESWL L[] B
10 ~ 14 d, B PRAE D ABIRIT T E, AIE48 ~ T2 h HE
K ESWL™®,
6.1.3.4 FAREBYY ML EERA AR (percuta—
neous nephrolithotomy , PNL) M 35475 P i bRAS 535
i £1 7K (retrograde intrarenal surgery, RIRS) | i J& 5%
FAR FFFAR Q0= ] e T8 & 51
o B S [ . PNLAT KT 2.0em 5
GEAT SR B AR ESWL U o SR A ™ R
& i L fie A5 X DA ST 46 B B 38 T A PNL 2%
=5 RIRS A TR Sb h o S e A B8CR AT, B AR <
2.0 em &5 A o M8 B F AR ST i F RAEN
ESWL.PNL . RIRS fA7E A5 28 FH i J BORAME R
TR,
6.1.4 1EVERBERGAIFHUA  H4K HUA J2 CKD (1)
ST FER R R (R RFRIGYT AE A5 HELE CKD i & i
T ZHE T FH AHEAERYT CKD A 1)
JehER HUA, i HAS 0 ] S5 0 & R 27
BRI

CKD £ 5 1 HUA VG T7 IHAIL A B A ) 12 1
PREZER 5 o I XU VR A il 2540 | [ PR R 25 1)
I 9 R A 25 9 o7 R 20K 408 D5 9 R B
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B DI Re s L TR (PR IL S 4) o
6.2 HUA SACHPERN S PRIR AT 5 N A
2L LI BE S R L IR T RS PR B W5 % (non-
alcoholic fatty liver disease , NAFLD ) 28 Z F{ iP5
WAEFE B VIR R o I AR X e 11 2 [
R FRA: FEILRE
6.2.1 MM JEHE, JU R PERR 7RG i i A AT
IS5 HUA KRB R AR G A 5 B A8 v R
FBE 5 ZHCPCIR S I HUA Fidi KUAS XU o elidz
(NEERE P S AN A P e T AR S O B 7 S
LT ARAN 2 B AR AR o £ A0 1l PR R /K-, HLRE
TEAR G HUA 11 & A= 23 Fm WU AR AR 3R
6.2.2 MR AL ARSI RAE 2 UM PR R
HUA K H 388 3 I PR /K T 1 v 2 2 BB PR
R ST A B PR, B0 2 RO DR G BB O ML A R
G L6 7 A (A I A A P 0 S ot i A )
(18 JRUBSE 5T i R T v 38 A 2 TR PR RB 3 kA
A R Bh ik s e (peripheral artery disease, PAD) 7t
N7 PG PR 2R OB R 9 B e 1 Ak 1 R T
T, HUA 58 bR Jo) L b 2995 28 LA K g i At
T3 A A0 Do S 72 XU S48t A I+

11 R 28 AR 245 40 552 T AL T 7K S 14 e R W ek At
R R o 48— AR D[R] 4 i 2 11 (SGLT) =2 41 il
I BE A PR R K F R E B R AR K (GLP) -1
ZARFLEN FIRE il PR FR K- JLF- A s,
U] AR AT AR T, e85 e 5 241K, 4RI mT
REAR LR B2 7K V- o 8 BIF 5% (7 2k 2R 1L DK 82 >360
pemol/LL 1) 2 TRV PRI B 7 FH IEL A 271 ) T 48 5 A
M PRFRAKSE 1 5 23R 97 0] B8 TH s i PR R H- 75
IR, VLR TT R 25 T AN 0 TR P it e, 2%
FE A3 AIT I ok R TR 245 ) 3 WEE e T L, R AT AR P s
B2 IR IE
6.2.3 IMARFHE  IMiAEZEELIE HUA R XUE DL
B FRE , R H I =R I 2 & AR HUA B 37 )
RO R R O AE B8 8h bk o A R A A I
HUA /8B, 528 BTG ARt T T s X v H- il
R IMLE A HUA B BB 5655 IR IR DURE™
AR 2 B2 A (e PRI HE VR
6.2.4 NAFLD HUA 5 NAFLD % & %)™,
NAFLD ABfH HUA Y & A= 3838 i, AR I %
B B I PR R K S FHUA & AR R0 es ™ if
PRIRIK ST i3 A NAFLD Ao~y 1 A7, iR 5

NAFLD £ 5 T 4 2 2 35 40 10 7™ T R O, BRI
HUA (B35 19 SUA K AT BE 2 K NAFLD A9 & 9% XL

/N [76-79]
VA o

6.3 HUA 5.0 MR HUA O MBS YAt
SEIER N ZE, 5V LA G0 RO A FE G R A A
FH AR 2 5.0 i A8 5 0 & E R R R IA™,
XF T HUA & 3T B R O O S i B R
N 25 Bk PRI 25 0036 7 R B AT it 78 A 2B R
WAER L, BRIEFE B 2 AN, D E R an T ]
H A Z R RS
ANFRIRERORANBR R 1 7698 X2 A AR 0 & 15
PURAEFHZ A1, 30 AR 1) Z2 300 R 9601 S A6 B
TR TR A SR b /N B OR AN B A —
Tl bt 98 25 9 v DA 0E — 25 0038 5 0 0 HR A G T
J& ™. NSAIDs 252454 il S BOUK Gk B 1 B D e
A, GO 3 AL 5 0 I A e AU, PRI AR 2 8
IS~ e DV el g YL
6.3.1 HUA 5l HUA 5 il H 22 (87 7650
ST AR HLOG ZR | PR R 7K P2 i i & L 1 1
JEAE AR K U A 7 T R Il R R ARG
60 pmol/L, = IfiLH 2 Az KUBS T 159%0~23%
XFF HUA & 9% i B 567 IR HA e IR
T HE TR FH R e P 25, I ke e (o T R PR AF . 55
YOI ELA (R PRI AR M |, 53 2o AR ot PR 7R
KA O L 0 139%~299%7% R A P
JE ELAA M PRIGHEIEAE FH 0 — S M e S HE 5T, 4
FEFT HUA A IFSlifn 2 o il s 1 7
6.3.2 HUA 55%.00% PR R AT+ 60 pumol/L,
PO LA 9 9 B 2R RT A I o S 0 A SR 3
26%H130% , LRI 9% A1 17% ™ 5 Lt Ok &
Bo PR 1A T 489%™, HUA J& 4 M 4= AL T e O
BET- 0 ph ST fE R P2 HUA X 55 2 Ve e Ui 1Y)
BTG sEANR], o] BE- S5 MR A 5
B ] MO bR R AR 3 11 5 i LA ) e
PE + KB ) D AR (>3 o/d) BT BA G 400 ) 5 /N ok
JR T 114 T W AL, 12 2 DR TR HE S 5 /N 7]t Bl ] DC AR
(75~325 mg/d) 52 T+ i IR R , (025 R 2 AT/
M A VAR G O G 1l A8 3R 25, X6 JF HUA PR
S, A PRI 22K [ s 3 I o bR
KRN BT TT B A5 R IR VE L & 9%
HUA 4565008 — G B ] pg Se fifi F
HUA J& X H 70 A 5 20 B 48403 1 2 57 fe B A
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L HUA BE 32 ek sh ik CT 5 s etk 3h ik v
ST TRER 4 2, g KAk, ke e s
PEXT FEF , FEum ot s ()

6.3.3 HUA 5.3 I JRERYE = 518 0 5 ™
FEBEAH G, SUA 38 v 18 M0 3 JEOE e AN
ST T R

S AR O BB (R PR N 35 512
P B o by S A T RE S R A PR R T, S EOR R
J& , BB iR A R R 5, m RIS 5 W BUE R
K (BEAET) ARG A R COURPESET AL 3
FRRABE) AHIE™,

I RUE RIS =L /R OE T IKER 4 S g IN ]/ N
Tl 79 CARNT) A1 SGLT-2 40l 57 Wik s HoAT — 5
AR AT DR BR-HE AT A ARG ot PR R 4 D, A6 O T B 0T
HUA (1) J85 v mT LAZE R g o KA (I HE
B R) R 381 (I LS W R 2R DR R ) AT S U R 7R
B, il 7 & BN E HUA, R T4 9F HUA 9.0
R, E A ARER ISR PR 5 3 Ak, PRIWEE S R
TR BE I o S N A A R AR g )RR , S kA
e 2 Y G EE
6.3.4 HUA SHZRGENR HUA SZRMER
BEpRAE o . HUA fE kB ik 26 o 8 % 2k RS B
TG, TR 28R AT B (CUNBAT IR 2% 163 R AT
SRR AL R R IR T A SRR . IR
R 5% RGEPIRBIN N AR R A R — P&
6.3.4.1 HUA 58k PEA<  HUA JZ &4 rh
(R ST fE B PR 2R, 4 o L PR R 7K X6 o Pk HUA (R
T e i A v & A R RE AT S T

I bR T T i s dfe it A4 A v 4 & 1) 2 ST e B P
R, WAl ek Sk b A v G BUE AR B TEA
FERR, HF AT 5T s AR et A e R
AT IR YT B I PR R DR 45 A2 58 R KO- B Tk
I AR B B i R R 5 At Bl
PEAC P8 JR AN ROAH SET Il PR ITR 5 e it 4 A v
TG AU BRI SG 2R $ i Az B A1 0t DR I 7K 1 Yo
it AR R I fh A R

HUA S35 IF 8 M A b sl 28 PE Al 5 A Sk i
PR EEH R, WEE RYIRYT . 2N 5T
53 7% J BT ] DT AR BT 8 A At 7T 55 28 0% 1 Bk TR 1)
e, HiAZ0L6.3.2,

6.3.42 HUA SHZIRITHELSR RN 6ER:
i RV % 0 YA R 0 3 L IR P 7K P 4 1 ARG

I BR PR 7K 3o ARG I B DA R ) R B i FR 3 TA
IRE T B A JRUBS: ™ o il bR BR T v A B T s BT /R
PR BRI B & DRAPTBT IR PR i R0 L BN N g
R0 FRIE AR ARl & BE H S LN
P v 7K - 1L PR 12 WT BEAA R T SE 2% A B TA N T g
Rl HE R ™ HUA fRYT IEA & S B0A M T 6E
B, A 5T R XU R TR PR R YA 7 e & ML
PRIGIEAR G 0 A H R 1 RS BTG, A Bk i)t FH R
TR EL A B R R ok s 0o B

I PR T v 0 N 2 A 0 4 A 1) AU A1, It
L i PR T v 8 XA S8 1k £, P DU TS B
HEAH SRRl PR R T A B T A 4 AR
B & A ARG 28 Lk J e AR R 4 AR AR
HORER E] Il PRIR AR T 5 5 )T B B 5 B P3S
SEH AR RPEGTRER Y, MR S PR R -5 DL Fe (R
55004 BRI 43 B AR G, 457 I PR R WA Sy T e
SRR B AN R A 2 EE AR

I DR T FIVRH 28 2R G 1) O R B2 2% , I R 1R 2k
e PR e P AR ) R AR e BUE N R S T RE
HERR 28R AT & A B XU , T R AR B
JE B MR BR AKX #R2 R A —E AR E R, ik
W5 M PR R K- 1 78 5 BV Bl N A B T3 A
6.3.5 FHIANHFHUA
6.3.5.1 ZAFEHUA &%= HUA 1Y 5 2 fa e A
o BN 20 | 3w A i 5 505 ) 7
R, P b mT Re A A e bR R A Qs P 254, s
it BT R TR WEE ISR R R A Z2 TR 9T B 7R HUA
TEZAE NBE D 1 R A SR ARG IR 1 e

ZAF HUA W] TG RAE R , 9 KR AR AN B
AR St Ao, n] B 2 5T WF Nk
A2 BRCH L, H AR R O R KA R
FEP

XF 2 A N R XU R AR A (B A R AE=2
U, IR R SRS A M OGO ) | R )2
FETE 25 1 PR R T8 (>535wmol/L) M A 4 4
B HBCR YR IRRIGTT , K 4Rk
I JR 18 K P T s/ N XA, 29 U2t B A T
b AT AU B R KA R R g . &
A B 2 T B T VAN 55 IR 2 W B A
HAEH . 24 NSAIDs FIRK KAl B i £ FH 32 BRI, 7]
R R T R (R U OB L I
JT SR RN HLR A
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6.3.5.2 JLEMFF/PIEHUA  JLEMT DR RIR
AROF BRI A RO R R B BB miAR R, HUA
FR KL BN D W, , 226 IR |, 32 200K R 4
58 15t A% AR PR 5 9 [ A0 1R o Wy — 155 EE s 1l e A M
% % W (HGPRT) ik = | Ji T2 W& i 198 A% Wl 7 % il
(APRT) = 5 FRIENETE /DA 8 PRI IUAE B 45 | %
PR (AN 100575 Bk EL8 ) sk 245 P 1) S5 vy (Anwg g
KRR A o Ak A 7 R B E =
FHOLE L DA HUA FUE KB @ n e A
77 A8 SRR LR A AE T8 HUA 697 Jo 2
SR R ) LEE HUA 5 25, 257 REAfEdE . <6 %
50 mg/ik, 1~3 IK/d;6~10 % : 100 mg/ik, 1~3 K/, H:
HNEY T 3N NS
6.3.5.3 TLS TLS &M 40 M F & 5liG 7 et
WK | A1 P 4 R A L S SR AR 5L,
= 1RSI N o U EZ 1 R oA N 1 o =
g 7 Ay S8 AEDTIMIREIR YT 1R N 98 R PRI T
TSR /D PR, B 2 R B A 1V R B R BE TLS., TLS
(IS bR IE RS BG40 2 LB 53 G127

FLA TLS 1 6 R 2 1 B 3 I AU (1T AR s ko)
WROK AL, AT FE UG T 48 h P AR, RS 2T )R
48 h, L E DIRE AV OL N B RAMB R R 3 Lim’, 1K
B A K GRS ST PR AT/ 1) 28 5 T PR DR
143 PR B NIE T 100~150 mL/h S 55 TR S0 4005
AR PRI E T A 400 AR XSS, 5 35 %8 U0 el A Ak 4
P B W AR R 5 e v DR S5 R FH 24 40 % DR R Y
57 ALITRT 1~2 d PG 2 Bk 7 I 1 8 S e e
B MEREF - 600~800 me/d, 43 2~3 YRR T, M 4
SEEL PRI B IR BB DL o ANTi 32 1] g e
) AT 38 FH A A At VB e ot 0 JC A0 R R
T2 DR Tt L o ik PRI A P Pt i e 2 (B T
Wi e mi B 5 R 2R AR T 2 R R i 2 v (>
480 pwmol/L) My B G . AR ™
IS 55 Bl 0T B8R TP B, B F R B e T ) PR R
TCRUNEBLT 075 18 B E R AR YT (& AT L T
JEREERT) , I IR LZE R 5 BB TS 1E
7 5B

2017 4 i ] /R PR IR IURE A DG 1297 2 2%
BHEFZILPOT T E 422 RET HUA A GBI 1Y
JZ o R T AR B ARSI, i TR E
HUA AHICPNR B2 7 KPR R B . A 3L iR

TE 2017 S RREAY I, 275 T 5 4F K AR S 5R adE
JE P T S 55BN T HUA B35 s fa A
BV BRI 25, BN T LEE B A KR R 4
FERABEY HUA 297 NS PR TaE I AEE . At
VB TERFEE ) 42 [ 45 AH OG22 B HUA A5G 50
AR, B g T LI PR S BR , ks /R Tl
LR BV JG RSt 222 B A ST, L HE
FEREIR ER A M X A [R] R S L EE | i i S5 R ik
N HUA (R TR A2 2 b Bl R et
58, 0 — A o E HUA M SEBm I RS2 AR
PEALTT Z O PEUE B2 22K

HINERAR R (FEREEHF, AEER
AK):

T HEA(HITRFEFZRER BN T H—AR
EfR); B T(LELRFHEELLER); F44 K
M P SER);EAT(FTRAEHRZHES —E
FAPERTE: QP i E e R N Qe ¥ i
HAAG R PO ) EER(PTEAEMHKRFHES
—ER); IHHIXFEFREMERLERER);
TR (LHEGBRFREFRMBIFER); Fx
U(EHEHKRFWELTILEER); A4 GE
LEMHKRFZHBER) ASH(LEFESXFH
BERMPHELESER); A (FERTF); 8%
FA(PEEFHFRGHAR); R IELELX
FH BN ER) ;w1 (B E Pl ELSS L
ER);xF(LEFTEZLREZFPRER); FE
(RFREMBLETHEOARER); ZHCGEE
FEXFHE-MBER);F5(RFXFHELE
TEWARER); FEL(PEEFHZRILT
FER);EHR (GHEARFRELTILEE
) 2B (LEXFRELLER) T2 (FFE
EXFH_WBER); S E(LELRFHEEL
ER);EH(LAERBRFEFRHEIFER);
WRER-VAAERFEREPLER); K (F
EFAFRILTAER); KE(FBERBRAG
PR PSR R R RIS P s ) kT
E(PHAFER); K44 (F B EFAF LR
FER);FWMOLARFFEER) ;BB (A2 X
FHELLER);GAR(LEFERRFHEE
B ELESER); REK(RFXFHES A
K ETR) ; RBssk (4 b HE X F R F EF 0 R
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TR ) ;W EL(SBMARF);HRER(LEK
FHEFLER); TARIIRKFEFEHRESF
—ER);FrRm(Em TP CER) ;A SH(LEX
FHWETLER); AXE(RAEFRE —WEE
B AEE (AL RFWETLER); BRSSP
P& I TR By 3540 P o 1% bk A AF Je b R % TR B 35 )
wou ) FIBER(F M T H—ARER); A2 (L%
RBRXFEFREMEIFER);RAM(KEEA
XKFEWES —ER);REK(LETLE P HEL
SER)ARER (LT KF WLl ER); aBF
(RFRFWRE LETEOARER); AT (L
BXFWMBETLER); @& (LEXFHETLE
) FE(RFTRFE—ER); 4 () BEH
XKFF—WRBER) ;BEKRCEEFEFERFH W
BER); 2B (LRAFF—ER); RAN (&
BEAKRFWES —ER); BL(RFRFHES
FTARER); E5 (RFRFHELETHOAR
ER);#Z(TEAFTEHFZARLR ZITER); R
(B REWELLER);RET(Pa RS
ME=ZER); M (LEGBRFEFRHE-
FER) ;BN (EHEARFEF—WEER); B
(LBEYPESXFRBEERMTHELLSER); BT
M(ABEXFRETLER); 2% (LERE X

FEFRMBIFER); ®5 (FL R F AR

FARWBEMNE:
FEHRADE RTFAMER BFE HE
BERN B WeA GEA] R

MRA SHRBASHEER

PRIZAE WG 22 R AT B o R AR R
W — O R W TR A M B L R I (HPRT) B 2 i | 5-%
FRAZ 1M 2 (PRPP) A5 BB TCEAE (A I bk 2
WA PESNR B RER LR PRGNS | BT A0 G 2 AR
JEIR Paget’s i BEIFICFUE (T IV VI RESciL
Wl s sl ki B

PREGHEM D Rk v E DIREA 4 22 B
BEIRAG R ARAE | 8 0 VR PR ERAE | R b 7 (FLIRR
MR RE O A R #E ) g b CHIR
RINRENGR | HARSS BRIDBETTHE AR YR PR | LR
CRAAE JEIREEAAE RIS SRR E 70 .

IRGMENLE A0 -o-BE MR M Bk = | RpE-1-
TR TR T A = KT R

MR B FMmRERAIE I E A

SN PRIRA IR 25 WK B1

RB1 R RERCHA 25

eSSl 254 I DR G H

BN AR MR AR AT 1 24 B DE AR <325 mg/d -3.5%~+6.16%'"1*1*12"

S PR K- 1254 B ] PLAR 1~2 g/d +7%0~+8%"""
L RPN ]S 1.0~2.5 mg/d +7.6%~+13 .29
AR ER 12.5~50.0 mg/d +8.92%~+17.00%*"*
WRIEK 20~1000 mg/d +6.0%~+41.29"171)
A 3000 mg/d +14.19%"
HHEA 150~300 mg/(m?+d) +25%~+959% 1414
EFEIER 200 mg/d +3.5%"%

FAARS 1L PR IR /KB 254 i ] T b >3 ofd —8%~—26%""!
EEP AR AT T 10 mg/d -10.3%~0%"++!
B FEARAT T 10~80 mg/d ~8.5%~—11.0%""*"*"
it DURR 200 mg/d —16%~-26%" 4141
TH A T 60 mg/d -1.85%"""
S ML 5~10 mg/d ~5.8%~—29.09%'*713-1%!
FHTEH) 25~50 mg/d ~13.47%""
Fvbin 50~100 mg/d ~2.7%~=22.19%"51!
TR B il i v b3 50~200 mg/ik ,2 ¥K/d ~3.90%~-8.05% "
ARG 50~300 mg/d ~8.6%~—13.6%"'*"1
ey TINE 5~10 mg/d ~14.7%~-21.3%""*")
ARG 10~25 mg/d ~6%~—15%"%71%)
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MR C 1977 £ EXEXIBFFS (ACR) 21478
UM T3 K 53 KR

FFE LA 33 A Al 1 35 BT i2 WA 98 AL

(D) WA R R IR IR ER A A -

(2) FAA2E T3 1 O i O S A e Tk 559 KA rh
T IRPRER iAo

(B) BT 1200 (I R s X R h
6 1 : Dt e R EANES1 IR QRAEIVAE 1 d N
KR UG QHCTT R RAE ; @0l WA R4, O
— B B DG Y PRI K 5 (©) BN B — A Bk DG A7
5 OB B 1 32 25 @] B8 WA ; @i R IR
IMAE 5 AOAS KRS DY b Ak (X Z3IESE) 5 @ T iz

Tl R R (X ZRUESE ) 5 @ 5 R K AERT
T A R A

ik D 2015 £ X ERXZHFFS (ACR)/EL M
FLXGE % EE 2 (EULAR) B R4 K45

VEAS 55— 25 - AR (R AERF A A SR A L
TR TR PEMER ) « 20 1 RSN ST sy
PR ARV K PR BT -

90 Ao R U (ISR B4 AT B2y
A KT JC TG T AN HABEE R ) A R 0 &1 ol i 4
HRAEAE B R BRER b R CUNE M R P ) i XU o

5 =2 AR E ONFF B FE AR TS 00 T
D, W4 D1,

F D1 20154 L[ XA F 2 (ACR)/BRINHT XA L (EULAR ) KU 23 pr e

TiH

5% VS

i R
IR S AR B S e

ES SIS SRS St =St 5w (=10
WA R — BT )

B —BRAESET (P RS BRI RARM —53) 2
ST R BN (AL ATE )
Z BIATRLL GEH AR A ) A 7ERE LA 1
Z BIATARER Z fild 458 FE IERE 2 2
2 BT A T TR ) A 7ERE 3 3
S AE ok ¥ 2 K AR R RRRAE (CIS 2 S HUAIATT ARG FAI=200 1Ik
HAYRAE)
FIEI = IEYET]<24 h 1 B 1
FEIRTE<14 d P 2B BARIREIR AT S (RI=2 1) )
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