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[ Abstract)

rendemic, younger in age, higher male morbidity and higher morbidity in coastal areas. Obesity, hyperten-

The morbidity of hyperuricemia/gout increases gradually, which is characterized as hype-

tion, hyperlipidemia and hyperglycemia are closely related to the development and progression of hyperurice-
mia/gout. Low dose of aspirin, loop diuretics and thiazide diuretics all contribute to the increase of serum u-
ric acid. Hyperuricemia is an independent risk factor for type 2 diabetes, hypertention, atherosclerosis, car-
diovascular events, cerebral stroke and chronic kidney disease. Hyperuricemia is also the major biochemical

basis and direct cause of gout attack. So the importance of early detection and early treatment should be em-

phasized for hyperuricemia/gout patients.
[ Key words]

A TTHT S 22, i i se PR A 5% TR A
(gout) I RFBLAYICE . N —II A H7T 3 Guta

(—i) , BLAR — WA T WA O 0, 1R —
B DA, SRR PR, At R, e T e A R

KTt AR BB A 16 KCF R B i, R KU e R
PRIILAE (HUA ) (Y SO R B AR R I PR IR A= i
() HEWE > 2 m] 5 23 HUA #9& A= PR I
HUA & SO - 1B 7 BER AR EDIRZSR AR R B P kess
HE AL PRIRACF < B PEILIRR > 420 wmol /L, Lo P HfiL IR
M2 >360 wmol/L 4 1fil bR IERAK -l i 57 L R TR
TR UL AT R OB T A1 8 545 K Sl [ 4 2k, B
IR BRI AR B HUA BROG JCAE IR HUA,
UL A W B9 PRRE IR, v R 51 AT By 2
HAR,

DOI.10. 3760/ cma. j. issn. 1673-4157.2016. 02. 002

B A7 :300070 KRB RIR AR B Be il IR B Bl R
TR AEARG B BE N A I 2 T, DA R 58 F H AR
F, REET QI T A S0

WAEEHE 5, Email ; changbc1970@ 126. com

Hyperuricemia; Gout; Epidemiology; Risk factor

1 HUA/BRBRITRERR

1.1 HUA/JE XBIERZAE TS £ E 2007—
2008 4T [ 5 fdt FE A SR )8 A (NHANES ) & 31, HUA
B ERT R M21. 4% |, [t 1988—1994 48 £ 45 S 7} 5
T 3.2%" . 3 KA 2009 4E HUA H 5% R ik
11.9% B %5 T 2005 4F198.54% ' ke, Fe [
HUA S8l 52 0 2 s a3, 20 42 80 4FEAR
7, 3SR L i T 20 2 DL A PR A
KI, B M HUA B RA41.4% , & R1.3% ;90
AR A 55 HUA U R 8. 2%19. 8% , 1 Pk
H5.1%~7.0% ,10 4F [ 3% 6 HUA H s 2R 10 i1 24
10 £ o HUA 298 X5 A 10 5 3 2 A AL SRl A e
B R AT s AR KR AL 2 0
T3, NHANES $4 i 5% , 36 5 1988—1994 4F
I KRR R 2. 64% ,2007—2010 4F FRik R T+ &
3.76% " B RHIYI R BT AR RO 2R 40 Hr R
2005 4F 18 %/ DA 117112 B 5 o WU R 0. 67 %
3] 2009 4, BRI E0.91% . BE 2012 4



[ o PN iR 2 s 2016 4E 3 H 45 36 #2545 2 ] Int J Endocrinol Metab, March 2016, Vol. 36 ,No. 2 + 79 -

A R B KRR R 183, 22% , 5 1997
AR TR T763.9% 0 2002 4F 4 #5192 438 4 7
8RR B o KU 0. 36% 52004 4E 1T AR
T IX (ELHE T & 6 80 . H BATARE) AR
WA BT A R, R KU R 2 M 1. 14% , 2009
AEIINE 1.36% 1,

1.2 HUAZRRERRA B MikER 2
BB, &8 E K HUA/Jm KB % T R g
B¢, At 3 Fvg BR B S0 KBS & UL, U R R
1%~ 4% , T 5 73 56 BB L 5 o 7 I 46 31X XL AR
PRRBAR T T I 2 T R A ML X HUA/
o XUER 7 3R B B T () 400 HE i 1X . 2009—2010
AP g R B R A 5T T R FH 2 B Be a3 )2 L AL A
FEJT RS AT 1 v 0 55 T A 7 = ) A 1) %
B4R BRI HUA #9805 R M8.4% , H.
SRR (14.9% ) BEFH TRAHIX (6.6% ),
L% R IR HLIX HUA fRf 36 O 1230 [ PR 28 3% & ik b
X1 HUA/ iR R 33 b i X 43 4 45 5 T R 512 M
DX B A It 22 1 WG4 R TR 7 i L S AL TR S R
KERIHFEREA K,

PGz Bl e, BRI E G N HUA/ %
KR R, B0 ik 10% L B, 26 E A dE
11 963 AFAT s 25 25 Wik, BB A T8 5 4 9 R
SRS E T AN eI E AR R R A%
ML PR PR A V- S5 e T DU, U ) S e T 4 R
Y BRI A S T A B v, T eSO R R e
FET5 5 IR R 2R
1.3 HUA/JR XU s Bl A7 58 358 iy A, H AR
fbiashe 3£ E 2007—2008 4F [y NHANES %98 %
W ,20 ~29 2 A XURIRHN0. 4% ,30 ~39 B 2K
1.3% ,40 ~49 % 2H }3.3% ,50 ~59 % 2H N3.7% ,
60 ~69 %21 ~8.0% ,70 ~79 % 2H°49.3% , 1] 80 %
DU 2R 12. 6% , nl RE SAF IR G K B DIRE T R LA
Fe bR R HEM AR A 5 0 5 Ah, F AR I B A 4
HUA B AR AR, 2000 4, T B L&
HWHUA SRR 7 (43.6 £12.9) B F1(55.7 +
12.4) %, b 1998 4F g ah b Bk Aobk o
AR R IERRT 15 2 F0 10 21
1.4 HUAZRRERRENZSHE KERE
71, HUA/JG XU 2% A A S A A 10 25 S5, 3 1k 80
W ERE T AR E R A DR, ERE R
Pk e 3 ~ 40110 B KR A XU S AR
LA G, B AR B3 AU R A R AR 3
K 1M L PR 2 22 SRR XURUTARATR , 46 28 5 Tk T+

o 5 S ME IR IR R HEAE A G b, I
W T /N PR I EE WA A R R, FLYB
PRI B P95 N o R TR W v T ko

2 HUA/BRB R EER

2.1 JERE RS HUAZR B R B RS A
1951 4F-Gertler% R J& 3R if R 82 /K - T iy 5 4 X B
o/ R A BRI AH DG OC R . DASETE] 1988—1994
AEF12007—2010 4E Wi~ NHANESE R K &, (R E 4%
HOSHUA R R 2 e PEIE A6 . 304
R X TR RSB0 kg/m* (Y R EIEECH
25,30,35,40 kg/m’ () i & A9 KU ARG XU 2
1,78 ,2.67,3. 62F14. 64, KA F8 55384 , 75 K
AR A OREE A HUA 2835 1R R
KT, TERESE HUA k7 fa i 2, S5
HUA (] BESLHIAN R : (1) PERR I HERR, Ui 3 B i
TR SN, T30 5 - W AZ A 1] Wl TR A% W A B R 2R 17 1Y)
MG BT HE, IRER A 3G n. (2) BB B HE & A
FE I I Z BT, KO (4 B 28 TR /N Na ™

H* 3840 76 H* HEWASE N (4 IR B, B /NG5 DR R =2 W
Wk, (3) CIRMP 4 RGN R - BK KRG
WG, LR = A 3N, LR T S A PR 1 B /N IR R
HEW 5 1 R R KP4

2.2 PRI ok TR B R TR WU AE ST S
BrR 2, EEGER T E 2B, 5 A EATNR &
AHEE, B H AR #0.1~4.92,5.0~9.9 g,
10.0~14.9 ¢,15.0~29.9 ¢,30.0~49.9 ¢} >50 g
H IR KA fE R P4 B 1..09,1.25,1.32,
1.49,1.96 % 2. 53" iy v 5 A7 KA IS 4
PRI 325 9 L) RS B RS o ARG 2 28 Bk i 7K SF- T+
I RTREIRIA - (1) CEERIBE ARG R FLIR , FLIR 5
GrbEID I NE R IR HE W . (2) CBE AT 3 5 3 i
ATP A Ay BB TR IR 1, T AR i PR R AE . (3)
BLBRTS AR e R A A | 7 R I AR
= A R IS KM R AT (2 F HUA S 5555
IR St o (4) AT P ] st o I s T e £ 00 11
AR HUA R R & AR XU . (5) Kk
RIS 3 5010 P P Y A AP D P T 0 5 ik B2 37K
THEA 2, T 5 2455 I, 9 e ) 2 bt
JRUBSS , {667 PR 2 2 W sk, o PR 7K -
2.3 IR IR S LR R K5 HUA (18
WRY B ES TR MES . V12 E MR EE A
JEIE 5 (o fd BREAAKS: 2 %5F OB 9 & PR, i 1ML 6 2 1
PRIR/K V-8 2 v T IR IE % %, B I 4] HUA g8
Ji R G 56% DL b, BOE S TR E WA

214
mi



- 80 - [ B3 N 2 R 2 2k 2016 4E 3 5536 %552 M1 Int J Endocrinol Metab, March 2016 , Vol. 36 ,No. 2

(22.5% )", iR KR AR B S fE R N 2
XF 36 [ JE R TR R 9 AR R Rl 17, & B A R IR
25 3 kA g KR KBS 35 8 1 A & il & &
(4.6% vs. 1.5% )" o HATREMLEN o, o5 i ) 5k
TR A , ZH 2 B S, i LR /K S T v, 00 il R i
A/ INE 43U, 51 IR BRI 785 30 HUA; 5340, A
/U 1o I 6 I I FH R BR SR, ek AR DR 551 R 1 2
I PR A A5 S5 A A i R R K - 34

2.4 EIME IR HUA fER R . BRI
FEE RS Sy A RS B DR IR A G I, 1l PR R 7K -
T, 0 HUA ] fi i 55 468 45 , el 0P g 7 ik ik
k2 nE HUA 94 R . RIS 5 1 R
R K AR I AR AR O . T R B, 25 I I A
FET ~9 mmol/ LI}, Fifi 75 %5 I8 WS T =5 , 1L bR iR 7K °F-
BT 24 I > 10 mmol/ LI, Fifi 5 25 I 1l
BT ISR B K P B R R 55— gt i
7~ ,HbAlc 6% ~6.9% i}, lfi% HbAlc [T, IMiLJR
iR 7K - FH 55 24 HbAle=7.0% B}, Bi# HbAlc By F+
15 MR R AT EIAAR ™ o A BRI T i X AR 14 5
M A L 45 5 o ol I 4 B al e o, 5
AEWE PR AT L, W8 PR B8 39 XU AR 18 JXURS: [
I8 T 33% , Bt 5 0 s s 2 1) JE K, 9 KU AR 1Y
AFXS G 6 FE B AR, X R L AE 1 AUBE R F A v il
TR MBI X AR R BT R S T &
TR B S BORE AR, 1T R I B0 @ MR IR | Il
JRFREE OB DA 5 o BA, SRR B A
Fb 4 PR T 3 I PR R KT T o B T s I B
VEFIAI B R i 4025 R 2 R ARBT . P9 o,
JB 5 ZARPTET , i PR ARSI, 5 A5 C K S 1
TR K IR AR S K ST A i 1 2T ) 3k
B /N Na ™ -H " 5848, 76 H * HEWAHS I iy [w] sk, 5/
SRR I Y L S A, R RE T e
T R R B IR 1 (R R R R E A

2.5 JRRHERL S5 BES RIPUHE IR =
AL LARRARR 2% FE IR B L H b — R %) T s s %% 2 R
F MR B T B RRAE . HLAE 1975 4 Bansal
UESE T IR PR A SRR C ZEAIAE G . s Ik B
JE A 1 - JIE [ L = R T e R HUA B faks &R
Z—o IMPRERKF- 5T+ 60 wmol/L, H i =g &
0.6 mmol/L, i i [& i F 0. 05 mmol/L'™' &5 H
T =R IMCAETE 53 P (JRIR <420 wmol/L) , H: % A] LA
BRGNP o 76 Al = B A i f e, i
U P U1 25 0 D T S84, 32X 5 MEE A 1) T 5 A
I, DTS g e 1 7 A=

2.6 HAh w SRR Y (R 2E i) R
T HUA/ 9 KU A= XGRS 5 SR 2% ik — 7T 5 1L DR PR
IKF-BIRs K ARG, W AR 2 PR R A B, 4 i DR R HE
T B OB AORE A5 1 DR B A ATl ol PR R /K P T
o 12 VE W E e B HUA/R KBRS R 3 5, B
HUA fsk 5 ShRE AR g Bkt o 2 RO R A
ZRAAE RO U9 F A I PR R 7K -5 1l 37 LT 422 1E AR
5, GASE R Nk E T R R T e R R
Sl K ok A L0 XU A 0 B R, B /N ER BB A R
R (<60 ml/min ) fi% 2835 9 XUR A XU 2 B /N BR U
3R (>90 ml/min) IEH BEHIFMG . Y
5 HUA BYIAHG . #EFIIRF EEEE I PR & A9
IR 16 B 2 4000 A 2. 64 1 1. 7017 /NGt ]
AJPEAR (75 ~ 150 mg/d) (PR fiL 3R | Ath o8 B2 =) F i 15
P e 25 AT AR S 10 PR 5 , 3G XUy e A XU o

3 HUA/BERHEE

HUA J& 2 BUBEPRSS = L% 30 kot BE RS AL L
A A i A b A B o o A B ik ST f B B
R, RIEIRAE 1) fe 32 A Ak SRl R SR BB A
2 [§ 2007—2008 4F ) NHANES ¥4z 5 7% 70% L
R R A I I R Bl 2 WD b e R
93 ,50% ()9 R A I IERE , 25% Bdm KRS & 9F
BEPRE o T — TR XU 2 Kk 6 ~ T AR
Vi, PRI /K 199755 360 wmol/ LYy £ 3, 15
I B BRI O L5790 R DR B 45 v XU 357 ik 2%
W=,

HUA JZ 2 BUBE R S Sr fa b R . — T 2s
AT A LA 542 834 1 2 5 FH 1Y 14 AN 5 bt
55, B2 ~ 13.54F, 85 B o, i R 2 7K -5 35
60 mol/L, 3 A Bl IR s KURG 34 i 17% . 1fn PR 2
TRV T = T INER i B R AKHT, 5 RS IR R R I — %
EIK, ST > — A AL A A T B LS 5K A
PHEWSZ WA OC; T3 b, IR w] L4 A8 1 R Ak S
N EARR I, S EUR E R AT, 2 AR IR B I
PRIG K- SZ A PRI i) L A 2295 A% | 41 J] 2l Jok 8 5 1)
b7 Y50 R 5 558 DR B kAR R R T A
O, BER M PR R K P T, fwE BRORS B8 3 S/ K
TR PR B 1B D B e KU e

HUA J2& & i ryahoar el N2 . 4% 18 A1
BEPE AT 58 2155 607 | 2 5 5 A 25 2 43 A1 bR
I PR K PR3 in60 wmol/ L, g iR & A= A AH X AL
W 13% 2, [N, HUA 75 a] 38 00w 1 1k H
FFESS B E . W9 s, 1R R /K -5 & i &
HEhMEAEARMEEFRERIEMC(r=



[ Ry o I AR5 2016 4F 3 H 45 36 F45 2 1)

Int J Endocrinol Metab , March 2016, Vol. 36,No. 2 - 81

0.529,P <0.001) ., £5I0LJE 4 I HUA 55 E 220
BRI S A R A v T I DR R /KT 1E 1 e I
FRAE, IR BR 7K -2 o I A 350 I 5 90 3 A T
FRARA T o T P S50 N 5 2 g A R R G o
TR B A IR A 2 — E R A

HUA RT3 0 560095 19 & A B BB T KU o — T3
LSRN BN, TERCIE T AR M) L I B IR
o AR T s JOEL T s af R 55 R 3RS, HUA SB35 e
s S kA UK 1. 09, S LR FE T XU K1, 165 1L
PRIR K- 45T+ iR160 wmol/ L, 5600 (1 A6 T~ XU 34
12% , HAPER G E T B . 4l HUA R &
LGN 1 2 AN e RN i R =0 VA e 5 P g
HUA 0o I35 (4453 55 0T 8 -5 1 PR R 7K SF- T 3 B
B - KR R G R ERON JEEIE T A Ak
I I A8 P9 B2 A sk i 557 B i o U AR B O o

PR, X1 HUA/ i KU 07 5 8 7L 300 B
FHIRRYT . X TR e AR (Rl B e —2%
S A R AU AR A AR O AR ) I B A
ML PRER K-, Ko 4% B HUA . X T3 KU &, BT
WAL F =GB o — G T B < g KRR 3 R A4
REME R, MR HAR A TR, okt fo = RS T ), T A ik
IRAS TR, 2 ROK PR PR A s — G T - dht S i (il
PRIZER S G5 I - 3k 32 T 52 W L ik BE 9% 57 R A
Bk, SERERIETAG , By 1k G 47, 1R S e PR R HE
W25 5 — 2B < % B IR XES A WA 2 e
B, BAE OGS SR AT S M G TT DI R, % TR
Bio XTEZFREIE 52 1 2 TR PR R $h 45 S I B L 1o
R 2R ZUE B PR s W6 A e EH IR, b
R AR TR

2 % x #

[1] Zhu Y, Pandya BJ, Choi HK. Prevalence of gout and hyperuri-
cemia in the US general population: the National Health and Nu-
trition Examination Survey 2007-2008 [ J]. Arthritis Rheum,
2011,63(10) :3136-3141. DOI.10. 1002/ art. 30520.

[2] Trifird G, Morabito P, Cavagna L, et al. Epidemiology of gout
and hyperuricaemia in Italy during the years 20052009 : a na-
tionwide population-based study[ J]. Ann Rheum Dis, 2013, 72
(5) :694-700. DOI:10. 1136/ annrheumdis-2011-201254.

[3] ®IR—, T oM. JOAER e PRIR MLAE A OO0 M A B 2T 2
WHEEZIERT]. OB LR BIG , 2010, 10(4) @ 253-
256. DOI: 10.3969/]. issn. 1008-1089.2011. 02. 028.

[4] Juraschek SP, Miller ER 3rd, Gelber AC. Body mass index, o-
besity, and prevalent gout in the United States in 1988-1994 and
2007-2010[ J]. Arthritis Care Res ( Hoboken) , 2013, 65(1):
127-132. DOI. 10. 1002/ acr. 21791.

[5]

[10]

[11]

[12]

[13]

[14]

[15]

[16]

[17]

[18]

[19]

Kuo CF, Grainge MJ, Mallen C, et al. Rising burden of gout in
the UK but continuing suboptimal management; a nationwide
population study[ J]. Ann Rheum Dis, 2015, 74(4) :661-667.
DOI: 10. 1136/annrheumdis-2013-204463.

BEAS, BRER, Rt BURMR KR TR A s e 1]

e R, 2015, 54(3) ; 244-247. DOI; 10. 3760/ cma.
j. issn. 0578-1426.2015. 03. 020
Kuo CF, Grainge MJ, Zhang W, et al. Global epidemiology of
gout; prevalence, incidence and risk factors [ J]. Nat Rev
Rheumatol, 2015, 11(11) :649-662. DOI; 10. 1038/nrrheum.
2015.91.

Liu H, Zhang XM, Wang YL, et al. Prevalence of hyperurice-
mia among Chinese adults; a national cross-sectional survey using
multistage, stratified sampling[ J]J Nephrol,2014, [ Epub ahead
of print].

Tu FY, Lin GT, Lee SS,et al. Prevalence of gout with comorbidity
aggregations in southern Taiwan[ J].2015,82(1) :45-51. DOI;

10. 1016/j. jbspin. 2014. 07. 002.

Maynard JW, McAdams-DeMarco MA, Law A, et al. Racial
differences in gout incidence in a population-based cohort;
Atherosclerosis Risk in Communities Study[J]. Am J Epidemiol
2014, 179(5) :576-583. DOI:10. 1007/s40620-014-0082-z.

EE M, AR, LI, A T A A Al B TR IR R
MU AR KB 2 A [ )], PR I ARk, 2006,
22(4) . 338-341. DOI: 10.3760/j. issn:1000-6699. 2006. 04.
011.

Aune D, Norat T, Vatten LJ. Body mass index and the risk of
gout ; a systematic review and dose-response meta-analysis of pro-

spective studies[ J]. Eur J Nutr, 2014, 53 (8):1591-1601.
DOI: 10.1007/500394-014-0766-0.

Choi HK, Atkinson K, Karlson EW, et al. Alcohol intake and
risk of incident gout in men: a prospective study[ J]. Lancet,
2004,363 (9417) :1277-1281. DOI: http://dx. doi. org/10.
1016/50140-6736 (04 ) 16000-5.

Li C, Hsieh MC, Chang SJ. Metabolic syndrome, diabetes, and
hyperuricemia[ J]. Curr Opin Rheumatol, 2013, 25(2) ;210-
216. DOI. 10.1097/BOR. 0b01332835d951e.

T, BE AR R WSO, A JCRE IR R AR R ILAE 55 8 1L 5C
ZIMRFGE[)]. BE2RE534 ,2013,19(23) 143674369, DOI: 10.
3969/j. issn. 1006-2084.2013. 23. 050.

McAdams-DeMarco MA, Maynard JW, Baer AN, et al. Hyper-
tension and the risk of incident gout in a population-based study :
the atherosclerosis risk in communities cohort [ J]. J Clin
Hypertens ( Greenwich), 2012, 14 (10).:675-679. DOI. 10.
1111/§.1751-7176.2012. 00674. x.

Katsiki N, Papanas N, Fonseca VA, et al. Uric acid and diabe-
tes: is there a link? [J]. Curr Pharm Des, 2013, 19 (27):
4930-4937. DOI: 10.2174/1381612811319270016.

Choi HK, Ford ES. Haemoglobin Alc, fasting glucose, serum
C-peptide and insulin resistance in relation to serum uric acid
levels--the Third National Health and Nutrition Examination Sur-
vey[ J]. Rheumatology ( Oxford), 2008, 47 (5).713-717.
DOI:; 10. 1093/ rheumatology/ken066.

Rodriguez G, Soriano LC, Choi HK. Impact of diabetes against
the future risk of developing gout[ J]. Ann Rheum Dis,2010,69
(12) :2090-2094. DOI:10. 1136/ard. 2010. 130013.

(T#% 88 1)



- 88 -

[33]

[34]

[35]

[37]

[38]

[ R N 20 A i 2 ks 2016 4E 3 H 4 36 45585 2

Int J Endocrinol Metab,March 2016, Vol. 36,No. 2

2004,10(4) :190-204.

Cohen SD, Kimmel PL, Neff R, et al. Association of incident
gout and mortality in dialysis patients[ J]. J Am Soc Nephrol,
2008,19(11) :2204-2210. DOI; 10.1681/ASN. 2007111256.

Baroletti S, Bencivenga GA, Gabardi S. Treating gout in kidney
transplant recipients [ J ]. Prog Transplant, 2004, 14 (2) ; 143-
147.

Martinon F, Pétrilli V, Mayor A et al. Gout-associated uric acid
crystals activate the NALP3 inflammasome([ J ]. Nature 2006 ,440
(7081) :237-241.

So A, De Smedt T, Revaz S,et al. A pilot study of IL-1 inhibi-
tion by anakinra in acute gout[ J]. Arthritis Res Ther,2007,9
(2):R28.

So A, De Meulemeester M, Pikhlak A, et al. Canakinumab for
the treatment of acute flares in difficult-to-treat gouty arthritis:
results of a multicenter, phase I, dose-ranging study [ J].
Arthritis Rheum, 2010, 62:3064-3076. DOI. 10. 1002/ art.
27600.

Keenan RT, O'Brien WR, Lee KH,et al. Prevalence of contra-
indications and prescription of pharmacologic therapies for gout
[J]. Am J Med,2011,124(2) :155-163. DOI. 10.1016/j. am-
jmed. 2010.09.012.

[39]

[40]

[41]

[42]

[43]

[44]

Chao J, Terkeltaub R. A critical reappraisal of allopurinol dosing,
safety , and efficacy for hyperuricemia in gout[ J]. Curr Rheumatol
Rep, 2009,11(2) :135-140.
Tausche AK, Jansen TL, Schrider HE, et al. Gout-current diag-
nosis and treatment [ J ]. Dtsch Arztebl Int,2009,106 (34-35) .
549-555. DOI:; 10.3238/arztebl. 2009. 0549.
Mayer MD, Khosravan R, Vemnillet L, et al. Pharmacokinetics
and pharmacodynamics of febuxostat, a new non-purine selective
inhibitor of xanthine oxidase in subjects with renal impairment
[J]. Am J Ther,2005,12(1) :22-34.
Perez-Ruiz F, Alonso-Ruiz A, Calabozo M,et al. Efficacy of al-
lopurinol and benzbhromarone for the control of hyperuricaemia. A
pathogenic approach to the treatment of primary chronic gout[J].
Ann Rheum Dis, 1998 ,57(9) :545-549.
Fujimori S, Ooyama K, Ooyama H,et al. Efficacy of benzbrom-
arone in hyperuricemic patients associated with chronic kidney
disease[ J ]. Nucleosides Nucleotides Nucleic Acids, 2011, 30
(12) :1035-1038. DOI: 10.1080/15257770.2011. 622732.
Mazali FC, Johnson RJ, Mazzali M. Use of uric acid-lowering a-
gents limits experimental cyclosporine nephropathy[ J]. Nephron
Exp Nephrol ,2012,120(1) :el2-e19. DOI;:10. 1159/000330274.
(i H 391:2016-01-21)

(E#% 81 W)

[20]

[21]

[22]

[23]

[24]

[25]

Borges RL, Ribeiro AB, Zanella MT, et al. Uric acid as a factor
in the metabolic syndrome [ J]. Curr Hypertens Rep, 2010, 12
(2):113-119. DOI: 10.1007/s11906-010-0098-2.

Doshi M, Takiue Y, Saito H, et al. The increased protein level
of URAT1 was observed in obesity/metabolic syndrome model
mice[ J]. Nucleosides Nucleotides Nucleic Acids,2011,30(12) .
1290-1294. DOI: 10.1080/15257770.2011.603711.

Bicker C, Rupprecht HJ, Blankenberg S, et al. Serum uric acid
as an independent predictor of mortality in patients with angio-
graphically proven coronary artery disease[J]. Am J Cardiol,
2002, 89(1) :12-17. DOI:; http://dx. doi. org/10. 1016/S0002-
9149(01)02155-5.

Chen JH, Pan WH, Hsu CC, et al. Impact of obesity and hyper-
triglyceridemia on gout development with or without hyperurice-
mia: a prospective study [ J]. Arthritis Care Res ( Hoboken)
2013, 65(1) :133-140. DOI:10. 1002/ acr. 21824.

Krishnan E. Chronic kidney disease and the risk of incident gout
among middle-aged men; a seven-year prospective observational
study[ J ]. Arthritis Rheum, 2013, 65 (12) :3271-3278. DOI;
10. 1002/ art. 38171.

Bruderer S, Bodmer M, Jick SS, et al. Use of diuretics and risk
of incident gout: a population-based case-control study [ J].
Arthritis Rheumatol ,2014,66 (1) :185-196. DOI; 10. 1002/ art.
38203.

[26]

[27]

[28]

[29]

[30]

[31]

Zhu Y, Pandya BJ, Choi HK. Comorbidities of gout and hyperu-
ricemia in the US general population; NHANES 2007-2008( J].
Am J Med, 2012, 125(7):679-687. DOI. 10. 1016/j. am-
jmed. 2011.09.033.
Joo K, Kwon SR, Lim MJ, et al. Prevention of comorbidity and a-
cute attack of gout by uric acid lowering therapy [ J]. J Korean
Med Sci, 2014, 29(5) :657-661. DOI; 10. 3346/ jkms. 2014. 29.
5.657.
Kodama S, Saito K, Yachi Y, et al. Association between serum
uric acid and development of type 2 diabetes[ J]. Diabetes Care,
2009,32(9) :1737-1742. DOI; 10. 2337/ dc09-0288.
Grayson PC, Kim SY, LaValley M, et al. Hyperuricemia and in-
cident hypertension; a systematic review and meta-analysis[ J].
Arthritis Care Res ( Hoboken) , 2011, 63 (1) :102-110. DOI;
10. 1002/ acr. 20344.
Ofori SN, Odia OJ. Serum uric acid and target organ damage in
essential hypertension [ J|. Vasc Health Risk Manag,2014,10;
253-261. DOI: 10.2147/VHRM. S61363.
Kim SY, Guevara JP, Kim KM, et al. Hyperuricemia and coro-
nary heart disease; a systematic review and meta-analysis[J].
Arthritis Care Res ( Hoboken), 2010, 62(2):170-180. DOI;
10. 1002/ acr. 20065.

(ks H $99:2016-01-18)



