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hyperuricemiaand its relationship to chronic kidney diseasein
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RIER AEERSNEY, SINEHRBRET &Y, SEAKRRE 20% ; AEY
RERETANEER. BREE KNG TE5RAERRAE, SENEK
BRI 80%. H, EMRETENGZE RRBRERYESNTERRE, mBRE
BABRSAEEETE. KAFEW-SERBREEETEEERK. REY
BRI BRE A XO B, RN TR A I, R AE
WL, NTTERKERE. —. KRR E¥ALRF KRR UURR
HRAFER, RREEASTULE RNIES. B2 NMNERERK. &F
B NE I R A R M E TR . BN ERIET MR R 2L L e & E I d /b
BERW, REFS W, W MERTRRBRHMMNEERL. HARAR,
ELHEESERRAMNERER S A, HIENREAEHE: ARREAET
#£3Z {& (human urate-anion tansporter-1, hURAT1). A JR B8 £k #3Z 1A (human urate
transporter, hUAT ). AFHPLIAE F# 124k (human organic-anion transporter,
hOAT). HZWZEH 4 (multidrug resistance protein 4). £-EEH
(Tamm-Horsfall protein) %, @id X rEAERENE/DMERNERBL 5, kK
EFFIEIEH B RBRKF .
ITERBEHLLHRBMANTEB KT SE U RS 5 R MUE AR
FisW K ERRE, SRMMAE (hyperuricemia, HUA) BREZEHEE, K
PR RIS, 1998 Exf i 2037 L ABHIA KIS H & R R ME
(HUA) BIEBRER 10.1%, HPBMHR 142% , &R 7.1% B 2008 £
HHHX 1706 PEFEAB B LR BRES A 29.5% M 20.5%, BERE
K 23.3%Pl. 2007~2009 X4 FHEMX — TR E EE B RERBX K
RREE B R RRRILAE B 23.5%, Ho, BAMBHRELSFIHN 28.4%. 19.7
%M, BERRILEFINARBRNEE, BAMERRBRIEABFAE 5%~
12%B X0 K EAFBR I EFHRARERY, BRRILENURRNSEER LN
i, MESRBEEME (BFERSRRN. RlE. BERFRERERT.
BASMAE . AERE) MIRAFAXDT, Bl B ALRERRT.
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MHT, ELHEEA, BHEER (CKD) BEESHRAEEMNBURRZ
— 01, 3¢ AN B AR A B - 2418 1 S RS 5 25 00 28 K 1A I A (end stage
of renal disease, ESRD)R}, REESEHHBERETRERFEMm. XX, AN
LREFECAERETREZAE, MALSENEENFTE. NEEMRR
HXWRT EXKEHSUEMET fE.

@t S (CKD) 2WitRdE: RIEIGR LB ISR (K/DOQNIRHE, 'HAEH
s Thee T FREL: 3 N AU LS CKD P, R4k MDRD AR fEH
S/ NERPEIT F(GFR)P), BI GFR/ml'min™-(1.73m?)'=186xSCr(mg/dl) > <(4E#8
)02x0.742(Zt): LIfE% GFR<60 mlemin’(1.73 m?)&# ACR>30mg/g I
FF4E 3 N AU EAZH CKD. @B R®R (CKD) BFERREEA: BWEN
FHTHEH. EREEFEEAHNFEEPBHEERR (CKD) WEREN
6.50%~10.00%, FEXEVIRABHEEHR (CKD) KBREN 13.20%, it
EREEHE R (CKD) FiBlrIi8H & I hE 3= M (chronic renal failure, CRF)
K ESRD Fi SBUKIRICEATEHE D & 58 5~9 1. REMNSHIHFERE. 2006
FEXERT ALK 2310 & 40 F UL EHARAE, 4R ER CKD BREHN
9.99% 11,2008 =Xt XM ATIUALX 20 % LA L/ 1855 & ABEH 2010 Xt &K
FRWKX 2131 £ 35 FUUEARRE, 4RER CKD BRESHHR 13.63%
9.40% UV T £ R H CKD ETMATR ¥ R AL R B~ KREB 1S I (CKD)
BREAN 10%, FEHEFEEREEHE'ERCKD)EEASLN 1.1{ZL L,
BFEE M S TEETR(CRF)I AT E LN 50 /7. 2008 £F Obrador GT FX1&
BRI RS E A B ILE . BRA R K L ARAE B8 E % (CKD)
BRRNHN 22% 0 33% 1. BHEFRHCKD)RRSHERNEFEE LR
ZMERSIEFRORLHE R, THERE.LOME KM (cardiovascular disease.
CVD)WIF RIERH KERRE. WARRAE A,

(EEFXEHRESLSHBRERY: LERRK (CVD) REHEHR

(CKD) &M#FREFERBERTMNEERA, WA S TR
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(CKD) BHEERENEK, FXHEHTHAEENMXN REEAFHLHH CKD
HERTGETM, VERITAYET, UEEEHERA (CKD) MREMK
&, 4R ESRD MR 4EMMLE.

RRBOESSEERRZEMNXR, EIAMHANKS, MEAAL
WHERSZ S
HE

. TRESTHEERARBOLENERERELBRENE
ﬁ::

2. TRHEEBTHRERBUEERFRERERSBLBRENE
5

3. KitERROLESBHEERERZAMNXR;

4. CKD S54#. 5. mE. M. mAs. B C RNEAKFE
FERRR;

F

EFEHETHXEME 18 5 U LKER@=2135)XRBURKEFE. WERK
R R AR s msE . KRR, OE. mis. REEEEA. KL
EF&3ehr, WERBEAEREA/NEL{E (albumin-creatinine ratio, ACR), F¥
FH N A fij 4 MDRD A X A4 H 'S /MR 1T # (glomerular filtration rate, GFR).

- 3

KETHXERS HUA B EBWER 3235%, HPHHEBERE (40.30%)
BT 4t (26.52%), ERFHITFFEREN (P<0.01). CKD BEKENR 15.80%,
HABH CKD BmE (15.16%), XHEHE (16.16%), EFRIRITEEX
(P=0.552). CKD ¥y REFRBIME (HUA) AB (23.89%) EE&mTR®
EHABE (11.96%), ERHSH¥EX(P<0.01). £TT logistic BlA3H B7=:
MmERER. . MRl WMEE. FHRLE. B8 C RNEAKTS CKD &7
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MAZAHR (P<0.05).
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on the prevalence of hyperuricemia and its
relationship to chronic Kidney disease in

the urban community residents of Zhuhai
Name: Shao Xiao-fei

Supervisor: Prof. Zou He-qun
ABSTRACT

Background:

Hyperuricemia is metabolic disease caussed by the disorder of purine
metabolism, which lead to increased production of uric acid and (or) excretion
decreased. The criterion of the diagnosis of hyperuricemia: serum uric acid levels >
420umol/L for men , women> 360umol/L. Nowadays, Hyperuricemia poses a huge
threat to human health and gets more and more people's attention. The current
study confirmed that hyperuricemia, as an independent risk factor for cardiovascular
disease, is closely associated with hypertension, coronary heart disease and other
cardiovascular diseases. Pathophysiological changes caused by hyperuricemia is the
main source of its clinical manifestations. The majority of people with
hyperuricemia generally without clinical manifestations. Clinical symptoms are
sometimes seen like recurrent gouty arthritis.

Uric acid is the final product of purine metabolism, which is generated under
the action of xanthine oxidase (XO), hypoxanthine, xanthine. Purine nucleotide is

the most important intermediate product in the aspects of uric acid production. Uric
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acid metabolism includes guanine nucleotide, inosinic acid and adenine nucleotide.
It is Currently known that purine nucleotide comes from two ways: the one is that
the RNA phosphate, amino acids and other small molecules are synthesized step by
step under the action of enzymes in the body; The other one is from the
decomposition of nucleic acid. It requires the participation of a variety of enzymes,
including the phosphoribosyl pyrophosphate amide converting enzyme (PRPP),
hypoxanthine guanine the ribose converting enzyme (HGPRT), hypoxanthine purine
xanthine oxidase (XO) in the process of Purine nucleotide metabolism generating
uric acid process. These enzymes play coordinating role in uric acid metabolism in
the body ,which produce the productions pouring out of the body through the kidney.
In the end it can maintain the body's normal levels of uric acid.

Hyperuricemia generation includes two aspects :increasd formation and
discharge reduction. First, generation increased: endogenous and exogenous sources
of uric acid in the human body, exogenous uric acid mainly comes from the food,
accounting for 20% of the uric acid sources; endogenous uric acid produces from the
body amino acids, ribose and other synthesis of small molecules and nucleic acid
catabolism, accounting for 80% of the sources of uric acid. Wherein lack of the
enzyme in the purine metabolism is the main reason for the increased production of
uric acid, such as the phosphoribosyl pyrophosphate synthetase activity is too high,
hypoxanthine - guanine phosphoribosyl transferase activity decrease, adenine ribose
transfer activity decrease and XO increased activity, so that the increased synthesis
of purine nucleotide catabolism increased, resulting in generating a large number of
uric acid. Uric acid excretion decrease: uric acid esist in form of uric acid salt in
normal human blood. the urate itself was filtrated by glomerulus and then reabsorbed
by renal tubular secretion and secreted after the reabsorption. Urate glomerular

filtration is almost entirely reabsorbed by the renal proximal tubule tube, and then
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secreted. So renel tubule is an important part of affecting uric acid excretion. The
study has found that renal tubule containing important transporters involved the
main transporters in the excretion of uric acid, including human urate the the salt
anion transporter (human urate-anion tansporter-l hURAT1) urate transporter
(human urate transporter, hUAT), organic anion transporter (human organic-anion
transporter hOAT)), multidrug resistance protein 4 (multidrug resistance protein 4),
prop - Huo protein (Tamm-Horsfall protein), through their coordinating role in
tubular reabsorption and secretion maintain normal levels of uric acid in the body.

With the socio-economic development and the improvement of people's living
standards as well as raising the level of awareness, the diagnosis of
hyperuricemia(HUA) and the prevalence of hyperuricemia (HUA) showed a
gradually increasing trend in recent years''l. 2037 population study in 1998 In
Shanghai found that the total prevalence of people with hyperuricemia(HUA) was
10.1%, 14.2% of men , 7.1% of women'. In Qingdao Community in 2008, 1706
Older age groups of men and women standardized morbidity rates was respectively
29.5% and 20.5%, the total prevalence rate of 23.3%". 2007-2009 Guilin, an
epidemiological survey of adult residents of the Guilin area showed that the
prevalence of hyperuricemia was 23.5%, in which male and female prevalence rates
were 28.4% and 19.7% ™. Hyperuricemia is considered as a sign of gout. According
to statistics, about 5% to 12% of hyperuricemia population ultimately develop into
gout. In recent years, researches has shown that hyperuricemia is not only the most
important biochemical foundation of gout, but also closely associates with the
metabolic syndrome (including insulin resistance, high blood pressure, diabetes or
glucose intolerance, hyperlipidemia, obesity)®”, which has become a killer,
threating to human health.

The chronic kidney disease (CKD) diagnosis standard: according to the
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diagnostic criteria of clinical practice guidelines ( K/DOQI ) standard, kidney
damage or kidney function decline continued for 3 months or more for the diagnosis
of CKD ®Namely GFR/ml applying simplification MDRD formula estimating that
minor ball of kidney filters fault rates (GFR) .*) GFR/ml min-1 ( 1.73 m2 ) -1=186
xScr ( mg/dl ) -1.154 x( age, years) -0.203 x 0.742 ( female ): to estimate the
GFR<60 M1 Min-1 ( 1.73 m2 ) or ACR > 30mg/g and lasted for 3 months or all
above diagnosing CKD. Chronic kidney disease ( CKD ) has two major
characteristics: high morbidity and mortality .Morbidity being hit by the chronic
kidney disease (CKD) in investigation of the general population in developed
countries is 6.50%-10.00%,"") in the United States of America adult chronic kidney
disease ( CKD ) morbidity is 13.20%, statistics show because of chronic kidney
disease ( CKD ) in patients with chronic renal failure induced by ( chronic renal
failure, CRF ) mortality and induced by ESRD rate of 5-9 in the death cause
spectrum..Have a report without exception our country everywhere.. Investigation of
2006 Shi jingshan District to Beijing 2310 people over the age of 40, showed that the
morbidity of CKD was 9.99%!"!). 2008 on the investigation of Urumqi Tianshan
District 2131 people over the age of 35 in Zhengzhou city in four communities in 20
over the age of 1855 celebrities swarm and 2010, results showed that the morbidity
of CKD were 13.63% and 9.40% U2 Collection of China CKD many
epidemiologic survey results show that: Chinese chronic kidney disease ( CKD )
morbidity is about 10%, then worked in Chinese chronic kidney disease ( CKD )
patients is about more than 110000000, every year because of chronic renal failure
( CRF ) and the deaths of about 500000.The 2008 equal Obrador GT in Mexico and
Jalisco, hypertension, family history of diabetes population survey revealed chronic
kidney disease ( CKD ) morbidity is 22% and 33%4 respectively .The chronic

kidney disease (CKD) returns to now that the various disease damage factor is also
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that the various disease arouses the nephropathy intimateness rotating,, especially
cardiovascular disease ( cardiovascular disease, CVD ) has the characteristics of high
incidence rate of complication, mortality is high. The United States National Kidney
Foundation data show that: the cardiovascular disease (CVD ) is a chronic kidney
disease ( CKD ) cause %! the leading cause of death in patients with various
complications. So the early screening for chronic kidney disease ( CKD ) patients is
significant, and the comprehensive intervention of risk factors of the object or clear
diagnosis of CKD for drug treatment, if necessary, to delaying chronic kidney
disease ( CKD ) in the occurrence and development of ESRD, slow to the probability
of students.

The relationship between hyperuricemia and chronic kidney diseases , is the hot
spot studying currently, and various research there exists a lot of dispute in

conclusion
Objective:

To investigate the prevalence of hyperuricemia and its relationship to chronic
kidney disease (CKD) in the urban community residents of Zhuhai, according to the
screening in Wangzai community, Zhuhai city.

Methods:

The community residents over aged 18years old(n=2135) in Wangzai
community of Zhuhai, where the original inhabitants is relatively concentrated, were
randomly choosed. Related data was obtained by recording health information and
physical examination. Fasting blood and urine samples were collected to detect
blood glucose, serum uricimia, serum creatinine, lipid, urine albumin, urine
creatinine, etc, the urine albumin-creatinine urine(ACR) was calculated, and GFR

was estimated by the application of simplified MDRD formula.

Results:
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The prevalence of hyperuricemia in the community residents was 32.35%,
which the prevalence in males was higher than in females and had statistical
significance (P<0.01). The prevalence of CKD was 15.89%, which the prevalence in
male (15.16%) was similar to the prevalence of female (16.16%¢). CKD detection
rate in hyperuricemia (HUA) population (23.89%) was significantly higher than in
normal uric acid crowd (11.96%) and the difference was statistically significant
(P<0.01). Multivariate logistic regression analysis showed that uric acid, age, gender,
systolic blood pressure, fasting glucose, high sensitivity C-reactive protein levels

were independently associated with CKD incidence (P<0.05).
Conclusions:

The prevalence of hyperuricemia and CKD in community residents of Zhuhai
city were both higher than reports of other areas in China and the results done in same

area 7 years ago. High uric acid is an independent risk factor for CKD incidence.

Keyword: Hyperuricemia; Chronic kidney disease; Cross-sectional study
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XN ERRKIARCAFRFEER, EANIME KE ST & PR ER MLAE R
FATRE RERBRBRZRVE. H K. Conen ZPI%t 1011 5 25-64 %
ABRTHEENERE, SRX2KAS. THERBRESHHR 352%, 8.7%. XH
HI— TN R & B 7, 1990-1999 4 3% H i R BR ML AE M XU B 2 B BT
$L, 2 E B R BRI A RS 2 0 B _E T $:1980 4E 7 YT )1 3RE B 4 1.4%.
Tt 1.3%27, 1998 4Ext Edg 2037 LABHAKRIAEH HUA KEBHRENR
14.12% , &HH 7.11%, BEBHE 10.11%%, F 4K F 245 AR B LF L
BRERNFHA 29.15% F 20.15% , BEKEN 23.13%%, 2003 FrIm R
BAT BT R B 17.6%. & 9.3%, 3 2007 1 MPIRERBHFTL R
RBME 27.9%. Ltk 12.4%. 2010 FHEIMIX PEFEAF HUA K S4EBRE
K 11.36% , BHBHERT P, M _ M B R R R A
RRRELET UM AN RRE.

=, BHERRRRRITRE

BHEHRE LA REALEREN. ERTHNEERRZ —. 5REE
FAELL, REMEBEERRRTENRETAES, BEEXIELAL, Z£ERK
FEpXEBEERERNRFRECEESREERFFE. XETREEE LR
( United States renal data system, USRDS) H¥EER, EEERNITERERS
STRANBUAE T EFHa%, 7 1995-2004 SEHARIH RIWEHLA 27.9/+ A A O LT
Z#433.9+ AN, XEEREHTHRRSEPRFEEZRERK. A
iR )L EE K ESRD MARREL ML LA, Kol 70 HALY,
XEMHEKEEAIEE - MEFRN DERSRERBHER B, it
REE, THERXRFPER —MEEMES: o R 5RN18 M SR & 215
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Fiph. KBPER, tkinbE, K 10 EFNERENFICRESEERFITE
BNRENRRELER EAES. XEEAN—IEEER: XEEREHE
HEBR (CKD) AR+, HERE 0. 6%MARLT ESRD #, Xtiifis
B CKD ABHLEFRABTRRE S, EXREBIARB—EHA RN CKD K&
BirEY. £FERSEFEXMUNE. £PE, —FTHHTHFEESIARSR
REBRRHILLEAE X CKD WA A S X B REBERMAL, FE—BRER.
F—AEBTTYEERBER AN EESREERERKY, FEEE. i
LSS+ E CKD HEHARRBAEESREERNE, RN XA &I CKD,
HFETHRRERZFRERE BEREBIRNSE, BREHEN ESRD. Fitin
BEREEEIRERELZEEMT CKD RTH%EREEELE. IEFR, BKE
HIRE) CKD i RMEE, 2FEHEARHIT T KRENRITHRFERE, I CKD
BOTRBY R B HAATT 248 T AESE, RISt h 3E— AT 5T CKD R4t T LB MEip
fif. H#AMHXIT CKD WHIRE R REEFESRE. 1973 FXERTT S
MEKREZETMEE (MRFIT), CKD MBRRARSEMERERREX, HPE
UM EFK T R ILEZEFIERNARTA AR, BERBRAFERT R
B CKD R, M 1989 F£2 /5, KEFF4 USRDS, SFEMEMREERE
&%t ESRD WIFATIRFAE R T, (BRXEH CKD MBIANARRD, HE
IRKIAEEA, B3 CKD t3[EAIERNMKIEN. 1988 £ 5K 6 FifE
W, £EELEEENEFOTT NHANES, ### K/DOQI f5#+ CKD /)
HbRdE, CKD MBHBEDIER 11. 0%; H CKD BREESEHEERX,

AEELE. BRARER. B2, NHANES kit—S3tRITE, FER. 8
ERYBEEHE. NTITEEERERS SRR, 2000 £2 /5, %
B EZ s, B30T SR SEN T RI(KEEP2. 0), MEBEAR, £
BT IS ORI CKD MR B R ILELE], ik B B HITRBS R 1877 LAsRD [ &K
PHTREE. SRR ERBERE (AFEE0R. FILE. BB

MREN—&FER, RMFREES, TEFEFTEFMEIAMAER
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WATR¥EME, HRANHQEREM. REEARAROVE. FRARLL
X MDRD [ f f&j 46 MDRD 2 =R 14 & & /h 2k 3§ if & (GFR)P, H
GFR/ml'min-(1.73m?)'=186xSCr(mg/dl) "> x(age) *2x0.742(female) : LA f &
GFR<60 ml+Min’'(1.73 m»)&# ACR>30mg/g ¥4 3 M ARU L ALl
CKD. 2003 E, RKRMNERBRE 6071 FlEEM %+, eGFR T, MEA
BA R R FRAY 5124 15. 6% « 29.3% K& 18. 1%, HA#EE 90%H {4k
HFELHERAGFESERG. E, REREHITRERR, BHHEHE
HEFA CKD BE FERERRE RN BERT R T, BEIT RRTRHNE
HFHATEGE TN, REREX KD WHEERBENER. BAFMTths
1999-2000 EX AMIKIAIE T KB FERELARBEIR . CKD HIMATREH
FPl, wELEWEA, EAKAPLER TR 25 % D _E KB RETHR.
BREAFEZHSMAREERENALHE 10949 A AE TR H [ E 9 KEEP2.0
WRIBEAR, BRTXREM. MULES, EHHEREA/MEHE. Haida
A it# eGFR. eGFR /MF 60mL/ min/1.73 min IR R 11.2%, MER. FH
RETEIRZEI N 2.3%. HRIE K/DOQI 57 CKD K2 litadE, CKD KIBRE
4 16.2%. ERFXEHFRAAM, BME. FBRRMEHNREREE CKD KR
EREE. FXH—TREIRIET CKD KMBIRSR. ZFRT 2001 F£3447
ZXEWHE 28-75 FMERMIT T RE. BAFELFSIMKAL 40856 A,

HMNEERYS AERNS. EREATMLE. BRR. 5. £ RBRAERE CKD
M EREER, MEARARKNARRERMLE. BHRBABFMNERLE.

ERE R AT B 7.2%H 6.6%. RFEF EFRKAAX T RIZERN CKD HFHAT
WETRMIS. Hd, 2005 FRFEF AT 18 & UL LK 3564 ZH R
CKD MRBEHT T HMMEMHE, LR B 2. 3 1§ CKD KBRERLS 4%
289/H /i A O (per million population, PMP) #1178, #t—3BiEfH: TAH. tRiE.

MR FRAEHKTEL eGFR THAX. HEMAENKBFER, T 2004 £t
TTHBERERER CKD BWREN 149PMP, TEHTERZRBITHN
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111PMP, XAMFE T 2006 4£, 45 LFZE 275PMP #1 194PMP, HINEE
BHE. THARXT CKD HMEHME, SHRETREAR, BHATERA
Bt . SHERARAKREHRIN CKD, S8 KE CKD, JTHEH CKD
Biz. BER, BERRNFEARTTRENEE. EHEERAREBRITRE
HE. P, AARBREFRRATREFRENER, CRAEREBAFAN
THMERZ —. AL 2000-2004 FE34 1% E 24N X 34T KTEE K CKD H#iATH
2T, HRRAEFTMEARF CKD K 3 il LM BHEKX 20%. Hsh,

CKD HIBRRERRRAELEARS, EERTHEAR. XE 2008 Fi
TR —TREIBHERTR, R CKD MRBZSHERYW, AFEME. Mk, @
fEREAR, RANFTZEEMRR, BME. F&. REURKEEREE
H& CKD s ERE .

=, RRRILES @4 FIRNXR

BEix TRt s RRE S REORE. RilEl. BRRIRET R
EARILIR. T HUA 5 CKD Z [BIXRRBCA RS, WARUH, WREENT
*%: (1) CKD BEMNE/MRETETH, SBURRKIHMR D T B KR
i, RiLk, BRBRIAERCOME RS ENESFER, SEEFRRENE: (D
HASORIEILE .. BR%. BESEHRI. RMAEEKS KRR LML E
ERAEE RN ESERARE - S METERE: 3 RRRILEK
AATIRYT, HABRKRIEL MR RIRER MR, BkEaE T
BRABAERN. LHEAFENBEFHTHANNE, EETHERAEK
B H4h, —E4 BE KRN B2 4 AE £ HUA 3 CKD it £ CKD FH HUA.
“EZZREANEREEERR. ERMENEKER, IMARTREKE
k. FTLLIATE HUA #1 CKD IR R, A6 RRFIRGAKE, BEIHH T
B 9T BRI EST IR FE, SORER B BT Sl

PO, R RRILEE FEAT 8 2 T IR X

4



i+ Fa L

B RBRILAEXT B MR B0 . RQRE I AR S B B R AL
FRTRR TERE o I PRERZK T ERR T R IR 7= AL At 2 (R pzh &P . 1M &
REKFAREE R G, BEER-NEEKERSE, WHEINOEE 1, 51K
SRR LA M SR T S 2R I o FRIERIE PTG /MR 5-#2 k. ADP %5 1fl
B RN S, BRI A B T DS BRUTAR, R MR =iE
AT E R R QA IS R A, (R B A RS, (Bt
WO MRE. KRREMLBTODEABRERIK, ARERRRMEN, K
RERESAEZTHTIIRTIER, EERGNENE, 5IRABERERN,
PR BB FEREAL . B PRIRIE R 8 RIKPUMI BUMAE IR P A S I, O
R ATEUM E A B IHEERRAR, SMARR AN, FRERAE S AL B ML
8] KA AEA

RRBRMAEX R M. REREREEES, SdERERE% T M
AMMREREE, N T IE AR KR, RHERIKLRKER. HIMNRRE
MmAERELKRAREY), FBHM=F. BEEAMEREEAKENAE TS
HERERREEOKFRE RLAMEXERIBEBHEL. EROREED,
I FRER/KF B & /T Hd O B . Frelfl Rt R g LR aREEZ —.

AERRBRIMAE, 67T RKBRIVE, BAOSNEERSRE, HEBRE, B
IERERE, WTRMBEIARERILAROBME. EOoRRE. EiL, oRRES
RERMEREDRPERRE, TR0 MnESFRRERURERTE
BENEZ—. IWANZENRKRIEN BT . RELERRERDOSEG S
KRy, REBRRIENKE, 200K, BAKBESE.



F-F MALF*®

EE MBlS5HE
2. IRAE

2.1 BENER

ERAEHENBFHREE>10 FAAFHRETEES, DKM 18 SULRE
R. XE2EMEIEEmHTRE, REH 2135 AERBRERELC. Ak
BRMMAREE, Kh5H 756 A, FHFR 52.98+14.88 5; 1t 1379 A,
SEHER 52.21+14.52 %,

22 FERAE

22.1 Fik: ABEERASEEIMSERBENERE. @FREFLEEIL: &
— R RBEHER SGREREARALTARSME 2011 FR) BidR
F BB, BiEax A SmARRTRAENEF A R#TEMRAEIZI.
MEMARBLERZREENASHER. RARNRTEREREENER. &
Bl BRSE. BEE. KEEREEIRE. TRERMRFENERZHT
— AR E R, BERRRK.

222 TRRE: EFEHRETEFERE 18 FULKEEAEERILT
2135 \. ABRAE: ARURHEZSIZIARKREERBITSES. AE. EH.
BE. LEERNE.

223 FREHE: FRLARKFEFNREK, RREKAEESMUEIHERE
(ACR); AHERZREFRAK ML 4ml A TR M35 ULEF (Ser). JRER. IBE. BREE.
BIBEE. HM=F ®ST¥EEERAEEN. REERECBERRES.

2.2.4 LWERAE

(—) CKD £ WbruE: RIENEREERIER (K/DOQN)IRAE, & AEH7 115 5k T
BE T MRRRSE 3 AN AELL L2l CKD ). ARk MDRD AR fHH &/ kg
it = (GFR)®, Bl GFR/ml'min-1-(1.73 m?)-1=186xSCr(mg/dl)-1.154x(4F ¥ ,
2)-0.203x0.742(Zt): LMEE GFR<60 mlemin-1(1.73 m®)E# ACR>30mg/g
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A F R

FFRFLE 3 N AL L2l CKD.

(Z) BRI AE 2 W7 bR A 4K 38 B 4P B AR S 1 JR R KF Bt
>416.15mmoV/L(7mg/dl), Z #£>356.7mmol/L(6mg/d])E , LW A & R ML fE .

(=) mmEZHR#E: KB WHO 2 Miis#E SBP>140 mmHg I
(80)DBP>90mmHg, ERZyHFEHIME#E € LA RME.

(M) mAemER 2 MbRdE: R PERAMLAEFEERIER (2007 7 )
o if 7K F 4 EARHERT: B BB A ARAE R TC>6.22 mmol/L; RHM=
fg ML AE B FR #E A TG>2.26mmolVL: & K % & BR & A I fE /92 Wi bR #E 4
LDL-C>4.14mmoV/L; & % & fe & A MLAE 2 Wiz A HDL-C<<1.04mmol/L.
FERARISWIbRAE: KIE % BB RA & bruER,

() BRFE XA BIMEE>7.0mmol/L, B EEZMEEIATT .
2.3 AAiREGR
23.1 FIASMAERNES A RMEX

RITRFAEERAREISMARNE TR RSBRITREAEERD
B. SIMARBRITARTEAEE.
232 &

HERAEEHXBERLEEALAER, FRRAEEAELXERZLNME
T, EEFRATRFRABENEX. RE, NBZLBERBAREAEEDE
HENARFERESH, HiHEMEMNERFELXERZBEEE K
IRl 246 52 Hh i SE LB RS R B D R M R RAT A ME. BEMEAEE
. MR BRER. WESS. AE. BERE. BE. OESEARR. R
tERERESMIANERER, Watd, ) EILMEHAUK S ERERAR.
FESMAEEBARIGEMBERETE 12 /DB, RS NTITEE A REBUR
. R PR RK, FRNAEYANTRERREELRA,
233 BREBEHRUE
(—) GEKE



=% HxthFE

BEEBERY, WETE, EREE, UENER. BHREXUVERY
EERIR, SUERFEE, BHERK45E, METH, FHEF ELEERETS
FIELFATTHE. WEBARA -BERBEZWELE, SEEAREFHER
EHERXX, BEXXRASH.

(D) fENE

BEAE, RFpk, WEE EHHYR, BEHET. FHEESFELN
KRERE, BHERESSBE, B TFARFEPRE, WEBAREFER. R
B (BMD
(=) B, BEUE

ARREME TEANBEFELT REE—RllE, BEANECERRK
Rk, NERERKEREGEEKEOEAERE, HEREHEF ORI
BE.

QDR lh=d1i1: D

ERZREWEAR DT ASEME. Bunek, HEBR, EBRETHKRE
10min, BRAAAIRIEAE LA, RS MK Kbr RN &k, I
CFRMER, B3 RMEKTFHE.

(R AHAE

G—FHEREFAER (SREFREAANFLTARSHME 2011 FHBO &
EREELEE. AERARGEATENER. WA, IRe. BEL. X
JR S R AR IR
(V) BFEARRLE

B AR S B ICRFERENRERTRE bR e RS kits, el
M ST BRI KA A TR . PRARA AR A 2 H BB VIR AN RBEAT B O AL EE
(B) EREHIFER

AR . RivAET AA B ERNEKAE TR, ERE
BIFNZE—RIREARIFEHFENRELE=NRERRRFINLERE.



A+ kL

BAREFEIE. M=, DEER. aFEEREOEER. KEE
f 2 1 RE E RS

BT ERARES KA R &R &KRAN A, BEAERTR:

M 5 1

(8RR E: T RERILE B3)4ELSHT ModularP800

S HAR 3ul, RFE R1200ul, KK 700/505nm, JjiE— B4 A
B, REURTIE] 15 4340, RAGREE 36.9 MKE .

WA: RI: EHR/BA-ITELTLERBER/ER; BRIEZFR
200mmolVL, pH 7.5; HABHMLEL£>11.5IUml; SELYBELKTET
0.025U/ml; 4-FEZEHHEEEY: 0.770mmol/L, B: >4.25nnnol/ L, BifEH.

J7i%: GOD-PAP ¥ #RAF A RIGEHB/ES/ 4-BEZF M) B3R M,
AERETSPEANGFET, REAEEALBEELRAERER. SArdak
SELENYBHFALET, S 4+-EEEFUHRNR, £RETE, £RKE
T RZ B S IR MK B RRIEH, HERlE.

H = B

% AFH & FRERLAS B34S HT{ Modular P800

&F: RI: PIPES £ S0mmol/L, pH 6.8; £ 40mmol/L; JHER%H
0.2mmol/L; 4- % % & H#£>0.135mmol/L., ATP>1.45mmol/ L, 4-& ):
4.7mmoV/L, FEE AW lumoV/L, fig 5 1 i B 8§>5.05U/ml, H i ¥&§>0.190U/ml,
PR H ME LA 4 2.55U0/m]; EEAHEE: >0.10U/L, BHEH.

SIS E: HAR 3ul, RAFE R1180ul, K 700/505nm, HiE—SL& A
%, RIRE) 15 505, RIRE 36.9 MEKE

Tk BALEE AT IANRA RENB/4 —KBYES) SR, H
=EE—RIIBEKREIE R T £ MR T KRGS H = BRI BE RUE B,
E el E

I ] A A v



=% #AH5HF &

28 %: T RESRNA B3NS Modular P800

RF: Rl: PIE£r¥: 75mmol/L, pH 6.8, S F: 10mmol/L FEERHA:
0.2mmol/L; 4-EEZE HHK>0.155mmol/L, ZFE)y>4.21mmolL, fHI[H B% fi5EE
>0.5U/ml, FEEBENEE>0.155U/ml, SE/YEE>0.255U/ml, fEMTRRZ &
Bk 1%, TRER, BifEH.

AT S%: BEAE 2ul, RFE R1180ul, KK 700/505nm, FHiE—R&R
%, RMESE] 12min, REZHRAE 36.9 BKE.

2 A AR B [ A Rk

1 B%E: T RESRLA BFIEMHT{X Modular P800

R R1: BREBERE/ZEMBE. MOPS Z#: 19.lmmol/L, pH 7.0 B
B: 2.0g/L,

RMREEE: 05gL, HSDA: 03g/L, HAmMEILE: >3.1kwl, TR
WA >11kw/L, BifE#l. R2: PEG 1&1fiRl/4- 8 2 228 LA/ Z8 i PIPES &%
F: 9.9mmolL, pH 7.0, PEG-fHFERERES: >0.21kwL, PEG-fHERFEA/LES:
>7.65kwL, TEALYEE: >20.1kw/L, 4-FERZEFLK: 0.5¢L, BifEH.

AHiBE: HAR 2.1ul, RFE R1180ul, R260ul, #¥ 700/600nm, 7
BT A& A, RNAHE 12min, REEE 36.9 BMKE.

Fk: BHEE FEPIANRN (@R ERRENFTET, Bk
#F#E S5 VLDULDL/CM %% #MMERKEEEEY, XERSYIRER
PEG 4B #E4k; I\ R2(PEG B EE/4- B A LB LW/ R BB R MY .
ERELH T2 RIBHENERERONETR. ARG RWES HDL
WEERIEL, HLBERIE.

{62 5 e B 9 R [ sk

8% % TERBEHRMEA B34 2T Modular P800

RARL: HEMERE/Z B . MOPS &/¥#: 20.1mmol/L, pH 6.5, 7TH;0.
FaM4%: 2.0g/L, HSDA: 0.3g/L, i3 M BRE(LES : >3ku/L, TE L DEE: >11kw/L,

10



SR
Bi&H. R2: PEG &1fiRs/4- 8 2 28 obk/ i PIPES Z/¥: 9.9mmol/L,
MOPS: 20.1mmol/L, PH6.8, fE [ B¥EaA§: >0.2.2kwL, fIE[E BE4 (LB >2.1kw/L,
HENYEE: >20kwL, 4-FERGWMK: 0.5¢L, BiEH.

STEH: HEAE 3.0ul, RFE R1250ul, R283ul, K 700/600nm, 5
FERE RV, REEE 12 8, RAEE 36.9 RKE.

Tk Bt RERREAERRE—RIBERTRERRTEL
S 4-BHEZH M, HSDA, 2526, 5 AR E A8 E R E ),
AR
2.4 GitahE

{8 5048 B 314 Foxpro9.0 BEATHUE ML, £ Stata 11.0 ot 5k 1T &b
B, EXSANESEHTERAZRNEEER t BE, FESHIMNZET
MNEFHHFT AR, WRERRAFRTRE. RAST ogistic BAN T84
BERERMHEREEE. P<0.05 YEFBHLITEEN.

25 RERER
5 0 RAMES 1 B 2 K 9 KU H 4
% A
5 4 iF 2 & iF
& A HLiE X B BEA BREA
3% # 4 i 3
T & 4
BEXY |1 PF 2 P8 RE |1 Xk 2 »8EREK
i i} 1A% 2BH 3 0% 4ABRH 5 Fi¥/RHPH#: 1 & 2 £ 3K
THBEE |1 XEREXH 2 ¥ 3 WF 4 BR/ER/FE 5 KEEHEULE 6
T v
B 1 BRAL%. RBHAR. 20, FUBLATA 2 SUWHRAR 3 H 5
ARMEXRAR 4 Bl BEUAR 5 R. W, H. M. KFWAEEA

11




F=F MHSF*®

B 6 £, CHBEEREAR 7 EAN 8 FESEMIEENLAR

% R B 1 R 2 BF 3 BB 4 BE 5 REBANBERA
EFRH 1 BERIEXAETRR 2 SHEREFAETRE 3 FRRFAKET
TRAFR (4 REHE 5 BLETRE 6 24% 7 28% 8 Hit
HYIL W 1 £ #H:2 HBF 3 Bk 4 HBER 5 Hfit
BE 1 X 2 ®mE 3 BR% 4 BO0% S BHBEEREMKR 6 THME 7
R O BET 8 EMHRBMER 9 48 10 Fx 11 HteEgRA 12 Hit
[ EER BizME £ A: BHLER
EER BrgmE £ A: RLER
%
FR |1 X 2 F: &% A ] H =
2] i &) b9}
5 |1 X 2 F: B i 8] R
WM |1 X 2 F: REAL i 18] .
RHE2 By 6] o=
KK L EE S
St 3% Fx

1 X 2 ik 3 IR% 4 BOK 5 BUEHEERERARA 6 BHME 7 BWE+H 8

EWMEMER 9 &A% 10 £ 11 £X®EE 12 Hit

g 3 i d

1 & 2 F: ALK

BREER

1 TRE 2 MOREKE 3 WAHRK 4 EBERE 5 BAERK 6 FhRK
7 BWHREK 8 HitER

12




AR+ F 42T

iR T Bk % W14
— | mBHE W14 i [
R |awm cm *hE Kg
R | EE cm R 15 3
o %@ cm R L
EEANNMDE |1 BHRAR
2 HBRY, BB IRERE, 85
EEABBRS |1 HEAK
2 HEMM, EEAATEHIRE, B85
*hE R % BEAE 1 B8R 2 §A-KUL 3 BR 4FBHE
3 5 % B 15 B A SE BEBERE
5 BAEH R
7 B AT HE A 9 4
R
&8 | RENE 2 BRENE 3 KECANE 4 EH S MW 6 EE
RAARE 1 AABRE 2 ERE 3 BE
% 48 % ARER £ %
IF 4 B 4 4F % 7 R 4F #
SARYREER 1 LFRE 2 F
KR KEHE 1 AR 2 BR 3 8% 4 &F
AgEE ¥ #
RERE 1 ARE 2 EXRE. REEH %

TF o6 KT % E—-FHAEREHE R &

WEHE 1 BB 2 Wi 3 48 4 BHE 5 Hfb




=% HHEF %

Bk £ 3% 1% 4L 1 F 2 & CRGERL MAerf R D
EYUME LEL BiyrEml 2 &
Y Bl H 2 %
i & Bl 5 2 &
£ i 1. B K 1 RRW 2 SemdFES 3 M 4KFMBETE
" i i 5 HEMHBHMmEE 6 Hih
E
- & W 1 REW 2 BRFER 3 BHREE 4BHS
" % 6 Hik
W L R R 1 REH 2 OUER 3 L&FE 4 TRIBKM
i ZERE 5 RmHELHNEE 6 LARKEAR 7T K
& fit
I & K 7% 1 KRR 2 REZHKME 3 HBRAEHKR 4
3 Atk
iR & A 1 kR 2 AMEHOSRBH 3 WIAKKE 4
BB 5 Hft
WEZRR 1 RRHM 2 K
B 3 b &

S HK R
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i A

3. FRXR
3.1 B SR— R

B=F 4R

3.1.1 W%k 2135 A, HA B4 756 A, Lot 1379 A
3.1.2 FHER: Bk 756 A, FIHER 52.98+14.88 & Lotk 1379 A, EHLER 52.21+14.52

%o HAEARTEIIE 1.

xR 31 MAXNZEK IR (General Information of Screening objects)

M BB FEE CKD HUA DM eGFR SBP DBP BMI
Bl (n) %) n (%) (mmol/L) n (%) (ml/min/1.73m?) (mmHg) (mmHg) (Kg/m®)
L1379 52211452 217 (16.16%)  357(2652%) 110(8.25%)  92.6+16.28" 12706&20.63‘» 76.9+10.81°  22.97+3.49°
e .
5 756 52.98+14.88 119 (15.15%)  335(4230%) 77 (9.85%)  88.39£1847  130.55:19.20 79.61+10.60  23.76+3.39
%
A 2135 52.59+1470 336 (158%)  692(3235%) 187 (8.88 91.06£19.10 1283622021  77.94+1081  23.26+3.48
it %)
LRI - Cr FBG TG TC HDL-C LDL-C SUA HOMA-IR
il (n (umol/L)> (mmol/L) Cmmol/L) (mmol/L) (mmol/L) (mmol/L) (umol/L)
& 1379 64, 54%11.15° 4.99:1.16 115 5.41£1.06 1.59+0.32° 3194090  319.:82.38° 1.79
* (0.83,1.62)° (1.22,2.72)
756 87.36+1642 5.06:1.24 1.37 5.34+0.98 1.4320.30 3.15£0.90 40549203 1.80
" (0.99,2.15) (1.17,2.92)
2135 73.16£1720 5.02+1.19 1.22 5.38+1.03 1.5320.32 3.1740.90  351.0:95.61 1.79
i (0.881.82) (1.212.77)

#¥E: BMI: fAE5%, SBP: Wik, DBP: #F3K/E, FBG: ZFHEMEE, TG: H



FwE ALt

=f4. TC: KJHEE, Scr: MAEF, SUA: M/RM, LDL-C, HDL-C, eGFR it/ ek
JEE R, DM HERE, HOMA-IR FaZSAERI PP (4 e & RARPie s 5 B A HE vs Males
group, P*<0.01

3.2 BRE TS X E R RRILE BWE (R 3-2).

GG R BIR: TR ERERRIAE (HUA) MEBHE 692 N, BBR
N 32.35%, HHBMHBHAR33S A, BRER 4030%, ZHERE 357 A, BRE
A 26.52%. BYERERRRMAE K BREBER/T LM, (P<0.01).

3.3 BEFERBRE (B 3-3)

BT T AL IX B R CKD B Bm % 336 A, BAEREN 15.80%, HH
BHERREB 119 A, BREN 15.16%, KHETRHEH 217 N, BHREA 16.16%.
B CKD K BR R 5 L AR J S8 X(P=0.552).

% 3-2 HUA ) 889% 28 B 1 5| 32 5 (The prevalence of HUA and its gender differences)

45
40
35
30
25
20
15
10

L L1
W Ltk
O & EmE

e
:
7
T
T

HUA

% 3-3 CKD [ 5% 2 M 51 2 5:(The prevalence of CKD and its gender differences)



e R

16. 2
1661
15. 8K
15. 6 2
o IR
15. 4 ,
| Eegis
15. 2 O & ik
15¢]
14. 8¢

14.6

CKD

3.4 HRRILGE S5IER R RIS R CKD BRERENER (LE 3-4)
FERRRIEMEXER CKD BREMERREFNEREZNS
(23.89%, 11.96%, P<0.01), CKD HBHEMEM 2 15. £EHERYT, BRE
ML J& B ¥ CKD 8 2 LU IE 3 PRI R R B35 1 /5, SR R4 1.91 1%(P<0.01);
FELERT, FRRILER REIERRBER CKD k4Rt B8, Hn
hIEH PRERE Y 2.16 £5(P<0.01).
*®3-4 RERRIELIERRBRIVERE IR CKD BRERMNES
The prevalence of CKD in hyperuricemia crowd and in non-high uric acid residents

and their gender differences

45 N ¢ CKD x? P OR 95%ClI
B . HUA 355 (4230%) 74 (20.90%) - 34.70 <001 2.577 16.52-25.3
%  NUA 457 (57.70%) 50 (10.94%)
% HUA 357 (26.52%) 95 (26.61%) ~ 14.80 <001 2.150 22.00-31.22
#  NUA 986 (53.48%) 122 (12.34%)
4  HUA 692 (32.35%) 169 (23.89%) 4736 <001 3.570 20.66-27.03

it NUA 1443 (67.65%) 172 (11.9%)

17
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#7E: CKD: 1BHHERM: HUA: BRMIMIE NUA: IE#KR

3.5 BHEBERHHXERERS T logistic BIAMT (AR 3-5).

#—E % CKD FrE R AR E R (RIE: £, 5. BMI. W4k, &F
H. FRER. M. MAS. hscRP) HEAT logistic BT, sEEE L HITEIEE
5% TCRIAMHT. I logistic BT Bn: MR, F&. Al B
JE. SMEMEE. B C KNEAKF S CKD MMk (P<0.05).

& 3-5 184 B LRI M FE R B 2 T logistic [F1JA5M#T

Multiple logistic regression analysis for related risk factors of CKD

TE LSV Z A
OR 95% CI P OR 95%Cl P

Tt 1.05 1.040-1.060 <0.01 1.032 1.020-1.045 <0.01
el 0.029 0.729-1.184 =0.552 0.676 0.491-0.932 =0.017
BMI 1.0679 1.033-1.104 <<0.01 1.014 0.970-1.061 =0.536
SBP 1.033 1.027-1.040 <0.01 1.019 1.010-1.029 <0.01
DBP 1.029 1.017-1.040 <<0.01 0.990 0.973-1.005 =0.209
SUA 1.004 1.003-1.005 <<0.01 1.003 1.001-1.004 =0.002
FPG 1.412 1.299-1.535 <0.01 1.283 1.153-1.430 <0.01
TG 1.851 1.505-2.277 <0.01 1.090 0.818-1.454 =0.555
HDL-C 1.003 0.698-1.440 =0.987 1.299 0.846-1.994 =0.232
hscRP 1.496 1.350-1.660 <<0.01 1.261 1.097-1.451 =0.01

%’E: BMI: %E*&ﬁv SBP: W%E; DBP: ﬁg&ﬁy FBG: éﬂﬁmﬁ’ TG: H‘ngﬁy TC:
BJEEE, Scr: MLEF, SUA: MJRAE, HDL-C ARG (ARE®E, hscRP: #E C RN
'A

18



At F R

BIE £3Xite

IREMAM S H X FRATRFRER B RBRRIOE (HUA) K&
WEE LA, 1998 €3¢ L 2037 L ABHARIAE Y HUA KB BRE
A 10.1%, HF BN 14.2%, Gith 7.1% ¥, 2008 475 Bt X 1706 4
ABEB LR BREDFIH 29.5% T 20.5% , BEBEER 23.3%, XEBE
2007~2009 X FEMMX —TRAT R F A E B RERBX MRERRER
RRIMAE BRI 23.5%, Hi, BLMBRESHN 28.4%. 19.7%1. KR E
N> BREEHLIX B AR R R R MLAE Bk B4 32.35%, EEERTHEHMK
RIRERE . AFARN ERBHRRBRLESRRKE (4030%) EHEETL
t (26.52%), X5/ AMRERL. FAAMENRRROEBREEERR
HIREREEA (1) BRRIENRREZEEE, AHANEARTFHXTE
RERIMAERRTREIRE; (2) FRENEEERT, BFfHREREERREI®+H
BERBTY SRS, MESXEYHELSERER WK 5~10 £%.

SERVEE AR B B B R BRI N . 2003 EREE =R EEE
EEFHER HANES)EZ7R, 20 &Ll ERSEA CKD BRER 11.0%%". 2008
% Obrador GT FX £ BFHMBA MR T A RMLE. BRRFKEFARREE
7~ CKD BIRESHIH 22%H 33%1, RE &M CKD BFHEMELR—. 2006
EXERTARLEK 2310 2 40 FLLEMABIRE, £REFR CKD BHER
9.99%!"%\. 2008 4FX$FRM T IUALIX 20 % LA E {9 1855 43 ABERN 2010 4E 0 138 K
FRIIX 2131 £ 35 F UL EABARE, 43 ER CKD BRRESHH 13.63%H
9.40% 2Pl KBIRKIMMENK=FAHMX EERTNIET, LEERRES
RIS AL X A B CKD BRE N 15.8%, HH B BHE 15.15%, ©H 16.16%.
HERETEARTRRE, JFm T2 FBAZE 2005 4 RA#X KA ERS (CKD
BRPEN 14.1%). BEK CKD BMEFFER: (1) CKD K BREREERE,
FHFAABFRRITRFZEE: (2) WL, FHRERZHXE RN SR
WER, RKRIES CKD HETXER.
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LMK FATHREMAN HUA 5 CKD —#Z RAKHEXRESNZ
&, BI HUA 2% 25/ CKD M R EE. 2006 4% Chang HY ¥X &1
HIX 31331 £ F4E A OBFST Bor i R ILAE (HUAD £ CKD Ksr a E R,
ERE—THRRFR A 3326 ARTRATRFHAEREKRAR K CKD BRE

(24.8%) EEEBHTRMRIEHE AN CKD BRE (14.7%), #—F4HER
BRMATE R CKD R EER. i/ A—Ts AKX 6273 ARV
ISR, BT logistic ZLEIAMTER CKD 54K, MBEMIARX,
i 5 B RS I A TS AR XM . ABFFUIE L £ T logistic [B]Y3 434 IR R LML IR
BE CKD BRI AREE, B2 /MERIER. Hhl. 8% C RNE
A, WHEE. YR CKD M ElRER.

REEMFACLHER T HRRTSHERRE. 4RRESHREN SR
MNERRIIRE, BIRMEER. MRFEL. REEBRZFRATIELRRT
B M S TR UM M | B EEREAL . SO R S S O M B RORAR SRR AL,
FCHLE] Kk PR T (R B P B 0 MU T M) NO 4i, 380 ET-1 MBUA
RAAS (EF, WIS BUF R FE.

LB E. M RFH S CKD, RS/ SR, BRAE
HRHREANEN, SEAXMAERRFE. MAXERR C REEHR CKD
KIMSIEK, SR TARELIEE C RNE AR KERRE, B MERR
B B EIghR. MAEBEERRS, ¢ RNEAFIRESMAER, REE
bR IR ESIE F S . TR, FKBRIMAE 5184 B AR LoV A
2, HA®W. % CKD 3IEEhEALr, S8 GFR T, BEHLRREK
B TR RN, SFALREN, AAFEXREILR, AREESRERIEFM
SN, TR IRERHEE, SRS RMRMIE. AR KRI CKD KAMF
BrER, ML EREKTEZES B, MRMIK TS CKD 4 # 2B SUE5K. ARBTAAT,
B2 WA R ER, BETREESSRERN P REELS
MK, THREDRIKELPEIEEZNER. TCRMNEBENR

20
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SEREE Y, FNBRZOME. BHERKFLY. 4 CREEAEHET
SERBIERARAMERS, FURHERK N EEL, T EXERRRESRLE
AET. FHFERI CRP KL CKD &I B R4S B T IE % R
P4, X E5EFEMBEN B HOT AL, FHIRE K IMREETE,
FHERMEMARERBEELL, SIEL2HRERN, BRLMELMDERRKKNRE
[39.40]

GEpTR, C RMEAENSIENERRIR, 7ERRRILES K RIER
AT ESERIEM. AN, BERRIESBHEERES CKD BER4E D
ME B AFEARRYE, BRILREKE, BESEARIERN, 53¥% CKD B4
WfE REFRE, R CKD BERLRYPERRMERE. FTU, B C R
NEEKF, AR R RRILAES | CKD R AR MATEIF.
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FHE ik

1. RETHE ERBRRMLAENRFE (32.35%) BT HA L X KHR
i, BEMERRIERRERT L.

2. BETTHXERSHSEHKE (CKD) BEBFREN 15.80%, HT5EH
CKD BHE (15.16%), THBKRE (16.16%), ERELKITFEBE X (P=0.552).

3. FETHRXERT, CKD MERRERRBRAR A 23.89%, 7EIREK
FEHMABES CKD WBRER 11.96%, WEZRAFEAREXY, £7F
FitFER .

4. AAUERAETHE R A R ILE A0 &% 5 5 T [ 9 FLAR S i A T B X0
k3. . LiESH, CKD MARERLETERN ). XWREHRK
RILENHRHER XK.

5. CKD A5 M RBMAKFE R, BERITHRFERE, L1 logistic ZH
FEEN, BRAERS. HH. kEE. SHOE. B C REEAKTR
CKD MR EREER.
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PRI R B RE

RUHE oy o2 PICiFES

X0 xanthine oxidase AR A ILAE

PRPP Phosphoribosyl yrophosphate B ARG
iz g3

HGPRT hypoxanthine-guaninephosphoribosyl ¥ 3 1 M4 1 I 14 %

transferase g Eg ]

hURAT1 human urate-anion tansporter-1 ANRBEHETH
izfk

hUAT human urate transporter ARz ik

hOAT human organic-anion transporter ANEVHEFHEE
{3

MRP4 multidrug resistance protein 4 ZHMAEA
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