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= W DN

(=] a8 B P R R (uric acid, UA) 7K 3 5 18 1 5 £ 38 (chronic renal failure, CRF) [ JiX i% #7 ( peritoneal
dialysis, PD) S & 2 FIE T ARG # ok - MBI S4 2001 48 1 A 1 H % 2017 48 12 7 31 HE TR ME S — BE Rl m
LL PDVE M 38 B ERACIEI T Y 140 2K B B 995 ¥ BE (end stage renal disease, ESRD) g % i %5 B, AR IR UA /KR =
AL T AT R 3 4H Ik UA 44 (<387 pmol/L, n=46) ,"# UA £ (387~519 pumol/L.n=44) fiF UA 41 (=519
pmol/L.n=>50) . 4 3 AL T-HIX LEIF R ] Kaplan-Meier SR 22 il A Fr 1 £k . 4 & : UA S350 20 pmol/L, 2 FET:
U 0. 3% (HR=1. 003,95%CI 1. 00~1. 005, P=0. 019), & UA H#&k UA £ FEET- %5, HR H 2. 3(95%CI
1.06~5. 01, P=0. 035) , LIBT3 4F P UA XFSET- RS TN {E 5 . 48 & : UA KF-5 PD R H @ PISET- AR LM BT A
UA FHme 2RI T i fa ks W R 3R ds ] UA KA B T K PD AL PR .

[REEIR] MMk el s SRR s IR ; AR %
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Correlation of serum uric acid before dialysis and all-cause mortality in peritoneal dialysis patients

QIU Shan-fang"?, TENG Jie'*, SHEN Bo®, PEI Juan®, CAI Qing-qing' ., ZHANG Yan-lin**
1. Department of Nephrology, Xiamen Branch, Zhongshan Hospital, Fudan University, Xiamen 361006, Fujian, China
2. Department of Nephrology. First Affiliated Hospital of Xiamen University, Xiamen 361000, Fujian, China
3. Department of Nephrology, Zhongshan Hospital. Fudan University, Shanghai 200032, China
4. Medical Center of Groningen University, Groningen 9713KC, Netherlands

[ Abstract | Objective: To explore the correlation of serum uric acid (UA) level before dialysis and mortality in
patients undergoing peritoneal dialysis. Methods: The clinical data of 140 patients with end-stage renal disease (ESRD) treated
with PD as the first choice of renal replacement therapy in the First Affiliated Hospital of Xiamen University from January 1,
2001 to December 31, 2017 were retrospectively analyzed. The patients were divided into three groups based on the tertile of
uric acid level: low UA group (<(387 ymol/L, n=46), middle UA group (387-519 pmol/L, n=44) and high UA group (=
519 pmol/L, n=750). The risk ratio of all-cause death was compared among the three groups, and the survival curve was
drawn by the Kaplan-Meier method. Results: For every 20 pmol/L increased in UA, the risk of all-cause death increased by
0.3% (HR=1.003, 95%CI 1. 00-1. 005, P=0. 019). The all-cause mortality in the high UA group was higher than that in
the low UA group, HR was 2.3 (95%CI 1. 06-5. 01, P=0.035), and the value of UA in predicting death risk within 3 years
after dialysis was higher. Conclusions: UA may be positively correlated with all-cause mortality in patients undergoing
maintenance peritoneal dialysis. The increase of baseline UA may be an independent risk factor for all-cause mortality in those
patients indicating that control of the UA level may be helpful to prolong the survival time of patients undergoing peritoneal
dialysis.

[Key Words ] chronic renal failure; peritoneal dialysis; uric acid; all-cause mortality
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114 "B E 5 (chronic kidney disease, CKD) &
SN FE A R . B CKD 3 w5 ik
L 242 X BRI FIdE 2 BB K ). CKD BEJE 2
R B 95 (end-stage renal disease, ESRD; JR #
SE) By B o B B0E B M. B E RS
(peritoneal dialysis., PD) AR B A WA H ATk
1 B B PD R B IR RGBT i | ik Iy
. JRIR Curic acid, UAD 2 A AR P U8 14 R4 MR 5
ABERAB L), B2 E 2R AR . CKD
FIESRD f8 4% 223 ) B PR BR ML AE . F 520 3%
WY, v PR IR ILAE 55 e I ek 3 ke AR 25
it} CKD kA=A %, HEWNSNET UA 5 PD /&
F A PO T M4 AT 5 R MW 92 A7 78 A B o7
JERYE B . ABIE ST X G 140 4] PD AR
IR T R EUME A B, OB 2 UA Bedls B HoAth 7T R
S PD RRE A A7 UG 1 AE B R 3R B0 2R 17 40 #
T PD B E b UA K52 RS TR Z ([ 1Y K
F . A A PD 38 UA ZKOF, FEAIRSET:
JRURS: | B 1 4 A e AR R

1 #AREFZE

L1 —#FH S 2000 421 41 A&
2017 412 H 31 HJE T TR2EME S — BB L) PD fE
e R IR AR IR YT 1Y 140 1) ESRD FR 35 1195
Okl BETAERE R 57(44~65) %, 450 Jy Bk
(n=63), BHIAIEIEE /NER'E & 57 ], bR
P B 45 91, e IS B 16 ], TgA i 8 ] IR
R 3, 2505 R BB E 2 B, HT b kAN i
BB AR CANCAD AH I B 45158 3 9] 98 XU
3L RANE 3 4], PD JFURIN 830k & s (45
BEIRIR (=53, 37.9%0) @ LK (n=132, 94. 3%0)
L MR (n="T74, 52. 9%, AL /E ]
REF B R S — B Bt e, BT A HR 3 B A 5 25 & A
(NS ER

PAFRE: BT =18 2 A B i =3 4
A s BHFFR 1~3 A ABEATIE B8 (PET)
TSR3 T T2V 5 (8 F B TR Baxter 23
A1) PD-2 3Bk & 58 PD iR, & H BT & 6~8 L,
HEBRARE . PD Fp2epf [ 58 T 3 N HD s A W
B P S o e P s i AR R i 2 5 vh iR
HEZ AT 50 B RS AT I35 e A G b IR T ML A 4k 2
BT

1.2 s % WAEHEA PD 3L UA 19 =41
LA R BT A R & 41 3 A Ik UA 41 (<2387
pmol/L, n=46), 7 UA 4] (387 ~519 pumol/L,
n=440)FlfE UA 4 (=519 pmol/L, n=50),
1.3 MERaEAF  BERE R HL 758 b 3k 15 PD
AR CIRNEODNIN k= i S11 fr97 N S A e i | A B o
T 45 4 (body mass index, BMD) , % M7, 5
L Hs B BRI o I A5 A S o LA 55 K R T A6 Tl
144 57 Cangiotensin-converting enzyme inhibitor,
ACED ., Il B K & 1l Z & $541 7 Cangiotensin I
receptor blocker, ARB) [ IRER 254 il EERS B L
i\ M), A2 L g i A il ZE (erythropoiesis
stimulating agents, ESA) \ F JR 57| (1 ZEK) | 4518 18
BH7 57 (calcium channel blocker, CCB) Flifthy] 224
YIRS 15 AR (white blood cell, WBC)
1127 %% 1 Chemoglobin, Hb) . I #F (kalium, K) . I
5 (calcium, Ca) . Ifi# (phosphorous, P) . MM H &
H (albumin, Alb) . Ifil bR 2 % (blood urea nitrogen,
BUN) .M JLEF (serum creatinine, Scr) \UA. =t H
i (triglyceride, TG) | JH[# fi% (cholesterol, CHO) |
{523 I8 1 (low density lipoprotein, LDL) | K
2 I i 2% (immunoreactive parathyroid hormone,
iPTHD
1.4 F7H REAE AEF4  ETRRER
P L9050 R 40 M R i [l 7 1) 5 R A8 R 4 R
fobn. AAE B E]: TF 4G PD G Y7 2458 L (2017
12 H 31 IHBURAZ SR E . AR
w1 PD S E AR, BE B H I TE
PD JBST AAET 5 0 10078 7 S RS B 5 R 3
TR R,
1.5 %3 a® R SPSS 22. 0 #1751t
Bro BTSSR AL B D) 2t R w3 A
BORER ] M(Pos » Prs ) FIR 3B 1L n (V) IR
X TR B /NTF 10201448 5 3 i B At BT A5 X
S I A B A BOR AP 55 Bk 2R A 5 ik 2k Bl e o
L0 BRI T NS HT . S ER S0 7 25 5%
HYBERER T B0 R 2 07 22 40 A AR IEZS 7 28 55 1Y
FAESER 50 s TR R LRI FLBCR T o K. 24
FEAS N<740 sEEAIEL 1<<T<5 i}, R A Fisher
WU R

XPHEZE UA 5 2 SE T A0 S PE 43 Fr sk A=
F7o3Ht . RH] Kaplan-Meier Y2 A= 17 1 26, 20 7]
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LBk H logrank £ 80 . DUBEIET-1E RIS F
PR B R B I R SE LR WERE & IFE L 251 Ol
T RSB E AR 43 BN A Cox [1IH 4B, 4 3 1
i UA FIAFEZET- 3450 )2 1 HR {EFIAE R 9520
CI, # P<<0.05 A HEEImKZELHWHERMAZL
K2 Cox [\ 43 B o I IEPE ) L AR % L 5 I b
TR <O L3975 - BMIL B 4 B h E (residual renal
function, RREOZEHZFE ., A Ge 4 53 S W,

2.1 —RICH s APRGE D R 3 4R IR
AR T e I L L 22 S AT G L (P<Z
0. 05) 5 UA L PRI T g 2 e 4 7 L 491
W e T A . ZH RIS A S BMILL S A i
RRE, e M1 s BE PR O ML < ' it
AL /NER B R EE ] ACET/ARB, CCB. [ IR R 2y

KK #E () A 0. 05,

Yy ATT ISP 22 R SR

F1 3ABENEHN—EERLLER

Eisn It UA 2H(N = 46) h UA (N =44) w5 UA (N =50) P14
B (%) 21(45.7) 17(38.6) 25(50. 0) 0. 540
SRR () 57.5(43.0,65. 0) 53.5(45.0,65.0) 59.5(43.0,65.0) 0. 053
BMI(kg/m?) 22(19.0,24.3) 22,9(20. 8,26.2) 22.9(20.7,25.0) 0.195
B D) 33.8(21.5,62.2) 31.9(19.0,73.3) 28. 4(16. 8,65. 6) 0. 663
2l (00

ACEI/ARB 10021.7) 8(18.2) 10€20. 0) 0.915

CCB 40(93.2) 41(80. 0) 41(87. 1) 0.271

1) 0 1(2.2) 3(6.8) 6(12.0) 0.174

i T 16(34. 8) 15(34. 1) 13(26. ) 0. 598

FI BRI 1(2.2) 5(11.4) 17(22.0) 0. 009

ESA 28(60. 0) 29(65.0) 27(54.0) 0. 495
BIARE n( %)

B/ NER B 45 22(47.8) 20(45.5) 15(30. 0) 0.153

PR 15(32. 6) 14(31.8) 16(32.0) 0. 996

= I B 4(8.7) 1€2.3) 11(22.0) 0.010

Hofth 5(10.9) 9(20. 5) 8(16.0) 0. 457

I 42(91.0) 43(97.7) 47(94.0) 0. 420

W5 TR 17(37.0) 18(40. ) 18(36. 0) 0. 632

O A0 23(50. 0) 20(45.0) 31(62.0) 0. 247
RRF(mL * min~! + 1.73 m~2) 6.5(5.2,8.0) 6.2(4.8,8.2) 5.7(4.5,7.0) 0. 053
Hb(g/dL) 76(69,91) 80(71,87) 79(69,93) 0. 692
Alb(g/L) 34.8+4.5 35.7£3.6 36.314. 4 0. 228
UA(pmol/L) 286.2+81.5 460.5%35.7 591. 8 £87. 2 <20. 001
BUN(mmol/L) 19.2(14.7,25.7) 22.5(16.3,29.5) 24, 6(19.7,30. 1) 0. 007
Ser(pmol /L) 733.1+277.0 778.4+252.5 882.4+272.9 0.022
K (mmol/L) 3.8(3.4.4.2) 4.23.7,4.7) 4.0(3.7,5. 1) 0.013
#1E Ca(mmol/L) 2.2(2.0,2.3) 2.2(2.0,2.3) 2.1(1.9,2.2) 0. 059
P(mmol/L) 1.5+0.6 1.8£0.5 1.9£0.6 0. 001
LDL(mmol/1) 2.4(1.7,3.0) 2.6(1.9,3.2) 2.6(2.0,3.3) 0.332
CHO(mmol/L) 4.3(3.3,4.9 4.6(3.8,5.3) 4.5(3.6,5.7) 0. 265
TG(mmol/L) 1.29(0.8.1.5) 1.4(1.1,1.9) 1.4(1.0,1.7) 0. 092
iPTH (pg/mL) 161. 8(82.9,296. 0) 247. 6(125.2,373.0) 273.1(190. 0,350. 2) 0.119

* R T RGP L BEARAE BT AL 20 LSBT T MA  E 4
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2.2 RABAORLTERHEZELREZ Cox &2y
o ZHR (3% 2) BoR: AE R (HR = 1. 05, 95% CI
1.02~1.07, P<C0.001) .. Ifil P (HR=3. 40,
95%CI 1. 69~6. 84, P=0. 001), K(HR=1. 04,
95%CI 1. 69~6. 84, P=0. 012) ¥ /& PD &1
faks R & M A ESA W& PD &35 By R4 Pk
2 (HR=0. 46,95% CI 0. 25~0. 83,P=0.01),

2.3 BABVATEKREEZSEH A Cox @2y
Mo R D IR UA VRSS2 HAth 5%

PRI 1L JR K T4 TH S 20 umol /L, PD i %

S TRPE T KRS 34 im0, 3% (HR = 1. 003, 95% CI
1. 000~1. 005, P=0. 019) , 4= % ik R HE T AU 1k =5
(HR=1. 043,95%CI 1. 014~1. 073, P=0. 003) ,
I R FE T AR At 8 Ry (HR = 0. 304, 9524 CI
1. 400~1. 036, P=0. 028), 4E#% . K. UA ¥k PD
BEFET RS fER R

GERGR O WIR: UA YRR 5 A8 HERE, & UA
AHAK UA 4138 T KBS TH 5 (HR = 2. 308, 95% CI
1.062~5. 017, P=0. 035), B UA 4 #9561 X
AR UA 41R92. 315,

*2 BABENETEREREERER Cox @EFSH
G HR(95%CD P 1Y Ak HR(95%CD P1{H
UA T8 20 pmol/L) 1. 04(1. 00~1. 08) 0. 048 BUN 0. 99(0. 96~1. 02) 0.722
ik UA - - RRF 1. 04(0.95~1.13) 0.377
i UA 0. 81(0. 36~1. 80) 0.614 K 1. 44(1. 08~1.91) 0.012
& UA 1. 60€0. 82~3.19) 0.167 KIE Ca 0. 95(0. 70~1.29) 0.76
g 0.87(0. 49~1.53) 0. 632 P 1.12(0. 74~1.70) 0.573
AR 1. 05(1. 02~1. 07) <0. 001 CHO 1.14€0. 91~1. 42) 0.226
BMI 1. 03€0. 96~1. 09) 0.349 TG 1.17€0. 82~1. 66) 0.367
1R IR 1. 18(0. 36~3. 85) 0. 780 LDL 1.19(0. 91~1. 55) 0.189
R 1. 70€0. 98~2. 94) 0. 055 iPTH 1. 00€0. 99~1. 01) 0. 677
LA 3. 40(1. 69~6. 84) 0. 001 ACEI/ARB 1.16€0. 57~2. 34) 0. 666
WBC 1. 07€0. 94~1. 22) 0.272 CCB 0. 97(0. 43~2. 86) 0. 955
Hb 1. 01€0. 99~1. 02) 0.190 ] 1. 040, 37~2.92) 0.928
Alb 1. 00€0. 94~1. 06) 0. 906 T2 1. 63(0. 88~3.01) 0.120
ALP 1. 00€0. 99~1. 00) 0. 769 FIFRF 0.610.22~1.72) 0. 355
LDH 0.990. 99~1. 02) 0.179 ESA 0. 46(0. 25~0. 83) 0.010
Ser 0. 990. 99~1. 00) 0.229 Ca 0.810.37~1.79) 0.616
F3 FEE1LUAEAZEEETEN S ER Cox BASHTER

A b1 Sh Wald 5 P4 HR 95%CI(RR)

UAGT} 20 pmol /L) 0.003 0. 001 5. 462 0.019 1..003 1. 000~1. 005
AR 0. 042 0.014 8. 665 0. 003 1. 043 1. 014~1. 073
i PR 0. 202 0. 344 0. 346 0.557 1.224 0. 624~2, 402
1 I —-0.092 0. 677 0.018 0. 892 0.912 0. 242~3. 441

O I 0. 688 0. 427 2.597 0.107 1. 989 0. 862~4. 590
K 0.336 0.153 4.805 0. 028 0.304 1. 400~1. 036
RRF 0. 058 0. 560 1. 058 0.304 1. 060 0.949~1. 183
[ PR BR 24 0. 058 0. 582 0.010 0.921 1. 059 0.339~3.312
IR -0.733 0.595 1.514 0.219 0. 481 0. 150~1. 544
ESA -0.532 0. 340 2.455 0.117 0. 587 0.302~1. 143

BMI -0.023 0. 042 0.311 0.577 0.977 0. 900~1. 060
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R4 RE2Z.VAEANKEENSER Cox MPEAFMER

ARk LR (=N Sb Wald P HR 95%CI(RR)
i UA 4 - - - - - -
 UA 4 = 0. 042 0. 417 0. 010 0.921 0. 959 0.423~2.174
B UA4 0. 836 0. 396 4. 457 0.035 2.308 1. 062~5. 017
AF A 0. 045 0. 015 9. 198 0. 002 1. 046 1.016~1. 078
R 0. 063 0. 342 0. 034 0. 853 1. 065 0.545~2. 082
& IR -0.031 0. 667 0. 002 0. 963 0. 970 0.263~3, 582
U I 0 0. 670 0. 425 2. 491 0. 114 1.954 0. 850~4. 491
K 0. 375 0. 152 6. 049 0.014 1. 455 1.079~1. 962
RRF 0. 065 0. 056 1. 364 0.243 1. 067 0.957~1.190
[ PR R 25 0.011 0.588 <0. 001 0. 985 1.011 0.319~3. 204
FIFRF - 0. 735 0.597 1.517 0.218 0. 480 0. 149~1. 544
ESA —0. 435 0.339 1. 646 0. 199 0. 647 0.333~1.258
BMI -0.025 0. 041 0.377 0.539 0.957 0. 900~1. 056

2.4 PDEF3FAAHL FRE D RN
Vit TE] AT 48 51 58 F o i 10557 =428 Sk e sl AN B
JEE . AR UA 4L 1 AEAAE3R 83, 5003 ARAfE %
J41. 8%, th UA 41 1 4EHAE 2 77, 69,3 4E2E
FER Ny 33, 3% 1w UA 4 1 4EEAEH K70, 8%.3
EAEAER N 11, 8%, i UA 4 3 4ENAAERILT
ik UA 41 (5" =7.36,P=0.007); i UA 4 3 4F
AR T A UA 4(° =4. 26, P=0. 039) /Il UA
HE5h UAH 3ENEFREILGEIT LR =
0.45,P=0.502),

1.0
-~ KUA4]
= HUA4]

0:% HUAZL

M

\: 0.6

E\\? 04r

0.2f
0.0

10.00  20.00 30.00 40.00
PDifiI7 ()

1 3 23 PD E3& Kaplan-Meier 475 fh £

3 it i

3.1 AFFFEER UA JZNMREER AU e &
P1.6620~8020 Ky UA 225 kit CKD % % &)
PR PRIRIMAE . UA A0 A4 27 BO0 A T AL A
WG, FEARHDRASS M3 UA AR A7) al £
FPAILIA L AH 2 N PR A R A O I i PR v Rl F)
ANFERO . UA A4 CKD 4 i 2 sl A2 H 2l

e — A brids, HATH LS. AWFSEIRE T
SRS PR L0 M S B IR s L K ESA LRI R 3
FEPRER 25 E SRR 22 R R Ja - R 1 UA K
& PD B & FAET- M a2 B UA
HFHE 20 pmol /L, FET RS HE AN 0. 3%, UA>519
pmol/L i F# UA<C387 pmol/L & LT K T
BT 2.3 4%, HiX — IR AEBENT 3 AN i 3

3.2 UAXPD &% TW¥arsms HEIE
F PD B R ARGV UA X PD B FET-R
SR IR FEAFAE M LT G A 45 R . Feng 25 — 101
156 #3521 # Bz PD G Y7 i B 58 % 31, UA
AKOETHfm SAC T T A 6 SR e AR T A 3 G
SRR L I ) Tl S G — T £ O IR
WFFE AT T AR 4538 . Bk R 22 1 52 56 Fn il
IRBFFERW], UA JE—Fh N 5 76N B D RE R i
HERAMET . UA 775 5055 1 Vi WL A0 A 3 7 0 /b
M —F A E WA MEER-MEEKRRERR,
SIS Py R 41 i 2 68 A5 L 3 = o ok i Ak AR
FEH, BRAh UA T3 5k 52 i i /N 1) 5 4 A 2 e
Re. 51 MR AE 2E 7R, Bae 25 — Tk 1
6 ALY A 1 738 5] PD iR 1 [l Jis Pk 43 A & 2R
UA IR (<55 mg/L) 2@ s b i 2 AT 1 73
M F, Chang 857X} 309 il PD 8 2% 1) i i %
B, UA JKFREAREE R FE T RS 3 0. X A o7 I 1)
SR ATRe S R R B S E R A K. Ak,
UA () —> 5 ZER J5 2 I 1 v R e R 1 1R 1 4%
A TE UA K — @ T2 B E 0T e B pL A4 78 7 4R
Bl o EFRAS BRI T RE AT AR B B G 580 AR
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LI, 1T Bae ZEARFZE L S 1 UA ZKFAIK
() R B B Ik i BMLL B | LT P 26 K 35
(PR PRI LU 91 R8s SR AN B L], PR G F 5 485 SR T
REAELE— E R4 . Chang 25050 B 97 4, [F) B S 7
A HA BRI UA K 8 HKF HIZ 8L
M TR RS UA 25908 T B AELEIE DL .
3.3 MR ZF Lai B R, m UA 4 PD
BE A PIBE T 0 I A AR Y A O BB T 1 AR 4
Z. Xia X EAER X 1 278 §i] PD f& it
TT M5 REER R FE RIS UA Z2 B LG
MAFET AL fa i &= 6T UA P25 7Y
M) Py D DR s oA B, [ R IA R AT B2 B TR A
(126 5 BV [R] R 2% BRI ZE B Lo Z B i v UA
K22 BT EG Wnl & T 5 B A et UA
AR £8 3 XU T B /N, (AE4 28 )5, 1 5
220N TR P R T RE S BUB 1 At
Z I UA K122 5. B shP L s aFos s,
O 2 TR RN S R ] 52 UA g i, 4628 )5 /N
FUMLTE UA K T Lm/MR . seoh, 52t
o, BYEE R4 5 52 ) UA #1561y 45 . 5 1 3 ik
Tk e JEL K i A BT 5 350 N S Jhk BEL 7 48 5 XU o
P02, Lai 285 RF S8R AR PEAL Lo o 4 22
R R Z B A MR RS B (n=125,89. 9%0)
AERAAE 45 B LA B AN 78 45 2 K DL B B PR IR
R L I UA WRE 52 B AL mET- R Z
() JC 2 OCHE . B TARRY /N T 45 % WL PERE IR
BEED Iz R e A — iy . B Y)Y
Jir PR g it — 2D AR

3.4 Phe#c ikl i ARk, UA K
5 RIET-IEM G, 76 ESRD iX Fls ik ARE
UA B EZW R T HA &5 71 X —IHWRTE 3 4
BRI AR B 2 . UA KT+ 78 PD FH XT38
T TR0 A B8 v s PD J5 31 iy Ak 2 B B ) &%
BHRER UA TR KR LB T & SR
R HIRPD AT AT REARFIG BR IS UA, Bt
FERETIIE], PD B 7S UA KR sh AR
AT T T FE LA S A 55 S N I UA
KR FEA M A8k, 538 B9 8L PD H
BN RRE BA TG4 VR (HBE & & b
I IE G, (85 1 RRF 31EZAE T [ 7235 17 f5 1
KREFBEIATIRY B, B KT PD ¥
O M50 fa 5 R 2R A 9Y 3R WL RRF 2%, (%
XoF LA B 5P DR 175 B A2 o K P IR 0 5 R 5k B

M, WG Rt M A 451k . Haynes 2% 58 & BH
AN TR P J R 95 S B0 18 PR I RRE R i 3 B AN
[] . 22908 B W DR B R /NER B R R Y RRF
AERRERAM A (3. 840, 5), (2. 540. 8), (1. 9+
0.6) mL » min ' « 1. 73 m %, AR5 AP L
RRF 4 6.5(5.2,8.0) mL*min !+ 1.73m 2, H
WAttt didy PDIGYT 3 4FE A f EE AL RRF,
Uit UA 58501 R AXHEES . Dong 46
WA A, AL GO LA fa B N R G . — K
PD fBE 1) UA 5.0 10058 F1 42 PR FE T~ 0 T 19 T 5
W EHAK. 50 PD BE LT EE R R N &
LR INITTIIRER YR

Zr BTk, 34k UA K5 PD R e F AT
FIEMK. EHAT UA &2 2 BT B 7 G
B R Fe il UA KE AR A B FREK PD BE A4
FERT PR . AEASHIF ST Ay B s [RLBUPE BIF 53, 25 1 W] fig
FETENRY - 4 Ja i b — 25 1 I 2 oo i BE M 52 159
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