B oFER K% %
Acad ] Sec Mil Med Un 2004 Dec;25(12)

d Unmv « 1371+

AREFRAENEEERNEBERREDENIER

BREREAA R £ AR
EEEREREBEREAMN, L 200433)

(ME] A BT FREBEEPTHAEREF AR EEFRA B S ERROE A RIS . Fik: BB ME 247 120
PR S4B NELEY PTH RERABMRRF(Cer) i ff %5 8 SRR ZBYn BEHS . ACECNATHY
ZHMARE Y, R0 HBEHFF 5. 9%/ 120 FEA LY FF A, FIPTH R EAFRFHPTH L ER# Cer B B
TH(P<0.05), iPTH 5K FRE. SR ER B HB ACECNAER R EEHX S AENHHFREKT/VE
fi#%£; RRF5S5KT/VEEHRA. 5KEE. F%E. U EESE L5 08 SFXR ECESAAERKEAM
%, b . 4RHNBEFY L PTHAS, PTH TAZ ¥ WSS AR A H.0E% mE RRF ##.5 % RRF T %,
(%RiA] AAESHE:FRIBBE FHERE RN A AFEAN

[(hESEE] R 692.5 [X®kRIRE™] A (X#BHEEST 0258-879X(2004)12-1371-03

Effect of intact parathyroid hormone on residual renal function in hemodialysis patients with chronic renal

failure

GUO Yun-Shan, YUAN Wei-Jie* ,SU Hong., L.LIU Ming-Yuan (Department of Nephrology,Changhai Hespital, Second Mili-
tary Medical University,Shanghai 200433 ,China)
[ABSTRACT] Objective: To investigate the effect of the intact parathyreid kormone (iPTH) on residual renal function
(RRF). Methods: The relationship between iPTH and caicium, phosphorum, preduct Ca X F, hypertension, triglyceride,
cholesterol ,left ventricular mass index (1.7’ M1) aad ERF i 120 bemodiel /i pauents with chronic renal failure. Results: The
results showed that £5. 9% of the hemod:alysis patieats with chronic renal failure had secondary parathyroidism. It was found
that iPTH was positively correlated with SBP,DBP, product CaXP, triglyceride and LVMI, and negatively correlated with
endogenous creatinine clearance rate and KT/V. RRF had positive correlation with KT/V and SBP,DBP, calcium, product
CaXP, triglyceride, cholesterol and LVMI. Conclusion: \PTH level is elevated in hemodialysis patients, which may lead to
RRF loss.
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AFER(BSA), LVM=1. 04 X [(LVDd+IVST+
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m?, ZTH>110 g/m* B X AELZREDLVH),
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1.6 #t#F&R MAERBEHL 745 TR, KiE
¥ A SPSS10. 0 #4317 4L 3, FY Pearson %
Sr TR ST B Z R A etk B ANOVA Ji 4y
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2.1 RFEXLHEPTHARFSH 1205 8FF 74
#i(61. 7% )iPTH>300 ng/ml,16 ] (13. 3%)iPTH
£ 200~300 ng/ml, 25 #i](20. 9%)iPTH £ 100~
200 ng/ml, 5 # (4. 1%)iPTH<(100 ng/ml .

2.2 iPTHECer X% #1200 BERFHRET
FF7E® iPTH M1 5 GPTH>>300 ng/ml) 4 3% 2 41,
B iPTH fLfE#H R iPTH(+H)E (n=74), K iPTH
N (432. 45£38. 01) ng/ml, T & iPTH I 5 & X
IPTH(—)#4 (n=46), % iPTH 3} (138. 55+ 31. 89)
ng/ml, Wi BHEEER . BWB ) ELR
FAOMBLEREH¥£5, FHRESHEE
BRFXLKIT¥E R, iPTH(+) 4 Cer 3% (6. 38+
1.56) ml/(min » m*), # iPTH (— ) 4 § (8. 09 +
1.31) ml/(min « m*) B & F & (P<0. 05),

2.3 PTHS5R26A A4 %42 SLERER,.ME.
i1 Ca,Ca X P,AKP. il TG.LVMI % iPTH(—) 5
iPTH (+) B 4 18] & B B 2 § (P<<0. 05, P<<0. 01);
M P.KT/VERARMESEMLER. BE1,
2.4 PTHE kS MAAMNARIMELE %

e &8 # m iPTH 5 SBP.DBP.Ca XP,AKP,
I TG.LVMI % & iE A & (P <<0. 05); 5 1fi Ca.
Cer KT/V & B i #£ (P<C0. 05); 511 P.CH.
CRP LAIXME. GRRE 2.

1 BEEEPTH(HAS
iPTH(+H) ARE A KES B LR
Tab 1 Clinical parameters in patients with
chronic renal failure without hyperparathroidism

iPTH(—) and with hyperparathroidism iPTH (4)

(z+s)
Index iPTH(—) iPTH(+)
(n=46) (n=174)
SBP(p/kPa) 128.80418.20  151.20+419.10°
DBP(p/kPa) 75.30+9. 42 91.40-+11.31"
Ca(ca/mmol » L™1) 2.1940.19 2.1140.12*
P{(cg/mmol + L=1) 1.59=+0. 45 1.81+0.51
CaxXP(mg? - d1-2) 48. 08410. 30 61.934+12.91*
AKP(2p/U + L™1) 76.78+13. 43 86.80+18. 91"
TG (cp/mmol + L~1) 1.0240. 45 1.3740. 49"
CH(ep/mmol + L—1) 3.87+0. 55 4.1940.91*
CRP(pp/mg » L~1) 4, 0£-4:2.33 11.25+3.67*
LVMI 139. 384+35.78  177.79448. 98"
KT/V 1. 44-£0. 48 1.4140.27

* '<C0. 05 vs iPTH(—) group

£2 PTHH Co 5&IEKSMME XY
Tab 2 Correlation between iPTH,

Cer and clinical parameters

(n=120)
Index Tts iPTH Cer

r P r r
Cer(ml * min—1« m—2) 7.35+£1.32 —0.43 <0.05 -
SBP(p/kPa) 138.21+20. 35 0.51 <C0.05 —0.48 <0.05
DBP(p/kPa) 83.32+19.71 0.50 <0.05 ~0.46 <0.05
Ca(cB/mmol » L—1) 2.15£0.19 —0.48 <0.05 —0.46 <0.05
P(cs/mmol « L—1) 1.77+0.44  —0.27 >0.05 —0.44 <0.05
CaXP(mg? » dI—2) 60.19+12.186 0.48 <0.05 —0.40 <0.05
AKP(zp/U « L—1) 72.56+15.99 0.41 <0.05 —0.28 >0.05
TG(cB/mmol « L—1) 1.3710. 49 0.58 <{0.05 —0.41 <0.05
CH(cB/mmol » L~1) 3.9910. 87 0.28 >>0.05 —0.44 <0.05
CRP(pp/mg « L-1) 6.8219.92 0.23 >0.05 —0.11 >0.05
LVMI 176. 671 50. 01 0.52 <0.05 ~—0.40 <0.05
KT/V 1.3140.18 —0.40 <0.05 0.54 <0.05

2.5 BWBAEHE RRFM£%E Cor RBEE
) RRF . 85 R R, 4 #4111 3% 5 % i) RRF 5 KT/
V 2IEMR (P<0.05); 5 SBP.DBP. ifi TG.CH.
it Ca, il P.CaXP,LVMI £ #f%(P<0.05); 5
AKP fI CRP TAH%H:. SRAE 2.
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EMKRME. UATHIREIEL., KRR HERE.E
i 72 P B LT B 1 O LB AT R A A A
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# RRF T/, HEitFR"A N, iPTH L g
RRF ZRA X FHREGRER,IPTH(H) 4 Cer
BIPTH(—)HA B EWEER (P<0.05), H iPTH
5 Cer 8 11 40 %, 42 75 iPTH A 1 RRF, jn &
RRF &%,
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B FR BRI EE LA B A ED . R FRIEE
iPTH (H) H BB e iPTH(- S B FE 4 &
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B B L B A iPTH W1 58 53 5 a0 i R 4K
{9 5 {3 455 1k, DA T 4 2B S BR B AL, 51 A L P R L O
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BFac 4 ep SBP.DBP 5 RRF ¥R MR, #— 5
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pE Je B B (VLDL) A iR AR 8 Z [ TG KEFHE: R
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iPTH T8 A % v o 300 5 JE B 0 1 B R
P 9 7 fe B B B 8 AT o RO LA B RE K 0 LT
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AEgE s B E O LR E YL M AER. iR
KB ,iPTH 5] 15 A0 WUE 56 4R 3 Bk A5 R 301 in &
BEAROIBRE. THRFBEIBRACPTX)ZMK
F Ca BB FRWIN G el i Fe . WA WREINR,IPTH
AREE M Ca BFRBESESERKE FKRE,
G 04 A £ R AR 4 . A T 6 RO UL 4 B SR SR L
T-. iPTH £ A 5|& Ang I # &, AT 7 C-fos.C-
jun % R B R K K, S 300 WUAE R K fa) 4T 4E 1k .
Moist 251 % 3.0 B A & 7] fin 3% & BE RRF iR £
4 De Boer %1%} 218 | & 213 2 FFEIFWNER
KM.PTH 5 RRF 2 Ff MK, 5O AEFER LZE
REJEL 8 TR AH G,

72 S RTRLIPTH 4 4% i 8 8 & RRF #y
R B EEEN, iPTH ol 858 . A8 A
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5 {PTH £/ A%. 5 RRF 2 EMX, B#RFED
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