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BEIBN W RIFSEAENAREEIE T (continuous ambulatory peritoneal dialysis,CAPD) &
F M35 25— 2 F 4k 22 FK D, (25 (OH) D] S ERAREI RS B 5K (hepeidin) Z [BIIR R FiE  EHUG
IRIE RS2 8 28 — R e I LB AT 112 15 e 2 B3 5% 1 4E LA 1) CAPD A 7T 11 JB 3 50 9], PRAG A0
30 19 {k BE 3 AR R IR AH . SR P I IBE 7 925 IR B V25 0 5 1LY 25 (OH) Ds A% Hepe i din 17K SF-, 5] B A0 524
HI 12T & I (hemoglobin, Hb) « MMLAEAL  MLTEER VB EE A (ferritin, Fer) < s 8454 77 (total iron bind-
ing capacity, TIBC) . Pearson %43 #r 25 (OH)D, 5 H At s IRFE AR I AH . FR SXTIRAMLL,
CAPD #H % 25 (OH) D, (t=1. 947, P=0. 029) . Hb (t=6. 676, P<<0. 001) A% I35 %2 (t=8. 463, P<<0.001) . TICB
(t=6. 173, P<<0.001) B2 T [, Fer B2 TH 1 (¢=3. 084, P=0. 003) 4H.1i] o4 2 57 B 4i it 22 7 X ; Hepei—
dinfm TfE BERHE 4, (B B 4t % & X (¢=1. 280, P=0. 204) ; I LEF (¢=22. 810, P<<0. 001) . JR Z &
(t=16. 580, P<<0. 001) T (¢=3. 372, P<<0. 001) Jz F{R 5% B 2% (¢=8. 010, P<<0. 001) Ft &1, A [A] Lh s 2= 5
HAE G2 X . Pearson fH7¢ 7 #7145 5 & 75, CAPD 4H 1M 3% 25 (OH) Dy 7K “F 55 Hepeidin B¢ A #H 5% (1=
-0.382,P=0.003) . £5i& CAPD & I3 25 (OH) Dy 7K - H BAAR S H LA AR B B M 73 1A 5% o

IR E T 442Dy AR
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[Abstract] Objective To study the correlation between 25-hydroxy vitamin D; and the status of iron me-
tabolism in patients with continuous ambulatory peritoneal dialysis (CAPD). Methods A total of 50 patients
treated with CAPD for more than one year with a stable disease condition in the Peritoneal Dialysis Clinic of
this hospital were enrolled in this study (CAPD group). A total of 30 healthy subjects from the Health Check-
up Center were selected as the control group. Serum 25-hydroxy vitamin D3 and hepcidin were measured by
enzyme- linked immunosorbent assay (ELISA). Hemoglobin (HB), blood biochemistry, serum iron, ferritin
(Fer) and total iron binding capacity (TIBC) were assay by routine laboratory methods. Pearson correlation
analysis was used to analyze the correlation between serum 25-hydroxy vitamin D; and clinic indices. Re-
sults As compared with control group, CAPD group had significantly lower serum 25-hydroxy vitamin D; (=
1.947, P=0.029), HB (=6.676, P<<0.001), iron (+=8.463, P<<0.001) and TIBC (+=6.173, P<<0.001), signifi-
cantly higher serum Fer (=3.084, P=0.003), higher hepcidin but without statistical significance (~=1.280, P=
0.204), and significantly higher serum creatinine (+=22.810, P<<0.001), blood urea nitrogen (=16.580, P<<
0.001), phosphorus (+=3.372, P<<0.001) and parathyroid hormone (+=8.010, P<<0.001). Pearson correlation
analysis revealed that serum 25-hydroxy vitamin D; was negative correlated with hepcidin (r=-0.382, P=
0.003). Conclusion The lower level of serum 25-hydroxy vitamin D; is associated with the abnormal iron
metabolism and anemia in CAPD patients.
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YA G P R B L B . B A R E
o3& R FE 4 AR 2 D AT DLAE G181 B I (chron-
ic kidney diseases, CKD) i3 J& . PLisk 9 ik [ B, #]1
1] T MR T, ) R A B 3 5 , 0 N D R
AL EE . EAMBTE R SR p TR, i
1R 4 £F 2= D 38 0 135 24 w9 25 (OH) Ds, AT 93k 2D
PEHR /K24 P 1) hepeidin, HE T 2 HLAK P9 42 04K
WPIRAS , DR B 4E A2 22 D J& — P 2808 1 hepei-
din ZKPARZS BT LE BT R I o AR SCm 1 A2 W 1
FC, #E— 543 W 7E CAPD B8 3% 24 vh 1fiL 37 25 (OH) D, 58k
AR5 A hepeidin iR &
1 WRE5HEE
L1 BFARXE

HEHL 2016 4 1 H ~2017 4 1 A #te Fra/Rigs
BFR 225 b = B B J0E I RIS IE BT 1 12 BE ViR
J7 [) CAPD 53 50 151, 3£ N CAPD 4. ; AAAG Lo A A 1
305G N IE 5 R FRZH . CAPD N ZH A vt O e 1 i
BT O AT IE FBE T 6 CAPD 5 3%, 3 A N [A) 7 1 4
PL L, BRIFENT 3~4 K. @TERKAT 3 /MH L2
18 11 2 0E , FHERR IR AE 5 M R DR 51 A A T e
@i 1A H W AR KA 5 R Je il . @& H M
A AR R BT 1 T2 TR LI B A B Bl i 254 PR A =) A2
PRI 1 BE (2 PR A W) 150mg & H 11K BN
FH BRI BE = A 1 24 I 4 A R =) A 7= 1) 2 U BR (B
NG A R R) 3000iu B & 2~3 W, B2 T i 5.
HEBRARAE  BF 723 (A1 P 405 70 B 25 5 77 i A =
(B 5 4n) S LR . e R xof B2 N A b A < T 4
TG TE 5
1.2 FRACREE
L2.1 BEARMEERE M FR AR EER
(body mass index,BMI) JEAHEIRA « iF AT [A] L35 HT
BT 77 % AL B ST 18R
1.2.2 IMVEFRASKREE  CAPD 4H 5 i B ot I 4H 455 7
FHEUbR A 2 BT 257K 8h, 2% I S BER K I b A 4 173
W m R 30y, PUELRE L0, B0 N 3ml. K%
R ML 550 3000r/min, £ 20min, 4325 L3 , 58
WA 340 40 ik B AL = S AR =, Pkt ik 2 -
80 VKA 45 TR RAT, b AR e B )5, — I

¥ 25 (OH) Dy M hepcidine
1.2.3 fd4eFr  BMI 154 =0 BML & TR i &/
Srmne N4 E S A A SR HAR 2GRk
I I WL B (serum creatinine, Scr) . JR & &
(blood urea nitrogen, BUN) . AR 5% IR & (para—
thyroid hormone, PTH) . &%k 28 1 (ferritin,
Fer) . s k454 /1 (total iron binding capacity,
TIBC) . [ FH Ml B 4 % W B I 7€ (enzyme—linked
immunosorbent assay, ELISA) v IfIL77 25 (OH) D; &2
hepcidin 7K*F. Hepcidin 7 & T Qi AH K E
R AR FRA ] (Elabscience) , 25 (OH) Dy i 71
BT ERERAEMRRARAF (Zeibio) .
T i) 77 1 1A A0 TR P A i HR U T AT
1.3 it orik

i K H SPSS17. 0 GevH 4 4 #r, 5 12 5k A
BB bRt 22 (4 ) FIA , 4 IA) L F O FEAR ¢
oL, A% 5 W] G B 73 A1 K Pearson AH G 23 41, THEL
ORI % (A 3 b)) R, L P<0. 05 A ZE 7 F 4t
R
2
2.1 —fIm R B B

CAPD ZH 55 21 1] . 4z 29 9], ¢ (50. 06 &= 14. 46)
%, BMI (22. 59 £ 3. 87) kg/m’, J& K i - 185 /N R
224, vey I B 14451, K PR 9 191, SK
PR 9 1, REBEE B 10, 2280 1], xR
5516491 Zc 14 4], 4% (54. 50£8. 93) , BMI (23. 14+
3. 42) kg/m’, PILALTE R SR AN BMI LLEL, 2 57 B4t
SR (P>0.05, HEWLE D .
2.2 CAPD 4 25 (OH) Ds« hepcidin J R AX i 6 #5119
4k,

CAPD £, IfiL 3% 25 (OH) Dy« L35 8k e S 8k 45 & J1 11
ACEER TR R A, 27 BA G225 X (P<

#1  CAPDA 5 FEXN B — R RIXTEE (= 5) n(%)

2059 151145 P (55 /%) RS () BMI (kg/m?)
CAPD ZH 50 21(42.0)/29(58.0) 50.06%13.21 18.63%6.39
fEREXTIRZE 30 16(53.3)/14(46.7)  54.5048.93  20.05+3.86
t/x 8 0. 969 1.791 1.235
PIE. 0. 163 0.077 0.221

Vi : CAPD: RREEANEN A JEIEZE T s BMI 4457 125 44

F 2 IMiE 26— F SR R D, SH M R L BARBHTR IR Z M KR (cE 5)

20 5 % 25(0H)Ds(ng/ml)  HRIFZHK (ng/ml)  MiEEE (umol /L) Fer (ng/ml) TIBC (umol/L)
CAPD 50 9.90%14. 07 4.78+3.87 11. 75£4. 50 169. 06 £159. 23 43.98+£7.28
figk B Xt HEL2H 30 17.48+18.33 3.81%+2.91 23.31+6.62 88.30+73.22 64.47+17. 56
t1H 1.947 1. 280 8. 463 3. 084 6.173
PIE 0. 029 0.204 <0. 001 0.003 <0.001

VE: CAPD: F4E S B B8 % BT 5 25 (OH) Dy M7 253234k 24E 2D, Fer: 88 4; TIBC: Miksts
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F 3  CAPD 4 5 st IR A AL Fadm i) b
ZH 5 (IR~ Hb (g/L) ALB(g/L) BUN (umo1/L) Ser (umol/L) PTH (pg/L) Ca(mmol/L)  P(mmol/L)
CAPD 4, 50 103.60+18.10 39.01+4.31 20.77+6.31 890.62+254.70 467.87+381.40 2.18+0.31 1.86=+0.48
fREEXIRAL 30 131.20417.83  43.84+3.09 5.52+1.23  66.53+15.43 35.72+6. 62 2.2240.07 1.02+0.16
t{a 6. 676 5.817 16. 580 22.810 8.010 1.210 3.372
PIE <0.001 <0.001 <0.001 <0.001 <0.001 0.177 <0.001

VE: CAPD: RREEANEMNAR IR IELENT  Ho: MZLER H: ALB: & H: BUN: JRFE R Scr: MWLEF: PTH: FUIRSHIREGR: Ca: MBS T P.BEET

0.05), Fer /KFHI & im T XA, ZR B A4S
2% B X (P=0.003) . Hepcidin B & T {8 e % I8
H, AERAGFE L (P=0.204) « TERFE2,
2.3 CAPDZH & 3% 5 (g R HEZH A= Ab 48 A 1 LL e

2 Y AH LL AR, CAPD 4 B8 3 1f 41 8% 1 (hemoglo—
bin, Hb) « 1 & A (albumin, ALB) B A% T i B X} R
H, #RrBA S L (P<0.05). CAPDZH &%
ScrBUN, PTH. A% 7K 1~ BH I = T4 Je o e 4H, 7%
HA G5 L (P<0.05) . W3,
2.4 CAPD #H Ha & I3 25- e e e K D, 5w Av &
[RIAH A 3 B

I3 25 (OH) D; 55 hepcidin & 1 A0 55, 5 1MLk
BRTIBC RIEAH. HENEKA4.

4 CAPD H3 1135 25 (OH) D, 5 & A & 11
AT (n=80)

i LS JIIRERZS TIBC
rfi -0. 382 -0. 047 0. 008
PlE 0. 003 0.373 0. 477

VE: CAPD: FREEAENA N OE ST TIBC: HEkEs &

3 1Tt

25 (OH) Ds A2 4 £E 26 D 7E 7R A ML+ 3= 2R & AL
T, Nk S & B 6 RS R I 4 A= R D,
e 2D HE AU S 38 A s AL R 25 (OH) Dy,
Z 5HURMES RS BRI L 2 Fhsm & L.
TR Z# CAPD 583 1 ANE B /D, 4 b 55 A0 2 1R 55F
AR, BHUE &4 Z IR, RIRE 5 KA
e R D AR o HRHE E A AN R E AT TR I, 78
CAPD B, AR DL = (A B B R R 3514
F190% LA F . CAPD B N 4k 2 D I A5
T332 IR T VD B, 3 5 28K B T R A 1
B BRAS A K. AWFFR Y], CAPD BE 4=
DA JE BB = O 93. 57%, FRBEAE R IE — 2™, (H g FE
Xof HEAH 1R 4 A2 25 D KA R Bk = R 47, 36%, BREE
AR TE A LG be O™, 25 & AT R BT G 5 H X
RATES, H R AR, AATTAM & Bl T2 J
R I K

EH T~ CAPD fE35 4k A4 25 D 1k = 5125 5 th B
LS B A A 3L L AR B B R

. AHFFFEW, 25(0H) D, 5 hepcidin FHAHIE, $2
7 25 (OH) D [ 4 = 2 821 hepeidin 7K [ 25 22 K]
o HHEFRERY], Hepediin /E Ry — R 0k 48 5 ik
o, FLIE T ] /) i xoF Bk v 2 R AL e A o) 5 4
20 o Bk PRI, 5 BB R R B, 3R L7
hepcidin /K5 EAG MW", HREAIGK
FFFESE TR BRBRZ I, hepeidin 0], M4k
FEAEAAE SIEI , hepeidin 73N, X & LA
YRR kT B SO AL . B FEER AT, CAPD
3 hepeidin F7KFAMY S 25 (OH) D 8k = 4 5%,
15 CAPD 28 25 e R (1) 3 B A BRSOk .

S BFRATE T B U7 R B R B, K D IR AE R
D f) CAPD B3 Hh il 41 25 (1 L i &k . Bk gs & 146 E
P38 bR BT B AR T R4 T LUIRYE A 2D #) CAPD 2% .
AR FLF I, G4 2 D A AT DL IS FEIK hepei-
din 20 PEST I, 36 w] DA Ik 5200 PTH A iy 208 B
PEFTIL . 4E4E F D X hepeidin IS, NIRATIAIT
BT AR AR TR A L

g2 ik, CAPD B 4k ¥ 25 (OH) D, [f1 /K F 5
hepcidin FJ/KF 2 AHC . (HA AR ARRE N,
FATTI B 75 A 1R B 0 RAIE S, (X AN 5256
g5 FATI SR TR 78 CAPD B85 44 4 25 (OH) Ds [ 7K, 2 5%
M 83 ML ERAR I S I E B R R . AR
FeHIN, YA D IR REA AR B CAPD B 1
TR A D/ 2 B 328 T MBS 8 e A JRUIGS S 2 R4
HEAk,, [H] I8 A& CAPD FB 3 I\ R0 Th g 1 37 e 6 A
=7, K5 CAPD BFH WA EHEA T 4 B R
PRl LG 11 25 -7 CAPD £ 3% 1 iR 4 2E 38 D ¥4 B h CAPD
B FR ) B BG4
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