MRS TS 20194 25 % H3

237

IV 788 3 Bk & I YRR 325 B %) R B0 B & J80E IR 7~
ML %27 4E 40 ff X 1--23 K il sl ik i i £ 5

O I BT 5K 2 e 1Y 52

HTHHEARER FEe" ARREKE K

BT, T 810003

KRR REAT; WRER; RAEE; FCF23; hE kot

HESES R459.5 SCERFRIRED A
H AT, I8 A 2 4E 47 DR BRI R K A A7 1Y
FETT A4S MBET (hemodialysis, HD ) H i
T (hemoperfusion, HP) 4§, al £F 4 41 fifd PR 123
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Mrigyy >6 A~ H , H >2 W/, >3h/ik,

HEBRAEA O BEB , Bili  FD RE B A | I A& gk e
PEB RN I R A B R e T
BRAREHE,

7k XPRRYR A HD #1787 R H LOPSIS
Bt PR 41 4 2 s W ( DL B PR 97 ) R A7 ML S8 A ,
P R £ 355 MU, 1% B 3% AT VRO & A 500 mL/min ;
16 FH 5% 7 % A 0 S A E wEATHE R S, BB
5000 TU/ Ly 25 A= BER 7K 048 B IR A 7 sk, wpise e
FE2R 150 mL/min, 325 Hr B 45 i 1l 3% 2 B A 200 ~
250 ml/min, BB 4 h, B 5 2 IR,

WL LH >R HD B HP 3397 >R LOPS1S il
PR £ 2 RIS M % ( DL I EE Y7 ) 1 HA280 B i 7 it
i (TS RR DL =7 28 A PR \)) S BIR YT, 1l
5000 TU/LIHF R A FEER K LA 150 mL/min F) 3 BE o
VO M LB SR AR BT BT =
BB R IRAL, BT 2 h SR HP B4 HD BRI
BIRIT, FRBCT RE AR RS20 HD 5 RLET 2 h,
5 34 i3 52 5 A 200 ~ 250 mL/min, 538 2 IR

LIS G AR

1A CHBIRIE BRI T S YRR i A
1RI7 6 A A R RSk B, R BS-400 4 H 34
A BTA (3 i 2> ] ) K I A 37 WL (Ser) R R A
(BUN) 7K -5 2R FH il 5 fe 2 10 G ) HECHR 5% B &R
(iPTH) 1 B,-3 3k & H (B,-MG) , 1050 & W A V3%
A BR S T VR 7 vk T ks 4 IR B 5 647 5 SR
1260 HPLC (ZEHEAS ) A I Bl 5| e 193 ( 1S ) FHAR iR Xof
B (PCS) Ko 0% FRAEFRUE  THE R T
B, TRER = GBI E-BT S W E) /&l
WeRE x 100% .,

FA 2 4B IR YT R S BYILE AL ( WBC (Hb |
PLT) $&¥75 .
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2. TARAETEDR SR FH RO L kA I R
MLy C 2 v 5 F ( C-reactive protein, CRP) , Ff i
MR R & & 5 R ST S ot s A U o v
IL-6 B &,

3. 13% FGF-23 [ FMD R H 2235 ) % i kar l
S I N B D RE A 7 5 BT B il ) Cel-
ermajer {2, T B UM EM , 00 & 10045 &7 S B
SR ERTJE PY I 2 0] A R 2 ( NARME) , A7l 3
b G [ R b= 1 2 e D B SR R - = @ a1
JEit, s BARE T 09 IEsh ik A=A D, , LAl 3t
JIE 2 200 mmHg F4F22 5 min, I E] min, il
s ISR B sl Jok B iy P FE 0L i N AR AEL Dy, A N
R UyRE RN FE AT 5 RSk AR AR AL
F2%,FMD% = (D, - D,)/D, x 100%

K H ELISA (2 2 4 K 1R RTRTAYT 6 4
A JG L% FCF-23 /K- i &l AV A IR
NCIRER YN O Yy 2 O | o 1 S R i e

Yeit a2 SR SPSS 20. 0 St i 4, it
HYORHH (2 25) FoR, RMSIHEA « #2535, DL P <
0.05 WESAHGIT#E L,

% R

FEIAFFRILE JRITET,2 AUBRE MY Scr,
BUN ,iPTH .B,-MG IS \PCS /K F- T #F 2R (B P >
0.05) ;7697 )5 ,2 LB E B LiRTEhn B3 TR (3
P <0.05) ; M%24H Ser \BUN R 5% M o511
22225¢ (P >0.05) ,iPTH B,-MG IS |PCS i [ %

WRISEEAEAGE 2019 48 5525 % SH3 4

WERTXRA (B P<0.05), 2 4LHEFHM WBC,
Hb PLT J&I7 AT i Z F RSt B L (¥ P >
0.05),W#E1 .32,

CRP #= IL-6 K -F JAJTHI,2 418 FH CRP
IL-6 /K ToG it 227 (¥ P >0.05) . JRY7 e MEs
2 /& CRP FlIL-6 /K F-¥B 2E TRE (3 P <0.05),
HBRALTX A () P <0.05) , WL 3,

FGF-23 #= FMD & -F 2 4B &1A)7ET FGF-23
I FMD Jogiit2e 22 5 (¥ P >0.05) 53697 J , A
¢H FGF-23 B I RAG, H B AR %3 B8 4H 5 1 FMD Hf
BIE (P <0.05), H B & T XHE4 (P <0.05),
W4,

15

VREFIE B T DAEAR 4, (RN SR 2R AE 35 B B
B, B, Hlk HE T LUS RS EE 2 ik
FEMAARS TS s AR £, HD
TALRRYRE, % CRP L6 25 k4> T 15 R AR R
BT HP SRR 2K LR B A I W
F, SR b LR B A R Wi B R, 2 0 AR 2
U, FLA BB W A 7 B0 05 Pl 6 o 1) 3
BT RT3 A5 5 5 FLBR 5 = /N 11 5
(I R 2% , A AE R AR K VL it 50 R A G 159 25 5L
T IPTH ARSI T Ca® " FIBERR £k 4k
i, P R R 5 B,-MG & FEGEMT IS
TEMSRRAS I 2 DR 2, L R 0 £ 18 o R 4
TofE k' 1S \PCSI2 28 1 B i AR i85 7= 1 , B 9K HLAH

k1 QARBREFREFEZFHXBRAMEAAT LA (% £s)
28 7 ) Ser( pmol/L) BUN( mmol/L) iPTH( pg/mL) B,-MG(mg/L) I1S(pg/mL)
St BB 2035 77 AT 36 807.51 +184.53  25.67 £5.88  688.59 +196.53  15.04 +0.63 30.07 £11.28
%I )E 36 351.10 £59.86°  12.39£2.96" 438.94+209.03" 12.35+0.47* 21.14+7.18"°
WAL 8 7 7] 36 903.54 +181.05  25.85+4.13  703.65 +211.01 14.98 +0.62 30.52 £12.79
BT 36 364.32 +72.47" 11.08 £3.14* 358.66 +64.57""  8.78 +0.72*" 15.07 +4.70*"
28 %) 1] PCS( pg/mL) WBC( x10°/L) Hb(g/L) PLT( x10°/L)
*T BB LH 08 IT BT 36 25.77 +8.31 4.51 +1.02 104.52 +17.24 169. 68 =37.06
TG 36 16.68 +5.24" 4.83+1.24 111.29 +14.83 181.45 £32.71
WAL 8 7 7] 36 26.18 +8.07 4.36 +1.17 106.48 +15.71 174.38 £40. 16
%I e 36 14.24 +4.29*" 4.74 +1.26 113.30 £ 14.15 185.73 £38.59

.5 RUA TR, TP <0.05; 5 54154 55 )5 eEs " P <0.05

k2 LUBRHERFEFZMABRTRE (% ,% £s)
28 %) 1) Ser BUN iPTH B,-MG IS PCS
bopicssil 36 60.08 +5.37 52.16+3.44 36.34+5.28 18.87+2.31 20.36 +7.24 34.68 £9.15
PUR-&:k 36 59.58 £4.52 51.13 £4.24  48.01 £6.29" 40.29 +3.54" 53.25+4.19" 46.77+7.13"

E:HxrEarki, " P<0.05
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%3 24 E% CRP A1 IL6 KT % (% xs)
CRP L IL-6 L
éﬂ%l] 'ffl] ~ S 2 (mg/ ) \ > ~ S 2. (ng/ ) \ S
767 W B e DR B
bo: e 36 11.32 +4.27 10.06 +7.31 108.32 +12. 46 106.38 +12.65
PU>-&7:1 36 11.28 +4.26 5.54 £2.01** 108.19 +12.37 91.87 +10.11**

E ARG TR, T P <0.05; 5 3 AL 5T G HEk PP <0. 05

£4 24 EH FGF23 F2 FMD K F 1% (% ts)
FGF-23(ng/L FMD( %
23] #) S— (ng/L) —— @)
PR B E 77 A B E
B8 48 36 81.67 £24.47 77.41 +18.62 5.07+1.84 4.89+1.13
W4 36 85.35 £23.54 56.17 £16.36 ** 5.13 £2.05 8.41 +2.81""

R RKMETRTILER, T P<0.05; 5 xRS 5T G ik, TP <0.05

o REItARE HREEASASRR, HEH
FEAERATFRE R, SR 18 P B O 10 4 0 A S I TR
7, AWFFEH R HD B4 HP IRIT IR, B4
I FHEBR AR I Th A8 G 8 25 781k ; B 19 /Ny 1
BRFTLRE 2SS, (BUEY] iPTH B,-MG IS \PCS
(G B0 X IR . A FriA ol HD i 2t g
VR R 385 IS5 S R iU T LA 80 Bk Ser \BUN
XK FEE /NS T RS HP 4R 4> T 5
W BFFRE 7 AT LAAT %50 = %) iPTH  B,-MG (IS | PCS 4%
KA F R I R BE 7, — 6 P AT DA S 4 s
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3 AEAE (98 A R AT MR IR 2 4 O e &R
G5, 03k 1L-6 45 22 Fh 58 P (19 5 1, 0TS bk T 40
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PN P 1L A PR 7 0 PR R A Ak 1 0 A 55 3 A R0 3 1 A
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WT LA P B2 A M T RE A A bR o ARG g
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o FGF-23 REIET B IEXT B kA 2 D A IR IR,
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