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BE SRS TR R E T TSR R D 5K B0 F 8 1 (MAU) KA8 4 5 ISR (CKD)

HIXZ, FE SRR E G 196 ] CKD 1 ~4 HAAEBHT 42 4F & M H 5 55 09 1135 25 (OH) D K °F,
A3 5IRH PR MAU i WU (Cr) SRR TC) JHYH =R (TG) \ZS IE A (FBG) (£5( Ca) (B (P) [ FRZE
R (PTH) %45hr, &R MAU KR MAU 1L Cr . TC TG & FBG /KFi5 T3 MAU 41, Ifi.3% 25 ( OH) D
TR THE MAU 41 (P <0.05) ,CKD 3 HIZHAY L% 25( OH) D /K AR T CKD 1 ~2 #A4H, R MAU /KF& T
CKD 1 ~2 #44,CKD 4 41 /91007 25 (OH) D /KK F CKD 3 #A41, IR MAU K i i PTH /K& F CKD 3 #4
(P <0.05), M3 25 (OH) D 54550 /NERIE T 2R (eGFR) 22 IFAHE, 5 /R MAU 2 HfAHE (P <0.05),
i CKD | ~4 WHEBENT BB YL FE D AR EELZ 315 eGFR KR MAU 2 UIAH G, I B 906 P

Yi/E 2R D 1E CKD JRY7 TP Y BB,
[X#R] BH=F; BHFEA;

725 1ML (hypertension ) 2 % 95 %6 f5 o5 1.0 LA B 15
MR T A7 B E 2 —, 2 808 1 & IE 9% ( chronic
kidney disease ,CKD) BEERH, REEEEA (' microalbumin-
uria, MAU ) E S M5 Lo 0 4 2 442 % D 2 —Fi g
PSRBT LY, EEORIE T Y B kA L, A LG Se7E T
Uk 25 ARG T 42 0k 25 FR4EA: K D[25(OH) D], SR 57
W la FRACEE M FE T AR 1,25 3 48E 2% D1, 25-Di-
hydroxyvitamin D ,1,25(OH),D; ], BIVEPEZEEZE D, HAT 2/
AERRERT, B T T AL ACIE A, i B B O R S
PRI A IR A VR R TR B U R A 1 20 32 AT 6
H. BRI D feigil it g E AR, 7
B IUELF 4 Ak, JEZE CKD HEJRD . X STy fig 2 1,25 (OH),D;
a5 HA YA Z D 324K (vitamin D receptor, VDR) ABYZHZT 4l
ML BRI SEAHES ST 20 — R A AR AR B R, A
TH5E B AR T &4 5 i s R M 4E A= R D 5 R MAU &
CKD FIE 5 Ml R L

— X5k

1. WFFEAT 4 I8E 2010 4F 6 H % 2012 4 2 A AR Z4EF}
FEBER CKD 1 ~4 HAAE SN &4 = E B 196 4], 4F#% > 60
% FH(76.2 £11.3) % o 5 165 4, %4 31 4], 34454 2010
A e [ R I B YR S R 1 LR 2 Wi bR B2 1~ 3 s i
I, HERR B /NER I % < 15 ml/min AR, 3T 1 S H AWIRA
YA D s, HERR T E O N BB , HERR AR
WA =111 WA R ¥ LR e AN A R = i L Y/
Tfe 2URDEALR B 2 HERRME RO B R KUPE R R R R
G FAbBR LRI CKD,

2. W (1) Tebmill e . 25 ] 12 h JRis R I Rk m v
8 ml, FERRFIZ R LIAISON 4 [ shibaf K& G sie /A L, Il
E 25(OH) D, R Ak KOGk K10 . 8 H 7 7600 B4
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SA AR L, T LALIF ( Cr) (25 BR RS ( FBG) (UG (TG
TC) M55 ( Ca) S M (P) , R FIEEL K fl £ 150, R EZ G
COBAS 601 4= F 8l i Ak 2% K& G5 A B A Bl s . AR 52 i
F (PTH) M5 2R H b2 vk M)

FHEX 24 h PR ICSRIREL VRS B BUAR A 10 ml, AESEEITER
BN 11 8 4x [ 3h e 2 A BT, 052 R MAU, 2R F 6028 505
HoiE REER A, R MAU <30 mg/24 h SH1EH 30 ~300 mg/
24 h iR AE AR,

(2) CKD & L K 53399 . R4 35 [ 15 10995 25 4 25 ( The United
States of America Kidney Foundation , NKF) N B R A AR TR
EFE S K/DOQI(kidney disease outcome quality initiative ) 35 pd #E
P LRSI A B Nk G 1L % (estimated glomerular fil-
tration rate ,eGFR) TR S R IR B & IE ( modification of
diet in renal disease ,MDRD)/Z};T*K:S] .

(3)25(OH) D = (IS WHRIE : H4 K/DOQI'® ,25(OH) D
<30 ng/ml,fH >20 ng/ml A4EAZEK D A2 ,25(OH) D<20 ng/ml
FYEEFE D EZ

3. Gt F a0 SPSS 13. 0 ST G i AT, ST ek
AR + b2 (x £ 5) 2o, R o Ke B0 UEAT 00, THE00ERER
X BRI T T, MR Pearson H1ES3HT, P <0.05 K
EFHEG R,

B

1. MR IR A & B R4 (MAU 41) 53k MAU 4111
PRGBS 4 IR MAU 7K~F43 3k MAU 4H 104 6], MAU 41 92
%, MAU 20K MAU, L7 Cr.TC.TG M FBG 7K F3AE MAU
41, 1L 25 (OH) D /KA T4k MAU 41, 2% 54 S8 i+ & X
(P<0.05)(%1),

2. CKD &5 45 HL#5 . CKD 43312 B NKF 13T K/DOQI
$6 /9, 40 CKD 1 ~2 #4161 ], eGFR =60 ml+ min ' -
(1.73 m*) "' ,CKD 3 141 108 f4i|, eGFR 30 ~59 ml+ min "'
(1.73 m>) ', CKD 4 #14H 27 f, eGFR 15 ~29 ml+ min '
(1.73 m*) ~',CKD 3 HIZHAYIM35 25 (OH) D AKSFAE T CKD 1 ~2
WAZH , JR MAU K= T CKD 1 ~2 #A4H , ZRA ST E L (P <
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F1 SRR MAU A 53E MAU AIGRGORHEE (2 £5)

H Y 1515 MAU(mg/24 h) 25(OH)D(ng/ml)  Cr(pumol/L) TC ( mmol/L) TG ( mmol/L) FBG ( mmol/L)
9k MAU 41 104 22.15 +4.36 24,37 +5. 14 113.45 +7.89 4.98 £1.76 1.71 £0.38 5.01 £1.34
MAU 4 92 92,73 +6. 58" 17.26 +3. 58" 116. 03 +7. 92* 5.63=1.87" 1.84 +0.23" 5.64+2.17"
1l 87.32 11.34 2.28 2.51 2.93 2.48
P <0.05 <0.05 <0.05 <0.05 <0.05 <0.05
R2 CKD S WHEHR L (x £5)
CKD 48 eGFR [ml+ min '+ - 25(0H)D MAU Ca P PTH
(1.73 m?) ~'] (ng/ml) (mg/24 h) (mmol/L) (mmol/L) (ng/L)
CKD 1 ~2 3] =60 61 24.16 4. 85 19.37 £3.62 2.13£1.45 1.20 £0. 15 63.98 +6. 12
CKD 3 #i 30 ~59 108 22.41 +4.35" 29.35 +5. 64* 2.15+1.63 1.19+0. 13 64.35+6.17
CKD 4 1 15 ~29 27 13.74 +2.96" 123.47 +8.65" 2.31+1.59 1.15 +0. 11 67.25 +6.34"

.5 CKD 1 ~2 HILbE:,*P <0.05; 5 CKD 3 #11t4, P <0. 05

0.05) , I AV IML3 Ca P PTH /K F, ZR LG H#m L (P>
0.05) ,CKD 4 JHZH /4 .75 25 (OH) D /K AR T CKD 3 4, IR
MAU K I PTH K F-=T CKD 3 2, 2R B Git#E X (P <
0.05) , A IMIE Ca P /K TFZERTLLRITEEL(P>0.05), 1
£2,

3. IfiE 25(0H)D 5 eGFR M JK MAU & K CKD B Y
7% 25(OH) D 5 eGFR KSR MAU 1 Pearson #1207, L3 25
(OH)D 5 eGFR 2iFA¥(r=0.141,P <0.05) , 5k MAU £
AR (r=-0.139,P <0.05)

=.te

BT, EAREZ LRI UE S WG A D A
T -1 B 5K ] A 4E (renin-angiotensin system , RAS) (791 s
P E RS IR PR, 40 2 R 94 R 4 2
iR /R AL D /M ) R LT AL SR A B
PR SRR

1,25(0H),D, je4t4E % D KLY+ U RER 2 EIE
A E R HJE ,25(OH) D 2 4i A & D 72 MR AR h s fr ) 2
B, R, IR AR A £ D RS RA
BITERR .

TEMELEER D 7E CKD B AT M, 3 BE & B e i
A, WFFTUESE TG PELEA: 3 D 5= 2 CKD B 1% W1 B AE K X
# ,CKD S5iEME4EA: 2 D AR iz iy & AR SR A G JF HL
LA 25( OH) D ZKF B E FRIRR AL

CKD B 5 5 i B 2L 2 2 —J2: RAS R G B B0, 0
P44 D J& RAS RG], GEMgii i VDR 454 B &
FER R 2 X B B R I R R IR BT RAS RETENE, R4S
BECRPVERT, BFFT & B, VDR RS A4 /s BUSE 25 5 TN B /NBR 3 i
JIEE K JEETTT A 7™ A A DR, i B 2R A N RIS PR 4EAE R D A
WCEUE R RGN, RSP SEEG R IR PELEA: F D AT RH W
WH | RS 1 2R RS20 B A % 42 B 1™ A IR 0 2 4 M nephin 119
Ik, EHER VDR B = (936 1 3% RAS R4S . [
i, CKD il S8R D 5=, CKD i, 1o AL G R
I e 2 D K EREARAY A CKD 2 AR
FER AEEAEE D S5EA, WEEAETNHEEE D BN
JEH

B WEREPE S E S CKD & 2E KR —EHEH R, R

L1k -1 ( monocyte chemoattractant protein -1, MCP-1) 3%
TRESE ta L FIE A% B AN, A A% BV AR = R
FERR ) 2 — 7K F-kB( nuclear factor-«kB, NF-kB) J&—Ff B %
HAZ % S R 7, AT LA TS 2 A0 At IR 7 Ak IR 7 L G R 43
AREFREEE R A2 B Y REERH, R
UESE, JR MCP-1 7K Ik 0 200 it 32 0 A B 48 5 T ik e A R
D KRB BN MR 2 D AT LU I VDR B
ik T NF-xB B2 & P2

B HE A CKD 3 AL A9 1L 25 (OH) D /KK F CKD
1 ~2 #94H , JR MAU 7KF- 55T CKD 1 ~2 4, CKD 4 4 1 1. 3%
25(OH) D /KA F CKD 3 #i4, ik MAU JIii& PTH /K F
CKD 3 #A4H , CKD MM 25 (OH) D 5 eGFR 2 1EA X,
— R TIHEMELEAZE D 5 CKD MEE&,

K/DOQI 45 B o i &1 10L& 38 7 B/ AF 317 /R MAU Al
MAU AR AGIN 7Nk BB 45 495 1) GRSz e
N R MBI RE 3245, W VE Sk CKD il T3 2 56 T= /4 2 S7 T 0
T ARWIE R, MAU 491035 25 (OH) D /K AR T-9F MAU
2, CKD B EWINHE 25 (OH) D 58 MAU & fiA5& , 35 B i 1
A2 D R FEIRER R, Bos B/ Nk AL A B /N TR,
B AT B2 I8 B RS AE O , AR RAS R GETEPE 142 B/ Nk
YEAT A00h R FEAT f  FE AT E  U  EA , de
HEHK,

Zx TR ARBFSTSS R IGIE T CKD B & A v LU S8kt &
D MERZ | Mi4EA: 2 D A= SO L 0% RAS R EE AR AE R
ML RBCE B3 N, TE MBI AR E D
CKD MIRYT ih B EBAE T, FT4z B DI REAS 42t J A &
b5, % B 2R VR
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