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Abstract

Vitamin D is a steroid hormone produced by the body that reacts biologically in combination with
the nuclear hormone receptor vitamin D receptor (VDR). Chronic kidney disease (CKD) is an irre-
versible chronic disease with an increasing incidence. It has been detected that most CKD patients
lack vitamin D. In recent years, a number of studies have shown that vitamin D deficiency can cause
calcium and phosphorus metabolism, parathyroid dysfunction, and promote the progression of
CKD, thus increasing the risk of complications such as cardiovascular and cerebrovascular disease,
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osteoporosis, and renal anemia. Therefore, this article mainly reviews the research progress of
the protective mechanism of vitamin D in chronic kidney disease.
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1. 5|15

Bt 5 2 AT A AN T R R At 2, 18 1 I (chronic kidney disease, CKD) A Hi R IR T, 1990
HEZE 2017 4F, 4Bk CKD HIA4ERS R RN T 29.3%, H 2017 45 CKD S8 120 /i AFET:, S4Bk
5512 RBCIH[1], MOz oy —Fim B matToR . BT 3 & It RO 2 SR IE I, T fE
FEEBRNRMBER] STt £FRKLH 6.98 12 CKD &4, mtdh XA 1/3 oA (eI E MENFE3].
REAH 13212 CKD E#, MAKFEN 10.8% [4]. FrLL, EFERELE CKD A3 E K tm CKD EE L
TEhE . JR/> CKD BFMTER, —H & A0, BB CKD Mg, K442 D
Al CKD it ZVIMH5C, Hoxt CKD MTE A& —E#M. 7£ CKD o, 443 D & sk 2 5 H
AR 5% i 2 (parathyroid hormone, PTH) #5. BEACH, U1 L6aF R I =ik B e PE4E A2 3 D admT LA 28
FERF I AR AR IR, ek PR AR AR, B U R P M R 0 A oAk, A U . PRI, AR
T I R0 RS FA , 24038 CKD BRFH TS 15 . A SO 4E2E R D 76 CKD AR A F 70k Je k47
2. EER D AR, Kig

e R DA AN N BTV, K80 #RLE kb & B, 183 3R 52 A 0 4 i Y 7- it &0
[EBE(7-DHC)E RS SRAME T, M= AE4EA 3R D3 fifk, Fadiife R e A R4S R D3, X
AE D ERIMEERTE. ARG 4EE R D Sl & Y EEhYaR I o« 72 B TR U 4E4E 3= D a2
BELDEER, H4i4E R D 454 A (vitamin D-binding protein, DBP) 52 & & i@ =TI, 727K
eI, IF LA 25(0H)D3 KB SRS SR [5] - Lee [6]55 Nl %t 208 44 CKD & 1) 747,
WESE T 25(0H)D3 ZVFH4EA 3= D I AR EY), I HIXFhE 244 R D RN R E EE,
B, BEF PTH /KPR HICEE W, G442 D BRI R E4845(7]. /5 DBP MRS
25(OH)D3 &G iz = B NE, Znd'B/hekiugad, #im /e bR RIS, P A i /)N s il A rhORE
Wk, s B ERARE S 1o RUEE X2 1,25(0H)2D3, SATEMAEEN4EAER D. iR
SARYAEA 2 D A (vitamin D receptor, VDR)&) ZAF/E THUA S A E - ALV 1 —FhiE % A 7,
1,25(0H)2D3 [FJi ot —Ah S B BE iR, @ BEE VDR Ja A AE A LI AE ) 5 0N 8]

3.CKD BERHEER D HFR

YR D MEAETE R 20 ? X — @ I A AR AR 4EA R D S Z B RZ KT 20
ng/mL, 443 D AR MTEHTE 20~29 ng/mL 2 [A], 4423 D 782 76 > 30 ng/mL [9]. ALK,
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ik 80%LA LK) CKD BEAAAELEAER D sh=[10], HA RS IEm BFH BV W, £ —TESE 1056
A3 B BT HAL I BASIT FCRE T 2047 7F . Bhan [117%8 A KB 908 & MBGEENT I EE T, A 79%H) B4
25(0OH)D3 /KF <30 ng/mL, H: XA 57%H) &% 25(0H)D3 /K <20 ng/mL. #R1 H HTFATEABERH
5E CKD &3 RI4ERF 25(OH)D3 M EKF, BULIRAMIAR S % — M AFERI X[ 12]

4. HEE R D B F BRI

443 D 5 CKD MR EEMC. B CKD MIkJE, 4i4:% D @diflER - M EKRRS%
(rennin angiotensin system, RAS). il 2 £ s B FIH R A A0 T . F) R IELH BRI A . DS /INE A 4
WEVER, W E, H— SRy ENEThEE.

4.1. BB E - MEEKERS

B - M SRR RGRAS)ANGE 24306 2 CKD #FE 1) E E G [13], 484 % D 40| RAS )
RIAEIZSURT] T WK . 145 %5K 3 1 (angiotensinll, Angll)/& 3P RAS W AR bR, ARk
G H[14]: 25(0H)D3 AR EE = [ RN Angll K P, HENFMAERT Ang 1T FBURE TR,
B = 4k 2 D AT LASE RAS. ARHE Xu [15]1% AHIHFF, KIGEAEZR D vl L@ 7 RAS K] if
SO R B R Angll 3Rk, A 2388 KBRS 20 V) bR R S S sy kA7 508, 45
T LS A R 7002 R S A, WREE 8 JELJG A IS A 2 AR FE K BRUR B b, B Th e A B e
YEHILEAE 2 D AT DM R AR S ThaE. W46, Vaidya [1612 AN KL, FEIERE R AERE B4 5F o I 2 45
A3 D B2 AR T AR AR T ARG B 3 A Rk R . A AL O A BT HE B T R
WRELERRAR 'S 22 o3t PN 2 DO R AN I 2% e [T 7 TRV FH[17]. 25 BRTiR, X et f R4k % D @il
) RAS AR B, X0 SRR AR 4824 K D R LRI CKD 4 B 2% X [13].

4.2. HNHIHME R B

CKD 52— M SPIAZEHT R B ThBERIH T JORE 2 2L CKD A RIS SE, M SO0 S M g
i S 2% P LT O FRE (18] 0 TKARME[ 19158 N FCUESE 1 4EA R D ShZ SIS I SO o A2 LT ZEAL /)N A
RI[20], B it o 2 A B AT SR, TR R BB B, (R R SORE, 4EZE R D SRZ 1B
P rP P R AR I R G N T, X PRI R D RN SER RIFHEA[18]. — TR T £
M ZRE R HT(21], b —ARs PARFIER 4R D 7%, 48R E/R CRP. HEAIERH T-a
2% P41k - Ana de Bragana [22)55 K R SCHFFL T 5/6 B UIBR IR RIZEZHFAFFI4EE R D IRE TR,
SHEARER B (4R DY 5/6 BV RBUAHEL, R4 R D AR 5/6 B VIR R SRS T,
Thee FREsE ™ E, I HEA AN RAERIA. Mansouri [23]55 N IIAT CKD B AT 12 )
WESZ B AL T R B R AR C N R IR SEA 10 J TL-6, BiHAZEAEZ D W] DARRAR JOAE 1
235, f2fi] CKD 1#tfE .

4.3. HIHIZ 4% T

AN B NERDE S BR B B A2, IR 2 A BT RE R . BiVE BOE T S EUE AR, I
CKD )it . Oliveira [24]5 N &G 2 A 2 KT BURRTRE PR B 18 35 68 J 4 72 50,000 TU 4E4E % D,
FREE 8 i, RBURT LA SR AT PR B R, Al 2 TR SR B I B 1 PRALET A Fe 4
2 D W DABRRE IR fRiT, Shi [25158 NARBUETELEAE 3 D3 Al Lhodid 4R ATG16L1 IRIA A H W%
PSR R PR3 T A AR P R, T DAOR R AR S S A SR 5 o A — TR B R 1 S ) Uk
B0 BB T, RS 4EA R D AT DU 1001 A2 4 AR T 2R i O R IA R DA /N ER S 4R Y
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PRI D B JR[26]. LA EPTE, 443K D X RN AA R ER, T DAl 2 48R seT .
4.4. HIHIRIRAPEIEE

Z M il (mesangial cell, MC)& — M N UREVE B /NERGEM, & REZEHRF B /NERIGEBUED)BE. 4E4 3% D 7]
DR 320 400 ) B 45 ekt i 70 54 K DNA [, st BHIE MC 382E . Wang [27])% &2 31 1,25(0H)2D3
A LU S #] DDIT4/TSC2/mTOR %, #E— D4l Gl g5 3ok R R IR g A= . 72— 06 B e )
BRA G B AR A K B Fe, RIGEAE 3R D AP AIER, XPME A Bh T o B /N BRIE AL A0
HHR, HUjBez — 2l R4, A2 FEIK Ki67 mRNA RIE &KHE A4, Ki67 &—
P A AR S, BERTIEA4uMIE S HI I feds, Wal{EkN CKD #FEMfabr, XU T4 % D BAHM
il MC 344 BI/E 28]

4.5. HNiHIE/VETE RETLEW

B /INEIA] R 27 4E 4k (tubule interstitial fibrosis, TIF) & FaHE e B 445 51 K& IHFSE 9808 I B 5 3505 ek &b
(R/INE R A AEA[17], PTSIR B ARFINE, FIIREEB, BARBALAIE N . B/NE E R4
WA SR TIF KR R rh B B3 (00 [29]. TGF-B J& 5 47 4 Ak 2 8 ok 7 oh B B (R R AT e A B R 7, &
REVOE 0] ST B AT 4 dm i, 755 /NE ' L% - 8] % b (epithelial mesenchymal transitions, EMT). Kang-Han
[307%5 AR FE N A5 %) Rz 200 ff 2 7 R AT AL AR AT AR, o T 1 4 W Nl 2 BE(LPS) B 3 6 1,
NSRS I 1,25(0H)2D3 Pi4l, 45 SR B pE N LPS 553369 [a] fe 4n i a5, 5 Sanpei T, &
AR EMT, 1,25(0H)2D3 it N4l 2 Lm0 3 (HDAC3)M1 1 VDR Skifids EMT, i8I 4E4E
Z D XU £F 44k FLAT 0 . LINA [31125:0F U tiESE 1 4828 R D 38 0] NF-xB TGF-S Fll f-catenin
155 BRI SAERT EMT S F2, M IRAR B /N 4 12403 o
5. HEE D 5 CKD HKIE
5.1. @AM ERIRERRIAE T

4B D BN, S PTH Z P A EAER .. BATR4EA R D IR LTSS, B
54 25(0H)D3 F A A WEYER) 1,25(0H)2D3, {H&7E CKD #E#HH, it sz, mikgeEER D
Wb, T REIAAS I S R, R BRAS . s, SLERES . BERWIEREL[32]. M MEdE— PR 1o-
PR PR M, VR TE4EZE R D X PTH AUMBIE A B, W% 5 S 8k & M FOR 55 IR oh g Uitk
(secondary hyperparathyroidism, SHPT)EI & A4, #(1 SHPT &iftE4EA4: 3 D B = i F 2 KRE[33].

5.2. BREH

Hk7E R D FI'E G FA (Osteoporosis, OP)FEJIAH . KHA4EA: K D Bh= oA 240N N2 OP (G
FK[34], EHNE] T N AT S AR A B B E Y RE 7T . Gasperini [35]ZFWFFTIESE T VDR [F£MK5 OP
RARAVE AT A EAAEAER, OP BE 11 T4 VDR Rk /K TR, 445K D 5E % EH LB, #f
FLUESZ[36]: 30 ng/mL ] 25(0H)D3 iR /2 4EE 2 D X %A wlE A RE, (KT IXA KPS #
YA D JE BB ESRIN, (HE T XA K0 S5 WA R0, FUILfER R gEE 3 D i
REAZAMEIRTT -

5.3. ILIMER

CKD & [0 VS FF ARE BAT B I RO 3 AT DA B FTIESE T4 Fe4EA 3 D Al LARR AR L
IMESE IR [37]: A FE4EAEZR D W] LA A BRI A B 45477, AR T8 XU 44, JCHE CKD &
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Ho miE O R E B G RR R, Y4 R D ZAR(VDR)BERFR /N B 7T Eon[38], B & - &
HiK &R - B R S(RAAS)TEEE N, 1T+, WA R D mTREE — Rl E@f%m&%% TEYE
AR D B Z B PN FRYEAE R D, AT DM AR EE . H b = A R A R [ R,
R T T v, 3 R SO N B A B b — S A U AR AT S I 5K (391, b F4EAE R D m&//'\é’ﬁ
AR D BZ B R O I AE AR P BRI 0 A

5.4, B

JRYE CKD BB BN WM RE, iR D ol DA Hl 0. WFFURIL, Toll FEAZIARBS . A4l
E@%% SRR AT e e R T PE PR N S 46 D Z MAFEER R ([40]. miACPI4ELEZR D A LUE bt
B IK(LL-37)F1 B-BrifHl 252 BIF=A2, 3T RIER M [41]. Daniel [42]%5 N7 &8 VDR w] LAk TH1
M S S US4, GBI CD4A+ T 4RS84, P2 AR o 7 A 55 LRl R k7, 5 VDR — 2%
BN 4 AR 25 D R S S, A R T Ze-y (INF-y) THI 4048 i ¥4 £ (9 41 A 3=-10 (IL-10)40 1,
RAFRBNTLRIE

55. BMRAm

B B 0 8 TR TR 3 TR A 4T 4T i A B 2R (erythropoietin, EPOYANAE, TGN MRS I, 3 1 JEURH Gk -
MR, 4R BI2)BhZ, IREPE#H R FENLHMBAE s . 48R D Sz BEMI e — A E ek
3R [43]. #h7eiGPE4EA 3K D X CKD &35 ML F/K A B m[44] . SEVE4EA 2 D T DU I3 hn e
CLYNMAE RER S AR FRIA . R S AN AR B3R 1= A . IR IR A5 D 20 WA R G D2 41 A A i 3
PR R 8 T ML[45]. Jovana [46]5F R ILIMBOENT & h4EAE R D k=2 KA EPO AT 24 VLK #
BREK, WIHYELER D ZHE S FEEMA R .

6. &5i%

BEAE 22 Ot Fe 3R W], 4EAE 2 D a] DO 22 MOLEAHE DRy B RERO R, RIS RAS B0 40
PRAE A0 A A A B A BN T BT AL A, Xt SHPT. LI s, SMAEA —E R
Wi, 443 D = T3 CKD JERINTR, 30T CKD F A Ao KUK, 7™ B 5200 A8 2 1) 990 R AR 3 T
. i, 4% D5 CKD ZHERAEEHERME YL

&E 3k
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