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Renal protective effect and related mechanism of vitamin D
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Vitamin D is a steroid hormone widely expressed in human tissues and organs. It needs to bind to the nuclear
hormone receptor vitamin D receptor (VDR) to exert biological effects. Chronic kidney disease (CKD) is an
irreversible change in kidney structure and function, and vitamin D deficiency is common in CKD patients. In
recent years, studies have found that vitamin D deficiency can not only lead to metabolic disorders of calcium,
phosphorus and parathyroid hormone, but also accelerate the progression of CKD and increase the incidence of
cardiovascular disease, infection, and renal anemia in patients with CKD.
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PETL LAY K AR, T HEZE CKDHEJE , I/ 4k %
ARSI Y K A

1 #EFEDHEHE KRB

BERDBEANKNMBMEEEY R, ANEN
Fik90% M AEAE R DR T K & Uy, 3R i
T B AT PN 7- o ST [T e 5K ANk BRI Al i A R
D R, HZIRAE SO A 4t E 2 D,, E4EER
DI EZRIE, M HA/NFTAEAEZEDEAREE
PRI, ALEE R A sh W) SRR 4E A D,
MID,. £ Lib NS 44 ZD %A e Tk,
TR EDSSEN (vitamin D-binding pmtein,
DBP) iz 2 IF, fE2s5- 524kl ny 5 AL/EH T 1k
925-0H-D,, 25-OH-D & A4 XD Rk E /Y
B, ANZ45 . BEMPTHAKERTEY, Sk R PEN
Yk ZDE FEE IR A FE RS LAY 25-
OH-D,5DBP; & Feiz B g B /NeRid uE, Bl
/DN R AT 2 AL I 7 3 it /)N AR AR P R T
25-OH-D,, FEBBNLRA, FELRRT B 107210
fifi 5% 4k 41,25-(OH),-D,, N4 ZDIIE I
REEIR . 1,25-(OH),-DJe—Fh 5 R Z 4k
%%D%ﬁi(vitamin D receptor, VDR)%%E‘J%‘@@?{%}I
=, VDRE PGSR F, 25040 T4 Fhan il |
E AL, EHEERD 54 AT E VDR,
B BRI A 2RO

2 CKDEEHHELEEZDKFE

CKD B & Wil fr e 2 /L RDELZ , 44 E Dk
ZHAANFECKD Y — %8 HARAE . 5K 2B ot
T 2986% 1 CKD B H fF1EA R B 1 4k R D
B, SR B R AT IV AT IR T B R A
EDBLZ R HNS0%~98%, JE I ENIGIT I
BEEERDIRZ 1 KW N 86%~100%, LaClair
AL T T 2 [ S [ i B IX SR ) 335 F1 438 CRD (R
BB IT) R Z25-OH-DK T, B HAE29%
179 M) B oA L4 ZDIRAE . BhanZg!
Bii19084% 3 [ 1ML {5 AT 1) CKD B 35 [ 4k 4= Z DK
F, K79%H) H#25-0OH-D,/KF<30 ng/mL, H
57%H i #25-OH-D, 7K F <20 ng/mL.

3 #EXEDHFERIFIER

CKD & & 44 ZD /K5 B Ty e ot A8 2 0] 4
HEW, 4iA D E i IE S R Bk R

/Z%Qf,(rennin angiotensin system, RAS) . PLRIER
AR 11| 2 R N 1 Y e T & L
B/NE AR BB R E, 9 CRDIEE,

31 MFIBR-MERKERS

RASHIWTG 2 B EM HF W E LN Z —,
XPCKRD It R E AR . mAE R KR
II(angiotensin II, Ang IT)/&ff i RASYE PR Y [ H2 45
bR, FormanZE!™ %1840 Il /& 1F # B # W 4E4E £ D
K Ang UKo & BL: 25-OH-D A & AR Z 1
B IR R B B Y Ang TDKSF-, I H '
I U X Ang TINS5 , R RDELZ
A LI RAS o Xu % 5 18 45 9230 K U 4 1k =
BEUESE, ZE4: RDA LA RAS, Ml Bk R
FELEE . B E M Ang YK A, Freundlich%: 0%
KELS/6BE HLTIER, T RUE T 5 5 Ay B BRI [
Lo, AL 5145 T70.1 mg/kgik0.3 mg/kght ]
3R BYMASE B AL B (paricalcitol, PC)IE ST, ¥
Zigfil . KHMMHAPCE, HEHAIRZEHBA, Ha
PCEBMI KRR E PER. BRZK, mEER
KR T2 R BRI, R ITZE A K Dl A
HIRAS, PRIPFRAE TIRE. 0 RASTE M X 4 22 Ak
PRI B o ) 1 Al A AR Eltablawy%m]
0 3 I N T S T 0 4 T W T g O A TR 4 A
KD, KIYEAERD AT LR E R fAng 1K
F, WP TGE-BEIEFIROS, p38Z R FiHILE A
TR TR PN PR A0 I ES fE B 1 -1 (monocyte chemotactic
protein-1, MCP-1)Ry4 ik, FHI4EA K Dl #ill #l
RASTE M, fRIPEZIRE.

3.2 FRER M

Fp 22 PE 2 E & CKD i 220 i 43, 4 il
RAE SR AT AEZE CKD & . Zehnder 55 58 &
W HEARKDKFSHERIEREZR L. Zhao
AL BB LD B /N BUBE AL 32 X R
Ang INAYT 4 Ml Ang TR B AL =B IBI74L, 10 )
2 B B4 Al Ang 112 H A20 3 TR 5%, 1M Ang T1HE
B E =B PSR EA20, JEIER] BT
A20 AT 4 I NE-xB ARG E 0 3, 3o fi 5 4 A
(proinflammatory cytokine, PICs)MIROSH il /E
FH AR 4E 2R K D AT/ Tk L 40 A W 20 Y
=i, W PICSFIROSHY ™AL, K B JIE LR 4 1
H . Alvarez%[l4]>[%46z CKD2 ] 131 £ H Bl ML 4
N NEES A EIR YT H AL RERNRI T AL, R R+ H
5 AL BT DA AIG R ) CKD A8 MCP- 11 I3 MR
A SN S AIE B 1,25-(OH),-D 4 Al Ay /b 52 8 T 410
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PR/ SR Z B A0 MCP- 1 3 0, $R i R
DALY RAE R A i B 2R . & I bn
ARG R B T 55 4R T 128 (1 T e
PE ML BOE AT 8 BB C ROV H . IL-6. MR IR
FEDH F-aff] AR, UEBI4EA: D AT T I RAEH T
ik, UEERIERONRAS, FES CKDIERE

3.3 % B EpAT

JE YR R UE T bR R, R AR g R
WM E AT R SREAIK, EiECKDiE
M EZ N . MolinaZ" i SE101 4 HEHIRI
CKDIAEENT B, HINgEEZDAEPTHA 1
AR, WEL6 H & R F H 45 Ak i
BEM25-OH-D KB BT 5, JRAEA-IL
Jif H (WACR) BH S %A1, HL25-OH-D,/KF 281k 5
uACRE I FE FAHC, R AYEE RD A
FIJR . SonneveldZE"HF 5% & 8. 7% It 4k £ Z Dk
Z N la- 2 A0 L DR AR /N B, 0 A2 2 A A2 2
BB EEAR, IEHEEYEA ZDRESERE L A0
EAIEHAL, BPEARERH. ZouE" A KR
1 B % 2 (adriamycin, ADR)fEfH 2 A IH T,
& B[R] s 33 5 A ) 57 S ADRAIT1,25-(OH),-D, K
SR A2 20 B K v TR gl SFADRI R, JFE R
1,25-(OH),-D, Al 41 i TGE-B{5 518 & Fll caspase-31
P, PRI T A S E F R BT TR H R A,
OIS BIE SR EEA-7E S @, w0 24 A
T, fREUE R Al AE I . Matsui%[lg]é{i\u}%%\%%ﬁ
KBRS 4R RDHR LB . s R EgEE R
D 9K B R 3, IR R R D]
VR I W 25 2% 9 K Blnephrin®i [ S podocini
M FRIE, DD 2 A 4G bR A ) desmin 2R ) 3R
ik, RUIYEAZ D AT LR 2 40 i e 5 1] 1Y) 3% 42 4R
M, e e T .

3.4 M R BE 4 A1 5E

Z B0 (mesangial cell, MC)J&H 21 I
PR /NERANML, A 4ERE S /NR IR DI RE . T
PR ZD S SR AT REA G, 7T i S 40 i JAH
W= . A 40 4> 24 A DNAWT 2, HATBH 1kMC
HEGE AR FHPOY . Zhang % PP ORI B 3R M C B
Lo X IE4] . EGF3SAAA . e KD, T Wil &
WA T, B3 anfi48 h, SXHBAHIL, EGF
AP B Z e, 4E4 ZD 410 B A0
JHT . BEE4n, 4ok, 385 T A S 0
A8 ZH 20 i AH DL, A4S T £S5 2H M C 4l it 5 380 K O T 2R
KEMFEARD AGHAMEHEML, s, G,/M

W0 s, AT TR BT, O B4k
HRDAHPCNARKIL WFEL, TMicaspase-34Kik
WETE, KL RDAT MR PCNAZ AR LA
caspase-3 ik, MIHIMCHIZE FIE S HIHT-. MW H
TP 4E A ZDRIMCHKI-67 33k B3 5%, Ki-67#
12 20 M 6 BRI ) I AR A I A M B B AR R, R
W11,25-(OH),-DAJ B Al 2> EGE X Ki-6 73R 15 Y
PEHEFE I, HmkiMcIg ™,

3.5 &S /INE 8 R T 4L

B /N 8] 5 2T 4E 4K (tubulointerstitial fibrosis,
TIF)JECKD bRk, Al 'S E8UH A %K M4 K
WA NERS , r 2SS AV A B TTIFHE R, 42
5 E/NE LA . WU 4R 4RI . P R AR
9 ME 4w B 3% o 4 A D on] B N
E—I‘Eﬂﬁﬁ%’ft(epithelial mesenchymal transitions,
EMT)"™, TGE-B1JE4L{E CKDTE N Y £ Fll 4T 4k 4k
PG [ CHEA T, Nolan %5 MRS 8E 358 AL it /N
40 (human kidney epithelial, HK-2), I+ H
PCHIVH AN ML % B : PC] I8 55 TGE-B LYK S Y 2T 4E 1L
SN, 55 TGE-B 115 3 1 Notchifk 72 it {4 Jag-
1, a- PN EA . 454 2804 K R A/
*ﬁfiﬁl%Iil-l(thrombospondin-l, TSP-1) YRk,
JEB7 IETGE-B1A RS R R (I A Bk, IEW] 4=
F D H A 0 WL 2T 2 240 A T Ak R B A Y A
M, Ik BLP C ] 4 45 il S8 O B P IR AR S S Y T
MEsE , BCEEVAIRREE TR LRI FITIE, Li
ST g R B A W] R R (D 5 AT 4 40
IPTLT AL HGFHE R 3k, BHL B 18] 5T 78 21 4t 20 i
WAL, MR R ATSP- 1A 3K . XiongZ5 Y%k
UL A R PR A R BH AL B VD RIBD RS TR, %A
THK 241 A F B TNERYY . KITNER )
HVDRFE L, I MHK-240 115 %) fE TGE-B1i% T
TIEMEMT, JERUYEERDATHBEMT, K&
VDRANS 2T AL

4 HHEE D5 CKD %% HXERK

4.1 4% B IRERINAE T

4 ZRDMPTHZ M MM EAE M & 2K
SEAS /BRI . B R 25-OH-D LN
1,25-(OH),-D, /Y EE LA, B IpeHFN, Lk
BofRa FE sz 25w, S EOS 4L KDz,
L7 65 8 A W SR R 2 BB e, Al i A R
6. IMBETHE, HBASEIC R, IF Hia-38
PR Tt ] 37 e B AOLE B4 B2 ) BCH T R FRAIK, SRS BT
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TGRSR R DX PTHAR SR, 5 i 48 4 1
FOPR 55 it D) RE JC HE 2 05 PR 4 A R D Bk = /Y £ 2=IF
RARED

4.2 BRBH
4 A= ZE DKV AR A o] 51 A B 5 9 o A 3
g . EE PR S TAEH PR . 44 ZDxXf
NAREE W B . BT RAE R A E
R o 4E R DK 5 B A R o i AR
R T4 2R D BRI £ i R 4
B AL R B WO R A e RE B, 4k
Z DK 5 B B 2 B AR R P, 25-0H-
D, <30 nmol/LH}, %754k 2 DX FE R &
TR A B BRI R, {HXF25-OH-D, = T I /K F
RO E OB WA, DRk b 7T 4E A= E DI R K T
25-OH-D ¥ £ 7E JH: 115 Bl P A~ 44

4.3 & EKRw

O L7 92 975 1) 9 % LI BE R FE CKD &
AbFEE K o b FE 4 AR 2 T AR CKD 3 0 i
BRI VDRI IZ 0 A e O ILAR R . 2T
YN, I R LR P R A0 R, TR e A
DA{E ] THER AYVDR, 7E.0 I8 D) E J7 1f] & 4% A8
REFE AR, 4t R B DK Al B0 40 i AN R A
Vi) 22 A0 75 240 P 65 K 5P, DT 552 i L 4 i i
FIB ek R D] i R 4 SV R A KA,
BHL 11 30 Jk sk R Ak 10 2 B, 4 Z DBk = it &
AR A AL, 4k 2 DX I A S Ak AT XU R
MU KP4 A DRI R A L O WES R K
REA 25 b,

4.4 R

UAER, 454 XD OC R B 2 3 ¢
T #EERDRETollMEZRETE . HANEARE .
S A 51 TR 5 Y T T R =2 [R) Y IR AR
JF H4E4: R Dk = 2 50AE B M2 1Y 5 2 S 4
19%[4210 Greulich%[43]ﬁﬁ1$ﬁl*igﬁ7iﬂrﬂ: i e )
A RRATR e 4 B 1 A% 4 L IR ) i, Jf B R B
M 240 J P 0 T 3 1, e AT O PR B TR KL L -37
A, DT 5 B R Ge  RAE SN o TEPEAEA R D
AT T2 M 3G 5, /DA 58 A A R RS e 4%
AN DR TR, R AR

4.5 BRI
C N = oo (1SS RS A A w1 R S
(erythropoietin, EPO)F@EZ:/@, . MR . 4

AR B2 2 IR FEE B R T P20 4 i i A Bl R AR
W AR UL . i KD S E T Lt
ELA MM 15 M 4E A D] fE HF BT R 20 40 B Y
AGE WA LT 40 % EP O A B L 8 0 28 i oy
BB M, AT XoF &0 400 L F 184 B 7 A i i 7
A ZDBZ SR PTH YW, 5 4% & P R
SR RETTHE, 175 T B8 £ 4 Ak I 40 ) 21 40 g A
EPO =AU 3 1k 4k A= D Al 4 vk 20 i 1 4k
MR SMMEBE IR EE AL S, RISk A
R, AR ELT Am 0 2 ), 4tk KDk Z Al 5|
i CKD M # XFEPOIA YT B S B R, NainiZg: !V
e B B s B8 b se e AR R D AT DL /b i i
Mrad # b ir 5 B EPO R i .

5 %iE

Bt % X CKD i 4k A 2 DAE JH B2 8 i R A
AT, AR RDACRA TG . B, HUR S5 IR
PR ST UK AR GErE T, 4 KDY IIER
PR, RUROMO MU A B L R B RS I Y
SN B W BIESE o 4k AR R DB = AN AU JIE
FAORERE , WHEIN T CKRD & 4k K AH SC B 1Y K A=
K, EWEFE AT EMBUS . B, S
KDAKF-XF I R CKD A IRYT HA B2
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