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Abstract

Vitamin D is a steroid hormone. Besides the traditional regulation of calcium and phosphorus me-
tabolism, it plays a significant role in immunoregulation, cell differentiation and proliferation,
neuroprotection, etc. Recent studies have found that vitamin D deficiency is associated with the
development of various neurological diseases. This paper is to review the research progress of Vi-
tamin D in the neurological diseases, which include ischemic stroke, Alzheimer’s disease, vascular
dementia, multiple sclerosis, and Parkinson’s disease.

Keywords

Vitamin D, Neurological Disease

Y4 RDEHERGHRFTHMRFTER

R, Rk

HRKRFEER, LR FH
HRREMBERAENRL LR FE

Email: zyingxian@qg.com

Weks H 3. 201843 H19H; FHHM: 20184F4H11H;: KATHM: 20184E4H 18H

HE

BHERDR—MREWER, BT HAKETESHAEERS, EENSLRERE. o 5385H.
HERFETIRERZEM. EERIARN, FERDRTE5ZMMERARMKIKERBHER,
AXFEERELERDIENE RGNS T FURZERIR. MEMER. £REEL. 1

XESIH: KA, R, 4E4E R D fEAE R T SRR D). IRIREE 2EHERE, 2018, 8(2): 185-189.
DOI: 10.12677/acm.2018.82031


http://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2018.82031
https://doi.org/10.12677/acm.2018.82031
http://www.hanspub.org

KA, BT

SRR P HIBTILHERR -

XK ia
H#ERD, HWERGHRW

Copyright © 2018 by authors and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY).
http://creativecommons.org/licenses/by/4.0/

1. 518

YLK D AR, WA, ARG 10 CAFEYEER D S s E, IR i RTE
LA NBERE R[] 45423 D R —FPRERESER, FEh 7 —BERRE R R NE H G B BN
S AR R 2], AR ERIET SV 4E4: 3 D {ERFAT A 25- b BEI/E T #2254k, 42 25(0H)D.
25(0H)D 7& B M4 1-F 1k B /KRy 1.25(0H),D. 4i/E%K D MM EE RN 25(0H)D.
1.25(0H),Dg & HAE A P BIME—JEVEARS =P 1] 18 U AR ) 25(0H)D 7K-F7£ 30 nmol/I~50 nmol/l
NIEH; 20~30 nmol/l A4EEER D A2 <20 nmol/l A4EAE R D = . MOREZ FIEE R, 484 % D1
PGSR, R (R KRS B A EF A, ETE N i . A b S35 . ph
AR TR R EEH . KEM FERYER D 514 KRG KBIRE VI AUdiE R D 7EH
MR A A BT /R 2EHE BRSPS . 22 R PERIAN . E1 4 Ak B3 25 07 T (V0 T T8 JE AT 4504

2. ¥ FE D SEHMERG KR
2.1, #5%FE D Sz FrER

SRR AR T B A S AR A REURE SRR AR A, R B AR R £ L —[3]. K&
BT AL 25(0H)D K JEE 5 i ML 17 A6 v 0 XU 38 Im EL B AH 9% [4] » (R/KF I 25(0H)D 55— L& H i E i &
MBI PE AR P E R R A 0%, Wi, AT, Skl FERE AL AN 2OME S5 [5]. 4E2E 3 D S8 ks
FHRAIHLAELAE LAUR JLANT5 i 1) 25(0H)D @i se sk i P4 th L S fa i I 2, AT s sk it 14 4 o
(IR o BREF A, oy s A s L 1 v i B B SRR3R [6] . W FER WA T 25(0H)D T 2L
RECREDPIKCF T, ANMSBGRILE, ARSI 2E T [7]. RIS 2t kol Fe L AnO 55 8igh, A
et ite 2e KA. 2) MARTERR: E4EEER D SZAARER I/ B A B A 5 22 1 Bl R AR 73Rk
N, TG i AR 8] [91. 3) shikSRFEEAL: AR FIR MM 25(0H)D K1 R FES LA A B DhRE
AL MRS . M AL NEEAR S, TS B A Bk A B - PR 8N k7= [10] - 4)
A AIMAETE AR AR | 3R B T AR, ROAE S BLAE B KK A B ) 48 A B OIS A B LA D
1 3¢ 25(0OH)D ¥R FE F#AR 5 #OE S B3 INAT 9 [11] . SHAMARAT IR A0 UL, 4E7E3R D IR O i 8 PR
KR U BRIMR, BURBUE R A MR AE A 2 D A A O I 59 A8 A ARG 49 1 T

2.2. #E R D 5INHERAER

2.2.1. PR BETE
BT 7R 25 BRI A2 — P LLEEAT PRI RN DD RE N B 1 ZER LR VE AT VR 2 RGNV, —EFEN
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PR I B i LR R [12] o 0 B 2 Fhs B AR B LRI SL EE 51k, B E O (EEEmFEE A tau HEA
AR WA gSe, BRAMMAE TN LN G ERAE . TR AT MR I s 20 I N 55
[13]. WHFEREA, BEE MK 25(0H)D /KA, BT 7R 22 3 B IR A AR XU G N [14], b 7edEA4= 3% D mlf%
ik AD [R5 AR [15]. Matthew R. Durk %5 A\ [16] IUAERT /R 22 G 2R B/ RS R, 4423 D AT BAJR
AN B ERTREER U, AN HE /N BOARIRE S AR A RAET .. WEFCRM, 44K D s
Y P R — S AL U N P A R S S A — B AR A R [FIE IR T A E IR b AR
() B -g- 28 S L G KR R s 1, AT AR R ZRbiAA, IR/ D4l M 1 A5 [17]. S AR 3R D skl i
IS A kg Ca®* ATP Bsiui it A L A f SR ARUBR A5 IS, MR 7 PSR As, sk b a1
[18]. IbAh, iR D IBHETH TR X 4 SOV [19] B A4 77 IR 1 I A5 675 [20], 8 9mB] K 24 7 2R %
B ARYER

2.2.2. MMEMHFR

L R R 1) S — P LR o A b R L R R I R R R ISR AR B, 4R
3 D B TG0 A e RO, I PR R R I 5 S A Ok [14], T K IR 25(0OH)D T s
WMESETHAR[21] o F MR BEPRIA IR U A2 B i R A v ) R B R R 3R, 4B R D B wiig e
M BE PRI 1 B I P XU, BT 189 o A o 1 B IRz [ 14]

23. 5z kM4ENL

2 KM ALAE (multiple sclerosis, MS) /& — Rl FRAX #2522 G Jin Bl i 1 11 B G2 1 0 » 2 25 1) e i of
ZRBA, UMAIRERG . PR . BOERRS . JEHr R RS . 5y FIREAR F s o8 E E R
[22]. ZWTHEHE, Hh L RmERgBHEmmes, BEAR&MERE. BN RERER, S
HAALL, MS H4EA 3 D KRG SR MS & 4R R D /K TFREMIMG 445 D KT RIS
WEHT R T2 Fkb i 245 56[23]. 4EE % D @it 5484 %K D ZAR(VDR)4: &, 5 HRE X 2RI il 57 5
TR, S HIRPEERRES, NIMFEC Th 24 g, e IFN-y B0k s Th2 ZUgn g, 1
J0IL-4, 1L-10 F53ih[24]. [FIET 1.25(0OH)D fgdiidl CD4 + T i) Thi7 ZHar) o4k, $H] Thi7 40
PRI RS AS[25], ) Th17 4HAE20 it 1L-17 [26], MM RIEDIR M H S0l e/, 5% MS
MR . hAMEA 2 D v SHIRIE RGN A 0. BRI, > 9 B J5 40 K /N o 4 i Hh 5
H VDR &4, MMAREMARY . MEETR. FEEHLSER.

24. EFE D 5REHR® (PD)RIER

W4 AR07 (PD)2 i DL 2 R SCIR R £ T e A 248 00 P Dl 3 382 5 IR 1) PR 40 28 R GUIR AT MER AR, i
IRFIFENF L RS WUEE. B3R, BHANLERE . FEAMNARAEANN N 2 R .
Y2 D BN B 5N SURAR  AE h 2278 35 T GDNF I, A4 22 TR RS PR IT %0 52 41 351 ) 5
17145 . Niu et al. [27]4 N K BL4E4: 2 D 24K (VDR) Fokl {7 &5 CC #: B 5 PD fE4EAH 1k . Torok et al.
[28]7E &) 4 R N L HL T 100 1 PD &35 ¢ 109 Bl RExt B3, 81 VDR AR Z AP PD (1%
R, GERERY Fokl AL ALK C 5 PD A MM . AR1T H AT oS T4E4E &K D 55 PD MM 7T 45 SR 5F
A5,

25. % E D SHEZRGHMKR

UEAh, BETCRIIgEA R D IREWUN . A B RER . WIBAM BRI, F W A 2R AL
MRA . KEFREZEEN, HAH AR 54E2E R D W A= SRR M= R E E R T
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BRI TR 2 R4 1 A %
3. MG

YR D SRZAEM RGPIR ISR VA by BTRZZHEER . VB PERIOR . 2 R PERELL . R <Ak

FIRSERT R AR R Z AT R EEE . (HHRT4EA R D 2R P B AT T X RGTHI I AL
HBTFEIEA T BN, HATREAER D Jaxd BB s nafE 858 0F A — 2, B R T E 2
L RGNIETIAN YL R D TS, NYEE R D TB FGST 2 R G om 2 L5 2 (I B Ak .
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