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Abstract

Polycystic Ovary Syndrome (PCOS) represents a prevalent endocrine disorder affecting numerous
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women, characterized by clinical or biochemical hyperandrogenism, oligo-ovulation or anovulation,
and polycystic ovarian morphology. It is frequently accompanied by insulin resistance, obesity, and
dyslipidemia. In recent years, vitamin D, as a crucial steroid hormone, has garnered significant at-
tention for its association with PCOS. Extensive research indicates that vitamin D deficiency or in-
sufficiency is prevalent among PCOS patients, and vitamin D levels are closely linked to core patho-
physiological mechanisms of PCOS, including insulin resistance, hyperandrogenemia, follicular de-
velopmental disorders, and chronic inflammatory states. This article aims to systematically review
the latest research advancements on the interrelationship between vitamin D and PCOS, delve into
the potential mechanisms of action, and summarize the clinical value and prospects of vitamin D
supplementation in PCOS management.
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1. 51§

Z PN R LEAIE(PCOS) M 5 B [E 5.6%~7.8% WAL & AL, HpR T g st f . 88 A= iE 77 5X
LZ MR FE. PCOS MIGREI R, MUSBRE., AEERELE AR, T2 2 PR
O MR 7 5 A s K IS R R . Rk, R PCOS HIA R VA SR — B2 AR 5 P9 23 s s 1)
WFFL A

Yk %& D (Vitamin D, VD)V N —FIREIAME4EAE 2R, BRI T /MBI S AN B A . Hd, A
A R JER AR B 7- Bt S i e MR S e T R AR kAR R D, XA VD I EE R —; b
Ab, EWELIRE Y, 44K D, (FASLED Ds (HASALES) I R NN . 48435 D £ N fk
WIS 2 PR RN . B, CEATIFE 25- 2240 BefE A, Ak 25-¥4E4: % D [25(0H)D], iX
YA D EIMBIERR I R BRI, W TR R 443 D /KF. #8)5, 25(0H)D 7E 5 i
W la-FAb Bk, BN B e iatEm 1,25- 8484 %K D [1,25(0H).D]. #J&, 1,25(0H).D i&
R SR I 4EA Z D ZAR(VDR)SE &, ARSI A AR K A A B S N B S Bl AR AR A
HHFF[1RY, KZH PCOS BEFIEEAFEERILEAER D = . REGRKGHS4EE R D 78 PCOS H
MIFEF, MIRATHI S HLHIBE AR BIE R TR, BT S R .

2. #5%% DKEE PCOS BIRITIE S LBt

REWT AT 72 7R [2], PCOS BE ML 25-F k44 R D /A &R TR AR E F 2 (BMI)AH T AL
(M RO IR AH . TR P e S5 [3] il i /R BENLAL 3 15t 25 4R 3 D /K15 PCOS 1A KU A 5 )
KZR, ftm 25- 44 R D KF ] LA PCOS IRk MU o Jb3E N4l 2244 VD k= i€ LA 25(0H)D
K F< 20 ng/mL, A 2R 20~30 ng/mL. Ti{E PCOS 2 H ) 75 % ik 67%~85%, izt ey T8 A B o

3. b4 D BN PCOS HulyeTBsk I HL SR T

#ed % D HAEEBAEH T PCOS MI&ANZ M, M 2imid HigtEr(1,25- — & 44E K D)5 VDR 4
A, A IR EL N FRIE, T E £ Sl g bR AR
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3.1 HMERBREEMIR)

Ji 5 2Pt (insulin resistance, IR)/& PCOS FfZz O R ERAE B A 2 —, —IZEA 0 HrR I, $2 W
B PCOS M A 30%~40% A IR AR & i 5 2% i, HoAr 10%01) Lotk K @8 T2DM [4].
VD it PLR LA 7 TR EGE IR,

3.1.1. {RHRBEERM
£ 2 D A AT E AL = F%(1,25(0H)2D3) 18 i PLIN2 3 DR (16 2325 M 1Ty 184 I ks 5 e, 2t
IR 5 R IEBLU[5] .

3.1.2. ATHERS
e 2 D BTN NS Bl ) SR R R S R W [6]. AN ES BT R ES RN SR AE S
LS EM. 4ER DB R AN AN, BIRR S RE SIERA EFEES.

3.13. R SHE p HAATHEE

YR D AT A AL BE(SOD) . i AL ARG (CAT) B s A I I L Eb BE /0, 9z B 4 1) 4
TEREHEE, MfTskD H AR S L) B AN Ih REREAS[7]. FEEAR B 40 FA77E VDR. 443 D REW M B
YU EE, MEILE T, R R R A RS . BeAh, 4EAER DI EAPURIEM, RIER B R
FER A1 B AT -
32. PTHHEMRRHSINELE

e SR LE /2 PCOS 15 — KAFMiE. PCOS &3 T Fefii - AT REZRAL, 18 AT B 23 i e P
JR IR R TBO 2R (GNRH ) FH A4 73 WA P2 38 1R A8 Jl 3% (LH) ik v =X o s 36 m, - 52300 LH/FSH BT+ . 7
XFRIAEE R, U FSH PRSP BRAC, 38 BB T 096 P 40 f € 3 P450 75 & L (CYPL19AL)
(3G P, DT BELRS A 2R Tl M R 1 05 B AL R, B MR HE R OPIRLR A 15T R BR . 5 kIR
I, EIER AR D KPR, St 40 CYPLOAL [RITE e, iR Ak 2% i i 3% (1 i 1k 32 B
oL, FEEMERERNSER, D000 IEE K& AH S RE[8]. BT ER[9] [10], HAR#h7E
YRR D AR LH/FSH B AR R A2 3F R v A2 A & NS 51 5L IR RRURL4H i A O 96 I 41 i 35 % 75 VDR,
VD i i FAAR B SR 40 P D R A2 AR (AMHR-IT) mRNA {3655, FEHE v 33-94 356 26 [ B i
S/ (38-HSD) mRNA {131k, Hl 0N 31 BB R & i, AT FSH MUk, Mgk oia ik &

teAh, VD I B IR D MEER A AR e R 2R IR 2 0 O S D v 4 ok A R
K, [FOIS 0 A A B 2R &5 A BREE 1 (SHBG), M S 850005 B8 2 WK P T . 4E4E 3R D B % IR,
AT AR Sk b ysi/b OF SRR I R AR e, 3R R SHBG 7K-F, BRI e B9 I 3R 1 A= it 1

33. MREREFHIEA

Z LU 7t s PCOS S AL T — PSP R 2R IRES, HAF 2 i C R H(CRP). FM -
6 (IL-6)« IR IER F-a (TNF-0) 55 25E B F /K P m[11]. AWEF[12]48 H, AN 50 R85 5 00
HHLVARIANH YA, FHAS TOMEKE, EAEMDIe. Bk, WWPUASR R RRERN, Xt
1BYT PCOS HA H K . 4k D kil SN M BT This Thi7 4HMavdft, [R0 et i 1 1
T 4R (Treg) 74k, AR G I S MR SRS BE P 2 RAS . IEAh, 4EA2 3 D ] BRI B g4t i =
Az TNF-a £ 1L-6, 95035 4 5 P B8 58 0
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3.4. ®iERIN S OmE R

PCOS & 1l% tEA MR A%, RN H M = (TC) ML FEfE & B (LDL-CYIKETH &, s &
FI(HDL-C)F#AK[13]. 4EZE R D = 551 i 57 AL i B s RS 3G Al 56 . 4E2E 3% D nl REI@ I fem g
DT AR FR G340 VR AR T T e N 1 A BT R AR, R A A R e o T HE[14]55 N B
RIL, Hitsh PCOS B #h7e 5 F4EAL R D nl R s JE FE I ) & & .

35. SHEREEIER

YE’ER D SIEMEZ AR R VD Sk Z = S EULRE, M, AEHEE50E VD K. BT
4B D NIRIETE HH 24K VDR mais TR0, PIURAEfEMEANA T, BRI H 2 2 RESRHOF
fiti A7t B & 4R R 3R D3, B CIEBE AN IMLRAIEIA, G AR A 442 3R D 7KF T F#[15]. BE4t,
HERE BB oha ), > AN B F R [R], S EUAR A 4EEER D3 & i .

YEAEER D RS N PG B TR, ARTSGEES B HOB R AR TR A B R A A
PR R A AR E 1M 12 (caspase-12)2K 175 T 70 AL BA I IR 4R AR JA T2 [16] . 4E 3K D Sz nl S BAHAE A £5 71
i, X AE AR AR T AL AT A AR R 22—

4. Y5 3] D # FEIRFTE PCOS EEFPMIIGKF R

ST LI, #hFegEAE R D TN PCOS & B H I — AN LR 70 rBh Bhia 7 6 o I IRHIF 7L
SERBAEE S, (Hafk R BB . BErx T PCOS B 44K D A RFE M LS
—HaifE . — MR UCK IMIE 25(0H)D K-FHRETFIE4ERETE 30 ng/mL L i “Fe 27 JuFEl. fEfbARgEAER D
Jit, AESMEIHRA, REENEEED AR, SFTHBARSEH, UL TFEREMEAI T E
800~2000 1U/d; Tfii X T8z 52 FH G FE SRR 2> L AR JRE SOk PR 995 i HA R AT DASE 4389 kb 78 771 & (3 i 22 5000
U/d), 4EE2 D2 8k D3 Hnfikdt, SE575E AR ELF[17]. b, 75 BN % 25(0H)D
K, DU B B S U S XU . R R Te S, DA NEARYE PCOS AR R AU 3
RPN S I T @ L. MR 2018 4FE[E BRAIEAE (18], PCOS %4y AU FhAL
4.1. FRE A (LHEB)

A A7 AE S R L B TG HE O B OF 2 2 BEAE OO0, WA A B BRI S8 (W IR LI 57 5)
WREBF AR D S =, hagid R D I FRE L% BARH A, Lerchbaum S5 [91WF 5 &1L, H]
B 78 7 B 1A 4000~5000 1U/d, H74E 8~12 , fFIfiliE 25(0H)D A4#(=30 ng/mL)J5, 4+ %
4 2000~3000 1U/d. [FIR, FE4F 4 F& I 25(0H)D K25 HE i 5 20K, DLIBE G et & 5 S0 v 45 T

4.2. =8B

AT R R E SR R ICHEDR, TP 2 BEREOAE, BEIRARM 7 AR TR 2 AL SRESHESS
[101WF 7R 21, #Iah#b 7R 775 Ay 3000~4000 1U/d, +F4E 6~8 &, Ebr/54EREFE A 1500~2000 1U/d. 5
W LH/FSH FAE KBRS, PPN BRI R B e 15 50

43. B C

AFAE P R IRE 5 B0 3 2 B AR R, HEORThaE B, AR G BK .. I+ Rl = v e A
2000~3000 1U/d, 42 4~6 &, iAFRG 435759 1000~1500 1U/d. 5E B W I 5 SLE0 75 R M= 4 & 3R E
H(SHBG)/K-, RiEmHEEIR(WIZE B HIE) I
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44. RE D IFLAH)

TEAERR RITCHEN 5 U0 8 2 FRENAS, TomMER & MiE, AU 5 T H LUR T IR A . HIBHh7emI&E A
1500~2000 1U/d, 4% 6~8 &, iAHF)5 43715y 800~1200 1U/d. W5 FEAR LAHEOR S0 2 & 25 B i e 3=,
eI AN T

5 BR&ERE

g bRk, KEUFHERM, 4R D=5 PCOS ZIAMAE R Y B JR MRUn K. 4843 D MY
R FRE bR BN, SEIE I T R AU . HERGR A IR B SOIE S N A OGRS
57 PCOS MRk A SR & R PP MG AEA R D AKF9IN PCOS IH ST, JExToh = FH AT & B4 7T,
RN PCOS ZR& & B ) — AN BB RS 7> o XICHEH] TR LE & FFAEIE . B & S ARPURN B 2 v
BRI RR DU B o RN, Bt MR BEHLX IS, LA 2 ANA PCOS R AL AN BMI
AR YA R D KT B RN FIEANTT Ko RRYEAEZR D 5 H AT 08 it — FFO0AK, 2R
7 TR, OISR AR e A AR T 2% PRSI ZERE 78 R 4E2E 3R D /KX 1l PCOS i
A8 AU I AORE (B PR o L0 ) R A

B2, XHEAER D 5 PCOS KAMIRAIME, NEATRM MMM TR, ClELm. EA R0
77 A BIZ —H L L% B N 2 A

&5k
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