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Relationship between polycystic ovary syndrome, sleep status

and vitamin D deficiency
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Abstract; Polycystic ovary syndrome ( PCOS) is a common endocrine disease that affects women of reproductive age, and its etiology is

not yet clear. There are various factors that affect the occurrence and development of PCOS, and changes in both external and internal

factors can affect the progression of PCOS patients. Sleep status and the content of vitamin D are closely related to the quality of daily life.

Existing studies have shown that PCOS patients often have sleep disorders and vitamin D deficiency, which are closely related to the

immune status of the body. This article reviews the research on the relationship between the immune level of PCOS patients and sleep and

vitamin D deficiency.

Keywords: Polycystic ovary syndrome; Insulin resistance; Sleep; Vitamin D; Immune; Lipid metabolism; Anti Mullerian hormone;

Follicular development

Fund program: Natural Science Foundation of Heilongjiang Province ( LH2019H070)

25 O HL2E G 1 (polyceystic ovary syndrome, PCOS) 42—

il WA E SR A 2300 S ACBBN , 2 KA T B I i otk .
TER 3 FEA AT AR I v B e PR B A AR B R JEHE O
PR SR 2 MU RHIE RN 2B B A &R0 A
258 AT S JHE RN B FRAIRHT (insulin resistance, IR) o PRI
e R Y 4 e JBUPE , 12 Wb v i A A 8, H IR A 1Y S
2003 4FRRHH N A= B K IR i 27 2 0 56 [ A B %~ 2 AL ] il
SERRERE PRI . BUA ROBFSERIT PCOS /Y A HLA 475 A
i, 95 B PR BRI B2 2% A BFFE B2 78 PCOS SR 11 Mk B e
Bk, AN 2 R D (vitamin D, Vit D) & A R AEHE Z R Al
& PCOS H7 (5 1 T R, TN EE 1™ PCOS J 45 9505 )™
FERE S 520 5 0 300 2 Mk 1) A 0 B i 550 B B . AR SO
REAR A2 Vit D Xt PCOS B & S T RE A0 52 0w i34 7 [ i

DOI: 10. 13429/j. enki. cjer. 2024. 03. 031
BEEWB: BIRILA ARFEESE (LH2019H070)
BIEEE . XM, E-mail: mm7723@ 163.com
HAREH: 2024-03-20

1 BEERS PCOS

AN R M AR > 15, A5 M I o [ e e G s () A 2 i
W R 2 M IR i A S5 A7 A2 T R 24 PCOS JE h, — T
WhoT & B, PCOS F8 3 MR AR B A% 1) AR5 R 2 9E PCOS B 1
5,24 35% 1) PCOS F835 H LA M PRI X, T 00759 ) R A ) 00 e
) AL E R ANy 209 . A2 21% 1) PCOS R 1 8] 5
RO 2, Bt AREIR (GBS T4 (= 15 min) |, A4
B EWIREL PR LL |, 3E PCOS i34 ) PLI 1 B0 19 48 R
H 1%, 57 PCOS ARER 4 H BENRET ] 4 (6.91£0.29) h,
HA S AR 1E 8 % IR 19 (7.47£0.19) b, B IR JE 425 5 35058 Sk
PG AT PRGN, R SRR S BE 2 I, 2D e 2 3R 1) 43 b
I v W 2R % 430, BILAAS PR R S D AR A D 1 - gl 41



- 470 - F I RS

2024 4E 3 %5 37 %5 3 4] Chin J Clin Res,March 2024, Vol.37, No.3

i, FEAMME KT TR 2 B 7 T MK 39 0 5 0 9 B <
BT A R T IEIR 5 PCOS fy 21,
1.1 PCOS Witk 5agik PCOS BHWE L L MR
JIEL e , BT £ 38 W ] el A O 00 B LA B i PN 25 ik 2 2
FOMENR v IR R Y B A | BH 2, DL BOME IR R AR 2. RO
PCOS A BE L AR PCOS HE MBS 4o 1 A e B 5 SR 22, HLAAR
FEIH A W MR VR R 0 4 K R R RS R A T Mol b 2 i F 5
RS AR B 7] S FIAS R B IR >0 1535 5 1S e 23 DA 5, o3 e IR
R A B MR — 5 T 5 ) Tl TR, 5 0 A 56 B IR —
i T 300 B3R L 2 T N J K Bl 0, o s A B ) D
B R AR U DL R X R S B R AR i
VBl A T A A T B A B0 2 PR, DI B R SR R R 6 4EHY
AR B Fsf 1] 5 B 4% 0 ek 46 400 ( BMI) 2 M G, I FEAR S 9 4R
W TG B AT S o T T R AR s [ AN S 2 1 o 6 S B 7 XL
W, 75 7T R 23 B A NE - TR e A7 2
1.2 PCOS & IR 5820 50% ~90% ) PCOS ABE4IF IR,
IR A3 iR e i —ae A —B1 S50 ( HPO B ) i ) fig 2k i
SECHEIR AT o AR A ) S 4 5 | AR IR AT A GO, 3
e AR o A BRI R TAE H 8K o B
W o i) R B AR R 18D, DA B T4 0 A sl s o ) 5 0y 34
SRR EARSE " o 5P IR T 6.6 h BERR I R] 1 52 158
HHILL W REIR T /N T 6.6 h 25 F 7 4E IR R i
By Ty —TRAT 2015 4F % 2021 4R SR VPE HF 1Y 384 495
AR AR 519 1L MR BORF I S B, A e ) B MG I [
B 1) T AE H BRI A i) 35 S5 45 i ) TR ARG, X% SR A 4%
HE gy
1.3 PCOS &g XM Z 4 5 5Lt s PCOS X Al ff
TEHE G FRIMSENE . BB HE R G re UG IR P % 56
SRR WL R IR 7 (A W A A A7 RIS A 1 1 5 B T A A
PR, PR R I 2R LK S R BOIR ARG R M. BT R
RGN R, AGE M T AR -7 , 1 FLSE e Bl o i A
JeHEH (CPT-1 HMGCR ,CYPTAL %5) [y ik . ZEHE M
KB, A B ZE P IR IR VP % T 15 25 4 1iF (obstructive sleep
apnea, OSA) [1] PCOS % 5K £ OSA (1) PCOS B34 AH L, 1
JE B IR 2325 08, i B Sl ks A Ak AR 28 B AR 10 9
AR AR R LB T B 9 BF ST 9 A PCOS
KR R IR 150 5 B 1 =2 TR] AR A S

WEHR 5| & S e 2 5 PCOS R MIZ R G ML RG>
TE1) P 0 ) AH A PR T, 11 4R A ) e B T 280 R 348 3 15 6328
B AT D e bR R I e 3k . 4 RR IR 2 2 T P, U o A
PR BR5E 4H EL FF)  AT5 FI I 5 0 1 40 L PR 1) A Y B ) 2
P, DT B AE S S, PR BB ) 2F (50~64 h)
ZARFE AN F LA CDA™  CD8™ T ik E 41 Jf0 . A% 41 1 SR A3 Al
2P0 5 1 [ Bk N L 8 o 5 e e R ) < D) 8 s
B AR ARG AN MG M T [ .CD16" (CD56" ,CD57" J TL-2 K F
B K%L PCOS f % Al REAF 76 BE IR AT, 5k PCOS
FHHILL , PCOS B S B MR IR A5 (AR 29 HEFi A%, PCOS
F 1 VT 2% B8 I IR 5T & 48 %0 ( pittsburgh sleep quality index,

PSQD) PF4345AE PCOS B F I 1 2.1 A Bz 1) i I e £
F£ PCOS FR35 v ) 5 & 15 2R 2k 8 T = A i TR AE L 4
R A8 150 A5 20 038 2 S LA S 8 K A RO ABE %

2 Vit D 5 PCOS

PCOS & Vit D §LZ I RN 67% ~85% , R /K V-1
25-(OH) D /K5 TR 236, A PCOS F1 Vit D B2 E 1K)
PR A5y B A2 AR Vi D i i AR R B R A
TR F K, EZA (1) W AR B 4t Vit D 52
P (VDR) 1) 2 35 Il BU0R &2 R B (2) @3t 1,25-(0H),D-
VDR & &Y 5HLUKT 15 5 2 R E5 6, B3 2 Wi 4 2
Xof [ R 1 SO 5 (3) 1,25-(OH) ,D AT Bl 4 5 IR
MO0 2 4 A IR (9 R (4) 3 o B 78 A Py RO 55 AR B 3%
(PTH) A 7K B 422 455 20 g P9 MG 2K S, S R R S A F 1Y
1R . (R EFT 25-(OH) D 9 e He 1 35 e B A 159 8 5 —
,2023 A 2% B s B 19 Wb v LR B & 25-(OH) -
D, 125-(OH)-D,, L& 25-(OH) D MiLiF# BEAEJy Vit DARZS
A FE T
2.1 VitD 5 PCOS %% %% # % (AMH) AMH J&—FigUsk
50 B A A b ic A, R TSORL AR A, AR IR e A vt 2 E
YEF,PCOS f35 B 75 FIBR I P AMH K53 T, 18 1
LRI ST N 6 A AW 58 19 2R GE PFA0 AR L3 Vie D /K
AN AMH K- 2Z [l 6 2 W HEE ST R T AR
FIZE S 4858 & B Vit D /K5 155 AMH 2 (0] 7778 1E A
2 iR 2B FT I A A 45 SNk 19 2 =2 1) TG W A AH DG 2k o
X T TSR (1 2 8 | BN ZE 26 40 B 2 B, 4078 Vie D T AR I
5 AMH 7K, {EARE Lot HEBR AR ZS WA TR, 1T B 23 7= A A R
RS2 B EE T HEIR R PCOS BB I AMH JKF, 1
FEAIRT PCOS (¥ AMH JKF-, 3 3 B AN B 76 P 08 36 91 484 Jon
SRy %t FSH ARt , AMH /K- RAR £ oiest N 72
2.2 Vit D = PCOS #9970 X H PCOS BERNH G IF-EHE
PR F R R WM 2L, Vie D 3 T A ZE 0P LA
PR HERCR MEER A S B A R E T A EA 1 WA
BN Vit D e e R A S 5 R A
ZA5, NI T3 AR HEIR AL B Y Re iR, PCOS &
FHZ Vit DYRYTIE, Vit D Al OO0 R 2 R — I
ke 28— [P ) R A YT R R R R AR R Ok
IR, JB25 MR 5 2 Vit D RERS A T A A —IE D 2
A ESEHTI A SO TR 8 A B L e S
PESZ AR, WG A5 2R 2 AR PR B 2 3% O 2 R 2 Ak R
BB D EN T E AN B, SRSy
(AGEs) J&-H 45 I 601 A 26 5 I o AN A% R 2 1 A
W=, AGEs R RIrTF, vl Ael T 5 A2 IR 25 &7 5%
IR B T REVER, P M AGEs 52K 5 AGEs 254 W 1E
Hiu B 1k X B R R A A, BLELIE S, AGEs £E PCOS
T S O Y JIE R R 2 RS, PCOS B3 1135 AGEs 7K
THEst .

23 Vit D 5%5% Vit DR SHEBNMERG P RIGKRT,



FEIGRBTFE 2024 4E 3 H5E 37 %% 3 ] Chin J Clin Res,March 2024, Vol.37, No.3 - 471 -

I ELAEAR NS5 G52 AN T R T 1M R 1 1T B
BB RE X. Vit D KRR B BB D45 77 A 20
PR LR AR 1R S A KSF B I 25-(OH) D 54
P G BEPEBETAR G , 101 04 8 5 . 2 S VE R A e | 2% X 6 35
T A TR V- P ST I N1 ) U = 1 O
AR ) SR 0 M 255 45 o S B A i v 7 I 0 5 S
Aiffarh, CYP2TBI 33K J2 S 8 i S VE B A S 10, 531
ST R R 1,25-(OH), D, X R ok B A S 4
FSHUMAE IR 3L R B Feik . PCOS B i Vit D ARKFE, 5
BMI £ 11 6 3¢, H B W 41 i i fb b5 & # CXCL5 ., CD163 FI
MMP9 Fhi55 , iR PR 54 CD200 FEAR 5 3 4638 i A8 4k 5
BMI A, AL PCOS 3% (YIMLTE 25-( OH) D SE44 K F4%
i, FLAEfE PCOS g 35w IR \BMI, = [k H-Ji AN s S2 0 A9 3% in 5
25-(OH) D ¥ FEFARARE ™ .

3 %EETS PCOS

3.1 #emil PCOS i M Akt PR 7 2 92 40 i
TR I G -, G A0 I e 1 e T S 0 v AN L T
WA B G AR G N T 2R 47, 3 AE PCOS B Je A % Je vl %5
FEREEAMEM . PCOS B BYA1 & I 1 58 5 20 A Ak 1
1 TR 2 5 R S P AR R e 4 R 7
M0 v T B2 F 55 s PCOS 4154 T ik EL 4 fifl . CD4™ T il
FAR A5 4R A 43 b 2558 i ; CD4”/CD8” L {E Fifi % CD4”
T AT A 5T, $ R SR HLAR 25 T PCOS Ry .
5 FRPIFEGE R AR , 55— B9 & L, PCOS A 221 4 b
Y CD3" Rl CD8™ T ik B 40 L B4 77 40 bL I 3 I IR .
PCOS HE IZIHE B 40 y-8T 4 . #B CD4 42 T 41 g An
Ak CD4 G012 T 20 f fm 5 s /0, M2 5 I 24 i 2 386 >
PCOS HZ I ' CDA™ T 4 g vh #& p ME A st T2 1 1
(PD-1) (AT REA AT T A A5 ML s S5 48, S8k
PRI BB RIL TR, &5, PCOS 5 T 4 fEr) & R4
W TG 1S, 75 Rral— A AT

32 Ewiel PCOS  AN[R] I & S 305 W 4 i i s oh
ARTAI Y SRS , A4 28 BTG (M) R E % R 0% (M2) T
25, ML BIEAGHERIEA, F= AR 2 4 X 7, HoAR R Y a4
CD86 .CD80 45 ; M2 FIVE 5 M1 BUAE FAH S, MI-M2 &R
ER AU IRENY N RAR L G AN N e e o R N TIPS EZY |
Wi BN A S RS A R B 8, (A PCOS 4, it
WS ARG, PCOS B K15 I i 2K P T e S i il
Wi 2 AR AL N M2 Fe UL AR g M1 7 3 305000 0 22418 e 4
BRI, B WA e mT LRk 20 i DX - ik PR (i 1L-6  1L-
10 TNF-o 45) , 3X $E6 [K F 78 PCOS f5 3 114 1ML 1 A1 51 68 v 35
REKOPAATE , P RS B PEAR R R, WIfTIN & PCOS (1lf
PR, A FMERA ( DHEA ) 5 5 (1) PCOS /Iy R R B /R &b
JEMATRRAE A M1 R S w20 B, (5 M2 24 B g AN i A S H
550 R AR H TG BH & 250, BELAE TFN-y™ T % B 40 i (Thi ) (IL-
17AT 4B 4 i (Th17) I IEN-y" CD19" B 40 Jifg 9 LU A 48
PCOS /N BUBE Y f) Gy 2R il ™

3.3 MR K4 (dendritic cells,DCs) 5 PCOS DCs &—Ff
PR S A, U RS A AE TR IR b | HLAT 58K 10 6
AT — BB IR ok 57 2] 58 Pk i 3, BV A8 o UOIR 2 %
K T ANRRAGRRE N 25, S22 M G 5 T8 I P S BE B 2 AR
B DCs 5 01 B M R 3R 114 S5 R KT 2 I A OG , 38R LA HE
B R  S JE B T A P DRSS, PCOS L B
W DCs 4 b i B AIC, J2 B PCOS Ry vh i 2 1%
B DCs 355 T 400 (Th17 Thl 40 BZE 8 FEE , AT
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