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Abstract

Type 2 diabetes mellitus (T2DM) combined with disorders of lipid metabolism is an important risk
factor for atherosclerotic macroangiopathy, and cardiovascular and cerebrovascular atheroscle-
rosis has become its main cause of death. Previous reviews have focused on the effects of estrogen
on cardiovascular disease, atherosclerosis, and lipid metabolism in women, and few have summa-
rized the correlation between follicle-stimulating hormones (FSH) and postmenopausal dyslipi-
demia and cardiovascular disease risk. The main purpose of this review, combined with related
domestic and international literature, is to highlight the effects and potential molecular mechan-
isms of FSH on lipid metabolism in postmenopausal T2DM, and to provide new ideas for lipid-lowering
therapy in diabetes.
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1. 51§

B R 93 (diabetes mellitus, DM)2& —Fh LA s R RFAE S P00 o« Bl N B4 22205 ARIE/KT I 4
@ XA S, DM R 2RI . AT 2021 AE4x 3k 20~79 % AHE DM 5 214 10.9%,
Tt 3] 2045 44 F T4 12.2%, T2DM (54 3R0% IR 5148 90% LA E[1]. T2DM JHIFRIE 1 K AE AR T
BT SN IBE TR AR, 0 AR HEA R R . %48 1oF T2DM FE R0 43 9 R I 5 22 (0
O I 9 (cardiovascular disease, CVD)) FAGUIL A7 55 48 (n B A « ALK B AN 22 R GL50), CVD & R Al
FETI B R [2].

FSH 22 5MFLaY LK B I EER IR R —, WA ik (IR e 4) (2 1 IR s 4t (— Foh g
P20 i) & 5 A N ITL[3] e BFFE R I FSH AMYEAG AT MR DI R IMER, i mafiis, 8. i
TERERE B BB SO B R AR, g 2 R [4] [5]. ARLRR B ERRI 44 )5 i FSH
AKSFXF T2DM B3 AR R 5 ) S r CE ML, 36 gk ) W O [l 9 A AE DR SR, 6 FSH S IR AR RIS
S o THLE], N4 R T2DM B MR T Rt E B .

2. /5 T2DM H &L INEEHHEXIERFR
2.1. T2DM ¥ LM ERFNRITHFERE

TEJR B 2 AP0 A MR AAR DG W LR A 520 T, T2DM i3 5E 25 5 B BN K A A AL 1O i if
EPMI6]. i H I =B (triglyceride, TG)-fik ) % J5 i £ 171 fH [& ¥ (high density  lipoprotein  cholesterol,
HDL-C)7EE E B ALE T2DM i3 Fh A% ik (40%), 5 CVD R S IEA . B A 2 i 2 1 E
i (low density lipoprotein cholesterol, LDL-C)/& A\ CVD fafG K%, Kaze &iuFsks TG A FF{K HDL-C
7£ T2DM i CVD KUK T 4 F kit 5 LDL-C [7] [8]. RHEEERS. PERI. WIHERS il A S SR EURIIL
ARSI N R G, BRI T2DM B35 k4= CVD BT RetE2dk T2DM B3 1wif%, H CVD KIi[A]
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JHELLIE DM BEH 146 4, EMEEHEE . LM DM £I3F CVD 1R 3% T B, 40~59 % K
i T 70 %8 70 5 LA 1[2] [9]. DM ALL-T-k 55 81 & HkIH T 48400 Lo PR CVD KUK .

22. MARRELLZR T2DM ZE DI ERFHREE R

PEBER S CVD Z IR R O 29T, (R RAEMEI . Fhe Z AR A o AT A
WMEBER KPR 22 f5 CVD U 35 3 I — A~ 3 Z2 5 I [10] . Zhao S5 A A LI & M MER R K P 5
CVD KB FEACA G, MERME O IME REA RFER[1L]. #MEBER SRR EERE R 5, @i igmn
HDL-C, B#% LDL-C /K°F, W4 Lt k4E CAD MR B E = S e a5 RKHPt. DM,
I AR ZZ AL U R FE[10]. FHIFRAL M ot, (EHMERMZE S RIAIT (HRT) AT LARRRAE A BE W bR
CVD R[12]. BEE 4L G MR E KT BRI, kA CVD KRS SRIBE N, IX AT 5 2 KT %
ARG, 38595 v I S /e — B (T/E2) FU (B B0 S2 i (TT) KA 9% [11] [13]. 52 AN[E, Wang 55K ILTE
T2DM &3, T/E2 WA 5 53 1 AR KMo A8 RS 2 A DG, 2848 Ji5 Lo PRI PRI S 35 A DG
H CVD i LM B MMM ER . FSH KPR S, 44 )5 MM R /K5 R M I R R AR A S HEAS 2
F[6], WA RDMERE BUR RO IE LR E R .

ORI Z I 7N CVD IR A S IE FSH KA 2%, HERRZE—MNE F I HITEE. TIGK
BNk AL TR Bl 2 20 30 Lo e v S AR, SISl K PR — r 2 IR DA A S 2 S A A AR B B 1
B &AW, D 2EN ik Py RS - o 2 R R )T TR it T R PRI CVD Ik AR 26 [14]. D EPEAS FSH ATE
Ik R B0 bk s A A8 40 5% R I e 86 SR — B [15] [16]. HEERALAE . M — B s PR IR 45 & Bk R B K- RO 2,
ML2 5 2PN - 2R BEBE A FSH KPR 38 Ingk2>, FSH 7K P55 VI PR 2 ik o8 B 15 40 75 2
SEEFOMK, EEBAL)E b N E[15]. FFE, FEX 2658 4484 5 Lotb kT KB £ h
O AR, MIE FSH KFSHEJE 10 4 P A A 3 Ik o8 A A5 Ak 4 0 187 % 9% (atherosclerotic  cardi-
ovascular disease, ASCVD)X\[&; 2 61 AHIE[16]. i E — Tt %F 608 44 4648 f5 2 1 i = 43 #r s, FSH
KPS ERE RE. ERE. SELE. TG 2O R BN R 2 AKX, K FSH nlgi 44 )5
CVD HIfER: N R B AEDbR &Y, AIE AL )G @t CVD T R 7 [15] [17]. 2R HAL BT 78 & B35
FSH 7K RIZRAN K AR - o J2 B 2 TBAAAE B IR ARG, 5y & FSH 4LAREL, 8K FSH KPR S
BARMBBI KA R - 2R A G, REEE BA TSR CVD KUK K2 [18] [19].

3. FSH 542 5 MmisREHEX

RIKH % (final menstrual period, FMP) RS, & CVD HIXKB = [12]. FMP i 3 42 FMP
J& 14 KA H [ R (total cholesterol, TC). LDL-C &3 Hf1, TG HAE FMP J5 3 4E Nt &[20]. 42
I35 MEBER K R B, FSH KFA &, & FSH & B2 544 )5 g 5% 22 AR FSH 5 i g /K7
BIEARIE 2 ARSI . —DIRTIE NS 745 R R, 44 )5 FSH 5 TC. LDL-C ZI[Af#AE
B IELMER R, Hd FSH 5 LDL-C [ IEA R IEE R R A4 )5 2ot (53~62 %) H 5. m7KF FSH 5
N TC. LDL-C FF A%, BRI BfE  m AAL Gri 2+ K 2%, I FSH ZKF{)5 5 1fiid TC A1 LDL-C
KPR IEAOC[21] [22]. FEHZHEBERIGIT I 400 BAL J5 @, ®/KF FSH 4 TC. LDL-C &% &
TR FSH 41, 76597 )5 FSH 4(FSH R % >30%)TC. LDL-C /K- V3% 5 N B (23] Mk, KH
(i [ 3 — Tt 5 R B, BEE A6 242 5 FSH KPR, Lotk e = B2 R %, FSH 5 TG Al LDL-C
SAAAAK[16]. BN FSH /KCF- AT Be3G In i i =% 1 L2, JUH 2N LDL-C Fhm iy R [24]. B4k
(1) — T[R9 BT i 5T 27k, FSH /K5 HDL-C 21EAC, 5 TG, TG/HDL-C 2 A5, NZHER .
AT MEBE IR [17].
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4. FSH @24 2 R BE R B 53 FHLEl
4.1. FSH #%i

FSH. {2 A R ER (LH) « e HUDR IR R (TSH) A2 FH I 1 15 Jl A 70k ) = Fofil 2 1 38R - v FSHL
LH AR e e R BER . EATH A & AN 73 il #2532 /] — b R Fe iR - e PR IR R BB R
(GnRH)IFIFEMA[25] [26]. FSH 4 a F1 g W HAL, PR KA EGZ DS PEAT L /5 (0. f I AT
W AE, ARERAEMIER, 750 S SRR AR (FSHR)M TLAEHI[27]. FSH 454 FSHR i34«
PRIV AR, (Rt MER ™ A, B i SRR A IR 9 55 P T AR R [19] [28]. FSHR J& T G B I flEk
SZAR(GPCR), WK RIE AR TR, BeEdif. e AR H 2 A2 FSHR. FSH w] LLE £
VT E &, NRARDT RS At 32 FSH 142[5] [29] [30]. W WLILIE FSH /K-F-Thim 5444 J5 & T sk
A B RIAFEAR SRR . DML R0 Fe 4 TR FSHR, FSH S51ER FSHR 2 8/EH] G A&
127& Gas/CAMP/PKA {5 5 il [31]. FSH FZM4a 2 fo R AR B0 AE A SZ A AL H AT AN 58 4T 4 .

42.FSH 85%ZEERE/MK

#2285 FSH 7K P (1T i 5 L ERR G N 2k [32] . ah#scieril B FSH Jiid E i i a2 2 FSHR
mMRNA (3%, fEBIR R RPN . A ra R EoR, SIRBRHAA <HIEE-Rdh 10, Acsl 3,
Dci, RarB, AdipoQ, LpL, and Dgat 2 52 FSH §20i[29]. 4k FH R (RA)E I HHI A 7 26 s Fn s 5 g 107 1R
FARAEHIME R S IEIE . Rdh10 H: R 58 bR (RGBT AEA BRI RA AE4006 Rl b A0 175 A2 B
#m, FSH mf feifid 30 Rdh10 A B0E RA (5 58k, MG & m[33] [34]. MEmtiEe A KaEH Rl
3 (acyl CoA long chain synthetase 3, ACSL3)ReME e ik NE T A=V & 15 i, ISR SER 1o (tumor necrosis
factor-a, TNF-a) B4 M5 P9 Z4H AR ACSL3 HIFRIA, AT i N i AR [35] [36]. BIMkoRAERE & —
FRBhkRE (8 O RE TSR, TNF-an (-1 (interleukin-1, IL-1). [1/1%-6 (interleukin-6, IL-6)2{2 4 iF
S L R RN I & A o FSH MR IR 8 S 4 i DR 1) A S R B S0 FH [37] [38] [39] SRieiiF BHAZ %
SEIHF-xB (nuclear transcription factor-xB, NF-«xB)Fisk Sk 4 i {4 386 58 90 i 52 44 (peroxisome  prolifera-
tor-activated receptor, PPARy) 25 TNF-o 53 [P Bl 5 1 (LDL)#5 N B2 Al %12, 24K LDL 7E /S B
T, AR . NF-kB B PPAR-y #1771 A] G 24 By 86 7 2k T 2 ks REREAL IR 5 [37] - 34,
FSH/FSHR /3] Gai/Ca2+/CREB & 15 1 1 3% & 1 F2 Hh g iy AR BRI 0 A o 7E444), 1 FSH L1 CREB(—
ol A EENR i 5 AR BORTE JDT AR 3R e S DK 7) ik PPARC (TR HEHE[AT) 7 53 HLA SC B R (2 1t 3 22 10
(AR SRR, SEUR T 40 M 4 AR 57 A= 400-6 RE In[30] -

4.3. FSH 5|42 R s 78 EENLS

JFF FE A 245 A ] 1 50 2451 5 T S DGR FH o IRATIR R B 45 VN2 J5 s FSH 5 TCL TG K
P2 AR R EY)[16] [21] [23]. B4 FSH A i s M ARG p . s SR #2e 2 sie R N K
WELHZRFRIAThEe M FSHR. A4 f5 FSHR = x| S AE S A 28, BAAER ofiL i JH ] B 7K~ [22] . Song
S FCIEN], BRI IR/ R B LS FSH RN AR K, (2R RT3 B g R A 32 AR % 3E T B% . FSH
A RE LA RO (AR 77 3085 & FSHR, SIS S FE NG & B 2R TEFFIE R IA, 98> LDL-C HIFEAR,
BEM TS LDL-C /K~F[23]. 3-F£4E-3- IR —Mt4hile A i& 5§ (3-hydroxy-3-methylglutaryl coenzyme A
reductase, HMGCR) 2 I &l B2 & Bl PR 3 B, gl FSH /K SFFFilid | HMGCR IR IA RS HRiE S
PHE B ED AR, FEIRERE FSHIFSHR A3/ Gialp-arrestin2/FoxO1/AKt/SREBP-2 {55 i@ . i
FSH-p fufAny A7 1E e e FSH B IH [ B bR £ 5 | i A T B g 22 [22] . Smedl O e B, FSH Jd i 0%
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FSHR/GaS/ICAMP/PKA. PISK/AKT/NF-kB Fi4i&te, ol # 158 PISK/AKYeNOS 155 i@ 3% {2 i NF-«xB
ZHEAT, B0 40 M B B 2 -1 25 1 (VCAM-1) R IA[40], A FSH BB A I8 o e 4 g S i s L
The MRS Bk PR AL & SR AL SLI6E G . S IIE S22 J5 v FSH /K CVD AN . K4 i B4
fi§ A A Rl (long-chain acyl-Co A synthetase, ACSL){# 4t 12~20 'k < 18] I N T R & IR LIS A, A2k
W TG &M ARNITR g B — P R, ACSL [F T.Hf ACSL3 iRk, SHUNIE AN TG LiiF e/
TR AKF AR [41], HRHAHIMAE . CEFWTIEY] TNF-a {23 ACSL3 EHAKIA, &) IMF
FSH 5 TG 24 M13[17]. A4 FSH /&7 5i#it TNF-a/ACSL3 F&IK TG /K72 75 B £ () SLiE B .

5. A5 RE

822 I L ME P i I B AR M, JEHGR 4422 5 I FSH /KSF BRIy, 0 iUk 7K P vl e
PR . P EBL R BEAR AU AL, 8 2 BB IR B E JF K CVD XN, PR AT E, 3N
SRR o BEA L JLEERRADTTL, E N AhA3 I FSHIFSHR 2 2 5% 545 S0l %, WnR(E 554
S R EURMEREL . B ER SOB MR . ROESF KA. 4528 )5 T2DM B8 T i) FSH X I i
StH IR EAE ML MR S8 2 W . BHLIT FSH 55 il B2 15 BE RO LG 57 5 I ELROYR )T HE REIR KR
JEEASETRL, HRT 2R IEE R0 FSH /KT AT R L e Lo MR iR 7 % B R SOk 2E CVD IR, ik
it E L IR RRT I SKRAESE . (H2, FSH SBULNER & FIEED THLHIFITT, NAL )5 T2DM B %
FEvaTT SO 18 B

E&InE
G T SRR TR E (2021 Y XNS005) .
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