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[Abstract] Steroid hormone synthesis begins with cholesterol as the primary substrate, and occurs mainly in mitochondria and
endoplasmic reticulum. As important organelles for energy storage in cells, lipid droplets play a crucial role in maintaining intracellular
lipid homeostasis through their dynamic turnover. In steroidogenic cells, cholesterol derived from lipid droplet catabolism is an
important source of substrates for steroid hormone synthesis, and the dynamic distribution and quantity changes of lipid droplets can
influence the functions of mitochondria and endoplasmic reticulum. Meanwhile, various proteins involved in regulating the formation,
catabolism and functional homeostasis of lipid droplets not only maintain the dynamic balance of intracellular lipid droplets, but also
participate in the regulation of steroid hormone synthesis. In the clinical application of lipid-lowering drugs such as statins and
proprotein convertase subtilisin/kexin type 9 inhibitors, as well as exogenous hormonal drugs including glucocorticoids and oral
contraceptives, some patients may exhibit abnormal steroid hormone secretion. This review summarizes the effects of lipid droplets on
steroid hormone synthesis, aiming to provide some reference for further understanding the association between intracellular lipid
homeostasis and steroid hormone synthesis.
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Ak, A AN MR IR i ok & IS S R R
AAESE . BT A N R TR R BT, A
W = ME (triacylglycerol, TAG) A1 fH [# % fig
(cholesterol ester, CE); AN g 55+ Bt
2, RIS R G 2 EA R, HT
P RRRE R /N L B KA, IR R, CRA
P B AR A R B 8-TR-FRBEIR AR 11 (cyclic adenosine
monophosphate, cAMP) il 3 /)N B 52 AL 8] 5 4 i 7
RS, ZREBEER G RGRRPIE . AN KR
T 72 i/ N 22 W B O R 4B A b, LA s 4
AL PN i i A O ) EL v 5 S R A e, B IR
25 MBI E A R B Ak, BRI
US4 T A0 51 L UR 4 i 24 15 BS 2R G 1 A 4 I 44
N G Y 0 ST = NP e e o el
BRI ZELEH, 0] S 5 R RS R W&
o BT ERMFET 5, 26 IR g IR
254 R AN MEER 259 2 AR b P RE T R 2
SRS, AR SCHNRE AR BB E A o 4R
L DA% B B A A [ B 226 B 52 1)
HATERIR

1 BEERER . BERESIhEE

e B 20 AEAS R L AU B P AEAEAR R 25 57
JE 107 248 L P U 248 R JUL PR 200 B P P s i
TAG F1H i —fE (diacylglycerol, DAG) #1,
T i B JBT 2 E L B9 S8 J0R £4H L RT 552 A [] J5 44H L
G A% [ PR 2% B AR PN R R I U DL CE oy R
BT
1.1 REERY 4R

IR A B — 5 P PER B TAG #l CE,
SR e G e L Tl oA T IR I R S S I R U T
W A- B[ B G RS B2 i (acyl-coenzyme A-
cholesterol acyltransferase, ACAT); ItAh, B HEE
1 68Tl {4k DAG 41 TAG, i % bk fig oA i
W%, TE N T A5 J2 8] B E G i B A 4h i
TEN MR IERT, IENH A RS R
e Wi E A R & H (seipin) M A5 i A4 9% 45 A1
(perilipin) VR, (E6EFF 09 A5 BRSO 4H 2 E
IR AR , FEJS, WG RR T HE— 2 R A TR R
A, SERURTH I AR R

JIRE TR B4 A A FRAEAN [) 40 5 A AR B ML
{H T 20 AT RE A 5 R AR TR, AR Bk I A
B ARG AT BB A AE 22 5% . TENR WA i,
CCAATHIR TE5G 1 o Al B AT 0T i A AL W) it
A 14 58 W) 3% 3% % 1K v (peroxisome proliferator-
activated receptor y, PPARy), PPARy 5 {§§{&i#45 7T

PSS G T EMRIE R, o AR 2 B TR AE R 195 4
JHL R PN B A e R ) A i T AR A AR
JEREA 3 00 RE 3 K@Y, BEIREE A LR AL
A DU R AT VA LR R IR . 2 4 M P g i A=
N2 ARERTE(5S (U0 Toll 25 . RIEH T
) fil s A SARAH MO B, 20 ORI A7 7K
A = o8 1 O L O NG R ZE S TR N T P 2 R
M % b b ZL e MR — % B2 (adenosine
triphosphate, ATP), e E40 M P A i AL 217
rh VAL A AR 0% i TR AR A 32 A 1D H i = TR g 07 e
(adipose triglyceride lipase, ATGL) £} | b ¥t 4
Z 12 IR FERR AR, 2 AR R R R ]
3 3 HE I R TR LR 3 e/ A A B/ LB
AR 2 M AR VS Sl B AR DGR 1 3Ras, W B &
WEinE A RACEE . RDImR & M FIGEAEIEAT A A 230R
FUEG 1A FRIA, 1G04 A P e R R [ R AR
AT B T
1.2 PSRRI PERR

MHUAREFEAS BB, A0AE PN B 32 25 1 s
BHE MR AR B B IR TR (free fatty acid, FFA)
RptRe. BRI R IR IR TE ATGL . R BlUSRE
G i i (hormone-sensitive lipase, HSL) I LML H
R Wi (monoacylglycerol lipase, MAGL) A4k
WAEAL T, B RER FFA; IR 2 i 2 B
WEIRAR R R, SEMISCIRE LSS . S AW R,
fEAR A ) A W (chaperone-mediated autophagy,
CMA) W2 5gHkEG R, BB CE A
(JRMALW A M 2, perilipin 2, PLIN2) F1 PLIN3 J&
HRr IRy, HF ik CMA BB 2T
REWG o3t o AEARIERAE, B AN 40N
BTG ER, 7R B WA I 0 i 752
JEE R/ INBR S s AEfEAT CMA RN AR,
AR A8 i o R O g R A 5

AN [R) £ X6 i i AR A A (A OIS R P AP E 25 57
JI 5 40 18 3 AR T ATGL-HSL-MAGL & 1234 4 [
fEelEE , SRV A0 M P AR BT R AR R, ST R
i A5 0 BT 5 R AT, SRR A Qe
e A N A 3R A ATGL A 519 i ik A
A MR R fE IR, MFoY R R, ATGL Sk 25 it
AN B 7 — S L A A i (endothelial nitric oxide
synthase, eNOS) ik . 5 # F F «B (nuclear
factor kappa-B, NF-xB) Al 438 % LA K375 A& P9 5t )
N, BN AR R, s S Ik ok a1k
TE R, T P A0 A 1 A s Wk ok R R AR 2 A e
HRT BB RN A o iR A L R R 20 i
Al RE T, AR A R AR A e AR HSL
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1E'E IR R R Rk, R VIS, BARUHER G At AR . 1Bl SRR |
R B K A, SR B RO A AR BRI A B, CBMEIMYR GRS AN AR Qs A 1 R S

BRI R A B P h R T A MR . MR (0 BV BB
1.3 BETBHIThEE BUBUHDCHOIR AL . R Epiqis ),

NG 9 A BT Bl SR IAE 3 T — RN
GIFERAL FRA, 5 RANME KT e, — i 2 PR EEEZEE G MR
BEBEAG 4 RT A  fE SRS (11 DAG. %= 1k 21 BB ESXEEMEAHEXNEARE
), 5T TUE TR e 5 R RS A SRS & B S MER, B EUR
W), LRk S R R B, PRy ALETTE I, BRI EAT RS I R A U G
SEIEEY, s R o R B E R A . WO, R BRI A G 1 RS T A
WeAh, HEESTAR S AR R RS CEANASR (LED.

FA=ES] EQZWR IIRE
WRAEHHEA LSS TR R P 5[ i 22 A4k 2 D AR U S — A5
SQLE LI 2 A 0 BIG  A TR
NSDHL Z: 5 BER A0 5

HSDs (HSD17B7. HSD17B11, HSD3B1. HSD3B2) ZHMEE

CYP17A1, CYP21A2 ZHMEE M
TR AR SR A PLIN S A R R A A Ve 4R R AR e v, S 51N

A
SNARE %% BT P R

LSS: FEHFEAM; SQLE: MEMmNINSAM; NSDHL: MR ARNERS “ AR (WERR) M2 P S A2 11 ; HSD17B7:
17B-¥2 IS WM S0 778 ; HSD17B11: 17B-FRS M U0 11 2 ; HSD3B1: 3p-FRJS[IMI 2N 1 ), HSD3B2: 3B-F22 [t Uit
2%1; CYPI7AL: ZUME6A 2 PASO 00 17T WAEME A 5t 1; CYP21A2: 4 (4,25 P50 R 21 WEAEHE A i 51 2; PLIN: BSi (9 1 ;
SNARE: HJ V1 N-2, 56 R Pk IV e S0 IR -5 4 1 A2 1R
2.1.1 PLIN K% PLIN ZIEN g R, o7 P Plin27/NGUE FRRE TR AR AR AR £
IR RS AR DT B P AR W R, 25 B RIRBUR R TR A A Plin2" /IR, H R R
P RE BRI . R A S A EE R, KPR R2ERP X —HZ R, PLIN2 X2
435025 PLINT, PLIN2, PLIN3., PLIN4 (JRfSAHC  BRMERS M HA HIU R
H) MPLINS COAUERE&E) 17, 2.1.2 SNARE ZJ Al P N-2 5 5o B e
PLINI idxt 2 FpdLl IR gl fe . — R EE: BN T W& & 1121k (soluble N-ethylmaleimide-
5 HSL tHEAEH ; —J27F B-'B LIREREMIM T & sensitive factor attachment protein receptor, SNARE)
Ak, B CGI-58 (comparative gene identification-  FE I FEWAH I (vesicle-associated membrane
58), HEWIEHE ATGL, JEf5 0520 E 2 protein, VAMP) . ZEfiifl & & 1 (syntaxin, STX)
T FERRI AN A B R, PPARy S FIIE T DA K AT % NSF & & 1 (soluble NSF attachment
{3 PLINT 363K B8, 10 PLINI BURTERAE 051 % protein, SNAP) 3 JHE AN, /i FANME 2 E &
FIGEHERR IR E A RAE 4 B, DIERAXGEILN i se 5B m A . i A s,
JEANMLE Plind J&, BEH/WIEIN, A0 ESAH SNARE Al A 5 [ Wik 5 % gk i a4, Horp
s o B T, SRS UK BT, SRIAE Plind - STX18. SNAP23 1 SEC22B 1] i #4541 5 2578
BA /IR, I SRR 174-E R A R LA fEPY; STX17. SNAP29. VAMPS 45 I 3 i 52 i
B R A A e SE IR B RO R R A B AR, SNARE E AWIMv4L sy Amnd #e, HIfeRw S
R H AR, PLINT X 2R B E A IE  InG . FLAUSE SRR, AER NS e |
TR TR R 22 Rk 8 PRI S AR 0 S b AR AT R0 55 2 F PR
PLIN2 7EiFEH U eak, HALH AT B WA, P98 %W, SNARE KikRIFES 5%
LSRR o i N BT DA AR, RS AE RS IR A AR . A ACTH HlV Y 28 [ R =
PERR M R B ERE ., EREEFRST, BT, SNARE FEEAFRBKFELIF, XK
PLIN2 3t Fe3k 0] S EUIR R BRI, 220 & sl BRUEARBURL AN, @R Snap25. Napa. Stx5 8§
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Stx17 W] fi FREAI cAMP 55 (9 22 T 45 0, 1 o B
Snap23 B¢ Stx7 5, AHAEST IR 2 IR ER AR ) B
WARER, RS IR, SNARE 5 H R i
B (SNAP25. 0-SNAP, STX5. STX17) [ B
PR A L A

2.1.3 HSD X% HSD kg TRMLFEIE, &
SRR E A RS . R, R
FAEEREREM R A BUR A I, AfE 3p-F2
25 [& 5 i U (3P -hydroxysteroid dehydrogenase,
3B-HSD) Fil 17B-F2 2 [ it i = 11 A (hydroxy-
steroid 17-B dehydrogenase 11, HSD17B11), Hrr,
3B-HSD R WP 2= 14, 3B-HSDI AL AE K L
BhE, 3p-HSD2 MIFE MM FI A S AP0, i
SER IR, R AT BE SR bR P 0T ) 2R AR 2 A1 Y
B [ B R A 5P A, 1 HeLa 40
ik Rk HSDI7B11 23330 ATGL i H & KKF F
WERS, $27% HSDI7B11 VI RES S MRTH sh S 4%, 7€
AeFr MR B S R

2.2 B XY P B ) 0 L o {2k T B B 22 A

FEN'E IR O A H295R Hr, SKRITIH A
Y ACAT1 FRik, FEANME NIRRT
SR EE A FFA E i R, A s oA s e Ay
BEMTG 1 K N B REEOT 5 S A T, A SR
N3 & 0 A A |+ DO N N s S VAT i E ]
XUaVERT s — 5T, R AR 40 P S A s 1 A
SN AL Ei 2 NS = NIIE L) v
B, Ji—J7 i, FRELr e B RS R N BT M 45
IR, SR RS R S R

NETH SRR AETEM BN H—, JRHS5%
LA ol m] IR S TR 1) SR Tl A A, DA PR Ay 4
UL R T, bR EENREFAE,
BEUA B AL ATP,  HE A 2E R H A% A B AR 2 AN
BRTERRE KB, SRR, gk iR-BE T AR EAE
M RAEZETL, WMIGIMNRE TRE RN, &
PR IR CE 2 | LRiATigER R, 1k
A AR N Y 7R 2 BRI BLEE A AR/ R R
B ELZH 21 P N FHUR RS [ B 3R A S ) B A7
fE, HAEE AN O N G5, R UTERE B
T 1 Rk T E, HEAYIE L 2 HEE K
P 0 N = =< A S E =R A TR Q@ I E5°x TR TN
PR ARG . LI 255 ) IR O R4 i
HRES TR FEZ AP,

Zr b, N P 3E A R T P T I KT A e A
WA SR s Thee, R385 LRI A ) A B
VB AEF5 20 i g B A Qi A i B AR AR s . AT 534
JEFECE SIS R ZR, Y] ReiE L R N T

W ZERiIATIRE, BeZn ] RS I ER G R
2.3 BRI REENES

2.3.1 ACAT ACAT & —FiH [E B G, 78
LW 20 RS R 322200 ACAT WA R A, 7
JFHEr EZELL ACAT2 WA IR . ACAT 3 o) iH [
PEALAVE R, e 00 i A JOEL 0 e 4 45 A T B P B R
WG EIN . BESERY], B O-Tk BL 56 % 1 1
(sterol O-acyltransferase 1, SOATI, IH# ACATI)
BB IR P BRI B 2 R IRRE 1Y) A R S A G5 IIAE
iy 3 BSTE I Fb 4 S R B O- ot ik 4 7% Tl 2
(sterol O-acyltransferase 2, SOAT2, IH#R ACAT2),
AL Lk £ ke Y A B 1 R 3R T S v L e L
SOATI & ¥ 3 1K W % % SA 4 i 51 1[nuclear
receptor subfamily 5 group A member 1, NR5AI, &
PR 2 [ s A= % IR F- (steroidogenic factor-1, SF1) ]
FBIIEIN , NRSAI X SOATI (a7 4R 4n i oy iH
B R A B E B X A, 7E H295R 4fijfd
Hh, ACAT HIil77] YM750 7] 0] e i ) £ Jfg i K] 2
TRIF IR [ R 5 . B SOATT X4 P i A
SLAIEATEAE ], — RSV ACAT il 7]
EHBta M, AEMTE ERAHCERIIGIT,
IER: % i PN 7 SR =

2.3.2 Seipin Seipin J&—F BT, 7EAM .
SEAMNRIT A ik, AT ALE N o R - TG 4 fid 157
FIBERE G, R IRH Ay ok, 4
Seipin B AL BH IR AR A & A, A28l
B R , BlanfEAR 22 Seipin B £ 32
EERNRITERAR . TR RSN, Seipin HE
AIEBUNR IR ERG LA RORS TR I oK 12D
RESZ 77, 7 Seipin SO /NE P, B 1R T A
CE FRZEI b, B AR RPN (BRE/=200) 15
PERERRICT , SR FRSHCR S0 B RRAR (B BT |
2R 2SR 80%. 50%. 40%), HAMEME
JIFL [ e Tk 3 5 Seipin S8 5 1R A /N BRPE R 43
RS, $275 Seipin Htk W] REZESEANRR B L T
[ 5 A P I I B 2 AR g iz i 2 0Y . A, Seipin
IR S 2 R Y DAY BT ) - A 57 a5 ) R AR N
Ui, SEMMZRARRE AR, FREA Seipin LK AT RE
LA RAATIRE, AR S B R G .
2.3.3 HSL HSL Z'W LR, B8, Siuh 2
JIEL T P P il , e ek i AR PR OIEL N, Sy [
PR B MR AL TR}, 3 — a4 4R i - 15 A
KEFHERSZCEE , HSL @ilbr/NRME iR
B Ry FOIR R IR SR 5, 78 ACTH il
Jo . LTE R TR 2 AR, B AR I I R
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B A7k 1 FIUAR % B s 8 11 32 /& (low density
lipoprotein receptor, LDLR) FZE [ 3654 H B2
Fhimr, PendniElg FAe s & AR s . HSL Wis Pz
Tl 1R A A M o 4, HC W 1R Ak A7 i A2 46 Ser660
Ser563. Ser565"". IS A FIBR T AR IS AL 5
ARG RT A HSL W5 1810, IR v kg fu 2k
A W 2% AR Y. HSL AT 5 StAR £ 8 N-2 S [
182 F1 205/225 i g FEMR 2 [A] 1) X B4 &, 3 Fh
AH AR FH BE A2 A 1 0[5 st DR Vi 1) R AR iz, I
7376 2K TR B 2 AR ™, PRI, HSL AR k2K
BB R G AR ALY, 52 ZM 55 i ¥
TEAERFS IR BRI R & S BR ke S vh A H R H .

3 YT ARG R L E R EN
3.1 B&RE%S

H R T R RR 2 2 46 At 7T 2259 |
AL [ e fm el 351 . PCSKO #1570 A1 -3 RE TR 5
AN, —SEH RIS 25 R B R A B R YT RIOR
i A A R A 3 IR . #EAR R C3 A
FISE . A SCERRGE , R A B AR R R 254
I16) AT 6 PSR E K R R

7T 28 245 4 AT R AT 24 o AR %8 B R A 1 K-
O 161 40 P L T 5 ol e SR 5 g A2 v A S Tl 1
FEIRW Z 2G4y nT REAT N BRUFE A B R4 i e
Plin5, VK NIFAUFAEMIH PLINS fR5KF, B
SXof Al A7 A 56 32 DR ) e 2k TG it HE AR
RIFREEES B IR ) 2Ry T . I8 AR AT
ACERJE AR P REE K/ NTC A AR, (R
N E T GV = /R 35 A N e
PCSKO 41 il 7] 38 1 BH W7 PCSK9 fil LDLR Y454,
Bij 1 LDLR Ffif, MATIREARIMAR Ko @ik Pesk9
TSSO A0 R 3 2 SR AR 4 4 )
T W w-3 BRITERISIA NG 24 F B dE — 1k
T lR (eicosapentaenoic acid, EPA) Fll .-+ —#k
NIEER  (docosahexaenoic acid, DHA); #F9t k¥,
EPA AT SERRIHIE I, JF¥s 78 B AR 1T B
ALY T DHA TR 20 9 R T AR, ELRE
PP B o, AE I T S [ B R A T R
fEH.
3.2 SMNEMHEREAY

AMEME RIS 2y B EAUEE GC. HEME . #
I 2 B e A 2R 5, FE AR 2R [ B R A iR
AR TR R . K %88 T GC Al 5| &
JREFGAE, RINA W bt 2. 28 GC b3
KRR G 7 4L 23 mT DL R T AR EY, (H A Sk
FW, GC nliE iRk HSL Al PLINT {2 A% 7

R, R BRI I S I B RS, SRR R
JUCE P P R R A, ] I L R B2 [T K- T
N 2R T R A R 2 R B LR A A
RIS, SMIRPE LA AR R mT e 0 0 4 i v
PRSI, HE— IR SRR 5 A R PR

4 EBETHE-KEEES RN AYMALERE

BT R 5 S B R A B AL, AH DG
fE& Y E T IE & 01 TR IR B I6 T, Ak
fL45 -

1) ACAT1 #Iifil ). KFEIH | BT A A S ak T
I PRETRFSE MY B YM-750, 7615 b1 3 s . i
S VRIS [ R 220 RS B TR T P AR

2) HSDI17B11 #ifil ] B8 P4 o w] 3 1k BH W7 B2
FaiE A, O T R R ZE A AERIR YT
£ T HSD17B11 1y 25 ¥ & it 0F & © #F Al IR

BB,

3) CYP450 Jg 4 il 5 o 22 Jié i J52 me m] 0 )
CYP21A2. CYPIIBI 1 CYP17A1, HAG L0 540
WIVEHT, BT RERREE A AE AT,

4) PPARy P . B H& 4 i 3 58 g 9 A= ke
I3, WG RAEFE o a] fif PN UE I B TR 5 B ik S R T
IR,

HT, NEE -5 2 W B 2R A RS 48 4 L6
WIANEABT, A2 HRBRTRAEOCEE 11 . BRI -ZRL AR fl o7
SRR REBEM R A U B E R H T g, DA
AR BB IR o TT R 20 A i) 3R sk A
2, A R IR R T AL

5 B4

A [ U 2 A B AR SR A L T 2, ke
A B A R R A T AR
JRINREIGRAE . SR LR T A e . B
AR R I w5, B EE IR RS
WG, ELATREFERERS IR . 2L R A
RTINS AL, B N R o
ORI B T RE LA B . ILAh, HRTEAE N
F6A: DU R 1) BB AE i, AF A A O T i A
U A PR RO B AE AR DU R, — 2BV 45 STAR
SR ek, W% 1A 1R A7 70 2 B 2 4 i Fi
B CHERE R ER 11, $0 T 7T RE 2 Ak P B R0 o
= SR R B 2R T . 25 BT, B
TE 2 B A R I S AR, (LR T
K [ B2 VR R PR W R I, RGIR TN S
K 2 AR HE Z , X T 25 40 P B TR R s
FAR B IE /M e B B L
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