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As an important risk factor for the development of atherosclerosis, the occurrence of obesity is accompa-

nied by changes in cholesterol content and distribution in adipocytes. Cholesterol is an essential component and regulator

of lipid rafts in cell membrane. Moreover, it itself is a signaling molecule, which can directly regulate the metabolism and

function of adipocytes. The ability of adipocytes to synthesize cholesterol is very limited, so they rely mainly on uptake

and flow to regulate cholesterol homeostasis. Recent studies have found that blocking the active efflux of cholesterol on fat

cells can inhibit the occurrence of obesity. This article will detailedly describe the cholesterol uptake and efflux pathways

of adipocytes, and elucidate the importance of cholesterol homeostasis for adipocytes and the role of adipocyte cholesterol

homeostasis in the development of atherosclerosis.

kB FETE AL (atherosclerosis, As ) J&—Fl /1 1
JIR S SRS R AR A . As BEBR YIS R 5
SR PR o i I A5 5 24 JLASE B8 R G v JR A T
TCXI, As kb bR 2 e B AR AL IR 4, B 1Y
TR 5 A [ P A0 (AL A5 18 A5 U ) BRSO,
T B MHE B ( free cholesterol, FC) A 214, 20 i 7] ¥
FC Ak A R [E BERE ( cholesteryl ester, CE) , Kit CE
R AR B ] O TR R S A M IR . SRR
ANREZEARL, BRI 40 B A B il & A it AR R, (H 2, X
SO N 3 2R3 2 H Il =B (tiglyceride, TG )
A I [ AN 2 T 4 L PN e S 9 iR o, JIEL [
P S TEYESF IR 7 40 E 5 D e rh A7) % A HE AR
FHo 2B 3T3-L1 B U5 40 M 68 - %) 1B o] e AN AN 2%

(W EH]  2018-05-02 [f&E B
[E€WmB] EZRALREES LW H (81470564)
[1EERMN]

HbAT T 1 TR Y-$ BRI 2 W 114 S AL, iR 45 T R
‘@ %H*@%%% Ot(tumor necrosis factor a,
TNF-o) FI 4SS % 6 (interleukin-6, TL-6) f4 %5 5%
k' NG AN AR L AT R 4 e A
[0 5 i Koo A B A A T B R AR
NUBEE TG £7iff 1938 2210748 K, HL T 5 AE [ 1 s 1
2, SR, 40 J0 M b JIEL 1 7t ) R 0o <5 2 (L e
WG I LU ) KD BEE i 10 20 L fy B T R AR
BIF ST ik W ek i M 40 i L T B 5 1 Y
A RS AC JHE 1 A 20 5 SRS R AT AT AR 5 11
MERELREAE HF As BEHR A A 1 5.0 M B Bl D T
JEE 2 S U ST f B PR DRI, g iy 44
IR B A 55 5 As 19 K R (R A7 75 4 22 11

2018-06-11

W2 Wi, WESE 7 16 S NS 7 40 0 6 L [T s R 2 | E-mail 24 1316528591@ qq.com, 815 VEEB4H, 11, B %

B, WF5E 5 [m) M AR [ B AR 25 S5 s ik AR 4L , E-mail 4 yzhao@ suda.edu.cn,



954

ISSN 1007-3949 Chin J Arterioscler, Vol 26,No 9,2018

j&ﬂjé o]

1 ARr4AAe B B B2 iR A Ay i =

I F17 2 40 N AR 5 R 1 JIEL ] A 4,
JIEL ] B2y o 3] 4 B S 1Y 25% ., NEJRE AR I TR s
F14) EL T S B ) gk 4 B S i Y 50% o i M A
JEATY CE %/, i it 93% (1 I [# B2 FC, FC &
(2 88% ) 51 T LN AR R THT . i 107 4 AN A
AERS MR 2B A P BB CE, H BB FC #41LH
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DRI, B ER B F R M B 40 B F VLDLR Y2551
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ik, AHLE, MR R 2 2 A A HE IR RCR Ty, Hir
ABCAT i it 41 Jfd B [5 B 8 1 2= = 05 8038 A 1Y
ApoAl,fii SR-BI A1 ABCG 1 JUJfi i JH [ B2 3 AL A 24
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1.2.1 ABCA1 4~F 89 f2 B] B3 AL 3 & 12 JIg 105 4
Ji oAk AR B 32 K PPARy AT 335 LXRa |3
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TS5 TN HDL MAEYIA R, B, ig 5 4H 28
ABCA1 AR S e 2 mT 350/ BRUAR ) I =5 %% B g 2
F A KOS (R R AT > G 0 40 1 A i L [
P2 (%) BE I ARALG , 41 o) I 1 2 5 B AN 52 M) ABCALL
-SRI E B L RAMIFIT & BLREER ABCAL
AR B AM A R RE B O R ApoAl AN
HDL3'* | ApoAl 5 ABCA1 454 38 ] #il3 is by
A/ ApoE'™), ApoE fiEili it ABCAT HHi AL
WA 2 Ty =R A 2 5005 40 At i) T e 4 3
HE R LG, AR D740 - ABCAT 2R IE7KFIF
KBRS M40 AE - ABCAT A5 1 JIEL [ B o i 2R )
8 RRAR T 33 AT R DR A I 7 40 L R i 7K ST i
9% ABCA1 A5 1Y JH [E BEAM L, 75 B R 2,
ABCAT A3 () IR [ 2 3+ 9N 52 M) g 1 40 B 1) g
fif > NEHTANME P CE %% i Bar vl 3l jg fte | i
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4 P R T R A1 36 5 AN e 725 g 4 A S I ]
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T AopE FHE A& 5512 B 0 43 Wk A Ry ik — 25 1)
W5

REWFAHAE_ - ABCAL [ERIBKF-Z Z IR,
i 55 ZE AT B T A A 235 ABCAL, H AR F 78 56
5 RS2 A A B am > o = 8% T O R R
TEALER 1 PG R 305 76 iR 15 25 % ABCATL 4 31 i 4
FH'' ox-LDL % ABCA1 FikpyiH$s 5 HkE A
B S B i =B V(1= 1 L 5 O 1 (32 R
PR 7 40 B oy Ak 5 OB B /N RNA 148
(microRNA 148, miRNA-148) F miRNA-33 # Al i
BRABCAL IR — L2y i 223 £ A
PR ALK S B 130 -AUCB 4B 7 3035 i 195 40 i
Fik ABCAL M4 1 AH FE B b a7 TR B
)32, ABCAT [ 35 32 3| 2 Fh 5 5% 5 A& 1 T
W HAE AR IR EIFA 5H 3K —8, 5H—3,
IR B AL P 5 A 2 AR i i 4 L ABCAL 7Y

BES oK, F1] 38 0 ig 07 40 i ABCAL MY 8K 1 3R
s,

1.2.2 ABCGI 4~544 fe ] B iR ok ik 42 HDL 7]
55 ABCG1 45400038 F s 4 i i) AR B i, (RS
ABCG1 7E 5 7 40 i JE 78 W3t +8 v %) 7 D 1 A e —
4, Reilly PRI & B 3T3-L1 40 i #8431k
BRI AT , ABCG1 Y RIRIKE AR, 5 B 2R A
/NIRRT 4 41 9 ( mouse embryonic fibroblast,
MEF) >R U5 19 i 17 40 B AH L, ABCG 1™~ B Jifs 40 Ma 1)
JIEL R 30 41 0 JC W R AE Ak, SR 1T, Le Goff LEIZ >
I 3T3-L1 4 A 3 4k 4 i 7 40 L B, ABCG L 1Y
BESRKOF R T 40 £, A HE ARBIFAE, &
FEVLER (>90% ) ABCG1 H) &k m] # ] 3T3-L1 A5 Ml
211 i F AL [T 237+ 22 HDL, 02k ABCG1 LA 18
T RE W20 MRS b AR A8 B dk RLAD i R AR T 40
FGy s AL 2 )X R B ABCG L i i s 4
A3 Ab A 25 AR

1.2.3  SR-BI 12 3 9 2 B 8% 3% h i 2 5
ABCA1 Fl ABCG1 45 (1) B ] 306 v B A JiE e 45 A
], SR-BT W] fi 14k AH ] s 0T v J35 66 B85 A0 i 2 Ak A1
5% & IR SR-BI W] #il MEF 5 A ity 41 A2 (%) 10
W2 28 DL 33036 W JIE [ B2 f 5 7 28 SR-BI
T BG4 i, {H 2 SR-BI 245 T HDL-CE )
PERRMEARIR 1T 5, AR IR W 40 i SR-BI Y 3RIA7K
S5 A1 J it H S R R K P RS LR i i
PP BRI 40 22 SR-BT 5 A 4 JE [ it 17 2% 378 38 K T
T IR E R PR R R K AT R R 1 2
fiZ ik SR-BI 4k i B A H A S 09 0 it oh 0
LSRG D7 40 i 26 SR-BI 5 A [&] 2 114 98 /0 B N 3%

2 REMARRRBEIEz R E SR BKIRERE(L

2.1 RBEEEFRS SRR ATl RE

JOEL 45T St 200 i (6 455 R 07 4 B ) 1% 5 A% S i
BT . DMENFSE 20 JIH [ % 3 205 1 A
TR N IAE 5 20 TR ma 4 M Zh BE . A5 7 40
J b5 A KA RS ——caveolae , 1% X I 1K 11 /)N
585 M (caveolin, Cav) 7] 5 H [ EELE S B8 G 40
HERY caveolae b FRINMEE) 2 Z AR FIH 612 T 4 (glu-
cose transporter type 4,Glut4 ) , iz H B-@%%*ﬁﬁﬁ%*z
53 L 4] s P R DR g 7 A LI b 1) caveolae Jf-5E 4N
ik A TR B ZR 1 A2 5 DUERAR W7 40 L | Cav-1 AYERS
AT e /D R SR T BY caveolae DL N R 2K S
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Glutd (35 N8 A4 9% 5 1 ( perilipin, PLN) fif
TEMY caveolae KA E & TG 14 G ) . Cav-1 58
FECT NKNRINTE FRA RAERE R, B &4+
BT MR R A B 2 T 32 LA S TG A iU A% 1Y)
50, R Cav-1 mUBR/D B ARHG 5, (HE AT
IR R S A E R I BURE teAh, JR I 4 f g
3E caveolae £ XA FINR B RAEAERKH T 1
(insulin-like growth factor 1 recepor, IGF-1) 32 {&  Tfij
IGF-1 {553 2 5T T IR A s

PR 7> SREBP S 41 Jifd A H [ 1 1) 28 52 4%
ER JIE[& B4 1 5200 % SREBP 1Y Bl 5 &4, B
nSREBP [ 4= i, SREBP A 3 Ff i %!. SREBP-1a,
SREBP-1c¢ #1 SREBP-2, H:/' SREBP-1a fil SREBP-2
4L DR 45 5 MH [ P 1Y A2 9 8, T SREBP-1c
FEEL LA 1) T e D 5 A 105 R Y B AT 56, IR T 21
id %3k nSREBP-1c 51K F QIR 7 AL s, (AR 6
REMFEE AL K . 3 46 i 7 2 2 1 S 350l Bl ot
A ST ITURR AT 5 K v i 22 3R OB PR
A PN Y AA Ak T B [ B 4E 22 (R) -2 AL IH [ B | 24
(S) -FR AR Pt 27 -3 A B [ st 0 H 55 4% B R ] 38
A S5 A IO e S T LXR . LXR B9 36 AL AN (LA
5 2 L R [ P ) A1 30 5 i 2 4 A A A R AR S
KeBAU . IXR B4 2 A LXRa Al LXRB,
RER LXRB TAE LXRo AT AR B S ML JE
LXRa/B MUEE A bR/ BURR i 105 Al IR A 1 1
(uncoupling protein 1,UCP1) [ ZRIiEHI &, KL%/
SRR T HEUT M FE IR TICE 2 R i, Sead R,
T EFAE RN LXR 93350 GW3965 M1 il
UCP1 MR IR/ R AR AR . A
B2, GW3965 38 RELE ob/ob /N FEE T 45 M I
W E RT3 A, 3X 5 08 17 40 1 PN R SRR
fif ( hormone-sensitive lipase , HSL) FE i TG Jig 5 i
(adipose triglyceride lipase, ATGL) ¥ & ik ol A8 4
Kt PRSI T R B AL LXRa W3 1 PLNT Al
HSL SN 16 75 20 1 B e

BT A R [ B A B 5 5 o0, BT
Hi%E 5 78 5 A ( Hedgehog ) 17 5 i i+ A9
Hedgehog FlIHE ¥ £ F ( smoothened , SMO) 25 4, MM
WSRIZ MG S i TR R, AL A
AIZE5 IR BTG SMO 248 i A JIEL 1 245 i e A
P [ e 5 e 1) 9 /0 T T4 ) Hedgehog Y 15 5 1
N B SIRI AN Hedgehog i [ 197 1k 58 A%
REAS 7 3 b SELUBTY 11 €24 B 1077 400 e 1) o34k, 5 B0 B2
SRR H AN . /N AR S5 E0E Hedgehog 15 5

A T A RO v M AR & B RO AR, 1
il Hedgehog 15538 i MG 0 i i A4 1k, 3 3850/ B Ak
MY Al Hedgehog 175 538 1% %A 1 115 20
JEL G o3 Ak Al A 0 A Y AR, T b
Hedgehog {5538 4 16 w] i 1F 11 €0 05 105 78 Zh g _E /Y
FREf
2.2 FERFELREERERE SRR HEEL

e RATF 5 & B €6 g 105 0 HL 2 1 38 11 €63 1
038 22 S 0o I P05 2 A I T LA B TR 2% i A7 MR
JT Y €2 7 240 A T K B AN AR 5 e 4 1 A i 32
e, A Bt Bk R 1 40 i L (U TNF-o 1 1L-6
A o DX AR R T ) T P 200 3 B 4 o)
Sy AR, kA TR B S TR, e A R B
i i BRI A2 S AR T AR i 3 S A 1 A AR A
2 As BIRMVER ., 5 AGIRIDIAR e A
J = AR A DI RE . 0 B €N D5 TT R 4 TG AR
W, I RE 7 i BE R R, IR X T As 1Y &
YA TR L D7 ( perivascular adipose tissue,
PAT) BT A OSBRI IEE 3 JR T, =
PAT A2k As YR JEDY [ FER B K 1) PAT FEfHA
AR HE As BEBR A A K EL AR BB ) B 0
XL T 45 AR /R PAT B30 As BUTEH . B2
TERM R, — B RV T, B2 R PAT # A
i As fERP . i o i B e S2 B0 A A
U7 B9 AR e AR B 2 TR Ay i A, Pl %) i T 6 A
JELIMEIE As kb rgsE R

SRV B (4 U 440 e 5 5 B 22 1) L T e, LA
U7 240 A L 5 1 3 22 AR SR 0 1A R
i e Fig T 2L 230 5 ) 1 A 37 R T A R X T As 1Y
SRS B SRR IR S I AR A AR AT B 1 (2
Jg 07 %) JEL 1 e i £, T X A R T 0 4 B D R S
As L AHTEE, B LRP 1 J0060 i 10 40 6 14 A K S i
BT T A S Lk T AR E As kb poBe K57 . Fang
5 IR A WA AR S UM IR S Ak T A & AsT
FE [ B Y =3 8 B ABCAL Fi1 ABCG1 7EE W41
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