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[ ABSTRACT] Adipophilin, as a lipid droplet-associated protein, is a specific marker in the accumulation of lipid, the
overexpression of Adipophilin can promote the accumulation of lipids, which is relevant to the pathological process of ather-
osclerosis and insulin resistance.  Neutral cholesterol ester hydrolase (NCEH) is a microsomal enzyme and richly ex-
pressed in human atheromatous lesions, can hydrolyze cholesterol ester (CE) in a neutral pH environment, and plays a
rate-limiting role in the reverse transportation of cholesterol esters.  Adipophilin and NCEH plays an opposite role in main-
taining the dynamic balance between the formation and hydrolysis of lipid drops.  Under the pathological state, the dynam-
ic balance between Adipophilin and NCEH is broken, thus the accumulation of cholesterol ester is promoted, and the oc-
currence and development of atherosclerosis is further accelerated. ~ However, the mechanism of Adipophilin and NCEH in
the formation and hydrolysis of lipid drops, and their role in the occurrence and development of atherosclerosis, is still un-

clear.  So, this paper is reviewed about this issue.
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X L kg o L [ R 7K f#E T8 ( neutral cholesterol
ester hydrolase, NCEH) ") | NCEH /2 fIH [& s 306 i) 5%
iz 3o AR T Ay R R 7 JIEL T R K A o R b R A G
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1 Adipophilin B4 %5 K& Zh&E

1.1 Adipophilin 894> %5

Adipophilin J& F R J& L5 PAT ( Perilipin ,
Adipophilin and TIP47 ) ZZJ% H By — bt , & i b 1Y
R E M TEFTA PAT K& APk
bl Adipophilin AN 347 7E i 1% 2% 10 S K A% L
X1 )z H o A T A 5 4L LR 4 R, 40 A
) 0P BAZ AT L | B Jk s A T A B e IXC 1 0 4
DA A 1 0 728 P 180 T 00 R A ol 2% I P 36 1Y)
A7
1.2 Adipophilin #}#l BB Bl &2 H I # CE &R

Adipophilin fE 4 3 41l P9 g T 25 B -4 il iR
BER SN . AFSE R A S (0 9B 1 GFP-
Adipophilin F iR 9 B8 S5 A /)N BRI BCEF 4E 40 il I %
B, 21 P R ) 50 AN R /N B S
RNA THH AR B SCEEAZ AT R He AR HW il THP-1 4
i i) Adipophilin 223K 5, F W 4 i H i =g
P A JOEL 1 T R (P P ) % it 4 0l R R T 50%
64% 1 44% , } T B UE Adipophilin 5 JH [& fE 37 H
K2R WA 1 Adipophilin 24K 5 L 2 /N B
WG £ A v [T RS 5 L ] et &/ 3 e A2 A 28 i 2 1 09
B 24 h, 455 % B4 P IR [ 0 R R s> T
47% 2 L #ESE 26 B, Adipophilin BE % 410 i JH
[ 0 38 12 32 40 L R O P s 1 5

2 NCEH W92k S K IR

2.1 NCEH B4

AR P ELA e L ] st S T 05 P ) Rl 2
A W FE B B ( hormone-sensitive lipase,
HSL) O CRH [ B R K f# BN [ cholesterol  ester
hydrolase , CEH ; 5 AR BR BE 1 1 ( carboxylesterase-
1,CES-1) B¢ E Wi 20 i 22 Z IR B ARSE AL, Rl PR 2

NI H Il K e T e R KA (S
PR KIAA1363 8 AADACLI) ™' FLIAHFE A
S HSL 2 /)N B P = B2 1 I ] 12 i 7K Ao g, mT LA
AL =T v S IR R S Y
KM HSL 7 2% B A0 b Tz Rk, A4S L
JE FFRE /N SE L B EE BRI R B A
DABCE W A 2T B R SR BT 9 & BRAE HSL
XU PR 8 /0N BB i 5 2L 40 A T s 44 i o e 3
IR B R 9 7K A A S AT O X R B AL
215 i o R A7 AR 2 A R K f g RS
WF9E N BUFE N 1) 3l ko BE A AL BE Bk X e CD68 ™
W 40t Hh RS 3 NCEH (9 23k 5507,
2.2 NCEH WIZ5HI R Ihee

/B NCEH JE[H 41 408 & FEHR , 2 11 4
T4 M 45.7 kDa, NCEH A 3 /> N-BEIEALA 5, 24
B BRWEIALA AR, 47 F i W AE 40 kDa A4y, H 45
F EEALE o/B 178 X, GXSXG 2 &R i 1L 7 1)
FMHG —JKIFH, H5 HSL 7778 AH R A4 Ak K fif X
B NCEH J& T 7 2K (1, 3 i /AR o 5 P I
PO S 322 | At 350 36 955 44 Ak A% 0 BB AL T P T Y
gl /NEL NCEH mRNA 7EWF AR JFFE GO K
G R K R aA T N NCEH 7 g4 fifd
Bk FERES X 5 3k, I HEEH ) NCEH 5
ELWEAHM Y 23 A S2 IEAH DG . NCEH B T 7K fife JIH [ st
Fig 4t , 3 B 7K A — Ik 3 H i e A = B H >,
SIRNA JLERZH L rh NCEH (1) F2 A}, T L & 25 P 3
B0 /IN BB s 5 I 40 g R R A 5 A
B2, 24 3 NCEH Y235 I g 40 i o I8 [ 1 g 114
TEDE TR,

3 Adipophilin 1 NCEH %t g if§ o BB [&] &3 fg

A

3.1 Adipophilin 5§ NCEH B E L FAEHRE

Zhao 35" F T AGAR % B2 AR 25 1 (acetylated
low density lipoprotein, Ac-LDL) i & THP-1 [ I 4f
124 h 5, SO LGRS & B NCEH. H 43 3% v)
BRTH R A% 3l , I 52 BRAR 3 A1 75 B8 T 2% 1, 44 71 42
PEDSEHUA K I % B Adipophilin 55 NCEH 3 [/ &
A T2 P IR T 2R 18

[ 422 B 93 20 S AR B AR AT LU T 38 K 467 g 1
THP-1 FEWE4NHEH NCEH 920 A 15 5, 24 20 it v %
A T B NCEH Y95 2 A 7e i it s v, {H 24
i Ac-LDL Ab ¥ THP-1 H 400 24 h )5, &K ¥
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NCEH JL P2 e e A il . g R, Y
20 0 i T S AR NCEH A AR 67 % A= 1A S ik 28, A
A o3 A T A M BT b A BRI R, T
HEBR AR 1 0 18 BH 1 45 25, B P B a0 S 560 A4 1
NCEH 7E THP-1 W5 48 B 1 A5 5 5 2R 3K 70 A R,
SER R FEAR GG A FVESN M P NCEH 25 11 %3k
FH AT TE AN BT, AU D 43 A L i e R
. UANMEATAS S NCEH W20 RO S, 38404
FERR R, H- RIS

LA VL LW AT 2R B, NCEH 5 Adipophilin
L[l oA FENG IR 2 T, WO 35 % i 05 11 3 FR SO A
TEH WREKZR  (HJE P 22 18] ELARAE P 2 4 5%
AT
3.2 Adipophilin, NCEH 7EBE i 7Kk fif b 948 B 1E B
HLH

A HUIRAS T HSL A7 78 5 A 16 2 0 JC 15 VP b
TE X, iG ALY HSL AT LA AL H I = F8 /K A A H i —
Pie AR A R . HSL A9 35 M 35 22 22 Wl iR Ak ol 25 i R
PAE B35, 25 TG 3% 50 A2 B BRI IR Y (eyelic
adenosine monophosphate , cAMP ) 4 it 14 &5 FH % 18 19
AL T B Wl 12 Ab T , A A 0 1 28 5 T 3 e 5 )
A Al R T S IR T K TG . HSL Y IE
PE2Z 5 2= PRI S N ML R 4, A TR] 1 A BRIR S
PLAR HSL M KA E AT R el s, B BAR R &
FHVEF I i 3 R I e 1 25 8 PRk P AR T B BR
EATIVE 6 i 40 5 5 3% T 19 R 5 1 2 AR s
FRET TR IR Ak i, DT B 107 200 JiL P9 1) ATP %% 46
cAMP, Il cAMP FYMR B, cAMP X AE R 55 {58
BTSN cAMP 351 2 R, S S
TEVERY HSL BEMR A0 5% 28 iR 15 PR 1Y HSL, K452 i
fEAE

FERIRAS N BB AH OG5 [ Perilipin ( PAT X%
H 0L ) A7 A TR T 2 T, 18 5% R —FEBH 1E HSL
5 N 2 e, BEL A5 A V0 10 K Y g A U 3R T
Perilipin 1 HSL 82 L. )5 , Perilipin M JIi i 5 Ifil £
W, B0 A B 2 Ak /D, HSL A R 2 g i b &
FEIK R TE 1V, G 5o i) . 2 F Adipophilin 5
NCEH 715 24t At oAy I [ P i K gV i 5 A 2
F , E 40 A UL T R R 194 7K S SR I T S K
B4 6 TR T 22 T A R & 45 B AR IR VR
T 3K A 2 IR B K B e R R T e 5
JI T 2 T AH 56 38 4 & AR AR B AR T, DR S HE o, B
M Adipophilin 75 £ 5 P fig 4B AT 2 X7 NCEH
KIFEWEAEH, Wang 20 S o S 86 4 I, Adi-
pophilin T BESEAE hy —F 57 B 43 - 76 i 1% 2% 10 4 15

2 0 A JDEL 0 TR T ) M 40 M O B BT S AR
Adipophilin (1) 2€ 3% &30, BH (- 40 i 55 NCEH [i]
Jig i 2 1 $2 A, DATTT P 1 NCEH X JIH [&] B B (1 7K
fift . IXEF NCEH JfANMER HSL — 4 06 2504 8 Bl i 4
FHNEA BE AR A AR, 203 9 19 I TR T LAAE A
NCEH f#k PRI 38, £ DA 240 i o 2 1) % 3 3] g T
T KA SRAE Y Rl SR O R & B, Adi-
pophilin 5 NCEH Z [a] 1 r] fg i 25 1 5 25 H Z [H]
B RH B A PR 301715 40 B PN i B i & 1. CGL-58 (J&
T o/B KRR R ) S — R AL 1, AT LA
i VL[ P K A it Ot ShAR s A3 A ik F2  RVAE
EBERRILIR A T, Adipophilin 5 CGI-58 54 2 [F &
AT BRI 18T, BEL Lk Bg i r JIE ] s s 1) K 5 24 R
FI#4 M A (protein kinase A, PKA) I3 g I /K f T4
J& BEERAL ) Adipophilin 5 CGI-58 435, Mk %
B EI A P, NCEH ] B PKA B R 1k (i H:
PN 5 PR 24 % 28] g T 2% 1T & 42 K five TR T 2 g 1) 2
fig>), Ho Adipophilin B R 1L 5 B %% 137 Bl 40 4 g
T K i BRGS0 B8 |, CGI-58 25 B A H & AR i
K EE DI RE (Bt e AR K i i a Fe v R4 T &
BAER,

2z F AR, Adipophilin #1 NCEH 7E JIR 1 (14 i
LKk Al 5 B AR, — 5, 2440
JEL P B T U AT LA ff NCEH A P J5E 99 1) i Vi
FIFE %, IR A9 Adipophilin 3K 14,
Vil B 57 5 A % BHL 11 NCEH $EE g i, 99—
1T, S 40 N S R R R AR T m A, o] DL
cAMP H4H, PKA % PRI 58 . PKA 7] LA [R] i R 1k
Adipophilin FI NCEH, 8 {£. () Adipophilin 5 J i§
TR, i NCEH A3 ML 2> 5535 15 7 2 1 7K fige BEL [ e
ik, CWEATHE A JB [ B 15 5L 5% 5% I (acetyl coen-
zyme A cholesterol acyltransferase , ACAT ) J2: 41l g Py I
— RS [ T ) T, AT LA 0 D FC YRS AL
J CE fAFFE G b, AR AT I T/EE &00F
S , Adipophilin & ACAT B9 Ly 3L A . SEIBUK s
ACAT 3% P38 fin 48 A o8 B ot ) 78 AR, (HE S 45 7
ACAT PIHIFRI G , AN B 5 4= 100 1 40 i P9 g i 1 &5
A7 5] Adipophilin fEE4H I A B R 25 R 1
BAEHMNEESS, ARSI EYE B
ARG % B Adipophilin , ACAT X NCEH =% 2 [
FETESCHE , I H A e LU TE £ AR IE B Adipophilin il
NCEH W & 0] LLg5 &, Br LA, 0 NCEH 517 2
Adipophilin 1) 75—~ IEAE TS A, RIS HLAR L T
S BRLARAS A AR | FECIR R T BB A B5F, 40 i P R o
PRI ZEHEL , 0 B R K i &5 Y U , Adipophilin
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TERGH 2 T R 28, Ml NCEH f97G ¥, B0 sity lipoprotein receptor) ] /N L4228 15 %] NCEH Tg
A HXT B 9 v JIEL [ 1 0 A K fe, E AR ERR BT LDLR /R, FH DA S NCEH X} CE 1% /K fif S 7
-7 Sk FERE AL A ER ™ 45 R R, 7E NCEH Tg

4 Adipophilin, NCEH 5 Bfj Bk 3 # & {£ Y
PSS

4.1 Adipophilin 12 i3 Zh Bk #HRE L F & 2

Wang 557 1 FH 1 5% 5%-2R 45 W 65 S 17 ( reverse
transcription polymerase chain reaction, RT-PCR ) FlJii{3,
FACHAR K 10 151 N8 ok 9 RREDT BR AR bR A Hh
Adipophilin FIRTEBL, KI5 1EH 32 KA B Y
HaJEL R SR SN K AH F , Adipophilin 7 /5 13 BH 2€ (1% #5150
JkAS RERE AL BELRL ) G20 i Hh 23R 5 5 B SR A, Lai-
gauderie AR I , Bk RERT AL g AIKEBR X Y
Adipophilin mRNA FiA7KE2E b [Rl—sh ik QE & X 35 5
3.5 4%, HE HE 4N (CD68 " 4ilJifl) fif & Adipophilin
mRNA 15 24 (5 2l Jok ok A il Ak 20 21 5. Adipophilin
mRNA 21 70% , Adipophilin AMYFE NS kAT
I X s 23K, 76 ApoE =~ /N S ik sk R R AL
AR X KRS RHHERT Adipophilin [RES S T
SBKSRRERE L0 & A . Paul 2517 BUUACER | ifin 3% IR [ P
Fits  H I =R KA 22531 20 JELS ) s /N BREA 7%
WEHIF 5%, ApoE ™~/ Adipophilin ** 20 F1 ApoE ™~/ Adi-
pophilin ="~ 2L I HAG A = Sl Ik S b 3 ik ok RE BB
FIR/IN; 45 5 S 7R, ApoE ™~/ Adipophilin =~ /)N R 3230
JokSE BEH Y T R 78 /N ApoE ™~/ Adipophilin ™/ * /)N
B, ERT Adipophilin BEWE AR HE 20 ok o5 A £ Ak 1) 2
T HEBR Adipophilin BERIE LS HAS T DKok Ak
PRIZR T FTREME , SC3Kok B T ApoE ™~/ Adipophilin ™~
F1 ApoE =~/ Adipophilin ** /N B B YL 2] 8 JH i
f) ApoE ="~/ Adipophilin * * /INFUAR N, 55 4% 14 J&J5 %
FAS I S KR SRR T 405 58 % 332 Adipophil -
in ™/ B UL Y /N B 32 30 S SR AR BB T AR B/
T2 Adipophilin ™ B REFE YL/ N i — AR R
HJ2& Adipophilin PYBRIAE 2 ARSI KR FERE (L) &
He o DL FIIESE, Adipophilin BE W AE 1 2l fik i 4 fi
ek A AESIKRRERE LR 2 R A B B
4.2 NCEH #&IshkREFEL R & £

NCEH i#i i fie g 5 w40 i v CE 1Y 7K fife AP i
FELIE S koRs REAE AL Y A A2, B 5% 0% T N NCEH 2
H#R Y C57BL/6 MEPE/NE 2K B85 A2 C57BL/
6 M /)N B O 45 b 545 81 NCEH 5635 R/NVER,
55 LDLR 7~ [ LDLR . IX%% & 8 8 11 3244 (low den-

LDLR "~ /NEUE s B W 40 i b CE 9 & & Lk LD-
LR /NRF W, A% NCEH X) CE i th 9
S0, ¥ NCEH Tg LDLR =~ /NEUFI LDLR =/~ /NEUAY
i P I 200 i 5 5 1% I R o A2 A D s %
e&E A (high density lipoprotein, HDL.) HEEE s ya
B NCEH Tg LDLR ~~ /NS4 FC A3 2 i
w5 F LDLR /N i C IR R A NCEH
XU PRI R B /0 R S 5 W 2 P b CE 19 5 1,
PGB AR RN BB W A R LG O R
2.5 %, NCEH XKL i B 5B % i /) B3l bk ok 4
fifif iy % 4, H Ac-LDL 0 F NCEH ™~ /NI
JEE WELHA 24 b J5 kB, 5B A TR /NER AR L, )
ks FE B Ak X BE B i ARA SR Y AR A
NCEH Tg LDLR ™~ /N 3= 31 ik =5 Ak ok) B BE B iy 1o
LR E/NF LDLR - /N S8 A DA LB, ol
PIFS S5  NCEH fiE BE CE K i, 10 1) 30 ik o A i
e &4,
4.3 Adipophilin #1 NCEH ZE MBI R X R ik
BT 10 5130 ik ok #E A Ak 5\ 1) 32 30 ik
HCBRE B A7 95 BEDD |, FH RT-PCR 5 % ] LA [ B
K 2 Adipophilin mRNA A1 NCEH mRNA [k,
1M Adipophilin (131 it % i 2% 5 F NCEH 3%k
i, HW#H 5 CD68 * 4 i i i, PRIt HE N, B4 B
[X 5 215 H9 Adipophilin AT GEXTHT NCEH #975HE , fi
FC-CE 2 [a] () - £ [] A [ BT 25 AR A7 (04 7 )

g

5 B OB

FATEF Adipophilin 42 Jg 5t & FLUAAE H AT 20
A T HAE oA LI Be B 9R © 48 1 J iU
{HZX T Adipophilin {2 # i [t & B A% SC B AL 45
Rig%E

H Aij ok 2 s R B, I BB 7 | 3 ik
sk R AL 2 ADBE IR A5 s 1 s B AR S AR
Adipophilin (i X Adipophilin 75 A&
JET T v A ML S LT e TR AW S S 3a 1D
FIHETAIE, B &A KREm5E R ACAT PKA/
C.ERK1/2 PPARy Z{5 5 N F3 5 T X Adipophil-
in [ FAG BT IR 42, (B )2 Adipophilin £ 2 JIg 5T
R AR PL A AS 56 2, AR U8 58 09 iF 9% 3R
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B0 FEShIKRESEE X NCEH #1 ACAT fJ mRNA
A KRR, AR (138 WA ACAT 7 B 31
Hahn, AR B A S Adipophilin 18 i fe df
ACAT FFRIA0E 1 40 A 3 i o 10 35 R, i — 2D IR0
Adipophilin 5 NCEH 7£ 57 g 51 & B b A B4R
K EARBESHLH, AT 58 35 sl bkl AR i 4k 14 4L
HIWE RN RIG YT 7 S it ok
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AN R HEAAAT )

OKE :m,em, mm, wm,nm,pm, fm;

@pitt g, kg, mg,pg,ng,pg;

@H}AE] ;s,ms, s, ns, min, h,d;

@HL A, mA, A A ;

QP2 IEE  °C AT K

©%) )5 ) 5 : mol , mmol , wmol , nmol , pmol ;

(D42 . Hz ,kHz ,MHz,GHz, THz;

@17 . # J1.N,kN,MN;

QM1 R AN ] . Pa,kPa, mPa;

OfefE AT, k]

WAL L EFTH SV, mV kV;

2% B . Bq,kBq, MBq, GBq;

BAER ML, mL, wL,nL;

AD%E T . r/min, /s, kr/min, Mr/min;

O keg/L;

@g&%:dB;

O W e FE . mol/L, mmol/L, pmol/L, nmol/L,
pmol/L; AT H ¢/L,mg/L, ng/L,ng/L,pg/L;

@ — ¥y T & A 53— Fh ) BT A & . mol/kg,
mmol/ g, wmol/g, nmol/g, pmol/g; 4 0] ] mg/g, ne/
g,ng/g;

91L& ; kPa, 7] | mmHg(1 mmHg =0. 133 3
kPa) ; A2 # & H Pa, 7] H emH,0(1 ¢cmH,0 =
98 Pa) ,

TERE : A58 FH 43 B 8] Sk 19 B 07, Gn/ml o/
mg /dl FFHFHIEBCH/L /g /L, fH/ kg Bl 51,



