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2 JIH [ 52 306 [7] % 42 ( Reverse cholesterol transport,
RCT) W 22058 fErh e PH A58 T ik CE K i
VEHT B Tl A 22 B, Bl FR S o 1 I 81 1 15 K A i
(Neutral Cholesteryl Ester Hydrolase ,nCEHs) ,
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sitive lipase LIPE, HSL) ™' (2) fH [& f g K fi#
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1 ( carboxylesterase 1, CES1, hCE-1) i F 6 4 g 22 &
2 6 B 1 ( human macrophage serine esterase 1,
HMSEL ) — 2, W Fr R A =Bt H i 7K A i ( triacyl-
glycerol hydrolase, TGH) '/ ; (3) r i L [ st s 7K fie
fi 1 (NCEH1) ™t Bk hy 35 & Tk 1 JBE 2 Tk g 1
(arylacetamide deacetylase like 1, AADACLI ) g%, KI-
AA1363" [ 7E L I 440 0 5 4 36 UK 40 v CE
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K HAE B PR FERE AL & A vh OV AT 25054

Y fE HHA:2014 —09 —30;f&[E HHF 2015 -02 - 11
“BIES , E-mail : yzh5555@ 163. com.

flo ) BE B K ARG B AR B AEARAL

1 op e ] B2 R KA B Y 3 fE

nCEHs AT LATE Bi © % BT 10 2K 40 i o iy
CE, 1M HLRERE R 1k CE AR . 7 K BUIH B 41 il
i BESEAEE A . JH [ R SE 4% L ( cholesterol acyl-
transferase , ACAT) S i R 3Z K A(scavenger recep-
tor A, SR-A ) FYIE 15 H B R IR Y B4 A AR TR] (5
nCEHs P36 PR, T LATE 45 LAAH [F] v B2 148 15 A
HAJE,CE WM& R MU R, 55, 2R E
B AES 1 AN BE TE W] 40 B b 1Y nCEHs 17 # — 7 >k
H % Z U B ( hormone-sensitive lipase, HSL) , {H
A USSR B P HAT ARG B HSL R85
nCEHs {E PR 23S &, BT AAE NS FER I T X FERY
AlfgtE, P2 HSL () 3RINBERT [ 1 CE FEAH N 35
H, RO E W CE 15815k, BT CE Afg
Feo i AN VLR 0 BT R CE 19 2P IR ETE
H P IR [ P T K A i VR TR, 4 CIE 2K 1l I 25
JIH [E B ( free cholesterol, FC) , 1 22 fig & 1% AH [] 5 fig
Kt B Hh AT BEAT X R
11 HERBEAEE
N4 2 BU S 1 ( hormone sensitive lipase,
HSL) & f#Eft CE /Kl n)— > EE R H, © EETE
B 4 P9 2 38 FE A 4K H Yl =5 ( Triglyceride, TG)
IR, e BEA NG 1T 3l G o3 kit R A B S, IR
HSL 70 M iE PER T iGE PE IO X B Y96 1 52 B
A 8 A R A A T T s ) i ek 780 T 3 3k g ) g
R T MR T 74) 25 Wl 1 A 2R 2398 e, T T vt A 2 g
1 = WM& (adenosine triphosphate , ATP) B2 1L J5 , 5t
ORI TERY, A A (protein kinase A, PKA)
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AL3E SRR A /N B HSL 9815 XY Ser563 o7 S 42 15
HSL K FETE , HIEYE K W] Ser659 I Ser660 i1
RE4 =5 HSL /KM TG KW, PER MR AT
W PKA B B2 AL, W RE I 12 70 2 i fb A
( mitogen-activated protein, MAP) & 42 3 H. 18 41 fifd 4
{55 P8 97 P4 B ( extracellular signal-regulated kinase
ERK) #fk . ERK IBA2HH ML HSL 1) Ser600
{7 EUR  HSL BTG L2 5k Y 2 % IR 4 i i s
frt e K IImaR " o 3 A, MRS Y R
I . —®BER AR, (adenosine monophosphate , AMP2 )
TG B B E /N B HSL B Ser565 3 5 B iR AL
HSL [/ HIBEHI 55 PKA 7E Ser563 Il iR Ak, T 24
BRI R BRI A AT /) BRI I 4 i
HSL Bimefk . WM 2A 1 2C ] LKL SerS63,
M Ser565 LYW AGE 2A L#EMIL, L, XL
AN TR] B R 14 e e A A T HSL YRR 2 X 22
SRR LTI HSL A 7s 2™

HSL — EL#ON K2 TG 7K fff ) G5 il , 0 B il
AT HSL™ /NG, AT HSL A 18Ty &2 B
58RI, TG NEBGAY TG PEZE HSL 7~ /RS 1D 40 21
HAS D T 30% , AEJIEL [ 15 G I 1) 7Kk 305 1 56 4 TH
Gt A NTEA AR T I R Y AR
A RAIA Ry HSL S H- i e K e i B Al S
AIBFTE A B, HSL ™~ /INBL Y IR BT 23 A 5 6 I il
N TR BRG] 1~ 1Y ek X WY 1 22 5 | e 45
M T AR A, 53 4h, HSL 78 4 F5 15 5 2 1% 70 b
AR IS S I B R 18 A A BT RE rh 2k
HH B SRS — BB B, Sk ok AR AE AL 2
Z IR KRR AT A Rt — BT
1.2 BB EfE 7k iR Be

JOEL 751 5t P 7 A T 50 A o A S A 14 2 i A v
W B H B R, 32 SN Ay AT e A JIE ] e i 7K
iR g i g L T P2 R D 7R, DA TR L [ TS A I e
AR AIAL 15 AEL 1 e 15 7 200 i P 0 8 ARl b, 5T
KU, CEH Y [R] T A A 35 A7 72 A L UR[R] , K 44 10
AFVERNRA 5, e, CEH ASUA ) FHEFL
Fr R EE LA H il = e i 1 4k, 1T HX B R FL R b
LT Pt g e 2 o A P 5 A2 AP IE R, CEHL AT LA
AL IR [ Pt RS, AT 119 JHF R 1 B AR, 5o
b1, CEH JRAFAE T 5200 B b M B A pl S [ e 3 3%
LR S B A0 g I [T et

KEUIFE CEH BIK CES, fEAE, BEAH 5 Fh
CES 3 [ ( CES1, CES2, CES3, CES4 #1 CES7),

Ghosh 21 2IBFGRIIESE CEST [ 7 % B BA RIS 52
A, 3 RS 0 3h B0 (0 B TR 2 R ATLAA T I B2 2R 114 R
P, H M = BE 7K ## Bl ( triacylglycerol hydrolase , TGH/
CES3) /& A\ CEH/CESI Ay RERJE LN | JT4E,
Zhao ZE" 5 CES3 7F B W40 N i Fik REAE HE 7
CE JKffh M, FEAR AN N g ot & i, B AR L AE FIE
KGR A ik  BAE/ N R E WA 1 Rk H)
R EAE RCT R FH AR 754 . Ghosh 41
i XA A RE IS IG5 % AR EE [ (high densitv lipo-
protein, HDL) 5 I CE F7K A , 18 i JH & fgti i iz |
I HARUEARER /e 2S00 o (433, 5341, TGH/ CES3
S5 T AR BE NG A A, I HLREBR Ces3 J5 2>
S H 0 = e A E 1 B100 KERER B R
K7 CEH (IR TRERF IR BE AN, BR T CES1 4,
HE CES BYVEF i AS B, AR 7K i DA K3 Bk R [
e A1 FH i A R B
1.3 Hi4PB E RS /K R EE 1

NCEH1 5 (AADACLI) 5% KIAA1363 WG EAH G,
HEWAM T A3 Sk b, A5 RN,
NCEH1/KIAA1363 FE434k (14 A 105 240 fifd vt 77 7
H CES1 FE51 siRNA ARESE 23] CEH 36 ¥, X
B~ NE Wb 32224 CEH J& NCEH1/KI-
AA1363 Tii A2 CESI!M™ | {HZ NCEH1/KIAA1363
(0B IR T IE P Z0ARAER ™ PRI e 7 JHF O v B (A
AE 717 bk HDLCE , HAE A Reff ot

NCEH1 J&—Fh e A , 32 22955 /N B B g
UMDY CE AR A0  JEBRAE 3 Bkl R BB i IR 3
X ZFIRAh, HAE /) BUIE AR B 20 i ( mouse peritoneal
macrophages, MPMs) [ ik, © £k, NCEHI 7
MPMs 1 7E RAW246. 7 J R4 58 40 g 1 %) CE fY
IKFRAE TSR B R Rk T LU THP-1 B
WEZNMN CE RYZRAED 4R F M B Mt B NCEH
FLR ] DL 2 R IR MPMs A Hpp: JE [ 55 S 1Y) 7%
£, PEHGE, £ MPMs 1, NCEH1 &[4 5 8 nCEH
TP =16 H v S 5 B ( triacylglycerol lipase , TGL)
TR B FEAR 50% F120% |, H Bk FE B PE O REAR T
ki nCEH 6 1 1M 3 A5 5% W Jd B N nCEH A9 5
P HRTRIBESE C B LIPE 1 NCEH1 78 /) i
PN 3 Sk ¥yl 4] CE 78 THP-1 B v 40 g v
ERXF nCEHs 16 P 69 94 55 7 1 oA Al He k>,
SR, A7 H e e UE A LR & e R MR
TR i 15 il 46 o 1 2 R ( Lipe ™~ ) B9 MPMs /3 {%
B KA nCEH {54, R, 3@ /T3 RNA B
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NCEH1 23 L&A MPMs h nCEH (34, P,
NCEHI -7 B B #1515 MPMs i CE /K
A SCHRIE BTN A AN B A AR A B AR (human
monocyte-derived macrophages , HMMSs ) H 4 JH [&] st
Pt /K e i 1) 306 1 2 22 Jl ik NCEHL A 3, T A 2
CESI #I(=) LIPE™™

2 RE B B K R B AR RO AR
T 1 ot 1E R

S Kk ok R AT A 1149 P R Al 2 9 VA 4 BB A, e
LT FUNR T BEBR 1 PR AV B e v AR 4 n AR e 1k
()5 A Tt e ok BE R ) B Az s, Hor— AN
PO &L ® nCEHs 3Pk {2k CE K, B4R ik
= EA nCEHs I 14 A il iff: fie 5 22 0 N ff o2, (L3
T EA TR 254 AR ARRe i X )Re YR IL
TE CE 3l 0t Mm% As th R HEAEH .

2.1 nCEHs 32 9E B9850

WF5E 3 W1 Bl Dk oks A Bl Ak 2 — i 1k 580 , 7R
J A S | o B 5 S RBVE T, 4% F 9 I
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TR A S it Bt v, 7 30 kows A s 1 %) o 28 A 0B
JI B R  A2 0 RIS PR AN M, BBk N i T AN DT B A
R AT 9 A J5T ) 430 , U2 11 8 B fk R 1 L 41
JRLER 262 TR A AN (L84 0 T 4 A5 240 i 11 95
T HL A BESR Ry 4, BESMEME A, 1 nCEHs
AT KAV A L DA ) B 5T, 400 1) 8 A0 B A 43, B
T/ NBESR A AR, B RS e M, AE RAE RO I
H1, CD40-CD40L. R GE AU S5 R E 40 i 2 [l (5 55
3k, T ELXTEESR P 32 28 40 M B 43 19 A i g 18 5
AEEAERY AR G0 3 k1wl T4 40 g A
T (IL-1 IL-6 [TNF-y) Fifb2# LA 7 (1L-8 45) &
IRV, SRAE SN IR, Jir S 74 VA< 40 J s A B e
e, CAUEHERM, AR nCEHs W] [A] 2 B 15
i M 2R 48, 3K Al W /s 7 S B B B 1) 4% E T 1
nCEHs A] e FHZAEH]

2.2 nCEHs 5 FC i H

X nCEHs BFEH], B 56278 HSL /Y ERHIESE,
WFFE &P cAMP 3435 T HSL, i 34558 FC M W40
Mo AL, FERIE] ACAT (9444 K v #3511 HSL
EEYLE] RAW246. 7 /N E W4 i rh | BEE 3L FC 4
A, PR, A e T S R R RS R HSL 7 AR
YR, K T RE R A B Bk oK RERE AR B 16 1 — AN s 42
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IEAh , HSL R4 /0N A I A O+ A BE 3 FC AN
W/, CE sh 51 TR, Wi~ 78 B W 40 CE 1) 3h i
B HARAYBAT #5 HSL ZUThEES

AR, CEH 3K /N B B 41 i FC
AMHERE T80 s 2R IR T Bl Bk o A R AL USRS P 1)
E w2 rh, 7T DLW 2] CEH 23k 7K - B BRI ; 14
P CEH Ay 2238 7T IR BE CE 193h 51, CEH (1
FIFIA 2 B CE AKF#3 hn, AH R 19 FC I H At 3
T, A 2 BV ) K o0 A0 S £ 5 493 350 07 15 s 200 i 1 3
T2 MR IR FC # MR PLEFE ACAT
A0 FC Y FEFE AL A0 40 N FC s, A
Ah,ACAT-1 #IHIFFIA CEH /s Rk iy CE
IKOEBEAG AR & AR 22 5 TER DY B il
EWRZ0 L ACAT 5% ACAT-1 2 S HUN R i)
Sy kG A T Al ABS 0 ) BB hn 27 E A R A
ACAT #ifil B 40 B rh , 25 15 =5 3R 35 CEH, H 21 g 4t
FC 2R, 25145 CE BB 8h 5 1 FC 1Y
OB BN, B ACAT 17 5 Bk [ 2> S 3%
FC RAE 5| e 20 i 75 M A o R JE B ; 5 %635 CEH
2350 CE /K HLUg /b sk BERR A A A=

A THF5E NCEHL %} FC 11 CE AY 521 , Motohiro
3L Neehl 7~ /NRAE RS 32 5 0R R 5 #lg
M E $LFE (apolipoprotein E, ApoE ™~ ) # FAC X K
B,455% FC A1 CE [ & 7F Neehl =~ ; Apoe '~
Sk H 5 & T Neehl ** 5 Apoe ™~ 8 ik (FC 7%
SEMEVERUSEE 0N 1.5 f5 R 1.3 £%5) . s,
Y Lipe SFAAH L, NCEHT B 8LFE 51 HE FC Mt 2
W, X ETE FC AN R NCEHT &4
PLRC BB A, SR, 7E B E AN e, NCEH Bri
HULSE CE K il PE LA K2 FC AN 40% | iX 5t s
/N CE KfffR—A 2z 5l i,
2.3 nCEHs 53K 4R R

S K OR RERE AL BE B 11 8 2 R R 4 b B
R EBUE AR AN, 405132 1A 5 04 A s
T AE S 57 1L T8 B VR 40, 4E 28 3 Jhk ok B s 1k g5 28
(% e i) £ BEALHI . FE IR 4 P, ACAT I
nCEHs LR CE I AL, W/ ik 4 il CE &
FRURA AT i 3 3] ACAT AYTEE 38 vl a2 #F CE
7K el BH 1 CE (Y& MRS, SR, mF9E 3R W,
HSLmRNA BYE/K 1 nCEHs A4 35 7 AR AE 1 K 40
A7 X WK -9 HSL AT RE S nCEHs 1Y
1 1WA A DG, HSL B4 5 3 38 AT DLRH 1 3 7k 40
M CE ME R, A ACAT #5505 , H iR 41 i
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Hh CE AR el B e IR ik, HSL 7 4 41 i
Y i 1 R A B R B AR 7E ACAT 4 S B, ] LA
IR CE AR,

Wi Zhao 2PV HF 5T, A8 N PR 41 i Bk THP1
HrE A 3R CEH (%38 15 RGP | AS (A 0 40 it
P CE sKfgsm i BAEHE T FC ML, W0 4i i
CE (R A, DI R $100 15 15 s 40 1 B I S AR URD 3 TR
AL A, CEH A1 IH [ BE R /K % 7E AN (H
ABfl CE KM AL FC, IR HE T FC AN, X AL
WAL T FC ) BE & Rk, B> T CE &
0, IR R T IR AN A TE A, CEH 78 AN 32
IRAFAE B R Rk ] LR B 4 N CE FlFC,
HDL 5, HDL Fif {425 20 g &0 AH [ i 64 42 32 R mT LAY
S FC 9RZH 3B WL I T HDL f97KF5 CHD
DB M A AR DG, . T XA SRR EE R A
LRI A P 3 Y A A TR A A A TR
CE, 11X — 1ot 7% ) 56 Sl J& 4N M 9 CE fR K i >
FEE WEANAE B8 CEH A 263k mT DL 2 Al v
J& | ven L [ Bk £ BT S8k LDL A2 44 Bt 26 /N B0 3 ik
sAERELL, ILAh, BRI 3RIA CEH RERS h D) Hh ai /D>
HIRAHMY CE L, BEHH CE /K A B £E B 1k 3 ik
SRR AL BE VR B i AR, WA Y
&, REAFE 0 E VR A0 MA SR AAAE T CEH 5% 2 1K Bl
(1) A BE R rfr | 3R I 78 7E LA BE B Y R € - CEH
IRl e EAEH

1E R 2l ) L W 4 i i, NCEHT i Lipe J2 4k
¥ nCEHs 36 MBS EZAIEESS, 45 Neehl ~~
FE g4t nCEHs F)I5YEY Lipe ™~ FEAN I Y
JLT-584>—FE {3 Neehl ™~ E W4 g L Lipe ™ B
I 290 g, {85 1) T RO TR 4B, itk Ak, NCEHIL
YEFHT CD68 + L EL AL, i A J2: 76 - Vit LA g nl
PR B2 40 T CD68 + [ I 240 o S A7 o5 e A3 ik ok
FE R Ak IH [ B2 25 0 1 SR B X, 30 F — 25 HiE B
NCEH1 7£ CE 5 FHR 3 VR 40 i i 7 ot At Pl 17 o
FAEH, BT HE KR CD68 BH: Y i g 40 i 7
SR BT 25 80, 7 101 2 ik o A Ak BB rp 35 1
P, X g sE T NCEHL 7ER5 1 CE 3 BUIRYT sh ik
SR RERE AL Ay E B

3 K& Z

FURU, I RIGST As Y 32507 36 I a8 2o 4100 il P
5 UL T e PR il /L ot 2 IEL 1 e A v 2, fH

XU ARE I As BEERAGAS FR & &, A IEE
FEW] 5 I v R 240 L P L] s B2 s FC AN R
Wk BEBRR T R BT IA As A ROR IS, JIE [
PL CE B RER LUK CE KA FC AN S 2 A1 H
YRR A AT, B A 6875 7 20, X As B Bl
HEAFEENE X, #F—L M50 i % nCEHs
X HE ISR VR R i H, SR CE JK A
R P BB IS HLARL X RE nCEHs A RERE FI/E 254 T i
(R A
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