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reported that inhibition of EL in humans expected to increase the HDLC level.

High Density Lipoprotein;

High Density Lipoprotein Cholesterol;  Atherosclerosis

Endothelial lipase (EL) is a new identified member of the lipase family, which includes lipoprotein lipase

EL is a phospholipase that plays an important role in lipoprotein metabolism, mainly reg-

Previous data has been

However, an important challenge is to deter-

mine how EL affects HDLC levels, reverse cholesterol transport (RCT) and progression of atherosclerosis (As).

o %5 BE BR 4 1 (HDL) B P b budg s 4t
YERE SR PR T, LA 1 2% 14 238 7K 450 i A8 92
o A R A0AH G, B v L R R I AR I I
(HDLC) F Bl F FEAK O 158 92 5 1 & 28 XU, B
T, DU KR RERE AL (As) 259 K& #4987 HDLC M1
JFH DU 3 o AE R st ) %02 ( RCT) 2R SEEE . PN R IR
(EL) T4k & 3G H- I = 16 A5 1 i IR 58 0 3
BB, R Z T R EL JE 185 HDLC 1R
(56 B, 505 3 B0 RCT, As KB X R %
DI (E AR LR B AR N E R R [ A
TGi— Wi, , A0k EL A B o b JE b A7 4508

1 NREBEEERSRIER £WiEE

i = TR 0 i R PR S B A LA i 2 A
U BTG I, i A I I S e D T A0

[WfmBH] 2011-06-14
[E€TH] &AM +34 (2005B303016) % Bl
[1EHEENT]

B BT A RS B KR FERE £k () SERRATF 5T, E-mail 1232wy @ tongji. edu. cn, il

H AR WLAHARL O ILAH A B, G I 6 2 22 ol 2
LG i G FA R Tl R i Tk 5L A T i
JR L =R . B B IR e
LA Hh = BREE G, K s H o = ERISE A, I
i 17 I B 5L b = T 8 Rl P T 2, O T K
fift HDL IR FENR & A .

1999 4F Hirata 2512 32 FH 400 FH 22 08 2% 52 45 A 0F
i L U0 52 PN B A L 5102 T 30 P s 4 i A
FIRZNT  BANEIL T —FloBT 9 s 25 1118 7 A
S AR MY i B i R R R B, R AR
Jaye %5 HEM T BAAZ 20 M b TS T TR 2% R 2 1
VEFHT 35 R 2638 oA 1 I I, e % BT 3k — 3,
IR G A A R 910 55 M 2 10 Bl o e s
fiti 53 A 44% (41% 1 [RVIE P PR 4t e o T I
g 77 it R SRR I B i 44 SR VR B B T, A
N 444 LIPG, MU EL &2 —Fh K/NAh

(- SN

Bl AT BRI A 5 A 0, 322 DA Bl Bk sk AR A A X S5 At 51 RIF5Y, E-mail 24 zhuqing@ medmail. com. en,



CN 43-1262/R W E kAT D48 2012 4E5 20 B4

1 81

68 kDa FIMEE H , B HA — 8/ FAR XL, %
DX s S R S

2 HNEEESS5S HDL R

HDL 760k /Mg o AR R, HDL A9 2% i &
H&ERZ , f03E ApoA . ApoC ApoD il ApoE 4§, i
FELABENE A, HDL M A LG , — 77 18 AT A R 2%
NERE LA ApoC FIl ApoE 455 B 31 37 AE 1Y 3L g
UKL CM) AR AR %% B2 5 #5 11 ( VLDL) b, [6] iy 7E
CM 1 VLDL i it 72 v FoKs 2 B8 25 1132 81 2] HDL
I, RS CM I VIDL A7 2k A8 8 AR e, 5
—J7 1l HDL A5 Hfin H A4/ 4 g ik A e 285 L T
Fis, 22 Ol N AL ] e 1 S 5 RS TG ( LCAT) A4k, 2B K
JELTEI B, O PR b5 B, 43I0 A LS R
£, T8 HDL 1 ApoA T #47& , A= B i JIEL 131 e g — 35
SYAIEERSE] VIDL, it iRl f , HDL 25 B FAIC,
Sl BT B . PR AT UL HDL 9 22T
BT TSI AT 0 F88 3 1 L ] s 2 38 200 O, 3 ]
LB 1k AR R A 2 AR B IR A,

WFFCUESE  EL HAABEIRET A1 161, BEAEAE sn-1
A7 sK A% HDL, P 5048 HBURL 1) K/, EL 2 36
TKAALTT LI B HE ApoA T A3, 1M ELIA REAE 34 IF
JIESE A 3B AZ & B T (SR-B T ) $5 JC I 3T /7
Nk, EL HAg & ¥ sl bk HDL WOk (9 /E 55
b EL R BRI BUAR N HDLC K3 5 | ifi EL 7%
FLP/N AP HDLC ZKSEREAR , BB EL 5 HDLC
KRG 2 AR E I, EL ik
5 HDLC /K | As A RAR I ZE B B 3 4 A R 1
A ERSE RV EL &R0 HDLC /K
EZLHE

EL 25 HDL A7 76 A Bl A1 i Bg A 30
HIEH ., EL L HDL SR SCIEY), 78 P 52 40 i 3% 1fi
I HDL SR 2 & 1 28454, K HDL Jf
FEHE RS AR DR S I SR B AE FIGHE ApoA 1, HDL
(R 28K S A A P (B T 1 s i A i g L ]
PR3 UA 8 9/, HDL R FRAR /N | DT 3 2CH B 5
Tt HAb R AR R L EL AR RGNS 1 5 W
BREHE M, B IR 25 T /N HDLC 7K1 14
#%U7) Tanaka %5 N4, EL 3 KBRS /N BUIR Y
HDL {5 BRBH 2 2858 | J2& i T EL A3 19 7K fff B e 44
S5 UIReZ IR 2R, R W EL M AT DL
140 HDL  ApoA T A58 B -4 I K 40 fa %t g
FEHIEA, I HDLC /K-,

EL 3l 1 B R 2R 25 11 22 M ZH B P9 Je 4 i, iF

RALHS EL TIN5 1 i 25 2 AR, X
LU 2 A0 BT R A 02K, & B R AL A9 I 28 A o8
HIRR WS . HERIGYT IS 2K EL ¥R B AT 4205 3
£5190 3 H EL ¥R EE 5 HDLC /K-S A

3 MREEEMRIZFETS HDL

EL 3552 Z R0 R 1L R85, Mg 3R 5E
T o FRAE B HAMN R 6 MBEEKKI
YR I ERRE S S G N EL Rk & B skas, %
2 b 32 A48 e R -SR03 i o ol i A IR [ R R
B PR B, B EL 263k B BuAh, B b
IH P Toll FEAZ AR TT 175 T W 4 M A il 1 AL
MR EL BRI, 777 As 078 A9 I, HE
B 20 Az B 20 T IS , i RaA s AL EL, 3L
AT 5 2 B AT T 28 245 4 T 400 ) PR AR | I 4
1) EL FRak S H % i 1 3% 4, DA 42 /& 1l HDLC
ASEM I EL 7E As FRIZE A AF 25 2 AR 2
TR I, FEUEZRS T HDLC KR,
WOXF A E HE 4T T 900, S EL Rk, A B i
HDLC 7K,

BN K EL 8 B 4 U Sk
I B B B 1 32 AR I R B /N BRI EL 3Rk
FE KN R AN L kgt X AR RN R
IR aT LI I EL 3k, I LATE S Fh A i
-, 2R ] PR EL Rk H P FEHLH]
BRI

EL Fk 025 5% 5 UL 9 P87 . Griffon 251
e EL R I 3K v DL TR RS — SRR R A7 7, % b &%
¥4 BhF EL deRpWis e . AR A 545 (PC) 1l
oM EL 161, PC A0 e A U 2R I B, TEF 2
AYE S S P AR R T ORI, Blan,
I PR A S | b 2R K A SR 2R 11 I %
HAb Z R LB OE S, Jin &0 & B, EL 7]
BB 1 A O K A% A 40 kDa i 28 kDa 1Y
FB, FEEP AR ERAR S PC #0455 Profurin,
AP M A% HDLC 7KF  (HX — B EHRAAE T EL
R /INBRAAR A . Profurin A6 /N BT H0 ] EL 43,
S 0111 7 R SO T W o O 11 T I 5
HDLC /K #2511 EL 3P, Shimamura %510 45
B4 AR R PR 1T 3 (ANGPTL3) & —Fi iy Bz 40 it
EL #0157, ANGPTL3 3[R fl Bk /I 36 B M 1 3%
HDLC AR T =5 85 i Bl 0 1 34 98, Ui B EL 7€ AN-
GPTL3 P aili /N mvd e Rah . A RIS AN-
GPTL3 7K V-5 123 HDLC @5 A, #13 PC 43



82

ISSN 1007-3949 Chin J Arterioscler, Vol 20,No 1,2012

fE AL PTREAIR ANGPTL3 i, [ #2055 ANGPTL3 X
EL fIHIVER . ik, PC ST EL 35 ] H48m id
I3 EL 231 SE B, T 38 gk [A] 42 U8 92 O 26 2k
ANGPTL3 %5288, i id iF PC-ANGPTL3 -EL-HDL
WA, 5E A HDL AR R 7, 2 A Sk (B A5 A 58 1) — F
BROBLE

4 MRASEREE S 7SMEXT HDLC RIS

P IR C A v 45 44 3k 85 55 HDL &5 &t
X H A A VR FH T N A i D) e 2 e &5 45 iR 2
MRS, N-BEEAA 55 EL /9400 % A 6 %
PR R SR VI G, Asn-60 2848 3 i 2 7
H EL 43 W0 s Asn-116 28 75 23 145 FUwk G i v
P Asn-373 58738 W] 3 EL T PRI, B8 B4k E AE
J10855 7). Brown %7 FEPRANSL B HIESE, N116A
NS A EL B4 B EL 4 5598 19 HDL /K fi#% fiE
AR ¥ LA s I O W o (9 P Y 1
HDLC,, T 7 1% 25 B B 2 1 35k DAL i/ ) BSUPR A B 25
SRR Asn-116 28748 EL W W] i B A B A% HDLC
FMIR B N 2 1 I B FpVE A, T DA i EL
FEEMME AL, 7T A EL B AR B 06 M AT 5% i)
HDLC /K-,

EL K 2 M XTIE BTkl & HDLC /K2 i A
S, — H LORESEWF IS 8, 324 k1B oE
EL LR S 28 5 30 4>, Delemos 251 B YR HfIA
¥ EL 1) 17 DRSS 6 S EA AR, g
4 /> A] 5] & 3 R B e ((Gly26Ser, Thrilllle,
Thr298Ser & Asn396Ser) , #F5%# J5k X ABLT 13
ASB EL SR AL R AR 5, Ho 12 4~ 5 HDLC 7K
A WA A BT IR AR S 5 G C
+ 42T/In5 T + 2864C/In8 55 HDLC /K F-% 1]
FH¥,T + 229G/Ex] .C + 53T/Ex3.G + 98A/Ind M|
541k HDLC /KEE IR ),

FEC &I EL ZE A8 S DL Thrl111le 5875 £y
S UL R B A2 O T R 9T B &2 Y SR A A
Thrl11lle i TAME+ 3, B T H IR Z S T3
FESS 111 (S P S R R dREBE R T HEAR,
5T, Thrl 111e 5848 ZEFE AN [F] A % Al b X 2 [H]
FAEW 22 580 T ThelllTle 28728 %F HDL 7K
SR A RTINS NESPIOPN T R T
KEAIBEFE, Shimiza 250 B 55 & B, 2otk U
HUAH Y AR R B LU IE 7 X RRZEAIG, H Thrl111Tle AY%
A5 55 SR O WA BB (4 AH D 7. F HDLC 7KF-, T

Tang 252" ZE4H X f [ BRI BESE o & B Thrl11Tle
AR A /D e R RO s B s B, X et oo AR LA
PRAPE L, H R O 4 4 FH O JF J2 50 4 2o 52
HDLC /KRS, AT B Thrilllle 2878 J5 50 As
FOCIR R IREE T A G, HAMERR AT & B D)
fEVERY EL 22512 Asn396Ser Z 251 IR SMIFFEIIE
SZRN R R 22 A B A BEL EL WS M, 4R S
HDLC ZKF B4 HI . Brown %61 [y F 57 14 2 3
T —ATEAE B HE AR LY Gly26Ser 2745
Vi IZZ S5 3 HDLC B, 48 Bk,
EL K Z 80 5 1% HDLC K HA —E K1,
FHEZ B SR EL TIREHL, 3 HDLC K
B AR RS S R 0 A R 1 & A Bl
IS

5 WEAEES BRI IS

7 A & 55 18] 5 35 ( RCT) 3 #2 Y HDL 5624 1
AR EE AR, AR A G20 A 3 S B 1 it
RE RS T RCT i REMEE — 2, fENIREE
i EL 235 HDLC K2 RCT, Yancey
A2 EST EL W AR HDL JURE /Y 20 1%, I 0 HL 7%
AT/ N RIRL , ZAF N R L, TE R & EL 1Y
M4 HEA T ARG 7% | A R SR-B T n] k2 K 24
90% I RCT ,{Hill i ATP 454 &% i T (ABC) nJ 44
%y 63% 19 RCT, X 1 [F HT B-HDL 7 i 3¢ 1 A=
B2 5, Brown P HLGH , B A BN, R
JEF EL 2 &R /N R A HDL A #5k 195 RCT
feJ1, EWEANIE EL Al 358 ApoA 1 454 F g
20 0 S 1 BB T 7 00 A e A s e A R A i
ApoA T /-5 1) 200 i JEL [0 e 0 37 20 3k 2 22 R 33
EL A g IR B HAT {2 sk 40 i) 5w 4 A JIR ] e o
IYER

RCT 55 20 2 1A [ B 4 0, EL 7] 38 2 Ay
S HDL 0k: 5 AT 20 i 236 i 25 4, 3950 20 il S5 5L HDL
FE I PR R HRUIE [E RES , AT 915 43 RCT fig
1, Nijstad 200 & B, 57 A= RN RF EL i &k n)
PE PSR HDL B EIEEAS , 113X — B G 16 1 E
SR-B I BEH @B 09 /N BRUA N IF A FEFE . X BEHA I
I SR-B T /514 HDL R [ B 16 6P B B 22
it EL ¥ K BUR Y o-HDL 5 % 3X — Fif $2 43 A5 ol 51
P, X EeSIRUERH  EL XA HDL i [F B 5 &
FSCHEAEH

RCT 145 J5 — 25 J2 JE (31 5 DA JHF U 28 R 9t 3tk
HASN, EAIERIES: EL i3 252 R HDLC 7K



CN 43-1262/R W E kAT D48 2012 4E5 20 B4

1 83

S S P O O e 4 v v O I 9
FIAEHE A, 5340, Brown 451 b 436 EL &
JHFHi 1D Tt ke = /) BRURU A 2 LA 85 1M 2% HDLC 7K
B RCT T g 45 W] 8 4= BN, LA, EL 78
RCT i ik A Rtk — 200 5%

6 MEAEEES KRN

KT As BIRHILEI A 58 42 B I, 45 ZFpr il

Tl MRS ) o A R B AL . oA ety

RIS 2A VRN As & AR B AR I I sl ok B Xof A it
AR ANR I SO, =5 25 BRAR Ab 2 sl ik B ) Bk
FEBEH SRR RS T (4 i 0T 2ok [ 1t 2% v i A A
fist H I =B FIBERE . HDLC AT 4 gt <7 K22 520
MBI R A . 20 1/3 IG5 % B E ) 24
Yt i HDLC /K i &2 25" . A6 WF 5% 3% W i 2%
HDLC %7155 0. 03 mmol/L (1.0 mg/dL) , A] {ii FE H
DM BIR IS TR 2% ~4% ) R R se
AR H EL 15 M, 8 5 48 & i 3% HDLC AT b
As EAE? HEMER EL 5 As (X RE L
WA 2%, WFFE48 i EL 2385 HDLC /K- As 1)
KA RAAARSE (07 R AR IUEE /N B X EL 2F
A, AR AT LU HDLC /K, {H IR fig ik 20
As 1y &A1 - Brown %[25] K EL 8 AT RS 5 i sk
Z A] RN PEE BR B AR 7 I, AR B AR R R
ARSI, 5346, EL i Ik AR IR D/ UL K &
ApoB IR /K EL B2 238 b A% 5% 5 A
FEFUKEM ) W, EL AAT LR HDLC i ]
PArf#E ApoB IR, XULZLRUIW] EL Al A
Pt As FEH .

EL 25T As kb 4120 b i 9 Bz 418 718 L
AR B WA M b TR E P R 45 B A M
BRHEF . A EL JE R aB /0N B B 4 i XK 25
JERR R AN A A AR % B s AR B RRE ) B
iK1, EL RIS N R A0 i 1 S B
AR A A VE FHAOBR 32 LA LR R G T As
ARG M, XU EL k5 40 il 1
FASG, MTT2E25% T ] EL JF R 020 4 fig wh A
B SLHEs M BRWERE AE B, XU EL AR i &
AN TRV I IR RS 14 A B

SZ L EL X As BUSE IR 2 07 Y, EER T
YRS RAE SRR RS . EL X As 24 gk
SINE], M TCE R, T2 AR EL 5 As e
WF7E, il REAS AR B IS B9 4538, Xk n] LAAH EL X
As VRN R A B

Hii,EL 5 HDLC B¢ &R & 55 1 B
2 W EL nT ARG R IS HDLC ZKSF-, (H, i)
il EL 7500 LA As B 200 M5 95 1l & Ak R
WEAS—MIANR, EL 76520 As RAET A E %
Tl Z2 B B, 33 4 3 B0 mT A s 40 A 2 20 A AS T
R SE 32 B AR A R R B A AFRR, )
— 7 WS % 8 1 2, B EL 48 75 B A ¢ 5206 £ 02
P /N FREE R A FE R 1 58 B , B AR R EL
B 3 5 5E i 25 VE A EL 2 AR,
Je BRI T EL (BRALTE T, (0 EL 35R T 38 4t
A BERR A FHAR E DL (3 125 355 B % 350 35 il
M3 HDL K-, F52 b, 76/ B0 AR s F 5
I EL 5 As BRAERMLR , XEH T/
R 5 AARKXA, X EE S5 ANRA
FKNEACHHER W 2h ) B Lk 7k — 20 iy il g,
(R UREN = 7N

EL i 55 BRI 3% HDLC 7K F B 25 1M 45 Y
B ANMBE 28 B B As /R, i EL 38 o 42 15 AT
FEL [ BB B AT B LA BT As FEFH ., B USRI 78 48 4iE
o FIERE R0 N B2 EL XF 4T As Al R3S
FURAER

[ &% 30HK]

[1] Ishida T, Choi S, Kundu RK, et al. Endothelial lipase is a
major determinant of HDL level[ J]. J Clin Invest, 2003,
111, 347-355.

[2] Hirata K, Dichek HL, Cioffi JA, et al. Cloning of a unique
lipase from endothelial cells extends the lipase gene family
[J]. J Biol Chem, 1999, 274 (20) . 14 170-175.

[3] Jaye M, Lynch KJ, Krawiec J, et al. A novel endothelial-
derived lipase that modulates HDL metabolism [ J ]. Nat
Genet, 1999, 21 (4) . 424-428.

[4] Miller GC, Long CJ, Bojilova ED, et al. Role of N-linked
glycosylation in the secretion and activity of endothelial li-
pase[ J]. J Lipid Res, 2004, 45, 2 080-087.

[5] Nijstad N, Wiersma H, Gautier T, et al. Scavenger recep-
tor Bl-mediated selective uptake is required for the remode-
ling of high density lipoprotein by endothelial lipase[ J]. J
Biol Chem, 2009, 284 . 6 093-100.

[6] Badellino KO, Wolfe ML, Reilly MP, et al. Endothelial li-
pase concentrations are increased in metabolic syndrome
and associated with coronary atherosclerosis [ J ]. PLoS
Med, 2006, 3. €22.

[7] Broedl UC, Maugeais C, Marchadier D, et al. Effects of

nonlipolytic ligand function of endothelial lipase on high-



84

ISSN 1007-3949 Chin J Arterioscler, Vol 20,No 1,2012

density lipoprotein metabolism in vivo[ J]. J Biol Chem,
2003, 278 40 688-693.

[ 8] Tanaka H, Ishida T, Johnston TP, et al. Role of endotheli-
al lipase in plasma HDL levels in a murine model of hyper-
triglyceridemia[ J]. J Atheroscler Thromb, 2009, 16 327-
338.

[9] Jin W, Sun GS, Marchadier D, et al. Endothelial cells se-
crete triglyceride lipase and phospholipase activities in re-
sponse to cytokines as a result of endothelial lipase [ J].
Circ Res, 2003, 92 644 -650.

[10] Wang X, Jin W, Rader DJ. Upregulation of macrophage
endothelial lipase by toll-like receptors 4 and 3 modulates
macrophage interleukin-10 and -12 production[ J]. Circ
Res, 2007, 100 1 008-015.

[11] Kojima Y, Ishida T, Sun L, et al. Pitavastatin decreases
the expression of endothelial lipase both in vitro and in vi-
vo[J]. Cardiovasc Res, 2010, 87 385-393.

[12] Yasuda T, Grillot D, Billheimer JT, et al. Tissue-specific
liver X receptor activation promotes macrophage reverse
cholesterol transport in vivo [ J ]. Arterioscler Thromb
Vasc Biol, 2010, 4. 781-786.

[13] Guiffon N, Jin W, Petty TJ, et al. Identification of the ac-
tive form of endothelial lipase, a homodimer in a head-to-
tail conformation[ J]. J Biol Chem, 2009, 284. 23 322-
330.

[14] Jin W, Fuki IV, Seidah NG, et al. Proprotein convertases
[ corrected ] are responsible for proteolysis and inactiva-
tion of endothelial lipase[ J]. J Biol Chem, 2005, 80; 36
551-559.

[15] Shimamura M, Matsuda M, Yasumo H, et al. Angiopoie-
tin-like protein 3 regulates plasma HDL cholesterol
through suppression of endothelial lipase[ J]. Arterioscler
Thromb Vasc Biol, 2007, 27 . 366 -372.

[16] Jin W, Wang X, Millar JS, et al. Hepatic proprotein con-
vertases modulate HDL metabolism [ J ]. Cell Metab,
2007, 6 129-136.

[17] Brown RJ, Miller GC, Griffon N, et al. Glycosylation of
endothelial lipase at asparagine-116 reduces activity and
the hydrolysis of native lipoproteins in vitro and in vivo
[J]. J Lipid Res, 2007, 48. 1 132-139.

[18] DelLemos AS,Wolfe ML, Long CJ, et al. Identification of
genetic variants in endothelial lipase in persons with ele-
vated high-density lipop rotein cholesterol [ J]. Circula-
tion, 2002, 106 (11). 1 321-326.

[19] Mank-Seymour AR, Durham KL, Thompson JF, et al.
Association between single nucleotide polymorphisms in
the endothelial lipase (LIPG) gene and high-density lipo-
protein cholesterol levels [ J]. Biochim Biophys Acta,

2004, 1636 (1) . 40-46.

[20] Shimizu M, Kanazawa K, Hirata K, et al. Endothelial li-
pase gene polymorphism is associated with acute myocar-
dial infarction, independently of HDLC levels[ J]. Circ
J, 2007, 71, 842 -846.

[21] Tang NP, Wang LS, Yang L, et al. Protective effect of an
endothelial lipase gene variant on coronary artery disease
in a Chinese population[ J]. J Lipid Res, 2008, 49.
369-375.

[22] Edmondson AC, Brown RJ, Kathiresan S, et al. Loss-of-
function variants in endothelial lipase are a cause of ele-
vated HDL cholesterol in humans [ J]. J Clin Invest,
2009, 119: 1 042-050.

[23] Brown RJ, Edmondson AC, Griffon N, et al. A naturally
occurring variant of endothelial lipase associated with ele-
vated HDL exhibits impaired synthesis[ J]. J Lipid Res,
2009, 50: 1 910-916.

[24] Yancey PG, Kawashiri MA, Moore R, et al. In vivo mod-
ulation of HDL phospholipid has opposing effects on SR-
Bl-and ABCA1-mediated cholesterol efflux [ J]. J Lipid
Res, 2004, 45. 337-346.

[25] Brown RJ, Lagor WR, Sankaranaravanan S, et al. Impact
of combined deficiency of hepatic lipase and endothelial li-
pase on the metabolism of both high-density lipoproteins
and apolipoprotein B-containing lipoproteins [ J ]. Circ
Res, 2010, 107 357-364.

[26] Qiu G, Hill JS. Endothelial lipase promotes apolipopro-
tein Al-mediated cholesterol efflux in THP-1 macrophages
[J]. Arterioscler Thromb Vasc Biol, 2009, 29, 84-91.

[27] Wiersma H, Gatti A, Nijstad N, et al. Hepatic SR-BI,
not endothelial lipase, expression determines biliary cho-
lesterol secretion in mice[ J]. J Lipid Res, 2009, 50 1
571-580.

[28] Hausenloy DJ, Yellon DM. Enhancing cardiovascular dis-
ease risk reduction; raising high-density lipoprotein levels
[J]. Curr Opin Cardiol, 2009, 24 . 473-482.

[29] Ko KW, Paul A, Ma K, et al. Endothelial lipase modu-
lates HDL but has no effect on atherosclerosis development
in apoE ™"~ and LDLR ™~ mice[J]. J Lipid Res, 2005,
46, 2 586-594.

[30] Broedl UC, Maugeais C, Millar JS, et al. Endothelial li-
pase promotes the catabolism of ApoB-containing lipopro-
teins[ J]. Circ Res, 2004, 94. 1 554-561.

[31] Qiu G, Hill JS. Atorvastatin decreases lipoprotein lipase
and endothelial lipase expression in human THP-1 macro-
phages[ J]. J Lipid Res, 2007, 48 2 112-122.

(MESCHwE ORI





