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Scavenger receptor type B class T (SR-BI) is the first glycoprotein defined as a high density lipoprotein

(HDL) receptor on the cell membrane, which mediates the selective uptake of high density lipoprotein cholesterol (HDL)

by cells, affecting cell cholesterol balance and inflammatory status. Liver SR-BI plays an important role in reverse choles-

terol transport, and is closely related to HDL metabolism and its role in anti-atherogenesis. It has been found that humans

have SR-BI gene polymorphisms. This review focuses on SR-BI structure, function, regulation and its role on atheroscle-

rosis.

THIE RZAK B % 1 £ (scavenger receptor class B
type I, SR-BI) 255 — ¥k & b = % FE AR R A
(high density lipoprotein, HDL) Z &y EH"" . &
UESE, AR | SR-BI AJ i 26 A1 4545 HDL Ml
20 B e R 5 %85 B i B 1 JIEL T B (high density
lipoprotein cholesterol, HDLC ) , B iiE SR-BI 7£ iH
[ 350 [\] % 32 ( reverse cholesterol transport, RCT) &
HDL A 498 B 228 £ 40, W] RF SR-BI 3 1845 1M
B 24 e JIFL [ -y A5 HDL R B (5 5 Sk
FEPUAATAE , TP S 22 T 200 B A A FH 0 3 ik o4
FERF AL (atherosclerosis, As ) #H G 95 B F2 12 i
UTHGE , N SR-BI JEPH (SCARBY) I M AT IR 2 35
S HDLC S8 e gl bk b R A0 e 1 40 114
KA G, ASCIUA SR-BI 4544 Dy fE |
WRHE As AT ERA

1 SR-BI &M= 5 MAaE N

SR-BI J& B JA{i i K2 A& (CD36) B A Z —,
4K 75 kb 9 SCARB1 JE N 4, & 13 NAME T
K12 AN ET, A SR-BI K EM T AH 12 5
Peafk I, SR-BI % 509 A~ 2 JL R 5% 5L, M X o0 7
w24 83 kDa, SR-BI B4 $M45H) S T IE N K
Ui A1 C AR AL T MBI, 730 & 8 N 45 2 LR
FRIE BRI B N RS A C AR S 40 )
28 NI 25 A~ G B R 53 JHE L) B 1Y) 25 S 3585 L A/ 358
403 N IEFR IR FA WL, A AE 2 BB A, Horp
Asn-108 FI Asn-173 J& SR-BI I 1E B 25 35 1 L RE A
BATLTE I R IE KB, AT SR-BI AY 2
DL BAHSCIAE 515 T 5 BE AR T C i B Jo 3582 3
) 4 A5 LR 5k L (EAKL) , Al 5 ¥ & [
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PDZK1(PDZ domain containing 1) Z{ﬁzﬂ‘ﬁﬁ’ﬁfﬁﬁ[é ;
HR,SR-BI BT RE L AT BB C vt Jifa o 3 22 5 s
fbEHi4 5%, SR-BI A9 N I 5 H & ik — R T
(GI5_G18_G25) B9 & X R IF # 1y 52 1R 55 R AL 1
N2 T 1917 Piloting i 1t 5848 5286 % IR, 7E
SR-BI i #h25 4 I N 3 A1 C i X3 2 J2 Trp-415,
XFTHE MR (145 4 Ff1 HDLC 68 ME g i J2 & e
B

SR-BIL J {24341 T4 22 4L 200 40 B g 1, i A
J& SR-BI Rk F e 9 — 2 E, O B R AR
MR AEI LY, SR-BI 1R 15 K P55 ok B
JHE RS RE B V)M G, BLE R B, b 7E 2 Fh 2l
2 D R S N S U E STk i N LN 71 D A1
ANKR G AR B LA PR B 400 L I 40 i AR 2R
S g

2 SR-BI HIIhEEs: =

SRR SE, B 32 4K SR-BI 7] 5 K AR 19K
25 2 11 (low density lipoprotein, LDL) | Z [t 1k
LDL %84t LDL BiEME 22 2R A & T BRIR 5455
{H Krieger 3255 % T 1996 4F 15 UK ) SR-BI iy B
P HDL 524K, HoAE & i@ 5 HDL &R 145G
A5 A FE AN HDL [ 40 M e e vk R IR A
I SR-BI JE [H % ( SR-BI gene deficient, SR-
Bl ) /NRZ G UESE 12/ N BRI 5 5 1Y HDLC
K IR E R P2 A As Sy iRk /N BB R
BEIRE S/ R T 72% , [R) A H 300 D0 fR 240 i 34 22 |
BAML AL /I Al 98 20 E | R E P A 2 4 o B B
LU LA ORI (Y IEHE R T, SR-BI R AXAE
HDL AR 25 [T A5, A% P REL 3T e - Al v 2 4%
SRR WX HUAR R AT R T AN AS | fo s RAE
RE LA FEEL W,

2.1 SR-Bl &5 HDLC it

JHFHE SR-BI *f F/N B HDLC 4R &% RCT H1y
FEPIEERAC AN FF40 SR-BT 1T 3 £%
P 45% B HDL-fH [# [ fig ( cholesteryl ester, CE) , fi&
RCT 434 L 3% JEL 361 5385 ik ok A%, H RTA i /e )
Ao RS ST B B, S 02 SR-BI LA A A I S
HDL 3% J8 7 3 Al (apolipoprotein AI, ApoAl) f9E=3
SELEIR A RS IE IR E A/ Z W5 1
44 HDL b CE e £V 4% i 1) 40 i S5 1B i 2%
LA EBER HDL B L, 3 Fh 4 5 4 f % B CE
)RR EFEPE R T AR RS HDL BURi i) AL, & —
T ) 8 3 /) 63 114 1 25 48 P A Y A2 A4 O

=, KoV /E FHALHI R A ff ik — 2 P58 . %t SR-
B /N RIS 2 B, /0N BSUHE 4 56 42 3% 25 M HDL
VEREMESRI CE YRE Ty, % P HDLC 28 RCT #EA
JHE R T Bk e A2 W) 38 32 L, 4 77 M A DR [ e e A
B TR BT 53 W8 A0 HE B 2D, S B B
J HDLC 7KF- WY 2 T, T EL 28 ) 0 3 BLAE 1L 3% 35
B HH[E B (free cholesterol ,FC) 5 CE Y LR 1 & (4%
A AU FC iy 2~3 %), iX AT RES SR @A IE [
P 5k J 7 % i ( lecithin-cholesterol acyltransferase
LCAT) i PE I B AR VI AH OG> s ok, %/ B o
ApoAT F i AN AL AU i HDL A9 /AR [
B 5 T ARIE AN HDL UR: 46 %o 40 ; HDL ¥0kL
A KNS E H A I (apolipoprotein A 1T,
ApoA ) i3 Jin T #k B8 85 1 E (apolipoprotein E,
ApoE) Y LM, A, it 3 i HDLC 3 AROE i Ay IR
(¥ AR AR AR AR RSO HDL ', A FSEIA
S AX P RORE ) HDL | T~ 4 U 73 2 5 3000 A &
A=A, TR AR Ry 0 D) RE HDL 1 & #42 As B4EK
JEMVER

NZE SR-BI WAEHFIESE 4 A b 0k (H 2R
B AR5 /08 BRUR A [] NI P 7 L e i
5 11 ( cholesteryl ester transfer protein, CETP ) , AJ
I3 CE M\ HDL $% %% 2 A AR % B IR & 1 (very low
density lipoprotein, VLDL) Fl LDL it AJH, KL,
KR A SR-BI D REBR I 15 RA K™ 8, (Hix
I JUAE Bt B AHE i SR-BI B g 28 22 /K 5 HDL
ARG T RE AR DL B o i 45 952 95 55 AH DG MR HGE , 5
AT ST « 3 S E 1 SR-BI ZE[H (SCARB1 ) it
s AN F 1Y 154238001 A% R 22 45 1k
(single nucleotide polymorphism,SNP) , H:5: % SR-BI
EEH 2 IR R (G29) s XA EFTE R o
NRHE I AE A8 & BE AR D B8 SR-BI R EH K P 5
HDLC 7KF  HDL UKL A /N 52 W 8 67 560 5 20
GRS 22 MR A b 5 O 1Y Kk AR R A
K AR R, N BN 8 ST
rs5888 [F] SL7Z 5 (C>T) Al 7% SR-BI Y RNA —4%
SR T8 A TP SR-BT 2K 1 BHIR I R A1, 7T
fit 5 SR-BI 2 H £ M EA 21" ; Vergeer %1
EERI T — SCARB1 45 XL 57 (889C>T) , 5L
RIS SR-BI(P297S) , Hffh i # Y HDLC /K-P-edE
B AR 329% , HDL ORI AZ K, 4R Sh 5256 UE 5 Y
HDL ANRES ™ 5 LW 40 0 IH [ 8507 11, 3635 P297S-
SR-BI [ JHF2H i 3t 2% 6 4% 1 5% i HDL-CE 1 fiE
FUR K BLH) SR-BI 5 SCRAE (ST12F J2 T175A) ) #5
i H LRI HDLC /K34 i, 3 H. SR-BI 454 HDL
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Ko H A 5 I [ B 5% 32 D) RE L A2 815 2016 4F Zanoni
SRS T —Fh S T RE B Y SCARBL Sifi%
FER Y AE 5 (P376L) , L RA W4 & T #H &
HDLC 7KF-BH & e, {H G aE 0 g XU 34 5, ] Bsf
SERGUESE P376L AR S ] 55 SR-BI 1% 5 (14 T
4 I3l e X HDLC By kR Bl g
2.2 SR-BI 354 RET

AR 40 s A [ Y SR-BI nl 5 M AR 2H 2 40
ML RE™ . Bk T K400 SR-BI 45 HDL-
CE M B UM 7E RCT i 4 i S A 0,
S B B SN BE (T b R A B AR ) R
KB SR-BI i@ 1d BEFEPERR I HDLC 2528 MR R
A, A BRLOP S 4N M SR-BI AT 5@ 3 520 ATP 454
&% i2 R G1 ( ATP-binding cassette transporter G1,
ABCG1) Mi# il ABCG1 A~ 0 1 [ AR, N 2
YA FE AR SR-BI 7E HDL 5 S 19 P Bz 40 Jifd 37 7% A
WEBE N RERERZEEN, RN BB RES
PR R A0 e 2 58 SR-BT AT 4035 1M A5 B 145 P 1z 40 Fr)
R FE R 3, B AR As BEBRAG & BT Feir o4
7, SR-BIL 7E il G4 PN B 4 45 HDL 19 28 il
VEFHAS ) T L Ath 48 A A 5 9 B o 48 BRI 5%
S@mm

IR SR-BL 78 As BEBR s 5% 55 i 2% B
W £ L v 118 2 38 A L B o v 2 4 0L ) 9 A
LR R B, B AN SR-BI il 4 5 2 Fl KSR ok
&R 5 11 (& ApoB MR [ & £k LDL 5% ox-
LDL &5 ) MFR I, 5350t i 19 760 VR 1k B s 40 I A 5
J3—7J71H ,SR-BI 5 HDL M BAEFH X BEN-F L FC
AL E HDL 0k, X & —Fp g sh S FERE Y, A IR
JERS EARI M P 532, 5 ATP 456 &k is ik
A1 ( ATP-binding cassette transporter A1, ABCA1) I
ABCG1 4 5 JIH [& 5 5% 32 19 J7 s A [T, M SR-
BI77 /NGRS AY 1 m] X2 ) 2 ok i Py IR s P A 35
BLLA SR I 78 3 Bk BE /9 0S8 B 1 W 41 i SR-BI
S-SR ) 20 AR AL, A TT R T I RE A
R mEAE L i S R R, B
R T 1) I 05 200 i 4 3 R vl G B 3 AH O 22 A
(SR-BI.CD36) f ¥ iz {4 ( ABCA1 ABCG1) %A H
FIRFAEE  SR-BI 7E 41 A 5310 B0 L B0 6 3 1 R 3k
e g | IS A A A 4 e P R I A 5 156 B A
FE AN SR-BI 2 45012 JIEL [ 15 XS [) 378 s/ P i o 2
P, I 5 IE [ B 3 5 SR-BI AP I A0 % 42 2 85 K Y
HDL TidE/)N HDL, JURE 5 171 fif g /5 40 il SR-BI (1) 3%
IR R RS B A 3= 22 m i 7% ABCA1 Al
ABCGI %3k,

W5 & 3, SR-BI B B #2255 iF 41 il . LDL
A1 VLDL Fkih vE B HR I CE, #E SR-BI7 /N R
FIHAE HDLC 7KF- 19 I 2 7, B X AT B 5 ) ik
Xt ApoB JIR 2K B4 L [ BT8R ek 2> B AR OE Y
TENBERT S vt % B SCARB1 KM 14765615 By j5t
AR 51K ApoB K AR
2.3 SR-Bl 5 %B &R R

SR-BI J2—Fh Z I REEE 11, BRI 15 B8 B A oh,
SR-BI A 43 HDL 347 N B2 40 i b — A AL LA il
(endothelial nitric oxide synthase, eNOS) , Z: 5 #ill i
S T, L AR PIBK Akt 35S B 7 1
B2 40 M 5 % B5E-1-8% B2 ( sphingosine-1-phosphate ,
SIP) M ZRA T S A 5 sh ¥ B9 PR I 52 5
WESZ, SR-BI Al A LPS 7 K3 410 il 15 21 Ji Toll
FEZ AR F 1A% H F kB (nuclear factor-kB, NF-kB)
TP TR O 9% 1 TR 7 189 7= A T B UL I RE B B AR 2
PIFET=" Y s SR-BI /)N ERF B 2 40w N AR S Aty
TP AT T B bk T 40 A 2k A PR 34 5, O 3
P E v (interferon y, INFy) FlH 40 i~ 2
4 (interleukin-4  IL-4) ;= A= 2 £ ; [F] BF 5 05 240 Jfd 7= A=
R > | X e gy 4 e i T SR-BI 1
F B S S S A A B

5 W 20 i SR-BT A5 fIFL 3] s X1 37 3 44 [l s
8 R R 41 Y R AE R A ST IE 32, SR-BI
A A 1 R UK 5 I AT [ 52 1 5 i) 2 52 i) 4 e 1)
RIEAF 5, SR-BL7™ EL WG 20 JL X5 Toll A 32 K 15 A& 1Y
SEIE STV I 513 %0 2004 4F Van Eck Z5HE B
BEAC VR ) W 41 i 32 15 SR-BI n] #14] LDL 52 1A%
BB (LDLR ™) /N B As aF J2 J5 30 A BRE B 28 7
JE TR LA R S04 T8 )R A AR R I
Wl AL v 5 32— 25 F 9, (0 L e 9 SRR A T R
T UED A M S R F R 7R A, B RGE T, HDL
BT RAE A6 T H A% F E 4 i SR-BI (1) %38
B4 SR-BI =% 4 SR-BI g {445 4 7] f& ik HDL
FIBTARAEFH ; I AN, 7] SR-BI Dy RE K 2 1A 1] 14 5 b
{1k HDL 75 5 1 I 9% 38 8 I ¥ « (tumor necrosis
factor-o, TNF-av ) F= 4 | 3X 158 BH 5 W0 41 g SR-BI 7E
HDL /-5 R AE S e 5 EEAER
24 B5HDL{ES@ERE

KT SR-BI L4 S (a1 42 3755 HDL {5 5 38 % Y
TR 32k [ 0P R A A ST S B SR-BI
PIH € oK S5k JE 5 4 PDZ 45 K s i 5 15 G
PDZK1 tHEAEH , H#:2 5 HDL 41 5 19 41 i P A
KA 5 im B ; SR-BI FE R HE B HDL 1 14 i 5 ( %
g S1P S EEER ) b A&, ) 2 5 1 41 S
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FHIEAL, AT S1P T eNOS; SR-BI 1 /2 5t [
JIFL [ B ] 45 2, SR-BI AL € o i 885 R 285 440 3 )
IRty N7 i A RN LI L O A e
[ 250 Ai /5 Sk 107 9% K PPA2A/HePTP B
S5, I — LA iE R ERK1/2 X8R 1k i
TEALIZAE 538 %, 1245 Fa) 3e %) 2% 748 ] 7™ o LA HDLL
F PR R 5y — D T I B A O AL T 4
58 HDL fil A B 45545 ¢, L5/ ity JEL T 1 52 A G 0 )
K, 505 & ApoAl Y EE 4] HDL fEHS4E SR-BI /311
FS L

IR Z R Z R Sre 15 SR-BI (BT C i
4 4 T IR AL I Ak, T 3 B0 AMP 2R 1R
( AMP-activated protein kinase, AMPK ) 37 , #f i 34
T 85/ 85 I8 B 11RO P 2 1 BB (Ca™ / calmodulin-
dependent protein kinase, CAMK) /8 22 B R/ T &,
MR B1 (LKB1) , T % T SR-BI {5 %5 14 5
IR EAR BE ™, WEALAY Sre A AMPK AT 33 PI3K
KR RO 2 1 3 B (protein kinase B, PKB/Akt) I
2254 )i 1% Ak 2R 1 P4 B ( mitogen-activated protein
kinase, MAPK ) , Akt F1 MAPK %) 3 [&] 8 0% #4 i 1
SR-BI fiil & A5 S IR A% Lo . AN RGBT BE A
P4 HDL 51 % 1 eNOS #03% Sz NO ZE A, 1fi
EET IR AF IR s MAPK BB Al FEBE/)N G 3 Racl
s AT i HDL 355 09 N B2 40 L% 5 H. PI3K/
Akt/eNOS {5 5 % 2 5 HDL 55 1) 3R 5 i 2
( eyclooxygenase-2, COX-2) ) 58 ik LA K /i 31 34 &
(PGL2) R s PIBK/ At/ MAPK {55 i 2 8 A
5 HDL 5 5 1 4 U2 1] 58 5+ 40 i 96 415 5 HDL
X AR IS AR A SR A TR T SR-BI A 1Y
Akt 151k, H5E4E R La(hypoxia inducible fac-
tor-1au, HIF-1a0) F4 BHPR ST 35 A 6

3 SR-BI B9+

3.1 SR-BIHATEZE

FERMAE TS, SC BT 4 L SR-BI 283K 7] 32 45
FEE R PR G M2y, & R,
BYIH LT Z AR 7 2 AT A B IE SR-BI &
KR R O E IR (SRR T DU BERR , — it A
JEITTTR ) DU RAR P SR-BI 223k 5 s ME [ e s £ W 5
(97N BN A BRI JFFAIE SR-BI 28 178 B JE 7K
35 B R R i ZE K FA T SR-BI K TR,
PCAME G , SR-BI R I8 1] %7 -2 F B e A1
W R 2 E RN P RS 5 0 R R AR A
KT R R A A AT O

55 A5 HEY SR-BI B mRNA 7K ; 5 8158 M 6000
PR PR AE A rh i e 4 1 9 SR-BI 1
&1 30,5, 7- R 5 B0ER Qe RER R R H T,
Mt I R A 55 2Ry, anHE o DR Ml 2
I% HUIRAR 2R 2500 5 2 A0 25 Bl 3l TT AT AS R BL
IS0 SR-BI 23k /K-,

3.2 SR-BI I

A — R Y5 7, 76 A28 SR-BIL 2K 5 3
FIX % 2 P S R 45 A 0 g Je P, T E
SR-BI 3 [H 3¢ 1k W] 52 2 Bl A% IR 7 1) %% S oK - 8
A5 U E A A R R 1 ( steroidogenic factor-1,
SF-1)  FFZ AR [A JEAK 1 (liver receptor homolog-1,
LRH-1) HAF X Z K (liver X receptor, LXR) Flid & 1k
YA 15 58 W) 34306 7 32 A ( peroxisome proliferator-
activated receptor, PPAR) %%, ‘E/{15 SR-BI 3 s 145
G, JATY SR-BI JE A B s i M, SF-1 BRI 227 28 [ Pt
WERAEHINER cAMP #O8H AZE K B SR-BI 5
TP  LRH-1 v 5 SF-1 —&2 5 A SR-BI J3
Bl v o 25 T A 45 A 91 0 SR-BL ) 87, T
YA R Fe 5 LRH-1 Al 55 SR-BI JEPH 5k, HoALH
ARES B s FAHE A H3 Wb A 5% LXRa/B B
Z 5HFME SR-BI 2 [K 35 1 5 , 32 AL 8 B s e
Bl S/ R AL &R SR-BI 1Y 5EK 31K ; PPAR
A2 BE AR TS 5 2 B BE X 32 4K (retinoid X
receptor, RXR) J& il — R85 3L K £ ik, PPAR«
Fl PPARy RE4FE 45 & SR-BI J5 ol 1 FA) 32 i S5 1o
JCHE, A A T RE RS 85 LA PPAR« 580 i 41 41
) PPAR ~y W] B HCECAR ST , A0 SR-BI (& M
#ik,

AR R M E T R 2R /B S
SCARB1 J& 8l ¥ b WEMER SO Je A4 T 55 SR-BI
S Bl T 5 A P IR K- A e [ R T
14568 H 1a( sterol regulatory element binding pro-
tein-1a, SREBP-1a) 454 SCARB1 J:HE 81 L HA4>
] 2 2 IO T A4 T ) R PR e S R B, i SR T
Spl 1 Sp3 454 A s Fikui iy GC &, % SCARB1 Ji
BT SLRITEE & SREBP-1a 41 5 19 %% L3005 & 15
FEAE M N T YY1 W) B 42455 T SCARBI
Ja 8 LR PG, i T SREBP-1a 5 )5 30
TFH5A T R SR-BI #5636 M, 54, —FhEEtR %
sk ¥ Kriippel # A+ 4 ( Kriippel-like factor 4,
KLF4) g UFE I 5 SR-BI Ji 2l 1 - 342/-329 bp 1Y
KLF4 Joih454 , I b8 HDL &b i) 40 g v SR-BI
ek,

ﬁﬂiﬁ, 1% 2 PR i WR I X %ﬁi( farnesoid X re-



CN 43-1262/R " [E S fikalifb 24 it 2018 4F55 26 #2575 11 1181

ceptor, FXR) A 455 2 K N % 11155 5 i SR-BI %
K, B2 FXR /MRS SR-BI mRNA ZKEREAEDT | #%
SR S TG FXR AT 2o 8 1 98 5 B p-
JNK 1 HNF4a 3£ [ 3% SR-BI ik ; JH R AE Jy—F
FXR 00 79 AT 5 2 38 iz VR A 5 {0t A+ St
FEHRIE , 45T I R AT B AR SR-BI Ji5 2l 3 4 i 410
il /INERUFFIE SR-BI 23k | 3XABLF- 78 J& 19 45 2 vl g2
ANF ST BRFR IS FXR 9 [ -t 0 Lo AR it
AR TS0 SR-BL Kk, Z24E X Z 4K (pregnane
X receptor, PXR) VE N —Fp SR JE A% 32 44, o o] 9877
SR-BI B 33k, FIfE-F- A IHRR 55 FTiGE PXR i
M IFA0H SR-BI 2351

T o & B, ZF 0N RNA ( microRNA , miR-
NA) ¥ J SR-BI 3Rk i 5% 5% J5 M 15, miRNA-125a
Al miRNA-455 1] 454 SR-BI mRNA [ 3'-UTR, fi {4
PRI 2 [ WS 40 D SR-BI B 235 B oAy S 1
HDLC #& I g, 2 ¥ 2 5 cAMP A] T 3 3% 7 Fif
miRNA %357 ; miR-185 . miR-96 . miR-223 # miR-
24 W56 J5 WARE 454 SR-BI 1% 3'-UTR , 76 T 40 Jifd 5§,
i W 20 i b 1545 F i SR-BI 3234 K104 IR
3 A R AHSE ) miRNA fiE i SR-BI 3%, Al REXT T
As B EAERIBIT I

SR-BI &3k (1) B/ B8 I 96 19 X e 3k 7K 7
WA T, SR-BI WA M 20 th HIE e 8
F1 PDZK1 ¥ il , h % 525630 52, PDZK @ ml fifi /)
SUFIIE SR-BI 8 F 7K F k2024 95% , PDZK1 [R5 4
REAE A SR-BI T g P 2 15 19 B0 138/ B0 %% )5 o 1 A
T8 B IR T A 20 e RT3 A A P e A T Y
SR-BI [ &M " ; It Ah , Ras/ MEK/ERK {554 1658
B TR T A M SR-BI AEE F17KF, 5 PPARa 5%
(R RSt A AT 5 s PIBK/ Akt 15 5 3R 42 R30S WL AE LA
BN 1647 28 Y SR-BI W40 it 5E 37, M i 42 2k
JIF4R M SR-BI B 36 FIThBE )

4 SR-Bl 5xhBk#EERE/L

PRAE N B 48 500 R KA AT RS2 As
BRI O BT AEN ) SR-BI 245 i 5 A 14 [
B2 5 R AE TR VB —Z D Re iy £ 3P HDL 52
i, HAE As HP R ZPEE N— FR 51 SR-BI 2 K &1
AN AR SE R I TR 3RS T AT JIESE L SR-BTT /)
FUA RCT 2ZBH S8 hfigt: HDL FLER 13K = FC
IR TR IR [ B A MHEDAR A5, 385 T /B As 1
TR JUHAE S As 5 R/ BRD R 2438 Ja TR R
TEl As 19 % 24, 40 SR-BI Fl ApoE WAL P ik 14 /N

S, R BRI G % As B ZEME IR B IR L
UAFE S & PEAET P4 SR-BT HAAHT As 193
8, JFIE R #2358 SR-BI ol 2L /N ER AT 34 RCT 3%
&, NEE IR R 30, 2 3 08 As (7™ B AR
KB BER A SL U0 R I, F AN i SR-BI 76 90 7k 240
JRITE AT As T R H A SCEE AR, - B R 5 ) 5 s 4
Jig R SR-BI S fg mT 40 LDLR™ /N AY R 101 As B
HOE R i LDLR™ /N R AR As BEH R R
ApoE™ " /NEUBE AL i I A SR-BT 2R 16 42 i0F As
BEHE A%, 156 B W 41 B SR-BI 1) 2634 BE Ak = g
21 it IFL T ) J 3 P A, BT As AR AT BB G T
As B K IR BB

LEA LT WS R , SR-BI Al BE &l i LA F
—FPEL Z ML B As>Y) OIFIE SR-BI & 12 4%
PEERIUEIA HDL-CE -0 JIH [ fs MR 5300 1) 32 FF
5%, IBLAE#E RCT Ry 314 HDL AR 2 R LA A [
P AT AT SR As 10 =R AR b, P2
Jifl SR-BI 2 514 4 & ApoB 115 25 11, DX 1t T 41 i
SR-BI HA SEA S ARG &bt As fEH ; @Il fig =
BLF B = RAEIRES IS As By IR G 2 —
HDL (3T R AEFHCOH T 4 il SR-BI 321k, 7] 3 1+ A5
JE s i i P TRl 2 9 B SR-BI B #E0E M 4f R SE 15
SZREIRUN, U SR-BI &5 3 N4k LPS, M i 41 il
NF-«B {1k, FEAKRAE 7430 5 LA, LPS 5 5 1)
SR-BI™"/NER R B PN 44 K INUIE | R AE N, 5 1 38
INZUN R 0k A & Y S A 6))
SR-BI 7] L1255 1 22 Ff 1 5 B 40 A 14 T BE AR 2
E 20 A SR-BI AT 52 0 40 fd A1 HDL 2 [8] 1) A [ i
T Bl IR A I A S ; PN B 4L SR-BI AT
5 HDL-KH61 1) eNOS ¥4 , i ¥ ) NO A 39 1fiL
B, FE T PI3K/ Akt 3 A2 190 7] 145 440 i 26 B 43
“F 1 (vascular cell adhesion molecule-1, VCAM-1) 5§
FEIR FE B AN AT RS RAE b R HEAE A R,
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