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[ ABSTRACT ] Atherosclerotic cerebral and cardiovascular diseases are the primary chronic inflammatory diseases which
are impairing the human health. ~ Abnormal lipid metabolism is considered as the putative major risk factor of atherosclero-
sis.  In 2001, researchers from Columbia University found that phospholipid transfer protein (PLTP) could affect lipopro-
tein metabolism and then alternate atherosclerotic susceptibility, thus initiate the PLTP research as a hot topic for decades.
Results from animal experiments as well as population investigation are continuously deepening the understanding of the

roles of PLTP on lipoprotein metabolism and atherosclerosis.
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CCVD 1 fie 32 22 BIL 2% 2028 2 3 ok ok #F A Ak
(atherosclerosis, As) , FoJR Bl 22405 5 0% 248 3 Tk &
REAJELAREE | e 2 s A JE 45 /0N, B0 Ik 9 s I R
MR PP B @A, i P 27 0 R W i i
S e U R W DR s R S AR TR
S RN A 55 5 T35 R As MESERE I ST e 6 3
i A B I AIG %% Bl B 1 (low density lipoprotein,
LDL) Fil T & 5 %5 B2 R 25 F (high density lipoprotein,
HDL) JH [ B 5 98 Jig 1697 2 H AT IR 4T As 7Y
TR, ME BT, AMIX As BIRTT FB RO
T 214 Je F [ A A ) R A T 22 T
FKAEA BT CCVD HBH Bk R ML TR A
AT AR R T 60% B IR S5 LA K i A
FEUTIEH 1 As PP BE TR AT 2R 259 )5 &
I SR BT 3 A RE A9 1) B e 36 2% TRk, B
FERRZ5 W TR ABIETE S, I A8 B T HDL 7K P50
2% HDL TIRERY 25 W 2 FAYT As PEBOR A 2
W71

UTAEXF HDL 89 A4 W) = R PR A B, 106 4 11
TURLAHT As THRERT LASZ 384 RN BRIE PRI 28 1 5200 7 2k
Az, ESRIMIE HDL 7K F-%F CCVD A & Z i, {5
HDL A B E5 A RE R XS CCVD BAT Rl AE£L 22
PO EENER . PRI HDL DRl 53124
PreERIL e DA SR 52 01 15 5% HDL D Re iy i 42, X T
CCVD AL S A 1 Bl 16 4 ot o — 2 T Bl B AT o
B X, 7E HDL AR i A 4% d 2R i i K AR
i, B Bg ¥4 iz 5 11 ( phospholipid transfer protein,
PLTP) PR I e iz D RE S (2 2t HDL A i)
YER M #5321 . 2001 4F &% 2 7E Nature Medicine 2%
i BB SCUPLTP GRFGREIREARE L B (19703
kst RERELL | HAIE S PLTP $k = J5 g i B AR AT 40
H i & A BB 25 11 B (apolipoprotein B, ApoB) AY{E
As IBEE T 2 AL S ) 1 As, AT PLTP
WVEH S As BRAER, f PLTP B2 AHE H
(1 As PEPSRHLEITFTE AT As Z990F K BTt s

1 PLTP MEWZHME ARFESH EWE
4K e

PLTP & BRELE W 2 I 40 70 ~ 80 4F4K, Tall
ST ML IR v e BRI 4 s s 55 AR R R e a2 2R
1 ( cholesterol ester transfer protein, CETP) ZJfg AN
(1037 25 1, PR FCRE RS L HE BRI [n] HDL 0K 3 1T
184, ZEMAH 476 N ILFR AL, 78 A HR 7S

ALK A B B A B M IS R W4 7 i 81
kDa'®!, PLTP BEAE N %k 44 £ S 75 1§ ( phospholipid,
PL) 72 8 FBURE ] 19 242, BRIEL 2 51, PLTP i fiE
I WS AE [ B ( free cholesterol, FC) Jg £ B
(lipopolysaccharide, LPS) , 4t & E ( vitamin E,
VE) LI S5 B/ oy T ) s B W
PLTP J&—Fh e Fh s B A& 2R A i 12 Rk 1y
B, b il PR GSERIAEEY . PLTP
Rk Z 2R 2 JE g X 3Z A& (farnesoid X recep-
tor, FXR) FIAF X 324K (liver X receptor, LXR) fJ ¥
U0 BRAEM VLDL FFLIEE fOkE L 7] HDL %38 9%
fig5h, PLTP i£ 2 5 HDL Fiki EH, PLTP Xt VE
I AXBETH VE 893415, 3 REHI 55 5 &5 F1 B0kE
SOET =R iz

2 PLTP XERZEREEBAMRREEREER
5T B9 22 i

KA UEYER I PLTP 5 1FE 431 LDL FIAR AL 2
BERE 2 11 (very low density lipoprotein, VLDL) £
%), LDL Fl VLDL 531l 2 FF Ak 1] 42 B ik o 514
JOE i R 9 R ) AR, PR R B R R
Y8 ApoB, B FR b &% ApoB BEEE I (ApoB contai-
ning particle,Blp) o WATH 7 H5 H A 0F5E R B 1
3 Blp 5 As MOIREIG N 2 . Jiang A1 Qin 2% BH
A4 PLTP §t =i, BF A Y/ (wild type, WT) |
I E B/ (ApoE =~ ) I ApoB 5 HE K /)N
FRMZ% ApoB 75 2 AUIFHE Blp A= s34 W1 W N R, 0
PLTP SZ 3 As 19 HL IS T 28 2 A B 5 1 AE
LDL 3Z & & Bk /N Bl ( LDL receptor knockout, LD-
LR~ ") RN T A8 1k, X AT B S LDL Z /&5 Blp
TS bt AR AR AR A 2

76 WT K3 23k A PLTP J& , VLDL Al LDL 7K
LA TS NS RS A L,
FRORSRER = CETP, iy BT A AL A A P B A3 21 855
Lie 251" SR CETP %% 3 H /N R0 B, FF 58 A
PLTP i 3k J5 X Blp B2, 45 R R ELH T2
As YA S T, PLTP i ik S %M LDLR /-
/NEL VLDL A1 LDL f JH [ B 5 6, AL AT g 5
(1)LDLR ¥£ Blp & B 2 /b X PLTP 94 A X
(2)PLTP X Blp A& B4 8 755 2800 7T e 47 7E — A~ 1
B, ZESL B A T W0 JEAL, A B, FER Rk i
2235 PLTP J5, VLDL 1 LDL 4 & 0] 84 hnt*  7¢
FAA/NRAR N 5 0 #8 4 CETP Rk M 5L T,
PLTP %52 [H % i VLDL 1 LDL A4 i 2 22 51 ] fig
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HRBEAT ARG ApoAll FRikA X,

it — WG PLTP 16 Blp A2 il B A
Yazdanyar F1 Jiang & PLTP it = Jy ¥ 5 JFALLE T
RS MR I PLTP RUBEHY L, A B0 H N PLTP REW]
XA GE A0 A LAY VDL ER 4L, I AEfE ¥E VLDL
SRR, 3K B R RS S SRR
FHIY PLTP 1 — 43K B T IFREN . 1fike JiF
PLTP ¥¢ S miBR /5 , Blp 43 Wb i & 08D, i 5% 1
W T AT ApoB AR 5874 ApoB A EL R A 4 WL
#4 Blp i PLTP (B EAEH

3 PLTP X ESZERZEBREZI

PLTP 7 I35 () 32 22 Ty Rl 2 BB 05 K Bl g A
BE I =ms (triglyceride, TG) £1] Blp LY YRE L E
% HDL, [AlAT,PLTP 2&7F HDL fiUkL i it 72 vh 2
NI A PR, FLER IR IE M2 HDL JURIHE K1) e pe
FAETI S I B B RS B A S T /N B
1 #3EK PLTP J& , HoAL REWE T, HDL JUk: o 45 /)N
(2053 pre-B-HDL & 3, i HDL H A K1 a-
HDL fi9 JIH [ B2 i U] S 2 S R, 7E N PLTP % 31
/N, PLTP S5 ARG PESE i 2.5 ~ 4.5 f50, Bp T 5[ &
HDL /K- A% 40% ~50% , 1. pre-B-HDL Al 3 i1 2
~3 %, i PLTP iF 3K REL /> HDL /K {H 2 3%
H4 I pre-B-HDL,

T A R & B PLTP 58 4Bk = 1y A
PRt T RE it 2 S0 32 BEAE v 7R PLTP RGEMEBRZ 11
/NEL(PLTP 7)) by 12870 B PN 8 0 T JIEL Ak
Nt £ Tt fe | i i Tk AL IeE | 869 5 s 100 % o 1% 1k o 4
AT AR IR %N RAR N HDL L8
JE s IR B AR A AL ¥ 2 R R, PLTP -
() HDL & &5, {8 PC B> | JH [ B &5 IR B 3%
FEAK  AE PLTP ™~ FHE N4 S5k PLTP )5,
H HDL Fl ApoAl & A/ b # R R Ui PLTP 4%
BE S TG WIEE A Pk 2 14> & HDL X —1F
FHXF 445 HDL /K- £

WK WT, PLTP 5% 3% K /)N B/ ( PLTP-Tg ) #01
PLTP '~ ) HDL — & t 4%, vl LA £, HDL 5
ki K/NHERF PLTP-Tg > WT > PLTP-KO ; HDL 44 45
BHEF PLTP-Tg > WT > PLTP-KO ; HDL IH [ fi% & &
HERFF WT > PLTP-Tg > PLTP-KO ; HDL & i g 7 & HE
J¥ WT > PLTP-Tg = PLTP-KO ; HDL TG & & HEF WT
> PLTP-Tg > PLTP-KO'"' | _ERBFSEIEM , PLTP %}
TxE HDL BYRORE /N BT R 5 EORI I B 25 12 7 T
FNEEMEH,

4 PLTP X BB El#24% 15 B 22 M

JOEL 1 A2 ) S A S 5 OB R DA S A IR T )
BN, AR RN iz FEZLEIEI s . (1) TEIF
WEA B i TR MR [E BT DL LDL A =R iR s
45 2 LDLR S AU BEHAI AT (2) RAEAE A
ZH AN (N S Jhk RE B P 9 B AL ) N 22y
PR B 28 ATP 454 & X% 12 + Al (ATP-binding
cassette transporter ABCA1, ABCA1) %3 2= HDL i
L 2R IS 1 R 321K BI(scavenger receptor
class BI, SR-BI) iz [FI T , 38 5 IE 15 22 4 o) I ]
HEAWGIE , J535 S0 7 AR S, R SRR Ay JH [ st
1Wia) #4128 (reverse cholesterol transport, RCT) , AR5
BHE AR [ B 2 24 RCT,

PLTP J& HDL {8 28R 11 2 — 1T E W 4H
K&K PLTP FPRH - WG 382 5 IR A5
PRl M H R TR A8 AL AR PT RS2 e HDL 47 39 RCT 1Y £
AR, WFFE R JCIE PLTP /N LA S PLTP-Tg
/BB L W 2 B B T A S RE ) 34 T B I AR
B2 23t HDL K SEAG IE G, 5B A BIAR L, bid
WA /N SR A3 125 HDL (49 AH & B &2 s 1Tt
B 22 5] X B N TEAPE PLTP X AR & 37T X — 34
TRCH AR, (8] — e UESE7E PLTP Bt =
P14 S 200 L [ P 1 68 0 T B, LML 5 PLTP fig
fg Mt RS e ABCAT JHA A 0 [ B Hh AT G
M3 AAAEPIRNEMIE Y PLTP . &35 M PLTP K
Pk PLTP, JCig mriG Pk PLTP i 2 AIR1G M PLTP #FRE
e A [ WAL 18] ApoAl 22 iy FRRIEF Y
[ PLTP FEA [ f AH [ B gt £0 A AR ] L7336 1 i
WL AV, XESMEPE PLTP (9F58 & 3 PLTP
REfEALl HDL Y2 E 1 ApoAl S F:4H ifif 1 AB-
CAL AR BENS A B

SR, Moerland ' ®’ & ¥ M PLTP #il ApoAl X%
FEIR/INELZ B AR5 19 HDL He ApoAT 5 3 R/ U
HDL F4 JE [ A5 4% 32 8 S I, Samyn 25707 o iiF 52 75
PLTP 51 PR/ B, Wik 40 i JIEL [ 5 3 S D RCT B
R R R GuME PLTP i 3235 0] g R A F I 4
Jifl RCT R BEMfE U As (IE AL, %5 1, PLTP W Gk
FIBA T Fil RCT 72, (EAE I AS 23R 5 BB, X T
PLTP Xf RCT M52 M AL i A FRIR AT ST

5 PLTP Xt shBk S HEREL 59220

e/ B Z9F 52 PLTP 31 £ iLREEIAES: As
JERE, 1M PLTP &l Z IR ZS 3061 As B R, HALH 5
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As ERIERAR N Blp MIE BURI 5310637 5] PLTP 4 ¢
R, BRIZ AN 1E LDLR I REE B rh & 75 i
() As J4%  $27RER T PLTP Bt = XF Blp & i #1431
(IVE FH A1, v BB A — e 4T As ML A7 AE, FEXT
PLTP k= /N HDL HT4A AL B 1 4 Mr J5 & B HAIG
W VE S hnmibt A bae 11 as , Blp gL bl &
FARUE A 5540 PLTP B2 B (4 2 6 %5
AT R 355 | 7 1 950 1 A A e i A T A
RIBPTgE 1 PLTP 82 B As FR#BR T 5 Blp 4
BRI 3 WA/ A1 38 AT RE 5 PLTP ™~ A I K B 48
A6 kg i  HDL A 232 v i 48 AL i B HE o b
A K SR PR A il S s A PR sl s K

AHIZ B, PLTP 2 &35 B o] BB N EE As 95 4%
Moerland %52 PLTP 11 #6568 . 2 71 LDLR 7~ 4
VLDL 7K, 38 K ETE A As BEH AL, [ i 8 44
TINBESR P I 5 4 L 50 i O R AT I % i, [ B B AR
EVETRE, RiE—2E B ] BEMLH , van Haperen 45
K ApoE ™~ 5 A PLTP-Tg XUk R & i/ B, % 0
5T e AR RRA S AT As BEHTE AR 2 5L I
I EREAK HDL, 7855 — #4058 b, AT 1R 1 43
¥ WT B8 F1 PLTP-Tg B BEF2AH 2] ApoE '~ J&,
As FRAS INEAERE HDL T [%, At van Haperen %5 7A
KT eSS PLTP-Tg /& PN HDL /K F Rk A% 1 31X Fif
As INEE ISR

RTTAITFE LT L 2 B PLTP 5 As Z A 56
Z BRI Valenta %' £ 2% PLTP 6= /Y LDLR ~~
A3 HIHEAT PLTP ™~ A1 WT RS- BERSAT , SREE] w40
M4 S 2235 PLTP (9 PLTP = LDLR " )5, &3
EL W20 L PLTP 783228/ BRUAR A BV 93 A1 O [T s 7K
SN HDL B [E K 3 GE s 3 sh ko
IR A BB AL, Z IR 5 R 4tk PLTP
FAOFEFEAR L, F WA B R (6 PLTP 76 3855 B 1G85 A
RRARBER 5 3 R i T A s i,

6 PLTP S5zhikiRtEfEL HEmEE R E

TERE PRI B 605 LA K S0 S0k i 5
IS PLTP Feikiefit i A & THm ™ B
ZAKAS B JK 75 ( non-insulin-dependent diabetes mel-
litus, NIDDM ) H3 If123% PLTP 3P THi , IR
K HDL R A &4 /s HDL Jiokrjdi /b, $ R iz 2k
RUBEDRIA B AP N B =1 ApoAl % il HDL 7.
RIS A5 0 A8 AR AR W] BB & B 1 PLTP 36 4 T & i A&

(0 — KT B 354 5 B PR (insulin-de-
pendent diabetes mellitus, IDDM ) /3 B985, Rie-
mens % 2 BUBEET 256 3% PLTP A2 J66 5 245, 1
BRI M3 PLTP 16 1 5 16 5 R AT AR ER AL s 17 2
FTG A BABRAR S, BEBH I 2E TG 7K1 PLTP
TGP T HDL A B —Fh R F VR . (84S —42 1Y
JELE RN PRI ( gestational diabetes mellitus, GDM )
AMRBRREL L B2 BEZr W5 PLTP 1% W E FH 78 5 I A
Bl R 2R LR B 2o O )CRT REJE G L rh
PLTP 1F MRS J5 B A2 iF HDL [ &) F #2252 i [ By
NRAE I AUEE A, TITHG 3 15 BRA ) Jif ) L JIE 36 P
&, Zi b PLTP TEARA AR & 2R 840 55 A B AL
PRA: PRI R T A,

AERE N B9 88 i I8 B (intra-abdominal fat,
IAF) F1 2 T BE Wi ( subcutaneous fat, SQF ) Jii & 153
e 5 SQF #LL, TAF Jidet 5 5 & RARPI R R Hh
%), PLTP 7E iR MRS AL 5, P e i i xof
FARE ALY TAF A1 SQF A2 ) PLTP i 14 LA JBe
5 ZE AR X A PLTP 375 14 0 I JR: S84 PR s i
ARIVERI A ¥ 45 . BT 5T 3 B TE AR T 5 0 JIE JiE
AMA, PLTP TG VETRREAR , EOZFEIRIE SR 5 SQF 72
L BAFASCHE ) IG5 AR PLTP 15 M FAIK AT
AERTEIRE T R B, L3 TG & it FEAIL, 77 2
PLTP 45 WY B 12 A s TS

VT — I Framingham Heart Study & , & Il 3%
PLTP (& M2 0 M58 93905 1 EZfE B R X
Schlitt 55 B A IS PEAF 98 4518 — 3, 38R AE i 55 i
A B A 1, PLTP Y 3% P A I 50 S X | fig
BRI F R - (1) % PLTP IG R B R
HDL 7K°F; (2) = PLTP I& PRSI N & & Hoh — g
BINEEE H (TG rich lipoprotein, TRL) FJ7KF; (3)
PLTP & P T g AT i 3% rh 48 Ae Wy o, T VE 5 &
TR R TRL AR EE R, fE#E As; (4) =515
PERY PLTP fEKE TRL LAY S AL o3 5% 7 22 HDL, fi
HDL LA i) LDL 755 19 54 4t A 2 A
V5, DT IR A R As AR ARG UEEDY NI,
PLTP & Tt i 1T LATE 0 7 O Y i EE G B P 2R
T34, 8 PLTP I ik 5 A B e O J8 3 e & I
A5 INAEALIE ARG, 2% PLTP 3P KB CCVD Y
P ARy T A R Y

PRI RE I RSPk As FRAE, 445
BIKAE N KBk As BEHR— B, R A XA HL 5
Jei M 2, PRIt R s A 280 L VA4t 290 50 ik oA R IR
L de Vries 257 Bf 57 2 B , 3% PLTP 36 4 7+
fEo IDDM AR 250 ok P 1 JEE B2 Y e PR 3R 7
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{71 PLTP 35 PEAR AT REJE N3 IDDM 3 As JE R &
BNE, [FEHAR A] B8 B R 1 285 1Y 22 W 8
B SR, 7EHERR R IR AR S5 fE B R 5,
INE B ( peripheral arterial disease, PAD) 3%
M T PLTP 3% e %5 %o B 2H ARG, 3 452 78 76 B 4l
PAD 3, BARAY PLTP 3G M2 Hoph s G 6 2%, e
PLEITT B 5 AME 3R 19 PLTP A7 76 A R M B A
ST [R I PLTP 357 A [ s H AR 26 1 8 SUAT
HRFIRARGE

7 PLTP X BBk EERE AL 5 7 B &

HITE B FEIESE PLTP A A 1T RE A%k 3 Y 08
AR AR AT ) koo R AL g 25 R0 5 R
K TAEFIZE PLTP #iifi 55) LA K PLTP 4544 5 T g
&I, /N3 PLTP #i 5 Be 08 A &% R AR
AN B AC 4R LY ApoB 43, #7815
HIF AT 1T BE I AT A4S PLTP 35 M7 A= T RE BT As
PERIS AR A 3 2640 il 500 B4 ) PLTP 76 4 4b,
XS SO A i = R A 2 B TR A B A o
YER . PR an ol Ge %A 208w 25 s R T
PLTP, - 55 H X PLTP 5 Blp & B/ Wb A
R A A g [ A
X} PLTP & F 4514 5 DI RE 19 70 T & B, PLTP Xf
ABCAT A 5B IH [ B3 8 256 E ™ ) Oram S5HIF
S PLTP figfgfaE ABCA1 FHAR ik A5 b IE [ 5 37
L, HBLH S PLTP Y 144-163 2 LR B% BB R ik
TR 45K | BEMS 5 ABCAL BRI o BETERE T
FIF R EES . — FR 5 82878 PLTP A48 IE B
O X Sl ) 2 R R i Ay s K P | 4R 2 ) PLTP
Y5 ABCAT $E4 FIRE B %4518 B PLTP
5 ABCAL WA EAE AR AN & AR AT CCVD
AT REAY R SR AL T AT SE A SE AR

8 INESRE

25 B TR PLTP 2R N2 AF7E R RE A8 7 59 AR
R, TR M EEE A, MR AN PLTP 76
PEREALEZ M Blp A1 HDL A9 /R8T, 4l i i) PLTP {5 1k
AERS T-11 Blp W& L, X T PLTP i E 5 RCT
(2 AT A FRR ARESE , (2 PLTP {23 As 9K 2%
JRIVER C AR BI#A . OCF PLTP 16 1, 45 0 2 40
ML PLTP 350k, B RTRFI i AR 5540, 75
SR B A A T 2 OB RIIESE PLTP #E CCVD
TR ) €, DABEOR AR 5: LA PLTP Ay $E A5 (4 4L

TSR 2
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