 SCHALRIR

[XEHS]  1007-3949(2002) 10-05 0454 04

HE[E B i e i B A S5 sh ks PR AL

Mg, K= Fr, KBM FR
(ONKFEBEFFSEBHEREFREMITE, @WIHRAT 610041)

EXt)
1 B

e B BE s, #E&ea; AR

) ik #5 HF A2 AL
fle BB R#EEORIEABRENEMOXBEOR, ROXFERBEOR PO IEZAREAEZ —.

X TIe BB B H#EE O 5 MBI X R BAT S A Fb, IA T TR U T LA RSk A AL AL Ao 05 Bk
WHERLYGREER. SHPERBLEEALANREFEEREHEEKFTH aFARKEARFL
Ft, WAL BB AR R TR 12 A 3 B E AR & & K-F EF REIKGAK, I BBEE 44 2 R A K- T4 E
RN FE RO RRES S HARGHOFAREAN, REAREBEHEE G HRBERLGH 0 EBEaRPFF

H*o

[FEISES] R541.4

RH [ B g #% 12 & A ( cholesteryl ester transfer protein,
CETP) B8 AT 2% A JE & BB A H i =R E m & E R E O
(high density lipoprotein, HDL) F1& #k fE & H B 19 A5 & A (1K
= le R OO AARAR % B2 I AR 1) 2 [R] 28 46k, 11715 1fiL 3% HDL
BT3B S EL R RN SR (14 O /0, 7E 1L 7 B 1) B i o i o O
HIAEF, /213 HDL /K7 (% 32 ZE P 5E Rl 38 2 —, CETP % [F
B IR REREAL A 5 B3R R 2 —1" o X CETP (45 H R Th B
PA K CETP 5 3) ki e B AL B 5% 3R BEAT IR N O BIE9T, H4 O 1)
B 0 JUk S B AL 194 23 T 970 BHLATL Hh1) R 2R 30 Bk 543 R R AL 114
VA B S B AR A

1 BBEEAESEE | A . SRR AT

JAE T e i % 12 B 1 A2 A R 43 F BB O 70~ 74 kDa [ B
IKPEREER (1, B 476 A &UEE IR Tk 6 1 A, s ik 45% s
SR AR R ISR, S5 N 4.6~ 5.4. A CEIP ZE[H {7
T 16421, 203T P i fig AIE ] B Ik SR R B B 2 19, | 16 MO
FHIS ANETHR, £K% 22 kb M cDNA 7 51 H I,
CETP FJAHR 437 i & SN 53 108 Da, {H 446 ) 1f1 2% CETP 7E
e 2 B R 4 ( sodium dodecyl sulfate, SDS) B ¥k # )l S 65
kDa F1 71 kDa P F0AS 8] 40 F 5 ) — 25 VK 9871« 113K CETP
FEHH 341 7 Asp b7 TR 55 40 TR B0 T R B B IR A

[WHSHHA]  2002-01-28 [fEEIHEA] 20020915
[MEHB®A]  FMITH, 9, 1955 F A4, Bl #4, EER L0 4.
TRTEE, A, 1973 SF AR, R B BE O, EERAT - WE AT A Bk B AR, B,
1935 4R AR, WAL b, AR ST .

[ XERFRIRAG] A

%lZJ 5

JIEL [] ez ik % 35 2 11 5 TR 4 F 45 44 FT BPI( bactericidal/ per
meability increasing) 25 AL, B 4 00 A% T R R L 1R )
FI FEME R 23% . % % "5 T 5347 % t, CETP
K12 NEIEBRIEIE, K H 30 B — 555 7 T 1 02 e 4
PR R o o g 28 (AR IR) i i 1 i B T B B A
A . T 5 BPL 45 AR DU DL R 5 % Rt CETP 82
TOREPUR IS5 A4 8, 5 AR CETP &7 2537 & 451 1
P FBEX I, AKX BT — N EREREES%E, O
FKIEE CEAR CETP B A5 FHIME, S ERNEH
e 4 71 . R SERRIR AL 215~ 219,219~ 223,223~ 227 Fl
444~ 450 BT IR A 4 A RALALT g B A 2 KIS R T, 1
FIEFRIR L 225~ 258 LRI &S 5 R4 F— MK 10E
B X, RE¥ CETP 2 F I £ B X USRI K . ¢ K 461
~ 476 F IR TR 5Ly v 1k g 28 A5 1L 3% IR &R A 1A 4 B s BT
XS SRR R B T R — S 3 E N R R 2 L 5 M 0
EEEH . XMEAOSWERELERTRELFEREAR
TG 24 1 To Fe Ak, 381 456 30 HE 51 4T L, 4R U5 (R A R 2K 4 7
P s N KGR 45 AN

1E R K50, FIE R EE RN CETP Rk, B <K
BFF 57 AN A5 JHF 5% 0K 41 e AR o 4 7 R B 1 CETP mRNA, A 1
JFF ARG ML o] 82 CETP & 3 M & A Br. 3 30 bk P9 i
FILIE 18- L4 A th 8 77 25 CETP, 26 W 1 & ~F 1 L 44 g
IR IE CETP 2 5 it 90l A [ B B 1035 B o 78 AR AN 14
H, CETP /K F3% 32 2 5 i 41 21 CETP & R % . PR g iy
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4R 2] BE AR IR RN L2 CETP 1) — AN R ZESRIR

e i M e L T B AKX 6 g5 5 CETP [ 3R 0A, e v] DL F
JE B 7 40 B O IR B B L CETP mRNA & &3 in. CETP
SRR AN RN ZEEEA EEFENEE . R
JR B AR Ak R B B0 CETP 35 . A8 & (I8 M 4F 1 2=k
1) g 7 B TE AR AT 25 B 6 2R (1 1 TR AR @ i (R 3 CETP 5 AR
2 1 6 B 11 1 65 20 (3 0L [ R s 5 s 48 0 - JHF g B X HDL
UKL F AR 7 7K A% B 68 3@ i 2 #F CETP 5 HDL ) &5 & 1 Al
CETP 3G PE 7t . TERE B4 M ik SW872 HSL 38 R W, CETP f
A S A IR AR IR S BB AH 55 . CETP & RS2 4101
P20 A 2 R ML) B i (9 5 d2 AN 2, 5 B0 [ B s 4 AR, 3R
B4R P G 25T 45 55 CETP (36 IAAH AR

2 HEERRRAS I EEMEIRINAE

JIEL ] B % 32 2 (9 ( CETP) g /v 5 H [ B 8 5 H v = Be 7
mEEREASREERED MICEEREAZ R
e, RHRME—CRBALINBEMEA K. ik im
RS, HR R B . CETP 53 —FERKEEA
— e iz A FVIMSE, FL E CETP N § T 50% % g
I¥ei2 . CETPEFEHMEE A A ivh\ & & JH [E B 8 ) HDL, -
HDL; | AH & §F & &K /) 3 B HDL BURL 932 4 o S B 2 4E
FH, TAIX 635 7 AR 1 T B HDL RUKEL A2 4H 0 37t 22 1 3 o (9 JIE [
B AR

R [ P i 2% ds B P9 ) o B D e A I P JIEL [ G ) 2
i A2 o . HDL. CETP. 67 4 i I [A] i it 3 4% 72 |G A0 ) iR
M2 5 T M0 [ B8 30 ) 32 i, BN RE W 008 4 A LB
BRo S5, HDL FAh i 240 Ml 4n i 8 P 52 40 Ji s 21 4 2 fifa A
5k 20 L 55 R L P, 90 25 ) AL T 1 A A0 JE) 4 TR A O 5
HDL AHEE & o 2R ) JIE [ W 45 00 Tl g L ] e 1 ok 0 % il % AL
I [ B i, 7 O 1% i E [ P O R R RS M O AR SR AE T
HDL 50z P JIE [P 7 B 1) 98 B2 S W7 T, HDL J0RE A8 453 J 24,
%8 HDLs « 4KIfT #E CETP 93 F, B & BB & A A vl
HDL " JEE BElE 58 5 SR E B B AR B iR & A Ak
R EERR AP H M =R A . A, IR R E A
AR AR 25 2 A 2 9 o ) L [0 7 T o ot K % 2 I 2R 2 A
JFF I BT P, Bl Tl 80 40 J 40 M, T DL 5k B ) I [

B EEE I/ H AN HDL hoBE 4t ok, v 4% JH I 3% 1E 5K BI
2K (scavenger receptor class BI, SRBI) #5814 Hu MR UK, 5€ A I
[i5] i 308 )32 4 . XIS HDL 215 & & H il =8 ACA HDL,,
1 JFF i Bl fie K g H i = e, {8 HDL, ¥ 78 seH il =8 & &5
I A /N FBORL HDLs, 3 (5] fH [E] A 3 ) 3 f 8 3 . XA A2 %
TS L R JIEL I T 5 998 T IR o T R ek e JE U T B .
5 HDL, {£ CETP MR Bg (11 F A FREBUH SR E B A iv, 5L
NEBE B EA A ivELALBCET B HDL, #EN T — A H [ B
SRR . DL CETP 25 7 22 I 26 (17
fi( high density lipoprotein cholesterol, HDLC) 7K 11/ 75 3F {2
HE 7 HDL Bk 36 By I 284K

3 FEEEEE4S Iz E R SRR EREL

VP& S0 B03R B CETP 5 ¥ 7 w51 B 75 12 3 bk 35 4 5 4L 15
F, TR CETP BAF Huah sk R /B A . CETP 1 fE [
R s N HDL $00RL %% 32 B A (2 20 ik 36 A A0 AF F 1 & 26 2R
F1 B B 25 B Mg 8 A A A 22 B i & 1, A T 34t AR I e
TURR, FF A0 A 25 13 I8 25 1 AR A 25 13 i 2 1 8 ot 3 b (1 AT
T, MAA N RS B A AL /B . B2 CETP 3511
Wi B S0 TR RE AR B 0 R A R PLRE A1,
B CETP 35 ) S M T AN R TE R K & 4 T 5 F &
Az e P ] 2 I R 50 K o R R AL o E V22 B Mk o R B AL BT
BRI i B R bR ) S R R B A E P, #A CETP IS T
L G SR B R AR A I 5 M e L I O RE R R 5K R
2 e LB B RE o PRV 5 5 HDL 7K P T i A 3 ik o A A
A AU T B AR 2%, [RIE i R I N CETP 3& R % .

ERINVF £ CETP FEAZFLR, H b RE 73 #8 A 1ML 2% CETP
TP B A JHDL 7KCF T 78 B Bl Bk s R A £ RUBS: T PR AR 2. X
e As RHR > T A A NBE. U CETP W& 1 14 8 1 M
HIRGT A 3 B mRNA B 33 Bk I T 76 IE % 19 CETP &
i, SRR AL T4 HDLC 7K 7 7 v, A8 30 Jik 06 A 1 44 XU R
PR A K. XFRBERN A FUEAHARIE
WS 0.81%, 7 HDLC> 3. 0 mmol/L fiIAN 4 i iy
5 50%" . BANEHAANBERE LI RAE LR T 15
AT G R, T 5B DA42G KA, f# CETP 43 b HL3E
PEREAG, BT 44 & 7RI A HDL K FIEE LT mailh
M EHERE, KR REFHMEEDRA—RAB P LN
5% , M AE & o g B8 A AR BB ik 1891 o Hog — 2
BRI R ERE L, WIAE T 10 B Q309X £ X R, B &
BN R A LM R SR AN, LR ST
10 BY 4 {7 2 R A8 5 BUR B mRNA 40 B 7 10 Bk A1
CETP 4 PR X v 4 R B&

S—J5 T, WA UE 3% &% CETP A Hi3h ik i RERE AL 1) 1)
A8, HVS T = G Bl bR R AL /B F . CETP BEKE
=8 M HDL; ik 4442 5 HDL, ik, UL A€ HDL, [ %%
R R AR B A ivBATE AT B HDL 3EXN T — K fH
[ B )32 3. X CETP 35 RO BRI 28 FE /I, 8 HDL,
R A HT By HDL A= Fl A9k 2> K 2 188 JIEL [ 23 1) 38 3 140 7 1)
W MRS T 2 R REASEEERA BEEA
H,

RS A R I CETP 3% MR R B0 o IR AR (A IUE FR
FEN BB AEIE AL L CETP 1R % i X FRZALTE 7™ &, B 0 3))
P s e B SO AR AL S e Y R R
FE Ao, HDL 7K “F4E 1. 06~ 1. 55 mmol/L F 5 #4444k
D442G 9375 UL F el 1 5 25001 CETP 6k 2 5 56 bR 3h Jik 946 £ i
A O IS5 ( coronary atherosclerotic heart disease, CHD) & 7 R
6 g FH 7 4R 5%, T HDLC AR B B A 9 CHD &9 JRUBS: )
REZix— AW . 7 5 — I LUK HDLC 7K P Ak oy 5t
FHIWF TR, R BZBEAR CETP 75 1 2 B 800 A, B —
N AR CETP B s Ko E#H. BAEERNE, 5
HDL /K3 AK T CETP 3% 4 1E 5 i A48 Lk, HDL 7K P 8%
{2 CETP &M E & i AMA CHD & R B TR . 78 10
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AT R b, JE ] T 2 R 58 T CHD XU 3 . X IX
FBFH BT TR Y, CETP /KPR CHD 1) &0 2K K
=, $E7R CETP T R VR NI M B 58 $T CHD R4 BB+, ¢
& % HDLC 7KV 8 BRUE 5 (0 8 % 2 '™

JIH [ B2 % 12 28 1 ( CETP) F9 %0 EE 1 F 7= 4 JR IR vl g 5 5%
) gt 2 1 A P F Al RT3 T 9 Tl s L ] e g 2 2 B2 T L ATl
Tty i 2 A IR 22 P S2 A4 S5 B0 R ELAE FR AR o), R AR A B2
BTGB e R CETP B 2GR . — /a1 B ] T A 1) 4k
AN IR B0 BN N 2B ) CETP i 7S R 48 95 410 g %5F HDLC )
PR EAREL, Wi /£ CETP 776 (0 4548 4% HDL A& & Him
=Ea e | A — IR A, 8 HDL th iyl = We it & & 18 b, 7
FH I N i b B2, 280 i 6 HDLC () 36 B A 2 & 34 . 78 1K 1%
BT, CETP 5% 44 g HDL 7K T F) 5% e 7% 35 21 AR [ B2 - 1o =
T 1) 22 4 A1 i B 1) A6 ), R )5 43 B0 SRBI 32 44k i 5 %oF
HDLC FI4EE

4 MBEREFFRZERRERYRE

X 2 T i (R Bl W) B AL (R A 2 R CETP 5 30 ik s+ A
IR T REME R ER. BEEAKIEED BA
CETP I #H RN RIEIEE HFRAMT T, M EREE AR
B2 AR AR R AR A % R RE AR A R R I BE ) E 4 B oy A 2
30% +65% A 5%, AR R A A AT A, ERIFEA
B100 / CETP % %5 [K /I & o ) A J AR % 152 R 2 1 32 Ak TR
KEFKFEE I FAY™Y . 2T 3h kR A &, &)
B ANRIERME CETP % £ IR /N BRU7E w1 A B v B[] e ) ) 2%
A, AR %5 BE A 2R 1 BRI AR ARG 2 2 R A P L [ /B R 2k R
B B IR K BT, Bkl A & = s ik . 1
FEIE % R 26 £ T H HDLC /K1 X B 4H I8 ik . CETP B3R
EH(REEEEO+ EEERED)/mEEREAOLE
ETE, A R 5 X T H 45 4% T AR R IE E

RN E O E B B % E e 8 1 52 M 5 (R 4 il o 1
REEREAORLREVDMERITESZHB /DR, CETP
FEIL R B Kok FERE A B AR B, X R/ BN CETP 2 A f5
B 2 H I e = B IOAE, T o IR e OfORE 2, (R  If 2R
IEL ] P )9 R R, (R TR IE R PR A TR A E
F DRI 5 0N B ) 2 K R A B AL AR . RIS, CETP %% 2 [A] /)
Bt 7 2 e MR MR, 5 U % R A 1 52 A R TR i e /) B
0 TR R R LR S b ol R R AL Y

1 Dahl EBURR S MUERBR P T REE B KENE S
W g IR W CHD AUIRAE 77 3. IEH R & T, XA K R
fer BT E A E A = IR IUGE, CETP % 35 R 1 3 2 ik 5% #¢ 68
AN E . PSR A8 IR 2R 19 B100/ CETP %% % [ /) BRI
P el BN T N o = o i e ) N 7 & R i i
=7,

B E BR324 5 K 55 CUF N DN B8 05 1 CETP
S SURZ A TR i A5 7 v L[] Rl 2R T 5K 4 1) 2 3 ok o e
T A 7 B PR b IE U I R 4 A0 BB A W B ™ .
HIFE AT RS CETP ¥ R Wi 8 (1) CETP #0157 JTT-705 B 6
PR AR

(B — SR A8 TAB RN 4518 . a0 57 B T N [ e e

TR B R K /N B HDLC 7K B FF, 1M 3h fik ot 4 A AL &)
B A O R G A [ I e R i 3 IR /)N BRI CETP
BERE IR /N B A ST I O e SE TR/ R, 3@ i CETP (916 A
87 1fl. 2% o JIEL [ e A AN HLDL FrJ975 ok 484 m B &% JHF I AN HDL 48 5t
JHE B2 B 0. CETP/ #kfig 28 (1 C @k CETP/ Ui % s fH [ i
Tk 42 % s Wl 2 2 IR /N B EL IR S € G O 6 T R [ 7
FLE R Wi L TR /D SRS ok 946 R T A 45 5 B P B AR . g
AR [E BB L R 2 R A S B m a M B IR A I
iE /N B B T CETP S5 IR ) 338, 1 35 28 2 ik £ 1 4k 45
55 X3k > T 419% , R R T 82 SRBI A2 444X & 42 1) 3
TEERR T 2 N E RERS . X FF, CETP [ RIX 4] 1E T P i
JiE PR [ Mt 55 9% % iy 7 &5 R/ B HDL 1) T /g 7t o, (2
T v P e R R D ER R, AT IR T B ik e
FEWEfL . fE CETP/3HEE A C GE AR EAILE /MR,
T CETP FiAffi i 2% HDLC F# M5 & B A ivE] &~ %, HDL
TIORLAR /5, R 57 5 768 3 fik 30 B A P9 0, S T K K 3
TR B HDL /TR (1 T B, T 32 6 /N JURE 1T 6 2 200 A L[]
Ml EBEMREZEY . GHFFREUTERE S S
JiE MLREAT s AR 25 B AR B A 2 s/ B lE B ¢ @/
W, G0 SRR N CETP JE B, g 5|k R [ o A s 25 B IE B
i & 25 R R B - 2 R R A B ) ARG B IR B A IR
31, LA R H il =T MR 25 B i B B e b A5 8 T IR A -
EEREAMEEEREANRS.

FIEN CETP [MER AR (1 C Qs £ i H i = FR (i /b
BRPE o T 07 v I = R DRE 2 AR TR, L B NS R B A B 1
RBHAHEY . Bk Ay W, CETP Fh i R 78 & H i = W8 s
AR A AR ER . 57— R, 7€ CETP R25 5]
AL I DL TF & 75 JF i B 8 M B A 00 A4k, 3 cHD B %
3:[_%12% .

25 L TR, CETP S53 ik B RERE AL I o6 R IUAN 4%, 1R
HRfS A M AR S A A N sB g, HTE
WFICRE IR IR R BRI AR A 22 Fapm e 4 L 2 57, B R A
T TR FEE R LA, B A R AT B, X —
5 T8 AT B S H e (R 3 A AN AT 5 I R, 5 — A T b
W CETP X R E AR 2 A m kS HERE
PR R B 2 [8) (0 5 44 A0 AR R . 5 ok [R) I 4 35 B
CETP fEZh kR (L 0 RAE R S fE i F B 2R A, 2
Bk FE AL R G R EE R 2 — o KT FE R A AR 1K
WF9T K, CETP 2= F ) R K 2 S 8O0 E 1 B, HDL Tt &
T CHD %% % T [, 1B 78 HDL 8K (944, CETP 35 5 11y [
R R A S B &N CHD RFFRAM K. FEREARES
N ZE TR KM 3 HE TR /N OB AL rpr, AN 2 1 S 56 9 L SR
&, CETP ¥ 5 PK ] 58 R 408 X 1 5L A 11 XF 30 Jik k6 £ A 1k
77 A R R, B D T CE e L B T RE BR L 4 v i I
TR IR FERE AL, T 53— 5 T, 7€ & H i = W8 U6, & o B
B IR AR A I I 5B S0 ko R A 7R T
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