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HE ARBERLTERABEQRFT . HHEY
AEDEABAGE S, TASRKELALHRBY
RAGR AR, AEEOLAGRA IR BRRET
WAL, AXHBEMEGERNES ALK
BEGC I BMES Q. EANEHEEY AT
AREGLKEARILLGARLHNBRAE—N B,

X idia) MES; HAB; O£

REAR—MESHR, O RENEL R, 2%
HEHEMMERRR. FEHBEARRL - AEIER
KKK D& E F BB E B (high density lipoprotein,
HDL) . & % £ I8 & 8 (low density lipoprotein,LDL).
o |5 #F B AR & 3 (intermediate density lipoprotein,
IDL) . #% 1K % J¥£ i8 & B (very low density lipoprotein,
VLDL)FIHBEfOR . ShBk SRR K IR E KT
WAL RS, SMAEMEARHEARVERE
Bk A 17 W8 & 512 % E H Uipoprotein transport
proteins) , B iF R AE E A .l E B i T & A Ulipopro-
tein-processing proteins) FB EH & (). IREH
iZ ¥ 2 & (lipoprotein transport genes) B ) 2 ¥ B F
HERFHD, MAXMNEKEHNGIYERBREASHE
B i Fx AR U R R ER AW BRI T KRBT
K OBTEEMRRE.
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EBEOZWEEI N XK. —XEULTFREH
11¢*,F AL.C-Efl1 A-X1, C- I EF 5HM -~ fHEE
BFAEMR . AT C- X EBEFMIMG PR RE, T
C-VEFEMNEMIFERE, A-IMC-IHFRAEX
(liver control regions) HIEM T HERM YW, M C-X
MA-VZAMKEEEXBERENGPRIX B
ERBEEHEETMTREHL 199", H E.C-1H C-
VAR EEERER—FH,EC-1MCITERZ
EE—BREEF, ERA=HEEFTEEAFREPRE.E
C-IEEAC- 1 REFEZ MM —B 150 bp KA ik
ERAFERREFLEFE D ELEREE MR, 9
WT A-1.C-1.C-Ifl V& /MBI TT 4 (intestional
control element)fl E.C-A.C- I # FFif 3 5T % (iver

control element),
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BE: #EEoXARRARRREEH.
ek 11 FEERWWOUTFHBEIBES A-LH C-
TEEMEY. 5 REAIXRR, EEEALC-TH A-
VIENBhRE, Rfalk 199, E.C-TMC- 1 XEERF
BRAMEELET C-ILA C-IEERC-TIYZH.

2 HYRBEQEREBANMR

HI8EQ E 5 LDL A3 BEBOR 2 ik fy Mo ik , 223
BROLFEEAERN FEREEER. BMAAHE R
H 5" ¥R (B Z P FE T /MR, AR E AR,
MEZAATLTREHEHEWCY., BERHEAR
(metallothionein) B8 FERE R EE,. B4 &
(Zn**) % 5, E ¥ in 4 £%, VLDL # LDL 8 BBAE,
VLDL #1 LDL #BR#E N 7 &, xR BESFHRE
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BRI A ZHUFREBREARN TR
BUMEHDY, RN ATEEFE N REIBHRE
ERMEEMEESFET., RS FEERMEN
HAERE DA EXLARANAERENE. PlE
BRPEEYHEEEOR Clastase) ) IE I EEEM I3
T KRN EEXHNSREEA Crysallin) # H
MRIF. HENNDBREREHTZEIFU—FBE
LHHEE T ARER, ERETRS . RAEEWHA
FYMARNEHBIH T . ATEARFRERER
AP, Hib, EHEEEA EREEARP BH
ERRESERERE . ERHELYEIT.
EFREZXSHER-NMEFTERNEYFELRE,
HPREATRBSEENEFELEERIEE AR S HTH
RORAHEEHPIRETREEXREASHEAREHE X
R —REAMERNEDNESITHER. £5%
P B EENENRERE— A RGNS
REFRTH . HEEPERERS TRE. ARKTE
AMBE K TR E i E—E, R TN ZEE
(FREXOLEOF ] (AW A fa 45 &7 o
F.REI RGNS FR. B EGAL 2
ZEEAXFEEHNE R, AXFEEE/DBETEEE
KPEELIHEREE ZAEMART TR MR L
FHWHEEETABRWTHR EE W RER . Si-
monet £ A BEFAXFGYUAET EEM XL
i, i1 12 650 bp B 5'WFH B UFHTE
ERMBRAXHEESEMCIAFEEMNN . K
FE B 7R E B O B Bk R R R YR F
BEREMHFEN . i EN HERERFPFREETE
WAERATHE FRER BKE YN 2 kb, L THS
EHERSHFTHY8kb.CIEBINFTFBFOkbIF 2
kb (A EAEREAN ABEES E EXFMERKEA .
EEEFIREE BREREZHRK ESWREHFAR
BEEHECHER MEKFH 4~5 HHEMEF.
A k2 /D B (knockout mice) F i E#H R HE G A
B A5 DU 2 iE . R Bl A B B K AR B
B(4.34~4.95g * L, HFAEB/NEEA 0. 60~0.
g L XREATLEKRBHIEEDE ZHENEH
BRAEBELERIHZRATN. AW . SEEA
ERENMBEEZTENEEEREN TR EEHRENEE
B BT —FERUIER X E A BEE a0 5 5 i
ABRKAEH HOABER K FRAEETE 18.0g -
LY HEINT AR LR SIGEEEL X
EREPRSHEER, TR ENSRBREEL.
— HE LA KRR ANF, 8 4~ B B IR B bk e

EFReEE. XELERHEN. RMEEikshy, i
RAAREEREASHIYRERILNEN. 2R A
EMNAZMAMAREES ERERLE+PE S HE
MHEED. YXEREARESNN, MRAA—
AR EENMGEREL. ERTLBERR.OW
REM XX EHELE HARIEED EERE/DRL R
RERESIAN M EERARNB UEELRER

- BEE A E SR R IR AR R 51 A A E A Y

REENERFTH S A MAKE R EELEY S
EMHEEKEEARYRPFER;QUBEEAELR
BABEEEADRXE REXHREBRAET KT
I 3% REL G R, (B30 S K AR Sh KSR FE BB AL ) TRk f7 3
BT RS T R A OR L B RER.

HHEEH E-leiden fl E(cys-142) 5 A I RIGfEE
H M 4E B £ /£ 1% (dominant transmission) % 3. Fazia
HUIBY THABREEA E-leiden MEAEEH E(oys-
4D ERPERBAFEE Bl ZHREERP, AREE
HEEAENFETEE MAEHBREERE £
EEETHE MBEPHEREAARE PR EER
BEBEMKME. XHRAMYEL BEMNTHRERE
EZR AE U VR =N BRI B Fe -4 ol Ko
ESN
3 EHIEEQ A-TER/NR

A-1 WAL HDL B H 70% . TEF 2B /N EATK R
FoA- 1 B RIA fE i FE ¢ 3 n HDL A (3 K2 Bg 19 K
P, X5 AR RE R~ HDL B EREK
FEHAIRBEMHX. FARRBIRKEBRHEHA AT
H/MEL, M+ HDL JHE R EE AN A-l K P8R . £ 8
AR w218 hn HDL REEREER AN A-1 ¥5EHE, T
% A-1 mRNA 7K F & 3% im: #8 &, probucol f& & 2>
HDL A E B A-1 KF, HDL JH & B¥ A5 A4 5 2 % 3
bofE A-1 FHE# BT R, B A-1 mRNA KF %
ft. HI AT KB TREERREHTH.

O'Connell S HH#HERFMHRTHEEA A-1
MBAIEELO C- L PUHREE. IE R 5 kb THRE
FEAAIHFERS 250bp FEMATIEEA A-1 &
B § AR bS5 B AT AT B %5 mRNA AR
EABRSHBMEHEBRIEEAA-IHNC- IR
B HEEH A1 B3F-300bp EHEEEAC-1BH
F LdF-2. 4 kb)Y IEN/DRA/NE=E A-TF C-T mR-
NAEHEAARENHREMESUTHEEAC T
BEF TR 2.4kb;7E 1.4 F 2.3 kb WBBEAC-X
BEIFZEA 1 kb KRB AR EHEES A-TMC-I
ENARENES,
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AEAHBEEAAINEZERLE S KA
0% BHEEQ A IRAVTIERMN, B {EEERE
HERERER FERYLEKF HOL TER2HE N
HZ2H10.2 nm PR AR TEEEBLH 11. 4.
10. 2 f1 8. 7 nm = Ff547 2B A% . 43 515 A HDL, . HDL.
#1 HDL; #4755 41K A CPH]-BE B B T s s fa 01
I-HEEA Al BiTHRAERTIR AU RAST
EEFEVESIN HDL AR E R 0952 HEEER Al
— R £ Xt HDL Bk KN RS E A Zm' ),

Heyek ' ¥ 8 A BB E O A1 EH A R
(HuAlITg) 5 % A JE [E B2 85 %512 F A (cholesterol ester
transfer protein, CETP) % [} 7/ Bl (HuCETPTg) #+ %
3 %) — i & & (HuAICETPTg)), fE &t é¥ af ,HDL fH[H
REES ) 40% ;45 HuAICETPTg #h 85 . FI°H JRE R
#7310 HDL X ¥ :HuCETPTg Bt HuAITg Bl# HDL
HE R B & B R bk [ Bt AT & CETP 5 HDL B45 &
WM., REAITREFEIREZBRL, FRAKE
HDL JH & RIEEK T FRES!, % A-1 EE MR A-1 &EE
PAERERMEIEFN T IRAREGY TR HDL 8
EREEEH Al K FEMBHR. BT AL BRI RS
HEHTR.

AMIERE, SHEEBEAA- 1A IYETE
EEHSHAEREAA-IARS A-1 ¥y HDL ARF
PR, I TIEAX S A REMBEAYN HDL
kR EEA L EPRER GBI HERHTR.
B ANBHEIBED A-TF A-LI/A- T BfPR, 4
S & FX W 4R B 4 1L 7 B HDL ks A1 3E HDL §ix
MEEE R A BEAHA HERDR™EN AL K AI/A-1
P f HDL SR P EIEEHMHERAR, %R HDL 4
BRARE ., BRSBTS A1 XA A- TS
EHRASAILREA- I WREAWMEEE /N
TR R, A T ARSI HEEERGENE
EEHAHPER.F A-VA- L HABRBERIEL
SRR EA N BRI & AL/NERY 15 fF.8W
AL A- L WEEEAER LB KB EL
MEELTHETA- I NEA- INEEARENRE
i OF AR

HIEEA A- | HEEROHERE B THEES
A-1 R+ HDL W FEHEBO M EWIXEL e
Be-PRE MM X SR . ER M HERERPHEES
A-1 fHDL REZE#HH . HKE A A-1f1 HDL 8K
5L 2 AR L, B, R AR EE Y
TEEEEHAEEMN T RE M.

4 HCIERDNMR

MEFELTILHHEC- T HE/REER, A C-
R NERGE, /MRILE + C- K Hin 30%~40%.
HHM=FEMm &L, HEEEOIER . VLDL SR8
EHFKXVLIDL W EEHWMIE BFEEART X
LB C- L3I0, E B/ 85 B A5 T Ee 8 . AR b2 AR
WER:VLDL @ #EE TR, BE AT HE=
BRlfE(L R IEK T VLDL {Riftet |, ERERFE
R C-IREENRI AR H M= L ER
MEy R,
5 EHEZQ@OERN

FEEA@BE—MRSFHREL TURASZ
GRS ES B-lo0 EMESERIEEA (.
Kratzin % & 1 A #8055 & A M £ 48 & 2 B F JH (plas-
minogen, PGV E E MR 0 F & H DNA 2 s L.
JE Marry HFGELARKBER () EEM PG XX
HEFHEe SR -2 K. BEES @MW
BRLEREOBHEE WX kringle BEH X
(Kringle-like domains) fI K 5. INEIHFRELER
JBE A (), A# 17 Kringle N Kringler-f 418 E&
HEX KRS transferrin B3I FER FAPREER.
BREA@ONEFPRE. HEBEEHG@IEES
.4+ (lipoprotein-free fraction) " # AR B 1 () FEhfk
WHELEEMXALREN REEEA @OEE /N
BB I RPpE LN EFEER X,
6 RIBEBREREZEQEERNR

Rehnborg % T 1964 FHRXMBE MK KT A Z H
177 % JB 1] B B (cholesterol ester, CED B I 4.
Zilversmit F 1975 FHERAMME A —FAFrEZE
HigHmEAEERZEYCE M =B MR
¥z HEE R EIZE A CETP), /RIS Pt
Z CETP #&E#:. ¥ A CETP 4% B (minigene) 5 B &
BEEL I B FEE #AREMRFHELA CETP
W AR B fE ¥ n, HDL fEE R EE A A-1 4
BIRE 35%~24% . ¥ 5 A CETP £E /MRS58 A A-
P RE PR TRESLMEANAIERNLE R
M. #4587 & HDL BB EREEA AT KYEET
RE'1, B CETP if # %A fE W/ HDL FH 5 A ER Y 7k
e

CETP M AER, KB ABLKE. . £/
4% CETP [G¥: M. W% . M A RE ® & CETP,
Eik. A A% CETP DNA 5 M EBHREAR
HFEE NS CETP £ K FEEHM A
CETP /&5 HDL HERBM A- I K FR2HERM
*%. biR% CETP £ H/NEAEBIAL 4 R B B (1 5%
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iz A BB R (L T R RE R % 42
7 ¥ LDL 24EA/NMR

REEBEAZERMTFHRBERT. UL MEEM
HEFEOBMESRmENRYS S AXBEEABN
EEBMERHN AFEEAHR. HALDL &4
E cDNA 5/ BEBHEA I BN TEESABEREE
R BIESRAESS, R LDL B3 BAR 8~10
f,HM¥$ LDL 4R B M E TR o0%L LM,
HABAY LDL 4% H 5 transferrin B Fi%1E .5
FE /NS P LDL Z 4K PR, B eisf s EE
B2 W2 5% 5% 2 K BL. 3F R )% o IDL = LDL K %, VLDL
AKERARERM. TN BANMR=ZAIREGLSH
¥,

8  HAFEEE

HERNRHHARTEDT O BREE—B
R R RES BRI EERANE—#
H:@% % DNA HAMEHBERESH AL RRKSR,
T Geat IE % B 7E FahyLiEpy AR 5 ; @ % DNA
HAMEBIEBT - TRINZEY LERBVF @
SOEYPEFHFEANELHZEF O FRERY
. EHREEEOXFNES THEE D LR AR
WRERXHMNEEFEARDF. ST B LR
Ay T VB TE 72 0 047, 20 38 BB 3R U 4 O kL (R
DNA EHMHBRMA EEFENBIATEEER
B FEBELMEERERNER SREMREAK
FE XESEEWERGTFONE.

1979 FHREIMNEREE T AN BRI R T %,
HEAECBEIN KB EELNTR . BL T KEN
HEREQEFMHYER BRI IRITR A
BRETHNER. S AREYWE.—1 DNA HBH
ARSI REEAE BN S RERANY. TREE
HEWRE REXFAERERD. BTHIEENE
WAL R R ATHE SR A 5 4 Bk th
REBEEMHME,
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