BISED CLHS T W20 50 R

SHEK it

X

BRERE" #R

(KEEFIRAEFHHAT, X #E 300162

WE ABB AL R HORBIEREY CI
AHCAEE ALATANRGEHES ClELE,
ZHEFETE 19 FREKR, FEREETE ECIL &+
CIVABRHA—AFEOLARNE EREGQCI2EA
AR AHFHAZTARGOHHFAZAER
BERBEREMBFREARR LT, G AKTTHRE
SR E BB A SRt H IS EE AL 0FL. BB G
MEEAREQSATAESEN AR Hohe ¥+
WIS A LR EQORN. L EHGLY
EMALERIHA S-SR,

X@A  BEEGC AR; AR

HMEHE X3 Clapolipoprotein CD R BRI F A A M

OM ] B fh o by SERE PR E B BT

BEEAXEFLTRBMYE A FEN 6 600
kDa, R @EEAX T B4 THREFEHEEAD
(very low density lipoprotein, VLDL) , F, B #%6; (chy-
lomicron, CM )1 & % B i8 & 4 (high density lipopro-
tein, HDL) BRI RE. BASE D CI di FFREA WA
T, N MFHBEL 8 60 meg/L. LENHREREE
PR Sh ] B4 TE DR B i [ Bt 4 5% #2 8 (lecithin choles-
terol acyltransferase, LCAT) JHHINGE I A58 . &
FTaTFEWFERRN CELRE. LM ENEH X
FRPEE X O HHE. FEE SRR NN Y8
TR T EEOH T LD EFRIBRREE
HCUM R 2R 2 . AU 4Rl #
R e Cl MRS AR R 5.

1 HIEEQ CINEREW
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AN 1984 fEFTRE I ARABE & CI cDNAMLIE,

£4ERIHART AREHDWRIEES ClDNA

FRREEMERSEH T, AFEEH CIcDNA £
& 419 B XT (base pairs, bp), 415 83 T HER
(amino acid) M MBI & B CI B4k, P aE 26 ©
HEBHESKMN 7 M EERYBRAES . RESY
AR H 5 IEHERKEE 40~63 4 bp Z[H,
i 3'3E#FEX B 111 bp A . B cDNA R HP AR
JEEA CIRBKBAEMERBED CIEEFIIM
HEBUNFER-BLHAHERM 57 MEER. BHE
JeE B CI cDNA #5753 83 M EEKRMBIRE H CI
AEES  HRBMAH M EEREE 5 AHE . mh
KE AR R RBIRASE R ClcDNA # 8 1 &
AEY AR SBARBBE s MEER, N 62
MEERMR. BT EIEER CIFEREH{L R E
B SARERBERED AN E SHM. LRITAHEEY
HARE O CLEREH S (55 BOM it UMM E ReR9 IR
K F Bt (propeptide) . #f & 47 26 S & R M5
K. Eﬁu\,’cﬁﬁ IR CT Wmﬁ%ﬂ%’ﬂ%
FROACHS R T M B R AE AT B B AR SF X
Y E B2 AR i T 1 CT Y ShRE BT 7 .
NASRH T CT AN (- 19 45 i e fkic g . 5
A EM E.CIL AN B8 H T E A 4.3 kbp
JEATIBES T A SR AR A 19 B i R L
o — 8K a5 kbp K1Y K B M A K 5K (gene
cluster) , IX YO SE I L R HIAT BB A 4E R Al — 3, &
X RS AN T A HA CN IEE, tib 38
EHE EEM F%‘Ei’i%ﬁﬂ’”ﬁﬁ% R & 13 (ow
density lipoprotein . I.TDT_> 5% {4 33 (37 _
ABBEOERNN ITHFEMTEBEERB CL
RN, - RBASEA CIEH K 4 653 bp,
FHISEEE M 4.5~5.5 kbp; H - RRASEH CI
HE K437 bp. U THIEEHACIER T8 7.5
kbp . B\ B 42 T30 BE 49 1% 3£ H (pseudogene) 213, X
FAEEOARFESIAUNM R FR=1TAF
T. B EAABE -THNETFETEHPERES L
B 20bp B ANEFTHESKRE N Gly-7H
AT REIE O AP AT R KSR 39 i Arg
7 5 5 1~ 2 1) A B AR R S 4 . AR B 3E R AR AR E
CIEHAMEIEHEAC HE Y T 803 0 CT AN
UhEETEER AT SV b R A 5’"%'}‘
Gln-2 M3 T CAG A 4UIR 80 1 CT AP e 987 L i
BT HLEMN TAG. G SO A B &L, {stm &
[ CYREH HE SR — 1 1A 24 D EERMGYS

RRE FREANEERR HXERAEREBEA CI
MRBESCIERE - A HNETEH.AMNEE 9
M5 AWERFY. 8—EBANE-THSTE
K EMBEAR UG —E ), AT RER
HEZ AN FRUEMAY K. T Alu FFE
BEEQCIZREZ.=1THETFH 61% M 662,18
NEBIEHEACIEEEZ. =ZAHAEFH 34%H
62%,Hihg—HEERAILFH Alu F57], 1F MEFH
Alu F3, X8 FFIEZRED CLL.CY EE PR A
(transposition) F] R EE L T B HEIEH .

BIEEG CI EEMEMEUTRIBELT AL LA
I.CI.CIFEZRFNEW, PUAMIBFM=4AN
EFEM. BTN ETFE Y ERDX.FSEK
HMRARRBE TR AETFIEFHERER
PESFAE. XSS TS5 R AH B R B AT AT RE R IR

— AL A AR

AENEEA CLCTRENM Alu EFFH. ol #E
Wi B A & (7 CT B 9 5 AT RE B B AEZY 4 000 T 4E
A R A R - O M BRI SRR A Alu JF 50 BUFE R
Jz —‘-] CIEM & W 2 f, m fE—2E W gl A Ale

BERG,@IEHP Alu BB T Al EEM T
%mﬁ‘i~4“’-~~-ﬁ- R % A AR AR R, iﬁcﬂuﬁﬂ CI
EHM R F TG T R CH W # Alu Fi ik
BRF 3l Frac f 4 i BERE 0L A 36 Alu TR R
MR REEA Cl AERAERFHERETH .Y
fF 3 900600 F4EHT. A 2 f5 HE M Alu 79 F
HERFG—EE LR BTN 7 BAE A
KB EA CI AR,

A0 e T v QX ek Gede ke | (e xU Ok e 71 B0 =be T

Al Al AR TE 1 T D £ B 1L Ao D FE B 6 RG bl 4in

FECET, BCBVARGER 7 24 L% 28 B CALDRLIREF GIN-
TLEDKARE )1 % 35~ 53 {1 % # B (SAKMREWF-
SETFQKVKEKL) A 4 ¢ Hi§ 5 /9 8 132 , 3L 55 1y 2 il oy
PHE o BEHE, XA LA MW RKESETE 6K
TR R SR G IS T L R BLX T B B AE K
kT PR MY S5 R REEVLAR (B4 SDS # R R B
BENE A A I S AL RESE IR TRIE B B (113 200 e
ot RERMECHARAMEHIIBRERA CI Y EHEE
AN ERIHR ST B T — KB 8 PR X RS
B, T LA 5040 352 02 8 AG FR 1 CT Ay S0 ThRE R

165 B X e i b e B ABUIR & (3 CLAL RS
i SLTL P EOR OB BN S WA TR R Bt

e,

2 HEEG ClERANRERRR
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BEEOCIZERFEENMRA . ZALRHE
ﬁﬁ?ﬂﬁﬂﬁﬁﬁ, Northern blotting 4347 B 7~ , FF 4 A,
A& B CI mRNA JE BB R AW, X AT BE R 85 F poly
(ARBTHRBEEFREERKEA—H mRNA, ZE
EEEZARSE Y EREA RSk, EMESR
A o4 15 B 9 2 O 28 270 7R R K W 3 4 (/] K/
BRI E A CI mRNA, X 5HI8EE E WESHAA
FRAMAU. R FATROBEBEES CTREE=1
SEFHEETRES KRR DA, EWA A
THEAHBEEG CI! mRNA (IEE  EFREAR
RGBSR AAE. B IEZREREA CTEHF
7o mRNA P44 B, ABAE R R E R T KIE.

HEBRRERARAFALTFEERZKTE dRREH
HFE5IMXFRTHMEE . ERNARGHBHESST
DRI 0 5 AR FE T R KB R A &
KT HTMERNARFRENERZEL, A TRIBEA
ClEMNSHBEDE AFEFEMAE AR —
o, D3 0 A R 9] AR AZ S R g P I R m T
AR LA KEHAYERIANEIEEG Cl £ 8
o SR IF I3k A SCRRHI A T 78 B2 Bk i B i 41
115 6 i VE S e (L £ NN 21 ) O S s N SR v iR
M2 A 1 CTMERIEE 3 E Rk mRAEH O
E W7 2 Fh 21 290 F A o rr 30050 3 i g o 3 A
EEWER ABIBRA E/CI BRI Rk
REMTHISEA E ZETH 15 kbp W HE X
(hepatic control region,HCR ) JFF| ) A1, AT 40 M #%
W AT X — FF 5 # 47 DNase 2R3 % B HCR X
B E O S O R AR A P R AT A
SEPERY DNase 1 872 5X— X8 4H. HCR X
A THRENS GBS RYEMENE. @it H HCR R
ML REEFREHROE RFNERHNE. W
HEEN DR FRRERIBEQE S&. W —&
MESE HCR 3 #: & KA M AT TIEE.

—RIBIEEHEMBBEEA CI EFRREE
A B B S I /N R SR B8 3R B L X T R [ 7E AT I Y 3R
BERE - EHIRKAE T4 B HCR, T
R4 764 bp K/MYESL A THRIBRS E EHEB
T T 7 18 kbp 4L BERARE H CL B3+ T 9 kbp
KA. FrAa X — KA 2 E /B A &K
TR PR AEE RIS MR X — F BT ¥k s i NS
HA CLEEE/NRA I R FR TG E I CL R A 4%
28 HCR HEfER TRARE N E/CT BHEHER
ANEUR BFAR Y 33K . Simene P R EK B RIS E
F1EFMANEHEA CI 5" 4 & 3 8Fs S NERE Y.

RAEHARRERENAE THUTRIEERD EAR
TREA CIERZ MM X, 5EF — M THEFHER
FEOCIEETHO RS, HEEEFERENEE—
BRHRETH, EMNTTRALTERERS C1EH 3
WMAKF2kbp, ERIEEQEEFABIIFTHS 14
kbp, W4, ERBELE ZEEHTH 1. 7~2. 2 kbp Z[H
HWEBEF TR —HBRHEBRT  AEMRNER
EEFRAARE., IEAZEMRIYHETHERE
HIRED E/CI ZEEAFAARM KL,

FHBBEA CIEFNMBRED CTREAZE
ERFIMBAFIEREFN/ NRFESKFHE
K, HATTER . 20 B S RFHARKAKEERR, ZFH
HIAETAHM TRIERE S CTZEE T#f 2. 3~8.0 kbp
HRE. EREFAARIBESEHRBEQCIEEY
HEFe L MERBED CILRBHEA CYERZEF
B i) e (R /) AR LD A Rk ABUAR & 1 Cl. &
BIEEAE/CIERNMRERZUMM IHALRER
YEX SRR FAE A R AR H 2o E i .

B B e Y R 45 B (R A0 4T 2 & 5 2R TR R AR iR 32
i TR H T CI AN 5" K44y 5.7 kbp {1 # DNA
ARSI/ U e R X AR H9 CT 6
Hib R EA AR AAREE R TS BEHA CT
FIE M RTR T 2 38 ILHET T PO F O B X —
4 3R 7 FOBRLAE 154 bp KB 3 154 bp BT RRAR
AIREAE DN L 1E A — MM 4 B A S 5 L L X
— 154 bp W RCHEL ECRERU/NR IFMEARER B R E G
E/CL i &X — KM M & A E/CI 85 H /D RAF
ARt ErEnEN BEREEMB/DREHN
FEX-HEBFUET 195 ROKHEKRES E.
CIF Cll =4/ #EMFF RREYFEREEH.

DNase 1 {#47139258 IR . fEIX 154 bp 41 A B3R
T 3 KA A Bk E H (ootprints) . — Rl
&~ B M 5 3 1 3 T (tronscriptionally active
motif ) TGACCT . JR (15 F LR MK IR E T
B R[S BRI SR TR 1 . JF 5P DNase 1 B
HILA 8 GCAAACA 7] B B T ¥ R 1& £ Il + HNF5
IR GT 5 .

3 HIEER ClmEHiEk

3.1 HEEOXIPHEEDRRERBEMNER
Soutar % ft 5L & Bl 3G 8L 71 CT £ {& ob o] 3 7%

LCAT, 4 H 8% A5 fE I i B AR L 7 C1 AT i LCAT

FEERR A 10 5. Steyner FEBIIHIELT X —1EH.
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FHARERTESRIBEG ALCIH D ELIBRE,
EEYMNEARE(Q0~300 mg/L) REW M LCAT
HEMZET . BIBEQ CIX LCAT WBEEIKT
REEQALEBRTFREZAD. RKBEFEQCIRS
LCAT EHW WA EdImMER:. H—1EHR
LCAT #EH H _fE N REN PR~ ELZE.
RBUMPRERET RIBES CI X7 M SRR
B B B Bt 2 %% 35 BF (lysolecithin acyltransferase) {& ¥
RIS R T o SR B AR L o Bt AL m B Bk
fg. 4 R ES AL CLE RERMBERMITICH
Wi SRBEAS R BE /R H 0.8 : 250+ 12.5 IR & . /ENEER
EY-MEBREN., HREREX—RDELHE
M SR BE AR B A AL N BB AR B 4 LE R B A T X B
HABEHA CI AEISE D AL F¥EW 70%, v MLERBE AR
b7 B0 1A B W AL 0 KB AH R L . s o B
BERRFI B A LR B ABIR & O REES,.E
MRS mE e EMFEESFIRE T, SEEREA
B 7 72 %% 5 BERTIOIE B, 28 90 K B I MLEEBEAR .
3.2 HIBEACIHEEASANGER
REHEOSCIEAHDL WEBRMBZ — ESS
HDL Z 4G A B H AW SR AN EN — 40
B IRTEAEF S A RRIEMEAEH A ALLCL.C I
C I {43 S0 A7 2048 1 451009 HDL; 5 Ak Bt RS
G ERNRENEE A C FEASE (A HERE HDL Z 1k
W5 — AL A MR AR (DT — R
Weisgraber # SR T RIBEA CL A 2 R
fe®E E E 45 B-VLDL ¢ A 5./, Wi # # 8-VLDL
5 LDL & #8368 A (LLDL receptor related protein.,
LRP)&i &, F& @M E6Z LDL X4 (LDL-R)%
ZF B £T 4 40 I P RE [ R IR 9 9 R, A R I R B S
® Ml LRP. &R 2R RAEE R CL CIREE (A p-
VLDL 5 LRP 945 &, HalEMHER K TFEE. &
JREH CI.CII 5 3-VLDL 8 EF,. 8 18%E [ CI.CII 7]
¥ B-VLDL L RGMBIRES E.AMIHE 3-VLDL
5 LRP M5 & . Sk Clavey SPGB SMEHEIEE
) FICI.CII.CIII 1 E A 044 LDL 2 EH]IEEH B
Mile &AM . NMisEm S & 5 LDL kg &
PR HEHMPREZNEREHES CTMER. &
Brihs e CHAEH AN PSR HE A A ez
BIRE O CLIAT 4% /0 F 100 kg/L 83 5T diid
¥ LDL 5 455 HepG. #MIK Y LDL 52 fk5=  F ]
MG 421 CT 8 2 i 1007 IR A S (v BB 6 B3 38 B 0y
o PR R AU

Swanry FH T REN B LR BR. RBES
CIHZIK B4 1~38.10~57,20~57,30~57,40~
57 BB ¥y LM B-VLDL 44 LRP #1154, R BH
HAGE 1 CLUA H M B XFISEE 5 LRP 9%~
. B4APIHFREMBIEER E % 3-VLDL 5,8
JBEA CLMEB KBS 10~57 RE)WIFEEN T
BRIBED CIm 2/3, HAb/My BRI ZTIEYE (B 40
~57 M5 1~38), AUHG DI EYE BB 20~57 Fi%f
30~57), fERHRE B EHO T, 3% HDLC #ikpkE
i, B4 M3 VLDLC A1 LDLC 30, # 3% hnéy A8 B B
FEXH VLDLC 1 LDLC., #REIEEA CIHEYE
RBHEW N TEE HARRBENNE BN
BRI RE T .

3.3 #HEEAC HERMHNERE

HENREREGRIVERRBETAXRIRED
CI FE(R IR AL B 4 A B 90 K B AR . 48/ IR
BEMENBBEQSENRBED CI EH Mgt
[ A KR BG T 40 B RRBR 5 A AT b R B G i X 6 oL 21
He [ o a3 (] S O 8 8 e 0% R TR BR B 4R R RNA
KFEW L MBIEHA CU/CIL /Gy FIK, 48T
A ERAEHE FT CT A Bk 5 /) B B oS o3 ML [ L 4 . 3X
HEREA E SE/NREZIHMALL.

SANRBRMBHYREIERBARIBE T CI ML
/N S S A S RS I B 4 H v = Bk
FEF N RMEASLEHED CILCUI # LR /MR S
PR ol = W AR g B R R N A L 4 e
PR SR Bl B = e S e o]
{45 VLDL.IDL #1 LDL.VLDL 3 5% &5 E/B .4
FEME 3. 4 % MM EH CI WRIFEE CIL TRS
RIEFEAE REELAS, BREH-BIRIEE
HB4RHEIER .8 VLDL i Hm =B ER LB E
HRE"MHERAERE SR LEREEOBBE
HE . MEREY Cl#EFE/MRM VLDL 454 £-
Sepharose B} 41 it 3% 1 4% % 5 $8 ( glycosaminoglycans
YMBENIER . A . R REFREA Cl 5HM
FHRIREO BIRE A PR R H X, A B M 3K
BRHEENBASHEEAQEESE M=K
VLDL Ml % & B B4y IDL . LDL K88 &0,

3.4 HEEEQ Cl XMBAEEEa BT

BARE O CL 7 (& Py A {& had o 40 ) 8% S B AL
(phospholipase A,) ¥y 7 ¥ B L 3 40 34 248 Mo 1 R i I
I sE e KE. CRERIRARKES Cl 5BAK
PyFIEEE 10 mun A A7 LI B ISR R BB =HF
Bp SR [ 08 A I AR L ARt S B AR MR BE A OC . 5004
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B G YR e ¥ BE Y 0. 2 mol/L DPPC, R ERE
B CIU TR e &N T RELMAER. ERR
9 A L 4 B (HL-60) AR A CI MR B A
VBB SR, X— EYEE R ERE
FRHE., BEBBREA CINRUMNRIEESER—
LR R AN H S R A5 SR BEIREE A2 Y
e, AL RISE G CI £ =k A BEAR A9 AU
FEBREEEER.
3.5 HIEFS CIHMENEABIRERPERD

£ 0 i 3% % LDL & #8 £ 1L 45 79 5% 40 M (endothe-
lial cell, EC), i HDL HiE# EC $13%5X fiif ., %4
M EC ¥ EF A LDL 5, WE DI 41 H 48 . A
- RIS BRI I F T IR BB AR SR O,
HESEmMA HDL st 8 8 & 8 CL. I LDIL (MHiF EH
B EC FE A SR MRS I . 8 HDL iy R
REE Cl e RERY EC HEM.
3.6 HIEEQ CINETINEE

Mk (41 746GE HDL i 85 & A CILAT /I C I
n AR A W R W HL K CHDL i
IV AS B0 R T RELIST L M B G TR I BV b S Se A B0 . i
WEBIRHEOEA X —EWiEE {1 HDL M8 & O
CI Af S R RIS KRR ER . &
1T RE A B AT 45 5k HDL <34, my B AR 2 b o] il 3%
1 HDL ¥ H8 @ X e 25 7k HDL B s & 5 CI
2 BB 3R R W RE AN TR A L RS AT Y
s,

4 HFEEH Cl 5SEFMXER

4.1 50nERRESEEOMENXR

XU SCEVIE A I T TR A st R R 3 Bk
W RERE AL % U SR (coronary heart disease, CHD) BB #
MFEEREACIMER BERAEER S CHD 4
Z A BERE [ CIKFH BHFER . BRI KL
BE AR 72 HIREREEEREGCIMCI KT
B PEAR, WX 28 AR T AT A B B RM
TREs A,

WA -Fist i MAEE L S R R KRR HO
MmAESEARE S CT AL JE 31 X Hpal P44/ 1)
(TR FRBO S E6 317 bp TR LR,
Smit S T Hpal B3 B K K9 2 B ¥ (re-
stricted fragment length polymorphism. RFLP) X5 I
A B T LAE BB ARG

BE o VO S B A A AR AR E ) CT KPR

igﬁhs]w
4.2 SRERABXH

Sarfarazi FUH BIREACIEANARE R
Py 2k B (CYP2A) 1 L3R EL#£ & 5F & R (myotonic
dystrophy , MDY WA CEEH , X BB ST EH 4.
RAXW A REEREEES .CYP2A ZREEMTF
F L MD, CYP2A f— AT AR MM £ L thidR
‘B8 MD f#isE R C2/C1/E £RE.

L AE X E EYEF R (alzhetmers disease, AD) 5
REBEAEXANMARNINEHEMANRIZ
—., CUEEHREL « FUEFREEZHARANER
HE.RREDE SHBEHEACLCI ZEMENEF
MERR - REE AL TR 19 TRAKHKE.
fE—seem NIRE L% X —HEEN L EER A
MEMFHESES AD MR M, AR BRE
HACTERMAFABBERDE XN CA—F. 955
R AD FCHEIEED C 1 EE LA 55X AD I3
AHENT, HIEw A R RE R AD 58EE A CI,
E SR s AE St it ar L RIF AT G . S ATk 48 ST LA
# (haplotype frequences) % H#FHIBEH E/CI 1 5¢
HREMAD X RERFTHIEED E S8IEHO
CY L7 MM R TR (P<<0.01)., BRBIREA
E BN 43 CL LN Ay A0 506 R Bt s e A7
8 AD Ml HF o FERSITREHEAQ E/CI
{78050 3 5 H A A #F T 54, 8 XA BLERL AD 26,

M EEA AD K. EAB - EIREA CT 4
[ - BB 4 O 5 AD R B9 X AT BRI b 45 %000
BESTFEEXNHAQILD BUTRIBED « 2
WK ADRAPA M. BIREE o FOHEE SR
MeESE CIMEMEa 28R FEH. Nk, X 2%
HEAER AD RRMEREE.

GEmR BREQCI A FEYFERREL Y F
g R EYEER WA B MARER A A YA
FEOFAE AR B R HOR R R IR UL L FE AR & A AR
ABRPEAMEREMES R wEaa R £
MMEXRE T T WAL, MEHE > 58
THEERE RN BRI E H CL 4 B 208 & 8 A FT
i,

EEXH

1 Knott T]. Robertson LM, Priestly LM. et al. Charae-
terization of mRNAs encoding the precusor for human
apolipoprotein Cl. Nuel Acid Resy 1984, 12: 3 909 ~

915.
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