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BE ®EEREAMHDLEYERE - MHZABEAMRIEAS SR AR, EEEA A- 1 (apoA- )2 HDL i
FHEMGEMAIBEER A, C Rk OB MR B WS M (LCAT),  3HR apoA- [ 2 B Widn iy ih =R IR &5 & iz
& AL(ABCAL) AT (P IH Bt i i 32 4. Ak, apoA- 1 78 HDL K JiH [ BEAC M P /E B 22, BT 7 HDL £
FIPUB KRR AE AL FEYE. A SC 3 Bt HDL AEW) & 1) apoA- T e VE I ME— 45k, DA #8718 HDL A4 QI AL B (T
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XER BREA AT, mEEREA, MERR, SRR

FHRSES R363

KEFAT AR GERLE ], =8 R e
(high density lipoprotein, HDL)JIH [ /i /K - &5 5k L
I3 25 ) ik ol RE T4k (atherosclerosis,  As) 297 1) &
R R, BT As 1AL R R
HDL 1 g JIH [ B A4 J& [ 20 2R 32 21 Dk LAIH
PR 1 SCHEME, X — b FR AR 2 Ok IR 30 ) i
(reverse cholesterol transport, RCT). HDL i i {i¢
BE RCT W] AL 2 Jhk 5 I [ e 75 1) 28 Rl 2D, 3K
HDL L M8 O VR I =L Bk4h, HDL &
NS GBSl G 2 ) T BN 1 2 AN 7116 N 71 111 o
RS Dhfie REEDT As 1EHIE.

B HDOL S 8URE A B, JE [ I
SRR, EE RN S . A HDL
& AR Z MR A RS, 21
MM 2R RE, JF5 HDL 0 I (4 Th fig 4
PIRHOG. ZREE A A- T (apoA- I )i HDL fiikiH 5
FEMBIREN, 05 apoA- T /& E W4 it i —
il 2 JIt FF 45 45 & 38 18 AL1(ATP-binding cassette
transporter AL, ABCAL) It A 3 ¥ JIH [#] g it 8 (1) 3
TR AAE, ARk HDL F2EM & 1 ) apoA- T 7
P ERAE 20k, DAY 75 HDL (AR AL
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BKJE HDL AR, 28— chi IR A e A H
MEERAL R IR AKRZ. b ARIEHERRFE, S
JEE A6 B2 550 nF HDL 43 oA HDL, (%% F Vi [ 1.063~
1.125 g/ml). HDL (3 &3 1.125~ 1.210 g/ml) Al
R F1(VHDL, #JE5sH] 1.210~ 1.250 g/ml).
c. WP &G E A MAIRE, HDL o] 43 F A&
apoA- 1 ] HDL & [F] It 5 apoA- T A1 apoA- 1T 1]
HDL. d. H A A oM d s AN ), 3 e )
HL YK HDL %3 & o-HDL #17T B-HDL (preg-HDL).
a-HDL AU K, 45 HDLsww HDLs. HDLa
HDL,, 11 HDLy,, %2 55 40 JIH [ B2 (W ER AL . 212
SR K pre-HDL AR/, L4 prel-HDL
F prep2-HDL, =225 4 ff JJH [ B i o tH .

2 HDL BIEHEMS apoA- 1

2.1 HDL BIEYIERK

HDL AW o — AN 2 B B 1 i ot
HAZ SRS, s —2 e RN
ik apoA- T (K 1). 4310 apoA- T 5 ABCAL 7~
AL DR EAR ELAE R, 3 250 M A Bt R I ] - 1)
736 apoA- T . fE1L1Y apoA- [ B AL Ny & &
Ve A L ] T P [E30 PR, ot B ORI - IR et 1
6 % I (lecithin/cholesterol acyltransferase, LCAT)
fHE AT 25 JIH B BE R AL, AT HDL B0k M 5 SR e AR
M ERIE HDLE, WF57 & B, apoA- I . ABCAL Al
LCAT #f 3 B 58 A8 2% 3 7] B 1l 2 apoA- T 1) HDL
WA T, XUl AE HDL A9 & e #Eh
apoA- [ . ABCAL Rl LCAT I AH .4 il -3 & %

(K 1). i@

ERE HDL

‘i%«m LCAT
Z s

771 apoA- 1

\_/ B4R HDL
%o

B MRt apoA- 1
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ABCAIL Qw
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Fig. 1 Pathway of the biogenesis of HDL
containing apoA- I
E1 & apoA-l HEEEREREYEHERETER
HDL: my# e apoA-T: #Jli&EH A-1: ABCAL: =%
R IRFF & A Sk is ik ALy LCAT: BUBEAG - IE [ AL HE A5 .

2.2 apoA- I HIZE#

apoA- [ /& HDL e FE Mg, 4
5 HDL 2 (A s B 70%, JLF BT 4T () HDL ki
HATHE S AT apoA- 1 8. apoA- T =% I HEAT/ N
B i, T EEE TR A N S AR AR
YEF, WMt LCAT JHIR T HDL 1) 2 Fh sl ik e it
BEALIE . AT apoA- T Hi 243 AN LR bk ik
e, RR—ZIKEE, T EN 283 ku, 4
THEL 8 AN 22 AN ZIE R IR IL A K I PSR M o
WRE LS R, RIS IR, O] 5 KRB AR B4R
M. 4h, apoA- T I EA 2 AN 11 DN SRRk 5
YR G P HIE.
2.3 apoA-1 5 ABCA1 E+#HE/EA* HDL £ 47
BRI

ABCAL J& ABC ¥z k5, (e, Evg4l
M e LA 2 ARGz RIE, e R R
It PR e g R 1) JE AR AR apoA- T s A
FEER 19 tHEo . O 4, apoA- T /& HDL # E
BWEMGEN, SOREEARE LR, ABCAL
Al 5 apoA- [ JE S E A9, B4+ ABCAL
5 apoA- [ fE# B/ NYAM EAEH, Stk HEA
i It % A AT P 43 A D03,

apoA- T & 4¢ 5% i H 5 ABCAL #¢ Bt DL K&
ABCAL A~ 5 I JH [ WA R It Y, X R AR 4y
FEGAFEAR Il 2R . FRFEA i il 2R LA B e 5 R o MR
FEOR v U e R0 BESUR I, apoA- T &K
Uity i AR SR AR AN W A= T ABCAL A5 0 JIH [ i
WEAR IO, (HIELE C ¥ 220~ 231 SR I Bk
W25 A B A 78 ABCAL A3 110 REL ] 1 028 A 1) 38 1
WD, TR I K S 232~ 243 [X I [ e 2 58 A% | AN
SR 04, R B R R g AR R R g U B 2, L
ABCAL 5 19 JIEL 3] P R0 88 g P03 s AN kg B A 7R 1
80%U9. A% ) apoA- [ X ABCAL 1 #t i) Jig Ji it
HEH 5 ix e 92 AR JR ABCAL H kIS i B A
%, [AHE, apoA- T 5 ABCAL 148 1Bk b HH [ B 7
A AT BA g ABCAL AT s, 2 B3l T
ABCAL RN G 5B A/ apoA- T 7= AAZEE,
JL T R A R TR A ) R BEUD. {H )& ABCAL
[W590S] 5848 J&e — Mol 4, 5 EF A7 ABCAL AL,
[W590S] 5845 n] fii ABCAL 5 apoA- 1 [AZIEE R,
EATY BAAR LA AR ] gt RO HDL T J T i e,
KLk, ABCAL 1 58 48 ml g LA A 7 L2 T
ABCAL £ 45 apoA- [ 7 s IR BE, AT A7 24 BH
1E B B H 0.
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RNIF ST KB, Tangier % &% ABCAL K%
S8R 55 F A P A HDL ZKSEAH DG, AR JH [ B i
H D RESZ B0, RS [F R 2 BT B 3T
& JHURL A S5 (1) g DU RRES. ABCAL (14l & 1k
RO T HORDAGER K o-HDL TR, % 11 1 ik
pre-g FHILA /N HDL Jiki™.  Fotakis SR 5k
L, apoA- 1 ) 218~ 222 i 7K M 4% 3 1 28 16 Ak 3K
apoA- I /ABCAL IAHHAER, fErRE kB pre-B 1
B A B, S B o-HDL SORLIG = 42, R S
il 3K apoA- T Al HDL 7K1 FE1IK.

A ABCAL ] — 26548 v I 48 ABCAL T fig,
Ham As 1) Sy . WERURIL, PR E AR
ABCAL J [R5 1 1) 2 ik 1 5 460 184 Jom e of 4400 B
i AU, FRAR R AR A7 2R, (R HLHITIAS B 0,
Bl ABCAL D] () 2R3 mI 350l 2% v J JIEL ] I 7K ST B
&, MEAEAFAZ RN, SR I A S il
KRB, XIS FEFE R ILT Tangier Jii 5 25,
AL, ABCAL Gl B /I Bl JIH [ i g 3k B 34 i, X
AT G A T i I B AR — B . A RTER 2R
8L, JC HDL M 2R il 25 I E R e AH G, M
JEF i ABCAL LRSS, /N A L%
HDL MA77E. /MR ABCAL JERI 2, L
JHFIE HDL 17 A 24 B AR /N UG 700629, R
& WiE A HDL BIG s A/E FH R 30%,  fH >4 JH ik
ANZRIE ABCAL B, /N UK EL3 H HDL [k 12
T, XFIIGIE A HDL & %5 W A I
. Bk, /N BIEA R IE ABCAL, I A R
apOA- T bR 3 H JIF [3] Pt () oA B2, JFF R S P B
AR ABCAL FE PR B /N B I HDL 1 43 i A Ui
FHE BRI B 5 G o i 2258 i, ABCAL ikt
BN BRAA Y, MK apoA- T 43k ok prep-HDL A
BEJER, R 28 B TP o) .

2.4 apoA-1 5 LCAT B#E/EAX HDL =¥ &
gy

LCAT & —Fp 416 MK MIMK E T, +
BELE PG ORI 3, DA BBl 5 Tl 1 &5 S IR TR
SAFAE Pl A i 27wk i A VR R 1 i 120,
LCAT £ 2 HDL, 4% 51 2 37 28 #IR ml /)
BRJ¥ HDL,. LCAT %55 HDL 45478, 7F HDL
FURE 2 TR V7% R AR = O RS A6 AE T, 60 VLDL AN
LDL fRORL LA EAE Y. LCAT 5[5 St IR Fiak
J¥ HDL AHEAEH, JLAE 2% HDL (1) 5pkig C2
AN G I R e A 240 B ML T, A4 b 0 1 G 6
JIE RO E [ B2 S, apoA- [ 76 i G b fEH®. £

K apoA- 1 &tk LCAT WML, W g5 R130 A
K133 SR AL AL AePE RIS T I T8 % P ) F AR A G,
X A B IR 7 PR R B A e 1 R TR A 1Y
JIEL [ T LAY 1 S22 1) LCAT & ALA7 3T, LCAT
03 P A A7 25T LA MR T T T e 3 12 281,

LCAT Az — MR I A X5tk LCAT ks Fi a1
IR P Rh S AL, KR PE LCAT BB (familial LCAT
deficiency, FLD)LL LCAT 4% 2k J: fig 1k HDL FlI
LDL r JJH [ RE e 7, B AR HDL 76 i ¢
FERUNFFAE™. 4R % (fish eye disease, FED)/& LA
LCAT 484X 2k 2 gk, HDL v JIH [ 1% 1) BE 1 0 45
fiIE. IX PRI IR 3L W R AE A (R HDL K7 R JE A
prep-HDL Fl a4-HDL fCRi. LCAT i 2Kk i % 1.
P AEAE KRB A/ o-HDL 30k, LCAT B /s il
1fin 2% %k prep-HDL Al o4-HDL k™. R 95
B e R N LCAT I 5, i 3¢ 7= 4 K
a-HDL B ki, 1 % JA 58 48 LCAT & K ) = 4=
prep-HDL, 1B /NERL ads o3 Fl a2-HDL ¥
Ff =R, XU R A fE Y LCAT B b 25 IH [
BT REAH DG, BD LCAT Bgft HDL 2 T i3 25 fH
Ii] 2 V2 F JIE [ P, A8 N HDL 1A% 0, AN
fif HOL SOk AR SE KB, 38 [ LCAT 284 1R A&
TR I3 (2 32 I 40 0 ABCAL A5 f1 JIH [ 37 o
e Sy Maag, T{E ¥t ABCGL fil SR-B I 45 JIH [
ML BE D T PR AR, IX e AR {5 3 4% A 1 LCAT
AR L3 Y preB-HDL 14 0 Al o-HDL 5 KL 11
W//[\[sl].

ItAh, apoA- I 54k LCAT [Ifig i nl #l it 45
1k (myeloperoxidase, MPO)#II], MPO & i a]
PAEAE HDL [ Thfe, 77 A — Lo AT (2 R BN
(1) HDL fCRiB4. apoA- T (158748 T B i 52 i) LCAT
PIEA. WETTE N, 46 PPRAR apoA- T RAZ &,
25 Fir 5% HDL /KA 2%, LA 17 BT kb
apoA- I 7%k LCAT Ifie 1, If HiXLe5¢48 53 fik
SEREREAL Y R AEAH DG, A L5 AR B 2 HDL (1) 4R
W6 ORI S )

2.5 apoA- I RIS/ HDL £ 494 B 891E R R A&
2.5.1 apoA- [ #F 5 M 548 v fig 5 W apoA- [ /
ABCAL [ AHEAEH, #01H] HDL 495 1k

W5 7R, apoA- T (1) 218~222 Fil 225~ 230
PE IR SAR S0 HDL A4 & il R P 1) apoA- T/
ABCAL # H.AE I (K 2). apoA- T 45+ L218/
L219/V221/1.222 5% HEAE HDL =44 1 vt o1 34
H, S5E427 apoA- T Lh#, apoA- T Al apoE A
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BN B MR #E/1 T 4 J apoA- T [FIX Se 58 AR L
Ji s apoA- T [L218A/L219A/NV221A/L222A] 58 4%
BAAI A1 24 v IH [ % . apoA- T A1 HDL JIH [i /i /K
JFE ik prep-HDL Fl q4-HDL W%, Xu[figEH T

Prepro-peptide

apoA- [ M A S50 apoA- [ e A4, #isE T
apoA- 1 5 ABCAL [l f{AH B AE R, AT AX ™ A
preB-HDL, Jf HAfg# 28 A a4 a-HDLP,

Matured apoA- I 10

20 30
VKDLATVYVD VLKDSGRDYV
60 70

DSVTSTFSKL REQLGPVTQE

100 110
EI/Z\VKAKVQPY LDDFQKKWQE

140 150
RQKLHELQEK kSPLGEEMkD

180 190
RQRLAARLEA LKENGGARLA

220 230
LEDLRQGLLP VLESFKVSFL
AA AA A A AA

DEPPQSPWDR

40 50
SQFEGSALGK QLNLKLLDNW

80 90
FWDNLEKETE GLRQEMSKRL

120 130
EMELYRQKVE PLRAELQEGA

160 170
RARAHVDALR THLAPYSDEL
C RL A

200 210
EYHAKATEHL STLSEKAKPA

240 243
SALEEYTKKL NTQ

Fig. 2 The schematic diagram of amino acid sequence and mutation sites in apoA- I
El 2 apoA- 1 SEBRFIIRRTNARER

i B apoE 7E 2 apoE ) HDL fcki A i+ 1
S, 7E apoA- 1 F1 apoE XUH k4 /N Bl AAc Py, i
i R B S G apoA- 1 [L218A/L219A/V221A/
L222A) AR FE R, I 2% b JLSF- ik = HDL JIH [#]
W2, 2 B RR L B0 o 32 b /b B ) apoA- T 77
76T HDLg ', J 4] WL — 283 fE /T~ 1.21 g/ml
D= G CR s VT N 2 ¢ = 17 B NG VAP
WA IDL/LDL K /N KU 23 A . 3X S50 1] fig
JEUET HDL Bt & apoB-48 IR & 1, i 4
LUk 0 B I 2 7R A A7 A prep-HDL. 3 ik By 7 A
apoA- T X4 apoA- T 1 apoE XU g [ /IN Bl A&
W 32 B A7 HDL/HDL,, Jf B RERE Sk, JLE
) k7R A IEH 1Y) prep-HDL fil o-HDL®, & &%
KA apoA- T [L218A/L219AN221A/L222A] Fi A
LCAT Ji, apoA- I Al apoE X # il 4 /N L, I3
apoA- [ 7KF- J HDL 2 1) 5 FE AR gl 2 1E 0,

LCAT i KX AHEL IF apoA- T [L218A/L219A/
V221AIL222A) 575 it B R B 20 A, 3X L858 AR mf
75 apoA- T {3t ABCAL A 5 i JIH [ s 37t HS 4
M. WAL, apoA- T [L218A/L219A/
V221A/L222 A1 4% 14 55 ABCAL 1 AH B AF ] 5 5L
apoA- [ MIflEtb =2 4t, AL prep-HDL il ki & Jk
1M preB-HDL Jf3F LCAT HfEE#. Kk, apoA- 1
(R IE 5 A T g 22 ABCAL 4547 25 N 1K apoA- T

BCAR S 2 R o e 7, X SARLT B RN 4 1) AH AR
M. IEH BRI apoA- T Re$AAT JIH [ B 1G4 S T i
B HDL [y fg, i IR0 52 511 apoA- T WA &
LCAT WA I&E Y, Mifis%m AL HDL & B i)
PE B, ghAh, L218/L219/V221/1L222 bk KE 4 T
7t HDL AW b HA e e kA Ak, BATTHE
apoA- T 1PN Bz 175 s i i iy NS W1 % 1 T A
WA, XU L218/L219/Vv221/1.222 K% Ft &
apOA- T VT 1t [ 2050 2 Ay ks,

F 15 apoA- 1 [F225A/V227A/F229A/L230A] ¢
AR LD ) K AL 2K AL T apoA- [ [L218A/L219A/
V221A/L222A) JE K 58 4% (K] 2), (H 2 E & Kk
apoA- [ [F225A/V227AIF229A/L230A] 5 4% %5 ] 55
N LCAT K5, fe%riE HDL K05, Bk
IE% prep-HDL Fl o-HDL .25 3 7 ZE BR 2 ¥ HDL
TOREE, LCAT HAT MR H g A% sl 58 R 25 i 30
S HDL RS, X2 g] 1E Ak 5% HDL /K
PR, B A EEMIGARRE X, HILA
AR AL 5 75 2F— 2 ) B
252 apoA- [ RS540 apoA- T /LCAT [alAH HAFH]

apoA- T L AR GEAR AT Ly A it g B
M4, apoA- T &5 PESAE T 5 m7 HDL 7KF-.
AR R R, E GG T apoA- T LR
I apoA- T (L141R)pg 55 A7 45 B B 2 & 7]
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W FE BRI 2 apoA- T 7K, FE4f HDL JH [i]
BEiE P8 k. AT I &4 prel-HDL FIK
WEE B A o FIUKITHE 2 B /NBUR 73 1. apoA- 1
(L141R)pe 247 HDL MH[EBEFT apoA- T 7K -1
I ) 50%B9. apoA- T (L159R)py 2415 F 548 1]
T2 IR0 Il 3 HDL I [ 2 F1 apoA- T, {HAT /)
UKL HDL(8~ 9 nm), Jf H. HDL JIF [#] g 5 7K -t
FRfE™. HIE® HDL AHLL, & apoA- I (L159R)my
FEAZARI HDL 43 4% 47 ff 22 1 m, $278 SRAZ
apoA- [ H AR . ARSMIFFC IR, apoA- 1
7 K apoA- 1 (L141R)pe #1 apoA- T (L159R)qy &
E AT, HARHE ABCAL A5 JIH 3] /i 37 11 fi
1B, (HA2TEL LCAT [ fE 71 W S5 32 21 0 451 =91,
apoA- [ (L141R)pe AT apoA- T (L159R)en 2 A REAZ
apoA- | * F#EYL N LCAT, I3 apoA- 1, EJH
[ii] fi )z CE/TC ELZ MWK & IE il vh 4 n] JE
KEMBRIE HDL, 3 preg-HDL Fll o-HDL JR K &
IEHEI, apoA- T (L141R)g, A1 apoA- T (L159R)ey
Rl 5% A2 1) /E HI A] BE S5 4 A s ME LCAT i 51
preB1-HDL ¥ IH il i s AL A4, A4l HDL 4
G BOPBRA K.

apoA- [ (R160L)ey, 24T R4 5, I HDL Fl
apoA- T R 7K 1 43 7l 29 24 1E & ) 60% F1 70% ,
LCAT A3 ik 2> 45 30% . & & £ 15 apoA- 1
(R160L)oy, 24 &5 T R I H L N LCAT A )5,
HDL S nl gk &2 . A9 TR 7 A 10 apoA- |
[R160V/H162A]H1 apoA- 1 [R149A]5¢4% & apoA- |
[R151Cluis A1 @pOA- T [L144R]ages [FIRARFEAZ (K] 2)
Jr= e R S 2 AHREL, ANREeE, H2
KM R AL E A RILFTAAARE LCAT £ 5 n] A
P I IR,

Roosbeek %P3 &, apoA- I ) R149. R153
1 R160 5% L] 7= 4 [l 48 apoA- T HIIEFFHLAL, X
LE B BL 1K 5240 ) 3 /D TR HDL MR 4G4k LCAT
(RIfE . KR4 BDIRE M) HDL (R 45 Ky, IX
LEHEILAL T apoA- T BRTE IS /K T, A8 S )~ AT (1)
apoA- I —SRAEN AL T N . X RS2
A bl R IX 2L apoA- T kL HE48 LCAT 5k i
MR LB SE B, TR AE LCAT 51k,

apoA- T (L141R)ps A1 apoA- T (L159R)ey 58 4%
AIEE ABCAL M-S IR IE RE AL, $2 s A0 X Py A
RAREN T, S5 apoA- 1 IELH apoA- 1 5
ABCAL Dy RePEAH BAE F A& IE W1, 15 o]
(11 apoA- T Al HDL 7K1 1] g 42 T i 4k 1) 9 A=

HDL 7 f PR 3 B lr 2. b4k, prep-HDL J&
LCAT A BEY), LCAT &I, B prep-
FORSE P10 JIE ] P P A BEL 1 b ICBRE () A AR, IR
T R R AR A BR I 1) HDL.

Ak, apoA- T 5848 201 5¢ HDL A=94 iH 1)
Oy A K FRAE apoA- T ILCAT 43118k HAF I 1)
— AT MBI T
2.5.3 apoA- I 54 ] G5 A&y H v = 1§ i o
e L e 1T 9

apoA- T ()54 n] By Hh — MR I hE, A5
7r, apoA- I [D8IA/EIA/ERA] AL (K] 2), iy
FEL AT [ B 1 T U R B AR apoA- T [D89A/E9LA/
E92A] 5 AR ¢ 1F ABCAL A~ 5 1 JIH [ W it H A% AL
LCAT %% A BF 47 apoA- 1 ) 2/3%, L YLy
A= apoA- T AL, 44T apoA- 1 [D8IA/EILA/
EQ2A] 5 A- L [K f] apoA- T * /N il ifi 2% v HDL JiH [
REASEHE . CEITC WL BRAK, IF /™ A ™ H )
Hol =B M E . 40% 58 4% apoA- T 43 A/t VLDL/
IDL, ifi B 4 & apoA- [ W 3= % 45 /£ HDLy/
HDL,. BFA4E7I) apoA- I JE & ERJE HDL, apoA- I
[DBIA/EILA/EI2A] 5 A% ik [K] = L T Hi K & I 3K T
HDL Fl /b &[5 Sk HDL fok . i — 4 i vk Wi,
Py A ) apoA- T JE R IE # 1¥) prep-HDL 1 o-HDL
WK, H 2R R apoA- T W & prep- Al
ad-HDL V.25, apoA- [ * /N E & F 15 apoA- |
[DBIA/EILIA/EI2A] 58 A% K& A A1 N Mg £ 11 I g )i
L ol = 8 M E TV 2k, apoA- T W 71 HDLY/
HDL, X 3 7 fic, JHE 77 ol, 2, 3, 4-HDL .
K, {HR& CE/TC LKA B E LA, g}
#2725, apoA- 1 1) D89, E91 Hl EQ2 4 Ik 7 4k 4 if.
e REL L] P R i = R AR AS R HDL Bt 22
YEH.

apoA- T S74% & I g 7 ¥ FE ML), WF 5T
KL, apoA- | [D8OA/E9IA/E9A]ZE AL 15 apoA- |
[A(61-68)]. apoA- I [E110A/E111A]5RAE (Kl 2)—Ff
Yool 80 H I SRR, A1 A I RREE
—J7 1+ apoA- [ £ VLDL/IDL [X 284, apoA- |
AR R I B 1 DX SR AR s e A 41 P s T 2 1 T
W {4k 1) VLDL/IKDL J B iR fE s 5y —J7ial
WU 43 B F A i 1K 5 0. #E DI HDL H % )
SPATIF) apoA- 1 43 17, E78. D89 Fll E111 Sk Fkn]
555 1E HLr IR RS T s UM LB IR 26 4. HDL
oKL R apoA- T 4> 71058 2 W2JE 1 E78. 2 3 g
|- D89 FN% 4 W2 JE I E111 BRIL AT 35 55 58 8 1R iE
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| R188. 5 7 #ZjE I R177 F1%5 6 i I H155 4%
FETE G FIAME LIS IE I 2. Gorshkova ZEMUR L,
apoA- [ [A (61-68)]. apoA- I [E110A/ E111A] A%
ALAMG 5 apoA- T 15 & & H il = MR I IR 2 11 ok 45
A, AP R FE R K TER . apoA- T 11X
ey g5 SR AFAE MR ORI IR & 1 (W) i, 1K 3R
VLDL/IDL ' apoA- T (13 i ] fie 51k i 2 1 R i
k=, TS s H I = BRI .

AHEREF], D89 Al E92 i apoA- T 454 fIHA
BT BUN Z IR R AL AR, AT HDL 5 M Ath 25
Frek VDL %5 g 85 11 ORI A B A F 4R A i 2
T, (ESERPRE B B0 T = ER K. Mo L
KR HDL ) 58 4 55 prepg-HDL Al /N ki o4-HDL
I A $E 7~ D89, E9L Al E92 7 i (AR AR ]
FLREEM LCAT 3% PR,

FEAR ) B R b 2235 apoA- [ S8AZEE, W
Pt HOL 2EW) & Borb ks e 23R, 7= AR AN IE SN IR
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Research Advances on Roles of apoA- I in Biogenesis
of High Density Lipoproteins”
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Abstract The biogenesis of high density lipoproteins (HDL) is a complex process and involves several
membrane proteins and plasma proteins. apoA- [ is the major structural and functional protein in HDL. apoA- |
can activate lecithin/cholesterol acyltransferase (LCAT) and poor-lipid apoA- T is the important receptor for
ATP-binding cassette transporter A1 (ABCAL)-mediated efflux of cholesterol in macrophages. So, apoA- 1 plays
an important role in the metabolism of HDL and cholesterol and endows HDL with multiple anti-atherogenic
activities. This review focuses on the roles of apoA- I in biogenesis of HDL, in order to provide the new thought
for revealing mechanisms of HDL metabolism.
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