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Fig. 1 Secondary structure of apoA- I
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Segrest %944 o BRiE7 A 8 2K, EI AL H. L.
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WEH: 6 A, BLFE 44~164 MR FEBRRIER], 55
52 HI(% 44~65 7). H2(%5 66~87 fi7). H3(%
88~98 fir). H4(% 99~120 fir). HS(E 121~142
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FIBHESL 4 A, A0 T 28 165~243 fif G LR ik 5=
M|, 43 W& H7(5 165~187 £ir). H8(Z 188~208
£i7)~ HO(EE 209~219 fi7). HI0(Z 220~243 fif).
oy, HI0 %GB B A E R AtE. G 2RIR R —
A, HEE 3 ANNE T IRIGIEE 1~43 L& R iR I
TE K.
1.2 ApoA- I BY o $2HELEMIBITH BE

o BT 5IR A&, REAE AR R AL
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B AR BE I X I, W) apoA- T #ifls, JFiM
2 apoA- 1 £ HDL bHK/NFIS-AR, {23t HDL 1
TR LA K A, [Ali, apoA- 1 ) H4 A1 H6 #EAT
ST NECRT, R HS BRI AR5, N I i3
WER S C uil R 7, 28 th C ui IR iR iE
(BRI, A5 AE ] i 47 E VARGS9, (23t [
FER HDL JE RN, piRAZSLIRUESL, H7 2B 165
PR A RS IR AR 173 AAEE R AL B bt
HIRET, 2F 8 apoA- 1 N i o BEHE H] {9 AH FHLAZ
IR 2%, ] apoA- T HHEM4EA. XiERHT 5
apoA- [ MIZRNRMIC, NIRZEEE 165, 173 &R
BRESEFEN o BRETE S HRRE RS B apoA- T #/l5 .

W78 R IR RE A o BRE M & =3, FEin
i apoA- T PR AEH . Townsend 51l i 22 57
apoLP- Il /&% apoA- 1 C uii ¥ & B & A & H
CT-apoA- I , UFSE C %) o BREREWE 45 A G 2 Wi
(LPS), HAIJLEE M, /> gu e R 7 )ik, H
AS IR, BEAh, apoA- T AVER IR £F 4 it 7 20t
BTN EE, 2 S8 AS BEHE K, {23k AS 3t
FEU. H AT 25055 T apoA- | Ve FERAEZ K 4E
7 N ¥ f HI~H4 UL K H6~H7 12jiE I, FHixs
o BRI A RS E PE IR 22, IR HHIE S8 N 3y o B2
eI apoA- T 25 IR ENE, $ERTRAT4ERF o B2
eSS I RR E X AS Bl VA BN E.
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Fig. 2 The role of a-helix in cholesterol efflux
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ApoA- T #5245 apoA- 1 #2532 H1 i 1 (1)
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(AIBP)RE{Z #E apoA- | 5 ABCAL 454, FH30H|]
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N, 4ERF ABCAL 1) 155 K, i 28 AH [ B 19 32
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BT apoA- 1 1 C ¥ H10 BRJiE, C ¥ ) H8~
H10 B2 e b AT & 2 56 R 5k 2 % 28 2% 4% e 41 il
apoA- I WIEHE. 2RI, N i) HA~H6 iRE bk
A B RAREHIREI apoA- 1 HIEk . 45 N i Al C ¥
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RS AR, apoA- T 9 C i 5 1H [ B
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Ab R AEIK AR, BHES apoA- T #:5Z2H ABCAL #5121
Ui 2 R [ R I ) TR B B A, 380 AS
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ApoA- 1 & HDL W F ZEEHE A, & —
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JE I B 0 IR R B apoA- T M Rk IR AR
HDL. #1fi HH LCAT #4 [ i)k HDL b 1) Ji 25 JIH [&]
W6 A P L ] e, I ] e s R e = T SR B TP R
BiKNE#%, FEIEW AR K5 apoA- T LA #4 sk Ak
HDL (K 2). o M2 HE 2 apoA- [ ) EE L, 1
HDL a3 EEAEH, HAgs2mm HDL 17K
22.1 o BEZ5E IR HDL HIIE

TE 96A I MR, W82 21 K % v 1) [ 4
K HDL £ 2 731 apoA- T #1 150~160 4™ ig 73
M, apoA-1 ) o BEIEH G G W7+ 2 3 B
TEERBER “HPIRBEAL” . gbAh, 1E 4A IIHER
T, [FFEMEZR] 4 /) apoA- T AR R “IRAR” B
PR ERARGER, X PRSI FR Y apoA- T
FERFR HDL B “HPREAL” . Silva SE07EA
[F o #FET, IEER R /NAS[R] (9 F [ 3R HDL,
BAT5 B & D79 M1 D96. D79 EE i 2 Moy T
apoA- [ A%, 2 5rF apoA-1 7E D79 L% [A)°F
TR “ XURAR AL, 1 D96 [ apoA- T Ak
REta ., I H apoA- T LRI o BRHEMR 2B AL 21 A
ihk, BB R MF apoA- [ 7E [ £ IR HDL &8 i
ORI FE PR R MR A,
R MR R 2 A apoA- T 4r T RASk - Sk
FHEE I J7 28 BP0, 2 Bt 70 2 #R A R 3] AR
HDL /) apoA- [ Z DL “HPRIERL” 275, o BRIE
REHE Bh [ 52 tH ABCA1 A~ T H 2 apoA- [ ik
g UL R e s MR i, {2k [ 45K HDL T2 (K 2).
AR SR A 1 apoA- T 40 ] 445 & £ 1k HDL
sERIIRRE IR ? Bibow SRR UK H, K
[ £k HDL fid #27, apoA- T /) H4 F1 H6 42
i 8] 388 3t T s 3 B DA R hr B R R PH B8 o B4R
[7 250k HDL 450 rfa e .
222 o BiEZ 5K HDL FJE L

oA i St T A SR HDL B apoA- T

£OCHPIREAL Y, RIS 7 BRAE IR apoA- 1
gtz Lk, BT LB K IR Z T BRAS 22 5201 apoA- |
EBRIR HDL _ERI45 8. Silva ZE09 BT 78 W 22 51,
AN 43 Hr 28N AEAE R /NS A P FRECIR HDL, - #R
4S80 A1 S93. S80 HH JifF 29 [ JIH [ B i3t 7K T % LA
Je apoA- 1 FHBEGAL L, L /) apoA- T 2 “ Xy
BiA”, S93 HBR KGN =57 F apoA- [ 4, H
) apoA- T 2I 5 7E D96 L AHALHT XLy 45
7 PRI, apoA- T fEEKIR HDL bw]
RE 3 PMPab iy, S—M “RIEN”, H2
43T apoA- [ FAGEERIR HDL & B R “ Xt 7 26
TR =R, 3 A apoA- 1 4 T AHE R
P47 IR GEERIR HDL JE s 35 —Fh &« = Rifst
B, A B K 2 B0 5T 3 BT AR 1) apoA- T 7E3K
R HDL bR &5 /iy, i 7 2 AE 554 apoA- |
) H5 A1 H10 820 B9l N— D, BeE5r THRE
4 ALl 60°F SR ERIR HDL #4 51 2). iX
Pl = BORTY 7 S T B A A B R E T ERCIR
HDL >, A HF RCT &AW HAT. HEXTF
apoA- [ 7EEKIR HDL bR EAREEN, i EE—5
AT SIS BOIE.
223 o 12jiEediEF HDL (K7 K 3hfe

Del Giudice 25 P/ HHiff 50 % B, apoA- 1 I HS
B HO 2 (1) 45 F4 A8 RE A2 4] apoA- T 5 ABCAL
FIAEAER, Sema 4R HDL A i BRIk HDL
P2 apoA- T e B HO S2E L5 216 1 45 & R
KRBT, apoA- [ . H HS BRHEEE 151 A7k 2R
RGP IRIE S, BT o B8IE LS M REIR,
BWARRE 1240, JCVEE R HDL, FE0M 3K HDL
KPR

BRI AR SF PRI TR I, AR apoA- T
Z 51 A E 40 HDL G i A [F] 1) 75 UK HE 9T AS
hiE. apoA- | v A& HZE 173 A7 IR K 2 IR 28 A8
A 2 R T T R R A &, MDCO-216 72 H
apoA- | viume B6 A POPC ¥4 ) 240 HDL, Il IR 52
KW, MDCO-216 HEW4ERFBEH 1) Fa e LA S i i3t
BEHRPTHIR. XN, —URBEIIAEIR, TIRENS
i apoA- [ S5 M HIFa e, $& & o BIE R EE Be
77, HEWAH AS KAEKE. ETC-624 & HAH M
o BRTE S B apoA- [ LUK, Zhsiis kI, H
ETC-624 2 5 % i /) HDL fg #l ] ICAM-1 &
VCAM-1 1A, HPUH-HH AS IR AR fthnr
WL, o EHE R 3G N B GE A R HDL fI bt %8 )
RE R IEPT AS HIVEFT.
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23 o ¥EHES 5 LCAT BIEK

LCAT @& —FpnliEvely, FZhmFEE K, 18
I3 b R SERG AL VE . LCAT ) EEIhfit &%
HDL | (% 3 25 I [ 5 B A 5 I ] B2 6 . ApoA- T
s& LCAT BTG 1, {21 LCAT K% FafbAF
F. HEFE apoA- T HIZEMIXT C127 4B N LCAT ¥
TLHIEEI, RIS 148~ 186 {1 & FEFRIRFL (B,
S8 apoA- 1 K EiH1L LCAT HIfE /1. & 113~
124 PR FEMRIRFE MBS, X LCAT WS4
A HIE Y. T apoA- T KI5 148~186 fif
FILBRRILIL A He A1 H7 42iE, %5 113~124 1%
FERRFR I I HA A HS #2)iE, Rk LCAT BIi& P
% H4~HT WEHERI5zm . o, He 1 H7 W& jiext
LCAT iGN E . 3t — PR R,
H6 R e b AN [F] 220 BR ik Bk AR i R B KT LCAT |
EHERAARREZmE, HAS 143 frasE 165 £
RIRRAS RE R IR VLSS 151 SRS R 5348 B bt
R M RARES RE M LCAT HVE M, 155 156
PLAR R 7% R F R B 160 MRS &R R st
RIRI RAZ R 2 B3 T8 LCAT Rig. XK,
H6 IR ExT LCAT gt B Z ks,  HEm
SN LCAT S i 25 IF ] B P s A A H

LCAT L) o BRHERE T B — > 55 4R 2544 5 IR o
ghfy, WS HE LS LCAT L o BBREAH
KEN ApoA- T W) R AEM) FFAH o BRTEH A,
PLRTTHE apoA- [ 5 LCAT L/ o 825 18] 7 A= P [A]
YERT, — 7 HERE LCAT #&1k, A — 5 mfdiiis &
FECTE B2 A= g4k . Jomes ZEPTHIA 5T R I, apoA- |
HS B2 JE - 15 139 A7 20 1R VR 9 0 40 ) i 422
&, ISl 139 M RAREMRRIEN B o e
MO R — AN PR . 3T 2 AT 6 LCAT 45 ¥ 11)
WEFL, M apoA- I EX —RMN G RES
LCAT EaIREMS&, ff LCATHH I H %
fis 1 /E Fl . Sorci-Thomas %5 % Bl , apoA- [ I
HS5. H6 VL J H7 W JiE 58 J8 ik & i /E F 30 3 LCAT
s A, B IR 2 (A AH AR R R B o) 3
LCAT MIiEfL. Zi& DL EMIBF R4 R, apoA-1 L
) H2 ~H7 12 it 5 LCAT KIiE AL 2 Y1k 3¢ (K 2),
Hrf, HS 50 ERER, @ity He & HT 12
JiE 7= AR AR B T R B 25 & LCAT b
FREER, M LCAT RAERALIE.
24 o BBHE LR S RTHIS SR-BI N S HI AT BE 1R
Y A [E &2 g

SR-BI & 55 — AN R BLAL T FTF 41 i i 2% 1 1)

HDL &R 524k, 8 RCT Wi se e/, fedid
PP, K M ] e I 0 3 B I 3R AT A
SR-BI H A B IR 45 M, HEH N I BL& C Ity
B 2 AN M, 2 NSRS A I DL & 1 S K2
M AR RN Z A N- JE 2 R BE AT .

WFFE AR, SR-BI I ) N- 3% 322 fpE A0 A7 14
WL 45 A BRI HDL E apoA- 1 () o 180, 4TJF—
ANGEAK I TE , e JIE [ B 75 5 H 380 U 2 AT A
(Bl 2). #t—SWaFFtEsR, apoA-1 L1 H4 LR
H6 BT KA SRR, AN SR-BI 5 HDL 44
A, AHREHMH] SR-BI HeE A [&] F g, {5 AEL 5] B g O
ERANAFIE. Bt H4 DL & He 12ig 5 SR-BI
5 HCTE [ 7 P ) D) Be B VIR OG . 24 SR-BI [ N 3
] I 2B A 9 AR i), SR-BI(MI158R) %} fH [ i i 1)
FREUE I, SR-BI(Q402R/Q418R) 5% Hi JIH [#] i fis f1)
REJJBH R Z 4. X B, SR-BI F3ELEefy sk A4
RAFT EAE R IR apoA- T Z87% Fir #5149 JIEL [ e 45 H
i) -0 P e i EN R ST E AL

3 ApoA-I M) o #ZHES AS HIBRIA

ST P 22 23 P L T2 S e % 44 Rk P ) L]
B AR P A7, sk 2D I Joi 110 B8 A P 501 L R A R T
B, 0] AS IR 4. o BB apoA- T A2 3k HH &
B, RIEBRARTHRER F B, L AATELRL
o BRI S BTE T — RIVNTFIK, FRON apoA- 1
BEfURK . Ditiatkovski S5PU7E /N A A BIF 5T apoA- T
BT AS By, KILZ Fh apoA- T HALLIK RE
I RFE G R EDT AS FITER, XX AS KT A
BAEEE Y. Kk, ApoA- I Bk B AT
K AS B I 5T T

WAL R, BLAK 4F 1Y o B2 eSS H T N
SE, FHRRE U E . {H 4F HEETIRT R AS K
A, TRIRITEIESE ASPY, D-AF 2 i 4F 5 R&
KR A RUE, AR M2 4 #) HDL /K°F, #
ik B PON-1 f9kik, T IL-6 Al MPO [
ik, M58 HDL iR RbtEfbmae /s, s, w4
MR 2 v IR A ST R B, D-4F RE S 35 1
Jn THP-1 B wg 20 i I8 M ¥ iR 41 i ABCAL BRI,
A a3 L ] g tH . i — 2P BB S K L, D-4F f#
RN NG AS BEEHIE, FRH RN &
I B AS BEHR B RBY. L-4F 21 4F 5@ R4S
R K, Retg Ak B W TE A g e K AR R
., Frbl L-4F FRES 25 504 R0, (HCT Hbu %
AR B AL B AT B . DL RS RER
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N REZTIRTMA T R T o BRE— 2 Wi AS
T IhEE, TR /BRI T B T o SR ESL
i 2 A /K AR A

Pk ELK-2A2K2E #E % 9 /> 3= 2 ik 1) 346 #¢
BRI, FF FLAH] E g e M1 B L, KIE
Pt AS BIFEA]. Sethi SEC9R ALK SA BA W=
(1) 53 i P AR N AR LT T 8 W PR 240 B 23 4, R
SA BEEA BRI TIRIT AS. WRFRER,
ik 5A-C1 5 ELK-2A2K2E BESVEH, AEH 3 HDL
f& RCT Wi #%, #EBIH[EEE R H. 2 5A-C1 8L
ELK-2A2K2E HlfE FH H1 B A B SR HT AS 286,
FE7N PR PR STAUL LR B BC G A F ] e 2 A 45 F A L
TH, AT, BRI B — D
(S B IE SE

4 INESRE

it 2 AT FE AS BIBH G, 2% HDL /E R
FVE AL, RO B TS, fEAEE R I)RE
£ HDL fefe AS K409, [Kit HDL % T~ AS )
RAEBAWEER, it HDL $T AS 113
Rt O VRIS B A RO IS R VERT . ApoA- T 72
HDL 1) Z8 1 B sy, 7808 [ B o g fR
R EZENER, g2 Mot AS, S E
B ANATTE 58 AS 5 6 59387 #E 55 . Hernandez-One
LB P, wFR CSTBL/G6T /N BT IE A4 3R Ji 5 2%
SEAARRE T U T YRR R R It R () 3k, g T %
fik apoA- I ) mRNA /K, XEH, JRERZHK
ATRE RN AR SKBTI AS ¥RIT I8 48. TSR TSR I
ZE B IR K e apoA- [ AEFEAK cox-2 F1 NF-kB
mRNA HJ7K-F T AS KA.

o M2JiE e apoA- T HL AS HISE M RERL, B 112
HERRE R A, EREEE LR . PLEEER
I AS KA. ApoA- 1 W45 552V 2 K 2 5,
XPIRIEAWT R AN, B, GE7 ET (et &
# apoA- 1 b o BIEKIIE G, TKE apoA- T K%K
g, M5 AS MHICHIEMRREEIRIT 2 I RR IR IR &
RN AR TR o BRFELER, fHIMIK apoA- |
SR ? BLJ apoA- T #2424 IR+ B Rk
S o BIEAHIC? BFFIRE, BAIKEIPT AS U)
RETTRE S o MBRBEAHOC, (H QTR B A 72 2 2
SR /N AS TS OL R AT, 0 B s — L
S JH B R A S A R R IEE R R, MRS A
K AS B A 22 e r] RE R L AUUIK BT AS B R
R XL R B TR I o WEEN AS BIYA

Frie L Rus ot s B g, HEHES AS H R HIBIR BT R
IR .

2 % X W
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The Role of apoA- I ’s a-Helix in Cholesterol Efflux”

GAO Jia-Hui", MO Zhong-Cheng?”, TANG Chao-Ke?™
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Abstract Since the inverse relationship between the levels of apoA- [ in plasma and the risk of cardiovascular
disease is derived from the atherosclerosis (AS). Lipid apoA- [ formation of high-density lipoprotein(HDL), which
by promoting reverse cholesterol transport (RCT) helps cholesterol efflux. a-Helix plays an important role in
cholesterol efflux, it’s the acceptor of lipid on apoA- [ . The mimic peptides of apoA- | have similar structure
with a-helix, and they can inhibit the development of AS by different ways. This review focuses on the effects of
o-helix of apoA- [ in cholesterol efflux, in order to further explore the structure of apoA- [ influence on

cholesterol efflux, aims at providing the new thought and therapy targeting for AS.
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