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[ ABSTRACT ]
is inversely associated with cardiovascular disease risk factors.

tein in HDL, and the content of HDL is about 70%.

High density lipoprotein;  Apolipoprotein A I ;  Cardiovascular disease

A large number of clinical epidemiological studies have shown that high density lipoprotein ( HDL) level
Apolipoprotein A I (ApoA I ) is the main functional pro-
Oligo-lipid ApoA I is the main recipient of ATP-binding cassette
transporters (ABCA1) mediated cholesterol efflux from macrophages. Tt can mediate cholesterol efflux free from macro-
phage, then start reverse cholesterol transport ( RCT) process, and remove excess cholesterol in extrahepatic tissue. A
large number of animal experiments have also confirmed that the lack of HDL ApoA I can also lead to the increase of ather-
osclerosis, and overexpression of human ApoA I gene can significantly inhibit the generation of early atherosclerosis in
mice. The mechanisms of ApoA [ gene expression and the related factors of inducing and inhibiting ApoA I expression

will be reviewed in this article.
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2 AR MR TR K i B e
e 3 K R B A LA LA R A
e MR FUPLAE S 28 248 | 1R 2 1R 2 0 A fl
ApoA T 53 i 2 R R ARSI, LR 0 X%
1 ApoA T SE[H ik R4 HUAISE IR 2 itk 44500 , 7
LR BRI B,

1 ApoA | EEFREFEEHIHLH

ApoA T FE PR 33k A 45 32 2% 7E 5 s /K L
A3 it H = 2 1 7 A4 I HRH 17 1% B XA
PR AH B IR S8 Y
L1 =X & Rz oo 4

N ApoA T JE[H%E SR AR & L IF-75 bp A AT
G/A ZSMENLA, i THALTF DNA B GC & EIX,
K& GC X ApoA T HEPHFE Sty =TTk,
BAAE S E T, 245X — 9 & AR AR A nl g
oM HL G SR 0k, IR ApoA 1 W& WL, 7E
ApoA T JEMRI 1Y 5" F i 45 IXAFTE 3 A4 i 4 5+
PSSR T 8 A 7 5 (214 bp~—192 bp) B
{7 15.( =169 bp~—142 bp) Fl C {375 (=134 bp~-119
bp) o HH A 7SR C A s B A B K R TR, Y
P SR TP R E A TS N B —E 3R
ek, #BE 5T 40 M 4% A 7 4 (hepatocyte nuclear
factor 4, HNF4) 254 B 7 SR 5 F4i e A+ 3
( hepatocyte nuclear factor 3, HNF3) &54 . 3 M &
HXF ApoA 1 s HAA ERAEM . 2780 kst |
M5 A I, AN BB L 5, 5 H AN
A E I, HOBER S 1 A 1 B IR A s), T =ML s
[ 25 G A BEdR R IR E e 5% . T ApoA T EIA
TE/ N R R IB I T3 A — 55 B ST i AR T 422 1
Walsh 4514 58 2 44 3 PR/ EUSE 30 R B, ApoA T 3
TEF LRI s A (LT A ApoC I
BEH 5 FUfFRY-0.2 bp~1.4 bp 19 DNA J7 Bt Bt A
BILIARTR 5 N ApoA T 34 573 322, #REfE A
ApoA T P 2EFEAE BN LN i 5K F ek
12 RAMERETF

HETE K MM E A HTRES ApoA 1 R
JEFE X3 DNA JP8I0 s 25, EEAEAREA A T
PWHEE A 1 (apolipoprotein A I regulation protein 1,
ARP-1) HNF4 4EH 232 1K o (retinoic acid recepter
a,RXRa) . A T3 Z 4K al (human T3 recepter al,
hT3Ral) %, M ARP-1 & —Fh i F VRS & T
ApoA T BE[ATFAN e S e 3G 5 7 rb A 2 5 B B
PEEE AN 5, A TE TR A b T

FEH ApoA T 5 [N 19 ¢ 5 vk 3% 58 i B G HEAR
P, HNF4 it —F 25 ApoA T 3 [H 2k 8 5
MEZE AN T, RAAE T NG E A L0h | 2
— b2t SRR 4 ) L AT 2 SRR S G SR R s IR
T HBERES A (S4 A EES C g A, 0 A
BT C i, ApoA T JEFH B A 7 A 2 —
A BE VR BRI I 2 R R S N oo, H R R B4k
FARIY JL AP 32 /& RXRa ,RARB Hl RXRa #RAES A
P ARG A, Hh L RXRa S5 R0 S i, A o7 50 T
HEH RT3 T ApoA T FEH Ik AT A1 iE
1, TE A eIk Y ARP-1 T BR RXRa
PR FEBEVE ] . ARP-1 F1 RXRa 5 A 37 5
SEA SRR IARARL, T 35 R A S R — R AR ) 5
S5 ARP-1 A1 RXRa ) 10 175, JCiEH o4k
HR , RXRo B0 ApoA T %5 S p952mqR /N, o4k
R AE B, ARP-1 8 RP-1 F RXRaw 143 [ 15 1
BER K HLAM ] ApoA T %% 53 5 1 A 4k H FR A, ARP-
1 F1 RXRew S [ 75 F (8 400 4 LT 58 2 g f s
XULHT ARP-1 %t ApoA T & PR %5 53¢ i 30 1 76 1, 1
5 ApoA T JE R X4k I 2 A1 RXRau 4 52 1 7% 754
&, RXRo BEfiE 5 ARP-1 AHEAE AN H ApoA 1 1)
Bk, MRETEAEW IR 2 5 T i BR ARP-1 X ApoA
[ #6303 H 7 . hT3Ral W2 5 ApoA T FEH 1Y
RESEUETE Y HS A DS AE A IR B B
17 Y5 H A A 5 25 A i U R B I RIAE T, 53
Gh, Ho A 5% 5 R F W0 Ear-3/COUP-TF 4t 2 5
ApoA T JER A"

2 FS ApoA | RIZFEHHEXEE

2.1 fAEg

TR B KR IE B R e AR A IR NR 25 %) E 78
e RN A 2 4, fEA SRR AR 259 Bl 2
B, JHR S LSRR 2 e PR 5 H T R s 25 ) 2
— ERAC IR Y A Y, A 42
TE T 2R A A R B A A8k AR ot ik =
Pt ( wriglyceride, TG ) | T = = % & i & 4 JH [#] i
(high density lipoprotein cholesterol, HDLC ) , 13 §E [#
{F% S H [ B ( total cholesterol , TC) FIAEK %5 FE RS 25 B
JH & B (low density lipoprotein cholesterol , LDLC) , Jf:
L ELAT A FFATISEE 1 (a) [ lipoprotein (a)
Lp(a) JAPEM . TE—I8 40 = Ik RIESE T, 45 H
FLL 3 g MH AR RE {1 3¢ HDLC E Fb 23%), If 3%
ApoA THEE 1T+ 7% , ISR 1 FHIE 6 519
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MR Sy AMEI 2 R R FERRBA
IRIESE K B0, FE T AN P AN B ApoA T BYMK A
BT HAH L ApoA T mRNA JK (88, SR 1 T
SRR RIFFE 20 2 B, B H 3 ¢ SRR IR .5 3 in
T HDLC /KF-F1 ApoA 1 ¥REE, iX 462546 5 ApoA |
AR S SR 6 (05 A 9 i R TG A AR
FHETOT I HETN AR R T RERE N ApoA T JEN 19
ik, Haas %" 3@ 3 52 0 2¢ 0% & B PCR I &
ApoA I mRNA 7K K5 211, & 3R] 22 19
B REERIRA] ApoA T KK X 147 F 170 bp ~
—186 bp Z[H], 1 DX 3k k0 4 %) 0 e s 1oz e A4, Ik
ST MRS ApoA 1 RS B FIG M7 B X — X
R TGP, BRi 2 AR 26 HDL 7K1y E T 43 18 i
BTN EAE RN ApoA T YA AL,

AR =L AN RN L 5 A A, 2 B ik i 41
B aE SN, 7T 25 B AR R G (SRR
KRME, A 5T HHBRBF 58 09 05 1) vl REAE T T4k
HARIY 158 ApoA 1 FER S sh TG 1, I IHBR AR
[N
2.2 fiTRAY

T 2254 & HMG-CoA 3 J R 1 5] , i 1
o S P ) PR U O A R R 3 i OEL DK
2 P P H R A I A A o 400 P O A A
/b DT S A5 1 o 3 200 i = T ( 32 5 4 )
LDL ZZ %5t S PR3 s LDL 1 43 i A
JfREW/> VLDL A9 A8, Ik /> VLDL %4k i LDL, A
Wit —2 f A LDLC /K5, T 3% B0 40k o & R
BFEARABTT AT LA 1 B AR ApoE Bl 4 /1N B %) L [
JK, 4 ApoA T F11 SR-BI £3k, &350 sh ik ok ¢
WAL VE F . 3¢ BH BT T AR b VT BB 98 1 9 T 41 21
ApoA T KKK, X v GE5 b 7T 25 A ] HMG-
CoA J& i #I il T T %7 AY Rho 15 5 % T3 %, {1 15
PPARa KT, IR FEHFIE 702 ApoA T 456,
BFEARALTT7E AR TC A1 LDLC /K -1 [, AR IR
il T HDLC 7KF, {5 ApoA T &A%, vl LI 5L
M5 4120 SR-BL 454 % RCT o 2, W] & i 2>
ApoE S/ BB bk ok B b E B R 8 T HESE B bk
SAEREALAOE A . Marchesi 557 2B ApoA 1 #%
LR/ R B & ARA T TR YT REASE AN ApoA 1
B S R HIE Z I AN EE I ApoA T I K | HE 5%
AIRES N ApoA T #5 5L PR /IN B i = IR [ 2 i 7 % 2R
1 ( cholesteryl ester transfer protein, CETP ) 45 5, [H]
FEAUEWIT 28X HDL K-F-RfE AT B8 5 CETP 1
PERERA G,

2.3 EHEREHAY

WER R —Fh Lo R, 3222 fh P BL AN IR
CE YRR SR ) e S 1
HDL Fl ApoA T 7K, 2 4t 25 il 2 P ek o0 s & s %
BARM R R 22—, A5 R RS RS 3R 1A
HepG2 4RI A S MG 1 M — s 3%, U g — st ]
FERE AT ApoA T LR ik | IS B4 14 771
R E] AR 1 . Lamon-Fava %5 % 5 Mt ik K A
SAe SR e T BTG MPA B (S S AR 1
ApoA I FEHF L, I K BIX — i B I A ¥ K -220
bp~—148 bp Ji 3l ¥ DX Il ( M — R0 4 48 e R AR
FERON /)N DX 38 ) T 2 b 3% X 48 ( — 425 bp ~ 376
bp) , FEFFER T SP1 925, Haas 251" i 5
Xt HE ISR A WA 2% R0 A e R AR 5T A B, X
PIRL & D REAE I A 5 S ApoA T mRNA J
AR A B, I & 8 273 M Ui ER ESR
Je M 22 R0 S B2 X ApoA T BRI A T8k,
TE I 25 S ApoA 1 JEFI 3k B DI Ar T 2
LS ESR; I HiA & ApoA 1 JEH S sh F41 &
— P~ LY e 8 2R 7 X 38 ( —325 bp~—186 bp)
it RiAS ApoA | HFRATFES KL S,
24 BHENERSE

)% K1 R AL % (grape seed proanthocyanidins
extract, GSPE ) J& M) 4 ¥ th 2 U Z B 2 IR 54,
HIFHHF R S8 95%, HA DAL W E
e PRk OISR R 7R, H AR
YEFR AR T4/ % C E f B8y MR, &
2D R SR AL 40 Xt B8 2 W DR I 26 F0OBE B
GSPE 1GJ7 40, FHLLWEE GSPE b b K B = 3 ik
ApoA T FRBWISEA , 45 5 A BAH IR s 240 K B 32 Bl ik
PR AT K, 25 F ZE L, SF- W LA A g, P 5
BRBEER , A5 A5 /N 25 GSPE JRYT I 145 45 W X 3 0F
W ORI B ApoA T IR0 FRZH B 3 T %,
MZe GSPE i697 )5 ApoA 1 ik L, #E78 ApoA 1
HHAES 5 5] GSPE .0 L 1ER . BF5E %
P, GSPE ¥ 125 T 20 mg/L I HE WA 5400 61 T 40 g
TG, H BB S A AN YE ApoA T i 3%
e, 2 e EEAKF 10 mg/L BFREFE E ApoA 1
mRNA F kISR 5 4ME LI ApoA
T 055 = FN%E DA 7 X I AT BB 2 0% GSPE HY#EL
S, (A AERY GSPE T4 ApoA 1 ik AUHG VI 4
FHLHIE T E— B0 5E
2.5 5238B-69 F1 RVX-208

i1t PCR §788 A ApoA 1 £ AR 0 7%
1), AE) R IO 114 4H 28 Y 2 i 4 A S R BORE pGLA-
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ApoP, I #E 3 Ao e B YL M IR ApoP-Luc HepG2, Fi|
1 ApoP-Luc HepG2 4 X A it [ S8 25 (7B )
i 18 S5 5 A A5 ) PR R A T 0 32, 3 55 20000 A IR A
G X A 2 B JE N ApoA T B TE 1k
G 5238B-69, H AL 5 24 PR 2-( 1, 3-8 - HE W -2-
Bk )-N-ME oMk 5.2 B R, b 2% XK
CI8HI3N30S2, 43 F it A 351.45, FHARAEME i K
2B HIESE 2 PR 5238B-69 TE — i 1 JiE U5 Bl PN 77
MR IE PR RO R, MG W 0.30
mg/L B, I8 ApoA 1 3k 3% P15 2 & & (H
(408%) ,EC4, 4 0.01 mg/L, 5238B-69 fE &% I
HepG2 4 g H ApoA T mRNA FlZE H ) % 35,
ELISA 4% % i 7%, 5238B-69 1E F 48 h i, fits 4h
ApoA T 7K - 34 Jin T 48% ; ¥t =X 41 Ffd A% ) 2 B,
5238B-69 1EH 24 h J5 , M2 /N ApoA T & /K4 n
T 2.4%, g5y ik 8 R, 5238B-69 I i
HepG2 4iiffl ApoA T ZE i, fid i F W21 il RAW264.7
N IR B . 5238B-69 JE PN UEYE LI ApoA T %
KA A IR R g R B X R TR AR
IR R BT 7 AR R B A BRI BE Y ApoA |
K HDL, Al i 3958 ApoA 1 /7HDL 45 i 1B [ B &b
HEAC /4t i B AL

RVX-208 J2AH Y2 W 1 22 P B AT AR, e 57
PEM) BET 55 35 IX G R3] , 2 55—~ g3
ApoA T WIEMERIBM/ Ny FAEY . IR I RVX-
208 B ZE AN ApoA T AR UKL HDL /K, 3 1] fig
TEHG 98 RCT Wy B b R AR, Aot — 20
RINBA HERET AT AT RVX-208 1) £ R
L1 I 2 Y B AR B bk ok A B HUIA R E 3 L
(percent atheroma volume , PAV ) 28 {1 - 1.43% , J&
IR FC I E B PAV & 45.(-0.6% ) IPifE £
2.6 E¥F

FEENRE | T 3H A v AR [ 53R b v i [
K, B (CRFP AL S, BERD) AE h —FhFA
MYRGT R 24 A JLEF D 8, AR IE R B
HEAaFIEREA PR iR Ak g
FYE MUAEAE FH . 76 VR IR J7 1, Meral A2 RS g
KR K BRI AT AR TC TG \LDL, Haas %5
J IR PR v B i B K AR 4 RE B ApoA T 1)
A3 S mRNA 7K (H2 T B iR AN B4 & 4 i
K- 7E ApoA 1 B JE 2 F XS A7 7E & PPAR«
I RXRaw 45 G 7 54, 55 40 3% W] JROFF $R U R 175 =
PPARa #il RXRa K i5, H ApoA 1 By 3K ik #K i
PPARa A1 RXRa 7K °F, ifi Ui Bk PPARa J&, XI
ApoA I IR A s, ULIH JBAFIE T ApoA 1 Fik

FTREIEAF 7R HAL T . PR32 IR BAT 2 R0 A 2%
Gy, BRI P 18 REE 5 ApoA 1 RIRANTERT
.,
2.7 BREMAERFFRL | 71 exendin-4

Jik = 1L A% 2 AR K 1 ( glucagon like peptide-1,
GLP-1) fll exendin-4 & —F Z K% %, 5 GLP-1 fi
53% I 7l 98 ¥, Chehade 4! % Bl GLP-1 0
exendin-4 ﬁﬁﬁ}ﬁéﬁiﬂ@( AR/ NzEn ) 1Y ApoA 1
SPIEEZ I H G ApoA T FFEREL A ApoA 1
mRNA (R M, HAEHI W] RBJZ il i 7% 5% X1 SP1
R 5 2 B B 0 B R (insulin response core
element, IRCE) , i GLP-1 SZ A JH% TG Bt H B2 1k
B, T2 cAMP KT . THR 9 cAMP 3%
T 4G A (protein kinase A, PKA) 1P 7 2Bk iR 1k
SP1 Y ApoA T 18 i TRCE #41% 3£ K J3 31 1 GLP-1
F exendin-4 ¥ HEHE /I ABCA1 mRNA 7K, {H &%
SR-BI mRNA 7K °F- | SP1 Fil PPARa I 3R ik & H %
M ; GLP-1 F1 exendin-4 5% ApoA I J& 3 Fid PERY
AAETTEL ApoA | ZEINJE 311 cAMP/PKA M Jif [X
WAL SP1 s AL 4G PPARa BT, H AT
HAET ApoA | RknyHLGI AR T,

3 #E ApoA | RiXFIEMHEXER

3.1 RIRMEXEE
WIRPERBRR & —KIEF L&, HZ K
CBR1 il CBR2 WBCHAT 75 T P AX I 28 R G S e
HLAJE R, NIRRT R 5 A9-DU A KRR
A G T e 0 R R A B R O,
EFRRIAL I 5 N PR R R R & B e 2 R fE e I R
SIEASC, 100 TG MR A Joi 45 K S 5 5 22 7K
FISOIRBE (AR KRR R Z 45500 & & IF I 1E
Ml YRS BEJRE 9 259, OF HAES2REA% 71 HDLC
IR Haas %60 SUEE T 76 40/ N i 40 i o
IR PERIBR 2 X ApoA T ZERIFR IR M52, 45 &
IR CORE AR S B A PR RR 28 5 #) ApoA T 4
PR S ELH2 ) ApoA T 5EPH 2 3K 5 @ [R] B 41 1
ApoA I mRNA ZKFEFUE s TG PE; @ ApoA 1 H:A
JAITFAE A 755 NIEPE KRR Z AR 45 G R
WA R4 T ; @7E HepG2 4R v, SN KRR
RZR 1 RILBEIH ApoA T J7 3h 71 4, 1 £
Caco-2 4L, FMIEPE R R 24K 1 Al 2 ik B RE
i ApoA 1 J& 3h 716 M SR N IR RR 3R X
ApoA T FEPFIA R4 FH ARG HIL I 1 AT 2, AT fig
JE PR DR JRR 2 30 o JHF 240 L A/ i b e 248 41 o)
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WA AR Re s & AR 2 i A2 AT il ApoA T JEPH 3%
Ik, B AT O T AR ApoA T JEHE 2h T
P P O B 2 S DR APT R R - kB 2%, 5
HMNTEPE R RR R AT BB FRAR AL N cAMP K-, &
SO I B AR K T A {55 5928 A Wi 90 4
ApoA T Ja gl Fid . SR H 52 48 v N U8 1 O
FINWRIETE ApoA | Fib)5 KA B TR, tLE
TE A PE MR 2% T = (KT 100 %), iX iR AT sk
B 4R E 2 e AR B LA S A TR,
3.2 PEIREEF o

MiJRE IR FE I ¥ o (tumor necrosis factor-a, TNF-
o) B —TIAT I 5 240 L R0 B A% A4t 7 2 ) i % 4
T, 2 515 % 1) 9 M RN AN a8 ), A5 A2 1F 3
oK SRS REAE A0 T B VR T o A 98 200 it PR 3 5 ) 2
Z: 5 IREEEAT TG AR 512 i (0 A OC Ik R R ik {2 it
MLAE S8 %A BRI HDL Al ApoA 1 /KF, B
ZA SR W R 0] LU LA 32 1k
SEI IR () TE M AR B EE X 320K VR e TR X
A FR BRI ER 52 (A T ash S A A 1 5 0 T B A2
1A o A1y, DT 5 i 53 BTk AR TG 0 [ B
R, Mogilenko %57 b % BULAE IF 20 i a3 TNF-
o AT ApoA T JE K 22 3K FIAR 11 0T 43 Wb 1) 52 2= 4L
i, ¥ M 4% 2 /K HNF4a, PPARa, LXR % 5,
TNF-o 7R A A ApoA 1 FEHIFRIL (HFFE
WA 22 53 24 )5 0TS 2R 1 UORE £2 45 ERK1/2
JNKI 125, Parseghian % 2 #F55iE W], 78 HepG2
YA TNF-o 38 358 MKK4/INK/c-Jun (8 — 3505
5 A H] ApoA T ik, MKK4/JNK/c-Jun X} F
TNF-a $l1ifi] ApoA T JE R Rk & — Ak # B2 14K
PR 5 B Rk il BB 2 VA YT AR SR PR 24
M2 H AR
33 2425-"R#MHEE

24 25- " FRHE 2 24,25-(OH) D, | 24L&
D AR, C Bk UE B B JhRE (4 2B P s
X ApoA T 3 H 36 ik HAT 98 1T A5 1 1 30 41 VB FH .
Wehmeier 21 % BLAE HepG2 40 ifg 1 Caco-2 40 fifg
Hh,24,25-(OH),D, Ml ApoA T 433 #1°F 34
ApoA I mRNA JK | 5 [H 5 3l 1 ¥ k5 24, 25-
(OH),D; ] ApoA T FIKTF ML A7 0 A FF 5
ZRICEMAE A, LA ZE DRI~ 24,25-
(OH),D, &—Ff ApoA T & B PR 5 57, 75
B VDRSS HEF S HLEIPEN . T RAE 1981 4F
Kanis 2% 5t % 31 24, 25-(OH),D, %} ApoA I ik
(1) JU0 TS5 SR A A B B B 2 TE R T X — &

MEAAME Y, XWiRE HimudiER D ]
REAAAEf R BRAE
3.4 —HZEAEE

I 1 1 5 0 0 SR Bl ko I 5 3 IR
HX, REEMMORE T Al KaE N23 24810
F1g 5 B2 % FE 4 . — 1tk FL 045 FR ( eicosapentaenoic
acid, EPA) 1 — + — Bk /S % 12 ( docosahexaenoic
acid, DHA ) , & 8% TE BA X 5 R 3l koo B 952 995 1) — 9%
WA 55 AR 2 U A S 56 2% W 40 3 #h FE 4
XFIMAE ApoA T e BETC B s ma >, sRifi A2z 1
SERFSTHE R PRAEAN S 3% ApoA T W FERYTEIL T,
HNFER T BB KA N23 A0 ARG 5 R mT ek = 0
b ApoA T IyF=rE R HTEBR R H AT KA B A
/N SRR I BE DR I ApoA T HEEEFT ApoA 1
mRNA 7K-F- T £ 3 % 6728 PPARac 1 /)8 BRI A 5%
Wi, 27~k PPARa AT REXT M TE ApoA T JEKH ik rh
HYEH™) . Kuang 25 & M PPARa B 1 33 %t
DHA /™51 ApoA 1 Ji3 3h 1 1 KA & #5276 A, i
SR S BN AL 4% -256 bp~—185 bp X8 5k 4544 6
PRSI NN 2 4y DHA B -214 bp~—-192 bp, A]
e/ DHA &1k PPARo [A]4% T4 ApoA 1 J33h 1 IX
B S (B A% AT R - 256 bp & -185 bp #1) (B
PLHA T 2 E— 25 50 UE . HNF-38 (HFR°H Foxa2)
SRS N RO Sk 1) — By, A 1 2 e
K, B 3L 5 ApoA I J3 8 F X 3 (- 169 bp ~
~146bp) WIAHEAEFH HNF-48 BB [RI1E AR A
FEREFIVE IS IF ApoA T ik Il ApoA 1 )3
T X3 - 214 bp~-192 bp .- 169 bp ~ — 146 bp.
=134 bp~-119bp HHp—AaE JLAHR AT 25 PR
HBE SRR, TINER ApoA LR 551X 38 ( -185 bp~
~148 bp) B 2E 4 T DHA #H] ApoA 1 J3 3h 11
PERIRE T, ol B R X — X 3% DHA 319
ApoA T 10 i 75 %2 A1 HNF-38 7€ J4 %% DHA X}
ApoA | iKMW TEAE MY 75 25, 3R W] DHA 417 i
HNF-38 5 ApoA I JE s FRIMEAEH , E2 M 5
T4t HNF-3B 5 ApoA | ()G 8hF454& , I R 5 [k
ApoA 1 J&3 B F I VEFEMIFN mRNA Fik i

NS I # R R i BE N23 AN A
RIS/ ApoA T Az =R I I /> ApoA 1 43
Woy R WK ApoA T W E R AL, H It
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