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2. WL RATE F 4 B AT AT, i B AN T 310021)

[REIE] 2 T4AH%, HREFGAS, HHZE KBEAKE KEHZBAE, SHEFEEHR
[ FE] HBEEFOASARKLEHWZBRATRAIEFGOR FZ—, G h =R DR IRBAF R

SEBGEZEER T, BmR A LFREFHRAREZ —. ALHENETEIEEZE G AS W AKX REENF, €45
A THREEOAS SRR E =B KRPFPNER, AR afbr . ChFrBEALT REBRLE

AT @ F 5%,
[FESZES] Q7

5 2 H AS( apolipoprotein, ApoAS) J& 2001 ¥ Pennacchio
SN Viiet 55 52 FH NI B 1R ECERCHE ) 20 22 A0 Tl g 2 R 4L 22 7
B, IERIRE A ALY C3 A4 BRI T i 5 8 R s e
HEER, BRE A AS R AR HT LR, 3
AR A A5 5 I3 i = B8 (triglyceride, TG) 7K ¥ 2 % [ 5%
Fo MbAh AR B AS D AT e 18 KR I AR i AR H
AR B SR &, B E A AS I RE W FHMIHE TG
KV TR, FUE IR 2 25 T AT AR R 0 9 BT S R R T
I HeAE [ FUAE S, FIE AR 3 AS BT MR TG /KF iy 3¢
IR, At LA LR A AR YR, BTk, B 3K
e & B A5 fIE AL A HARH Il = g RN ML 22 55

HE,

1 FHEEEHB AS MRS IhEE

WA A AS BFEALT NGB dk 1123 X4k, 2T %
JEE N A1/ C3/ A4 LRI TUF R4 30 kb &b, 5/REREA
AS BRI R IE 71%, S AN B E B A4 2R RS
27% . ZFEH 4K 1889 bp, H 4 MR TFHMIANMAE T
Northern ETZE 43 HT AN E e 1 AS HARIEE, 45 R Rk
A A5 mRNA 7EHE PR e ik, BAFEZ 1.3 kb F1 1.9
kb FIANFEFA . Homid— 44K 366 MEERFH 0 T &
38905 Da I N2 IR 85 A KRBT LA, %8 A B A AL iR
JI 25 B R T A R 3 —— T 1 o MR R 45 M I RN R i 1S 5K,
BHEIEA A4 EEMERIEHUKX, G FRAOREHF .

[Wi=HEA] 200707-08 [f&EIHHA] 20071201
[E€WmB] ERAK/RFELSEBTE (30571335, 30771553); #f

LA RBHE T oK RBHE BOCIH (2005€12005- 01)

(BB TRESEE, WL 704, BF A0 R S AL 5 R 4%
A, Bt & 1% Y 0571-86404214, 13806510391, E-mail A cez. rock @
yahoo. com. cn, . AL, Wi, WP, TR A4 S, EEF R
AR &AL B Fr, B2 H 1% A 0571-86404216, 13306813018E-mail
lulizhibox@ 163. com. BIEE AR, 11, 202, 10 54 2 m,
FEMRTT RN B E 5 2, B R BIE O 02584399112,
13601464057, E-mail A fxshi@ njau. edu. cn.

[ XERFRIRAE] A

B R A AR B Y SR B AS X SRR AT fE
JEIR E 5 H v =8 5 & A (triglyceriderich lipoprotein, TRL) 1
HLTE R R Py 23

BRE A AS I EE I RE R KM TG 17KF, £ 1
I T B A5 R DA L (L 5 5 ThRk 2 1] 1 2% &
EARFEHT . IR R T8 R IEE A AS
G- A 3 [X I8 7] i IR 45 & D fig. Talmud %0 B 78 7 A5 & A
A5 M S5 ThREZ R C R, WA E A AS R AL )
78 3B A ORI 52 (A 45 4 S5 M SR B, B3 98 1) F2 MR e 2 4
T PR T AR G 5%\ 58 ELAE R R 14 it B o 2R A0 i 7K I o
shG . ZE T 76% 2 5 A A iE T Y AU R
SE o BBE £ M3 AR AR B AS O R AR AR Q148X(40% ) -
Q139X(38%) f1 C161+ 3G> C(5%) R T 9 NEAE KA IE
BT [ 52 A 45 & 5 M3, R 15 IR P R AR 2 AT TR Y Bl
AR ERMIX IR, R %2 T Q161 M VIS 2 [ i 5K I8 5t 45
BEEHIR . Sun ET R ANE AR E A AS R K — A B ER
FISA B ok 52 AE BB AV ( A (F51)), AV( A(51-128), AV
(A(132188)), AV ( A(192238)), AV ( A (246299)), AV
( A (301-343)) £E KA TR A B 3k, 30T AR 2 1 45 ) [X 8
JUPEET M3 ANAERTA . MEH Mg o BoR
Ui 25 B B AR B ) o MEE A B AT 46% , T AV( A (192-238)) Al
AV( A(301-343) ) BRI 45 A 1 2 2 BRI, IESE T XA
XIRFEHEEA AS WA AT R EZ . JME
192-238 5k £ J5 AR & B AS U B & A A5 B8 ( lipoprotein
lipase, LPL) 1) B8 BH 4% Al 559 . A1k, 192-238 45 #4455 56 &
ABMEE A AS 455 I8 FURR0E LPL i F 1.

2 HBEEBE AS HIFRIKVFIEALE

2.1 ZEFHEHEEAAS B TFREEERNTHES,
HUEHAEER AS Rk

RLF 5 k5 TAR Ay i B A L IR BEL 9 S 58, VIF 5K
T A A ) I AR 1 B AR B0 32 48 a( peroxisome proliferator acti
vated receptora, PPARq) 7E# i 8 A A5 e 2 Ua A mi i L
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TEAE B E E 55 1( direct repeat 1, DR1) Al [ E E 751 8
(inverted repeat, IR8) PN IR AF, J& & A& IR VT BRI 1) 28
1B BE X 324K (famesoid x receptor, FXR) J B Fr b 75 1. iX
P TeE4 B TR F PPARa.FXR 45 & 5 58 80 1 1 g /1: 8
i 5 40 3 BR 52 & (retinoic acid receptor, RXR) 4% % LA PPARY/
RXRa.FXR/RXR 7 — AR TE A Fr et S8R 8 5 AS 530
TIXIHH) DRIIRS /¥ 5 AH BAE A, WG EE O AS K
T, AN, Ndoe 251 B 58 & BN JEAR K 77 1O T 4 2 £
brates Zb ¥, W] & Bl %% I 8 (1 A5 mRNA [ 98 % 5 20 M
Schultze 251 i 52 T PPARa 3 77 4% b £ JI§ & 19 A5 mRNA
BRI E, MMM E A AS EARKFREREEAD
A5 C3 HhE . [k, PPARa & Hi#sh il o] LA AR 4 s K1 Bl
BHIEE A AS RIE.

% 2 A 0 MR I — 2 B 5L B 8 T BT e 0L 245k, 2
KA B RT3 A %52 e AT E A, 2 BRI 5 DNA
HEERMZE R R 2 A KA LZ A of retinoic ac
id receptor-related orphan receptora, RORa) « A 40}l #% K ¥ 4a
(hepatic nuclear factorda, HNF-4a) J& F“ 9K JL” #% = 1k K
B BT LAE P NI R A AS EA R AR . Lind &M
KEHBEA AS BITH =68 AUB0E RORa 1) AGGT-
CA )7, K2 — 5 PPARa S5 A H B E A A5 AL S ES,
WR AR [ A5 HE 2 RORa B SRR . Genoux 251"
9T K I RORal #1 RORod REHF 4 5 R E 0 AS B3 T
X IR DRI JefF4E &, BRI 38 THRE A AS B3l 7if
P H E2F R KB, 7T W, RORal A RORa4 AT 1E 9 A % B
B AS N R IE KB S BOE A Prieur ' 48 7R HNF-4a
i@3d DR1 A1 IR8 JofF B4R 5 ABIREH A AS Ha) Fistk.
T R A R A 8 A O 2 A v ARIOE TR T a AR S i@
DR1 Fl IR8 JG {1 1& J5 Hh il ¥ A st HNF-4a ¥ 8018 82 5 AS )3
T R SBGE, T, HNF da A5 46040 470 i A 188 5 0 0
AR Y HBOEFE T la WRAIEE O AS B3 FiE A1
TE BA B F PI R 28

INER R FEIR IR 38 2R 52 48 (thyroid receptor, TR) i £ M i
NI ALEE, Bl 8 AS K BT, T L TG AKSF R R,
BN TR R4 KT RS ERE A AS MRIE. T3FMAT
& R TRB L A 38 hn JHF 40 B 32716 2 11 AS mRNA R 1 5K
P, ML T3 BGE 19 TR BL RXR-TR 57 ~RBiAEE A RS
—AIhREtE R BLCHE DR S A HE W T EREEQ AS B3)
FigEt. Ak, SHEE A A5 B3T _LEFRBUA T 2( upstream
stimulatory factor, USF2) 58 &) F ik 1) E &3 ¥ ( CACGTG)
ME&EIFA TR RBEERREEQ AS B3 FiEt, B2
B o DRk, IR R 11 AS %8 N T3 IUFEE A,
R T R BRI R B0 TG BT BB ML, itk 4h, TRB
VR VAT 1= H Vi =R I ) 7 £ 2 R
2.2 TEHEEBASFTE

Jakel 251V 4 41 3% 9% I 40 P 08 40 I &L & T I X 324k
(liver x receptor, LXR) fIBCAK T0901317 4L 3 )5, # 6 8 1 A5
mRNA 7K-F P&k, LXR-RXR L4 R MW ALY, 1 F
LXR (138 55 DA [ B 14 5 7o 45 & 8 8 1C( sterol regulatory ele-

ment binding proteirr 1C, SREBP-1C) # #EH 4 T E & O
A5 B TEM B 2 EREE, BKIER SR 58748 5 4
RUANBIEEA AS B TFA RS ENHNIIREM E &0
1 RE % 45 5 Mo 45 & SREBP-1C; 8 i siRNA 7 #i] SREBP-1C
mRNA ik, 45 B % T0901317 # %k fE & 1 A5 mRNA 7K
TR RN 2% 0k, [ Bk, LXR OEC A& T0901317 A& 3@ i ¥ &
SREBP 1C 3% A 1 it B #% 2k I B8 A AS KiK. Nowak 21
KEHREA AS BT XL R E & kit B2
T S € SR A BE YU S AT R A, USKF @I S8R E 1 AS 16
E &M GBS SRS AS BaTiEtt. KR s
Ja ., PI3K 1 P70S6 ¥l {5 = 18 B% 4% &, 5 3 USFI/USF2 &
A, AR SHIEEA A B TS 4. AN, USFI/
USF2 i 5% 2541 5 (9 PI3K 1 P70S6 B {5 5 @ R 1L &
SRR AS B g ] .

3 HAEEB AS BRI Hm =Eak ERIH IR

BREAOASFMEPRKREEMN R TFREREAQ
A1.C3, ZNREAR K HUEL WA I TG AXH o« Brien 257 57 T S
Jels ELISA LW EE I E N 24~ 406 Vg/LL (19 A IfL 375 38 Jig &
FAS, AUCNIIEHIEE A A1 0. 1%, 5HMEBEERAL
8, NERAGER (1 AS MG B WK, BB A TEARAK S &
REE A (very low density lipoprotein, VLDL) - & 25 J¥ i & A
(high density lipoprotein, HDL) F1Z, BE ik /. MG E A AS
FEAR LK TG KPR B BT A 82 0, H 2, HAGH
M=M8 BRI T TG K g 8 | AW — &R 5% 8 4.
Rensen 25" )\ R#IE & 11 A5 & tH 40 B 9 40 B 41 7R 4% 1%
BREAER: FFA i ;N 208 & 8 AS #H) VLDL (53 ;s T
AN, E e A AS LRk M TG KI5 .

S PN 342 38 I B TR AR 9 AS ZEIR VLDL (1) 4 38 o iz
L, TSz HIEE  AS W E B KM 10 2 45 M s
A, HLgiK A 2 IURR 0 45 A B 1 4R aE VDL B A
FE AR TORLTI P9 T 0, Ao 44 H vl = B %8 2R AR AL 3k TG 2
F1 B100 J¥ i 46 VLDL B80REL, A FRAR 6 M BB A4 IR B2 Ks T 4R
VLDL $4k 8% TG 7% Z ) VLDL2, In# Kk & 4 I8 i T VLDL2
JERL TG =% 1) VLDL1 B B2 VLDL, A 5t I AR 15 8 3 AS
B2 5B 5 A B100 (S 1k [ B, 1% 88 A6 KRR
HIE F AR TG o SRR Wi BR . BB E A AS
A 5 4T Bt RS 3 7K B8 o J2 RN I R 3R 2 AR ELE A, AR AR TG
T ¥y 25 A FNAG 21, T ELWT R 5 546 VLDL B VLDL2 F_AE B
AT A R A A, AT IR i VIDL ™ .

YIRS AR AR T BIR B8 (7 AS WG LPL G5 1%, 2t
FLBESCRLAN VLDL ¥ R fi# . M oh, 26 5 1 AS {233 TRL 4%
BEITE B I FG 5 I 4 B 32 THIER 2% 22 16 2R 1 32445 (low density
lipoprotein receptor, LR) IFIAH FL/E F /2 2 I8 & 1 A5 K H
RS A
3.1 BHEEB A HREZEEREESN D W

IR A AS FAR L 3E TG /K ~F 7T A 2% 8 i 4 1 5t 24
VLDL A= 5 [F) i) il 3 LPL A 59 VLDL-TG # 8 i 4 A sz 81
B, B HE 2R 1 AS R RUE S2 04 VLDL (4R 5T: 30 ) JF Bk 25 i
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| B WS4k B AN & 18 3R I8 B A R TG IiE R AR .
Hodb, BEE O AS F0HHIE A 8 E O B BRI R B, K 2>
FE3R VLDL fI4H % DA J% J% #4 VLDL 14> Wk Schaap 2> F1|
Triton WR1339 34 VLDL-TG HINE#EAE FFITE BRAE A, 45 SE
SEH S & A5 FEIC VLDL-TG (9 43 W 8 2, {H 3 5K 52 i
VLDL-[ ®S]-# 5 5E H B A RER. RYE, RAGEA AS
SEIR AT AL PY 2R G 5 1 B AR AL S B [ B 3 2R B2 VLDL
R A . NERHR B A AS B3 I8 RUE 7t R B, L BE ok
A VLDL [ 3 AR s, (8P AE VDL A0 i 0 BE ok (1 2&
A ZEm X5 Schaap %5 (W S AR5 o

Grosskopf 251 HI 7L K ILEK IS & 3 AS R BLE DR S
SRR Z 7] TG & BGE R & U8 0 F, ol W, A5 E O
AS EER B R IR AR TG A R K. B2, B FH
7] FE 400 A S 0 /N RS R AIE S 2k I8 &R 11 AS AT LA TG
BRI . P E AR E AdhApoAS iR, 5%
T2 NG 1k R R 11 L 4HL IR 5 Ak hAp BRI (4 R 2 4T U A
B, Bl 0 22 0 P TG 7K S 005 RE [ 85 7K 7 6 B 2. 38 1k, 48
TRENEE A AS 5 F kX HepG2 40 M3 4 I 5 K F 76 99 8 8
M, {E RT-PCR A6 I 30 FF A 9 — ek H-vh 2 Bh ¥ B2 B8 1 R0
JFF Ji it P 2 5 BA S8 4 3 ) o XU B 4R IR B A AS AT E mRNA
KB EH TC & SRS R IE, BR AR FREE Bof
CARSTA TG WA M0 & e TG )& B 8 # VLDL [ & i i
IYNEESREEE RN AN, FIEE A AS R IE L AR
#4 VLDL ¥ 3 W5 R FEAIC L 3 TG 7K
3.2 HAEEB AS BUEREERRBEMEN

MG A A5 AEFLBEMCRL VLDL KGN BY R 1B
VEF, X MK 13 15 & 3 A5 X%} LPL 3% M (0 4%, R A
ApoA5 " NRMER, KB VLDL F 5 8 A A5 S = W, LPL
5 PE B K, VLDL e/ A i ag . B R E AS 9
S HLFENA LPL 3 M, AR I8 3 58 LPL 55 Mok iR i 22 TG (9
e Jamila 257 I ] hApoAS x hApoC3 %% 3 PR /N B A 7,
KOG E [ AS 28 BGE VLDL (1 I #1760 n g
VLDL 3% 4 18 FH L% S VIDL ok 4R R AR /N, 7] I 4% T &
1 A5 B 56 A HDL [7] VLDL #5387 4 fic, X Fh 4% 8 18 i s
LPL 3% P 5k FR 1 VLDL )34 hn. LPL fE e A C2 B H %
AR A A 3 A B ™ i H i =R RE R A, (B2, Oliva
IV R 7 2 B0 10 A7 e H I = 8 UAE 2B % 10 LPL AER g B
C2EMBARE, MELRREA AS BRNLWF R, H
LR ERARE A AS R R R ST, HEN £
IR 5k Z BRI e 14 45 R I A R B IR R O AS, 1E
1% R R I AR QUaSX #Ear . Hh o 5 AL
HR R I = ORE, M N B R AR BB IR B (1 AS ARR
& LPL, 1M1 5 80 3 F TG /K-FFm. o] WL, 258 1 AS
A& LPL B S080E 77 o

LPL MEME & A AS rERR R AGZ LPL MR B & A
AS L BN R RS LU AR I, RS TPL FIEHE B B AS iR
B TG ZKF B3 98, LPL % M 18 5% £ 58 4 M0 % 44 = il
=WEIAE; LPL — Hyg />, AR 8 A AS B KRB e R iR
WM TG AP . XIESE TH A& A AS K M2 TG K

PR LPL ST, R A BT R ISR 8 B AS K H
=BS5S LPL R ARV I BB R R Hemt™ FI
LPL 3£ [F R B /N SR T, Ad-hApoAS 3 3 [K /N U 7E LPL B g
SRR, 2B & O AS 52 F K 2R TG Al JE [H
B KV, REAE MR A AS X e BT U ¢ 52 gk 1 e & A
Bl ST F LPL AR

R, BB E A AS R4 A EARRTE A2 LK, %5
FEEIEAEE A AS M AEFAELRRE, BAEE O AS i85 5 LPL
AHE AR AR5 LPL (W36 P, X9 X B E A AS BRI
TG K4 FHLA . Lookene 2579 B 5t R 91, #E & A
AS B E A G B R L, 24 TRL SR fA A2 I, 2 i3
FEE A AS 54 RE FRMRAE Q2 M/, @i
HAE, |IBE T AS nTREE 282 LPL 3G 1, M Al R 7
S 16 K PFRIFAR KR, AAM AKX, BEALH
TAELER, BEE A AS A2 LPL /KBl 2, | E 20
AN, IR E A AS 20 LPL 4L i VLDL 5/ B 2
3 TR (1 5 B 2 B R R A AR 1 B R AN
N4y AT, 7R LPL S8R 8 A AS A 7E HARIAH FLAREH,
Bl B A AS 2T E B 2S5 20 LPL € 9 l§ % VLDL
0L BE SR, (14 16 P SR MR I 3% TG K o BB, 8K E& B
AS AR H vl = 8 AR B AT i B A AR OGS g LPL 1Y) e AR AR
R, BB AS IER@ S LPL (A3 1, R 3k 7L BE oL Al
B VLDL [ 43-fift, AT 35 31 B AR 1ML 2% TG K-F 1 H 1.

Merkel 257 ) HEIE & E A5 BEAK MK TG K P84T
MURIATRER: HAREA AS REBEASLEE LWEAZ
WG Es BIRE O AS BUSE A S M4 &8 LPL 1351
JEEAAS —HHEEHREAFSHRENE N EEQZ R,
H— A5 EAZE L LPL 454, DR i A 52 1R R &
g5, T30 LPL A S 1 L3 TG (MK f#1EH . TRL 5 i %
IR 1B 2 W N 45 0] A PR R, TR RE 8 AS W]
BHEEHEOSE L FREMIETRL 5EAOZ S
A T RE S LR DR LPL A& . LL B
W8~ T #8008 A AS K H il = 88 208 9 4 T HLEE: LPL
TR ATEME N OB RRBAE S, RIBE
F1 A5 ¥ VLDL #2158 G 2 0, HAR% 8L LPL, [F i 805
B A5 TR A LPL — Rk 4 s 5 LPL (738 # 7 45
SEE DATE BR A B HESE A 1 LPL. TRL /KIS JL =M iR B it
FLRE N MLV, T 256 28 1 AS #8678 & Hofth VLDL fki 5
BRI . Merkel 251 36 45 fig 28 A AS 28484k Q139X & 4
B e s, B R AR B R AS A SR E A BAE, 7T hE
DU BRI T SR B #2454 LPL SR A £ 05, 580 LPL RO
Fff. TN, BAEER A AS 2 IEH ISR R 1A Zesas .
3.3 HEEEQ A SHTHRREZAHEEIER, R#EER
R EZHERR

Grosskopf 251 A9 EIE & 11 A5 K B2k /I B TG KT
B TH e LR R AR 42 ZELFTEG (1) LPL A 519 VLDL-
TG JE fRAF FH L 59 A L 2% LPL. FF AR B /K F T S s & B
BRI B /D s (2) BRI % LR AR 35 R0 ook 55 5 S50 %o
FEE AR MR B TS . BN, AR G AS A i
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TRL A% 5%, BABR AR MK TG 7K. BF LR BT ApoAS™
/IR TRL SR BX 1075 B 5 T, 25 ApoAS™ ™ /N RIES" C £5
AR B H AH [E B AR 1 0 3L BE ORI ivAR A ) L B Ok
R LR, “COH A vy Ok B Lk A, R TR R
PR B 11 AS A L BE fHORL % B 10 3 B 1 FAY . VLDL Wk %
SREE Ay EE LR E A B100 A AEE A E, 7T BB
JFR 40 B 22 T LR FIIC 3 FE G 2R 2 AR AH S R E (low density 1k
poprotein receptorrelated protein, LRP) iR 5!, 512 VLDL %% #% 1
TH B T FLBEfORE LA 2 G 25 A B48 S, I G B B B48 ik
ZH LR WM EIRE O B100 1 G K ik 45 44 T U IE X 7L
JBETORL IR B S BR R SE G B B E /v S/ LRP #1303 iR
HARMIIERIERAE: LR AR, BT R R
BEEZWN SRR HERRM BT RmRiES £
FELRP 3242 o LRP J& T —# & P32 1k, & LR 2 K ik
HI— 0, Bels 5 2 T G5 L T BE 4% 7 B TS A4 A EL AR T, 3 il
NEBh AP R E DB AR AT T . BREN AS W
JIF IR R T 2 A 52 E AT L DA #E i 2 A 3ok B 9 4
DR, I 2 1 B B BR VRSS2 I 22 1 LR RIS A1 77 T R BT
B RBARE A AS IR E A REER, W R EA
A5 5 LR BIMHEER

AR R B F ( receptor associated protein, RAP) ;& — Ff

7 TR 39 kDa K BN &R, H AT CIESK 2 LR Kk
R RS TR ZEAE RS, T B S
LR KR G 46, (AR — SR E$ 4 &,
T FE PO A HARBCAR 5 LR KR K 52 145 & . Dichlberger
SIS R SRS B R 1 AS JE R, Western EPIZES34T R L&
FARNE B O AS TEFFIE /N K U AN G B8N T 3 O 3
TS RIE, FERG IR, AU EIE ROR R E A AS 50T
)95 kDa LR8 45 & 751, 10 RAP A H A 2 5 H3e 4
454 LR8. XS UM IRIMIZ SDS-PAGE J&5, #lEE A A5 45
LIRS RE/IH A, RUBIFEAAS ELRING R ER
R SRR R . BIEE A AS EEASAEEGN
LR IR 7, B AR LR & & E AR WAL &
SERSR EAR IR, T XA BAEFE ARG E R AS 5
Re i BB R A48 S AF . eI, S E B A5 5 LR
HEOE BTFREIRE D AS WA TG KF K —A# Hil
#1 o Nilsson 5"?[29] MAREHE, B SERESHMBIEEA AS
5 LRP FIEE#R A 1 524K ( mosaic type 1 receptor, SorlLA)/ LR11
W2 & AT, (572 2 # RAP BTl i, th4h, XA 7Y
BIRE A AS 454 LRP MIRE I BER. Bk, #E&E A A5 2
5 IR R T Z A HH BAE @ 3 58 LR A 3% TRL &
PE R, (R J X I 28 11 % B i S80I, IR 5 TG (1385 B,
R THIRE A AS AR TG /KT HIF Bl -

HAh, BARE A A5 A C3 HEETHTT TRL UM, (HiE, #lE
| AS 2 FRILEE TG K, M # R & 7 €3 2 LPL AU E
EECTRL FR 8% M4 G50 . AR IR E A AS AR
R IR E C3 TR B dIE I E T B 5EEEA
C3 (AR PR SE L 3L AR H I = 6 24 o Baroukh 261 7 i #;
e B A5/ C3 JE RO Be A0 X R o /s RO RY, B S E SE 2 1

T AS A C3 4 BANT M3 TG ¥R & 1 1E A 2 A0 BT .
#H MG E A A5 F1 3 & VLDL A HDL 7] B #efifn, #IEE A
AS TTHRIH R R A €3 X TG AR AR, (EHLHI M A T .
LA ELISA W 5 v -y = g 1l E 28 3% 1 1l 23K 3R 3R 1 AS UK
S, T ER R, o H I SR M R TG KT 1T b
FEEKEI IS R A AS A ¢3! L X Oy P v =
HEREHIEE N AS 5 C3 2 E JMAH EAE AL TF4E .
Qu & M E IR B A AS AL SR G R A C3 B/ A
A, TF 5 3% B} H VLDI I [ B 7K 1 B2 AT HDL- AH [ B 7K 1 7
e HIEEME AS A SM VLDL F 5 E A C3 & 2R
WRT —ANEZMHLS: IR AS B TEEHEED
C3 FE R WA H i = g Mg, HoKF Tt & 9 28U E
B2 M VLDL [ {4 A% B K (K HDL okl [ B0 S . IR, 4R 06 2%
F AS [ T FRAE TG 7K F #h, 78 HDL J& 28R AE [ B A 1 iR &5
W BT

4 RES5RE

AR AS R ith = s X828 1 1 4% TG AR
TR — RBIE LRI, I TG 196 B, 2L BETORL
VLDL (2035 5555 Wb, TRL B g #, 102K TG 138 Bk 46 AL
o IEEESRN L RRAZIE R A% IR 2 B M AT 25 IR 7K T
O I3 S5 R R MR MR T 9 — B 4% 2R, RO AR
WARE A AS BN Z AR B85 O 0 5 B AR 2, R
2 A M AT B8 R B DR A T IR B 0, KO0 I 2 07 25 1
W PRYGTT BRI TR 5 R T — A28 I A

[ &EHE]
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