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N Z& 4 g% BB W B (human immunodeficiency virus,
HIV) & (A B4 %157 protease inhibitor, PI) H 1995 4 f F
I PR Ak CHUAG T 235 BUR, 1996 £E 2 1998 4F HIV G
FETHREEAR T 70% - Rk, BRH PT () o RPu il 36 SR 6
TR Z TR, FF D d ] 17 HIV &g, sl 1 30
99 ( acquired immune deficiency syndrome, AIDS) HJ K % 2 Al
ST BIG RS R I, IR PLIGYT (¥ 55 7] 2 BUIR A
FRELLR AL, I IR 2 0 ek a9 1) S e

FESEIE 8 AT i) FE L AT 7 o A2 3 3 247 Bil il HI PI
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2 42561 AIDS HE ¥ 1A 2 flE OV, 4 68 0%
gl FRWIAR A PT AT B 3 00 4 RO O f I, B
RO LR R, 5 — A ARAE ER
7 45, iR A HIV PL () 8855 0 JUUEE BE A 95 26 4 48 AH X 38 0
27% o Tabib % 2 48 T 56 R 2 k3 RF 1 4L A0 3l Bk SR B8 K 4=
£ 15 Bl HIV FEGEE BE P

1 AKREBRERESEBERSAFIIIEE

N KRG IE IR B 2R A BE(HIV protease, HIV PR) &K
A5 JE B K SR I, A2 EH T A% RRE ZEL R IR i R A, &
— S IRBE T 99 MEEFEA K. Peal M E T HIV PR &k
M= 4egh i, RIEH C2 xR, HigdErhOhmE o 4d
B AR E S HABRK B R R BT, e i
B AN SRR AN R A R — R —H &R A B
M HAPHA RET RS R EZE.
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Xt HIV gag H1 gag pol 2 58 & 1 (8 1 0 L, T2 R 25 % 0
IG5 A8 EE 1 DL K — S LA R A 2 A B A fE L TR 1

2 NGRS E 8BS 7 E A RE

NG 2 BB W B (HIV) 9 fid 1) R &2 R & AR
HIV ZER A S 1Rl 2 —, 20 P HIV 259 ) —
ANFEREC . HIV R A EEATHE AL HIV gag 1 gag-pol 3 [H =
YR K R T BT ISR BE 1 10 HIV 5 25 0K 1 7
ARESREEN . FMH HIV PR A5 M 808 Bh B 1 35 1 %
TRBIARAR K, HIV 75 B 3 5% 1) 48 0 rh st 2 7 A2 S B2
BB YA R RN AR 2 A AY SRAA A, AT
AR — RIVUIKZE P, X B &4 1 2 LS 7 A5y
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EIlEE T DR R R AR LR AR . B
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HDLC 434k, LDLC B 7, (H% A B & H. VLDLC 1%
By 20 mg/dL, VLDL-TG #4101 86 mg/ dL. & fiH i i 5
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BEfE AL AT 12 A28 2887 51 (aal 9~ 30) RN % & JiE 2R
M52 {8 41 % B [ ( LDL receptor related protein, LRP) ] i Jii
GEWA 63% KEEM. MARFHNERSESEA 1
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oI B B0 BT 32 4k, LRP R0 S 85 3 s U7 B8 ( lipoprotein I+
pase, LPL) [F] it I AE B 400 E N b LPL-LRP H-& 1K/
MG FRH i = 15 v 7 A L R 0T TR, A3 0 25 T I T 3 N g Iy 4
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AR RE IR IR 5 45 & 38, AT A EC B LRP 5 P &5 & 2820 i
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1 18 B8 W) B35 B 52 AR ¥( peroxisome proliferator activated re-
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X, B SREBP-1a 1 SREBP-1¢™> ' 1% 5% 41 i & 2 3% ik
SREBP-1a #1 &% A sh #4123 3 2 & SREBP-1c T &TE
Ko —N5 SREBP la Gl i 2 K 45% 551 — BUE A
F At T SREBP-2, JAAE K ZHH A M rhRE. X
e IR WIBOA N R FE X T, A1 LDLRHMG-CoA & )5
B HM G- CoA 7 i 2 [X] f¥) [ 5% 8 15 e AR AH ELAE . SREBP
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MBS N T H-L-H 50 20 BR B 8E 45 4, A1 H At e
RLAER% A IR 35 IR 7 A EL, SREBP 3@t 76 & (1 53 o i g A
B 7K PR 5 A S LE 9 BT R L, SREBP 1Y) C oK B 380 5%
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M40 iy 7 B B A, SREBP 24 R % & (1 SCAP A
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A b B R TR, IF A2 T o #%-SREBP i 1d H-1-H
SRR L 45 1 5 T A 1T O PR 4 A RS B R Y
¥ SREBP i it ALLN ( N-ace tyFleucyltleucyknorleucinal) £
JEHIL 1) TR T R A, N T O R DR SRORS Al R 4. 2 AU
SREBP M KiEF % 20 S &H Ak " .

BT U 4 IE ] B A A G AR, SREBP 3 Y 5 IR 7
PR AR O 5 TR 1K) e s, L4 IR 0T IR & i I8 Rk K] A 2L Bk
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AR SR FE R o SREBP-1 %% Jig 107 R 5 jsd A 11 5 B xo L[] e
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JERE 2 & M. [F) B £ BF IE G B AR A o . 7R
SREBP % 5: K /N & v, JHF A0 i 17 48 i 7 #% SREBP I 4y %
ik, R 3 B SREBP # &8 IS 5 H & B2 A0 AR 17 R 4 A X A=
YIE A RN . #% SREBP-1c %4 3 5 & 44 0 5 g iy
TR & A R FE H £ 3A, SREBP-2 # RN FERIAFE L&
3% % E [ 2 A RGR A2 I GE . T B SREBP- Le %% 3 R B
LT RE W S UORR, AR R ek D, T AR A R AN i B
0 I8 7 A8 C G 107 384 0, SREBP- 1¢ %% 55 BB o 30 7 J6R 5%
FHPl. SREBP-1c RIELEF MR ELET HIV PLIEIT &
AR AU S ELARAE 22 X R B PT 51 AR A Mg AQ M AL T
it SREBP M SR HHE & 1 Fr 8BS K.
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FEA 5 5 T/ R A A 8 B AL SUIR B R 1Y & A, 4 1k
FIRE B B R R T R DU E R G AR S Ak B N B
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5 BRI T-78 AN IS J07 40 M i) mRNA /K, H% A 510 SREBP
MHG A4 T 3B PR T R AF . (H% A I SREBP-1c
SREBP-2 [¥15& 14 % B 72 FF A0 g 7 41 23 e 5 5 35 3, 3% B
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TR I i IR AL AR A L BE BORL B 3 38 afiL S, R0 L BE RO A O 1)
Hh = Ee A LPL 7K, SLBESICR A e 70 i 3L B8 ok ok Ak, 48
EABMEEA ENFHZENEREE R, i85
[ A 5 0 b B TR J BEL 7T, B8 S 40 2 A B R 1 ok, BB
52 VLDL. ifiid SREBP W45 2, FF g M k& i i B
fIEL [ 1, P9 2B I8 R RE 425 B VILDL $kz, 23 36 N\ I #5502 3] 41
JA 2. VLDL fH i = Ea sk LPL /K A&, B¢ 80 (1 iR 1y 2
i Py 20 2 AN L e A AR A RN, VILDL-T G /K M )5 5 A8 il
= NHE®E LDL, & )5 it LDLR A 51t 72312 2 8 [f f 3] i
HNH 2R BIR B 3 A

I 25 FF g 2% A 324K ( LDLR) 348 R B 512 10 1 i 5 5 4
i v B B MLE 7 1L TG ¥R BE I, SAEH HIV P1 &
AP, Z4 LPL BRFEM B & LPL 3617 IEE A ¢ @Y
Z B F MK TG FRH E EEKSF 2R PLIRYTT 0B, IR
Pl ATEE T35 LPL % VLDL 7K fifiss B i g 5 % .
4.4 HHEAEER B PERE

WARZEFE i B A (VLDL) M= AR M EH R E
HR 2 EARE A B B RS, VLDL fo0 % 25 3t G

BLETET, R — 50 8 & B E B B 3 W H iR &
A, i 58 AR A < ALLN SUBHLE, R4
REEE A B fEAN N FE MR . BrAESIRE A B B2 306 & 1
Inge M AR EE B B, & B IR B B AR R WA T

7E RN BT 4 PR P 480 0 4 Bt 38 b, HIV PT AE 3041
MMM ERIE SR A B PR . g0k 2% 15 Bk = i 7 0 3R 5
T, PLIHIZIR R A B FEff G e dEA B A FLER . 4
S it FECAE g P B s 7R W P B SR IS, 30T VLDL 43k #E3))
WA R epi 281 S R AR A I A2 v A v L R R AR 3R, R
AFEAAEMEFEEA B &ML VLDL 4. RIEFR A
R E B AKFHSAS A 2305 # VLDL 7~ 4. EAE
R Z BN T, 2 HHERIREA B 24 &AMl fGE
R, PLMGIEAE SR O B P&, W SR EBRED B 1
AR A A = ML iR . 75 S W BE 5 o oW 2% B R HE 8 =6 %
SRR A A B Wl IR R A B 1 2 W E MR
fERR & Mg n. 44T =, HIV PL BEAEH0H] SREBP F&f#{§
fEFR & Rl 2, e il HI 28 5 A B FEfg, {2k FF A VLDL
JIE B 1 & R AN 233

5 ANEaRHfaRsEaBAIRTSE0R0NE
TR

N A BRIEE TR (HIV) P 32 538 1 38 b -9 =
Vi i B [ 7K SF B O 0L B R 7 [ R BT, HIV PL AT
5| 2 i A S, FH i = R K b0, L JH [ EE 5 HDLC 2
tbFt &, HDL, 5 HDL; 2 R, LDLC _EF+, fiiEAs & A
() ZK-PBH 38 0, D0 R 5 2 HE P/ & R 2R U, X L8
72 S Kok RE A Ak 1) f P DR 3R . RV I3 H il = T A B [
T2 100 18 1 5 0 5 o oS R A A 10 o 2B L R RO (i g IR R
ANt 58 A AR I PR AR S 1¥ 3 ik 589 A% A58 44 14 B3 4%, HIV PI
T AR 1) fe B 5 %2 05 T A %

I PRAE 72 W 8% 2015 AR A PT i 28 2 HH B0k 3 Bk 1f A
5N B &F 7K 2 BE ( flow-mediated vasodilation, FM D) 32 #f, iX
K R T B ™ B AR ) — AN bR DS TR R A PTG B
PR DREIE S o Wzl Kk (4 9 Rz T fig e 5 A0 7 4K 30 Jik o) v 2
Thie B As 1 b AH 55, At T0I0K SR R B0 o 85 3 00,
REER A 5 2 R0 FMD [t E B [A, e A R B Rt i
M) FM DUV 38 i et 0o (1 FE B b«

7o R TR 4D [ 4 £ TR o 3 30 ik oS R A Ak 1 — A
EEHEM, B4R TR AR R
F ) 5 AR R A2 T T R A2 ARk i €D36 521, {2 CD36 £ 3 ik
RERE AL R R I E R IEAE . CD36 B /N BT 7L
UERH E R AR s CD36 AE 2 1 [ i A 28 R 20 ok 36 £ B 4k 1)
TR 1, James ZEU R FT R BN FI B K HIV PT RS N
/INER CD36 7K1 IS IS [ ek 41t () e ] e I, 9 78 AN e
AR SBT3 T ks RE Ak 1) & J8 » X R B HIV PI
REAS A 8 v L, B3 48 h0 CD36 7K P-4 ik 5 ik s B A AL 45
155 BRI T i, AT 388 o0 5 5 P £ B 1
6 %1%

N B RG F (HIV) PLHEANIGER LG, W0 1Y
WITA TIRKERE. (HiZGER HIV B R, B A
IR S AR R AR, 51 AR AR R EL LR AR, I 1Y I e O
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