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SREBPs: a Potential Therapeutic Target for Metabolic Diseases

GENG De-zhen, BU Ya-ru, JIAO Bo™ (Institute of Pharmacology, School of Pharmaceutical Sciences, Shandong University
Jinan 250012, China)

ABSTRACT ; Sterol regulatory element binding proteins (SREBPs) are the major transcription factors regulating cholesterol, fatty acid
and triglyceride biosynthesis and control the expression of key genes such as lipogenesis and uptake. In this review, we summarize the
processing of SREBPs and their interactions with insulin, cyclic adenosine monophosphate (¢AMP) , and liver X receptor (LXR) for
the synthesis and metabolism of lipid, and combine the latest researches to illustrate the function of SREBPs. These findings suggest
that inhibition of SREBPs can be a new strategy for the treatment of metabolic diseases, such as type Il diabetes, insulin resistance,
fatty liver, atherosclerosis and tumors.

KEY WORDS:: sterol regulatory element binding proteins; fat metabolism; insulin; ¢cAMP; liver X receptor; metabolic diseases

JOER [ AT Ay 5l 40 200 L I b o0 5 1) 45 Ay 0 A 4B 45 400 i
HEERR) it Sl T TR A AR T, 2 5 05 AR 2 A B
R R A I e v B, W2 S 3 — R AR,
LA AR g 7P JEL I e ] S5 5 gl Bk 5K A s 4L ( atherosclero-
sis, AS) o 1T FH = R (iglyceride, TG) fF g 53— 8 22
BB, B BV R (fatty acid , FA ) F0H s i BE Ak SOy 48, 24
L 5 5 R I 2 2 5 | T R DR I JHE RSP0 1 g
i i ( non-alcoholic fatty liver disease, NAFLD) 231 Rz
b, e i A 5 22 A iR e 22 A G, ik 2 A AR ST
AR R YT L AU PR R L 1R £
A AT S AR 5 N B A B DA G, M TE W L s W v,
[ FA F TG 1 28 ) & W2 [ B R 3 e 45 A A
(SREBPs ) ¥ 57 [ F 5 0 7™ 48 A5, % 2R V0T mT DAAR

BT W A ORI AR A S DR 223k 1 DRl L 40 i) SREBPs
AIRERTAYT 1L BURE IR | B R AT IR W T AS DL R AR OG
il AR () g

TEERA IR, &, Wi L
126. com

WEFE 5 18] - 25
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TEWAEE R BRI

1 SREBPs )% 2 5 i i i

NI 41 v 49 55 2 Ff SREBP A& [H: SREBP-1 A
SREBP-2, TEA[RE 34K, SREBP-1 3L XAl DL & ik
P 2 FEE A i . SREBP-1a 1 SREBP-1¢!' . SREBPs #% 53
O T IREE 9 N K o, 48 Lt SREBP-1a 25 [, SREBP-1c¢
B S N i s T A AL, DRI T 2 B 5538 ) B g 0
T, KT SREBP-2 45 4 547 5 SREBP-la JL-FAH[F K Y N
AR, BRI P51 B 47% [R) I, R 1 SREBP-2 1)
I St M 55 SREBP-1a 124" o A IE ¥ 4 308 3 o,
SREBP-1c # 11 %67 57 8 75 B U7 IR A QI , A s R 5 hi 7l
(fatty acid synthetase , FASN) JE[H , SREBP-2 & [ W] 3= 22 11 5%
P 5 I [ P 5 R DG R R, R Y R A 8 5B
( hydroxymethylglutaryl coenzyme A reductase, HMGCR) ¢! |
DA M AR 5% 2 I #5195 1K (low density lipoprotein receptor, LD-
LR) L[, 1 SREBP-1a 2 1 I XT LA | 3 4~ 55 18 B2 A AH 5
S[R3 ELA ) A P P
5T 7 17 < M B 24 3 2 E-mail ; zsfjmsq123 @
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SREBPs & 4 1F i N 5t % ( endoplasmic reticulum, ER) i
A TN R, B il R -
W -12iE-25 & R PL 4% " (basic helix-loop-helix-leucine zipper,
bHLH-Zip) #5#4),J& T bHLH-Zip # K0 — b1, Y58 8 41 7]
FRE IR AR AE 5 AR HE AR ( Golgi) # 8 /K R B U R30S . L
Hh A BB R AR 1 (Pre-SREBPs ) F N A S 5% S 8%
BERE LA K A2 S Y 25 1 (n-SREBP ) #E A 41 ]
W ASG SR bR L R 1 57 o € SREBPs 2 /K figt it 72
AT I 1 SREBP 24 i 3% 75 %5 11 ( SREBP cleavage activate
protein, SCAP) , e Kl %% 32 M [E B2 /E . pre-SREBPs
S5 5 SCAP & T4 4, B J5 SCAP B %5 6 4> loop E 1Y
HHR)TH) MELADL 23 548 1 11 (COP 1) 2R 42 9 11y
POLES IZBL 28 SCAP-SREBP &2 5 41 WA P it 194 15452 4
R RHEAA " o 20 e L KO IR, SCAP 5 pre-
SREBP 454 B HLARA7S] COP T 336 , 1M #E A 25 SR L0k,
IFTERIR BRI AL T BTG (S1P) FIAL A 2 2 1B (S2P)
P13 n-SREBPs , 3 1M #E A 40 I % 0T 5 S B 5 TR
(SRE) &5 54 2 B 5 A= i R A 223K o 7 24 240 A v fIE i e
T ], PO SCAP 25 A& i e 5 I E LS A, g
{Rfd SCAP 215 N T M I ot B RS Rl RS
% [ (insulin induced gene, Insig) %44, Insig B 45 & IR T
COP II 2 iR %] SCAP-Loop 6 |ty MELADL J# 41, 11 BH. 11
SCAP-SREBP & A5 12 2 5 /R B K, K T n-SREBPs &
T T 59 ML P A R Py 7

2 BRIBEXTF SREBPHIAT

WE RS RESERERETZEN SIS R 2K
JE54) (insulin receptor substrate, IRS) #Ef2 1L, SR J5 IRS 415 i
JI§ B WL 3-34 i ( phosphatidylinositol 3-kinase, PI3K )7,
PI3K 453 — R 94 Bl i FE i & 5 ( protein kinase B-PKB/
Akv) MIEAEFHFENG Ak SEE R L #TE . Ak —FEZR
2 R/ TR R , R N R R A A /N LI
B AR AN AN A MRS 5. AT S 0, R B 2T LAV
TE T 07 ISk A BRI 45 1 07 A R P 375 10 o ofe
MRS 3= B, IR R AL £ )2 10 98 Y SREBPs, £ £
SREBPs mRNA #%5%, SREBPs ({25 [ /K it fin T, A &% n-SREB-
Ps (RS EPERI B
2.1 &% %5t SREBPs_mRNA 8 4 1% A

WEEE R I, 245 T 6 5 250 S B, /N BURINR U
SREBPs_mRNA 7K i F+ 55 , 1 24 25 8 I Bl e 2 R K7
REARRIS , /N BRUIT I SREBPs %% i/ L e 82y B Y
KESFAE, BB E AT LIAE 6 h N5 SREBPs_ mRNA %
KK 42 40 £, XSS R RS E A LI SLA S
SREBP-1c 4 55 ) i 33 7 34 3 9 4% 5% /2 3 5 PI3K/ Akt-
mTORC1 (V4% 355 & A W i i 5L sh Wi dR ) s e . B2
I JE: , SREBPs & [ /K- A 85 0 vl AR AR e B i P 8 B ) (—
Ff mTORC1 #0I77] ) BELIT , 3% BAZE B 1 2 Ft b mTORC1 g
Wit % mTORCI 1) 2 > 2H & AL 43 mTOR F1 raptor i [
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B, Akt %t SREBPs_mRNA %35 (19 T =5/ F 9k BHLIWT , 3 267 5%
FHY, P K 4 98 5% 5% SREBPle- mRNA £ %25 i
mTORC1™
2.2 BN %5t SREBPs & {5 K f 1t £ 4y 8 ¥ 15 A

% T 9875 SREBPLc-mRNA 4b, Jifi 5 248 i 2 FOA TRl
77 2520 SREBP 1) 2 7K Af i 1 : (1) Bk 2D Insig 323K (i)
{2t mTORC1 551 p70 S6-3 i (S6K) . HEHkid , 5 &R
ST IGE ER 456 1Y pre-SREBP-1c SR 1k, JFH{ /il SCAP-
SREBP-1c & & 4%} COP Il #2371 Ser23 / 24 FE (MM 1, 5
3 SREBP J{iE A BB IS o 17 5 5 28 X AN e B
PI3K 1 PKB /Akt i 12 B %A G AT JE 1 SOK J& T4 %
PR/ 95 SRR R IR i , 3F FLAE ly PI3K I PKB / Akt (Y JiC4) , 3
% SOK ] LIk SREBP Jik. B, S6K A ek 5 Rif
S SREBP @R LA FEWHE >
2.3 &5 F T n-SREBP 83 57 1E Al

Bk R VR F A, I 8 2B A 0] DL E i A oG R AT n-
SREBPs fifesE tERI £ . BT KB, IS R RA7E Ak
W PEE A E 1533 : — 2l % mTORC #8745 SREBPs; —
JE i glycogen synthase kinase-( GSK3-Fbw7) & 4% i 1l n-
SREBP F#fif . Akt 13 85 I8 Tb 0 5 6 B0 Al 3 (GSK3) 4
THEIE S B, 24 n-SREBP-1 Y5 DNA 25 4 J5 i 1 44 5%
GSK3, M\ i f#i n-SREBP-1 7F Ser-434 I #ifgfk. & 2z, n-
SREBP-1 [~ ot o7 5, ( Ser430 A1 Thr-426 ) # GSK3 iz
1k, S 87 K% F-box and WD repeat domain-containing7-
(SCF-Fbw7) B ¥ 55, it Ifi 530 n-SREBP-1 (172 KL FI & O
TR AR 20 o JLAF Akt 3 GSK3 JF B ik Fbw7 3£4E %] n-
SREBP, {H'E AT L #4 5 n-SREBP-1, §%; SREBP ¥ 3t [F % 35
() .

3 BFX 2 (LXR) B EMNETIEE
JF X ZAK (liver-X-receptor, LXR ) J& 55 — Fh 5 2 1) §§§ 1K

|
o

Pr-SREBP

1 %8 % xt-T SREBPS 3@ # # 8 ¥ 15 f
Insulin — Y49 % ; PGI2 — FiFIFRE s IRS — ity 2 52 (US4 s PI3K — S P i i 1
JULBEAS s LXR - i X 3214 Insig2 — [P 26 76 36 02 TSC — 25 b AL 5L
497, mTORCI - V4% 55 w] & 4 s ; SREBP_mRNA — {§§ Bl 15 o R4 4
F1_{Zf#i RNA; Pr-SREBP - fiij{A&-SREBP; n-SREBP — Ji{Z#-SREBP ; GSK3 — ¥ Jiit
£ B  cAMP — SRR BRIR T ; PKA — 28 (38080 A
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P e N T, A 2 FHE Y . LXRa FI LXRb'  LXR A] 1A
TERG SEAKE L35 SREBPs i 3Rk %22 A #E SREBP-1c¢
FEHEE S F A 2 A LXR w5 ) o6 4 (LXREs ) | i 78 H At
LXR 8 & HA 1 A LXRE, 41 ATP 255 & W K& A
(ABC1) , X1 SREBP-1c %5 [15% LXR 1 RXR 34 3h 3 (1
o FE5L L LXR BE RXR sl ) B 7 {5 B o i 4 n]
Wi SREBP-le By 7% =M ES FA & M. M, 78
SREBP-1¢ Jii 8l FH Z ANME FIIR 7T 0 LXRo/ RXRoe 5+
TS LXREs 454, 53 SREBP-1c-mRNA F1 8 15 25 50k
o SIS ZEM R, LXR 0] DL E Insig mRNA A1 2C 8 ([ 2
K SREBP-lc 7£ ER [ [P B BFIA] . 72k S RAFFERT, TR
4 Insig, LXR 3 2h738 5155 S SCAP-SREBP & & ¥4k 315
IREENR, IS SRAR N A B o AE TR Insig 23K J7 18T, LXR I
JB 5 2 22 W) A LR A SR B A AE — B B Lk fg i 2 A=
BRI AL o

4 cAMP/PKA %fF SREBPs fi§% £

IR IR (cAMP) Z AN A Z 5 IR T Yy B AL A A1
FUIREM T, 2 A A (R B A 5RO
ZHNIIME S 525 Fh A M D REHK R AR . FSEERHT, cAMP
MO 25 1O A (PKA) 2 5 8 B, 76 4= B2 1
VR B W A S G FASN B I Bl B A 25 4R A
(stearoyl-coenzyme A desaturase, SCD ) F1H -3 - iR Ik 36 55
F 0l ( glycerol-3-phosphate acyltransferases, GPAT) 3% 4 il N
cAMP JKF- Tt o B SRR Y

IR — A5 W], PKA Gl 8755 LXR Y35 1k 40
il SREBP-1c, LXR f{ PKA #ifR {0 3 fH 1 LXR/RXR — %
i DNA 255 15, JE M) SREBPL (%% 5%, X246k
W B, cAMP-PKA 3% 4% i i % B8 1k SREBP-1 Jif /b T
SREBP-1 {4 sz 2 , 520 SREBP-1 2 ] 5 (K] i #3820

5 BERAEHIFE X miRNA /S

TR IR BT RS 2552 22 2% 15 5 i (1 PPAR {5 53 i |
B B R AR S PR AR ) MRS . b, DL ALY (R 5 )
G % & ( peroxisome prolifera tor-activated receptor, PPAR)
O PPAR JH I A LA R B2 1 Ak 1Y A 1 3B ( AMP-ac-
tivated protein kinase , AMPK) 4% 0> () AMPK/SREBPs i %
FENG A 1L R i LA 2% R T A AR L Ak,
98RBT, 172 miRNA W] LA B 4 53 (8] 495 57 SREBPs il
PPAR (¥ 23K M52 Wi fig BT ACi o Fernandez SRAEIZH A58 4 BE
T (e JIG e PR 179 S 5 /) BRUASE B v, G o 08 49 M 10 ) miRNA-
33, BELAE T 40 P fIE [ 7 4 A0 HE LA R e 2 R T 1 1 2
[ 55 TRNIBR Y B-% Ak D34k Esau PRI BT K L,
TEE A B AR N R A 2 gl W A R e 5 gk 400 ol i JUE o Y
miRNA-122 , 7 AR 2 BE IR 25 1 (low density lipoprotein ,
LDL) F1&5 % Ji i % 11 (high density lipoprotein, HDL) f 7k
- I REAIR25% ~35% 1 S I E RE R, Rt miRNA 2 g4
5 N B SR KPR i Mg A A R

2Rk 2019 45 8 J155 54 555 15 )

6 3% SREBPs B & #iE — &7 R HE X KRN
K

SREBPs j& A2 i nT LA AR AR 5T AE 95 i, AT AR AR
WP 0 KU , DRI, 314 SREBPs 3 % T BE 1A YT 13 Lo i
HVEAE T 10 3R 2E 5 AT 45 il 38 SCAP FT Insig 22 [i] Y AH H.
YEFD s HEIMALN Insig 1 & 5, JHFE SCAP; 31 S1P =} S2P i/
FUYIE]; BN n-SREBPs Iy REMESE . R, — L84 A ]
J5 AW SREBPs fF9¢ & UM 13X Al 4 A AT LA ek
AHBEN , G I RO B , 5 5 R ARATT, B 07 AT AT AS, B 2= 410
il g 1) R R RN A
6.1 SREBPs 31| £ 5 fif & = % R X H o R 3R

N AR 57 R A ) R E . —, R
RE R JR RS B B S A AR 2R 0, 3 B U 5 g 15 5
RV S A Al S K DA G . SREBP-1 A5 2 i
PR IS A B R Y DG SRR 0 IR, AE B 1 R AR LR R TP
A EEMAE, 678 NIRRT ZLIR g TR
I BT RE 20 B 9 A5 iR b, SREBP-1 24 4b T 8 R 3K 7K F-
il SREBP-1 B T i 6 DRI 11 2 35 7T {2 49 ) Jev e 400 g
A, X HERFRATT, SREBP-1 #1774 A 7T 58 FH T 9 114 388 )
ST B A DRSS W1, N T RNA Csmall interfering
RNA, siRNA) 87 L2300 SREBP-1 (142 2 9 8 % 11 ) 0 40
Wk, 5 MR T X SREBP-1 57754 2 5 15
SRR T AR E P, Qe TS A B v, 2 R R N o 3L
FEF40 5 (protein arginine N terminal methylation transferase 5,
PRMT5) A]5@ % SREBP-1 5% 321 (iR 2 MR kA7 H B b &
Ui, 441 SREBP-1 i ¥ , S0 LR, 1 ak (e v
TyETRFEFRW], B Nono BRI 4G A% I pS4nrb , 8 53 (R 5F
JF 31 267 B IR S SREBP-1 454 fE#F nSREBP-1 2 [
IR G INHASE PE, JF H 2 5 RNA PRI g %E . DNA fig
BRAnfE 5 | B R 5% 5 55 2 Fh A= % b 72, 1 pS4nrh 7T 5
SREBP-1 254, il 8 SREBP-1 94 (¥ g 1y A= i 5L [ 5% S A
IO A, R SPL 5 0 8 A g Py

Rtz A, FERE BB 20 M8 b i) BF 5 7R, SREBP-1 2y
22 2 A K I T2 14 (epidermal growth factor receptor, EGFR) 2&
75 T JBE S5 AN R A 36 i A6 5 o | EGFR/PI3K 380 )5 1Y
Akt W] DU L 305G UG RS 3-B (glycogen synthase ki-
nase,GSK3-B) FKA2E# N SREBP-1,mTORCI b ] J#55BE 5
PR TRTISH , % ) SREBP-1 BA% 4 5 i A i v . 1
AN A K T 324K 2 (human epidermal growth factor re-
ceptor2 ,HER2 ) i F3k i ZLARIE At i v, HER2 5 X AT 58 4o 1%
{b SREBP-1 J PI3K/ Akt 8 % [ i FASN 335, It Jik 92 g
JAA IR g B 5 . B e R yr ER T, AT R A
HER2 J: [ K SREBP-1 A 5C3a % , A1 400 1) 2L i g 200 B 1) 4
2 e/ N0 ( non-small cell lung cancer, NSCLC)
@ A0 SREBP {5 P 5O 3% 8 1 1Y B A 24 2 R
EGFR 8RR b5 Vi A . BRI Z AN, ZE T 51 it 468 4 i o
SREBP-1 1] LSUE AR 195 A= 18 S8 A ORI MES R 32 4% (andro-
gen receptor, AR) (14 3R 548 T 20 i 155 7 FNHEHL AT 57 it des 1
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H 1 THAETR YT 19 SREBP-1 #1771 32 22 4k T If6 PR i
5T, EEA 15 E 7T (fatostatin ) \ FGHI0019 | #E A it | PF-
429242 25-HC % ( £ 1), P Tang 2554 R BUAG— Pl 7p
FHEARRE, 38 5 3 85 1 SCAP Al Insig 1) AH B 4E F, {415
SCAP-SREBP & & W16 A J5 9 5% 14 £ B3 B i) ZiE -, 0 1 465 5
PN SREBPs 2 [ 14 824, DA T 86 VR JIEL 38 2 A0 )i A e 1)
AW . S SEIRAITSE R B, 253 1 T LA T 5 2R R
P, I AT R 5 O R | AR A 1 375 R 41 20 v 1) B 5
FE WU T AS BEBR I RTIFR R TAS BEEL R E M fE
i SREBPs ZE A5, %0 FHE0R 9 R 2R 288801,
JEW T 4 SREBPs 3545 ] A2 1677 1 RUHEG 10 A7 F S mg .

B2 A, bt 22 () Wt 97 B, 1 2 19 i i A A
TR 1 A R R, Chen 2850 75 i 1) g Sl A 750 o i
TG MAPK 3 % 5] % SREBP 2 [ (1% = 2 3k , 1 i 1 g
JoR AR P i R 0 114 % R T A PN R
4t SREBP 75 9 11 ] 7] fatostatin A, [ y88 (1) A £ TN 7% 0 15
B — s R RE A o T R 2 0 N ] L A B A Y s, A
T IE R AR AL, g 7 B B B . VL Sodi 41 1 Zhu
a0 T IT Y AW A TR 4 5 B SR R T ) 0-2 Tk
23 FL 7 24 4% ( O-linked-beta-N-acetylglucosamine-0-GleNAc ) %
T p54nrh/Nono 1% 2 [l , 5% M T SREBP 2 [ 1Y K ik,
T 52 M e 200 B P B A, o) 2L e g 40 Ly 34 7 A
B, BIRUNS 5 SREBP & FAH G W MR 16 T7 25 e A
[t (EAH S M IF 5 E 48 B T & R Jy 1), R b 3l o 917 il
SREBP 2 [ 235080/ N8 43 W5 Sk g 67 42 L vl
6.2 SREBPs 5% it 5 5 B 5 RH0 E R s oy o 1 4 &

i 5 B QI 25 A HE B0 B R 6 TR o5, AT 4
Ji 55 B AURE T R 5 5| K v INMRAE , 171 7 A R 85 J 5
FIMAE P2 SR BT A AU 56 1Y) SREBP 2 [ 4% SR AL Pl i 3%
ik, R 2 3 SREBP /K fif 16 1k, B8 I & B £, [ #25 |
AL IR A A5 | 308 17 580 4 B R e 15 R A . I W, 2
TR PR B B A AR A8 5 A0 A IR T A
MBS B AN PN I B UTRRET , B 40 it 43 1 9 5 R 1 T e
Bz, U ER LR B Al IR T, WFSE R I, #E INS-1
Jik 55 20 MR 200 M 2R 5ot % 3% n-SREBP-1 B, 41 Jfa 43306 J 15 2% 114
TIReN s, i 4 Y Mg B B DO, A B AR
PETS, X 50 VR B A B AN A S R, T
TESIPRRL R Y B 40 M B %3k n-SREBP-1 i}, & &
SRR 4 /0, E T SO 8 B - I DI RE 2R, i & 51 R 2 Y
WEPRIG . PRI 3 k] SREBP-1 B3 , 980 B 4ty I 15

®1 TR IE T By SREBP-1 4 % 7

ey B apai] Fr b i gz A
REMBTT O SREEMTAEY) BT SCAP (iR SR

FGHI0019  —J573EmEme A=) FHIT SCAP IFE 24 B i FLIRAE
HEAEE T =AM A BT SCAP yf%ia 2 w24 4
PF429242  JFAEEREMEEHIY)  SIP [FRSRAEAMEIR T

25-HC B [ B Insig-SCAP £5 5 7l T 5 B2 R
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S BEUURY, A R s B4l i 3R IE F BT T, DA 2 fifk Bk
B2 oW, EBNAYT 2 BRI I ROR

Moon 2557 7 55 b — TR 55 w3t ki PR/ U o £
SCAP ZE MR Y 5 1, T ER T ob/ob /]y B ER 25 i 1 e 3%
ZINBRH 4 T 0 73 P R o T S T P A o i 5 2R ILAE
e MU A LT, SCAP £ 11 Bk 2 AR SR AT LA AR I ot A= 4
J I B i 10 IF AT fie. Moon 4570 3 — i ] SREBPs ff)
RO TR DR TR B 1 7 5 TR 28 7 S 8 Il = T I
H R AR AN AT, I B RUE B ] SREBPs B A ¥R YT
FCERGHINE I7 o RT, Liu 25 °% 558 T P E P 4 S5k A e
gp78 FE /N, 78 L-gp78 ™"~ (/N Insig 2R3k 13,
Ml T SREBP {364k, A TE L-gp78 7 f /R,
HMGCR i LA, {HJ2 0 ] SREBP T Jy & 2, LA i &
TG BR A . R, L-gp78 = BN R FGF-21 35 I
PE S TR RS, N T RE R FE. L-gp78 T M/
B RE A8 0BT AR B 15 Y I TR , W55 v I ILRE A JBR &% 2% HK T o
R, 04 gp78 AT R 98 SREBP 1 6 % R 697 A8 1 50 52 g
R EETB
6.3 SREBPs J+ 4 (¥t 5 5 4 0 A 1 I8 i T oy oFF 55 3 J&

ARTERG AR D (NAFLD ) (4 & S AL B Fi s A B, 3
H g Day I James " B TR AT UL SR H AT 25 R
BRI BB, AT o B2 R & R HCHL T 40 i
PR S B AR A B = Tk H i 3 22, S SO A g 1 R
AT S | B g Mg 105 A, — ok T o 22 A AL L b R
R AR R TR, DT 5 | R AR W 1 I R AR i . T
TR R B0, NAFLD & 3 SR NEJHE .2 ZO0E R s LA )
O EERL S B3 v, UL 8 R R AR AR B A DR k. B FCIIE
52,78 &4 NAFLD i, SREBP-1 3 3k 18 i, H. 55 i B2 307 fk B
X HREANG 5 A%, 0 5 e R B 5 R ZRRY 1 3Rk IR
3%, .55 SREBP-1 (335 IEAH ¢ . SREBP-1 7 K 715 JiF ik
R B A A S TR -, B3 B 3R W] il FAS (ACC 4583k
TR, PATT-S30 = E H A IR 5 g o

SREBP-1 {7 B T 55 [ 4t i P J6R &% 25 A 519 SREBP-
1 3% LGSR AT BOAh AT BB 5 e JBR B % I RE A SREBP-1 Fif {4
FIBT YN T 3458 SREBP-1 [ [ fif 23R 554 )¢, SREBP-1 [¥)
B Z2 n] e SR A i SR AL ) A 1 B R B80S 52 /R (PPAR )
HIARNTBR G Bl BRILZAh, #E NAFLD it PR 451 %f B B
F3H & I8, NAFLD 41 SREBP-2 1) mRNA 7K - 2 {t JiE %o} B 41
P 7 As , L IR 22— 110 IR [ e, 7 O e i R X TR
Mo [FIEF A Ry 3-50 -3 B IR A B S A I8 )R T
(HMG-CoA) W] ) # SREBP-2 7E % 5 /K S 4%, ‘& 19 mRNA
IKP-A B 8 7 g R BRI e ST A R R se g b R B,
5 IEH X B AL A Eb, B 07 A% P 41 I 40 2 SREBP-2 mRNA |
HMG-CoA i % J & %5 9 mRNA 2 A KB4 0 B Fh g, i
Medivation 23 @B (9 25%) MDV 4463 {E %y SREBP #i7C
IR W BRYT NAFLD R5CR, BRTZALE W IETETF R I IR
— RIS, R — R E T 25 A s R T AR T M s
FGITRIZ58 3 o
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M e AE NAFLD g BASE TR sl & B, 5 08 17 4 B A i
£ g SREBP-1 il SREBP-2 K [ & 5 s N F 34 A R 72
FEW 35 55 08, B & T SO IE AR 26 iy 28 17 5 | ok &
ZHH . BARBRTHRIE, £6F NAFLD 3877, UIRERS 254 R
T, A ALHELL SREBP 38 5 1697 254, (HR B 7 7
A I A R A B 2 R, L SREBP g #1851 i i & /4
TR A Al R 5 2508 NAFLD (3R 7 SR Ak vl 171
YBIT I I]
6.4 SREBPs % Rt 5 5 3 il B o R 3R

SREBPs 53 kAL ALY X R B Z B AN T BT, —
J5' 18] SREBPs 3 i 3Rk 45 2x 5 e B AR 2560 , 1 AR Be Wi 21
LU NG AR AR HE B IR ARERE AL 1 & A 0 5 93— T
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