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NAFLD B8 HFEEFEX, ML SN2l TD De novo IEE & HIZ L 5
Lipotoxicity IC LD b D EFLI TS, Lo T, IFEARKICEID 5 Fatty acid synthase
(FASN)=® Sterol-CoA desaturase 1(SCD1) & W o 2B A 4ZR) & L7-3OBR N HEA TS,
2O OBMRIEMEER EICHET ARE GO~ A X — L F 2 L—F —Th 5577 Sterol
regulatory element-binding proteins (SREBPs) Td ¥ | X - T SREBP [HE N & 0 2 RA07%¢
NAFLD OB L 22 D /MR D VIR —7 y & LTER SN TWD, LarL,
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£ o T, AEIFx 1% SREBP OFAE A NASH & HCC OHERIC KT T RBEZT <D %12
SREBP 73 constitutive (ZIE ML S 41TV 2 JFIEFF A PTEN Knock out (KO)~ 7 A
(PTEN*Y) % Pten/"/** <=ty 2 & Albumin-Cre (41b-Cre)~ 7 A ZHMNF A TIER L., Z D~
7 AT SREBP DT X a— MNEHTHDH SCAP ZPHE T 54T SREBP #R¥#& A fLE L 7z,
SREBPs /% Endoplasmic reticulum ([ZHiBEfA L L THFEL THBY, = Aa— NEHTH D
SCAP |ZHJlr 41T, Golgi apparatus [ZHiiik &1, SREBP [FEIWT X 41 N A5 43 23516 ML
& L THEMNICBAT L TIERBIS T OIRG 275§ %, £ LT SREBPs (3 SREBP-1a,
SREBPlc = L CSREBP-2 £ W) T AV 7+ —LNbHDHN, SCAP @ KO % SREBP D~
TOTA Y 7 —LDOERZHETLENTE 2HPMENTND,

L7 L PARIC X LT PTEN*t ~ 7 A C SREBP #2i#§ Z fHE 3 5 & s O TR EONITRME L2 2
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PTEN/SCAP ~ 7 A1 5 s C i ALT fEN 2K EF-3 2 03 D%k 4 12 ALT B398
D LT E ] 200-3001U/ FREE A fkRE T 5, 2 9 W o 7B HEAFREEOR R L LTS » Alo
PTEN/SCAP (23 W I 22 IR b 2380 . IZITEIFA L S 25 L9 RiETH -
72o &L TTMAETIL PTEN ~ o 2 38WIENIIF 2 292 DR TH D DT L,
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(2T 5 il PTEN/SCAPY ; SlaTg ~ 7 AXE AP REOWEL RO, B2 23
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NES T AUTE IR T LT\,

DED INORERND, v U RIZBT HIFEE. BMEE & R IX SREBP IGTEFLEIZ L -
THIERZENTOWEERDN- T,

¥ ACBIT HEEED A = XL EfFRT 2 212 5 Wl O& BRI~ U A FEE A
C RNA sequencing #1T > 72, ~ 7 A ClX unfolded protein response % D _EH-713 7 541, ER
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YEM % &> GRP78 % adenovirus & H\\\ T~ 7 A TG BL S H 5 &, CHOP 4 > /N7 |38
PDUFEELSGE L, Lo T, vV ADOMEEITD < & HEAICIX ER stress (2 X5
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LV REHRIFE T v 7 = A VB 2 202 3B BT OO LC-MS 12 X 2 )F
B R ENT 21T > 7=, Z @1 T phophatidylcholine(PC)DAEK N KX < L LTV, v
AN BWTIEFAE R A FIAE 2 (poly unsaturated fatty acid: PUFA) % & &2 PC Tl L TH
0. 22D 5\ o7 PUFA Z & ¢e PC DI 7)8 ER stress (IZBI5- L TW DT B LT
Tzo EBRZPC W7 TNE~ T ATHAFRT D2 ECTERICIFEENYE LT,
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= A |X autophagy FHEZNIRDH V| AT AT ER stress (IZEENR D FERH LTV D,
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