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2R ), o B AR E v A 4 SR Al AT i M S P | R AE
A6 W kS M BB W5 % I R ( nonalcoholic  steatohepatitis,
NASH) AF£r4ifk , i) ol ok & M AT . NAFLD
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g E H (low — density lipoprotein, LDL)  #% 1% %5 B
eE l’:l(very low density lipoprotein, VLDL) EEE s
# M (high density lipoprotein, HDL) A1 H i = fi§ ( tri-
glyceride, TG ), #F 1 T AU ¥ &¢ & 1, 1 @
NAFLD™' P ot b 55 MfE 38 362 2 28 99 % B A

NAFLD i X4
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tor B,ERB)L?%{%(%LQQJTZH:( estrogen response ele-

ment, ERE ) 5 & 3K I 15 fig 0 A% i 0 A 45 B R 25
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FI# M A (protein kinase A,PKA) 5Bt LEE - 3 i#%

fif ( phosphatidylinositol — 3 kinase, PI,K) 1 22 Z4 J& jif

b H ¥ B ( mitogen - activated protein kinase,

MAPK) /4 i S 5 98 55 34 B (extracellular signal —
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1.5 Z AP, B 5 Z AL (insulin resistance,
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k& F T 01 (fork head box transcription factor
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TCAF R BATE 6 — W IR i %9 4 B8 ( glucose — 6 — phospha-
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e A R . M E, 1RITF Y OVX Lo FOXO1
/AN R E, T LLE i PLK/ Akt 5 42 ] 240
il FOXO1 K AR AR G6PC 2 ik ik T 8 A% 1 b '
XEEEE R N E, $h= SE IR W RE R4 AW L
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2. BB JBAC I 25 L« I 20 i 7 A8 1 R AR R A
FA TEJH A0 M b HE AR, FA (IR0 o 5 54k 5 A7 5 i, AT
REAE 977 AR R T M A IR W) , 5 A2 41 L 38T T 40 L 45
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JERE 7 A2 R A s FA AR 58 AT LU RO AR D
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U R % 1 2R B HE B E EEE AR R R Y
OVX P ko 3l 4y vh | ME 3R 1Bk 5 0 3 Tl L b 9
S ALY Tl 14 5E ¥ 52 /K v ( peroxisome proliferators — acti-
vated receptor y, PPARvy) Fl i H 1R ¥ 1% 85 5 3B (a-
denosine monophosphate - activated protein kinase,
AMPK) 761, 350 B A AL TN £ BE S A R AL 1l 9 1R
I AN FA 58, AR L3 TG LDL 7K F H13
it HDL/CH FUAF , B35 08 BR AR 33 43 A, T LA 3%
R =z 2T FA S0 IR B 6 R A 2k N 3%
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IR 22—,
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LA 7 I S T3 R R A ) B B A, 51 R I M 4 (reac-
tive oxygen species, ROS) B AL, K i 2k 38 il FA A8 %k
B LmL A e filf ZORL UK R H 7 FEH, SCHG I ROS Y B¢
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PPARy J& — 28 i I 1A 316 19 2% B o I 1,
PPARYy FHABEIER F 1o peroxisome proliferato ractivat-
ed receptor — y coactivator — lae, PGC - 1) 2 OME R

M Bt S8 A SN T 0 55 1 . PGC = Tar LA TG A4 K A
AR D7 X ERe, 3550 ROS 2L AT KA, Y
E, Bkt = iSRRI PGC - 1o K, 58 11 48 i AN
LY B WK, B IR A AL A 3L N s o
H ALY iR R M 3 ( peroxiredoxin 3, PRX3) A i %A 1k
IS MEE L, A 78 E, 09/ B 608 I 48 B PRX3
MmO R H 3 I, 68 0% 1% A Ak I T ok 1 45
B3, B AR MR A E, A NAFLD ABF
P 20 M BT AY, e B K X A] W TE AMPK | PPARy
GPER 15 5 5% ik 42, WU T Ui ER W, R Pk RN,
WD E I FA FRILL B AR 3 4 b R B55 F A7, O 4 T 4
=,

9% 2 3 2o AR T R AR 9 A A B, B R R R
4 T T3 e ek Ak R FE R IFPE . ERa 1)
LKW E 2 5 8RR Y& ] i PPARy 4 BT
K B F B2 MO IRF 1 AR Sf 9] 4n 2k A4
RNA R4 i G 5 56 R i) 28 3k ikl /b | £ i 42 b 4% 34 4
AR B Akt Z M . 1A, ERa 1T DL B 4%
il e R DNA il LA B 24788 Gl A A 5 1 2 R (R
FARNE L R R B E, WK T A R R Tk Ak B
AN BRI L S A S KO 38 SR AR S A AL R T
PRI E, B0 TS R AR B LM R
A DA A AR A IO I, P RO L W VR A A A 22 B 2
PE NAFLD V&7 I 259, LA AR R B = e i 3= 5 k2 1Y
N AR &Y TR

4. WE R E . R PR RN R NAFLD & % #IL il
O ST R T R OCHE R RN RV 2R S B Y
T B BT A B HE R A N I R AR T e B A A AT
DAAE 2F 5 P i i X 7 B 46 1 40 B A 2 - 1B (interleu-
kin —18,IL - 18) . H 4 i /v & - 6 (interleukin - 6,
IL -6) MR ERFE N T — o ( tumor necrosis factor — o,
TNF — o) 15 8% 40 Ml ¥4 46 4 1 - 1 (monocyte che-
moattractant protein — 1, MCP — 1) ¥ 7= : FRE L , 5 3
Mk SN B G R BT A2 HE JTE E B U7 48 B S P R
WAL,

U B 2R AT DA Ao T R A M A DR ke T R
JiE . Sucedaram 55 B 5% & B, 5 BRI AKX & Chigh -
fat diet, HFD) I #£ f9 OVX KR5S ¥4l HFD Mg 3% K
SRS JHE I B 5, O VX R B 4 I g A A8 1 (it Ak
M) W2 1L -6 TNF — o MCP -1 fKFH &, 5
Hh—IRAF SR R E, 1RY7 HFD MR A/DN BRUE R A
08 17 20 2 4% i Wl 35 e AR, 3R B AE 1l 3 RN g iy 2 41
TNF — o 1 IL -6 W EEAYFEAR . X HFD BEFRY 4

- 3.
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ANHHN9 ~21 SPHMWA/NRG T 4 FE, 697, K8
E, FEMC4I /N TNF - o« #9388 K06+ 1L - 10
AP LA B — o W A BB S R A R B
LA E 3R T LASE Sk 41 i R A A A 4 e AR 4% M A
PR R O % R M N A AR P L U

5. HFHELTF e db . IF2F 4E Ak 2 645 NASH 72N 118
P S 1 UL B AR Y AL (hepatic stellate
cell , HSC ) /2 P Ik £F 2 £b 35 o 1) 32 2 A 7= 2 i < PG IR
F7 7 B B RE 5 35 R0 2, R 10 40 e 72 | ol 8o
A AR AR I G, VTS AR A L I AR IF HSC M BE | A B T
ST ML AN T, R A R BUN S di b, b, {2
HSC & 1= 7] DL BH Wi I 21 48 1k & e i o 7

Il PRAIE 5% 3% W], 446 25 300 M VB3R o = 2 386 o e 1k
NAFLD/NASH # 3 JF 25 4 1k i XU A o A2 5 0,
Ohashi W57 & 91, Fl HFD P& 12 & /) OVX M1k
/0N B O v D 2 A R 8 2 i R A TR AR B 1 A
FARMEM N BRILF AT KB40, X R E, 1
B nTREINTE HFD M 3%/ BUAY BT E £F 4165 ik
A REZEXT OVX JF 18 A /N B 45 7 ERo BB, 45
IR /N BUFEET 2 46 DF 53 0 HSC 41 il K ~F- 34 %
ik, PubHED E, BT LL3E ] HSC A9 i £k A3
KL A0 AN, B, AT LI R RS mE
BT A ZARFNEE 1 s AR N BURFIE o # e A=
KA 7 B1 RO Bk S AL B AR B 2 & i T R, B
(i - S R e 1D S 5 N
I U 20 7 Ak Ab i AR R TR O M B R B = S
T JFF 200 45 495 T &5 48 A, 9T LA Rb 7 E 35 3 X T
R4s 2 oMk NAFLD DL K T £F 4 4k % 9 XU 2 7R
HLEW,

6. Hofth . BT IR ML Z A1, b 8 3 ] DLl o
S ) 7 T DR R Y B A R I I A s 440 AR P
i1 .

NAFLD A4 8 F2 B 5 i 38 A 28 2Kk o Fn iz 8 i 2k
YRR 5 T fE A0 5 A5 45 5 Limin 255V BF 9% & BE,
OVX /MUl BT Ik B — B4 2R Al - B B i
PR AR RR A B E, B = 25158 i sk Y B
K AR J 55 R T R A 78 Ak o OB 3R 2 e T
R [E W, T LAJE T A8 2 FNPT 48 1 4 i R 7 K - F
FERILE, W] LAREAR I E 2 780 5 K ik B 40 L ( group
2 innate lymphoid cell, ILC2) 5 H 4l Mg 3 [H] 41 7 ( clus-
ter of differentiation 45,CD45) L K 3 7Y 5 K Ik B 40 Jifg
(ILC3) 5 CD45 (4 38, HU 40 ML U8 T 19 M2 I 4
J KA R R

4.

AN ®

O 0 2 e G 4 2 33 1 ST I AR AR 1 3R L n R
I A S8 OB PR 1T | I A AT RE R 4 2 ) Ao
NAFLD XU 35 9 Bt R, — 0 T >4 2o M o A 4 22
1, MR B = 5 R R B R A A , PIERR B R,
I A 0 e B8 0 it ol 9 B FA UK T, B0 S IR
Pis o — T m R MER R R S S B A AH O Y SE
T, FA KRR o B A Ak IE B AR g ok U,
S A 105 5 BRI B I 400 e A

R SCE 6T U B i = Bl W AT e s 4 ) 4
P A N I I R S5 AR 388 2 L A I R BF 5 R AT VA 4 R 2
S BME S R RT LA ek e = AT i O B IR
NAFLD , 6, 45 okt 4 JF WOk 9 &% 28 KT 00 0 41 1z 384 0l
AR 5 1 AR R 7 A AR A A S T A AR i 3R
LRI 48 453 47 , DR skt e e 98 R TR 9T T RE BN A K
B 6 26 28 30 Lo Pk NAFLD (A 800 v, Weah 754 S
FYETT IR AT IZ AT E] NAFLD 2 Wi b i 78 1 1 1)
g L, 42 7 X 48 22 3] 4o P NAFLD Wi | %o 446 22 30 4 ik
JFF I i S5 £ 38 25 RL AT B i 10 5 RN T 5, A 45 SR B
MRD T P ME VB AR AR R R K AR T B
2, DT PR A Lo PR 48 28 5 fB NAFLD 119 KUK
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