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daRiE MORC2 &3 T ps3 & &% L02 A4 aAs A 1%

I B,FEHAE R, T FH,EAL N FE B T OE HEK (400042 K, 45 = ZEE RF K
BRI B BF AR 5T BT E AL N BL)

[FZ] HI  Htogad kil MORC2 XA LO2 JH-40 i D AS PERR E 52 mm S T el . ik A
FHIE IR Y B R AE 102 I b i #215 MORC2,qRT-PCR &z Western blot %5 i F ik 5 R J5 , %F LO2
JH- A M AT i 1D 728 115 5, 00 A L H i =R C riglyceride , TG ) & 8291 oAU Rk i fa 102 JF 40 A9 AR
& BURE B 5 R FLES e RS i 3638 MORC2 i 5 (1) 2 PR 6k 35 E A7 5 Pathway 43 #r , i 156 1 26 3k
MORC2 B & A= 28 AL 38 [ I 1 B XT R A il AT V8 3 /E 9 p53 UE4T#F5E ; Western blot KU LO2 JH-4H
JHO R IV A P75 B i 3k MORC2 X p53 & [ &% = AU RZ MW 5 7F 10 3k MORC2 () 5Ll b X 102 JH-44f g ik
3k p53,qRT-PCR } Western blot %55 p53 o Rk &R )5, il 1 TG I & M4 i ik p53 Xf i =ik
MORC2 eiZERY 102 AF40 g i & AR B P~ AR B3 i, 853 qRT-PCR J Western blot jiF BH i ik
MORC2 1Y ; 12 #ik MORC2 ) LO2 JH4HAEAR G A 75 S )5 TG & 4 MORC2 1E | Rk ) 102 JH-4
LA G B (P < 0. 01) 5 PR 33K 35 .05 - J2 Pathway 43 A1 it 7= AR AQ I 45 A DG Y pS3 38 P& 7E i %38
MORC2 J5 &A1k ; Western blot {g R 3 ik MORC2 J&,L02 JF4iigrf p53 & /K F1ENg i 2t ik
A J5 PB4 ; qRT-PCR K2 Western blot 36 iiF p53 i F ik i3l , H i Fik p53 1] #50 fk MORC2 Xf 102
JFARIRE A P e T . &1 17838 MORC2 nl i at i pS3 DT 25 Atk I 4t B g 105 28 42k

[RIR | ARAEYERR PR ; B 1D A2 M LO2 JH-41 g ; MORC2 ; p53
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Over-expression of MORC2 attenuates steatosis in L.02 hepatocytes by down-

regulating p53
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Chongging, 400042, China)

[ Abstract | Objective  To investigate the effect of microrchidia family CW-type zinc finger 2
(MORC2 ) over-expression on steatosis of immortalized hepatocyte line 1.02 and explore the potential
mechanism. Methods MORC2 was over-expressed in 102 hepatocytes by lentivirus transfection, and then
examined by qRT-PCR and Western blotting. Intracellular triglyceride (TG) was measured to evaluate cellular
steatosis. A microarray chip was adopted to analyze related signaling pathways in the MORC2 over-expression
process. Over-expression of p53 in the MORC2-over-expressed LO2 hepatocytes was confirmed by qRT-PCR
and Western blotting, and the effect of p53 over-expression on lipid accumulation was observed by measuring
TG. Results Both qRT-PCR and Western blot data validated that MORC2 was over-expressed in the
transfected 102 hepatocytes. Steatosis was significantly alleviated by MORC2 over-expression (P <0.01).
The microarray chip data revealed that lipometabolism-related pS3 pathway was changed after MORC2 over-
expression. Western blot results demonstrated that p53 protein was down-regulated after MORC2 over-
expression. Moreover, over-expression of p53 partially increased steatosis in the MORC2-over-expressed 1.02

hepatocytes. Conclusion  MORC2 attenuates steatosis of 102 hepatocytes partially by down-regulating
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[ Key words |

nonalcoholic fatty liver disease; steatosis; 102 hepatocyte; MORC2; p53

Supported by the National Natural Science Foundation of China (81170382). Corresponding author: Chen Dongfeng, E-mail: chendf1981@ 126. com

Ik 0 K5 P B8 W5 PE BT 9% ( non-alcoholic fatty liver
disease, NAFLD ) £ R A NPIRE S5 B 6 451 005 P9 2% 300
—ZH AR PEBEN , USRI P ITF200 i 15 22 1 A 32 2
FRRSAE . PRIEFE A NAFLD SR ik 5 20% ), &
PR R R R R P 7 B KOKF . NAFLD 24
Ry A BRI T A A B ) T 5 I NAFLD HoAT i Jig
i FREAK I B8 0 U K S5t 8 A T 25 7 B 5 0
AT BEdE D BN e

MORC2 ( microrchidia family CW-type zinc finger 2,
WK ZCWCCT) 7E45 5 41 i 73 %4 . DNA LAk K7 S e
0 e A v & P T A ) b AT 7 AR 7 4
i 25 R B A S A g IR T 40 R 7 AR
PEJE NAFLD 5 SR, oh T i A 105 40 e i 7 Ao 7
5 JF 0 B 0 I 05 72 P e o X A I R DR T g s
FREESEE e B R I FAT RO BT S 4 1 i 3
TEHERD . BRI S pS3 RI7EAE SRR fish A 240 M J
SOIRE F B T (AT G TE IR, FE BFSE R ] pS3 ik AT
DL 3 98 4 B AR, 7E NAFLD & opfe 5 4
L=l

FATTE AT FE K B 102 B4 M e K A= IR i A
PERT, MORC2 K 11 & T B, $75 MORC2 % 1 7] B
%5 102 JF40M ARG 728 PE 21 BorE AT S 5
LA b, AT E — 20 W4 MORC2 45 [ X% 102 Jif
ML 5 A2 M B R W, 020 4R MORC2 J2: 45 vl DL
i p53 Z 5 IF A E A ER & A, LA S NAFLD (1)
KR AL ST S LT 22 A S e

1 RS

1.1 ##

LO2 JF4H g T iR Bt L i . 25 2080 B
Lot ik MORC2 (1 o 7 1 [ L Vi A= 10 ], 6 TR
Jad #ik pS3 1y pCMV-XLS Jiuki g F+ Origene 23 7,
G4 L HHERE 2 = i DMEM 353725 .0. 25% [ 4R
FI i T HyClone 2 ], Jili 2 W T Sigma-Aldrich 23
AL A0 TG B I 1R & T A6 503 R Sie A | L 2R
P e B I 5 i ) £ SDS-PAGE | FE 22 i Nz 58 it Tie
R & T3 = KA A, R pS3 Hiik Iy T Cell
signal technologies 2\ 7], HRP #ric i LI 2E 9T B A Pt
eIk RPTA B-actin LRI H A2 4 M8 F], RIPA 24
f# W& M TRIzol ix 7. lipofectamine2000 I 3L F Life
techologies ], ISR & M SYBR Green ¢ 6 5E

i PCR {f & W T TaKaRa /2w, ECL fb2% % il 5
&} PVDF il [ Millipore A F] . JEFZRIATEL 7k
DN AR 55 Py 0 R 2 ) 4R
1.2 7%k
12,1 #ifdsge LO2 FF4UAE R 7= T& 10% fq 4
LI AN 1% T 668 2 /0 =5 % DMEM 55 332 36 v ) g4 1
JER 95% RIE N 37 C, RISIEAEKERE TIL &
J& 2 90% B AR O A K 01 40 M 2B A 752 56
1.2.2 102 FF4H A 53 21 B i i A8 P ASE 780 1) 35
SEHG A4 (DR A= RS 102 AT AR 4H (LO2-WT 4]) ; @%%
Ye 25 955 9 L2 T 40 i 4 (L02-cul 4) 5 @) %
MORC2 i % 1k % 2 (19 102 JiT 4 Jfg £ ( L02-MORC2
4H) s TR S AT IR A ST, 0 WiE S5 R
e,

W LO2 AFAnILL 2 x 10°/FLEY 2R BE Al T 6 FLAR
W 5 M DMEM 85 32 3010k 24 ho K TGl 25 05
HBR Y BSA $%2 1% B Lo A5 FH 25 5 DMEM £ 37 75 i
TR IE, B4 6 FLpk R SR AL . Ris S Al4n e
DAL R RE 5% , 75 AL 40 B D0 ) 1 75 25 v fin A 249 i
7 0.5 mmol/L i TC AR I 1% 5 24 h'P ")
1.2.3 @i SRoRife gy R REFR 102 JH-4H A
MBI 2 x 10° /LA T 12 FLBrb , W5 BE 5 4 23
o EE S MORC2 3 3599 28 4 il i 2= 35 72 5L, )
B AZH B Ry 8 g/ mL R BERE , IR S J 7 2% 102
TFRFLIN R AR SR AR BE VR e 24 h 5 R )E
R 1 e/ mL ) I 2R A I 7 3 , =2 S5 4 Sk 3t
FRILREEIE I . X IR S 3k p53 1Y pCMV-XL5 ki
YL Life techologies 2\ 7 Lipofectamine2000 i, H 43
S
1.2.4 205 RNA SRIUS 26 e & PCR B RE%
FEME 2%, 4% TRIzol 357 6 BH 5 £ 17 40 i B RNA $25,
FELL 30 pL f& R4 RNA 245 5tk cDNA, Fifi 5 1]
TaKaRa ¢ f& PCR {50 & Ui B B HEAE S 1728 e e &
PCR #:10 , KA 2 Sy 25 pl.,95 °C 1l 5 min, Ff )5 i
1795 °C 5 5.60 °C 30 s fi172 °C 15 s [l 4, 40 4~
PEIR, B J5 72 C A 2 min, MSE SR, 519 )%
%Il . MORC2 1F S 4% 5'-GGAGGTTCCTTCTCCCAAAG-
TC3', % 4. 5'-CAGAAACTGCGACACTCCGCTT-3',
P B 110 bp; pS3 1E X 4 5'-CCTCAGCATCT-
TATCCGAGTGG-3", [z ¥ %: 5'-TGGATGGTGGTACA-
GTCAGAGC-3', P= ¥y K- Ji 128 bp; B-actin: 1F L4 :5'-
CCACGAAACTACCTTCAACTCC-3", ) X %%+ 5'-GTGA-
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TCTCCTTCTGCATCCTGT-3', ;=¥ & J& 132 bp, 45
DL CtEZRR, FH 2-2 TR AR RS 654 B, B-actin
WZ,
1.2.5 4ijig TG & &= LR FR IS 6 fLIR
&L 100 L A2, 40 min J5 7 000 r/min
4 CEL 5 min, U5 pl B3EHATEARENE , K T
F_LIETE 70 C /K 10 min J5 AR @I 37 C 7
B 10 min, 7F 550 nm AbJE YER B[ D(550) |, #brifE
M1 TG &5, bR DAEE R B, 19 2 AR 1L 14 40 ik
TG &,
1.2.6  FEHRFLLE LR ¥ FH Roche 2 7] Nim-
bleGen 12 x 135K A & 3 K A 1% .65 X L02-ctrl 41
S 102-MORC2 20 v 24 i g 15 B PR HEA TGN , 20 5
B 3K, IFHEET KEGG Bl e, % Rk 22 J AL 4T
Pathway 347,
1.2.7 4 420 Western blot il 4 C
IRBE il FH 5 25 U A0 1 770 19 RIPA 24 i it 11 8
PO, RIS HE A FAES wh il 2 5 min K
e e, FAULH] AT ELH] SDS-PAGE ¥k 45 i S 10% 1)
TR, BALEN LR 50 wg, LLERAERE 60 V, 73
B 110 VL FRSEF TR YK s LA 100 V.70 min 551
MEATHE I 8% Wi I Wik £ P 2 h J5 —Pr 4 CIEF IR
(p53 HiiAFRRELL AR 1: 1 000, MORC2 A 1:5 000, B-actin
S 1:1000) , TBST e 3 5 =i T E —di2 h, ik
TBST ¥, fie)5 ECL 5, LA B-actin NS,
1.3 %itxam

K H] StepOne #4453 #7 qRT-PCR 454, ffi i Im-
age J B4 & Western blot 257 JK BE(H, ¥ 4% % H
SPSS 18. 0 AT 0T, 45 R DL x s FRoR R ¢ &
AT PR Al I F e, RN R 220 th 5
LSD #: 17 240 M) 500 L3

2 #R

2.1 102 ifZm it £ 35 MORC2 # e R %2
qRT-PCR il 45 5% . 75, MORC2 (1) mRNA A %}
FAEAE L02-WT 415 1L02-ctrl 40P JCHH i 22 5] [ L02-
WT 20 (1.00 £0.12) . L02-ctrl 44 (1.11 £0.20),P >
0.05], 1 LO2-MORC2 4 #¢ i Wi 4 #H & b 7+ [ LO2-WT
Z0(1.00 £0. 12)  L02-ctrl 41 (1. 11 =0.20) . LO2-
MORC2 2H(7.81 +1.59) ,P <0.01 ], fF Western blot
K e, \] UL 1.02-MORC2 41 f) MORC2 45 55 i 4l
B 6 0 [ LO2-WT £ (118. 71 +2.37) . L02-ctrl 2]
(123.20 +3.83) . L02-MORC2 %] (224.61 £10.92),
P <0.01], UFHA MORC2 18 5 % 28 1A #4 1 B2 % Yk i
Iy i #58 MORC2 11 LO2 4 R o (E 1)

1 2 3

B-actin— ————————— <2 0} @

101
b
,—YQ s ab
"
= -
=
Z 6
< -
z
= 4
ST
g 2L
=
L W . .
1 2 3
415

1:102-WT 282 .102-ctrl 28 ;3.102-MORC2 28 A Western
blot #&m 25 & ; B: qRT-PCR # ] MORC2 mRNA #g %} & &
% a.P<0.01,5 L02-WT ZL34% ,b: P <0.01, 5 L02-ctl
28 AR

E1 MORC2 Hyid RIXMREE

2.2 it & ik MORC2 x+ LO2 HF 4a LA 05 2 1 64 B v

FATTEFERTI AL o6 LO2 20 fta B iy A48 P A 7Y
R T 1 RO AT T St TR R AT R
ARPEE SR RN, 3 A TG & & L B 2 5
[LO2-WT 40 (41.84 £5.29), L02-ctrl 41(45.01 +5.51),
L02-MORC2 4(45.75 +6.06), P>0.05], WiZilig
AR S 5,3 ALANEng TG & &I BRI TR A2
PEESATE S F S, {2 L02-MORC2 4114 TG & I F+
W 5 L02-WT 2H Bz 102-ctrl 2 AH 34787 5 sk /b [ 1.02-
WT £ (180.68 +9.04) . 102-ctrl 41(180.31 +14.88) .
L02-MORC2 41 (115.16 +7.59), P <0.01 ], |fij L02-
WT 245 L02-ctrl 22 [A] ) TG 25 Jo A i 2% 31| [ L02-
WT 20 (180.68 £9.04) , L02-ctrl 41 (180.31 +14.88),
P>0.05,F 2], DhEg5RHEREFE MORC2 Al s
LO2 JF-40 M AE R 7 A8 175 J5 19 TG BRI

250
0

& 200

(.

=
@ 150

am

100

50

A H =

0

1. LO2-WT ki §48;2;: L02-cul K i F 48; 3. 102-
MORC2 ki F40;4: LO2-WT % F40;5: L02-ctrl i 548,
6: 102-MORC2 #§40 a:P<0.01,%5 LO2-WT # F411t
#;b:P<0.01,5 LO2-ctrl i F40 b4

B2 dFi& MORC2 xf L02 AT4H AT AR A 2 14 B =20
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2.3 KB AKEYR R P MORC2 T 46 % wh a8 %%

Roche NimbleGen 12 x 135K AZEILH Fe k1805 A
a7 45 033 4~k [ 4 NCBI 78 P A 88 s A 1Y
A, 5 L02-ctrl ZH 40 AR HE, LO2-MORC2 4 b & A=
AR RIBZEF R T 2 50 1 736 4~ AR
P e AT PR AT B R I 5 1Y Pathway 0 HT 45 ROk F,
MORC2 7] RE 52 Wil 19 38 % £ 45 Hippo. p53 . TGF-B
MAPK J — 6 Jfofgd #H 0 % (& 3) o

Hippo {5 =i i
P53 {5 5
TNF- {75 i i [
iEPPOERzsild 00 |
ALS AR 5 i I
s man s i i
Sl PSRl 00 |
MAPK 5% i % [
2 A e
iESPSEeettd |

0 1 2 3 4
1S5 ~log10(P {H)]

B3 EREREESGRERH MORC2 7T #2500 88 %

2.4 it & ik MORC2 = LO2 Af @ it ¥ p53 & & K -F
AL

Western blot £ il 25 I i 7%, K 28 8 I 28 155 &
A, L02-MORC2 K5 A4 (1) p53 A & &L T
L02-ctrl A% S 41 [ LO2-MORC2 4 i S 41 (112. 65 +
3.06) L02-ctrl KiFES4 (134.19 £4.43) ,P <0.01];
MAEAG W28 PR 175 3 J5 , p53 2 H & 24 L AR 15 S i B
B EF, H L02-MORC2 5 T4 p53 HH & =ANKT
LO2-ctrl 75540 [ LO2-MORC2 %5 5:4H (194.33 + 1. 80) |
LO2-ctrl 5540 (234.69 +2.64) ,P <0.01,[& 4], MORC2
AR LO2 JH 40 ff H pS3 A HR KR, 3 — PR OR
MORC2 Jak 4 JH- 240 it i s A2 M i 7 FH AT g 5 B I pS3
FIRA K B FRA TG I pS3 ik, LR 7 e ik
55 MORC2 (13X FE .

MORC2— «~—110x10°

p53— «53x10°

«—42x10°

B-actin—

1.102-MORC2 # i % 21,2 102-ctrl k& if F 41, 3. L02-
MORC2 # §41,4.102-ctrl #5241
B4 33iE MORC2 Xt L02 FF4fah p53 & E K FER 2N

2.5 102 Afgmfead & ik p53 e9 AR E T

qRT-PCR #5285 5 W/, 7654 GL X BEUBURL pCMV -
XL5-ctrl i}, p53 f) mRNA F)#H XF 2 3k & 78 L02-WT
20 L02-ctrl 20 2 1.02-MORC2 41+ ¢ B i 22 51 [ 1L02-

WT 21(1.00 +0.15) \L02-ctrl ZH(1.17 £0.24) 102-
MORC2 41(1.04 £0.22) ,P >0.05] ; fEf5 4% p53 11 3
K Bk pCMV-XL5-p53 B}, 4420 MORC2 7E % 5 7K -3
et skt BE BRI 42 [ LO2-WT ZH(1.00 £0. 15) |
(5.57 £0.42), 1L02-ctrl 41 (1.07 £0.24) (5.47 +
0.53),102-MORC2 41(0.96 +0.22) . (5.19 £0.39),
P<0.01], {HAZ R JC 2250 L02-WT 41 (5.57 +
0.42) \L02-ctrl £ (5.47 +0.53) . LO2-MORC2 4 (5. 19 +
0.39),P>0.05].

Western blot £ Il 45 5 I 7%, AT UL %% 4 %) R 5
pCMV-XL5-ctrl (1) 3 21 4 ffg rfr, LO2-MORC2 £ iy p53
B K -8 102-WT 41, 102-ctrl 41 F& AR [ L02-WT 41
(139.54 +5.51)  L02-ctrl 21 (131.28 +6.27) ., L02-
MORC2 £ (119.63 £3.20) ,P <0.05 | ; 554 p53 i+ %
KR pCMV-XLS5-p53 1], & 2H p53 18 1 K- 50 5%
Yt HR Fokr A B b FH[ LO2-WT 41(139.54 +5.51) .
(236.04 £3.90) , L02-ctrl £ (131.28 +6.27) . (234.52 +
4.66) ,102-MORC2 20 (119. 63 +3.20) . (224. 02 +
3.59),P <0.01], {H LO2-MORC2 #{ 1 p53 7K -4 55
LIS G [ LO2-WT 4 (236. 04 +3.90), L02-ctrl 41
(234.52 +4.66),L02-MORC2 4 (224.02 £3.59),
P<0.05], #F—BHER pS3 HE & & Al gt Rk
MORC2 F#{R (Kl 5) .

I 2 3 4 5 6
pS3> M. - ~<—53x103

B-actin— — — - - -- @ZXI()}

8r

pS53 mRNA AHXT ik i

®

1.4:L02-WT #8;2.5;: L02-cul #1;3.6: L02-MORC2 #1;
1 ~3: % % pCMV-XL5-ctrl, 4 ~ 6 3 3 pCMV-XL5-p53
A Western blot #2245 X ; B: qRT-PCR & £ R a:P<
0.01,% # % pCMV-XI5-ctrl 45 102-WT 2}k 45;b: P <
0.01, 5 3 % pCMV-XL5-ctrl #§ L02-ctrl 2B b %5;¢: P <
0.01, k5 # % pCMV-XL5-ctrl %5 LO2-MORC2 £ b4k
B 5 ps3MdRIEAMRERE
2.6 it &k p53 & MORC2 4% 102 AF 2m B fig by &
NeX YRR
TEANAEL TG & 8, IE % 3Rk p53 B, L02-WT
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2H \102-ctrl £ . 1.02-MORC2 #H 41 i £ )5, TG & &
PIARNR AR M5 T 0 B B 58 [ LO2-WT 41 (43. 69 +
4.31) (175.50 + 14.08) . L02-ctrl 41 (43.46 +3.74) .
(171. 68 + 8. 47)  L02-MORC2 4 (46. 78 +5.85) .
(115.69 +7.24) ,P <0.01 ] ,{H 1.02-MORC2 £ A4 Hn
W fe/ )N, HL5 L02-WT 21 K L02-ctrl ZHAH e, 45 i 35 1k
P25 [ L02-WT £ (175.50 +14.08) \L02-ctrl 4 (171. 68 +
8.47) .1L02-MORC2 #{(115.69 +7.24) ,P <0.01 ],

TEE 33K p53 B, AR5 28 5 5 5 LO2-WT 4 |
L02-ctrl 2H \LO2-MORC2 ZHAIMI N TG & B3I ARR AL
P75 AT B 2 0 [ LO2-WT 2H(62.99 £3.78) . (240. 12 +
12.50) \102-ctrl 41 (65.52 +4.13) ,(233.23 +3.95) .
L02-MORC2 £H(61.50 +2.51) . (213.68 £4.28) ,P <
0.017,{H LO2-MORC2 415 1L02-WT 4 % 1L02-ctrl 414
b, A B 25 5 [ L02-WT 41 (240. 12 +12.50) \L02-
ctrl £1(233.23 £3.95) . L02-MORC2 £ (213.68 +4.28),
P<0.05],/H L02-MORC2 41 TG &R E W B E , I
FEAT L02-ctrl 27K, LA &5 SR R B p53 5l
SrffbRad ik MORC2 Xt LO2 41 A i 15 A8 P4 i ha 4%
YEH, B MORC2 Jik 5 i 40 i B D5 22 M ) 3 B ml fig 5
p33 HX(KE6),

3001

2)
-

2501 g
200 a b

150

TR A i (ug/m

100

501

A H

9 10 11 12

283

1.7:102-WT 4% %41;2.8: 102-ctrl k% $41;3.9.102-
MORC2 4% $41;4.10: LO2-WT # %41;5.11: L02-cul
541,612 [02-MORC2 # $41; 1 ~6:p53 E% & ik,
7~12. pS3 it Ak a: P<0.01,5 1 44, b, P<
0.01,52 2irk4i;c: P<0.01,15 3 Zik4;d: P<0.01,
54 spkEe: P<0.01,55 ks ;f: P<0.01,574
Wdi;g: P<0.01,%5 8 214k h: P<0.01,5 9 211k,
i: P<0.01,%5 10 4Ak#k;a; P<0.01,15 11 A4

E6 TG EENETFRIE p53 3T MORC2 5%z L02 AT 4

P A A 25 14 8052 B 84 i

3 g

Hippo {7538 s 32 22 2 15 Joid 40 (9 34 it
AR B GREICHRYIKR ; TCF-3 2S5 ANMIE 5 |
SRR IERE T T pS3 S AR b AR TN A TS
TS i 3 AT 2 —, B p53 SRR R &),

HFRAT T TS pS3 Jl AR50 pS3 Sk ff Bt LO2 JiF
A B g 7 P AE i 638 MORC2 JRisid2 ¥4
NAFLD % 5 L AR 52 £ B A 5 47 S8 -5 45480
PGS T I PLHE A 52 2 B, 240 M i g
O 78 P T ol T 200 e X 63 45 PR 2R R Sy % ) sl S 1)
JEPIEAS AT 0045 0 0 i 1) S B 3R 45 1 MORC2 275 Tij
i 40 e T o B s AR %40 770, {2 MORC2
A B IE 45 0 2 T R PR 2H 2R % 4 i A TR i A B X
U IR AT AR AT 4 525 B9 LRl b PR — 2B BF Y
MORC2 V¥ A IRt iALH] , BAA BT & X,
TEFRATTRIRTHIBF 52, % B MORC2 7£ 102 JIF 4
TR 0 AR e A v B 1 B R ARG, ELiZ T R R b g
AR R I I S g B SR AT T4 MORC2
AR5 T 102 FF4iifs i Bt i . ARSLE Ik
{6 T M 6 MORC2 #E47 38 %3k, & B MORC2
ATk LO2 FF4H M i B i A8 1, B X 102 4 it 14 g
Wi AS PR VE T . S T4 T B2 MORC2 $40 14943
Tl B, FRATHEAT T R A R R I K Pathway
SAT. PRI IR MORC2 J5, @ 4E p53 FE N I £~ il
O R A AR . X IR /R T MORC2
IRERYZREVE , T T 15 ST T 2858 T JEA
Derdak %51 % B/ 301 pS3 A4 3% 1 B ] 3 3
i/ e KB IR 3 /0N B JFE I I A5 1 L AR pS3 7E
NAFLD [i % J& fp 28 3£ 5 55 ; Tomita 2512 % NAFLD &
FUHY pS37 /N B S B AR FEL /N ROR LU 2 L, 4 T
N 5 A8 M AR 5 DL EF IR 45 R pS3 %t NAFLD f9JE
WA EEE- . BT p53 JEAHMEXT P IS il 5 i 2%
Zr T, Joie & NAFLD FB5 I b 0 i A F-Uie 23 g s
1 34 2 JiR o A8 P15 5 v ol P A ek R X0 i At I 2 v L
VES&—PFP RIS 2R, SO 20 b i pS3 ] BEAE 232 Ui
S 1 P TR HSB F 2od  o 82 2 3A, BSCLE S 440 A
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