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HE . BY R B SR A8 Kk 83 AR T BIFAMS3B ) s 55 20 i3 58 Fe i3 22 4% ) 69 3% vf B AL
W FiE CRAEREATEREMMA L (QRT-PCR) . Western blotting, 9% 223405 A MR 2048 . &
FAEFMR, ARSI FE (HepG2 . Hep3B) | £ 5 A £ I 28 it % (LO2) ¥ FAMS3B mRNA fo k- & #9 &34
KR Fe e siRNA UK HepG2 48 i, & F FAMS3BAE A si—-FAMS3B 48, HepG2 48itL4: 3 si—NC 12 5% 3 B ARAE y si—
NC#, % %A PBS. 40 ng/mL M B F 44 K FH-F 1(IGF—1) & Fsi—-FAMS3B 48 L 48 h, F+H2n i o H si—
FAMS3B+PBS 2847 si—-FAMS3B+IGF—1 41, H#Tsifk FAMS3B s AT dmfa gz, 124 . e A i ey,
FHHT R AR FAMS3B %A s B ILES 34 B/ % & 3085 B/ 18 & ZvH SL3h ¥ & & (PI3K/Akt/mTOR ) 42 5 i %49
Hm. R HFBRLL FAMS3IB mRNA & Gt £k & TR FEFALR (P<0.05). HepG2. Hep3B i
FAMS3B mRNA & G A0 & i2 %% T LO2 40/( P <0.05) , si—-FAMS3B 21 FAMS83B mRNA Fo % & Ag st ik &
AT si—-NCZA( P <0.05) , si-NC#15 si—-FAMS3B#124 h, 48h, 72h, 96 h#§ ODArtEx, KA T LN ZXitey
FEZ 54, %X ORREEODMEA £ 7 (F =773.510, P =0.001) ; @si—-NC 485 si-FAMS3B 2845 ODAH
%5 (F =516.980, P =0.000) , si-FAMS3B 41 OD 1844&; Q@4 ODAL K LA #A £ 5+ (F =820.782, P =
0.000) » si—-FAMS83B 2828 i = % &5 T si—-NC 41, 13 % 4 LK T si—-NC4L(P <0.05) , si-FAMS3B 41 PI3K
p—Akt, p—mTOR & &A% F A FAK T si-NCLL(P <0.05), LC3— I & T si-NCL(P <0.05), si—-NC4L%5 si—
FAMS3B 41 Akt, mTOR & &t Aid sk, ZF¥HRLETFEL(P >0.05), si-FAMS3B+IGF-141PI3K,
p—AktF2 p—mTOR & @ A83+ & ik & & T si-FAMS3B+PBS (P <0.05), LC3— 44T si—-FAMS3B+PBS£8( P <
0.05) o si-FAM83B+PBS 285 si—-FAMS83B+IGF—1 48 Akt, mTOR & & &k Trbik, £FH A%+ FEL
(P>0.05), si-FAM83B+PBSZH1 si—-FAM83B+IGF—12024 h, 48h, 72h. 96 h#§ OD/AkE:, KA E LN Bk
e EZ5H, 2R ORFNEEODMA £ 7% (F =5211.626, P =0.000) ; @si—-FAMS83B+PBS 285 si—
FAMB3B+IGF—1 L OD/AA £ (F =453.499, P =0.000) , si-FAMS3B+IGF—121OD /4457 ; @A ODAE
A HA Z 5 (F =384.347, P =0.000) » si—FAMS3B+IGF—1 2840 it 8 T F4K T si—-FAMS3B+PBS £8.( P <0.05) ,
12 % M43 T si—-FAMS3B+PBS4L( P <0.05) . Z5if  SUKFAMS3B il i #T % PI3K/Akt/mTOR i #4375 I
Famfn A K, ARG an R0 B v,

KGEIF . MFEAL ; FAMS3B ; PI3K/Akt/mTORAZ 5% ; 3§97 ; 124 ; AT
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Abstract: Objective To explore the effect of family with sequence similarity 83 member B (FAMS83B) on
the proliferation and invasion of liver cancer cells and its underlying mechanisms. Methods The quantitative real-
time polymerase chain reaction (QRT-PCR), Western blotting and immunohistochemistry were used to detect the
mRNA and protein expressions of FAM83B in liver cancerous tissues and adjacent tissues, as well as in liver cancer
cell lines (HepG2, Hep3B) and normal human hepatocyte cell line (LO2). The targeted knockdown of the expression
of FAM83B in liver cancer cell line HepG2 was achieved via small interfering RNA (siRNA), which was set as the
si-FAMS83B group. The HepG2 cells transfected with control lentiviral vectors were set as the si-NC group. The cells
in the si-FAMS83B group were treated with PBS and insulin-like growth factor 1 (IGF-1) at a concentration of 40 ng/mL
for 48 h, and were set as si-FAM&3B + PBS group and si-FAMS83B + IGF-1 group, respectively. The effects of the
knockdown of the expression of FAM83B on the proliferation, invasion, cell cycle and apoptosis of liver cancer
cells, and on the phosphatidylinositol 3-kinase/protein kinase B/mammalian target of rapamycin (PI3K/ Akt/ mTOR)
signaling pathway were analyzed. Results The relative mRNA and protein expressions of FAMS83B in liver cancer
tissues were significantly higher than those in the adjacent tissues (P < 0.05). Compared with those in the HepG2 and
Hep3B cells, the relative mRNA and protein expressions of FAM83B were lower in the LO2 cells (P < 0.05).
Besides, the relative mRNA and protein expressions of FAM83B were lower in the si-FAM83B group than those in
the si-NC group (P < 0.05). The optical density (OD) values at 24 h, 48 h, 72 h, and 96 h in the si-FAMS83B and si-
NC groups were compared via repeated measures ANOVA, and the results demonstrated that the OD values were
different among the time points (F = 773.510, P = 0.001) and between the groups (¥ = 516.980, P = 0.000).
Specifically, the OD values were lower in the si-FAMS83B group. Besides, there were differences in the change trends
of OD values between the two groups (F = 820.782, P = 0.000). The apoptosis rate was higher but the number of
invasive cells was lower in the si-FAM83B group than in the si-NC group (P < 0.05). Compared with the si-NC
group, the protein expressions of PI3K, p-Akt and p-mTOR were lower, while the protein expression of LC3-1I was
higher in the si-FAM83B group (P < 0.05). There was no difference in the relative protein expressions of Akt and
mTOR between the si-FAM83B + IGF-1 group and the si-FAM83B + PBS group (P > 0.05). The OD values at 24 h,
48 h, 72 h, and 96 h in the si-FAMS83B + IGF-1 and si-FAMS83B + PBS groups were compared via repeated measures
ANOVA, and the results demonstrated that the OD values were different among the time points (¥ = 5211.626, P =
0.000) and between the groups (F = 453.499, P = 0.000), where the OD values in the si-FAM83B + IGF-1 group
were higher. The change trends of the OD values were also different between the two groups (F = 384.347, P =
0.000). The apoptosis rate in the si-FAM83B + IGF-1 group was lower than that in the si-FAM83B + PBS group (P <
0.05), whereas the number of invasive cells in the si-FAM83B + IGF-1 group was higher than that in the si-
FAMS83B+PBS group (P < 0.05). Conclusions Knockdown of FAM83B can suppress the growth of liver cancer
cells and promote their autophagy by silencing the PI3K/Akt/mTOR signaling pathway.

Keywords: liver cancer cells; FAM83B; PI3K/Akt/mTOR signaling pathway; proliferation; invasion;
apoptosis
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ZEAETR , 4 FAMS3B X HHRARNE A AL DT

TG A R R G AN, R L, 28 A A
PI3K/Akt/mTOR 3 % 01 Jif 76 28 At B W5 A FH 7 968 19
KA AR R E B EEAE .

B A 7 5 A AL (9 2 5 83 B Bt B (family with
sequence similarity 83 member B, FAMS83B) +& FAMS83
T F R K B, FAMS3B % 1iE 5238 1 EGFR/RAS/
MAPK i % 2 5 2L g i & B & R, s abh,
FAMS3B AJ L) J#3% Jib 97 241 Jfd PI3K/Akt/mTOR 3 i#% , fi2
LR T8 200 B A B B AR O R A K R O
Sk B 22 0 TE FE 26 B, FAMS3B 75 2 i i g v v 3¢
Ik, G FE Bl R A g R R AR e SR,
FAMS83B £ T4 1 i VE AT SR A

1 RS

HRRAR S AP
HAURAIE T 2017 45 3 H—2019 43 A 7E 1
e B R 2 5 — B = e A7 I 96 DD B 119 62 131 A 25 11y
JF 988 20 ORI 55 1E 5 A1 21, T A3 2l SR 7R 28995 B A
MG AL F RIS o T B B bR A 38 0L Vi
R 3 IR AT A B9 28 16 Bt I 2 AR B2 DA 2%
e, B MR E A G R B . NS 4
% (HepG2 .Hep3B) FllIE# A ZEJH-4f s & (LO2) I
SRNESESR= g T SR 1] T

1.2 FEXF SR

12,1 E&XA IR RAA v RS IR B R A&
(Dulbecco's modified Eagle's medium, DMEM) . 10% Jif
2 1ML 7 (fetal bovine serum, FBS) ( 3€ [E Hyclone 2
7] ), Lipofectamine 2000 Reagent iz 7] & . TRIzol izt 5]
£ (32 [# Invitrogen Life Technologies 2y ] ) , FAM83B
) siRNA (si-FAMS83B) il TG J¥* siRNA (si-NC ) 18 % 7
AR (5 H I 25 B R A BRZA W) ) | PrimeSeript RT
J 37 & . SYBR Premix ExTaq I 77 & ( H 4 TaKaRa
v A, CCK-8 1 ] & ( H 7K Dojindo Laboratories 23
A, A BUE R & (L A2 e A R
AR T ), 4 e JE RS 5K 5 £ . Annexin V-FITC
00 6 3080 T A 0 3R B (VT L A B R R 3 A B
NEIDE

1.2.2

1.1

EBAMZE 7500 B PO E i R A
SV (quantitative real-time polymerase chain reaction,
qRT-PCR) 1% ( 32 & Applied Biosystems 23 &l ) , [ #5
S (S Bio-Tek 22 H] ) , it =LA BL X | Transwell & (3

[E] BD Biosciences
HA 4 .

1.3 FHik

131 @iz Ff HepG2 . Hep3B.LO2 £ il & T
DMEM 1, %M 98 10% FBS . 100 pg/mL 545 2 . 100 u/mL
HEE,RIE T 37°CH 5% — 48 A0 5 240 i 55 35 48 b
P

132 Zumae e fid RN siRNA &
i HepG2 21 s Z h FAMS3B 1 & si—-FAMS3B 4 ,
HepG2 41 g % 4 si-NC 12 5% 1% 2% R 7 4 si-NC 41 .
4351 1 PBS . 40 ng/mL Ji &% 25 FF A4 4 A F 1 (insulin-
like growthfactor—1, IGF—1) 4b ¥ si-FAMS83B 21 4f fitd
48 h, I B 4 M 4> N si-FAM83B+PBS 4 Fl si-
FAM83B+IGF-14H .

1.3.3 0 5 T AR RO ( quantitative real—
time polymerase chain reaction, qRT—PCR) #& 7|
FAM38B mRNA #) & ik F TRIzol i 7 $2 B &
RNA, J{] Prime Script RT i 5] €% H 3% 5 5% 4 ¢ DNA .
fdi 1 SYBR Premix ExTaq II i 7] & 7£ 7500 i qRT-
PCR 1% | ¥E 17 qRT-PCR, FZ J &5 14 : 95°C il 75
2 min, 95°CAE % 30 s, 65°C 1R & 30 s, 72°C ZEfHi 2 min,
30 M EA . qRT-PCR 519 /7 90 0L 2% 1. >R H
2GR FAM38B mRNA AH X ik &, Ar A3 52 16
FE 2K,

D) AR B (H AR Olympus

%1 qRT-PCR3|#/&%!
EIL/R
HEA Gi72])
FE/bp
1E[] s 5'-AAAGCTCACCTCAGCATGGTT-3' 21
FAMS3B
1] : 5'-AGCAAATGAACTAGGGACAC-3' 20
1] : 5'-GCTCATTTGCAGGGGGGAG-3' 19
GAPDH
JZ 18] : 5'-GTTGGTGGTGCAGGAGGCA-3' 19
1.3.4  Western blotting # ] FAM38B %& @ #9 & iA

FH RIPA %4 i i %4 fiff 41 2040 Mg, 48 RCEVER 11, BCA
W M BE, AR ARG W 100°C 7K ¥ 75 1
5 min, SDS-PAGE HLIK /355 )5 , FIVR 4% 15 5% PVDF i
1, 5% B BE AT A VU T BT A 2 b, A — T 4°C %
B, TBST PR 5 iIn A —HiWFF 1 h, TBST ¥k %
Jo ARG, 2R FH BRI HL UK BUR R G 64T 3 AT
SLEE R 3. GAPDHAE A NS HE M K HIER
JK BEAH 5 GAPDH R 111 K B 14 FUAB A S 25 7 AR X
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RirE
1.3.5 #9540 2240 5 ik 4 FAMS3B & & 69 &k ik

JHF 98 2H 280 K i 55 1 i AL 2R 4 4% W [ 0, A IR
H, Y4 pm Y] R B OK Ak 3% i S A UK
TG NIRRT A ALY B e R P R e &, P
AR S M 45 B 00 8, — BT FAMS3B 4°C H M I &
TR, A ZH0 R 2o S A 0 i A i ) % 5 B 1
F TAEW, DAB Yt SR ARG Y oK B, ok
Ll SRS
13.6 CCK-8iktemlzamiesgss 4 10% FBS HY
15 % W) 25 P B R A A 5 x 10° /AL Y
FESEANTE 96 FLAR o AR AL AE 450 nm P < A0 45
M AEEA~FLAY G BE (optical density, OD ) {H .
1.3.7 AR mmiasUhn g i 8 2 SR 4 B JE
er IR 5 4 BT AR R 0T . 4% 1 x 10° S /mL 9 %% B
W SE 4 B, FH B R b 22 M M (phosphate buffered
saline, PBS) ¥t 2 UK, £ 500 wL 70% £ . 25°C 414
T HEAE 2 he 40 PBS YR 2 K, 7F 400 L Ak Py mE
(propidium iodide, PI) , 100 wL RNase ,37°C 215 4 1
N 30 min. R ARSI PLE S, i AT
SCO A 39 .
1.3.8 AR G A e B R H Annexin V-
FITC 21 A 98 T A5 00 3 750 65 G 00 40 L 9 120 4 1
10° ™ /mL Y %5 B2 CAE 40 L, PBS PR 2 I, EE B T
500 w254 2 b, 5 L ik B & (1 V-FITC |
5 wL PL7E 37°C B 440 T 15 mine R =04l
LA SCASE 0 240 i ) T AR 5, P SR E A 3 3
1.3.9  Transwell 5 3ateim) 20 i 4z % % FH BD 24 1L
Transwell % #F 17 40 42 22 52 06 . 4% 1 x 10° /> /mL
B2 B UCAE A, BT 3k I AL B AY Transwell
LEg, WM FE . FERMNE 10%
FBS () 5¢ 5 55 3 . 37°C . 5% — A ALBR 15 55 46
EE 48 h 5, M RZ2E] T = W 40 i A O e
30 min, SRJG4EMERAD 15 min, EGFRMEET,
Bl AL 6 45 3 A v £ 0 BT 00 o A A, A IR
3,
1.4 SitERE

B 73 M7 2R 1 Graphpad 5.0 F1 SPSS 19.0 47 1 4%
TR, TR PR AR = AR (x £ ) TR, HLERH]
¢ G 50 5B DR 2R T 22 0 B 8 R R I R T O 22
B, #E— W A LSD—1 K6 3. P <0.05 Ky 25 5

HEit=mE L.
2 4R
2.1 FAMS3BERHEALAT B RIE

968 2 21 55 98 5% 1F B 412X FAMS3B mRNA il 55
FAINT A L, &t K5, Z R a2 E X
(P<0.05), FiEHL & TREIEWHS ., WLE?2
FE 1,

R2 EEEEHASHEHALA FAM3SB mRNAFIE B
WRIEELEE (xxs)
B FAM38B mRNA FAM38B & 1
7 IE W A 1.000 + 0.530 1.000 + 0.230
R 2.254 +1.195 2.675 +0.562
18 7.553 21.719
P 0.000 0.000
JE 55 1E W 4140 iR
FAM38B mRNA 44 kD
GAPDH 37kD
El1 FAM83BEHZEMEALANESEEHARNRIE

s A2 e (25 R B 7R, FAM38B £ & %
KT, DR FRIR T UM . FH Y (o 40
W Be, WE 2,

ST Rl D Pl I 3

T

' 9""“'%; A

# e o

o [V AL

e 3 “ 3*;;5' Tidke

oo S 0 R R

& G S

g Uiy S

Bl Rt 8 T

Ty i W s

é"*‘.‘ SO “L“/'E‘\" " ,‘ -'"“" ‘ﬁ:@ R TR AL o)

RN T L R e

S IR S I

E2 BHEARMEZESIERALR FAME3BHIRIE

(B HLUE 71k x 400)

2.2 FAMS3BERfEMAM AR ERIE

LO2 .HepG2 . Hep3B 4 i FAM83B mRNA fl & H
HIXF R IB IR, &0 2000, ZR A G R
X (P<0.05). 5 LO2 4 1b# , HepG2 . Hep3B 4l ifd
FAMS83B mRNA 1 2 [ AH XF 2 35 & 7+ = (P <0.05) .
L3 FE 3,
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ZEMEEN, A5 . FAMS3B X I 40 M ) 4 F B AL IR 5

* 3 374k FAM38B mRNAFIE AN RIEEHE

(x+s)

2t FAM38B mRNA FAM38B# [1

LO2 1.000 = 0.130 1.000 + 0.130

Hep3B 1.933 £ 0.251 2.081+0.271

HepG2 2352 +0.306 2.763 + 0.359

FfE 24.842 32.446

P{E 0.000 0.000

Hep3B HepG2 LO2

El3 FAM83BZE A7 LO2.HepG2.Hep3B 4hAfI H i 3Rk

2.3 RY{K FAM83B mI #i #il FF /4R R 1436 . (2 & FF

si-NC 41 55 si—-FAMS83B £ FAM83B mRNA F1 &
A RBE LR, 2 Rk, ZFA%12E XL
(P <0.05) , si—-FAM83B 41 X F si-NC 41 . UL % 4
FEl 4,

%* 4 si-NCZH5 si-FAM83B 4 FAM38B mRNA & H

si-NCZ4  si-FAM83B4

FAM38B 44 kD

GAPDH 37kD

B4 FAMS83BZE A7 si-FAM83B B#1si-NC 2B
HepG2 4 fe R A R %

si-NC 21 5 si-FAM83B 244 24 h .48 h.72 h.96 h
) OD fH LL %5, R H 3 2 0 & 3 1 F 0 J7 22 50 0, 45
A WA A B[R] 22 OD fH A 22 5 (F =773.510, P =
0.001) ., @si-NC 2 5 si—-FAM83B 41 1) OD {Hi f5 % &
(F=516.980, P =0.000) , si—-FAM83B 21 OD {H 4 1I% , 21
M3 I REAR . @M oD EA b A £ 5 (F =
820.782, P =0.000), WL#ES5.

si-NC £ 5 si-FAM83B 41 40 L i - (R 7240
BILE, 2 s, 2 R A g 2% 5 L (P <0.05) ,
si—-FAMB83B ZH 4 it i - %4 5 T~ si-NC 21 , {2 22 4l U %X
DT si-NC4., WER6FES .6,
2.4 &K FAM83B mIi K PIBK/Akt/mTOR i B& 7
1R 33 40 B B Ik

si-NC 4 5 si-FAM83B #{ PI3K. p-Akt, p-
mTOR \LC3- Il ZE FHAHXT RIS R IR, & K e, 25 5%

HAMFEBEE (xs) ¥4 58128 5 (P <0.05) , si-FAM83B 41 PI3K , p—
5 FAM38B mRNA FAMBSBER Akt p-mTOR A XS K BT si-NC 41, LC3- 11
si-NC41 1.000 = 0.110 1.000 + 0.080 HPH A R GE B T si-NC 4l o si-NC 414 si-
si-FAM83B 41 0.237 £0.019 0.273 +0.022 FAMS3B 41 Akt mTOR & FIAH A 235 i e, 22 ¢
%I 11.839 15.177 B, 2R B RGE I ¥E L (P>005) . K7
PH 0.000 0.000 7.

#5 si-NCAH5si-FAM83BANRREATE =M ODELLE (x+s)
203 24 h 48 h 72 h 96 h
si-NC4 0.231+0.014 0.378 £ 0.010 0.790 + 0.069 1.219 £ 0.057
si-FAM83B 41 0.201 +0.001 0.243+0.010 0.559 + 0.009 0.727 +0.028
% 6 si-NC4H5si-FAM83B ARIMAAT ., si-NC 41 si-FAM83B 41
BRMAMILE (xs) F I o 3o 5
3 1.1% 1.9% 30.4% 1.0%

4151 AT RRANY (HP) .8 O
si-NC41 11.010 + 0.661 80.436 = 4.826 = : z -
si-FAM83B 41 29.306 3517 41.443 +4.973 :‘ a L
il 8.855 9.746 A e A S
PIE 0.000 0.000 Annexin V-FITC Annexin V-FITC

E5 si-NC 45 si-FAM83B 22 HepG2 4 A 7t =X 48 A ]
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M° » \ A V,'*)t..'.i." :
E6 si-NC %5 si-FAM83B 2H HepG2 fi{2 & 8k

289 kD
( x400)
. . 14 kD
si-FAM83B+PBS % 45 si-FAM83B+IGF-1 %
PI3K . p-Akt . p-mTOR ,LC3- I & A A Ik & 19 He 37kD

B, & ok, 25 8A 50 8 L (P <0.05) , si-
FAMS83B+IGF-1 41 PI3K , p—Akt I p-mTOR #& 4 A X
%35 B 5 T si-FAM83B+PBS 4H , LC3- I i T si-
FAM83B+PBS 4 . si-FAM83B+PBS 4 5 si—-FAM&3B+
IGF-14H Akt . mTOR Z& [ AH X 1k i Hu g, 26 1 K 56,
ZERHTGH2FE L (P>0.05), WESHIET,
2.5 #i& PIBK/Akt/mTOR i & 7] i 4% FAMB83B &
KiFSHAMEE R

si—-FAM83B+PBS 41 5 si-FAM83B+IGF-14124 h.,
48 h.72 h.96 h ] OD{H tL 45, R I &2 = 1 11
054 Mr, S5 H . O TR B A 5 oD A 22 5 (F =
5211.626, P =0.000) . @ si-FAM83B+PBS 2 5 si-

1: si-NC 41 ; 2:si-FAM83B 41 ; 3:si—-FAM83B+PBS 41 ; 4: si—
FAMS3B+IGF-14.
7 HHMAEPIBK,.p-Akt,Akt,p-mTORFALC3-1I
FAWFRIZE

FAMB3B+IGF-1 41 OD {H A 25 5 (F =453.499, P =
0.000) , si—-FAM83B+IGF-1 21 OD {f # %5 , 40 Mg 7% /1
Th . @PA oD (HAR L ka3 22 5 (F =384.347,
P=0.000). W9,

si—-FAM83B+PBS £H 5 si-FAM83B+IGF-1 £H 4 fi]
FTR REMME R, 2 KK, 2RI H 51T
7 X (P <0.05) , si-FAM83B+ IGF—1 £H 41 ffg Jif 1~ %
ik T si-FAM83B+ PBS 4 , 12 22 41 L 50 = T si-

R 7 si-NC#5 si-FAM83B 22 PI3K.p—Akt,Akt.p-mTOR.LC3- | EAMMFRIEELE (xzs)

205 PI3K & p-Akt [ Akt 2 p-mTOR [ mTOR #& [ LC3-TM &M
si-NC#H 1.00 £ 0.05 1.00 + 0.05 1.00 + 0.07 1.00 + 0.07 1.00 = 0.05 1.00 £ 0.05
si-FAM83B 4 0.42 +0.02 0.33+0.02 0.97 +0.07 0.15+0.01 0.94 + 0.05 8.65 +0.41
1l 19.855 20.509 0.475 20.419 1329 32.402
P{E 0.000 0.000 0.659 0.000 0.255 0.000

%8 si-FAM83B+PBS A5 si-FAM83B+IGF-1 48 PI3K,p-Akt,Akt,p-mTOR.LC3- [ ZEHMEXMREELLE (xxs)

2151 PI3K 2 11 p-Akt [ Akt p-mTOR [ mTOR &[4 LC3-T&EH
si—-FAM83B+PBS 4 1.00 + 0.06 1.00 = 0.05 1.00 + 0.06 1.00 + 0.08 1.00 + 0.06 1.00 + 0.05
si—-FAM83B+IGF-141 477+0.22 5.37+0.29 1.07 +0.07 3.07+0.22 1.06 + 0.06 0.29 +0.01
i 28.856 25.682 1.221 15.538 1.203 24.834
P1E 0.000 0.000 0.289 0.000 0.295 0.000
%9 si-FAM83B+PBS4H5 si-FAM83B+IGF-1 A REIRTEISE ODELLE: (xxs)
215 24 h 48 h 72h 96 h
si—-FAM83B+PBS 41 0.227 +0.020 0.241 +0.007 0.552 + 0.049 0.688 + 0.049
si—-FAM83B+IGF-141 0.243 + 0.006 0.396 + 0.007 0.810 £ 0.031 1.254 £0.071
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FAM83B+ PBS 41 (P <0.05). WLFE10F1E 8.9,

*& 10 si-FAMB83B+PBS 425 si-FAM83B+IGF-1 £H#Y

MERAT R EEAMBLE (xxs)
231 T A% (RERA MR (A~/HP)
si—-FAM83B+PBS £ 30.005 = 1.800 38.570 £ 2.314
si—-FAM83B+IGF-141 10.906 + 1.309 76.459 £9.175
tfi 14.863 6.936
PAE 0.000 0.002
si—-FAM83B+PBS 41 si—-FAM83B+IGF-141
o 2 | *a 0
4 0.6% L72.0% 4 0.7% 2:2%
a i a) :
T o] o
i SR
EF Q4 X g 3703
o~ 3694% 280%| 188 8.7%
1"' ||m:‘ ||ulll’" TTTTm J J “) vnm:‘ I”"“J lll"lb 'J’

Annexin V=-FITC Annexin V=-FITC

&8 si-FAM83B+PBS 225 si-FAM83B+IGF-14
HepG2 4 i 137 =X 40 A (=

si-FAM83B+PBS 4

B9 si-FAM83B+PBS 485 si-FAM83B+IGF-14
HepG2 IS Z&AEST ( x400)

si-FAM83B+IGF-141

3 iTfig

H Al ¢ T FAMS3B 2 5 i g 41 i 3 5 228 11
BLHIAR SR8 A7 72 4 10, Z2 T 98 IF 5 FAMS3B 78 £ fif
Jifrgeg 20 2 s 256, OF HOR W AE 0 SE L
i, FAMB83B 7E Jifi i {R 240 i 45 vh 3k Lﬁ TVE?@HTIT
8 IR 4T 8 A 2 W RN S A AR R s iR A F
5% % I g 4 40 FAMS3B 215 7K F i TR 5% 1E H
YA, SARBE SR —8. FAMS3B B ML T
il 5 50— DI RE R Y 5 B AR SF 3 DUF 1669
A, X — PR SF I fE FAMS3B 2 (H A 5 1 BUm #51k
A B OCEZMAER, IF Hax T ge s n] B 2

{55, = 5 kA",
22 b e (1) % 4= 5 PI3K/Akt/mTOR 3 5 3476 A
XK. AWFFEIESS, FAMS3B E 454 PBK B H G H
FE U0 PI3K/Akt/mTOR 3 % , 5 3L g 09 & B
FAMS3B & 1 1] 5 p85a . pl10a . Akt 45 4, H 1 p85a
Al p110 J2& PI3K 1) 85 22 B4y, AT 42 F p110ac Al
Akt 1 I8 5E 47, UL TS R Ui A9 PIBK/AK {5 45
BEIOTS A, FAMS3B I8 7] 5 3R e AR KR - 32 AR 4
G AR R AR KR - B IR AL RN B 1 D TR
W N Wt D AT LA i2F B 9 i 7K i A i i TR T 1l O TR
J& mTOR {5538 B EZ WA T . EE P
WFFE T FAMS3B A5 JFF i 40 i 34 58 | 4= 28 i) AH O A
5l % . Western blotting £ U 2% M 3% B | & 1K
FAMS3B [£AIX T HepG2 41l ffd /1 PI3K . p—Akt . p-mTOR
M 2 3k, 2% B B FAMS3B ] LA 0 2R T 95 2 it o
PI3K/Akt/mTOR i # , i — 20 Uk 55 bk i 50 45 18
H W2 2 A4 5 A 15 5 9K i A 1y, Hrh A 4G
PI3K/Akt/mTOR i #§"", F gt ferf, LC3- 11 2 E %
B HBEACE A, 25 AWK RIE ", A4,
JEF W B 9 40 i R FAMS3B 1l LU ] 13- 11
B 235, R FAMS3B A] DL il PI3K/Akt/mTOR 3 #%
I SR A0 MLy B v . AR JEL R, IGF-1 5 1GF-1
ZARGE A 5 A0 PI3K/AKL {5 Sl i . ik —
S PI3K/Akt/mTOR 3 #% 7 i Ik FAM83B 75 3 (19 H Wit
it FE AR, AR S5 IGF-1 4b PE si-FAMS3B #%
YL 1) HepG2 41 i, 45 2% 7R , & 1GF-1 &b PR )5 | si-
FAMS3B % 44 1] HepG2 4l }fi PI3K . p-Akt . p-mTOR #&
FIARXT A T . eAh, 5 PBS A 35 40 Jif LE 4%
JH IGF-1 4b B J5 , si—-FAMS83B %% 4 (] HepG2 4 Jft v
LC3- 1T KB FEAR . AWFFEEE Rk — 20 R0 W
PI3K/Akt/mTOR 38 i v] L 386 5% &5l FAMS3B 4 5 Y
FI WGV FH R 2 T2 40 6 o0, 40 ) R o A {2 28
ZE LR AR RS I I T FAMS3B 75 i
2 rh gk EUE I % FAMS3B 1l LA i i I Bk
PI3K/Akt/mTOR 38 #4170 il JF-98 200 P 3 5 4= 2% , DA
A T I 968 20 M L X S R A B T A T
i FAM83B 7E JiF T 94 H , JF H . FAMS3B 1 7]
K SR IR 7 B T TE FEAR .
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