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[(# E] HH: HIE/NEER (BBR) XF AR T TISG 41 Al Ag 7 i 1) I8 1 F 2 4h M 3 7 . i 7%
M, R B S VR SO AL R . 5 eE . X 02E K0 T98G 41 i 43 g W BEZH AN A ) ok (25,
50 % 100 mg-L.~") BBRZHL, >R 4 M50 IR A A 52 560 46 10 45 20 40 M3 B8 %6, Transwell /)28 5256 46 I 4%

HANMIR 2R XHBUE K TISG 4 i 43 R 4 FEZH A1 100 mg- L™ BBR 4, B3 vk K I 2 41 40 it v s
MR oo %A AR K ) T98G 4i i 43 A X BB 4 RAS 6] & B (50, 100 &2 150 mg+L.™') BBR 4L, R

Western blotting ¥ £ Wl £ 25 4 i i 8% I 6 WL 3-3 A% (PI3K) . B2 {k PI3K (p-PI3K) . & M B
(AKT). BBt AKT (p-AKT). FEEEMY LS54 HE A 1 (SREBP-1) HjE iR 4 M (FASN)
B FRIAKT o RGO AT FASN Ik, KX 8UE KB TISG 4l 43 % IR 4H | shFASNI1
ZH M ShFASN2 4, % JHl Western blotting ¥ ¥ I £ 41 40 g vf FASN 2 (K 1k K ¥, 58 B T8 1l 52 56 46 )
25 A4 v BT SNSRI A S IR R I A AL A R R R . G5 SXTIRAL AR, ARk E
BBR 2H 4 it 3T 7% 5 Fl 45 28 5 5L e AR it [ 6 (P<<0.01), 100 mg-L ™' BBR 444 it v 45 25 6 i 2 &
B EE (P<<0.01)., 5XFMAE, 150 mg-L~" BBR 4 4 Mg b p-PI3K, p-AKT. SREBP-1 1
FASN # [ #£ 5 K ¥ 8 K (P<<0. 058 P<C0.01), 100 #1150 mg-L ™' BBR 21 40 i * SREBP-1
A RIAKF I B AL (P<<0.01). M FASN #£ILG, SXFHR4 4, shFASNI 4 shFASN2 41
4 FASN 2B 26 ik K -2 B B (AKX (P<<0.01), H shFASN2 4140+ FASN & £ 5K E K F
shFASN14H (P<C0.05); SXFRE4H b4, shFASNIZH I shFASN2 4 41 i v 5 p A ik i om0, 4l
Ji 5 B R I AR (P<<0.01), H shFASN2 41 4 g iF # % W] & {X T shFASN1 40 (P<C0.05).
2538 . BBRIE i B AR 40 PISK/AKT/SREBP-1/F ASN il i A 56 2 11 i 235 TP B 0% T98G 4 ifd
g R A, T R AR ST RS R AR 2R AR T .
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ABSTRACT Objective: To discuss the regulatory effect of berberine (BBR) on fatty acids in the human

glioma T98G cells and its effect on the cell proliferation, migration, and invasion, and to clarify its potential
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mechanism. Methods: The T98G cells at logarithmic growth phase were divided into control group and
different concentrations (25, 50, and 100 mg-L™") of BBR groups. Cell wound healing assay was used to
detect the migration rates of the cells in various groups; Transwell chamber assay was used to detect the
invasion rates of the cells in various groups. The T98G cells at logarithmic growth phase were divided into
control group and 100 mg-L~' BBR group, and Mass spectrometry was used to detect the fatty acid
contents in the cells in two groups. The T98G cells at logarithmic growth phase were divided into control
group and different concentrations (50, 100, and 150 mg-L™") of BBR groups; Western blotting method
was used to detect the expression levels of phosphatidylinositol 3-kinase ( PI3K) , phosphorylated PI3K
(p-PI3K) , protein kinase B (AKT) , phosphorylated AKT (p-AKT), sterol regulatory element-binding
protein 1 (SREBP-1) , and fatty acid synthase (FASN) in the cells in various groups. The expression of
FASN was suppressed by gene silencing technology, and the T98G cells at logarithmic growth phase were
divided into control group, shFASNI group, and shFASN2 group. Western blotting method was used to
detect the expression levels of FASN protein in the cells in various groups; clone formation assay was used
to detect the clone formation of the cells in various groups; cell wound healing assay was used to detect the
migration rates of the cells in various groups. Results: Compared with control group, the migration rates
and invasion rates of the cells in different concentrations of BBR groups were decreased in a concentration-
dependent manner (P<C0.01), and the fatty acid content in the cells in 100 mg:L™" BBR group was
significantly decreased (P<<0.01). Compared with control group, the expression levels of p-PI3K, p-AKT,
SREBP-1, and FASN proteins in the cells in 150 mg-L~! BBR group were significantly decreased (P<<
0.05 or P<C0.01), and the expression level of SREBP-1 protein in the cells in 100 and 150 mg-L~' BBR
groups were significantly decreased (P<C0.01). After suppression of FASN expression, compared with
control group, the expression levels of FASN protein in the cells in shFASN1 and shFASNZ2 groups were
significantly decreased (P<C0.01), and the expression level of FASN protein in the cells in shEASN2
group was lower than that in shFASN1 group (P<C0.05); compared with control group, the numbers of
clone formation and migration rates of the cells in sShEFASN1 and shFASNZ groups were significantly
decreased (P<C0.01), and the migration rate of the cells in shFASN2 group was significantly lower than
that in shFASNT1 group (P<C0.05). Conclusion: BBR interferes with fatty acid synthesis in the glioma
T98G cells by reducing the expression of the PI3K/AKT/SREBP-1/FASN pathway related proteins, and
decrease their migration and invasion capabilities.
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Wiz & Bl (fatty acid synthetase, FASN) /K5
e o Ry ot B T A 4 41 (World Health
Organization, WHO) Zr 5 EM KK FR, WILZ
B w] A mT B R B0 FASN ZRIK 7 AR i
B R AE . YASUMOTO 28 ™ i 38 . 41 4l
FASN 235 e A R0 il B Bodd + 4 f sk Ie i, 3%
W] FASN 5 ke B A i 3 7 . (=228 O HOR R e A
WYICHE . P, 0 B R AR 15 R A 1 1 25 4 2
FIRIT B U B W AE B A

TAN %5 5V 8 98 % 8 . /N BE 8 (berberine,
BBR) HA 41 il L A g 40 B b B 7 2 A Bl OC B i
FASN WAVET, AT ik 410 1 A5 28 & nA 203 i L i

A K. BBR R ZERRY, B2 RATY, 42
e v LK i 368 dte i £ 9 e 05 B DR VE T B
EAFSE ™ oK . BBR AT LA i 2 A~ 67 50400 il i 5
AR HETRBUR AT 258 FE OB e, H
O6-H J& & W 1% -DNA W 3t % % # (06-
methylguanine-DNA methyltransferase, MGMT)
RE 5 16 2 25 B Mk Jie 5 B0 DNA 15, {25 B e fie
PeI7 R85, I AR MGMT & K3k H
X A B e R R 22 1 T 9SG B SR At L L 4R
i BBR i i 8 44 i J57 98 40 B v i U 1R 5 Ak i 4
i S5 A0 R T A MR 2R BT, iR IY MGMT
1R 2 I WY I TR i PR 1 JEL B

1 B

1.1 i 22XAPNE A TISG 41 i
293T 40 f W [/ 3¢ [ g A B Rp LR R P



52 TR 224 (BE 2 i)

503 1M 2024 4F 1 H

(American Type Culture Collection, ATCC) 4 fifi
J# . BBR (U1 58 3% 3 A= W) BHE AT BRA W) 3 F
DMSO il % 100 mg- L8 & . DMEM ., MEM
M Opti MEM #% 3% 2 K5 4 1l 7§ (fetal bovine
serum, FBS) (3£ GibcoA ), HBi iR WELEE 3-i
i (phosphatidylinositol 3-kinase, PI3K) . iR 1k
PI3K (phosphorylated PI3K, p-PI3K). & 1485 B
AKT) . #® % fb AKT
(phosphorylated AKT, p-AKT) #1 B-actin 4T {&
(£ [E Cell Signaling A 7], BT O EER 1
(sterol
SREBP-1) Al FASN $if& (%% [{ Abcam 2\ A ) ,
RIPA Z# WM BCA R A E# G & (M oK
Y AREIRAT ), shFASN 288 ffiki . shFASN
T 5k 1A shFASN T4 ki 2 (i AL BH A= 9
BEEA R, Lipo2000 # 43k # (25
Thermofisher 28 7)) . % & 8 ( H 4 Olympus
ANHE)), HUUKACRTE BRA (35 [ Bio-Rad A ] ) .
1.2 mBBEHRBEANKR AR TISG 41 il R H
T4 10 % FBS 1 MEM $55% JL 5 3%, 293 T 4i it R
M &4 10 % FBS B9 DMEM 85 3% 5L 8% 3% . 40 i 16
37°C. 5% CO, MILANRE M F=F D IEFE, 2~3d
B 1R BR SR, RlE A 2 8006 BEFEATAEAL, HL
X 5 AR T A0 AT S 8 S

1.3 RN RACLSERAMNEAmpESE IL
EXTE A K W T98G 4N i I i & 41 Jif % Sy 1<
10° mL™", #eFhF 6 FL 40 f s S b b, 43 gkl BR 4
MAFHE (25, 50 &% 100 mg-L™") BBR4, 4
HE3ANEAL, RS DR WK
W, 10 pL Ak R . YRR R Y 400,
Y B 0. 25, 50 #1100 mg-1.~" BBR A4 JC Ifi.
Wi RIE, BT 37°C. 5% CO, MM AR B i 18 i
R R SR, O M 24 hisfHURE, RERG . Lk
HE W, IHASAMBPITEHE R, T HER=
(0 KPR SR —24 hPRSEE) /0 hRPIRTEE X 100% o
1.4 Transwell N E LBAMNEEmiaZe R 5L
AT 1 BT (8~12 g-L7") BT 4 Cuk4frh
Al B, FER B R M B B E I MEM 4%
1:9FB (MBE1g L"), BILPA 40 ul #
RO myHE BT, T 37 CHFRAH I 5 he sKALHE
BERRE: Wt /NE TR AR A, LA 70 pL JE I
i MEM 5538, 37 CAEH] 30 min, W& 25597 5
OB K TISG 4l i, 4/ gl i “1.37, %

(protein kinase B,

regulatory  element-binding  protein-1,

FLHm 2} 10° A4, 24 FL 405G FR AT = A
600 pL &% 10%0 BG4 N 3% 55 2k, 4R 28557 24 ho
WEE AL 2 S0KE 0L 25, 50 #1100 mg+ L~ BBR il A
#Ah, BARIANEI. 24 hjEH KL bR
5, PBSZEMPRUES 2K, HEEEE, 0. 1% 45
Lyefn U Transwell JEAE . 200 7% B 40EE T BEAL
T B 5 AP 0L 2% A0 O T A, SRR . R
Jfl {2 28 58 . 4 4= 2% 48 = 52 06 41 2 240 i 25/ %) B
20 25 RS20 L 4R < 100 %% 6

1.5 Btk 2amietipnss Ok
TG-5MS (30 mx0.25 mmXx0.25 pm) ; J} & 2
FF . 80 CAR: 45 1 min, LI 10°C-min™ {1 # K IHE =
200 °C, #RJFLAS “Comin " {3 R THE F 250 °C,
PL2 “Comin™' 1y BORTHIR 2 270 °C, FAFF 3 min, #F
FETIRE 290 °C, &AW 1.2 mL-min~', A5
YERE, JFRIEE] 1 mine B S 0F BT R E
280 °C, &Ky IRE 280 °C, ¥ 4E R 1) 7] 5 min.
HFHEEH 30~400 amu, FHEE FIR (electron
impact ion source, EI) 70 eV, X %4 K] TISG
O s R EA MR G 709 A A, A o R R A R
100 mg-L ™' BBR 41, 4 5l in A % & DMSO #I
100 mg-L ' BBR, #3248 h, VERUCEHLE,
W8 29 100 mg 40 MEAE & o FR B 80 mg #F A A
100 pL + JUbe iR W TR N A5 o ARSI A 200 & 4E A A
FEE W 2 mL, 85 “C/K A% H /K& 30 min, fin A
14% = F AL T P B 7 3 mL, T 85 ‘C/K ¥4 ok
W30 min, KETEM)E, MEEREER, ¥ 1 mL
ECHMAZEOE T, BEHERHESZ. WL
FEEWOMA 100 pL EC R E R E 1 mL, JEBE S
AL 00 2 i e 5 2 B TR

1.6 Western blotting # # @ & %8 49 J& ¥ p-PI3K.
PI3K.p-AKT.AKT,SREBP-1 4= FASN & & % %
KF - XFECE R TISG 4 43y Xt B 41 A A [ ik
JE (50, 100 % 150 mg-L.~") BBR4, Frk s
KM, KA A PBS 2% b i IS k40 . 3
it RIPA R 2 A, W, SRA BCA LN
ER MBS A RBBEEE R Rk, EE L
i A 30~50 pg, PVDF B, TBS it & /) 5%
JI TG W ks R BT 1 h, A X N R B — BT
p-PI3K, PI3K., p-AKT. AKT. SREBP-1 #l
FASNHiLK, 4°CWEE R, MAX RN 5 E
Th, YlE; A ECL & @MW AEH 20 so I BE K
AR R GRS EI4E . R AlphaEaseF C 5 {453
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Wi 2 M &5 IKJEME, L B-actin WINZS, T HIE
FIR K. HME A RB K= H W& [ &0 K
JE{H / B-actin & 1 45715 JK B X 100 % .
1.7 shFASN 1% 7 & € ¥ Ji 4 & 3 3 TI8G % e
e 4 2 B0 K 293 4R M AT B, VR e
JiL B 1X10° mL ™', Bi M. # 1.5 pg
£ 25 TR A TR M 0.5 pg Ik Bk (25 3% BRORE .
shFASNI Jii % #1 shFASN2 i B ) il A & 250 pL
JAf i Opti MEM ., BB IKITIRS, ERBE
5min, H1.5mL KEEP4, Lipo2000 & T 250 pL
JC I ¥ Opti MEM 5 5% 4, WATIRS) . ERIEE
5min. B DNA B M Lipo2000 % W TR AT, %=
H M F 20 min, $ DNA-Lipo2000 it A 1 mL
Opti MEM }; 3 36, iR 5] . RBRIE T 57 3,
¥ 1.5 mL &4 DNA-Lipo2000 & & ¥ 1 55 35 5L m
ABRFILP, SRR BRI, s
10% FBS 4 # i MEM #5 32 % 1.5 mL. ¥ 35
A8 WL AR 9 5 19 3, B0 R T s 2 I R A
FH o 4R 5% g o IS gE X A KO T98G 4t Md I 1T
B, WEREAN AR N 5 10" mL ', 3R T 6 FL4 M
B, B 1 mL 40 I8 2 W, 737 °C.
5% CO, FH F1 I A 18 35 05 JR 48 P i 1 o AR 3 40
J K AGE BT, AR SRIE R . PO R
B (3R WK R 460~550 nm) WL 5% 4 €695 5 2R 1
(green fluorescent protein, GFP) FikFEol, F5yk
AR RS A, EREREBERRE, A
2 mL i ff 15 57 BR AR SEHE 3R 24 ho AT B EE VS
BEAT G e A MO L AR 0 T A 1R OO TI8G

A0 43 Jp % BR2H . shEASNI 40 #il sShAFASN24H , %
H Western blotting ¥ £ ] 4% 41 4 Jifd v FASN £ 11
FBAKF, HEW “1.67,

1.8 ABEAESHERAMBRERCESZERER B4
I ET R E A m AR I sShFASN
FE R UL I £5 20 TG A M A7 1T 45, 1 % 200 it % B
J1X10°mL™", R F 6 FLANM S SRR, AR
3SAE AL, B 1 mL 4R B W, T 37°C.
5% CO, MR AN B R 55 24 had i . 45 3%
L B PR HR AT L 1% S B IRE, 245 10 d Rk 1557 . T
A 4% 2 W 2 mL % DG B E 40 i 20 min,
PNAGE B 100 45 i 5 W G 4 10 min, ¥k 2 4L 6
TR IR W BT W56 K T 50 A Al i 1Y v B TR
T A A 2HIR) b, SR T A R0 9 5 5% 0 A
FHMMpITE R A, JrkW “1.37,

1.9 %3t %44 K SPSS 19. 044k k47
Gt . UM RMAMIZER, KK
JIE U7 R % 5 1 4% ZH 40 L b p-PISK ., PISK. p-AKT,
AKT . SREBP-1 K FASN & 1 £k /K ¥, HEIE
B, VhatsFas, 24 REA 2550 3R H P
M7 REAS (RS, 2 2 IR AR B 580 L 35OR F PR R 3R
J5 22500, AP SR ] SNK-q /i85 . DA P<<
0. 05 WZERAGI¥E L.

2 5 R

2.1 ZumpiBiRizedr HXRALE,
AN TR ¥ i BBR ZH 41 i 18 B 5 2 vk B A g vk 0 2>
o T A% A R U BE KO PR B IR (P<<0.01).
WE1H2,

G H

A—D: Oh; E—H: 24 h; A,E: Control group;B,F: 25 mg-L™" BBR group;C,G: 50mg*L~" BBR group; D, H: 100 mg-L~" BBR group.
B 40 MR R A A S i I 4 41 40 ST B 48 (< 100)

Fig. 1 Migration of cells in various groups detected by cell scratch healing assay(>< 100)
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"P<C0.01 compared with control group; “P<C0.01 compared
with 25 mg-L™" BBR group;*P<C0.01 compared with 50 mg-L~"'
BBR group.

B2 F4AMETEHE

Fig. 2 Migration rates of cells in various groups

5% B e d, A R vik B2 BBR 41 %5 R A4 i %K
I S AORSEPE TR/L, 2H  A % R  Uk RE AROR e R A
(P<<0.01). WLIEI3FM4,
22 24mperRRBBRASE SXIE4 K,
100 mg-L~' BBR 41 41 fifd i 45 25 g 5 8 7 = B G &
it (P<<0.01). W#&E1.
2.3 & 44 A+ p-PI3K. PI3K. p-AKT. AKT.
SREBP-1# FASN & & R X K-F 55X A AL,
100 #1150 mg-L~" BBR 4140 g ' p-PI3K ., p-AKT
I FASN # 1R 5K B B AL (P<<0. 058 P<<
0.01), 150 mg-L ™' BBR #4141 g # SREBP-1 & H
FEIKKF I B AR (P<<0.01), AW ¥ BBR4H
4 g PISK AT AKT 5 1 R 35KV 22 R L4812
B (P>0.05). WHESHMFE?2.
2.4 WEFSANAEEGEE&AmE T FSANEZ G &
EBARE O HXMWA (100.12% +6.22%) L,
shFASN1 24 Fl shF ASN2 21 4 fifs tf FASN 4 H % ik

K (65.75% +£12.34% F150.26% +£8.15%) B
B OFE ik (P<<0.01); 5 shFASNI1 41 W %,
shFASN2 40 41 ig tf FASN 2 11 £ kK FREIE (P<
0.05). WK 6,

2.5 WEHEFSANAREEGSAEmE T &EHRES
e AR 5 XA K, shFASNIL 41 Ml
shFASN2 H A il rh s P I i B ok > 5 5
ShFASNI 20 b %5, shFASN2 2H 40 fifd i v [ 1 %
=, WK 7, S E4 (75%+3%) W
4, shFASNI 41 Ml shFASN2 41 40 g i #% %
(52% +3% FM30% +2%) BB (P<<0.01);
5 shFASN14H 48, shFASN2 ZH 4 i 1T 7% R ik —
LR (P<<0.05).

3%

¢ J5T 968 1% pRe A A A R 2 28 20 T SRR AR TR 9T A ok
TARZHRER, T TR R R — S i 2 A U
FHRBZE W JoT, JU 2 A 107 R A6 g 5t 924 240 Jif 2 ik % ok
MAEY G P EHEEZEEN . PR B
FASN 35 7KF 5 e B WHO 43 92 5 1F A 6%
R TEEIY TR A M . R M R R IR S5 4 A
WE AN ML AR L L, BRI R AE A RS I, JOF S
52k P e TR 240 R AR AR AR A I AR A D) G
B AR B AR K BE T A R T R A B R
F1 TR 5 5 S RE L R U TR R A g R A
VIRE I B AL OB AT L A bR B AR R RS e R b R
FEEEAER M, T G DR A R A8 95 10 b e
AT R R A AT R HE e T R b e
PRI 41 1] 52 S5 968 i U7 TR 5 IR T I BRI T LA
B I R

MGMT & % 35 (19 TISG K it &3 40 Jfa Xof 45 5
Fie M AR SO AR S R o . BBRYEH T
Jie 5T 9R8 TO8G 4t il 5, FHoiE A% M= 22 6e 1 W] B [

A B

C D

A Control group; B: 25 mg-L. ™' BBR group; C: 50 mg+L ™" BBR group; D: 100 mg-L™' BBR group.
B3 Transwell /N SEHA I 4 41 40 IR R UL (45 %, < 200)

Fig. 3 Invasion of cells in various groups detected by Transwell chamber assay (Crystal violet, X 200)



INE, S /NBERXT AR BT T 9SG 20 ML i A% R = 2 vy 410 ) 41 ) B AL ) 95

120 1

Invasion rate (/%)

‘P<C0.01 compared with control group; “P<C0.01 compared
with 25 mg-L™' BBR group;*P<20.01 compared with 50 mg+L ™"
BBR group.

B4 HAMPRER

Fig. 4 Invasion rates of cells in various groups

ik, FWIBBRXF TI8G 4 i A B & Ayl /E . R
FH RS T30 988 G261 240 M il 2% 1o 1A 88 A5 20 o 3% o
ok e A I S5 S WoR e R 4 21 bR 7 R
B il 905 P 2 R R R 2L 8 fF . R FASN
FE S o 9R v R AR AR o AR RIS R FH B R R
9 T98G 41 it v B By R & f F AT A I, 45 R
N SRR A, BBRAE TR TISG 40 i
J& 40 R P RR D R I R BRI, U6PH BBR LA R
AV e J5 96 240 e PN B T R % E AR o FE AR D R G ik
PR FASN & E ZAEH, 2 B8 0 R & B 6 i
fitg V0, WY N R iR 4N AR 2 S PISKY/
AKT {55 %, #F— P48 FASN Rk, {23k
JE AN IR W RR A A . SREBP-1 4 FASN L if &
FI, 7RG I 1R G 1R g 07 T e S8 e 3o A v & 4% o 22

R 2HAMPEREN RS 2

Tab. 1 Contents of fatty acids in cells in two groups (n=3,x%s,7/%)
Group Saturated fatty acid Mono-unsaturated fatty acid Polyunsaturated fatty acid Total fatty acid
Control 100.0345.33 103.264+3.18 103.25+3.17 102.434+2.43
100 mg-L™' BBR 60.46+2.35 64.43+1.32 70.49+2.01" 65.23+2.13

"P<<0.01 compared with control group.

1 2 3 4 Mr

85 000
60 000

85 000
60 000

60 000

i 127 000

75 000
63 000

FASN 273 000

Lane 1: Control group; Lane 2: 50 mg-L~' BBR group ;
Lane 3: 100 mg+L~' BBR group; Lane 4: 150 mg-L. ™"

BBR group.

B 5 Western blotting ¥ & W & 4 40 i F p-PI3K.
PI3K.p-AKT AKT.SREBP-1#1 FASN % 4 £ % B ¥k
23]

Fig. 5 Electrophoregram of expressions of p-PI3K,
PI3K, p-AKT, AKT, SREBP-1, and FASN proteins in
cells in various groups detected by Western blotting

method

EH 1, SREBP-1A] B BL AT 2885 U], Won k£
. Wil SREBP-1 235 50 /0 g I W2 & WA .
WF5E ™Y B . AR SREBP-1 1Y 2% 15 nT 410 il 12 5 g
CO6 4l ff g iR & At . Ak, SREBP-1F1 FASN 7£
52 S5 968 14 Al 177 TR 5 St e b ke DG B

AWFSE B — R BBR A TISG 40 ity v i iy
R o ML . 24 BBRAEJH T 5 TISG 4 il
J& . p-PI3K 2B A5, 7R p85 Hil p55 24
AR AL A7 5 252 2 BBR A ', p-PISK & 11434
KA, T p-AKT . SREBP-1fl FASN & 143
ML A, KW BBRAE R BUE TISG 4 g b ml LU
il p-PI3K. p-AKT. SREBP-1fill FASN 2 1%k,
I H5 e B RO L g 1D R A ALY L A St e s T
T SREBP-1 1 Wi 24 F 4% &) i th AKT A% ™, 7
ilpdEh, CRHA YT SO 5 0 FASN T
M PI3K/AKT # M2 1k A ¢ B ™, 1fi SREBP-1/
FASN 2z PI3K/AKT 15 %5 i i i ¥ . AW 5% 2%
R . BBR BRI B TISG 4l i v i s iR & &
N A0 i) g BT R A B i B R4 28, 5 PISK/AKT/
SREBP-1/FASN 5 5 i # 8 ¥ A Bk . Rk — 20
K5E FASN 35 5 TO98G M Jii i 40 i i1 7% Fn {2 22 ik
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#2 FAMPEF p-PI3BK.PI3K.p-AKT AKT ,SREBP-1fl FASN % [ # ik K ¥
Tab. 2 Expression levels of p-PI3K,PI3K, p-AKT,AKT,SREBP-1,and FASN proteins in cells in various groups

(n=3,2%s5,97/%)

Group p-PI3K protein PI3K protein p-AKT protein AKT protein SREBP-1 protein FASN protein
Control 100.0543.03 100.0345.11 100.0246.12 100.1242.51 100.11+5.32 100.23+£7.92
BBR(mg-L7")
50 97.23+8.33 123.9347.58 88.73£7.23 128.654-3.45 92.12£9.15 92.33+£6.43
100 74.22+6.18" 116.2548.59 58.32+11.02" 130.044-6.52 88.3247.95 85.78+8.11
150 67.954+15.32" 112.2145.23 9.45+6.56" 132.2944.67 77.28+13.12" 73.43+9.13"

'P<<0.05, “P<C0.01 compared with control group.
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Lane 1: Control group; Lane 2: ShESANI group; Lane 3:
ShFSANZ2 group.
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Fig. 6 Electrophoregram of expression of FASN

protein in cells in various groups after silencing FASN

gene

‘

A': Control group; B: ShEFASNI1 group; C: ShFASN2 group.
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Fig. 7 Clone formation of cells in various groups after
silencing FASN gene detected by clone formation assay

(Crystal violet)
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