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PRI AN IG5 KT, 85 R : DLY294002 T H4H 9 ZLIR K SFAIK T DMSO X IRZH , T RE 66.15% , AN ACL (3R 357K VT F
20.84% , LK TAEZ AL FRIB KT FRE(P < 0.01,n = 3) ; QE AR T WFLHKFILT DMSO X HRZH T k¥ 90.16%,
AMAEA ACL R IEIKT T 64.16% , LA Z LS R AR (P < 0.01,n = 3) ;L1 DMSO T Hi/E k%t
8,20 mmol/L 1 LY294002 1 20 pe/L (B Z 4 BIMER 24 h )5, % Huh-7 Z0AAGHEFNH 2643 51 24.78%F1 20.67% (P
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Depression of acetylation by PI3K-Akt inhibitors reverses glycolytic phenotype and cellular
proliferation in Huh-7 cells

Cui Chang', Gong Yingyun', Xiao Zhengrui', Dai Qiying', Leng Jing®*

('The First School of Clinical Medicine ,NJMU ,Nanjing 210029;’Department of Pathology,NJMU ,Nanjing
210029, China)

[Abstract] Objective:To explore the role of PI3K/Akt signal pathway in acetylation and aerobic glycolysis in Huh-7 cells.
Methods: We treated Huh-7 cells with LY294002 (PI3K/Akt inhibitor) and rapamycin (mTOR inhibitor). DMSO treatment was set
as negative control. Lactate concentrations were measured by lactate kits. The expression of ACL and acetylation was measured by
Western blots. Cell viability was determined by WST assay. Results: DUnder L.Y294002,lactate concentrations decreased by 66.15%.
Expression levels of ACL declined by 20.84%. Acetylation levels decreased at several sites (P < 0.01,n = 3). @Under rapamycin,
lactate concentrations decreased significantly by 90.16% . Expression levels of ACL declined by 64.16% . Acetylation levels were
down-regulated variously at different sites (P < 0.01,n =3 ). @After 24 h culture with 20mmol/L LY294002 or 20 pg/L rapamycin,
the cell growth inhibition ratio reached to 24.78% and 20.67% ,respectively (P < 0.01,n = 3). Conclusion:PI3K/Akt/mTOR signal
pathway promotes the aerobic glycolysis of cancer cells by up-regulating the expression of ACL genes and the levels of acetylation,
which may contribute to the tumor growth.
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3%, 15 000 g,4°CES.C> 15 ming B3, JH Bradford
FEEREAWE, B30 pg FIREATE 10%EH
S TR s v FL VK 0 5, FL A SR MR LT 4 RS, 3]
2 h, —Pi 4CHEE LR, PBS YRR i E 2 h,
ECL 2 6 R KGN ACL ()2 1Kk 7K Ffi & iR £ 1k
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#y Fik

DL DMSO E A% BEEH, 5256205351 H 20 mmol/L
1) LY294002 120 we/L BRI ZAEH 48 h =,
Western blot SEEGWELE] ACL HIFE35 K4 5 R RE

1.6
149 1
1.2

*
1.0 *
0.8

0.6 %
0.4
021

0 10 20 40

0 5
LY294002 (mmol /L)

?Llﬁﬁ(mmo]/L)

20.84% 1 64.16% (P < 0.01,n =3, F2), Ui
LY294002 % & iF 85 22 48 P 2 B0 Huh-7 4H ) rh
ACL [FRIA,
2.3 LY294002 % & va & &8 Huh-7 28 e T AL
154h R

Huh-7 40 b 28 LB B K- 4w, LA
DMSO 1E A% R4, SC5e 4 43 %1 H 20 mmol/L Y
LY294002 1 20 wg/L B FH M ZIEH 48 h J5,
Western blot SZ56 W EL 2| 8 F 200 LB AL KA
NIEFEEEIFEAE (P < 0.01,n =3, & 3), M

40
35 |

)

< 25

2.0 |
1.5 1
1.0 1
0.5 3

FLAER (mmol
—x

0 5 10 20 40
TEIAR R (pe/L)

A 353519 Huh-7 408EF 5.10.20 .40 mmol/L LY294002 Zb3 48 h,10.20 .40 mmol/L LY294002 {355 b 1& W LR & R YR B80T BR 240
TEET 32.31%.41.54% ,66.15% ;B {5 3%/ Huh-7 40T 5.10,20,40 ne/L FEMAEE AL 48 h, 3535 15 P A9 FLIR & AR UK B/ BRZH R

[T 16.39%.50.82% .73.77% .90.16%, S5XFHRL H4E, *P < 0.01,n = 3,

B 1 1LY294002 M B AZE 2N Huh-7 40fZLER e il 4E

Figure 1
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Inhibition on the lactate concentrations of Huh-7 cells by LY294002 and rapamycin
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K12 Western blot il LY294002 K2 T 2 i Huh-7 40 ACL 13RIk
Figure 2 Effects of LY294002 and rapamycin on the expressions of ACL in Huh-7 cells detected by Western blot
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Figure 3 Effects of LY294002 and Rapamycin on the expressions of acetylation in Huh-7 cells detected by Western blot
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Figure 4 Inhibition on the proliferation of Huh-7 cells by
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