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727 DMSO 4 # A% 5 EC109 %86 h 33 B 28 (DMSO 48), £ A MTT &% i 5f # £ NU905 42235 K &,
RT-qPCR ## KAT5 mRNA % i, Western blot 4 KATS5, 8 8 A #1%& & D1 (Cyclin D1) . %% % B-Myc(c-
Myc) B B2 e fE-2(BCL2) Ao e & M & £ K B F(VEGF) & & & &, % % £ WK 4N Survivin T BAL K F,
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Effect of acetyltransferase inhibitor on KAT5,Survivin acetylation level,
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[Abstract] Objective To study the effect of acetyltransferase inhibitor NU9056 on acetyltransferase
KATS5,Survivin acetylation level and cellular proliferation and migration of esophageal cancer EC109 cells.
Methods Esophageal cancer EC109 cells treated with NU9056 served as the experimental group (NU9056
group) and esophageal cancer EC109 cells treated with organic solvent DMSO as the control group (DMSO
group). The optimal NU905 administration concentration was screened and determined by the MTT method.
The relative expression level of KAT5 mRNA was measured by RT-qPCR. The expression levels of the
KATS5,Cyclin D1,c-Myc,BCL2 and VEGF proteins were determined by Western blot. The acetylation level of
Survivin protein was detected by immunoprecipitation, the cell proliferation was detected by MTT assay, the
migration ability was determined by scratch repair assay and the invasion ability was observed in Transwell
chambers. Results NU9056 concentration-dependent inhibited esophageal cancer EC109 cell proliferation,and
its IC;, =0. 946 pmol/ L,the optimal administration concentration of NU9056 was determined as 0. 9 pmol/L.
The KAT5 mRNA and protein expression in the NU9056 group were decreased significantly compared with
the DMSO group, with a statistically significant difference (P <Z0. 05). The Survivin acetylation in the
NU9056 group was significantly decreased compared with the DMSO group,and the difference was statistical-
ly (P<C0.05). The expression levels of the tumor proliferation-related proteins Cyclin D1,c-Myc, BCL2 and
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VEGF were significantly down-regulated after NU9056 down-regulating Survivin acetylation levels in EC109

cells (P<C0. 05) ;the proliferation capacity,invasion capacity and migration capacity in the NU9056 group were

significantly decreased (P <C0. 05). Conclusion

NU9056 may down-regulate the Survivin protein acetylation

level in esophageal cancer EC109 cells by inhibiting acetyltransferase KAT5 expression,further inhibit the ex-

pression of key proteins in the tumor proliferation pathway.thus inhibit the proliferation,invasion and migra-

tion capacity of esophageal cancer cells.
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B WL AL B0 Ak RO B A R A O SR
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1.2.2 RT-qPCR
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(30 MEH) . b S AR A shf )y . [ Us
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1.2.3 Western blot
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FEERFE) 2 XSDS EAEG iR & b JE B0 s 17
Western blot,
1.2.5 MTT
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NU9056 4 KAT5 mRNA Fik (0. 1240. 02) B

AL T DMSO #H (1. 424+0.06), 2 %A G5 X
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5 o.5 KAT5
oo .
NU90564H DMSOZH
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MEARENEN

2.3 NU9056 * Survivin ZEAL K F 85 % h
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AN RIS R 225 B ATy (Tt 245 70 9 52 k%% VAR
S IR AL A g R B B 4L 8L Sur-
vivin 4 T 4L, H Z BEAb K 5 848 9 00 4 30

FAEF2023F1AF2EE 2N

O AL B Kbk 2 e A EL A IR A OGN L R
Survivin Z BEAb 5 &8 8 00 K A 0 R LR BLE A
WA, ASHEST 8 i R Ah A0 M S 0 — R ST T B A
J& EC109 40 B P Survivin 2 & Z Bk bR &, U8 B
Survivin 1E K — Fl 4E 41 8 A R EE 0T DL & A 4 kB
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EHMNLHILBMTFEECBERBBNS S
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AR 2 LTI W 1 2 5 AR A I & A= 2 kb
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A 8 NU9056 il il £ B L 55 B2 i KATS By %Kik
fii Survivin &4 & S BLSE W H T EC109 41l i) 3



FAEF2023F1AF2KF2H

BTG LGSR T A A R e ), HAR 2R e ) 2 3
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T Cyclin D1.c-Myc,BCL2 #1 VEGF % ik. #x
I KATS 3k 1 UFAR Survivin £ BEALAKE , 10
T4 B G A, A T B ECL09 4 A Y 1
VNG LI

LR TR SR A B I 7 NU9056 AT 8 i
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