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Abstract

e AIM. To elucidate the effect of histone deacetylase
( HDAC ) inhibitor suberoylanilide hydroxamic acid
(SAHA ) on the proliferation of choroidal melanoma
(CM) cell line C918 and to explore the related mechanism.
¢ METHODS: Inverted fluorescence microscope was used
to observe the effect of different concentrations of SAHA
(0.625, 1.25 or 2.5 umol/L) on the morphology of C918
cell. The cell viability was detected by cholecystokinin
octapeptide (CCK-8) assay. Plate clone formation assay
and EdU staining were carried out to measure the effect of
SAHA on the cell proliferation. Meanwhile, the
expressions of cell proliferation-related proteins including
c- Myc, CyclinA2 and CDK2, and histone deacetylase 7
(HDAC7) and fibroblast growth factor 18 ( FGF18) were
detected by Western blot.

e RESULTS. Compared with the control group, the cell
density was reduced in SAHA. SAHA could also promote
cell shrinkage, and the inhibition on cell was in a
concentration- dependent manner. CCK-8 assay showed
that SAHA treatment decreased cell viability in a dose -
dependent manner and the inhibition rate was 80% when
SAHA at 2.5 pmol/L. Compared with the control group,
Western blot showed that SAHA could suppress the
expression of cell proliferation proteins including c-Myc,
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CyclinA2 and CDK2 in a dose - dependent manner. In
addition, 1.25 pmol/L SAHA significantly decreased the
numbers of EdU staining positive cells and cell clones.
More importantly, SAHA could dose - dependently
decrease the expression of HDAC7 and FGF18 compared
with control group.

¢ CONCLUSION:; SAHA could inhibit the proliferation of
CM cell line C918 by inhibiting the HDAC7/FGF18 signaling
pathway.

o KEYWORDS:: suberoylanilide hydroxamic acid; histone
deacetylase ( HDAC); fibroblast growth factor 18; cell
proliferation; cell cycle
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) DMSO, #i B EdU BRI, B LN 100l 50pwmol/L
EdU 35 5E B 40 P 3 2h, 3R IH B 35 35 PBS PR 4 i
3, JNA 4% 2 3 B EEE E |, 30min J5 77 B2, LN
A0.3% Triton X—100 100wL, 2 EALHE 15min, Bl Click
SN, % BB E I F 35min, FE N, 1mL 1Y PBS 3
3R, 14535 B 1000 % Hoechst 33342 S I Wi, Y AR AT
FFLANA 100l 1x Hoechst 33342 S W i, G | 2% i
A 35min 57, 545 YL O RN, AL 1mL (4 PBS
Uk 3 K.



Int Eye Sci, Vol.23, No.2 Feb. 2023
Tel :029-82245172 85205906 Email .1JO.2000@ 163.com

http .//ies.ijo.cn

125 AMEARERNAEE  IERFF 48h A4
C918 ZHffL , vkAR I #AE BT 557, TV 1Y PBS ¥k 3 i,
FHGEIE 5] 254 PBS W, FF LN A 29 200l 22 i i
WA AN 24 A T 1.5mL B0, 49C 24 20min, 7EAIK
TR B O ML 4°C 12 000r/min B0 20min, B I UT
BCA AT A E S, A 5xloading buffer 7l 8min
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SAHA ¥ J1.25umol/LI}, ¢ =Mye , CyclinA2 F1 CDK2 i
A AR 2 3K 1 43 0l B AR 3 (45.67+1.52) % (42.67 +
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0.01), " 3B,

o 100pm d :
1 RERE SAHA 3t C918 R ASMF M A%
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20(100.00+£0.00) % b 2 F ¥ H A S22 L (P<
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il HDAC F&AE ¢ —Mye F1 CyclinA2 FY2235 , & 3540 1 40 it
HEFROVER . AR SEIG 25 ol g /s, SAHA AR B €918 4
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