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Apoptotic effect of all-tran: retinoic acid (ATEA) on gastric cancer cell: throush down-
regulation of Bel 2 and increaszed Caspaze-3 actyicy
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Background: (zaztic cancer 15 orne of the most commen and lethal malbgraneies with kizh
mortality rate in the world. Retinoie acid ard 1ts dervatives (Fetinoids) have been utihized as
potential chemepreverntive and chemotherapentic zgents due to their ant-proliferztive,znt-
ocxidant, pro-zpoptotic and differentiation effects. Cwrrently, all-ttans refinoie acid (ATEA)
1= an approved drug for the treatmernt of acute promyveloid lenkemua (AFL) patients. One
underlving mechanis=m by which ATFA carmes out its anb-cancer effectiz induction of
apoptosis. Despite extensrive studies, the main mechanism of apoptosis induchon by ATE A bas
ot been well elucidated. Caspases are central components of cell death machinery. Caspase-3,
the executioner Caszpasze, 15 2 kev effector molecule of zpoptosis and 1ts achvaton 15 crtical
to induce programmed cell death in varety of cancer cells. Bel}, 2 member of anti-apoptohc
proteins, appears to protect cells from apoptosiz by seguestenng pro-apoptotic proteins or
interfering with ther actxities. Methods: In this study, AGS cells were treated by different
concentrztions of ATEA dependernt. Caspase-3 activation was measuwred by luminescent kit
ard was confumed by ET-PCRE. Moreover, down-regulation of Bel? expression was also
evzluated by RT-PCE. Eesults: In this study we showed that ATR A treatment of gastic
caell ine {(AGSlinduced apoptosis through Caszpase-3 actrration. Purthermore, ATE Aled to
decrease 1n expression of Bel?, an anti-apoptotic protein. Conclusion: ATEA 1= a potent agent
to induce apoptosis in gastric cancer eells. These data sugpests that inducton of apoptosis
through Caspase-3 achvation 1s a novel mechamizm of achon for ATEA duwing therapeute
interventon in gashilc cancer.
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Expressien level of miB-34a, miB-126, miR-123 , miR-210 and their target genes in Non-
small cell lung Cancer (NSCLC) patients
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Backeground: Hon-=mall cell Lung canceris one the most commeon types of lung canecer (S0%0).
MicroEMAs are non-coding small EMNA=s that have keyw roles in cell proliferztion, apoptosis,




