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(58.8+4.6)% , A7 iG ML IK | caspase-3 [E A SIA B MM T AM Tl 2 A( P <0.05), Hit
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[ Abstract] Objective To investigate the influence of antisense phosphorothioate oligonucleotides on
peroxisome proliferator-activated receptors ( PPARB) in the TNF-a mediated apoptosis of HaCat cells.
Methods HaCat cells were resuscitated and randomly divided into normal control ( without transfection) ,
sham (merely with liposome transfection) , scrODN( with transfection of 4 pmol/L PPARB scrODN) , asODN
( with transfection of 4 pmol/L PPARB asODN) , TNF-a( with transfection of 10 pmol/L TNF-a) , serODN
+ TNF-a( with 10 pmol/L TNF-a stimulation after transfection of 4 pmol/L PPARB scrODN ), asODN +
TNF-a( with 10 pmol/L TNF-a stimulation after transfection of 4 pmol/L PPARB asODN) groups. The
mRNA and protein levels of PPARB were determined with RT-PCR and Western blotting, respectivly. The
changes in cell morphology were observed with Hoechst 33258 fluorescent staining to quantitate apoptotic rate
of nuclei. The effect of PPARB asODN on HaCat cell viability was assayed with MTT method. Activation of
caspase-3 was evaluated with caspase colorimetric analysis kit. ~Results The mRNA and protein expres-
sion of PPARR in normal control, sham, scrODN groups were similar, but it decreased obviously in asODN
group. The nuclear apoptotic rate in normal control, scrODN and asODN groups were rather low, and the
caspase-3 activity in these groups was also low. After 24 hours of culture, the nuclear apoptotic rate in TNF-a
and scrODN + TNF-a groups were (33.1+2.7)% and (32.9 +£3.0) % , respectively, while that in asODN
+ TNF-a group was obviously increased (58.8 +4.6)% , with the caspase-3 activity significantly higher,
but the number of live cells markedly lower than that in the former 2 groups( P <0.05). Conclusion
PPARB expression can promote the apoptosis of HaCat cells mediated by TNF-q.
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HME H B8 (caspases) LB M E X F & (X E R&D
AF), —EBERER (DAB) B AIXH & (RNHE L
BEYTRARAA) ERERA & (REEAL
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(5)TNF-o #H, 3% TNF-a $|#; (6) scrODN + TNF-o
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KM 1 x 10°/FLEEFF 96 FLAR P HESR 24 h J7,
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UFHEK 490 nm TREBRNEE(A)E, FHEER
WE 3 WK

8. caspase-3 TG M M AR I . % MR caspases Lk {81
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