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— ~ Abstract

Apoptosis can lead some specific cells to programmed death, thus, it is a major
way for creatures to control their cells amounts. If we can command the mechanism of
apoptosis, we may use it as a therapy for cancer by artificial regulation of apoptosis.

VP1 is one of the capsid proteins of Foot and Mouth Disease Virus (FMDV). A
research (2.) has indicated that the recombinant VP1 (rVP1) can result in
dephosphorylation of Akt in BHK-21, and then lead the cells to apoptosis. However, in
their follow-up experiments, they discovered that even if they expressed great amount
of phospho-Akt in BHK-21, it still couldn’t reverse the apoptosis induced by rVP1.

Therefore, this experiment takes the advantage of two-dimension protein
electrophoresis (2D) in order to find apoptotic proteins excluded from the Akt pathway.

| have found that Prohibitin exports from nucleus to cytosol after rVP1 treatment.
Furthermore, | eliminate the possibility that Prohibitin’s may be located in Akt pathway.
The results of Western Blot also shows that protein amount of Prohibitin in BHK-21
increase after rVP1 treatment, hence the purpose of nuclear export of Prohibitin might
not be to degrade it. It might have some much more important function in the process
of exportation. Besides, Prohibitin exports to cytosol in quite a short time after rvVP1
treatment. According to this phenomenon, | suppose that Prohibitin has a role as a
regulator of apoptotic up-stream reactions.
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Bl 4-a. 2D result of BHK-21 after 0 1M rVP1 treament for 6 h
] 4-b. 2D result of BHK-21 after 2 ¢ M rVP1 treament for 6 h
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] 6-a. 2D result of BHK-21 [Akt-DA] after 0 ¢ M rVP1 treament for 6 h
] 6-b. 2D result of BHK-21 [Akt-DA] after 2 ¢ M rVP1 treament for 6 h
B 6-c. Protein amount of Prohibitin after 0 M rVP1 treament for 6 h
B 6-d. Protein amount of Prohibitin after 2 ¢ M rVP1 treament for 6 h
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Prohibitin expression after rVP1 treatment
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