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The effects of siRNA-mediated Plk1 depletion on COS-7 cells
ZHU Jiang,et o

(Department of Oiolaryngology, the First Affiliated Hospital , Chongging Medical University)
[ Abstract JObjective: To investigate the effects of siRNA-mediated Plk1 depletion on COS-7 cells and the therapeutic potential of Plk1 in
cancer treatment. Methods: Small interfering RNA (siRNA) were used to specifically deplete Plkl in COS-7 cells. RT-PCR and
immol/Lunoblotting analysis were used to verify the inhibitory effect of siRNA against Plk1. Trypan blue exclusion assay and FACS analysis
were conducted to determine the effects of Plk1 depletion on the growth and cell cycle profile of COS-7 cells. Results: Synthetic siRNA
duplexes against Plk1 were introduced into COS-7 cells, which subsequently resulted in a significant inhibition in Plk1 expression in the
cells. Cell growth assay indicated that siRNA-mediated Plk1 depletion significantly inhibited the proliferation of COS-7 cells. FACS
analysis revealed that Plkl depletion caused cell cycle arrest,resulting into large population of sub-Gl cells. Conclusion:
siRNA-mediated Plk1 depletion significantly inhibited the proliferation of COS-7 cells suggesting the therapeutic potential of Plk1 in

cancer treatment.
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tamine RNAIMAX i) T Invitrogen A 8 ; & B 1515 K .5
H B 157 & & 9 ( proteinase inhibitor cocktail )] B Sigma 7%
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Dynamic observation on Th1/Th2 type immune response in mice immunized

with recombinant Bb—Eg95-EgA31 vaccine of Echinococcus granulosus
ZHOU Bi-ying,et d
(Institute of Infectious and Parasitic Diseases ,the First Affiliated Hospital , Chongging Medical University)
[ Abstract JObjective: To dynamically observe changes of Th1/Th2 type immune responses in mice immunized with recombinant
Bifidobacteria bifidum (Bb)-Eg95~EgA31 vaccine of Echinococcus granulosus(Eg) Methods : BALB/c mice were vaccinated by 5 x 10°
colony forming unit (CFU) orally and 5 x 10°CFU intranasally respectively.Mice were killed on week 2,4,6,8,10,12,14,16,18 and 20
after immunization respectively, sera were collected to measure the levels of IgG, its subclasses and IgE by enzyme linked immunosorbent
assay (ELISA);Spleens were removed to determine the levels of IFN- vy ,IL~12, TNF~ & and IL-10 of splenocyte culture supernatant by
ELISA.Results : Oral immunization mice showed higher levels of IgG,I1gG2a,1gG2b,1gG1,IgG3 and IgE on the 8 ~ 10" week,2 ~ 20"
week,2 ~ 20" week ,4 ~ 8" week ,6 ~ 12" week and 10" week respectively, while [IFN— vy ,IL.-12, TNF- o and IL-10 on the 2 ~ 16" week,
2 ~ 12" week,2 ~ 6™ week and 4 ~ 12" week post vaccination respectively; Intranasal immunization mice showed higher levels of IgG,
IgG2a,1gG2b,IgG1,1gG3 and IgE during the 4 ~ 10* week,4 ~
20" week,2 ~ 20" week,2 ~ 12" week,4 ~ 12* week and 10 ~
12% week respectively,while IFN—~ ,11.-12,TNF- o and 1L-10
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