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Localization and expression of human FKBP25 deletion

mutants in mammalian cell lines
Zhang Shanjing' Wang Beihua® Gong Rui’ et al
(' Dept of Pathophysiology *Dept of Biology Anhui Medical University Hefei 230032)

Abstract Objective To investigate the expression and localization of the product of FKBP25 deleted mutants in
cells. Methods The full length ¢cDNA fragment of FKBP25 was used for PCR amplification to construct FKBP25
deletion mutant gene sequence respectively and inserted them into pcDNA3. 1 vector. All expressions were detected
by Western blot and immunofluorescence. Results The expression of FKBP25 deletion mutants was constructed
successfully. Western blot assay showed that FKBP25 deletion mutants could express efficiently in HEK293T cell
line and the results of immunofluorescence microscopy showed that the FKBP25 deletion mutants protein was found
to be localized in the nucleus and cytoplasm in COS7 cells lines. Conclusion The FKBP25 deletion mutants can
express in HEK 293T and COS7 cell lines. The results provide the basis for further understanding of the function of
FKBP25 deletion mutants.
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The study on imbalance of Tcl/Tc2 cells in trichloroethylene sensitized mice
Zhang Cheng' Wang Feng' Leng Jing” et al
(' Dept of Occupational and Environmental Health ~School of Public Health Anhui Medical University
Hefei  230032; *Anhui Academy of Medical Science Hefei 230061)

Abstract Objective To detect the alterations of Tel and Tc2 cells in trichloroethylene (TCE) sensitized mice
and to shed light on the possible role of Tcl/Te2 imbalance on occupational medicamentosa-ike dermatitis induced
by trichloroethylene (DMLT). Methods Female BALB/c mice randomly separated into blank control solvent
control and TCE group were sacrificed on 24 48 72 h and 7 d after last challenge. Sensitized or non-sensitized
mice were identified by cutaneous swelling and histological appearance before sacrifice. Spleens were taken to pre—
pare splenocyte suspensions quantifying Tcl and Tc2 by flow cytometry. Tc lineage-specific transcription factors T-—
bet and GATA3 were evaluated by real-time fluorescence quantitative PCR. Results Compared with non-sensi—
tized group the percentages of Tcl cells in sensitized mice were significantly higher at four consecutive timepoints
(P <0.01) which peaked at 72 h. Tc2 cell levels in sensitized mice were markedly elevated at 24 and 48 h with
reaching the summit at 72 h (P <0.01) whereas the level at 7 d showed no significant difference with non-sensi—
tized mice (P >0.05). Tel/Tc2 ratios in sensitized group were significantly higher at 48 72 h and 7 d compared
with non-sensitized group. The levels of T-bet and GATA-3 mRNA in sensitized mice were remarkably increased
than corresponding non-sensitized mice at 48 72 h and 7 d (P <0.05 P <0.01). Conclusion The imbalance
of Tcl/Te2 cells may play a key role in the immunological damage in TCE sensitized mice.
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