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Differentiation of hair follicle bulge cells into sebaceous gland cells induced by per-

oxisome proliferator activation receptor +y 2

FU Gang', GAO Qiang-guo', YANG Tian', YU Jin', XIANG Ming-ming® ( 'Department of Cell Biology, College of Medicine,
*Department of Dermatology, Southwest Hospital, Third Military Medical University, Chongqing 400038, China )

Abstract; Objective To study the mechanism of differentiotion of hair follicle bulge cells into sebaceous
gland cells. Methods The peroxisome proliferator activation receptor y2 ( PPAR~y2) expression plasmid of
pEGFPCI-PPAR~y2 gene was constructed, then transfected into the hair follicle bulge cells from 7-day male
Wistar rats mediated by liposome, and those transfected with blank pEGFPC1 plasmids were used as controls.
The morphological changes of the hair follicle bulge cells were observed, and immunocytochemical staining were
used to detect expression of PPAR and EMA in hair follicle bulge cells after transfection, and oil red O staining
were used to observe the lipid droplet synthesis of cells. Results The hair follicle bulge cells that were trans-
fected the plasmids expressed bright-green fluorescence. The experimental cells could express PPARy2 gene,

and 3 weeks later the lipid droplets were observed in cytoplasm, and the positive expression of PPARy, EMA

and oil red O staining, but those phenomena did not occurred in control cells. Conclusion

The hair follicle

bulge cells have the capability to differentiate into sebaceous gland cells in vitro, and PPARy2 play an important

role in differentiation.
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Fig 1 Hair follicle bulge cells transfected by pEGFPC1-PPAR~2

plasmid  ( Fluorescence microscope x 200 )
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Fig 2 Hair follicle bulge cells transfected by pEGFPC1-PPAR+y2

plasmid cultured for 3 weeks ( Invert microscope x 100)
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Fig 3 Positive expression of oil red O in hair follicle bulge cells

transfected by pEGFPCI1- PPAR42 plasmid ( x200)
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Fig 5 Positive expression of PPARy of hair follicle bulge cells

transfected by pEGFPC1- PPAR~2 plasmid (S-P x200)
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