b FMEILIHIEIC 31T S androgen receptor, 5o-reductase,
17B-hydroxysteroid dehydrogenase DFEH

KBORZ: PREEHRE G R 28

R

In order to know whether adrenal and gonadal weak androgens are utilized to form acttive androgens
in human hair, we studied the expression of androgen receptor (AR), bo-reductase and 17B-hydroxysteroid
dehydrogenase (178-HSD) in cultured dermal papilla cells(DPCs) from various body sites. AR was expressed
with the order being male axillary hair = female axillary hair>Beard> occipital scalp hair. The expression
of Type I 5o-reductase is a ubiquitous property of DPCs. In DPCs from beard, a high level mRNA of type II
5a-reductase was observed, which is in contrast to the undetectable level in DPCs from occipital scalp hair
and axillary hair. Type II 17B-HSD mRNA was strongly expressed in outer root sheath cells (ORSCs). DPCs
except for male axillary hair, expressed no type II 17B-HSD. On the other hand, type III 17B-HSD mRNA
was strongly expressed in beard and axillary DPCs, and was equally expressed in axillary DPCs from both
sexes. ORSCs showed low level of the expression. mRNA Expression of type III 17B-HSD in DPCs was not

regulated by androgen in axillary DPCs. These results suggest that the sensitivity of hairs to androgen is
partially controlled by the cell-site specific expression of AR, 5o-reductase, and 17B-HSD in DPCs.
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deoxynucleotide triphosphate (ANTP). 1.0U/
uL RNase inhibitor (Takara, Tokyo, Japan) &
2.5U/uL M-MLV reverse transcriptase (Gibco -
BRL, MD) @& TG s %47 - 72 PCR
1315 5172 ¢cDNA 100pg % A v 0.5uM 7° 7 A
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[5a-R Sense 5-TTACCCGTTTCTGATGCGAG 333 352 1024
Anti-sense  5-GTTCTCCACTTACACACAGC 1337 -1356

I 50-R Sense 5-GGCCTCTTCTGCGTACATTA 280 -299 803
Anti-sense 5-CTAAGAAGCAACTGTCGCCA 1063 -1082

AR Sense 5-GGTAAGGGAAGTAGGTGGAA 324 -343 998
Anti-sense 5-CCTTCTAGCCCTTTGGTGTA 1302 -1321

11 178-HSD Sense 5-CAAATGGACATCACGAAGCCAGTGC 489-513 827
Anti-sense  5-CCCAGTTTCCCAGTTTCCCTTTCAT 1291-1315

11 17B-HSD Sense 5-TTCTGGGATAGCCCTGTTTCCTTGG 600-624 459
Anti-sense  5-TGGTCTGCTCCTCTGGTCCTCTTCA 1034-1058

G3PDH Sense 5-CCCATCACCATCTTCCAG 250 -267 577
Anti-sense  5-CCTGCTTCACCACCTTCT 809 -826
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IT #9178-hydroxysteroid dehydrogenase ; 111 178-HSD, IIAY 178-hydroxysteroid dehydrogenase ;

G3PDH, glyceralde-3-phosphate dehydrogenase
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