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Abstract: [ Objective] To explore the effects of different concentrations of Sa—dihydrotestosterone (DHT) on growth
and proliferation of human hair follicles (HFs) and their relationship with miR—133b expression, then further explore the
role of miR—133b in the proliferation and inducibility of human dermal papille cells.[ Methods] HFs were isolated by micro-
dissection, then the anagen isolated HFs were cultured and divided into different concentrations of DHT treatment groups
(107 mol/L, 107mol/L,, 10™°mol/L., 10”mol/L.) and the blank control group. The HF growth and morphology were measured

and evaluated. The expression of Ki—67 in hair matrix cells and miR-133b were detected by immunofluorescence assay
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and qRT-PCR respectively. Lipofectamine 2000 was used to transfect miR—133b mimics and miR-133b NC into human
dermal papilla cells. CCK-8 was used to assess the proliferation ability of human dermal papilla cells. qRT-PCR and West-
ern Blot were performed to evaluate respectively the mRNA and protein levels of the markers associated with inductive abil-
ity of dermal papilla cells, such as Versican, ALP and B—catenin.[Results] Compared with the control group, no other
treatment groups but the DHT 10 mol/L group showed statistically significant inhibitory effect on HF growth (P<0.05).
The catagen in the DHT 10~ mol/L group appeared earlier than that in the control group and there was no statistically signif-
icant difference in HF growth between other treatment groups and the control group. The DHT 10 mol/L group showed low-
er percentage of Ki—67-positive cells in hair matrix cells and significantly increased relative expression of miR—133b in
HFs, 3.17+0.26 times more than that in the control group (P<0.01). CCK-8 assay revealed that the OD450 value in the
miR-133b mimics group was lower than that in the miR—133b NC group (P<0.05). qRT-PCR revealed that the mRNA ex-
pression levels of Versican, ALP, and B—catenin in the miR—133b mimics group were all lower than those in the miR-
133b NC group (P<0.001, P<0.01, P<0.01). Western Blot revealed that the protein expression levels of Versican, ALP,
and B-catenin in the miR—133b mimics group were also lower than those in the miR-133b NC group (P<0.01, P<0.001,

P<0.01).[ Conclusions] High concentrations of DHT may inhibit the growth and proliferation of HFs via regulating the ex-

pression of miR—133b, thus affect the proliferation and inducibility of human dermal papilla cells.
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A: Comparison of morphology of human hair follicles in vitro for 10 days with different concentrations of DHT, X40. B: Comparison of Ki—67 expres-

sion levels of human HFs with different concentrations of DHT,X200. C: Comparison of Ki—67 positive cells in each group. D: Comparison of miR-133b

expression levels in each group. "P<0.05,vs Control group,n =3;2P<0.01,vs Control group,n =3.
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Fig.2 Effects of different concentrations of DHT on human HFs’ morphology, proliferation and miR—133b expression in vitro
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Fig.3 Effects of miR—133b mimics on human dermal papille cells in vitro
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