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non-invasive plucked follicle RT-PCR, focusing on androgen, Wnt/B-catenin, TGF-B/BMP, and stem cell pathways.

PARTICIPANT

Male

Comparison of the gene expression between parietal and occipital hair follicles of male AGA patients revealed no significant differences.

Logistic regression and ROC curve analysis
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4.RNA sequencing confirmed the involvement of androgen, Wnt, and BMP signaling in AGA

pathogenesis.



