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How are mitochondria involved?

w—,
¢
Anagen Catagen
PDGF—.ﬁ.Ar i k l
PDGF-AA
e > P 0 0 w—
D{m:l *  migration
papalis cell
Dermal Condensate Early anagen Telogen
. I . J
Hair follicular formation Hair growth cycle

Figure 1 Functdons of PDGF-AA in hair morphogenesis and hair growth cycle
PDGE-AA plays kev roles in inducing dermal condensate formation in hair follicular
development and maintaining hair growth phase (anagen) in hair growth cycle.
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Figure 2: Filamentous and rounded mitochondria in primary HDPC:
Mizochondria of primary HDPCs wene vivualized with Mito Trackes Fad CMDFios. About 30% cells ibowed filamennous sochondria that meove dinectiogally (A), sbout
5% cells shewed rounded miser bondns that Wk Dot Excbilé (5 peneral (B) and e rewr of the cells dbowed ek Exinnare of the TR TP
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Figure 6: Hydrolyzed collagen increases mitochondrion-related cellular
functions One of our cosmetic ingredients, hydrolyzed collagen, exhibits PDGF-like
effects in fibroblasts. Cellular population with filamentous mitochondria (A), MTT
activity (B), ATP level (C) and cell motility in scratch assay (D) were elevated m the
presence of the cosmetic material. Mitochondrial membrane potential remained
unchanged (data not shown).
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