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Systemic administration of human umbilical cord perivascular cells reduces noise-induced
iInflammation in the brain and cochlea in a rat model of noise-induced hearing loss.
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noise-induced inflammation in the brain and cochlea in causing NIHL and
to determine the use of systemic HUCPVC administration as a potential
treatment for this condition. Fig 2. HUCPVC
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Fig 3. Representative immunostaining images of (A) cochlear hair cells  mean + SEM,*p<0.05, **p<0.005, N=3 per group. presented as mean = SEM,*p<0.05, **p<0.005, N=3 per group.
(myosin Vlla, red stain) and hair cell stereocilia bundles (phalloidin, green
stain) in the organ of Corti (B) presynaptic and postsynaptic protein pairs
(CtBP2 (red stain)/GIuA2 (green stain)) in the inner hair cell (IHC) area of
control and noise-exposed rats
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