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[Abstract] Objective: To investigate the expression of Sox9 in mitral valves of degenerative mitral
valve disease (DMVD) and normal mitral valves. Methods: Mitral valves from 11 DMVD patients
(DMVD group) and 3 patients who died from other diseases (control group) were collected and stained
by immunohistochemistry. According to the proportion of Sox9 positive cells and the staining intensity of
positive cells, two scoring systems were used. The scores from 0 to 3 were regarded as Sox9 low
expression, while 4 to 9 regarded as Sox9 high expression. Then statistical analysis was done according
to the expression results of two groups.  Results: Sox9 expressed in the nucleus, which had scattered
expression in endothelial cells and spongiosa interstitial cells of normal valves in control group. While in
the lesion valves of DMWD group, Sox9 mainly expressed in the interstitial cells of each layer, and was
cluster-like distribution in the spongiosa. The proportion of Sox9 positive cells and the intensity of
staining were lower in control group, including 3 cases with Sox9 low expression and 0 cases with high
expression, whose overall scores were between 1 to 3; while Sox9 was higher expressed in DMVD
group, with low expression in 2 cases and high expression in 9 cases, whose overall scores were between
3 t0 9. Sox9 expression was significantly different between DMVD group and control group (P =
0.027).  Conclusion: Sox9 is highly expressed in the mitral valves of patients with DMVD and may be
involved in the process of mitral degeneration,
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