20EEXAN—V T4 EE ERERARPER /RS LA

/
/

RBI EF

NAF D TFINEERARE Y 2 — - BE

HERRZA b

The mechanisms and functions of Cys-based post-translational protein modifications,
in particular S-palmitoylation and S-nitrosylation,
in physiological function and in pathophysiology

JHR—NILX R —
Dr. Douglas Hess, Associate Professor, Case Western Reserve University, OH USA

HEFRE
Dr. Matthew Brody, Assistant Professor, University of Michigan, Ml USA




Global regulation of S-palmitoylation by nitric oxide




Cysteine modifications by S-nitrosylation and S-palmitoylation
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INOS induction in LPS/IFNy stimulated macrophage
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Nitric oxide diminished S-palmitoylaiton in macrophage
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One way ANOVA post hoc Tukey,
n=3,*p<0.05, *** p<0.001,
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MRNA levels in LPS/IFNy stimulated macrophages
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LPS/IFNy stimulation downregulated DHHCs

\a R

S & OO0

S T IS L

o QO O 9O 9O 9
-+ - + -+ -+ - + - + LPS/IFNy

°
DHHCs
- o or
® ®a.ee| GST
o Mase

S —— GAPDH

RIZ., DHHCEEZD ALK EBL RNILTOBRETA{TWE L7,
LPST~v 77 7—Y%FMIKL, NOELE%2ZETLEEZ<DODHHCEEIL.
XUNRVBENPHAOMNITETLE L,




Working hypothesis
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S-nitrosylation on DHHCs
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Working hypothesis
Autopalmitoylation
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Autopalmitoylation of DHHC is diminished by nitric oxide
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Summary and Discussion
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