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INTRODUCTION A) NF-xB Activation Pathway B) NF-kB Inhibition RESULTS

Significance and Background
« Scarring Is associated with extra-cellular matrix
(ECM) dysregulation! and myofibroblast activation
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Figure 6. Day 6 Quantification of Immunofluorescence

correlate with myofibroblast presence and therefore decrease in dose-dependent manner with ACHP
treatment. « Characterization of Nuclei Morphology: Nuclear size increases
with continued TGF-B1 stimulation as expected and decreases

with ACHP treatment in a dose-dependent manner by Day 6.
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activation were assessed through a-smooth muscle actin (a-SMA) and Stimulation Stimulation DISCUSSION & CONCLUSIONS

phospho-p65 immunofluorescence, respectively. All samples were imaged (+/-) ACHP * Nuclei size, activated NF-kB and a-SMA stress fiber formation increased with duration of TGF-B1 stimulation

e . . . as expected.
1,10, 100 uM _ . . .
Steﬁg):mrzzgtn(;ﬂc?jgr?t?f;”;Slggr]cp;?t Cc:)?rlifi?fcea;lemztg;ggm;rgggfgb?gggsg \\:szﬁ | K An acceptable target dosage of ACHP hydrochloride was found to be comparable to previously published in

. o vitro culture with the small molecule compound (<100uM) >6:7
as cytosolic versus nuclear localization of phospho-p65 fluorescence (n=3 P ( uM)

Y / N5 i Irepl I We demonstrated that the immunomodulator ACHP successfully targets the NF-kB inflammatory pathway and
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 Characterization _of  Nuclei __Morphology. DAPI (4'.6-diamidino-2-
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morphology by area and perimeter in ImageJ.

plasticity.
In addition, reduction in myofibroblasts as aresult of ACHP treatment was associated with reduced nuclei size.

Overall, ACHP Treatment offers a potential anti-fibrotic strategy as it decreases myofibroblast persistence in
VItro.

Figure 3: Study Design schematic and expected outcomes.
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