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Introduction

Liver regeneration triggered by fulminant liver damage accompanies proliferation
of hepatic progenitor cells. Although there has been considerable interest in the
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3. CD44 enhances cystine uptake by stabilizing system Xc subunit; xCT
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identification of specific markers for hepatic progenitor cells, the physiological role A (4 .-f"“ ®) Input P To assess the role of CD44 in proliferative hepatocytes, we knocked
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We identified the mechanistic roles of cluster of differentiation (CD)44 on hepatic 2323 8 B revealed that CD44 binds to xCT.
progenitor cells(HPC), a cell surface marker for hepatic regeneration, in cell proliferation 3 %
and redox balancing. As CD44 in gastrointestinal cancer cell mediates rewiring of (C) CD44 KOV AMLA2 (D) Cvsteine GSH _ .
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" « Partial Hepatectomy (pHx)
Cr | t | C al RO I e Of Resected volume (left lobe) consists approximately 30% of the whole mouse liver

. solation of Primary Hepatocytes

C D44 E NSUr | N g H = p at | C Mouse liver perfused with collagenase cultured on dishes coated with

4. Pharmacological and genetical ablation of CD44 resulted in inhibition of
liver regeneration
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B CTrar2ho) i & | o injected into mice 24 h immediately we produced a lentiviral (LV-GFP-Albp-mCD44-shRNA) delivery
GSE and western blot data revealed a signimcant increase in CD44 expression in liver following APAP injection. (A) IKE system and injected this through a mouse tail vein to accomplish
regeneration undergone (A, B) partial hepatectomy or exposure to excess acetaminophen administration significantly abrogated the  hepatocyte-specific CD44 knockdown. (C) Following RT-gPCR

(C) both in patients and animal models.

Increase of proliferation markers in APAP-  reyealed that CD44 knockdown reduced xCT expression.

Methionine‘\ eyt I Injected mice. Moreover, this treatment inhibited the regenerative process
E ( | | ol 2. CD44-expressing hepatocytes exhibit a proliferative phenotype following APAP injection.
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