Establishment and characterization of
immortalized porcine 11 HSD1-hepatocytes

Hee Young Kang, Jeong Ung Hwang, Myoung-Ho Lee, Jin Yong An and Eui-Bae Jeung

Laboratory of Veterinary Biochemistry and Molecular Biology, Chungbuk National University,
Cheongju, Chungbuk, 28644, Republic of Korea

Result 1. Establishment of primary porcine 118-HSD1-TG hepatocytes
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Result 2. Expressions of SV40LT and triad G6PT-H6PD-HSD11B1

In our previous study, 11B-HSD1- A Cell Proliteration

transgenic (TG) fibroblasts were
established, and then the porcine model Pri11BTG SV11BTG

was generated by SCNT using those —
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floroblasts. Hepatocytes overexpressing
11B-HSD1 obtained from liver of this
porcine model, and /n vitro cultured.
However, primary hepatocytes show
short life span or low proliferation rate.
To overcome these problems, SV40
large T antigen, oncogene, was
transduced Into primary 11B-HSD1-TG
hepatocytes and those cells were
Immortalized.
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Immortalized 118-HSD1-TG hepatocytes NonTG 11BTG 11BTG NonTG 118TG 11BTG NonTG 11BTG 11BTG

shows restored morphology, more rapid
proliferation rate, and more expression of

118-HSD1  than  primary  ones. Result 3. Verification of functional hepatocytes after immortalization
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