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WFZERE B OBEE (Fnsx) © FFRIERAIAL & L C oval M & /NVAFHIIR A BTV 5D, Foxid
ZAVE TIT Thyl Btk oval Hifid o — A3 CD44 B5 it oo /N MR 22 4 L CHFfia ~ k32 2 &
Zis LCEN, FEMIT D - Tk, RO E, (1) K53 b Thyl B oval Mo/
RUFAAE ~D 3L FFEIR 1- & LT, EGF, bFGF, HGF 2% Key & 722N CTh -7z, (2) Thyl
BtEfiAe & CD44 Btk MR T 1 X kT2 2%, b ETIEEL o7, (3) Thyl B
PERIAE & CD44 BEPEMIAE, & L C b & AL OB 5258 12 381 2 M E L AE 2 Lhie it L
7ol A, Thyl BEMEMIRD & CD44 BtERIRR O AFRITE N o 7o, ZOAEFRITMEELIZ LD
b EEZ LN,

WFFER RO EE (3530) © Oval cells and small hepatocytes (SHs) are known as hepatic stem
and progenitor cells, and Thyl and CD44 are used as a marker, respectively. Although oval
cells are believed to differentiate into mature hepatocytes (MHs) through SHs, the details
of their differentiation process are not well understood. In the present experiment we
used Thyl* oval and CD44+ cells isolated from D-galactosamine-treated rat livers. (1)
EGF, basic FGF, or HGF could trigger the hepatic differentiation of sorted Thyl+ cells to
form epithelial cell colonies. (2) Thyl* oval and CD44* cells are able to differentiate into
hepatocytes, the degree of hepatic maturation of the induced hepatocytes may not be equal
to that of normal resident ones. (3) Thyl*, CD44* cells and MHs were transplanted into
livers treated with retrorsine following partial hepatectomy. Both stem and progenitor cells
could differentiate into hepatocytes in host livers. Repopulation efficiency and the survival
period of Thyl+, CD44+* cells in the long term was very low. The short life of the cells may be
due to their cellular senescence.
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72 (F 1), UL EORERIX, Rt 7e Thyl Btk
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