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WFFER T OBEEE (Fi30) : 3E7 v 2 — AERERAF4 (Nonalcoholic steatohepatitis; NASH) i,
BAAMENEGAT s HRFR 2 FIE L, HFREZE « FFS AW D HEITHE TP R ABRER TH S, )
MR L~V TR, BREEERWE & IR E - IRIGIFORIE & OMICEIRN H 5 & #Hiis S
AUTER Y, NASH & BREEVE M E ORMR A MRIAT 5 Z CITEE E B 2 5, xR REIHYE N
ARENICH DT U —ng Fah—R 28R AHR) ISREA L A ORIGZ R T 5 Z &7
FHNTWD, BHEEFE X AHR OIEME(L, D F 0 BREVG Y- A NASH OHEITIZE D > TV H DT
IXennE &z, TOBBREHLNCIT S,

WFZERCR-OMEEE (Z3L) : Non—alcoholic fatty hepatitis (NASH) is the progressive disease
developing from the simple fatty liver disease to hepatitis and furthermore hepatic
cirrhosis and cancer, and has a poor prognosis. The animal experiments have demonstrated
the interrelationship among environmental contaminants, defective lipid metabolism and
the pathogenesis of fatty liver, and these results raise the possibility that
environmental contaminants are involved in the pathogenesis of NASH. Multiple
environmental contaminants binds to aryl hydrocarbon receptor (AhR), resulting in
enhancing various reactions. Therefore, we investigated whether the AhR activation by
environmental contaminants leads to progression of NASH.
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activated receptor alpha (PPAR« ) DiFME
ZIET 2 ERNFET S (J. Vet. Med. Sci.
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