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The role of PPARYy in bile duct ligation-induced hepatic injury in rats.

MERERE
I &% ( Ebata Tomoki )
EHEBKXRE - EERHEFR - B
MEEES : 60362258

PR OB (Fis0) -

AWFZED B B9IE, R PHZEICAE 5 ITREH 1231 2PPARy DX EIZRIA L. 1RSI~ D " REME A

wf

THLOTHD, 7 v NOERERET VI, EAETHD 115d-PcJ2) (LLTFPGI2) 2T v
NMZPeH3 5 LPPAR y SRR SR O FFFEE I EE R E 2 Je72 LT D 2 L3RR S iz,
I 6z, JHERETVIZBWTY, PCI,Z & 595 Z LRl 7 5L Z2 1l L 7=, PPARy D&M
(GITIFREEIRED # — 7w N 720 9 D A[REMED R S vTz,

WHIERCR OB (30)

In this study, we sought to determine the effects of PPARy modulation on bile duct ligation (BDL)-induced hepatic

injury and on lipopolysaccharide (LPS)-induced acute obstructive cholangitis.

PPARYy activation with PGJ2 can be a potent therapeutic option for hepatic injury under the condition of biliary

obstruction and acute obstructive cholangitis
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Expression of inflammatory factors
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Expression of vasoconstrictors
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Estimation of hemodynamics by intravital microscopy
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Hepatic microcirculation by intravital microscopy
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Summary & Conclusion
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