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BACKGROUND NTZ RAPIDLY REVERSES HEPATIC, RENAL AND SYSTEMIC INFLAMMATORY RESPONSE IN ACLF
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MATERIAL & METHODS NTZ ALLEVIATES HEPATIC, RENAL AND CEREBRAL DAMAGE IN ACLF
ACLF induction in rats with cirrhosis: Male Sprague Dawley rats underwent . . .
bile duct ligation (BDL) to induce cirrhosis. Twenty-two days after BDL surgery, Rlpk3 necroptosis marker Serum cystatin C Cerebral edema
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Serum and tissue analyses: Serum levels of cytokines were measured by Luminex.
Cystatin C and RIPK3 serum levels were measured by ELISA. To evaluate brain STATISTICAL ANALYSIS REFERENCES CONCLUSION
edema, fresh brains were weighed, dehydrated and weighed again to calculate the
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