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Abstract Non-alcoholic fatty liver disease (NAFLD) and heart failure are two important public health problems. The increased risk of
cardiovascular diseases (coronary heart disease, atrial fibrillation, hypertension, cardiomyopathy, heart failure) in NAFLD is indirectly
or directly associated with heart failure. NAFLD accelerates cardiac remodeling and the development and progression of heart failure
through the pathophysiological mechanisms of insulin resistance, activation of the renin-angiotensin-aldosterone system and sympathet-
ic nervous system, systemic inflammation, oxidative stress, gut microbiota dysbiosis and expanded adipose tissue. This review summa-

rizes the clinical evidence and pathophysiological mechanisms of the association of NAFLD with heart failure, as well as possible man-

agement strategies for two diseases.
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Effect and mechanism of sevoflurane on cognitive dysfunction induced
by B Amyloid protein _, in rats
Z0U Min,SUN Yingzhong, WEI Yanni, GUAN Huanchun
Author Affiliation:Department of Anesthesiology, Chongqing Kaizhou District People's Hospital, Chongqing 405400,
China

Abstract Objective To investigate the effects of sevoflurane inhalation on cognitive dysfunction induced by B Amyloid protein |,
in rats and its possible mechanism.Methods From August 2021 to August 2022, 32 adult male Sprague-Dawley rats were divided into
normal saline (NS)+oxygen group, NS+sevoflurane group, AB+oxygen group, and AB+sevoflurane group by random number table meth-

od, with 8 rats in each group, and were given bilateral intra-hippocampal injection of NS or AB, ., respectively. Vital signs were moni-



