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obese and diabetic mice
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ABSTRACT

Sodium glucose cotransporter 2 inhibitors are expected to ameliorate the 

db db obese and diabetic mice. The direct 

INTRODUCTION

Hepatocellular carcinoma (HCC) is a serious health 

deaths globally [1]. HCC is well known to develop 

or C viruses [2]. Recent epidemiological and experimental 
studies have also revealed that metabolic syndrome 

obesity, which has a high and increasing prevalence [4]. 
In addition to cardiovascular and cerebrovascular events, 
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Increased aberrant lipogenesis in the liver, which is 

also observed abundantly during liver carcinogenesis and 

the most common liver diseases in developed countries 

Recent preclinical studies have proven that therapies 
targeting obesity and related metabolic abnormalities such 

glomeruli and increasing its urinary excretion [17, 18]. 

insulin resistance in patients with diabetes and several 

inhibitor, has been shown to ameliorate glucose tolerance, 
improve dyslipidemia, and decrease liver triglyceride 

tumorigenesis have not yet been demonstrated.

db db (db/db) 

RESULTS

General observations

P
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P

control group was (P

observed in all groups in this experimental procedure.

P

, and , but the 
P

treated mice (P

insulin resistance, or improve insulin sensitivity, which 
were evaluated by calculating the homeostatic model 

, and 
*P <
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in the present study [27, 28].

hyperglycemic conditions.

DISCUSSION

Obesity, a serious global health problem, and its 

HCCs are believed to develop secondary to a cirrhotic 
liver, similar to other etiologies such as chronic hepatitis 

and diabetic db/db

hyperglycemia by promoting urinary glucose excretion 

db/db
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glucose level as previously reported [44], while chronic 

insulin, might not be remarkably altered by the treatment 

 

in vitro. 
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well.

in the renal proximal tubules [45]. However, a recent 

in vivo

cells, which possibly suppresses liver tumorigenesis. In 

in vitro et al

proper in our in vitro study and that the inhibitor may 

obesity and related metabolic abnormalities using 
pharmaceutical and nutraceutical agents may be an 

obese individuals and antidiabetic agents, in particular, 

db/

db mice by improving hepatic steatosis and attenuating 

liver carcinogenesis in patients who are obese and diabetic 

db/db

randomly divided into three experimental groups and 

experimental mice and cell lines as reported previously 
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CCL2, F4/80, IL-
, , , and 18S genes [51, 52]. Other primer 

control.

2.

cell lines

P

Abbreviations

db/db, 
db db

diabetes mellitus.
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