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Description
The Obese Gene Receptor (ob-R) also known as LEPR gene is encoding a Type I cytokine receptor, a protein that in humans have a

large relationship with obesity, hypertension, diabetes, lipid metabolism disorders, etc. [1, 2]. The db/db mouse is a model of obesit

y, diabetes, and dyslipidemia wherein leptin receptor activity is deficient because leptin mutation are performed by CRISPR/
Cas9 technology. The disease course is greatly affected by the genetic background, Lepr defects in the BKS background are often
accompanied by higher levels of blood sugar and body weight.

Higher levels of blood glucose and gluconeogenesis enzyme activity cannot be controlled by insulin treatment on BKS-db mouse,

in which accompanied by phenotypes of peripheral neuropathy, myocardial disease, delayed wound healing, accelerated
metabolic efficiency

[3]

, hypothalamic lesions[4]. In addition, female db/db mice were observed infertility together with reduced

uterine and ovarian weight and decreased estrogen secretion [5-6].

The Lepr gene mutant mouse (BKS-db) was constructed by GemPharmatech Co., Ltd using gene editing technology. By monitoring

the blood glucose levels for this strain, it was found that BKS-db mouse have significantly higher level of blood glucose than that of
the wild control. This strain is an ideal model for type II diabetes research.

Application
1. Metabolic research (diabetes and obesity).

2. Endocrine Disorder research.

3. Reproductive Biology research.

Data support

■ Blood glucose curve in BKS-db mice treating with drug intervention

The blood glucose levels of BKS-db was significantly reduced after the drug intervention.Control group (n=14), BKS-db + PBS group (n=12),
BKS-db + Compound A group (n=12). The data of tumor volume and mouse body weight were expressed as mean ± standard error (Mean
± SEM). For comparison among three or more groups, one-way ANOVA with Dunnett post-hoc test method were performed. P<0.05 was
considered to be statistically significant. **, P < 0.01; ***, P < 0.001.

+86 025 58641508
glabalservice@gempharmatech.com

12Xuefu Road,JiangBei New Area
Nanjing 210061,P.R.China

BKS-DB

www.gempharmatech.com

■ Sera blood lipids levels in BKS-db mice treating with drug intervention

The Sera blood lipids levels in BKS-db mice were significantly increased after the drug intervention. Control group (n=14), BKS-db + PBS group
(n=12), BKS-db + Compound A group (n=12). The blood lipids levels were expressed as mean ± standard error (Mean ± SEM). For comparison among
three or more groups, one-way ANOVA with Dunnett post-hoc test method were performed. P<0.05 was considered to be statistically significant. **, P <
0.01; ***, P < 0.001.

■ Sera insulin levels in BKS-db mice treating with drug intervention

Albiglutide intervention can significantly increase the sera insulin levels in BKS-db mice under background conditions on day 28. But after the

oral glucose tolerance test (OGTT), there was no statistically significant difference in sera insulin levels between controls and treatment group.
Control group (n=8), BKS-db + Saline group (n=11), BKS-db + Albiglutide (3mg/kg) group (n=11). The levels of insulin were expressed as mean ±
standard error (Mean ± SEM). For comparison among three or more groups, one-way ANOVA with Dunnett post-hoc test method were performed.
P<0.05 was considered to be statistically significant. **, P < 0.01; ***, P < 0.001.
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