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Hypothyroidism during pregnancy in mice induces lipid dysregulation

in female offspring’s early life
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Abstract Objective
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To evaluate the effect of maternal hypothyroidism on lipid metabolism in the early life of
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Evaluation of acute ulcerative colitis model induced by different

concentrations of dextran sodium sulfate in mice
Xu Hepeng Dong Weibo Wei Wei Chang Yan
( Institute of Clinical Pharmacology Anhui Medical University Key Laboratory of Anti-inflammatory

and Immune Medicine Minisiry of Education Rheumatoid Arthritis Research Center
Anhui Medical University Hefei 230032)

Abstract Objective To compare acute ulcerative colitis ( UC) model induced by dextran sulfate sodium ( DSS)
at 1.5% and 3.0% concentrations and obtain a cost-effective modeling scheme with low mortality. Methods
C57BL/6]J mice were randomly divided into control group 1.5% and 3. 0% DSS group. The mice in control group
drank sterilized water and the mice in each group of DSS drank the corresponding concentration of DSS solution all
mice were treated for 7 days. And all mice drank sterilized water on day 8 to 14. The blood stool of mice was ob—
served and the disease activity index the percentage of body weight loss and the percent of survival of mice were
calculated on day 1 to 14. Mice were sacrificed on day 8. The spleen index was calculated and the length of colon
was measured; HE staining was used to observe the histopathological changes of colon; The expressions of tight junc—
tion protein Claudind and Occludin in colon tissue were detected by immunohistochemistry; Immunofluorescence
detected the ratio of macrophage in colon tissue; Levels of tumor necrosis factor-o« ( TNF-o) in serum and colon tis—
sue homogenates were detected by ELISA. Results Compared with the control group both mice of 1. 5% DSS group
and mice of 3. 0% DSS group showed similar clinical and pathological features to human UC; The colon lengths were
both shortened ( P <0. 01) ; The expressions of Claudin- and Occludin in colon tissue both decreased ( P <0.01) ;
Spleen index increased ( P <0.01) ; The proportion of macrophages in colon tissue increased ( P <0. 01) ; Levels of
TNF-o in serum and colon tissue homogenates both increased ( P <0.01) . The percent of survival of 1. 5% DSS
mice within 14 days was higher than that of 3. 0% DSS mice. Conclusion The acute UC model can be established
efficiently and economically by giving 1. 5% concentration of DSS solution in mice for 7 days.

Key words dextran sodium sulfate; acute ulcerative colitis; model
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female offspring by constructing a murine model during pregnancy. Methods Female mice C57BL/6] were ran—
domly divided into normal control group ( NCO) hypothyroidism complicated with pregnancy group ( PHO) and
pregnancy complicated with hypothyroidism group ( GHO) . Firstly PHO group was given 0. 15% propylthiouracil di—
et for 28 days while NCO and GHO groups were given normal diet. After the successful modeling of PHO was con—
firmed female mice in GHO and PHO groups were given 0. 15% propylthiouracil diet during pregnancy and NCO
group was still given normal diet. After delivery the levels of free triiodothyronine ( FT3) free thyroxine ( FT4)
thyroid stimulating hormone ( TSH) and total cholesterol ( TC) triglyceride ( TG) in each group were detected at 3
weeks of age for female offspring. The pathological changes of thyroid and liver were observed by HE staining. West—
ern blot detected the levels of proteins associated with lipid metabolism. Results Compared with the NCO group
the levels of serum FT3 and FT4 decreased the levels of serum TSH serum TC hepatic TC and TG increased in the
female offspring of the PHO and GHO groups and lipid deposition was observed in their livers. The expression levels
of HMGCR FAS and CD36 related to lipid metabolism in livers increased while the expressions of CPT1A and
LDL-R were down-regulated. Conclusion Hypothyroidism during pregnancy may lead to the disturbance of lipid
metabolism in the early life of female offspring mice.

Key words hypothyroidism; pregnancy; lipid metabolism; female offspring



