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Effects of Atorvastatin on Wnt Signaling Pathway and the Expression of Related Factors in ox-LDL In-
duced Human Umbilical Vein Endothelial Cells

LI Yan-wei', YU Xiao-ling', SHEN Yu-chao® (1.Senior Medical Center for Senile Disease, The First Affiliated
Hospital of Liaoning Medical University, Liaoning Jinzhou 121001, China;2.ICU, Cangzhou Central Hospital,
Hebei Cangzhou 061001, China)

ABSTRACT OBJECTIVE: To study the effects of atorvastatin on Wnt signaling pathway and the expression of related factors
Wntl, p-catenin and dvl-1 in oxidized low density lipoprotein (ox-LDL) induced human umbilical vein endothelial cells (HU-
VECs). METHODS: HUVECs cultured in vitro were divided into blank control group, ox-LDL group (50 mg/L), low-dose and
high-dose groups (ox-LDL 50 mg/L+atrovastatin 0.5, 10 pmol/L). They were cultured with relevant drugs for 24 h; nitrate reduc-
tase method was adopted to determine the content of NO; and Wntl, f-catenin and dvl-1 protein expressions were determined by
immunohistochemical method and Western blotting assay. RESULTS: Compared with blank control group, the content of NO de-
creased significantly in other 3 groups (P<<0.01), while Wntl, B-catenin and dvl-1 protein expressions increased significantly (P<<
0.01) ; compared with ox-LDL group, the content of NO in ox-LDL low-dose and high-dose groups increased significantly (P<<
0.01), while Wntl, p-catenin and dvl-1 protein expressions decreased significantly (P<<0.01). CONCLUSIONS: Atorvastatin can
inhibit Wnt signaling pathway and the expression of related factors in ox-LDL induced HUVECs, which may be one of anti-athero-
sclerosis mechanisms of atorvastatin.
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Fig1 Inverted micrograph of cells

A. blank control group; B. ox-LDL group; C. low-dose group; D. high-
dose group
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tein expressions
A. blank control group; B. ox-LDL group; C. low-dose group; D. high-
dose group
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Analysis of the Expressions of TGF-p, p38 MAPK and IL-1pB in [I° Burn and Scald Model Rats
LIN Xiao-feng, SHI He-kun, ZHENG Jian-sheng, LIN Xiu-li, CHEN Qiu-hong, CHEN Jin-shan(No. 175 Hospital
of PLA/The Affiliated Southeast Hospital of Xiamen University, Fujian Zhangzhou 363000, China)

ABSTRACT OBJECTIVE: To explore the expressions of TGF-B, p38 MAPK and IL-18 in I © burn and scald injury model rats.
METHODS: Rats were divided into 4 groups with 14 rats in each group, such as normal control group, NaOH burn group, water
scald group and ethanol burn group. II ° burn and scald models were established, and the pathological changes of rats were ob-
served 24 h later; the expression of serum TGF-f, p38 MAPK and IL-1f were determined with ELISA 1, 4 and 7 days after model-
ing. RESULTS: Compared with normal control group, there were varying degrees of impairment or necrosis in epidermis and der-
mis, inflammatory cell infiltration to the muscle tissue in three burn and scald groups, and water scald and ethanol burns groups
showed obvious tissue edema. The serum levels of TGF-f and p38 MAPK increased significantly in NaOH burn group on the 4th
and 7th day (P<<0.05 or P<<0.01); the expression of IL-1B had no significantly change. The serum levels of TGF-B increased sig-
nificantly in water scald group on the 1st, 4th and 7th day (P<C0.05); the serum levels of p38 MAPK and IL-1B increased signifi-
cantly on the 4th and 7th day (P<<0.05 or P<<0.01). The level of serum TGF-p increased significantly in ethanol burn group on the
4th day (P<<0.05); the serum levels of p38 MAPK and IL-1B increased significantly on the 4th and 7th day (P<<0.05 or P<<0.01).
CONCLUSIONS: Water scald and ethanol burn can cause different degree of the increase of TGF-B, p38 MAPK and IL-1B in I°
scald and burn injury model rat, which may stimulate the inflammation signaling pathways associated with TGF-8, p38 MAPK and
IL-1B.

KEYWORDS Burn and scald injury; Rats; TGF-B; p38 MAPK; IL-1
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