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Associations of TNM staging, growth location and gender with
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Abstract: Objective To study the correlation between TNM staging, site,, gender and fasting blood lipid level in patients
with primary colorectal cancer. Methods  Sixty-four patients with colorectal cancer initially diagnosed by pathology from
Jonuary 2015 to December 2017 ( case group) and 41 healthy people ( control group) were selected as study subjects. The
changes in fasting triglyceride (TG) ,total cholesterol (TC),high density lipoprotein ( HDL-C) ,low density lipoprotein
(LDL-C) levels were observed ,and their associations with TNM staging , location of colorectal cancer and patients’ sex were
analyzed. Results ~ Compared with control group, TG level significantly increased (P < 0. 01 ), HDL-C decreased
significantly (P <0.01)in case group,And the level of TG in patients with colorectal cancer increased with the increase of
TNM stage (P <0.01). In patients with colorectal cancer located in the left-sided colon cancer and rectum,serum TG level
was higher than that in the right-sided colon cancer,and HDL-C level was lower than that in the right-sided colon cancer
(all P <0.05).In male patients,serum levels of TG and HDL-C were statistically higher than those in female patients with
colorectal cancer (all P <0.05). Conclusion The increase of TG and the decrease of HDL-C may be the manifestation of
lipid metabolic disorder in patients with primary colorectal cancer. The higher the level of fasting TG in primary colorectal
cancer patients, the greater the likelihood of high TNM stage(the deeper the tumor infiltration) .
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