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Changes in the content of human recombinant
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Abstract: Objective: To analyze the expression level of human recombinant protein C3AR1 in sepsis

patients. Methods: The clinical data of 17 patients with sepsis and 20 patients with septic shock admitted to
the intensive care unit of Chongqing Fourth People's Hospital from January 2019 to March 2019 were
retrospectively analyzed, including age, gender, weight, etc. The patients in the hospital were divided into
a sepsis group and a septic shock group. At the same time, 10 healthy people who received physical
examination in our hospital during the same period were selected as the control group. The expression of
human recombinant protein C3AR1 in the blood of normal group, sepsis group and septic shock group was
detected respectively. Sequential Organ Failure Assessment (SOFA) and simplified acute physiology score
3 (SAPS3) were used to evaluate the sepsis group and septic shock group. Results: After testing by ELISA
kit, the age, gender, body weight and sample condition of patients in normal group, sepsis group and septic
shock group were statistically analyzed. It was found that the expression level of human recombinant
protein C3AR1 in the sepsis group and septic shock group was higher than that in the normal group, and
the expression level of C3AR1 in the septic shock group was much higher than that in the sepsis group.
The SOFA score and SAPS3 score of the septic shock group were higher than those of the sepsis group,
indicating that the prognosis of the septic shock group was relatively poor. Conclusion: The expression of
human recombinant protein C3AR1 will show a regular trend with the severity of sepsis. Human
recombinant protein C3AR1 can be identified as a marker compound of sepsis.
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