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Expression of EGFR, ALK, and pS53 proteins in the prognostic evaluation of lung adenocarcinoma. TANG Wez,
TAN Ling—feng, YI Min. Liuzhou Workers” Hospital, the Fourth Affiliated Hospital of Guangxi Medical University, Liuzhou
545005, Guangxi, CHINA
[Abstract] Objective To investigate the clinical value of expression of epidermal growth factor receptor

(EGFR), anaplastic lymphoma kinase (ALK), and p53 protein in the prognosis assessment of lung adenocarcinoma.
Methods A total of 106 lung adenocarcinoma samples from Liuzhou Workers' Hospital from May 2015 to August
2017 were collected as the observation group, and 63 pneumonia samples were collected as the control group. Immuno-
histochemical staining was performed by SP method. The positive expression of EGFR, ALK, and p53 proteins in the
two groups of samples were detected, and the relationship between the positive expression of EGFR, ALK, and p53 pro-
teins in lung adenocarcinoma tissues and the clinicopathological characteristics of lung adenocarcinoma and the correla-
tion among the three were analyzed. Results The positive expression rates of EGFR, ALK, and p53 proteins in lung ad-
enocarcinoma tissues were 57.5%, 11.3%, 18.9%, respectively, which were significantly higher than 9.5%, 1.6%, 4.8%
in pneumonia tissues (P<0.05). The expression of EGFR in lung adenocarcinoma tissues was not significantly correlated
with age (P>0.05), but was significantly correlated with gender, differentiation degree, clinical stage, and lymph node
metastasis (P<0.05). The expression of ALK and p53 in lung adenocarcinoma tissues was not significantly correlated
with age and gender (P>0.05), but significantly correlated with the differentiation degree, clinical stage, and lymph node
metastasis of lung adenocarcinoma (P<0.05). EGFR was negatively correlated with ALK expression in lung adenocarci-
noma tissues (r=—0.356, P<0.05), while EGFR was positively correlated with ALK and p53 expression in lung adenocar-
cinoma tissues (r=0.317, 0.360, P<0.05). Conclusion The positive expression of EGFR, ALK, and p53 protein in lung
adenocarcinoma tissues indicates poor prognosis and has important reference value in the prognosis evaluation of lung
adenocarcinoma, and the expressions of the three proteins are correlated, which may coordinate and regulate each other
in the development and metastasis of lung cancer.
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[Abstract] Objective To investigate the effect of repaglinide combined with insulin glycine on HbAlc level
and 24-hour urinary protein (24Hu-TP) level in patients with type 2 diabetes mellitus (T2DM). Methods A total of
102 T2DM patients admitted to 417 Hospital of Nuclear Industry from March 2017 to March 2019 were selected as
study subjects, which were divided into the observation group and the control group according to the random number ta-
ble, with 51 patients in each group. The control group was treated with repaglinide on the basis of conventional treat-

ment, and the observation group was treated with insulin glargine on the basis of the control group. Both groups were
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