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Expression of GSK3p in lung adenocarcinoma tissues and its clinical significances SHANG Zi-qiang, ZHOU
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[ Abstract] Objective To observe the expressions of messenger ribonucleic acid( mRNA) and protein of gly-
cogen synthesis kinase-3 beta( GSK3B) in lung adenocarcinoma tissues, and to explore their clinical significances in
the occurrence and development of lung adenocarcinoma. Methods The cancer tissue samples of 55 patients with
lung adenocarcinoma were randomly selected as the experimental group and the matched normal tissue samples beside
the cancer tissues as the control group. The relative expressions of GSK33 mRNA in the two groups were detected by
reverse transcription-polymerase chain reaction ( RT-PCR). The relative expressions of GSK3B protein in the two
groups were detected by Western blot. Results The relative expressions of GSK3g mRNA and GSK3 protein were
(0.366 +0.138), (0.460 +£0.242) in the experimental group respectively, and (0.485 £0.137) and (0. 689 +
0. 183) in the control group respectively. The expressions of GSK38 mRNA and GSK3 protein in the experimental
group were significantly lower than those in the control group(P <0.01). The relative expressions of GSK38 mRNA
and GSK3f protein in the patients with stage | ~ II lung adenocarcinoma were significantly higher than those in the
patients with stage Il lung adenocarcinoma( P <0.01). Conclusion The expression of GSK3@ is down-regulated in
lung adenocarcinoma tissues compared with that in the matched normal tissues beside the cancer tissues, and the ex-
pression of GSK3B decreased with the increase of clinical stages, suggesting that GSK3B may inhibit the occurrence
and development of lung adenocarcinoma, and that increasing the expression of GSK3B may benefit the treatment of
lung adenocarcinoma.
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