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Abstract:Objective To investigate the differential expression of WEE1 in gastric cancer,precancerous le-
sions,and normal gastric tissues and its clinical significance. Methods The clinical data of 74 patients with
gastric cancer, 32 patients with precancerous lesions,and 34 patients with benign gastric diseases were collect-
ed,and the expression of WEEL in gastric lesion tissues and normal tissues were detected by immunohisto-
chemistry. Follow-up was performed at the same time,and the significance of WEE1 expression in different
gastric tissues were analyzed statistically. Results WEE] was significantly expressed in the cytoplasm and nu-
cleus of gastric cancer cells, with an overall positive rate of 43. 2% (32/74),and an overall positive rate of
8.8% (3/34) in normal gastric tissues,and an overall positive rate of 21. 9% (7/32) in precancerous tissues.
The positive rate of WEEI in gastric cancer tissues was higher than that of normal gastric tissues and precan-
cerous tissues(X* =12, 600,5, 895, both P <C0. 05). Tumor diameter, T staging,N staging.and vascular inva-
sion had an influence on the expression of WEE1(P<C0. 05). A total of 41 gastric cancer patients died within 5
years,of which 13 were WEEI negative and 28 were WEE1 positive. The 5-year survival rate of the two

groups were compared,and the differences were statistically significant(X* =32, 690, P <(0. 05). The tumor-

*  EEWB IR H ARG E (YK2018080) .
BN F i, J FATBE N, 33 S R R LR A G BF9E . & EEEE . E-mail:luqin81287@163. com.
A5 AR R AL AT 4. WEEL 76 B R R A8 I H B 412U iy 28 5 v 2k R LI R LT T B R 6 B 2
2021,42(7) :836-839.



ERHBESLE 2021 F4 A% 42%% 78 Int ] Lab Med, April 2021, Vol. 42,No. 7 + 837

free survival period of WEE1 positive group was (12. 3£ 4. 56) months; the tumor-free survival period of

WEEI negative group was (37. 846. 72) months. The differences between the two groups were statistically

significant(z =4, 697, P<0. 05). Conclusion WEE] has a high positive rate in gastric cancer and is closely re-

lated to the patient's staging. WEEL positive is a strong signal of poor prognosis for patients.
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