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Abstract: Objective To investigate the correlation between somatostatin receptor 2 (SSTR2), mismatch repair deficient (AIMMR),
vascular endothelial growth factor (VEGF), and clinicopathological characteristics and prognosis in patients with neuroendocrine
neoplasms (NENs). Methods A total of 108 patients with NENs diagnosed at Ziyang Central Hospital between January 2020 and
October 2022 underwent histopathological biopsy of NENs tumor tissue were selected. Immunohistochemical method was used to
detect the expression of SSTR2, AMMR, and VEGF. Based on a 2-year follow-up, patients were categorized into a survival group
(n=83) and a mortality group (n=25). The baseline characteristics and the expression of SSTR2, dMMR, and VEGF in NENs tu-
mor tissue were compared between the two groups. Spearman correlation analysis was used to assess the relationship between the
expression of SSTR2, dAMMR, and VEGF and clinicopathological features. Logistic regression analysis was conducted to identify
factors influencing the prognosis of NENs patients. Receiver operating characteristic (ROC) curves were plotted to evaluate the
predictive value of SSTR2, dMMR, and VEGF for predicting the prognosis of NENs patients. Results There were significant
differences in tumor diameter, pathological grading, and depth of invasion between the two groups (U=2.323, 2.751, 2.433, all
P<0.05). In the mortality group, the positive expression rates of SSTR2 and VEGF were 36.00% and 44.00%, respectively, low-
er than those in the survival group (78.31% and 84.34%, respectively). The expression rate of dMMR was 72.00%, which was
higher than that in the survival group (33.73%) (x’=15.947, 16.673, 11.505, all P<0.001). Spearman correlation analysis showed
that SSTR2 (=-0.403, —0.527, —0.558), VEGF (r=—0.441, —0.514, —0.537) were negatively correlated with tumor diameter,
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depth of invasion, and pathological grading of NENs, while dAMMR (7=0.428, 0.539, 0.571) was positively correlated with tumor
diameter, depth of invasion, and pathological grading of NENSs (all P<0.05). COX regression analysis showed that before and af-
ter adjusting for other factors, SSTR2 positivity and VEGF positivity were independent protective factors for the prognosis of
NENSs patients, while IMMR expression, was an independent risk factor for the prognosis of NENs patients (all <0.001). ROC
curve analysis showed that SSTR2 negativity, VEGF negativity, and dMMR expression predicted NENs prognosis with area un-
der the curve (AUC) values of 0.712, 0.702, and 0.691, respectively. The combined AUC for predicting prognosis using all three
factors was 0.880, demonstrating significantly superior predictive value compared to individual factors (Z=3.065, 3.482, 3.155,
all P<0.01). Conclusions SSTR2, dMMR, VEGF are significantly correlated with clinicopathological characteristics such as tu-
mor diameter, depth of invasion, and pathological grading in NENs patients. They are independent prognostic factors for NEN,
and their combined predictive value for prognosis is reliable.
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