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Analysis of prognostic factors in patients with subtentorial diffuse glioma
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Abstract
subatentorial glioma treated by surgery in Tianjin Huanhu Hospital from January 2016 to June 2020 were collected to analyze the effects of

O bjective:To investigate the prognostic factors of subtentorial diffuse glioma. Methods: Clinical data of 35 patients with

age, gender, degree of tumor resection, alpha thalassemia retardation syndrome X-linked (ATRX) gene mutation and O°® —methylguanine—
DNA methyltransferase (MGMT ) promoter methylation on overall survival (OS) and progression—free survival (PFS) of patients with
subatentorial diffuse glioma. Results: The mean PFS and OS of subatentorial diffuse glioma were 13.28 months(95%CI:10.14-16.42) and
15.97 months (95%CI:12.43-19.52). Total or subtotal tumor resection, postoperative KPS score =70, MGMT methylation and ATRX
mutation were the factors contributing to a good prognoses of PFS. Total or subtotal resection of tumor, postoperative KPS score =70,
age<48 years and ATRX mutation were the prognoses of good OS. Conclusion: Patients with subtentorial diffuse glioma with young age,
large tumor resection range , postoperative KPS score =70 and ATRX mutation have a longer postoperative survival period.
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Tab 1 Univariate analysis was used to analyze the influence of dif—
ferent factors on OS and PFS
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Fig1 Survival curves of each single factor against OS
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Fig 2 Survival curves of each single factor against PFS

23 Cox W ABA Z W EHSH  Cox FIHBIAIZH
B R BoR  VIBRFEE ARG KPS 758 ATRX %
¢ MGMT HUEEE SRS T BB i PES 17 A
F(F£2), MIEUIBRRE ARG KPS 143 ATRX %
AR AR JERNRE T IR B OS T IR (R 3),
®2 HMETIBMARFRE PFS % EE Cox BEMT

Tab 2 Multivariate Cox regression analysis influencing PFS in
subtentorial diffuse glioma

(7R B SE  Wad Sig Exp(B)  95%CI
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Tab 3 Multivariate Cox regression analysis influencing OS in sub-
tentorial diffuse glioma
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