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[Abstract] Objective To analyze the relationship between MyD88L26SP and CD79B mutations in tumor tissue and the
prognosis of primary central nervous system lymphoma (PCNSL). Methods 18 PCNSL patients with normal immune function (no
history of HIV infection and immunosuppressants administration) who were diagnosed by craniotomy or stereotaxic biopsy in the
Second Hospital of Lanzhou University from August 2018 to November 2020 were retrospectively analyzed. Real-time quantitative
PCR and first-generation sequencing techniques were respectively used to detect MyD88L26SP and CD79B mutations in tumor
tissues of 18 PCNSL patients. Univariate analysis and Cox regression multivariate analysis were performed for indicators that may be
associated with first progression-free survival (PFS) and overall survival in PCNSL. Results The mutation rate of MyD88L26SP was
38.9%, the mutation rate of CD79B was 33.3%, and the co-mutation rate of MyD88L26SP/CD79B was 27.8% in PCNSL tissue of 18

patients. Univariate analysis showed that the PCNSL patients with multiple lesions, deep involvement of lesions, and tissue CD79B
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mutation had a statistically significant shorter time of PFS (P<0.0S). Multivariate analysis showed that deep lesion involvement

(HR=0.135, 95%CI 0.023-0.799, P<0.05) and CD79B mutation (HR=0.149, 95%CI 0.028-0.800, P<0.0S) in PCNSL tissue were

independent prognostic factors for PCNSL patients. Conclusion The frequency of MyD88L265P and CD79B mutations was high in

tumor tissues of 18 PCNSL patients, and these two gene mutations may be associated with poor prognosis of PCNSL, especially

CD79B mutation.
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Tab.1 Primer sequences for PCR amplification of CD79B

HH 5191751
EX: §-GTAAAACGACGGCCAGTGCGGTGCAGTTACACGTTTTCC-3'

o7 X 5-GGAAACAGCTATGACCATGAGATGAGAGCAAACCCCACA-3'
IEX: 5-GTAAAACGACGGCCAGTGGGAAGTAGCTCCGGGAACAT-3'
b7 X : 5-GGAAACAGCTATGACCATGGGACACAGGACATAGTCGCA-3'
CD7OBAL 13 : 5-GTAAAACGACGGCCAGTGCAGGAAGATGCCAAGCGGAA-3'
¥ 5-GGAAACAGCTATGACCATGTTCTGGGACTCTTCCATGCG-3'
CD79B.32 1 : 5-GTAAAACGACGGCCAGTGAGAGCCCACGTITCATAGCC-3'
X : 5-GGAAACAGCTATGACCATCCGAGGTGTTGTTGCACTTC-3'
CD79B.3.3 1 : 5-GTAAAACGACGGCCAGTGCCAGAACGAATCTCTCGCCA-3'
S : 5-GGAAACAGCTATGACCATGGACCATCACCACAAGAGGCA-3'
- 1EX: 5-GTAAAACGACGGCCAGTGTAAAAGGTGGACTGTGGCCC-3'
KX : 5-GGAAACAGCTATGACCATGTATGCCTGGCCTATGCGGT-3'
CD79BS 1IEX: §-GTAAAACGACGGCCAGTGCTGGGGGACACTAACACTCTG-3'
KX 5-GGAAACAGCTATGACCATGGCCCTGGAGACATTAAGTGGA-3'
D98 1IEX: 5-GTAAAACGACGGCCAGTGTGGCCACTATCTCIGGTGT-3'

X : §-GGAAACAGCTATGACCATGGAAAGGGGTTGGGCCATGA-3'
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Fig.1 Effects of number of lesions, deep involvement of the lesion, and CD79B mutation in the tumor on PFS and OS in 18 patients with
PCNSL
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Tab.2 Clinical data of 18 patients with primary central nervous system lymphoma
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Tab.3 Related influencing factors to PES of 18 patients with
PCNSL
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Tab.4 Result of Cox regression analysis on the risk factors for PFS in 18 patients with PCNSL

S B SE Wald y? P Exp(B) Exp(8)95%Cl
kg 0274 0.925 0.088 0.767 0.760 0.124~4.658
kIR 7 2R 2.004 0.908 4.869 0.027 0.135 0.023~0.799
CD79B &A% 1.905 0.858 4.932 0.026 0.149 0.028~0.800

PCNSL. Ji A P IX B2 R GUIK L 5 PRS. THERAAF s B EH AR BN HE; SE AT HERRMERR; Wald. AT HER wald 45555 df. A

HIE; Exp(B). HASAVSCRAGHHE ; Exp(8)95%CL H AT RAGHHE Y 95% FT {5 X [A]

S MyDS8SL265P J& CD79B HEH 2248 %} 13 {4 PCNSL B 34
PR FANAIE A

Tab.S Effects of the mutations of MyD88L265P and CD79B on
therapeutic response in 13 patients with PCNSL
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