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[Abstract] Objective To explore the relationship between the expression levels of chemokine 9 (CXCL9) and its
receptor CXCR3 in the tissues of patients with diffuse large B-cell lymphoma (DLBCL) and clinicopathological character-
istics and prognosis. Methods From January 2015 to January 2016, 92 patients with DLBCL treated with R-CHOP
chemotherapy in our hospital were collected, and DLBCL tumor tissue samples and 50 normal lymph tissue samples near
the focus were obtained through lymph node biopsy. The expression of CXCL9 and CXCR3 genes in DLBCL tumor
tissues and normal lymphoid tissues was analyzed by cancer genome atlas (TCGA) database. and the positive expression
of CXCL9 and CXCR3 protein in DLBCL tumor tissue and normal lymphoid tissue was analyzed by immunohistochemis-

try, and the relationship between CXCL9 and CXCR3 protein expression levels and clinicopathological characteristics and
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prognosis was analyzed. Kaplan-Meier method was used to analyze the relationship between the expression levels of
CXCL9 and CXCR3 protein and the recurrence of DLBCL. COX regression was used to analyze the risk factors of recur-
rence in patients with DLBCL. Results The expression levels of CXCL9 and CXCR3 genes in DLBCL tumor tissues in
the TCGA database were significantly different from those in normal lymphoid tissues (P<C0. 05) ; the positive expression
rates of CXCL9 and CXCR3 proteins in DLBCL tumor tissues were significantly higher than their positive expression rates
in normal tissues (P<C0. 05) ; there was a positive correlation between CXCL9 and CXCR3 proteins expression in DLBCL
tumor tissue (x*=15.836, P<<0.001); the expression levels of CXCL9 and CXCR3 protein were not related to the age,
gender, primary site, lactate dehydrogenase level, and international prognostic index (IPI) score of DLBCL patients (P>
0.05), but were related to Ann Arbor stage, histological type and Ki67 positive rate (P<C0. 05); the 5-year cumulative
recurrence rate of DLBCL patients in CXCL9 high expression group was 68.52% , which was significantly higher than
37.50% of patients in low expression group, and the difference was statistically significant (x> =9. 788, P<<0. 001); the
5-year cumulative recurrence rate of CXCR3 high expression group was 73. 68 % , which was significantly higher than 28.
57% of low expression group, and the difference was statistically significant (}* =17. 610, P<C0.001); the results of
multivariate COX analysis showed that high expression of CXCL9, high expression of CXCR3, Ann Arbor stages [l to
IV and non germinal center were independent risk factors for recurrence in DLBCL patients (all P<<0.05). Conclusion
The expressions of CXCL9 and CXCR3 in tumor tissues of DLBCL patients are up-regulated, and their expression levels

are related to the Ann Arbor stage and histological type of patients. which may be potential targets indicating the progno-
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sis of DLBCL patients.
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Figure 2 Staining results of CXCL9 and CXCR3 proteins in DLBCL tumor tissues and normal lymphoid tissues
1 : AL CXCLY @ %k ; B. CXCLY ik 3R ik ;C. CXCR3 ik ; D. CXCR3 i % i5; E. CXCLY 5 £ ik ; F. CXCLY ik % ik ; G. CXCR3 5 % ik ; H. CXCR3
iRk

2.3 DLBCL #4041 CXCLY,CXCR3 7& [ 1 32
KR ARBFRG R B, CXCLY &5 CXCR3 &
P33k FH M DLBCL [ 4% 46 i, 3£ 3% 3K F ¥ DLBCL
B 21 ], {0 CXCLY £ [ FH M 5 19 DLBCL H 3
14 5], ¢ CXCR3 & 1 fI¥E 35 9 DLBCL & # 11

b, 225 A Gt oF
*= 2,

2.4 CXCL9,CXCR3 % [ % ik 7kF 5 DLBCL %
I A 3 B i 9 ¢ &R CXCL9, CXCR3 % H & 15K
- 5 DLBCL 8 5 4 % M Bl L J5t % 5847 L 3L 1R e 40 il

B (x*=15.836, P<C0.001), I,



WAE Y 2022 F 10 A % 34 £% 1081  Med ] West China,October 2022, Vol. 34,No. 10

+ 1453 -

%1 CXCL9.CXCR3 EH7 DLBCL fiyEEAMEEHEHARHE

EER L[ n(X1072) ]

Table 1 Comparison of CXCL9 and CXCR3 protein expression in DL-
BCL tumor tissues and normal lymphoid tissues
a1 . CXCLY ik CXCR3 #£ik
+ - + -

flEZHET 92 60(65.22) 32(34.78) 57(61.96) 35(38.04)
IEH 44T 50 14(28.00) 36(72.00) 11(22.00) 39(78.00)

x? 17. 980 20.724

P <0. 001 <0.001
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Table 2 Relationship between CXCL9 and CXCR3 protein expression in
DLBCL tumor tissues
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Table 3 Relationship between CXCL9, CXCR3 protein expression and clinicopathological features of patients with DLBCL
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Figure 3 Relationship between CXCL9, CXCR3 protein expression and recurrence in patients with DLBCL
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