4527 % 4 ) RAEBHRFER Vol. 27, No. 4
374 2021 47 H Journal of Tianjin Medical University Jul. 2021

XEHS 1006-8147(2021)04-0374-05 .

CMYC.BCL2.BCL6 EHF A HIREMK B L EIE
IIfa R S FRASAE B T S B = 22

BEF, K%, TER,FBE", FBHE?
(122 BH T Afryeg 1 B (7 T R R 65 O o6 g 122 o ) BELR) , 22 B 455000 5 2. 751 1 49 WP 0 355 18 T 5 1 R Il
IREE2#B¢E, 35 B 410000)

HE BR.38Tm0 g 8 a0 108 505 5 A B (CMYC) B 2080 & fes5/# €58 B F -2 A W (BCL2) 5 B %840 & fo s/ 8
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DLBCL 2842 % CMYC.BCL2 .BCL6 %& & [aH: % 451 % 85.71%.92.86% .88.10%., Ann Arbor 231 I~V 41 . A B #5435065 CMYC.
BCL2 5 BCL6 & @ Fatt 5 3T Ann Arbor 280 1 ~ 11 38 LB #4242(3) P<0.05). FE R R4 CMYC Fakt & BCL2 rat % BCL6
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The relationship between CMYC,BCL2 and BCL6 protein expression and clinicopathological
characteristics and prognosis of diffuse large B—cell lymphoma

YUAN Yu—fen',ZHANG Ping', WANG Fu-qiang', YANG Hai-jun', CHENG Ke-yuan?

(1.Department of Pathology, Anyang Tumor Hospital(The Fourth Affiliated Hospital of Henan University of Science and Technology ),
Anyang 455000, China; 2.School of Clinical Medicine, Jishou University,Jishou City, Xiangxi Prefecture, Hunan Province, Jishou
410000, China)

Abstract Objective: To investigate the relationship between the expression of cellular-myelocytomatosis viral oncogene(CMYC ), B—cell
leukemia/lymphoma factor—2 gene(BCL2) and B-cell leukemia/lymphoma factor—6 gene ( BCL6 ) proteins and the clinicopathological
characteristics and prognosis of diffuse large B—cell lymphoma(DLBCL ). Methods: A total of 84 DLBCL patients were enrolled in the
Anyang Cancer Hospital. They were admitted to the hospital from January 2013 to January 2017. Pathological tissue specimens were
collected. Immunohistochemical method was used to detect the expression of CMYC, BCL2 and BCL6 proteins, and analyze the relationship
between the expression of CMYC and BCL2,BCL6 protein and the clinicopathological characteristics of DLBCL. According to the treatment
results, they were divided into a good prognosis group and a poor prognosis group. The differences were compared that in the 3 proteins and
other possible influencing factors of the two groups,the risk factors affecting the poor prognosis of DLBCL were clarified,and the
relationship was evaluated between CMYC,BCL2 and BCL6 protein expression and prognosis. Results: The positive rates of CMYC,
BCL2,and BCL6 protein in 84 DLBCL tissues were 85.71% ,92.86% ,and 88.10% ,respectively. The positive rate of CMYC,BCL2 and
BCL6 protein in Ann Arbor stage Il IV with bone marrow invasion were higher than those of Ann Arbor stage 1 - Il ,without bone marrow
invasion(all P<0.05). The proportions of CMYC positive rate, BCL2 positive rate, BCL6 positive rate,and Ann Arbor stage -1V stages,
P53 positive rate and CDS5 positive rate in the poor prognosis group were higher than those in the good prognosis group(all P<0.05). Logistic
regression analysis showed that CMYC positive, BCL2 positive, BCL6 positive, Ann Arbor stages Ill -1V , P53 positive,and CD3 positivewere
all risk factors affecting the poor prognosis of DLBCL patients (all P<0.05). Spearman rank correlation analysis showed that the poor
prognosis of DLBCL patients was positively correlated with the positive rates of CMYC,BCL2,and BCL6 (7=0.769,0.884,0.798 ,all P<
0.05). Conclusion: CMYC,BCL2 and BCL6 proteins are specifically and highly expressed in DLBCL patients, which can reflect the patho—

logical characteristics of Ann Arbor staging and bone marrow invasion.
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Fig 1 Immunohistochemical method to detect the expression of
CMYC,BCL2 and BCL6 protein (200x )
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Tab1 Expression of CMYC,BCL2 and BCL6 proteins in different pathological characteristics[n( % )]

iELiE CMYC B (n=25) X/P BC1.2 PHME(n=49) /P BCL6 FHE(n=59) ¥ P
Ann Arbor I~ #(n=40) 8(20.00) 3.959/0.047 18(45.00) 5.585/0.018 23(57.50) 5927  0.015
Eaxl M~V (n=44) 25(56.82) 31(70.45) 36(81.82)
SRR RELZESMM(n=36) 11(30.56) 1.836/0.175 22(61.11) 1.977/0.160 28(77.78) 3.403  0.065
WSS (n=48) 14(29.17) 27(56.25) 31(64.58)
HHERAL £ (n=30) 13(43.33) 4.112/0.043 22(73.33) 4.320/0.038 26(86.67) 6.025  0.015
Jo(n=54) 12(22.22) 29(53.70) 33(61.11)
A/B JEIR A SR (n=49) 13(26.53) 0.587/0.443 28(57.14) 0.069/0.793 36(73.47) 1.076  0.300
B JiEdk (n=35) 12(34.29) 21(60.00) 23(65.71)

T CMYC 2 20 P B A0 YRR oo R JE R 5 BCL2:B 4R P afi s/ bk EL 938 PR 72 1R s BCL6:B 41 A 1 afi o/ ik 2098 PR 7 -6 2 [
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Arbor 43I -1V 915 Fe 24 TR RAF4H(P<0.05),
W3 3,
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Tab 2 Baseline measurements were compared between the good
and poor prognosis groups[n( % )]

TfE AR FilfE RArdl

e
fihs (n=36) (n=48) X P
51
5 19(52.78)  25(52.08) 0.004 0.950
& 17(47.22)  23(47.92)
()
<60 17(4722)  27(56.25) 0.672 0.412
>60 19(52.78)  21(43.75)
&L
S 20(55.56) 28(58.33) 0.065 0.799
g 16(44.44)  20(41.67)
PRI
& 22(61.11) 21(43.75) 2.482 0.115
w 14(38.89) 27(56.25)
=i ES
H 22(61.11)  20(41.67) 1.033 0.309
7o 14(38.89)  28(58.33)
BMI(kg/m?)
<230  15(41.67) 23(47.92) 0.324 0.569
>23.0  21(58.33) 25(52.08)
LDH
IEH 16(44.44) 22(45.83) 0.016 0.899
T 20(55.56)  26(54.17)
TG(mmol/L)
<17 17(4722) 23(47.92) 0.004 0.950
>1.7 19(52.77)  25(52.08)
LDL-C(mmol/L)
<34  20(55.56) 28(58.33) 0.065 0.799
>3.4 16(44.44)  20(41.67)
HDL~C(mmol/L)
<155 17(4722) 27(56.25) 0.672 0.412
>1.55  19(52.78) 21(43.75)
Ann Arbor 731
I~ 9(25.00) 26(54.17) 7.200 0.000
M~IVH#  27(75.00) 22(45.83)
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Tab 3 Comparison of clinical indicators between the good
prognosis group and the poor prognosis group[n( % )]
- WA ARA B5 Rird
g (n=36)  (neag) X

CMYC
[H M 29(80.56)  20(41.67) 12.800 0.000
Bt 7(19.44)  28(58.33)

BCL2
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B 3(8.34) 29(60.42)

BCL6
P 30(83.33)  21(43.75) 13.513 0.000
B 6(16.67)  27(56.25)

R
e 15(41.67) 23(47.92) 0.324 0.569
WL 21(58.33)  25(52.08)

AL
2 19(52.78)  25(52.08) 0.004 0.950
& 17(47.22)  23(47.92)

A/B SEIR
A EIR 16(44.44)  22(45.83) 0.016 0.899
B R 20(55.56)  26(54.17)

T
= 22(61.11)  20(41.67) 3.111 0.078
i 14(38.89)  28(58.33)

AT A
& 15(41.67) 23(47.92) 0.324 0.569
F 21(58.33)  25(52.08)

P53
FHM: 31(86.11)  19(39.58) 18.484 0.000
BAE 5(13.89)  29(60.42)

CD5
FHM: 32(88.89)  18(37.50) 22.548 0.000
BHPE 4(11.11)  30(62.50)

E - CMYC: M 1 B AN M55 1598 5608 s BCL2: B A1 1 1l
/i B9 R 7~ —2 B R s BCL6 < B A 11 L5/ B 98 PR 6 LR 5
P53 AMIIEFE ; CD5 - T ik LRI TR CDS
24 DLBCL &% & R R e B/ &4 Logistic =
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Tab 4 Logistic regression analysis affecting the poor prognosis of
DLBCL patients
IS B  SE Wddy> P  OR  95%CI
CMYC FHME  1.207 0.305 15.687 <0.001 3.346 1.807~5.332
BCL2 Btk 1.235 0302 17.356 <0.001 3.504 1.854~5.876
BCL6 Btk 1.126 0323 12.844 <0.001 3.171 1.756~4.895
Ann Arbor 73] 1.053 0343 9.552 <0.001 2.878 1.687~4.488
7E I~V 3]
P53 [HE 1201 0311 13.621 <0.001 3.906 1.896~5.214
CD5 B 1.109 0.347 10.578 <0.001 2.894 1.761~5.379
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