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damage and disease activity. Methods Serum IL-6 levels and L7 levels were measured by ELISA  and the rela—
tionship with disease activity or system involvement were analyzed. Results (1) Serum levels of 1L-6 and 1L-7
were markedly higher in RA group than control group ( P <0.01 ) . @) The incidence rate of system impariment in
RA was 68.55% including cardiovascular 34 cases (27.42%) respiratory system 18 cases ( 14.52%) hemato-
logic system 53 cases (42.74%) urinary system 14 cases ( 11.29%) digestive systeml2 cases (9.68%) en—
docrine system 10 cases (8.06%) nerve and skeletal system 8 cases (6.45%) . (3 The DAS28 and CRP levels
showed higher level in patients with system impairment than without system impairment ( P <0. 01) . Those patients
who were received DMARDs standard treatment had lower incidence rate of system impairment than those without
treatment ( P <0.05) . @) Positive correlation was detected between 1L-6 or IL17 levels and tender joint count
visual analogue scale scores of patients erythrocyte sedimentation rate ( ESR) C-reactive protein( CRP) and neg-
ative correlation was detected between 1L-6 or L7 levels and albumin respectively( P <0. 05) . Positive correla—
tions were found between serum IL-6 and thrombocytosis ESR and arhythmia anemia and thrombocytosis invmulti—
ple regression analysis. Conclusion The incidence rate of system impairment is 68. 55% and it is associated with
disease activity. Serum IL-6 and IL-17 levels are correlated with disease activity and serum IL-6 level is correlated
with system impairment.
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The clinical features BCL-2 CMYC protein expression and prognosis

of the hepatitis B virus-associated diffuse large B-cell lymphoma
Zhang Yu Yang Mingzhen
( Dept of Hematology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the clinical features BCL2 CMYC protein expression and prognosis of pa—
tients with hepatitis B virus-associated diffuse large B—cell lymphoma ( DLBCL) . Methods A retrospective study
was used to analyse 94 diagnosed DLBCL patients clinical data. Immunohistochemistry method was used to detect
the expression of BCL2 and CMYC protein in paraffin sections of tumor tissues and to analyze the clinical fea—
tures protein expression and prognosis of patients with hepatitis B virus-associated DLBCL. Results (1) The rate of
HBYV infection in the 94 DLBCL patients was 27. 66% significantly higher than the general population( 7. 18%
Compared with HbsAg-negative DLBCL HbsAg-positive DLBCL displayed more advanced disease( P =0. 032
higher international prognostic index ( IPI) ( P =0.047) and more frequent involvement of spleen( P =0.02) .

).
)

There were no significant differences in gender distribution age immunological subtype and treatment between the
two groups. @) The aspect of BCL2 and CMYC protein expression between the two groups: HbsAg-positive group
BCL=2 protein expression was significantly higher than HbsAg-negative group ( 84.6% wvs 58.8% P =0.018).

There were no significant differences on the CMYC protein expression and CMYC/ BCL=2 “double expression”. (3
Univariate survival analysis showed that hepatitis B virus infection BCL-2 positive CMYC positive CMYC/ BCL-
2 “double expression” IPI high-risk group were associated with unfavorable prognostic of overall survival time
(0S) and progression free survival ( PFS) . Cox multivariate analysis showed that CMYC/BCL=2 “double expres—
sion” IPI high-risk group were independent adverse prognostic factors for OS and PFS. Conclusion HBV infec—
tion BCL2 CMYC BCL-2/CMYC “double expression” IPI are related to the prognosis of DLBCL. HBV infec—
tion may affect the development and prognosis of DLBCL by regulating the expression of BCL2.
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