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Expression and significance of IL-42p40 and IL-42p70

in classical Hodgkin lymphoma

Chen Cong'® Liu Fang’ Zhang Cong' > et al
('Dept of Pathology Anhui Medical University Hefei 230032; *The First Affiliated Hospital of Anhui Medical
University Hefei 230022; *Dept of Pathophysiology Medical College of Foshan University Foshan 528000)

Abstract Objective To investigate the expression and clinical significance of interleukin42p40( IL42p40) and
interleukin42p70( IL42p70) in patients with classical Hodgkin lymphoma ( CHL) . Methods 11.42p40 and IL-
12p70 were stained by immunohistochemical EnVision two-step method in 41 cases of CHL 92 cases of DLBCL
and 20 cases of reactive lymphoid hyperplasia ( RLH) . Results The positive rates of IL42p40 and IL42p70 were
51.22% 70.73% in CHL and 0. 00% 4.35% in DLBCL no expression of IL.42 was observed in RLH. The ex—
pression rates of 1L.42p40 and IL42p70 in CHL were significantly higher than that in DLBCL and RLH ( P <
0.05) . There was no significant correlation between 1L42p40 and I1L.42p70 with sex age bulky disease B
symptom clinic stage serum LDH level and international prognostic score. IL-42p40 was positively correlated
with the expression of IL42p70 in CHL( P <0.05) . Conclusion The 1L.H42p40 and TLH2p70 play important
roles in the pathogenesis of CHL.

Key words classical Hodgkin lymphoma; diffuse large B-cell lymphoma; IL42p40; IL42p70; immunohisto—
chemistry
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Mutation analysis of the PAX 6 gene in a Chinese family
Geng Renfang' Zheng Jie' Zhou Qing’ et al
( 'Dept of Ophthalmology The First Affiliated Hospital of Anhui Medical University Hefei 230022;

*Laboratory of Molecular Biology Anhui Province and Key Laboratory of Gene Resource Utilization
Jor Severe Disease Ministry of Education PCR Hefei 230032)

Abstract Objective To identify the mutation of the PAX 6 gene in a Chinese family with autosomal dominant he—
reditary congenital aniridia( AN) . Methods Genomic DNA from peripheral blood of the AN patients was extrac—
ted the relatives of the AN family and the 80 normal controls were extracted. The exons contain exon4 to exon 13
and the flanking introns of the PAX 6 gene were amplified by PCR and sequenced bi-directionally. The sequencing
results were analyzed by DNAStar software. Results A heterozygous ¢. 949 C > T transition in the exon 11of PAX
6 was detected which resulted in the substitution of a termination codon for a highly conserved arginine codon( P. R
317 X) . It was not detected in the unaffected relatives and unrelated control members. Conclusion The heterozy—
gous mutation (c. 949 C>T) of the PAX 6 gene is the pathogenic cause of the AN family.
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