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THE RELATIONSHIP BETWEEN THE CELL PROLIFERATING
ACTIVITY OF NON-HODGKIN’S LYMPHOMAS AND
HISTOLOGICAL MALIGNANT GRADE
AND THE PROGNOSIS

Fang Shaozhen Ye Yuling Zhou Muheng

(Department of Pathology, Sun Yat-Sen University of Medical Sciences, Guangzhou, 510089)

131 cases of non-Hodgkin’s lymphoma (NHL) were divided into low grade, intermedi-
ate grade and high grade groups (LG, MG, HG) according to the National Working Formu-
lation. Methods of mitotic frequency (MF) and silver-stained nucleolar organizer regions as-
sociated proteins (AgNORs) were carried out in 131 cases of NHL and 14 cases of reactive
lymphoid hyperplasia (RLH). ABC method was adopted to detect proliferating cell nuclear
antigen (PCNA) and Ki,; antigen. The results detected by MF, AgNORs PCNA and Kis;
were well correlated with each other (r=0. 612,P<C0. 01), and were all positively related
with the malignant grade of NHL. There were significant differences between LG, MG, HG
and RLH groups (P<C0. 01, except that between LG and RLH was P>0. 05), indicating
that the detection of the cell proliferative activity helped to judge the malignant grade of
NHL, but could not differentiate LG from RLH. In the MG group, the cell proliferative ac-
tivity of the diffuse small cleaved cell type (DSC) was lower than other types in the same
group (P<C0.05). but showed no significant difference with that of LG (P>>0. 05), and the
prognosis was relatively better, suggesting the DSC type might belong to LG group. The
higher the results of MF, AgNORs and PCNA, the shorter the survival time, indicating that
the detection of cell proliferative activity was helpful for the prediction of the prognosis. MF
and AgNORs are cheaper and easy to be apply; Kis; can better show the quantity of the pro-
liferating cells, but is only used in frozen sections; PCNA can be applied in paraffin-embeded
sections for reviewing research.

Subject headings lymphoma, non-Hodgkin’s/pathology; mitosis; nucleolus organizer

region; antigens. differentiation; prognosis



