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[ Abstract |
ping both Hodgkin and non-Hodgkin lymphoma when compared with the general population. With the re-

Human immuno-deficiency virus-infected patients are at an increased risk for develo-

markable decrease in the incidence of opportunistic infections since the availability of highly active an-
tiretroviral therapy ( HAART) , malignancy in this population is a leading cause of morbidity and mortali-
ty. Acquired immuno-deficiency syndrome-related non-Hodgkin lymphoma ( ARL) is now the second most
common cancer associated with human immuno-deficiency virus after Kaposi sarcoma. New categories of
ARL have appeared with the recent advances in biology and new knowledge of the pathogenesis, epidemi-
ology , clinical symptom of ARL in the era of HAART have been got. The management of patients is devel-
oped and the prognosis is improved greatly.
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TE AR S 05 PR ) HIV e 25 v m] DR AR 1Y
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(primary effusion lymphoma, PEL) FI 3% £ 40 Jig b 2
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DLBCL #11 Burkitt #k L 7E 0 ARL dh % UL
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BV HIV-AH 5GPk PEL 77425 2 MR . 224 PEL
ISR PEL, 2288 PEL S5 M fis I sl O S Y
LU, IR EEL TR 40 2 5% 5% 240 R AR B LA 7 i T X
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2001 4 AIDS 1 i 98 P 2 ( AMC) 38 T
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R B B ARAEE 2 A BN AL T 45 o B 5 e 1Y
PR sE EARTIAE T L AN S T 2
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R HAART 5 11 2 S 80W 8 K 42 &, (B2 78
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T2 0L PR~ Aok 24 4 5 DR - FNARE 20 240 i A= i 25 mT A
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Tt —L 5, AR E I, F HAART F1K
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