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Abstract  Objective: To analyze the clinicopathologic characteristics, differential diagnosis, treatment and
prognosis of patients with plasmablastic lymphoma(PBL). Methods: We collected and organized the clinical data
of 7 patients with PBL diagnosed in the Affiliated Hospital of Qingdao University from September 2013 to April
2020. The clinicopathologic characteristics, immunophenotypes, treatment and prognosis were retrospectively an-
alyzed. Related literatures were reviewed. Results: Seven PBL patients including 3 males and 4 females were all
HIV negative, with a median age of 63 years(range 51-75). Inguinal lymph node involvement as origin was in 1
case and the remaining 6 cases had onset of extranodal organ involvement. According to Ann Arbor staging, 5 ca-
ses were at stage [V and 3 cases had B symptoms. CD38 as plasma cell marker was diffusely expressed in tumor
cells of all patients, followed by CD138 and MUM-1. CD20 as B cell marker was rare. EBER was positive in only
1 case. Three patients underwent primary lesion resection, 5 patients received CHOP-like regimen as the first-line
chemotherapy regimen. One case had complete remission after chemotherapy and received autologous hematopoi-
etic stem cell transplantation, the others all died. The median survival time of 7 patients was 7. 2 months(range
0.8-46.7). Conclusion: PBL is a rare and aggressive lymphoma that easily affects extranodal tissues. not sensitive
to chemotherapy and has high mortality. Most patients are diagnosed at advanced disease stage. Although no uni-
form treatment plan exists, application of bortezomib and autologous hematopoietic stem cell transplantation can
help prolong the survival of patients to a certain extent.
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