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PD-1 monoclonal antibody successfully reversed 3 cases of refractory Hodgkin's
lymphoma patients with multiline therapy failure
CAO Tingyong ,LI Yaru ,WU Yu,LIU Ting ,JIA Yongqian®
(Department of Hematology ,West China Hospital of Sichuan University,
Chengdu,Sichuan 610041,China)

[Abstract] Objective To investigate the therapeutic effect and drug-related adverse reactions of PD-1
monoclonal antibody in relapsed and refractory classic Hodgkin's lymphoma(r/r ¢cHL). Methods Three cases
of patients with r/r cHLL who failed multiple lines of chemotherapy were treated with PD-1 monoclonal anti-
body (dose 100 mg,every 3 weeks). The therapeutic effect was evaluated by CT or ultrasound once a month.
Results Partial response(PR) was achieved in all patients when the cumulative dose of PD-1 was about 330
mg,and the survival status improved significantly. Case 1 patient received a total of 18 cycles of pembrolirum-
ab or nivolumab treatment,and had been discontinued for 10 months. ECOG recovered from 3 to 4 points to 0
points,and the current progression-free survival time (PFS) was 21 months. Cases 2 and 3 pationt were cur-
rently treated with nivolumab for 8 cycles,and the PFS was 6 months. The overall response rate(ORR) was
100%. Cases 1 and 3 showed only grade 1 drug-related adverse reactions:rash and gas tight and fatigue; case 2
had no drug-related adverse reactions. Conclusion The PD-1 monoclonal antibody has a high response rate in
r/r cHL and is well tolerated, thus, PD-1 monoclonal antibody may provide a treatment option with a higher
response rate and fewer adverse reactions for patients with r/r cHL.
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