Table S1. EBV-positive Lymphoproliferative disorders.
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ciated with (GIT, lungs, CNS) phoid infiltrate; frank lymphomas 7
nal limited ;most LPDs
PIDs lymphoma .
aggressive)

AITL: angioimmunoblastic T-cell lymphoma; ALPS: autoimmune lymphoproliferative syndrome; BL: Burkitt lymphoma; BM: bone marrow; CAEBV: chronic active
EBV infection; CBs: centroblasts; cHL: classic Hodgkin lymphoma; CI: chronic inflammation; CI-DLBCL: diffuse large B-cell lymphoma associated with chronic
inflammation; CNS: central nervous system; CVID: common variable immunodeficiency; DLBCL: diffuse large B-cell lymphoma; EBER: in situ hybridization for
EBV-encoded RNA; EBV: Epstein-Barr virus; EBV+ DLBCL, NOS: EBV-positive, diffuse large B-cell lymphoma, not otherwise specified; EBVMCU: EBV-positive
mucocutaneous ulcer; EC-PEL: extra-cavitary primary effusion lymphoma; ENKTL, nasal type: extranodal NK/T-cell lymphoma; FA-DLBCL: fibrin-associated dif-
fuse large B-cell lymphoma; FDCs: follicular dendritic cells; FTCL: follicular T-cell lymphoma; GC: germinal centre; GIT: gastrointestinal tract; HHV8: Human
herpes virus 8; HHV8+ GLPD: HHV8-positive germinotropic lymphoproliferative disorder; HEVs: high endothelial venules; HIV: human immunodeficiency virus;
HL: Hodgkin lymphoma; HLH: hemophagocytic lymphohystiocytosis; HV-like LPD: Hydroa vacciniforme-like lymphoproliferative disorder; IBs: immunoblasts;
Immunodef: immunodeficiency; IG immunoglobulin; IS: immunosuppression; LDCHL: lymphocyte-depleted classic Hodgkin lymphoma; LPDs: lymphoprolifera-
tive disorders; LYG: lymphomatoid granulomatosis; Lymphopr: lymphoproliferative; MCCHL: mixed cellularity classic Hodgkin lymphoma; NSCHL: nodular
sclerosis classic Hodgkin lymphoma; PBL: plasmablastic lymphoma; PB: peripheral blood; PBs: plasmablasts; PC: plasma cell; PEL: primary effusion lymphoma;
Post-GC: post-germinal centre; PT: post-transplant; PTGC: progressively transformed germinal centre; PTLDs: post-transplant lymphoproliferative disorders; pts:
patients; RSCs: Reed Sternberg cells; SMBA: severe mosquito bite allergy; TCR: T-cell receptor; v: variant; TFH: T-follicular helper; Note: PBL, EC-PEL and BL are
discussed in the current part 2 of the review.



