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Jackson and Parker  (1947)
Paragranuloma ({fll A 2 i)
Granuloma (A ZEfE)
Sarcoma (/AJIE)

Lukes and Butler (1966)

Lymphocyte predominance (Y >/ EREA7H)
Nodular
Diffuse

Nodular sclerosis (& Efins{)

Mixed cellularity (JR& i)

Lymphocyte depletion (U >/ ERJEA )
Diffuse fibrosis
Reticular

Rye classification (1966)
Lymphocyte predominance
Nodular sclerosis
Mixed cellularity
Lymphocyte depletion

REAL (1994)
Lymphocyte predominance, nodular
Classic
Lymphocyte-rich
Nodular sclerosis
Mixed cellularity
Lymphocyte depletion

WHO classification (2001)
Nodular lymphocyte predominant Hodgkin lymphoma
Classical Hodgkin lymphoma
Lymphocyte-rich
Nodular sclerosis
Mixed cellularity
Lymphocyte-depleted
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