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WFZERCR-OMEEE (F3L) : CCL11-CCR3 interactions induce cell survival and proliferation
of CCR3+ anaplastic large cell lymphoma cells through constitutive phosphorylation of
ERK1/2. Interactions of CCL11 and CCR3 may be a promising target for the development of
future therapies for anaplastic large cell lymphoma. CCL20 and CCL18 expression is
elevated in lesional skin and serum of mycosis fungoides and Sezary syndrome, and they
correlated with disease severity markers of these diseases
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