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Two of the transformed DLBCL cases showed a mutant profile
No survival advantage was observed in PTCL, NOS or PTCL with TFH subtypes
« Single case of Follicular T-cell ymphoma showed a wild type status
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Peripheral T cell lymphoma (PTCL) comprises of a heterogeneous group of lymphoproliferative disorders

with varying biological and clinical behavior, which occur beyond the development of T cells in the thymus
« The deregulation of T cell differentiation or maturation may lead to lymphomagenesis
« Various genetic mutations have been identified in the development of these lymphomas
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* RhoA is overexpressed in a wide range of carcinomas of breast, colon, lung, gastric, head and neck, | I - e " Notumorsuppression
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 However the association of the dominant negative control with clinicopathological profile of the tumor is Subtypes of AITL in the study / \
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M ater | al S an d M et h O d S - Mutant cases of AITL had an overall worse performance status at presentation (p-value=0.045), along  Polymorphous non neoplastic inflammatory infiltrate outnumbers the tumor burden yielding a low variant
with a diffuse pattern of nodal involvement (p-value=0.046) allele frequency; hence, more sensitive approaches should be designed for mutational analysis in PTCL
 Amongst the PTCL-NOS patients, immunopositivity for ICOS (p-value=0.045), along with the presence especially AITL (median variant allele frequency between 0.1 to 49%)
« This was an ambispective study over six years (2015-2020), including 88 patients with diagnoses of of increased HEV (p-value=0.035) was noted « RHOA G17V Mutant type PTCL, NOS showed an association with ICOS immunopositivity and presence
PTCL-NOS (44), AITL (37), PTCL-TFH phenotype (P-TFH; 6), and follicular T-cell lymphoma (1) from _» None of these factors showed any association with P-TFH ) of arborizing vasculature
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(PCR), validated by the sequencing of cloned products, along with conventional Sanger sequencing 50 NOS « Mutant status of AITL can have prognostic implications and may have translational relevance
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« On multivariate analysis also to remove the confounding factors, wild type status emerged as a strong negative prognostic marker \ /

W RACA GV mutant = RADA GL7V non mutant «  The exact cause of this relationship is not known however RHOA mutation increases ICOS and TCR signaling pathways, which may also lead to

proliferation of the immunologically competent T-cell and thereby B-cells which may have an antitumorigenic effect Thanks to Science Engineering Research Board and AlIMS Research section (SERB-EEQ/2016/402, AlIMS A-653)
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