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The first phase of the project (activity no. 1 and no. 2, please refer to the Gantt chart) had been completed, resulting in a
paper published in Leukemia {(impact factor: 9.379) in early 2014 and acknowledged FRGS, please refer to the
evidences submitted together with this report. In the publication, we reported that HIP1R (a putative tumour suppressor)
expression was repressed by the transcription factor FOXP1 (an oncoprotein), and their inverse expression pattern
conferred worse survival in a series of B-cell lymphoma cases.

The next phase of the project (activity no. 3 and no. 4) had been completed mid of last year and drafting of the
manuscript is stilt in progress. The manuscript entitled "Prognostic and subtyping utility of the actin-binding protein

HIP1R in diffuse large B-cell lymphoma" will be submitted into the journal British Journal of Haematology (impact factor
4.959), please refer to the first page of the manuscript draft. It will be submitted in late February or early March 2015 and
the evidence for the submitted manuscript will be sent to CR1 as soon as possible.

To submit the next manuscript entitled " Prognostic and subtyping utility of the actin-binding protein HIP1R in diffuse
large B-cefl lymphoma" into British Journal of Haematology as soon as possible (by end of Feb or early March 2015).

In this FRGS project, we aimed to uncover why HIP1R is expressed and how its expression is regulated in diffuse large
B-cell lymphoma (DLBCL), an aggressive malignancy and the most commeon type of non-Hodgkin's lymphoma. We
found that HIP1R was expressed at high levels in non-malignant mature B cells, and its expression was maintained in a
subtype of DLBCL termed as GCB-DLBCL, the subtype with a better outcome compared to the more aggressive
subtype, the ABC-DLBCL. in a patient cohort {(n=157), HIP1R expression alone was predictive of outcome in the
disease. We demonstrated that HIP1R expression was downregulated by FOXP1, a transcription factor involved as an
oncoprotein in the disease, and that their inverse expression pattern conferred worse survival in the patient cohort.
HIP1R was the first direct target of FOXP1 uncovered and our findings were published in the journal Leukemia (impact
factor 9.379). Finally, we tested the prognostic and subtyping utility of HIP1R in a series of HUSM DLBCL patient cohort
(n=73). In this independent series, HIP1R was predictive of survival and its expression was correlated with the GCB-
DLBCL subtype, indicating that the molecule is a strong predictive marker in the disease as demonstrated in two
independent patient cohort. (word count: 200)
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