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Drugs ~Cancer~

Development of innovative antibody therapy against ovarian cancer by controlling lipid metabolism
(Acquisition of non-clinical POC for novel antibody therapy using anti-LSR antibody for ovarian cancer)

Division of Allergy and Rheumatology,
Principal Department of Internal Medicine,School of medicine Iwate Medical School

Investigat
nvestigator Professor Tetsuji NAKA

Sixty percent of ovarian cancers are diagnosed as advanced cancer, and the 5-year survival rate is 20-30%, which is a poor
prognosis. The effect of chemotherapy on ovarian cancer is limited, and the development of anticancer agents with new
mechanisms of action is required. We identified the lipolysis-stimulated lipoprotein receptor (LSR) as a novel target antigen for
ovarian cancer. So far, we have clarified that a chicken-mouse chimeric anti-LSR antibody exhibits excellent antitumor effects in
ovarian cancer cell lines and animal models. In this project, we will create a humanized chicken/mouse chimeric anti-LSR
antibody and conduct non-clinical trials to evaluate its efficacy and safety.
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Anti-LSR antibody suppresses tumor growth in a patient derived xenograft (PDX) mouse

model in which LSR-positive human ovarian cancer tissue is transplanted into

* Since lipid metabolism is an important energy source for cancer proliferation, immunodeficient mice.
peritoneal dissemination, and metastasis, lipid metabolism control is considered control 19G anti-LSR mAb
to be a good target for new therapies.

* LSRisinvolved in the cellular uptake of lipoproteins such as VLDL.

« LSR expression levels are associated
with prognosis in ovarian cancer.

« Inhibition of lipoprotein uptake by 060
anti-LSR antibodies reduces E
intracellular lipids and suppresses =
the growth and survival of cancer g
cells. 4
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Target disease: Ovarian cancer

Patent information: Patent application 2015-554577, 2022-179712

Technology features: A new molecular-targeted drug that exerts an antitumor effect by regulating lipid metabolism.

Marketability and development issues: Simultaneous development of a companion diagnostic that predicts the efficacy of anti-LSR antibodies
may increase the therapeutic efficacy of anti-LSR antibodies.

Details of desired corporate collaboration: Licensing-out after phase | investigator-initiated clinical trials

Current corporate collaboration: ONSSI Co., Ltd. (venture company launched by R&D representatives)






