EfEAXFZZHMBHRI NI U
Keio Associated Repository of Academic resouces

Title RLARILVFBASA TSV —ORRETOTAI I ABTERY — L OER
Sub Title Developments of a new antibody library and antibody chips
Author =M, 2 (Takayanagi, Atsushi)
Publisher
Publication year |2015
Jtitle BMEMREHDERRRREBES (2014.)
JaLC DOI
Abstract AARFIUTO2ONEETZEEEREL . (1) MAAFEZETZ2REEREOFEAKEFER,
Q) ELRILZEITZDHHSATSV—DERTHS, ThThORRICHTTREAT S, (1) 98
OEMREMZE AV TEGFRAY S OMBEAS JFILB LT TRN—2 ALK T2HREOERZANLE
ECHD, M- NBBRATEDXANZALIRETETESHLIMMIDVETH D, (2
BYORIEIXRZEALIZRIZ—ZHEHL,
HEELBEE E10NIFEEBADLN—N)—2EBITDRBETA T V-2 ATLEBEL L,
(1) We have analyzed effects on tumor cells of anti-EGF receptor antibodies recognized unique
epitopes, which were obtained form our original antibody library. The antibodies induced apoptosis
to EGFR-overproduced tumor cells with wild type and several tumorigenic K-RAS mutations. The
antibodies inhibited EGF-induced EGFR phosphorylation and Akt phosphorylation. (2) For we have
constructed an Fab antibody-displying phage library with 10718 repertory which are based on new
concept for library-screening system.
Notes WRER  EEWRERC)
e EfE : 2012~ 2014
REES 24501343
MRS EH  MiREYF
Genre Research Paper
URL https://koara.lib.keio.ac.jp/xoonips/modules/xoonips/detail.php?koara_id=KAKEN_24501343seika

BRESFBAZZMERVARD NU(KOARA)IZEBHEATVWAR AV TUY OEEER., ThTNOEESE, ZLFTLRHRLWRTECREL. TOEIEEEELICELLT
RBEETNTVET, 5IACHLE>TR., EFELZZEFLTIRASEZL,

The copyrights of content available on the KeiO Associated Repository of Academic resources (KOARA) belong to the respective authors, academic societies, or
publishers/issuers, and these rights are protected by the Japanese Copyright Act. When quoting the content, please follow the Japanese copyright act.



http://www.tcpdf.org

©
2012 2014

Developments of A New Antibody Library and Antibody Chips

Takayanagi, Atsushi

4,000,000

2 €Y

@ 19 EGFR
@

H L 10 9

i ) ~ (DWe have analyzed effects on tumor cells of anti-EGF receptor antibodies
recognized unique epitopes, which were obtained form our original antibody library. The antibodies

induced apoptosis to EGFR-overproduced tumor cells with wild type and several tumorigenic K-RAS
mutations. The antibodies inhibited EGF-induced EGFR phosphorylation and Akt phosphorylation.

(2)For we have constructed an Fab antibody-displying phage library with 10 repertory which are based
on new concept for library-screening system.
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