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Largest Commercially Available Panel of Tyrosine Kinase Cell-Based Assays

Why AC D7 > Comparative cell-based analysis
| > To discover direct inhibitory activity to targeted kinases
> Ready-to-run 64Tyrosine Kinase (TK) Panel

> Time & cost saving solution for your in-house cellular assays

pinciple & Method of ACD CellBased Assays
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If the kinase inhibitor (compound) specifically blocks the activity of the Visit our website for more information:
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(apoptosis).
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ACD’s Cell-Based Tyrosine Kinase Assay Panel

Don't miss important biology using traditional assays.

EGFR and Lung Cancer

Gefitinib (Iressa™) was the first EGFR tyrosine
kinase inhibitor for the treatment of Non-Small Cell
Lung Cancer (NSCLC).
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> Only 10% of the treated population responded.
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Gefitinib Resistance

Responsive patients become resistant over time.
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> Resistance due to secondary “gatekeeper” mutation (T790M).

> Double mutant receptors (L858R + T790M) are much less
responsive to Gefitinib.

Mutant EGF Receptors

Responding NSCLC patients possess a mutant EGFR.
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> Two “classical” mutations

L858R and A746-750

> Mutant receptors are much more responsive to Gefitinib.

Why Use Cell-based Assays?

Kinase biology can be complex.
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Notice that L858R/T790M affinity for Gefitinib
is reduced < 5-fold relative to L858R. o
In tumors, the response differs by > 100-fold!
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* Adapted from Yun et. al. (2008). Proc. Natl. Acad. Sci. 105: 2070

> Tumors bearing L858R/T790M respond poorly to Gefitinib.
These differences can be missed when evaluation is performed
using traditional biochemical assays, but are captured using
ACD cell- based assays.
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