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Objectives/Goals Abstract
The Epidermal Growth Factor Receptor (EGFR) signaling pathway
atype of brain cancer (Huse & Holland, 2010). | investigated corfjasd
feasible drugs to induce apoptosisin glioblastomain vitro (culturg
EGFR signaling pathway.

Methods/Materials
Cdll Culture: Immortalized (LN229) and primary (G
the University of California, San Francisco. The cell lines

: ined with the anti body Annexin

Fluorescence Activated Cell Sorting (FACS) An4 S
seter. Data was analyzed using FlowJo and

V-FITC and analyzed using aBD FACS Caliby
Microsoft Excel.
Western Blotting: Protein was extr%ted frors | gliobtsgfoma cell lines. Proteins and their

phosphorylated counterparts were ted usinwgp®s{fic antibodies and recorded on autoradiography
film.

Results
The chemical compound PP24L 1Ms RO _or programmed cell death, in cultured glioblastoma
cells by inhibiting the key proteihg J2t ic liabiliti i
in the clinic, but the combination
Lapatinib + Ruxolitinib success
cytotoxic effects.

Conclusiong/Discussion

S nically feasible drugs Tarceva+ AZD1480 and
Re same significant proteins as PP242 and mimic its

Each drug alone is only gble Y plg portion of the pathway, but when combined, the
combinations of Tarcev DA 148 Apatinib + Ruxolitinib inhibit Jak2 and PKC and induce cell
death. Thus, this dual kade ONIgk2 gud PK C by the two drug combinations may offer anovel
treatment for an incurable brain cancer.

Summary t

My proj Iv |nv05t|gat|on of how combination drug treatments induce apoptosisin

gliobl asto ef brain cancer, through the inhibition of proteinsin the EGFR signaling pathway.
Help Received

Used lab equipment at the University of California, San Francisco under the supervision of Dr. William
Weiss and Robyn Wong.
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