T XD E

Cyclodextrin Conjugated a-Bisabolol Suppresses

FAK Phosphorylation and Induces Apoptosis in

Pancreatic Cancer
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Figure 1. CD-BSB induced apoptosis in pancreatic cancer cells. (a) Images depicting the morphology of KLM1, Panc1
and KP4 cells that were untreated (Control) or treated with cyclodextrin (CD) or cyclodextrin conjugated a-bisabolol
(CD-BSB). (b) Apoptosis was analyzed in KLM1, Pancl and KP4 cells that were untreated (Control) or treated with
cyclodextrin (CD) or cyclodextrin conjugated a-bisabolol (CD-BSB) using the Muse™ Annexin V & Dead Cell Kit.
Cells were classified into 4 groups: dead cells, late apoptotic/dead cells, live cells, and early apoptotic cells. A
representative of 3 independent experiments is shown.
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Figure 2. CD-BSB inhibited the cytoskeleton maintenance. Immunocytochemistry for actin and tubulin in KLM1 cells
that were untreated (Control) or treated with cyclodextrin (CD) or cyclodextrin conjugated a-bisabolol (CD-BSB).
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Figure 3. Comprehensive protein phosphorylation in pancreatic cancer cells after CD-BSB. (a) Comprehensive protein
phosphorylation using the Human RTK Phosphorylation Antibody Array in KLM1 cells with Control (Untreated) or
cyclodextrin conjugated a-bisabolol (CD-BSB). (b) Level of phosphorylated FAK were analyzed in in KLM1 cells with
Control (Untreated) or cyclodextrin conjugated a-bisabolol (CD-BSB). (c) The expression of FAK, pFAK1 (397),
pFAK1 (577), and pFAK1 (925) was detected in KLM1, Panc1 and KP4 cells that were untreated (Control) or treated
with cyclodextrin conjugated a-bisabolol (CD-BSB) by Western blot analysis. B-actin was used as an internal loading
control. THD: Thioridazine.
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Figure 4. Antitumor effects of CD-BSB in xenograft nude mice. (a) Representative images of KLM1 xenograft tumors
untreated (Control) and treated with cyclodextrin conjugated a-bisabolol (CD-BSB) or Gemcitabine (GEM). n=5 for
each group. (b) The graphs show the average volume of the xenograft tumors in each experimental group. Control: m,
CD-BSB: A, GEM: e. *p<<0.05. (c) Histological analysis of the xenograft tumors of each experimental group was
performed by hematoxylin-eosin staining. Ki-67 expression in the xenograft tumors of each experimental group was
determined by immunohistochemistry. (d) The expression of FAK and pFAK1 (925) was detected of the xenograft
tumors of each experimental group was performed by Western blot analysis. B-actin was used as an internal loading
control.





