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To determine the antiproliferative and apoptotic effects

Figure 2. Effect of Luteolin and Erlotinib on GBM Cell Figure 4.1A Effect of Luteolin and Erlotinib on Molecular

- - ep - - - - Proliferation Signaling Proteins : : . .
of luteolin and erlotinib in glioblastoma cell lines, with N o 9 9  Results revealed that luteolin (10-20 pM) synergizes with erlotinib
—— = - ] R R QS O 1 7 "
the goal of also determining the key signaling pathways i v A NS to decrease glioma cell proliteration.
T o S g g O o SRRV - Luteolin and erlotinib attenuated signaling of downstream targets
affected by these drug combinations | | EESININOW
so o= [ --dmbu.m VS 3 &g’ﬁﬁ such as Akt/mTOR and NF kappa B
MEthOdOIOgy B.  _150 uos; I 150, sy — e ) ggg;'}q; » Luteolin and erlotinib induced both PARP and caspase cleavages
5 ool fan f Erlotip + LUT 20 Sioolr B Erotinis + LUT 20 oG U W N CCCGGevey and decreased the expression of Bcl-xL, an antiapoptotic protein.
D &l |1 [N[TATS T i“ I‘E : ls . Wb e PEGFR - In conclusion, luteolin potentiated erlotinib-
Material and Assays = oM TH RS = o i - 1020 40 | [ e 0 0 & 0 A b 48| Total EGFR medlate_d c_lecr?ase in ceI_I proliferation an_d induced
» Cell Lines: U87, U87 EGFR VIII and U251, U251 EGFR VIII cell Erlotinib (uM) Erlotinib (M) * pAkt apoptosis in glioma cell lines by attenuating key
. 150, 507 U87 delta Erlotinib i - - -
lines O g wmEm meeme o5 | REERSn survival signaling pathways and could serve as
»  Cell proliferation Studies - MTT Assay® ¢ S B | | P R W Total Ak therapeutic molecules in the management of
« Measurement and detection of LDH® 2 o N RRE RRE HRa Has 8 Q , 10 1 i | [ i;;;,.g} 5-mTOR gliomas.
- icm i~ Qi i A6 o 0 5 10 20 40 ——
Western Blot Analysis-cellular and apoptotic signaling Erlotinib (M) = otinb () ublin References
. CaSpase Assay5 < 1997 ya2s1EGER VIl B Erlotinio —
. B 1004 Eriotinip + LUT 20 [ o |p-NFK B un erla iegel R, et al. Global Cancer Statistics : : A Cancer Journal for Clinicians
° Apgpto’uc markers: PARP, Bcl-x1 6 %100 : S it | flee e P e " goziJ ;|7_|1’(§), |20y9+2§9.%ttlpzzllc:oi?.o?g|/1%.\15:§22/caa§.t2;[6230 2020 SEOBOCANCA RS oumalior
= = - = 501 : 2. Stupp R, Mason WP, van den Bent MJ, et al. N Engl J Med. 2005:352(10):987-996. doi:10.1056/NEJMoa043330
StatlStlcal AnalySIs ; olME = Tubulin 3. Wi.ttr;:)ayanuwat S, _Pesee M, _Supaadirek C, Supakaglin N, Thamronganantasakul K Krusun S. Survival Analysis of
- Data are presented as the mean + standard error. Differences Lot oy o ol [MHE S ] o oL 10 D203APICP 20161802613 o PARISIeg BB
between the groups Were teste d usmg one-way AN OV A, followe d o 3| P R D4 et L | 4. ;Ilggjﬁglgﬁzoljl\/zlo E?r?gjc()?)élél_ gzerr;glz?(;)r:\(l)%e? /t;??ggg[\(t) ;(;J:c(c):ggnge; 2and immunotherapy efficacy in brain tu'mor. J
by a Bonferroni post hoc test (a = 0.05). Statistical data analysis [ | I i !T“b”"” " Prolferation and Induces Apoptosis I Glloblastoma Cell Linee. Sasio Gin Phammacal Toxicol. 2018:123(6) 676686,
- : - c = o doi:10.1111/bcpt. 13077
Was CondUCted US|ng Graph Pad Prlsm 7 (San DlegO, CA)- & O\K U87 delta EGFR 6. PoweE, ParscEauer D, Istifan J, et al. Luteolin enhances erlotinib's cell proliferation inhibitory and apoptotic effects in
© “05 g ©°6 —O. B glioblastoma cell lines. Front Pharmacol. 2022;13:952169. doi:10.3389/fphar.2022.952169




	A polyphenolic plant flavonoid luteolin potentiates the growth inhibitory effects of erlotinib glioblastoma cell lines. �Erika Powe1, Daniel Parschauer1, Jessica Istifan1, Stacy Lin1, Huanyun Duan 1, Denise Jean-Louis1, Amit K. Tiwari2, and Samson Amos1*�1Department of Pharmaceutical Sciences, Cedarville University, OH 45314�2 Department of Pharmacology, University of Toledo, OH 43614

