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Resu ItS Figure 3: Selected molecular alternations in AA and CC NSCLC patients. A: Comparison in all Figure.5: §e|ected 'T_‘O!ECUI?r alllfcerations in AA and CC high grade glioma _“_"GG) patignts.
NSCLC tumors; B: comparison in adenocarcinoma (N=64 in AA and N=135 in CC); C: Comparison Atst:?\r. |nd|catgs statls’FlcaI 5|gn|f|can-ce (p<0.05). Tables below provide additional details of
Abstract #6588 Figure 1: Patient characteristics. Comparison of four tumor types are included in this study. in squamous cell carcinoma (N=14 in AA and N=39 in CC). A star indicates statistical significance | Significantly differentially altered biomarkers. (1: Frequency and p value for MDM2 CNV;
Background: The racial and ethnic differences in the molecular Patient age is not significantly different when tumors from all cancer types are considered. Patient (p<0.05). 2-4: specific protein changes on genes mutated at significantly different rates between
pathology of cancer have yet to be fully characterized. Here we gender is well balanced with the exception of breast cancer. * No significant differences were seen when all AA and CC NSCLC tumors were compared. the two groups). - o _ _
report on the molecular |andscape Of tumors Classrﬂed by race. CRC NSCLC High Grade Glioma Breast Cancer All cancers analyzed ¢ BRAF mutatlon rate |S S|gn|f|cant|y h|gher |n AA patlentS W|th adenocarC|n0ma Compared to * MDMZ gene amp||f|cat|0n tested by NeXtGen IS Slgnlflcantly hlgher In AA HGG tumors
(N=459) (N=341) (,2'1?33, (N=281) (N=1188) CC adenocarcinoma patients. Table shows the specific mutations observed. c-om-;;-aredltohc.:cl; an-d is mutually echu§|v§!y of TP5h3 mutat-lon; -TPST% mgt?tlon is |
_ _ , ~ e PD-L1 tumor expression using SP142 (Ventana) is significantly higher in CC patients with signiticantly higher in CC HGG tumors; indicating that p53 inactivation is frequent in
Methods: DNA from formalin-fixed paraffin-embedded samples was Et:p.clt: ,2? E; 2,: EE 3: EE ,:,: ;g ,:: Eg squamous cell carcinoma and is absent in A patients both AA and CC HGG, but through distinct mechanisms.
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sequenced using the lllumina NextSeq (Agilent SureSelect XT, 592 : — oS Ted =9 39 2 33 23 Tod 331 05 « PTEN mutation rate is significantly higher in CC HGG while PTPN11 mutation rate is
gene selected based on COSMIC database) and MiSeq (TruSeq, 47 Gender Male 71 159 51 102 11 44 1 3 134 308 . ﬁm- \ significantly higher in AA HGG.
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P -0 04)68 but hicher MEK1 (2.5% (D67N d(K57N Oo - 0.035 * BRAF mutations are more than three times as prevalent in CC CRC patients than AA, ~TNSCLC AR NsLc CC i 5 ;
p=Y. ) but higher (2.5% an ) vs. 0, p =0.035) particularly, V60OE variant is seen in 8.5% of CC CRC patients but only 1.7% in AA CRC patients, e eno, Exon Function, (AT PD-LL | NSCLC AA[ NSCLC CC N
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distribution of exon 9 /20), KRAS was similar. In NSCLC  PIK3CA mutation is more than twice as prevalent in AA CRC tumors than CC, with exon 9 coor | 15| P | 1 e N TTAE .
adenocarcinoma, BRAF mutation was more frequent in AA than CC mutations being more prevalent than exon 20 mutations in both groups. V60OE | 15 | P 3 1 Conclusions
(14% vs. 4%, p=0.02); in NSCLC squamous cell carcinoma, PD-L1 ¢ ATM mutations, mostly truncating mutations and frameshift mutations occurring at various ? value 0-0201 * We compared the molecular profiles between a large cohort of tumors
tumor expression using SP142 (Ventana)was significantly higher in CC exons, are significantly higher in CC CRC patients. Figure 4: Selected molecular alterations in AA and CC Breast Cancer patients. collected from African American and Caucasian patients and analyzed the
than AA (35% vs. 0, p=0.026).In high grade glioma, TP53 (40% vs. A: Distribution of breast cancer subtypes: significantly more TNBC cases are seen in the AA cohort differences in CRC, NSCLC, Breast cancer and High grade glioma. Key
11%, p=0.02) and PTEN mutation rates (33% vs. 0, p=0.005)are 100.0% B: Comparison of biomarkers: 1) Significantly more CC breast tumors express androgen receptor observations included:
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significantly higher in CC while MDM2 amplification (40% vs. 3%, o ean  mcRece and TLE3 than AA while more AA breast tumors express RRM1 and TS than CC. Comparison in 1)CRC: significantly higher BRAF V600E mutation rate and ATM mutation rate in
p=0.03) and PTPN11 mutation rates (11% vs. 0, p=0.01) are higherin oo - TNBC only (data not shown) generated similar trends for AR, TLE3 and TS, however the difference | ¢ patients and a significantly higher PIK3CA mutation rate in AA patients.
AA patients. In CRC, IHC analysis revealed that AA had higher :Zj i was not significant. Significance sustains for RRM1 expression in TNBC (69% in AA vs. 20% in CC, 2)NSCLC: in adenocarcinoma, BRAF mutation rate is significantly higher in AA
TOPO2A (95% vs. 84%, p = 0.005) and EGFR (65% vs. 53%, 20.0% L p=0.0032). patients while in squamous cell carcinoma, PD-L1 tumor expression (SP142) is
_ : : 0 300% - HR+Her2 AA Breast Cancer CCIN) | AA(N) significantly higher in CC patients.
p=0.047)expression than CC. In BC, AA had higher RRM1 (43% vs. 20.0% 17 * B S CC Breast Cancer % v, HR-:-NI-?;Z— 31 g = 3)Breast cancer: in our cohort, TNBC is more prevalent in AA than CC; RRM1
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