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A — Normal liver tissue; B — Proliferation of elongated cells; C — Proliferation of tubule-glandular structures without atypia; D — Proliferation of tubule-
glandular structures with low grade atypia; E - Proliferation of tubule-glandular structures with high grade atypia.

OBJECTIVE

o Liversfrom PW (CPD; RPD)and 2M (CPD; RPD) mice presented normal morphology.

To investigate the effect of low protein maternal diet on the susceptibility of developing
chemically-induced esophageal and liver cancerin adult offspring.

METHODOLOGY
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with or without N-nitrosodiethylamine (NDEA 40 ppm) ad libitum in drinking water.
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Liver and esophagus for hematoxylin-eosin examination (H&E)

RESULTS

Summary of histological analysis of esophagus from male mice treated or not with NDEA 40 ppm.
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Summary of histological analysis of esophagus from female mice treated or not with NDEA 40 ppm.

1.Jang, H; Serra,C(2014). Clin Nutr Res. 3:1-8.

5 4M+NDEA 4M 6M+NDEA 6M 2. Byrne CD; Phillips DI (2000). J Clin Pathol.53:822-8.
- CPD RPD CPD RPD CPD RPD CPD RPD 3.0zanne SE(ZOO].) Br Med Bull. 60:143-52.
4. Tollefsbol TO (2014). Transgenerational Epigenetics —Evidence and Debate. San Diego, USA: Elsevier, 396p.

N - 2 2 2 2 . - 2 5.Remacle Cetal.(2011). AmJ Clin Nutr. 94(6):1846S-1852S.
@ 0 1 (20%) - 5(100%) | 5 (100%) - - 5(100%) | 5 (100%) 6.Lee HSand HercegZ(2014). Cancer Letters. 342(2):275-84.
S . H . -
a? i 120%) | 3 (60%) ] ] ] ] ] ] 7. Painter, RCet a.I. (2006). AmJHum B!ol.18.85_?> 856.
2 8. Fernandez-Twinn,etal.(2007). Carcinogenesis. 28(3):545-552.
:% 4-6 3 (60%) | 2(40%) : : 2 (40%) | 2 (40%) : -- 9.Fernandez-Twinn et al. (2010).Carcinogenesis. 31(10):18:73-1881.
éEc 78 - - : - 3 (60%) | 3 (60%) ; .
c
- 10 - 12 : - - - - - - ]
S 13_18 Funding source: Ministério da Saude, FAPER) Animal Care and Use Committee of INCA — number: 032/13

Projeto Grafico: Servigo de Edi¢do e Informagdo Técnico-Cientifica / INCA

A~ 1 ) . : " : 1 (20%) : .
e
= ) ) ) ) ) ) ) ) )

AHD —atypical hyperplasia with dyskeratosis; CPD - dam control protein diet (17%); RPD—dam restricted protein diet (8%). =) B - ‘} ] .
= } L
l AR .

o Esophagusfrom PW (CPD; RPD)and 2M (CPD; RPD) mice presented normal morphology.
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