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Effect of pATMtide on congenital heart disease
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Abstract
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Objective: To investigate the function of pATMtide in the heart development of zebra fish and differentiation
of P19 cells. Methods: An obvious up-regulated polypeptide pATMtide was found from our previous study.
In vitro experiment, the effect of pATMtide on P19 cells differentiation were detected; and in vivo experiment,
after microinjecting the zygotes zebra fish with pATMtide, the cardiac development of zebra fish was observed.
Results: The differentiation and related cardiac biomarkers of P19 cells are reduced as well as the heart
development of zebrafish after adding pATMtide. Conclusion: The differentiation and development are influenced
after adding pATMtide. It indicates that pATMtide may play an important role in congenital heart disease.
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Figure 1 Bioinformatics analysis of ATM
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(A) Position of pATMtide in ATM and the homology of pATMtide
in different species; (B—C) Gene ontology analysis of ATM;
(D) Localization of pATMtide in cells.
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Figure 2 Effect of pATMtide on cell proliferation and cycle
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(A)Proliferation of P19 cells after adding pATMtide; (B) Cycle of
P19 cells after adding pATMtide.
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Figure 3 Effect of pATMtide on P19 differentiation
(A)P19TMEITE S 2L (% 200) ;- (B)P1OL LRSI (n=20) 5 (C) 5L IR B A KL A FRIBAKF-(x £5) . S
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(A) Morphology of P19 cells during differentiation ( x 200); (B) Beating rate of P19 cells (7=20); (C) Expression levels of genes associated
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with heart development (X + s). Compared with the control group, *P<0.0S.
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Figure 4 Influence of pATMtide on the development of zebrafish
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(A) Survival rate of zebrafish post microinjection with pATMtide; (B) Morphology during zebrafish development; (C) Slices of zebrafish post
microinjection with pATMtide (HE, X 200); (D) Heart rate of zebrafish (n=15). Compared with the WT group and control group, *P<0.0S.
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