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Expression of NFE2L3 in rectal cancer and its prognostic significance
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Abstract  Objective To explore the expression of NFE21.3 and its prognostic significance in patients with rectal
cancer( RC) . Methods Using the data of the cancer database gene expression profiling interactive analysis( GE-
PIA) and Oncomine the expression levels and prognosis of genes NFE213 were used for bioinformatics prediction.

66 cases of RC patients tissue samples and paired normal tissues were collected retrospectively to examine the
NFE2L3 protein expression level by immunohistochemical staining. The relationship between NFE2L3 expression
level and prognosis of rectal cancer patients was analyzed by Kaplan-Meier univariate and Cox multivariate factors.

Results Both GEPIA and Oncomine databases predicted that NFE2L3 mRNA levels in rectal cancer tissues were
significantly higher than those in normal tissues ( P <0.05) . GEPIA data showed that patients with high NFE21.3
mRNA levels had significantly better prognosis than patients with low expression ( P =0. 041) . Subsequent immu—
nohistochemical results confirmed the above prediction results. NFE2L3 protein levels in RC were highly expressed
(P <0.001) compared with those in normal tissues and the prognosis was better than that of patients with low ex—
pression of NFE21.3 ( P =0.009) . Muliivariate and univariate survival analyses revealed that NFE21.3 high expres—
sion could be used as an independent predictor of good prognosis in RC patients. Conclusion NFE2L3 gene is
highly expressed in rectal cancer and highly expressed NFE2L3 can be used as an independent predictor of good
prognosis in rectal cancer patients. NFE2L3 gene is expected to be a new target for the treatment of patients with
rectal cancer in the future.
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Application of chromosomal microarray analysis in 210 children

with developnental delay/intellectual disability
Li Hong Tong Guanglei Zhang Min et al
( Dept of Neurology Rehabilitation Anhui Provincial Children’ s Hospital Hefei 230051)

Abstract Objective To access the value of chromosome microarray analysis ( CMA) for identifying the children
of developmental delay/intellectual disability( DD/ID) without karyotype abnormalities. Methods 210 children of
developmental delay/intellectual disability( DD/ID) were selected and divided into 5 groups: children were classi—
fied as with isolated DD/ID group( n =90) DD/ID with epilepsy group( n =23) DD/ID with skull mri abnormal-
ity group( n =36) DD/ID with disease of cardiovascular system group( n =19) DD/ID with other structural mal—
formations( n =42) . Genome DNA was extracted from peripheral blood and was analyzed with the whole genome
copy number variation ( CNVs) by cgxvl. 18plex gene chip. All identified copy number variants ( CNVs) were an—
alyze with references from databases such as ClinVar DECIPHER OMIM and Database of Genomic Variants
( DGV) as well as comprehension literature review from PubMed database to determine the pathogenicity of CNVs.

Results 83 cases(39.5%) in 210 children with DD/ID were detected chromosomal copy number abnormality in-
cluding 66 cases microdeletion /microduplications associated with known syndromes 1 case of rare syndrome
( Kleefstra syndrome) ; 3 cases microdeletion /microduplications associated with suspected pathogenic variation 1

case been benign variation 5 cases CNVs of unknown clinical significance. Conclusion CMA can significantly im—
prove the diagnosis rate for patients with DD/ID and it has important guiding significance for the treatment of chil-
dren and the reproduction of their parents. Therefore it can be used as a firstdine diagnosis method for patients
with DD/ID.
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