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Description: one vial of 0.3 mL of probe in hybridization buffer  

 

Intended Use:  
This probe is intended for research use only. 
 

Principle: 
MicroRNAs (miRNAs) are endogenous, non-coding small RNA 

molecules that play important role in controlling gene 

expression. They are involved in multiple biological functions 

and disease progression including cancer. miRNAs either act as 

tumor suppressors or oncogenes depending on function of their 

target gene. Aberrant expression of miRNA has been reported in 

different cancer types; hence, in situ detection of miRNA 

provides important insight for diagnosis, prognosis, and disease 

management. As part of the miRNA family, miR-132 is a highly 

conserved miRNA transcribed from an intergenic region on 

human chromosome 17 by the transcription factor cAMP 

response element binding protein. miR-132 plays a crucial role 

in inflammation, angiogenesis, neuronal development, cell 

transformation, and tumorigenesis. Recent studies have shown 

that miR-132 was shown to be upregulated or downregulated in 

variety of human tumors such as non-small cell lung cancer, 

osteosarcoma, breast cancer, hepatocellular carcinoma, prostate 

cancer, and pancreatic cancers. Functionally, miR-132 has been 

illustrated to attenuate the proliferation and colony formation of 

cancer cells via the Akt-signaling pathway. Promoter 

hypermethylation in pancreatic cancers causes down-regulation 

of miR-132 in tumors and decreased Sp1-binding affinity to its 

promoter in comparison with relative to non-tumor samples. 

Further, over-expression of miR-132 increased the cell 

proliferation in pancreatic and gastric cancers. In contrast, 

critical role of miR-132 has been demonstrated in prohibiting 

cell proliferation, invasion, migration, and metastasis in breast 

and hepatic carcinoma cells through direct suppression of 

3’UTR of HN1 and YAP transcripts respectively. This suggests 

a putative novel application of miR-132 in cancer therapy.  

 

Please visit the following link for more information about Hsa-

miR-132. http://www.ncbi.nlm.nih.gov/gene/406921 

 

Summary and Explanation 

miRNAs play an important role in many biological processes, 

including differentiation and development, cell signaling, and 

response to infection. Recent research have shown that human 

miRNA genes are frequently located in cancer-associated 

genomic regions, while perturbed miRNA expression patterns 

have been observed in many human cancers. A number of 

oncogenes and tumor suppressor genes were found to be the 

targets of miRNAs and global miRNA expression signatures 

were able to distinguish cancerous and non-cancerous tissues. 

Therefore, miRNA profiles can serve as highly specific markers 

for diagnosis, prognosis, disease monitoring, as well as 

prediction of therapeutic response. miRNAs are remarkably 

stable molecules and are well preserved in formalin-fixed, 

paraffin-embedded (FFPE) as well as frozen specimens.  Early 

diagnosis, detection, and assessment of the disease progression 

are essential for disease management, especially in tumor 

patients, where timely therapeutic interventions are extremely 

critical.  
 

Quality Control 
This product is quality control tested at BioGenex according to 

the suggested procedure. The recommended positive control 

tissue(s) for this miRNA probe are human ca.lung and TCC 

(FB-HM132). 

 

Recommended protocol and parameters for Hsa-miR-132 

probe  
Automated Protocol:  

https://omicsveu.com/wp-content/uploads/Brochures/914-

0071.0.pdf 

Manual Protocol:   

https://omicsveu.com/wp-content/uploads/Brochures/914-

0072.0.pdf 

For more information: 

https://omicsveu.com/wp-content/uploads/Brochures/914-

0073.0.pdf 
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