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Abstract
The eyes, kidneys and cardiovascular system are among the tissues and organs affected by diabetes, a chronic metabolic disorder. The prevalence 
of diabetes in the world is 8.8 percent, with approximately 90 percent of cases being type 2 diabetes, according to the World Health Organization. 
In the early stages of diabetes, there are no significant clinical signs or symptoms. As a result, screening can be a useful tool for reducing 
diabetic complications. The Middle East's health care system has been burdened with exorbitant costs as a result of the alarming rise in diabetes 
prevalence over the past few decades. We investigated the role of single-nucleotide polymorphisms (SNPs) in the pathogenesis of diabetes in 
the Middle Eastern population because genetic changes are one of the major risk factors associated with diabetes predisposition. We evaluated 
the Middle Eastern population's molecular pathology of diabetes in this review, paving the way for the introduction of an effective SNP-based 
diagnostic panel for diabetes screening. Since there are 370 million people living in the Middle East; The current review may serve as a useful 
model for the implementation of SNP-based diagnostic panels in additional populations and nations.

Keywords: Microarray • Oligomerization • Heterodimerization

Mining the Unknown: Assigning Function to Noncoding 
SNPs
Cm Skevaki*
Department of Microbiology, University of Athens, Athens, Greece 

*Address for Correspondence: Cm Skevaki, Department of Microbiology, 
University of Athens, Athens, Greece; E-mail: skevaki111@alergy.gr 

Copyright: © 2023 Skevaki C. This is an open-access article distributed under 
the terms of the creative commons attribution license which permits unrestricted 
use, distribution and reproduction in any medium, provided the original author and 
source are credited.

Received: 29 December, 2022, Manuscript No. jgdr-23-89856; Editor Assigned: 
31 December, 2022, PreQC No. P-89856; Reviewed: 14 January, 2023, QC No. 
Q-89856; Revised: 20 January, 2023, Manuscript No. R-89856; Published: 28 
January, 2023, DOI: 10.37421/2684-6039.2023.7.143

Introduction
To determine which of the probes on a commonly used microarray covered 

known SNPs between B6 and D2 mice, computer calculations were used 
to compare the known locations of probes and SNPs. Hybridization could be 
influenced by probes with SNPs or sequence mismatches, resulting in inaccurate 
gene expression detection. This method found 13,292 probes on the array that 
included at least one known SNP and affected 6,590 probe sets (roughly 16% 
of the array). The interpretation of the results of the experiments can be greatly 
affected by the presence of these SNP sequences. Therefore, the experiment will 
yield a true result (i.e., indicate the true level of expression of the corresponding 
gene based on hybridization to the probe) if a sample is derived from the same 
mouse strain as the probes on the microarray and thus matches the sequence 
found on the microarray. However, because of the mismatch in sequence that 
affects the hybridization of the mRNA to the probe, the experiment may produce 
a false result (i.e., a lower level of gene expression) and be responsible for 
the TLR–ligand interaction if the sample is derived from a different strain and 
contains an alternative form of the probe sequence. The pattern can be found in 
the TLRs' LRR domains, which are made up tandem copies of repeats that are 
24–29 amino acids long. A beta strand and an alpha helix are connected by loops 
in each unit. Domain of the cytoplasmic signalling domain is identical to that of 
the interleukin (IL)-1 receptor. Lipid, protein and nucleic acid components are 
the three main types of ligands that the TLRs can recognize from bacteria, fungi, 
protozoa and viruses. Through the PAMP–TLR interaction, ligand binding to 
TLRs causes receptor oligomerization, homodimerization, or heterodimerization, 
which in turn causes intracellular signal transduction [1].

Literature Review 
Thoracotomy is viewed as one of the absolute most excruciating of surgeries. 

Although video-assisted thoracoscopic surgery (VATS) is less invasive and 
usually causes less pain, moderate to severe postoperative pain is still common. 
In addition to causing respiratory problems, postoperative pain has a negative 
impact on long-term rehabilitation. Age, gender, ethnicity and the type of surgery 
have all been reported to affect pain sensitivity after surgery. The variability of pain 
perception may also be influenced by genetic polymorphisms, according to recent 
genetic research findings. In humans, the mu opioid receptor, encoded by opioid 
receptor mu 1 (OPRM1), is crucial to endogenous pain modulation and opioid 
analgesia. After a thoracotomy, four OPRM1 single nucleotide polymorphisms 
(SNPs) were found to be significantly linked to increased pain intensity. Zhonghai 
Zhao and others demonstrated that patients with freak homozygous rs2032582 
and rs1128503 loci in the ABCB1 quality consumed more sufentanil at 6 h, 24 h 
and 48 h after thoracoscopic-helped revolutionary resection. In addition, patients 
who carried the genotype were more likely to experience severe pain 48 hours 
after surgery. Jin Ma and co. found that patients undergoing lung resection with 
the rs1718125 polymorphism in the P2RX7 gene had a significant association 
with postoperative pain intensity and fentanyl consumption

Discussion
Using a genome-wide association study (GWAS), we examined the 

dyslipidemia patients' genomes in this study. A screening strategy for genetic 
variations with a significant impact on clinical or epidemiological variables among 
the numerous SNPs on the SNP chip (SNP microarray chip) served as the 
foundation for this study. Individual genetic analysis is made possible by GWAS, 
which enables the creation of targeted strategies for disease prevention and 
individualized medical care. In the Korean population, GWAS on dyslipidemia 
have primarily utilized individual lipid levels (TG, TC, HDL-C and LDL-C) or gene-
related associations; There aren't many studies on dyslipidemia and there aren't 
any that look at the genetic link between dyslipidemia and sex. As a result, we 
found genetic differences between men and women with dyslipidemia and SNPs 
associated with dyslipidemia in a Korean population in this study.

Understanding how phenotypic differences and human disease are caused 
by genetic variation is one of the fundamental objectives of genetics research. 
By rapidly establishing a link between variation and disease, genome-wide 
association studies (GWASs) bring us closer to achieving this objective. Despite 
this, single nucleotide polymorphisms (SNPs) that cause diseases cannot be 
identified by GWASs on their own. The majority of GWAS SNPs are noncoding 
SNPs, which pose a particular obstacle. A number of computational tools have 
been developed to prioritize and predict the function of noncoding GWAS SNPs in 

Mini Review
Volume 7:1, 2023

mailto:skevaki111@alergy.gr


J Genet DNA Res , Volume 7:1, 2023Skevaki C.

Page 2 of 2

order to meet this challenge. Nonetheless, less than 40% of GWAS distributions 
from 2015 used these apparatuses. In the hope that they will be widely used in 
future GWAS analyses, we discuss a number of the most popular methods for 
annotating noncoding variants and how they can be incorporated into research 
pipelines [2-4].

Cell surface glycoproteins that bind class I human leukocyte antigen (HLA) 
molecules and a few other ligands are encoded by the killer cell immunoglobulin-
like receptor (KIR) gene cluster on chromosome 19. KIRs participate in the 
surveillance of tumors and the elimination of viral infections by controlling the 
activity of natural killer (NK) cells. Variations in the KIR gene's copy number are 
linked to transplant outcomes and susceptibility to immune-mediated diseases. 
In light of the expanding biobank genome data collections that rely on genotyping 
by microarray, it is therefore desirable for immunogenetic analysis to infer 
KIR gene content from genetic variant data. For 12 KIR genes, we present an 
independent and freely available gene content imputation. 807 Finnish biobank 
samples with 5900 KIR-region SNPs were used to train the models and targeted 
sequencing was used to look for KIR gene content in the samples. The cross-
validation results show a high mean overall accuracy of 98.5%, which is superior 
to previous methods like short-read sequencing-based ones [5,6].

Conclusion
Chronic psychiatric disorder Post-traumatic stress disorder (PTSD) is known 

to be common in wealthy nations, with an estimated lifetime prevalence of 7.8%. 
Women are more likely than men to experience PTSD at some point in their lives, 
with a prevalence percentage of 10.4 compared to 5 in the National Comorbidity 
Survey. It has been shown to be a significant risk factor for other lifetime DSM–
III–R disorders as a comorbidity. Intrusive recollection, emotional numbness, 
nightmares and hyperarousal are some of the disorder's most prominent 
symptoms.
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