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I. Introduction. 
A. Genetic bases, facts, and examples of the conditions.
Mendelian conditions are genetically inherited infections. They arise as a result of a mutation in a single gene. In as much as the Mendelian infections are many, researchers have only identified the genome causes of about half of the infections. The occurrence of such diseases is however rare in families. Examples of Mendelian diseases are sickle cell anemia and cystic fibrosis among others (1,p.411-422). On the other hand, genetically complex diseases arise from the interaction of environmental factors and multiple genes. Example of complex disease is heart disease and cancer. It is important to research these two genetic diseases as it reveals how genes are involved in disease and health. The understanding of genetic disorders and genetic factors is essential when studying about prevention of diseases and promoting good health.
II. Methods.
A different number of methods are employed in finding the difference between complex diseases and Mendelian infections. It’s important to note that having both as genetic disorders provides a very thin line that differentiates them. Methods used in differentiating them include DNA sequencing, diagnosis, and family among others.
A. DNA sequencing.
DNA is an important component that plays part in the occurrence of Mendelian diseases and genetically complex infections. The difference arises from the sequence with which the genomes in the DNA are arranged. Genome sequencing is among the latest unbiased test used in identifying gene problems and the prevention of genetic diseases (2, p 1135-45). For Mendelian disorders caused by single defects of the gene, the defect can occur on two alleles or one allele. Instances of inheritance of Mendelian disorders occurs when two alleles from autosomal gene carry the mutation which produces the phenotype of the disease. A dominant mutant allele causes genetic disorder on its own. A gene could also be sequenced on the X chromosome that will ensure the disease is transmitted in females that are carriers of X-linked mutation. That DNA sequencing is different from the complex disease which has the following. The gene variants are located along with the DNA. The variants are then attracted by the phenotypes which on interaction with the environment brings about the complex infections (3, p 195-203). As the variants are organized along with the DNA, they get exposure to chemicals, nutrition, infections from the environment whose interaction results in conditions like breast cancer and autism.
B. Family/population study,
Mendelian infections occur in families showing a pattern that relates to a causative gene. Research conducted on families that has Mendelian conditions reveals the underlying nature of genes that exhibit themselves in inheritable pattern forms. The family of Mendelian infections is also important in leading towards the causes of the genetic lesion (4,p501-11). It is a different case with complex diseases as the family or population study reveals major genes located by genome scans. The family also has a locus that emerges from the scanning of susceptible genes to environmental interaction.
C. Genotyping methodologies.
Genotyping is done to differentiate the genetic makeup by examining DNA. Genotyping methodologies used in Mendelian diseases differ from those used with complex diseases. Complex diseases employ the use of biological assays whereas complex diseases employ genotyping method of comparing DNA sequences of individuals. All these methods differentiate between the two genetic diseases which are Mendelian and complex diseases.
D. Diagnosis,
Monogenetic conditions are identified from their effects on various systems of the body. They affect the central nervous, cardiovascular, endocrine, and pulmonary systems. The clinical manifestations that help in their diagnosis are in the overlapping that disturbs clinicians (5,p 1170-3). Another diagnosis for Mendelian infections is the use of a gene-targeted panel whereas complex diseases use a test that examines chromosomes and blood tests for specific enzymes that could be abnormal.
E. The measure of effect size.
Both diseases pose a high risk to human nature. There is however a difference in the extent to which the disease effect. The mendelian disease is to some extent fair as a person can get healed from it (6,p 133-41). The death rate caused by it is slow as compared to complex diseases. An example is color blindness. On the other hand, complex diseases result from severe sickness with a high number of deaths associated with it. Chances of survival are minimal to such diseases unless diagnosed early. An example is a cancer.
III. Results.
A. Identification of mutations.
Two types of tests facilitated the identification of mutations. The first one is molecular tests and the other one is called cytogenetic. The ones having single base pairs are known by their direct sequencing, restriction of enzyme digestion, and DNA hybridization.  The mutations arise from mistakes during DNA replication or when there is exposure to mutagens. There are instances when mutations have to occur randomly by either deletion, insertion, or substitution of DNA bases.it causes a lost gene that has a genetic makeup necessary for the expression of the gene to below.
B. Transmission of mutations.
Mutations have a way with which they are transmitted. They are hereditary thus transmitted from parent to offspring. The non-hereditary mutations are transmitted outside the germ cells, a condition called somatic mutations (7,p368-71). Effects of mutation include the specificity in the interaction between interactors like nucleic acids and specific proteins.
C. Allele frequency and size 
From the article, allele frequency indicates a gene that is variant in a population. The frequency is arrived at by dividing the number of alleles of interest by copies of alleles in a population. The table result is interesting and they differ from the mutation location in paper one. In the second part, the mutation location leads to the production of different proteins and at times termination of the protein. A phenomenon not seen in paper 1.

IV. Conclusion.
A. Importance of the study outcomes.
The outcomes of the two papers are significant as it enables people to understand the conditions associated with Mendelian sicknesses and general genetic diseases. Mutations affect protein and gene function by reducing the functions of proteins. Genes are affected as they change in terms of deletion or substitution of their components. 
B. Allele frequency.
Allele frequency is confirmed to determine the variants of genes in a population.
C. Nature of human genetic disorders.
 To end it all, human genetic diseases are disorders that arise from mutations in one or more genes. They can be single-gene disorders, complex disorders, or chromosomal diseases. Examples of genetic diseases are Down syndrome, Sickle cell anemia, and cystic fibrosis.
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