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Human Immunodeficiency Virus (HIV)
Human Immunodeficiency Virus (HIV) is the causative agent of Acquired Immunodeficiency Syndrome (AIDS). HIV attacks a specific type of immune system cell in the human body, which leaves the person vulnerable to various other infections.  This condition can worsen if the individual with HIV does not take medications to increase the body's immunity.
According to Okoye and Picker (2013), HIV is a member of the retrovirus family that attacks the different immune cells such as monocytes and CD4+ T cells. HIV can affect the T cells through a high-affinity interaction between the virion envelope glycoprotein, GP 120 as well as the CD4 molecule. This process is facilitated by the T-cell co-receptor is known as CXCR4. The disease progression can take years, which is associated with slow viral-mediated CD4+ T-cell destruction. However, in some cases, the disease progression can fasten when there is a massive CD4+ memory T-cell destruction (Okoye& Picker, 2013).
HIV destroys the body's immune system by attacking the CD4+ T-cells and monocytes, which are responsible for the protection of the body against pathogens and infections. When the CD4+ T cells in the body reduce massively (below the critical level), it may result in the loss of cell-mediated immunity. This, according to Okoye and Picker (2013), leaves the body more susceptible to opportunistic infections and conditions. The progression of the disease can worsen because of the decline in CD4 cells in the body. HIV does not only attack the body's immune system by attacking the CD4+ T-cells, it also uses these cells to create and make more of the virus. When the virus has used and destroyed all the CD4 cells and the CD4 count dropped below the minimum level (200), the individual will have progressed to AIDS.
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