
 

 

 

 

 

 

 

 

                                                                                      

             

HIVATE 

 
FROM 

HISTORY…… 

 

To GENERAL 

FEATURES….. 

&…. 

ON AIDS…… 

LET’S HEAR IT FROM THE DOCTOR        PG12 

uNderstaNdInG It 

bEtTeR . . . .  

SCIENCE MAGAZINE     FIRST ISSUE     SPECIAL EDITION    COVER STORY  

ENDING ON +VE NOTE            BACK STORY 



 

 

  

“Taking HIV Positively” 



 

From the editorial team….. 

 

The magazine “HIVATE” that you are holding brings to you its first 

edition which goes with the saying ‘all about HIV’ because our 

magazine brings to you a complete story of the microorganism  that 

cause the most dreadful disease of the era…AIDS! , so its all about 

Human Immunodeficiency Virus (HIV) from discovery, to origin, how 

it looks, to its cycle, evolution including some extras like its 

transmission, diagnosis and prevention so its about taking  

“HIV +vely” and knowing more about it.  

Our article has been well contributed by every staff and graphic team 

members have let out some best pictures for a better understanding. 

Managing Editor: Samit Lokhande                           Articles Editor: Tushar Roy 

Acquisitions Editor: Kajal Srivastava     Digital Editor: Shagun Wazir 

Art Director: Aishwariya Soni      Designer: Binish Sayed 
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HIV? Know about its 

past…………… 
By Tushar Roy 

Discovery 

 

AIDS was first clinically observed in 1981 in the United States. The initial cases 

were a cluster of injection drug users and gay men with no known cause of 

impaired immunity showed symptoms of Pneumocystis carinii pneumonia (PCP), 

a rare opportunistic infection that was known to occur in people with very 

compromised immune systems. Soon thereafter, additional gay men developed a 

previously rare skin cancer called Kaposi's sarcoma. Many more cases of PCP 

and KS emerged, alerting U.S. Centers for Disease Control and Prevention (CDC) 

and a CDC task force was formed to monitor the outbreak. 

 

The CDC, in search of a name, and looking at the infected communities coined 

“the 4H disease, ” well they actually used that as it stands for  Haitians, 

Homosexuals, Hemophiliacs, and Heroin users but then they realized that the 

term GRID was misleading and AIDS was introduced at a meeting in July 1982. 

 

In 1983, two separate research groups led by Robert Gallo and Luc 

Montagnier independently declared that a novel retrovirus may have been 

infecting AIDS patients. Gallo claimed that a virus his group had isolated from an 

AIDS patient was strikingly similar in shape to other human T-lymphotropic 

viruses (HTLVs) his group had been the first to isolate. Gallo's group called their 

newly isolated virus HTLV-III. At the same time, Montagnier's group isolated a 

virus from a patient presenting with swelling of the lymph nodes of the neck 

and physical weakness, two classic symptoms of AIDS. Contradicting the report 

from Gallo's group, Montagnier and his colleagues showed that core proteins of 

this virus were immunologically different from those of HTLV-I. Montagnier's 

group named their isolated virus lymphadenopathy-associated virus (LAV). HIV 

was chosen as a compromise between the two claims (LAV and HTLV-III). 

Sources: Weiss RA (May 1993). "How does HIV cause AIDS?". Science 260 (5112): 1273–

9.Bibcode 1993Sci...260.1273W. doi:10.1126/science.8493571. PMID 8493571  
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HIV from SIV??  
The origin  
By Kajal Srivastava 

Theories about the origin of the AIDS epidemic have been plentiful ever since doctors first noticed the 

disease, in five gay men in Los Angeles in 1981. Some were entirely unscientific: most famously, God 

was punishing homosexuals. Others were grounded to various degrees in science: A contaminated 

hepatitis B vaccine tested in gay men was to blame. A campaign by the World Health Organization to 

eradicate smallpox had somehow awakened dormant HIVs that had long infected human beings 

harmlessly. The CIA had concocted the virus in a lab, or it came from space, or from a distantly related 

cow virus that had contaminated all sorts of vaccines. Scientific research in the field of epidemiology 

would eventually pick through the various speculations, accusations, and rumors, leaving us with a    

more defined path of origin of HIV-AIDS today. 

It is now generally accepted that HIV is a descendant of a Simian 

Immunodeficiency Virus (SIV) because certain strains of SIV's have a very 

close resemblance to HIV-1 and HIV-2, the two types of HIV. HIV-2 

corresponds to a strain of SIV found in the sooty mangabey (also known as 

the White-collared monkey), which is indigenous to western Africa. The more 

virulent, pandemic strain of HIV, HIV-1, was not directly linked with a strain of 

SIV until 1993, when two seperate SIV infections of wild common 

Chimpanzees from Gabon were confirmed by researchers at the International 

Center for Medical Research of Franceville, in the country of Gabon, West 

Africa.  

In 1999 researchers from the University of Alabama announced that they had found a type of SIVcpz that 

was almost identical to HIV-1. In their article, published in a 2001 edition of the journal Nature, they 

concluded that wild common Chimpanzees had been infected simultaneously with two SIV's which 

hybridized to form a third unique virus. This virus could be passed on to other chimps, and was capable 

of infecting humans, a process called zoonotic transfer. They believed that the hybridization took place 

inside chimps that had become infected with both strains of SIV after they hunted and killed two smaller 

species of monkey. They also concluded that all three subgroups of HIV-1 - group M, N and O - came 

from the SIVcpz found in the common Chimpanzee (reaffirming the evidence from 1993), and that each 

group represented a separate crossover event from chimps to humans. 

Various theories have been put forth to explain how SIV became HIV in humans. The most commonly 

accepted one is the hunter theory, which says that the virus (SIV) was transferred to humans as a result 

of chimps being killed and eaten or their blood getting into cuts or wounds on the hunter. SIV on a few 

occasions adapted itself within its new human host and become HIV. Every time it passed from a 

chimpanzee to a man, it would have developed in a slightly different way within his body, and thus 

produced a slightly different strain.     Sources: http://www.avert.org/origin-aids-hiv.htm,  

 

http://www.avert.org/origin-aids-hiv.htm
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HIV…… ‘Class’ified 
By Kajal Srivastava 

 

HIV is a member of the genus Lentivirus, part of the family of Retroviridae. 

Lentiviruses have many morphologies and biological properties in common. 

Many species are infected by lentiviruses, which are characteristically 

responsible for long-duration illnesses with a long incubation period. Lentiviruses 

are transmitted as single-stranded, positive-sense, enveloped RNA viruses. Upon 

entry into the target cell, the viral RNA genome is converted (reverse transcribed) 

into double-stranded DNA by a virally encoded reverse transcriptase that is 

transported along with the viral genome in the virus particle 

 

Two types of HIV have been characterized: HIV-1 and HIV-2. HIV-1 is the virus that 

was initially discovered and termed both LAV and HTLV-III. It is more virulent, 

more infective, and is the cause of the majority of HIV infections globally. The 

lower infectivity of HIV-2 compared to HIV-1 implies that fewer of those exposed 

to HIV-2 will be infected per exposure. Because of its relatively poor capacity for 

transmission, HIV-2 is largely confined to West Africa. 

 

                               
    Order  

        
  Virales  

HIV is a viral because it is a virus. It is a small microscopic 
capsule filled with genetic material.  

                                 
Family  

                           
Retroviridae  

HIV belongs to the Retroviridae family because it is a 
retrovirus.  This   family of viruses contain RNA and 
reverse transcriptase. 

                       
Subfamily  

      
 Orthoretrovirinae  

HIV belongs to the subfamily of Orthoretrovirinae 
because it is a virion that is spherical and is a vertebrate 
virus. It is an RNA tumor virus  group. 

                           
Genus  

                    
 Lentivirus  

HIV is a Lentivirus because it is a slow virus. It takes a 
while for the virus to replicate enough to cause 
symptoms in the host. 

                         
Species  

Human 
Immunodeficiency 
virus 

 
Causes harm to the immune system and causes AIDS. 
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The strains of HIV-1 can be classified into four groups: the "major" group M, the 
"outlier" group O and two new groups, N and P. These four groups may represent four 
separate introductions of simian immunodeficiency virus into humans. 

 

                        

Group O appears to be restricted to west-central Africa and group N - a strain discovered 
in 1998 in Cameroon - is extremely rare. In 2009 a new strain closely relating to gorilla 
simian immunodeficiency virus was discovered in a Cameroonian woman. It was 
designated HIV-1 group P. 
 More than 90 percent of HIV-1 infections belong to HIV-1 group M and, unless specified, 
the rest of this page will relate to HIV-1 group M only. 
Within group M there are known to be at least nine genetically distinct subtypes (or 
clades) of HIV-1. These are subtypes A, B, C, D, F, G, H, J and K. 
Occasionally, two viruses of different subtypes can meet in the cell of an infected person 
and mix together their genetic material to create a new hybrid virus (a process similar to 
sexual reproduction, and sometimes called "viral sex"). 
 Many of these new strains do not survive for long, but those that infect more than one 
person are known as "circulating recombinant forms" or CRFs. For example, the CRF 
A/B is a mixture of subtypes A and B. 

The classification of HIV strains into subtypes and CRFs is a complex issue and the 
definitions are subject to change as new discoveries are made. Some scientists talk 
about subtypes A1, A2, A3, F1 and F2 instead of A and F, though others regard the 
former as sub-subtypes. 

It is almost certain that new HIV genetic subtypes and CRFs will be discovered in the 
future, and indeed that new ones will develop as virus recombination and mutation 
continue to occur. The current subtypes and CRFs will also continue to spread to new 
areas as the global epidemic continues. 

Sources:http://en.wikipedia.org/wiki/HIV 

http://www.avert.org/hiv-types.htm  

http://bioweb.uwlax.edu/bio203/s2008/kinsley_kayl/classification.htm 
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http://bioweb.uwlax.edu/bio203/s2008/kinsley_kayl/classification.htm
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Something about its 

structure….. 
By Binish Sayed 

 
HOW does HIV look like? 

Outside of a human cell, HIV exists as roughly 

spherical particles (sometimes called virions). -

 An HIV particle is around 100-150 billionths of a 

metre in diameter that's about the same as one 

twentieth of the length of an E. coli bacterium or 

one seventieth of the diameter of a human CD4+ 

white blood cell. Like other viruses, HIV does not 

have a cell wall or a nucleus.The viral envelope, 

the outer coat of the virus, consists of two layers 

of lipids; different proteins are embedded in the 

viral envelope, forming around 72 little "spikes" 

consisting of the outer glycoprotein (gp) 120 and 

the transmembrane gp41.The lipid membrane is 

borrowed from the host cell during the budding 

process (formation of new particles) gp120 is 

needed to attach to the host cell, and gp41 is 

critical for the cell fusion process. Just below the 

viral envelope is a layer called the matrix, which 

is made from the protein p17,which lies between 

the viral core and the viral envelope.The viral 

core or capsid(bullet shaped core),contains the 

viral capsule protein p24 which surrounds HIV's 

genetic material, which consists of two single 

identical  strands of HIV RNA and the enzymes 

needed for HIV replication, such as reverse 

transcriptase, protease, ribonuclease, and 

integrase . 

 
 

What is RNA? 

HIV belongs to a group of retroviruses called lentiviruses. The 

genome of retroviruses is made of RNA (ribonucleic acid), 

and each virus has two single chains of RNA; for replication, 

the virus needs a host cell, and the RNA must first be 

transcribed into DNA (deoxyribonucleic acid), which is done 

with the enzyme reverse transcriptase. Almost all organisms, 

including most viruses, store their genetic material on long 

strands of DNA. Retroviruses are the exception because it 

reverse transcribes its RNA into DNA. The DNA version of 

the viral genome enters the nucleus of the cell where it 

integrates (joins) with the DNA of the host cell 
 

How many genes does HIV have? 

HIV has just nine genes (compared to more than 500 genes in a bacterium, and around 20,000-25,000 in a 

human). Three of the HIV genes, called gag, pol and env, contain information needed to make structural 

proteins for new virus particles. The other six genes, known as tat, rev, nef, vif, vpr and vpu, code for proteins 

that control the ability of HIV to infect a cell, produce new copies of virus, or cause disease. The ends of each 

strand of HIV RNA contain an RNA sequence called the long terminal repeat(LTR).Regions in the LTR act as 

switches to control production of new viruses and can be triggered by proteins from either HIV or the host cell. 

 

 

 

 

 

 

 

 

 

 

 

Sources: http://www.niaid.nih.gov/topics/hivaids/understanding/biology/Pages/structure.aspx 

                http://www.itg.be/internet/e-learning/written_lecture_eng/1_hiv_structure.html 

http://www.niaid.nih.gov/topics/hivaids/understanding/biology/Pages/structure.aspx
http://www.itg.be/internet/e-learning/written_lecture_eng/1_hiv_structure.html
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HIV Genome….Traversed!!!  
By Kajal Srivastava 

 

The full HIV genome is encoded on one long strand of RNA. In a free virus particle, there are actually two 

separate strands of RNA, but they’re exactly the same! 

This is the form it has when it is a free virus particle. When the virus is integrated into the 
host’s DNA genome as a provirus then its information too is encoded in DNA.  
 

 
 
 

The RNA genome consists of at least seven structural landmarks (LTR, TAR, RRE, PE, SLIP, CRS, 
and INS), and nine genes (gag, pol, and env, tat, rev, nef, vif, vpr, vpu, and sometimes a tenth tev, 
which is a fusion of tat env and rev), encoding 19 proteins. Three of these genes, gag, pol, 
and env, contain information needed to make the structural proteins for new virus particles. The 
gag gene  encodes four separate proteins which form the building blocks for the viral core, Capsid 
protein, CA, p24,Matrix protein, MA, p17 (,Nucleocapsid protein, NC, p9,p6. The pol gene is one of 
the main retroviral genes. It encodes four proteins, of which the most important is Reverse 
Transcriptase that copies the virus’ RNA genome into DNA. The env gene in HIV encodes a single 
protein, gp160.When gp160 is synthesised in the cell, cellular enzymes add complex 
carbohydrates and turn it from a protein into a glycoprotein – hence the name “gp160″. 

The six remaining genes,tat, rev, nef, vif, vpr, and vpu (or vpx in the case of HIV-2), are regulatory genes for 

proteins that control the ability of HIV to infect cells, produce new copies of virus (replicate), or cause 

disease. 

 

Sources:  http://www.mcld.co.uk/hiv/?q=HIV%20genome, 

                http://en.wikipedia.org/wiki/Structure_and_genome_of_HIV,   http://i-base.info/qa/faq/hiv-genome-explained 
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Diagram of the immature and mature forms of HIV 

 

 

HIV seen as small spheres  

Understanding "Slow" Viruses 
By Tushar Roy 

Tropism!! Yes this is what is used to refer which cell types 

HIV infects like CD4+ T cells, macrophages, and microglial 

cells. HIV-1 entry to macrophages and CD4+ T cells is 

mediated through interaction of the virion envelope 

glycoproteins (gp120) with the CD4 molecule on the target 

cells and also with chemokine coreceptors. 

Macrophage (M-tropic) strains of HIV-1(NSI) use the β-

chemokine receptor CCR5. Indeed, macrophages play a key 

role in several critical aspects of HIV infection. They appear to 

be the first cells infected by HIV and perhaps the source of 

HIV production when CD4+ cells become depleted in the 

patient.  

This is what doctors have to say… 

“Macrophages and microglial cells are the cells infected 

by HIV in the central nervous system. In tonsils 

and adenoids of HIV-infected patients, macrophages 

fuse into multinucleated giant cells that produce huge 

amounts of virus.” 

 

What happens during sexual 
intercourse??? 

We all know it is the major mode of HIV transmission. Both X4 

and R5 HIV are present in the seminal fluid, which is passed 

from a male to his sexual partner. The virions can then infect 

numerous cellular targets and disseminate into the whole 

organism.. A number of studies with subtype B-infected 

individuals have determined that between 40 and 50% of AIDS 

patients can harbour viruses of the SI and, it is presumed, the 

X4 phenotypes. 

HIV-2 is much less pathogenic than HIV-1 and is restricted in 

its worldwide distribution. The adoption of "accessory genes" 

by HIV-2 and its more promiscuous pattern of coreceptor 

usage (including CD4-independence) may assist the virus in 

its adaptation to avoid innate restriction factors present in 

host cells.  

HIV’s are Intelligent after all……. 

Their survival strategy is not to kill its host but ultimately 

become a commensal organism. Having achieved a low 

pathogenicity, over time, variants more successful at 

transmission will be selected. 

Sources: www.retrovirology.com/content/7/1/23/ 
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Re-birth 
By Samit Lokhande 
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Human immunodeficiency virus causes the immune 

system to fail. One of the factors which make HIV a 

very vicious threat is because of its rapid 

multiplication and mutation. Research indicates that 

for every 100 multiplied cells there is approximately 

10 mutated HIV cells present in them. 

Replication: 

HIV replication has made it possible to develop the 

medications we use to treat HIV and AIDS. Knowing 

about HIV replication or how HIV makes copies of 

itself allows us to develop ways to block the process, 

and in turn slow HIV's attack on our immune system. 

 

Viral Attachment:  

Once the virus enters the body it requires a host 

to help is reproduce. The hosts in this case are 

the T cells or the CD4 cells. The attachment of 

HIV and the CD4 cells is like the lock and key 

mechanism. The proteins on the HIV surface 

attaches to the complimentary proteins which 

are present on the CD4 cells surface. 

 

 

Viral Fusion & Penetration: 

 Once the attachment is complete the virus 

moves on to its next phase of reproduction. The 

HIV injects proteins of its own into the 

cytoplasm of the T-cell. This causes a fusion of 

the cell membrane to the outer envelope of the 

HIV. 
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    Uncoating                                                       

 

 

 

 

 

 

 

 

 

  Reverse Transcription 

 

 

 

 

 

 

 

 

 

Uncoating process: 

 In order to use its genetic material (RNA) for 

reproduction, the protective coating surrounding 

the RNA must be dissolved. Without this step, 

conversion of RNA to DNA (the building blocks of 

new HIV copies) can't take place, and reproduction 

is halted. 

 

 

 

 

Reverse Transcription:  

Once in the cell, the single stranded RNA of the HIV 

must be converted to the double stranded DNA. It 

accomplishes this with the help of the 

enzyme reverse transcriptase. Reverse 

transcriptase uses building blocks from the T-cell to 

help change the HIV RNA to DNA. The DNA contains 

the genetic information needed for HIV 

reproduction. 

 

 

 

 

Integration:  

The viral DNA migrates to and enters the host cell 

nucleus and becomes integrated into the cell DNA 

with the help of the enzyme integrase. While the 

process is not fully understood, it is thought to be 

aided by transport proteins supplied by HIV 
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Viral latency and Final assembly     Budding 

 

 Viral latency and final assembly:  

Once integration has occurred, HIV must wait 

for more protein building blocks to be formed 

by the cells or in other words, HIV is waiting for 

materials it needs to complete the reproductive 

process. Now that all the materials are 

available, they must be separated (cleavage) 

and assembled into new HIV. This process is 

possible because of the enzyme protease. This 

enzyme separates the parts allowing them to be 

reassembled into new HIV. 

Budding:  

Budding is the final step of HIV replication. 

With its genetic material tucked away and a 

new outer coat made from the host CD4 cell's 

membrane, the newly formed HIV pinches off 

and enters into circulation, ready to start the 

whole process again. 

Sources: http://www.avert.org/hiv-virus.htm,  

http://www.niaid.nih.gov/topics/HIVAIDS/Understanding/Biology/pages/hivreplicationcycle.aspx 

 

 http://www.adarc.org/HIV_replication_632.html 
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It’s Evolution 
By Aishwarya Soni 

An ancient predecessor to the virus that causes Aids evolved in wild primates many millions of years earlier than 

previously believed. Now here are the two major roles that HIV plays during evolution 

How its action begins?? 

- By evasion of the virus in the immunity system 

HIV replicates rapidly with several billion viruses made every day in a person infected with this disease. You might 

wonder as other diseases have been made curable overtime by the scientists what makes it so difficult to cease the 

HIV virus? The answer to it is the viruses ability to mutate and evolve. Reverse transcriptase, the enzyme that makes 

DNA copies of HIV’s RNA, often makes random mistakes. Out of which some new strains of viruses are developed in 

the infected person. Some strains are harder to kill because of their ability to infect and kill the other cells in the 

surroundings, while the others help the replication process to proceed at a faster rate. The serious infectious strains 

of HIV are most commonly seen in the patients who are in the last stages of infection. Different strains of HIV can 

even recombine to produce an even wider range of strains. In essence HIV is constantly changing and trying to evade 

the immunity system. Its ability to evolve rapidly is the main reason for HIV being a deadly virus. 

And this is how it kills!! 

-Devastation of the immunity system by the virus: 

Every day, HIV destroys billions of CD4+T cells in a infected person eventually overwhelming the immunity system’s 

capacity to regenerate or fight other infections. Below are different ways this may occur. 

 Killing Cells Directly: 

CD4+ T cells infected with HIV may be killed when a large amount of virus is produced and buds out from the cell 

surface. The budding process disrupts the cell membrane and causes the cell to die. The cell can also expire when 

the virus excessively uses the cell’s machinery for its own purposes, disrupting normal activities needed for the 

survival of the cell. 

Apoptosis (cell suicide): 
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An HIV- infected cell undergoing apoptosis. 

When the regulation of a cell’s machinery and functions becomes heavily distorted because of HIV replication, the 

infected cell may commit suicide by a process known as programmed cell death or apoptosis. There is evidence that 

apoptosis occurs most frequently in the bloodstream and lymph nodes of people infected with HIV. 

Cells that are not infected with HIV may also die as a direct result of the effects of HIV infection. This phenomena is 

known as the death of innocent bystander cells 

•   HIV may bind to the cell surface, making it appear as if the cell is infected. After antibodies attach to the virus on 

the cell, killer T cells, which serve to protect the immune system by killing infected cells, may mistakenly destroy the 

cell. This process is called antibody-dependent cellular cytotoxicity. 

•   CD8 T cells, also known as "killer T cells," may mistakenly destroy uninfected cells that have consumed HIV 

particles and display HIV fragments on their surfaces. 

•   Because some HIV envelope proteins bear some resemblance to certain molecules on CD4+ T cells, the body's 

immune responses may mistakenly damage these cells. 

•   Uninfected cells may undergo apoptosis. Scientists have demonstrated in laboratory experiments that the HIV 

envelope alone or when bound to antibodies sometimes sends an inappropriate signal to CD4+ T cells. This can 

cause the cells to undergo apoptosis, even if not infected by HIV. 

Destruction of Immune Precursor Cells: 

Studies suggest that HIV also destroys precursor cells the young cells that have not yet fully developed, that later 

mature into cells with special immune functions. HIV can also damage the bone marrow and the thymus, which are 

needed for developing precursor cells, further compounding the suppression of the immune system 

Its plays game too…. 

-  Hides from the Immune System: 

When HIV infects a cell, the virus can hide within the cytoplasm or integrate into the cell’s genetic material. HIV can lie 

dormant in an infected cell for months or even years by being shielded by the immunity system. These cells serve as 

a latent reservoir of the virus. 

Antiretroviral drugs are capable of suppressing HIV, even to undetectable levels in the blood, but they cannot 

eliminate the virus hiding in these latent reservoirs. A key NIAID research priority is to learn how HIV establishes 

these latent reservoirs and to develop strategies to purge the virus from the body. 
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Story 

continued……. 
By Binish Sayed 



 

 

 

 

                                                

                        

                                                                      



 

 
 

Its Diagnosis 
By Shagun Wazir 

  
Not surprisingly like every other evolution from primates, HIV too is a disease transferred to 
humans by zoonosis. HIV originated from SIV, a mild retrovirus sustained in the bodies of apes 
and now chimpanzee's for the past 32000 years. Although detected in the early 1980's,  its 
lightening speed of mutation and multiplication has practically made it impossible to find a cure. 
But its awareness became a necessity. After a concord study of the virus, scientists began to 
recommend certain established methods to reprieve its effects. Many tests were developed and 
related drugs were invented. One such accurate test for this detection was the ENZYME LINKED 
IMMUNOSORBENT ASSAY.  
          HIV-1 testing is initially by an enzyme-linked immunosorbent assay (ELISA) to detect 
antibodies to HIV-1. Specimens with a nonreactive result from the initial ELISA are considered 
HIV-negative unless new exposure to an infected partner or partner of unknown HIV status has 
occurred. Specimens with a reactive ELISA result are retested in duplicate. If the result of either 
duplicate test is reactive, the specimen is reported as repeatedly reactive and undergoes 
confirmatory testing with a more specific supplemental test (e.g., Western blot or, less commonly, 
an immunofluorescence assay (IFA)). Only specimens that are repeatedly reactive by ELISA and 
positive by IFA or reactive by Western blot are considered HIV-positive and indicative of HIV 
infection. Specimens that are repeatedly ELISA-reactive occasionally provide an indeterminate 
Western blot result, which may be either an incomplete antibody response to HIV in an infected 
person or nonspecific reactions in an uninfected person. 
Although IFA can be used to confirm infection in these ambiguous cases, this assay is not widely 
used. In general, a second specimen should be collected more than a month later and retested for 
persons with indeterminate Western blot results. Although much less commonly available, nucleic 
acid testing (e.g., viral RNA or proviral DNA amplification method) can also help diagnosis in 
certain situations. In addition, a few tested specimens might provide inconclusive results because 
of a low quantity specimen. In these situations, a second specimen is collected and tested for HIV 
infection. 

14 



 

 
 

    The most commonly used HIV tests detect HIV antibodies – the substances the body creates in 
response to becoming infected with HIV. There are tests that look for HIV's genetic material or 
proteins directly; these may also be used to find out if someone has been infected with HIV. 
It can take some time for the immune system to produce enough antibodies for the antibody test 
to detect, and this “window period” between infection with HIV and the ability to detect it with 
antibody tests can vary from person to person. During this time, HIV viral load and the likelihood 
of transmitting the virus to sex or needle-sharing partners may be very high. Most people will 
develop detectable antibodies that can be detected by the most commonly used tests in the 
United States within 2 to 8 weeks (the average is 25 days) of their infection. Ninety-seven percent 
(97%) of persons will develop detectable antibodies in the first 3 months. Even so, there is a small 
chance that some individuals will take longer to develop detectable antibodies. Therefore, a 
person should consider a follow-up test more than three months after their last potential exposure 
to HIV. In extremely rare cases, it can take up to 6 months to develop antibodies to HIV. 
Conventional HIV tests are sent to a laboratory for testing, and it can take a week or two before 
the test results are available. There are also rapid HIV tests available that can give results in as 
little as 20 minutes. A positive HIV test result means that a person may have been infected with 
HIV. All positive HIV test results, regardless of whether they are from rapid or conventional tests, 
must be verified by a second “confirmatory” HIV test.  
         Modern HIV testing is extremely accurate. A single screening test is correct more than 99% 
of the time. The chance of a false-positive result in standard two-step testing protocol is estimated 
to be about 1 in 250,000 in a low risk population. Testing post exposure is recommended initially 
and at six week, three months, and six months.      
         Apart from all these tests drugs are being invented to treat this infection in adults and 
children. Many experts believe that a combination of drugs can serve a better purpose than single 
drugs. drugs used in children include 'zidovudine', 'didanosine', stavudine, lamivudine etc. Some 
are used in adults and just tested in children, these include saquivavir, ritonavir, and indinavir. 
Infants and pregnant women usually contract 'pneumocytis pneumonia' due to the HIV virus, they 
are given some antibiotics as well. Intravenous immunoglobulin is occasionally given to boost a 
childs immunity system against this infection. These drugs havent proved to have any kind of 
severity in their side effects.  
         "Prevention is better than cure", an old adage used quite frequently falls right in place. 
 Since the most common ways HIV is transmitted is through anal or vaginal sex or sharing drug 
injection equipment with a person infected with HIV, it is important to take steps to reduce the 
risks associated with these. They include:  
o If you have HIV, you can get medical care, treatment, and supportive services to help you stay 
healthy and reduce your ability to transmit the virus to others. 
o If you are pregnant and find that you have HIV, treatments are available to reduce the chance 
that your baby will have HIV. 
• Abstain from sexual activity or be in a long-term mutually monogamous relationship with an 
uninfected partner. 
• Limit your number of sex partners. The fewer partners you have, the less likely you are to 
encounter someone who is infected with HIV or another STD. 
• Correct and consistent condom use. Latex condoms are highly effective at preventing 
transmission of HIV and some other sexually transmitted diseases. “Natural” or lambskin 
condoms do not provide sufficient protection against HIV infection. 
• Get tested and treated for STDs and insist that your partners do too. 
• Male circumcision has also been shown to reduce the risk of HIV transmission from women to 
men during vaginal sex. 
• Do not inject drugs. If you inject drugs, you should get counseling and treatment to stop or 
reduce your drug use. If you cannot stop injecting drugs, use clean needles and works when 
injecting.  
• Obtain medical treatment immediately if you think you were exposed to HIV. Sometimes, HIV 
medications can prevent infection if they are started quickly. This is called post-exposure 
prophylaxis. 
• Participate in risk reduction programs. Programs exist to help people make healthy decisions, 
such as negotiating condom use or discussing HIV status. Your health department can refer you 
to programs in your area. 
        All we have to do is fight this virus with awareness and concerned efforts, to welcome a safer 
tomorrow!                                                                          Sources: en.wikipedia.org/wiki/Diagnosis_of_HIV/AIDS 
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Let’s hear it from the Expert……. 

 

Dr Summit, M.B.B.S 

 

 

Kajal Srivastava: Ma’am we would like to 

know what it makes a person to approach 

for a test? 

Dr Summit: See most of the cases that we get 

are mostly when the person is doubtful 

regarding his partners or any incident with 

sex workers. 

 

Tushar Roy: Ma’am hearing about AIDS 

seems a bit shocking so don’t these patients 

need some sort of counseling? 

Dr Summit: Well that’s a good one. Yes 

patients do feel like that may be u can say 

psychological fear or something so 

sometimes we need to carry such counseling 

sessions to give them ease. 

 

Shagun Wazir: anything new that has been 

found regarding AIDS/HIV? 

Dr Summit: Seems u missed an article 

recently in Times of India. It read about a 

cancer drug which can be used to flush out 

dormant HIV. 

Aishwariya Soni:   Well it seems a new 

research. Anything more about that 

Ma’am? 

Dr Summit: Well I remember it was a 

research by group of Universities and 

was on drug Varinosta, which was used 

for series of experiments to see its effect 

and positive results were obtained so it 

can be another breakthrough. 

Binish Sayed:   So ma’am who are at 

most risk of getting infected? 

Dr. Summit: no doubt they are female 

sex workers, men who have sex with 

men, transgender, injecting drug users. 

 

Samit Lokhande: One last thing, any 

advice you would give to the readers in 

how to be safe and help eradicating 

AIDS and its transmission. 

Dr Summit: Most importantly 

abstinence that will prevent any kind of 

sexual transmission of HIV along with 

having monogamous relationship. 
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