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Abstract

Statement of the Problem: India has 21.17 lakh people living
with HIV/AIDS (PLHIV) in 2015. Although mortality has
decreased substantially but the course of HIV is still
frequently complicated by various opportunistic infections
which are still the most common cause of death amongst these
patients. Methodology: It was a cross sectional, observational
study done over a span of one year at PGIMER, Dr RML
Hospital, New Delhi. Patients were evaluated for any pre-
existing opportunistic infections by clinical, radiological and
laboratory parameters. Results: A total of 651 patients were
started on ART (64% males and 36% females). The most
common route of transmission was heterosexual (95%)
followed by intravenous drug abuse (3%) and 2% couldn’t
elicit any cause. 32, 13 and 24 patients were positive for
HBsAg, Anti-HCV and VDRL respectively. The mean CD4
counts of 651 patients were 264/puL. 130 (20%) patients
amongst these 651 developed or had opportunistic infections
at the time of initiation of ART and their mean CD4 counts
were 95/uL. All of them were on 1st line ART as per NACO
guidelines (2NRTI + INNRTI). 95% compliance was seen in
>90% of these patients. 80% of these opportunistic infections
manifested after ART was started (Immune Reconstitution
Inflammatory Syndrome - IRIS). The most common
opportunistic infection was tuberculosis (74%) out of which
61 (45%) patients had extra pulmonary TB and 39 (29%) had
pulmonary TB. 16 (12%), 11 (8%), 3 (2%), 3 (2%) had
candidiasis, diarrhea, herpes zoster, cryptococcal meningitis
respectively, and 1 case each of toxoplasmosis, LRTI and
molluscum contagiosum. 14 patients died of these infections,
6 were lost for follow up. Conclusion: Opportunistic
infections especially TB is very common in PLHIV in India.
Many of these infections occur as a part of IRIS, where a
thorough clinical judgement and expert management is of
utmost importance.

Introduction

AIDS is one of the most wrecking irresistible sicknesses
influencing mankind, with an expected 36.7 million
individuals living with human immunodeficiency infection
(HIV) disease according to 2015 appraisals. In spite of the fact
that most of this contamination is brought about by HIV-1,

a firmly related viral strain, HIV-2 that is accepted to have
spread in corresponding with HIV-1 is additionally an
etiological operator of this repulsive disease. The two
infections share striking similitudes in hereditary and natural
properties, for example, genome structure and instruments for
transactivation and CD4+ cell consumption, but, HIV-2
displays any longer clinical dormancy periods, altogether
lower paces of ailment movement and transmission and lower
viral burden in the asymptomatic stage when contrasted with
HIV-1 disease. The particular contrasts in pathogenicity give a
one of a kind chance to search for defensive viral and host
safe components that add to viral control. A lot of examination
has as of late been centred around distinguishing causal
components for the distinction in pathogenicity between the
two contaminations in the desire for getting pieces of
information that could at last lead to a feasible fix somehow or
another. In this specific situation, impressive measure of
consideration has been paid to comprehend the trademark
highlight of HIV contamination, i.e., dynamic exhaustion of
CD4 lymphocytes, and its unmistakable guideline in HIV-
tainted people in whom disease never advances to AIDS or
advances gradually. While on account of HIV-1
contamination there is a consistent decrease in CD4+ T-cell
check, in HIV-2 disease, the decay is much increasingly slow
level are lower at any phase of the ailment. In this article, we
survey the unmistakable obsessive contrasts between HIV-1
and HIV-2 diseases in the point of view of differential pace of
CD4+ T-cell decay and give conceivable motivations to the
watched contrasts. CD4+ T-cells are the focal middle people
of invulnerable reaction in people, vitally organizing cell and
humoral safe reactions against contaminations. Early
investigations on subjects with AIDS recorded lymphopenia,
low lymphocyte proliferative reactions after incitement with
antigens, and a reversal in the proportion of aide T-cells to
cytotoxic T-cells. Further examinations in this line affirmed
that HIV specifically contaminates CD4+ T-cells and
decimates them for its own advantages. Afterward, it was
indicated that stifling HIV replication with antiretroviral
treatment (ART) quickly expanded fringe blood CD4+ T-cell
tallies and switched immunodeficiency. Presently, most
analysts concur that HIV significantly contaminates CD4+ T-
cells and prompts dynamic loss of the cells from course and
from the all-out body stores. Upon in vitro contamination with
HIV, beneficial disease of CD4+ T-cells happens and prompts
either cell lysis or monster cell/syncytia development, in
which both tainted and uninfected cells combine, prompting
spread of disease. Creature models of SIV contamination
likewise recorded serious exhaustion of CD4+ T-cells in the
gut-related lymphoid tissue (GALT), which is the significant
maker of CD4+ T-cells in the body.
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Ensuing examinations gave proof that a similar wonder of
consumption of GALT CD4 stores happens in human HIV
contamination too. Quantitative appraisals of total CD4+ T-cell
tally and rate have been appeared to connect firmly with the
movement of ailment. A typical grown-up harbors about 22 x 1011
CD4+ T-cells, though in the HIV-tainted individual, this number is
divided when the fringe blood CD4+ T-cell tally tumbles to
200 cells/microliter of blood. In further developed infection,
pulverization of parenchymal lymphoid spaces is broad to the point
that list of the complete body CD4+ T-cell tally can't be
endeavoured. Since HIV actuates both quantitative and subjective
deformities in the CD4+ T-cell compartment, quantities of coursing
CD4+ T-cells in HIV+ subjects have been the most generally
utilized instrument for foreseeing the beginning of plain
immunodeficiency and the best proxy marker for checking
seriousness of the ailment. CD4+ T-cells are known to be the focal
facilitators for both cell and humoral insusceptible reactions against
exogenous antigens and are kept consistent in the human body by
homeostatic mechanisms. HIV ties to the CD4 atom on the outside
of partner T-cells and imitates inside them. This outcomes in
decimation of CD4+ T-cells and prompts a consistent decrease in
this populace of T-cells. The meaning of dynamic and moderate
loss of CD4+ T-cells isn't clear. So as to comprehend the
connection  between's  CD4+  T-cell  exhaustion and
immunopathogenesis, and its relationship with infection movement;
various powerful models have been advanced. Two of the most
recognized instruments are talked about in detail in this survey.
These incorporate direct infection assault prompting cytolytic
impact and interminable insusceptible enactment bringing about
apoptosis. A few investigations completed in the late 1980s and
mid 1990s offered help for the theory of "quickened annihilation™
of CD4+ T-cells by viral assault, day, bringing about expanding
quantities of tainted CD4+ T-cells.

In this way, disease spreads to the memory cells in the thymus
and the infection begins to imitate there. Each time a memory
CD4+ T-cell is contaminated by HIV, it is bound to
experience the theory got backhanded test approval from
WHO and associates, who proposed "the tap and channel
speculation” for the moderate consumption of CD4 cells. As
per this hypothesis, there is a homeostatic reaction by which
the loss of CD4+ T-cells because of HIV contamination (the
channel) is serenely checked by creation of T-cells (a fully
open tap); nonetheless, this parity is at last upset once the
creation of T-cells in light of homeostasis is depleted. This has
been validated by quantitative picture examination of
diminished quantities of CD4+ T-cells and expanded degrees
of cell multiplication and apoptosis in HIV-contaminated
people. Given the way that HIV disease quickens both the
creation and the obliteration of CD4+ T-cells, in the beginning
periods of the contamination, there is consistent substitution
of passing on CD4+ T-cells with local CD4+ T-cells starting
from the thymus. It is accounted for that over the span of HIV
disease, around 1 billion of HIV particles are created every
procedure of end, along these lines adding to the dynamic
decrease in CD4+ T-cell numbers. Investigation of T-cell
turnover in people with HIV contamination proposes that the
division of separating CD4+ T-cells in untreated HIV sickness
can be raised two-to triple, with most multiplication packed in
the CD45RO+ memory/effector populace of CD4+ T-cells.
While direct popular executing/cytolysis of CD4 T-cells
incompletely explains the reason for exhaustion of CD4+ T-
cells, the loss of uninfected CD4 cells and gullible CD8 cells
during the asymptomatic period of HIV contamination can't be
clarified by this theory.
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