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The immune response to HIV
Nina Bhardwaj, Florian Hladik and Susan Moir

Since HIV was discovered as the causative agent of 
AIDS almost 30 years ago, HIV infection has become 
a devastating pandemic, with millions of individuals 
becoming infected and dying from HIV-related 
disease every year. A global research effort over the 
past three decades has discovered more about HIV 
than perhaps any other pathogen. Immunologists 
continue to be intrigued by the capacity of HIV to 
effectively knock out an essential component of the 

adaptive immune system — CD4+ T helper cells. This 
Poster summarizes how HIV establishes infection at 
mucosal surfaces, the ensuing immune response to 
the virus involving DCs, B cells and T cells, and how 
HIV subverts this response to establish a chronic 
infection. Based on a clearer understanding of HIV 
infection and the response to it, the field has now 
entered an era of renewed optimism for the 
development of a successful vaccine.

Cell Isolation Solutions for HIV Research 
from STEMCELL Technologies 
STEMCELL Technologies offers a complete portfolio of fast and easy 
cell isolation solutions for HIV research, thus allowing viable, 
functional cells to be isolated from virtually any sample source for 
use in cell-based models and assays. STEMCELL products are used by 
leading HIV research groups worldwide, including the National 
Institute of Allergy and Infectious Disease and the Ragon Institute.

• EasySep™ (www.EasySep.com) is a fast, easy, and column-free 
immunomagnetic cell separation system for isolating highly 
purified immune cells in as little as 8 minutes. Cells are 
immediately ready for downstream functional assays.

• RoboSep™ (www.RoboSep.com) fully automates the immunomagnetic 
cell isolation process, reducing hands-on time, minimizing human 
exposure to potentially hazardous samples and eliminating cross-

contamination, making it the method of choice for HIV research labs.
• RosetteSep™ (www.RosetteSep.com) is a unique immunodensity-

based cell isolation system for one-step enrichment of untouched 
human cells directly from whole blood during density gradient 
centrifugation.

• SepMate™ (www.SepMate.com) allows hassle-free PBMC isolation 
in just 15 minutes. The SepMate™ tube contains a unique insert 
that prevents mixing between the blood and density medium, 
allowing all density gradient centrifugation steps to be carried out 
quickly and consistently.

To learn more about our specialized cell isolation products for 
HIV research, or to request a sample or demonstration, visit 
www.stemcell.com/hiv-immunology-research.
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Broadly neutralizing HIV-specific antibodies

Name of 
antibody

Source or 
approach

Target on HIV Properties

2G12 B cell 
immortalization

Carbohydrates on 
gp120

Unique heavy-chain 
domain swap

IgG1 b12 Phage-display 
library

CD4-binding site of 
gp120

Long heavy-chain 
CDR3; heavy-chain-
dominant binding

2F5 and
4E10

B cell 
immortalization

Membrane-proximal 
external region of gp41

Autoreactive; bind host 
lipids

PG9 and 
PG16

Large screen; 
cultured clone

gp120 conformational 
epitope in variable 
loops (V1–V2)

Dependent on 
quaternary structure; 
long heavy-chain CDR3

VRC01 and 
NIH45-46

Large screen; 
single-cell sort

CD4-binding site of 
gp120

Highly mutated; mimic 
CD4 binding to gp120

PGT121 
and 
PGT125

Large screen; 
cultured clone

gp120 V3 
carbohydrate-
dependent epitope

Diverse, with 
similarities to 2G12

10E8 Large screen; 
cultured clone

Membrane-proximal 
external region of gp41

Binds cell-surface 
epitopes




