ARE YOUR ANTIBODIES WORKING HARD,
OR HARDLY WORKING?

/5%

OF MANUFACTURED
ANTIBODIES ARE
NON-SPECIFIC OR DID
NOT WORK AT ALL*

EVERY ANTIBODY THAT
BETHYL SELLS IS
MANUFACTURED TO
EXACTING STANDARDS
ON SITE IN
MONTGOMERY, TX

TARGETING OVER

3,300

PROTEINS AND 1,300
SECONDARY ANTIBODIES

$350

MILLION
IS WASTED ANNUALLY ON
BIOMEDICAL RESEARCH
BECAUSE POOR QUALITY
MATERIALS LEAD TO
FALSE RESULTS**

QUALIFIED
ANTIBODIES

MADE IN THE USA
VALIDATED IN THE USA

YEARS OF
EXPERIENCE

OF CATALOG &
CUSTOM ANTIBODY
PRODUCTION SERVICES

Since 1972, Bethyl Laboratories has been
dedicated to improving lives by supporting
scientific discovery through its qualified
polyclonal and recombinant rabbit monoclonal
antibody products and ELISA kits. Every
antibody Bethyl sells has been manufactured
and validated on site in the USA to exacting
standards. Our in-house validation process
ensures target specificity and sensitivity

to provide confidence in your results. With
over 40 years of experience, Bethyl is also a
leading provider of bulk and custom production
services. Bethyl's newest catalog offering of
recombinant rabbit monoclonal antibodies
serve to advance immuno-oncology research.
To learn more, please visit www.bethyl.com.
We put a lot in every drop.

Light
your way.

Get the full picture with trusted tumor
immune response results from our #
in-house validated antibodies.

When it comes to your tumor immune response
research, blind spots are unacceptable. Independent
testing has demonstrated that 75% of antibodies

in today’s market are non-specific or simply do not
work at all.* But at Bethyl, we’ve manufactured and
validated every antibody we make on site to ensure
target specificity and sensitivity. All to guarantee our
antibodies will function as designed in your assay
100% of the time. More than 10,000 independent
citations over the past 15 years have proven that,

at Bethyl, we put a lot in every drop.

See our data at bethyl.com/immuno-oncology

*Weller, MG, Analytical Chemistry Insights:11, 21-27 (2016).

Antibodies shown: Rabbit anti-PD-L1 (red, A700-020) &
‘ B E T H L Lamin-A/C (green, A303_—43OA) in FF}_’E lung.
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Bethyl is dedicated to improving lives by supporting scientific discovery through

Really Good Antibodies
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¢ Produces antibodies that promote anti-tumor T
cell, macrophage, and NK cell activity’
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The immune system plays a pivotal role in tumor formation, development,

NATURAL KILLER [NK] CELLS DENDRITIC CELLS AND MACROPHAGES:

ANTIGEN PRESENTING CELLS (APCs)

o Can encourage tumor development by
producing growth factors and autoantibodies’
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APC

 Effectively eliminates circulating cancer
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