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Chlamydia infection outcomes range from asymptomatic to severe
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Chlamydia trachomatis is an obligate intracellular pathogen

> Cell Microbiol. 2016 May;18(5):761-75. doi: 10.1111/cmi.12549. Epub 2016 Jan 17.

The Chlamydia trachomatis Ctad1 invasin exploits

........... e 600% the human integrin pB1 receptor for host cell entry

Sonja Stallmann ', Johannes H Hegemann '

> Biochem Biophys Res Commun. 2018 Jan 1;495(1):353-359. doi: 10.1016/j.bbrc.2017.11.005.
Epub 2017 Nov 3.
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: Innate immunity in defense against Chlamydia
trachomatis infections
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Chlamydia pneumoniae exploits adipocyte lipid
chaperone FABP; to facilitate fat mobilization and
intracellular growth in murine adipocytes
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Cellular models and this screen
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Today’s Question:

What, if any, host genetic variants affect CXCL10
protein levels?

Today's Data:

The prevalence of variants within 2Mb of CXCL10 in
527 cells lines from 4 human populations, and their
association with CXCL10/IP10 protein levels after

Chlamydia infection. ‘




Genome-wide association testing seeks to link DNA
base-pair differences with differences in a trait

Case-control study for genetic association Associating One SNP with Quantitative Trait
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Student’s T-test

1-Sample t-test

Null Hypothesis
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Analysis of Variance (ANOVA)
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Is the between group variation greater than the within group variation?
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Why is the threshold for genome-wide significance so high?
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Is high CXCL10 protective? And if so, why is the
polymorphism maintained?

High CXCL10 -> protection from The pathogen fights back:
infection, predisposed to inflammatory

disorders (IBS) Chlamydia has evolved a protease,

CPAF, which actively degrades host

Balancing selection proteins including CXCL10

Pearsonr =-0.50
p < 0.0001

Selection agangt both extremes
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You have
to look at
your data
before
you can
analyze it



https://forms.gle/UZfRBxPJCJwEnZU48

