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Toll-like receptor 4 (TLR 4) polymorphisms in atherothrombotic ischemic stroke
patients in Jeju ‘

'Su-Hyun Lee, Jay-Chol Choi, 'Keun Hwa Lee

'Department of Microbiology and Immunology, The Environmental Heallh Center{Atopic Dermatitis and Allergic Rhinitis), Jeju National University
School of Medicine, Jeju, Korea

The Toll-ike receplor 4A(TLR 4) polymorphism, which attenuates receptlor signaling and diminishes the inflammatory response
to gram—negative pathogens, is known to be associated with a decreased risk of carotid atherosclerosis, However, whether the
TLR 4 polymorphism is also useful in evaluating the risk of atherothrombotic stroke is currently unknown. We investigated the
association between ihe TLR 4 pelymorphism and risk of atherothrombotic stroke using a case-control design. This study
enrolled 48 stroke patienls and the same number of age- and sex-matched controls, All of the subjects in this study
underwent a structured interview and had their vascular risk factors assessed. With stroke patients 48 and 48 control group
DNA used tird gene amplification and analyzed. stroke patients group and control group do not have TLR 4(Asp299Gly)

polymorphism. (J Med Life Sci 2011:8:39-41)
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Control
{lane 1 ~4)

Negative
{lane 1,2)

Figure 1. Agarose gel electrophoresis of TLR 4 PCR products, [Lane M, molecular marker{100 bp ladder), DNA SIZE: 172
bpl. Size variation of TLR 4 gene shown by PCR. agarose gel electrophoresis of PCR ~ amplified stroke patients(lane 1
~4), and control group(lane 1 ~4), and Negative(lane 1,2) is shown.
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Table 1. Toll-like receptor 4 (TLR 4) polymorphism {Asp299Gly) of
ischemic stroke patients and control group.

) Ischemic stroke patients Control
TLR4 polymorphism n = 48 ) ™= 48 (%)
Asp299Gly 0/ 48 (0%} 0/ 48 (0%)
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