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leukocytes can produce and secrete tumor necrosis factor alpha (TNF-1
a), interleukin-12 and interleukin-1B. TNF-a in particular can trigger insulin
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tyrosine residues. Since IR belongs to tyrosine-kinase class, an inadequate
phosphorylation can make it inefficient by generating an inappropriate
response. Data suggests that this self-phosphorylation is crucial to the
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Glucose Transporter 2 and 4 (GLUT-2 4) releases from its vesicle and active
transportation to cell cytoplasm. Furthermore, the constant stimulation and
phosphorylation in serine residues, promoted by TNF-1 a release by M1
macrophages induced by adipocyte growth and accretion can lead to insulin
resistance among low-grade inflammation.

Chronic obesity
M1-ike macrophage

Cullen M. Taniguchi, Brice Emanuelli and C. Ronald Elise Dalmas, Karine Cle'ment and Miche’le
Kahn. Critical nodes in signalling pathways: insights Guerre-Millo.  Defining  macrophage

into insulin action. Nature Reviews Molecular Cell phenotype and function in adipose tissue.
Biology, February 2006, Vol. 7, 85-96. Trends in Immunology, July 2011, Vol. 32,
No. 7,307-314
Journal of Clinical Immunology and Allergy | mmu nO|Ogy 201 8
ISSN 2471-304X Rl



