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Th17 responses — against extracellular pathogens as bacteria, fungi

Involve in inflammatory responses — reumathoid arthritis, for example

Ana Paula Lepique



Signaling triggering Th17 phenotype

IL-B provided by resident cells that recognize bacteria, IL-6 secreted by DCs, TGFf3 secreted
by DCs or present in the microenvironment (for ex, mucosa)
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STAT3 is necessary for Th17 differentiation
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Microenvironment and Th17 differentiation
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Figure 1| A common requirement for transforming growth factor-f3 in the induced regulatory



Microenvironment and Th17 differentiation
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Effector Mechanisms
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IL-17 — recruitment of neutrophils

MPO
@ Bacterial infection Flastase

W 2 &)
=R

MU(,sAcf

Epithelium

J

% ® f ICAM-1.4
L-T7A « IL-6
IL 6 = [L-17F . IL-8
TGF-j @/ GRO-0.
IL-23
1CAM-1
Neutrophil @ Venule



IL-17 — recruitment of Th1 cells
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Effector mechanisms — IL-22

Epidermal keratinocytes

* Increased antibacterial defence Intestinal epithelial cells

*» Retarded differentiation and cornification * Increased antibacterial defence

* Induced production of granulocyte- * Elevated mucus production
attracting chemokines * Enhanced protection of mucus-

» Elevated migration and tissue remodelling producing cells and stem cells

* Enhanced STAT3 and IL-20 expression against damage

Respiratory epithelial cells

* Increased antibacterial defence

* Elevated mucus production

* Enhanced proliferation

* Raised production of
granulocyte-attracting
chemokines

Hepatocytes

* Increased acute-phase
protein production

* Increased protection
against damage

* Elevated liver progenitor
cell proliferation

Synovial fibroblasts Pancreatic cells
N * Elevated RANKL expression * Increased protection against damage
* Increased production of * Inhibition of autophagy
monocyte-attracting chemokines * Enhanced islet cell proliferation




Humoral responses

Th17 secretes IL-21 — differentiation of Thf cells — B cell help

Th17 x Th1l —1gG production — neutrophil activation



