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Complement exposure in these
pathways may decrease activation
of effector cells (Th, Th2, Thi7,
CTL), decrease TCR activation,
decrease T cell survival, prevent
proinflammatory cytokine produc-
tion, and increase Treg recruitment.
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Complement exposure may decrease
inflammation, inhibit cytolysis, allow
coagulation to proceed, decrease acti-
vation of effector immune cells, inhibit
Thl and Thi7 activation, decrease
effector immune cell survival, recruit
immune suppressive cells, increase
production of antimicrobial molecules
(infection response], and induce

microbial death.
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Chemokine signaling pathway

RESPONSE TO
CYTOKINES
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Complement exposure in these
pathways may increase cell surviv-
al, prevent apoptosis, recruit
immune suppressive cells, aid in
membrane repair, accomodation of
grafts, decrease effector immune
cell activation, decrease inflamma-
tion, and negative feedback of
inflammatory signafing.

Cytokine-cytokine receptor interactions

IL-17 signaling pathway
NF-kB signaling pathway
TNF signaling pathway

Figure S2. Venn diagram of the three NPSC biological clusters affected by complement. NPSC functional
pathways are divided into three biological clusters: innate immune signaling (A), response to cytokines
(B), and T cell regulation (C). Each circle contains a list of the functional pathways contained therein and
a description of the possible effects complement may be having on these pathways.



