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TABLE 2. Secretory products of microglia

Cytokines (IL-1, IL-1B, IL-6, IL-10, IL-12, IL-16, IL-23, TNF-, TGF-
)
Chemokines
CC: CCL2/MCP-1, CCL3/MIP-1, CCL4/MIP-13, CCL5/RANTES
CXC: CXCLS8/IL-8, CXCL9/MIG, CXCL10/IP-10, CXCL12/SDF-1
CX3C: CX3CL1/fractaline
Matrix metalloproteinases (MMP-2, MMP-3, MMP-9)
Free radicals: superoxide, nitric oxide
Eicosanoids: PGD2, leukotriene C4
Growth factors: nerve growth factor, fibroblast growth factor
Proteases: elastase, plasminogen
Cathepsins B and L
Quinolinic acid, glutamate
Amyloid precursor protein
Complement factors: C1, C3, C4

Huntington disease Normal subject

Rock RB et al:Role of microglia in
CNS infctions. Clinical Microbiology
Review2004:942

M Marella & J Chabry:neurons and astrocytes respond to prion infection by
Inducing microglia recruitment.J Neuroscience 2004:24;620.
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Electron micrographs of PrP 27-30 before and after heat treatment in the presence of fat,
glycerol, and agueous buffer.A, PrP 27-30 in the original preparations in the presence of
about 60% sucrose.

Muller H, Stitz L, Wille H, Prusiner SB, Riesner D.
J. Biol. Chem. 2007:282:35855-35867

Electron micrographs of PrP 230 before and after
heat treatment in the presence of fat,
glycerol, and aqueous buffer.

APrP 2730 : 60% sucrose!.

BYPrP 2730 ; sucroseff%,

C)PrP 2-80 in aqueous buffer (50 mm Na
HEPES (pH 7.2)) before heat treatment ,
D) at 100 C,

B) 160° C.

F)PrP 2:80: in 90% buffer, 10% glycerol before heat
treatment (A,

at 100° C @
and 160° C {).

NPrP 2730 : 90% fat, 10% water before heat
treatment (),

at80° C(a
nd 100° C K.
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