Analysis of Chronic Biological Responses between host and fungus ball
Using a Novel Aspergilloma Mouse Model
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(GM) of fungus ball using the Bio-Rad Platelia GM
assay to quantify the changes in fungal load over time.
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mini-mally invasive and simple, we believe that it
may provide additional insights in the future by
using genetically modified Aspergillus species

Figure 5. Detailed histopathology of the surface of
the fungus ball on day 1, 30, 161. H&E staining
shows the inflammatory cell infiltrate shifting from

Figure 6. Control sections of uninfected skin and sections from the
surface of fungus balls on day 104 and 161 were stained with
macrophage-related (Ibal) and macrophage activation (CD163 and

Figure 7. Impact of macrophages contact with heat-killed A.
fumigatus germ tubes. (A) >'Cr-release assay of macrophages
and germ tubes with and without transwell separation. BMDM

In vitro cytotoxic analysis of A. fumigatus
dead hyphae on macrophages

To determine the extent of host cell damage by neutrophils to macrophages. GMS staining of the | CD206) mar_kers by ?mmur_lohistochemistry (_I!—IC). Ibal-positive cells and germ tubes were plated with and without separation for 48 and mice.
A. fumigatus dead hyphae, the 51Cr release assay was same area shows that the hyphae were broken , were found in the skin, which were also positive for CD163 and hrs. The results are the mean =SD of 3 experiments, each + ~~~ """~ """~~~ "~7~7777=°77~°77====°7=7°7°7°7=°7°7°7°7°7°7°7°7°7°7°°7°
used. Into pieces by neutrophils on day 1 and CD206. In contrast, many |Ibal-positive cells were found in the performed In triplicate. *Statistically significant, p<0.01. (B) Oil-

phagocytosed by macrophages on day 161. Black ' surface of the fungus ball on day 104 and 161, but the stains for both ' Red-O staining of RAW264.7 cells incubated with either Referen ces

arrowheads and black arrows indicate frag-
mented hyphae and swollen macrophages
phagocytosing them, respectively. Bars, 100 um.

CD163 and CD206 were negative. The surface of the fungus ball
was also stained for peroxisome proliferator-activated receptor
gamma (PPAR-y) protein, which is associated with lipid metabolism.
The macrophages surrounding the fungus ball on day104 and 161
were positive for PPAR-y. Bars, 20 um.

cholesterol or dead A. fumigatus germ tubes. Control, the same
staining was performed on RAW?264.7 cells alone. RAW264.7
cells cultured with dead germ tubes were stained with Oil-red-O
and showed high lipid loading similar to cells that had
phagocytosed cholesterol . Bars, 20 ym.

Lipid Droplets Staining

The characteristics of the macrophages (RAW264.7
cell line) that phagocytosed the dead hyphae was
examined with QOil-red-O stain in vitro.
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