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Invasive aspergillosis in cranium and lung: one case report
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Table 1. Changes of indicators in cerebrospinal fluid and serum before and after voriconazole therapy

CSF

T Blood glucose  Serum albumin

LS Character Pressure WBC Monocyle Multinuclear ~ Protein Glucose Chlorine (mmol/L) (g/L)

(mm H,0)  (x10°/L) y cell (g/L) (mmol/L) (mmol/L)

2012-03-26 Muddy 220 900 0.30 0.70 3.00 1.10 104.20 18.00 22.70
2012-04-07 Light and yellow 100 38 0.50 0.50 1.00 1.37 109.10 10.20 24.30
2012-05-02 Colorless 80 8 0.50 0.50 0.82 3.70 123.20 7.80 34.40
2012-10-05 Colorless 80 2 0.50 0.50 0.16 2.80 125.10 8.10 37.10

CSF, cerebrospinal fluid, ili ¥ ¥ ; WBC , white blood cell, F14i i 1147, Normal data of CSF: colorless, transparent, pressure 80180 mm H.0,
WBC (0-8) x 10°/L, protein 0.12-0.60 ¢/L, glucose 2.20-3.90 mmol/L, chlorine 120~132 mmol/L; blood glucose: 3.90-6.10 mmol/L; serum

albumin: 35-55 g/L

WA R R B3 RSTR KA MRIGE AT 3a

Uel 0 (i Sk B 7R )

Figure 1 Cranial MRI findings before the treatment of voriconazole. Axial FLAIR showed multiple round shape hyperintense in
bilateral frontal and parietal lobes (arrows indicate, Panel 1a). Axial T, WI showed multiple round shape hyperintense in bilateral frontal
and parietal lobes, genu of corpus callosum (arrows indicate, Panel 1b). Axial DWI showed multiple round shape hyperintense in
bilateral frontal and parietal lobes, and genu of corpus callosum (arrow indicates, Panel 1c). Figure 2 Chest CT findings before and
after treatment of voriconazole. Before treatment, lung window showed "crescent sign", "halo sign" and aspergillus ball (arrow indicates,
Panel 2a). After treatment, lung window showed the lesions was absorbed (Panel 2b). Figure 3 Cranial MRI findings after treatment
of voriconazole. Axial FLAIR showed the lesions in bilateral frontal and parietal lobes reduced (arrows indicate, Panel 3a). Axial T,WI
showed the lesions in bilateral frontal and parietal lobes and genu of corpus callosum reduced (arrow indicates, Panel 3b). Axial DWI
showed the lesions in bilateral frontal and parietal lobes and genu of corpus callosum reduced (arrow indicates, Panel 3c).
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