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A Case of Hepatoma with Hot Uptake of **"Tec-DISIDA to Spleen

Ye Bong Lee, M.D,, Sung Jin Kim, M.D., Eun Hwi Park, M.D., In Sook Bang, M.D.
Heung Joo Kim, M.D., Sung Chul Yun, M.D. and Won Jae Lee, M.D.*

Department of Internal Medicine, and Radiology*, College of Medicine
Dongguk University, Kyongju, Korea

We report a case of hepatoma which had a suggested splenic metastasis in a 64 year-old male
patient. Hepatoma proved by abdominal CT (Computed Tomography) and considerable accumulation
of *™Tc-DISIDA was noted in a enlarged spleen. We suggests the splenic uptake of the radionuclide
corresponded to the diffuse metastasis of hepatoma to spleen.
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Fig. 1. Anterior image of liver-spleen scan with *™
Tec-labeled sulfur colioid scan obtained at first
admission shows inhomogeneously decreased
tracer uptake without definite focal cold area
and increased splenic uptake with marked
splenomegaly.
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Fig. 2. Serial hepatobiliary images with 99mTc.labe.ed
DISIDA scan obtained at second admission 3
month later first admission show relatively
decreased tracer uptake at left lobe (arrows)
with inhomogeneous uptake at remained por-
tion of liver and accidental tracer uptake at
markedly enlarged spleen.

(Fig. 3)
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Fig. 3. A: Precontrast CT scan 3 weeks

after **"Tc-labeled DISIDA scan shows
about 5x5cm sized ill-defined and
slightly low density (arrows) at medial
segment of left lobe of liver.
B: Postcontrast CT scan at the same
level of A shows irregular margined
well-defined low density with periphir-
al enhancement (arrows) with nodular
surface of remained portion of liver
suggestive of hepatocellular carcinoma
with underlying liver cirrhosis.

C: Postcontrast CT scan 5 cm below B shows marked splenomegaly without definite focal lesion.
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Interesting Image

¥mTc.HMPAO Brain SPECT in a Cryptococcal
Meningitis Patient

Kyung Han Lee, M.D., Chang Woon Choi, M.D., Jong Ho Kim, M.D.
Hyung In Yang, M.D., Dong Sco Lee, M.D., June-Key Chung, M.D.
Myung Chul Lee, M.D. and Chang-Soon Koh, M.D.

Department of Nuclear Medicine, Seoul National University Hospital, Seoul, Korea

Cryptococcosis is a systemic mycosis that most
often involves the lungs and central nervous system
(CNS). Cryptococcus neoformans, the causative or-
ganism, is the most common etiologic agent of fun-
gal meningitis and has been increasingly recognized
as an opportunistic fungal pathogen.

We present a patient with cryptococcal meningitis
who presented perfusion abnormalities by brain
SPECT without significant change in other imaging
modalities. A 22 year old female was admitted for
severe headache. She had been diagnosed with sys-
temic lupus erythematosus (SLE) 7 months ago, and
had been successfully managed with 30 mg of pred-
nisolone dailv. There was no evidence indicating

progression of SLE on admission. Computed tomo-
graphy of the brain was normal, and magnetic reso-
nance imaging (MRI) showed only perivascular
space widening around both basal ganglia. **™Tc-
HMPAO brain SPECT, however, disclosed de-
creased perfusion in both frontal lobes and left
parietal lobe with relatively increased perfusion in
the left basal ganglia. The patient was diagnosed as
cryptococcal meningitis, confirmed by india ink
preparation and culture of the cerebrospinal fluid.
This case demonstrates that *"Tc-HMPAO brain
SPECT may detect functional abnormalities caused
by cryptococcal meningitis before any significant

structural change is evident.

Fig. 1. MRI of the brain showed perivascular space widening in both
basal ganglia but otherwise there were no abnormal findings.
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