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ABSTRACT

Hypoglycemia in hepatoma usually occurred in the end stage of hepatoma. The
reduction of tumor size by surgery or chemotherapy was the most efficacies for treatment
of hypoglycemia in hepatoma but these methods were limited in the patients who of poor
healthy in the end stage of hepatoma. Many patients did not corrected hypoglycemic
problems although they had received a mount of parenteral glucose. These problems
were corrected by other medications such as steroid, glucagon which of increasing of
blood glucose levels but these medications were used in a few case. In this article was
reported one case of severe hypoglycemia in hepatoma. Our patient was the end stage of
disease and had distant metastasis to the lungs. He had severe hypoglycemia while he
had received a mount of parenteral glucose. Finally, he was corrected hypoglycemic

problems by oral prednisolone and discontinued parenteral glucose.
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Vital sign: Temperature 37 °C, Pulse rate 78/min,
Blood pressure: 100/70 mmHg, Respiratory rate 20/min.
General appearance : A Thai man, good consciousness,
moderately pale, marked jaundice,
no parotid enlargement, spider
nevi - positive, palmer erythema-
positive, no edema, noflapping
tremor
HEENT : within normal limit
Heart & Lung : within normal limit
Abdomen : Soft, distend, liver mass at below Right upper
quadrant size 3x4cm. firm consistency,
irregular surface (span 12 cm.); spleen
can't be palpabled, no superficial vein
dilatation.

Neurological examination : grossly intact
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CBC: Hb8.9g/dL, Hct28%, WBC 6,800,



P1t337,000/ mm®, PMN 67%, LYM 16%
Blood sugar 98 mg/dL, BUN 8 mg /dL, Cr 0.8 mg
dL
Sodium 148 mmol / L, Potassium 4.2 mmol / L,
Bicarbonate 24.7 mmol /L
Chloride 104 mmol / dL, Calcium 8.9 mg / dL,
Phosphate 4.4 mg / dL.
LFT: TP6.2g/dL, Alb2.8g/dL, Glob3.1g/
dL, TB6.07mg/dL, DB5.71mg/dL, AST2321U/L,
ALT 1251U/L, ALPS55TU/L, AFP59.51U/ml (normal<
4.6IU/ml)
Viral profile : HBs Ag - positive, Anti HBs -

positive, Anti HCV- negative, Anti HIV- nonreactive
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CT Scan whole abdomen: a large hepatic mass
at the left lobe liver and multiple small areas of low
density at the right lobe, compatibie due to hepatic tumor,
hepatocellular carcinoma, Cirrhosis with portal vein and
superior mesenteric vein and superior mesenteric vein
thrombosis with collateral circulation. Multiple nodules
at both lungs due to metastasis. Large amount of ascites
due to cirrhosis. Bilateral pleural effusion more at the left
due to cirrhosis or metastatic process.

CXR: multiple modules at both lung fields and

minimal left pleural effusion.

U 1. nmdieiednesdilae (CT-SCAN)

Ui 2. nmaneadnsaendihie (CXR)
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