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Abstract

AIM: To examine possible alterations in plasma
carbon monoxide (CO) levels and alveolar
permeability in rats with carbon tetrachloride-
induced cirrhosis.

METHODS: Liver cirrhosis was induced in rats
by subcutaneous administration of carbon tet-
rachloride. Mean arterial pressure (MAP, kPa),
heart rate (HR, b/min), and portal pressure (PP,
cm/H,0) were monitored by using an indwell-
ing catheter. Plasma CO levels were determined
by Chalmers method, and alveolar permeability
was measured using the Evens blue extravasa-
tion technique.

RESULTS: Typical features of cirrhosis were
histologically observed in carbon tetrachloride-
treated rats. Compared with normal control rats,
cirrhotic rats presented a significant increase
in portal pressure (16.67 cmH,O + 0.63 cmH,0O
vs 8.82 emH,O + 0.29 cmH,O; P < 0.01), plasma
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CO levels (18.69 pmol/L £ 1.86 umol/L vs 10.27
umol/L +1.21 umol/L; P < 0.01), and Evens blue
extravasation (36.57 ug/g + 1.69 pg/g vs 29.83
pg/g =234 pg/g; P <0.01), but a significant de-
crease in mean arterial pressure (15.92 kPa + 0.74
kPa vs 18.93 kPa + 0.71 kPa; P < 0.01).

CONCLUSION: Activation of the HO-CO sys-
tem and increased alveolar permeability may be
important causes of development of hepatopul-
monary syndrome in patients with cirrhosis.
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Carbon monoxide; Alveolar permeability
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