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Effect of Furosemide on Cerebrospinal Fluid HCO;- in Acute Respiratory Acidosis
Jin Faguang, Qian Guisheng, Shao Lili, Zhao Zhiqiang

(Department of Respiratory Disease, Xingiao Hospital, Third Military
Medical College, Chongging, 630037)

Abstract Acid-base variables were dynamically observed in the arterial blood and cerebros-
pinal fluid (CSF) of a canine model of acute respiratory acidosis. It was found that when blood
PaCO; and plasma level of bicarbonate ions (HCO;-) were elevated to 3.999 kPa and 3 mmol/L
respectively, the elevation of CSF, PaCO, was similar but the change of CSF HCO;- and Cl-
different between the two groups (P<0.01). In the 6th hour after injection, the average elev-
ation of CSF HCO; was 8.2 mmol/L in group I (icv furosemide) and 5mmol/L in group I
(icv normal saline). The findings indicate that a furosemide inhibitable HCO;-/Cl- exchange
may play a role in the CSF HCO;~ regulation in acute respiratory acidosis.
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