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Tab 1 Arterial blood acid —base variables in group 1 (acetazolamide) and group I (control) (Xts, n =5)

Group I Group 1
Time (h) .
pH PCO; (kPa) HCO; (mmol/L) pH PCO; (kPa) HCO; (mmol/L)
Control(—0.5) 7.386+£0.029 4.7988+0. 1866 21.0+1.6 7.3801+0.073 4.8521+0.3722 21.1+1.9
1 7.21440.015* 7.9713 0. 4399* 23.4+1.5 7.22040. 043* 7.918040. 3866* 23.3%+1.9
3 7.190+0.014* 8.6378+0.4399” 23.9+1.6 7.18040. 018> 8.531240. 3066* 23.510.8
6 7.16840.016* 9.30431+0.4399* 24.441.5% 7.16240.020% 9.331040. 2666* 24.2+1. 8%

¥ : P <{0.01, compared with —0.5 h in the same group.

2.2 CSFEEHET FMLED)

F 2R A CSF pH.(HCO; 17 CO, & A\ J5 6h A fE H
MEEHBEE(P<0.01),CSF pH 6 hif, 1 ZA FRET 0. 171 u.

*£2 CSFHEBTEBA(T L

I A FRETO0.136 u,CSF (HCO;) 6 h &8, I AN T 2.5
mmol/L. T ZA¥ T 6 mmol/L,

Tab 2 Cerebrospinal fluid acid —base variables in group 1 (acetazolamide) and group I (control) (¥ + s ,n =5)

Group 1 group 1
Time (h)
pH PCO, (kPa) HCO; (mmol/L) pH PCO; (kpa) HCOj; (mmol/L)
Control(—~ 0. 5) 7.31540. 004 6.531740.2133 23.240.6 7.32040. 020 6.131840.1732 22.0£0.5
1 7.2034:0.005* 8.824540.1733* 24.240.6 7.18940.014 8.931140. 2133 24.740.4
3 7.17840.007* 9.57094 0. 3866* 24.8+0.7 7.19240. 014 9.4099+0. 3199 26.2+£0.5*
6 7.1444+0.006*~  10.317440. 2533% 25.740. 8% 7.184+0.022 10.260810. 3466 28.0+0. 8%

X : P <C0.01, compared with —0. 5h in the same group; + : P <(0. 01, compared with group 1 in the same time.
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Studies of the effect of acetazolamide on the level of bicarbonate ions of

cerebrospinal fluid in acute respiratory acidosis in dogs

Jin Faguang, Qian Guisheng, Guo Xianjian, Zhao Zigiang (Department of Respiratory Disease, Xingiao Hospital, Third

Military Medical College, Chongging, 630037)

Abstract

The acid and alkaline variables were dynamically observed in the arterial blood and cere-

brospinal fluid (CSF) of a canine model of acute respiratory acidosis. It was found that when blood PaCO,

and plasma level of bicarbonate ions (HCOj ) were elevated to 3. 999 kPa and 3 mmol/L respectively, the ele-

vation of CSF PaCO, was similar but the change of CSF HCO; was different between the 2 groups ( P <C

0.01). In the 6th hour alter injection, the average elevation of CSF HCO; was 2. 5 mmol/L in Group | (in-

jection of acetazolamide into the cerebral ventricles) and 6 mmol/L in Group I (injection of simulated CSF).

The findings indicate that in acute respiratory acidosis, the origin of CSF HCO; is mainly from the hydration

of carbon dioxide in the brain and acetazolamide can inhibit the formation of CSF HCOj; . In the formation of

CSF HCOy , the formed H™ ions are buffered by NH; partially.
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