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Tab 1 Arterial blood acid-base varlables in group [ (acetazolamide) and group I (comtrol)(T £ 5,7 =5)

Group 1 Group 1
Time (h)
pH PCO; (kPa) HCO;5 (mmol/L) pH PCO; (kPa) HCOs (mmol/L)
Control (—0.5)  7.444+0.011 4.9321+40.1333 24.540.7 7.448+0.017 4.932140.1333 24.140.3
1 7.17540. 043" 5. 06541 0. 2666 13.541. 3® 7.14610. 026X 4.932140. 1333 12. 3+0. 8%
3 7.133+0.078* 5.0654+0. 2666 12. 4+ 0. 9% 7.114+0. 022% 4.932140.1333 11.6+0. 5%
6 7.11040. 024% 5.198740.1333 12. 01 0. 9% 7.10040. 019% 5.065410. 1999 11.5+0, 6%

¥ P <0.01, compared with —0.5 h in same group.
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Tab 2 Cerebrospinal fluid acid-base variabies in group 1 (acetazolamide) and group I (control)( T + 5,7 =5)

Group 1 Group 1
Time (h)
pH PCO; (kPa) HCOs (mmol/L) pH PCO, (kPa) HCOy (mmol/L)
Control(—0.5) 7.328+0.023 6. 39841 0. 2397 24.2%1.4 7. 3401 0. 020 6.13181+0. 3728 23.610.5
1 7.13240, 022%+ 6.5317+£0.0933 15.84+0, 9%~ 7.30040. 020 6.3984+0. 3599 22.910.8
3 7.10010, 014X+ 6. 39841 0. 1199 14.3£0. 3%~ 7.28010. 020 6.531710. 3599 22.5+0.2
6 7.038+0. 025%~ 6.531710.1866 12.81+0.5%~ 7.26040. 030 6.665010. 5999 22.01+0.7

¥ P <0.01, compared with —0.5 h in same group; + P <C0.01,compared with group I in same time.
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Tab 3  Brain ammonia content in group ! (acetazo-
lamide) and group T (contro)( T 4+ 5)
Group 1 Group 1
Time (h)
umol/kg pmol/kg
6 381.7+64.6™ 645.9493.9

+ P <0.01, compared with group I in 6 h.
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Study of the role of acetazolamide in CSF acid-base regulation in acute

metabolic acidosis

Jin Faguang, Qian Guisheng, Huang Guijun, Zhao Ziqiang (Department of Respiratory Disease, Xingiao Hospital,

Third Military Medical College, Chongqing, 630037)

Abstract The variables of acid and base in the arterial blood and cerebrospinal fluid were measured in 2

groups of dogs (5 dogs in each group) with acute isocapnic metabolic acidosis. The dogs of the experimental

group received an injection of acetazolamide into the cerebral ventricle and those of the contro! received euqal

volume of saline. It was found that HCO; was decreased by 1. 6 mmol/L in the control in the 6th hour after

injection while it was decreased by 11. 4 mmol/L in experimental group: the difference was significant be-

tween the 2 groups ( P <{0.01).

It is belived that the formation of HCQ; in CSF in closely related to PCO, and the activity of cabonic an-

hydrase. Since acetazolamide is an inhibitor of carbonic anhydrase. HCQ; is decreased after the administra-

tion of acetazolamide. The H~ formed is likely buffered with the increase of cerebral ammonia.
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