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(=) Classification
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1. High AG metabolic acidosis (AGH KEER)
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('9) Compensation
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1. compensatlon by buffer system
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REEAZR PaCO,=10 mmHg
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(1) changes of acid-base parameters
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(75) effects on organism
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2. central nervous system (‘FHXHZE R 5)
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(-©) Principles of prevention and treatment

(Biie B R )

1. Treatment of primary disease
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2+ Administration of NaHCO,
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3. Correction of water- electrolyte disturbances
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(=) classification and compensation
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1. acute respiratory acidosis
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2. Chronic resplratory acidosis
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(/) changes of acid-base parameters
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(o) effects on organism
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2. cardiovascular system (D ILE RA)
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3. respiratory system ("W R 4t)
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(75) Principles of prevention and treatment

(Biie B R )

treatment of primary disease
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Improve ventilation
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Appropriate administration of base
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—~ Metabolic alkalosis
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(=) Etiology and mechanisms
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