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Study on the acid-base and electrolytes relation between CSF and arterial

blood in normal subjects
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sE 0. 0038 0. 0844 0. 243 0. 0038 0. 0644 0.235
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Na* (mmol/L) K* (mmol/L) Cl~ (mmol /L) Na* (mmol/L) K* (mmol/L) Cl~ (mmol/L)
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Changes and clinical significance of myocardial enzyme spectrum of chil-

dren with pneumonia
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LDH (U/L) a-HBD (U/L) CPK (IU/L) GOT (IU/L)
a3l 1% 4 —
HEHE T HE Tks HE Tk HHE T+
MR A 25 123—289 192.8+ 47.3 152—525 258. 6+ 29.4 21—534 125.2+115.0 20—37 33.7+15.8
LEA 14 196 —692 327.24+165.8 247—968 432.54+226.2 56 —881 393.7+283.4 31—117 58.7+21.9
P <0. 001 <0. 005 <0.001 <0. 001




