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Tab 1, Effect of ip ammonium acetate (15 min)
on amino acids in rat brain (umol/g wet brain) X +
SD

Rats - ip saline Nl:I,,_AE—o—Zg—g/T(?;
Asp 7 2,36+0,36 1.534+0,32°"°
Glu 7 7.36+0,82 6,20+0,62°°
Gln 7 3,51+0,34 5.07+0,83°°°
Ala 7 0,57+0,10 0.55+0,08°
Gly 7 1,11%+0,25 1.07+0,19°
Ser 7 0,824:0,09 0.66+0,09°""
GABA 5 1,46+0,19 1,42+0,15°
* p>0.05, °° p<0,05, * p<C0,01. Same in the

following table or figures
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Fig 1, Relationskip of Asp and NH, concentra-

tions in rat brain after ip ammonium acetate
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Fig 2. Relationship of Glu and NH; concentra-

tions in rat brain after ip ammonium acetate

Tab 2, Effect of ip ammonium acetate (15 min)
on enzyme activities in amino acid metabolism in raf
bram 8 rats/group x+SD

lp sahne NH Ac 0,45 g/kg
GOT 3446 204 4%
GPT 24,4+2,9 26,2+1,3"*
GDH 658 + 68 9014119**
Glutamine synthetase 512480 7004 96%**
GlutaminaseT 107+10 9149**
(GPT)NIEM T, 7 EBLE GRS A &

MR = A (GDH)IE R4 T B 5958, A RBEIEERE
PEREMR, (R 2)
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EFFECTS OF ACUTE AMMONIA INTOXICATION ON CEREBRAL
AMINO ACIDS METABOLISM IN RATS

DONG Jing-ming, ZHAO Tian-rui

(Department of Biochemistry, Jiangxi Medical College, Nanchang 330006)

ABSTRACT Acute ammonia intoxication was
produced by ip ammonium acetate 0,45 g/kg in
rats. After 15 min, the concentrations of Asp,
Glu and Ser of the brain were reduced, GABA,
Ala, Gly unchanged, and Gln increased. A fall
in the activities of GOT and glutaminase in the
brain along with a rise in that of glutamine
synthetase and GDH was seen. No change was
observed in the activity of GPT. The change in

the concentration of Asp was negatively cor-
related with the level of brain ammonia after
ammonia intoxication. The concentration of
Asp and Glu returned to normal when the brain
ammonia level reduced.

KEY WORDS ammonia intoxication; he-
patic coma; brain; aspartate; glutamates;
glutamine; ammonium acetate



