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Fig 1. Hypothermic effect of icv taurine (Taw)
on endotoxin (ET) fever in rabbits, A) Rectal
temperature, B) Ear skin temperature. n=18
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Tab 1, Effects of icv Tau (1.0 mg/50ul) on ET 1ug/(kgeml) fever, PGE, and cAMP concentration
in cerebrospinal fluid of rabbits, ¥+SD, *P>0.05, **P<0.05, ***P<0.01

Groups Time AT PGE, AT cAMP

(min) ("C) n=8 (ng/ml) (°C) n=10 (pmol/ml)
ET 4 NS 0 0.0%0.0 0,1%£0,0 0.0%0.0 24,2%3.7
60 1,24+0,2***  3,8+0,8*"* 1,240,3%** 41,0£6.1%"*
210 1.5+0,3%*" 3,410,7%** 1,6%0,4%*" 43.,74£6,8*""
390 0.,1%o0,1* 0,1%0,0° 0,2+0,2* 24,7X5,.0°
ET + Tau 0 0,0%0,0 0,1£0,0 0,0%0,0 24,1%3.0
60 -0.2%0.2* 3.610.6%** ~0.3+0,4" 43,7£8,0%**
210 1.44£0.4***  3.3:+£0.,8°"* 1.,420,4%** 44,3+8,4***
390 0.2%0,2* 0.,2%0,0° 0.1%0,2° 24,4£3,6"
NS + Tau 0 0,0£0,0 0,1%0,0 0.0%0,0 22,9+£4,7
60 -0,3%0,2* 0,240.0** -0,3+0,2* 26.9+3,2*
210 0,01%0,2* 0.240,0%* -0.1%£0.4" 26.,4%4.9°
390 0.2+0.2* 0,24+0.,0%* 0,2%0,2° 27.8+£5,5*




Tab 2. Correlation coefficients (r) between the
results of ET + NS and ET + Tau groups, PGE,
and cAMP in cerebrospinal fluid of rabbits, RT =

rectal temperature, n=18, *P>0,05, **P<0.05,
***P<0.01

PGE,:RT cAMP:RT PGE,:cAMP
ET + NS 0.7114%** 0,7762%** 0,7851**"
ET + Tau
Whole fever 0,2591* 0.1165* 0.8690***
duration
Former-fever 0,3152* 0,2842* —
duration
Latter—fever 0,9118*** 0,7201*** —
duration
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Hypothermic effect of intracerebroventricular injections of taurine on

endotoxin—induced fever in rabbits

CHEN Yue-Jin', LI Chu-lJie

(Fever Research Latoratory, The Medical College Ji-nan University, Guangzhou 510150)

ABSTRACT Taurine (Tau) was infused
by intracercbroventricular (icv) injection 20
min after iv endotoxin (ET). Cerebrospinal
fluid was taken from the posterior cisterns
at 0, 60, 210 and 390 min after Tau in-
fusion. The concentrations of ¢AMP and
PGE, in the samples were determined by
radioimmunoassay. In the control groups,
an equivalent isotonic saline (NS) (non-—
pyrogenic) instead of Tau or ET was used
respectively. The rectal and ear skin tem-
peratures of the rabbits in a non-fasting
state werc recorded automatically.

Tau icv 1,0 mg/50 pl, followed by
the slow infusion of Tau 0.06-0.22 mg/
(kg-min) for about 20 min into rabbits,
caused sedation and peripheral wvasodilation
(rise in ear skin temperature), and initial-
ly blocked the rise in rectal temperature

induced by ET (iv, 1ug/kg). The results
for the control groups were significantly
different from those of the ET + Tau
group. In the ET + NS group, the fluctua-
tions in concentrations of PGE, and cAMP
paralleted the change in rectal temperature,
but in the ET + Tau group, the changes
in PGE, and cAMP concentrations were
similar to those of the ET + NS group.
even though the fever was initially inhibit-
ed. There werc no changes in the concentra-
tions of these mediators in the NS + Tau
group.

KEY WORDS taurine; endotoxins; body
temperature; fever; adenosine cyclic mono-
phosphate; prostaglandin E,
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