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INTRODUCTION

. > 1969 and Bartley et
al. 1976). Different metabolic ang blood changez e

were observed in urea-intoxicated animals (Davidovich
et al., 1977 and Amin et al., 1980).

yi . Bt A RO i

Our previous investigation on the treatment of urea-
ammonia toxicity indicated that both rumen evacuat-
ion and lactulose treatment, unlike acetic,acid had a
potential effects on the correction of rumen fermen-
tation and lowering the pathologically elevated blood
ammonia N (El-Hamémsy et al., 1990). Reported herein
are additional haematological and biochemical data.

MATERIALS AND METHODS

Urea-ammonia toxicity and different method.f. of trea-
tment were investigated on sixteen ruwen flstulat?f
adult sheep weighting from 38-42 kg L.B.W. '.rhe ::;
mals were randomly allocated to three exper;mg;\ el
groups (Te, Ta and TI) in addition to a con ;‘ected
up (C), four animals each. Each group was sueIt]hod.
to urea-ammonia toxicity and one treatner” 2
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ngii (0-30 min), recovery (6 hours) and convaleg,
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iﬁi ggilgwing jeterminations: Blood ammonia-N (gop,
1962 as modified by pavidovich et al., 1977), p.cy
percent (Wintrob et al., 1976), haemoglobin contentg
(haemoglobinc id-method, Van Kampen and Zijlstrs
1961), serum glucose (Werner et al., 1970), serup )
rotal protein (Weichselbaum, 1946), serum AST and
ALT (Reitman and Frankel, 1957). The appropriate sta-
ristical analysis were employed whenever being conve-
nient according to Snedcor & Cochran (1980). The obt-
ained results are shown in Table (1) and figures(1-3),

ay,

yan

'RESULTS AND DISCUSSION

the obtained mean val-
lobin contents,

d glucose, S-AST and
e shoﬁn in
esults

Before induction of toxicity,
ves for P.C.V. percent and haemog
blood ammonia-N, total protein an
S-ALT for the control and test groups ar
Table (1) and figs, (1~3). Nearly cimilar T
were obtained by Degheidy (1981), Bartley et al.,

(1976), Kubesy (1986) and Boss et al., (1979) respe”

ctively for healthy sheep.

Lactulo ; i
se concentrate®, supplied from Hek/SCrosheln

- W. Germany,
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(toxic
re d ammonia-N concentrapy Phase).
0

lonsg Were gipnifq

ﬂp) 0.05)elevated to hipy levels (Tziizlilzzztii »
(¥ 1). The incream?nts were Boing Paralle] with ¢

re severity of Fox1c signs. The chance of toxicity
thi extreemly high when blgeg ammonj g~y concentra-
e ; exceeded 0.8 mg/100 m (Bartley et al., 197¢)

E;Z obtained results were i ’
T

Lose reported by Word et g7,
t

» (1969), Webb et al.,
(1972) and Davidovich et al., 7).

The toxic signs were accompanjegq with haemoconcenty-
jon as the P.C.V. percent and haemg
‘x e significantly (P > 0.01)
werhaemoconcentration,observe
;?ih increased total protein (
the increased P.C.V. percent a

may be due to stresses of toxicity and releasing
rl;S*he stored erythrocytes . into the peripheral ci-
g u;ation. Lloyd (1970) reported increased P.C.V. ¢
'?i sheep and cattle from the time they ingested urea
1
to death.

globin contentg
increased. Because of

d were not accompanied
Table 1 and figure 3)
nd haemoglobin conte-

There was . a significant (P > 0.01) increase o? blood
" at the time of toxicity (Table 1 and Fig.2).
Eiucgs?l970) reported severe hyperglycaemia o caztle
dy:zg from urea toxicity. Singer (1969)t§§F;;222§
the hyperglycaemia to reduced g}ucose'z_z ile meta-
due to imbalance in tricarbogyllc ac1r 1Zading =
bolism, brought about primarily by OZE Hesheie ply=
the urea cycle and to lesser ?Xtentl ase. However,
cogenolysis caused by adrenaline rele onia will cause
Prior et al., (1971) reported thaF am?n decreased
refractiveness to insuline resulting
peripheral glucose uptake. e
; transferas
The intoxicated animals showed 1n;rz§2;ies were
activities as both S-AST and S-AL
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gffect of different treatmeng,

Significant differences at P>0 01)

T

. -gmmoni jucose, total protein, S-pgp bey
1): Ured tents, 81U ang ¢ s
Table h“m,smbln con Ay
‘ctivitiEl' R C
—T] Toxic phase Recovery Onvalesceny Phase
G!‘OUP / 30." phlse (sh) 24 h
(s | ®n — %
-_____—-——""-“'—— ]3* 02 .141.01 -131.06 u
¢~ -131-g§ 1200 50 ,18+.03" 147,05 s
.13t 130
anOnh-N Te 14'; 03 1 04+ 08 1-121.08. 5401.08 .16: 02
poom | Tefe 1.182.06° | -16%.06 .15%.06 205
g n .131.02 = s | -151,02 .
—— .840.8 30.141,
¢ | .00.0 20.641.7 | 29.8% % 241 0.,
29 2’] 6 45 6+1 4 23. 8*1- < 33-2:1.1 31-81‘] 2
P.C.V. Te ey 40.240. a 41.141.2 40.4+1,0 3N.onn
% T | 0.148.0 .1 | 36.91.3% | 33.3%0.8 ‘B0
n 30.3+1.4 44.3%. 10. 20,7414
C 11.3+.40 11.31120 11.2+.20 11.0+.10 11.3+.3
Te 11.2+.26 16.2+. 45 12.5+.27 11.5¢,35 11.2+.4p
::emog'lo- no | mawzs | 1eeet | sz |olasess | g
n : -' .. -'
@iuom | T | 1320 | 16.0% 10* | 12.2+.427 11.8+.40 10483
! \
¢ 7.3+.86 7.2+.90 7.3+.50 |  6.94.85 1083
T.protein Te 7.4+.46 7.2+.20 7.3+.68 6.9+.43 1.14.23
g/100m | Ta 7.2¢.84 7.24.70 8.0+.46 7.8.32 | 7,203
n 6.9+.82 7.01.60 7.4+.54 7.3+.65 1043
¢ 61.2+1.2 61.582.1 | 62.143.2 58.8+1.7 60.141.2
Elucose Te 60.8+3.3 97.644. 2 "75.445.8* 68.4+3.3 62.8+4.6
mg/100m | Ta | s8.544.2 92.2¢5.3" | 102.318.0 98.346.5 63.54.2
n 62.6+3.8 | 104.547.1% | 80.6+6.2* 65.4+4.2 65.244.0
¢ 53.142.8 53. 3.2 | 55.243.2 56.1+2.4 | 55.344.2
?-AST Te | 51.3+10.5 | 128.5+8.1% | 77.745.6* 60.946.2 58.6+5.8
UL Ta | 558453 | 139.246. o 138,6+7.5 108.3+9.6 69.346.7
M| 585425 | 117.148.2% | 99.8¢7.0% | 64.5¢5.8 o8l |
S-ALT ‘T"e el 2.810.8 | 3.140.5 3.0:0.8 3-110-5
LuAL e 811 33.0n.2% | 26.341.0 33.020.9 il
I 2.211.2 28.0+1.0" | 33.040.8 26.040.8 3.5
B * - s
— 1 2081 36.040.7 | 230,95 | 6.2:0.5 3.30
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'SUMMARY
Urea-ammonia toxicities were induced in 3 groups of
rumen fistulated sheep. The toxic signs were associ-
ated with the pathologically elevated blood ammonia-
N. The stress of toxicity provokes a significant
(P > 0.01) increase of P.C.V. percent, haemoglobin
contents and blood glucose level. Also there was a

significant (P > 0.01) increase of the S-AST and
S-ALT activities.

Both rumen evacuation and lactulose concentrate adm-
inistration, but not acetic acid treatment, resulted
In a decline of the pathologically elevated b}OOd .
ammonia-N with subsequent improvement of the intoxl-
Cated animals. The changed blood constituents .
feturned to more or less normal values and the anima

®Xpected to be clinically recovered.
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