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Figure 87A-D. Saturation curve and Scatchard analysis ( in the inset ) of [*H]-spiperone

binding on frontal cortex membrane of control rat number 1 - 4, treated
with vehicle i.p. once daily for 15 days. The binding was carried out in
the concentrations of [*H]-spiperone ranging from 0.02 - 5nM. The
plots were obtained from duplicate determinations and represented the
specific binding of [*H]-spiperone. The line of best fit was analysed
by the LIGAND computer program The result of this experiment
was shown and provided a K, value of 1.9 (A), 1.3 (B), 0.8 (C), 1.3
(D) oM and B,,,, value of 2.24 (A), 2.26 (B), 1.49 (C), 2.28 (D) pmol/mg

protein.
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Figure 88A-D. Saturation curve and Scatchard analysis ( in the inset ) of [3H]-spiperone

binding on frontal cortex membrane of rat number 7 - 10 , treated with

_paracetamol 200 mg/kg/day ip. for 15 days. - The binding was carried

out inthe concentrations of [*H]-spiperone ranging from 0.01 - 4 nM.

The plots were obtained from duplicate detemminatiol'ns and represented

the specific binding of [H]-spiperone. The line of best fit was analysed

by the LIGAND computer program. The result provided a K4 value of

2.5(A),0.9(B), 1.2(C), 1.7(D)nM and B,,,, value of 2.01 (A), 1.38 (B),

155 (C), 2.76 (D) pmol/mg protein.



Z

1.6
12

0.8

Bound ( pmol/mg protein )

0.4

Bound /Free {2 193)
-

- - (]
-
»

T E

Baund [ pmalmy preteis )

8

147
1.21
1.0
0.87
0.5

0.4

Bound ( pmol/mg protein )

0.2

05 1 15 2 25 3
["H}-spiperone (nM)

Beuwnd / Free (2 10%)

: i
08 04 042 12 L8
Beuad { pmstimg protein )

5
4
3
1
1
L}

Figure 89A-D.

L

1 2 3 4 5 6
[*H]-spiperone (nM)

&

Bound { pmol/ng protein )

=
N

Bound ( pmol/mg protein )

1.87

1.5

1.21

0.9

0.6]

0.31

225

Beund / Free (z107)

S e o W W

LY
[ 1 1
Bound ( povel'mg protein )

0.0

1.2]

107

0.8

1 2 3 4 § ¢
PH]-spiperone (nM)

1) 4 L X ] 1.1
Benand ( pmelmg protein )

— T Y v —

1 2 3 4 8 ¢
{*H|-spiperone {(aM)

Saturation curve and Scatchard analysis ( in the inset ) of [*H]-spiperone

binding on frontal cortex membrane of rat number 11 - 14 , treated with

paracetamol 300 mg/kg/day i.p. for 15 days. The binding was carried

out in the concentrations of [*H]-spiperone ranging from 0.03 -6 nM.

The plots were obtained from duplicate determinations and represented

the specific binding of [*H]-spiperone. The line of best fit was analysed

by 'the LIGAND computer program. The result provided a K, value of

1.2 (A and B), 1.1 (C), 0.7 (D) nM and B,,,,, value of 1.54 (A), 1.42 (B),

1.17 (C}), 0.99 (D) pmol/mg protein.
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Figure 90A-D. Saturation curve and Scatchard analysis (in the inset ) of [3H]-spiperone

binding on frontal cortex membrane of rat number 16-19, treated with

paracetamol 400 mg/kg/day i.p. for 15 days. The binding was carried

out “in the concentrations of [*H]-spiperone ranging from 0.01 -6 nM.

The plots were obtained from duplicate determinations and represented

the specific binding of [*H]-spiperone. The line of best fit was analysed

by the LIGAND computer program. The result provided a K, value of
1.0 (A), 1.5 (B), 1.4 (C), 1.3 (D) nM and B, value of 0.96 (A), 0.88 (B),

0.95 (C), 0.94 (D) pmol/mg protein,
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Figure 91A-D. Saturation curve and Scatchard analysis ( in the inset ) of [*H}-spiperone

binding on brain stem membrane of control rat number 1 - 4, treated
with vehicle i.p. once daily for 15 days. The binding was carried out in
the concentrations of [°H]-spiperone, ranging from 0.02 -3 nM. The
plots were obtained from duplicate determinations and represented the
specific binding of [*H)-spiperone. The line of best fit was analysed by
the LIGAND computer program. The result provided a .K.i value of
1.2 (A), 0.8 (B), 0.6 (C), 0.9 (D)nM and B, value of 1.03 (A), 0.99
(B), 1.12 (C), 0.86 (D) pmol/mg protein.
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Figure 92A-D. Saturation curve and Scatchard analysis ( in the inset ) of [*H]-spiperone

binding on brain stem membrane of rat number 7-10 , treated with

paracetamol 200 mg/kg/day i.p. for 15 days. The binding was carried out

in the concentrations of [*H]-spiperone ranging from 0.01 - 3 nM. The plots

were obtained from duplicate determinations and represented the specific

binding of [°H]}-spiperone. The line of best fit was analysed by the

LIGAND computer program. The result provided a K, value of 0.6

(A), 0.7 (B), 1.2 (C), 0.8 (D) nM and B,,,, value of 0.91 (A), 1.23 (B), 0.88

(C), 1.05 (D) pmol/mg prptein.
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- Figure 94A-D. Saturation curve and Scatchard analysis ( in the inset ) of [*H]-spiperone

binding on brain stem membrane of rat number 15 - 18 , treated with

paracetamol. 400 mg/kg/day i.p. for 15 days. The binding was carried out

in the concentrations of [*H]-spiperone ranging from 0.01 - 5 nM. The plots .

were obtained from duplicate determinations and represented the specific

binding of [*H]-spiperone. The line of best fit was analysed by the

LIGAND computer program. The result. provided a K4 value of 1.0

(A), 1.0 (B), 0.9(C), 0.7 (D) nM and B, valﬁq of 1.02 (A), 1.57 (B), 0.74

(©), 0.99 (D) pmol/mg protein.
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Figure 95A-D . Saturation curve and Scatchard analysis (in the inset ) of [*H]-imipramine

binding on frontal cortex membrane of control rat number 1- 4, treated

with vehicle for 15 days. The binding was carried out in the concentrations

of [*H]-imipramine ranging from 0,02 -2.5 nM, The plots were obtained

from duplicate determinations and represented the specific binding of [PH]-

imipramine. The line of best fit was analysed by the LIGAND computer
program. The result provided a K, value of 2,41 (A), 1.86 (B), 1.00 (C),
1.29 nM and B, value of 1.85 (A), 2.28 (B), 1.91 (C), 1.63 (D) pmol/mg

protein.
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Figure 96A-D. Saturation curve and Scatchard analysis ( in the inset ) of [*H]-imipramine

binding on frontal cortex membrane of rat number 6-9, treated with

paracetamol 300 mg/kg/day i.p. for 15 days.

The binding was carried

out inthe concentrations. of [*H]-imipramine ranging from 0.1- 2 nM.

The plots were obtained from duplicate determinations and represented

the specific binding of [*H]-imipramine. The line of best fit was analysed

by the LIGAND computer program, lThe result provided a K, value

of 2.23 (A), 1.24 (B), 1.22(C), 2.11 (D) nM and B, value of 5.03 (A),

3.11 (B), 3.51 (C), 3.30 (D) pmol/mg protein.
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Saturation curve and Scatchard analysis (in the inset ) of [*H}-imipramine

binding on frontal cortex membrane of rat number 10-13, treated with

paracetamol 400 mg/kg/day i.p. for 15 days. The binding was carried

out in the concentrations of [*H]-imipramine ranging from 0.02 - 2 nM.

The plots were obtained from duplicate determinations and represented

the specific binding of [PH]-imipramine. The line of best fit was analysed

by the LIGAND computer program. The result provided a K, value of

237 (A), 1.53 (B), 2,52 (C), 2.01 (D)nM and B, value of 4,75 (A), 4.49
(B), 5.02 (C), 4.12 (D) pmol/mg protein.
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Figure 98A-D. Saturation curve and Scatchard analysis ( in the inset ) of [*H}-imipramine

binding on_brain stem membrane of control rat number 1- 4, treated with

vehicle 1.p. for 15 days. The binding was carried out in the concentrations of

[PH]- imipramine ranging from 0.02-2 nM. The plots were obtained from

duplicate determinations and represented the specific binding of [*H]-
imipramine, The line of best fit was analysed by the LIGAND computer
program, The result provided a Ky value of 0.91 (A), 0.89 (B), 1.47 (C)

and 0.95 (D) oM, B,,,, valueof 1.01 (A), 0.95 (B), 1.17 (C) and 1.10 (D)

pmol/mg protein.
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binding on brain stem membrane of control rat number 5- 8, treated with

paracetamol 300 mg/kg/day i.p. for 15 days. The binding was carried out in

the concentrations of [*HJ- imipramine ranging from 0,01 - 3 nM. The plots

were‘obtained from duplicate determinations and represented the specific

binding of [*H]- imipramine. The line of best fit was analysed by the

LIGAND computer program. The result provided a K, value of 1.29 (A),
150 (B), 1.04 (C) and 0.91 (D) ntM and B, value of 1.34 (A), 0.98 (B

and C), 1.01 (D) pmol/mg protein,
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Figure 160A-D. Satusration curve and Scatchard analysis ( in the inset ) of [PH)-imipramine

binding on brain stem membrane of control rat number 9- 12, treated with

paracetamol 400 mg/kg/day i.p. for 15 days. The binding was carried out in

the concentrations of [*HJ- imipramine ranging from 0,01 - 3 nM. The plots

were obtained from duplicate determinations and represented the specific

binding of [*H]- imipramine. The line of best fit was analysed by the

LIGAND computer program. The result provided a K, value of 1.54 (A),
132 (B), 1.00 (C) and 1.36 (D) nM and B_,,, value of 1.12(A), 1.37 (B)

0.98 (C), 1.00 (D) pmol/mg protein.
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Figure 101A-D. Saturation curve and Scatchard analysis ( in the inset ) of [*H]-spiperone

binding on frontal cortex membrane of control rat number 1-4 , treated
with vehicle i.p. once daily for 30 days. The binding was carried out in
the concentrations of [*H)-spiperone, ranging from 0.05-5 nM. The
plots were obtained from duplicate determinations and represented the
specific binding of [*H]-spiperone. The line of. best fit was analysed
by the LIGAND computer program. The result provided a K4 value of
1.4(A) 1.2(Band C), 1.5 (D) oM and B, value of 1.67 (A), 1.55 (B),
2.83 (C), 2.14 (D) pmol/mg protein.
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Figure 102A-D. Saturation curve and Scatchard analysis ( in the inset ) of [*H]-spiperone

binding on frontal cortex membrane of rat number 7 - 10, treated with

paracetamol 300 mg/kg/day ip. for 30 days. The binding was carried

out inthe concentrations of [*H)-spiperone ranging from 0.3 -6 nM.

The plots were obtained from duplicate determinations and represented

the specific binding of [*H]-spiperone. The line of best fit was analysed by

the LIGAND computer program. The result provided a K, value of 1.0 (A),

1.5 (B), 0.9 (C), 1.5 (D) nM and B,y value of 1.51(A), 1.57 (8), 1.14 (C),

1.71 (D) pmol/mg protein.
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Figure 103A-D. Saturation curve and Scatchard analysis ( in the inset ) of [PH]-spiperone

binding on frontal cortex membrane of rat number 12 - 15, treated with
paracetamol 400 mg/kg/day 1.p. for 30 days. = The binding was carried
out inthe concentrations of [*H)-spiperon ranging from 0.01 - 5 nM.
The plots were obtained from duplicate determinations and represented
the specific binding of [*H]-spiperone, The line of best fit was analysed by
the LIGAND computer program. The result provided a K value of 1.5 (A),
0.8 (B), 0.9 (C), 1.7 (D) nM and B,,,, value of 1.65 (A), 1.09 (B), 1.52 (C),

1.48 pmol/mg protein.
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Fig'dre 104A-D. Saturation curve and Scatchard analysis ( in the inset ) of [PH]-spiperone
binding on brain stem membrane of control rat number 1-4, treated
with vehicle “i.p. for 30 days, The binding was carried out in the
concentrations of [*H]-spiperone ranging from 0.01 - 5nM. The plots
were obtained from duplicate determinations and represented the specific
binding of [*H]-spiperone. The line of best fit was analysed by the

- LIGAND computer program.  The result provided a K, value of
0.7 (A), 0.5(B), 1.6 (C), 0.6 (D)nM and B,,,, value of 0.97 (A), 0.66
(B), 0.76 (C), 0.82 (D) pmol/mg protein.
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Figure 105A-D, Saturation curve and Scatchard analysis (in the inset ) of PH]-spiperone

binding on brain stem membrane of rat number 7- 10, treated with
paracetamol 300 mg/kg/day i.p. for 30 days. The binding was carried
out in the concentrations of [*H]-spiperone ranging from ! 0.01-4 nM.
The plots were obtained from duplicate determinations and represented
the specific binding of [*H]-spiperone. The line of best fit was analysed by
the LIGAND computer program. The result provided a K, value of 1.0 (A),
0.6 (B), 0.7 (C), 0.5 (D) nM and B, value of 1.28 (A), 0.75 (B), 0.87 (C),

0.76 (D) pmol/mg protein.
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Figure 106A-D. Saturation curve and Scatchard analysis ( in the inset ) of PH]-spiperone

binding on brain stem membrane of rat number 11- 14, treated with

paracetamol 400 mg/kg/day i.p. for 30 days. The binding was carried

out in the concentrations of [*H]-spiperone ranging from 0.01- 5 nM.

The plots were obtained from duplicate determinations and represented

the specific binding of [*H]-spiperone. The line of best fit was analysed by

the LIGAND computer program. The result provided a K, value of 0.6 (A),
1.0 (B), 0.9 (C), 0.6 (D) nM and B,,,, value of 0.58 (A), 0.98 (B), 0.86 (C),

0.52 (D) pmol/mg protein.
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Figure 107A-D. Saturation curve and Scatchard analysis ( in the inset) of PH}-imipramine
binding on frontal cortex membrane of control rat number 1- 4, treated
with vehicle i.p. for 30 days. The binding was carried out in the concentrations
of [*H]-imipramine ranging from 0.02-2nM. The plots were obtained
from duplicate determinations and represented the specific binding of [*HJ-
imipramine. The line of best fit was analysed by the LIGAND computer
program. The result provided a K, value of 1.08 (A), 1.58 (B), 0.68 (C),
1.76 (D) nM and B,,,, value of 1.53 (A), 1.88 (B), 1.40 (C), 1.91 (D) pmol/

mg protein,
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Figure 108A-D. Saturation curve and Scatchard analysis (in the inset) of *H]-imipramine

binding on frontal cortex membrane of rat number 6 -9, treated with

paracetamol 300 mg/kg/day i.p. for 30 days. The binding was carried

out inthe concentrations of [*H]-imipramine ranging from 0.02 - 2 nM.

The plots were obtained from duplicate determinations and represented

the specific binding of [*H]-imipramine. The line of best fit was analysed

by the LIGAND computer program. The result provided a K, value of

1.99 (A) 1.19 (B), 1.07 (C), 2.23 (D) nM and B, value of 2.67 (A) 2.30
(B), 2 03 (C), 2.51 (D) pmol/mg protein.
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Figure 109A-D. Saturation curve and Scatchard analysis ( in the inset) of [*H])-imipramine

binding on' frontal cortex membrane of rat number 10 - 13 , treated with

paracetamol 400 mg/kg/day i.p. for 30 days. The binding was carried

out inthe concentrations of [*H]-imipramine ranging from 0.02-2nM.

The plots were obtained from duplicate determinations and represented

the specific binding of [*H]-imipramine. The line of best fit was analysed

by the LIGAND computer program. The result provided a K, value of
0.76 (A), 0.85 (B), 1.58 (C), 1.12 (D) nM and B,,, value of 2.37 (A),

2.52 (B), 3.19 (C), 2.76 (D) pmol/mg protein.
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Figure 110A-D. Saturation curve and Scatchard analysis ( in the inset ) of [PH}-imipramine
binding on brain stem membrane of control rat number 1-4 , treated
with vehicle i.p. once daily for 30 days. The binding was carried out in
the concentrations of [*H)-imipramine ranging from 0.01 - 2.0 nM. The
plots were obtained from duplicate determinations and represented the
specific binding of [YH]-imipramine. The line of best ﬁt was analysed by
the LIGAND computer program. The result provided a K, value of

- 1.3(A), 1.6(B), 0.88 (C), 1.23 (D) nM and B,,, value of 1.05(A), 1.16
(B), 0.84 (C), 0.98 (D) pmol/mg protein. |
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Fignfe 111A-D. Saturation curve and Scatchard analysis (in the inset ) of [*H]-imipramine
- binding on brain stem membrane of rat number 5-8, treated with paracetamol

300 mg/kg/day i.p. for 30 days. The binding was carried out in the
concentrations of [*H]-imipramine ranging from 0.05-0.6 nM. The
plots were obtained from duplicate determinations and represented the
specific binding of [*H]-imipramine. The line of best fit was analysed by
the LIGAND computer program. The result provided a Ky value of 0,73
(A), 125 (B), 1.59(C), 0.98 (D) sM and B,,, value of 0.98 (A), 0.96 (B),
1.21 (C), 1.01 (D) pmol/mg protein.
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Figure 112A-D. Saturation curve and Scatchard analysis ( in the inset ) of [*H]-imipramine
binding on brain stem membrane of rat number 9-12, treated with paracetamol
400, mg/kg/day ip.for 30 days. The binding was carried out in the
concentrations of [*H]-imipramine - ranging from 0.01- 1.2 nM. The
plots were obtained from duplicate determinations and represented the
specific binding of [*H]-imipramine, The line of best fit was analysed by
the LIGAND computer program. The result provided a K, value of
0.93 (A), 0.89 (B), 1.06 (C), 1.28 (D) M and B,,,, value of 1.15(A),
1.29 (B), 0.98 (C), 1.04 (D) pmol/mg protein,
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Figure 113A-D. Saturation curve and Scatchard analysis ( in the inset ) of [*H]-spiperone

binding on frontal cortex membrane of control rat number 1-4, treated with
vehicle i.p. for 90 min. The binding was carried out in the concentrations
of [*H]-spiperone ranging from 0.04 - 4 nM. The plots were obtained
from duplicate determinations and represented the specific binding of
[*H])-spiperone. The line of best fit was analysed by the LIGAND
computer program. The result provided a K, value of 1.5 (A), 1.4 (B)
1.3(C), 1.5(D) nM and B,,, value of 2.44 (A), 1.92(B), 1.93 (C),

2.26 (D) pmol/mg protein.
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Figure 114A-D. Saturation curve and Scatchard analysis ( in the inset ) of [PH]-spiperone
binding on frontal cortex membrane of rat number 7 - 10 , treated with
paracetamol 300 mg/kg i.p. for 50 min. The binding was carried out
in the concentrations of BH]-spiperone ranging from 0.01-4 nM, The
plots were obtained from duplicate determinations and represented the
specific binding of [*H]-spiperone. The line of best fit was analysed by
the LIGAND computer program. The result provided a K, value of
0.5(A),23 (B), 0.7 (C), 1.5 (D) M and By, value of 0.89 (A), 143
(B), i.09 (©), 1.12 (D) pmol/mg protein. |
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Figure 115A-D. Saturation curve and Scatchard analysis ( in the inset ) of PH]-spiperone

binding on frontal cortex membrane of rat number 12 - 15, treated with
paracetamol 400 mg/kg 1.p. for 90 min, The binding was carried out
in the concentrations of [*H]-spiperone ranging from 0.01-4 nM. The
plots were obtained from duplicate determinations and represented the
specific binding of [*H]-spiperone: The line of best fit was analysed by
the LIGAND computer program. The result provided a K, value of
1.9(A), 1.1 (Band C), 0.6 (D) nM and B,,, value of 0.94 (A), 1.73
(B), 1.15(C), 0.85 (D) pmol/mg protein,



z

1.2

1.0

252

_’E -
] . i
§ £ F
g os i i
E 0.4 j d +- E
o v
02 a4t 03 a6 &p 22
Bound { pmoelimg protein )
0.0+ . e —
0 05 1 1.5 2 25 3
[*H}-spiperone (nM)
0 D)
1.0
)
a 0.8
“ -
S 0.61
:
E 0.41
+*
0.2 HRYEYRYE T 021 /" oy T-—.
Beumd ( pmalivug protein ) R0 82 04 06 N3 10
Bannd { pmelimg preteln )
0,0 Ty p— 0.0 LANE Bemn sy Sem SR i A s o |
0 1 2 3 4 5 0 0.5 1 15 2 25
[’H|-spiperone (nM) [*H]-spiperons (nM)

Figure 116A-D. Saturation curve and Scatchard analysis ( in the inset ) of PH]-spiperone

~ binding on brain stem membrane of control rat number 1 - 4, treated

with vehicle i.p. for 90 min. The binding was carried out in the
concentrations of [*H]-spiperone ranging from 0.01 -5 nM. .The
plots were obtained from duplicate determinations and represented the
specific binding of [*H]-spiperone.The line of best fit was analysed by
the LIGAND computer program. The result provided a K, value of
1.0 (A), 1.3 (B), 1.0(C), 0.8 (D) nM and B, value of 1.19 (A), 0.82
(B), 0.98 (C), 0.84 (D) pmol/mg protein.
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Figure 117A-D. Saturation curve and Scatchard analysis ( in the inset ) of [*H]-spiperone
binding on brain stem membrane of rat number 7 - 10, treated with
paracetamol 300 mg/kg/day 1.p. for 90 min. The binding was carried out
in the concentrations of [*H]-spiperone, ranging from 0.01 -4 nM.

The plots were obtained from duplicate determinations and represented
the specific binding of [*H]-spiperone. The line of best fit was analysed
by the LIGAND computer program. The result provided a K, value of
1.0 (A), 1.1(B), 0.7 (Cand D)nM and B,,, value of 1.13 (A), 0.83
(B), 0.95 (C), 1.25 (D) pmol/mg protein. |
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Figure 118A-D., Saturation curve and Scatchard analysis ( in the inset ) of [PH]-spiperone

binding on brain stem membrane of rat number 12 - 15, treated with

paracetamol 400 mg/kg/day i.p. for 90 min. The binding was carried out

in the concentrations of [HJ-spipefone, ranging from 001 -5 nM.

The plots were obtained from duplicate determinations and represented

the specific binding of [*H]-spiperone. The line of best fit was analysed

by the LIGAND computer program. The result provided a K4 value of

12 (A),0.7 (B),0.9(C), 1.0(D) nM and B,,, value of 1,12 (A), 1.08
(B), 1.29 (C), 1.18 (D) pmol/mg protein,
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Figure 119A-D. Saturation curve and Scatchard analysis ( in the inset yof PI-I]-imipfamine

binding on frontal cortex membrane of control rat number 1-4 treated with

vehicle i.p. for 90 min, The binding was carried out in the concentrations

of [*H}-imipramine ranging from 0.02 - 3 nM. The plots were obtained

from duplicate determinations and represented the specific binding of

[PH]-imipramine. The line of best fit was analysed by the LIGAND

computer program. The result provided aK, value of 1.77 (A), 0.86

(B), 1.90(C), 1.76 (D) M and B,,,, value of 1.96 (A), 1.52 (B), 1.66

(), 1.79 (D) pmol/mg protein,
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Figure 120A-D. Saturation curve and Scatchard analysis (in the inset) of PH]-imipramine

binding on frontal cortex membrane of rat numb_er 6-9, treated with

paracetamol 300 mg/kg i.p. for 90 min. The bihding was carried out

" in the concentrations of PH}-imipramine ranging from 002 -2 nM. The

plots were obtained  from duplicate determinations and represented the

specific binding of PH)-imipramine. The line of best fit was analysed by

the LIGAND computer program. The result provided a K, value of
2.05 (A), 1.81 (B), 2.46 (C), 0.98 (D) nM and B, value of 3.21 (A),

2.99 (B), 3.09 (C), 3.27 (D) pmol/mg protein.
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- Figure 121A-D. Saturation curve and Scatchard analysts ( in the inset) of [*H]-imipramine

binding on frontal cortex membrane of rat number 10 - 13, treated with

paracetamol 400 mg/kgi.p. for 90 min. The binding was carried out

in the concentrations of [*H]-imipramine, ranging from 0.02 -3 nM. The

plots were obtained from duplicate determinations and represented the

specific binding of [*H]-imipramine. The line of best fit was analysed by

the LIGAND computer program. The result provided a K, value of
1.79 (A), 1.51 (B), 2.51 (C), 1.48‘(D) nM and B,,, value of 3.45(A),
3.07 (B), 3.68 (C), 3.45 (D) pmol/mg protein.
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Figure 122A-D. Saturation curve and Scatchard analysis ( in the inset ) of [°H]-imipramine

binding on brain stem membrane of control rat number 1-4 , treated with |

vehicle 1.p. for 90 min. The binding was carried out in the concentrations

of [*H]-imipramine ranging from 0.02 - 2 nM. The plots were obtained

from duplicate determinations and represented the specific binding of

[*H]-imipramine. The line of best fit was analysed by the LIGAND

computer program. The result of this experiment was shown and provided

a Ky value of 2.3 (A), 0.7 (B), 1.6 (C), 0.95 (D)nM and B,,, value of
1.98 (A), 1.03 (B), 1.16 (C), 1.10 (D) pmol/mg protein.
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Figure 123A-D. Saturation curve and Scatchard analysis ( in the inset ) of [*H]-imipramine

binding on brain stem membrane of rat number 6-9, treated with

paracetamol 300 mg/kg i.p. for 90 min. The binding was carried out

in the concentrations of [PH]-imipramine, ranging from 0.02 - 2 nM, The

plots were obtained from duplicate determinations and represented the

specific binding of [*H]-imipramine. The line of best fit was analysed by

the LIGAND computer program. Theresult provided a K; value of

0.98 (A), 1.37 (B), 1.10(C), 1.03 (D) nM and B,,,, value of 0.96 (A),
1.34 (B), 1.09 (C), 1.11 (D) pmol/mg protein.
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. | Figure 124A-D. Saturation curve and Scatchard analysis ( in the inset ) of [PH]-imipramine

binding on brain stem membrane of rat number 10 - 13, treated with

paracetamol 400 mg/kg i.p. for 90 min. The binding was carried out

in the concentrations of [’H]-imipramihe ranging from 0,02 -2 nM. 'I'l;e
plots were obtained from duplicate determinations and represented the
specific binding of [*H})-imipramine. The line of best fit was analysed by
the LIGAND computer program. The result provided a K, value of
0.93 (A), 0.98 (B), 0.94 (C), 1.92 (D) nM and B,,, value of 1.11 (A), 1.13
(B)’. 0.92 (C), 1.21 (D) pmol/mg protein.
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