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Anticonvuisant activity

Table 1 Anticonvulsant activity of VPA {i.p.) in MES test

Dose

{mg/kg)

; Pretreated time ,

{min)

No. of animals
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Table 2 Anticonvulsant activity of VPM (i.p.) in MES test

Dose Pretreated time [ No. of animals
(mg/kg) {min) protection
75 15 X B 1
7 - 1
. 2
100 2
! : 5 3
= ,':'J_f. \ 3
125 15 By 3
60 [ 5
150 et 4
0 F Jaateie 5
60 LTINS 6
175 6
.
}ﬁso ﬂ 7
=
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Table 3 Anticonvulsant activity of VPA{i.p.) in PTZ test

60

Dose | Pretreated time No. of arimals
(mgrkg) (min) no protection protection
50 30 ™ 3
75 30 6 4
100 30 4 6
150 30 1 9
120 30 1 9
Toxicity

Table 4 Acute toxicity( lethality) of VPA and VPM within, 72 hours

substance Dose No. of animals
(mg/kg) dead survivai
VPA 500 1 7
600 2 6
700 4 4
800 6 2
900 7 1
VPM 500 2 6
600 4 4
700 S 3
800 6 2
900 7 1




Table 5 Neurotoxicity of VPA and VPM (i.p.) by Rotorod test

61

substance Dose No. of animals
mg/kg inable to maintain on rotating able to maintain on rotating rod
rod
VPA 200 2 6
300 4 4
400 5 3
500 (o 2
600 T 1
VPM 100 1 7
125 2 S}
150 3 5
175 5 3
200 ¥ 1
Table 6 Barbiturate sleeping times efVPM and VPA(L.p.)
Sleeping time{min)
Animal No. NSS PEG400 VPA100 VPA250 VPM 100 VPM200
0.1mi/25g" | 0.1mif25g mag/kg mg/kg mgrkg mg/kg
B.W. B.W. B.W. B.W.
1 45.14 55.35 107.27 132.52 233 771.45
2 45:51 54.41 93.4 118:6 338.5 757.34
3 4228 £4.2 98.5 132.5 219.5 734.23
4 57.11 55.31 92.55 149 278.3 650.23
51407 5312 911 115.3 279.05 ©46.42
(6] 4258 54.09 80.3 142 337.25 707.33
7 46.07 53.36 54 114.5 2213 705.42
8 4152 58.03 63.02 160.2 226.3 745.13
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Table 7 Hypnatic effect of VPM (i.p.)

Dose{mg/kg) No. of ani rr (min) | duration(min)
200 \ ’ 1) 25
225 e - 4.5(n= - 35
250 _—cy | & 55
275 '/ =2),2(n=2 >60
300 | | '/ B <0=4), >80
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Locomotor activity

Table 8 Horizontal counts of locaomotor activity of NSS (0. 1ml/25g B.W.)- treated mice

63

Times horizontal counts

/d | 1 2 3 4 5 S 7 8 9 10
Pre15 | 862 | 1058 | 1402 | 1001 | 85616454 a6 | 1144 | 371 | 1045
Pre30 | 485 | 738uffid | 601 |+455 | 426438 | 766 | 354 | 708 |
Pred5 | 339 | 488" 584+ 509 | 1308 | 372 | 299" 643 | 254 | 581
Po15 | 122 | a@2"| 48 N 4230 | \74, 0 44| 284u), 47 | 33 14
P30 | 72 | gef| 2824 51 3 0 51 85 0 0
Fod5 127 | 23z°] 53 0 0 0 24 | 66 0 11
po60 0 27 17 109, 0@ 180 | 58 427 | O 91
Po75 161 Q 0 99 0 38 0 2 0 0
PO90 138 | 414 & ol g 1 o | 11 |16 o
Po105 11 0 89 0 0 0 1 27 | 101 0
Po120 | 1 54 1 101°| 2851948 | 27 0 0 0
P0135 0 0 5 12 0 132 | 25 0 12 | 230
Po150 0 2 62 o | 108 | 1 1 0 0 52
Po165 0 6 0 0 65 0 0 328 | 27 0
Po180 33 | 61 0 Q 0 99 0 28 | 92 0

Pre=pretreatment

Po= post-treatment



Table 9 Horizontal counts of locomotor activity of PEG400 (0.1mi/kg B.W.) - treated mice

64

Times
No. mice

horizontal caunts

1 2 3 4 1 5 (¢} 4 8 9 10
Pre15 1045 | 1050010054912 [+643 |-921 . 604 | 1264 | 1074 | 977
Pre30 608 | 297 614 . 694 | 1111 | 358 | 3547 933 | 765 | 644
Pre45 468 | 680 | 383 4 514 | 192 173 | 423 | 609 | 681 543
Po15 0 1 36 80 18 152 9 | 0 1 1
Po30 0 0 94 2 0 12 26 0 0 1
Podb 0 8 28 7 0 "4 I 0 4 4
po60 0 g 34 60 6] 3 0 0 0 0
Po75 1 0 28 0 0 3 0 0 7 17
Po90 1 0 4 0 0 0 0 59 0 1
P010€; - 0 9 15 o8 0 4 0 0 0 5
Po120 0 12 2 g 134 5 0 0 21 57
Po135 0 0 0 37 12 8 0 32 8 0
Po150 0 0 0 48 0 0 0 58 0 0
Po165 0 0 0 0 0 1 0 0 5 12
Po180 0 4 1 0 0 0 0 63 19 20

Pre=pretreatiment

Po= post-treatment



Table 10 Horizontal counts of locomotor activity of VPA (100mg/kg B.W.) - treated mice

65

Times
No. mice

herizontallcounts

1 2 & T u i S 71 8 | 9 ] 10
Pre1s 1054 | 9901091 | 1031 | 4050 | 793 | 1233 | 1193 | 1144 | 862
Pre30 602 | 647 608 {788 | 920 | 572 | 738 | 881 | 891 | 684
Pred5 538 | 448"| 268 (/725 | 878 | 372 | 745 [ 810 | 757 | 539
Po15 o | o & 40 o Lo 13l | 5 | 0
P30 0 1 of Fjod L a%%0 |\ 0%l 30 | o G
P45 o |40 ol llo =0 40N B "Wo 0 0
060 5 | of| o oM 0 1 o | o 0 0
Po75 o | 14 #Ff of ppdcl-loshdp || 0 3 | 14 | 3
P090 o | 1T B bt adile r W7 22 | o 0
P0105 0 | 0 1 dflafaeid - 1 0 o | o | o 0
Po120 31 | 32 | o @ | 0 Oul 0 0 0 | 11
Po135 o Iyo | oo | o] 0o} o 0 | s4 | 1
Po150 a0 7 0o [0 [20 | 0 vag | 4 | o
Po165 o |To |3 1 8 I o | 0 2
Po180 12274 (o | 3|1 |a |3 ] o0 0 0

Pre=pretreatment

Po= post-treatment



Table 11 Horizontal counts of locomotor activity of VPA (250mg/kg B.W.) - treated mice

66

Times
No. mice

horizontal counts

12 34| s/ | 7] 8| 91 10
Pre15 958 | 1344 | 1020 | 1036 | 446 | @48 {1427 | 1119 | 706 | 1074
Preag 560 | 7820 852 | 798 {.869 | 692 | 1042 | 579 | 259 | 580
Preds 430 | 7690"550 | 754 | 119 | 387 | B38| 384 137 | 579
Po15 o | e o WAl Lo\ 3l o | o] o
P030 o | o L =0 o koo | 0o | 1
Po45 s | s 4f o £ 28N o | o] oo
PO60 o |40 Wol 17T [0 e o | o | o
Po75 o | Wl ol 2hlwee W 1| 8| 0
POS0 > | o ool o Y 0| o | 7| o
Po105 o | 10" @ b i oidho Lo o | o] o
Po120 o | o [Fodlsa - ol @ | 0o |8 | ol 1
Po135 o | o | oot @ | 0o @l 31| 0ol o o0
Po150 a5 M3 | o | 8 | o | 4 |/ ! 0o | o
PO165 1\Mo ool o0 3irda ]| 2o
P0180 o |70 "ol o o to!"'71T o9 | o] 1

Pre=pretreatment

Po= post-treatment



Table 12 Horizontat counts of locomator activity of VPM (100mg/kg B.W.) - treated mice

67

Time herizontal counts

No.mice| 1 | 2 | 3 (a4 | sildat 7 1 8 | o | 0
Pre15 1146 | 1015 | 897 | 1148 | 903 11554606 | 521 | 980 | 1149
Pre30 942 | 80664l | 603 | 762 | BI(4660-| 250 | 624 | 786
Preds 648 | 740™E77_ 1625 | 655 | 615 | 34| 196 | 505 | 663
P15 2 Q g 1 0 2 1 0 0 0
P30 0 ot #F LS =2 Ao 0 0 0 0
P45 G o 4 of IF P45 \s 0 a | 2] o
POBO 6 0 WFoflfoe ¢ 1 0 0 7 2
Po75 o | ol & 4 o 2 0 0~k o 0 7
P090 0 0 off 20 3 0 0 0 0 0
P0105 0 0l 0 hftaiee ) NI T 0 o | 14
P0120 6 | 27 |1 g -efq@l | o | 2 1 o 0
P0135 8 0 0 0| -0 0 0 1 2 0
PO150 2 o | 31 | 1 0 o | o 0 0 0
P0165 o {82 | 9 | 15 ] 0 0 0 0 0 0
P0180 0 2 o | o 3 0 0 0 1| 77

Pre=pretreatment

Po= post-treatment



Table 13 Horizontal counts of locomotor activity of VPM (200mg/kg B.W.) - treated mice

68

horizontal counts

1| 2 34 a | /e | 7| 8 | 9 | 10
Prel5 | 1048 | 983 | 932 | 884 | 11254 998 | 789 | 1079 | 800 | 716
Pre30 282 | 718 | 654 | 726 | 818 | 570 | 408 | 834 | 603 | 392
Preds 200 | 392m*563 390 | l433-| 383 1Maeen| sos | 621 | 283
Po15 1 4 3 (/F Lo\ O™ 1 o | o
PO30 1 afft" A0 Lo oo o | o | o
Po45 o | ol A4 /E T 09 0 | ol o | o 0
0060 o Wit WAl =7 L\ o | o0 | o
PoT5 o | of | g0l 1ofk @ | o [hoW o | o 0
P00 o | 2 g boadCledlldo N 9 | o | o 1
Po105 o | s®| 0 |- otk 11 T o | o 0
P0120 w6 | o Psifad] ob@ 70| 0] o] o
Po135 o | o | 2003 o] s | 0| o] o
Po150 >Mo |l 8l o 8 | 2] ol o] o
Po165 oo 7 o |9 5 0 | o | 2
Po180 o lm o f 1 lo ol 7To0o]| s | o

Pre=pretreatment

Po= post-treatment
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Effect of VPA and VPM on the release of cortical amino acid neurotransmitters

Table 14 Total amount of aspartale within 180 min after injection

Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 100.35 4.94 2.21
PEG400 5 73.97 20.5 9.17
VPA100 5 79.56 28.42 12.7
VPAZ50° g 5382 33158 15.02
VPM100° 5 5401 12,17 5.44
VPM200° 5 51.09 W3 5.06
Table 15 Total amount of glutamate within 180 min after injection
Group count The Mean | Standard Standard Error
deviation of the Mean
NSS 5 89.814 3.15 1.41
PEG400 5 73.19 10.98 4.91
VPA100® 5 61.3 27.2 12.16
VPA250"" 5 33,226 28.91 12.93
VPM100” 5 4964 30.02 13.42
YPiAZa0*® 5 247 8:99 4.02

®n< 0.05 denate statistically significant from NSS

t°p< 0.05 denote statislically significant from PEG400




Table 16 Total amount of glycine within 180 min after injection

70

Group count The Mean Standard | Standard Error
deviation of the Mean
NSS 5 99.51 4.06 1.81
PEG400 5 919 19.33 8.64
VPA100 5 70.26 28.2 12.61
VPA250 5 80.79 ' 32.37 14.47
vPM100™> 5 44123 15.95 7.13
VPM200 5 87.45 : 16.95 16.57
Table 17 Total amount of GABA within 180 min after injection
Group count The Mezn Standard Standard Error
deviation of the Mean
NSS 5 99.59 11.46 513
PEG400 — 8171 4.1 6.33
VPA100 5 71.08 32.53 14.54
VPA250 5 69.48 28.19 12.61
VPM100™ 5 61.04 12.87 55
VPMZ200 5 95.73 2544 11.37

< 005 denoterstalistically sigaifieant fram NSS
t’p< 0.05 denote statistically significant framPEG400
“p< 0.05 denote statistically significant from VPAZ50mg

°p<0.05 denole statistically significant from VPM200mg



Amount of aspartale at various times

Table 18 (20min after injection)

71

Group count The Mean Standard Standard Error |
deviation of the Mean
NSS 5 101 2 11.77 5.26
PEG400 5 65.23 22.98 10.27
VPA100 5 80.83 35.54 15.89
VPA250° 5 49.99 41.97 18.76
VPM100® 5 58.04 21.82 9.76
VPM200° 5 60.23 1767 7.9
Table 19 {(40min aftecinjection)
Group gount The Mean Standard Standard Error
deviation of the Mean
NSS 5 100.08 9.43 4.22
PEG400 5 68.42 37.51 16.77
VPA100 5 80.36 39.35 17.599
VPA250 5 52055 42.95 19.21
vPM100® 5 49.91 20.34 9.09
VPM200° 5 © 49.94 20.52 9.17
Table 20 (60min aftér injection)
Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 98419 14:39 6.44
PEG400 5 69.02 39.03 17.46
VPA100 5 68.14 26.89 1203
VRPA250° 5 44 03 252 11.27
vPM100° 5 50.05 21.45 9.59
VPM200 5 56.69 31.26 13.98

’p< 0.05 denote statistically significant from NSS
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Table 21 (80 min after injection)

Group count The Mean ‘Standard Standard Error
deviation of the Mean
NSS 5 97.62 10.67 4.7
PEG400 5 71.08 : 28.76 12.85
VPA100 5 78.95 43.36 19.39
VPA250° 5 39.26 3021 13.51
VPM100° 5 58 | 28.67 ' 12.82
VPM200° 5 45109 NN TR 8.59

Table 22 {100min aftepinjection)

Group count The Mean Standard Standard Error
deviation of the Mean
NSS 3] 100.05 12.29 55
PEG400 3 74.22 31.91 14.27
VPA100 5 86.8 38.14 17.06
VPA250 5 57.91 4205 |  18.81
VPM100 5 68.42 9.45 4.22
VPM200° 5 55.46 27.4 12.25

Table 23 (120min after injection)

Group count The Mean Standard Standard Error
deviation 1. of the Mean
NSS 5 10163 6.13 2.74
PEG400 5 83.78 31.38 14.04
VPA100 5 d1.38 807 13073
VPA250° 5 55.89 39.47 LATes
VPM100 5 54.84 14.47 6.47
VPM200° 5 43.75 30.2 13.5

’p< 0.05 denote statisticalty significant from NSS



Table 24 (140min after injection)
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Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 101.37 2.71 1.21
PEG400 5 83.47 27.59 12.34
VPA100 5 ePD 23.31 10.42
VPA250° 5 60.6 37.87 16.94
VPM100™> 5 4187 8.11 3.63
VPM200™"° 5 32.7 1758 7.86
Table 25 (160min afterinjection)
Group gount The Mean Standard Standard Error
deviation of the Mean
NSS 5 107.36 3.04 1.36
PEG400 3] 14.79 27.49 12.29
VPA100 5 84.08 32.52 14.54
VPA250° 5 60.05 36.83 18.47
VPM100™° 5 49.14 11.45 5.12
VPM2000™* 5 45.34 12.65 5.66
Table 26 (180min after injection)
Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 101.70 12.94 5.79
PEG400 5 75. 74 2171 12.42
VvPA100 5 79.34 23.56 10.34
vPA250° 5 59.55 36.04 16.11
VPM 100 5 59.32 29.21 13.06
VPM200 5 69.74 1808 8.09

ap< 0.05 denote statisticaily significant from NSS

n< 0.05 denote statistically significant from PEG400

“p< 0.05 denote statistically significant from VPA100mg



Amount of glutamate al various times

Table 27 (20min after injection)
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Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 101186 21.19 9.48
PEG400° 5 5961 32.74 14.64
VPA100° 5 55.46 31.86 14.25
VPA250° 5 4127 39.23 17.54
VPM100° 5 40,53 3161 14.14
vPM200° 5 4543 2476 11.07
Tahle 28 (40min after injection)
Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 100.76 3.54 15
PEG400° 5 65.01 30.54 13.66
VPA100° 5 50.4 24.66 11.03
VPA250° 5 35.8 32.58 14.57
VPM100° 5 44.89 30.51 13.65
VPM200° 5 55.53 14.47 6.47
Table 29 (60min alter injection)
Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 96,73 5.72 2.55
PEG400° 5 63.4 19.01 8.5
VPA100® 5 54.19 26.26 11.74
VPAZEC” 5 32.58 29.99 1341
YPM100° 5 36.97 29.93 13.39
VPM200° 5 44 31 25.26 11.29

’p< 0.05 denote statistically significant from NSS



Table 30 (80min after injection)
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Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 98.47 5.22 2.33
PEG400 5 7471 8.8 3.94
VPA100® 5 52.39 22.56 10.09
VPA250*" 5 28.04 25.07 11.3
VPM100™" 5 36.28 27.06 12.10
VPM200"" 5 3739 16.12 7.21
Table 31 (100min aftewinjecticn)
Group gount The-Mean Standard Standard Error
deviation of the Mean
NSS 5 101.98 16.01 4.47
PEG400° 5 70.29 6.04 2.7
VPA100° 5 6271 26,63 11.91
VPA250™° 5 35.92 32.99 14.75
vPM100°® 5 4837 32.98 14.75
vPM200° 5 4726 10.42 466
Table 32 {120min after injection)
Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 98.58 6.76 3.02
PEG400Q 5 86.01 18.11 8.10
VPA100S 5 63.09 28.93 12.93
VPA250°° 5 31.07 26.53 11.86
VPiv100° 5 €6.51 31.45 1407 o
VPM200°° 5 3831 13.09 5.86

“p< 0.05 denote statistically significant from NSS

o< 0.05 denote statistically significant from PEG400




Table 33 (140min after injection)

%

Group count The Mean Standard Standard &rror
deviation of the Mean
NSS 5 06.81 5 2.24
PEG400 5 81.46 18.09 8.09
VPA100 5 66.99 36.88 16.49
VPA250™" 5 32.04 31.88 14.26
VPM100 5 62:07 39.41 17.62
VPM200>° e 34.75 14.29 6.39
Table 34 (160min afierinjection)
Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 100.15 6.48 2.89
PEG4CO 5 e 21.95 9.81
VPA100 g 7514 36.15 16.16
VPA250™"° 5 26.88 23.99 10.73
VPM100° 5 59.72 34.63 15.48
VPM200° 5 39.23 27.1 12.12
Table 35 (180min afler injection)
Group count The Mean Standard Standard Error
devialion of the Mean
NSS 5 100.25 16.43 7.35
PEG400 5 83.09 12.88 5.76
VPA100 5 71.31 43.47 19.44
VPA250™ 5 33.42 31.26 13.98
VPM100 5 62.43 38.04 17.01
VPM200™° 5 37.31 30.63 13:7

’n< 0.05 denote stalistically significant from NSS

®5< 0.05 denote statistically significant from PEG400

“p< 0.05 denote statistically significant from VPA100mg



Table 36 (20min after injection)

Amount of glycine at various time

[

Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 100.49 4.64 2.07
PEG400 5 86.62 23.91 10.69
VPAT00 5 75.25 35.65 15.89
VPAZ250 ) 93.85 36.08 16.14
VPM100™° 5 47.06 22.28 9.96
VPM200 > 7887 2951 13.29
Table 37 (40min after injeelion)
Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 95.14 4.84 2.15
PEG400 5 98.48 4272 19.11
VPA100 5 69.74 25.272- 11.28
VPAZ250 5 B7.97 30.94 13.84
VPM100%%° 5 42.23 1371 6.13
VPM200 5 86.53 35.29 15.78

’p< 0.05 denote stalistically significant from NSS

b;:)< 0.05 dengcte statisticaily-significant from PEG400
®0< 0.05 denate statistically significant from VPA250mg

‘o< 0.05 denete statistically significant from VPM200mg



Table 38 (60min after injection)
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Group count The Mean Slandard Standard Error
| deviation of the Mean
NSS 5 9923 13.96 6.2
PEGA400 5 78.64 32.79 14.66
VPA100 5 67.61 34.48 15.42
VPAZ250 = 84.82 33.83 15.12
VPM100™ % 5 47.31 27.11 12.13
VPMZ200 o 82184 31.43 14.0
Table 39 (80min after injection)
Group count The Mean Standard Standard Error
deviation of the Mean
NSS o 100 5.89 26
PEG400 ) 8632 20.85 12.01
VFTA1_00 o 5 67.08 22.36 10
VPAZ50 5 7.2 26.47 11.84
vPM100™ 5 46.76 24,6 11.0
VPMZ200 5 72.62 41.27 18.45

°p< 0.05 denote statistically significant from NSS

bp< 0.05 denote statistically-significant from PEGA400
“p< 0.05 denate statisticallysignificant from VPAZ250mg

dp< (.05 denote statistically significant from VPM200mg



Tabie 40 (100min after injection)

79

Group count | The Mean Standérd I Standard Error
deviation of the Mean

NSS 5 96.77 8.86 3.96
PEG400 = 96.57 31.23 13.96
VPA100 5 77.06 Joukg 14863
VPA250 | S 86197 39.84 17.82
VPM100° 5 49 33.03 14.77
VIFM200 5 93.63 43.15 19.29

Table 41 (120min afterinjeclion)

Group count The Mean Standard Standard Error
deviation of the Mean

NSS 5 100.52 8.6 3.88
PEG400 5 99.39 30.63 13.7
VPA100 5 64.07 28.51 12.75
VPA250 5 80.06 357 15.96
VPM100™%%¢ 5 42.15 8.43 3.77
VPM200 5 94.36 30.59 13.68

®n< 0.05 dencte.statistically-significant from NSS
bp< 0.05 denote statisticallysignificant from PEG400
‘p< 0.05 denote statistically significant from VPA250mg

°p< 0.05 dénoté ctatislically significant fram VEM200mg



Table 42 (140min after injection)

B0

Group count The Mean Standard Standard Error
deviation of the Mean

NSS 5 98.95 13.84 6.19
PEG400 2 94.23 16.31 7.29
VPA100 5 66.63 42.39 18.86
VPA250 ] 78.74 43.04 19.24

vPM 100" 5 36.1 7.82 2

VPM200 5 90.4 43.23 19.33

Table 43 (160min after injection)

Group count The Mean Standard Standard Error
deviation of the Mean
NSS S 100.02 9.59 4.29
PEG400 5 92.48 22.92 10.25
VPA100 5 693.92 41.03 18.35
VPA250 5 69.95 >9.99 17.87
VPM100™"¢ 5 40.67 17.72 7.9
VPM200 5 94.05 42.47 18.99

“p< 0.05 denote statistically significant from NSS

bp< Q105 dénote statistically sighificant from REG400

“ps 0.05 denote stalistically significant from VPA250mg

d o
< 0.05 denocte statistically significant from VPM200mg



Table 44 (180min after injection)
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Group count The Mean Standard Standard Error
deviation of the Mean

NSS 5 102.42 20.02 8.95
PEG400 B 92.36 12.43 5.55
VPA100 5 74.93 42,47 18.99
VPA250 5 70.92 41.42 18.52
VPM100® 5 46.75 33.2 14.85
VYPM200 5 91.85 46.96 21

< 0.05 denote statisiicallysignificant from NSS

Table 45 (20min after injection)

Amount of GABA at various times

Group count The Mean Standard Standard Error
deviation of the Mean

NSS 5 101.7% 20.60 9.21
PEG400 5 80.21 24 .48 10.95
VPA100 5 71.63 36.93 16.53
VIPAZ50 5 100.40 40.78 18:24
VPM100 5 68.22 32.80 14.67
VPM200 5 91.09 13.86 6.20




Table 46 (40min after injection)
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Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 08.59 10.52 4.71
PEG400 5 87.26 3362 15.04
VPA100 5 83.66 52.08 23.25
VPAZ50 5 54.22 46.75 20.90
VPM100 5 60.32 19.05 8.52
VPM20G 5 11]1.92 34.35 15.36
Table 47 (60min afterinjection)
Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 98.59 22.54 10.08
PEG400 ) 8291 20.69 9.25
YPA100 5 ol 64.79 28.98
VPA250 5 90.57 46.42 31.83
VPM100 5 58.68 15.76 7.05
VPM200 5 93.80 26169 11.94
Table 48 (80min after injection)
Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 101.66 4.40 1.97
PEG400 5 81.63 41.36 18.50
VPAT00 5 83.49 4158 18159
VPA250 5 74.71 31.83 1424
VPM100 5 61.02 14.84 6.64
VPMZ200 5 79.42 29.03 12.98




Table 49 (100min after injection)
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Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 96.94 5.74 2.56
PEG400 5 69.85 11.63 5.20
VPA100 5 o411 50.19 2245
VPAZ250 5 81.69 42.56 18.04
VPM100 5 67.09 16.26 7.27
VPM200 5 91.43 18.80 8.41
Table 50 (120min afterinjection)
Group gount The-Mean Standard Standard Error
deviation of the Mean
NSS 5 99.69 8.03 3.69
PEG400 5 8367 16.84 7.53
VPA100 5 68.37 38.47 17.21
VPA250 5 - 90.78 70.122 31.36
VPM100 5 53478 23.63 10.57
VPM200 5 107.19 30:20 13.51
Table 51 (140min alier injection)
Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 101.43 19.01 8.50
PEG400 5 B2.99 20.24 a.08
VPAT00 S} 566.73 66.81 29.88
VPAZE0 5 96.72 71.98 32419
VPM100 5 50.74 9.85 4.40
VPM200 5 95.58 46.97 21.00




Table 52 (160min after injection)
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Group count The Mean Standard Standard Error
deviation of the Mean
NSS 5 100.85 19.24 8.60
PEG400 5 79.41 11.50 5.14
VPA100 5 6425 55.73 24.92
VPAZ250 5 77.98 50.15 53.89
VPM100 5 61.59 21.45 9.69
VPM200 9 93.04 o 13.29
Table 53 (180min afterinjection)
Group gount The Mean Standard Standard Error
deviation of the Mean
NSS 5 97.37 18.54 8.29
PEG400 5 87.12 23.59 10.55
VPA100 5 70.186 35.60 15.92
VPA250 5 79.34 53.89 24.10
VPM100 5 5418 26.46 11.83
VPM200 5 98.07 27.16 12.15
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