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Fig. 1.2 IR spectrum of compound II in KBr disc.
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Fig. I.8 IR spectrum of compound VIII in KBr disc.
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Fig. I.15 IH spectrum of compound II in CDCl3+DMSO .
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Fig. I.31 13C spectrum of compound V in CDCl3
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Fig. 1.34 13C spectrum of compound VIII in CDCl3 .
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Fig. I.35 13C spectrum of compound IX in CDClj..

i



1L/ R i 19 i 15
P /FiGHa-0-G-NH-(H-C-NH-CH-

0
il
C

~NH- ?H-—

14

8

%“NH"SHQ"SHQ* (&H,) 7"8'52*%}{2”&1‘{3

180 160

140

1

100 80 60

CHEMICAL SHIFT (ppm)

16!
il HEOCH HC/Q(E;H NG
11
35 58 My e T
1 2
3

‘ OH

r—r—(rr&&;”;r l:rIHT.HTIﬁ—IIr‘r—rTl‘lTITI_IHHvll l!lllllllI_HIIHFIIITTIIIIIIlPllT1JrllIlllllll]l,IIIHIIIIIIIIH

0

Fig. 1.36 13C spectrum of compound X in DMSO
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Fig. I.37 13C spectrum of compound XI in CDC13+DMSO .
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Fig. 1.38 13C spectrum of compound XII in CDC13+DMSO .
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Fig. I.39 13C spectrum of compound XIII in CDC13+DMSO .
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Fig. 1.40 HPLC chromatogram of compound I in
CH30H:CH3C1l = 1:19

—
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Fig. 1.41 HPLC chromatogram of compound II in
CH3O0H:CH3C1 = 1:19

Fig. 1.42 HPLC chromatogram of compound III in
CH3O0H:CH3C1 = 1:18
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Fig. 1.43 HPLC chromat\ogram of compound IV in
CH30H:CH3C1 = 1:19
Fig. 1.44 HPLC chromatogram of compound V in
CH30H:CH3C1 = 1:19
Fig. 1.45 HPLC chromatogram of compound VI in

CH3OH:CH3C1 = 1:19
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Fig. 1.46 HPLC chromatogram of compound VII in
CH30H:CH3C1 = 1:19

Fig. 1.47 HPLC chromatogram of compound VIII in
CH30H:CH3C1 = 1:19
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f

Fig. 1.48 HPLC chromatogram of compound IX
CH30H:CH3C1 = 1:19

in
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Fig. 1.49 HPLC chromatogram of compound X in
CH3OH:CH3C1 = 1:19

Fig. 1.50 HPLC chromatogram of compound XI in
CH30H:CH3C1 = 1:19

Fig. I1.51 HPLC chromatogram of compound XII in
CH30H:CH3C1 = 1:19
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Fig. I1.52 HPLC

chromatogram of compound XIII in

CH30H:CH3C1 = 1:19

HPLC
DETECTOR
COLUMN
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TEMPERATURE
RANGE
SENSITIVITY
CHART SPEED

FLOW RATE
INJETION VOLUMN

MOBILE PHASE

. GILSON MODEL 802 C MANOMETRIC MODULE
UV DETECTOR at wavelength 254 nm
: /SILICA GEL

51 bar

. ambient temperature
~g.3 ¥
0.1

5 mm/min

: 0.8 mL/min
© 20 gL

. CH30H:CH5Cl = 1:19
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Fig. II.1 The effect of trypsin concentration on the initial

velocities at fixed concentration of BAPNA (2 mM 25 uL)
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Fig. I1.2 The effect of trypsin concentration on the initial

velocities at fixed concentration of BAPNA (2 mM 50 fL)
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Fig. IT.3 The effect of trypsin concentration on the initial

velocities at fixed concentration of BAPNA (2 mM 75 kL)
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Fig. 11.4 The effect of trypsin concentration on the initial

velocities at fixed concentration of BAPNA (2 mM 100 L)
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Fig. II1.5 The effect of trypsin concentration on the initial

velocities at fixed concentration of BAPNA (2 mM 125 pL)




161

14
& 13
ord
8
5 12
@ A1
> 10
Fe)
5 .09
(o]
? 084
B
~ 07
A
ho BT
B
05
20

40

&0

80 100 120 140 160 180 200 220
amount of trypsin (L)

Fig. IT1.6 The effect of trypsin concentration on the initial

velocities at fixed concentration of BAPNA (2 mM 150 L)
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Fig. II.7 The effect of trypsin concentration on the initial

velocities at fixed concentration of BAPNA (2 mM 200 kL)
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Fig. II.8 The effect of chymotrypsin concentration on the

initial velocities at fixed concentration of Suc-Ala-~Ala-Pro-
Phe-/NA (2 mM 25 UL)
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Fig. 1I.9 The effect of chymotrypsin concentration on the

initial velocities at fixed concentration of Suc-Ala-Ala-Pro-
Phe-MNA (2 mM 50 ML)
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Fig. I1.10 The effeét of chymotrypsin concentration on the

initial velocities at fixed concentration of Suc-Ala-Ala-Pro-
Phe-NA (2 mM 75 RL)
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Fig. II.11 The effect of chymotrypsin concentration on the

initial velocities at fixed concentration of Suc~Ala-Ala-Pro-
Phe-MNA (2 mM 100 UL)
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The effect of chymotrypsin concentration on the
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Fig. II.16 . The effect of BAPNA concentration on the initial
velocities at fixed concentration of trypsin (2 mM 75 {L)
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Fig. I1.18 The effect of BAPNA concentration on the initial
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velocities at fixed concentration of trypsin (2 mM 150 pL)
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Fig. I1.20 The effect of BAPNA concentration on the initial
velocities at fixed concentration of trypsin (2 mM 200 fL)
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