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(A) F, axis (8,,0.6-1.2 ppm), F, axis (8. 15-95 ppm)
(B) F, axis (8, 0.6-1.2 ppm), F, axis (8, 15-95 ppm)
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Figure 57 The 300 MHz HMBC spectrum (”JHC = 8 Hz) of kabiramide D in CDCl,.
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Figure 68 The 300 MHz HMBC spectrum ("JHc = 8 Hz) of kabiramide F in DMSO-d,.



8-CHy/27-CH,

5 40 35 30U IS5 22U 15 1.0 ppm
1 L L. 1 I 1 1 | | ppm
| I bovr | ! |
1 I | | | | [

e it S I i I - 30
j [ I I ! I 133-‘3“3(‘7'33
I I f I i ! ! !
————————————————————— ~ 40
| ! | I | ! ! l
I | I I ! ! 31}CHy/C-31 ¢
————————————————————— - 50
| I [ I | i | l
a i 1o { i I |
R D i i e S gl il oWt
1 | l | . i | =
—r"";*‘;—“r““—'-“’r"sﬂcﬂslicm‘m
! 9-OéH3IC 9_I>,I P),2¢s-ocwc -261 I LS "
- — o L A AN S
‘ ‘ 21CH] ,C-26°% '
e 32-0CH31C-32‘ 33LCHy/C-32— §| )
T T T T A" S A RRERA T hkNSE 90
H | i { I 31-CH,/C-32
i R el e B e = I S 11 4
| | | i i | ‘33—0“_3)‘0-34
i Bl Rl ol Bl e R LAt SR B 11
1 ! j I | i | X
‘)U 88 86 84 82 hl) ppm
pplll
THl‘I.ICﬂ' :
S ity gt A e
”-14&-1) "
R R R WL T 2 v S G
i 1 i
:«-Tucl"il‘ :' ‘: - tltmi:?l T 150
| ”I | | H ' ! \
= ot gt Bl il ol o L
nN-"ICK-" : ; ;
1 A | 1 1 1
Figure 69

=

e

[ H‘TT

135

The 300 MHz HMBC spectrum (expanded) of kabiramide F in DMSO-d,.

(A) F, axis (8, 0.5-4.2 ppm), F, axis (0 20-115 ppm)

(B) F, axis (3,, 7.8-9.2 ppm), F, axis (8 120-170 ppm)



136

Petchprayoon 2998 + ER

27 (0.496) AM (Cen,4, 80.00, Ar,5000.0,0.00,1.00); Cm (18:78) TOF MS ES+
0148;14_14 (0.498) AM ( m (187 SES:
[C4gH70NgO 43 + Na]*
%
734.4672
[ 756.4510
) 990.4895
i
Lof
i
‘ 4
T B 630“- 091.5214
304.2812 381.3266503 2361 “.,5&4531 ) ; 1427 0457
ol . o . , i : _1098.58131238.8789 g
200 400 600 800 1000 1200 1400
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Figure 71 The UV spectrum of 7-azidokabiramide C in MeOH.
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Figure 82 The IR spectrum of 7-[4—N—(9H-fluoren—9—y|—methoxycarbonyl)aminomethyl—

1,2,3-triazol-1-yl]kabiramide C (CHCI,).
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Figure 83 The 300 MHz 'H NMR spectrum of 7—[4—N—(9H—ﬂuoren-9—yl—methoxycarbonyl)aminomethyl-1 :2,3-triazol-1-yl]kabiramide C in CDCl,.
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Figure 84 The 75 MHz “C NMR spectrum of 7-[4-N-(9H-fluoren-9-yl-methoxycarbonyl)aminomethyl-1,2,3-triazol-1-yl]Jkabiramide C in CDCl,.
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Figure 86 The ESI-TOF mass spectrum of 7-(4-aminomethyl-1H-1,2,3-triazol-1-yl)
kabiramide C.
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Figure 86 The UV spectrum of 7-(4-aminomethyl-1H-1,2,3-triazol-1-yl)kabiramide C in

MeOH.
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Figure 87 The IR spectrum of 7-4-aminomethyl-1H-1,2 3-triazol-1-yl)kabiramide C

(CHCL,).
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Figure 90 The ESI-TOF mass spectrum of TMR-KabC.
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Figure 91  The UV spectrum of TMR-KabC in MeOH.
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Figure 92 The ESI-TOF mass spectrum of RG-KabC.
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Figure 93 The UV spectrum of RG-KabC in MeOH.
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Figure 95  The UV spectrum of IC5-KabC in MeOH.
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Figure 97 The UV spectrum of DAP-KabC in MeOH.
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Figure 98 The ESI-TOF mass spectrum of FDE-KabC.
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Figure 99 The UV spectrum of FDE-KabC in MeOH.
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Figure 100 Spectroscopic and actin-binding property of kabiramide C [23].
(A) Stoichiometric binding of prodan-G-actin in G-buffer with 23 at final concentration:
(a) 0 uM, (b) 0.33 pM, (¢) 0.66 uM, (d) 0.99 UM, (e), 1.32 uM, (f) 1.64 uM, (g) 1.96 uM.

(B) Plot of the integrated intensity in (A) against concentration of 23.
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Figure 101 Spectroscopic and actin-binding property of kabiramide D [24].
(A) Stoichiometric binding of prodan-G-actin in G-buffer with 24 at final concentration:
(@) 0 uM, (b) 0.17 pM, (c) 0.33 uM, (d) 0.50 HM, (e) 0.66 pM, (f) 0.83 uM, (g) 0.99 pM,
(h) 1.15 pM, (i) 1.32 pM, (j) 1.48 pM, (k), 1.64 uM, (1) 1.80 M, (m) and 1.96 uM.

(B) Plot of the integrated intensity in (A) against concentration of 24.
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Figure 102 Spectroscopic and actin-binding property of kabiramide F [55].
(A) Stoichiometric binding of prodan-G-actin in G-buffer with 55 at final concentration:
(@) 0 uM, (b) 0.17 pM, () 0.33 uM, (d) 0.50 UM, (e) 0.66 uM, (f) 0.83 uM, (g) 0.99 uM,
(h) 1.15 UM, (i) 1.32 uM, () 1.48 pM, (k) 1.64 uM.

(B) Plot of the integrated intensity in (A) against concentration of 55,
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Figure 103 Spectroscopic and actin-binding property of 7-azidokabiramide C [56].
(A) Stoichiometric binding of prodan-G-actin in G-buffer with 56 at final concentration:
() O uM, (b) 0.17 M, (c) 0.33 UM, (d) 0.50 uM, (e), 0.66 uM, (f) 0.83 M, (g) 0.99 UM,
(h) 1.15 uM, (i) 1.32 uM, (j) 1.48 pM (k) 1.64 UM, (1) 1.80 uM, (m) and 1.96 pM.

(B) Plot of the integrated intensity in (A) against concentration of 56.
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Figure 104 Spectroscopic and actin-binding property of 7-[4-N-(9H-fluoren-9-yl-
methoxycarbonyl)aminomethyl-1,2,3-triazol-1-yl]kabiramide C [57].
(A) Stoichiometric binding of prodan-G-actin in G-buffer with 57 at final concentration:
(@) 0 pM, (b) 0.17 pM, (c) 0.33 uM, (d) 0.50 uM, (e), 0.66 HM, (f) 0.83 uM, (g) 0.99 uM,
(h) 1.15 uM, (i) 1.32 uM, (j) 1.48 uM (k) 1.64 MM, (1) 1.80 uM, (m) and 1.96 pM.

(B) Plot of the integrated intensity in (A) against concentration of 57.
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Figure 105 Spectroscopic and actin-binding property of 7-(4-aminomethyl-1H-1,2,3-
triazol-1-yl)kabiramide C [58].
(A) Stoichiometric binding of prodan-G-actin in G-buffer with 58 at final concentration:
(@) 0 uM, (b) 0.17 pM, (c) 0.33 uM, (d) 0.50 UM, (e), 0.66 uM, (f) 0.83 uM, (g) 0.99 UM,
(h) 1.15 uM, (i) 1.32 pM, (j) 1.48 pM (k) 1.64 UM, (1) 1.80 uM, (m) and 1.96 M.

(B) Plot of the integrated intensity in (A) against concentration of 58.
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Figure 106 Spectroscopic and actin-binding properties of TMR-KabC [59].

(A) Fluorescence emission spectra of 1 UM TMR-KabC in G-buffer as a function of
unlabeled G-actin concentrations: (a) 0 nM; (b) 144 nM; (c) 286 nM: (d) 423 nM: (e)
564 nM; (f) 700 nM; (g) 835 nM:; (h) 968 nM:; (i) 1099 nM: (j) 1228 nM; and (k) 1356 nM.
(B) Fluorescence anisotropy values of 1 KM TMR-KabC in G-buffer as a function of
unlabeled G-actin concentrations.

(C) Fluorescence emission spectra of 1 WM prodan-G-actin in G-buffer as a function of
TMR-KabC concentrations: (a) 0 nM; (b) 182 nM: (c) 364 nM; (d) 545 nM; (e) 725 nM:
(f) 905 nM; (g) 1084 nM; (h) 1263 nM: (i) 1441 nM: (j) 1618 nM; (k) 1800 nM: (1) 1971
nM; and (m) 2147 nM.

(D) Fluorescence intensity ratio of prodan-G-actin (485 nm, 1 pM) to TMR-KabC (581
nm) as a function of TMR-KabC concentrations. The binding of TMR-KabC was
monitored using the fluorescence intensity decrease in prodan resulting from KabC
mediated quenching of prodan fluorescence, and the donor quenching and TMR

sensitized emission due to FRET.
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Figure 107 Spectroscopic and actin-binding properties of RG-KabC [60].

(A) Fluorescence emission spectra of 200 nM RG-KabC in G-buffer as a function of
unlabeled G-actin concentrations: (a) 0 nM; (b) 72 nM; (c) 144 nM: (d) 215 nM; (e) 286
nM; (f) 356 nM.

(B) Fluorescence anisotropy values of 1 UM RG-KabC in G-buffer as a function of
unlabeled G-actin concentrations.

(C) Fluorescence emission spectra of 1 MM prodan-G-actin in G-buffer as a function of
RG-KabC concentrations: (a) 0 nM; (b) 109 nM; (c) 218 nM; (d) 327 nM; (e) 435 nM; (f)
543 nM; (g) 651 nM; (h) 758 nM; (i) 865 nM:; (j) 971 nM; and (k) 1071 nM.

(D) Fluorescence intensity ratio of prodan-G-actin (485 nm, 1 uM) to RG-KabC (527
nm) as a function of RG-KabC concentrations. The binding of RG-KabC was
monitored using the fluorescence intensity decrease in prodan resulting from KabC
mediated quenching of prodan fluorescence, and the donor quenching and RG

sensitized emission due to FRET.
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Figure 108 Stern-Volmer plot of iodide quenching behaviors of TMR-KabC, RG-KabC
and G-actin complexes in G-buffer as a function of potassium iodide
concentrations: (a) TMR-KabC; (b) RG-KabC; (c) TMR-KabC-G-actin

complex; and (d) RG-KabC-G-actin complex.
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Spectroscopic and actin-binding properties of IC5-KabC [61].

(A) Fluorescence emission spectra of 200 nM IC5-KabC in G-buffer as a function of unlabeled G-actin
concentrations.

(B) Fluorescence intensity of IC5-KabC binding to G-actin. The binding of 1C5-KabC was monitored
using the increase in the integrated emission intensity of IC5-KabC (200 nM, in G-buffer) on binding
to actin as a function of G-actin concentrations.

(C) Fluorescence anisotropy values of 1 pM IC5-KabC in G-buffer as a function of unlabeled G-actin
concentrations.

(D) Fluorescence emission spectra of 1 uM prodan-G-actin in G-buffer as a function of IC5-KabC
concentrations: (a) 0 nM; (b) 80 nM; (c) 160 nM; (d) 239 nM; (e) 318 nM; (f), 397 nM: (g) 475 nM; (h)
554 nM; (i) 632 nM; (j) 709 nM; (k) 787 nM; (1) 864 nM; (m) 941 nM; (n), 1018 nM; (0) 1095 nM: (p)
1171 nM; (q) 1247 nM; (r) 1323 nM; (s) 1398 nM; and (t) 1473 nM.

(E) Fluorescence intensity of 1 pM prodan-G-actin at 485 nm as a function of IC5-KabC
concentrations.  The binding of IC5-KabC is detected mainly from the decrease in prodan
fluorescence resulting from KabC mediated quenching of prodan fluorescence and donor quenching

due to FRET to ICS5.
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Figure 110 Spectroscopic and actin binding property of DAP-KabC [61]:
(A) Fluorescence emission spectra of 1 KM DAP-KabC in G-buffer as a function of
unlabeled G-actin concentrations: (a) 0 nM; (b) 144 nM; (c) 286 nM: (d) 423 nM; (e)
564 nM; (f) 700 nM; (g) 835 nM:; (h) 968 nM:; (i) 1099 nM: (j) 1228 nM; and (k) 1356 nM:;
(I) 1483 nM; (m) 1607 nM; (n), 1731 nM: (0) 1852 nM: (p) 1973 nM:; (g) 2092 nM:.
(B) Fluorescence intensity of DAP-KabC binding to G-actin. The binding of DAP-KabC
was monitored using the decrease in the integrated emission intensity of DAP-KabC on

binding to actin as a function of G-actin concentrations.
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Figure 111 Spectroscopic and actin binding property of FDE-KabC [62]:

(A) Fluorescence emission spectra of 1 KM prodan-G-actin in G-buffer as a function of
FDE-KabC concentrations: (a) 0 nM; (b) 1166 nM; (c) 332 nM; (d) 498 nM: (e) 662 nM;
(f) 826 nM; (g) 990 NM; (h) 1153 nM:; (i) 1316 nM: () 1478 nM; (k) 1639 nM:; (1) 1800 nM:
and (m) 1961 nM.

(B) Fluorescence intensity ratio of prodan-G-actin (485 nm, 1 uM) to FDE-KabC (520
nm) as a function of FDE-KabC concentrations. The binding of FDE-KabC is monitored
using the fluorescence intensity decrease in prodan resulting from KabC mediated
quenching of prodan fluorescence, and the donor quenching and FDE sensitized

emission due to FRET.
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