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The synthesis of PFK15

The spectra and detailed spectral characteristics (1D-, 2D-NMR: NOESY, HSQC, HMBC, IR and MS)
for PFK15 (6) are on Figures S1-S7 and below.
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'H-NMR (600 MHz, DMSO-d,): J 8.83 (d, 2H, J(A,,A3) = 5.2 Hz, 2 x H-CA(2)), 8.47 (d, 1H,
J(Bs,B,) = 8.5 Hz, H-Cy(4)), 8.20 (d, 1H, JCH=CH) = 16.1 Hz, -CH=CH-C=0), 8.18 (d, 1H,
J(Bs,B,) = 8.5 Hz, H-C5(3)), 8.07 (dd, 1H, J(B,,B,) = 8.3 Hz, J(B,,By) = 1.1 Hz, H-Cyx(8)),
8.00 (dd, 1H, J(Bs,B,) = 8.1 Hz, J(Bs,B,) = 1.3 Hz, H-Cx(5)), 7.97 (d, 2H, J(A,,A;) = 5.2 Hz,
2 x H-C,(3)), 7.85 (d, 1H, J(CH=CH) = 16.1 Hz, -CH=CH-C=0), 7.80 (ddd, 1H, J(B,,B,) =
8.3 Hz, J(B,B,) = 7.00 Hz, J(Bs,B,) = 1.3 Hz, H-Cx(7)), 7.64 (ddd, 1H, J(Bs,B,) = 8.1 Hz,
J(Be,B,) = 7.00 Hz, J(B,,By) = 1.1 Hz, H-Cx(6)).
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Figure S1: "H-NMR (600 MHz, DMSO-d;) spectrum of compound 6 (PFK15).
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BC-NMR (150 MHz, DMSO-d,): 6 190.3 (-C=0), 153.7 Cs(2), 151.3 (2 x CA(2)), 148.1
Cy(9), 1454 (-CH=CH-C=0), 143.7 C,(4), 137.6 Cy(4), 130.8 Cy(7), 129.7 Cyx(8), 128.4
Cp(10), 128.4 Cy(5), 128.1 Cx(6), 126.7 (-CH=CH-C=0), 122.1 (2 x Cx(3)), 121.6 Cx(3).
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Figure S2: "C-NMR (150 MHz, DMSO-d,) spectrum of compound 6 (PFK15).
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Figure S3: NOESY spectrum of 6 (PFK15).
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Figure S4: HSQC spectrum of 6 (PFK15).
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Figure S5: HMBC spectrum of 6 (PFK15).

FT IR (solid sample, cm™): 3051 (m), 2111 (w), 2054 (w), 1930 (w), 1858 (w), 1661 (m),
1589 (s), 1551 (m), 1502 (m), 1433 (w), 1408 (m), 1377 (w), 1351 (m), 1306 (m), 1286 (m),
1255 (m), 1209 (s), 1149 (m), 1117 (m), 1060 (w), 1034 (s), 980 (s), 951 (m), 897 (m), 872
(m), 842 (m), 820 (s), 877 (s), 770 (s), 738 (s), 698 (s), 655 (s), 554 (m), 524 (m), 495 (m),
477 (m), 448 (m), 428 (m).
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Figure S6: IR (solid sample, cm™) spectrum of 6 (PFK15).
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Figure S7: MS (ESI, positive mode) spectrum of 6 (PFK15, FW,,.. = 260.09).

Elemental Analysis: Calculated for C;;H,,N,O (260.30): C, 78.44; H, 4.65; N, 10.76. Found:
C, 78.12; H, 4.38; N, 10.99.



Effect of PFK1S5 and sunitinib on HUVEC migration (wound healing assay)

Control PFK15 5 uM sunitinib 0.1 pM PFK15 5 pM + sunitinib 0.1 pM

Control PFK155 pM sunitinib 1 pMm PFK15 5 pM + sunitinib 1 pM

Control PFK15 10 uM

sunitinib 0.1 pM

PFK15 10 pM + sunitinib 0.1 pM

Control PFK15 10 pM sunitinib 1 uM PFK15 10 pM + sunitinib 1 pM

Figure S8: Evaluation of administration of PFK15
((E)-1-(pyridin-4-yl)-3-(quinolin-2-yl)prop-2-en-1-one) and sunitinib alone or in combination on
HUVEC migration. Cells were observed with an inverted optical microscope Olympus IMT 2 and
evaluated with camera system Moticam 1000 at 40 x magnification. The areas marked by white lines
show the initially damaged monolayer of cells at time 0 and the same area 8 hours after the treatment.



Effect of PFK1S5 and sunitinib on HUVEC proliferation
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Figure S9: Evaluation of administration of PFK15

((E)-1-(pyridin-4-yl)-3-(quinolin-2-yl)prop-2-en-1-one) and sunitinib alone or in combination on
HUVEC proliferation. HUVECs were treated with PFK15 at 5 or 10 uM and sunitinib at 0.1, 1.0 or
10 uM for 72 hours and changes in cell proliferation were measured. Data are presented as mean =+

SEM of three independent experiments (***p < 0.001).



