
of at least one gene set forth in Table 1 in a sample obtained from the patient, wherein 
an increased expression level of the at least one gene in the sample as compared to a 
reference sample indicates that the patient may benefit from treatment with the anti­
cancer therapy other than or in addition to a VEGF antagonist. 

fOOOBal In one aspect, there is provided a method of identifying a patient who 
may benefit from treatment with m anti-cancer therapy other than or in addition to a 
VEGF-A antagonist, the method comprising: determining expression levels of at least 
one gene set forth in Table 1 in a sample obtained from the patient, wherein an 
increased expression level of said at least one gene in the sample as compared, to a 
reference sample indicates that the patient may benefit from treatment with the anti­
cancer therapy, 

[0009] Another embodiment of the invention provides methods of identifying 
a patient who may benefit from treatment with an anti-cancer therapy other than or in 
addition to a VEGF antagonist. The methods comprise: determining expression levels 
of at least one gene set forth in Table 1 in a sample obtained from the patient, wherein 
a decreased expression level of the at least one gene in the sample as compared to a 
reference sample indicates that the patient may benefit from treatment with the anti­
cancer therapy other than or in addition to a VEGF antagonist. 

[0QQ9a1 In one aspect, there is provided a method of identifying a patient who 
may benefit from treatment with an anti-cancer therapy other than or in addition to a 
VEGF-A antagonist, the method comprising: determining expression levels of at least 
one gene set forth in Table 1 in a sample obtained from the patient, wherein a 
decreased expression level of said at least one gene in the sample as compared to a 
reference sample indicates that the patient may benefit from treatment with the anti­
cancer therapy. 

[0009b 1 In. one aspect, there is provided a method of optimizing therapeutic 
efficacy for treatment of cancer, the method comprising determining expression levels 
of at least one gene set forth in Table 1 in. a sample obtained from the patient, wherein, 
an increased expression level of said at least one gene in the sample as compared to a 
reference sample indicates that the patient has increased likelihood of benefit from an 
anti-cancer therapy other than or in addition to a VEGF-A antagonist. 

[0009c1 In one aspect, there is provided, a method of optimizing therapeutic 
efficacy for treatment of cancer, the method, comprising determining expression levels 
of at least one gene set forth in Table 1 in a sample obtained from the patient, wherein 
a decreased expression level of said at least one gene in the sample as compared to a 
reference sample indicates that the patient has increased likelihood of benefit from, an 
anti-cancer therapy other than or in addition to a VEGF-A. antagonist. 
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[0010] A further embodiment of the invention provides methods of predicting 
responsiveness of a patient suffering from cancer to treatment with an anti-cancer 
therapy other than or in addition to a VEGF antagonist. The methods comprise 
determining expression levels of at least one gene set forth in Table 1 in a sample 
obtained from the patient, wherein an increased expression level of the at least one 
gene in the sample as compared to a reference sample indicates that the patient is 
more likely to be responsive to treatment with the anti-cancer therapy other than or in 
addition to a VEGF antagonist. 

[0011] Yet another embodiment of the in vention provides methods of 
predicting responsiveness of a patient suffering from cancer to treatment with an anti­
cancer therapy other than or in addition to a VEGF antagonist. The methods 
comprise: determining expression levels of at least one gene set forth in Table 1 in a 
sample obtained from the patient, wherein a decreased expression level of the at least 
one gene in the sample as compared to a reference sample indicates that the patient is 
more likely to be responsive to treatment with the anti-cancer therapy other than or in 
addition to a VEGF antagonist. 

[0012] Even another embodiment of the invention provides methods for 
determining the likelihood that a patient with cancer will exhibit benefit from anti­
cancer therapy other than or in addition to a VEGF antagonist. The methods 
comprise: determining expression levels of at least one gene set forth in Table 1 in a 
sample obtained from the patient, wherein an increased expression level of the at least 
one gene in the sample as compared to a reference sample indicates that the patient 
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level of the at least one gene in a reference sample indicates that the patient may benefit from 
treatment with a VEGF-C antagonist. In some embodiments of the invention, the compounds 
are polynucleotides. In some embodiments of the invention, the compounds are proteins, 
such as, for example, antibodies. 

|01031 One embodiment of the invention provides methods of identifying a 
patient suffering from cancer who may benefit from treatment with an EGF-like-domain, 
multiple 7 (EGFL7) antagonist. The methods comprise determining expression levels of at 
least one gene selected from: VEGF-C, BV8, CSF2, TNFa, CXCL2, PDGF-C, and Mincle in 
a sample obtained from the patient, wherein increased expression levels of the at least one 
gene in the sample as compared to a reference sample indicates that the patient may benefit 
from treatment with the EGFL7 antagonist. 

["0103a1 In one aspect, there is provided a method of identifying a patient suffering 
from cancer who may benefit from treatment with an EGF-like-domain, multiple 7 (EGFL7) 
antagonist, the method comprising determining expression levels of at least one gene selected 
from the group consisting of: VEGF-C. BV8. CSF2, TNFa. CXCL2. PDGF-C. and Mincle in 
a sample obtained from the patient, wherein increased expression levels of said at least one 
gene in the sample as compared to a reference sample indicates that the patient mav benefit 
from treatment with the EGFL7 antagonist. 

[01041 Another embodiment of the invention provides methods of identifying a 
patient suffering from cancer who may benefit from treatment with an EGFL7 antagonist. 
The methods comprise determining expression levels of at least one gene selected from: 
Sema3B, FGF9, HGF, RGS5, NRPl, FGF2, CXCR4, cMet, FN1, Fibulin 2, 
Fibulin4/EFEMP2, MFAP5, PDGF-C, Sema3F, and FN1 in a sample obtained from the 
patient, wherein decreased expression levels of the at least one gene in the sample as 
compared to a reference sample indicates that the patient may benefit from treatment with the 
EGFL7 antagonist. 

F0104a1 In one aspect, there is provided a method of identifying a patient suffering 
from cancer who mav benefit from treatment with an EGFL7 antagonist, the method 
comprising determining expression levels of at least one gene selected from the group 
consisting of: Sema3B. FGF9. HGF. RGS5, NRPl. FGF2. CXCR4, cMet, FN1. Fibulin 2. 
Fibulin4/EFEMP2, M.FAP5. .PDGF-C. Sema3F. and FN1 in a sample obtained from the 
patient, wherein decreased expression levels of said at least one gene in the sample as 
compared to a reference sample indicates that the patient, mav benefit from treatment with the 
EGFL7 antagonist 

[0105] A farther embodiment of the invention provides methods of predicting 
responsiveness of a patient suffering from cancer to treatment with an EGFL7 antagonist. 
The methods comprise determining expression levels of at least one gene selected from: 
VEGF-C, BV8, CSF2, TNFa, CXCL2, PDGF-C, and Mincle in a sample obtained from the 
patient, wherein increased expression levels of the at least one gene in the sample as 
compared to a reference sample indicates that the patient is more likely to be responsive to 
treatment with the EGFL7 antagonist. 

[0106] Yet another embodiment of the invention provides methods of predicting 
responsiveness of a patient suffering from cancer to treatment with an EGFL7 antagonist. 
The methods comprise determining expression levels of at least one gene selected from: 
Sema3B, FGF9, HGF, RGS5, NRPl, FGF2, CXCR4, cMet, FN1, Fibulin 2, 
Fibulin4/EFEMP2, MFAP5, PDGF-C, Sema3F, and FN1 in a sample obtained from the 
patient, wherein decreased expression levels of the at least one gene 

23 



in the sample as compared to a reference sample indicates that the patient is more likely to be 
responsive to treatment with the EGFL7 antagonist. 

10107] Even another embodiment of the invention provides methods of 
determining the likelihood that a patient will exhibit a benefit from treatment with an 
EGFL7 antagonist. The methods comprise determining expression levels of at least 
one gene selected from: VEGF-C, BV8, CSF2, TNFa, CXCL2, PDGF-C, and Mincle 
in a sample obtained from the patient, wherein increased expression levels of the at 
least one gene in the sample as compared to a reference sample indicates that the 
patient has increased likelihood of benefit from treatment with the EGFL7 antagonist. 

[0108] Yet a further embodiment of the invention provides methods of 
determining the likelihood that a patient will exhibit a benefit from treatment with an EGFL7 
antagonist. The methods comprise determining expression levels of at least one gene selected 
from: Sema3B, FGF9, HGF, RGS5, NRPl, FGF2, CXCR4, cMet, FN1, Fibulin 2, 
Fibulin4/EFEMP2, MFAP5, PDGF-C, Sema3F, and FN1 in a sample obtained from the 
patient, wherein decreased expression levels of the at least one gene in the sample as 
compared to a reference sample indicates that the patient has increased likelihood of benefit 
of treatment with the EGFL7 antagonist. 

[0109] Even another embodiment of the invention provides methods of 
optimizing therapeutic efficacy of an EGFL7 antagonist. The methods comprise determining 
expression levels of at least one gene selected from: VEGF-C, BV8, CSF2, TNFa, CXCL2, 
PDGF-C, and Mincle in a sample obtained from the patient, wherein increased expression 
levels of the at least one gene in the sample as compared to a reference sample indicates that 
the patient has increased likelihood of benefit from treatment with the EGFL7 antagonist. 

f'0109a1 In one aspect, .there is provided a method of optimizing therapeutic efficacy 
of an EGFL7 antagonist, the method comprising determining expression levels of at least, one 
gene selected from the group consisting of: VEGF-C. BV8, CSF2, TNFa, CXC-L2. PDGF-C, 
and Mincle in. a sample obtained from a patient, wherein increased expression levels of said at 
least one gene in the sample as compared to a reference sample indicates that the patient has 
increased, likelihood of benefit from treatment with the EGFL7 antagonist. 

[0110] Yet a further embodiment of the invention provides methods of 
optimizing therapeutic efficacy of an EGFL7 antagonist. The methods comprise determining 
expression levels of at least one gene selected from: Sema3B, FGF9, HGF, RGS5, NRPl, 
FGF2, CXCR4, cMet, FN1, Fibulin 2, Fibulin4/EFEMP2, MFAP5, PDGF-C, Sema3F, and 
FN1 in a sample obtained from the patient, wherein decreased expression levels of the at least 
one gene in the sample as compared to a reference sample indicates that the patient has 
increased likelihood of benefit of treatment with the EGFL7 antagonist. 

[0.1 lOal la one aspect, there is provided a method of optimizing therapeutic efficacy 
of an BGPL7 antagonist, the method comprising determining expression levels of at least one 
gene selected from, the group consisting of: Se:roa36, FGF9. HGF, R.GS5. NRPl. FGF2. 
CXCR4. cfvfet. FN!. Fibulin 2. Pi bulin4/EFEMP2, MFAP5. PDGF-C. Sema3F. and FN! in a. 
sample obtained from a patient, wherein decreased expression levels of said at least one gene 
In. the sample as compared to a reference sample indicates that the patient has increased 
likelihood of benefit of treatment with the EGFL7 antagonist. 

[0111] Another embodiment of the invention provides methods for 
treating a cell proliferative disorder in a patient. The methods comprise determining 

24 



that a sample obtained from the patient has increased expression levels, as compared 
to a reference sample, of at least one gene selected from: VEGF-C, BV8, CSF2, 
TNFa, CXCL2, PDGF-C, and Mincle, and administering to the patient an effective 
amount of an EGFL7 antagonist, whereby the cell proliferative disorder is treated. 

rOl 1 lal In one aspect, there is provided use of an EGFL7 antagonist in the 
manufacture of a medicament for the treatment of a ceil proliferative disorder in a patient, 
wherein the patient is one whose- sample has increased expression levels., as compared to a 
reference sample, of at least one gene selected from, the group consisting of: VEGF-C. B¥8, 
CSF2. TNFa. CXCL2. PDGF-C. and. Mincle. 

[0112] A farther embodiment of the invention provides methods for 
treating a cell proliferative disorder in a patient. The methods comprise determining 
that a sample obtained from the patient has decreased expression levels, as compared 
to a reference sample, of at least one gene selected from: Sema3B, FGF9, HGF, 
RGS5, NRPl, FGF2, CXCR4, cMet, FN1, Fibulin 2, Fibulin4/EFEMP2, MFAP5, 
PDGF-C, Sema3F, and FN1, and administering to the patient an effective amount of 
an EGFL7 antagonist, whereby the cell proliferative disorder is treated. 

fOl 12al In one aspect, there is provided use of an EGFL7 antagonist in the 
manufacture of a. medicament for the treatment of a cell proliferative disorder in. a patient, 
wherein the patient is one whose sample has decreased expression levels, as compared to'a 
reference sample, of at least one gene selected from the group consisting of: Sema.3B, FGF9, 
HGF. R.GS5, NRPl. FGF2. CXCR4. cMet. FN1. Fibulin. 2. Fibulin4/EFEMP2. MFAP5. 
PDGF-C. Sema3F, and FN1. 

[0113] In some embodiments of the invention, the sample obtained from 
the patient is selected from: tissue, whole blood, blood-derived cells, plasma, serum, 
and combinations thereof. In some embodiments of the invention, the expression 
level is mRNA expression level. In some embodiments of the invention, the 
expression level is protein expression level. In some embodiments of the invention, 
the EGFL7 antagonist is an anti-EGFL7 antibody. 

[0114] In some embodiments of the invention, the methods further 
comprises administering a VEGF-A antagonist to the patient. In some embodiments 
of the invention, the VEGF-A antagonist and the EGFL7 antagonist are administered 
concurrently. In some embodiments of the invention, the VEGF-A antagonist and the 
EGFL7 antagonist are administered sequentially. In some embodiments of the 
invention, the VEGF-A antagonist is an anti-VEGF-A antibody. In some 
embodiments of the invention, the anti-VEGF-A antibody is bevacizumab. 

[0115] A further embodiment of the invention provides methods of 
identifying a patient suffering from cancer who may benefit from treatment with an 
EGFL7 antagonist. The methods comprise determining expression levels of VEGF-C 
in a sample obtained from the patient, wherein increased expression levels of VEGF-
C in the sample as compared to a reference sample indicates that the patient may 
benefit from treatment with the EGFL7 antagonist. 

[0116] Another embodiment of the invention provides methods of 
predicting responsiveness of a patient suffering from cancer to treatment with an 
EGFL7 antagonist. The methods comprise determining expression levels of VEGF-C 
in a sample obtained from the patient, wherein increased expression levels of VEGF-
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CLAIMS 

1. A method of identifying a patient who may benefit from treatment with an anti­

cancer therapy other than or in addition to a VEGF-A antagonist, the method comprising: 

determining expression levels of at least one gene set forth in Table 1 in a sample 

obtained from the patient, wherein an increased expression level of said at least one gene in the 

sample as compared to a reference sample indicates that the patient may benefit from treatment 

with the anti-cancer therapy. 

2. A method of identifying a patient who may benefit from treatment with an anti­

cancer therapy other than or in addition to a VEGF-A antagonist, the method comprising: 

determining expression levels of at least one gene set forth in Table 1 in a sample 

obtained from the patient, wherein a decreased expression level of said at least one gene in the 

sample as compared to a reference sample indicates that the patient may benefit from treatment 

with the anti-cancer therapy. 

3. A method of optimizing therapeutic efficacy for treatment of cancer, the method 

comprising 

determining expression levels of at least one gene set forth in Table 1 in a sample 

obtained from the patient, wherein an increased expression level of said at least one gene in the 

sample as compared to a reference sample indicates that the patient has increased likelihood of 

benefit from an anti-cancer therapy other than or in addition to a VEGF-A antagonist. 

4. A method of optimizing therapeutic efficacy for treatment of cancer, the method 

comprising 

determining expression levels of at least one gene set forth in Table 1 in a sample 

obtained from the patient, wherein a decreased expression level of said at least one gene in the 

sample as compared to a reference sample indicates that the patient has increased likelihood of 

benefit from an anti-cancer therapy other than or in addition to a VEGF-A antagonist. 
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5. The method of any one of claims 1-4, wherein the sample obtained from the 

patient is a member selected from the group consisting of: tissue, whole blood, blood-derived 

cells, plasma, serum, and combinations thereof. 

6. The method of any one of claims 1-4, wherein the expression level is selected 

from mRNA expression level, protein expression level, and combinations thereof. 

7. The method of any one of claims 1-4, further comprising detecting the expression 

of at least a second, third, fourth, fifth, sixth, seventh, eighth, ninth, or tenth gene set forth in 

Table 1. 

8. The method of any one of claims 1-4, wherein an effective amount of the anti­

cancer therapy other than a VEGF-A antagonist is to be administered to said patient. 

9. The method of claim 8, wherein the anti-cancer therapy is a member selected 

from the group consisting of: an antibody, a small molecule, and an siRNA. 

10. The method of claim 8, wherein the anti-cancer therapy is a member selected 

from the group consisting of: an EGFL7 antagonist, a NRPl antagonist, and a VEGF-C 

antagonist. 

11. The method of claim 10, wherein the EGFL7 antagonist is an antibody. 

12. The method of claim 10, wherein the NRPl antagonist is an antibody. 

13. The method of claim 10, wherein the VEGF-C antagonist is an antibody. 

14. The method of claim 8 wherein the VEGF-A antagonist is to be administered to 

said patient. 

15. The method of claim 14, wherein the VEGF-A antagonist is an anti-VEGF-A 

antibody. 
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16. The method of claim 15, wherein the anti-VEGF-A antibody is bevacizumab. 

17. The method of claim 14, wherein the anti-cancer therapy and the VEGF-A 

antagonist are to be administered concurrently. 

18. The method of claim 14, wherein the anti-cancer therapy and the VEGF-A 

antagonist are to be administered sequentially. 

19. A method of identifying a patient suffering from cancer who may benefit from 

treatment with an EGF-like-domain, multiple 7 (EGFL7) antagonist, the method comprising 

determining expression levels of at least one gene selected from the group consisting of: 

VEGF-C, BV8, CSF2, TNFa, CXCL2, PDGF-C, and Mincle in a sample obtained from the 

patient, wherein increased expression levels of said at least one gene in the sample as compared 

to a reference sample indicates that the patient may benefit from treatment with the EGFL7 

antagonist. 

20. A method of identifying a patient suffering from cancer who may benefit from 

treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of at least one gene selected from the group consisting of: 

Sema3B, FGF9, HGF, RGS5, NRPl, FGF2, CXCR4, cMet, FN1, Fibulin 2, Fibulin4/EFEMP2, 

MFAP5, PDGF-C, Sema3F, and FN1 in a sample obtained from the patient, wherein decreased 

expression levels of said at least one gene in the sample as compared to a reference sample 

indicates that the patient may benefit from treatment with the EGFL7 antagonist. 

21. A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the method 

comprising 

determining expression levels of at least one gene selected from the group consisting of: 

VEGF-C, BV8, CSF2, TNFa, CXCL2, PDGF-C, and Mincle in a sample obtained from a 

patient, wherein increased expression levels of said at least one gene in the sample as compared 

to a reference sample indicates that the patient has increased likelihood of benefit from treatment 

with the EGFL7 antagonist. 
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22. A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the method 

comprising 

determining expression levels of at least one gene selected from the group consisting of: 

SemaSB, FGF9, HGF, RGS5, NRPl, FGF2, CXCR4, cMet, FN1, Fibulin 2, Fibulin4/EFEMP2, 

MFAP5, PDGF-C, Sema3F, and FN1 in a sample obtained from a patient, wherein decreased 

expression levels of said at least one gene in the sample as compared to a reference sample 

indicates that the patient has increased likelihood of benefit of treatment with the EGFL7 

antagonist. 

23 . The use of an EGFL7 antagonist in the manufacture of a medicament for the 

treatment of a cell proliferative disorder in a patient, wherein the patient is one whose sample has 

increased expression levels, as compared to a reference sample, of at least one gene selected 

- from the group consisting of: VEGF-C, BV8, CSF2, TNFa, CXCL2, PDGF-C, and Mincle. 

24. The use of an EGFL7 antagonist in the manufacture of a medicament for the 

treatment of a cell proliferative disorder in a patient, wherein the patient is one whose sample has 

decreased expression levels, as compared to a reference sample, of at least one gene selected 

from the group consisting of: Sema3B, FGF9, HGF, RGS5, NRPl, FGF2, CXCR4, cMet, FN1, 

Fibulin 2, Fibu 1 in4/EFEMP2. MFAP5, PDGF-C, Sema3F, and FN1. 

25. The method of any one of claims 19, 20, 21, or 22, wherein an EGFL7 antagonist 

is to be administered to the patient. 

26. The use of claim 23 or 24, or the method of claim 25, wherein the EGFL7 

antagonist is an anti-EGFL7 antibody. 

27. The use of claim 23 or 24, or the method of claim 25, wherein a VEGF-A 

antagonist is to be administered to said patient. 
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WHAT IS CLAIMED IS: 

1. A method of identifying a patient who may benefit from treatment with an 
an ti-cancer therapy other than or in addition to a VEGF-A antagonist, the method 
comprising: 

determining expression levels of at least one gene set forth in Table 1 in a / 
sample obtained from the patient, wherein an increased expression level of said ar 
least one gene in the sample as compared to a reference sample indicates thatjae 
patient may benefit from treatment with the anti-cancer therapy. / 

2. A method of identifying a patient who may benefit from treatment with an 
anti-cancer therapy other than or in addition to a VEGF-A antagonist, the method 
comprising: / 

determining expression levels of at least one gene sejnorth in Table 1 in a 
sample obtained from the patient, wherein a decreased expression level of said at least 
one gene in the sample as compared to a reference sawfple indicates that the patient 
may benefit from treatment with the anti-cancer tlurapy. 

3. A method of predicting responsiveness of a patient suffering from cancer to 
treatment with an anti-cancer therapy other than or in addition to a VEGF-A 
antagonist, the method comprising: / 

determining expression levels of at least one gene set forth in Table 1 in a 
sample obtained from the patient/wherein an increased expression level of said at 
least one gene in the sample as compared to a reference sample indicates that the 
patient is more likely to byresponsive to treatment with the anti-cancer therapy. 

4. A method of Predicting responsiveness of a patient suffering from cancer to 
treatment with an/nti-cancer therapy other than or in addition to a VEGF-A 
antagonist, the^nethod comprising: 

detennining expression levels of at least one gene set forth in Table 1 in a 
sample obtained from the patient, wherein a decreased expression level of said at least 
one gene in the sample as compared to a reference sample indicates that the patient is 
more likely to be responsive to treatment with the anti-cancer therapy. 



5.. A method for determining the likelihood that a patient with cancer will exhibit 
benefit from anti-cancer therapy other than or in. addition to a VEGF-A antagonist, 
the method comprising: 

determining expression levels of at least one gene set forth in Table 1 in a 
sample obtained from the patient, wherein an increased expression level of said 
least one gene in the sample as compared to a reference sample indi™^ tne 
patient has increased likelihood of benefit from the anti-cancer ther 

6. A method for determining the likelihood that a patient with 1 exhibit 
benefit from anti-cancer therapy other than or in addition to a VEGF-A antagonist, 
the method comprising: / 

determining expression levels of at least one gene set/forth in Table 1 in a 
sample obtained from the patient, wherein a decreased expression level of said at least 
one gene in the sample as compared to a reference sample indicates that the patient 
has increased likelihood of benefit from the anti-cancer therapy. 

7. A method of optimizing therapeutic efficacy for treatment of cancer, the 
method comprising / 

determining expression levels of/at least one gene set forth in Table 1 in a 
sample obtained from the patient, wherein an increased expression level of said at 
least one gene in the sample as cojcnpared to a reference sample indicates that the 
patient has increased likelihood/of benefit from an anti-cancer therapy other than or in 
addition to a VEGF-A ar onist. 

8. A method of optimizing therapeutic efficacy for treatment of cancer, the 
method comprising / 

determining expression levels of at least one gene set forth in Table 1 in a 
sample obtained from the patient, wherein a decreased expression level of said at least 
one gene m the sample as compared to a reference sample indicates that the patient 
has increased likelihood of benefit from an anti-cancer therapy other than or in 
addMon to a VEGF-A antagonist. 

A method for treating cancer in a patient, the method comprising 



determining that a sample obtained from the patient has increased expression 
levels, as compared to a reference sample, of at least one gene set forth in Table 1, 

and 
administering an effective amount of an anti-cancer therapy other than or ii 

addition to a VEGF-A antagonist to said patient, whereby the cancer is treated./ 

10. A method for treating cancer in a patient, the method comprising / 
determining that a sample obtained from the patient has decreased expression 

levels, as compared to a reference sample, of at least one gene set forth in Table 1, 
and / 

administering an effective amount of an anti-cancer therapy other than or in 
addition to a VEGF-A antagonist to said patient, whereby the cancer is treated. 

11. The method of any one of claims 1 to 10, whereto the sample obtained from 
the patient is a member selected from the group consisting of: tissue, whole blood, 
blood-derived cells, plasma, serum., and combinations thereof. 

12. The method of any one of claims 1 tes 10, wherein the expression level is 
mRNA expression level. / 

13. The method of any one of ckims 1 to 10, wherein the expression level is 
protein expression level. / 

14. The method of any one of claims 1 to 10, further comprising detecting the 
expression of at least a second gene set forth in Table 1. 

15. The methodm claim 14, further comprising detecting the expression of at least 
a third gene set forth in Table 1. 

16. The rncthod of claim 15, further comprising detecting the expression of at least 
a fourth gene set forth in Table 1. 

17. / The method of claim 16, further comprising detecting the expression of at least 
a fifth gene set forth in Table 1. 

18. The method of claim. 17, further comprising detecting the expression of at least 
a sixth gene set forth in Table 1. 



19. The method, of claim 18, further comprising detecting the expression of at least 
a seventh gene set forth in Table 1. 

20. The method of claim 19, further comprising detecting the expression of at lea 
an eighth gene set forth in Table 1. 

21. The method of claim 20, further comprising detecting the expression 9/at least 
a ninth gene set forth in Table 1. 

22. The method of claim 21, further comprising detecting the expp^ssion of at least 
a tenth gene set forth in Table 1, 

23. The method'of any one of claims 1 to 8, further comprising administering an 
effective amount of the anti-cancer therapy other than a VJ2GF-A antagonist to said 
patient. 

24. The method of claim 23, wherein the anti-cancer therapy is a member selected 
from the group consisting of: an antibody, a small molecule, and an siRNA. 

25. The method of claim 23, wherein the anti-cancer therapy is a member selected 
from the group consisting of: an EGFL^antagonist, a NRPl antagonist, and a VEGF-
C antagonist. 

26. The method of claim 25/wherein the EGFL7 antagonist is an antibody. 

27. The method of claim 25, wherein the NRPl antagonist is an antibody. 

28. The method ofclaim 25, wherein the VEGF-C antagonist is an antibody. 

29. The method of claim 9, 10, or 23 further comprising administering the VEGF-
A antagonist to said patient. 

/ 30. The method of claim. 29, wherein the VEGF-A antagonist is an anti-VEGF-A 
antibjray. 

The method of claim 30, wherein the anti-VEGF-A antibody is bevacizumab. 

32. The method of claim 29, wherein the anti-cancer therapy and the VEGF-A 
antagonist are administered concurrently. 



33. The method of claim 2y, wherein the anti-cancer therapy and the ViiUf-A 

antagonist are administered sequentially. 

34. A kit for determining whether a patient may benefit from treatment with any 
anti-cancer therapy other than or in addition to a VEGF-A antagonist, the kit 

comprising 
an array comprising polynucleotides capable of specifically hybric^zing to at 

least one gene set forth in Table 1 and 
instructions for using said array to determine the expressioiy&vels of said at 

least one gene to predict responsiveness of a patient to treatmentwith an anti-cancer 
therapy in addition to a VEGF-A antagonist, wherein an increase in the expression 
level of said at least one gene as compared to the expression level of said at least one 
gene in a reference sample indicates that the patient may benefit from treatment with 
the anti-cancer therapy other than or in addition to EUVEGF-A antagonist. 

35. A kit for determining whether a patient tnay benefit from treatment with an 
anti-cancer therapy other than or in addition.» a VEGF-A antagonist, the kit 
comprising / 

an array comprising polynucleotides capable of specifically hybridizing to at 
least one gene set forth in Table 1 and 

instructions for using said array to determine the expression levels of said at 
least one gene to predict resprasiveness of a patient to treatment with an anti-cancer 
therapy in addition to a VEGF-A antagonist, wherein a decrease in the expression 
level of at least one of^aid genes as compared to the expression level of said at least 
one gene in a reference sample indicates that the patient may benefit from treatment 
with an anti-cancCT therapy other than or in addition to a VEGF-A antagonist. 

36. A setfof compounds for detecting expression levels of at least one gene set 

forth in Table 1, the set comprising 
at least one compound capable of specifically hybridizing to at least one gene 

rbrth in Table 1, wherein an increase in the expression level of said at least one 
: as compared to the expression level of said at least one gene in a reference 

sample indicates that the patient may benefit from treatment with an anti-cancer 
therapy other than or in addition to a VEGF-A antagonist. 



Si. A set or compounds lor detecting expression levels 01 ax least one gene set 
forth in Table 1, the set comprising 

at least one compound that specifically hybridizes to at least one gene set forth > 
in Table 1, wherein a decrease in the expression level of said at least one gene as / 
compared to the expression level of said at least one gene in a reference sample / 
indicates that the patient may benefit from treatment with, an anti-cancer therapy other 
than or in addition to a VEGF-A antagonist. / 

38. The set of compounds of claim 36 or 37, wherein the compounds are 
polynucleotides. / 

39. The set of compounds of claim 38, wherein the polynucleotides comprise three 
sequences set forth in Table 2. / 

40. The set of compounds of claim 36 or 37, whewnn the compounds are proteins. 

41. The set of compounds of claim 40, wherein, the proteins are antibodies. 

42. • A method of identifying a patient suffering from cancer who may benefit from 
treatment with a neuropilin-1 (NRPl) antagonist, the method comprising 

determining expression levels\m at least one gene selected from the group 
consisting of: TGFpl, Bv8, Sema^A, P1GF, LGALS1, ITGaS, CSF2, Vimentin, 
CXCL5, CCL2, CXCL2, Alklyuid FGF8 in a sample obtained from the patient, 
wherein increased expression^levels of said at least one gene in the sample as 
compared to a reference sample indicates that the patient may benefit from treatment 
with the NRP1 antagonist. 

43. A methodpi identifying a patient suffering from cancer who may benefit from 
treatment with/ neuropilin-1 (NRPl) antagonist, the method comprising 

determining expression levels of at least one gene selected from the group 
consisting of: Proxl, RGS5, HGF, Sema3B, Sema3F, LGA.LS7, FGRF4, PLC, 
IGFB4, and TSP1 in a sample obtained from the patient, wherein decreased 
exjfression levels of said at least one gene in the sample as compared to a reference 
Sample indicates that the patient may benefit from treatment with the NRPl 
antagonist. 



44. A method ot predicting responsiveness 01 a patient suffering from cancer to 
treatment with, a NRPl antagonist, the method comprising 

determining expression levels of at least one gene selected from the group 
consisting of: TGFpl, Bv8, Sema3A, P1GF, LGALS1, ITGaS, CSF2, Vimentin, 
CXCL5. CCL2, CXCL2. Alkl, and FGF8 in a sample obtained from the patient, / 
wherein increased expression levels of said at least one gene in the sample as / 
compared to a reference sample indicates that the patient is more likely to be / 
responsive to treatment with the NRP1 antagonist. / 

45. A method of predicting responsiveness of a patient suffering from cancer to 
treatment with a NRP 1 antagonist, the method comprising / 

determining expression levels of at least one gene selected from the group 
consisting of: Proxl, RGS5, HGF, Sema3B, SemaSF, LGA^S7, FGRF4, PLC, 
IGFB4, and TSP1 in a sample obtained from the patientyWherein decreased 
expression levels of said at least one gene in the samnre as compared to a reference 
sample indicates that the patient is more likely to he responsive to treatment with the 
NRPl antagonist. / 

46. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with a NRP 1 antagonist/the method comprising 

determining expression levels of at least one gene selected from the group 
consisting of: TGFpl, Bv8, Sem*6A, P1GF, LGALS1, ITGaS, CSF2, Vimentin, 
CXCL5, CCL2, CXCL2, AM< and FGF8 in a sample obtained from the patient, 
wherein increased expresspti levels of said at least one gene in the sample as 
compared to a reference/sample indicates that the patient has increased likelihood of 
benefit from treatmera with the NRPl antagonist. 

47. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with a NRPl antagonist, the method comprising 

cMcrminmg expression levels of at least one gene selected from the group 
consisting of: Proxl, RGS5, HGF, SemaSB, Sema3F, LGALS7, FGRF4, PLC, 
1GFB4, and TSP1 in a sample obtained from the patient, wherein decreased 

^expression levels of said at least one gene in the sample as compared to a reference 
sample indicates that the patient has increased likelihood of benefit of treatment with 
the NRPl antagonist. 
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48. A method of optimizing therapeutic efficacy of a NRP 1 antagonist, the method 
comprising 

determining expression levels of at least one gene selected from the group 
consisting of: TGF61, Bv8, Sema3A, P1GF, LGALS1, ITGa5, CSF2, Vimentin, 
CXCL5, CCL2. CXCL2, AM, and FGF8 in a sample obtained from a patient, 
wherein increased expression levels of said at least one gene in the sample as 
compared to a reference sample indicates that the patient has increased likelihood, of 
benefit from treatment with the NRP 1 antagonist. 

49. A method of optimizing therapeutic efficacy of a NRP 1 antagonist, the method 
comprising / 

determining expression levels of at least one gene selected from the group 
consisting of: Proxl, RGS5, HGF, Sema3B, Sema3F, LGALS7, FGRF4, PLC, 
IGFB4, and TSP1 in a sample obtained from a patient/wherein decreased expression 
levels of said at least one gene in the sample as compared to a reference sample 
indicates that the patient has increased likelihoga of benefit of treatment with the 
NRPl antagonist. 

50. A method for treating a cell proliferative disorder in a patient, the method 
comprising 

determining that a sample .Obtained from the patient has increased expression 
levels, as compared to a reference sample, of at least one gene selected from the group 
consisting of: TGF(31, Bv8/Sema3A, PiGF, LGALS1, lTGa5, CSF2, Vimentin, 
CXCL5, CCL2, CXCL2 Alkl, and FGF8, and 

administering to said patient an effective amount of a NRPl antagonist, 
whereby the cell proliferative disorder is treated. 

51. A metjrod for treating a cell proliferative disorder in a patient, the method 
comprising 

ietermining that a sample obtained from the patient has decreased expression 
levels^ as compared to a reference sample, of at least one gene selected from the group 
consisting of: Proxl, RGS5, HGF, Sema3B, Sema3F, LGALS7, FGRF4, PLC, 
GFB4, and TSP1, and 

administering to said patient an effective amount of a NRP 1 antagonist, 
whereby the cell proliferative disorder is treated. 



52. The method ot any one ot claims 42 to 31, wherein me sample oDtamea irom 
the patient is a member selected from the group consisting of: tissue, whole blood, 
blood-derived cells, plasma, serum, and combinations thereof. 

5 3. The method of any one of claims 42 to 51, wherein the expression level! 

mRJNA expression level 

54. The method of any one of claims 42 to 51, wherein the expressioj/level is 
protein expression level. 

55. The method of any one of claims 42 to 49, further comprising administering a 

NRPl antagonist to the patient. 

56. The method of any one of claims 42 to 51 or 55, ^herein the NRPl antagonist 
is an anti-NRPl antibody. 

57. The method of claim 50, 51, or 55 wherein the method further comprises 

administering a VEGF-A antagonist to said patient. 

58. The method of claim 57, whereiiUhe VEGF-A antagonist and the NRPl 
antagonist are administered concurrently. 

59. The method of claim 57, vraerein the VEGF-A antagonist and the NRPl 
antagonist are administered sequentially, 

60. The method of cl^im 57, wherein the VEGF-A antagonist is an anti-VEGF-A 
antibody, 

61. The method of claim 60, wherein the anti-VEGF-A antibody is bevacizumab. 

62. A method of identifying a patient suffering from cancer who may benefit from 
treatment/with a NRP 1 antagonist, the method comprising 

'determining expression levels of PIGF in a sample obtained from the patient, 
whefein increased expression levels of PIGF in the sample as compared to a reference 
ample indicates that the patient may benefit from treatment with the NRPl 

antagonist. 



63. A method of predicting responsiveness of a patient suffering from cancer to 
treatment with a NRPl antagonist, the method comprising 

determining expression levels of PIGF in a sample obtained from the patient, 
wherein increased expression levels of PIGF in the sample as compared to a 

reference sample indicates that the patient is more likely to be responsive to treatagM 
with the NRP 1 antagonist. 

64. A method of determining the likelihood thai a patient will exhibit a/benefit 
from treatment with a NRPl antagonist, the method comprising / 

determining expression levels of PIGF in a sample obtained from the patient, 
wherein increased expression levels of PIGF in the sampk/as compared to a 

reference sample indicates that the patient has increased likelijrood of benefit from 
treatment with the NRP 1 antagonist. 

65. A method of optimizing therapeutic efficacy o/a NRPl antagonist the method 

comprising 
determining expression levels of PIGF h/a sample obtained from a patient, 
wherein increased expression levels of PIGF in the sample as compared to a 

reference sample indicates that the patien/rias increased likelihood of benefit from 
treatment with the NRP 1 antagonist. 

66. A method for treating a cpu proliferative disorder in a patient, the method 

comprising 
determining that a s/mple obtained, from the patient has increased expression 

levels of PIGF as compared to a reference sample, and 
administerins^o said patient an effective amount of a NRPl antagonist, 

whereby the cell proliferative disorder is treated. 

67. A method of identifying a patient suffering from cancer who may benefit 
from treatfnent with a neuropilin-1 (NRPl) antagonist, the method comprising 

/ietermining expression levels of Sema3A in a sample obtained from the 
patient, wherein increased expression levels of Sema3A in the sample as compared to 

reference sample indicates that the patient may benefit from treatment with the 

NRPl antagonist. 



68. A method ot predicting responsiveness ot a patient guttering trom cancer to 
treatment with a NRPl antagonist, the method comprising 

determining expression levels of Sema3A. in a sample obtained from the ' 
patient, wherein increased expression levels of Sema3A in the sample as compared^ 
a reference sample indicates that the patient is more likely to be responsive to 
treatment with the NRP 1 antagonist. 

69. A method of determining the likelihood that a patient will exhibit benefit 
from treatment with a NRPl antagonist, the method comprising 

determining expression levels of Sema3 A in a sample obta^ed from the 
patient, wherein increased expression levels of Sema3A in the sample as compared to 
a reference sample indicates that the patient has increased livelihood of benefit from 
treatment with the NRPl antagonist, 

70. A method of optimizing therapeutic efTicacy/Sf a NRP 1 antagonist the method 
comprising 

determining expression levels of Sema/A in a sample obtained from a patient, 
wherein increased expression levels of Sema3A in. the sample as compared to a 
reference sample indicates that the patiejai has increased likelihood of benefit from 
treatment with the NRPl antagonist. 

71. A method for treating a 9AI proliferative disorder in a patient, the method 
comprising 

determining that a simple obtained from the patient has increased expression 
levels of Sema3A as compared to a reference sample, and 

administering; to said patient an effective amount of a NRPl antagonist, 
whereby the cell proliferative disorder is treated 

72. A mptnod of identifying a patient suffering from cancer who may benefit from 
treatment/with a neuropilin-1 (NRPl) antagonist, the method comprising 

^determining expression levels of TGFpl in a sample obtained from the patient, 

wherein increased expression levels of TGFpl in the sample as compared to a 

reference sample indicates that the patient may benefit from treatment with the NRPl 
antagonist. 
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7'5. A method of predicting responsiveness of a patient suffering from cancer to 
treatment with a NRPl antagonist, the method comprising 

determining expression levels ofTGFfil in a sample obtained from the patient, 

wherein increased expression levels of TGFBl in the sample as compared to a ' 
reference sample indicates that the patient is more likely to be responsive to treatment 

/ 
with the NRPl antagonist 

74. A method of determining the likelihood that a patient will exhibiy^ benefit 
from treatment with a NRP 1 antagonist, the method comprising / 

determining expression levels of TGppi in a sample obtained from the patient, 

wherein increased expression levels of TGFfJ] in the sample as/compared to a 

reference sample indicates that the patient has increased likelihood of benefit from 
treatment with the NRPl antagonist. 

75. A method of optimizing therapeutic efficac\^of a NRPl antagonist, the method 

comprising 
determining expression levels of TGFjift in a sample obtained from a patient, y 

wherein increased expression levels of TGPj51 in the sample as compared to a 
reference sample indicates that the patient has increased likelihood of benefit from 
treatment with the NRP 1 antagonist/ 

76. A method for treating a dell proliferative disorder in a patient, the method 

comprising/. . / 
/ 

determining that a/sample obtained from the patient has increased expression 

levels of TGF(5l as compared to a reference sample, and 
administering to said patient an effective amount of a NRPl antagonist, 

whereby the celr proliferative disorder is treated 

77. The'method of any one of claims 62 to 65, 67 to 70, or 72 to 75, further 
comprising administering a NRPl antagonist to the patient. 

The method of any one of claims 62 to 77, wherein the NRPl antagonist is an 

^iti-NRPl antibody. 

79. The method of claim 66, 71, 76, or 77 wherein the method further comprises 
administering a VEGF-A antagonist to said patient. 



80, The method of claim 79, wherein the VEGF-A antagonist and the NRP 1 
antagonist are administered concurrently. 

81. The method of claim 79, wherein the VEGF-A antagonist and the NRP 1 
antagonist are administered sequentially. 

82. The method of claim 79, wherein the VEGF-A antagonist is an anti-V^GF-A 
antibody. 

83. The method of claim 82, wherein the anti-VEGF-A antibody i/bevacizumab. 

84. A kit for determining the expression levels of at least one/gene selected from 

the group consisting of TGF[31, BvB, Sema3A, PIGF, LGALS/f ITGa5, CSF2, 
Vimentin, CXCL5, CCL2, CXCL2, Alkl, and FGF8, the kit comprising 

an array comprising polynucleotides capable ofgpecifically hybridizing to at 
least one gene selected from the group consisting ofVTGFpl, Bv8, Sema3A, PIGF, 
LGALS1, ITGaS, CSF2, Vimentin, CXCL5, CCli, CXCL2, Alkl, and FGF8, and 

instructions for using said array to determine the expression levels of said at 
least one gene to predict responsiveness of^patient to treatment with a NRPl 
antagonist, wherein an increase in the expression level of said at least one gene as 
compared to the expression level of sjftd at least one gene in a reference sample 
indicates that the patient may benefit from treatment with the NRPl antagonist. 

85. A kit for determining the expression levels of at least one gene selected from 
the group consisting of Pro/l, RGS5, HGF, Sema3B, Sema3F, LGALS7, FGRF4, 
PLC, IGFB4, and TSPl/the kit comprising 

an array comjMsing polynucleotides capable of specifically hybridizing to at 
least one gene selected from the group consisting of: Proxl, RGS5, HGF, Sema3B, 
SemaSF, LGAK7, FGRF4, PLC, IGFB4, and TSP1 and 

inspections for using said array to determine the expression levels of said at 
least one'gene to predict responsiveness of a patient to treatment with a NRPl 
antagfmist, wherein a decrease in the expression level of said at least one gene as 
compared to the expression level of said at least one gene in a reference sample 

/indicates that the patient may benefit from treatment with the NRPl antagonist. 
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86. A set of compounds capable of detecting expression levels of at least one gene 
selected from the group consisting of: TGFpl, Bv8, Sema3A, PIGF, LGALS1, 
ITGaS, CSF2, Vimentin, CXCL5. CCL2, CXCL2, Alkl, andFGF8, the set 

comprising 
at least one compound capable of specifically hybridizing to at least one/gene 

selected from the group consisting of: TGFpl, Bv8, Sema3A, PIGF, LGALsl, 
ITGaS, CSF2, Vimentin, CXCL5, CCL2, CXCL2, Alkl, and FGF8, whn&n an 
increase in the expression level of said at least one gene as compared to the expression 
level of said at least one gene in a reference sample indicates that tjae patient may 
benefit from treatment with a NRPl antagonist. 

87. A set of compounds capable of detecting expression/levels of at least one gene 
selected from the group consisting of: Proxl, RGS5, HGF, SemaSB, Sema3F, 
LGALS7, FGRF4, PLC, IGFB4, and TSP1, the set comprising 

at least one compound capable of specifically hybridizing to at least one gene 
selected from the group consisting of: Proxl, RGS5, HGF, Scma3B, Sema3F, 
LGALS7, FGRF4, PLC, IGFB4, and TSP1,^herein a decrease in the expression level 
of said at least gene as compared to the expression level of said at least one gene in a 
reference sample indicates that the patent may benefit from treatment with a NRPl 
antagonist. 

88. The set of compounds/f claims 86 or 87, wherein the compounds are 
polynucleotides. 

89. The set of compounds of claim 88, wherein the polynucleotides comprise three 
sequences set forth m Table 2. 

90. The setof compounds of claims 86 or 87, wherein the compounds are proteins. 

91. Th/set of compounds of claim 90, wherein the proteins are antibodies. 

92. /A method of identifying a patient suffering from cancer who may benefit from 
treatment with a Vascular Endothelial Growth Factor C (VEGF-C) antagonist, the 
lethod comprising 

determining expression levels of at least one gene selected from the group 
consisting of: VEGF-C, VEGF-D, VEGFR3, FGF2, RGS5/CDH5, IL-8, CXCL1, and 



CXCL2 in a sample obtained from the patient, wherein increased expression levels of 
said at least one gene in the sample as compared to a reference sample indicates that 
the patient may benefit from treatment with the VEGF-C antagonist. / 

93. A method of identifying a patient suffering from cancer who may benefitirom 
treatment with a VEGF-C antagonist, the method comprising / 

determining expression levels of at least one gene selected from ths/group 
consisting of: VEGF-A, CSF2, Proxl, ICAM1, ESM1, PIGF, ITGaS, T^FB, Hhex, 
CoWal, Col4a2, and Alkl in a sample obtained from the patient, wherein decreased 
expression levels of said at least one gene in the sample as compared to a reference 
sample indicates that the patient may benefit from treatment wjm the VEGF-C 
antagonist.. / 

94. A method of predicting responsiveness of a patient suffering from cancer to 
treatment with a VEGF-C antagonist, the method comprising 

determining expression levels of at least one gene selected from the group 
consisting of: VEGF-C, VEGF-D, VEGFR3JZGF2, RGS5/CDH5, IL-8, CXCL1, and 
CXCL2 in a sample obtained from the patient, wherein increased expression levels of 
said at least one gene in the sample as compared to a reference sample indicates that 
the patient is more likely to be responsive to treatment with the VEGF-C antagonist. 

95. A method of predicting responsiveness of a patient suffering from cancer to 
treatment with a VEGF-C antagonist, the method comprising 

determining expression levels of at least one gene selected from the group 
consisting of: VEGF-A; CSF2, Proxl, ICAM1, ESM1, PIGF, ITGaS, TGFp, Hhex, 
Col4al, Col4a2, ancKAlkl in a sample obtained from the patient, wherein decreased 
expression levels^of said at least one gene in the sample as compared to a reference 
sample indicates that the patient is more likely to be responsive to treatment with the 
VEGF-C antagonist 

96. /A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with a VEGF-C antagonist, the method comprising 
/ determining expression levels of at least one gene selected from the group 
consisting of: VEGF-C, VEGF-D, VEGFR3, FGF2, RGS5/CDH5, IL-8, CXCL1, and 
CXCL2 in a sample obtained from the patient, wherein increased expression levels of 
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said at least one gene in the sample as compared to a reference sample indicates that 
the patient has increased likelihood of benefit from treatment with the VEGF-C 

antagonist. 

97. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with a VEGF-C antagonist, the method comprising 

determining expression levels of at least one gene selected from the^roup 
consisting of: VEGF-A, CSF2. Proxl, ICAM1, ESM1, PIGF, ITGaS, T0Fp, Hhex, 
Col4al, Col4a2, and Alkl in a sample obtained from the patient, wherein decreased 
expression levels of said at least one gene in the sample as compared to a reference 
sample indicates that the patient has increased likelihood of benefit of treatment with 
the VEGF-C antagonist. 

98. A method of optimizing therapeutic efficacy of/VEGF-C antagonist, the 

method comprising 
determining expression levels of at least 05/e gene selected from the group 

consisting of: VEGF-C, VEGF-D, VEGFR3, FGF2, RGS5/CDH5, IL-8, CXCL1, and 
CXCL2 in a sample obtained from a patient/wherein increased expression levels of 
said at least one gene in the sample as compared to a reference sample indicates that 
the patient has increased likelihood of/oenefit from treatment with the VEGF-C 

antagonist. 

99. A method of optimizing therapeutic efficacy of a VEGF-C antagonist, the 
method comprising / 

determining expression levels of at least one gene selected from the group 
consisting of: VEGF,A, CSF2, Proxl, ICAM1, ESM1, PIGF, ITGaS, TGF(3, Hhex, 
Col4al, Col4a2, apa Alkl in a sample obtained from a patient, wherein decreased 
expression levels of said at least one gene in the sample as compared to a reference 
sample indicates that the patient has increased likelihood of benefit of treatment with 
the VEGBC antagonist. 

100./ A method for treating a ceil proliferative disorder in a patient, the method 

comprising 
determining that a sample obtained from the patient has increased expression 

levels, as compared to a reference sample, of at least one gene selected from the group 



consisting ot: VBlit-SJ, VJbUh-lJ, VfcUJriO, tUt^, KUiO/UUbD, IL-8, UXJUJLi, ana 
CXCL2, and 

administering to said patient an effective amount of a VEGF-C antagonist, / 
whereby the cell proliferative disorder is treated. / 

101. A method for treating a cell proliferative disorder in a patient, the metjrod 
comprising • / 

determining that a sample obtained from the patient has decreases expression 
levels, as compared to a reference sample, of at least one gene selected from the group 
consisting of: VEGF-A, CSF2, Proxl, ICAM1, ESM1, PIGF, TTGL5, TGF}3, Hhex, 
Col4a 1, Col4a2, and Alk 1, and / 

administering to said patient an effective amount of a/VEGF-C antagonist, 
whereby the cell proliferative disorder is treated. / 

102. The method of any one of claims 92 to 101, wherein the sample obtained from 
the patient is a member selected from the group consisting of: tissue, whole blood, 
blood-derived cells, plasma, serum, and combinations thereof. 

103. The method of any one of claims 9/to 101, wherein the expression level is 
mRNA expression level. / 

104. The method of any one of claims 92 to 101, wherein the expression level is 
protein expression level. / 

105. The method of any one of claims 92 to 99, further comprising administering a 
VEGF-C antagonist to the patient. 

106. The method off any one of claims 92 to 10 or 105, wherein the VEGF-C 
antagonist is an ^fti-VEGF-C antibody. 

107. The niethod of claim 100,101, or 105, wherein the method further comprises 
administering a VEGF-A antagonist to said patient. 

108./The method of claim 107, wherein the VEGF-A antagonist and the VEGF-C 
antagonist are administered concurrently. 
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109. The method ot claim 107, wherein the VhGF-A antagonist and. the VEGF-C 
antagonist are administered sequentially. 

110. The method of claim 107, wherein the VEGF-A antagonist is an anti-VEGF-A 
antibody. 

111. The method of claim 110, wherein the anti-VEGF-A antibody is bevacizrfmab. 

112. A method of identifying a patient suffering from cancer who may hmefit from 
treatment with a VEGF-C antagonist, the method comprising / 

determining expression levels of VEGF-C in a sample obtained from the 
patient, wherein increased expression levels of VEGF-C in the saynple as compared, to 
a reference sample indicates that the patient may benefit from/eatment with the 
VEGF-C antagonist, 

113. A method of predicting responsiveness of a patient suffering from cancer to 
treatment with a VEGF-C antagonist, the method cmnprising 

determining expression levels of VEGF-JZ in a sample obtained from the 
patient, 

wherein increased expression leveK of VEGF-C in the sample as compared to 
a reference sample indicates that the patient is more likely to be responsive to 
treatment with the VEGF-C antagonist. 

114. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with a VEGF-C antagonist, the method comprising 

determining expression levels of VEGF-C in a sample obtained from the 

patient, / 
wherein incr eased expression levels of VEGF-C in the sample as compared to 

a reference sample indicates that the patient has an increased likelihood of benefit 
from treatment with the VEGF-C antagonist. 

115. fh method of optimizing therapeutic efficacy of a VEGF-C antagonist, the 
method comprising 

determining expression levels of VEGF-C in a sample obtained from a patient, 



wherein increased expression levels of VEGF-C in the sample as compared to 
a reference sample indicates that the patient has an increased likelihood of benefit 
from treatment with the VEGF-C antagonist. 

116. A method for treating a cell proliferative disorder in a patient, the method 
comprising 

determining that a sample obtained from the patient has increased expression 
levels of VEGF-C as compared to a reference sample, and 

administering to said patient an effective amount of a VEGF-C ^sftagonist, 
whereby the cell proliferative disorder is treated. 

117. A method of identifying a patient suffering from cancewho may benefit 
from treatment with a VEGF-C antagonist, the method compulsing 

determining expression levels of VEGF-D in a sample obtained from the 
patient, wherein increased expression levels ofVEGF-0 in the sample as compared to 
a reference sample indicates that the patient may benefit from treatment with the 
VEGF-C antagonist. 

118. A method of predicting responsiveness of a patient suffering from cancer to 
treatment with a VEGF-C antagonist, thoonethod comprising 

determining expression leveis/of VEGF-D in a sample obtained from the 
patient, wherein increased expression levels of VEGF-D in the sample as compared to 

/ 
a reference sample indicates that the patient is more likely to be responsive to 
treatment with the VEGF-C.antagonist. 7. 119. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with/a VEGF-C antagonist, the method comprising 

determinjng expression levels of VEGF-D in a sample obtained from the 
patient, wherein increased expression levels of VEGF-D in the sample as compared to 
a reference'sample indicates that the patient has an increased likelihood of benefit 
from treatment with the VEGF-C antagonist. 

/ 120. A method of optimizing therapeutic efficacy of a VEGF-C antagonist, the 
method comprising 

determining expression levels of VEGF-D in a sample obtained from a patient, 
wherein increased expression levels of VEGF-D in the sample as compared to a 



reference sample indicates that the patient has an increased likelihood of benefit from 

treatment with the VEGF-C antagonist. 

121. A method for treating a cell proliferative disorder in a patient, the method 

comprising / 
determining that a sample obtained from the patient has increased expression 

levels of VEGF-D as compared to a reference sample, and / 
administering to said patient an effective amount of a VEGF-C antagonist, 

whereby the cell proliferative disorder is treated / 

122. A method of identifying a patient suffering from cancer whoonay benefit from 
treatment with a VEGF-C antagonist, the method comprising / 

determining expression levels of VEGFR3 in a sampWobtained from the 
patient, wherein increased expression levels ofVEGFR3 ii/the sample as compared to 
a reference sample indicates that the patient may benefit from treatment with the 
VEGF-C antagonist. / 

123. A method of predicting responsiveness 01 a patient suffering from cancer to 
treatment with a VEGF-C antagonist, the method comprising 

determining expression levels of VEGFR3 in a sample obtained from the 
patient, wherein increased expression levels of VEGFR3 in the sample as compared to 
a reference sample indicates that the patient is more likely to be responsive to 
treatment with the VEGF-C antagonist, 

124. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with a VEGF-C antagonist, the method comprising 

determining expression levels of VEGFR3 in a sample obtained from the 
patient, wherein increased expression levels of VEGFR3 in the sample as compared to 
a reference sapfple indicates that the patient has an increased likelihood of benefit 

from treatment with the VEGF-C antagonist. 

125. /k method of optimizing therapeutic efficacy of a VEGF-C antagonist, the 

method comprising 
/ determining expression levels of VEGFR3 in a sample obtained from a 
patient, wherein increased expression levels of VEGFR3 in the sample as compared to 
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a reference sample indicates that the patient has an increased likelihood of benefit 
from treatment with the VEGF-C antagonist. 

126. A method for treating a cell proliferative disorder in a patient, the method 
comprising 

determining that a sample obtained from the patient has increased exp/6ssion 
levels of VEGFR3 as compared to a reference sample, and 

administering to said patient an effective amount of a VEGF-C ^tagonist, 
whereby the cell proliferative disorder is treated 

127. A method of identifying a patient suffering from cancer y4o may benefit from, 
treatment with a VEGF-C antagonist, the method comprising 

determining expression levels of FGF2 in a sample/obtained from the patient, 
wherein increased expression levels of FGF2 in the sample as compared to a reference 
sample indicates that the patient may benefit from treatment with the VEGF-C 
antagonist. 

128. A method of predicting responsiveness of a patient suffering from cancer to 
treatment with a VEGF-C antagonist, the raethod comprising 

determining expression levels ofFGF2 in a sample obtained from the patient, 
wherein increased expression levels dfFGF2 in the sample as compared to a reference 
sample indicates that the patient i/more likely to be responsive to treatment with the 
VEGF-C antagonist. 

129. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with a VEGF-C antagonist, the method comprising 

determiningRepression levels of FGF2 in a sample obtained from the patient, 
wherein increased^expression levels of FGF2 in the sample as compared to a reference 
sample indicates that the patient has an increased likelihood of benefit from treatment 

with the VEGF-C antagonist. 

130. /A method of optimizing therapeutic efficacy of a VEGF-C antagonist, the 
metHod comprising 

determining expression levels of FGF2 in a sample obtained from a patient, 
wherein increased expression levels of FGF2 in the sample as compared to a reference 
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sample indicates that the patient has an increased likelihood of benefit from treatment 
with the VEGF-C antagonist. 

131. A in ethod for treating a cell proliferative disorder in a patient, the method 
comprising 

determining that a sample obtained from the patient has increased expres§i£>n 
levels of FGF2 as compared to a reference sample, and 

administering to said patient an effective amount of a VEGF-C ant^onist, 
whereby the cell proliferative disorder is treated 

132. A method of identifying a patient suffering from cancer wli/may benefit from 
treatment with a VEGF-C antagonist, the method comprising 

determining expression levels of VEGF-A in a sample/obtained from the 
patient, wherein decreased expression levels of VEGF-A ia the sample as compared to 
a reference sample indicates that the patient may benefit from treatment with the 
VEGF-C antagonist. 

133. A method of predicting responsiveness eff a patient suffering from cancer to 
treatment with a VEGF-C antagonist, the msfliod comprising 

determining expression levels of VEGF-A in a sample obtained from the 
patient, wherein decreased expression/levels of VEGF-A in the sample as compared to 
a reference sample indicates that the patient is more likely to be responsive to 
treatment with the VEGF-C antagonist. 

134. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with a \yEGF-C antagonist, the method comprising 

determining expression levels of VEGF-A in a sample obtained from the 
patient, wherein decreased expression levels of VEGF-A in the sample as compared to 
a reference sample indicates that the patient has an increased likelihood of benefit 
from treatment with the VEGF-C antagonist. 

135. /A method of optimizing therapeutic efficacy of a VEGF-C antagonist, the 
method comprising 

determining expression levels of VEGF-A in a sample obtained from a patient, 
wherein decreased expression levels of VEGF-A in the sample as compared to a 



reference sample indicates that the patient has an increased likelihood of benefit from 
treatment with, the VEGF-C antagonist. 

136. A method for treating a cell proliferative disorder in a patient, the method 
comprising 

determining that a sample obtained from the patient has decreased expression 
levels of VEGF-A as compared to a reference sample, and / 

administering to said patient an effective amount of a VEGF-C antagonist, 
whereby the ceil proliferative disorder is treated. / 

137. A method of identifying a patient suffering from cancer who may benefit from 
treatment with a VEGF-C antagonist, the method comprising / 

determining expression levels of PIGF in a sample obtained from the patient, 
wherein decreased expression levels of PIGF in the sample as compared to a reference 
sample indicates that the patient, may benefit from treatment with the VEGF-C 
antagonist. / 

138. A method of predicting responsi venes/of a patient suffering from cancer to 
treatment with a VEGF-C antagonist, the rafethod comprising 

determining expression levels o^rlGF in a sample obtained from the patient, 
wherein decreased expression levely>f PIGF in the sample as compared to a reference 
sample indicates that the patient xsmore likely to be responsive to treatment with the 
VEGF-C antagonist. / 

139. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with a )/EGF-C antagonist, the method comprising 

determining/expression levels of PIGF in a sample obtained from the patient, 
wherein decreased expression levels of PIGF in the sample as compared to a reference 
sample indicates that the patient has an increased likelihood of benefit from treatment 
with the VEGF-C antagonist. 

140. /A method of optimizing therapeutic efficacy of a VEGF-C antagonist, the 
method comprising 

determining expression levels of PIGF in a sample obtained from a patient, 
wherein decreased expression levels of PIGF in the sample as compared to a reference 



sample indicates that the patient has an increased likelihood of benefit from treatment 
with the VEGF-C antagonist. 

141. A method for treating a cell proliferative disorder in a patient, the method 

comprising 
determining that a sample obtained from the patient has decreased expressly 

levels of PIGF as compared to a reference sample, and 
administering to said patient an effective amount of a VEGF-C antagp6ist, 

whereby the cell proliferative disorder is treated. 

142. The method of any one of claims 112 to 115, 117 to 120,122/ 125, 127 to 
130,132 to 135, or 137 to 140, further comprising administering ^/VEGF-C 
antagonist to the patient. 

143. The method of any one of claims 112 to 142, whepdm the VEGF-C antagonist 
is an anti-VEGF-C antibody. 

144. The method of claim 116,121, 126, 131yf36,141, or 142 wherein the 
method further comprises administering a VEGF-A antagonist to said patient. 

145. The method of claim 144, whereirydie VEGF-A antagonist and the VEGF-C 
antagonist are administered concurrent)? 7 146. The method of claim 144ywherein the VEGF-A antagonist and the VEGF-C 
antagonist are administered sequentially. 

/ 147. The method of clajm 144, wherein the VEGF-A antagonist is an anti-VEGF-A 
antibody. 

148. The methaa of claim 147, wherein the anti-VEGF-A antibody is bevacizumab. 

149. A kitp.br determining the expression levels of at least one gene selected from 
the group Consisting of: VEGF-C, VEGF-D, VEGFR3, FGF2, RGS5/CDH5, IL-8, 
CXCLK and CXCL2, the kit comprising 

an array comprising polynucleotides capable of specifically hybridizing to at 
teast one gene selected from the group consisting of: VEGF-C, VEGF-D, VEGFR3, 
FGF2, RGS5/CDH5, IL-8, CXCL1, and CXCL2, and 



instructions for using said array to determine the expression levels of said at 
least one gene to predict responsiveness of a patient to treatment with a VEGF-C 
antagonist, wherein an increase in the expression level of said at least one gene as 
compared to the expression level of said at least one gene in a reference sample 
indicates that the patient may benefit from treatment with the VEGF-C antagoni 

150. A kit for determining the expression levels of at least one gene selected from 
the group consisting of: VEGF-A CSF2, Proxl, ICAM1, ESM1, PIGF, PTCa5, 
TGFj3, Hhex, Col4al, Col4a2, and Alkl, the kit comprising / 

an array comprising polynucleotides capable of specifically/hybridizing to at 
least one gene selected from the group consisting of: VEGF-AJCSF2, Proxl, 
ICAM1, ESM1, PIGF, ITGaS, TGF{3, Hhex, Col4al, Col4a2^nd Alkl arid 

instructions for using said array to determine the expression levels of said at 
least one gene to predict responsiveness of a patient to treatment with a VEGF-C 
antagonist, wherein a decrease in the expression level of said at least one gene as 
compared to the expression level of said at least one gene in a reference sample 
indicates that the patient may benefit from treatment, with the VEGF-C antagonist. 

151. A set of compounds capable of detecting expression levels of at least one gene 
selected from the group consisting olyVEGF-C, VEGF-D, VEGFR3, FGF2, 
RGS5/CDH5, IL-8, CXCL1, and CKCL2, the set comprising 

at least one compound capable of specifically hybridizing to at least one gene 
selected from the group consimng of: VEGF-C, VEGF-D, VEGFR3, FGF2, 
RGS5/CDH5, IL-8, CXCI/L and CXCL2, wherein an increase in the expression level 
of said at least one genevas compared to the expression level of said at least one gene 
in a reference sample4ndicates that the patient may benefit from treatment with a 
VEGF-C antagonist. 

152. A setof compounds capable of detecting expression levels of at least one gene 
selected ran the group consisting of: VEGF-A CSF2, Proxl, ICAM1, ESM1, PIGF, 
ITGaS/TGFf3, Hhex, Col4al, Col4a2, and Alkl, the set comprising 

at least one compound capable of specifically hybridizing to at least one gene 
leered from the group consisting of: VEGF-A, CSF2, Proxl, ICAM1, ESM1, PIGF, 

ITGaS, TGF(J, Hhex, Col4al, Col4a2, and Alkl, wherein a decrease in the expression 
level of said at least gene as compared to the expression level of said at least one gene 



in a reference sample indicates that the patient may benefit from treatment with a 
VEGF-C antagonist. 

153. The set of compounds of cl aims 151 or 152, wherein the compounds are / 
polynucleotides. . / 

154. The set of compounds of claim 153, wherein the polynucl eotides compnse 
three sequences set forth in Table 2.. / 

155. The set of compounds of claims 151 or 152, wherein the comnminds are 

proteins. / 

156. The set of compounds of claim 155, wherein the protects are antibodies. 

157. A method of identifying a patient suffering from caicer who may benefit from 
treatment with an EGF-like-domain, multiple 7 (EGFD?) antagonist, the method 

comprising / 
determining expression levels of at least one gene selected from the group 

consisting of: VEGF-C, BV8, CSF2, TNFa, (ZXCL2, PDGF-C, and Mincle in a 
sample obtained from the patient, whereiiymcreased expression levels of said at least 
one gene in the sample as compared to preference sample indicates that the patient 
may benefit from treatment with theiSGFL7 antagonist. 

158. A method of identifying/a patient suffering from cancer who may benefit from 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of at least one gene selected from the group 
consisting of: Sema3B<TGF9, HGF, RGS5, NRPl, FGF2, CXCR4, cMet, FN1, 
Fibulin 2, Fibulin4/^FEMP2, MFAP5, PDGF-C, Sema3F, and FN 1 in a sample 
obtained from the patient, wherein decreased expression levels of said at least one 
gene in the sample as compared to a reference sample indicates that the patient may 
benefit from treatment with the EGFL7 antagonist. 

159. / A method of predicting responsiveness of a patient suffering from cancer to 
treranent with an EGFL7 antagonist, the method comprising 
/ determining expression levels of at least one gene selected from the group 
consisting of: VEGF-C, BV8, CSF2, TNFa, CXCL2, PDGF-C, and Mincle in a 



sample obtained from the patient, wherein increased expression levels of said at least 
one gene in the sample as compared to a reference sample indicates that the patient is 
more likely to be responsive to treatment with the EGFL7 antagonist / 

160. A method of predicting responsiveness of a patient suffering from cancer to 
treatment with an EGFL7 antagonist, the method comprising / 

determining expression levels of at least one gene selected from me group 
consisting of: SemaSB, FGF9, HGF, RGS5, NRPl, FGF2, CXCR.4, <MeU FN1, 
Fibulin 2, Fibulin4/EFEMP2, MFAP5, PDGF-C, Sema3F, and FNJ/m a sample 
obtained, from the patient, wherein decreased expression levels of said at least one 
gene in the sample as compared to a reference sample indicates that the patient is 
more Likely to be responsive to treatment with the EGPL7Ritagonist. 

161. A method of determining the likelihood that ^patient will exhibit a benefit 
from, treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of at least/one gene selected from the group 
consisting of: VEGF-C, BV8, CSF2, TNFyCXCL2» PDGF-C, and Mincle in a 
sample obtained from the patient, whereinancreased expression levels of said at least 
one gene in the sample as compared to/a reference sample indicates that the patient 
has increased likelihood of benefit from treatment with the EGFL7 antagonist. 

162. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with an EGEL7 antagonist, the method comprising 

determining expression levels of at least one gene selected from the group 
consisting of: Sema3BLFGF9, HGF, RGS5, NRPl, FGF2, CXCR4, cMet, FN 1, 
Fibulin 2, Fibulin4£FEMP2, MFAP5, PDGF-C, Sema3F, and FN1 in a sample 
obtained from the patient, wherein decreased expression levels of said at least one 
gene in the sample as compared to a reference sample indicates that the patient has 
increased likelihood of benefit of treatment with the EGFL7 antagonist. 

363./ A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the 

meoiod comprising 
/ determining expression levels of at least one gene selected from the group 
consisting of: VEGF-C, BV8, CSF2, TNFa, CXCL2, PDGF-C, and Mincle in a 
sample obtained from a patient, wherein increased expression levels of said at least 
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one gene in the sample as compared to a reference sample indicates that the patient 
has increased likelihood of benefit from treatment with the EGFL7 antagonist. 

164. A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the 

method comprising 
determining expression levels of at least one gene selected from the gpup 

consisting of: Sema3B, FGF9, HGF. RGS5, NRPl, FGF2, CXCR4, cMet/FNl, 
Fibulin 2, Fibulin4/EFEMP2, MFAP5, PDGF-C. SemaBF, and FN! in ̂ sample 
obtained from a patient, wherein decreased expression levels of saicLat least one gene 
in the sample as compared to a reference sample indicates that thepatient has 
increased likelihood of benefit of treatment with the EGFL7 antagonist 

/ 165. A method for treating a cell proliferative disorder^n a patient, the method 

comprising / 
determining that a sample obtained from the/patient has increased expression 

levels, as compared to a reference sample, of at Idast one gene selected from the group 
consisting of:. VEGF-C, BV8, CSF2, TNFajZXCL2, PDGF-C, and Minclc, and 

administering to said patient an effective amount of an EGFL7 antagonist, 

whereby the cell proliferative disorder is treated. 

166. A method for treating a celKproliferative disorder in a patient, the method 

comprising / 
determining that a sample obtained from the patient has decreased expression 

levels, as compared to a reference sample, of at least one gene selected from the group 
consisting of: Sema3Bf 3GF9, HGF, RGS5, NRPl, FGF2, CXCR4, cMet, FN1, 
Fibulin 2, Fibulin4^FEMP2, MFAP5, PDGF-C, Sema3F, and FN1, and 

administering to said patient an effective amount of an EGFL7 antagonist, 
whereby the aell proliferative disorder is treated. 

167. The method of any one of claims 157 to 166, wherein the sample obtained 
from/he patient is a member selected from the group consisting of: tissue, whole 
bleod, blood-derived cells, plasma, serum, and combinations thereof. 

168. The method of any one of claims 157 to 166, wherein the expression level is 

mRNA expression level. 



169. The method of any one of claims 157 to 166, wherein the expression level is 

protein expression level. 

170. The method of any one of claims 157 to 164, further comprising administering 
an EGFL7 antagonist to the patient. / 

171. The method of any one of claims 157 to 166, or 170, wherein the EGFL7 
antagonist is an anti-EGFL7 antibody. / 

172. The method of claim 165, 166, or 170 wherein the method fofther comprises 
administering a VEGF-A antagonist to said patient. / 

173. The method of claim 172, wherein the VEGF-A antagonist and the EGFL7 
antagonist are administered concurrently. / 

174. The method of claim 172, wherein the VEGF/A antagonist and the EGFL7 
antagonist are administered sequentially. / 

175. The method of claim 172, wherein the/VEGF-A antagonist is an anti-VEGF-A 

antibody. / • : 

176. The method of claim 175, whsrem the anti-VEGF-A antibody is bevacizumab. 

177. A method of identifying a/patient suffering from cancer who may benefit from 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of VEGF-C in a sample obtained from the 
patient, wherein increased expression levels of VEGF-C in the sample as compared 
to a reference sample/indicates that the patient may benefit from treatment with the 
EGFL7 antagonis^/ 

178. A rngxhod of predicting responsiveness of a patient suffering from cancer to 
treatment wth an EGFL7 antagonist, the method comprising 

determining expression levels of VEGF-C in a sample obtained from the 
patient, 
/ wherein increased expression levels of VEGF-C in the sample as compared to 

/a reference sample indicates that the patient is more likely to be responsive to 
treatment with the EGFL7 antagonist. 
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179. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of VEGF-C in a sample obtained from, the / 

patient, / 
wherein increased expression levels of VEGF-C in the sample as compared to 

a reference sample indicates that the patient, has an increased likelihood of benefit 
from treatment with the EGFL7 antagonist / 

180. A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the 
method comprising / 

determining expression levels of VEGF-C in a sampliyyotained from, a patient, 
wherein increased expression levels of VEGF-C in me sample as compared to 

a reference sample indicates that the patient has an increased likelihood of benefit 
from treatment with the EGFL7 antagonist. / 

181. A method for treating a cell proliferative^disorder in a patient, the method 
comprising / 

determining that a sample obtained irom the patient has increased expression 
levels of VEGF-C as compared to a reference sample, and 

administering to said patient an effective amount of an EGFL7 antagonist, 
whereby the cell proliferative disoraer is treated. 

182. A method of identifying a patient suffering from cancer who may benefit 
from treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of BV8 in a sample obtained from the patient, 
wherein increased expression levels of BV8 in the sample as compared to a reference 
sample indicates that the patient may benefit from treatment with the EGFL7 
antagonist. / 

183. Ainethod of predicting responsiveness of a patient suffering from cancer to 
treatment with an EGFL7 antagonist, the method comprising 

/ determining expression levels of BV8 in a sample obtained from the patient, 
wherein increased expression levels of BV8 in the sample as compared to a reference 
/sample indicates that the patient is more likely to be responsive to treatment with the 
EGFL7 antagonist. 
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184. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of BV8 in a sample obtained from the patient, 
wherein increased expression levels of BV8 in the sample as compared to a reference 
sample indicates that the patient has an increased likelihood of benefit from treatnjait 
with the EGFL7 antagonist. 

185. A method of optimizingtherapeutic efficacy of an EGFL7 antagonist, the 
method comprising 

determining expression levels of BV8 in a sample obtained fef>m a patient, 
wherein increased expression levels of BV8 in the sample as compared to a reference 
sample indicates that the patient has an increased likelihood o^benefit from treatment 

with the EGFL7 antagonist 

186. A method for treating a cell proliferative disorder in a patient, the method 

comprising / 
determining that a sample obtained from im patient has increased expression 

levels of BV8 as compared to a reference sample, and 
administering to said patient an effective amount of an EGFL7 antagonist, 

whereby the cell proliferative disorder is treated 

187. A method of identifying a patient suffering from cancer who may benefit from 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of CSF2 in a sample obtained from the patient, 
wherein increased expression levels of CSF2 in the sample as compared to a reference 
sample indicates that tjrc patient may benefit from treatment with the EGFL7 
antagonist. 

188. A method of predicting responsiveness of a patient suffering from cancer to 
treatment with an EGFL7 antagonist, the method comprising 

stemming expression levels of CSF2 in a sample obtained from the patient, 
wherein increased expression levels of CSF2 in the sample as compared to a reference 
sample indicates that the patient is more likely to be responsive to treatment with the 

GFL7 antagonist. 



189. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with an EGFL7 antagonist, the method comprising . 

determining expression levels of CSF2 in a sample obtained from the patient/ 
wherein increased expression levels of CSF2 in the sample as compared to a reference 
sample indicates that the patient has an increased likelihood of benefit from treatment 
with the EGFL7 antagonist. / 

190. A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the 
method comprising / 

determining expression levels of CSF2 in a sample obtained from a patient, 
wherein increased expression levels of CSF2 in the sample as .compared to a reference 
sample indicates that the patient has an increased likelihoocf of benefit from treatment 

with the EGFL7 antagonist. / 

191. A method for treating a cell proliferative disorder in a patient the method 

comprising / 
determining that a sample obtained from the patient has increased expression 

levels of CSF2 as compared to a reference^ample, and 
administering to said patient an^ffective amount of an EGFL7 antagonist, 

whereby the cell proliferative disorder is treated 

192. A method of identifying/ patient suffering from cancer who may benefit from 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of TNFa in a sample obtained from the patient, 
wherein increased expression levels of TNFa in the sample as compared to a 
reference sample indicates that the patient may benefit from treatment with the 
EGFL7 antagonist. 

193. A metnod of predicting responsiveness of a patient suffering from cancer to 
treatment/with an EGFL7 antagonist, the method comprising 

/determining expression levels of TNFa in a sample obtained from the patient, 
wherein increased expression levels of TNFa in the sample as compared to a 

ference sample indicates that the patient is more likely to be responsive to treatment 

with the EGFL7 antagonist. 



194. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment -with an EGFL7 antagonist, the method comprising 

determining expression levels of TNFa in a sample obtained from the patient, 
wherein increased expression levels of TNFa in the sample as compared to a 
reference sample indicates that the patient has an increased likelihood of benefit |?6m 
treatment wife the EGFL7 antagonist. 

195. A method of optimizing therapeutic efficacy of an EGFL7 antago:pfst, the 
method comprising 

determining expression levels of TNFa in a sample obtained/from a patient, 
wherein increased expression levels of TNFa in th e sample as compared to a 
reference sample indicates that the patient has an increased livelihood of benefit from 
treatment with the EGFL7 antagonist. 

196. A- method for treating a cell proliferative disorder in a patient, the method 
comprising / 

determining that a sample obtained from/the patient has increased expression 
levels of TNFa as compared to a reference sample, and 

administering to said patient an effixtive amount of an EGFL7 antagonist, 
whereby the cell proliferative disorderft treated. 

197. A method of identifying a patient suffering from cancer who may benefit from 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of 8ema3B in a sample obtained from the 
patient, wherein decreased expression levels of Sema3B in the sample as compared to 
a reference sample indicates that the patient may benefit from treatment with the 
EGFL7 antagonist. 

198. A method of predicting responsiveness of a patient suffering from, cancer to 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of Sema3B in a sample obtained from the 
patient, wherein decreased expression levels of Sema3B in the sample as compared to 
a reference sample indicates that the patient is more likely to be responsive to 

eatment with the EGFL7 antagonist. 
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199. A method ot determining the likelihood that a patient will exiuoit a benerit 
from treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of SemaSB in a sample obtained from the 
patient, wherein decreased expression levels of Sema3B in the sample as. compared to 
a reference sample indicates that the patient has an increased likelihood of benefit 
from treatment with the EGFL7 antagonist. / 

200. A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the 

method comprising / 
determining expression levels of SemaSB in a sample obtained from a patient, 

wherein decreased expression levels of SemaSB in the sample as/compared to a 
reference sample indicates that the patient has an increased likelihood of benefit from 
treatment with the EGFL7 antagonist. / 

201. A method for treating a cell proliferative disorder in a patient, the method 

comprising / 
determining that a sample obtained from4he patient has decreased expression 

levels of SemaSB as compared to a referenexample, and 
administering to said patient an effective amount of an EGFL7 antagonist, 

whereby the cell proliferative disorder^ treated. 

202. A method of identifying inpatient suffering from cancer who may benefit from 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of FGF9 in a sample obtained from the patient, 
wherein decreased expression levels of FGF9 in the sample as compared to a 
reference sample indicates that the patient may benefit from treatment with the 
EGFL7 antagonist/ 

203. A method of predicting responsiveness of a patient suffering from cancer to 
treatment With an EGFL7 antagonist, the method comprising 

etermining expression levels of FGF9 in a sample obtained from the patient, 
:in decreased expression levels of FGF9 in the sample as compared to a 

erence sample indicates that the patient is more likely to be responsive to treatment 
with the EGFL7 antagonist. 



204. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of FGF9 in a sample obtained from the patient/ 
wherein decreased expression levels of FGF9 in the sample as compared to a / 

reference sample indicates that the patient has an increased likelihood of benefit from 
treatment with the EGFL7 antagonist. / 

205. A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the 
method comprising / 

determining expression levels of FGF9 in a sample obtained from a patient, 
wherein decreased expression levels of FGF9 in the sample as rompared to a 
reference sample indicates that the patient has an increased likelihood of benefit from 
treatment with the EGFL7 antagonist. / 

206. A method for treating a cell proliferative disorder in a patient, the method 
comprising / 

determining that a sample obtained from the patient has decreased expression 
levels of FGF9 as compared to a reference sample, and 

administering to said patient an effective amount of an EGFL7 antagonist, 
whereby the cell proliferative disorder is treated. 

207. A method of identifying ar patient suffering from cancer who may benefit from 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of HGF in a sample obtained from the patient, 
wherein decreased expression levels of HGF in the sample as compared to a reference 
sample indicates thatAe patient may benefit from treatment with the EGFL7 
antagonist. / 

208. A memod of predicting responsiveness of a patient suffering from cancer to 
treatment *vith an EGFL7 antagonist, the method comprising 

/determining expression levels of HGF in a sample obtained from the patient, 
wherein decreased expression levels of HGF in the sample as compared to a reference 
sample indicates that the patient is more likely to be responsive to treatment with the 

/EGFL7 antagonist. 



209. A method of determining the Likelihood that a patient will exhibit a benefit 
from treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of HGF in a sample obtained from the patient, 
wherein decreased expression levels of HGF in the sample as compared to a reference 

sample indicates that the patient has an increased likelihood of benefit from treatment 
with the EGFL7 antagonist. 

•210. A method of optimizing therapeutic efficacy' of an EGFL7 antagonist, the 
method comprising 

determining expression levels of HGF in a sample obtained/from a patient, 
wherein decreased expression levels of HGF in the sample as compared to a reference 
sample indicates that the patient has an/increased likelihood of benefit from treatment 
with the EGFL7 antagonist. 

211. A method for treating a cell proliferative disorder in a patient, the method 
comprising 

determining that a sample obtained fronvihe patient has decreased expression 
levels of HGF as compared to a reference saaiple, and 

administering to said patient an effective amount of an EGFL7 antagonist, 
whereby the cell proliferative disorder is treated. 

212. A method of identifying a jzratient suffering from cancer who may benefit from 
treatment with an EGFL7 antaaranst, the method comprising 

determining expression levels of RGS5 in a sample obtained from the patient, 
wherein decreased expression levels of RGS5 in the sample as compared to a 
reference sample indicates that the patient may benefit from treatment with the 

EGFL7 antagonist^ 

213. A methew of predicting responsiveness of a patient suffering from cancer to 
treatment with an EGF.L7 antagonist, the method comprising 

determining expression levels of RGS5 in a sample obtained from, the patient, 
wherein decreased expression levels of RGS5 in the sample as compared to a 
reference sample indicates that the patient is more likely to be responsive to treatment 
jmth. the EGFL7 antagonist. 
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214. A method of determining the Likelihood that a patient will exhibit a benefit 
from treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of RGS5 in a sample obtained from the patient, 
wherein decreased expression levels of RGS5 in the sample as compared to a 
reference sample indicates that the patient has an increased likelihood ofbenefit/rorn 
treatment with the EGFL7 antagonist. 

215. A method of optimizing therapeutic efficacy of an EGFI..7 antagpriist, the 
method comprising 

determining expression leveLs of RGS5 in a sample obtained from a patient, 
wherein decreased expression levels of RGS5 in the sample as compared to a 
reference sample indicates that the patient has an increased Likelihood of benefit from 
treatment with the EGFL7 antagonist. 

216. A method for treating a cell proliferative dis^raer in a patient, the method 
comprising 

determining that a sample obtained frofll the patient has decreased expression 
leveLs ofRGS5 as compared to a reference sample, and 

administering to said patient an effective amount of an EGFL7 antagonist, 
whereby the cell proliferative disorder is treated. 

217. A method of identifying./patient suffering from cancer who may benefit from 
treatment with an EGFL7 a^gonist, the method comprising 

determining expression levels of NRPl in a sample obtained from the patient, 
wherein decreased expression levels of NRPl in the sample as compared to a 
reference sample indicates that the patient may benefit from treatment with, the 
EGFL7 antagonist. 

218. A mdthod of predicting responsiveness of a patient suffering from cancer to 
treatmenfwith an EGFL7 antagonist, the method comprising 

/determining expression leveLs of NRPl in a sample obtained from the patient, 
i-erein decreased expression levels of NRPl in the sample as compared to a 

eference sample indicates that the patient is more likely to be responsive to treatment 
with the EGFL7 antagonist. 



219. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of NRPl in a sample obtained from the patient,y 
wherein decreased expression levels of NRPl in the sample as compared to a 
reference sample indicates that the patient has an increased likelihood of benefij/from 
treatment with the EGFL7 antagonist. 

220. A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the 
method comprising 

determining expression levels of NRPl in a sample obtained from a patient, 
wherein decreased expression levels of NRPl in the sample as compared. to a 
reference sampl e indicates that the patient has an increased likelihood of benefit from 
treatment with the EGFL7 antagonist. 

221. A method for treating a cell proliferative dis^der in a patient the method 
comprising 

determining that a sample obtained fron-f the patient has decreased expression 
levels of NRPl as compared to a reference sample, and 

administering to said patient an effective amount of an EGFL7 antagonist, 
whereby the cell proliferative disorders treated. 

222. A method of identifying a/patient suffering from cancer who may benefit from 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of NRPl in a sample obtained from the patient, 
wherein decreased expression levels of NRPl in the sample as compared to a 
reference sample indicates that the patient may benefit from treatment with the 
EGFL7 antagonist 

223. A method of predicting responsiveness of a patient suffering from cancer to 
treatment/With an EGFL7 antagonist, the method comprising 

/determining expression levels of NRPl in a sample obtained from the patient, 
wherein decreased expression levels of NRPl in the sample as compared to a 
reference sample indicates that the patient is more likely to be responsive to treatment 
with the EGFL7 antagonist. 



224. A method of determining the likelihood that a patient will exhibit a benefit 
from, treatment with an EGFL7 antagonist, the method comprising 

' determining expression levels of NRPl in a sample obtained from the patient/ 
wherein, decreased expression levels of NRPl in the sample as compared to a / 
reference sample indicates that the patient has an increased likelihood of benefit from 
treatment with the EGFL7 antagonist. / 

225. A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the 
method comprising / 

determining expression levels of NRPl in a sample obtained from a patient, 
wherein decreased expression levels of NRPl in the sample as compared to a 
reference sample indicates that the patient has an increased likelihood of benefit from 
treatment with the EGFL7 antagonist. / 

226. A method for treating a cell proliferative disomer in a patient, the method 
comprising / 

determining that a sample obtained fronrthe patient has decreased expression 
levels of NRPl as compared to a reference sample, and 

administering to said patient an effective amount of an EGFL7 antagonist, 
whereby the cell proliferative disorder is treated. 

227. A method of identifying a mtmit suffering from cancer who may benefit from 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of FGF2 in a sample obtained from the patient, 
wherein decreased expression levels of FGF2 in the sample as compared to a 
reference sample indicates that the patient may benefit from treatment with the 
EGFL7 antagonist. / ' 

228. A method of predicting responsiveness of a patient suffering from, cancer to 
treatment an EGFL7 antagonist, the method comprising 

de mining expression levels of FGF2 in a sample obtained from the patient, 
whereM decreased expression levels of FGF2 in the sample as compared to a 
reference sample indicates that the patient is more likely to be responsive to treatment 

til the EGFL7 antagonist. 



229. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of FGF2 in a sample obtained from the patient,/ 
wherein decreased expression levels of FGF2 in the sample as compared to a 
reference sample indicates that the patient has an increased likelihood ofbencflt/from 
treatment with the EGFL7 antagonist. 

230. A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the 
method comprising 

determining expression levels of FGF2 in a sample obtained'from a patient, 
wherein decreased expression levels of FGF2 in the sample as cj/mpared to a 
reference sample indicates that the patient has an increased livelihood of benefit from 
treatment with the EGFL7 antagonist. 

231. A method for treating a cell proliferative disorder in a patient, the method 
comprising 

determining that a sample obtained from/fhe patient has decreased expression 
levels of FGF2 as compared to a reference sample, and 

administering to said patient an effective amount of an EGFL7 antagonist, 
whereby the cell proliferative disorder is treated. 

232. A method of identifying a patient suffering from cancer who may benefit from 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of CXCR4 in a sample obtained from the 
patient, wherein decreased expression levels of CXCR4 in the sample as compared to 
a reference sample indicates that the patient may benefit from treatment with the 
EGFL7 antagonist. 

233. A metheKi of predicting responsiveness of a patient suffering from cancer to 
treatment wjm an EGFL7 antagonist, the method comprising 

cktermining expression levels of CXCR4 in a sample obtained from the 
patient; wherein decreased expression levels of CXCR4 in the sample as compared to 
a reference sample indicates that the patient is more likely to be responsive to 
reatment with the EGFL7 antagonist. 
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234. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of CXCR4 in a sample obtained from the 
patient, wherein decreased expression levels of CXCR4 in the sample as compared 
a reference sample indicates that the patient has an increased likelihood of bene: 
from treatment with the EGFL7 antagonist. 

235. A method of optimizing therapeutic efficacy of an EGFL7 antag^ 
method comprising 

determining expression levels of CXCR4 in. a sample obtained from a patient, 
wherein decreased expression levels of CXCR4 in the sample aVcompared to a. 
reference sample indicates that the patient has an increased livelihood of benefit from 
treatment with the EGFL7 antagonist. 

236. A method for treating a cel.! proliferative disorder in a patient, the method 
comprising 

determining that a sample obtained fromnhe patient has decreased expression 
levels of CXCR4 as compared to a reference/sample, and 

administering to said patient an effective amount of an. EGFL7 antagonist, 
whereby the cell proliferative disorders treated, 

237. A method of identifying ^patient suffering from cancer who may benefit from 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of cMet in a sample obtained from the patient, 
wherein decreased expression levels of cMet in the sample as compared to a reference 
sample indicates that j/he patient may benefit from treatment with the EGFL7 
antagonist. 

238. A method of predicting responsiveness of a patient suffering from cancer to 
treatment with an EGFL7 antagonist, the method comprising 

ietermining expression levels of cMet in a sample obtained from the patient, 
wherein decreased expression levels of cMet in the sample as compared to a reference 

iple indicates that the patient is more likely to be responsive to treatment with the 
JGFL7 antagonist. 
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239. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of cMet in a sample obtained from the patient, 
wherein decreased expression levels of cMet in the sample as compared to a reference 
sample indicates that the patient has an increased likelihood of benefit from treatment 
with the EGFL7 antagonist. / 

240. • A method of optimizing therapeutic efficacy of an EGFL7 an tagonist the 
method comprising . / 

determining expression levels of cMet in a sample obtained frerax a patient, 
wherein decreased expression levels of cMet in the sample as compared to a reference 
sample indicates that the patient has an increased likelihood of benefit from treatment 
with the EGF.L7 antagonist. / 

241. A method for treating a cell proliferative disorder in a patient, the method 
comprising / 

determining that a sample obtained from tire patient has decreased expression 
levels of cMet as compared to a reference sample, and 

administering to said patient an effective amount of an EGFL7 antagonist, 
whereby the cell proliferative disorder is/treated. 

242. A method of identifying a jmient suffering from cancer who may benefit from 
treatment with an EGFL7 antagonist the method comprising 

determining expression levels of FN1 in a sample obtained from the patient, 
wherein decreased expression levels of FN1 in the sample as compared to a reference 
sample indicates that the patient may benefit from, treatment with the EGFL7 
antagonist.' / 

243. A method of predicting responsiveness of a patient suffering from cancer to 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of FN1 in a sample obtained from the patient, 
wherein decreased expression levels of FN1 in the sample as compared, to a reference 
sample indicates that the patient is more likely to be responsive to treatment with the 

35GFL7 antagonist. 



244. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with, an EGFL7 antagonist, the method comprising 

determining expression levels of FN1 in a sample obtained from the patient, 
wherein decreased expression levels of FN1 in the sample as compared to a referenc 
sample indicates that the patient has an increased likelihood of benefit from treatment 
with the EGFL7 antagonist. 

245. A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the 
method comprising 

determining expression levels of FN1 in a sample obtained fr6m a patient, 
wherein decreased expression levels of FN1 in the sample as compared to a reference 
sample indicates that.the patient has an increased likelihood o^benefit from treatment 
with the EGFL7 antagonist 

246. A method for treating a cell proliferative disorder in a patient, the method 
comprising 

determining that a sample obtained from the patient has decreased expression 
levels of FN1 as compared to a reference samjue, and 

administering to said patient an effective amount of an EGFL7 antagonist, 
whereby the ceil proliferative disorder {^treated. 

247. A method of identifying a patient suffering from cancer who may benefit from 
treatment with an. EGFL7 antagonist, the method comprising 

determining expression levels of Fibulin 2 in a sample obtained from the 
patient, wherein decreased/expression levels of Fibulin 2 in the sample as compared to 
a reference sample indicates that the patient may benefit from treatment with the 
EGFL7 antagonist. 

248. K^y of predicting »pc™. of a patient offering from oancer ,o 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of Fibulin 2 in a sample obtained from the 
patient/wherein decreased expression levels of Fibulin 2 in the sample as compared to 
a reference sample indicates that the patient is more likely to be responsive to 
treatment with the EGFL7 antagonist. 
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249. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of Fibulin 2 in a sample obtained from the 
patient, wherein decreased expression levels of Fibulin 2 in the sample as compared^; 
a reference sample indicates that the patient has an increased likelihood of benefit^ 
from treatment with the EGFL7 antagonist. 

250. A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the 
method comprising 

determining expression levels of Fibulin 2 in a sample obtained from, a patient, 
wherein decreased expression levels of Fibulin 2 in the sample as/compared to a 
reference sample indicates that the patient has an increased likelihood of benefit from 
treatment with the EGFL7 antagonist. 

251. A method for treating a cell proliferative disorder in a patient, the method 
comprising 

determining that a .sample obtained from the patient has decreased expression 
levels of Fibulin 2 as compared to a reference/sample, and 

administering to said patient an effective amount of an EGFL7 antagonist, 
whereby the cell proliferative disorder is treated. 

252. A method of identifying a patient suffering from cancer who may benefit from 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of Fibulin4 in a sample obtained from the 
patient, wherein decreased/expression levels of Fibulin4 in the sample as compared to 
a reference sample indicates that the patient may benefit from treatment with the 
EGFL7 antagonist. 

253. A method of predicting responsiveness of a patient suffering from cancer to 
treatment mtlian EGFL7 antagonist, the method comprising 

determining expression levels of Fibulin4 in a sample obtained from the 
patient wherein decreased expression levels of Fibulin4 in the sample as compared to 
a reference sample indicates that the patient is more likely to be responsive to 
reatment with the EGFL7 antagonist. 
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254. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of Fibulin4 in a sample obtained from the 
patient, wherein decreased expression levels of Fibulin4 in the sample as compai 
a reference sample indicates that the patient has an increased likelihood of benefit 
from treatment with the EGFL7 antagonist. / 

255. A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the 
method comprising / 

determining expression levels of Fibulin4 in a sample obtained from a patient, 
wherein decreased expression levels of Fibulin4 in the sample/as compared to a 
reference sample indicates that the patient has an increasecLfikelihood of benefit from 
treatment with the EGFL7 antagonist. / 

256. A. method for treating a eel! proliferative dispder in a patient, the method, 
comprising / 

determining that a sample obtained from. the patient has decreased expression 
levels of Fibulin4 as compared to a reference sample, and 

administering to said patient an effective amount of an EGFL7 antagonist, 
whereby the cell proliferative disorders treated. 

257. A method of identifying a/patient suffering from cancer who may benefit from 
treatment with an EGFL7 ai ' gonist, the method comprising 

determining express L levels of MFAP5 in a sample obtained from the 
patient, wherein decreased expression levels of MFAP5 in the sample as compared to 
a reference sample indicates that the patient may benefit from treatment with, the 
EGFL7 antagonist. 

258. A method of predicting responsiveness of a patient suffering from cancer to 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of MFAP5 in a sample obtained from the 
patient, wherein decreased expression levels of MFAP5 in the sample as compared to 
a reference sample indicates that the patient is more likely to be responsive to 

•eatment with the EGFL7 antagonist. 
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259. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of MFAP5 in a sample obtained from the 
patient, wherein decreased expression levels of MFAP5 in the sample as compared td 
a reference sample indicates that the patient has an increased likelihood ofbenefi/ 
from treatment with the EGFL7 antagonist. 

260. A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the 
method comprising 

determining expression levels of MFAP5 in a sample obtained from a patient, 
wherein decreased expression levels of MFAP5 in the sample as Compared to a 
reference sample indicates that the patient has an increased lil^fihood of benefit from 
treatment with the"EGFL7 antagonist. 

261. A method for treating a cell proliferative disorder in a patient, the method 

comprising / 
determining that a sample obtained from the patient has decreased expression 

levels of MFAJP5 as compared to a reference sample, and 
administering to said patient an effective amount of an EGFL7 antagonist, 

whereby the cell proliferative disorder is/treated. 

262. A method of identifying a mrfient suffering from cancer who may benefit from 
treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of PDGF-C in a sample obtained from the 
patient, wherein decreased/expression levels of PDGF-C in the sample as compared to 
a reference sample indicates that the patient may benefit from treatment with the 
EGFL7 antagonist 

263. A method of predicting responsiveness of a patient suffering from cancer to 
treatment wit/an EGFL7 antagonist, the method comprising 

detdrmining expression levels of PDGF-C in a sample obtained from the 
patientywherein decreased expression levels of PDGF-C in the sample as compared to 
a reference sample indicates that the patient is more likely to be responsive to 
treatment with the EGFL7 antagonist. 
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264, A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of PDGF-C in a sample obtained from the 
patient, wherein decreased expression levels of PDGF-C in the sample as compare 
a reference sample indicates that the patient has an increased likelihood ofbenefi 
from treatment with the EGFL7 antagonist. • / 

265, A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the 
method comprising / 

determining expression levels of PDGF-C in a sample obtamfed from a patient, 
wherein decreased expression levels of PDGF-C in the sample a^compared to a 
reference sample indicates that the patient has an increased likelihood of benefit from 
treatment with the EGFL7 antagonist. / 

266, A method for treating a cell proliferative disorder in a patient, the method 
comprising / 

determining that a sample obtained fronyme patient has decreased expression 
levels of PDGF-C as compared to a reference/sample, and 

administering to said patient an effective amount of an EGFL7 antagonist, 
whereby the cell proliferative disorder i/treated. 

267, A method of identifying a patient suffering from cancer who may benefit from 
treatment with an EGFL7 antaaraist, the method comprising 

determining, expression levels of Sema3F in a sample obtained from the 
patient, wherein decreased expression levels of Sema3F in the sample as compared to 
a reference sample indicates that the patient may benefit from treatment with, the 
EGFL7 antagonist/ 

268, A method of predicting responsiveness of a patient suffering from cancer to 
treatment wzth an EGFL7 antagonist, the method comprising 

(Mermining expression levels of Sema3F in a sample obtained from the 
paticnf; wherein decreased expression levels of Sema3F in the sample as compared to 
a reference sample indicates that the patient is more likely to be responsive to 
treatment with the EGFL7 antagonist. 
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269. A method of determining the likelihood that a patient will exhibit a benefit 
from treatment with an EGFL7 antagonist, the method comprising 

determining expression levels of Sema3F in a sample obtained from the / 
patient, wherein decreased expression levels of Sema3F in the sample as compared^to 
a reference sample indicates that the patient has an increased likelihood of benefit 
from treatment wi th the EGFL7 antagonist. / 

270. A method of optimizing therapeutic efficacy of an EGFL7 antagonist, the 
method comprising / 

determining expression levels of Sema3F in a sample obtained from a patient, 
wherein decreased expression levels of Sema3F in the sample a/compared to a 
reference sample indicates that the patient has an increased livelihood of benefit from 
treatment with the EGFL7 antagonist / 

111. A method for treating a cell, proliferative disomer in a patient, the method 

comprising / 
determining that a sample obtained from/the patient has decreased expression 

levels of Sema3F as compared to a reference/ainple, and 
administering to said patient an efmctive amount of an EGFL7 antagonist, 

whereby the cell proliferative disorder is treated. 

272. The method of any one of claims 177 to 180, 182 to 185, 187 to 190, 192 to 
195,197 to 200, 202 to 205, 207to 210, 212 to 215, 217 to 220, 222 to 225, 227 to 
230, 232 to 235, 237 to 240J42 to 245, 247 to 250, 252 to 255, 257 to 260, 262 to 
265, or 267 to 270 further/comprising administering an EGFL7 antagonist to the 

patient. / 

273. The method of any one of claims 177 to 272, wherein the EGFL7 antagonist is 
an anti- EGFLT^mtibody. 

274. The method of any one of claims 181, 186, 191,196, 201, 206, 211, 216, 
221, 226(231, 236, 241,246, 251, 256, 261, 266, 271, or 272, wherein the method 
further comprises administering a VEGF-A antagonist to said patient. 

5. The method of claim 274, wherein the VEGF-A antagonist and the EGFL7 
antagonist are administered concurrently. 

252 



276. The method of claim 274, wherein the VEGF-A antagonist and the EGFL7 
antagonist are administered sequentially. 

277. The method of claim 274, wherein the VEGF-A antagonist is an anti-VEGF' 
antibody. 

278. The method of claim 277, wherein the anti-VEGF-A antibody is bev^izumab 

279. A kit for determining the expression levels of at least one gene selected from 
the group consisting of; VEGF-C, BV8, CSF2, TNFa, CXCL2, PDCJF-C, and 
Mincle, the kit comprising 

art array comprising polynucleotides capable of specifically hybridizing to at 
least one gene'selected from the group consisting of: VEGIjXC, BV8, CSF2, TNFa, 
CXCL2, PDGF-C, and Mincle, and 

instructions for using said array to determine th€ expression levels of said at 
least one gene to predict responsiveness of a patierrt/to treatment with an EGFL7 
antagonist, wherein an increase in the expression-level of said at least one gene as 
compared to the expression level of said at legist one gene in a reference sample 
indicates that the patient may benefit fronyfreatment with the EGFL7 antagonist. 

280. A kit for determining the expression levels of at least one gene selected from 
the group consisting of: Sema3B,pfeF9, HGF, RGS5, NRPl, FGF2, CXCR4, cMet, 
FN1, Fibulin 2, Fibulin4/EFEM/2, MFAP5, PDGF-C, Sema3F, and FN 1, the kit 
comprising 

an array comprising polynucleotides capable of specifically hybridizing to at 
least one gene selected from the group consisting of; SemaSB, FGF9, HGF, RGS5, 
NRPl, FGF2, CXCm, cMet, FN1, Fibulin 2, Fibulin4/EFEMP2, MFAP5, PDGF-C, 
Sema3F, and FN Vand 

instructions for using said array to determine the expression levels of said at 
least one gej?(e to predict responsiveness of a patient to treatment with an EGFL7 
antagonist, wherein a decrease in the expression level of said at least one gene as 
compared to the expression level of said at least one gene in a reference sample 
indicates that the patient may benefit from treatment with the EGFL7 antagonist. 

253 



281. A set of compounds capable of detecting expression levels of at least one gene 
selected from the group consisting of: VEGF-C, BV8, CSF2, TNFa, CXCL2, PDGF-
C, and Mincle, the set comprising 

at least one compound capable of specifically hybridizing to at least one gene 
selected from the group consisting of VEGF-C, BV8, CSF2, TNFa, CXCL2, PD( 
C, and Mincle: wherein an increase in the expression level of said at least one gene as 
compared to the expression level of said at least one gene in a reference sarmffe 
indicates that the patient may benefit from treatment with an EGFL7 antagonist. 

282. A set of compounds capable of detecting expression levels ojm least one gene 
selected from the group consisting of: Sema3B, FGF9, HGF, RC$5, NRPl, FGF2, 
CXCR4, cMet, FN1, Fibulin 2, Fibulin4/EFEMP2, MFAP5, P^GF-C, Sema3F, and 
FN 1, the set comprising 

at least one compound that specifically hybridized to at least one gene selected 
from the group consisting of: SemaSB, FGF9, HGF JLGS5, NRPl, FGF2, CXCR4, 
cMet, FN!, Fibulin 2, Fibulin4/EFEMP2, MFAP5/PDGF-C, SemaSF, and FN1, 
wherein a decrease in the expression level of sara at least gene as compared to the 
expression level of said at least one gene in preference sample indicates that the 
patient may benefit from treatment with an EGFL7 antagonist. 

283. The set of compounds of clajms 281 or 282, wherein the compounds are 
polynucleotides. 

284. The set of compound/of claim 283, wherein the polynucleotides comprise 
three sequences from Table 2. 

285. The set of compounds of claims 281 or 282, wherein, the compounds are 
proteins. 

286. The sef'of compounds of claim 285, wherein the proteins are antibodies. 
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