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Relationship between expression of isocitrate dehydrogenase and clinical outcomes
in patients with osteosarcoma

tsuchiya, takashi
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Aberration of isocitrate dehydrogenase (IDH) in glioma is a prognosis
factor. Osteosarcoma is rare, but is the most common type of primary bone cancer. Association
expression of IDH and clinical outcome of osteosarcoma is unknown. We studied relationship between
expression of IDH with 5 monoclonal bodies and clinical outcomes in 98 patients with osteosarcoma.
Expression of IDH is relative to survival rates and tumor necrosis rates following chemotherapy.
Expression of IDH might be a prognosis factor.
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Fig. 5

RMab-22
3
2
z .
7 oo PH
T
®
% 00 NEE
o
-
o mm ® @ @ o m  Ee bm Ba %9
Eca-Hn1eZ))
Fig. 6
KrMab-3
-
s
2
i
2w NEE
w
8 oo PEt
-
-
o x e e wm me wm wme e me m
R (R
Table 1
Table 1

{EsuE R AE -

A

N 25 6
P 22 23
- & & 47 29
DNA
3 25 IDH2-172S
MsMab-1 32
28.1
MsMab-1 98
69.4
IDH1/2
1DH1
4)

31

45

76

12

3
68

IDH1

4)
IDH1 RMab-3 P N
IDH2
RMab-22 P N
MsMab-1 IDH1/2
IDH1/2
IDH1/2

1) Yan H, et al: N Engl J Med
2009;360:765-773.
2) Amary MF, et al: J Pathol

2011;224:334-343.

3) Liu X, et al: Cancer Med 2013;6:803-814.
4) Hu X, et al: Cancer Lett
2014;346:114-21.

o
TSUCHIYA, Takashi

30400576



@
(TAKAGI, Michiaki

40241707
(TAKAKUBO, Yuya)

80431641
(SUGAWARA, Masato)

60444030

®



