L EE A oins #5134%  April 2022, pp. 7-9

RERNRAX

Sl 2 FERILUEZSERITECS
ARE © ILEES)

WAHARERD S

Matsumoto Y, Ichikawa T, Kurozumi K, Otani Y, Fujimura A, Fujii K, Tomita Y, Hattori Y, Uneda A, Tsuboi N, Kaneda K,
Makino K, Date I: Annexin A2-STAT3-Oncostatin M receptor axis drives phenotypic and mesenchymal changes in glioblastoma.

Acta Neuropathol Commun (2020) 8, 42.

NS1 b

- BIFPEICH T, annexin A2 (ANXA2) [& STAT3 %741 L T oncostatin M receptor (OSMR) DFIRAHIMH U 7.
+ ANXA2-STAT3-OSMR axis [dBFEDFHBZER - D TEDZREM L AFELT-.
+ ANXA2-STAT3-0OSMR axis [FBFEOHI-EaEEN LT UB 5.

oA & A

Yuji Matsumoto

<7JO7«4-—IL>

I MRDEREREE

TREIBIE e b TR B 2 FSs N ERE O —2Th
. BRI, MERIBEE O TR b BBV OB IEIEIE
HVEFIHE S O A L & v o T SRR IR 2 AT
> T H AR IAE L 15~20 7 A LD TFEAR
BTh5., BFEEOHFEEIMEDOFEHNO—DL LT,
MR - PSSR 2o 0RIF D>
TSNS, BEIEHE SRR A 12 BT e,
MEF AR, REEEZEL, EEOEACHBERE L
I ZF DM FEHI 2 LS5 2 SN T
WY F 7z, RIS ) BIE T SEBURNTIC L D IBFE
BEODH T H A4 SIS NG Z LB RIE SN,
I N5 OHTGnesenchymal 7% 4 713w d FHEAR
BTy AT EEN, MDY T & A T )5 Ghesenchymal
FTHATANDY T IHFI B T LX) BRSO
DHERIND ZEDPHEEI N TWDY,

LRClE I N F TRE ZRMEER T 2T 2 MRIRIE
Mifg (J3T-1, J3T-2) 2 L, MikF=ERHAI S 7
MZOWTHIZE & 7o T & 72, J3T-1 1M H R
SEEERL, —F, I3T-2 30T AMREZRTY.

FIER S KB e 3R AR Y WEFERE IR RIRE SR

Department of Neurological Surgery, Okayama University Graduate School of Medicine, Dentistry
and Pharmaceutical Sciences

2012H 3 H R REE AR IR SR 236
20124E 4 H  RLRT39be PIHTHEEE
20154F 4 A WK EmEE By E BEBEL 72 b
20164F 4 A FILZRTbe itk sl SuHsesR
20174E 4 H  RILRE R F PR i s A W 7e Rt iyl B4 wrgt 8
20204F 4 A REEZEATZERT ELAAMZERT % BWFsEE
20204E 9 A RIIKRZERFBEE SR AW e FHE LR T
20204E12H  RILEREE ~ 7 — iy e
BEICES

J3T-11ZGnnexin A2 (ANXA2) # /v 7 %7 L7
J3T-1shA X IMEH AR Z RV F AR EA & FB
RIZEALL, —75, J3T-2 ICANXA2% @R FEH < &
7=Q3T-2A TIXIME B4 fe & 45 LB H 4 1R -
7R RIS BT 5 2 L 2R L, ANXA2
VI PR A SR L R A BUE S A IR T Ch
LI ERMELZY. LAL, ANXA2 A ED & 9 Atk
FF CRFEEOMMF MR 2 HET 5D, 05T
AEYFERBENCED L) aBix 52 20 3men
T, KIFETIZANXA2 & & HICHHEIET
BT ORI Z 47V, ANXA2 A E 0 4k
B - o FAFRFRER S 7 N2 HIET 2 8F IO
THRT L 7.

I HERROAE

J3T-1, J3T-1shA, J3T-2, J3T-2A =#/HWwT~ A
7 a7 LA QBT 24T, ANXA2 &#B) L TF%
B b3 2 1502 L7z, 2 o150
DFEETIZDOWTThe Ivy Genome Atlas Project &
The Cancer Genome Atlas (TCGA) ®O7— % % v



THER O B L BHFEDOY 75 A TRl oEEF
HHIZOWTHREWN Y 9 A5 ) v 7%211) &, wih
{ ©ncostatin M receptor (OSMR) 7SANXA2 L #ix d
WY T 2SN, a7 # & Gnesenchymal
Y754 T TRVERZR L. RIS, TCGA £ The
RepositoryCofCMolecularCBrainCNeoplasiaCData

(REMBRANDT) O 7 =%t v k8 X O 4ECF4if
AT o 72 B3 HE406] 2 v TANXA2 & OSMR @
mRNA OFEHOMB 27N 5 &, Wi b LM
(A NIDYAS

In vitro 2B W, b MEFHEBEMBEH®KRTH S
MGG23IZANXA2 Z #EFHEHIEHE T2 X5 0T
0y 74 7 TOSMR O3 LA %8O 72 KIZ,
MGG23 % H \» C@nesenchymal ¥ 7% 4 712 ¥ 9
& ENBBIZTFOFY L IEGERE, ZiE6E, M ERE
2OV TENEFNEGRT-PCR, water-soluble@etrazolium-1C
assay, Matrigel invasion assay, tube formation assay
TR L 72. MGG23IZAANXA2 Z @ F I S5 & a
v b a— VEIZ R C@nesenchymal ¥~ — 1 —# (& T
DFEBO A X OTEERE, EiREE, ME R EROTT
HEX RO, ZOMILIZOSMR O/ v 7 7 v %47
) EZFZNHIFMET L7z, ANXA2 23OSMR D583 %
HWMI 2P ICOWVWTETATIIZEH LA E 2 2,
MGG23IC@ANXA2 # @ FEH ST LET 2 AY VT
Oy 74 Y7 TOSMRDZEH FA L & HIZSTATS

DY) AT D . X522 OMBIZGTATS
DIy RFT) EOSMR OB T L7z, b
ZC, MGG23 % IR M F TR T &= Ay &~
7y 547 TANXA2 £ OSMR O3 EA B X
U'GTAT3 D) » LIt % 8%, STAT3 %/ v 7
v L TIREERSEI T TR ET 5 L OSMR O 588
R L7z,

WIS, i vivo I2BWT, ANXA2 Z@H 5Bl S48/
MGG23% ~ 7 AN LBIE T 5L, 2~ bua—
IVERIZ T CD3L M % L, HhfRe 2 4 Olib-1C
index, RHEIKNN IR~ O IE S HINAREE A ML, 4
I 2SE B A4 L7z, ANXA2 28R 583 S &7
MGG23IZOSMR @ / v 7 57 ¥ Z AT\~ w7 AR
Bid 5 &, ANXA2IZ & D FFE S 7-CD31 R I
EEE, Mib-1 index, &I ER~ 0 BE 55 A 51
BT LA AZBICER L.

IZ, & NPT 72 BRIR AUIRAT 2 17 - 7.
REMBRANDT O 7 — % % IV CHET L& 25,
BB I B W TANXA2 £ OSMR # 2o E3sH
HECHBICEAEANMAYEM L T, SHI4FT
D B NEFHRARA0BIZ OV TRIBYE EITD &,
ANXA2 BB TOSMR OB T A ZI2ITH# L T
B, MIB-1 index, CD31FmIME$d QNXA2 K5
B LR THER LA ZRO. D EOHKENS,
ANXA2 ZGTAT3 @) ¥ 1L % 4/ L TOSMR D %

Hypoxia

!

ANXA2-STAT3-0SMR axis

+ Mesenchymal transition
- Cell proliferation

* Invasion

+ Angiogenesis

P

#
STAT3
¥
‘ STAT3 )—H OSMR >

AZA\T7a\77,

M ANXA2-STAT3-OSMR axis OH#ER X

B IZ BT, ANXA2-STAT3-OSMR axis (¥@nesenchymal 37 % A 7~ EH#I
7 B X UHGERE, BERE, A FTAEREL T 5.



HEGELTBYH, ZOANXA2-STAT3-OSMR axis
(X BBEIEIE O Gnesenchymal 7' % 4 7~DOFRHA > 7
b B L UHEGHEEE, RERE, MEFAREHIEL, P&
PFERFTHLEZEZ BN (KA).

I MAMRDOERLSERDEE

AWZEAERIZ L), ANXA2-STAT3-OSMR axis @
TEEAGIZ BRI E ORI B L E R L, BEFED
T XY BIERPUME 7% thesenchymal 37 % 4 7~
SFEYFNERBEM A (LS EH L EZ N, ok
GFEEN L 2 D REMEDH D, OSMR OV 7Y FTh
%HOSM 12D\, KETEHMEREIE % MR IZHT
OSM #T & GSK2330811 {2 & % % I AH & IR & B

(NCT03041025) 237N Twb. OSM ROSMR %
&4 5 2 & TANXA2-STAT3-OSMR axis D) %
BHE L, BIFEIT L CHUESG )R E BT 26
T3 1), IBSFIE OGRS & S Rirat LT <L

X ik

10dchikawa T, Otani Y, Kurozumi K, Date I:CPhenotypic
Transition as a Survival Strategy of Glioma. Neurol Med
Chir (Tokyo) (2016) 56, 387-395.

20CWang Q, Hu B, Hu X, Kim H, Squatrito M, et al.:CTumor
Evolution of Glioma-Intrinsic Gene Expression Subtypes
AssociatesCwithClmmunologicalCChangesCinCtheC
Microenvironment. Cancer Cell (2018) 33, 152.

30(Bhat KPL, Balasubramaniyan V, Vaillant B, Ezhilarasan R,C
Hummelink K, et al..CMesenchymal differentiation mediatedC
byCNF-kappaBCpromotesCradiationCresistanceCinC
glioblastoma. Cancer Cell (2013) 24, 331-346.

4Qnoue S, Ichikawa T, Kurozumi K, Maruo T, Onishi M, et
al..CNovel animal glioma models that separately exhibit twoC
different invasive and angiogenic phenotypes of human
glioblastomas. World Neurosurg (2012) 78, 670-682.

50@nishi M, Ichikawa T, Kurozumi K, Inoue S, Maruo T, et
al.:CAnnexinCA2CregulatesCangiogenesisCandCinvasionC
phenotypesCofCmalignantCglioma.CBrainCTumorCPatholC
(2015) 32, 184-194.

20214E12H 21 H % Fs

T700-8558 [ ILThLX EEHITQRC 5C 1
TR - 086-235-7336 FAX : 086-227-0191
E-mail : ymatsumoto0715@gmail.com



