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Pannexin3

The development of anti-inflammatory and regenerative medicine for
periodontitis: application of Pannexin 3 signaling pathways.

Masaki, Ishikawa

12,700,000

Gap junction family Pannexin3 (Panx3)
Panx3 Panx3

Panx3

Panx3 KO
Panx3 Panx3

Coping with the hyper-aging society, an advanced treatment for periodontal
disease is necessary in order to maintain the quality of life. Here, we show that Pannexin 3
Panx3), a member of gap junction protein is a new regulator to switch from proliferation to
differentiation of chondroprogenitors and osteoprogenitors via multiple Panx3 signaling pathways. We
demonstrated that Panx3 has potentials for new medical treatment and drug application in
periodontitis by promoting bone regeneration.
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5 prlmal%/ B AL 2 L. Panx3 @ 3FEEE, ATP
[0} D gap ]uIlCthl’l e % lummometer BLO
—H— Eﬁﬁﬁfﬂ%kﬁﬁb\ AHHIC LV FASTe, AR Panx3

EX
j
-
‘=
S
=

o

puil|

=9
%@@%%%fﬁ
OB A

VR

)
a1

HEC
I3

f

>

v

Ertagyl
EECH

d\

o

ﬁﬂm@»wm

B
BOW)
%@rﬁwsﬁ
LB PFEENE A

M O U

&

ATES
A O
|7 ok

“Qwﬁm%g

i

chanr;e
— L b

@, ol =
7
4

e
ml\)

*
4Ng
avE
%g
N
*m

N

'UT
.\d

KO ~ ?xm%@ﬂﬁﬁ@fiB%%:mﬂéné C TR S AL, Panx3 82 O 3 HHE
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(2) Panx3 & Cx43 &I L2 B HARME OITIC BT 5 il

Panx3 VU AT A & Cx43 T X7 A /@ﬁcﬁﬂ’%ﬁb\ Panx3;Cx43 double KO (DKO)~
A EFFT, %ﬂfﬁﬁilﬁ‘]ﬁiﬁﬁ% KOS AT OFE R . DKO ~ 7 A DIRDH A X% Panx3 KO

YU ADYAXLIFFER U ThHoTo, £, ”H’fF/EETé;@F/\b\iPanx3KO<7r77<0)%>@
i@%i@VHTE%@T%otO&%KO??X@%@?%XA%$M®%4X&
MUCTHD L, Cxd3 ORI EDE S NIHENL TS (R S B PR 4 %ﬂ
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Cx43 LV & FHICHENRD SN CTEHEREEZH S TND Z ﬂMWént I BT,
JA75 LV Panx3 KO, Cx43 KO X" DKO ~ ?xﬂ%mmmyﬁﬁﬂm%%mb i
TR L O IR ZAT o TR, mmsmyvﬁzm%@%wm%%%@kio i %
R LTEDY Cx43 HRoMifalE ki CODPENGED DAV, FFHC Cx43 Do L3 7L
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O western blot THEZR Lf:fﬁ%\ Panx3 [JH 2 0 EIZ 38V ) T 5 FEBLDYEE 0
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