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Abstract: Gap junctions are collections of plasma membrane channels that connect adjacent cells directly.
Connexin 29, connexin 32 and connexin 46 were expressed in Schwann cells, and connexin 43 was ex—
pressed both in Schwann cells and satellite glia cells. These connexins consist of gap junction channel or
hemichannel to modulate cell signals. The molecular mechanisms of gap junction have been revealed by con—
nexin phosphorylation and orthomutation. Well illumination of connexin expression and phosphorylation in dif-
ferent glial cells would thus be useful to understand functional gap junction in peripheral nerve glial cells.
Key words: gap junctions; Schwann cells; satellite glia cells; connexin; phosphorylation

(Life Science Research, 2014, 18(4): 353~357)

4% B 3% 32 (gap junction, GJ)J2 Y (6] 1B 19 £
A A, FE A B I ) 25 R T, %Rl /N T 1 kD
NG BRI 4R A A, N B B AR
ffi(Ca> IP3 .cAMP Fl ATP) & A .
HESHYI b, SN HE I t Sk XS Sk e 7E— i Y2k
I IE (WARERE )M, B —F il iE 6 e
FE 1 (connexin, Cx)FJ R A1, H— Cx U5 4
ASEE X (M1-M4) ISR AT 3 A5 X (43
il G- MLBTER \N-sim)?, Ik H A, 2 4HE/)

Wrfe HEA: 2013-11-13; f&E HE: 2014-04-18

REL PRI P AT 20 A 34 B8R R R R0 (i 44
N Gja/Gjb/Gje), NKIEHH T4 21 4~ (s M
GJA/GJB/GJE), Hrt/NREFEE I A 19 4>
SR ERRIE, R, K, Hk
K=Y L Connexin 278 . S8R RS SHLIK
AT T AR R R, A A0 O
JUE 2 - B A P ST it R A 4 55 A
Tt v X T T A €, A SN o 2 S e R S
BRI RE

HETE: HEARREIES T ESH (81171038); BFE R T H (2010JM404; 2011K17-01-04; 2012K01-12); B4 # & /70 H
(12]S121); PEviAE /K PR AE R L 0 5 4 BE W5t H (2012SXTS06)

EE RN IEHI(1989-), 55, BRFGZE A, 090, NBRANEAE YA oT; s ER: 15 (1971-), B, BEFELE N, L R¥H
B2, B, WA S0, -, IR TSI L5 S I REMLRI ST, Tel: 0911-2332030, E-mail: ztbai@yau.edu.cn.


mailto:ztbai@yau.edu.cn

354 Ao B

¥ OB 5

2014 4

A JE P2 i 0 A0 L S A it T AN i
(Schwann cells, SCs)Fl1 1L 5L % J57 24 il (satellite glia
cells, SGCs), SCs fLIEAEHNZEIMZ, SGCs A fE
P ITIR . SCs 1 SGCs TEAMNE B 245, il
T AEBRE L AR A ARSI il IE i LA
KR S R4, flan, BhA-F Cx43 n¥E
PER PR BRI I B S N R 2
-0 Cxd43 I SR 2 b 50 1 BRI 700 AT 1B
UTBFFEIR 7, 5 DA S % It 422 L Dk 741 S 2410
Tl B EEA B R RS A LR [R5
JE A 247N, L& DRG H Cx43.Cx36 Fll Cx32
mRNA W7 FAHOCIT R R A o R AN, SE B
S 5PN B AR kA R AL Aol F 24
Fo SR, BHETA CHNE M T P g BRIEHE, S
SOIRe R SE N RG> B, A
Xof B B 14 1 B 1 AE A A P i o b i 2R 0 LB
AL K 2 51 o Ry it 11 a8k, A e
E— 25 WF 5% B Bl i e S LT o T B 4 (AL Aty P
WA

1 SERREERE R AN E R R A
RIRIX

1.1 ZERERZAERET AP RRIE

Jessen SFSHIE, B SCs BT ZREMZ
IBEZHME (neural crest cells, NCC), H T 4 1M
AR B B it 20 BT A (Schwann cell precur—
sors, SCPs)FI A Bl 24its 7 41 ifd (immature Schwann
cells, 1SCs), HHET A& B Cx29.Cx32.Cx43 Fl Cx46
TE SCs A4 I8, Hir Cx29 1 Cx32 4341
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