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W E B AREFHELE (SNL) 5 KRB # Y A SFKs-Y416p = GIUN2B #y &k Z A, Rt
SHERFEREMR RN, ik HEXEHEAGEN, 20 244 SD KRS KA
Naive 41 (72 = 4), SNL F R4 (72 = 8) ffl F K4 (72 = 8), #4T Western blotting SZ3, 45 3|4 £ % 32
PSR K BUH B A A 5 i E{ SFKS-Y416p #1 GIUN2B th & 3k B fh., 455. @ Western blotting & &
BT, BWEEH 0 ¥ EF SFKs-Y416p. SNL 5% 7d, 81 f 2 f 347 1 SFKs-Y416p
B FARHE (0.894+0.07) L% (1.2740.08) (P<0.01); AMEMFAL AR, & A% M3y
SFKs-Y416p N &% A ¥ B & 4. @ SNLJ& % 7d, H#EH M R AL # GIuN2B A Fr #7(0.73+0.05)
FHE R (14540.12) (P<0.01); AMAERFARLAKR, T ARMIAH GIUN2B N X AH W T T .
GER. BWAEH T LAY AR I SFKs-Y416p 1 GIUN2B # & & %34, F SFKs-Y416p
fn GIUN2B 7+ Wy B[] S E M AR B AR % 7 X, A, SFKs-Y416p/GIuN2B 1z 5 i B 7 #k 5
5 Y R 1B 0 245040 BT 5 AL A A 457 3 R R B AR AL
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UPREGULATION OF THE SRC FAMILY KINASES Y416p AND GIluN2B IN THE SPINAL
DORSAL HORN OF NEUROPATHIC RATS INDUCED BY SPINAL NERVE LIGATION*
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Abstract Objective: To investigate the changes of SFKs-Y416p and GIUN2B content in the spinal dorsal
horn in spinal nerve ligated (SNL) rats and to explore the role of spinal SFKs-Y416p and GIUN2B in the
maintenance of neuropathic pain. Methods: Twenty male Sprague-Dawley rats were randomly divided into
Naive group (7z = 4), SNL-operated group (7z = 8), and sham-operated group (7z = 8). The changes of SFKs-
Y416p and GIuN2B in the spinal dorsal horn of SNL- or sham-operated rats were detected by Western blotting
techniques. Results: ® The SFKs-Y416p content in the synapse measured by Western blotting was significantly
increased after spinal nerve ligation. At seven days after surgery in SNL rats, SFKs-Y416p content in the
synaptic area increased to (1.27+0.08) from (0.8940.07 ) of pre-operation (P < 0.01). No significant
changes in the SFKs-Y416p content were observed in sham rats. @ At seven days after surgery in SNL rats,
the GIUN2B content in the synaptic area was also increased significantly. The GIUN2B content in the synaptic
area increased to (1.45+0.12 ) from (0.73£0.05) of pre-operation (P < 0.01). No significant changes in
the GIUN2B content was observed in sham rats. Conclusion: Up-regulation of the synaptic SFKs-Y416p and
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GIuN2B content in the spinal dorsal horn occurred in SNL rats. Moreover, the increasing time of SFKs-Y416p
and GIuN2B is at seven days after spinal nerve ligation. Therefore, the SFKs-Y416p/GIuN2B signaling plays an
important role in the maintenance of neuropathic pain at the late stage of nerve injury.
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Bonferroni 5 , 72 = 5.

Fig. 1 Changes of the SFKs-Y416p content in the spinal dorsal
horn synaptosomes in SNL rats measured by Western blotting. Up-
regulation of the SFKs-Y416p' s expression in the spinal dorsal horn
after SNL. *P < 0.05. **P < 0.01, compared with pre-operation. One-
way ANOVA followed by Bonferroni post-hoc test, 7z =5
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potentiation) 1 LTD (long-term depression) [I/ERK,
FE S fub T S plE A LR M. 7E Naive /s FUR
W %57 NMDA HE 5 i 5 1 75 £ % fi 347 GluN2B
(R e B ARSI S AT IO FIE S, ARETS A
£ GIUN2B 0% 2 55 A 28 451407 Jim 47 8200 1) 4E 45

FRATTI 256 % 45 R IATHE S A 1) GIUN2B 75 AKX
TR R 28 B E AT IR R rh R B LR, iX M
Y A8 5 A R T A 0 5 1k S A 326 ) LTP 2K
IR, AR A LA S B ORI,
e Gt gh R, SNL (K BT GIuN2B %Ik
MAJG 48 h A TFiE T, — HFFLEEIAR)E 14 d,

A Ji 28 d [7] F) % 8K P B R sz 56 A Western
blotting 1) /5 V2: Ik 52 T 75 Sl 467, SFKS-Y416p
F1 GIUN2B 7 SNL Ji5 7 d ¥ BETFw . LL LmEsT
SCHF GIUN2B 75 28 93 BEAE P07 1R e 300 i 4

RIS 52 3R (1 4ERE . 1994 4F 1 IR HRE % 2
WA U 1 NMDA 2R D fig, KILAIMI N 45 T 5
41 Src A5 NMDA [FHL: FH%, 45T PTKSs (1)
IR, NMDA SZAR 5 4 40 i v A A 8% e
I 3B W9, X AE A NMDA 52 44 8% A i #ih 48 2
4% SFKs 15 (1 55— A~ e imig ¥, [FE, Src
1% S BRI /& NMDA SZ AR 751 “hub” 731 #% 1A

Naive Sham SNL

GluN2B
GAPDH

1.5+
c
i)
7}
0N
o 1.0+
Q
2 I
o
)
Q 0.5
=z
=
(O]

0.0 T 1 f

2 <& v
& & &

B2 SNL KRECSHETS A GIUN2B & & 17481k (Western blotting 5
FE ). SNL i BL ETRAHE TS i GIUN2B 13 f. SNL i A L
PHAFRETY /1 GIUN2B 5. *P<0.05, 5T REjHIEL, One-way
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Fig. 2 Changes of the GIuUN2B content in the spinal dorsal horn
synaptosomes in SNL rats measured by Western blotting. Up-
regulation of the GIUN2B' s expression in the spinal dorsal horn after
SNL. *P < 0.05, compared with pre-operation. One-way ANOVA
followed by Bonferroni post-hoc test, 7z = 3
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