2522 FTHREF2025F 11 A% 54 55 114

vt
. gﬁﬂﬁﬁﬁt . doi:10. 3969/j. issn. 1671-8348. 2025. 11. 008
MEE % https://link. cnki. net/urlid/50. 1097. R. 20250721. 1433. 007(2025-07-21)

ANTETME Nogo M FEIFI B LR BFERHEESTHE IR KR
2 TN EE Wk E BB &l 3%
FRHAVLZARS . F FLY R e

(1. ﬁa-ﬂ@ﬂk#x]&ﬁi#%%ra 550025;2. < K TARERE—FF, %M &K 553001 ;
CEMEAKFEWEERAS FA, KM 550025)

=i

(ME] B @BISRHERELTAHE R AEKIPH BT (Nogo) k4 Al NEP1-40 74 57 K R A
Fith (SCD 383+ NEP1-40 st40 240 R B AN Ya A L £ 245 L3R P A4ER . Fix SD kff\‘ﬁ\f?ﬁx
FARE(A ) ARG E (B4 B4 - NEP1-40 %677 48 (C 20) , A AR MM, R B4 A8, B.C & S 4F &
A SCIAEA ,C A2 5 SCI AR g Kz T w4 NEP1-40 % 77, 5 Al ERKE 1.3.7.14 d x¢ 3K R UG Rt AT
Basso, Beattie, Bresnahan i& 3 #% & & & (BBB) # 4, £ i qPCR #= Western blot # | A-#8 20 204 Z 4 X fo it &
FAGFEEARED A KB L E G-43(GAP-43) Fo iR & #H%EQ—Z(MAP—Z)\%‘J%EJKRQéﬁﬁ;ﬂi% T A,
KA R R AB RS H NF-200 F= BrdU %2 R A SAF R o LAl mie kT, R A4AR

Je &ABF R 5 BBBiE 2B KT AAE T, B.CAERE1dBBBFa&KRATHABEHEAL, K5 3.7.14 d BBB ##
P BRE1IdA—ZBRENKEL  2HKRTFAA, MCHERE3.7.14d ¥ BBB #4355 F BA(P<0.05);
qPCR.Western blot #R% 27 :5 K& ,B.C K5 3.7.14 d GAP-43 . MAP-2 mRNA R & & kA KF E
ARG BB IR CARBEEANTE LY G T BAP<0.05, 5 KT, K5 B.C 28 NogoA mRNA
REORAEKRTFLRZABKEAZAEE ACARELEFTE(BRRE 1 DK T BLAP<0.05); 2%
HERZ T AR A, BrdU f= NF-200 AR A iﬁﬂﬂbkﬁﬁfﬂy EF CARE 14 d BrdU #= NF-200 3L
AR R %, BiE NEP1-40 35 SCI AR sbAb 245 H 6946 . SCIMS A8 R T #eh B 3%,

[X(8A] A5G Nogo THRBHRA A RMEEG- I3 HEHAEEG-2

[(hEZESES] R602 [Xmk#riZES] A [XEHS] 1671-8348(2025)11-2522-06

Mechanism study of exogenous Nogo receptor antagonists promote the
recovery of neural function in rats with spinal cord injury

through affecting axon regeneration”
LI Hexiang"? \WANG Chunging®” .LI Qing’,LUO Yi’* . ZENG Jiazxue®
(1. School of Clinical Medicine ,Guizhou Medical University sGuiyang sGuizhou 550025 ,China ;
2. Department of Orthopedics,Liupanshui People’s Hospital s Liupanshui sGuizhou 553001,
China ;3. Department of Trauma and Orthopedics sAf filiated Hospital of Guizhou Medical
University ,Guiyang »Guizhou 550025,China)

[Abstract] Objective To investigate the effect of the Nogo receptor antagonist NEP1-40, administered
via an exogenous route,on axonal regeneration in rats with spinal cord injury (SCI),and to explore its mecha-
nism of action in the process of neural repair. Methods SD rats were divided into a sham surgery group
(Group A),an injury group (Group B),and an injury + NEP1-40 treatment group (Group C). In Group A,
only laminectomy was performed without spinal cord injury. Groups B and C were subjected to a clip-type SCI
model. Group C received treatment with NEP1-40 based on the established SCI model. Hindlimb motor func-
tion in the three groups was assessed using the BBB score at 1,3,7,and 14 days post-surgery. Real-time quan-
titative PCR (qPCR) and Western blot were used to detect changes in gene and protein expression levels of
growth-associated protein-43 (GAP-43) and microtubule-associated protein-2 (MAP-2),characteristic markers
of axonal and dendritic regeneration. Immunofluorescence was employed to analyze NF-200 and BrdU double-

labeling,and changes in the number of double-labeled positive cells were observed and analyzed. Results In
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group A rats,the BBB scores at various time points after surgery showed no significant change compared with
preoperative scores. In groups B and C,the BBB scores on postoperative day 1 were obviously lower than pre-
operative scores. From days 3 to 14 after surgery,the BBB scores partially recovered compared with postopera-
tive day 1,though they remained lower than those in group A. However,on postoperative days 3,7,and 14, the
BBB scores in group C were higher than those in group B (P<C0. 05). qPCR and Western blot results showed
that compared with preoperative levels, GAP-43 and MAP-2 mRNA and protein expression in groups B and C
at postoperative days 3,7,and 14 showed a trend of first decreasing and then increasing,and the expression in
group C was consistently higher than in group B (P <C0. 05). The expression level of NogoA in group C
showed an opposite trend to GAP-43 and MAP-2. Compared with preoperative levels,NogoA mRNA and pro-
tein expression in group B rats decreased on postoperative days 1 and 3 (P<C0. 05) and increased on days 7
and 14 (P<C0. 05). Compared with preoperative levels,NogoA mRNA and protein expression in groups B and
C also showed a trend of first decreasing and then increasing,but in group C,at all postoperative time points
except day 1,it was lower than in group B (P <C0. 05). Immunofluorescence results showed that over time, the

number of cells double-labeled with BrdU and NF-200 gradually increased,with the highest number observed

in group C on postoperative day 14. Conclusion
new approach for SCI repair treatment.
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