B deaE 2022 4E 12 0 Hs51 % 12 1

RFAEEBEBEETNAREEHRHBE TGF - Bl,
HIF - 1o #1 Nogo — NgR i % B 2 i

Emiz R B K FE OE F am#s F OF L M

W OE B IR B E DR T T KBS SRR )5 55 L 2B K T - B1 (transforming growth factor — 1, TGF - B1) (fk
1% ST 1 — a(hypoxia inducible factors 1 — o, HIF — 1) F1 Nogo — NgR il [l AH K3 R M R IBW W, Fik 8 30 Lk
SD K ERBEML A Ty ot FE2H AR 4H 8308 % (ultrashort wave, USW ) 2H , &:4H 10 H . XHBHAV RERA 56, BRIZH USW H R B Al-
len ¥ HE N7 B BEAU DI B AL, USW ZH TR 36 8 24h J5 3 H 25 TR R & M40 8 T 10, 35 28 4 J8 . R 118 31T ) 2 3 ( Basso — Beattie —
Bresnahan , BBB) AN 43 1F 4 K BRUAY I %32 3 D AE I B, # FH Real — time PCR J Western blot 72 K Il 45 #f 240 21 ) TGF - g1,
HIF - 1 \Nogo — A \NgR mRNA KR HRIRAKY-, R HXIIEA K, BA A KR BBB W40 5 Rk 4 B FER (P <0.05),
TGF - B1 \HIF - 1o \Nogo - A NgR mRNA J 8 I Rk B EFEAR(P <0.05) ; SH A L, USW 41K i BBB 34 5 #HRIT 4
FFE (P <0.05),TGF - B1 \HIF - 1o \Nogo — A NgR mRNA MEHREBEF T (P <0.05), it BHEH 0517 M E A
J7 T LR AR TGF - B1 HIF — 1o \Nogo — A Fll NgR A %L R FIEE (A0 235 12 F KR 2 T REIK 2,

X OHEN WG FHAERET -l BRAEFEFET -la Nogo - NgR i#@ %

FESES  R651.2 XEKERIRES A DOI 10.11969/j. issn. 1673-548X.2022.12.016

Effect of Low — dose Ultrashort Wave Treatment on TGF - 1, HIF —1a and Nogo — NgR Pathway after Spinal Cord Injury in Rats. LI
Pengcheng, ZHAO Wei, ZHANG Yang, et al. Department of Orthopedics, Central Hospital Affiliated of Shenyang Medical College, Liaon-
ing 110024, China

Abstract Objective To investigate the effect of low — dose ultrashort wave treatment on the expression of genes and proteins relat-
ed to TGF — B1, HIF - 1a and Nogo — NgR pathway after spinal cord injury in rats. Methods Thirty male SD rats were randomly divided
into control group, model group, and USW group, with 10 rats in each group. The model group and the USW group used the modified Al-
len method to establish the spinal cord injury model, and the control group only exposed the spinal cord. The USW group was given daily
low — dose ultrashort wave intervention 24hours after the model was established for 4 weeks. The BBB score and the oblique plate score
were used to evaluate the motor function of the rat’s hind limbs. The TGF - 1, HIF - 1a, Nogo — A, NgR mRNA and protein expression
levels in the spinal cord tissue was detected by Real — time PCR and Western Blot, respectively. Results Compared with the control
group, the BBB score and oblique plate score of the model group were significantly decreased (P <0.05), and the mRNA and protein ex-
pressions of TGF — B1, HIF - la, Nogo — A, and NgR were significantly decreased (P <0.05). Compared with the model group, the
BBB score and oblique plate score of the USW group were significantly increased (P <0.05), and the mRNA and protein expressions of
TGF - B1, HIF - 1a, Nogo — A, and NgR were significantly increased (P <0.05). Conclusion Low — dose ultrashort wave therapy af-
ter spinal cord injury can promote the recovery of rat nerve function by reducing the expression of TGF - 1, HIF - la, Nogo — A and
NgR genes and proteins.
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