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VLA AR A BE Dy AL ST fe

wXA RUWAT AR KM A

B HE #1175 (spinal cord injure, SCI)J&—Fh ™ 5 A H1 AKX
P2 RGN , BLAT R AR T M B R R i, 2 R
FEOEHOR TR, T, I RIE YT SCI 3 AR K
IR o iR TR S (H I AAAE BIE TR T RR
RSN, R, S —F 24 ARNIET FR—HREE
PRGNS . 5 R4 (hyperbaric oxygen, HBO)JT Ik 248
TE 8 R IR BT W A 40 4 Bl o VA B SRS YT BRI I — Rl
2o CABE RN, HBOYT I Al 7E— @ R EE AL SCLER A T
iz Sl ARG D RE VR, SR it AR FATL ] o R
SERARN . BRI, AR SO -4 HBO WA SCT Y T B AL
I TLRIR , LIHA A 5 SR A 78 SR A A

1 HIHRIE R R

SCLJe , 43473 Joy B T RE ™ T (14 AR i SIS 4k R A A
MY EE R 22—, b FE Y S E Sy T REBELAS I P2 AR R
5, IR A 58 RE B 2 AR U T REIR . (A AT B . &
I SN AL AR 2 , 5 S Z2 A S E AL | 9 R D3 6 A8 P
A%, HBO S 7L ] AR AR il 3k 2 1) 9 9 S i
L1 3Ry E AT e

ELWR AN A 5 | S SCI 5 44 A M40 4% 114 E S A S 4 L, 7]
i 14 PN TR 5% 1 8 AR Ak o 22 B AL TR B g A il (M TS
W 201 ) R A AR TR I 2 i (M2 T B A i) . ML
MW 4 L T LA 53 e AT S AR AR AR 48 1R, B 3L
TIEN " s M2 B B g2 -5 MBS S A A AR I, wT DA
PEHEZ BB . DFFERI], HBO Al SCIK FUE 4
ML TR A L A TR K, 72 s M2 TR IV 4 R 1 3 2, T
RHAS 28 AE 2 N9 &8, ol /N i 22 i 2 300 i B, $2 s K RR2
o) 1 AE 1t % (Basso, Beattie & Bresnahan locomotor rating
scale, BBB scale)PF43, 5345 2R M1 AU E g 41 i =%
RIAREYI (7 8 —F AL R G 1, CD16/32)H1 M2 7Y 4
W RIAR P CRE = R 1, CD206), 451 5L - iFsx—3k,
UESE HBO A R 3 1 1 B g 40 AR Akl oK B SCLIS 1y 48
9 S

R

Lﬂ-] H;)%, é;\ 1,2,3

1.2 A R AE AR S B 1 ik

Z WY R M, RAE N 5 #% A - «B(nuclear factor
kappa-B, NF-«B)FIB 5 HENLERE 3-8 /2 1194 % B(phospha-
tidylinositide 3-kinases/protein kinase B, PI3K/AKT)f5 5l
B AR A O AT o 3 B 1SR T SO0 R S T
HBOAYT Al P4 SCIR BN RELH AP 280 , HALH] 540
il NF-kB FI PI3K/AKT {55 38 e A A 3 DI AH DG,

= i B % % M Bl(high mobility group box 1 pro-
tein, HMGBI1)-B3J AL 27 ) 52 44 (the receptor of ad-
vanced glycation endproducts, RAGE)/Toll £ 3Z {£ (toll- like
receptors, TLRs)-NF-«kB J& £ ML [1) 4 i 75 5 5% 33 1 , %00
B B0 AT A2 1 A A R -1 (interleukin- 1, TL-1) Ji9E7 58
BE A F - a(tumor necrosis factor, TNF-o)55 48 4 [ 1) 3
ik e R B AR SO s SR RN, HBOIRYT
R[S SCIK FUB BELH 2P NF-«B #il 25 11 [k B-a HY K 15,
HET T 98 TNF-o IL- 18 1 &5 3. I8k, HBO i Al LA i)
RAGE F1 TLR2 # 3% ik , Il 52 K Bl 450 40 5 86 v 1 48 9 %
N I R FE IR A& B, HBO Y7 0] LAFEAIR SCLE A 1M 2%
HMGB1 FINF-kB )% & , /8 HBO B3 SCI 5 #h & I RESE
ARATRE SR ICHMGB1 #INF-kB 1Y & A 567 PR AFSEsd
NF-«B {5 53 1) 25 A7 TR0, & B HBO REASH
il HMGB1-RAGE/TLRs-NF-«B i % () % 15 , i e - P ok
JE R HAE SN

PI3K/AKT {5 53 I A2 VR 15 MU 9 AE S Ny oy it 7 e 2
fita . BEE & B, HBO IR 7 AR 35 & MIX PI3K L AKT HY &
ik, A BE 4 A IL-6 \ TNF-o 25 RIAE IR T/ 5, X
5 PI3K/AKT il 44 7] LY 294002 R R —5. 425 HBO 1]
RE I 1 PR PISK/AKT 1553 B il 5 P R 7 A e e , sl
BAE L, AR 2 MBS 63 R A A SR B
1.3 JEBRESL A R IR B4 A

74 % (malondialdehyde, MDA) ) 7K -1t 2 I 5t 19 1f
AT B | ALY B AL (superoxide dismutase, SOD)H]
P E B A ALY A i SR G AL DA R A 2 [ s

DOI:10.3969/j.issn.1001-1242.2022.09.024

*IL 4T H ¢ 2018 4F 0] g 4 v B A5 B R [ K b BRI AR A 7T I bR F £ 00 (2018TDZX083) 5 2019 4F i ] g 44 v = 24 Bl 24 F 5% % T 1L

(2019Z2Y2132)

1 R R BEEG A KR T ,4500005 2 R PR 2GRS — M R B R Pty 3 iR

B—VEH R W S0, I LT A s R H 91:2020-06-15

www.rehabi.com.cn 1279



Chinese Journal of Rehabilitation Medicine, Sep. 2022, Vol. 37, No.9

IR S W e R W E B bR, A2 R,
SCIK FZ HBO iR Y7 ) , ML H MDA JK-F-[ ik . SOD 1
ey, HOR RO Rl 20 2L 2 PR AR P T B/ , BBB 143 W ik 12
o $&78 HBO YT AT fig 38 2 i B A1k 1 PR 2 0D g o
Ak SCLR R & E .
1.4 AHIERA BT RA

FU A0 I #4182 11 1(monocyte chemotactic protein-1,
MCP-1)7E . 5 4 i FERAZ A i) S8 E AL A4 55 4 it 31
FRBEER . AR, HBO n] A 53l SCI K fR 3z 4
B HET MCP-1 1 3R35 , /0 A PR 4R | e ak & v %
i K20, AT RS K L A e gt ol

AT BRSSO SE R AL G AL 3R 52 /K 3(NACHT-LRR-PYD-
containing protein 3, NALP3)&—FEFE B i 22 /M
1 NALP3 | J# T #H 5 B 2 A% £ 1 (adaptor molecule apopto-
sis-associated speck-like protein, ASC)FITE LT A fiE-1
(cysteine aspartic acidspecific protease, caspase-1)=R41¢H
B NALP3 7£ SCI i AT Wi [ 4 H1 47 55 ASC I 7% caspase-
1, AR IL- 18 85 4 1 TR 7 I B i, 75 2% sl e MILAAR 4R E S
N o WFFERB, KB SCLF B 5 NALP3 Rt /MA H 45 i
A3 IR IR KX B B T, T HBO Y397 RE WS BRI NALP3 |
ASC. caspase-1 & IL-1B 1) & # , $& /8 HBO W] fg i 1 fH 15
NALP3 R/ IMA Y A B SCLR I AAE SN o

L5 45 )8 5 1 i (matrix  metalloproteinase, MMP)— ji&
w1 ) MMP-2 Fl MMP-9 7 SCI H1 ELAT REAR 158 57 i 58 44
P 0 R S8 RE SN RN o AT RS8R B, SCI K FUA & rh
MMP-2 Fil MMP-9 ) % 15 B . &% T 1E % 7K -, HBO IR Y7 )
MMP-2 Hl MMP-9 {4335 7K ¥ B L35 TL-6 75 e 14 g 2 R A1
BB K PR R, K RAg gh el i s,

2 iMEImRAT

AT RUALERE RS T B R AT IESET S, IR 2
SCLEH AN Ak M FET 1 322305 =X, B e ) 40 i g 1
JEIRYT SCIIEE iR A2 2 — . HBO il SCIJS 41 ML I3 T 1)
AT REMLEIAL R A0 2 MR T3 AR RO R BRI 5 )
B WG & K (peroxisome  proliferator- activated receptor- 3,
PPAR-R) i 2 G 4PV T S IR 2 T A Gl e 25 . Hoh g
B g b e o o 1 o B = W B .57 A 2N
PR T IR S PR T BB T 2 AR SR T
21 LR

2 R AAR 55 K A ) R 1) A Ak R AN T R
. MGG, SORM R B ik I 40 JE 7 -2(B-cell lym-
phoma-2, Bel-2) % B ik & 41 198 -2 #H 56 X JL K (BCL2-asso-
ciated X, Bax)%E ¥ o405 H -, Hd Bel-2 HA ST T/
FH i Bax 2 I LHEHUE T, AT 58 5 Bel-2 255 T8 iR SR

1280  www.rehabi.com.cn

WA . 78 HBOIAYT SCUB Y i BF 5T vh & B, HBO A
2R S BEA 20 Bel-2 13238, FAIK Bax KT, 3/ I/
T, 3275 SCIBLRY[1)3z 8l Dy RE ™,

B 1 IBORE RASE P9 ST 4 (protein kinase R-like ER ki-
nase, PERK) Al 41 5 [N 5t W )i 3 (endoplasmic reticulum
stress, ERS)IFESIIANAIIE T, Ml & 1% ERS X n] figi#f PERK
(5 RS AP =, C/EBP [R5 1 (C/EBP ho-
mology protein, CHOP)FI c-Jun 2 J& K i J# B (c-Jun N-ter-
minal kinases, JNKs){E& ERS FrEE A FISCHEIR 7,25
T ERS A i fe. IR, SCLK Rz i #4141
PERK . CHOP Hl INKs ) &35 /K-35 B 8 T} &5 , ifii HBO T
J&i ,PERK .CHOP FlI INKs [R5 12 2 BRA%, U8 T 20 i i 0
L, K BB B 2R B A E sh D RB IS 2 ™,

AT A A ¥ Fas M HBC AR FasL(Fas/FasL) £ 5 AL T
ZREERFES ST SCURMIBIH TR BT R, A2 H
KI,HBO 7] LA 3 FAIK SCIK B Fas/FasL 1) %35 7K
Bl R A A LA T4, B s R B BBB T4,
2.2 PPAR-BUMIZ LRI EH]

PPAR-BJ VZAFTETF MRt R4, AT LI Rl 3y A
RINHI AP T, PRI P A b 22 I, A5 248 57 SCT R
FUBEAY, e LK BRUE #6541 24 b PPAR-B (13838 52 B, 28
HBO {47 )7 , PPAR-B (1 75 it W i 42 & (R AETR YT 7d IS 5K
FIE% 7K, T PPAR-B mRNA B 25K T B &, 7d
LA i TR A KR Y R BT HBO IR YT AT LI &L
i3 PPAR-B (3635 , #2 75 HBO 2 #E SCI K BRI BBV 2 AL
AT e S Lk PPAR-B [ 3154 5%,

2.3 PRI TAHSCIE

fiwi 5 P 22 %8 3% A F (brain-derived neurotrophic fac-
tor, BDNF) 524N AE0E R KB YIAHC, RPIERE A
Z AR B(tropomyosin receptor kinase, TrkB)Jg&: HA4F
214, BDNF/TrkB 3 X i 28 A e iy Y8 T HLAT P 7 . I
BiHEsE & B, HBOJRYT I , SCUK B+ BDNF/TrkB %A
$E, [ R T A s D M T RE I AR T, AT
4% 1) BDNF/TrkB i #% i 5 40 i 57 (ANA-12) T 5, &
IR HBO S 1 22 21 M A e 9 T RO 1 AT RE 2 el s, 4
HBOAJT REB AN SCL Y ZAH i 1, HALH] AT iE-5 BDNF/
TrkB 38 F A7 7ESCHK s SRTTZAF T2 AR K B, HBO X R B
T2 21 BDNF/TrkB i % JC W] W #0) , 3X AT g 5 9F SCUIREF
BDNF/TrkB i fAb TR BIE RS . %R T HBO
TRIT SCIUHLH AT , (H L B3 I i IR 298 AN A2
¥ 75 5 Z2F 5% % BDNF/TrkB 38 6 (H I8 11 T 74248
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AN AR PRIE P AN AF TG . Beclinl LB A9 B K -3k
JE 5 B A WY G s B 1 R4k 3- I (light chain 3 type 1T,
LC3 )2 AWK Z R 2 5 B W/ IMATE AL, B B W5
FAARICEE 1 LC3 I TABMI &™), Sun Y AERE B, KA
SCLJF B b A Wi/ MAKURTF IR 2 , 4 HBOIRYT I AW/
VR34 Z2 W] I 5 g BRI % B9 545643 A Beclinl \LC3 1T /)36
ik, BRI AE SCLUG 6h B in ik , £ 3d B ih 5 b, &
14d B} )5 &b F &5 5 /K SF 5 1 HBO T 1 K, -1~ Hi) 7] 4 Be-
clinl \LC3 Il BB B & T4, 4 i e S ek IE
B RS 20 BUR A B s, K RS Sh T RE TR B A R
o TR, SCLG B AL 51403 T 57 BTG 4 A 1 Wi
A K T 9 [ I 2 By AT REAS I DL & 2 400 B G 4 4 D i
HBO A {2 iF 240 i A Wk, 175 546 1 KO- 14 B W J 6, B3 SCI
BHEHLURELRES , A4 AW LA 1ER

4 REMEMMEEE

1 22 5 37 Al T (neurotrophin, NT)IG Y7 2 I K H 4 97
SCILH ik, AR & o E ER .. Mk,
HBO A fie 7 BDNF FRE, a8 i 3 v A I NT 7K fie
KEEBER G Mz gD ReR E Y. Rl 2 il AH DG 2 1
Nogo-A J NgR Z ] il 5z i i e A 8L Al 58 (9 2, 2
RELAS SCLR &AW M EZ N R . HeiFse K3, HBO
AT Nogo-A M NgR [ 2 1 23k , A2 F K R 2 40 i P
KBS INREMIZ ), AN, HBO fEBEAS L HE A fth 22T 40
fitd (neural stem cells, NSCs)iAJ7 SCIH th HA3 B AE .
o B S A AR P B T B A NSCs k5 HBO VR Y7
SCIR R, & BLHBO Al $i2 = i 75 i 21 21 b NSCs 1R 1 58 %
12 JEYENSCs [ iz ek

PEPERUM A B, 23 I A LS4 493 J s e i e 4
TRIT SCLIIE %2 — . I N A K T~ (vascular endothe-
lial growth factor, VEGF)&1% S M4 A 0 G35 5, o
AL AR I IR A EE R P 24, WFSE &I, HBO 1]
(R HEZ BPE B 4 h VEGF 193235 , B0 6 5 10 5 B2tk
AL A K EIWIZ ST,

5 Hft

SCLJ& , Bl 2 Dy B iR 75 Wk B2 A1, WAL PR T REK 42 A
IR F A BRI LA, BT BN , HBO IR YT AT Lk
S E NV R TS A B AR 124 PR 3 SCTR BT
BFARARE, S HE B BB TR, NIRRT R,
HBO X 45 29 WLE R 09 7 &2t A B 2 A e (2550, HLS R 3
SHRAPA IR A IRIT R AR . R E SOV R B4 HBO IRYT
AT %) 1E SCT K FUFAH 25+ A T RE 401 3, s JRETE 11
BRI K, AR EEIFIESS#4 1B % . Falavigna A %% HBO

1fJT SCUR R, K BLZE HBO IR T 1R BURS 74472 SCTR B
(4 20, (H 38 RE AN Kl IR0 B35 25 5, AR LRI 4T)

6 /Mg

AR, HBO i35 SCHELR! (KMl AH S 53 B A IR A &
JEABBIFST & B, HBO R AEIE = 40 1l 23 8 14 A E S 1z 41 1 24
SR T AR 2200 R R R I R A L
SCHE A2 Ty RE . RS2, A —E R .
96, SCL 4k K AR 3 02— 2 24 R B L 7T BB 2 2 b
S B R AR B 45 SR A S BF ST R 2 SN B — Rl it
AT T HRVE, PRt Z2 LA 8] 1) 58 B R A Fe e — 2 B .
W, BATRIBFIE AR Z2 R A T 4T R ot SCTL X HoAth
KOs M SCIIFIT A . 3o IR IRHLHI A S 5T
/0  HBO GBS I 2L L s SCIARE SE MR v To i
RS . B, 724 I 58, RO ABIFSE HBO JRYT SCI I
PRI, R AR o AR AR | 22 Hros  BEAILXT BRI A I
55, AR FT AL AY IR , >4 HBO 7 SCI B 1lfs AR R 4R £t
TR I R TEH
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