DOI: 10.11844/cjcb.2025.01.0017
b [E 40 A Y2244 Chinese Journal of Cell Biology 2025, 47(1): 158—164 CSTR: 32200.14.¢jcb.2025.01.0017

ST EREEABIAE) L ESRERG TR
1E B HLEI RS SREE

&

(ZEMIRZAE —BE B, 221 730000)

= L z%]\ S A% (chlldhood spmal cord injury, CSCI)Z 48 & T kﬂ:/? B S# 144 VA TF
ILE B MM AT TR E, THEFREHZZ). REFH EAZH O RRRAF,
ILEEHERTZORRLE A, ém%\ B B AT, BATE E%H-ni R uk 5 A CSCI, B
WCSCI A 67 L AT, Fit4 %% % @ Bl(high mobility group protein B1, HMGB1)%£ 4 —
AP E 0y KB, BRI G 6 RE AR T B XAER. JLZ ARG 34 T 444
OV AE Y X AL E N, STHMGB1 #9760 12 5 AR AT RE, B LRI A A LA LA £ %,
iZ R T HMGBI1 8 2 AW R A= 2 48, 1% 018 2 T HMGB1ECSCLE ¢4 & A A% X & 3 4 22 33
v RIE R At o T S R IL AT ag bl AHxTHMGBI 8945 B w32 SR+ T Ak o9 B A
7B I Rk, A CSCIEY 5 Ja & FEIRAE T 3709 B3k Ao 7y ik

X mIERREEABL JLE; BERIT; AR EY; BRE

The Mechanism and Rehabilitation Strategy of High Mobility Group
Protein B1 in Children Spinal Cord Injury

CAO Qi*
(Lanzhou University Second Hospital, Lanzhou 730000, China)

Abstract CSCI (childhood spinal cord injury) refers to the abnormal structural changes and functional
damage of the spinal cord in children under 14 years old due to various reasons, which may lead to the loss or ab-
normality of motor, sensory, and autonomic nervous system function, and can cause serious adverse outcomes for
pediatric patients. Due to the irreversibility of spinal cord injury, there is currently no strategy in the medical com-
munity to cure CSCI, so rehabilitation treatment for CSCI is particularly important. HMGBI1 (high mobility group
protein B1), as an important inflammatory mediator, plays a crucial role in the pathological and physiological process-
es after spinal cord injury. Due to its unique physiological background and developmental stage, compared with adult,
childhood spinal cord injury have different responses to HMGBI1. Therefore, it is particularly important to explore
its mechanism of action in depth. This article provides an overview of the basic properties and functions of HMGBI,
and elaborates on the expression patterns of HMGB1 after CSCI and its mechanisms in pathological processes such as
nerve injury, inflammatory response, and cell apoptosis. This article explores relevant rehabilitation therapy strate-
gies for the mechanism of HMGBI, providing new ideas and methods for disease management in CSCI.
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HHES 17 (spinal cord injury, SCI)& H 4% 7
BN ER AR B REA M R D RS E . XA A
W mIEs) . Bt bl B EMA RG R, RN
YA AKY e TN D N P i3 NN ) B i e LR S L &
FHAZ TR R LS. SCURR K E ARG Fh. B
W BRI E S BRI E A IR AL, AT RE
TR B IR I BE EOHE AR AT 1A 33
BHE e JLE R R RER) B T R A A
TRIAE T SAER R BB B, Ha s A B R AR AL
TR NG R . & 7 HR AWk,
AT )L B B8 41475 (childhood spinal cord injury,
CSCHH RS YT #Ems H i 5 , (2 b T8 BE 1
BAANW R A, WA R e #ECSCLE TR,
iR —A BRI . =i # % % 8 1 B1(high
mobility group protein B1, HMGBI1)s2& —Ff = 5 f 55
MAEHE AR OGS ER, EMUEHARAERK.
REM T RIFEZAER], ICAERAE . o S
A 22 45 0 12 S R vh R B S B4R T Y. aE AR,
HMGB /£ CSCIH ) S T IZ 8T 52 BT 7T (1%
o BEEBTTZHEIRN , FEHAN KM HMGB1 5 L
HAABEIG I SOE RS 4R T LA R BE IS e S
AR A R R R . RO 2R
HMGBI/E A SCIFF [R5, (HXS T ) LE X —F5ik
HEA B SO b ¥ LR AR KO B B IR
BB, HSCI RS M S s AAFE I E . E
HER IR, B THMGBI/E ) LE AR5 1)
PERWTFCIAT 1 — 2 B RR , (E A5 Y 22 2R KN 4ok
SR HEBERR L B, HMGBITEA RIS )L
HATHEH AR E R B AR 2 7 7 kG v
W HMGB ) 335 DL S0 B i R B2 V6 97 RCR ?
TX G ) RS T S — D BRI SRR R, AR
AR B FTAT TR S S, AR Fu s fit 1
Ji AR 7R o

1 SEBEREEHEBI

HMGB 1 K] 7 5 P I Tt Jc 6t Jise Rk o 1) i
Bhe mifs s, MR sr AR B a gtk
A, TR A% 20 PR 20 A% R 40 PR 2 1) AR
EEHENFEE W EER, SRS T
RefE 457 DNAZS i sk 47, FItHMGB1/EDNAK
fil. BREMERESEPREEEEHRT. E
FEEE I R B, AR AT ILE - HMGB 1R &K F+

R B HT A 9 SCLE 3 TlE AN R (1 BN B 4
o
1.1 ‘A&

HMGBI1 2 [ F i =AM il : AfL(A-
box). B (B-box)HICAK ¥ & i (C-terminal tail). iX
e 2k My L R K i T HMGBI R A H 22 FF IR ¥
T HE S AR . ABE HMGBI B NA Ui 45
M, 197 H 5 DNARGAR SR A BAEH ; %X
R SRR, A DNAG & RET, REfaei%
IMAZER 2 5 DNA B Hil i . B&EAT
HMGBI1 {1 H 0 EB 4, A& HMGB1 5 HAth 8% (4 5 A E
VE R DG B X3 1245 M & 2 A I Bk 2k,
AT AT 2R 1 i, AT 5 oAt 2 1 B A B
TER; WAk, BRIES 5 G NETRE, 52 6%k
Y i 3R THT V) B2 AR 45 B, WS e I B Y CoR i
2 HMGB1 ) CAR i X 38, BA T4, iy
HAhE AR EAEH ; ZX I E & 2 RRAE IR
FREE, T DB R AL B 2 IR AL SR 1F JE 15100, AT 5
i HMGB1 [ 2E Y02 Tk . HMGBI R 2 45 F il s
A G T HI g KR CHEZE M, fEEwY,
HMGB1 2 I —Fi R IG5, AT LU i 25 44 35 R
(AR B AT 2251k . 24 5 DNABR AR R (5
FHEAE B, HMGB1 S5t 2 K A28 4, DUIE RLAS
FIRAEYETIRET SR . Bh4th, HMGBI1 25 [l i 26
BB S B B S, AR A B S B AL SR B A
AT DACKCAR FL A= ARG 51, AT s e G 55 A 27 PR A
AR, BRI OBk, H AL SRS 1B
FEHMGB1Ih g M E 2 Xz —, X EAB ] LA
SCEHMGB 1 1546, AT 520 L 5 3 Ath 237 F A B
1EFRIRED2EThAE . B, BERRAL AT LASZ T HMGBI
) DNAZEARET); Sl TT L2 HMGB 1) 5%
N TR, HSESAL I AT ASZ i HMGB 1) WL ist 4% 1
IR,

1.2 #SHH

HMGB 15 S HLHIP K 240 i N AME 5 1
B, e, S EERSZ AT
HMGB L 7E 41 H Py (1947 B 5 3F [ @ AR, i & 75 41
WK SYRM R 2 (R R . X R AR S H IR R
M. EANMIR%Z N, HMGB1Z 55 R s i %
T E 28 5 A2 P /R A5G o, HMGBLIZ 515 5
B S A S R 09, HMGB L ZE 20 i A% P = 5 i
JRFN DNAH FH 980 (5 5 ok fil ok e S f2 . 76



160

Gk -

DNA 1T, HMGB1 AT fgifid 55 DNA R
FRicWIyH2AXAH AR, AR A s . Bl s,
HMGBI1 7] fig K £ B A S5 1, F BCHAE it
R4 T4 3K (damage associated molecular patterns,
DAMPs) et )57 fiff 85 7 10E N0 5T, fid & S I
RiFFREmmH BN, R AR A, HMGB1IE A]
PLIE i 3 B B as HLH) G0 MR FE 52 B i . 1X
— R KRR E W is R B S SIE % . FENG
S U R I, HMGBI1 A @ % fLE & s A
M ia R N2 R BT B WA B AR A . Ak, 2R
W 1K) NF-kB55 (5 5 18 % 5 7] 1 2 HMGB1 ) #4212 i
2. HMGB 1 A] LU i 55 40 g A F) 52 4% i 44
WE A LR =W %2 & (receptor for advanced glycation
endproduct, RAGE)&{, Toll#: 52 {4 (Toll-like receptor,
TLR)Z &, TWRE &Y 5l A 7 /E 40
X2 AR A 3 1 s AL 2 HMGB1Z: 5 48l 4 4t
SRR EESRMLL —. K5 HMGBIR4 S
A LABOE NS S, 51K — RA A
BB, ZRPR R, BARAIIRI . RAEN T 24
VAL A Y, 7] D2 HMGB I FALS . 1X 2
R R Al fe il L o HMGB R . F 18 F1 52 Ak 45
A Rk R R LS U0, thAh, BRI R IA
. EE PR (BRI OB, BRI EE )DL
A0 LA B 5 3 B T RS2 M HMGB ) 8% 3 AL
il U9, Bt HMGB 15 S AL 14 8 775 PR 225 A 34T
B G A AR AR FR AR B A R IE L, X T
FURH I ) B SR T g FoAT B EE 3, AT RE N
ARG AR I B A 77

2 EIIBREEABIE/ILESHERGS
KO 1E R

HMGBI/E CSCIH E ML =24 =5
PRE L, ARt 98 i 24H L PRI SG FHAT A2 2 M 1 22 24
MO T, INEAE TRt E ; BRI IER, %2
M = AR R . (R, HMGBLIA W] g 51
MAF 5 18 B% A HAE A, JL R 52 e A5 e 45 4 1 A2 A
ghfR P RN TR IAE LA Bh T A BE 5 1
IR IT PR A HT K
2.1 BERERMN

CSCLlH AL H . BahfhEH N S
H, HRAERMEBRNEG AR JLERRE RS
AR TE AR B R, TR LA BE B4 o 10 98 0 e B2

TERE e, &R 58 A5 A R R P ML AT e 5 AR
NB AR . £ CSCI R Swid & , HMGBI1E 2|
TRBEMER . el Rk 4 E SO, gl T CSCI
(R MR S E 7 2V, HMGB 1A 5K 1) 4 38 1
TIEH . eiEd 5 i F R e 52k, W TLR2
FITLRAZE £, M BE X SE 4, firh 2 B340 B (1)
PENRE SN o W BRI 1) G2 AT 2 R T — R 1 A S A
J, WA T LR T2, B OR JRE N,
T B AR R AZ 304N e, Ak, WUSERIE 70 K B,
HMGB 1754 i /)i S 40 i 52 B B4 B, T 3R i
B, SR EIRSE, WX A B
T M 2 AR R 4T, PR JORED R, 4EP 4L
FaZs . HMGBIYE KE XN R AMY 2 5 G 5 41 i (1)
YOI, 303 I A 4 5 TR R SR R 0 s B PR R
‘B AN LA DNASE & FF REM S IR 1 G 1, AT ek
25 7 10 5 PR ik . X AT A A B T
AT B R 22 55 9 A IR = 2R FORE I, 3 — 2D R %
S 5B (1 77 R P RN RN ] 124, HMGB 1R 5 3
fib S REA TR AR B R T AL R T A EAE A, 3
[EJ T R 2= A5 5 4%, 3% CSCIIE [ N )32
MIFERE S, 25 FFTR , HMGBITE 2 SR 7
HEEMAO, W R iS4 T AR
FU YEE JORE 3 R Rk BA K5 HoAth 98 RE A I3 1 13 [
VER WL S5 JORE RN R 2 .
2.2 FNWEpAT

S L IE R TR 4 R RE A SRR S R 1k
CSCUIN B e FE . HMGB IE 9 20 M 7 12 ) B
BT, TLUEE 2 RIS E I g, K
VER A1, HMGBIEE AT LAE N E TR 1, th
A DATE B S5 0 S AE NPT TR . I R X A
FIEC R T HMGBIEAH 2 N (e AL R DA K
5HAR S FHRIMEAER . §%, HMGBIAE® 5
P22 04N B 2 THI 1) AE T2 52 R iR SR BE K (tumor
necrosis factor, TNF)SZAKEE &, iIXFh4E & ik — &
HME S HHAE, S Caspaselif B0 A4 PR E T 1L
(a5 . fEXA RS, HMGBE 15 S ORI
M, RHETAE S S Y, BT 50T 2R
YERI4t, HMGB 1 ] DA B B2 5 /857 40 M 22 bor tA 4
HAEH, s R R @ E M, S8R TR T4
MUt R CIIRE L, 3 — DT Caspaselif, M 51 &4
FE T, SOYTURKZ: V5L K 1, HMGBI1#EH
VA4 NF-xB R 5355 £ 26 SCHE I AP 2 41 i 14 15 5 3l
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¥, HE T B R 40 R AR OSSR R Rk, AT Y
Wi 4T B E T R . HMGB LA RES 5HE T & A
Bel-2 5 R E A TAER , MfHiE T Ea M Ihhe,
M AR B E AT 20 BV T 4R A, 2Dt ik
MU T R AR P TR ST RS, HMGBIE A
R AAEA BT, W LALE SERE SN FH A I T 2 18] R
EMFRAER . £ CSCUE M RIEM I T, HMGBI1H]
DAIE 4 2 (145 5 00 2% 15 5 A R T, [0 T &40 e 9
TP AR B R ST DA ik R SO R S E SRS, T Bt
PEAEIA ), ¢ L Frid, T HMGB1EA X EAEH
KRR, 6 HAE T ML RN BE 74 4 Bh T 5 R e
WA avis, N CSCIRIIE YT FE AL i 8 s Ay
o
23 ATHEREE

HMGBUE N — MR H, £ CSCUS M4l
H WO R RS EEAE A . A B R — R
FEL P () B R A R I TR AR 4 L P 1)
VA8 1% B B R HEAT B A . HMGB 18 I 0 %
Sl P Y ES v -A =L AN F A AV PSa L
LR e R o 5 c A T2 )
AL AR HMGBI R DLE S R4 &,
M) G €8 I (1) 40 ORI S v 1 . ZHUSE CURKE FL R I
HMGB1 7] UL 5 #8520 21 [ W AH G R 1 )5 3l 7 X
WA, I OO G I T R PR R X e S ]
(R 0K o X Rl 42 AT LA IE 1] i m DA & A
vk T 45 58 O 4N I R B2 R0 M5 5 k. e o, 7E b
S AV R, AW IMA TR R KD IR 2
—. ZHANGZ: P27t & 31, HMGB1RE 558 1) B
Wi 5 [ Beclin- 140 ELAE R, Sm e TS M Ele 7, A
T4 B R /MA BT R S Ot 72 o A, XTAZED?)
WH9E % I, HMGB & R HoAth AR DG B AR BLAE
F, Fe IR % B AR T ORI R B B . TR RS
EF, 4HH AT B 23 0% B EH WOR 4 R A 7 BOEBH 1T
e B2 B A . HMGB 1 AT 38 i 4% 5% A i
PRI SRR BE PR AN B 1 R IA, Yo g fe 4 iz
200 i 5% 317 5 AR A, HMGB1 AT g 2 {2 A 41 g
EREP TR ME—LeEE MG HL T , HMGB1#]
A2 BT R 7 B 24 i F AR B9, WENZR DY)
WEFR I, JORE 2 N5 40 il 1 Wt 2 TR A7 725 2 VDI
AR, T HMGB1 AT DA Ik e o2 S B AR A e 2 4
FRURE SO R R - R R 7, 3 — 20 s R R e 4
R AR

3 RERE

CSCLHl % HAC I FH . B 3015 FH el R )1 F1F
EJRE G . HinRERIAIEE ) RekEeg . &
R RS, HTIILENAKKER A,
FUH B (1 76 T R R 2 7R B N DG, R R
KB IE R TT Sems B, o B SRk, 7 CSCIH,
HMGBI1 £ % 2 5 580 ) S AP A0 B At Tk 72, %
T3 ik R A E B .
3.1 MR ERE RS

B X HMGB1I 257+ T2 16 77 CSCIIF) B 2
FEmE , ALFE A8 HMGB 13061 75 325 44 ok BH W
HMGB FTE 1, AT AR 28 90 SN ek 2D i 22 24
MIBET. . PHE JCERAE T B M PR 45493 (spi-
nal cord ischemia reperfusion injury, SCIRI)f) = %
JRERALSI B g B M E TR E ) 150K (synovial
cell apoptosis inhibitor 1 antibody, SYVN1)s& CSCI
(1) R UF PG As &4, (B HAEHPLE HAE . GUO
25 B I B AL SY VN IZER £ Tu R BB T (1 F AL
Hil I, SY VN L Z5& ml 41l SCI/ B JRACH B
M TCERAETS, FIMHMGBIRIE. MHLH EF&,
SYVN15 HMGBI1 45 & {2# 7 HMGB1I#Z =L
HBEME, X HMGB1 ) RS & A REER . B R
B, SYVNI 1] il i HMGB1/NRF2/HO- 1 #1115 4 &
PRAEGIET:PY, MR RS — P IsErEsAs &, A
BURIER, &I6I7 CSCIA RTIBHIMFEIEZY) . AB-
BASZADEH#: Ph it i LR 75 22 60 /)N B SCIE A
A RE K R o A 3 T R 9RE N Yk 2>
IV AE R I, W7 25 I 2 5 I B8 5 P 11 5
Bk CHMGB1. TLR4. NF-xB. #i&/EEA
fi-9(matrix metalloproteinase-9, MMP-9) ] 1k 7K1,
I B TR o 4 v A 2R R 7K E T B 1 4(aquapo-
rin-4, AQPHFIRIE , B /EH R 123 DhRe, fE
ik 1
3.2 EERREREE

AN, R] R 2 R 2 B R PRI HMGB L
(1) 23k K, BRI 26T 400 B 1 97 2 5k o il 0 o)
HMGBI ) . microRNA 5 22 955 AL B R,
FLHE RGE . WUSE VOR H E E i i 5% SR G I EE I
JRE AU J L 2457 15 8 2H 2 o miR-181a-5p M1 HMGB1
KPR 20 B 200 & -8l s VR VT Al IR 22 0
(lipopolysaccharide, LPS)4b 2 (] PC 1240 i [1)35 /1 &
I, miR-181a-5pit i AN HIHMGB 1 S5 LPS 5 F
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(A 22 2 O ) A 0 S B o AL, miR-181a-5p ] AE
N CSCIffVATT #E 55 . SOYTURKE: ' 7t K B, 8
T _E i miR-186-5p#lH|HMGB1/TLR4/NF-kBif % 1]
RN AR T, B2 mISCUIN R 138 B DR F
ZE5Ehe 1. IR I, JTER IncRNA H19
AJ LA 4% miR-181a-5p/HMGBI, /> CSCIJa 4
MRS, AR H Rl R E 2B, ITZZfiRia 52
RERRG .
3.3 ARIRTTIRERE SREE

UbAh, GG 7 A AR S 220 CSCHE A 13T
BV IT AT . FHE 40 i B 5 5 A VR 1 1 40 i 1)
WEEF L, WTDME R BRI IE E A . XA
HAEF, HMGBI1 A E R S FI/EA . 7£ CSCIEE
TOREERY B, AN 2R ) R FE 2 2 hn = 45 4 Y
GHOLAMINEJHAD%: UIHJF 52 T 45 A 93 5 4 e A 4
FFRR T AL £ 1 8 18] 78 5T T4 i (all trans retinoic acid-
mesenchymal stem cells, ATRA-MSCs)X} SCI/) i 45
HY W E M AT HMGB 1/NF-xB/NLRP3 43 i i 14 1)
B, iZHT LRI, CSCTAREZAL 2L # T Beclin-1.
NLRP3 % i /M 53 LA AR %8 BRI F- TL-1B TL-18.
IL-6F1 TNF-aff) i ¥, 4k, SCUSH a4l 4t
HMGBI. p-NF-kB. NLRP3. IL-1p#1 TNF-aEH
KTt & . 1 ATRA-MSCsAESE i Beclin-1F1 LC3-11
K, HTHMGB1/NF-kB/NLRP33E %, #1442 4 240
MR FRIE, B35 5 s sh, kg oG . Bk
M5, ATRA-MSCE Y7 i ik i) b 5 5 i A s H
WXt 32 458 B8 R A A s /EH, X SCIZ 5 i % A 28
W7 V2 A FH R AT 38— 2B A FmT e A R T AR R 1
I RAEH -
34 YIRRFIRRERE

B 97 1A EE T AT 8 1 #% HMGB 1
B CSCIFRE . B 4 Ma SR SE 14 9 T 7E CSCI
PR B 2 REENER, & FBME RIEH
DI R pp & e B A RO BE B B AR iR e . FLER 2
— B R SCIT U7 v, CLH IR B v] LAY/ 4P 42
TR T 4001 S8 ORE JF 2 a2k A 22 1 240 i 164 5 A
A . ZHAOSE WL 8 Ji] e i M 41 B3 R Wi 50 0 S At
FORIL, AR 2 0 T 4R SCIR G M &
ThEE AR H A2, iy /b T Ibal/ HMGB 13 FH P4 41
MO B, 0] 7 IL-6. IL-1BAIIL-33/ %1k, B3
I T SCIH BRI %80 e B2 AT B2 T Jie Joii 4 B A Atk
JHT2. TANGEE M58 7 HUP AL ZRRE /N R SCUE

HMGB1/TLR4/NF-xBIfI 520, 45 R oR, KB AL
ST TiG , /RIS 3N D) REAS B 3 I (P<0.05), H
MU AT A 540 %] HMGB1/TLR4/NF-xB15 5 il # A
Koo WISEYRSE IR SR I, ThRETE IR A fR 2
WL B AR I 25 nT i i S HMGB 1 Rk, 21
M CSCUE A ML R & ThRg . 3 PHEE IR 5L
RI, B8 & 128k n] G CSCLE fifiifs , HAL
AJ it 517 HMGB1/TLR4/NF-xBf5 5@ i/ S 1)
PR K

EARER X HMGB1 5 SR IS 78 )L 3 SE 8 4%
W BRI, (BTG 2 Pk . il n, )
e AR & AR R PIIE.

4 g

A HMGB1LE CSCIH HI1E F ML it 4T T
RN TE, BRIT T HAE B 52 S0 b 198 75 B
M E . 8 RS 0 i F RO FUR R, KN
HMGB15 CSCL [A] ) R BRI bb 2 7 B 1 Al 1) 55
FFIRN o FECSCI R AEFK Bk fEH, HMGB1#)
T E B A HAMUE P2 20 R TR
M A WREH G, S5 T B4 U9 B
(R A A FE . BeAh, FRATTE & B HMGB1
5405 J5 R SR R E A/ B H YRR, XA
I R YG 7T FIRE S B4 737 I s . 75 B & SR W 5 i,
SEO AT EE R R BEE , HMGBIA] fEfE N A SKIA
J7 CSCIff) Jefa 8l s 2 — . FA il % HMGB1 (K
T, A AT BESL I 453477 J 1 SOE R, PGS
AR EE, IR IRERIKE . 48R, X
BLLE AR BT A3k — B IR UE FIVR AR . A E
B, BRSO HMGB1/E CSCIH HI4E I L
BT @MW TR, BE 2 8RR gk . B,
HMGB I 7£ R [R5 84 ) CSCTH [ AR/ F B 7] B
FAEESR . KT EITEE 2 G E XM, DL
NIEPRIR AL NS HE T . RAh, BT EIREFE
2R H 2 ORI 22 5 o FXT ) LB X — Rk
A, T HAETAK KR E B, RS S 1] 2
RSt B 24 78 4325 FE B FLAE IS R 2T . RSk
BEULUF LA — =L HMGB1#E A [F 255 Sl
(P ELARE AL, 2 BRI HMGB LEAS R4 68 B i
HHIMERES ; ZRAG IR, Wk HgmE .
HHIEIT S, XTHMGB LT RS HET- 1. Ay X LE At
FER] LA CSCII 7 5 BRI B & VR 7 SR L8 AL A
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