- 436 - ZHEHAKFFIR  Acta Universitatis Medicinalis Anhui 2024 ;59(3)

[ 2% B #R B 1) - 2024 - 03 - 21 17:18:23

[ 2% & R e ak 0 10. 19405/]. enki. issn1000 — 1492.2024.03. 011

HMGBI1 1§ = X s hirb i 1Al

oo RIUN, ERUC, EITHR

WE BN M RKE = X2 (TN) B R = X &
W(TG) M & iF % W 8 1 Bl (HMGBI ) 1y 3= ik 1% L &
HMGBI1 XS vl gepliil, ik RANE N M A4
AR TN AT, 532 F AR 41 (CCL 41) F1%8 H 2 (Sham
21, BRI A 0 46 A R 4 S S 5 i T 5 A B
PCR(RT-qPCR) % Western blot ¥l Sham 2H & CCI 2H X B
A TG H+ HMGBI \Toll #£37{4 4 (TLR4) 4% F «B( NF-
kB) mRNA FIE 0k i 5 3 20 0 J 4 R IS 3 2t 50 me/kg
HMGBI #ifil70) H 5EfR (GL) , LAA: BEER /K (NS) VE S XT 1R, 43
7 CCI 44, CCI + NS 4, CCI + GL 4 ; RT-qPCR }z Western
blot £l GCI 41 ,CCI + NS 4, CCI + GL 44 K B ARM TG
HMGBI1,TLR4 NF-xB mRNA FIZE I FELx R, £8 KEA
MDA R (E FF AR (P < 0. 05) , TN A R4 325 B 2 , K BRUHE
TGS B 8 B AT, AR TG A (% HMGB1  TLR4 |
NF-kB mRNA Je 2 [ 3Rk FHE (P <0.05) 5 5 i3 4 GL
J5 AR TG (%) HMGB1 \TLR4 NF-kB [%{% (P <0.05) , £
& HMGBI1 5 TN 75 3%, HMGBI 7] #3f 57 TLR4/NF-«B i

P& TN,
KW = AW HMGBL; H BER; HE T M & 48 7 R
TLR4 ; NF-kB

hESHES R745.11
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= X AH1£597 (trigeminal neuralgia, TN) J&—F &
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T FEAYNRIT T ARIBST AN TGRS
B IR H R 2 MO A BRI R K
I, TN 3B 67— Ho2 IR EE R Pk . miT
# 2% # H B1 (high-mobility group box-1, HMGB1)
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Je— T FE RS I A% B 1, DR A 3R VN 4 Tt i o6 It
HLYKCP R R A 4% . HMGB 4 S — Fh 8 45 4
KA1 2 5 G SR I 1A Pt 28 98 (14 BF 9 34
R, BRI B TE R AR S A i i 20 PR AR G B
787" HMGBI i 5 40 il sl b 28 T RS, 5
Toll ¥:5% {4 4 ( Toll-like receptor 4, TLR4 ) 25 51415 T
W% T kB (nuclear factor kappa-B, NF-kB) i %,
PEMG SR 2 . 1 HMGBI 76 TN fiffF5%
L/ RIS ) HE T M2 46 A R R B TN #5E
TIPRE HMGBL X TN B/, LIS TN 4 fi] 3
Sr PRI

1 #MH57FZ%

1.1 ##

1.1.1 Z&M#AME  PCRGIYH B4 TR
P LR By A5 BR A w42 5 Von Frey il (3% [
North Coast v 7], 555 : NC12775) ; Tissue RNA Puri-
fication Kit Plus( FH#EZEAZA YR RAF], 525
RN002plus ) ; PrimeScript™ RT X 7] & &% TB Green
Premix Ex Tag Il ( H X TaKaRa 4= ¥R 45 B R A,
1% 5. RRO47A .RR820A ) ; HMGBI1 #1451 Gleyrrhiz-
in ( 22 [{ MedChemexpress A= ¥R A A], 55 HY-
NO184 ) ; SDS-PAGE #fist B il 171 & ( b = KA
PHARABRA ], 575 : PO012AC) s HMGBI Hi4A (X
D=8 AR Y R BRA W), 47 5 : 10829-1-AP ) 5
TLR4 $7{K \NF-kB p65 $Hii{& NF-kB p-p65 Hi {4 (L
TR FHE Y ST b A BR A ] 55 AFT017
AF5006 ,AF2006, ) ; /K 5 S ( 122 s bk A 40 Ik
MR RS A, 1775 : C804539 ) 5 R il i 4 6Ot i
it ( 3£ [ Thermo Scientific 4\ w, % 5-; NanoDrop
2000/2000¢) ; 7¢5E & PCR X (ZE[E ABI A+, A
5:9700 ) ;5 fey AR I A1 20 SN (IR 4R IR A2 W)
FHEA RA R AL KZ-T1-F)

1.1.2 sy AR 200 g 7245 1Y 4R
TEE Sprange-Dawley (SD) B, 3k 50 H, 4457 AU 7]
BHAEZE 0] B I YOK SR, SRR 25 C,12 h
B ACHE o AT 3 d R EUE ] Von-frey B fil 4134
22 ATIE VN, S B S IR B BB R B T A
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SIS W) el SRR B R S S sh Py oL R, SR
HIESh Y S g e B (AR B AEt 5 . TLSC20190705 )
1.2 7k

1.2.1 e K SD REEEHLIS N 4 4251
(Sham) 4 . AR ( chronic constriction injury, CCI) £ .
CCI + A= FHER 7K ( normal saline, NS) 24 & CCI + H ¥
M2 ( gleyrrhizin, GL) 41, 5 1 #43 SL 50 %R HMGBI
e TN KB = #4575 (trigeminal ganglion, TG)
(235 S AT REHLAR , 2H 50y CCL 40N Sham 4 , 4
410 Ho 2652 FR5rSLgARZ HMGBIL #ifil 5] GL X}
= AN R R, 415 CCL 41 CCT + NS 4 &
CCI+GL 41,520 10 H,

1.2.2 RS 0.1 mg/ml AI/KEHR
P 5 100 g 15 0. 35 ml fy 58] 5% A SD K BT
A4 B BRI, AR DX BRI 75, CCT 241 K BUATHE T #i &
A7 A BB ZE M5 1 1/3 FIOr g5 55385 mm
RHTOIE, MR 23 B LD AT L, P35 o 1
Oy B HNE N PhZE,5-0 SRR A5 FLIE T P, g4l
AEZEAHEEZ) 2 mm, #0 B REE HL, PRUEAUE R A4 2
Jia, mASBEET IR . 3-0 SMRHEREE G Kk, RIX
WA HRIRF PR Y . Sham 41K BRERIE T #f
ARG, Hap b 37 IR CCT 4, Hvh CCT + GL
HATFARE 1 KGR TS0 mg/kg I8 TS 1
WK GL,%EZ:2 &, GL 43 100 mg 7% T 50 ml NS [t
FIBCE IR, A . CCL+ NS BEAREE 1 K
EARER T LSRR NS SRS, 8 2 . & Bk
HEAT S oA B R S H A AL B0 7 , )
RRKBEARGE 14 K, T LS 5K G AL IE, I
R BRAM TG, - 80 CIUKFMRAF, T IGLEL 5K
1.2.3 duom B2 T THRE R, T
Febs R BUE TR R BT IE N, 0.5 h 7EARH 1 d 2
AJ5%50.2.4.6.8.10,12 14 16 18 .20 KAl £5 41
REAMIA LI 1EL, 5 Von-frey 5 il 435 22 th
NI IR PR R MU Xof A B EA T LA ARG
548 JEE 1 ) B 22 B 52 10 9K, BRI TR 30 s, RER
SN AT — SO AR B B < PR 4 Sk bk g
Bete FEICRIERA BE I R sh 7 . 10 YOl b A
6 Y 6 YCLA b BHAE Bz I, S ERE 6 Rt B %ok iy 1 4
(B A12% HOR SR A BTL AW I 10 12, A 17 100 422 I
Jp B 46 DR — 5 5 R 2 0 R SR ML 1
1.2.4 af & k% & PCR(RT-qPCR) #& TG +
HMGBI1 . TLR4 #= NF-kB p65 mRNA %% {#i i Tis-
sue RNA Purification Kit Plus i&57] & #2 B mRNA ; fi
PR 0 06 't B {SCRS 0 AR A ke B A i 3, £ B

A260/A280 75 1.9 ~ 2.0 [a] B #: A<, {# F Prime-
Script'rM RT #t47 ¢DNA & i, TB Green Premix Ex
Taq 1HEFF PCR (09748 9606 i PCR {3 TC
fr HMGBI1,TLR4 f; NF-kB p65 ) mRNA ik {EH,
A 2 7R X Bk KO, SEER BT P E
it PCR LR GIYIFFHI LR 1,

&1 qRT-PCR EF5|¥FFIFR
S1PIFFI(5"-3")
F:AAAGGAGATCCTAAGAAGCCGA
R:TCATAACGAGCCTTGTCAGCC

TLR4 F:CCAGGTGTGAAATTGAGACAATTG

R:AAGCTGTCCAATATGGAAACCC

A
HMGBI

NF-kB F:GTATTGCTGTGCCTTCCCGA
R:CAAGGCCTGGTTTGAGATCTG
B-actin F:TGCTATGTTGCCCTAGACTTCG

R:GTTGGCATAGAGGTCTTTACGG

1.2.5 Western blot # 0 TG ¥ HMGBI1.,TLR4 #=
NF-kB p65 & H Bz 4% p65 (p-p65) & @ &Kk I
R BARM TG HEL, FREJa A RIPA 2, 1
S, BT AR IR 4 4B 1% 4 °C 12 000 1/min
WHE 15 min, B RHLULAIHK, WIR EFIK SR EP &
H AR B EARZE I, 100 °C AR 10 min 18R
FEEE, -80 CUKARIRAF. il s BEME, fH 80 V
AR, TH 3 260 mA %5 % PVDF JE | BT 5%
JBRREW ¥y b, ZE IR T B IKE A 2 ho B PSS G,
TBST $ERVENE S W, —PiMiFE)G , # PVDF Ji'E T
— P HMGB1 $Ht & (1:1000), TLR4 Hr {&
(1:1000),NF-kB p65 $iif4<(1 : 1 000) , NF-kB p-
p65 HLAAR(1 2 1.000) F B b, 4 C R R 7 i1,
TBST ¥k PVDF 5, & T —Hi M BEOAAR 1 SA10)
BEEpRIC I FHT A 1eG (101 000) i fiF & 2 h, i
YCEEVE , LB R RE W, B OGIAR , (] Tmage] #EAT A
BALH

1.3 SitFAE  SLEAE R Graphpad Prism
8. 0 BRAFHEAT G0 BT 5 SEIR AR R & = 5 RO
BIUBBCIA 18 00 7 5 2R R T ORUIA 3R 7 22 53 A, 22 AL A1 4K
I LUHOR B R 3R 7 22 70 B, P A B8040 LU AR
SEAEAS ¢ R, LA P <0. 05 2R A G E X

2 HR

2.1 #UHREBNIRER ARET1d AR50 d,CC
25 Sham 2 K BRI (8 25 5 To Gt 127 2 X (¢
=0.63.0.01,P >0.05), MARJGE 2 KIFG, CCI
ZH R R ML A IR B 3% Sham ZH F&AIL (¢ = 4. 34 .6. 63,
7.36.6.99 8.14 8.75.9.10.9.83 .8.30.8.64,1 P
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<0.01) ;7EARJGHE 14 K, CCI 4K AL IR 3
BEN AR (1 =7.81,P <0.001) s fEARJFE 20 K,
CCT AR FBLAI B /540 FHAR K-, 2 78 K BTN
PRI S o ILIET 1

251 -e Sham4l = CCI4l

HURR ()

gk kokck kol

Oﬁéﬁ(') 2 4 6 8 1'0 12 14 16 18 20
AR5 RH(d)

1 Sham F1 CCI A K R A [ At 18] s A U A4 768 i A Bl 2%

55 Sham 4 H45: * * P <0.01, ** * P <0. 001

2.2 HMGBI1 # Sham ZH ¥ CCI A KR TG
mRNA FIZEARIZENEZTH RT-gPCR Fll Western

blot #5125 ] @R, RJ5 5 14 K, CCL 2 K BRI
TG th HMGBI [J mRNA FI1%E (43215 %8 Sham 417}
E(1=11.42 3.37,%4 P<0.05), L& 2,

2.3 TLR4 7£ Sham £} CCI kR TG &1 mR-
NA FIEARIEENZEWN  RT-qPCR F1 Western blot
Rz R R, ARJG 5 14 K, CCT 4R FRARM| TG H
TLR4 ] mRNA Fl4E [ (1) 2B 58 Sham 2 5 (¢
=31.07.10.61,% P <0.01) ., W& 3.

2.4 NF-kB p65 1 p-p65 7£ Sham ZH ¥ CCI AKX
B TG fF mRNA fMIZEHRIEZEMETH RT-gPCR
S5, ARG 14 K CCL4LKBARM TG H p65
() mRNA )22 1% 4t %8¢ Sham 2 7H 5 (1 =4.43,P <
0.05), WK 4A, Western blot 455 B R AR )55 14
K, CCT AL R B ARM TG wf p65 114 2 1 2 3k HE 5L
Sham 41 22 5 Jo 4t 2% 5 X (1 =0. 11,P >0.05) ;CCI
HREAM TG Hr p-p65 1) KL AL Sham 4]
FE(r=10.81,P<0.01), WK 4B,

A B
3 sk ) 150
- 5
= T Sham#l CCI4l Ky X
-~
S ®
28T HMGBI Z o} T
=
oéﬂé 25 =
22} st
TR _ = 05 T
= B-actin 42 O
= >
g o

Sham#l  CCI4]

ShamZfl  CCI4

2 Sham £8#1 CCI AARAE 14 d A TG & HMGBI1 fJ mRNA 1% B RikH L&
AP K BARM TG o HMGBI mRNA 223k ;B B 2H K BAM TG th HMGBI 4K 4283k ; 55 Sham 4 [44¢: * P <0.05, * * P <0.01

8r B

ks

>

(=)}
T

TLR4

EN
T

TLR4 mRNA R
B-actinF i &
(3]

B-actin

[ ]

Sham#l  CCI4l

- Sham4H.

0.8

Kk

0.6 =

®ik

95

HAX

g 0.4

HH -
302

42

TLR

0

Sham#l  CCI4

B3 Sham A% CCI HXRAJS 14 d A TG &1 TLR4 ) mRNA 1T G RIEM LR
AP R BARM TG o TLR4 mRNA K3k ; B BiZH K BARM TG v TLR4 93555 Sham 4 H 4. " * P <0.01, " * * P <0. 001

A B Sham#i
Z 20p
=
<1 * NF-kB p65
5,@ 1.5} T P
R
S10k
g g 1.0 NF-kB p-p65
2ot
e B-actin

ShamH. CCI#.

CC1d I8 1.5 [ Sham4l
ko 39 P77 CCI4
w®
65 oy
= 1.0
=
{0 ET ]
65
w
205t
=y
T
42 F
o
o 0
NF-«B p65 NF-«B p-p65

B4 Sham HF CCIAKRRASS 14 d R TG H NF-kB p65 & p-p65 i) mRNA | 5 RiEM LB
A B4R EARM TG ot NF-kB p65 mRNA 235 ; B 2 K A TG th NF-kB p65 Fl p-p65 & [1351% ; 55 Sham 41 145 * P <0.05, " * P <

0.01



ZHEA K FFIR  Acta Universitatis Medicinalis Anhui 2024 ;59(3) - 439 .

2.5 HMGBI1 #J#l7 GL 3¢ K 5 A M A 4% 78 5 f9
B ARG 0 ~4 K, =R BRI T
FEH2ZERIGIH X (P>0.05), TERGHEE 6
RIFUR, CCT + GL 4 K BRA 0 #1103 {8 T 4 & F
CCI Z1F1 CCI+ NS ZH (1o =3. 42, teyons =3.57,1
P <0.05) ;CCI 415 CCI + NS 41 K FA MBI 5
ZERIGIE L. TEARGH 10 X,CCI+GL 4K
A MBI 9 - 4 7, i1 CCT 25 CCI + NS 41
ATk 2 T [ (to = 4.03.4.92.5.40,6.42.6.82,
6.55 1o ns =4.51.4.92 6. 11 .6.34 .5.78 5.63
P<0.01), WK 5, 17 KM it 25 5 % 0, i
HMGBI 3235 ] DA R R BTN 52380 o AR 1) B A
I .

2.5 - CCI4
-= CCI+NS4
i - CCI+GL4.
2.0
C
=® L5k
bl
E 10f
=
0.5+
0

ARIO 2 4 6 8 10 12 14 16 18 20
NEFSAC))
B5 SHEKRRAARMYRSER &
5 CCI4 % * P <0.05, **P<0.01;5 CCI+NS 4 [b#k.*P
<0.05, *P<0.01

2.6 GL % HMGBI i mRNA f1IE QR EZEW
il RT-qPCR F1 Western blot #4552 78, 5 CCI
24 S CCT + NS ZHAHLL, 7EAR G55 14 K, CCIL + GL 4
KEAM TG o+ HMGBI ) mRNA FlEE [ 3Rk 8 %
M (tog =4.53.33. 13, tuns = 4.83.6.60, 1 P <
0.01), WL 6, CCIZlY CCI+NS 41K RAM TG
i HMGBI1 AR LG22 2 L (1=1.74 1. 93,
P>0.05) ., 0] GL g3 K B HMGB1 ) mR-
NA M AR,
2.7 GL % TLR4 ) mRNA f1ZE QR iZEN I
RT-qPCR FiI Western blot il 45 3 2 7/~ , 5 CCI
210 CCI + NS ZHAHLL, ZEARJE 55 14 K, CCL+ GL 44
KEARM TG H TLR4 () mRNA F1 2 [ 3235 2 FFAIK
(teey =25.23 17.60, 1oy, ns =4.83.23.99, 1 P <
0.01), CCI 415 CCI +NS 2H K EARM| TG ¥ TLR4
) mRNA FIEE I RIAEER LR IFHE XL (1 =
0.03.2.76,¥ P>0.05), VLK 7,
2.8 GL X} NF-kB p65 & p-p65 #) mRNA f1&EH
FKIEEMWENM RT-gPCR Z5 3 R, 5 CCI 41
CCI + NS ULt 7EAR G 45 14 K, CCI + GL 20 K f
AR TG v p65 mRNA KA & FEAK (10 = 14. 48,
foerans =3-91,¥ P <0.05), DL 8A, Western blot
K45 R Bos , TEAR G4 14 K, CCL+ GL 4 K RA
fil] TG H p-p65 %E%iﬁﬁl‘%1&(lcm =30. 66,0, ns

E6 HHKXRARRF14 dARM TG H HMGBI #) mRNA f1E 5 RiEHI LB
A:HMGBI mRNA 7E4- 21 R BARMN TG h3%ik ;B HMGBI 2 F7EAZ R BURM TG thakik; 5 CCL 4L A " " P <0.01;5 CCIL+ NS 41

B.%P<0.01

>
[
joe]

CCIH

—
S
T

TLR4
*k
#H#

’_T—‘ B-actin

CCIZH  CCIHNS4 CCI+GL#H

TLR4 mRNA A%
B-actinfRIA &
S
W

10
il =
CCINS#L CCHGLAL 1y ﬁo'g'
= 06F
95 =
I 04} o
HEH ##
ﬂ— -
42 [‘*:1‘ 0.2 ﬁ
0

CCI4l CCI+NS#4l CCI+GL4L

7 HBAKRBRARE 14 d RfY TG th TLR4 #J mRNA F1E [ FEHI LR
A:TLR4 mRNA 7E4- 41K BARM TG thkik ; B: TLR4 B HATEA AR BURM TG hkik; 5 CCLAIHE: * * P <0.01; 5 CCl+ NS 4 bz ™ P

<0.01
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>
es)

1.5 CJCCIH

T 15 CCIZ4 CCI+NS4. CCI+GL4. CCI+NS4.

% ” ku @ (I CCI+GLAL
R 65

E 9910 NF-kB p65

B Hﬁ *# 65

Tagn=!

2805 NF-kB p-p65

B&

3 42

Z 4 4 4 B—actin

CCI4l CCI+NS4l CCI+GL4 NF-kB p65 NF-«B p-p65

B8 JAKXBHMAM TG §1 NF-«B p65 K p-p65 i) mRNA FiE B FRZH LLE
A:NF-kB p65 mRNA 7E4ZH K B TG w3k ;B NF-kB p65 % p-p65 HETES KA TG Hhkik; 55 CCLA LA " P <0.05," " P

<0.01;5 CCI+NS 4l L4%:"P <0.05,"P <0.01

=35.46,3 P <0.01) , 1 p65 & H L1 2 57
CCI 415 CCI + NS 2 KERARM TG rh p-p65 %
rEFTGEIFEXL(1=0.29,P >0.05), WK
8B,

3 e

IR & 1 TN 06 WL A Wt , A 3L R 5
142 R = UM 2552 3 TE S AR 305 , PRI ) = S
Pz T B T2 LG A, 7 | 22 T B s
P52 5 B 2 A T S B 20 . AR
T2 R PR BRUME T ol 428 406 78 AR P00 28 TS 30 AL 0
s TN KRB, 1T 2R BR 2 ET
T2 4575 AR5 R AR DAL B 8 (R R AR, 427 5 A
e

HMGBI & HMG & (iR Sfe iZ I E A 2
— EHAFIE AT A &A1 B &L A OB AT R
WA 20 A, L R 5% HE 89 ~ 108 B¢ Al 5 TLR4
g O AEHE ST ROV DR 5 . HMGBL 1632451 14
F5BE AT R T B R 2SR R R Y B R RO
HMGBI 1] G718 M 14 2 A6 R4k 1 rh e 1) 8 6
FEMERT . BFR BRTESS A 4/ BUR A
S 2 HMGB 77 (A 7T 5| 362 92 95 8 450 5 7, T A0
P45 L2/ N A TH0 HMGBL $ (AR P 1 51 7] 12
E WU R R . AT R ME T
2578 AR LR WL B TR TR R TG o
HMGBI ) mRNA F13E (1 %5 B TH 5, S5 R0 A o
FEER—5" . CL BH BRI ZE M FBE MR
Sy B TR R SR AT . GL B
Podge 37 IF 45 6 1, & — B K 4R 19 HMGBL i 46
FIU L RN R RIS SRS I BV2 /N
20 b HMGBL 2 ik & 7t w5, M GL W] L4 44
HMGB1 ik BT o FEAHISE 325 97 A I 1
5 HMGBI 033 GL J5 , K RN B 2 4K 75

ARIGHIRT 8 d FAAR, [H A0t B 21 R s B sl 2%, HLATS
X B, RS AER 10 R4, MUK B 1 T
PL_EZ5 R 478 , HMGB1 5 TN A5 5¢, fifi] HMGB1 #]
PAGEf# TN B9 o

TLR4 /& Toll ¥£3Z{K (TLRs ) Xk Z —, FE R IE
U2 T 240 A /N JGE S5 A4 Y 45 2 ol 240 it % 1T 258, 5 0
Gl R IR S 8 A A 28 O B R
AL HMGB1 B B 4041 5, ] 55 TLR4 254,
S B A B R NF-kB 3E B, B K T «B B
BRAL AR o A IR S 1/ RO 4
BRI, TLR4 JE IR #l [k /) B P 7 5 82 40 HMGBI
Ja B B B HLROR BT R . AR T
2Fkrim 2l R, GL o] LA /% HMGB1 \TLR4 | NF-
kB p65 BEER AL K. B b4 HMGB1 7 G838 i
TLR4/NF-kB 3 1% 5 50 10 &

ZE LTk, KB TN gAY s HMGB1 |9, GL A
LL#p4 HMGB1 |-, HMGB1 A fig38 i TLR4/NF-
kB ¥ TN, b, HMGBI 0] G &ih97 TN f)—4
TRLE T30 5, 5 e 4k 2 48 % HMGBI 19 80
B, S TN AT B BHr 0 R % .
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The role of HMGBI1 in trigeminal neuralgia
Shen Lian', Wu Beibei', Wang Liecheng”, Wang Yuanyin'
(' College & Hospital of Stomatology ,Anhui Medical University
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Abstract Objective To construct a rat model of trigeminal neuralgia (TN) to explore the expression of high-
mobility group box-1 (HMGBL) in the trigeminal ganglion (TG) and the possible mechanism of HMGB1% effect on
pain. Methods TN model was constructed by infraorbital nerve constriction and divided into operation group ( CCI
group) and Sham group, and the success of the model construction was determined through mechanical pain thresh-
old assessment. Real time fluorescence quantitative PCR ( RT-qPCR) and Western blot were used to detect high
mobility group protein Bl (HMGB1 ), Toll receptor 4 (TLR4 ), and Nuclear Factor Kappa B(NF-kB) mRNA and
protein expression in the ipsilateral trigeminal ganglion (TG) of the Sham and CCI rats. 50 mg/kg HMGBI inhibi-
tor glycyrrhizin (GL) was injected intraperitoneally every day for two weeks, and normal saline (NS) was used as
control. The patients were divided into CCI group, CCI + NS group and CCI + GL group. HMGBI1, TLR4, and NF-
kB mRNA and protein expression in the ipsilateral trigeminal ganglion (TG) were detected by RT-qPCR and West-
ern blot in CCI group, CCI + NS group, and CCI + GL group. Results The mechanical threshold on the operated
side of the rat continued to decrease (P <0.05), and mechanical pain threshold identification model was success-
fully constructed. After chronic compressive injury to the infraorbital nerve in rats, HMGB1, TLR4, and NF-kB
mRNA and protein expression in TG on the operated side increased (P <0.05); After administration of HMGBI
inhibitor Gleyrrhizin, HMGB1, TLR4, NF- kB showed a decrease (P <0.05). Conclusion HMGBI is associat-
ed with TN, and HMGB1 may be involved in the pathogenesis of TN through TLR4/NF-kB signaling pathway.
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