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[(FE] HHE HITEITBREEA | (HMGBL) 7e# 4 LG Bk SHLH . ik wH 62 4
AR LN L WOLELL, 66 BRI A= LA JeB s e 2, 70 e Rei A= LA e Rt gl . A6 — 20
B LML 1L-6, 1L-8, 1L-17, 1L-23, CJWE M (CRP) FIFEESZEE (PCT) Ay hE, AP IS4 41 i
1 HMGB1. Toll #52{k 4 (TLR4) . %55 F «B (NF-xB) mRNA Jz TLR4. NF-kB & 1033k, HaHE B
AL A i AR AR 5 % B2 . HMGB1 b BEZH . HMGB1+TAK-242 (TLR4 #5 ) 41, HMGBI1+PDTC
( NF-«B #7151 ) 41, #1420 TLR4. NF-xB. IL-8 mRNA } TLR4. NF-kB % [B3Eik, KR LAy s
M AZ MBS R T REZH . LPS Ab¥REH | LPS+ HELEITE (HMGBL #ifil57] ) 20, #%l HMGB1. TLR4. NF-«B.
IL-8 mRNA J¢ TLR4, NF-xB fE[11FRE, &R Wulhedl £ILIME b 1-6, 1L-8, 11-17, 11-23, CRP., PCT &%
2 2 TR AR A R IR AL (P<0.05) o Wi iELH f8 LA E RS AZ A0 b HMGB1, TLR4. NF-xB
mRNA J% TLR4, NF-kB & [ (1A 3235 35 0 3% o F R ik e g RMg ) B4l ( P<0.05) o HMGBI 1f Lt 3%
AN E AR AN 8 TLR4 . NF-xB mRNA R HEH (P<0.05) ; ffif] TAK-242 w401l TLR4, NF-«B
mRNA KR A @R, FHEmind 1L-8 mRNA 9235 (P<0.05) 5 {#H PDTC Ii#] NF-kB mRNA J HE&
M E R, IEHE T H 1L-8 mRNA 9381k (P<0.05) . LPS ] i 4% 5 HMGB1 mRNA, D)% TLR4, NF-«B
mRNA K A AR ek, JEIMHEL TL-8 mRNA 335 ( P<0.05 ); fd FHH #E#H Z nl 0 HMGB1 mRNA (R £k,
Il TLR4. NF-xB mRNA K HE A SR, SEmFEL IL-8 mRNA f@E#E (P<0.05) . &1 HMGBI1 W&k
JE G TLRA/NF-kB {5538 B175 5 TL-8 45 90T BT i A i AE T A= LIS e 1 &2 s it EE2EVE ., HMGB1 BH
W) H R 2R T ] TLRA/NF-kB {5530 4 115 Ak S SEE R 7 (14300
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Expression of high-mobility group box 1 in neonates with sepsis

ZHUO Su-Yan, LIAO Li. Department of Pediatrics, People’s Hospital of Chongqing Shapingba District, Chongqing
400030, China (Liao L, Email: 13888523@qq.com)

Abstract: Objective To study the expression of high-mobility group box 1 (HMGBI1) in neonates with sepsis
and its role in the pathogenesis of neonatal sepsis. Methods A total of 62 neonates with sepsis were enrolled as the
sepsis group, 66 neonates with local infection were enrolled as the local infection group, and 70 healthy neonates were
enrolled as the healthy control group. Serum levels of interleukin-6 (IL-6), interleukin-8 (IL-8), interleukin-17 (IL-17),
interleukin-23 (IL-23), C-reactive protein (CRP) and procalcitonin (PCT) were measured. The mRNA expression of
HMGBI, Toll-like receptor 4 (TLR4) and nuclear factor-kappa B (NF-«kB) and the protein expression of TLR4 and NF-
kB in peripheral blood mononuclear cells (PBMCs) were also measured. PBMCs from healthy neonates were divided
into 4 groups: control, HMGBI treatment, HMGB1+TAK-242 (a TLR4 inhibitor) treatment and HMGB1+PDTC (an
NF-«B inhibitor) treatment, and the mRNA expression of TLR4, NF-«B and IL-8 and the protein expression of TLR4
and NF-«B were measured. PBMCs from healthy neonates were divided into another 3 groups: control, LPS treatment
and LPS+glycyrrhizin (an HMGB1 inhibitor) treatment, and the mRNA expression of HMGB1, TLR4, NF-xB and IL-8
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and the protein expression of TLR4 and NF-kB were measured. Results Compared with the local infection and healthy
control groups, the sepsis group had significantly higher serum levels of IL-6, IL-8, IL-17, IL-23, CRP and PCT (P<0.05),
as well as significantly higher mRNA expression of HMGB1, TLR4 and NF-kB and protein expression of TLR4 and
NF-kB in PBMCs (P<0.05). HMGBI significantly induced the mRNA and protein expression of TLR4 and NF-kB in
PBMCs (P<0.05). TAK-242 inhibited the mRNA and protein expression of TLR4 and NF-kB and mRNA expression of
IL-8 (P<0.05). PDTC inhibited the mRNA and protein expression of NF-kB and the mRNA expression of IL-8 (P<0.05).
LPS significantly induced the mRNA expression of HMGB1 and the mRNA and protein expression of TLR4 and NF-xB
and then stimulated the mRNA expression of IL-8 (P<0.05). Glycyrrhizin inhibited the mRNA expression of HMGB1
and the mRNA and protein expression of TLR4 and NF-xB and then reduced the mRNA expression of IL-8 (P<0.05).

Vol.21 No.2
Feb. 2019

Conclusions

HMGBI plays an important role in the pathogenesis of neonatal sepsis by activating the TLR4/NF-xB

signaling pathway and inducing the secretion of inflammatory factors including IL-8. The HMGB1 blocker glycyrrhizin

can inhibit activation of the TLR4/NF-«B signaling pathway and the secretion of inflammatory factors.

[Chin J Contemp Pediatr, 2019, 21(2): 131-138]
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Kot B I AW AT I B R B 4 B B P
RIFBREE, I RAERA LAY RS HO A LAET
() R ZE R 2015 AF A T A 41 406 194 4~ K
HEATIRA, ABAE 280 J7 8 A JLAE T i, Ik
MRE A Al ™ TR 43 J7, AR T F A
WIOR A& E, Wi HAEM L (WA 720 DS ) 7 )E
FEEREHZH Y, mEBRBEN 1 Chigh mobility
group box 1, HMGB1 ) J2] {Z/A1E TR .
FAnfL . bR AR A — R YA Y DNA 254
F, 25 EENEH . S yEyhe,
RORAEIRG . A5 . Bt Ab AR, HMGBI
R4 e N B B, ARG R =
IR E B RN T BRI (ol X A =N 7321 )i N AT 3 e i
J 5 5 K B A AE I F, DT FE— ZR B350
REEZRREEN, SRR |
RS . b o S 4% 4 00, W SE R R, HMGBI
2 55 WL AE F 9 B R, T Yu A5 1R B I
FEFE T4 19 HMGBL /KF- i 35 5 T2 A7 3%, BT
HMGB1 /™50 N B = il B 1 | e 4 BT B i
2 IR AT LABEAR N B =15 S i AL 2L 4
TR A O ] o A U R B R R L
I3 B HMGB1 B 75 2 2 5 T JC I I L 2k
L, o e B R B A L2 A 45 A LML AE |
B LM g2 . PR A LR AR AR R L, HE AR
ANl YL TR A s LA T HMGB1 kA4 #r, 1
H HMGBI1 ZE8 A LW AE H A4 FIBL ] LR B
HMGB1 REFS A AL ) LI I AE A48 LR JE 1 TG4
i, PR A S OGHT A LI g LA S F 5%
%, WEE HMGBI M RRAL, FHor Az Lyt

JE BN Z A0 LLFSE HMGBT B9VEFHBLE], IF{d
FHZG 4 FH KT HMGB1 LAMZEAH A= W13
1 #EMERE
1.1 —R&ER
PEHL 2016 4F 5 A %= 2018 4F 1 H WA 62 14
AR J LA RO LA Wi AE 4, BEHR 66 4] J5) 3
JEGHE LA 70 Bl e A LA AIAE A ey i g
ZF I 6T REZH I AE 4 BB LA, 53 39 i,
23 1], AW 39.0=1.6 8, KT 3327 +658 g;
SRR e gL L, B35 B, Lo 31, BRik
39.1+ 1.3 Ji, 1AH 3371 + 644 g; fEEENTIRLH A=
JLHR, 40 B, 230 B, FfE 39.4+ 1.5 A, 1K
i 3425680 g M AEILAEMER] . BRI, (KE
It ZE S GRS (P>0.05) , HAMH
PEo WSS 4B A LB — Bl R e sk 2R AT L 54y
Mo ABIFGE EARIE PR ZS DL S L T A A BE L
RImm G .
1.2 MNIRESHEBRRE

WAFRUE: (1) B HBAIL: WA RS
37~42 &, IKH = 2500¢, 4z 28 d LAFAELL;
(2) HRHE 2003 4F i 4E [ 2 2 LR 4 2 1 72 1Y
CBr A LMUAE 2T 7% ) 2 Wos A ) LIULAE -
R AT . Dz, B D R
FE. PO MREORYE | HE L RSO R R,
M3 FRETCE AR N TR AR EORTE; (3) )
W CSEEA L) 46 4 U2 W R IR e M
LRI T R | RGP RETSE | AR B 4
B RGeS . HEBRbRIE: (1) ABERTAPURYLARIT;
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(2) BIFHE ThReRERT . e RIERIE |
P A B RPN A
1.3 B RE R MRS

JF A BT AE L T P0G IR YT R R 4 2 mL K
I, 2 EHE 10 min, 12000 r/min 2.0 10 min J5
B LyE . i ELISA iRF & (V95 s E YR
FA R A 5E I3 H IL-6 (JM-03204H1 )
IL-8 (JM-04713H1 ) , 1L-17 (JM-05071H1 ) .
11-23 (JM-03351H2) . C Jz L # H (CRP, JM-
03290H2 ) . [&45Z )5 ( PCT, JM-03972H2 ) 1y & .
1.4 ASMNEMEBEANZHARE S B

TER A B A L oy B FE AL EE E 20 B, FHL
YA ST T R4 5 mL EDTA HUEE I, {8 1] Ficoll
BB B B TR A B MR I A, B
. ff FH 5 mL PBS 5 B 25 1A FH 0 T E I
AR J 1) 19 22 22 ~F- i T 10 mL AR J& il B A~
A o sl b7 (bt Z e E R A IR A,
P8900 ) , 1000 r/min 2= il B 0> 30 min, A WHEE H|
WY R 4 )2, D2 TR IR R )2 |
BE T EWZ . FLA ORI )E g
M2, /N R A0 2 O 1Y 2048, PBS
Ve 2 W, B EIASRE M A A
S i IR A W U (qRT-PCR) Al
A4 A LA IS R A HMGBL . Toll #
ZMk 4 (TLR4 ) ARG SHF «B ( NF-kB ) mRNA
283k, [ ] Western blot #6044 48 5 AE JLAMNAE I
BN TLR4 F1 NF-xB 25 I35 .
1.5 HpEiEHRSH4AE

Ficoll % J A i B 0 15 40 i it B i A= L Y 4
JE ML A AZ AN, 5 10% BG4 13 B9 RPMI
1640 5555 ( 2 [H Gibeo 287 ) JEFTEEFR, KX}
BOE AR A A 4 o0 X BR 4L . HMGB1 A R4
HMGB1+TAK-242 41, HMGB1+PDTC 4. HMGBI
AL FRA AN I EE A 10 ng/mlL B HMGB1 ( 3
Sigma 2 7, H4652) , HMGBI1+TAK-242 4H 4
JaZ A0 10 ng/mL HMGB1 1 40 nmol/L TLR4 11|
TAK-242 ( 3£[& MCE /AH], HY11109) , HMGB1+
PDTC #H #H 2 %% /i 10 ng/mL HMGBI F1 50 pmol/L
NF-kB #l55] PDTC ( 32 MCE A F], HY18738) ,
X REZH 20 B i A AR BRI B SR L . A% 9% 24 h
J&, K A qRT-PCR % il TLR4, NF-«xB Fl IL-8
mRNA ) % 1k, & F Western blot ¥ il TLR4 #l

O i L4

NF-kB 8 1 Zik . SLRMrEE 3 1K,

T3 B S0 R A R A M 43 S X RR R LPS Ak
FRZ . LPS+ H B ET R 4., LPS &b #4140 i 4% in
29 FE M 100 pg/L B LPS (35 [H Gibeo 2 A,
1.2880) , LPS+ H R 22 41 41 ffd 75 /i 100 pg/L /Y
LPS 1 1 mmol/L 1) H H#ft &= ( 32 [ Gibeo 2\ A,
PHR1516) , XJ FEZH 40 LS hn 45 AR B 35 7 56
YA 5% 24 h 5, R A qRT-PCR £l HMGB1 .
TLR4. NF-kB #1 IL-8 mRNA B3k, K Western
blot #il] TLR4 1 NF-xB & [ () #ik . SLH0hsr &
23,

1.6 gRT-PCR % # il HMGB1. TLR4., NF-«xB
% IL-8 mRNA &%

i FH W5 38 K 2% Primer Bank ZUIE JF 2 38 3 A
5| ¥ 41, 381+ NCBI 1% Primer Blast Fi1 Primer
5.0 BAEEUEF A, e i B AR T A TR R
NEE (F 1) o {6 TRIzol ( EH Invitrogen
28 Fl, 15596026 ) & B0 B H 1Y mRNA, Prime
Script RT reagent Kit i%5% 55357 & ( H A Takara 2
F], RRO37A) ¥ mRNA ¥ % 5% 4 ¢cDNA, SYBR
Premix Ex Taq II 2 GERIRF S ( HAS Takara 2>
7], RR820A) #E4T PCR ¥4, PCR J i 4 & 3t
20 ul, fIE ¢cDNA 8 ul, 10x PCR FiIE# 10 plL,
RS 4% 1 uL, PCR JZ W &5 95 CHiAs
10 min; 95 °C 2% % 105, 58 °CiE k 30s, 72°C 4E
130s, LPEH 40 ¥k BUS pL W=, A
1 uL 1 6 x FREGMIRIRST, i/ 1% BI3EspEEE
WEHEATHLIK,, G5 E BUSACT BE G RAI IR 45 1
VL HBEEF 5 GAPDH MK EE(EZ LR, K X) iR
2 H R AR Rk I R 1,

x1 514F5
LA Primer (5' — 3')
HMGBI Forward TATGGCAAAAGCGGACAAGG
Reverse CTTCGCAACATCACCAATGGA
TLR4 Forward AGACCTGTCCCTGAACCCTAT
Reverse CGATGGACTTCTAAACCAGCCA
NF-xB Forward AACAGAGAGGATTTCGTTTCCG
Reverse TTTGACCTGAGGGTAAGACTTCT
IL-8 Forward TTTTGCCAAGGAGTGCTAAAGA
Reverse AACCCTCTGCACCCAGTTTTC
GAPDH Forward GGAGCGAGATCCCTCCAAAAT

GGCTGTTGTCATACTTCTCATGG

Reverse

133~



21 EE 2
2019 4F-2 H

b E %A ILA R E

Chin J Contemp Pediatr

Vol.21 No.2
Feb. 2019

1.7 Western blot i%#&ill TLR4 & NF-xB & B i
FRix

B 10° /> 40 i in A 100 pl 20 jE 24 i W, 72
53 3% 5 12000 r/min 2.0 5 min, B IERAETT
BCA HEHE R, B 40 ng BEH, fA SDS-PAGE
A EREZ i, 100°CHTE 5 min, f#H 10% Y
SrEIEHEAT R, B H B AR IR R R R
LR, 5% B4V AR A B L h, {5
[ Abcam 23 ] A2 77 1 e Bt N TLR4 £ 58 B& Bt iR
(1:500) . %Pi A NF-kB HLrafedifk (1:1000)
Pt N GAPDH HL5gFEHI IR (1:5000) 4°CIFH
B VR 3R, (R A E AR Y R 1y
R L e (FRIUE A ) T AR BRA
F), 1:1000) ZIRIFH 1 h, Y% 3K, DAB B
W05 B BRI IR, g5 R UL H R E G
5 GAPDH WIREEMHZ tL R, #xd B4l rh H &
HY5 GAPDH MK EE(EZ LB 1.
1.8 Sit=40Hh

fdi FH SPSS 20.0 G 3151 44 % B s ik A7 G2 1 2
ST FEEIESA I TR IR « AR
26 (xxs) Fon, ZATEGORHETY MR T
R 22508, AL H 38R FH SNK-g i 56 .
P<0.05 hESAZITFE L.

F2 BEAFEILMFBERERFKFELLR

2 R

21 FHAHAFEILB—RIGKRER

AR 62 B ILAE L, bR s e
F| 62 BRI B, TR R, o 2
PR 43 6], DI R s g A (29 ) MRk
WO(SH)) R, LR 18 B, LI A
BRI (6 f]) R4 @maake (541) hi; H
LB, PR BT . AN 66 1] )R Ek
P BJL, ¥ TR B E 66 HRAEIR R, 4k
PO TR RRERY, ARG PR % 30 1, DA% e
WAE (156]) . KipRaw (841]) Maeia
HIAGERTE (5 01) R, BRUPEIEYS 1161, DL
e HE (3 61) . BUEERAEA R (346]) it
Pmee (2410) A, Mtk 8 6, LI
WHERE (4 6]) MXHBAR (26]) ME; K
JRIERGL 8 5], Dh4x i anAiakid (4 61) A
2.2 FHHEFEILMBRERFKFEEZN

VL I G £ 8 L I3 P T-6., TL-8 ., 1L-17, IL-
23. CRP. PCT 7KV 5 2 15 T R ik e 21 i fed e
XL (P<0.05) ;5 Jryd s e B LI s ikt
FR7K P34 i 2 3 T B X R4 ( P<0.05) o WLEE 2.

(x+s)

4151 LGilka 1L-6 (ng/L) 1L-8 (ng/L) 1L-17 (ng/L) 11.-23 (ng/L) CRP (mg/L) PCT (mg/L)
fEERRE X 2l 70 14+4 37+11 46 + 12 26+8 49+24 0.31 +0.28
JRI A 66 26+ 8" 46 + 15" 53 + 14" 36+ 10" 11.2+5.0° 1.04 = 0.36"
T I hE 2H 62 35+ 11" 54+ 17" 90 + 19" 60 + 14 153+5.1"" 2.54 +0.68""

FH 108.700 22.280 158.300 172.500 98.910 389.500

PH <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

TE: an SXTRALILEL, P<0.055 b 5JRaE YL bEs, P<0.05.

2.3 KAFLEILINE M A #Z MR H HUGB1,
TLR4. NF-xB mRNA R EZEBHRIEKFETIL

Wi AE 25 F8 L AR 8] I RS A% 46 i HMGBI
mRNA, DL % TLR4. NF-xB mRNA } H & 1 19
AEX 2 38 T 1) I 25 T R I J g 2 A B o) R 4
(P<0.05) ; JryiBiEyet F LA E i B A% 20 i
HMGB1 mRNA, DL/ TLR4. NF-kB mRNA M H.E
PP RRRT 2RI 1) 0 3 o TR T B H ( P<0.05) .
LA 1~2,

2.4 HMGB1 %t TLR4/NF-xB 15 S i@ % & 2 & [#
FRIZH RN

HMGB1 1] L i 35175 5 71 ] I 2 A2 200 i s 5%
ik TLR4. NF-kB mRNA } H:i#E F (P<0.05) 5 f#
H TLR4 #)1 il 57 TAK-242 #] L4 #] TLR4, NF-xB
mRNA SCHAE AW EZRL, JEEmANH 1L-8 mRNA
) # ik (P<0.05) ; ffi I NF-xB #ll il 5] PDTC 7]
DIl NF-xB mRNA J HER A s ik, JFakm
P TL-8 mRNA 3835 (P<0.05) . ULl 3~4,
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2.5 HEMZEXLPS F S HMGB1/TLR4/NF-«B
E S @R REREFRIZH N

LPS A] D) i #1545 HMGB1 mRNA 31k, 5%
$ TLR4. NF-xB mRNA N HE ATk, k]
# 1L-8 mRNA 9355 (P<0.05) ;5 fdiff] HMGB1 1]

Q‘“"L% @%& &

AS
& &

HMGB1

TLR4
NF-xB

GAPDH

& 1

i
X

mRNA HI%} i

HIFH B EHZ 0T LA HMGB1 mRNA 45 2555,
%) TLR4, NF-kB mRNA & H 2K B 19 & 22 35,
HE T PG 1L-8 mRNA 19 = 235 (P<0.05) . WK
5~6.

w f e R
LR s S
YL AEZH

HMGB1 TLR4 NF-«xB

£EFEILINF M BN ZMEEE R HMGB1, TLR4 & NF-xB mRNA RiEZ{  ARkiE ., £EH

GiitEl (n=20) , a/RS{EFEXTRZLILES, P<0.05; bs5RaBEGLA b, P<0.05,

& @ N

NF-kB | —

GAPDH ‘ ‘

B2 HAFFEILSNEMEANZAM TS TLRA F1 NF-xB EHRIZZTH

g
e

H xR

a,b | B30
W R

LSRG

TLR4 NF-«xB

ZEPUO KA A IEAEETHE (n=20)

a 7N SGHEREXT IR AL, P<0.05; b s 5 Rifldedd s, P<0.05,

B3 &AMAT TLR4, NF-«B # 1L-8 mRNA FRiAZE{L

mRNA AHR k5

| o)

B HMGBI bR

B HMGBI+TAK-242 41
HMGBI+PDTC 41

TLR4

NF-xB IL-8

Ze K IR . ARG (n=3) , a 7R 5xT

HILE, P<0.05; b5 HMGBI 4HLbE:, P<0.05; c /7”5 HMGB1+TAK-242 4 Lb#, P<0.05,
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N 9,@' ()wj% N m XAl
{’%/ &Yt% Q& a B HMGBI Kb FRZH
i X \3 W HMGBI+TAK-242 41
&\% @Q‘b Q\(’% @Q‘b Eg 1] HMGBI+PDTC 41
USRS > ®
' 2 1
wee [ ; .
I T
NF-kB ‘ ? B 1
GAPDH 0-
- an o= oo TLR4 NF-kB
B4 SAMAT TLRA F1 NF-xB BEARIETM  ZEymkE., HEDIGITE (n=3) , as 530 B4 LA,
P<0.05; b/R"5 HMGBI1 41[b#, P<0.05; ¢~ HMGBI1+TAK-242 41 L%, P<0.05.
i
%&
&@ %"‘%7 o
RN N
51 ) | BopisEil
. m s+ HHIERAL
®
=
>=<
-
E
HMGB1  TLR4 NF-kB 1L-8

E5 &AMEAT HMGB1, TLR4, NF-kB & IL-8 mRNA #5531k

a7l G IR LE, P<0.05; bos'5 LPS 4 Ib#, P<0.05

o

ZE LUK IEL . AEASETHE (n=3) ,

N N )é:&é& E@ 3 B LpS+ R A
Aﬁi@ VQ%W/ Nl § 2
TIRE o - %
NF-kB  we SR m =
GAPDH " asms s o TLR4 NF-«B
El6 FHEMIF TLRARNF-«BEAMFIEEN  AEDVRIKE . ATENGEIHE (n=3 ), an S RALLE,

P<0.05; b/n5 LPS 4 #, P<0.05.

A

3 e

5]
Wi E DA™ A R A S RE R R B
R F IR R, A4 16, IL-8, 1L-17, IL-
23, CRP. PCT %%, ffi 25 S AE 4 i i 155
% T RO 2 PR R0 RT DA S 3 0% A DL I 15
SRS WA, Pk E R AR " i,
AR e x A JLOAE LAY 98 0E R ek F
A7 T RGN, 235 5 S 7 D It R 2H 28 Lt 375 H 11-6

IL-8. IL-17, IL-23. CRP. PCT iy & 1 W &
TRy R Y 2H A R IR, I Er A= LWL I e
FA R SRR, IR B T I RE PR 14 7™

Ko &, B & R E 2R H ) HMGB1
LA B WA R i Y Seaffidi % 1 A& 2R
HMGB1 AT F 376 T A B A2 10 40 0 5525 R B E A
Mo Sh R, SR 5 8 5 R PO AL AR = W) 3%
IREESIRHEAAE, T HMGB1 flli& i 40 MU & 48 5
(RIRE 1 0 055 . S T 9 A JLIBOALAE =5 4% S
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RS HPREALE], AR SO HMGB1 7887 A4 LI AE
R IRHEA TR, 25 R A B il o 2H AR LA
A Z LM HMGBT mRNA [HAHX] 235 5 i 3%
1o TSR 2H RN FRE X R 2

TLR4/NF-xB 15 5 1 % 5 HMGB1 4 & 19 42
RV, S50 kG i s e
Wi APEBRAR R . RRGBIESCTT R . RETELLEE
RIS — R FVPIR G ERHLE ", 40 Li & ™ &
L HMGB1. TLR4 Fl NF-kB 75 B E 2 P e 48 /s
R AR e ek, M 4 HMGB 25 4 $E m) 7:
2 JBERE AT TG AL TLRA/NF-kB {E 530 1%, BEAS
B8 B e B %5, 1 6 T TLR4 #8371 KU AT o
i HMGB1 Wy 2E W22 8800 . A B 5E 25 R
VIS A 2H A8 LA T I B A% A i TLR4 R NF-xB
mRNA J AR AR 205 B 44 2 1 T R e e
ZHAMEE R FRZH . R T AT AL B iE TLR4/NF-kB
{5 7B 7E HMGB1 /S 9 E R F R b Ve
ARG 3 S AR 7R AR LA ) AR A0
AT, 25 B8 HMGB1 Al LLg #i5S:
AN LB A 25 23K TLR4 Fil NF-xB, #RJ5fiE
EIL-8 B3k, 4l {fi H TLR4 $1il 7] TAK-242
FI NF-xB #1115 5] PDTC W) 7] LA 5 2 401 1] TLR4 F01
NF-«B 9 = 23k, JFaEmil [L-8 iRk, Z5 L
Bk, HMGBI1 AJ i i 35 1k TLR4/NF-xB {55 5 18
PRHERAE R F R B, 20 A LI AE & A
I LG BRAILH -

H B R — R AT B R M S AL T AR Y
fegs vhwi 2y, W 5 HMGB1 B #4545, Fitw M
F HMGB1 BH W i #H SC B 55 P21, 7R SCHE LPS 5
SRS AN AR N H R R, SR BN H
R 2] DL HMGB1 mRNA (1) 5 23k, 6
TLR4. NF-xB mRNA ¢ H AR F By m Rk, #mkE
i IL-8 mRNA 5 K ik, F U] HMGBL 1925 ¥ fH
Wi nT LA TLR4/NF-xB {5 5@ G 1k, BRI RIE
P23k, ARENNT HMGB1 R a7 % T3
JUI I AE PT e BT — 2 I RTA T T 0 (L

RUE AR ST T HMGB 7838 42 JLI IfiL
i HP Y B R S AL, (RSEATY R AV £ ) Rk £ i
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