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The role of HMGBI and its research progress in inflammatory
diseases of nasal mucosa and lower airway
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(1. Shanxi Medical University, Taiyuan 030001, China; 2. Department of Otolaryngology Head and Neck Surgery, the First
Hospital of Shanxi Medical University, Taiyuan 030001, China)

Abstract: High mobility group protein Bl (HMGBI1) is a pro-inflammatory cytokine, which is widely expressed in
various cells of an organism, which can be combined with receptors of advanced glycation end products (RAGE) or toll-
like receptors to promote the secretion of inflammatory cytokines. Studies have shown that HMGBI1 is closely related to the
occurrence and development of respiratory inflammatory diseases. HMGBI plays an important role in the diagnosis and
prognosis evaluation of diseases. In this paper, we reviewed the pathway of HMGBI and its relationship with the occurrence
and development of nasal mucosa inflammatory disease and lower airway inflammatory disease.
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HMG M5 H Y i 53, HMGBL B 25 4 49, 5 5 >
DNA 455 HESS F 3 ( A-box 1 B-box) J 1 A4~& &%
W 2 LR A SR AR C RN . ik B 4k A B
M HMGBT A8 79 B ok 5, T3 AN [R] A 2
Ao ZIBFTTLIL ™ B-box & HMGBI () 51
TP DX, B T5 38) 240 e A1 3 240 i PR 45 e g
BRIEERAE . MHILZ T, A-box AR HA B-box 1Y
Pe e, M2 B-box SEES G AL, FEURIEH
BRI

HMGBI1 J"™3Z 53 A T I L3 Wy A b, e 40 M A%
H, HMGB1 %2 5 DNA Ry B 4 Fe %
G, BR T RAKIIAESN, i BA MM 7R
20 1142 90 4F X, Wang S5 41 T 201 4/ 5 e
AN RGBS IS, 5NN P ) AN B R 45, 5
5 PR A 58 200 PR3 4 i 8 3R S PR T - ((tumor
necrosis factor-a, TNF-a0) | 1411 ffi 4 25 -1 8 (interleu-
kin-1B,IL-1B) \%:ij’jﬁ%'f—y( interferon-vy, IFN-vy) JEAk
{18 L 200 L PR 0 i 56 5 LB ] — 5] e R f
77 A SR HMGBL, B2 40 i #h i) HMGBI
PN RAE R MR BT, BAR B W)y HMGBI
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BB 20 i A A0 i A TL-1 B TNF-o0 3R & B
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HMGBI [ D) I 4 £ 5 e S LA v A B Af
HMGB1 M2 A% 1] i 1 X 35 1) 5% d AR T e Je
e, AR AL . 2 eIk A8 AL s 7E N o 23 )
HMGB1 5#% 12 7] 57 {& ( pattern recognition recep-
tors, PRRs ) 411 B3 J03 4% 1 28 7 W) 14 2 1K (receptor of
advanced glycation end products, RAGE) FlI Toll ££37
{4 (toll like receptos, TLRs ) 45 & AH LA I e
B, MR AN SIS B AN

g 301 Bl AL 28 7= W) 1Y 7 1A (receptor of advanced
glycation end products, RAGE) & — KRB IREH, &
FHRPEBRE (W ZE R, RAGE 255 — 15
HMGBI 4541932 4K HMGBL (1915 2 D g il ik
WO AL ) RAGE SR R 4510 . RAGE fE1EH
A RARE IS H Y KBRSy 7RGk 1 20,
RAGE ks bz 3%, HMGB1 5 RAGE 45
B WA R WM 5% 2554 T A i 22 R
Ak 25 H B B ( mitogen-activated protein kinase,
MAPK) Fi4ff1#ME-5 4 1530 1/2(ERK 1/2) {55
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FEVEW T HMGB1 7K - & 2 7 &, 8 3k BH It HMGB1
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Zhu RS S BRAE AR SR BRI S R
ZsH# HMGBI1 . TLR2 #1 TLR4 ¥y & ik, 1M TLR3
T RAGE ) mRNA JK o 2 # 2 &, Jf #& i
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L

WA, e S YIRS RL AT 5 5 T 38 5 4 2 UK
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BELEA I E H (OVA) S /Y /N UL RLR AL, 18
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P TR S A, 1 22 B 1 5 2 2 S DG, T
L A B R R 5 B4R O, IO, B 2 3R
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PEANFHIE b B2 BR R A 1, PT REAE CRS 19 & Hh il E
FAEM. Cho 4" SEILWFFT# 1 HMGBL 53 {3 S 4
JH I 5 | AR AV AU A AR T 5 I T b R T 9 AR
(reactive oxygen species, ROS ) & #fi #11 il B i 11-8,
ARES S T AIE RAETE SR a0 CRS Ay &9k LTI
AN CRS B3 1 IE 7 % B 3R AS i AL 3E b R
20 O S L B LE A B 2L 4 HMGBL %
ik BE WoR HMGBI F 224 R PRI (2 Vg IR
PRI TRk, T b NIRRT BT
KT HMGBI J& 157 b 5 4t rp 3238 S EARAE AL
il 5 HE— 2 IRADTIE

TE CRS f8 5 1007 Hok I & B, CRS J8 35 1L
HMGBI /K73 &, fH 1 A8 5 11, 1 & CRS 1 75
HMGBI 8K 22 I 5 ™ & B Bk
FARIAIT )G, CRS 4 ML+ HMGBL JK-F- 0 if
A T L HF ST HMGBI 78 B 52 &
FE B Sy W) 3Gk R I S I 4y W) TR AE AE
HMGB1 73, HoK-F- ik 5 CRS (0™ H AR BEAHOC,
X5 Min 25 BF5E 45 R

7E Dzaman 2 BF5% % B HMGB1 4y 363k 18
CRS 4 5 X} B2 M) Jo 22 5, (H 4 (7] RAGE f 3k
A R 1 22 5 A HMGBI1 5 RAGE 1941
HAEM AT RE S ECERM MBS RS T CRS Ay B
PL, RAGE jab B2 33K AT RE 5 ¢ o ™ B A J32 A i

FASG . SRR CRS M3 S SRR ZH 21 5 1F X i
BT A, CRS 4 G 52 R HMGB1 A1 TLR4 ¥
FHEr, I HMGB1 J H N ERZ A& (TLR4 ) il iEZ 5
T CRS fi A GE 7 o i AT A HMGBI
75 CRS R P RIR R B L H A AES L, U
S HMGB1 5 CRS & /™ A BE 2 S AR AR S
BARNE HI Z AR 115 5 5 S HLH A 55 3 — 22 IR A
S

S BREE AR W S S E PN R AU UE B
o B DI RESZ A0, S5 2 PR JL A 2 P 2 5 g o
FREEJE AT I SN 43R . HATENRYT I ] LA
IR (BN REAR Dl o 2R3, I 1T R
B4 4 A A R 5 286 T I R A AT AH G g ELARF
5%, 16 HMGB1 5 & B A By M1 G PR F 55 v %
B, b 2PN T b 2 A0 i 0 i S B 5 rh AR S T
HMGBI {335, /" 62 5 T 5 5 A B TE A
K,

XF HMGBI 1y 410 1 s — Bt i &1 3 B AR
HMGB1 B il 7K ~F O Be 38 4 A i i 22 2R, i T
HMGBI Hl RAGE fE45 Fh AL P2 A Y T 76 20w
VERIAR 3 T 9250 0T 58 1Y SRR, X et 58 3R B vh Al
454 FH W HMGB1-RAGE {5 5 X i B 12 1k 4 iE A
R, 72 CRS )i FBH Wy HMGB1-RAGE [ 47 4ty 7]

B A ALY, 2 ST HMGBI-RAGE Hit ki 111047
A RE 2SI TR SEPE 1Y) Th2 i faf 14 2 A , DA T 56922 4
A5 CRS, T A 3% 5 T TR0 97 7 S8 $ 4tk 1]
B0 Musumeci 255 R T R SCRR R H Y
] HMGBL 1925 75 v S HAH SC i 2 i 1, 7
HMGBI (8N4l 0 v, A —Fh i iR, & —
FIOMET AR W1, 2 1 — 23 7 H B2 RR (glycyrrhetic
acid, GA) (153 M6 PE J8 43 ) VG 4~ 4 76 W T
FRLH N, GA S ALV R 20 M S S 22 W5 HMGB1 1
ZRHLE g HMGB1 b Fig 225y W ohig. o
FARM N RNA-107 /] 25 W06 g 2 055 25 A
SR F Rz 40 M ( human nasal mucosal epithelial
cells, HNMECs ) 3§58 F1 4 iE K (1 35 , [A] I i
AP T, HMGBI1 J& /)y RNA-107 (3R 5L, 42
7N/ RNA-107 7] fig i i i 45 HMGB1 Jc #5411 i
E.
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