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Abstract

With the increasing diversity of people’s diets, the rising economic standards, and the growing
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prevalence of late-night lifestyles, the incidence of cardiovascular and cerebrovascular diseases is
gradually increasing, especially cardiovascular diseases. Cardiovascular diseases are the main
causes of global death. Early detection, early diagnosis and early treatment play an irreplaceable
role in the prognosis of cardiovascular diseases. Among them, blood indicators, such as troponin
and creatine kinase isoenzyme, play a vital role in early detection and early diagnosis. However,
blood indicators will also increase significantly in other diseases. For example, troponin and crea-
tine kinase isoenzyme will also increase inflammatory diseases. It is particularly important and ur-
gent to find more blood indicators to evaluate cardiovascular diseases. In recent years, studies have
found that high mobility group protein 1 (HGMB1) is involved in the process of cardiovascular dis-
eases such as coronary heart disease, myocarditis, heart failure, atrial fibrillation, hypertension,
etc., and further assists the diagnosis of cardiovascular diseases and guides prognosis of cardiovas-
cular diseases. This article reviews the progress of research on the diagnosis and prognosis of
HMGB1 cardiovascular disease.
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1. 5|

B Z AL SRR, O MU PN PRI FITE YT 32 BRI 2 (AL, Rl R e R W A it
G SEE, CeBENYSFARAN—ANEERE . EadEd, FAE KU HMGBL 2 %)%
YA AR, S5 — REVEELEN, OREA YR, SO FEEER . B8R, L IUE A
BT AR ELAYEEL].

HGMBL J&—Fi E I A JOE N, BT LS DNA 456, GRS 52 EYEd g, Wi
T JERE SN AL SN, T ELE I T AR I BN A Ak, AT A% 2 R A iE M . HMGBL & — M 2
P RAER T, EEOMEERTRRAERR, FHELZMERS S5 OMEERPKEMKRE. K3
M HMGBL [R5 5 O I 05 [ AH DI 2k e 45 7 TR — 271k

2. HGMB1 BI3kE

HMGB %K% H 4 #E A4 K: HMGB-1. HMGB-2. HMGB-3 Al HMGB-4 [2]. HMGB % & i
B AR E A HMGBL & A R R RS R . SR80, —H HMGBL B4, et & 3iEx e
FIfIThRe . BRSBTS JFORES B o X PP AR B A B I RR IR S5 4, (615 D0 R 8 5B 2
1% 55 S AAZ I R [3], F ELXF 22 e s (1993 B 2% ok R 0 LA B B2 (1 3 L [4] . HMGB1 & — #1152 44 (¥ DNA,
H % Box A fll Box B [f1#1& DNA, DK —%HABREAMK. RERIRE Z MR SR MBRYER . &
I, BRI HMGBL 225 1 & H ¥ R (PKR)/ 2P /MA R B W& HEAEAL[5]. HMGBL tHAE7E T i
RiH GG A, (E R Z ORISR F #2088 R AR & fE v 2 5 R AE K 6], — BRI,
HMGB1 EA Z MR T Dh6e, BB NG S 77 m BT i S 40 f k H fa R A5 5 R 1 VF 2 % I
Fi[1]. AL, HMGBL 4548k 23, 45 F1 106 728 5 8 A2 =A™ 5 52 S I i A 60 1 A 1 11 e Jok S IR ke
%,
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3. ECMERFFEREISH . FENER

W R IAE A Gensini &R IKTT 50 RGPk R B IKBE A BIFEE . Gensini 1543 Bi% HMGB1 7K~
3G I 2 3G . HMGBL 7K~ (1) 2H hs-CRP 151 BAG 5t s HMGBL 7K1 (1) 2 Ao LR 2 2R 5%
w[7]. A0 S (HF) B & v, BEE NYHA 7R3 &, 1iE HMGBL /K-t 25 3 7 & . 4, HMGBL
5 NT-proBNP Z [AIfFEA IEAH G, TS5 LVEF ZIRUAFETERS ARG E. JET: 38 1) HMGBL “Fim,
FHH HMGBL 42 S8 T fM S T R F-[8] X AN A 78 285 SR b AT LU AN 43 A, R HMGBI 1EAS A0
MBI ZE 5, FERT HBERIALH . B0 L RS &5 HMGBL 1926 R — 45k .

3.1. HMGB1 fzhBksERE{L

EIEH NEBK T, HMGBL 7 P4 5241 7 LA A R 52 30 A IS ) CD68 B 4 g 4 M LA S 4k
M A A R IA[9] 0 FE B KIS A AE A5 AR R FEAZ o B T 1) X 32t L ¢ 21 5 24 1) HMGBL 234 [10]

HMGB1 nJ MBS AE AL B b i) JUFR A B S RO I, FER- I A B AR 4. vk
B EEAH B A VLR [9]. HMGBL — BRI, 2%t P9 B 3 JUL A0 B AN [ 40 2 il %
R RIEAEH . H2H HMGBL TR IR I AT DL E Y B 4, B kG B 201 1 ICAM-1).  IILE 4
JORGF 7F 1 (VCAM-1). e-iEFE 5 . R 4 75 fil B4 A 1-(G-CSF). RAGE. TNFa. Hiz4iffiiatb & H 1
(MCP-1)\ IL-8. ZFiAHG S5 S A4 5 1 A2 2R 45 v Wiy B dBas 7R M R BRI I [11] . % TR B B Bkl i
WAL BRI, HMGBL ik HI5E . [m) AT, (it HoRE e £ HMGBL Ml ¢ Je MR H, {2
BEHFIE MMP2. MMP3 f1 MMP9 [12].

WHEEN], HT HMGBL ik ] DL 2 R 3 ks FERE AL FREIR,  Ferh fodAmT DL 2] E Gk = /N6
RN EREAIH. DC A1 CD4+ T MU E5E, [FIRIERE B B VCAM-1 Fll MCP-1 [f13R1A/KF[13], Mifi
15 ) Fk 5 5 T A, ) 2 B Ok % 55%

KT R FBUREN G R FE, BIRARER TR RMAE R R ER, mil
B AME 1 (HMGBL) /& —F 2 5 gl ik ks AL i A0 RO il 8 s e it A B R B . TS IR Bow,
HMGBL J&— Fii £ T IR R B, & n] LA b PR 58 25 3B KBS i) — AN JRR i fa B R 2, A
R — PR T AN R g 20 20 Fik B SR T BT 2 Hp ) B Ay B i [14]
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3.2. HMGB1 f15 @K

g0 A /o LTI R 6 B i (R, 43 B M Bk R S AE AN S S ik £ B ik . e KSR G AE
AFEATEROLIH OIS 18R ISR & IR RGP TR . R BLOZOR . e O B M5
EER R A A 1R C/KCF B S T [15] 0 70 e Bl 25000 G 22 4 e O S T R, AT BRI I i
NT-proBNP. Hcy Fl HMGBL /KF, J842 40 % 1t [ M [16] .

3.2.1. SOAESE

Z IR TR, Stk O NUEAE B MG T HMGBL /KB S8 1% AN BE[17], 1 H S5 E#
AEBIAE LG, 3R AR B0 e (18], Kk, B0 HMGBL /K A— N E NG H S 5E, UEE
L YR IT IX P - HMGBL R E 7K T~ 5500 AR AR 2 2R 308 Bt o VR MEBE T2 AT CRP /KPR SZAH 5 [19]
FE 5 —TVTAG st Bedh s B O IUBEZE(STEMIFIFE st Bdh @ AL USESE(NSTEMI) 25 (i i, HMGBL
% 7/KF5 STEMI F1 NSTEMI 23 BIECMIUEAE G 2~4 FaE i O BERE3E IR B AG I B SE AR . Ak, O
JUVRESE 6 A~ J& B AT O IERESE AR G DL TF ) A O 2 ThRE, 45 S B O LBESEE] HMGBL /KP4
STEMI F1 NSTEMI 5835 (1)) 42 55 115345 53 79l 52 47 AH 56 [20] . RT3 1) HMGBL V334KV T1EiE
BH . HMGBL K-FRIfE S 38hnE T A [21]. 27 ERTR, XEERF TR, WIEIK CAD &35 fl R ACS
B HMGBL /K F 5 5. HMGBL /K- #IE I & ACS TR R R, BN HMGBL /K- 58K 1L
TR FRAR DI REFISET R AR

W E, ABEEEE HMGBL WK AT RE /2 UA/NSTEMI H8 K% 24 h O I JE T R A I (E A ST
TR E F[22] HIEARFFIBF AT, Kitahara 6 AMEE], S5xFVNRAELE, OWLIEFRE HMGBL 1)
RN RAES SO NUESE S BISET AR /N, L IIRees, A7 26 5 s 23]

¥ HMGBL Jita FH T 5E Ji BBl X 3t A0 1 RGP IEE SR . 1697 4 )G, SiESEE HMGBL ¥/ A
o, ZEO=EINRARIGE, OB EBIEN, MISEEEE G, NIRRT . teAk, O A R
c-Kit+ 40 M E B BRI LA B AN N B kK B % R 3 NI 3G . HMGBL ik 5 2 J5 B (MMP2. il
MMPO) i 13655, 48 & A BE-3 ALZHMHFI(TIMP-3) /KT FEAK, = BIR Jis AAs 39 n[24] . HMGBL X}
O c-Kit 200 PR 8 B R 3 PO 552 1) 005 A P R 30 e 55 0 R 800 5 4T 4 A0 i 7= £ 22 P 9% ShiE 41 i [ 1
AR PR 7 A S 19 [25] . HMGBL H3 A B AH 4 ) Sk 2 2R R A 6, R0 N B Al pRIT RS . 2 AN
AR IE T [ 26] -

Abarbanell 5 A\ {8 F Langendorff 77 7:3F B 7 HMGBL % K B 0o I a1 4 Ja) S L/ 7 E v E 45343 s O LA
FHFEAMAEE ] . P 1 min J54 T HMGB1 200 ng 5% 1 pg, HMGB1 f] &3 i O LThAEtk 2.,
i/ NEEAEINAR, B#S IL-1. 1L-6+ IL-10 1 VEGF /K. JS%& HMGBL [ 775 7] LAE 2 ekl 0 LS RE A
FERI KA 2o, AR ) IG5 8 3 OO L P S e O = T BE[27]

3.2.2. 1ILGYE

G PRI FLR B, (138 HMGBL 7K1 15 2l ik A2 ™ 5 78 FE v FE AR O . W EU™ s st IR B ikope 42 S 5 104
B, FREEER > N AL O SR AL (SAP) . AFa i AL 040 4 (USAP) FIX IRZL (TE L 8i) . 4R o, R
BRI/ THUE S 2, 1H SAP Rl USAP 4, H5jl/& SAP &35, HMGBL /K-F-i & T+ m=i[28].

3.2.3. BME

EE R R AAE 1 (HMGBL)TE & /1 2 (PO) L L FH R, 25 PO R O IEE . X825 JER B,
7E PO T, IMiEFCALHF HMGBL [ b G4 R VR T O NLAN ) AT BE A& B Ang 11l ATL FiT AT2 2415
S, tbAh, SPHIRIT G po SR ONUEE R SE nT e 5iEid AT Z2 k> HMGBL ik 2%[29].
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3.2.4. RO RERR

HMGB1 7E®R ML Co IS s i A A & — Fh R SE A T, T SOOI R 3G N . WS, Ok Sk i 7
AN SO HMGBL SRiA N . fE4RSE, #ER - F AR 5 B RO UL4H il HMGBL
41 N KPR 20 B MR TS i . HMGBL box A J& —FhZh g HMGBL 4H i IRl & M IS Bt @i %/
BT HE 20 HMGBL V4, FRATARILE &3 0 I3 AR . SR1M, 5 HMGBL {F e J M5 515,
FRATTAT LAY D BE AL TH AR AN PR AR AL S5 b 54 - B4 HMGB1 5 HMGB1 box A X} rage HkEf /N iR IR,
KW HMGB1-rage #H ELAE FH7ECo I i 0L - VA 402 49 v e B B2 FH [30] » ZESRSG A 72 rr, SRS J5 L/
2524 HMGBL tH REHUSELUT R o SR, SCURB Fi s R B, HMGBL A2 R IfiL P v 40 4 3 ) e
KA, 10 H AV S IR I EEF R A - RS T, R B S, AR
RS HEALH T, FEIGERLUIET, HMGB1 ¥y al 5 ix s 45145 .

3.2.5. IbAL

LS E SOOI AE, FEBEZ 51RO IR, W SECCI . ERSFEEER G O =mm £
BRI B, HMGBL 4 & BLTE A 5 4 S0 0 RBR L 1) G2 5 9 Hh e B8 LA FH 3] AT AT TAE4E
HHTE HMGBL 7E &R0 IEFIAR R AL /R, SRAE HMGBL & 4% it F 4T 44K 1) =5 22 it #[32]

TEREFH, AT EER) H & et O LR (EAM)/NREFD Tl J5 55 A1 JORE OV HMGBL 2 7K
FIE. Ah, FRAE SO LR B 1 SOE AL 2R G I 2] HMGBL YRR T, 5 8CH AT JOREZE
G SR AR LU R PR, BB AT DU /N BRALG WL % HMGBL 7K & 2 B 10 L4
P4 473 B E S 0 M R Bk R I . SR, R A SR RTRER . N T RS Tni 5 EAM 1SR I R,
BATE—L 00 7 C@SLA R H 2B Ab-HMGB1 % HMGBL F#IHIEH[33]. Fitk, FA1RIHT
HMGB1 FiofAal DUk CoOLIE, Ik Tni i S A0 . FIRE, HMGBL I/ S ColE R4 15 FH thar
PAYEHA R rp R, IR 3545[34] . 45 BRTR, X ELHHER B HMGBL LT ik 1O 48 5E 18

4. HMGB1 Rl FRE= X

FEIR b, EBH-CRP. IS E A WIBRVEE . X EAIKEEFR AR AT 1 — A2 W7 O JIE 8 S VP Ak 0o 595 )
T, JCHAR NS & F AR VUBESE & S, WURR O S VLR T 5] TR AE UL 12K, {2 HMGBL Jt
HAEE A HMGB-1/CXCL 12 (AR A RN AT A R 7 1) G & Bz il g, s 5EN
Y AT SOIRGE M 3T A2 [35] B, CLREW] HMGB-1 A AR AE—Fh 3 BRIFFTHLH], BN S80S 7 ke
HH[36] M1 CD2490 i&4t. Sk, IXLLim kLT REWE U 75 HMGB-1 Xk I AN 28 A PRI 5200 o

TR, RAGE M Toll F£32K(TLRs)#8 A] RELE AL 3E 20 S B )7 UK 5 BZAE Y, H 2 IX bR Jf:
AN BB AEAE . X R I LB HMGB1 H1 SRAGE (il R A S AR 2FSE . FrLA, by —Fh gy
TRIRERIATT EAM AAE MO LR I — FloBT 196 77 SR B% . Western blot 23 it — P 278, HMGB1 4b#
HIEALH) STAT3. JAK2 Al INK & 7K1 5 3% T =[35]

5 IMNEERE

Meta At S AL, HMGBL X ¥ 2 O IS B0 Ak 3 B 2L A, O IR « T ARBN K sk AR AL |
Fe L s BRI e ML DA IS S T o Lo LR ALV 45495 K B HMGB1 3R3E /KT~ ) Meta 73 #7 .
WIS ZAR ML G T 2P E S Tl BT MBI T, HMGBL XFCE AT S FE I,
i HMGBL 34 O A R T, SEAEAIRATIT. 1 AT 7K HMGBL & — M s 2T,
BN MEZ BT R RIEE, JF O APEESE 2 MR 2L E A [37], JUHZREIILHK, &
B BRI R N A E I, oA SEEBLE 2950 1 8 i S
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