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Research advances of autonomic nervous system in the regulation of cardiac

inflammation
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Abstract: The autonomic nervous system consists of the sympathetic nervous system and the parasympathetic nervous system. These
two systems control the heart and work in a reciprocal fashion to modulate myocardial energy metabolism, heart rate as well as blood
pressure. Multiple cardiac pathological conditions are accompanied by autonomic imbalance, characterized by sympathetic overacti-
vation and parasympathetic inhibition. Studies have shown that overactive sympathetic nervous system leads to increased cardiac
inflammatory reaction. Orchestrated inflammatory response serves to clear dead cardiac tissue and activate reparative process,
whereas excessive inflammation may result in pathological cardiac remodeling. Since the discovery of the a7 nicotinic acetylcholine
receptor (a7nAChR)-mediated cholinergic anti-inflammatory pathway (CAP), the protective effects of the parasympathetic nervous
system in cardiac inflammation have attracted more attention recently. In this review, we summarized the role and underlying mecha-

nisms of the sympathetic and parasympathetic nervous systems in cardiac inflammation, in order to provide new insight into cardiac

inflammatory response in cardiovascular diseases.
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A I R 1 B S Al P B S TR 223 e oo
PRI RIS RORE RN R R F Yo JRE S L IR R A
RIER—DERN RERIREABERE, 220
Z IR IR o 38 L) JOE SN AT A0 AL
PO IRIRZE. TERRISERIAN. et E, M
Ao FEE P JRE 2 T E o B PR 5300, 36 PN T8 £ 2
PR EE A TR, FRL - IR HIAR AR %2
B2 AR BORZ AT LRI H EMHE RS
X T S IO [FIAE A B T R o AR SORE R S50 i ¢
AESNHLA, FF E GO A 28 R 4% M B Ok, &t
B APL R GRS O SO SN T T AT .45

1 RIENR NS 10ERR

O, b R O L (diabetic cardiomy-
opathy, DCM). Je.Codpi iy IfiL s 2 /00 I 995 56 5 98 i
N R ZREY] . Btz Ak, O J13E s R 2 Fhol I
P ) B LRI B, [RIRE AR A ISR P 18 4
RIEJI o
11 REE  RAER —FhB A E AR . &
JEE ) JERE IS R T AR BUR R 2 28 BRI
PRI, (R IE S . H a0 5 985 I B 4 2L A7
TE, A RN 2336 B S ™ E % . il
TECNUBBERT,  SRIE RO WUAH B 22 175 R S 2 0E I
N LAY B 451 400 16 28 B 5T 3 3l ont 4 405 A 2L 12 AR
o T BE PR A0 i B itk — 25 S BUE O LA
MBET:, BIREE )& RS B i) -, hn S 2 4k
O ERE . PRI, R 00 U 98 5 S PRI L 1) I 4%
1l 9 S AE T R B AR R G L
1.2 RERNHE 25 RN 32
FEEA R AR 1 IR A o AIE 2R 9 AT
XEEPR T 5 RAELH — Rl S SR RIS B, 5
i S N PR 86 B0 DR 3R 3 D JE A 9% 43 7 8 2 (patho-
gen-associated molecular pattern, PAMP) 451453 #H < 7
T3 (damage-associated molecular pattern, DAMP).
BB SRS R, 53 R 1E EARN R H S50
P = A i PR 200 T AR O BRI AH O B R
RE SN, BR TR SRR G LSS, 25 DAMP. 4N
O ) ZE v IS O JULAH M SR AR Dl e 25 L 20 B T Bl
AT E IR 5 E 5 A Y55 M P By (R
JEC, U UL SR L P EE VS B R A S . TE TR
RGBT ERT, X O R ) 3
JRE N I8 DAMP. O LGHME . RET 440 i Al
S AN SR X EAE T 00T, BB R T, K
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FEIE SRR, TR 20E S, In s O ILEF 44k,
TN 3 0 g e A

FEO T 20E S N gERE A, SREAH 1R 7] DAMPs
F EE i Toll #£ 52 44 (Toll-like receptor, TLR) £ 4
fiE/MA (inflammasome) P FH 7 3. TLR £ 2047
M. A%/ EVRYER. M MRSERT. O
JIE ot TLR #3& # 4K XA « TLR4>TLR2>TLR3>
TLRS>TLR1>TLR6>TLR7>TLR8>TLR9>TLR10 %,
Fort TLR2 A1 4 75 Lo ULBR I / P REVE S 05 T 1 ¢
i SN P R A% BB A P, TLR 38R AN [ (1 BT
A, WOE N #% AT -«B (nuclear factor-kB, NF-xB)
F5E, FHFBMET. BT8R T
A, A PAEWERN Y JORE N 4T Y [E A
G A 3%, &5 NOD FE324& (NOD like receptor,
NLR) K jE % 52 NLRP3, NLRP6. T AH B s ke
5 M (apoptosis-associated speck-like protein, ASC) %
ENR—HZEAREREEGY . RAE MRS R
MR TE DAMPs, BLEBEOE IR R L AR EH
filg -1 (caspase-1), I KA 5 40 M DX+ 1 40 A
% -1B (interleukin-1p, IL-1B) A1 TL-18 f B L1533,
JEENSAE IS Bl BRIz Ah, A HIE TR B IR AL
CoJULH AT DL E BRI IL-1a R NG 5901, OE
SO 2 RE BN T AN A T TLR 5 5 3@ s .

IR ERN, OIRAERNFRFESS T
DCM ()R & BRI AR &R - L R 9KE -
1% [&] i) 22 4% (renin-angiotensin-aldosterone system, RAAS)
O, @ NF-«B {3 5l B ik JOREH 1 1 3%
Ko FEAIIR, BRI R — AR, — )7,
AU 57 T SO0 A Ao 260 W B 2 I 7 IR
%, W\ E NF-«B 5 5@, HESFZOIH
O R i PSR N =X R PN R I &= B R v
W O, O AR R T O B 1 B R AL
2% K 77 ¥ (advanced glycated end-products, AGEs),
WS 7 — P SR ) 52 Ak i ST R Ak 2R ) 2 A
(receptor for advanced glycation end-products, RAGE),
B 5 TLR4 I8 54k, {2t pro-IL-1B. pro-IL-18
J NLRP3 {77 4= ™, fi i 7 44 7% (reactive oxygen
species, ROS) iof & 4= i,  fix & 7% NLRP3 4 fiE /)
TP HARERIZ, RAGE AUFE DCM i 5
LIS RE [N, E G LA O R 35 495 HR TR A 3 90E [
U BRI A, B BRI A P U i 2 S R
IR 2 5 BUIE A I A 40 B8] 5 B D7 BRL - U Y A
{3 OO IE 9 RE S L1 R A 12
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BHT— W44 9 R 9N B PUHT R R AR T 4t Rt
%% (Canakinumab Anti-inflammatory Thrombosis Out-
come Study, CANTOS) #& i 1 76l IR 2 Jik 552 I 8 1] $00
il JOE SN IR I s U Sk REREIL AR S i
I SR O B I I i JEL T 2 . RV KRB 3R B
JONE AL LK AT T8 K RO (32 B0 I ok R A AL
MARKTERG MEFRATEEN. HH BT H
UIE 45 UE ST A [ 100 LA 200 S 82 T DA B i I 55 5
PRk Az . CANTOS BIFFLE R IIESE T 5L R 259
BEWG Il /b o LB T R A0 o BIV TL-18 5 50 B 7144
R4 HLPT (Canakinumab) R LAASH S+ B i 1 H
BEAR Lo U B Ji5 0 LB S A [ B2 R KU T X —
TR — AR T RAE S SLAE O IS ) 2
BAEH],  BLAAERHT R 6T B2

2 ILIEEFEHERS

H E 2 R G 0] 53 R 28 A 24 F0 R A8 B ph 42
( MPRIBERRLE ) P SY, 0 T 52 5 B 22 01 ) 22 I
FHES I SCIC . AT R i 20 T dE s, Ok A A
22 R 28 AN 52 R SRR (1) S0 40 22 2R 4t (1) ST
O JUE A HRR IR () N 7E #2422 4R (intrinsic cardiac
nervous system, ICNS) 'Y, ICNS A &R R4
T RN, FEALT 0O AMNER
ARG i, 35 1 RIS AT, W& T,
BT EHNE T, BT P T DL AR B TT (FE
% A= B H R TBUAS IR 1) A T Al e 3 i ) 13X
Be b 28 TOAH BT R A 2 N 48, I HAEZ 0
HAEIK RIS RGN, B EATE S
FRIL A0 IEF “little brain” "¢, X # 5 B IS HE T LA
FEML R R PR, BRI Ao I PN FE i 2 15 o Ll
VBRI AE AR I R 3 5l . X ICNS i 1) 45 14 Al A=
FRRRME I A TR 7 A B T 3RATE— 5 AL E R
PREE I RN 2%
2.1 ILPEZBHES T REETEREIBRKR

O JEAE AP AT T L4 F A RE B 1~6 17 B,
FEL AR AT b 22 70 K H 1) 5 A 4EHRIE
Wil A S SR TN I = )R LW (TN LNe S €]
P& SRR PR AT DA G A8 A 8 11 = b 250 Jo 25 FR
B R 2 (norepinephrine, NE). [FJHf, £k Y Fi
H R 2 — R 1 T 4B B A8 A 282 K A
041 2, Tk BE B8 (acetylcholine, ACh) (¥ B i 7. NE
22 AT SR G R R TS 28 5 A [ B, IR R fik i B B
BNLEE EIE IR ER 324K (adrenergic receptor, AR),
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I PRI . WSS IR 2 B0E B 2R
NPEFR LA ) LS5 i (catecholamine, CA) WK B Ty,
A NE. B EIREMZ ERSRRam ", B
TR AT AR A R R NE LAAh, '8 L IR EE 2
RN CA (JUHRE FIRER) i FERIE. O )50,
g I DA R 2P O UL S5 BRDIRAS R, A8 Ik 42
ot B, — 5T, U U SR ) A B 4 A A PR
FEJHCNE FF: [R5 3/ S A AT AR 28 T00 NE PN 5
H—J7I, T - A - S EIRREEGE, R
Bl ST T PR S A A S EIRER A NE, K & 45
NPEFR A M A SRR R IE, O WU A5 AN B
1~2 R H NEE _F IR K5 5N IE R A1 6.5
£y 10 5o T LB WU i ABE 1~2 Azl
M NE, B ERREIKE 0 08 IEH AN 13.5 £
34 455 P, Bk, XU RE 2 )L I R T
TEONE AR, S SR BP0 ER .
2.2 ILIERIZBRHE ST REEEREZIER

O I 11 1) A2 I 422 1 1T 21 4 1 S i 1) 0K A 8
BRZMEERZ K H, EOME T ANEHRME TG,
FEIR T ORBEMOESFRG. BB EITH
T JE A AERAR N B A I S I R, T R AE
AR I B0 i ACh, B T IEBS AE 24K K&
WA IFIEEN . 58BMERAL, 8 EEmIK
LA Kl ACh — [ R By T #h &4 g vl
PLE A ACh BLAR, O ULARHE. B BEULAN AR, ik
GHA P B2 L R b R 2 o S5 E ok 42 4 g s T A
AR ACh,  FF DL E 20 b AN 55 43 b 1) 77 s T =538
AL HIR e 24k . Rk, fEO i, RERIRE
JEA 2 I A IS AR AR SR PR, (E R R AR p &
P ACh [FIRE AT DS 2 PRadt i 4278 Y, IEw AR B
RET, OF O METE S LRI & 4 S BN E .
O AL TR BRASES, B FEEOE, B
S 22 BB 2 B H ) . BEFUER I, O LA 43 ik
(1) ACh X 52 J8cp 28 3o B2 I 0% o B0 ) 400 WIE 1) i e 5
FIREE AR P2

3 RRMERGS DIERAER ROFTE
ZHOOMERIRE, W0, DR
(e L 1 9 0 B I S A O M R B
PSS SR Skdi S L e Sl
T ) B S TR 2 A R AR R R, o
I 1 22 Tk o 2 3 0 14 R O SIS WA T
5 P2 A A I O AR T R 0 £
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EAEH, BT 0 RIEA R AR (a-AR Al
B-AR), Hiff 7T 1R F 3k £ 44 52 AR Bl 75 LA e A
[E]E Y ) AR X0 I 98 3 e B P T 3
3.1 B-AR

AR 73y 3 BUAT O FhASIE A - B35 3 B oy
Y (G5 Oy, Gyp)s 3 i %) A (G245 Oy, Onc) PLK 3
Fil B LAY (B, By, Bs)o REALBEFL R, OHLRILA
3 A B-ARs LAY, Hoot B-ARs 54 B 2R
75%~80%, PB,-AR 5 15%~18%, B;-ARs 7E 1E 5 i
WAL JA 2%~3%. ([EfFERNE, OIERRET
YE20 M X RIA B-ARs, AR AR 0 Brik 2 4h,
EVEZmp . B A i S R P E R A =R R S
O I 9 RE S N PR e ZE 4B o W 4 it PR 40 i
BLRIE B-ARs B, A RN R IA 45 H AR (R T
0,5-ARs) BT T, B-AR BB BN 4 i o0 I
BB 28 R T I R Aoy b, BLFE IR A SE R T -a
(tumor necrosis factor-o, TNF-a). IL-1B. IL-6 Al IL-
18 [28, 29]o
3.1.1 TLRASHRIERKE  TLR 2 EEWHR
WM SR, EI A AR RIECAER, 52 Fh 50
T RIE AR B O AER I, O ULYH M i
TLRs f33E B o ILBR A, O AILEH 2 B A
K 78 5 A 60 (heat shock protein 60, HSP60), {f N
TLR4 {44 8035 TLR4 M i 472 3E 20 I 980 S B o
bRt 2 41, HSP60 B i 2= 1 — 25 il TLR2 Al
TLR4 [k, INEJIER N P ER RIS LR
# (isoproterenol, ISO) 75 7 1) 0> ML £ A A5 Y 1,
TLRA W& 34 in. i g B2 7% 1k 85 2 UG (AMP-
activated protein kinase, AMPK) ¥z} 71) — FF XU AT A
R U TLR4 [ 38 AT FEAIE TNF-o, IL-6 55 4
SiE R (7K SO ik 8RE St B2 i e R,
B-AR Fll TLR Z [Wl4£4EAH BB . i, A
ELEZH M 5 RAW264, T 57 % K ILIEZ KE (lipopoly-
saccharide, LPS) ¥ TLR4 214, #Eifi N i B,-AR
(PRI . M B,-AR B A 2 #1] NF-xB {5 518 2,
il TLR4 /51 40 B . TLR 5 B-AR 7E0
JUE PR R AE ELUR 00 &R E AT AN B, A S A SR
KON O T B 2T 2 4 M 384T 34— 20 (R S0IE
312 RENMSNASHIRERN  RAEMEMA
$E 5O A& RN SN 1) B ELAH R Ay o AN FE A
TN, SRR EEGE, L4l B-AR B
/i 5 NLRP3/caspase-1 % 1% /MM Pl 7% 4, 5] &2
IL-18 BY Y 30% . IL-18 J& IL-1 KAk b, 1B 9
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JUE S RE S SR JE B R 2R, 51 S 9RE SRR I B I e 2%
3 B B O U EE A Y B-AR BN R AT LU
I IL-18, AT LA IL-18 (3RIE . 7EX Lo R IR
N R 4R B O ULH B i Bt 7 2R, 1SO Al ad ik i
3l B-AR 2 IL-18 R L. 7 B3 72 O R IE T
W AR, B,-AR U 5 Al E I I R G B E - i
JNEMELEE 3- B0l v- 55 H 3l B (Gi-phosphoinositide
3-kinase y-protein kinase B, Gi-PI3Ky-PKB/Akt) {55
W, WOE NF-«B 41 25 %04 B (inhibitor of NF-xB
kinase B, IKKB), M ifii7% 5 NF-«xB 4 #i (1) TL-18 1]
HRREDP, HEEENLE, BAEREILNISO
e % 8 B-AR MK ) 77 X% F IL-18 45 & R H
(IL-18 binding protein, IL-18BP) fj & i5. 7E I1SO ¥
5 B-AR W] HH, IL-18BP 1E Ky — Ff 47 14 1 5 ALl
Al LR IL-18 4 48 . R AE KAE A . 152 B-AR
FrEial, 1L-18 FisimK 31L&, IL-18BP T [%%|
FERKF . ZE BIASPEINE 7 95E NI 5] &
A EE 9 B, IR B R, A A G S &
PG 5, SRR I ep TL-18 K7 235 7 & PRI T
S TL-18 A AT A4 B4R 7 ) TL-18BP (1) 7K
-, A B RN BHT S Bph 20 0 B0 5] kO I A E
SN S I EE A BTV T SR

3.1.3 IL-6 FHRIERF F& 1 JORE R IL-18 LLAb,
IL-6 75O 280 Je S [ A R R EAER, 250
SREE OIS BT IRREIERE, et
R (congestive heart failure, CHF) J55 A L3 1 IL-6
KB R T IER N B A 740 40 55 1 7L RO
JULAR L o0 HE B ET R 2 il 45 T 1SO A U
ML TR BIE R IL-6 7K-F, R IO JUE 2T 4 24 i iy
e ULGH M 32 B TL-6 P70 FRATT3E— 2B W S &5
R, B-AR @IS IR RN, (21 PRk
B R HF (cyclic adenosine monophosphate, cAMP) 45 &
F 7% Epacl (cAMP-1), W40 R AN C (protein
kinase C, PKC), Jf{ig it H# {7, PKC &1L p38
22 Z4 JEE AL R U (p38 mitogen activated protein
kinase, p38 MAPK), MIfi#EE s+, {2k IL-6
s ¥, BR T IL-6 LIAh, BATRIWE LR, B-AR
IR 1L Be A2 3t TL-6 Stk 1 o Ath 40 i R+ i R
% 40 [ 1 s #9 #1 K] F (leukemia inhibitory factor,
LIF), BRERMZLE FEK T (ciliary neurotrophic factor,
CNTF) PA K 0 AILE 97 2 -1 (cardiotrophin-1, CT-1) %,
3.1.4 SEMPARNE SRR I FE OB T i
FSC U U S 38 B A SR LA A, () S s 5 e 418 B Ifi



ORI A R AP R GEIR O I SO SN PR RIT S 3

T LA N o S Al 3 ERIA B-AR, HAR
H cAMP (555 S 24 5.0 N A ML, (H 4
M b B-AR BB AL RIETAAE M e HAh, T4
REIWEFLR I, M B,-AR B T LR
PUJE A% L BRI, ok 4 A DL R B DK 4 B
O IR 5 R HME AT b B Gaps gl Rk
LA F-52 4K 2 (CC motif chemokine receptor 2, CCR2),
H 5 A4 L 2L -1 (monocyte chemotactic
protein-1, MCP-1) &5 &, /1 5 FLAZ 40 M 3= (1) S )%
AHML T %, T B-AR ANl ik p- H R 2
(B-arrestin 2)/ ¥ & 55 [ -1 (activator protein 1, AP-1)
g 75 =0 S R 4R i CCR2 ERaL, M fie 12t
BARZ /2  R H R A0 B O LA AE I 4 55

WFFCR 7N, 0 77 568 vy IS U v 70 i S 1 22,
TN R A EOE M. AHDRET, THEAR
EH B-AR B 5, MBI T 40782 1 (T helper 1,
Th1) 73 % 5E K 1 IL-2. IL-12 F1F- 3t & -y (inter-
feron-y, IFN-y), {3 Th2 bk B 40 it 7= A= P 4 K-
IL-4 . IL-10 A1 TL-13, B i 40 S 2 S v 5 A =,
CHF Jj A\ #hJ IfiL Th k240 g & 2E Th2 Ajs) Thi A
MR AR, G I b A] WL i KF 1) TEN-y K AIRK
SR IL-10 M0 i A A B-AR BELET 77 AT DA 236 Thi/
Th2 (5745, b J88E R T IR K KT B, X i
WEARE, EONERBERET, %M B-AR B
BT T [ A G2 I I SV o B B 3 R A T
BREIER, N IFREE RO SRR A
3.2 a-AR

o-AR 720 L B b, RIA KPR AR T
B-AR, H BT I< T HS Lo I SAE P24 H AT 78 A
B-AR /b A B FT S 7 A5 B A% 4T i A S IR 4 i L
o,-AR BN REAS L TLR4 2 AR5 IL-1B 1= A 7,
EOMEH L, o-AR B30 2 5 X TLR4 A S0 %
JiE S LA AT AR H AT R ANE R s, FIHAMNE
M AL T4 EIRE (phenylephrine, PE) ¥
o,-AR, S5 REW] 0,-AR BB RERS |1 NLRP1 158
ik, HEMIEEE TL-18 R 5 2 1,

fE3E R IZ, o-AR 135 B-AR ML, 35
Aeidit p38 MAPK. NF-kB {55 i@ 1% T 1L-6 %R
BRI Y, A —AE AR AE T O, 4k
O ULARME (G e T LARM, O JIE 2T R At
MG, B ) B a-AR tHEE(R 1 IL-6 [1)
FISFREIL, FAEHZLONANM, K55S 0 HUE
RIEER B
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4 B3 RAHE RSG5 DI REER KBS

VRO LR BT 5500 JIE 59 1) ] 5 A o JUE 3 3 B
HMFEAEIA L P ) 2 R 38, 3 A 238 B A
Y. FE LB MY 15 min gy, O fIFh TNF-o /K F
BETE P BFRR, ERR MO UE SR
Hh, FI OO B A B 22 2 4] LA TNF-a (1)
BT, B 1 B IR BE R 152 (TNF receptor 1,
TNFR1) {335, AT AR50 WL 6 52 9 45 495 2
FIFEEREER T B 41 3 Y (coxsackievirus B3, CVB3)
oA N3 R 1 Rk S S vy s 23 ) K
OEHE R B F TNF-a, TL-18. IL-6 K& THE, M
O B EATRF AN, 0 7 I ER
th JORE PR IR 389 22 W] AR BB B8 47T 78 30 2% 3 5% ) A
AP T L, R AR O TE O T R R AR
HIEWHARAEM
4.1 FBFEEEITAIE G (cholinergic anti-inflammatory
pathway, CAP)

T JRNAZ A S R0 0 22 S BURAE OB, A F
R R MBI F15 5 R R EE N ELE, ®iE
& AR AE BT RAS 5 , B ACh WU BB A 3214 o
JIE B, B8 32 4 43 9 75 BE B Y 52 /K (mwuscarinic acetyl-
choline receptor, mAChR) F1 1 i, 714 52 {& (nicotinic
acetylcholine receptor, nAChR). A% H #1451t
RIIFHEIR N CAP, X —IE BRI I 3] (1 I B RE 32 44
FEN o MHIEE 2 BERAESE 52 4K (a7 nicotinic acetyl-
choline receptor, a7nAChR)., 43K & #f1 28 M %5,
FIE P £ T 94 B2 40 i B8 J8C ACh,  ACh 175 5 [ 62 441 i
F a7nAChR ¥ . o7nAChR 11343 B % 30 i ¢
Y0 B (Xl F- TNF-o. IL-6. IL-1B. IL-18 f Bk, 1H
FEAFNH] IL-10 F5EH1 28 40 J PR 1 [ 0k

H a0 S Ak E w2 2P RALEIA LR L
Fi %60 (1) Wi o7nACHR, 1] 1B ) % 2 AL
BETT 0] NF-xB 5 s ii 1, 0] 22 b e 2 K7 1)
Fiko (2) a7nAChR HBUE MG T 5 5 AL B0
[A|+ 3 (signal transducer and activator of transcription
3, STAT3) i %, H i A7 75 P17 1 AR B W A
— M RN, BGE o7TnAChR, ] STAT3 ) %
Fetk, S EAEREER 1L 1) STAT3 5 NF-xB ] p5S0 Al
p65 ML &5 &, N AL 5 — MW S,
a7nAChR 7% Janus ¥4 FF 2 (Janus kinase 2, JAK2)/
STAT3 {5 5@ %, {21k STAT3 MR 1L, WS
STAT3 fEl5 1% S 445 85 H 36 (tristetraprolin, TTP) )
P, TTP BN SPR N . T T IE R
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SHR R TR R A I B 2 1, STAT3 [ Hotkie it
REUWTZ 5 oTnAChR 41T CAP R i 47 513 o
(3) IEF R AR FIEM, a7nAChR BEHS U PI3KY
Akt/ #ZFEIR Rl F- 2 (nuclear respiratory factor-2, Nrf-2)
SiEM, iR KA A E -1 (heme oxygenase-1,
HO-1) FRIE K, Wi RIEILRAIEH . (4) F735b,
microRNA-124 (miR-124) 7E a7nAChR 4 5 ] CAP
R 3 B B . a7nAChR f 3G BE W 3 miR-
124 ff132ik. —J5 T, miR-124 #i#] STAT3 [ ik
S RAL K, BT IL-6 )Rk, 53— J7 1,
miR-124 GEUE 11| TNF-o 3 #: [ (TNF-o converting
enzyme, TACE), ] TNF-a f{)#% 5% 5151, TNF-a
()53 W ks> o
4.2 oTnAChRSGBEHTER B

JETE JONE NP 1, 0K B R R I D A 6
PRE S SERFNFNER o (X T O, 28
VEARAELE T T ) B e R B & R 4. ik
FERHIT a7nAChR 4] CAP 2N, RAEMLLE
O I A (R0 28 A FH AL 52 31 R08k 22 1R 90T .

I L4525 11 1 (troponin I, Tnl) 7 S0 0 B &
P A I AR, GO L B B I S8RE [ N, R 98
R R 3G n. e T BE o7nAChR 5, 23
TR O I 98 0 S AR 44k HoH, IL-6. TNF-a, H
¥ 41 it # 4k &5 A -1 (monocyte chemoattractant pro-
tein-1, MCP-1) 5542 % [ IE P, b+ 3244,
U1 CCR1, CCR2. CCRS HIZRIEAKF R P,

FEC BRI / FEREES O b, 4505 B O LA
A WOR RRE N, B T 98 RE PR - 2147 B4 1.
a7nAChR 2 771 5 & 1 g W1 S5 [ AR 1ML 37 o TNF-a.,
ERE R A 1 (high-mobility group box 1, HMGBI)
(RIS, BRAR oMU BE R THT AR B ] P e ook A
F2e, Wi IE a7nAChR #1#] HMGB1 Mk I 0 il
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Fig. 1. The mechanisms of autonomic nervous system in the regulation of cardiac inflammation. Green ()—®) are mediated by sym-
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(Epi) plus NE released locally from sympathetic nerve terminals. (D: B-AR activation up-regulates the pro-IL-18 expression and
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