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Abstract

Tumor necrosis factor alpha (TNF-alpha) is one of the most potent pro-inflammatory cytokines,
which is mainly secreted by activated monocytes/macrophages and plays an important role in in-
flammation, immunoregulation, cell growth and apoptosis. Left ventricular remodeling can lead to
progressive cardiomyopathy, and even cause malignant arrhythmia, heart failure and sudden car-
diac death; TNF-alpha is closely related to the progress of left ventricular remodeling. The re-
search of TNF-alpha may help clinical physicians to identify patients with no clinical evidence of
ventricular remodeling, and anti-TNF may play a significant role in delaying the progress of ven-
tricular remodeling and improving the prognosis of patients. This paper makes a review of the
recent research progress on the correlation between TNF-alpha and left ventricular remodeling.
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1. 5|

PR R FE ] - ao(TNF-0) 72 — b fie B (e SOAEAR MR 5, AEORE S el 19 O BE . S SE . HT
BRI AR AR AR A TR . B O B A B WA . A BRI TNF-a 25
TOEEMKIEE, S5 ZMOERMR MR MO /5. UL BRI OIER 375k PO LR A
WL AL AE T AR UL ) B A PR AR [ 1] o AR SO TNF-o0 ALCo = BRI J LR BT FURE R R3R 40 R

2. TNF-a IR R EEYF/EA
2.1. &

TNF-o B 157 NEIERRA K, 70 F WA X ZBisd, TTREEMEE, X2 Fii=h 17 kDa, A%
e ZREE TR AAE TR, U=REE SRR TNF Z4E(TNFR)Z &, NS 2
AW o TNF-a 7 20 NS A TNF-a F120 W78 TNF-a,  FHOE 10 SAZ BV 2R i 77 4, S AR TNF-a
—R B 233 NEIERIREE, —76~1 (851 ST, ZFHIH-1~70 L& i%EHR, —21~46 i
ST B K X3, AT ROES I B, AR N B AR SR R B TACE /EF T, B8 TNF-o U /1Bt 1~157
PEATRK AR, & R AL TNF-a, 2037 TNF-o BN LR AFE AW 2E B

2.2. TNF-a BY5E9Z1ER

TNF-o BAP) 5 AR B ¥ 2 i ik 5 4 b 2 T O A B2 52 A 25 6 Ja e T RIS 5 1 S AR i Sk I .
TNF-a Z2&5#%, B TNFRL(p55)F1 TNFR2(p75), AbAi1FE T — A28 5E, B TNF 48R k.
X PSRRI AEAE T AR O LA b TNFRL 2 2 8040 2880 ch i) 3 B2 4k B A, Horh g0
ALANARI2]. S5 R BLER TNFR2 JE[R (3L /N RO T84k, JET- SR80 0, M2k TNFRL f/ RO IE4E
2% FETENRE, $8 TNFRLE S F@RAM RN S OEENY, WPOMAGEMER, T TNFR2 55
BT REFE YT TNFRL (1ER, A ORI ER, % 0= EM[2].

TNF-o AJ 301U 4E ShRE, %4 B A IREE . I E R3], TNF-a SO (LIS 46 B 45 AT
53 R R IAAIGE EA N A . FARONE TNF-a (E S 30 8 R A, BA A2 B TNF-a fEH T TNFR1
JE BERR AR AR R BH U RE BT /5, B T BEISTLIR I _E 1Y) ryanodine 5244, gk B P94 B IR Bl AT
FOHC LA A D RE . AR — MRE TNF-a A BN S R AR RO T NO, TNF-a %545 INOS ik
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EARAE A B NO, B AR ILLL X475 B - (0 B A 1T 5 B35 4 1 O IR e B R 3]
3. TNF-a 5liBILEER

TNF-a 5] 72 B4 BRRE BT, o] SECCLAIMR P B2 DhEERRS, 515 O WLAH i /35 57 544 |
OIRAE R, LEY 5K, MO RARGE R4, REFHLEEY,

L EUE B A O WL B T 43 W TNF-a, 10 BOWIZHBIRAAAE TNF-a 244, ik, OUIEEZ
TNF-a )73 W37 7, 52 TNF-a VEHFIEET[4]. 3281 TNF-a AT FEO N & A F BATREFI A O 3 JE K Ko
Stamm ZE[518E 45 4L % ESIKIE F A BRI, BEHE 2 EMRRIEERE, OULA TNF-o 18R E 317 1
W, I3 TNF-a R 78 B0 838 J5 7 T . Satoh Z5[6]11 AR 78t & B TNF-a 4 H BLLE T35 f) 0
WL AS tHIAE JE 5238 1 0L . SEEE RIS [7]% LVEF IE% ¥ CHF B3 i R B, TNF-o 5.0 IS4y
20T B AR, TNF-a X5 T LVEF IEH ) CHF B i B S W S L. SRS (846 %) X 1t
O ERE 51 S CHF (ISR, BEE OIHAEIAL, (M TNF-a /K FBE2 T, A&V KR O I 0 5
FIRRYT UG FIFEAR . XGRS [91/EX T sk B U 51 2 CHF S8 AR 7 Hh ORI, &7k 240l BB 3 1
JEH TNF-a KB BT 5

AR E N AMF ORI, fEOEEMRIRAE. RIELREFS TNFo ZEEL DL FEEREEH: (1)
TNF-o AIEHE R 35-1 1972, SR A=, 0k, RAE. IRBERTBT MU TR R, 1T 5] I/ BE F 45
i, ARSI R I R S BEER (A2, 3 RO WLAR BRI . YRFE[10]. (2) TNF-oc ] 34 JimCo HILA0 A
FAE, FEEMTREARE, FHEEY G, SEC0 UM A B = H AT A= iU 208 B A=
SRR FERE N, 5O VLR B ) ARIET, AT ) 30 3 1) o LA L = AR 45345 o (3) TNF-oc [ 40 i 3 — S8 AR &
B MRNA [RIA 2, s O WLAH M A — A0 A BRI N, 38 RO ILAn et 45, 30 WL4r ek 4s 70
Bo (4) TNFa 3G I0Co JULAH M85 55 B U, FRACo LIS 4 /0, 3G 480 1 BRI TC,  m Co JUL 48
A T[11].

B SR Fie R, 1 EERIE TNF-o A HHHTE TNF-o W RESEEIH LI . O,
OEY TR WM CIEIASE, OISR, Kubota S5[12]4FSE, 1t ERIA TNF-o [
BRI AL 24 WSS PRI e AT IR 9K, ALy TNF-o 3lid 5200 52 57 4 & &5 B (MMPs), &
Ji 4 ) E B 2H 2140 (TIMP) 55 (1 22 T8 FH BTE VE A1 FE 52 e 40 B A0 6 B AR, AR R & Bk, M
iRk 0 % [ EE A4 Yokoyama [13]31E S TNF-a X2 T o UL A LSk A2 B350 A P8 Ak (%) A7k UL 7
YER o FH TNF-or 5 SR HEVE R BRCo I -5 S50 )RRt 1 ARG O 2 D R FEA 0o NE YK [3]. A WFFTIERA, R K R
Oy UL P AEAS 5] 1R B ) TNF-o JETRHR N 2~3 min, OIS /) S FE MR IRES, 98 TNF-o J5 O AL
WA T RER AT R IEH « Pagani 25 [141304 5256 COE BIEYE TNF-o AT DLPZ AR R A EY K, RIUNA
BRI - BRI, =R KR )-RAR MR AR .

4. ¥t TNF-a BI3ETT SERE
TNF-a 5 22 Pt JEZ0 B0 BEAE BT AR (1], &l O 599 BT TNF-a 697 & TNF-a #5254

(1) 4K T--15(GDF-15): 5t & PL[15], GDF-15 5F ST Bihm i &tk it ik 48 S e AHE 1k o0
A K, H GDF-15 A 244 5052 S 0 LA 50 OR3P PE Kl F- - GDF-15 13k B B WL 2 23 S 4
A FRE LN RIS BARRE L PARIE, (HIERBEARNEEL T, O EZIRIA GDF-15. Kempf T %%
[16]#}1E, GDF-15 [{IEH#E < 1200 ng/ml. & AR 5 IR SE GDF-15 R I i 470 40 i 7 T AL i) ek
oA A A5 0, IO LR JE R G ) o g 308 R 2 2
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(2) MERIKFFEHEE 2( ACE2): ACE2 W/KMF M B ik 3 I AE pl 8 Bk &R -(1-7), k115 RAS,
JE 4% BT g B A0 5 A . Epelman SE[171R 30, fEJECVUEESEJ5 0 J) 3 i I 8 v, 1iE vl ¥ ACE2
HE TR, 5O = B BOBA TR K i B RAN R IR E R BRI, B8ty g T8 38 g 7
HFEMEE . BiJ5, Ohtsuki 5 [18]F 5L, 7EFCNURESE G 4K 10 7y 38 8 JR 3 1O UL ACE2 JE RIS IA T,
H5 70 O B R HKOR AEAURI A 0 2 S 1M 0 BOB AL FRFE S A OGHE . BRI RS 4R, ACE2 WIRE(EN
— PR AR I ML SR AIE 22 0 7 3 v R ) = ELA

(3) 4B E A FENHIFI(TIMPS): (MMPS 220 i 40 5 28 1 1) PR AR, P 905 A S e o 1) A
T(TIMPS) 5175 MMPS G s TIMI5S, TIMPS & — R IRV FREE AR, AT e rfE
F A4 MMPS (3& M, MMPS/TIMPS KA nf{E iR B HERR , SBCLULLAF4Ed, CLA 4R g2 O UL
RS ERE, &M OTHRERI B S EUO 2 . TIMPS GBI MMPSW i 43 0 B B CL g 2 56
FTIESE[15]

(4) TNF-a #1fi]: TNF-o S0 75053 9 K53 F- 30 FIGE VN7 F- #0070, 1 0K 274 5510 32 22 20 50
BEHUARSSRII A A 2R . S FE DT A DRI S (Infliximab, INF). Bili& A #4t (Adalimumab,
ADA). F&Z ¥k H.pi(Certolizumab, CDP)FIEFH.41(Golimumab, CNTO-148), HAth#s (15 245 AL v
(Etanercept, ETA). MUk (A Hi 4 (Progranulin, PGRN): 31 /)N 73 il 71) 32 ZEA0.4% TACE #1771 #1 P38
11e 22 24 5 0% 5 11 388 (mitogen-activated protein kinase, MAPK)# 7). H BT, x4 M () = Fh 751 9 INF.
ADA 1 ETA, T4 KEMN M TIRIKIGIT IS TR RT3 AHAEANSRARER SRS, G52
i R A AR [19]

(5) FIEMESZAR TNFR 1A TNFR 1: IR ZE[20] /0T 78 R B TNF 55 S A 248808 10 55 — 25 2 S5 5m 4l
MR MRE R Z ARG S, PR ZEN T TNF AR A S 0EE: TNFR 1 32 B2 540 i 35 14 20N Fl
FSHLILNRIL, 1 TNFR 1 GBS A ST 0 AR R AN AN B 25 1 T 4B i A . WV S2 AR R Bk
S AR T B2 AR A M AR 4 I R ORTE R, e S TNF &8s fe ELfE. Sse4FHlT TNF S5¥4nusE
e BRI g A, TRME] T TNF FAEYETE. MO AE FRE, ST TNF 331 TNF 32
PRIPTARRT TNF 3G R sIE R, SOR AT

TP TNF-a J6I7 760 F1 3 v I AR RS R A 1 2T 45 1, rTREA A RN, — 27l
N MIZiA NERIEENE, &4 TNF-a WP E SO )=l G AFUER . 0S8 HHRmRET,
TNF-o [FAEFR R R AR AR, AL E R EEEEN, it P TNF-o REX—HFIT
WA AR

5. B4

TNF-o 252 MO SRR EA R, OERERMIRE, KRS TNF-a K TPEDIR, &
XL EZI T TNF-a 69730 05 A R A R R R 2R A IR 1R F o DRI, 5% TNF-o0 RT3
A T RERRONIR YT O ) SE IR R R
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