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[ABSTRACT] The global incidence rate of diabetes is increasing gradually, and cardiovascular disease is one of its ma-

jor complications.  Interleukin-15 is a cytokine with multiple biological activities, which plays an important role in reduc-

ing inflammation, antioxidant stress, regulating lipid metabolism and improving insulin resistance. It can also significantly
reduce the inflammatory reaction of vascular endothelial cell, inhibit the formation of atherosclerotic plaque, stabilize
plaque, improve myocardial cell energy metabolism, reduce myocardial cell injury and apoptosis, and inhibit myocardial re-
modeling.  This article reviews the research progress of interleukin-15 in diabetes mellitus complicated with cardiovascular
disease, in order to provide reference for the prevention and treatment of diabetic cardiovascular disease.
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1 IL-15 B9EAREFE

1.1 IL-15 ;AR 4k

TL-15 J2& 1994 4FFH Grabstein 78 1% B ' 2% 2 40
125 CV-1/EBNA 40 fitg & B0 40 i IF 5, 3 1995
EIER A4 o IL-15, 1L-15 R HAZIRE G5
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W5 IL-15 ZRE EWEE KIFEEN  IL-15 Z K5
EWH o By =AW AL IL-15 Z4K o (IL-
15Ra) IL-2/1L-15 324K B (IL-2/IL-15RB) il IL-2/
IL-15 3Z4& vy (IL-2/1L-15Ry) . IL-15 524k 5 112 5%
RILH By WAL Zs M Z5 M P T BT ok
Wy T AR T BARMLE T TL-15 244 o 73
FHE IL-15 454 1L-2/1L-15 324K B 7 538 i) 0%
Janus 25 1 % Z R P4 M ( Janus protein tyrosine kinase,
JAK) /15556 T 7 Fl ¥k S5 34006 F (signal transducer
and activator of transcription, STAT) {5538 1% , 12 37
A T R B 5 TL-2/TL-15 24K ~y 3 5L 30 5 30
2253 Z 1% AL B F1 P4 B ( mitogen-activated protein
kinase , MAPK) /21 }d #p 8 5 3 13 4 8 ( extracellular
regulated protein kinase , ERK) 18 % AU A R LA 3
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PP E IS S T RIEB R IRE T B1 (high mob-
ility group box-1 protein, HMGBI1 ) 15 5 il %, i &
TNF-o {97386, A AR IAE S 4w LA e e
AR R G 1 53 A 2, AR R B A0 B AT A PR 1
(stromal cell-derived factor-1,SDF-1) BA% 40 ifd #44k.
M 1 (monocyte chemoattractant protein-1, MCP-1)
AIFIR R ECIAE P 7 R R R SRR O LAY
AR, O WLAR AT R 27 Ak , O WLET 5K F1 (B0
WagheEREls . A WFIE i — DR ] 1 25 00 S Bl
% HMGB1 SDF-1 MCP-1 R4 I3, 7] 45 R0 %
SO R F S RE S 90 0 UL 20 L JES O | & 4 Ak s
WURE ZE Ji5 0 % 8 K1 Donath 25 Xt B A Al
C57BL/6 /N U N7 PR A LG 5 81 3 e 7
SETEA . IEDIRE, O L 5 G 8 % 3, /N B
O LA ML IE K | £F 4R 4k, 0 WL 28 Dt 2 1 6
FHGIN O T S () AR 4B ARG 0 IR Z
B FRAIK . Yeghiazarians %57 AOBF 2T 1 R HE 0 UL
AR TR IR TL-15 524K, 45 T RS AL LAY TL-
15 697, v & 81 1L-15 38 33 3 3% PI3K ., ERK1/2
STAT3 5l F PR AP O LAN L, IR 2 E A O
JUURS)dfe I P55 9 1 450 403, 3 A £ 3P 1 T BE 2 ¢ PIBK
M Wortmannin B¢ STAT3 #1l5] WP1066 #11l .
P USRI W IR SR, B LR 73R 35 AL 25
P4 ( AMP-activated protein kinase, AMPK ) ¥ {if ,
AMPK 1 20 i 1 BE 1 RS S2 4% , B AMPK 181458 38005
) 1L-15 ] fie o 8 S Ak 4 5 b il | 3k 4R fb S0 S5 bt
AR BTG PR SR TS SORL AR T PR AR D S R
T S A W il A 14 5 DT 52 44y ( peroxisome prolif-
erators-activated receptor gamma, PPARYy) .PPARy #§
BhiE I F 1a(PPARYy coactivator-1a, PGC-1at) |, Jii
EHZRLIR DNA K FNEE s i LRI G B, $ =
1R O A DR [ 1 0 1
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321K 4 (glucose transporter type 4, GLUT4) B3k |
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SRS IL-15 — )5 R, S0 4l R BUAR I @ 1R
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47% M5 H W = ERACE FEAR T 20% , # AR %5 B2 s
FEAKTVEAILT 36% . Almendro 255" FF5E4% 1L-
15 JEFEK 1) /INR S T AR ME TL-15 3697, @it ¢
PR ER BRI 2]/ BRAK P 085 DA 4k, B
D5 AL AR AR A s n , e DR B LA hn 5 J5 ke, At
iTid % BRAE Wistar K BT 5 IL-15 (100 pe/kg)
AICE PPAR L R Ff R I 2 1 1 RN ARG B 1 3
SRRk T A2 #F 1 (U8 197 20 285 a4k, 1L-15
IE B AR DR B A AR Wb T WLZH 8L BT
DU, O LA
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T N IR 0 2R AU T Crane 25D
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