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[ ABSTRACT ]

is closely related to obesity, diabetes, metabolic syndrome, nonalcoholic fatty liver disease and other diseases or pathologi-

Fibroblast growth factor 21;  Myocardial ischemia; Ischemia reperfusion injury;  Myocardial pro-
Cell apoptosis

Fibroblast growth factor 21 (FGF21) is involved in the regulation of glucose and lipid metabolism, and

cal processes. The present studies show that FGF21 can antagonize myocardial ischemia and ischemia reperfusion injury,
play a significant role in myocardial protection, and its mechanism may be related to anti-apoptosis of cardiomyocyte, anti-

inflammation, anti-oxidative stress, regulation of myocardial cell energy metabolism and mitochondrial function, and so on.
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This review summarizes the research progress of myocardial protective effect of FGF21 and its mechanism.
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1L FF-#E 73 5145 (ischemia-reperfusion injury, IRI) 7] 5
s, s o U, SEA RBUS . 4
KA DWFFE KB, AT 4 40 A K K7 21 (fibroblast
growth factor 21, FGF21) 7] AV A0 L IRT, A SCA
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FGF21 fH 209 R FERAL A, 43 T #2490 22.3
kDa, HEIL TR 7 5 e 2Ll Wy b o B AR SF . B2
WA TR 7, R B IF R 45 A5k, T DUB L
PR R G, B AN R, R G D
A2 RS B AT AL I g R AR i
FERI,FGF21 1Y C-A i 5 N-A s o3 51l 55 5l B 52 44
B-Klotho il FGFR 454, JE ik & 1Y B-Klotho/ FGFR
AR, IO TS 5 0 1, REAY =5
REEO AR IE, FGF21 F)F B-Klotho 1 S %l B 52
K, 3454 FGFR1c 5 FGFR3 &4,

Y FGF21 F P b /N BUAE KR B0 IE 5, WIS
HINK FCF21 FEA B P AN RAEER™ . &
MAESG BAS BT , FGF21 ZEME IR A Ay T fe b &
FERE B, S PR AR 2R IR AR T A
PR 15 B 45 22 b g i L AR s DDA 56 L A
NECIRAS T, FGF21 AT LABLIRE S B 4l i 40 i o0
JIE IAL45 P 12 200 0 A0 JUL 40 0 252 22 Fob 4 i o T
FEAG PRI (0 1] 10 K RS AL, K ] RGI21 7 0,
BB ZHEPL, 7.0 AL e A, & %0 0L
B ERN . FGF21 16 0 bk o BE A Ak | 6005 0>
JULBI L O TLAE JEE 8 R 9 O UL R0 I s 5580 I
g R R R B R A
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W5 R, FGF H 224~ 1 B RE 45 00 LBk i A
IRT, B A D WUE S 7B, Palmen 251 % B FGF1
AT DA 9O JIURE S5k 1L 6% T 52 68 7, A2 32 IRL J5 02
REMIVRE /D D LA AE T . Jiang S H: AT A & 21
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PRI HURESE LA 5 BU/E R . 5 4E Rk FGF21 0 AL
TP RS Bk 2 I 58 5 561

WEFE & B, 5 B A B/ NERAH B, FOF21 3 PR o
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DR KA IRT fei WIS 22— BRI P
HE TGRSO LR L T, 3 O LR D R A
IRI 5% 7, FGF21 ]38 i 3 1% FGFR1/B-Klotho-
PI3K-Akt1-BAD i # , #5500 LA AL T, i /N0 L
MAE R, s O U RE T . FE H9C2 O FILAN B 4/
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3.2 ETOMEEER I
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Rt A VM g T A, B A 2 FH Ok A it A0
RSN - EERE, ©5 — 8RR
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W E AMP  ADP F1 ATP, & 3 5 1fi 75 1 ) fi
TR N, N FGF21 J5 fE B 1 faf 45 ) 2l
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N RE AL N R A T AR A i SR Sl 1 0 WL
YA, 2R ATP 4RI 336 1] /K . ATP, L 41 i
Wit FUE ATP A BER L, DLgEFRE ATP AOfER, 7F
TV B, o0 FL 20 B X6 i i T SR WD 48, i e
ATP A B REST B3 i, e X S BCO LG, AE Bk
I FRE A, FGF21 n] {0 L40AE ATP A K
BHER K 48R FGF21 Al ik & ATP &
it /K OF-, O LA i B 2 (AR 1Y, AN TS HT IRT, TN
T i 4[] T ML bR TR A 1) — KOG i . —
EAAFE T BRIL O MER R , 38 a3 e o i i e,
A ATP, AR BERE R, FGF21 nT 4 1k 7 I R 3
B[] T MO 3Rk, 32708 0 mT a1k 380 ik b 1% it ok
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FALRIBS IRT B UITA O, 6 P4 (reactive oxy-
gen species, ROS) J& 2 V.0 LR 15 1) 2455 54
B M FEE T 2 S EUORE ROS 72 4E, E AL Ak
A(H,0,) FHMEOH - ) BEIET (0, -
-) LA (0 - ) S, MANE T LIk — D5
o A PR B SR ) FR [ 3k, K aE ROS AT 45 473 41 i
FE DNA e Al 448 A 25, DTG5 B00 WLAR A IR 1,
AL T LR E FGF21 (94635 FGF21 Tl
‘Ttiﬂ%ﬁ’fn{k%lﬂd&@ﬁ?ﬁ@ B ROS, & it JIg IR
AL AR TS I i, PO WL I P 3 A 4
AR Cint YT
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A AL P B T P, R A 3 37 P 5% 4 FL (mito-
chondrial permeability transition pore,mPTP ) FF il , 5|
R LA 5 F 37 25 W Ak, A A 22 A 0 T R R
T, P A T, FE SRR BLC IE TRI AR AL, 5k ifi.
Il 10 min 257 FGF21 ,3i# 14 #7%§ MAPK-PI3K-Akt 15
S, B T RE Y BRI A B B 3B (gly-
cogen synthase kinase-3B8, GSK-3B) #& Akt | Jif—>
FEAE S E A, GSK-3B Wik ks, i it 4
£ mPTP AP ORI I, M EHFRED 5
IR M A A T e 7 Tt 1 R EL A D, 410 ) pS3 3G 4k
Feygi /> ATP K i % HLA, B 1k mPTP FF 57,
FGF21 AR ] BE 18 i3 i 7% PI3K-Akt {5 5 i #%, 12 ik
GSK-3B Wl AL, 1] mPTP P , R 3biiAThfi
BRI E
3.5 ATFHRARREARIE

PAKFEDE H (heat shock protein , HSP ) J2& 4f g N
GO IN NI QU Tk o o & IS a2 =R LA
W RSN R S TG K ek, HSP fE
H TR, S 5H AR AT NA R IS R
Wiz 3R] B S P Bl A7 40 AR 1 AR R R A B
3 eI, HSP70 E i BH 11 DNA AW, #4 Caspase
G  FEPTO WA T, FE R LT, HSP70
WA LATEBR FME AR PR ﬁd&?éﬁiﬂ’@mﬂéﬂzﬁ
PRI Ca™ M40, & ¥ AR VE . Cong %61
FHEE AR LYK (2D-PAGE) 5 (0 3% BX 4 it (LC-
MS) , 434 FGF21 Xf 4/ & A0 LA 2 1 3R 3k
ISZIR | % B HSPT70 Ay 2 Ry B 363K R iR, 2448
FGF21 J&5 ,HSP70 [ 2 FlF 732 5K K &2 3] 1E % /K-,
X4 7R FGF21 A i b i HSP70 3R 35, 4 il
Caspase HUUOE , FEHT-O WL B8 T, &5 O WL B
RN
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RAEFNAE IR Hp & 45 E BAE T, vl S 300
PR W25 O U SE S 1.0 LS . i IR5E
K F o( tumor necrosis factor o, TNF-o) £J VAl R
&0 57 1 ( plasminogen activator inhibitor 1,PAI-
1) FIE4EM4Z 6 (interleukin-6, 11-6) J& # A 4¢
KRBT, W] TNF-o 10 50 77 L s 0 LR BE S
AOAS R LS 2 SRR TNF-o 5244 15 /N
O NWUEBE IS 1 A2 O 2= D RE 5 O IUIE A5 B Bl
FGF21 AT LA 5 A 20/ Bl L AS , 3] TNF-
I IL-6 (19382 31220 5 1T 76 g 166 2% 2k DAL R8s /I BL Bt
Ad-FGF21, TNF-a il IL-6 FY 3 3k I AR /b, 3 156 W
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B, X0 AL IR, B AEO AU E RS B
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4 B E
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R A T AR R ST AR Y X R FGF21 1)
AT 2EC NUBESE B bR 18 35 o 1 459 A8 ™ o
JE Ko WU B8 301 S5 175 0 1 I W, i F FGR21 7E 0
JULSR I J 5 Bt 309 % ffe ot -V 37 sF 349 B & 4% AH 0L 1)
PRAFE T BRI A AT R A 0 LSS I RN IRT B ¥ 7
B

FGF21 BN E - HLEI AT 58 A e 4,
WREGTIR T R Re s A, B A R, R
KARIIRESE, X FGF21 MR AHEIT, Al 22 hy e ifn 1
O ISR P 17 3 B P 1) S B R SR s
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