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HZE : BN #HiTAERBE T 4E (elF4E) A/ RS WBAARAKL A, LRI ERATHER,
Fik 4 HIA 200 ng/ wlfg %4 (LPS) #2 20 ng/ w1 G 4afe~% —4 (IL—4) #-F RAW264.7 202 12 h J5#%
B mRNA, 24 h EREEE, RAENRALZREEHEHA S (QRT-PCR ) F» Western blotting #42M| eIF4E
mRNA Fe & G £ M1 B fe M2 B Evd 20l P 69 Fk T, SH) ApoE " ShAk#ARAR 1L s AL AL, Al s
EFIk eIFAE mRNA Fo& & Rk AL ; L8 .95 3 RA M eIF4E £ LSRR F 551 5 M1 B M2 B E v
i ag ik kik, R M1 A E# M eIF4E mRNA fe &R & £A 5T M2 B EsE @it (P <0.05), /£ ApoE "~
DR RBAERAAER A ApoE " ) KL E DR eIF4E mRNA F2%& & &34 & T C57BL/6J & (P <0.05) ;
elF4E 5 CD86 #93L T2 £ A 3 T elF4E 5 CD206 #9h FAx R ik . 2518 eIFAE SN IR BARAR AL 1Y K R i A2 &
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Inflammatory regulation of eukaryotic initiation factor 4E in the
process of mice atherosclerosis*
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Abstract: Objective To investigate the inflammatory regulation of eIF4E during the development of
atherosclerosis in mice. Methods Cell experiments: RAW264.7 cells were induced by 200 ng/ul lipopolysaccharide
(LPS) and 20 ng/ul interleukin 4 (IL-4) respectively. Relative mRNA was extracted 12 hours later and protein was
extracted 24 hours later. Real-time quantitative polymerase chain reaction (QRT-PCR) and Western blotting were
used to detect the expression levels of elF4E mRNA and protein in M1 and M2 macrophages. Animal experiments:
ApoE" atherosclerosis mouse model was constructed. Real-time quantitative polymerase chain reaction (QRT-PCR)
and Western blotting were used to detect the expression level of elF4E mRNA and protein in abdominal aorta of

mice. Tissue immunofluorescence was used to detect the expression of elF4E in M1 and M2 macrophages in aortic
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sinus. Results The expressions of e[F4AE mRNA and protein in M1 macrophages were higher than those in M2

macrophages (P < 0.05). The expressions of eIF4E mRNA and protein in the ApoE” mice abdominal aorta were
higher than those in the C57BL/6J control group (P < 0.05); the co-localization expressions of eIF4E and CD86
were higher than those of eIF4E and CD206. Conclusion eIF4E plays a major role in M1 macrophages and then

affects the development of atherosclerosis.
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6 ~ 8 Jiil 15t % ¥ S5 A [R] i 1 4R 06 2 11 E SRR
R (ApoE™) /NEL (10 B M s B0 ot )
C57BL/6) /INER (W) [ b 43 R A SE e sl AR A R
oal) £ 18 K, TSR TR ER R 2= LR sy s,
TFRIEEAT & SPF BK
1.2 KFIE5NEE

RAW264.7 200 H b B2 B bR o B2 b
FEGEAMMITEIR AL, el FAE Hifk (/NRIR) W A %56
WA AR (1) AABR/AF], Prime Seript ™ RT reagent
Kit with gDNA Eraser is{7fl £ 1 TB Green ™ Premix Ex Taq "
W4 A K% TaRaKa A7), 2% D5 il g B VLR
SAEYARAT, CD206 (Hli ). CD86 (i) I H
Proteintech 22 5] (7 ), Alexa Fluor 488 (HTHL ). Alexa
Fluor 594 (Hife ) W FH AR RS TAA R A

{5 2 G I AR 1X73 W 3 H A BAKR L B |

Leica Ve URYI R WL F FEEDR-R AR, FLOKACRIEERE
144 H 3% E Bio—Rad 2\, Centrifuge 5804R FEAILIR
H 2 E LML B 72 E Eppendorf 23 ], Light Cycler ®
480 TI SEW 2R & PCR U A 2 [GI2 W= (i )
ABRAF],

1.3 FHik

131 zafasym A A3 RAW264.7 4 H & 10%
Jie A= I3 T 1% 75 55 % 2 19 T DMEM 377 8 T
37°C. 5% ARG FRAE P s IR . AR 40 A AR R
BAATFE P DMEM 58 435953k . AN 14
IR RRALLY 1 x 10° M T 12 fLAR, REIGRERS
Hrph 3 L AE £ 8 (LPS) ( 44k FEH 200 ng/ml ),
A0S T M1 R AR, S LPS 5S4 ;5 3 FL
AP FR -4 (1L-4) (Z9RE R 20 ng/ml ), Ff
HAEIF N M2 BUEL AR, o IL-4 i3 2 5 XFREZE
AINZj. #5512 h J5 5 RNA L 5 R RRE 0 7 2ok
A5 T 24 h JRARIBGE R, SCE A 3K,

132 ZhhomBA Az ¥ 18 H ApoE” /NI 18 H
C57BL/6] /NEATIE 6 41, B4 3 H ApoE™ /INEURT 3 1
C57BL/6J /INER., o C57BL/6) /N ST HRZH , MW £r
R TERL 16 J8 JE B Siab FE /N, O WEREVE 5 ml AR
K, W IE FNKEGE S, TR A TR e B
kAR AR DR B T, Horh 3 2 = bk T
A, 5350 3 AR ESPKH T RNA, #2550 RNA i}
ANTFEFEGE, Di RNA FEff . RIBFERU ApoE™ /R
DESERS, H OCT R UR A, B A -80CHKAH
BRI, TR A

1.3.3 Western blotting ¥ eIFAE & & A8 % & ik &
3 SRS 00 4% 2 248 B A /DN BRI 32 3l ik v eIF4E 25 Y
AR IA B . SRR (% PMSF ) S 41 i A ZH
21 (BN, WHTAE UK F24# 30 min, 4°C.,
12 000 r/min &5.0> 15 min, BUEH FER, % S
DR R, RIS B e LU BITR S,
WK S min, BA -S0CUKFAS HRAT. 15+ hedk
TRPREN — RNIGEIEREBERE IR TR A0 8, VKT
FU TR 2RM MO L. 5% BRIk £
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M1 h e, INA—PL, 4CHIRME L. PBST UEik 4
W, IMAFRNIE —PL, W F 1hJ5, PBST ¥ 4 Ik, ECL
RN B A, RIRRGANE, H Image ] #AF0EF TR
15581, LABBIZRH (elF4E) 52 (B -actin) 4%
MO T AR B LU AR 3 A H B AR R R Gk, 7RI
TKEAG N eIFAE 25 P76 M1 B M2 ) 5 440 i i %t

B YRR 5 7ESh LUK BRI el FAE 25 H7E
ApoE ™ FIX}HRZH Fh it £k

134 FEHRAZZTREGIHERE (qRT-PCR) #&
M eIFAE mRINA 8%t FA 5 4 BRI 25 26 41 g A
KA YIE Bk eIFAE mRNA RIAIRFk . R
JH Trizol 72 45 45 20 41 ffa A1 /N BRUIE =6 30 Bk 19 8. RNA
(HZITAIH ), f#iH Prime Script ™ RT Reagent Kit with
gDNA Eraser R &30 % 5 i cDNA, JH TB Green ™
Premix Ex Taq " #£47 qRT-PCR. elF4E 5|4 . IE[W] 5'-
AGGACGGTGGCTGATCACA-3', JZ[f] 5'-TCTCTAGCC
AGAAGCGATCGA-3'; GAPDH 31#) : IE ] 5'-CAACTTT
GGCATTGTGGAAGG-3', JZ [[] 5'-ACACATTGGGGGT
AGGAACAC-3'. A GAPDH NNZ, Hl 2 **“ s
mRNA AR, Al ES 3k, ki 31
Y EE . EAIMKER elFAE mRNA 76 M1 AL
M2 B E g4 M A A ) RGE 5 RS A ZUKT-
Kl eIF4E mRNA 76 ApoE™ FIXS BEZH rh Y235 .

135 MR L IE R KAN eIF4E 5 M1 o M2 A E
o ik T An gk D IESERB R WU R ALY
6 mm J5, 4% Z R HEEEE 15 min, PBST P& 5 min/ X,
Pk 3 7K 5 0.25% Triton X—100 B 5 min, 5% &A%
TR 1 h; I E fii—Pt CD206/CD8E i, 1 ¢ 100 )
il eIF4E(/NEIE, 1 2 300 ) TRAW, 4°CE R 56 2 K,
JEZ PP 30 min, #RJ5 ] PBST %E 5 min/ YK, ¥k 3 1K
FIRIFEDOEHT 488C ILEHTEL, 1+ 100 )F1 594( 11

PR E R, BBV RIMENEAn I, TEAHA
I eIFAE 76 M1 AU M2 Y 5 Wi rh a3k,
1.4 FitEHE

BRI R F SPSS 26.0 Gt 4k, %R
PR = bRfE2E (xxs) Fon, HUERHASTREA ¢ K36
s 2T, LI L LSD—t K5, P <0.05
NERAGIERE L,

2 R
2.1 elF4E mRNA fnE B EMpa R RIE
XHARZH . 1L-4 5S40 LPS 5 S AN elF4E

mRNA FXF Rk 43R (1.010+0.157), (2.102 +
0.375) F (5.832+0.774 ), )7 5007, Z R A G2
B (F=23.329, P=0.000), J—LHHLLE, LPS
P54 elFAE mRNA Fik & T IL-4 5240 (P <0.05 ),
XFRRZH . TL-4 35 S 20 FI LPS 5 S 4H elF4E & 1 AH XS
FIKE A9k (0.130£0.032), (0.261+0.131) Fi
(0.606 £ 0.134), )7 25041, ZRAGIFEXL (F=
12.834, P =0.011 ), #E—L M LLER, LPS 175541 elF4E
HARKEST IL-4 534 (P<0.05), WA 1.
2.2 elFAE mRNA f1EHEAAFHRIE
XTHRAAN ApoE™ /NEUE K elF4E mRNA Al
XF AR (0927 £0.146 ) Fi (6414 £0.297 ),
ST REA ¢ K, 2R A G2 E X (1=-33.174,P =
0.000 ), ApoE™ /INEUE FEE K elFAE mRNA Fiki T
XTREL 5 X HRZLRT ApoE ™ /INEUIE £ Bk elF4E 251
AR AT (0.225+0.078) F1 (2.342+0.594 ), 4
MSTFEA ¢ K56, ZRAIHE L (1=-6.122, P=
0.004 ), ApoE™ /NEUE E Bk elF4E Rk m T
XTHEZH . DL 2,

FHRL1 2 1001 h,PBSTYES min/ K, WE3 K 2.3 elF4E 5 M1 #F0 M2 % B g 40t 5514
S DAPLS min, PBST & 5 min/ IR, ¥k 3K 5 Bradit ApoE™ /INER F B BKAR TR F F 2 9 25 S R
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elF4E 5 CD86 ML 5E i [t eIF4E 5 CD206 13k & 7
FIKZ, eIF4E 76 M1 B E M b Y& s T M2 A&l

i, LA 3.
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3 1Tt syt DA 2 RIS 5 1 40 L P B 28 SO g R B SR AR Y o

Sk RERE AL — RS T RAE , RAETESI K FE
WAL A B Bt R A E 2R . ZEshikilsReaEfb &
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elFAF (1) eIF4E 5 mRNA 5'— 3 i 125 ¥4 19 45 4 2
B . AR, elF4E Ml Ak
gim T RN RE G 1-elF4E 25581 172 FlibhiA

1M elFAE il it 5 elF4E 0P RS54 TR #HE
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AHBFFE 43 5] LPS F 1L—4 5 5 40 it /3 4k i M1
RUFN M2 BB A M S A 2 Fh At elF4E 85 1A
mRNA [3RIE2 R, 45 RFEW] elF4E FHH mRNA 75
M1 TR 20 A v i 2R A 34 v T M2 B AR, M
FR 05 41 008 20 2 2 40 e PR 7 28 s G e 20 L P i
FHSEFN M A B E 0, M2 AR [ A0 i 3 B A i A
TG BN I BESAS e . WP UEH elF4E
FEE T M1 B E VRN A RAER . 7€ ApoE™ /)
B RERE LRI R, elF4E 5 CD86 3k E i 3
ik elFAE 5 CD206 WydEfi#ikZ, H elF4E HHH
M mRNA 7 ApoE™ /)NFUIE 3= 8h ko e 2k b g X6
41, hYIHL LR RN SR aE R, E—H
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