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QR TA A, AR RSPEAME HI29 e, W H o A B4A . H F & E 4. si-NC 4, si-IRAKIL 40,3 F
% E+pcDNA 22403 # & E+pcDNA-IRAKL 40, R A w ¥ A48 Kk b &5 (MTD) 40 ta fo &, A X
Je R A ) 4w i B =, Western blot 4 Bel-2.Bcel-2 482 X %& & (Bax) . § "% 48 % % F Beclin 1(Beclin 1) . A *£ 48
% E B (ATGS5) . %4% 3(LC3) [ JLC3 1l .p62 #= IRAK] #4 KX KF, R L BAREKE . HFEFEAMNE
H1299 #afie A = & Ae B 8K F 3 2% & . Bel-2,p62 K& K34 £ 3% KK, Bax,Beclin 1, ATG5 & & K -F,
EZLC3N/ I REHE. 278 AL FEL(P<0.05); 5xBabsk, i F % E@mBE HI200 ta ey 1-
RAK] &2k K-F B EBIK, £2FH A%+ FEL(P<0.05) ;5 si-NC A4z, si- IRAK] 285 5% H1299 %9 #e 4
& fo g AKF 09 2 F & IRAKL, Bel-2,p62 & i K F 3 2 % 4% . Bax, Beclin 1, ATG5 & &% KF. A &
LC3N/ I #AREHZ.ZFHALTFEL(P<0.05; Ll IRAKL R # 4 T #H F % E sP g H1299 @i
BTi AR YR, AT R g KT 2 F %1%, IRAKL, Bel-2.p62 2% K -F ¥ 2 £ 4 % ,Bax.Beclin 1.
ATGS REKF AR LCIN/ I HR2EBRK, ZFH AL T FENL(P<0.05), ik HFZFE TiELTT
i IRAK] £ AT 3k i s% H1299 mAe B = F= vk,
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Cucurbitacin E combined with IRAK1 regulates apoptosis and autophagy

in non-small cell lung cancer cells’
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[Abstract] Objective To investigate whether Cucurbitacin E can affect the apoptosis and autophagy of
lung cancer cells by regulating the expression of IRAKI1. Methods The lung cancer H1299 cells were cultured
in vitro and divided into the control group,Cucurbitacin E group,si-NC group,si-IRAK1 group, Cucurbitacin E
+ pcDNA group and Cucurbitacin E+ pcDNA-IRAK1 group. The tetramethylazozolate colorimetric method
(MTT) was used to detect the cell activity. The flow cytometry was used to detect the cell apoptosis. Western
blot was used to detect the expression levels of Bel-2,Bax,Beclin 1, ATG5,1.LC3 ] ,LLC3 ][] ,p62 and interleukin
1 receptor-associated kinase 1(IRAK1). Results Compared with the control group,the apoptosis rate and au-
tophagy level of lung cancer H1299 cells in the Cucurbitacin E group were significantly increased,the expres-
sion levels of Bel-2 and p62 were significantly decreased,the expression levels of Bax,Beclin 1 and ATG5 and
the ratio of LC3[] /LC3 I were significantly increased,and the differences were statistically significant (P <C
0.05). Compared with the control group,the IRAK1 expression level of lung cancer H1299 cells in the Cucur-
bitacin E group was significantly decreased,and the difference was statistically significant (P <C0. 05). Com-
pared with the si-NC group,the apoptosis rate and autophagy level of lung cancer H1299 cells in the si-IRAK]1
group were significantly increased, the expression levels of IRAK1,Bcl-2 and p62 were significantly decreased,

the expression levels of Bax,Beclin 1 and ATG5 and the ratio of LC3]] /LC3 [ were significantly increased,
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and the differences were statistically significant (P <C0. 05). The up-regulation of IRAK1 expression reversed

the effects of Cucurbitacin E on the apoptosis and autophagy of lung cancer H1299 cells, the apoptosis rate and

autophagy level were significantly decreased,the expression levels of IRAK1,Bcl-2 and p62 were significantly

increased, the expression levels of Bax,Beclin 1 and ATG5 and the ratio of LC3 [[ /1LC3 | were significantly

decreased,and the differences were statistically significant( P <C0. 05). Conclusion

Cucurbitacin E could pro-

mote apoptosis and autophagy of lung cancer H1299 cells by down-regulating the expression of IRAKI.
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Jits 88 2 B 2% H1299 Wy B v [ RE 27 B b T 40 i F
FEHT . HI MR E W H 3E [ Sigma 24 A kLR R Eagle
K 25 (DMEMD) W B iR E MR ARG RA A LG
AL R A B 3 35 B Gibeo 24 Al DY H 3
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¥ H1299 40 M & T % 10% fd 4 1L ¥ /9 DMEM
Rige Hovh B 9%, fR A M 4 K 2= 80X @b & BE I A
0.25% Wk & (1 B W 1L, 1% 18 B 5%, B 804 KW
H1299 175 e mh o . B 80 4E K H1299 24
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# 24 h,0 pmol/L # % E AL H ) H1299 41K K
XFHEZH R H1299 413G ). JRe st #i & E
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1.2.5 8% %% % PCR(RT-qPCR)
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ER WSk IRAKT mRNA 335K, A 4 3R 55 &
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5-GCA CCC ACA ACT TCT CGG AG-3', FiEs| ¥
F4).5- CAC CGT GTT CCT CAT CAC CG-3';
GAPDH 54741 :5'-TGA CTT CAA CAG CGA
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CAC CCA-3', T # ¥ %1 .5 -CAC CCT GTT GCT
GTA GCC AAA-3"; 51 ) g 28 T AE 4 T/ A A
A%, PCR R 45 4:95 C Wi 3 min, 95 °C A5 30
s:58 CiB k 30 s,72 CHEf 30 s, 3 35 PMEF,
1.3 %it®am
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A nnexin V C nnexin 5 GAPDH - -
A:H1299 4058 T3 2B B Tf B WA DGR (T R A .
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Xf B4 6.1840. 44 0.5840.03 0.22740.02 0.2340.02 0.2240.01 1.52+0. 14 0.62740.03
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1 9.923 10. 860 12.014 11.643 13.816 7.742 9.926
P 0. 000 0.000 0. 000 0. 000 0. 000 0. 000 0. 000
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PR TR A W KT 35 8 3% T, IRAKL  Bel-2.,p62 3%
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Wi EH 1.5940.13 0.3240.03
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