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[# ZE] HB: HUTIHE AS49 40 PE M (Exo) P REEIEH S RNA (IncRNA) DUXAPS
X il 968 4 B A R R i ks (S e, O B B LA R AL . ke BRI 4 A R AS49 AHH, R
HExoJf %2, R PKH67 bRic i Exo 4B AS49 4L, WL AS49 41 U FE B Exo & . SERF 986 ¢
PCR (RT-qPCR) Al Exo 4b 3T 5 A549 4 ffl th IncRNA DUXAPS ik 7K F . ¥4 AS49 4il i 73
XML (RAEFR) . Exo4l (Exo4bF AS4940M) . Exo+sh-NC4l (Exokb¥ AS49 M), # Y sh-NC
E AS49 4N ) Al Exo+sh-DUXAPS 4] (Exo &b B A549 40l J5 , %% Yt sh-DUXAPS & A549 41 i)
RT-qPCR 346 0 4% 20 A549 40 il 7 IncRNA DUXAPS 235 /K-, M 5 75 T i 52 56 46 I 45 20 A 549 41
M 5E BT BLRE 1, 5-Z -2 AEUR AT (EAU) A 45 40 AS49 4G SR B 01 o 4541 AS49 41 5 A
AN JE Ik 2 A I s SRS, T X A AR AR 4% 21 A T i bk B 40 B R S AR CDS T Ik T 4i i
o, 03- (4, S5-I ERwEME-2) -2, 5-TORELPU AR AR (MTT) kA8 I 2% 28 A A J il bk I 448 Jfd X
ASAO A LAY A R . G5 . Exo#E il B2 4 50~150 nm, HME# 63 (CD63) . /rfk# 9 (CD9) .
i By AR 101 (TSG101) FFAKTEE 1170 (HSP70) A b 4 S AR S 0 4 TR as B, Ui B
Exo #2 BN T . A549 40 fg 58 06 1R 4f M B2 B PKH67 #7119 Exo. RT-qPCR%E, 5 ¥ B 37 1) A549 41
Jotb#e, ExokbHJ5E, AS494IMIH IncRNA DUXAPS FILAKFF -5 (P<C0.05) . H5XF R4 LE, Exod
A549 ZHHE P IncRNA DUXAPS £ ih K F-F+ 8 (P<<0.05); 5 Exodl b4, Exo+sh-DUXAPSZ A549
41 g IncRNA DUXAPS £ ik /K FREAK (P<<0.05), Exo+sh-NC £ IncRNA DUXAPS # ik 7K 2 573
TGt #FE X (P>0.05), VFAREFEE LR, SXRALE, Exodl A549 41 4 75 % i 80 Iin
(P<<0.05); 5 Exo4l b, Exo+sh-DUXAPS 4 A549 40 o 4 7% & s B0 /> (P<<0.05), Exo+
sh-NC 41 A549 4l ffg h V5 T i 8k 25 R BG4 X (P>0.05), EdUSfn, S5XFIA 4, Exodl
AS49 AL EAU BRI TH R (P<<0.05); 5 Exo#lH#, Exo+sh-DUXAPS#H A549 4ii fifi h EdU
FFPE 40 it 2 [ (P<<0.05), Exo+sh-NC 20 A549 40 Jifd vh EAU BP0 i R 2 R L8 it & X (P>
0.05). WA, 55X, ExozH AShE ik & 405 i A CD8-T ik B 40 il 71 43 R R AR
(P<<0.05); 5 Exo4l %, Exo+sh-DUXAPS4LA ZhJE I ik B 40 g b 1% £k CDS8 T itk B 41 g B 43 %
FhiE (P<<0.05), Exo-+sh-NC 21 A8 A i ik B 48 f 3% £k 9 CD8T ik I 48 Jif 7 43 3 25 S o4 it
L (P>0.05), MTT i, S3AHHE, Exo A A MLk E 40 %t A549 40 i Y 5% £ 5 B AR
(P<<0.05); 5 Exodlb#, Exo+sh-DUXAPSZ A M JE I ik 240 f X5 AS49 41 g i) & A % Tt (P<<
0.05), Exo+sh-NC 41 A &b J& Ifin itk [ 40 B X5 AS49 40 g i R 15 R 2 % K8 it 32 X (P>0.05).
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ABSTRACT Objective: To discuss the effect of long non-coding RNA (IncRNA) DUXAPS in exosomes
(Exo) derived from the lung cancer A549 cells on the growth and immune escape of the lung cancer cells,
and to clarify the mechanism. Methods: The human lung cancer cell line A549 was cultured, and its
exosomes were extracted and identified. The A549 cells were treated with PKH67-1abeled Exo to observe
the uptake of Exo by A549 cells. Real-time fluorescence quantitative PCR (RT-qPCR) method was used
to detect the expression level of IncRNA DUXAPS in A549 cells before and after Exo treatment. The
A549 cells were divided into control group (no treatment) , Exo group (A549 cells treated with Exo) ,
Exo-+sh-NC group (A549 cells treated with Exo and then transfected with sh-NC), and Exo+
sh-DUXAPS group (A549 cells treated with Exo and then transfected with sh-DUXAPS8). RT-qPCR
method was used to detect the expression level of IncRNA DUXAPS in A549 cells in various groups;
colony formation assay was used to detect the colony formation abilities of the A549 cells in various groups;
5-ethynyl-2'-deoxyuridine (EdU) staining method was used to detect the proliferation abilities of the A549
cells in various groups. After co-culturing A549 cells in various groups with human peripheral blood
lymphocytes, flow cytometry was used to detect the percentages of activated CD8-+ T lymphocytes in the
human peripheral blood lymphocytes in various groups; 3- (4, 5-dimethylthiazol-2-yl) -2, 5-
diphenyltetrazolium bromide (MTT) method was used to detect the killing rates of human peripheral blood
lymphocytes on the A549 cells in various groups. Results: The diameter of Exo vesicles was 50— 150 nm,
and the exosome-specific marker proteins cluster of differentiation 63 (CD63) , cluster of differentiation 9
(CDY9), tumor susceptibility gene 101(TSG101), and heat shock protein 70(HSP70) were positively
expressed, indicating successful exosome extraction. A549 cells efficiently took up PKH67-labeled Exo.
The RT-PCR results showed that compared with A549 cells cultured alone, the expression level of
IncRNA DUXAPS in the A549 cells was increased after treatment with Exo derived from A549 cells (P<C
0.05). compared with control group, the expression level of IncRNA DUXAPS in the A549 cells in Exo
group was increased (P<C0.05) ; compared with Exo group, the expression level of IncRNA DUXAPS in
the A549 cells in Exo+sh-DUXAPS8 group was decreased (P<C0.05) , while there were no significant
difference in the expression level of IncRNA DUXAPS in the cells in Exo+sh-NC group (P>>0.05). The
colony formation assay results showed that compared with control group, the number of colony formation of
the A549 cells in Exo group was increased (P<C0.05) ; compared with Exo group, the number of colony
formation of the A549 cells in Exo+sh-DUXAPS8 group was decreased (P<C0.05) , while there was no
significant difference in the number of colony formation of the A549 cells in Exo+sh-NC group (P>
0.05). The EdU staining results showed that compared with control group, the EdU-positive rate of the
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A549 cells in Exo group was increased (P<C0.05) ; compared with Exo group, the EdU-positive rate in
A549 cells in Exo+sh-DUXAPS8 group was decreased (P<C0.05) , while there was no significant
difference in the EDU-positive rate in the cells in Exo+sh-NC group (P>>0.05). The flow cytometry
results showed that compared with control group, the percentage of activated CD8+ T lymphocytes in the
human peripheral blood lymphocytes in Exo group was decreased (P<Z0.05) ; compared with Exo group,
the percentage of activated CD8+T lymphocytes in the human peripheral blood lymphocytes in Exo+
sh-DUXAPS group was increased (P<C0.05), while there was no significant difference in the percentage of
activated CD8+T lymphaytes in Exo+sh-NC group (P>>0.05). The MTT assay results showed that
compared with control group, the killing rate of human peripheral blood lymphocytes on the A549 cells in
Exo group was decreased (P<C0.05) ; compared with Exo group, the killing rate of human peripheral blood
lymphocytes on A549 cells in Exo+sh-DUXAP8 group was increased (P<C0.05) , while no significant
difference was observed in Exo-+sh-NC group (P>>0.05). Conclusion: The IncRNA DUXAPS8 in

exosomes derived from the lung cancer A549 cells promotes the proliferation of lung cancer cells and tumor

immune escape.
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it 8 2 4 BRI IR AH JC PR R R BE T 2 fe (e
AR I 2 — , BHAE R SEOE T A sET L R
/N 20 O s 2 M v B H DL A R, A
i B 8020 ~8500 P FEMIE R BL, FARY)
B A BT B AR R AP BIR T AR, B T R
i I RO LIRS, 2 8008 B AR 12 Wi 2 Ak T 66 39
WO kAR, I HRMEN 2 Sy ik 4s . AR
K, RPEEIRIT T RO MR R ALY I, TR
FBE I RGBS T RAFACR . AR, R
2 A e g R PR B A L 0 S i 2 L ) g
R B 7 240 T 3 TE 43— 45 A8 45 I 0 ok b O 9 R ST
WU e ey, NIk ee 24K, FROb ki .
B 8 1k 3R IR T T MRS A0 A TR R OC B, R,
B 2 5 g ki 0y o F AL A B T RO
B PEIR IT R WG o T 9 A B 5 R TR B (tumor
microenvironment, TME) 454l g 2 0] 1) 15 8
e 388 T o AR AR e ki b R AR AR, A A
(exosome, Exo) J&4ilfitg [a] 3 A & Z N2 —
Exo & F AN [7] 25 7Y i) 240 B 53 0 19 EL 42 2 30~120 nm
B, HAEE Z MY B, Wl . & H AR g
i RNA, J7Z 5 TR H, 78 2 Fh A 31 Rk 2
R EHEEEEM . KEEIES%MS RNA (long
non coding RNA, IncRNA) J&—4 FFEMAEE A
JoT G A Sk A, KR T 200 % H R . IncRNA
b S YN SN B L Y | BB B R VNP R e Ui
F¢ Y BR . IneRNA JE # 76 TME & 3l 33k K
e, JF HA AR R BB M R o IncRNA

Lung neoplasms; Exosomes; lLong non-coding RNA; DUXAPS; Cell proliferation;

DUXAPS & — Fft 78 A [1] 28 5 Jifr 5 v if 26 3K 1) B0
IncRNA, EA W5 7 HES% : IncRNA DUXAPS &
FR AR /NN I B E RN R BUS A ¢, RRisE
i g 0 B S B L B -] O Ak R AEOME A
TE B (32 W0 F3A 7 o Bos N . (R R
S W) i s 240 PR 1) B 328 306 3 E R R B . ASBIE SR
T 2 20 B PP Exo o IneRNA DUXAPS X fii 5 4
e A R R g e S A S e, O ) B DGR P AL .

1 #MR57EE

L1 i 22X MPRNE MR AR AS49
gl VAN S I SN b A oy U W2 A ST =% K 15
B% Dulbecco 2 R Eagle #5375 (Dulbecco’s modified
eagle medium, DMEM) ;350 H € [E Corning 28
AL RN . FER . K & Exo PKH67
Fric ik # &1 [ 26 [ Sigma A 7], ExoQuick-TC 4
Jfl F 3G Exo 42 BUR & A H A SBIAF], HHR
flE R A DU A YRR A RS A, s A AR 2
&t (enhanced chemiluminescence, ECL) Prime
W AL R G RAEWREARA A, 4,
6- — Bk K -2- 2% B om Bk (4", 6-diamidino-2-
phenylindole, DAPI) ZBek}5 45 &SGR A b 5t
R S 9 R B BCA BR A A, B RNA 42 BOL R &
PrimeScript RT i 7] & 1 SYBR Green & & i | &
W11 H 7 TaKaRa 2y A], 5-Z B IE-2- B &R 1 (5-
Ethynyl-2'-deoxyuridine, EAU) % 4il fif 3% 58 &% 5
Brialsn & A ) N A R R A R, NS
I AR B 200 A B U A 3- (4, 5-H FEmEME-2) -2,
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5- TR FE U e R 36 [ 3- (4, 5-Dimethylthiazol-2-y1)
-2, 5-diphenyltetrazolium bromide, MTT] 4I il #
PERIN 0 &0 B bt RO ERECA IR AR, 4l
%: 63 (cluster of differentiation 63, CD63). bk
9 (cluster of differentiation 9, CD9) . g b B Jk
101 (tumor susceptibility gene 101, TSG101) .
PUKFEEE 11 70 (heat shock protein 70, HSP70)
1% 8 (cluster of differentiation 8, CD8) Hiik K
AR 1 S A Y A I 1Y) TgG PR #4117 9% [E Abcam
2N A o #E a4 IncRNA DUXAPS 3% 35 11 sh-
DUXAPS # A S H B 1 X B sh-NC 24K iy ) 1 85t
A W B A FR A WA H . Nikon 8] O 2%
o B RN e S e B A W B I A B A Nikon 28 A,
Thermo Scientific i Fr % . & HF oL + W G B A
Invitrogen ¥t = 4 fg 1% "4 H 3¢ B Thermo Fisher
Scientific 23 7 o

1.2 A549 @ 8k R Exo 8 B A=l f§ A549
iR I8 )5, i H DMEM 85383 (10% #4906 4
M3 . 100 U-mL ' % Z Ml 100 pg- L4 % & M
o) HWi IR, IR AN 37 CL 5% CO,, IR TR
FALA . BT B AR K DA ASA9 A, AR 4 Al I
W, 3000 g B0 15 min, EERAMMEE . 78 L3
FIA ExoQuick i, 215 4 CifEd . KH,
1500 g #0> 30 min, MR F3E . BUliE. 1500 g
KBS0 5 min, WEBRERER LI, A SRR $h 2% b
(phosphated buffer saline, PBS) H & Exo UL 3 ,
— 20 CH_-A7 . ¥4 B0 Exo B T 5 B i 7 I flUse 7
BHATIE A EE , IR KR R 5 43 B 5 AR A
R AR 530

1.3 Western blotting & # @ Exo #x & W& & & &
KF TEExo A H RS, UK B E
30 min, 12 000 g & .0> 15 min. W& & A & H R
VW, &8 100 Chi#4 10 min, @ 10% =
Pt T TR B - 3R TN s T Y 5 IS B UK (sodium dodecyl
sulfate-polyacrylamide gel electrophoresis, SDS-PAGE)
BE B ROk B, BB OB R W R 2B
(polyvinylidene difluoride, PVDF) [ I, 7=
TRASY BAEA T E S, SRR —5t
CD63. CD9. TSG101 M HSP70#i{AILE T4 °CF
MER A WH, &k -20 #Y Tris 22 vh 353 W
(tris-buffered saline with tween-20, TBST) ¥ & i
B, SR AR S A ALY R I ) R IR TS
BEMEE 1 he ECLALZEACIRY) W5, 8 i B e

BRGERERE LEATAFE, W Exotr&dY)
HARIBNE

1.4 PKH67 3 % 3 ¥ 7 3 3k 4 0 A549 2 fo 3R B
Exo 83 ¥ A 1670 B 1 Exo A 100 pl. PKH67
Ye o TAEW, MRS, 4 °CHFHE 30 min, PBS %
OV U T R Exoo ¥ AS49 i A i A FL 1<
10°AS S 2 6 fL 40 ML 35 3= M b, i A PKH67 A5 ic
) Exo Zb FRAR AL, XF BRZH I A S8 1A FR PBS 22 vl itk b
FEANM . 24 h)5, RA DAPLY 40 i 4% , i@ i
Nikon %€ ) H: 2 £5 5 330 8% 0L 42 I 4 45 A 549 40 Jitd £
BExo & o

1.5 @mmiffoa B ASAOYI 0 h 4 4.
OXf M, MG IR QExod, e 537
WA N 10 mg- L' A549 41 i ok P 1Y Exo 4k H 41
Ml 24 h; @Exo+sh-NC 4, 7E40 M5 37 W b 3 m
10 mg-L~" A549 4 it R J5 1 Exo &b BRAA MY 24 h )=,
¥ sh-NC # Y« Z 418 ; @ Exo+sh-DUXAPS 41 ,
TE 20 i 5% F2 0 AR 10 mg- L1 A549 41 i & V5
ExoAb #4024 h )5, ¥ sh-DUXAPS f% 44 28 2 Jfd .
0 L YL A IR . W5 AS4A9 40 L AL 52X 10° 4 (1 3
JEFE R 2 06 FLAN MBS R AR, SRS, R
Lipofectamine 3000 i Il #4754 44, 6 h 5 45 08
BESE IR AL, A8 h)F HAT R 55 .

1.6 %8 & & & & PCR (real-time quantitative
PCR, RT-qPCR) # # @ A549 #m #& ¥+ IncRNA
DUXAP8 & x AK-F WA 41 AS49 4 M, R
RNA 4 Bk ) & #if $2 40 Jfg & RNA, R
PrimeScript RT 57 & # H 08 5% 5ty cDNA, L)
GAPDHE NN Z . IncRNA DUXAPS, L5149
5-ACCAGCCTCACTAGCACTCT-3, FiFsl ¥
5-GGCTTAGCTTGCACTTTTGGA-3'; GAPDH,
519 5'-GGAGCGAGATCCCTCCAAAAT-3,
TH51#9 5-GGCTGTTGTCATACTTCTCATGG-
3's RH SYBR Green 3% i 17 RT-qPCR 4" 1 2 hif
K IncRNA DUXAPS £ ik K ¥ o b 2 5.
95 C#JF 3 10 min; 95 ‘CAEME 20 s, 60 CiE & /4E
30s, HHFITIHSNDIER, LHELE 6K, KH
2SS R N 4% 4l B BE AR IncRNA DUXAPS %3k
K-

1.7 FHAEHRE LK R L8 AS49 49 03 75 6k
H WAL AL 4 ASA9 A0 A, i Al B 4 M R
Fie BB ML 55 100 /4> 4 0 i) 85 B2 43 ) 42 22 TG 1 435 3
e, BESEF Ay s, & T 37 °C.
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SHCOZMPEFR 3, WIREN BRI 5 BT R

FRIM A A B A IR AT WL ARV, 2k 85 3% . PBS & o
WORVE, FEE, R0 1% 4552 Y Y (1 10 min,
TK vk 8. 7 Nikon f8] B OG22 8 i B F W2 IF
O A A M AR P8 W o, B AL £ 6 S L BT 1
B MRS, 5RO HIME .

1.8 EdU &4 al & 48 A549 29 o EAU 8 M 28 Je
#  LLEdU B M40 M 3210 R 40 M3 A 5E 0 o #F 4%
ZH AS49 40 i LA A FL 1 X 107> 1Y %5 3 35 Fh &= 24 L 4R
M B FEMrh, A6 37 °C. 5% CO, &M b ad % 85 3% .
HALINA 10 pmol- L' EdU e & TAEW, & 2 h,
R DAPL 8%, 38 i Nikon ¢ % 46 5 £ 18 il 58
L2 3 40 45 4 21 40 EAU BIME AR 0I5 0, R HL %
PE6ULEF, TR AR I EOR EAU AR Ic Y 4 20 i
0, 15 EAU BH M40 i % . EAU B 20 i %8 =
EdU FRic i B 40 i 5 B /S 4 i % < 100%, 25
WP 1A .

1.9 AX@EARD S EASAE oK Emib P&
L CD8+THEMEE 2 F AMEHBATFK
0 — B JE B B A0 B 25 01 4 AGE o (48 B A L
5: 2023-131-04), REMEEREES M, KM
NG R N 1 o= o= N G110 G| VN
DMEM ¥ 32 & 2 JF W % B . =% ek [10]
D7, KUK LA 45 A AS49 g0 Ay AR AR L - 1
B He B 315 55 24 he R A A R AP BIRAE K
WE4N#, 1000 r-min "&.0 5 min, I A PBS 2%
RORE VT BN, BU100 pL B AR A,
P 10 pL FITC #Ric bt CDSHLiR , 5 ik Ot
%8 20 min, T VA0S PR LA PBS 22 il i &
It 2 A0 i AR ARG 00 45 A bk EL A0 e 3 AR Y CD8 T itk

SE+9
4E+9
3E+9

2E+9

Concentration(¥//mL)

1E+9

A

60

1.10 MTT 4 & 48 A S A Ao bk & 28 i 53 A549
Ay A G R KGR A0S 45 A1 AS49 4i it St [F]
HeFh 2 o6 fLAn s g tlerh, MR “1.97 ik
ST AR SRR R, DRI 3R A0 ASA9 Ui A O A
FIXTHRAL . K24 hm, 3¢ 2B 024 K ik i 4n
JfL, BRI AR K AS49 4RI, FE AS49 40 i v fin
ADMEM #5352, HMAMTT TAEW, WH2h
Jo o, F MR & e, g BR A AE 490 nm Ak
6 I 2% 20 AS49 A WO EE (A) i, THE NS
I 9K E4 440 0 X6 4% 2H A 549 41 A A8 15 R . Al S i
= (1-LRWAAE/ZAXBAAE) X100% .
W EE 6K,

1.11 %t F o4 KHHSPSS 23. 04 i 4 ik 47
4t i 2% 43 M1, GraphPad Prism 8. 30 5 4F 4 K . 4%
ZH 40 i IncRNA DUXAPS ik K F . 4% 4 A549
21 7 T AR EAU PH A 40 i % . 4% 41 A Ah A
1M 75K B 40 i H S Ak CDS T bk B 40 i i 29 3R Ko 4% 41
A LK B 0 6 ASA9 4R A B A 1 R R A
O)AR, Phats TR o 2 20 A RE AR 180 HG A SR P
SIAEAR R, 2 AL AR AR R R R R
ZEAY T, ALERE A B R LSD-2 K 56 o
PLP<<0.05 A ZSHGIT#E X,

2 % R

2.1 Exotf% &R M AL 4 55 i ks
Yy id a3 B B N AR OB A, v Wk s B T2
FL B /N, E A2 50~150 nm, UL 1A A
1B, CD63. CD9., TSG101 fl HSP70 % Exo 4% %
PEARE Y E A R AMEFL, WRLIC, WD MK
T N A549 4 g 15 5% 9 13 W h AR A% Exo.

1 2
-—
-

Mr

CD63 26 000

CD9 23 000

TSG101 44 000

) =

HSP70 70 000

80 100 120 140150 GAPDH «smn

Size(d/nm)

36 000

B C

A': Morphology of Exo under transmission electron microscope ( X 10 000) ; B: Exo particle size; C: Expression of Exo marker

protein(Lane 1: A549 Exo;Lane 2: A549 cells).

B1 ExoB4%5E

Fig. 1 Identification of Exo
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2.2 A549 %8 L 4E B Exo ¥ 2 #= 48 J& F IncRNA
DUXAPS % i& K F K H PKH67 #5ic #) Exo 5

DAPI

N . .
EXO .-.

AS49 4 ffg 3 Ky 37 5, FE O8Ot BB T W 2% 3|
ASA9 YA 20 i TP AR EL T KR Exo. WL 2,

PBS Merge

B2 FuIREBMBEME Exo BBUBLL (PKH67 R FRR R s , > 100)

Fig. 2 Exo uptaken observed by confocal fluorescent microscope (PKH67 fluorescence dye tracer, > 100)

55 B 8% 5% 10 AS49 41 it He AR, fd T AS49 41
JIt > VB 1 Exo 2 PR AS49 4 ML), 4 i IncRNA
DUXAP8 KL KFTHE (P<<0.05), W#E 1,

£1 ExolbBHRT)E AS49 4185 IncRNA DUXAPS AR T
Tab.1 Expression level of ncRNA DUXAPS in A549 cells
before and after treated with Exo (n=6, x+s)

Group Expression level of IncRNA DUXAPS
A549 1.00£0.14

Exo+A549 3.12+0.26

t 17.59

P <20.001

"P<C0.01 compared with A549 cells.

2.3 %41 A549 B P IncRNA DUXAPS & ik KF
5XFRALE, Exo4lF1 Exo+sh-NC 2 A549 4l
M IncRNA DUXAP8 R LK F i (P<<0.05);
5 Exo 4 Fb %, Exo+sh-DUXAPS 20 A549 41 iy
IncRNA DUXAPS8 # ik 7K F & {% (P<<0.05) ,
Exo+sh-NC 4 IncRNA DUXAPS £ ik /K F % F
GiitseE X (P>0.05), W2,
2.4 BAEASAImAE T B EL R K EAU a2
o SR A, Exo 41 AS49 40 i 4 I5 B
MECE I (P<<0.05); 5 ExoH W%, Exo+sh-
DUXAPS 41 A549 4i i h 4 ¥ I8 Wi B > (P<
0.05), Exo+sh-NC # A549 4f il v £ 75 12 il 3k 2%

F2 FHASAIGMEF IncRNA DUXAPS #Fik/KF
Tab.2 Expression levels of IncRNA DUXAPS8 in A549 cells

in various groups (n=F6, x+5)

Group Expression level of IncRNA DUXAPS
Control 1.004+0.13

Exo 3.374+0.26
Exo-+sh-NC 3.4240.21
Exo+sh-DUXAP8 1.1740.11%

F 304.30

P <<0.001

"P<0.05 compared with control group; “P<0.05 compared with

Exo group.

SIS FEE L (P>0.05). WK 34,

5 xF B4 %, Exo 20 A549 48 il EAU
BH M 40 e R JH e (P<<0.05); 5 Exo 4 L #¢,
Exo+sh-DUXAPS 4 A549 40 iy tf EAU FH 1 48 g
FFEML (P<<0.05), Exo+sh-NC 20 A549 4 fitg
EdU PH P40 R 22 55 B4 it %2 X (P>0.05) .
WL 56,
2.5 BASNE K m P ERCDSH T HhE e
E R SN, Exo 4l S ik e 40 i
TG Ak CDS T Ik L 48 i A 43 B Ik (P<<0.05) ;
HExo# L%, Exo+sh-DUXAPSZH A &M i itk 2
4 Jf 3G AL CD8+T Wk A M & 70 F = (P<
0.05), Exo-+sh-NC 21 A #hJ& 1 bk O 48 ffl 3 A 9
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A': Control group; B: Exo group; C: Exo+sh-NC group; D: Exo+
sh-DUXAPS group.
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Fig. 3 Colony formation in A549 cells in various groups
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‘P<C0.05 compared with control group; “P<C0.05 compared
with Exo group.
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Fig. 4 Numbers of colony formation in A549 cells in

various groups
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Fig. 5 Proliferation of A549 cells in various groups (EdU staining method, X 100)
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"P<C0.05 compared with control group; “P<C0.05 compared

with Exo group.

B 6 44 AS49 41 EdU FH#E 40 2R
Fig.6 EdU positive rates of A549 cells in various groups
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H AWM B/ Y FEME REEA
kinase b/
target of rapamycin, PI3K/AKT/
mTOR) 1§ 5 i % 15 35 7[5 I 4 2(enhancer of
zeste homolog 2, EZH2) A8 B4 HI il I Bz 4% & &
FH (epithelial cadherin, E-cadherin) F1 Ras [/ i %
WL 51 B (Ras homolog family member B, RHOB)
23k, B ok FL R 9 40 M BOT B Y . IneRNA
DUXAPS 1k b i 48 & 40 il 5L /v RNA20b-5p

(phosphatidylinositol  3-kinase/protein

mammalian

(microRNA 20b-5p, miR-20b-5p) #] I* J& Son of
Sevenless [A] i %) 1 (Son of Sevenless homolog 1,
SOSL), il FR AR L Sk R 4 B T 0 A il ds
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SRR . HX M A, Exo 41 AS49 4 i
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RNA NeST (long non-coding RNA NeST, IncRNA
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(interferon-y, IFN-y) RYIEVETTHAF, B ETHT
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WK BE E 4 5 RNA NRON  (long non-coding RNA
NRON, IncRNA NRON) # ik B3 £F 2 i £& T 28
#% A F (nuclear factor of activated T cells, NFAT)
F RN, ZERE T 9k B A i B0, {2 B
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Ui K 85 E 4 % RNA LINK-A  (long non-coding
RNA LINK-A, IncRNA LINK-A) il Rho # % %
i 12 E 2 LR (i 1 (Rho-associated coiled-coil
containing protein kinase 1, ROCK1) 7K F & ,
w2 mMER, FSREARIER
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A5 AR O T iR Y SR IR TR A R OC
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A': Control group; B: Exo group; C: Exo+sh-NC group; D: Exo+sh-DUXAPS group.
BT FEg AR & 4L SN bk 4 B g 4L CDS+ TS R E 433K

Fig.7 Percentages of CD84 T lymphocytes in peripheral blood lymphocytes in various groups detected by flow cytometry

assay
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"P<C0.05 compared with control group; “P<C0.05 compared with
Exo group.
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Fig. 8 Percentages of CD8+T lymphocytes in

peripheral blood lymphocytes in various groups

F3 AL ASHE ML E LR A 549 40 B A 45 2
Tab. 3 Killing rates of peripheral blood lymphocytes to A549

cells in various groups (n=6, x&s,7/%)

Group Killing rate
Control 13.3442.23
Exo 6.28+1.41"
Exo-+sh-NC 6.44+1.05
Exo-+sh-DUXAP8 15.4642.73"
F 34.49

P <20.001

"P<C0.05 compared with control group; “P<0.05 compared with
Exo group.
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