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g 2 tH B 1 5 R L A E , 2020 AF e ER 2
A 180 JT NS Ml o ARYEALLLE | il vl 43 A /)N
2411 1t i g A0 JE /)N 20 B it 982 (non — small cell lung canc-
er,NSCLC) ,H: " NSCLC 5 %] 85% *' . HTHi NSCLC
MIRYT 77 3 FEAAHE T R UIBR (2 & 10 y7 MG
97 o WA NSCLC B ¥E T ARG J7, XF T o g 151 /Y
NSCLC FIAREF A iy F W B B iR y7 2 %
BT FBe . SR, B A 5 S 50 o % 5 PR 4 B T
R 23 X6 S 7= A Bk S B JR R 52 ke R Ak e
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B, HEMT 520 NSCLC WIR YT RCHR . i Kt & 2 A
R WM 50t R 42 3F 40 M P8 T B0l DNA 45
Yt 52 e A M 6 AW B 355 LA K 3000 441 e 40 e A b e
Vi) J3 % A S 1 M I R B 1 A g kR,
FR I T s S SRR B A ANORE U2 4 R NSCLC VR AR
(RSB SO T 4 Sk NSCLC 5 14 fl e o5 1 BF 5%
HE SR HEATERR

— .RNA 5 g4

1. 4R RNA 2Rk RNA (circular RNA |, circRNA)
P B ARG AE G TS RNA, AN F S
FEHF AN T - & BTG Y B, 5 b
KA RIEA K, ciccRNA BIALH 2 — & 75 24 miRNA
RIS 5 FUF L 10 mRNA B9 &5, T F R TF5E
R, Z 8 circRNA 5 088 5 850U A & Yang
SR & B, A 0T KPR NSCLC 40 M cire _

c 3.
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0007580 1= % ik , miR - 598 k3% ik , I IE 5L miR - 598
J& cire_0007580 [ # 55 , YLER circ_0007580 1T i i #1
m] miR — 598 &2 1ML /N 8 #2525 4 2 ( thrombospondin
2, THBS2) [1) 3% 35 411 1) 40 o 33 2 038 o 40 Be 0 7, 42
o0 20 I RS BRSSO AR Y SRt R T BB
cire_0007580 T #4538 NSCLC 98 4 bt 56 U . Li
S FSE W hsa_cire_0004396 1 4 miR - 615 - 5p
1) 53 T 45 18 PAKL A9 3R 5 {2 #F NSCLC 4t i X ik
SFER B9 HEHT , 11 hsa_cire_0004396 L2k AT LA S it 5
B Zhang %5 BF 5248 1, cire_0001287 i 1 WX
B miR — 21 #P ) H L3k | Al 2 9% NSCLC 40 My b
Fig ifg J i 71 85 1 3 [ ( phosphatase and tensin homo-
log, PTEN) [ ¢35 , 34 i1 NSCLC £ g () Jife 5 0 Jsk %
A1 UL AT AL cireRNA AT DL i #0817 mRNA 25 S gk
FER I, AR FRIK I cireRNA 507 80— 6,
2. K4 AE g% A9 RNA . K 4% 4F 2% #9 RNA ( long
non — coding RNA ,IncRNA ) J& —Fh & B #8 1 200 >4
MR AR 4% % RNA, Z A IncRNA 78 3% NSCLC 1&
DI 25 Rl bR p R R, Wang! ! BT IE L 7
NSCLC H460 F1 A549 4l itg v % e 45 I Ja A0 G 5% %6 )
1 (long non — coding RNA colon cancer associated tran-
scriptl ,IncRNA CCAT1) J5 , B X £&57) & 54 in 40 ffg
P TR A B R BE 0, 3 5 LR I 22 24 0 Ak AR e
( mitogen — activated protein kinase, MAPK ) i i #f 3¢ ,
AN, T IncRNA CCATIL A PLffi NSCLC 41 Y 5 ¥
F G,/M ], F & 4R NSCLC Y B 5 S0k i 471
BR 988 AH S5 %% W 1 (long non — coding RNA prostate
cancer associated transcriptl , IncRNA PCAT1 ) 7
NSCLC #5323k, Gao % P W58 & 3L, PCAT1 ELA %
PEMMRIAE T, PCATL K& P R 5% i 08 470 i) 240 it 3 5
B 40 A T 3R Wl PCAT1/S0X2 il mT LA R 6
cGAS/STING {5 53 % iJF 1717 1 5 NSCLC ¥ HCy7 Uk
J¥ . Jiang %) 0 MO BUME NSCLC 402 ' IncRNA
20 Hf B 2298 5 L F ( cytoskeleton regulator, CYTOR) f9
FIBF KM CYTOR o £ ik, JLEK CYTOR Wl i |
P4 miR - 206 FAIH IR R o R ( prothymosin alpha,
PTMA ) 3458 NSCLC 41 il (% 3O SO . i A BF5E &
B, IncRNA SBF2 — AS1 7E S 7 #E Pt A9 NSCLC 41 fifg 41
Zlrh ik, T IncRNA SBF2 — AS1 i i B XML&
#2511 3 (muscleblind - like proteins 3, MBNL3) [ 5%
K3 5R NSCLC 40 i Ay i St S0 e Al o=t . b 1
WF5E 45 R BESE T IncRNA A6 T8 35 i 988 e S5 Jo g
R E
. 4.

3. f#/N RNA: §# /N RNA ( microRNA , miRNA ) 2
—RRK L 22 MR AEH IS FREE RNA @S
mRNA 4542 55 5% J5 3 Wi I 4ok v 2 i
X R, miRNA {E NSCLC [ & 4= & & vh & 4% ¢ it
YEHT, B 28 miRNA 5 KBS 5 2 o A OC[E 5
3 (% R N b R Y S UK . miR - 145 & —Fh g
AT L RS R B, i A Y miR - 145 7]
i e S P T 25 B9 NSCLC 40 M % i 5 48 iU, iX 5
miR - 145 5 AR JLER 8 F 45 5 4 1 3 (tropomodu-
1in3, TMOD3 ) # [n] 2% & - 9 ] TMOD3 ik &, ik
P4 S 56 349 4IE S T HE 7] TMOD3 B 386 i 07 #6 bt
NSCLC 41 fid 1) Jilt 5 0 B B . Zhang %51 BF 98 & B,
miR - 148a Ik 7% ik & WS BUREE K, U7 J5 miR -
148a Fi5 B FH T, miR - 148a il it 5 SOS2 4547
] SOS2 Ky 2 3k 14 55 NSCLC 40 i B9 Tl 5 480 g 3
Wei 25 PTHFSE &0, miR - 219a — 5p 75 5T 25 (14 55
L Al 2H 2P A A, B miR - 219a - 5p i
it 5 CD164 254 7 i CD164 (1) F AL #E NSCLC
A DNA 45045 R T, B8 8 S S 00 A0 R R S
PUCIT B AR . Dai 451 8 X BT f IR R A (sodi-
um new houttuyfonate , SNH) A9 8 5% ' & B, SNH HE 1T
#E NSCLC 9 240 JfL 1 1=, ZE U 25 41 F 424 SNH b 3
1f B NSCLC A549 2 g B & 5 4 57) & ) 385 im0 12 g
S s, X T BES SNH % S 1 miR - 147a ffi
STAT3 i #% 2K 16 A ¢, H ] WL, miRNA 7] LG i
R iR £ - I mORE O R 1 ok I NSCLC Y il 5
HURRE |

ZEEEmatEe

TE NSCLC Wy RA: K R bl G Z Fh B K i R 3k
A 97 5P A DAY P S R (0 R R PR 0 R 1, L rp B
B DAL 2 A A T LR T iR 440 R S SRR

1.BTG2 JE A . B Ik [ 40 ffg 5% 52 3E A 2 (B cell
translocation gene2 ,BTG2) J& BTG/TOB # [F & ik & %
BB 2 — 158 AN SR g % A i, 2 5 i 97 440
(9 DNA 2473 & 52 0 40 it 8 300 38 5 . Zha 256000 B 5%
&P, BTG2 J& NSCLC H460 40 i i i 5 5 W 3k 1A
BTG2 ) IK 7 U G It i, i 3k 19 BTG2 7T LU
#E DNA 545 s i A s v, A S AN gy R B,
BTG2 #£ NSCLC H{IkZk ik, [1# BTG2 REHE % NSCLC
H1975 2 Jfd Ay 50 S 808% 2 iX AT fig 5 BTG2 3d i i
p53 B Ik DL B AR BRCAT KX 354l DNA i
R A X,

2.NRF2 2. % H 7 E2 € K F 2 ( nuclear
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factor erythroid —2 — related factor 2, NRF2) J& — i #%
ST R IR R R IR S 5 2R A )
7M. Sun a7 WF 9% & B, — B OBUAR mf DL o5 B
NSCLC 4 e e 5 3 S5/, NRF2 2 il 5 184 B i ¢
PR, W OSUNIGHE 1 AE Keapl K 9 AL ] 3 0
NRF2 #9392 3 AL i 35 1 A4, NRF2 #9620
i Bt S8 AR AH DG B 1 e sl /b JE T A0 AR DNA 45 05
16 52 IF i 20 Jfa J&] 390 455 Wi #E G,/M ], Sitthideatphai-
boon 251 {E B 9% JF JE % % B1 ( liver kinase BI,
LKB1) HtfE % NSCLC 1 & B, Keapl €75 () LKB1 &kt
e i 96 400 i % 3k B UK P B NREF2 BE R & R Gk Y
NRF2 i i [ & 0L 2 b & 1. 7% 2 1 ( glutamate —
cysteine ligase catalytic, GCLC) #1J1 i fiftJ24 41 il DNA 32
FEHEE (ROS) i f, R, #E ) Keapl/NRF2 {5 5
i AT LASEBE LKB1 it B ) NSCLC 20 i 4 S5 48

3. PTEN . PL,K 3% [ . PTEN J&—F 4 i B A i it
Tl 2 Iy 11 11 Wl TR il OB 0 Mk 1 A1 9 IR, 32 i
FCWETR W 5 VR AE T B AR mE UL EE - 3 WS ( phos-
phoinositide 3 — kinase , PL,K) Ff 1l il T~ i ™= 9 % B
Bk LB - = #E iR ( phosphatidylinositol triphosphate,
PIP, ) 1Y ¢ 35 M 30 41 PIK/ Akt 3l 8% 19 5 5 5% %
PTEN 5 PH #4235 98 T 42 g g 4 2k k€. PTEN
£ NSCLC %8 78 3R #5 i, Fischer 25" W 5% & ¥,
PTEN 3 255 5% 78 Fy 1 6 3k el 28 k1M 3 O80T f 25
PERYEE ST, PTEN 2878 19 NSCLC Kt ATM & 4 #4 i
16 52 5 175 5 19 DNA 5405, 78 14 b 52 56 v ik 52 I vk
FERY ATM #1550 GE 65 7 il DNA #0518 &, 34 k7
Tt 245 240 I F 50 S8 £ ) SRR L Seol A5V TE & B,
P K S 40 44 8 55 410 11 57 BB 8% 3 o 40 ) P, K/ Ak 5
53 I R R A5 S 10 DNA RUBE W L B &R L iR R
BEXE TN E - F5 %58 A py Rk L T WBEOEE B,
e - e a) B AL

4.1TGB1 #: A . # & % B1 (integrin beta — 1,
ITGB1 ) s 85 38 5 A B, 3 47 5 40 i 70 40 1 4
Bz M PR, 2 515 5 5 T A ZUE KA 40
ks B 45, Li %V B gE & B, FE T 4R 5T A9 NSCLC
H460 ZH il ITGB1 33k , ITGB1 (A i B 1) A549
1 HA60 21 A (1 98 T 5 HN G 4 i U B L, X S
ITGB1 m{BRJ5 ] ITGB1 R W7 W I F yes #H 3¢ 25
F (yes associated proteinl, YAP1) f% 3 ik F1 40 Mo PN %%
g JE AW LR 18] BT A% Ak (EMT) 9 & £ Ik 4h, BF
P & L, 7 Y ITGB1 J8 % 9¢ RNA (shRNA ) 7] 34
SR 5T 3 B9 DNA 505 1 G,/M 1 Y 20 i TR 3

BEL ¥

5. UBE20 #:[H . UBE20 & [K 4 i /Y 32 2 45 4 il
JE—F E,/E, 2B MIZHE - AR 6L T A
Ok 17q25 X8, B AT E2 Al E3 M Az K 4% 2 1 1
e, 25 05 W5 A . I 9 40 B 3G 5 R e B 4
Huang % 57 & ¥, UBE20 7E NSCLC " # ik,
it 7E K46 58 AL X Mxil #4712 2 1k F 8 i 412 1k o
S A FURCTE HEPE, 10 R 8 UBE20 36 R 36 35 fE % 711
S b B &

= .VEGFR 5 5t 14§

148 W 2 A B H F (vascular endothelial growth
factor, VEGF ) Jil 384 ML 45 PN B2 201 1o 138 AL T2 B8 A= L4,
AR B I 1) e 2H AR L AU 5 R 0 b
() %M e, 5 IR Il A8 A R 2 1% K 43 i
f 45 NSCLC, 1 B #6355 VEGF, B4 A A JT AL
BB 51 e 3 I A i, A R e i P TR 20 %) I S AR
. Liu % BFE & B, N 2 B E A NSCLC Calu - 1
20 i v Sk K B e, AT AR Calu — 1 400 3 56 T
W58 Calu — 1 200 Jf0 0% XoF 50 S 508 B, HLARBIL I AT B 5
N R 2 PRI N 2 A K I F 2 (vascular endothe-
lial growth factor receptor 2, VEGFR2 ) 1y 3% 15 , 17 i 18
it PLLK/Akt Al MAPK/ERK W %38 i T I Bt 5 %
[AF - la(hypoxia inducible factor — 1o, HIF — 1) ¥
Tk A K, BTIAEE 2 J& VEGFR2 Ay i 1k £ 1 3 i
N, B A Z2 F R A P A BA T, Li S5 Y RS
KR, BT JE 38 T T S NSCLC 41 i A4 i 5 4
R AT e i BT Ake B ERK 15 538 156 189 hin 4%
SHA S B AN JE T A DNA XUEERT R A B R, o
L EHEH -1(NRP - 1)7E NSCLC P EA, &5
VEGF - VEGFR 15 5 % T 38 i 4 45 1045 4 52 48 Jfd A
i g A M A 3 5 AR BRI TS, Hu 20 FE R AP L
HESE, VEGFR2 B4l 5, NRP - 1 il i ABL -1 &
PO DNA XUsE 2 52 45 1 (RADST 81 |, £ 9 i
MY [ 3 A8 5 5 SO AP, A Ml VEGFR2
HINRP — 1 BEfS 458 NSCLC 40 S 1 i S B8Rk B8
AL, VEGFR J& NSCLC 7 B i ny #8 5 2 — =5
IR OCTT G HOUE AT B (PR T VEGFR 35 & 1)
NSCLC 40,

M . CDKs ] #ll 7 5 5 5 85

iR 2z A DA R 0 300 2 9 S S0 i
e 240 Jf0 DI B o) 34 5 4 A ) B 2 R 5 400 i ) T AR 1K
5 T ( cyclin — dependent kinases, CDKs) Y S
Wos A &, H AT CDKs 417 i 57 75 20 Bt 98 v Ay 1o T 48

- 5.
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Z fHE AR C H VF £ 58 R B, CDKs 1) 1 71 #¢
NSCLC H i B $t g 78 . BT D1 78 ] ( Abemaci-
clib) & —Fh e B VE 9 CD4/6 7, Naz 2520 BIF 5%
K, Abemaciclib 7 i AR A8 T AT 38 2 400 6] B0 Bk 4
i 968 410 1 2 11 ( retinoblastoma , Rb ) B R 1k 5 E 4 Jfd
JEV WS E M DNA #1418 & . 4h, Abemaci-
clib B BEM H] mTOR 17 5 # S ML IFEFH F -1
(hypoxia inducible factor — 1, HIF - 1) ikt — L0
il 1L A5 A B ik 98 AH PSR B R NSCLC 48 i 1 ik
SHERE . AZD5438 & CDK1 .2 .9 30 5) , Ragha-
van 25V R B, AZD5438 1458 NSCLC 4 ffd i 5+
A A R o BT AS49 A H1299 41 g & h
CDK1 (54 i DNA 53 £ & 5 F0 455 5 4l i 04 1
Al , AZD543 i 7] i A549 F1 H1299 4 fifd J& 30 BH 7
T 8 5 B SRR Y G, /M BB, 54 5 40 o il B 2 1
B A ST K, CR6 A HAEFH N 1 ( CR6 -
interacting factorl , CRIF1) &5 CDK2 #H & 4 F /Y 5 1@
TR BE 98 1 % Pk R UE 5 CDK2 2 B BT A G
G,/ M I BEL S 8 T 32 17 5 o el 9 40 D 3 S Rk
BE A H BT CRIFL - CK2 % 1 41 ) 71 78 NSCLC
JHCST Y A b i A T i — B RO

i RESHETEE

IR 4L AR 08 38 ok 2 R HL I 2 5 b 9o 40 M 0 A A7
R AT ) R A A L A A R BV 4
JEV SO R T b 9T 4 398 B R G RS 5L BT E A RS
UESE 40 7E 420070 1 RS v x4 G 1 U o T
B AT, HIF - lo RREBRNRAETH T, A
WF5E & B0, P06 HIF — Lo BB 02 3% 5 i 983 40 Ji 1 ik 38
O E X AT BE S HIF - 1o #045] NSCLC H HIF {55
3 (EE VR R T A A A A 10 20 B A1 pHL (B R
TRFNFLIR B B A G, R 5836 & B, HIF - 1o I
HIF — 2o X HE R 5 A 6% 3% B0 1 B0 58 190 30 S SRR
AT KB AR ECIR S AT DU BE HIF - Lo A9 45
Wi&e iz 2% R B2 A 1 ( gluose transporter type — 1,
GLUT - 1) (95235, HIF — Lo 4 56 DR @ B3 A DAl o 41
il PI,K/Akt/mTOR i 14 BH W7 A% 40 175 5 79 48 5 189t
AR 2E ek 92 200 i 080 T S T 4 5 40 B D S S BURR
UE, H ) F0 ) HIF — Lo T A3 57 6% 480 % i 8 40 i A
S ) 3 58 O 4 S 1) BBURREE |

NJE 2]

25 bkt Ml DNA #1416 5 40 i & 301 k1
T A R R T LA B A R A B A RE S 1Y 0
NSCLC 4 5SS R {EL 38 400 B A 07 4 Bt —

-6 -

AW L Z AL 2 A R | 2B AR B O 5T 1 AN

R R 2 A B 2 1 5 1 R R e e B, R v

NSCLC H 5 B 0T 200 R AR i 38 4 7% 5 R R 4

L ST S AN 5 1
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