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PMS) \NC inhibitor £ (40 wg + mL~' PMS + NC inhibitor) \miR —525 - 5p inhibitor
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(40 pg - mL™" PMS + miR - 525 - 5p inhibitor + sh - UBE2C) , FZEHE/NE 2K
RGN 240 L P 52 2 BE T 5 DS A S e B 1 VA D00 A 0 T 5 0 o /DN B
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PMS 2 (50 mg + kg™' PMS) . 3% miR - 525 — Sp inhibitor £ (50 mg - kg™’
PMS + miR - 525 - 5p inhibitor) .34 sh — UBE2C 2f (50 mg - kg ™' PMS + miR -
525 - 5p inhibitor + sh — UBE2C) , ¥4 K424 1 W, L4525 5 d. 487 d JHER
i 2/ BB R R PR BR RIS 265 28 RIS MR T AR S it SR X
2H 5256540 NC inhibitor 21 \miR - 525 - 5p inhibitor £ .sh — NC £ %1 sh — UBE2C
HY Transwell 12 2 8 H 70 5 h (173.62 £23.46) . (82.05 + 14.17) .
(84.69 £13.82) ,(143.48 £19.81) , (139.57 +18.24) F1(105.93 £ 16.25) 1,
AP TR 50 I (22.65 +4.01)% , (53.34 £8.93)% . (51.46 +8.81)% .
(37.52 £5.86)% .(34.83 £5.27) % F1(48.75 £6.19) % , LK 1 FiRFEbR S
F R4 H % . miR - 525 — 5p inhibitor £ 1) | iR 8 #r 5 NC inhibitor 41 %5 .
sh - UBE2CAL1Y EikfEHR Y sh — NC 44, FEGE 14 L2 R A S # R X
(¥ P<0.05), 7ESIYI/KF b, ShP Al (PMS 20 3 %) miR - 525 — 5p inhibi-
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Abstract; Objective
plantamajoside (PMS) on the growth and metastasis of non — small cell
lung cancer (NSCLC). Methods A549 cells were divided into control
group ( normal culture ), model group (40 pg + mL™' PMS), NC
inhibitor group (40 pg + mL~" PMS + NC inhibitor) , miR - 525 - 5p
inhibitor group (40 pg + mL~" PMS + miR - 525 - 5p inhibitor) , sh -
NC group (40 pg + mL™'PMS + miR - 525 - 5p inhibitor + sh — NC)

To investigate the regulatory mechanism of
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and sh — ubiquitin conjugating enzyme E2C ( UBE2C) group (40 pg - mL~' PMS + miR - 525 - 5p inhibitor + sh —
UBE2C). Transwell assay was used to evaluate the invasion ability of A549 cells after different treatments. Terminal
deoxynucleotidyl transferase — mediated dUTP nick end labeling assay was used to evaluate the apoptosis of A549 cells
after different treatments. At the animal level, mice were injected with A549 cell suspension (5 x 10°/100 wl) to
construct the NSCLC model. They were randomly divided into model — M group, PMS group (50 mg - kg™' PMS) ,
miR —525 —5p inhibitor — M group (50 mg - kg™' PMS + miR — 525 — Sp inhibitor) and sh — UBE2C — M group
(50 mg - kg™' PMS + miR — 525 — 5p inhibitor + sh — UBE2C). All groups were treated for 5 days with once a
day. The size of the transplanted tumor was measured with a ruler every 7 days, and the transplanted tumor was removed
and weighed on the 28th day. The number of Transwell invasions in control group, model group, NC inhibitor group,
miR - 525 - 5p inhibitor group, sh — NC group and sh — UBE2C group were 173.62 + 23.46, 82.05 + 14.17,
84.69 +£13.82, 143.48 + 19.81, 139.57 + 18.24 and 105.93 + 16.25, respectively; the apoptosis rates were
(22.65+4.01 )%, (53.34+8.93)%, (51.46 = 8.81)%, (37.52 +5.86)%, (34.83 £5.27)% and
(48.75 £6.19) % , respectively. Compared in model group and control group, compared in miR — 525 —5p inhibitor
group and NC inhibitor group, compared in sh — UBE2C group and sh — NC group, there were significant differences in
the number of Transwell invasion and apoptosis rates (all P <0.05). At the animal level, 28 d tumor volumes of model
- M group, PMS group, miR - 525 —5p inhibitor — M group and sh — UBE2C — M group were (966.30 £176.53),
(495.70 £52.40), (841.10 £121.25) and (623. 80 +105.85) mm’, respectively; the tumor weight on day 28 were
(1.43£0.52), (0.75£0.21), (1.32 £0.43) and (0. 85 £0.26) g, respectively. Differences of the tumor volume
and weight between PMS group and model — M group, sh — UBE2C = M group and miR —525 —5p inhibitor - M group
were statistically significant at the 28th day (P <0.01, P <0.001). Conclusion PMS can significantly inhibit the
growth and metastasis of NSCLC by regulating the miR —525 —5p/UBE2C axis.

Key words; plantamajoside ; microRNA — 525 - 5p/ubiquitin — conjugating enzyme 2C molecular axis; non — small cell

lung cancer; proliferation; invasion; mechanism

JE 7N 20 i B 985 (non — small cell lung cancer,
NSCLC) VE y fii g 14 5 UL 2 B, 95 38 249 o8 il 9 114
85% ,PHBEZ ] TR itk 7 B IRIG YT AL IR T 5F
FB B 5 77 AL 25 W) A RO 5 i) S ) A= T B
B PRGN BRI B AT A R T AL
RS 5 R 5 R bR AR LR G AT T
(plantamajoside , PMS ) /& $i2 iU T+ Hh 24 42 1ij B A4 17 14 A
g3 FHCHIFFE W, PMS BB A 40 il 185 Ibe g = S 55
bR AN e AR L 12 RS A E2C (ubiquit-
in conjugating enzyme E2C, UBE2C) /&7 ZEH it A
RGO SRS, AE L FOENE MR v ik 13 .
FEdR , UBE2C S5 iy & A G FH R ZE R T2 1)
FAEDT . ARBRSE 3 i 7 NSCLC 40 JHd J% 3 Ay,
ETEIRTT PMS 520 NSCLC A K L #% i VB FH AL,
LUK NSCLC [ #E a6 7 S (B 6 YT SR M

MH 5T %

1w
Zh  JC4F & W IR A& (specific pathogen free,

SPF) 95| iV BALB/c #REL 40 H, BLIS 4 J], 145 &
18 ~22 o, HRIBER R4 ik, sh¥y B PV ik
SCXK( f5t)2022 - 001, A< 52 55 28 Je i) 17 v 5 B2 Be 3
P ZE 51 A (e 35 :20240130) .

SR AR /N g 20 L ( AS49 ) VR A
(HEK 293T) , ¥ 5 L1 2 AR A TR A A .

Zim 5 F PMS, MiA%: 45 20 mg, 4l .
99.26% , it 5350847 , 3£ [E MCE A w477, /M
PR — 525 — 5p M4 55] ( microRNA - 525 — 5p inhi-
bitor, miR - 525 - 5p inhibitor ) | [H {4 Xt R 1 ) 55
(negative control inhibitor, NC inhibitor) ,miR - 525 - 5p
UM (miR - 525 - 5p mimics ) | {74 % B A 40 4
(negative control mimics, NC mimics) , ¥J4 ¥ EA:
YA 77 Trizol {7, 38 [F Invitrogen /A H] 4 75 ;4% £
RV, v R DU A= W R IR B A2 775 i
A= I, EEER R A R A R ) A 7 5 IR 7
R - BEE R EINIOLE R A M HE SV (quantitative
real time polymerase chain reaction,qRT — PCR) 4 |3z,
F &, ¥k 2 E Thermo Fisher Scientific /7] 4 775 9
JGER WS PER R &, B L st R R IR
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H) 42 77 ; Lipofectamine ™ 2000 i 7 &, 3% [ Invitrogen
NHEAE 4,6 - K -2 - R (47, 6 - dia-
midino — 2 — phenylindole , DAPT) 4t {8 3% | JFL v/ A Vi %
#EEPRIC (terminal deoxynucleotidyl transferase — medi-
ated dUTP nick end labeling, TUNEL) 2 J{g & T= 46 Ui
M, B Bl Em RAEWHEARA R A A A7
miR —525 =5p UBE2C , T il BE - 3 — W IR i 0 1l
( glyceraldehyde - 3
GAPDH) U6 /MZ RNA (U6 small nuclear RNA primer,
U6) 51#41L) J sh — NC sh - UBE2C, #4y b4 T4
WA PR A5 o

{88 C-1000 qRT - PCR 1% .043BR50095 H jik
1% .ChemiDoc XRS #EiZ 1% 2 4t , ¥ 0935 [ Bio - Rad
ZN T il Multiskan GO 22 DI RER R X, 38 [ Thermo
Fisher Scientific /¥ &) 72 ffr; IX53 2% 56 B i85, H A&
NikonZ\ F] 7= i
2 RK®WHE
2.1 #HRBSKLE
2.1.1 Zpigs"

HEK 293T 205 10% a4 13 1% 555 &
1% %555 Z B AL K B Eagle 35 3% £ ( Dulbecco’ s
modification of Eagle’ s medium, DMEM ) 35 3%, 40 g &
T 37 C 5% CO, 555 %37 ; AS49 411 FH % 10%
JRAFE I 1% TR 2R 1% 4% 55 2= RPMI 1640 K57
SEETR VA E T 37 °C 5% CO,BE 3R R B SR, 1%
YU A TR 2 80% LA b st F ke g 1 AL Wi i, R A7
S
2.1.2 @MSHESRHGFE

O HY AS49 4AJid, BEAIL 73 %) FRA 525
ZH .NC inhibitor 4] .miR — 525 - 5p inhibitor 4] .sh — NC
4l .sh - UBE2C 41, Hh S: 8 4145 7 40 pg + mL™
PMS S5 20, NC inhibitor 21457 40 pg - mL~' PMS +
¥eYt NC inhibitor, miR — 525 - 5p inhibitor 4] %5 ¥
40 pg - mL ™" PMS + %t miR — 525 — 5p inhibitor 4 i1,
sh —=NC ZH%5F 40 pg - mL™" PMS + %54 miR - 525 - 5p
inhibitor + sh - NC, sh - UBE2C ZH %57 40 pg - mL ™"
PMS + #: 4% miR - 525 — 5p inhibitor 1 sh — UBE2C %
B, R IR R B SR, Hop,sh = NC @515 -
TTCTCCGAACGTGTCACGT — 3’ sh — UBE2C ¥ 3.
5" = TGTATGATGTCAGGACCATTC -3’
2.1.3 WKk FE B X WS IE UBE2C F0
miR —525 - SpHyEBFRE R

FH starBase £ FE WM UBE2C F1 miR - 525 - 5p
HISEAR R . H97% UBE2C — WT Fi1 UBE2C - MUT Ji

— phosphate dehydrogenase,

%7, AR UBE2C — WT il UBE2C — MUT J&i ki,
H Lipofectamine™ 2000 i 7| & %% UBE2C - WT 5
UBE2C - MUT J& k43 5155 NC mimics 1 miR — 525 - 5p
mimics 5% YL 78 HEK 293T 40 i v, fp 5k 4% 24 h )5,
W AE A FLAN I 244% , 1L 350 x g B5.0> 10 min, B 3%
W20 L, FF A0 K B2 6 R Bl S 100w, iR
GA R E DOCER G
2.1.4 qRT -PCR il A549 4R AR AR IS4
miR -525 —5p #1 UBE2C fJ mRNA 831 %&ix7kE"

UL PR S B AS49 4, F Trizol 3857 2 BUA ] b
P 4 5 RNA R IR S e s 59738 . T 24k
95 °C 10 min 95 °C 15 5,60 C 1 min, ¥ 1 40 MG
LL GAPDH F1 U6 1E Ry N 2, i U AS W] 4k 4L 21 44 Jfd
miR - 525 = 5p 1 UBE2C ¥] mRNA #Hxf kK.
27 A AT AN E A
2.1.5 Transwell SL36¥fH AS49 AZ A RNIERF
HEEEH"™

BB SR T 4 C kAR mfk, B /N,
LT e RPMI 1640 3557 364% I 12 8 119 LU 4 #5 B¢
HFEA/NENIMA 100 wL,37 CHEF 1 ~2 h, 175
TR B [ J5, T 24 fLAR A E 10% fif 2R 13 1Y
RPMI 1640 3557 5L 800 wl, A549 4fig% 2. 1. 27 th ik
B, B RPMI 1640 5842355758 1 mL F 840, B 41
MU 200 pL R0 F/NE N, BT 37 CH M s
7 24 h U AL, W s fLAR N B 7R 5 B AL 4%
Z B WE 800 L, ¥ /N Horp B E 40 15 min,
THUE/INE 2 K, FRALINA 1% 25 5 %5 800 pL 4L
15 min, 3FYE/NE 1O/ EEN T, 0 R0 s8It
I3 BB
2.1.6 TUNEL XI5k AS49 LA ELIEEH
TR

F42. 1. 27 A RN Y, $32 B TUNEL 40 08 72485 I
P & ULH B AT ERAE, A TUNEL % 68386 't 197
A 1 h,DAPL HESEYA 10 min, FE R E A, HZE
WA, TR T, A TR (%) =
TUNEL FHPEA0 %/ S i4L x 100%
2.2 X
2.2.1 R

¥ 40 H SPF 42 51 #E 4 BALB/ ¢ /)N Bl o7 P ] e
1 JE) G Y5027 i 2% A /) 200 it s A5 78 453 8 S 5 20 R
IR AR 0 HL Rl BE TR 80% 1) AS49 Zi it
INABRERER 2% th K AN TR B 5 x 10°/100 L 2
P M B, VK R A8 o 75% LT BN RGN
s SRR R, 1 mL 3 5 2 4 i B 100 L
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W B A 2 /N B MM s b I 3, 22 0B Bk
FHMR S 25040 /N B R 2R 4T 55, 30 s, B 1k 40 i 2
HhE .
2.2.2 BN BSBRHTE

FEBA R 5 W ) 40 HUINERBEHIL 43k 2l A5 78
4 PMS 41 .31 miR — 525 — 5p mimics 41 . 314 sh -
UBE2C 4,541 10 H, PRl i 5 24 h I
fl gk I s 5 50 mg - kg ™'0.9% NaCl, 5K 1K,
HELLLGZN 5 d;PMS 4 35BS 24 h i 38 o I R G
50 mg - kg™' PMS, fE K 1 K, LA 5 d; 514
miR - 525 - 5p inhibitor 2 : £ F PMS 41, B #f ik i 5
miR —525 - 5p inhibitor, 5 K 1 IR, L2425 5 d; 30
sh — UBE2C 41 : £ T 5% miR - 525 - 5p inhibitor 41,
ek 5 sh — UBE2C, 53K 1 1K, iEZ 4525 5 d,
2.2.3 MELHENRBEENERAMNY

Pt/ ERAS AR BT, B 7 RO o 45 20
SRR R AR AR e IR A AR = K18 x
722, A e A AN R R AR, HES
28 Ko 5528 K ALHEAS AL /N, B 5 B, Bk i
SR /N AR o i
3 FitFEaeE

FH SPSS 26. 0 #4743t o M. TR
x = sFN, WAL IE] LA A ST AR AR ¢ K55G

# R

1 {E4MSIE UBE2C 2 miR - 525 —5p B HE80ER
starBase Z{45ZE & L UBE2C J& miR — 525 - 5p 1)
TELEREAT, WLIEl 1, miR — 525 = 5p inhibitor 41 F1 NC
inhibitor 1 f) miR — 525 - 5p A XF & ik K 43 5 A
0.34 £0.08 F11.00 +0. 15, UBE2C mRNA H{%f 3 ik
JKF-k 1.96 +0.28 F11.00 £0. 17, miR - 525 - 5p
inhibitorZH 4 ' miR — 525 - 5p F1 UBE2C mRNA [
AT IR K- NC inhibitor 21 [LAL, 7E G015 | 2%
SH G E X (¥ P <0.05), NC mimics 41 5
miR - 525 - 5p mimics 411 UBE2C WT 2¢ 62 i 14
A3k 2.36 £0. 15 F1 1. 69 +0. 12, UBE2C MUT %%
ZWGE G P4 Bk 2.28 £ 0.18 F1 2.24 + 0.16,
miR —525 —5p mimics 21 UBE2C WT 9% Z /G E S
NC mimics 4 LA, FEGE 2% L 22 A G B X
(P <0.05), Ti miR - 525 — 5p mimics 41 " UBE2C
MUT 562 1% 5 NC mimics 4 L8R, TE45 112 1
ZERIGIHFEX(P>0.05),

UBE2C 5", ACAUGCUGCCGAGCUCUGGAA..3'

miR-525-5p 5'...UCUUUCACGUAGGGAGACCUC...3'

1 starBase Wiz K45 &0 E2C(UBE2C) A/ IMZ HE 8
(miR) —525 - 5p RYHLIA & R R &8s A0 E L R

Figure 1 Target relationship and binding site relationship

between ubiquitin conjugating enzyme E2C ( UBE2C ) and
microRNA (miR) - 525 —5p predicted by starBase

2 PMS %t A549 ZH B R miR —525 —5p/ UBE2C &i%
=pp=A

SIS AT 40 pg - mLT' PMS B 40, NC
inhibitorZd 457 40 pg - mL ™' PMS #1 NC inhibitor i3 &
Ay, miR - 525 - 5p inhibitor 41457 40 pg - mL™'
PMS 1 miR — 525 — 5p inhibitor §% F 42, sh - NC 4
57 40 pg - mL~" PMS_ miR - 525 - S5p inhibitor FI
sh — NCHE & 41 1, sh — UBE2C Z045 T 40 pg - mL™"'
PMS miR - 525 - 5p inhibitor Fl sh — UBE2C 5 & 4fl
JfL, X B2 I 4 5

R4 525 2H NC inhibitor 20, miR - 525 - 5p
inhibitor £ .sh — NC £l sh — UBE2C 4] miR —525 —5p
AT FE B K FE 45k 1.00 +0.16,2.43 +0.29,
2.25+0.26.1.61 £0.21 1. 68 +0.23 2. 17 £0.25,
UBE2C mRNA A X} 2 3K 7K F 4351 24 1.00 £ 0. 14
0.57 £0.08.0.62 +0.09.0.94 +0.12.0.96 +0. 13 fI
0.71 £0. 10, S5 20 41 il Ff miR — 525 - 5p il UBE2C
mRNA [ HI R FR K- 5 % R4 H 858, R G832 b2
S Gl X (8 P <0.05); miR - 525 - 5p
inhibitorZ] 40}l # miR — 525 — 5p #1 UBE2C mRNA [
FAXT 23k 7K 5 NC inhibitor 20 H %, TESE 127 | 2%
BB L (¥ P <0.05); sh — UBE2C 41
miR =525 —=5pfl UBE2C mRNA [ #H %F 3 ik /K % 5
sh-NCH LA, ERItF L ERARITFEX
(P<0.05),
3 PMS @383 miR - 525 - 5p/UBE2C % & I
AS49 HRERBATE5EE

XTHRZH (5256 2H  NC inhibitor 24 . miR - 525 - 5p
inhibitor £ .sh — NC ZH fl sh — UBE2C £ Transwell 1%
ZEHH 43R (173,62 £23.46) (82.05 +14.17) |
(84.69 +13.82) . (143.48 +19.81) . (139.57 +18.24) fil
(105.93 = 16.25) 4>, 40 4 34 1= K 4> 5 A
(22.65 +4.01)% . (53.34 +8.93)% . (51.46 +8.81)% .
(37.52 +5.86) % . (34.83 +5.27) % F1(48.75 +6.19) % .
ST AH L 1R 22 B0 A M T R S R R A L AR, A
Gt L ERYWASRIT2E X (¥ P <0.05);
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miR - 525 —5p inhibitor 41 4042 7850 ANHE I 1= %
5 NC inhibitor 41 tLAE, FE G812 b 25 F YA G it
X (# P<0.05) ;sh - UBE2C 4140 fa 2722415k . 40
MIPHT- %5 sh - NC 4 A, fEGe it 2% 2 R A 5
AR (¥ P<0.05) , WK 2,
4 PMS &1 iB$E miR — 525 — 5p/UBE2C 3 i /)]s
RETHEEEK

SRR RIS 24 h JF IR E M R O
50 mg - kg ™' 0.9% NaCl;PMS 41 : #4245 24 h FFG3E
oM T 5 50 mg - kg ™' PMS; 34 miR - 525 - 5p
inhibitor 21 : 5 T PMS 41, 2 # ik i3 5 miR - 525 - 5p
inhibitor; 314 sh — UBE2C 4. 3£ F3h#) miR - 525 - 5p

inhibitor 41 , FE## Ik sh — UBE2C, & 413 R K 4524
LR, ELLLG25 5 d,

YA PMS 20 %) miR - 525 - 5p inhibi-
tor ZLFN 34 sh — UBE2C 41/ RS AR AR 15 O I 35
1o 5528 KA, PMS 41/ U T B HUR YIRS i
oW R LR, ES i EERA R EE XL
(P<0.01,P<0.001) ;3% miR - 525 - 5p inhibitor
AN T B AR R S it 5 PMS 4 4K,
g it b5 A %1% &8 X (P<0.01,
P <0.001) ;3% sh — UBE2C 2/ R 2 T B AE T 1Y
5 FE 531 miR -525 —5p inhibitor 2H iR AE
gitr 2R AR (P <0.01,P <0.001)

B2 ZRT T (PMS) i@ g 8 miR - 525 - 5p/UBE2C
Figure 2

R AS49 LAY 7€ ( x 100)
Plantamajoside ( PMS) affects invasion of A549 cells by regulating the miR — 525 — 5p/UBE2C axis( x 100)

1: Control group, 0 pg + mL.~' PMS incubated A549 cells; 2; Model group, 40 wg - mL~" PMS incubated A549 cells; 3: NC inhibitor group, 40 pg + ml ™"
PMS + NC inhibitor incubated A549 cells; 4: miR —525 - 5p inhibitor group, 40 pg - mL~' PMS + miR —525 - 5p inhibitor incubated A549 cells; 5; sh —
NC group, 40 g + mL =" PMS + miR - 525 —5p inhibitor + sh — NC incubated A549 cells; 6 sh — UBE2C group, 40 pg + mL.~' PMS + miR - 525 - 5p
inhibitor + sh — UBE2C incubated A549 cells.

R AR AL BT AP /) 240 At 9 MR8 A A 52 (2 £ 5)

Table 1 Effects of different treatment groups on the growth of non — small cell lung cancer (x +s)

Volume (mm?®) Weight(g)
Group n
7d 14 d 21 d 28 d 28 d
Model - M 10 148.30 +£23.82 255.20 +74. 39 607.50 +152. 37 966. 30 +176.53 1.43 £0.52
PMS 10 154. 60 +£26. 37 241.10 +82.74 438.20 +106.58 *  495.70 £52.40* **  0.75£0.21" "
miR =525 - 5p inhibitor - M 10 139.70 +19. 06 259.30 +76.52 562.90 +131.73%  841.10 £121. 25" 1.32 £0. 43"
sh - UBE2C - M 10 144.80 +24.54 273.40 +86.76 454.30 +129. 64 623.80 £105.85%%% 0.85+0.26%%

PMS; Plantamajoside; Model — M group:0. 9% NaCl; PMS group: 50 mg - kg ™' PMS; miR —525 —5p inhibitor — M group: 50 mg - kg ~! PMS + miR - 525 - 5p
inhibitor; sh — UBE2C — M group: 50 mg - kg~' PMS + miR - 525 — 5p inhibitor + sh — NC inhibitor + sh — UBE2C; Compared with model — M group,
*P<0.05,**P<0.01," ** P<0.001; Compared with PMS group, *P <0.05," P <0.01,** P <0.001; Compared with miR - 525 - 5p inhibitor - M
group, 24P <0.01,2%4P <0.001.

PR E 1/ % DEP Z5Fsiiy vy 2 55w A AR T B
b ) Ay 4 Y S S R AR 8 W R AR T A
NIRRT R UBE2C R A% Al 00 1) i s 2 2, B 4G

o

miR - 525 - 5p 7E Z R i b L M E . 22
FRAE B SE K B, miR — 525 — Sp ELA 10 46 J5¢ I3 9 4
NuHasE |12 28 FGE % B4R L. ) 284500 BF o A B,
UBE2C 7l givh B, H SRR E S84
P24 5. ZHANG %" jf 58 % 3, UBE2C i i

/NRFF A, PMS S 2 iR AP g Y, HoAA
R FUEALTE " o AT AN S35 RN S
RIS A R UESE T PMS AY4T NSCLC /R, b, A
Wik S B E T UBE2C J& miR — 525 - 5p 1Y)
ELAEHER, B miR - 525 - S5p AL k4% UBE2C, Jf
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H. PMS LbFER] F- 5 AS49 4H il miR - 525 - 5p K-,
K&k UBE2C /K °F, X # 78 PMS W[ B i i i %
miR =525 - 5p/UBE2C il R ¥EH U MEF

TE 5 18 3k 20 BF 5 b, & vk v R BA 1
NSCLC JEMEMIMER , K] FIRRUE HCHE 1 1A/1B -
BeE3 - 1 UEMCER IA/IB - 43 - 1T R
FLFRIR BOME AR 1 335, /b A0 8 W5 &
AP T, T T RSN BT B, AR s R T T R G
A MMTV G070 KRR 4 A B - AR K
-, 146 NSCLC 4R 22 Mg, sl whoe &
PR, B 22 G R A I 3 3 e 3 48 AT A A0 i A K
T2 2,500 Janus YR 538 BTSRRI A
TR 1 ek, M NSCLC 41 il 36 5 T 7% 5
(28, M vk i . ZHANG 261 R & 3, Kbtk
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