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Abstract This article investigated the effect of AU (aucubin) on the radiotherapy sensitivity of esophageal
cancer cells (EC9706 cells) and its effect on RhoA/ROCK (Ras homolog gene family member A/Rho-associated
with curly helix binding protein kinase) signaling pathway. EC9760 cells were treated with aucubin at concentra-
tions of 0, 25, 50, 75, 100, and 125 pmol/L for 24 hours, and the cell survival rate was measured by CCK-8 as-
say. The optimal concentration of aucubin was screened for subsequent experiments. EC9706 cells were grouped:
Control group; radiotherapy group (6Gy group); AU group; AU+6Gy group; AU+6Gy+RhoA activator group
(AU+6Gy+Naciclasine group). Cloning formation experiments and Edu assay were used to detect cell prolifera-
tion. Flow cytometry was used to test cell apoptosis. ELISA (enzyme linked immunosorbent assay) was used to
measure TNF-a (tumor necrosis factor-a), IFN-y (interferon-y), and IL-2 (interleukin-2) in the supernatant of cell
culture medium. The phalloidin staining method was used to observe the cytoskeleton. Western blot method was
used to test the level of Bcel-2 (B-cell lymphoma-2), Bax (Bcl-2 associated X protein), E-cadherin, N-cadherin,
RhoA and ROCK proteins in cells. The esophageal cancer transplant tumor model was constructed, and the mass
and volume of the tumor were measured. Western blot was used to test RhoA and ROCK proteins in tumor tissue.
Compared with 0 pmol/L, AU at concentrations of 25-125 pmol/L could reduce the viability of EC906 cells. There-
fore, 100 umol/L AU was selected for subsequent experiments. Compared with the Control group, the 6Gy and AU
groups had greatly lower cell clone formation number, Edu positivity rate, the level of TNF-a, Bcl-2, N-cadherin,
RhoA, and ROCK proteins, while had higher cell apoptosis rate, and the levels of IFN-y, Bax, E-cadherin, and IL-
2, as well as the fluorescence intensity of F-actin (P<0.05). Compared with the 6Gy and AU groups, the AU+6Gy
group showed manifestly lower cell clone formation number, Edu positivity rate, and the levels of TNF-a, Bcl-2,
N-cadherin, RhoA, and ROCK proteins, and had greatly higher cell apoptosis rate, and the levels of IFN-y, Bax, E-
cadherin, and IL-2, as well as the fluorescence intensity of F-actin (P<0.05). Compared with the AU+6Gy group,
the AU+6Gy+Naciclasine group showed manifestly higher cell clone formation number, Edu positivity rate, and
levels of TNF-a, Bel-2, N-cadherin RhoA, and ROCK proteins, while had lower cell apoptosis rate, and the levels
of IFN-y, Bax, E-cadherin, and IL-2, as well as the fluorescence intensity of F-actin (P<0.05). The nude mice trans-
plant tumor experiment showed that compared with the Control group, the weight and volume of the nude mice and
the protein levels of RhoA and ROCK in the 6Gy and AU groups were significantly decreased (P<0.05); compared
with the 6Gy and AU groups, the weight and volume of the nude mice and the protein levels of RhoA and ROCK in
the AU 6Gy group were significantly decreased (P<0.05). AU may enhance the radiotherapy sensitivity of esopha-
geal cancer cells by inhibiting the signal transduction of RhoA/ROCK pathway.
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AU(Z[Z >99.49%). Annexin V-FITC/PI4 fits
TSR IR & (595 - HY-K1073). CCK-8iR7 & (F%
51 HY-K0301)J § MedChemExpress A 7] ; & & i
411 2 EC9706K H -3 [ ATCC; RhoAf5 51l %
1% 771 Naciclasine( 41 & >98%) 1 H Jb 5t 7 B AL 7
HIRAF ; MR FEA T -o(tumor necrosis factor-a,
TNF-a)(£%*5: JL10208). 141/ % -2(interleukin-2,
IL-2)(T% %5 : JL14113). T4t 2 -y(interferon-y, INF-y)

%5 JL12152). ELISARG &I H LAY
RHE A IR 23 ] 5 B4k EL98 5 14 -2(B-cell lympho-
ma-2, Bel-2)($5: 3498). Bcl-24H5¢X 2 [ (Bcl-2 as-
sociated X protein, Bax)(#%5: 2772). b 5% % (E-
cadherin)(T2'5: 3195). #1£45 % & [ (N-cadherin)( 5%
51 4061). RhoA(T%5 : 2117). ROCK(#%5 : 4035)
— P H EECSTAH]; GAPDH(1E5: ab9484) I
PLRIgG —Hi(F2 5 ab6721)I4 H FE[E Abcam /A 7
1.2 ¢RpRFIEh4)

U RAFIIECOT06 41 il B T-37 °Cli /K 190 s
PO E 5, 22584 °C. 1000 r/min 025 min)a, Yk
B, FHRPMI-16405% 415 35 5 (10% FBSHI11%3L
Pi)E B, K H R A S B T7S R TR,
iR B T 37 °ClER. 5% COM 7%,
48 hfil, 1E 25 T L5405 BE 22 31 90% LA |
I, FHBEEE W AL 4T .(37 °C. 3 min)iEAT 40 I R ALAR
R, A R8s

5JE W SPFZ¢BALB/c#R R 24 R, AT & 16~18 g,
) B 22 2 W FE R AR A R A 7] [SCXK (&) 2024
0006]. AHFFLAH lEE 5 TN RER NI EZ
G EREAT, A FRE S 202403017,

1.3 CCK-8;£1 M2 A1E5E

B KT ECO70641 T, 4 B8 AEFL 5x10%4
Y1 B ) 2 e A B 96 FLEE FRAR N, ARV (0
25. 50, 75. 100. 125 pumol/L)'[{JAUAL¥24 h,
HeME AL, FFLF 20 pLIfCCK-8IK R, 4kshs
Fra h, &b B, £E 450 nmfER KOG TR E % 42
PRLERT R S FEE AL, 0 R 8 L O 2 A 1Y
AUTERIREE .

AR, T AR, F3 s AN R 7 & (0 Gy
2 Gy. 4 Gy. 6 Gy. 8 Gy. 10 Gy)f1 6MV-X5f2&
GFIE: %5 Gy/min, 5 H740x40 cm?, JHEHLEE100 cm,
225 kV, HRETERES 30 cm) &5, 24 h/E 4T CCK-85K
55, TG0 M 3G FE I 2R, 5 ik g LR TBOT R &
1.4 ZRAE5r 2R R ALTE

HUAL T3 A K IR ECO706 41 i, 4 v LA
N SZH : XA (Control4l ). JEUTH4L (6Gy4l). AU
4. AU+6Gy4l. AU+6Gy+RhoA % 7 41
(AU+6Gy+NaciclasineZl ). ControlZH A4 ; 6Gy4H
KH6 GyHI6MV-XHT £ RE 5T EC970641 224 h); AU
YA A 100 pmol/LiK B (1) AUALFE EC970641 i 24 h;
AU+6GyZH 2 FHR 4100 umol/LIAUALFEEC9706
Y24 h, FH 6 Gyl 6MV-X5 £k I8 5 EC97064H
i ; AU+6Gy+NaciclasineZH H 100 umol/Lf#¥) AUF!
30 pmol/Li Naciclasine b3 EC970641 L, 7 H
6 Gy 6MV-X5f 2k BT EC970641 8. %20 EC9706
Y FL[F R 5524 he
1.5 FiR=pESLIE

BUG B0 K 1 ECO7064H i (1x108/4L )#fhT-
6FLAR Y, 4% B 1410 73 20 3 S A B A 4T, 1572
Je , WEES A4, FH 4%% 5 H RS = R E 52 10 min,
PBSYL G, T 0.1%0 45 S S Yl = 35 N5 %
ZH 20 A €420 min, PEd AT S 7E AR N ISR %
ZHECT064H i 7 P17 I »
1.6 EduiEiN4HpaiEsE

U6 B0 K 1 ECO70641 0 (1% 108/4L )#fh T
65U, 1% 1.4 A BE T 158597 24 hfg, I\ Eduiss
TRAE3T °C R L[ B2 h, PBSYLIE, 4% 2 K HEE =
M € 15 min; PBSPESS, 0.1% TritonX-100 % it 57
H20 min; PBSTEER, FEFLIMAS00 pL st (Click) %
EBTR A 355), 2 il DG F 30 min; PBSPRER, AL
HIAN 500 uL DAPIHARAEAZ , =i T EOELIFE 15 min.
PBSIE VLG , R AL 4 B A IR AR IR R
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BU6T B4 K 1 69 ECO70641 i, (1% 10%/4L )i T
6FLAR, T2 IR 1410 7320 7 &, X - ZH A L Ak 224 h, 1L
XA IFEL4 °Cy 1000 t/min£»5 minZfR
3, PBSXFAHMIBEER 20K, FERBEG G R ES (4 °C.
1 000 r/minf 05 min) %R FIGWR . H1500 pL 1x ik
IR AR (145 5 22 Ph i (1% Annexin binding buffer) &
A, [F RPN S uL Annexin V-FITCA15 uL
PURA 2], B T =R E 15 min. R
M A 2% 20 ECOT06ZM Al HE4T % YA, 1A L
FT R,

1.8 SRR F oK A&

U 04 K 0900 ECO7064 i (1% 10%/4L )BT
6FLIR, T2 MR 1.4/ 73 2077 58, W 4B i i2E 47 24 hifd)
AbEE, W B LA LI FTE T, AR IR ELISA R & it
B HEAT R o 00 52 25 2L 40 B b 35 ¥R 1 TNF-as
IL-2. INF-yHI& &

1.9 REIRFEEEMNEZMAME LR

BUU 804 K 16 ECO7064H . (110841 ¥ fh T
6FLIR , #2 M8 1.411 50 7 58, W& 24347 24 hit)
MR EUREE , EE T 4% 2 R 2 10 min, ZiE
AL 10 min(0.1 %f TritonX-100), YR IK =R
YL 810 min, PIZ IR 445 min, 7206 B0 T W%
A e A O
1.10 Western blot#;lRhoA. ROCKZE H7K¥F

BU6T B4 K 1 69 ECO70641 i, (1% 10%/4L )i T
6FLIR, R 1.4 734007 %, W& 40 gk 47 24 hik
B0 %2 B AT R HOCER , 4R T4 (1 PBSTE
V3R, FHXIGAEA °CL 1 000 r/min K05 minZ
i, T4 FIRIPABE 2L AR B B A MU e, 4 °CHLf#E
30 min, $EHCHANM R . B AR Sox
FAERABATIREN E . LA40 pelf) EFEEIEIISDS
BRI B B Ak, O H AR B B 2| PVDF
b, 5% I AR A =R E 2 he TBSTHME,
Jii 5 Bax. Bcl-2. E-cadherin. N-cadherin. RhoA.
ROCK—#i(31:1 000){E4 °CH&M PN E, =i
5 E PU(1:10 000) 1 ho BEEEHE T H ECLA G
XTI 5, Imaged XA 70 A 8 K FEAE
1.11 RERBEELR

I R RS R 20 0.2 mLIY EC79064 iy
BV (5 107/ mL)EEFh B BRI HT, 27 w4t MRS

TR R LB 7 9440 ControlZH. 6Gy4H .
AU, AU+6Gy#l, #2416 . ControlZ1iF 425 & ¥
A ERIK ; 6GyHIEZ YT, IR 6 Gy/d, L3R
AUHES AUZGY), 5K 5 mg/kg!™; AU+6Gy2H [F] i}
2T FAUZGY), 515 6GyZH I AUZH AL 3 5 72
MR Sl 4G, AFEHTE AR, X P
ORENAV T el el b A W NG P LW wal i
R . Western blotyZE A I 83 2H 2 H Rho A il
ROCK 1 H R IETKF-
1.12 FitZEHHh

AW TR Gt B Tl SPSS 25.048 i1 24 3 A 4>
MrAbEE . TF & ORI A i 22 (k) R, 240
[ (1 22 S5 LU 3 SR R 3R 5 22 40, AL R B AR
F SNK-g#6 56 . 24 P<0.05fF, H5E 2 7 HA G it

2 H#R
2.1 AUXTEC970640RE5E 1R 220

50 umol/LIJAUELHR, AUN25. 50, 75. 100
125 pmol/LiA FE 5t [l N 35 AT Y 2 PRI ECO 706 4H Jifd 1)
571 (P<0.05). 4 AUMRFEN & & 125 pmol/LE, 4f
L% AT 100 pmol/LENAT T . It , k4%
100 pmol/LAE WAL BRI AU EE . LK1,

50 GylRgFthE:, f£2. 4. 6. 8. 10 GylR4f
J&5 EC97064H Hi 3 5 1 ] 26 Wil 3 Ft 151 (P<0.05), 1Cso
H7.20 Gy, KRS 6 Gy ST Al &k AT 5 2k .
W2,
2.2 AUXTEC970640RE1E5E H 220

5 Control4l Lk, 6Gy4l. AU4LHIEC97064H i
i B T KR Edu B 14 2 FE 4K (P<0.05); 5 6Gy il
AUZLEL , AU+6Gy4H I ECO70641 Jifd v [ 2 1 Hi A1l
EdulH M3 B 2 K (P<0.05); 5 AU+6Gy 4 Eb#¢,
AU+6Gy+NaciclasineZH [1] ECO7064H il v [ . i L
FIEdulH 3 T 5 (P<0.05). W1, E2f#ES3.
2.3 AUXTEC97064HRE AT HI S0

5Control41 HL#2, 6Gy4l. AUZLIECI70641 i
TR BaxtE A RIE/KFR2ETHE, Bel-2dEHE
1B 7K I8 35 PR (P<0.05); AU+6GY 4L FIEC970641 fil
FTR . Bax® ARIE KT B3E & T 6Gy4LfAUAL,
Bel-28 H KA K123 K (P<0.05); 5 AU+6Gy
Y Eb 8, AU+6Gy+NaciclasineZ1 1] ECO7064H Jifg 74 1=
K BaxfE ARIEKFEZFFIL, Bel-2&E ARIAK
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TR E T E(P<0.05). WLE3. E4FE4, 6Gy Ml AUZLEL , AU+6GyZH EC970641 i H TNF-a7K
2.4 AUXTEC97062H i # 4 FiE E B9 52 M B R, INF-y. IL-27K T2 TH s (P<0.05); 5

A% F Controldl, 6Gy. AUZLEC970641 fi AU+6GyZH LE , AU+6Gy+NaciclasineZ] EC970621 il -f
TNF-0/KF A, 1M INF-y.  IL-2/KFTHE (P<0.05); 5 TNF-07K T, INE-y. IL-2 7K~ FB&AK(P<0.05) . W5,

F1 AUXTECY70640585E J1HI52 00
Table 1 The effect of AU on the viability of EC9706 cells

415 YRHLAE I /%
Group Cell survival rate /%
0 umol/L AU 100.00+0.00

25 umol/L AU 94.14+4.25*

50 umol/L AU 87.06+3.71*

75 umol/L AU 80.67+1.24*

100 pmol/L AU 70.99+1.36*

125 pmol/L AU 75.09£1.01*

*P<0.05, 50 pumol/L AU L. n=6, X+,
*P<0.05 compared with 0 umol/L AU. n=6, X¥=s.

2 HHLFIEXECIT0640A0E SIRIFNG
Table 2 The effect of radiation dose on the viability of EC9706 cells

ARGy A I %
Radiation dose /Gy Cell proliferation inhibition rate /%
0 0.00=0.00
2 10.89+8.16*
4 22.64+2.02%
6 41.48+3.74%
8 55.8345.04*
10 64.88+5.84*

#P<0.05, 50 Gyffltt. n=6,x*s.
*P<0.05 compared with 0 Gy. n=6, X=s.

Control 6Gy AU

AU+6Gy AU+6Gy+Naciclasine
= 3 - R

. "4‘ | ‘\ s X | 5. E
Bl SRR ARLIMAUSTECI 70640 A HE5E AT
Fig.1 The clone formation experiment was used to detect the effect of AU on the proliferation of EC9706 cells

Control

6Gy

AU+6Gy AU+6Gy+Naciclasine

E2 Edut@MAUITEC97064H A5 HI5 0T
Fig.2 Edu assay was used to detect the effect of AU on the proliferation of EC9706 cells
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Table 3 The effect of AU on the proliferation of EC7906 cells

5 EdulH#:2/% TR T AL

Group Edu positive rate /% Number of clone formation
Control 52.10£5.16 151.05+15.16

6Gy 38.95+4.31* 83.49+8.08*

AU 43.46+4.02* 94.3249.17*

AU+6Gy 21.3243.06™ 62.08+6.20™
AU+6Gy+Naciclasine 37.12+3.15¢ 109.09+10.56“

*P<0.05, 5 ControlZHAH LL; “P<0.05, 56GyZH A LL; “P<0.05, SAUZLMLL; ©P<0.05, 5AU+6GyZHA L. n=6, ¥+s.
*P<(.05 compared with the Control group; “P<0.05 compared with the 6Gy group; “P<0.05 compared with the AU group; “P<0.05 compared with the
AU+6Gy group. n=6, X£s.

Control 6Gy AU AU+6Gy AU+6Gy+Naciclasine
17.26% 1041 21.54% 25.04% 104119.35% 20.32%

10°413.42% 2.76% 104 16.79% 12.23% 109 19.02%

10° 1074 104 10°

&= 1024 = 10 = 107 &= 102

10'4

6.74%

1.02% 109 3.68% (5.00% /
00 100 100 100 10° 00 100 100 10° 10° 100 100 100 100 10° 100100 102 10°  10° 100 100 102 10°  10°
Annexin V-FITC Annexin V-FITC Annexin V-FITC Annexin V-FITC Annexin V-FITC

5.11% ' 8.42%

.6
e

E3 RN AUITECTI06 4R = #IS200
Fig.3 Flow cytometry was used to investigate the effect of AU on apoptosis of EC7906 cells

A B C D E
Bax s s— A S 20 Da

Bel-2 S S S s — 26 kDa
GAPDH D D S S S 36 D:

A: Control4; B: 6Gy4; C: AUZ; D: AU+6Gy#l; E: AU+6Gy+Naciclasine4 .
A: Control group; B: 6Gy group; C: AU group; D: AU+6Gy group; E: AU+6Gy+Naciclasine group.
El4 AUSTEC79064/EBax. Bcl-2E AR
Fig.4 The influence of AU on the expression of Bax and Bcl-2 proteins in EC7906 cells

F4 AUSTECT9064RMUE TR
Table 4 The effect of AU on apoptosis of EC7906 cells

2H 5 FT-2/%

Gﬂrﬁip Epf;isis rate /% Bax Bel-2
Control 3.78+0.86 0.28+0.04 0.87+0.07
6Gy 15.91+1.11% 0.47+0.05* 0.70+0.07*
AU 22.3743.52%* 0.62+0.05* 0.65+0.06*
AU+6Gy 33.464+2.16™ 1.05+0.08"¢ 0.32+0.05"
AU+6Gy+Naciclasine 27.06+1.15¢ 0.83+0.06© 0.51+0.04¢

*P<0.05, 5ControlZHA Eb; *P<0.05, 556Gy LL; P<0.05, SAUZLALL; ©P<0.05, H5AU+6GyZHAIEL . n=6, ¥+s.
*P<(.05 compared with the Control group; “P<0.05 compared with the 6Gy group; “P<0.05 compared with the AU group; “P<0.05 compared with the
AU+6Gy group. n=6, X+s.
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2.5 AUXTEC97064 I E-cadherin, N-cadherin
ERRIEHEN

T Controldl, 6Gy. AUZLEC970641 i
i E-cadherinRIA KV & % Ft 5, N-cadherin/K ¥
B K (P<0.05); 56G. AUZLEL, AU+6Gy4
EC970641 ffil 1 E-cadhering ik /K *F- & 3 F+ &, N-
cadherin/ZK V- {2 3 [ (P<0.05); 5 AU+6Gy4l Lt ,
AU+6Gy+NaciclasineZd EC970641 g - E-cadherin#
IE IR IR 3 FEIG, N-cadherin/K~F 32 25 FF 5 (P<0.05).
LSRRG .
2.6 AUXTEC97064H/E Z2H0 200

FH% T Control4, 6Gy. AUZLEC97064H il -HF-

actin¢ Y650 F i 2 71 (P<0.05); 5 6Gy Ml AUZL L,
AU+6Gy4 ECO70641 il H F-actin Y63k % 2. & TF i
(P<0.05); 5 AU+6Gy#l L, AU+6Gy+NaciclasineZH
EC97064H i H F-actin¢ 58 5 {2 2 411K (P<0.05).
LE6FIZET
2.7 AUXFEC97064Hf RhoA. ROCKZEHFRIA
AL

T Control4, 6Gy. AUZH EC97064H g
RhoA. ROCKH HEIEKF-kb (P<0.05); 5 6Gy.
AU L, AU+6GyZHl EC97064H ff - RhoA. ROCK
A RIE KT B E B (P<0.05); 5 AU+6Gy4l Ll
5, AU+6Gy+NaciclasineZl EC970641 i - RhoA .

5 AUXTEC9706ZMAEFTNF-a. INF-y. IL-27KHIE0H
Table 5 The effect of AU on the levels of TNF-a, INF-y, and IL-2 in EC9706 cells

ek

TNF-a /pg-mL™" INF-y /pg'mL™"! IL-2 /pg'mL""
Group
Control 155.95+10.14 125.1245.45 38.01+£2.49
6Gy 89.13+7.42% 174.59+7.68%* 77.74£5.7*
AU 117.67+6.04* 149.91+6.13%* 60.87+3.42%*
AU+6Gy 75.37+4.52% 195.04+9.04% 86.43+6.12%
AU+6Gy+Naciclasine 85.066.45¢ 182.49+9.68¢ 76.92+5.12@

*P<0.05, 5 Control ZHAH LL; “P<0.05, 56GyZHAHLL; “P<0.05, H5AUAAM EL; ©P<0.05, H5AU+6GyZHA AL . n=6, X+s.
*P<(.05 compared with the Control group; “P<0.05 compared with the 6Gy group; “P<0.05 compared with the AU group; “P<0.05 compared with the

AU+6Gy group. n=6, X=£s.

A B

C D E

E-cadherin | seec—c—— . s |35 D,

N-cadherin SRS S s S 140 kDa
GAPDH M S S S S 36 Da

A: Control2il; B: 6Gy#; C: AUA; D: AU+6Gy#H; E: AU+6Gy+Naciclasine# o
A: Control group; B: 6Gy group; C: AU group; D: AU+6Gy group; E: AU+6Gy+Naciclasine group.
El5S AUXTEC79064HRIRhoA. ROCKZEHFRIAAIFN
Fig.5 The effect of AU on the expression of RhoA and ROCK proteins in EC7906 cells

%6 AUITEC97064HARE-cadherin, N-cadherinZ A &IAAIEZN
Table 6 The influence of AU on the protein expression of E-cadherin and N-cadherin in EC9706 cells

415

Group E-cadherin N-cadherin
Control 0.41+0.05 1.04+0.10

6Gy 0.58+0.05* 0.77+0.08*
AU 0.66:+0.07* 0.68+0.07*
AU+6Gy 0.98+0.09™ 0.39+0.03"
AU+6Gy+Naciclasine 0.64+0.06“ 0.70+0.06“

*P<(.05, 5 ControlZHAH LL; “P<0.05, 56GyZHAHLL; “P<0.05, 5AUAAMLL; ©P<0.05, 5AU+6GyHA AL, n=6, X+s.
*P<(.05 compared with the Control group; “P<0.05 compared with the 6Gy group; “P<0.05 compared with the AU group; “P<0.05 compared with the

AU+6Gy group. n=6, X=s.
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Elo RENRFENEECIT06LA S RIRGIENR
Fig.6 Phalloidin staining was used to determine the damage to the cytoskeleton of EC9706 cells

&7 AUSIEC70640 /85 25 I #200
Table 7 The effect of AU on the cell cytoskeleton damage of EC9706 cells

21 5] F-actin’% ;58 )

Group Fluorescence intensity of F-actin
Control 23.14+2.08

6Gy 35.16+3.25%

AU 40.27+3.83*

AU+6Gy 56.28+4.67"
AU+6Gy+Naciclasine 25.394+2.06%

*P<0.05, 5 ControlZHA EL; “P<0.05, H56GyZH M EL; P<0.05, 5AUZLALL; ©P<0.05, H5AU+6GyHAEL . n=6, ¥+s.
*P<0.05 compared with the Control group; “P<0.05 compared with the 6Gy group; “P<0.05 compared with the AU group; “P<0.05 compared with the
AU+6Gy group. n=6, X=£s.

A B C D E
RhoA 4as sees Sap s s 22 kDa

ROCK 4D S5 s s s (60 kDa
GAPDH oy <ib @0 &0 @B 36 kDa

A: Control; B: 6Gy4H; C: AUZ; D: AU+6Gy#; E: AU+6Gy+Naciclasine4H .
A: Control group; B: 6Gy group; C: AU group; D: AU+6Gy group; E: AU+6Gy+Naciclasine group.
El7 AUXECT7906£HAIRhoA. ROCKZE R &RIAMF M
Fig.7 The effect of AU on the expression levels of RhoA and ROCK proteins in EC7906 cells

#*8 AUSTEC790640fIRhoA . ROCKZE R FIAKFHIF M
Table 8 The effect of AU on the expression levels of RhoA and ROCK proteins in EC7906 cells

f;jzlip RhoA ROCK
Control 1.08+0.07 1.36+0.08
6Gy 0.76+0.03* 0.94+0.06*
AU 0.83+0.04* 1.03+0.08*
AU+6Gy 0.63+0.02"¢ 0.50+0.03%
AU+6Gy+Naciclasine 0.71+0.01¢ 0.91+0.02¢

*P<0.05, 5ControlZHAH Et; *P<0.05, 56GyZH M tL; #P<0.05, 5AUZLMHLL; ©P<0.05, 5AU+6Gy4LAH L. n=6, ¥+s.
*P<(.05 compared with the Control group; “P<0.05 compared with the 6Gy group; “P<0.05 compared with the AU group; “P<0.05 compared with the
AU+6Gy group. n=6, X+s.

ROCK H H R IA/KF 3 T 51 (P<0.05). WL 7RI IR/, H RhoA. ROCKZE A # ik KT 3

8. A (P<0.05); 5 6Gy Ml AU A HLEE, AU+6Gy4H.
2.8 AUMBHEBEKIRIoA, ROCKERRIA A EMAEMI /N, HRhoA. ROCKEHRE
A K B G (P<0.05). WLIEI8. 9. EofI%

5 ControlHAH L HL, 6Gy. AU AT &= A1 10.
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A B C D

B o e e e = b

ROCK 4p #wum s s (00 kDa

GAPDH 4D S 4 & . (D

A: Control4l; B: 6Gy#4; C: AUA; D: AU+6Gy4H
A: Control group; B: 6Gy group; C: AU group; D: AU+6Gy group.
&8 AUXIFEHEERhoA. ROCKEHRIEHIE N

Fig.8 The influence of AU on the expression of RhoA and ROCK proteins in transplanted tumors

&9 AUNTHEMERhoA. ROCKEHRIARE N
Table 9 The effect of AU on the expression levels of RhoA and ROCK proteins in transplanted tumors

fifip RhoA ROCK
Control 0.87+0.06 1.15+0.09
6Gy 0.51+0.05* 0.7340.04*
AU 0.64+0.04* 0.99+0.06*
AU+6Gy 0.35+0.02% 0.61+0.03%

*P<0.05, 5 ControlZHAH LL; *P<0.05, 56GyZHARLL; “P<0.05, 5AUZMLL. n=6, ¥+s.
*P<(.05 compared with the Control group; “P<0.05 compared with the 6Gy group; “P<0.05 compared with the AU group. n=6, ¥+s.

Control % Q ' ‘ & &‘
Gy o @ @ @6 L2 &
T
AU+6Gy | B * % . e

¢
"n

E9 HABEEKNE

Fig.9 The sizes of the transplanted tumors in each group

R10 AUNBEHEREMERFE
Table 10 The effects of AU on the quality and volume of transplanted tumors

il TR o /g PR A mm?

Group Quality of transplanted tumor /g Volume of transplanted tumor /mm?
Control 1.34+0.10 170.20+9.53

6Gy 0.86+0.06* 126.09+4.45%*

AU 1.15+0.07* 145.38+5.01*

AU+6Gy 0.72+0.03" 107.35+4.35%

*P<0.05, 5ControlZHHI EL; “P<0.05, H56GyZL M tL; #P<0.05, SAU4LMLL. n=6,X+s.
*P<0.05 compared with the Control group; “P<0.05 compared with the 6Gy group; “P<0.05 compared with the AU group. n=6, X+s.
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