5532 %45 10 1] FEXRAFFERE Vol. 32,No. 10
202645 H Chinese Journal of Experimental Traditional Medical Formulae May,2026

FR A E o TAK2/STAT3 {5 5 38 B0 il AF 71N 20 J il 7 184 78 Al
L AN

FE, AW, BAME, IOk, RS, AL, A, Rk, Kkt
(1. # P EZHKF, KX 430065; 2. #rrswimsE, KX 430065;
3P BHELSER, XX 430015; 4. PEPEHRFR ®ILER, LK% 100091;
5. PEPEHAFRE LGRS, LF 100700)

[(HWZE] BRI FHOREE(Cur) X /NH AR (NSCLC) 41 f 3% 58 5 57 B (4 40 i 76 F B HobL il . 53k A Sh s il v

aob B R IR SIS IE Al Cur 7 P RGBT IG B A T 5 (AR 41 S 00 v, At 38 5 3 P A (CCK-8) 146 0,60, 120,240,360 ,480
600.720.840.960 pwmol- L' /¥ Cur XF NCI-A549 I NCI-H23 4il i 1% 77 0952 0, I PPAG HXT A S 2 41 il (BEAS-2B) 41 g (1)

AN Ve R @& 9256 5 Transwell i 88 52 56 BF Al Cur 4b B S 40 i 1T 72 BE J1 28 4k ; R FH S0 28 20 Ak (THC-P ) A8 I Cur X953 1A

of Janus B 205 5 55 5 5 5 S G BT 3(JAK2/STAT3) 5 538 B i) I 45 ML, SR FH 2R 14 %08 BN 305 7 (Western blot) 6 I 98 {4
%ﬂéﬂﬂH@@é@z‘ik(p)-JAKz\p-STAT&iFﬁéﬁﬁﬂ*ﬁ?ﬁ)ﬁi(PCNA) JE T 4 Jm B 1 (MMP) -2 . MMP-9 m”’“Wﬁ*—HéI%A
(VEGFA) [ I RIK K- R itk — 25 503IF JAK2/STAT3 {5 5 38 [ 7 25 1 550 Hh i VB T, SR 38 6 8 8h 1 Colivelin #4719 &
By, SR RN DR, SERA A, Curfik 5 R A B T B A AR FRTE 1214 d B W BEAIK (P<0.05,P<0.01), ?ﬂlﬁ%
WA 2 42 15 (P<0.05, P<0.01) , e e J3 28 #0937 26k SR B2 0 M40 21, H. Cur 480 SR T i AR A s IR Ahse il b, 58 4L He 4, 120,
240 wmol- L 1) Cur Xf NCI-A549 FlI NCI-H23 41l i) 38 7 1% 410 il 5 W] b e B AR08 74 (P<0.05) , 360 mol - L™ ) Cur M i . % (P<
0.01), 1Mi % BEAS-2B 4 if 1% J5 JC B 5% Wl 5 4 M i A8 S0 00 2 W1, 525 A LU 45, Cur A0 35 99 i 400 0 30 6 238 B v 2 T o 0 35
ik (P<0.01),360 pmol- L™ B 31 fil 5% SR 5 0400 4 4 >4 5 AL 50 30F 87 , 5528 (AL L3, Cur 4198 14 2 41 i i p-JAK 2 (p-STAT3 &
33k W 2 T (P<0.01), Fif PCNA .MMP-2 MMP-9 . VEGFA 5 7R B Cur ¥ & 7t & U] 0 R AIR (P<0.05) s fE R i g 5
25 UL FL 55 , Colivelin Tl Ab HLR 40 Mg 38 58 R B8 R W 8 715 (P<0.05) , M1 G & 11 25 B B 1 (P<0.05,P<0.01). 5 Cur4lltt
&, Colivelin+Cur 21 H 41 il 34 78 % AT B8 5% B3 T iR (P<0.01) A 563K 58 B 3 L (P<0.01). £5i8: Cur fER N AP Y RE B 3%
0 NSCLC ny38 58 5 56 %% , AR FUWLH 5 901 JAK2/STAT3 {55 38 6 i 38005 25 0 AH G .

[kgim] R, /DR, Janus B 2/(5 5 5% 5 5 7 S0 7 3(JAK2/STAT3) 5 53l 5 iE#%; 144

[FESZES] R256;R563;R285 [CERFRIRE] A [XEHS] 1005-9903(2026)10-0034-12

[doi] 10.13422/j.cnki.syfjx.20251630

[M&HERME]  https:/link.cnki.net/urlid/11.3495.r.20250729.1649.009

[MZ&HARBE] 2025-07-30 11:17:32

Mechanisms of Curcumol in Inhibiting Proliferation and Migration in Non-small Cell
Lung Cancer via JAK2/STAT3 Signaling Pathway

QIYu'?, YU Yihan’, HU Linling', JIANG Bo’, ZOU Yilong’, FAN Cunyu’, FAN Yiling’*,
ZHANG Jixian®", XU Bo*™
(1. Hubei University of Chinese Medicine, Wuhan 430065, China;
2. Hubei Shizhen Laboratory, Wuhan 430065, China;
3. Hubei Provincial Hospital of Integrated Chinese and Western Medicine, Wuhan 430015, China;

[KFmBEH]  2025-05-15
[(EE€TH] HdtahEGEHBE ST H(2Y20232003) ; B K G KRB 410 H (82305228)
[E—1EE] FFia, 14, b B 25 05 36 Il 360 i 8 929 , E-mail: qy 13871199637@163. com
LEEMEE] 7 skdkle Wi, AT B IR , DR P ot B2 45 4 B 16 Bl bR B 92, E-mail: jxzhang1607@163. com;;
TRV T DT Y 2R 4 G B A i MR 5T, E-mail: xubo20191207@126. com
. 34 .



532 B4 10 ] HESSEFFFHRE Vol. 32,No. 10
202645 H Chinese Journal of Experimental Traditional Medical Formulae May,2026

4. Xiyuan Hospital, China Academy of Chinese Medical Sciences, Beijing 100091, China;
5. Postdoctoral Mobile Workstation, China Academy of Chinese Medical Sciences, Beijing 100700, China)

[ Abstract]
small cell lung cancer (NSCLC) cells and to explore the underlying mechanisms. Methods: In vivo, a subcutaneous tumor

Objective: To investigate the inhibitory effects of curcumol (Cur) on the proliferation and metastasis of non-

xenograft model was established to evaluate the antiproliferative effect of Cur. In vitro, the cell counting kit-8 (CCK-8) assay was
used to assess the effects of Cur at concentrations of 0, 60, 120, 240, 360, 480, 600, 720, 840, 960 wmol-L" on the viability of
NCI-A549 and NCI-H23 cells, and to evaluate its inhibitory effect on the proliferation of human bronchial epithelial BEAS-2B
cells. Wound healing and Transwell migration assays were conducted to assess changes in cell migratory capacity following Cur
treatment. Immunohistochemistry (IHC-P) was used to investigate the regulatory effect of Cur on the Janus kinase 2/signal
transducer and activator of transcription 3 (JAK2/STAT3) signaling pathway in tumor tissues. Western blot was performed to
determine the protein expression levels of phosphorylated JAK2 (p-JAK2), phosphorylated STAT3 (p-STAT3) , proliferating cell
nuclear antigen (PCNA) , matrix metalloproteinase-2 (MMP-2) , matrix metalloproteinase-9 (MMP-9) , and vascular endothelial
growth factor A (VEGFA) in tumor tissues and cells. To further verify the role of the JAK2/STAT3 signaling pathway in the
pharmacological effects of Cur, rescue experiments were performed using the pathway agonist colivelin. Results: /n vivo
experiments showed that, compared with the model group, the tumor volumes of subcutaneous xenografts in nude mice in both
low- and high-dose Cur groups were significantly reduced (P<0.05), and the tumor inhibition rates were significantly increased (P<
0.05). The inhibitory effect in the high-dose group was comparable to that of the cisplatin group, and the body weight of mice in the
Cur groups remained stable throughout the experiment. /n vitro, compared with the control group, Cur at concentrations of 120 and
240 pwmol-L" inhibited the proliferation of NCI-A549 and NCI-H23 cells in a concentration-dependent manner (P<0.05), with a
significant inhibitory effect observed at 360 wmol-L" (P<0.01), while no significant effect on the viability of BEAS-2B cells was
observed. Migration assays demonstrated that, compared with the control group, Cur treatment significantly reduced the migration
rates of both cell lines in a concentration-dependent manner (P<0.05), with an inhibitory effect at 360 wmol-L" comparable to that
of the cisplatin group. Mechanistic validation showed that, compared with the control group, the protein expression levels of
p-JAK2 and p-STAT3 in tumor tissues and cells were significantly downregulated in the Cur groups (P<0.01), and the expression
levels of downstream proteins PCNA, MMP-2, MMP-9, and VEGFA were also significantly decreased with increasing Cur
concentration (P<0.05). In the rescue experiments, compared with the control group, colivelin pretreatment increased cell
proliferation and migration rates (P<0.05) and upregulated the expression of related proteins (P<0.05). Compared with the Cur
group, the colivelin+Cur group showed significantly increased proliferation and migration rates (P<0.05) , along with significantly
upregulated protein expression levels (P<0.05). Conclusion: Cur can significantly inhibit the proliferation and metastasis of
NSCLC both in vivo and in vitro, and its mechanism of action is closely associated with the inhibition of JAK2/STAT3 signaling
pathway activation.

[Keywords] curcumol; non-small cell lung cancer; Janus kinase 2/signal transducer and activator of transcription 3 (JAK2/
STAT3) signaling pathway; migration; proliferation
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R T MO R AR s 5 aS ALHER A Y
14 di},CDDP 4] .Cur-H 41 . Cur-L 418 B T B AH I
PRFRI I 53 B (P<0.05,P<0.01) . 25498 B i B

F1 CurXERMEEROZI (X+s,1=6)

EU%EWEE(RO 05,P<0. 01> MKFE'”*{WJ ENEAESY
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S IG 2 X R Cur FESL IR H T R4
PEAG 20 R Ar, W 1-%3 . F 1,

Table 1 Effect of curcumol on tumor volumes in mice (¥+s,n=6)
R R B /mm®
4157 Fl i /mg- ke
3d 9d 12d 14d
A 93.54+9.32 132.08+25.87 143.29+25.79 183.67+18.45 223.17+20.57
CDDP# 2 84.29+7.69 98.96+11.87 115.28+15.37 124.83+19.34% 143.23+£23.83%
Cur-H 2 100 92.95+14.25 107.16£16.89 119.14+16.87 134.57+16.22% 159.23+£33.12%
Cur-L 4 50 93.43+15.44 106.18+18.92 119.08+14.45 147.79+23.21" 172.49+£33.21"

e 52 AL R VP<0.05,7P<0.01(F 2-£ 7, F 10 . £ 11[H)

2 CurXBREREMEM (x+5,n=6)

Table 2 Effect of curcumol on weight of mice (x+s5,7=6)

RN
4 51 Fl it /mg- kg
0d 3d 6d 9d 12d 14d
= HHA 20.92+1.20 21.57+1.24 21.85+1.13 21.65+1.36 20.57+1.78 20.50+1.91
CDDP 2 20.32+2.73 20.95+2.04 21.26+2.04 21.25+2.04 19.37+1.43 18.43+1.83
Cur-H 41 100 20.17+1.21 20.87+1.38 20.90+1.15 20.90+1.41 20.05+1.92 20.1242.17
Cur-L #1 50 20.20+1.04 20.63+1.97 20.93+1.97 21.02+1.97 20.05+1.87 20.05+1.41
F3 CurRRMBERERIMNBEAFM (X+s5,n=6) = @ ® ° »
= c = {
Table 3  Effect of curcumol on tumor weights and tumor = 1’7‘%
inhibition rates in mice (x£s,n=6) g— %ﬁé 9 e @
£ 5 Flh/mg- kg MR EUME R /g G /% =®-=
= =
= H4l 1.40+0.10 - =~ -= @ e © ‘
CDDP 41 2 0.430.127) 69.49+6.36% St
R e T
Cur-H#4 100 0.530.07% 62.19+3.18% S = @ . ”
= 0TE L & O
Cur-L 4 50 1.16£0.21" 17.08+13.48" E g -=
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)3 B 00 )V FE IR G S B P B ZE A ) 7] o R )
WE NSO R A0 TS TG I S s, e R AT
P e e, IR 4 .35,

3.3 CurXf NSCLCHifliE# W 5gm 525 4l
&, 24 h Fl 48 h i} 120,240,360 wmol-L" Cur ZH
NCI-A549 I NCI-H23 41 i i £ % ¥ 8 3% F& I (P<

. 38 .

T

i
&
il
L]

llIIIIlIII

® e 00

A B C D
A2 141;B. CDDP 4L ;C. Cur-H4L ; D. Cur-L 41
E1 ZYTRESEARRMERRE
Fig. 1 Tumor volume changes in nude mice of each drug

intervention group

0.01), H B Cur ¥ B Ft+ &5 52 vk B AR M T B% .
Transwell ¥ 25 R Bon , 525 H4 4, 120,240,
360 wmol-L" Cur A iE# 2 /N T A NCI-A549 Fl
NCI-H23 4 ffl % & ¥ & 25wl 2> (P<0.01) ; H
360 wmol- L Cur 41 4 i if % K e {IK , NCI-A549 41
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SRS

4 CurXf NSCLC #ifiE AN (+s,n=3)
Table 4 Effect of curcumol on viability of NSCLC cells (x+s,n=3)

48 h 41 i 2F A7 5%/ %
215 e ¥ /wmol - L7
NCI-A549 NCI-H23
2 H A 100.00+3.62 99.99+6.12
Cur#l 60 95.72+3.87 98.50+9.37
120 88.70+4.09" 84.24+5.67"
240 88.37+3.02" 81.41+4.15"
360 73.41+3.57% 66.20+4.00%
480 66.35+4.38% 54.03+1.83%
600 57.07+5.76% 34.64+0.32%
720 53.63+5.01% 31.26+1.29%
840 42.66+0.96 13.90+1.46>
960 26.59+2.30% 12.42+1.47%

#5 CurX BEAS-2BZMEMH#M (3+s,n=3)
Table 5 Effect of curcumol on viability of BEAS-2B cells (x+s,
n=3)

21531 ¢ /wmol - L 48 h A JLAE A7 32 /%
ek 101.56+2.87
Cur# 60 96.13+4.57

120 95.10+1.88
240 95.40+3.73
360 95.80+4.94
480 93.76+5.10"
640 89.93+6.74%
720 87.62+2.23%

Jifl \NCI-H23 4l it 5 =5 1140 LA 22 57 183 (P<0.01) .
RS R R, Cur 7E M4 T B 2 i NSCLC 4 g
AL RL AE 77, H 5 ok B AOmEPE , BAT 30 NSCLC #%
B, WE2 K3 K6 K4 %7,

3.4  CurX#BUBRASURIIE S M e d
AT 25 5L 7R, 528 (41 He A, Cur-H 214 B 14
221 p-JAK2 il p-STAT3 £ 11 1 B 4 1% 5 (45 8
0,) 223k W VR L FH A A0 ML ) B 2 G R

%6 CurXINSCLCHMXIREBERZIM (X+s,n=3)

Table 6 Effect of curcumol on wound healing in NSCLC cells (x+s,n=3)

’ ---
’ ---
D
Bles o s
Oh 24h 48h

A2 4 ;B.Cur( 120 pmo-L™) 41 ;C.Cur(240 pmo-L" )4 ;
D.Cur(360 pmo-L" )41 ;E.CDDP(50 wmol-L™")2H (14 3 [ 4 f])
E2 CurXf AS49HBXIREE B0 (£ B2 HEL, x100)
Fig. 2 Effect of curcumol on wound healing in A549 cell (inverted

microscope, x100)

>

Q
S
=

le]

24h 48h
B3 Curxt H23 @R AE KRN (5 DR, x100)
Fig. 3 Effect of curcumol on wound healing in H23 cell (inverted

microscope, x100)

JE W E R, BRI R A R A KO B E T %
(P<0.01) ;25 F 4198 (R 20 41 rp p-JAK2 Fll p-STAT3 £

X

NCI-A549 41 il 3T % 2

NCI-H23 40l i 7% &

215 e ¥ /wmol - L™
24 h 48 h 24h 48 h
IEE 47.76+0.85 70.53+2.99 27.05+1.67 73.70+2.29
Curfi 120 31.80+1.20% 58.83+0.32% 19.08+1.17% 52.69+2.99%
240 21.18+3.02% 39.99+2.48% 15.14+1.00 35.60+0.75%
360 11.61+1.64% 22.09+1.76% 6.82+2.29” 26.51+1.17%
CDDP 50 15.11+1.76% 22.13+2.17% 6.03+1.21% 21.80+1.17%

-39 .
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NCI-A549

NCLH23 S5

B4 Cur¥ NSCLC 4HRERBRIRM (45548, %100)

Fig. 4 Effect of curcumol on migration in NSCLC cells (crystal violet, x100)

®7 Cur X NSCLCAMFEHMHM (xts,n=3)
Table 7 Effect of curcumol on migration in NSCLC cells (x+s,

n=3)

TR EUA
2151 e /wmol - L7

NCI-A549 NCI-H23

R 99.99+2.82 100.33+8.41
Cur#] 120 83.00+1.40% 76.88+4.11%
240 61.20+3.42% 55.37+4.56%
360 42.68+5.39% 38.27+3.18%
CDDP 4 50 35.44+3.13% 44.09+4.08”

FBHPE (S Sk . B gh B /R, Cur AT g8 2 4
T JAK2/STAT3 {55 5 18 % 1 385016 78 K PN & 3% Bt g
e, kS K5,

%8 Curxt# B E B p-JAK2 7 p-STAT3 % i%

n=3)
Table 8

8 M (x+s,

Effect of curcumol on expression of p-JAK2 and

p-STAT3 in tumor tissues from nude mice (x+s,n=3)

2150 FlH/mg- kg p-JAK2 p-STAT3
sk 20.38+1.24 15.05+0.35
Cur-H#H 100 8.67+2.36% 11.23+0.73%

1 GHR A e # VP<0.05,% P<0.01(F£ 9 [H)

3.5 Cur X # BUR & Je NSCLC 41 g 3 i 2 11K 5
KFHsEm S, SR AL L3, Cur-H 41
& p-JAK2. p-STAT3 W] & K& % (P<0.05) ,
PCNA ,MMP-9 % ik ] & F % (P<0.05) , MMP-2 }&
VEGFA % ik K ¥ % & 2 F i (P<0.01) . 7E

*9 REMBEBHRXBESEARIE Gxs,n=3)

p-JAK2

p-STAT3

A B
A2 4B .Cur-HAL (K 6 7))
Bl 5 CurXt#&REEBALEp-JAK2 7 p-STAT3I EH R IEH I
(g 284k, x200)
Fig. 5 Effect of curcumol on p-JAK2, p-STAT3 proteins in tumor

tissues from nude mice (IHC, x200)

NCI-A549 FI NCI-H23 4 i v, 5 25 14 [E ¢, 240,
360 wmol-L" Cur 4] JAK2 Il STAT3 ) i ik 1k /K F
5V BE A PE 1 3 R R (P<0.01) ,PCNA K ik U] i
Ui /b (P<0.05, P<0.01) , MMP-2 . MMP-9 } VEGFA
FIk ¥ W E T (P<0.01), B Cur ¥k JE T, LR R
FRE TR, 25 0 EEIR , Cur 76 14K Y FLiA Sh
Y e A R ) JAK2/STAT3 15 53 % 193 7% , I fig
i A7 A5 b 2RI 1230 B U 17 38 G A R B T PCNARI
T M 5 11 MMP-2 . MMP-9 . VEGFA ) F ik , 3
WY JHC AT B 3 g o 4 22 B R FE X NSCLC 41 5 i
BrMmSIER. Wko-£ 11, K 6. K7,

Table 9 Expression of key signaling proteins in tumors of nude mice (x+s,n=3)

4% Fit/mg-kg' p-JAK2/GAPDH p-STAT3/GAPDH PCNA/GAPDH  MMP-2/GAPDH MMP-9/GAPDH VEGFA/GAPDH
EgE k! 1.22+0.09 1.04+0.09 0.89+0.12 0.97+0.08 0.98+0.07 0.91+0.18
Cur-H 21 100 0.87+0.10" 0.72+0.02" 0.68+0.02" 0.76+0.04% 0.75+0.03" 0.65+0.06

3.6 Colivelin % Cur 845 NSCLC 4 1 3 58 Kz 1T R85k

MR EAE 5 a5 4 e, Colivelin 41 NSCLC

41 M B BE 5 g O R B2 fig o B B 88 5 (P<0.05,
. 40 -

P<0.01) , NCI-A549. NCI-H23 4i i ' PCNA.
MMP-2, MMP-9 } VEGFA & H £ s W & I
(P<0.05,P<0.01) , $#£ 78 JAK2/STAT3 5 5 il f& 7%
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F10 CurXNCI-AS4OMfIp X BESEARIENEI (+s,n=3)
Table 10 Effect of curcumol on expression of key signaling proteins in NCI-A549 cell (x£s,n=3)

5 W/ wmol-L' p-JAK2/GAPDH p-STAT3/GAPDH PCNA/GAPDH  MMP-2/GAPDH  MMP-9/GAPDH VEGFA/GAPDH
s 1.23+0.18 0.86+0.11 1.20+0.09 1.114+0.196 1.2840.17 1.27+0.17
Cur#l 120 0.70+0.12% 0.58+0.09% 1.00£0.08" 0.50+0.09 1.23+0.08 0.87+0.13%

240 0.40+0.11% 0.32+0.10% 0.89+0.02% 0.36+0.06> 0.61+0.02% 0.60+0.11%
360 0.25+0.11% 0.15+0.03% 0.81+0.04% 0.30+0.09% 0.52+0.09% 0.41+0.02%
F11 CurXINCI-H23 AR XBESEQAREMNFM (x+5,n=3)
Table 11  Effect of curcumol on expression of key signaling proteins inNCI-H23 cell (x£s,n=3)

W WEEF/umol-L' p-JAK2/GAPDH p-STAT3/GAPDH PCNA/GAPDH MMP-2/GAPDH MMP-9/GAPDH VEGFA/GAPDH
= HHA 1.20£0.17 1.03+0.24 0.95+0.07 1.07+0.02 1.11+0.14 1.31+0.13
Cur#i 120 1.03+0.11 0.59+0.16 0.89+0.11 0.76+0.16" 0.77+0.13" 0.93+0.04%

240 0.79+0.04% 0.32+0.09% 0.75+0.04" 0.72+0.23% 0.54+0.18% 0.57+0.12%
360 0.57+0.01? 0.19+0.07% 0.62+0.02 0.36+0.18% 0.39+0.12% 0.38+0.08%
DIAK2 ‘ — NCI-A549 NCI-H23
PJAKY  wdh o % w8 o 4 130kDa
p-STAT3 - 80 kDa .
- . - . a p-STAT3 W s S G e e 80 KkDa
PCNA -— 36 kDa PCNA e o oo . = wme oe —.,  36kDa
MMP2 b - = D A == — T2kDa
72 kDa
MMP-9 s e e we — w— = 7@ K]y
Rad
MMP-9 - 78 kDa VEGFA o e " - 24 kDa
— —— — — 3] kD
VEGFA - . 24 kDa GAPDH == 2
A B C D A B C D
GAPDH L — 37 kDa . . : !
WA %5 14 ;B.Cur 120 wmo-L "4 ; C.Cur 240 wmo-L "' 4 ;
A B D.Cur 360 wmo+ L4
Ee BERMEHLEEESEAREAEK E7 NSCLCHifahXxBESEARIEBIK

Fig. 6 Electrophoresis of expression of key signaling proteins in

tumors of nude mice NSCLC cells

A HE NSCLC A e i B e R . 525 4L L8, Cur
2H 2 Tl 20 M Y 1 B BE ) RN AT B BE ) 38 W R R
(P<0.01). 5 CurdlL#, Colivelin+Cur 41 () CCK-8
AW F 1 (P<0.05,P<0.01) , WJR @ & 32 B W1 fn
(P<0.01), Transwell 5 i 40 fd 0 81 & I~ 7+ (P<0.01),
H PCNA MMP-2 MMP-9 % VEGFA % 1% 5 i &
L 2R BEARIFEE L (P<0.01), LiRZEHEFE A B c

Fig. 7 Electrophoresis of expression of key signaling proteins in

D
i, Colivelin RE W% 7F — & F¢ FE I Wi %% Cur X¥f NSCLC TE AL %5 1415 B. Colivelin 41 ; C. Cur 41 ; D. Colivelin+Cur 41

2 Ji 384 5 R 5F RS A0 90 VR BT — b 4R ARy (FO-EITRD

STAT3 {Z 538 % 7] e #F Cur 845 NSCLC 4 i 1% 58 A1 B .x100)

B 8 Colivelin & 2 3t NCI-A549 4B X IR &L & HO S M (13 & 2

it *5&’ Ul [ EP 7/{ ﬁ%%,ﬂz FH o LK 8- 11, %E 12- Fig. 8 Effect of curcumol on wound healing of NCI-A549 cell

%E 16, after Colivelin treatment (invertal microscope, x100)

<41 -
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Oh

24h

48 h

A B

B 9 Colivelin 4t ¥ X NCI-H23 40 i1 %] JR &1 & B9 &

% ,%100)

0 (2] E

Fig. 9 Effects of curcumol on wound healing of NCI-H23 cell

after Colivelin treatment (invertal microscope, x100)

NCI-A549 }

NCI-H23 |

B 10 Colivelin & I X} NSCLC AR I B IERA B & (45 &

#£,%100)

Fig. 10 Effect of curcumol on migration of NSCLC cells after

Colivelin treatment (crystal, x100)

NCI-A549

NCI-H23

o E s de -

PCNA oo AP

MMP-2

- - =
—

—

36 kDa

72 kDa

78 kDa

o - -

GAPDH = e s e s 4B @IS @D &SNS 37 kD2

A B C D

A B C

D

B 11 Colivelin 0¥ NSCLC ifah X BESEARIEE K

Fig. 11  Electrophoresis of curcumol on expression of key

signaling proteins in NSCLC cells

% 14 Colivelin X NSCLC M XIRAARFI (x+5,n=3)

%12 Colivelin 4b 32 3§ NSCLC 40 M1 #5H I BN (ks  n=3)
Table 12 Effect of curcumol on proliferation of NSCLC cells after

Colivelin treatment (x+s,n=3)

KO 5 /%
215 e /wmol- L
NCI-A549  NCI-H1299
e 77.34+1.03  0.919+0.021
Colivelin 41 0.1 88.22+4.01"  1.049+0.041"
Cur 360 47.86+2.37%  0.568+0.028%
Colivelin+Cur 2 0.1+360 64.55+3.06>  0.683+0.026"

528 (4l L #R VP<0.05,2P<0.01; 5 Cur 41 L 4% ¥ P<0.05,
YP<0.01(F 13-F 16[d)

F 13 Colivelin &t EE X NSCLC A MER M T (x+s,n=3)
Table 13 Effect of curcumol on migration of NSCLC cells after

Colivelin treatment (x+s,n=3)

TR EA
2151 e ¥ /wmol - L

NCI-A549 NCI-H23
2 HA 99.99+4.00  99.99+4.62
Colivelin 41 0.1 117.25+6.00" 119.49+6.00"
Cur#l 360 38.1244.00  46.04+4.00
Colivelin+Cur 41 0.1+360 53.43+6.00"  70.54+6.00"
4 g

il 988 2 4% 2R 0 B P K 9 23R 0 BB R i e 1
PRI 22—, il 96 20 RS AN 3R B0 A = T BR A 2
RE 1,38 By 38 2o vk T 2 G0 R0 I VA9 B 1) R ML

KB LR 2 A A A e R R W R
() TS A A A7 RS H RGBT A & NSCLC #%
*ZE’\J%%#@%%YE?HT???%,@%ﬁ‘ﬂi%ﬁ’ﬂxﬁfi
JO7 A Ry 2 X AEAR KRR B b i 2 T A I PR S B
SRS v 5 R P T A 35 S S = 3 g A R
IF-fiE 1% 1 ) NSCLC 3 5 5 56 8% 19 K AR 259, AL
YT BE A A R T I —

*@Iﬁﬂi’éi)\ﬂa I 78 2 Jii 9 & AR R T S R
1 5 B ALY L B — W AR B A O R —
B, R0 gE AR O A T IV RS T K A
L A A A Ay S A A 9 B B 1 SR PR F

Table 14 Effect of curcumol on wound healing of NSCLC cells after Colivelin treatment (x+s,n=3) %
NCI-A549 411l 3T 7 2% NCI-H23 4i i iF £ %
2151 e ¥ /wmol - L
24 h 48 h 24 h 48 h
ek 47.57+0.88 64.68+4.00 30.04+1.61 67.67+1.13
Colivelin 41 0.1 63.45+3.00% 76.85+4.00" 37.40+1.17" 74.05+1.12%
Cur4l 360 13.13+2.00” 23.81+2.00% 17.43+1.33% 28.04+1.33%
Colivelin+Cur 41 0.1+360 27.73+2.33Y 39.77+0.75% 24.24+1.23Y 38.64+2.29%

<42 -
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F 15 Colivelin &b EE Xt NCI-AS49 il f X BIEEFBARIEMWEM (i+s,n=3)

Table 15 Effect of curcumol on expression of key signaling proteins in NCI-A549 cell after Colivelin treatment (x+s,n=3)

41 51 W /umol-L"  p-STAT3/GAPDH PCNA/GAPDH  MMP-2/GAPDH  MMP-9/GAPDH  VEGFA/GAPDH
24 0.83+0.096 0.86+0.09 0.75+0.02 0.94+0.10 0.72+0.01
Colivelin 4 0.1 1.120.09% 1.11+0.06" 1.03+0.04% 1.18+0.05" 1.14+0.04"
Cur#l 360 0.39+0.07 0.43+0.08 0.20+0.12 0.60+0.05 0.39+0.04
Colivelin+Cur 41 0.1+360 0.75+0.14" 0.84+0.04" 0.65+0.19" 0.85+0.11" 0.81+0.05"
%16 Colivelin A I3 NCI-H23 MR X BESEAREMNFI Gi+s,n=3)
Table 16 Effect of curcumol on expression of key signaling proteins in NCI-H23 cell after Colivelin treatment (x+s,n=3)

2541 W JZ/wmol-L"!  p-STAT3/GAPDH  PCNA/GAPDH MMP-2/GAPDH  MMP-9/GAPDH  VEGFA/GAPDH
=K 0.83+0.03 0.56+0.09 0.72+0.13 1.00+0.11 0.81+0.20
Colivelin 41 0.1 1.03+0.11" 0.88+0.06 1.08+0.07" 1.30+0.11" 1.11£0.21%
Cur4l 360 0.36+0.05 0.18+0.03 0.35+0.04 0.57+0.07 0.33£0.12
Colivelin+Cur 41 0.1+360 0.62+0.10" 0.29+0.01" 0.57+0.08" 0.76£0.11" 0.53+0.13"

PRI, 0 A8 7 R 7 B 06 it 9 33 58 A B vh B MEFE R T, ik B A RAF 2 etk & —fEA It

FEHA o FEARNE AT IR R )z N B 3 I
PRS2, HoA 30N B 9IEIE 52 BLA 2 A4 ) i
TR IR . JEREF ST R FRARAR 25 HERU 56
B Z2 W i Ay 22 8 R 0]l 1L A VEGFA A S 19 48 A=
Ja i, R o e 1 KR ST AR R
N FHATESE i, FEAR 1A R0 P B 53 B0 T M B A 4 i e
J7 T I 25 4R NSCLC i 45 % /B B IR IP O IR
BUIE 28 Y E YL (HAR B A, CurfE N AR
FEIEE A S 2 — |, CIE S % 22 Bl o AT B
IHRIRR SR, HXF NSCLC 345 FE 7% iy 76 1) K
BLHIAATE 2 AR AT

A WESE 7R, Cur 75 A& P R S 52 56 v 34 g i
il NSCLC 4= K 55 %% . Ae 34 540 i Jr i, 2h 4
B2 T B AR R ) R Cur o i A K B AT B 5 400 2k
VERL, Him i 2 S 5 CDDP 3T . 41 il CCK-8 SZ 5
FW B R BE Cur(360 wmol-L") , % NSCLC 48 jits 2.
A B BE AR, G R A e T, R
HRC SR PR T R T M 5 A A R B B O T, A i R R
A S50 A Transwell 5250 45 R 2 B, Cur XF NSCLC 4
JitL S % 68 7 0 400 A 2 A v i v
Cur (1 25 4525 CDDP; A , A WF 528 WAL T
Cur 9% & A S W) 5256 v, Cur 4/ BRUMR BT i 4%
-, R WL 3 WY Il 3 Mk B 5 0 o R R
Cur XF 1E 5 40 M 5 m 1 RA7 2 bk . i sc e %
W, e Wk B2 Y Cur X 1E 8 SR8 bR 4 i s O T
BH 8 5 0, 45 % X PR 40 i B — R RO 1B B T B
PEAVE 00X I H 4240 i G R A . 2E BT
W, Cur AALHE R N A1 226 30 18 3% 04 Bt i g 2 &

RIS 1) R AR BT IeE Ar

JAK2/STAT3 {5 5 i@ #% J2 18 45 fib Jed 40 i 184 5
R GBS 5 . B 58 3R W, 9% 38 B% 7 NSCLC
o S B O RS, O 5 e 0 P e O b B
M A R 1E 2% UIAH O, 2 78 H7E NSCLC & JiE i
b B 0 SR Sh VR T, 8 2 0 7R 1 IR 7 OC B AT
A0 HOET, $E 1 JAK2/STAT3 3R I7 5 W& 1 Hit
J¥bJeE 25 Wy it % B B T ) o SR, A S A o R
i A7 T PR 22 AT AN BT RN BRI K A ]
R R TR R R 0 R AR R LA A A
G O RORNAR 2 80 SR AR R AE L, A X
JAK2/STAT3 {55 53 [ (1 48 0] 36 97 2 (4 T 37 i A 5%
Y

AW 58 K Bl Cur it NSCLC 1Y HL il 5 4 )
JAK2/STAT3 {5 5 il B AH OC . s AL 45 R WoR
Cur 1] I 25 B {4 BRI 988 20 21 9 p-JAK2 il p-STAT3
M 3¢ 15 7K F . Western blot 43 #7 #F — 25 4F 52, 7F
NSCLC 40 il K #8 #& v, Cur &b 8 & 2 FE (K T
p-JAK2/GAPDH #il p-STAT3/GAPDH, 7+ F i T 5
ik 92 184 5 A 2 B8 %% U AH G ) PCNA \MMP-2 MMP-9
M VEGFA iy & ik K o iR 45 R 42 8 Cur X
JAK2/STAT3 {5 53 it Je Ui R f 43+ BoA W 35 1Y
WEER . Mt — 4 56 0F JAK2/STAT3 {5 5 i [ J2:
HAF T Cur PLNSCLC HVER , AR R T
PRI S . 45 R R, JAK2/STAT3 {5 5 i % i 5h
# Colivelin fig 4% 2 1F NSCLC 41 g () 3% 7 Fl 1T #% g
73 3 Ho 396 5 Cur X 3% M 2% 5 04 0 i /6 1 . Western
blot 45 2 . 7 , Colivelin i &b 3 {X fig I NSCLC

. 43 .
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2 il  PCNA .MMP-2 . MMP-9 f1 VEGF & H 1) 3 (7] FRAR BRI . b 25 B0k /I 40 M i s A5 JH BIL AT 58 2R J (7]
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