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TEE:HR EIUH Z I HIIE 2 AR SR 2/ 5 55 S 55 s F 3
(JAK2/STAT3 ) i Bt &4 Al Ma s s Al T/ e bL . ik AT
B & - 8 (CCK - 8) Gifi i A [ 7 f2 Aly fe 22 % KYSE150 20 B3 J) 119 52 1 LA 356
PEMIR VR EE o 4% KYSE150 4l M AR ¥k 43 S %) HRAL (R BRI 35 ) IR i S 36 41
(10 pmol « L™"Hlifz ) IR SCHE41 (40 pmol - L™ Hlifz %) JAK2/STAT3 3§
BEAMHIFIZH (20 pmol + L' AG490) \JAK2/STAT3 38 F 3875 20 (40 pumol - L™
iR AN 10 pmol - L™ F GEHR AL) o 5 -1 -27 - BLAURT (Brdu) Yook
FRr 290 f Brdu BFP: 20 3R, FH 5 R T B SIE 56: 32 A0 440 L e A T J B3 o, i
SRS IO i RS BEHE SN (RT — qPCR ) 54 0 48 58 1 T2 AR DG R R %5k,
FH U ARG D I T3 R s IR A T IR B A T 10 2 - AR
T -5 - ZBEMRHR I K i 4512 ( TUNEL ) 48 16 il 41 g TUNEL FHPE 2, &
B B A I JAK2/STAT3 5t i AH 5 2 1 3R 38 , T fe g 20 A vk A vl e %
KYSE150 4t Jifd #f B A B A8 Ki — 67 A% (Ki67 ) i 40 2 A K 5% T
ZR M EX KYSELSO 4G 724 B0 il e B B30T 40 pumol - L1 XF R4
MRF SR 2 30 SC IR 41 JAK2/STATS3 5l 4 1 4l 35 41 F1 JAK2/STAT3 5 i
BOEFIZ KYSELS0 40 Brdu BH: 3R 4350k (58.64 £5.23)% , (46.23 +4.05)% .
(21.05 £3.04)% .(23.62 £3.15) % F1(35.98 +3.21) % ; BT 5k 45 B K
(102.36 + 10.25) ., (78.64 + 7.21) . (50.05 + 4.32) . (52.39 = 5.03) f
(61.55 £5.12) A4~ 4L IR 1 B1 ( CyelinB1) {5 A% R (mRNA) FH X 23k
T4 1,02 £0.11.,0. 74 £0.05 0. 45 0. 04 0. 48 +0.05 F1 0. 62 0. 06;
2 SR A 2 KR8 1 (DKL) mRNA A X 23k K P40 5100 1. 03 £0.07,
0.62 +0.05,0.27 + 0.03,0.30 + 0.04 F1 0.51 = 0.04; I T- %4> 3 H
(4.15+0.42)% . (15.62£1.02)% . (29.65 +2.03)% . (27.84 +1.98)% Fi
(19.66 +1.20) % ; TUNEL BH4: 243> 5 47 (8. 65 +0.82) % . (20.64 +2.03)% .
(37.68 £3.05) % .(35.62 £2.16) % Fi1(28. 14 +2.01) % ; B 4 ffu bk 988 — 45K
B (Bel —xl) mRNA AN KK 4350 1,02 £0.07.0.72 £0.06.0. 41 £0. 04,
0.44 +0.05 10.59 £0. 05;B ZHHIHREL I -2 B (Bel =2) mRNA %%k K F
4359 1.01 £0.05.0. 59 £0. 04 0. 36 +0.03.0.39 £0.04 1 0.50 0. 03, fEH
ST B R S A L e JAK2/STAT3 53 B4 0 41 55 % BR AL AR L, 3 70 o
SEHYLH L I JAK2/STAT3 388 B&AM il 7 41 5 150 F S 440 L, JAK2/STAT3 3 %
BERAS mARSEAMLL, PRERERITTF L EFEAERITFE XL
(#P<0.05) , LEFRERSEERH, shixt B4 Sh (50 SER A AN shi e 3Rl = S e
ZHREARF 4 (1 287. 65 £98.54) (821,22 +71. 65) F1(425. 39 +37. 69) mm’ ; [}
JEEAN N (1,85 £0.12) ((1.20 £0.09) F1(0.73 £0.05) g; MRi 414 f Ki67 FEER
A3RIIHR(69.52 +5.36) % (44.35 £3.12) % F1(20.06 +2.85) % , By il s
LI FARTERR S B PR IR LL , S A SE g 20 0 Rt bn S sh IR s g
AL, G P ERA G FE (¥ P <0.05), &it k2@
JAK2/STAT3 {553 fif , @ &30 898 KYSE150 4N s Hpeat Had T,
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Abstract: Objective To investigate the effects and mechanism of naringenin inhibiting the non — receptor tyrosine
kinase 2/signal transducer and activator of transcription 3 (JAK2/STAT3) pathway on the proliferation and apoptosis of
esophageal cancer cells. Methods The effects of different doses of naringenin on KYSE150 cell viability was screened
using cell counting kit —8 (CCK -8), and naringenin concentration was selected. KYSE150 cells were sequentially
divided into control group ( conventional culture), low — dose experimental group (10 wmol - L~' naringenin ),
high — dose experimental group (40 pmol + L~' naringenin), JAK2/STAT3 pathway inhibitor group (20 pmol - L~
AG490) and JAK2/STAT3 pathway activator group (40 wmol + L' naringenin and 10 wmol + L™' coumermycin Al).
The 5 —bromo =2 ’ - deoxyuridine ( Brdu) positive cell rate was detected using the Brdu staining method, the number of
cell clones formed was detected using the clone formation assay, the expression of proliferation and apoptosis related genes
was detected using reverse transcription real — time fluorescence quantitative polymerase chain reaction (RT — qPCR), the
apoptosis rate was detected using flow cytometry, the terminal deoxynucleotide transferase mediated 2’ — deoxyuridine —
5’ — triphosphate notch end labeling ( TUNEL) positive rate was detected using the TUNEL staining method, the
expression of JAK2/STAT3 pathway related proteins was detected using Western blot, and the effect of naringenin on the
growth of KYSE150 xenograft tumors Ki —67 nuclear antigen (Ki67) and tumor tissues growth in nude mice was detected
using immunohistochemistry. Results The half maximal inhibitory concentration of naringenin on KYSE150 cell viability
is close to 40 wmol - L.™". The Brdu positivity rates of KYSE150 cells in control group, low — dose experimental group,
high — dose experimental group, JAK2/STAT3 pathway inhibitor group and JAK2/STAT3 pathway activator group were
(58.64 £5.23)% , (46.23 +4.05)% , (21.05 +3.04)% , (23.62 +3.15)% and (35.98 +3.21)% , respectively; the
clone formation numbers were (102.36 £10.25), (78.64 £7.21), (50.05 +4.32), (52.39 +5.03) and (61.55 +£5.12) cells,
respectively; the relative expression levels of CyclinBl messenger ribonucleic aeid ( mRNA) were 1.02 + 0. 11,
0.74 £0.05, 0.45 +0.04, 0.48 £0. 05 and 0. 62 £0. 06, respectively; the relative expression levels of cyclin dependent
kinase 1 (CDK1) mRNA were 1.03 £0.07, 0.62 £0.05, 0.27 £0.03, 0.30 0. 04 and 0. 51 +0. 04, respectively; the
apoptosis rates were (4.15£0.42)% , (15.62 £1.02)% , (29.65£2.03)% , (27.84 £1.98)% and (19.66 +1.20)% ,
respectively ; the positive rates of TUNEL were (8.65 +0.82)% , (20.64 +2.03)% , (37.68 +3.05)% , (35.62 +2.16)%
and (28.14 +2.01)% , respectively; the relative expression levels of Bel —xI mRNA were 1.02 £0.07, 0.72 £0.06,
0.41 £0.04, 0.44 +0.05 and 0. 59 +0. 05, respectively; the relative expression levels of Bel —2 mRNA were 1. 01 0. 05,
0.59 +0.04, 0.36 £0.03, 0.39 0. 04 and 0.50 +£0. 03, respectively. Compared control group with low —dose experimental
group, high —dose experimental group and JAK2/STAT3 pathway inhibitor group, compared low — dose experimental group
with high — dose experimental group and JAK2/STAT3 pathway inhibitor group ,compared high — dose experimental group with
JAK2/STAT3 pathway activator group, the above indicators all showed statistically significant differences (all P <0.05).
In nude mouse experiments, the tumor volumes of animal control group, animal low — dose experimental group and animal
high — dose experimental group were (1 287.65 +98.54), (821.22 +71.65) and (425.39 +37.69) mm’, respectively; the
tumor masses were (1.85+0.12), (1.20 £0.09) and (0.73 £0.05) g, respectively; the Ki67 positivity rates in tumor
tissues were (69.52 £5.36)% , (44.35 £3.12)% and (20.06 £2.85)% , respectively. The above indicators of the animal
low and high — dose experimental groups were statistically significantly different from those of animal control group, and
the above indicators of the animal high — dose experimental group were statistically significantly different from those of
animal low — dose experimental group (all P <0.05). Conclusion Naringenin clearly inhibits the proliferation and
promotes apoptosis of esophageal cancer KYSE150 cells by suppressing the JAK2/STAT3 signaling pathway.
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— WY . PEIRIE AR AT IS A R 2/ (5 5
LHFEE R F 3 (Janus kinase 2 / signal transducer
and activator of transcription 3 ,JAK2/STAT3 ) {5 53 I
TEANIHETE oAb B S e 3 S5 A v & A Y
TER B, JAK2/STAT3 {5530 8% 114 800 12 36 98 20
HusggE IR A T BT, AR ST B RS
i Rz 2208 4o I 45 JAK2/STAT3 3 4 X £ 45 98 4 o A7
S BIFENE L SR BB R I PRIG T R B 8 S
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P AR KYSELISO 4uffikk X E w24
B¢ HET — 1A ZfJifaik , X0 5 28 FE SRR R b O

¥ AEL(BALB/c —nu) , Bl 9 ~10 J4, K5
18 ~22 g, T g ow DU AR WY B B A A BR 23 il 2
Hto B AIE S SCXK (#2) 2020 - 0005, A SZ 4
20 F 391 v DU AR )RR A BR A R s 18 B2
GLaAtHE (/B PRI :2024 - 538)

WA AR, A A S mg, Al 99. 28% ,
HE2 L HY - NO100 7 5252 Al (JAK2/STAT3 38 14
W), MU B S mg, 21 . 99.86%, it 5.
HY — N7452 . AG490( JAK2/STAT3 3 B3 61 30) . Hks -
B 5 me, 4l . 99. 86% , it 5 . HY - 12000, ¥ i 5 H
MCE 725 &) 4 7= 40 it 3 80 77 & - 8 (cell counting
kit —8,CCK —8) |33 e s S 52 0 i i 3R 5 W B S I
(reverse transcription quantitative real — time polymerase
chain reaction, RT — qPCR) i 20 M 8 TG I A o 3t
SERATIRIE RO 1Y 27 — B4R -5 — =R ik
MK ¥iFRic (terminal deoxynucleotidyl transferase 2’ —
deoxyuridine 5’ — triphosphate nick — end labeling, TUNEL)
gefa P M Ki - 67 #% 3% JR& (Ki =67 nuclear antigen,
Ki67 ) G Ak i) &, S8 iy BT 3 B W) A 7
5-JR -2" —4AJRFF (5 —bromo —2° - deoxyuridine,
Brdu) Je i, A at 2R3 00 2 ) 47 Brdu \p - JAK2 |
JAK2 .p — STAT3 STAT3 8 — actin HT{K f Alexa Fluor
488 FNHMR T F ALY EF (horseradish peroxidase, HRP)

PRICH B, B R SR A R A

{28 Feyond — MF200 JEiA7{X, WriLHi/H R ES
N VersaXRM 615 5 {7 [ 4% ] 2 /8 Wl 7=
il s ABL Q3 PCR Y, &[] ABIL A H]7™ i ; CytoFLEX 4
AN, e[ D1 5 2 2 IR 77 s E — Gel Imager SR
F5¢, 2[5 Invitrogen BHELA ] ™ o
2 XWAHE
2.1 #ApaiEs"

KYSEL50 F & 10% G4 1135 M 1% 5 75 5= - i 5%
RIRG TN RPMI - 1640 52 155738 HET - TAF &
10% G4 M7 M 1% R R - R RIBGH WM
HET - 1AL 58 ekt , &1 37 C 5% CO, fEAE
JE P A0 M 5 7748 TP LR 24 o
2.2 CCK -8 1 #&E R REF 24 K =3 KYSE150
4HBRE e

AT 5 B8 5 3 B9 KYSELS0 #11 HET — 1A 4y
AL 1 x 10* 442 Fp 51 96 FLAR L, 15 5% 2 40 i b
BEJG A 04T A B, S0 20 8 I AS [v) e B Al Fz R (5
10,20 .40 180 wmol « L™") ARG 73, Xt B4 A %5
RS Il 2 R R 5k, 2 B UM A SRR
AT R IR rA 4 EE 55 48 h, KERgh
FE , BALEIN CCK -8 WIRIFEE 2 ho BRI
ZFLAMMIAE 450 nm I K AL 5625 B (optical density ,
OD) , 54T 1.

2.3 @S ERAETEY

¥ KYSE150 LAGEFL 1 x 10° 4570 3] 6 FLAR L,
B35 24 h G T4 . N BEZH H LR 5% s AR R S0
AU 10 wmol - L' Ml iz 265 5 /) Bt S B 4 A
40 wmol « L™ fh F7 22 ; JAK2/STAT3 38 B 10 41 39 20 i
A 20 pmol + L™ AGA490; JAK2/STAT3 3l 4 38 115 71 21
JIA 40 pmol « L™' Al iz Z A1 10 pmol « L™ FEHHK
Al, FAHIALPE 48 h J5HEAT 5 22555 .

2.4 Brdu 3 fa % # M & A KYSE150 4§ B
Brdu fREZERZR""

HAb PR ) 4521 KYSELSO 40 AL 1 x 10°4~4%
T2 24 FLAR L, 555% 24 h J5%S 0 Brdu A7 ,4 h J5 4
AR P [ YRR A VAR [ 2 38 3B 5, NI Brdu i
PRVK EIFE 45 min, B3l Alexa Fluor 488 Fric i G fEEK
FH G(immunoglobulin G,IgG) —HiM%E 20 min, FRIN
476 -2 KA -2 - IR )5 RPN T igR
FHXT Brdu FHAEANEZIET T4
2.5 TEPERA R EK & AH KYSELS0 4 i 5x [£
Hr s E"

B4k PR S 1) 45 20 KYSELSO 2 g LA 5-fL 500 4~42
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FRE] 6 FLAR I, 3 i 32 14 d 5, 2 B P s,
FRES AR5, 78 B AUBE T X SR RIGE I 50 4~ 4
ML R T ST T
2.6 RT - qPCR i£# % 4A KYSE150 20 if Fh 158
MATHEXERRE"

WCAE b B 1 4% 21 KYSEL50 41 Jifd, 45 Bt 34 RNA,
[ 5% ¢DNA J5 o #%88 RT - qPCR 350 & ud W] B kAT
PCR " ## 3KH Ct {f. LA B — actin NS, H 271t
B R W13 1 B1 ( G2/ mitotic — specific cyclin — B1,
CyclinB1 ) mRNA 4 i J& 12 L PRI 1 (ceycelin —
dependent kinase 1, CDK1) mRNA B ZH Mk 58 - %5
K5 H H (B - cell lymphoma - extra large,
Bcl —xl) mRNA B 4ff Jfd itk B2 98 - 2 1 (B - cell
lymphoma 2, Bel -2) mRNA FXf 57K F-0 5175
U F: CyclinBl | §i% 5’ - CAGTCAGACCAAAATAC-
CTACTGGGT -3, Fii# 5> — ACACCAACCAGCTGCAG-
CATCTTCTT -3” ;CDK1 F3%#5° - CTGATTTTGGCCTT-
GCCAGAG - 37, T Wi 5’ - AGCTGACCCCAG-
CAATACTT -3” ;Bel —xI EJi# 5’ — ACTTACCTGAAT-
GACCACCTAGAGCC -3, Fii# 5 - GAAGAGTGAGC-
CCAGCAGAACC -3’ ;Bel =2 it 5" - TTGTGGCCT-
TCTTTGAGTTCGGTG - 3”, T i 5° - GGTGCCGGT-
TCAGGT ACTCAGTCA -3’ ;B — actin |-} 5’ - TCCT-
GTGGCATCCACGAAACT -3, FUi# 5’ - GAAGCATTT-
GCGGTGGACGAT =37,
2.7 HAMMECERNE A KYSEIS0 ZHpE T

WA AL B IS 11 4% 20 KYSEL50 41 B, A 4 41 ffd vk
FENAEREZTE 1 x 10°4, LA B TR 7 ZE hric 1 i
106 2 1 AL P e et Y RE IR F 15 min, FH RS20
J A A KYSEL50 40 T-% .
2.8 TUNEL 3t & 5% iF {4 & 42 KYSE150 4§ i
TUNEL PR ==

WCAE AL PR IS 1420 KYSELS0 41, 253 [ 48 i
JE %S in TUNEL Bty bt e e, B DAPL 52 4%, ¢
L EEWESTFHEL, TH5E TUNEL FHPEZHASE,
2.9 ZE AL ETMEE A KYSEIS0 4 i
JAK2/STAT3 BHiEXEHFRE

RGBS AE D, R AL Ik
B B JE % —41 (p - JAK2 | JAK2  p — STAT3,
STAT3 B —actin) ZbFH 14 h, #M 75 — 44555 2 h, B
J&i F Image J #4408 1 450 K AR
2.10 KYSEI50 ffaE R HihamE"

W AE LB IS 19 4% 41 KYSELS0 41 fifd, 8 5% 41 fifd e
FE NI 1 x 10°4~ K 40 M B 77 % 0. 2 mL $%F T

PREAT I 0 R ALY, 1 IR R B 224 100 mm’
B R BB AL 430 3 41, R4l 8 H: sh iy xf 4l
(MR R G S5 i A LR 7K ) Sl IR ) o S 0 2 (B s
TEST 10 mg - kg ™' Ml A2 38) L B4y i ) e S B A (s
TEST 40 mg - kg™ Ml R)  BEJEEST 2 Ik, E LT
4 Jil o AbFRTE RS A B IR A4, 0 i iR A AR R
PRI, YRR NS 2 R R ), A W,
Y, e g A4 Ki67 FRik 1143 Ki67 R,
3 GitFEaE

JH SPSS 25. 0 #RAFHEATH A 4347, B4 T © £5 3
N, 22 4 TA) F ] B PR R 22 43 A, 2EL ) R L A
i FHLSD K55

# R

1 AEFSEME = KYSE150 4013% 15240

50 pmol - L™z R HeAR Ml ZE =10 pumol - L™
mF, BE F N R O, 40 M NE 1 ¥ R
(¥ P<0.05), H ¥ %40 # ¥ F (half — maximal
inhibitory concentration,1C50) Jj 40. 26 wmol - L™" 4
Fe ZUREE N 40 pwmol - LI, KYSELS0 41 it 3% g4
iT 1C50 ;78 HET — 1A #0036 Sy 464, 55 0 umol - L™
il e 2R HAE, 80 pmol - LAl e R @ A HET - 1A
HATE I3 (P <0.05) , &7l J 2 6] 1 40 B A 7
YER . JE2E$E 10 wmol + L7140 pmol - L™" il
B AR G SR i, WAk 1,
2 HEEX KYSE150 2B 58 i 220

o0t HRZH B A, AV o S 6 2 o R o S 4
JAK2/STAT3 3@ f&H0 1 5 41 1) KYSE150 2 i Brdu FH
PER FORETE AL CyclinB1 J CDKT mRNA X%t ik
P2 3 T B (34 P <0.05) 5 550 & 55 46 41 1
B R ST 2 RN JAK2/STAT3 5 6 1 4l 391 26 1)

® 1 AFEFE AL ZX KYSELSO 40 /a1 HET - 1A 4A 35 /)
I (7 )

Table 1 Effects of different doses of naringenin on the viability of
KYSE150 and HET - 1A cells(x £5)

Naringenin dose KYSE150 cell HET - 1A cell

(pmol - L - viability (% ) viability ( % )
0 8 94.56 £3. 54 95.63 £5. 12
5 8 89.62+7.12 94.36 +5. 02
10 8 80. 06 +6. 58 * 93.24 £3.05
20 8 69.62 £6.54" 91.12 +£3.28
40 8 52.34£5.05" 88.63 £6.20
80 8 31.25 +3.06* 82.16 £7.02*
Compared with the 0 pmol + L™!, * P <0.05.
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KYSE150 4 fif] Brdu FH44 58 | 58 B IE 8% L CyelinB1 J%
CDK1 mRNA 8 %f & ik K F ¥ B F T &
(#) P <0.05) ; 5 @57 525024 Fh 4, JAK2/STAT3 i
PRSI A4 KYSELS0 21 s Brdu FHME2E | SERETE AL
¥, CyclinB1 % CDK1 mRNA Af %323k K 24 3% b
JE (¥ P <0.05) , JAK2/STAT3 38 J& 410 il 3 41 1) I
BbRTEGE T b2 ST =E L (# P >0.05),
W2,
3 MK EX KYSE150 4508 T % 0
500 BRA AR, AP0 o S 2 2 o ) e S 6 4
JAK2/STAT3 3 %410 il 570 21 i) KYSE150 4 ffd 9 7~ %

1 TUNEL FHM: 235 8 2T 5, Bel — xl #1Bcl -2 mRNA
AR FEBACT B2 R (34 P <0.05) 5 57 2 52 5
S LA, R S 0 21 R JAK2/STAT3 38 B4 151 70 41
#Y KYSEL50 4f g 8 T~ % Fil TUNEL FH R 2 g 3 Tt
B, Bel — xl Fl Bel —2 mRNA {5t 3 1k /K 2 i B %
filR(# P <0.05) ; 5 @m0 it 5L 50 41 L ¢, JAK2/STAT3
T BTG I ZH ) KYSELS0 408 1% F1 TUNEL PR
IR, Bel — xl Fll Bel —2 mRNA I %f 22 15 7K
SR T (38 P <0.05) , JAK2/STAT3 5 [ 311 1l
R RIS ARTE G 1T 2% b 25 B ¥ LG5 B X
(¥ P>0.05), 033 FE 1,

#&2 KYSEISO 5 - % -2 — BLAAIRHE (Brdu) FIPEANNEA  SEREIR MR A0S M1 8 5 BL( CyelinBL) J 246 Il J1 391 25 19 B

s 1 (CDK1) mRNA RIS FRK K- L (2 £ 5)

Table 2 Comparison of 5 — bromo — 2’ — deoxyuridine ( Brdu) — positive cell rate, clone formation number and the relative expression

levels of G2/mitotic — specific cyclin — B1 ( CyclinB1 ) and cyclin — dependent kinase 1 (CDK1) mRNA in KYSE150 cells(x +s)

Group n Brdu — positive cell rate(% )  Clone formation number CyclinBl mRNA CDK1 mRNA
Control 8 58.64 +5.23 102.36 +10. 25 1.02 +0. 11 1.03 £0. 07
Experimental — L 8 46.23 +4.05* 78.64 +7.21* 0.74 +0.05 " 0.62 +0.05"
Experimental — H 8 21.05 £3.04 ** 50. 05 +4. 32 ** 0.45 +0.04 ** 0.27 +0.03 **
JAK2/STAT3 pathway inhibitor 8 23.62 +3.15** 52.39 £5.03 "% 0.48 £0.05** 0.30 £0.04 **
JAK2/STAT3 pathway activator 8 35.98£3.21% 61.55+5. 124 0.62 +0.06° 0.51 £0.04%

Control group: Routine culture; Experimental — L: 10 wmol + L~' naringenin; Experimental — H; 40 pmol - L
inhibitor; 20 pmol + I.~' AG490; JAK2/STAT3 pathway activator; 40 pmol - L.~ naringenin and 10 wmol « L'

-1 naringenin; JAK2/STAT3 pathway

coumermycin Al; Compared with the

control group, * P <0.05; Compared with experimental — L group, *P <0. 05; Compared with experimental — H group, “ P <0. 05.

&3 KYSELSO A T ARl SR TR M 1 27— BAAURT -5 — ZAIRSR AR SbRIC (TUNEL) FIER (B 44 g
EVE - R RSB (Bel —al) o B AR -2 B (Bel -2) mRNA AR ZIKACH 19 HLAL (x £ 5)

Table 3  Comparison of apoptosis rate, terminal deoxynucleotidyl transferase 2’ - deoxyuridine 5’

— triphosphate nick - end labeling

(TUNEL) - positive rate and the relative expression levels of B — cell lymphoma — extra large (Bcl —xl), B — cell lymphoma 2 (Bcl -2)

mRNA in KYSE150 cells(x +s)

Group n Apoptosis rate (% ) TUNEL - positive rate( % ) Bel - xI mRNA Bel -2 mRNA
Control 8 4.15+0.42 8.65 +0. 82 1.02 +0.07 1.01 £0.05
Experimental — L. 8 15.62 +1.02* 20.64 £2.03 0.72 +0.06 * 0.59 +0.04 ¢
Experimental — H 8 29.65 +2.03 ** 37.68 £3.05 ** 0.41 £0.04 *# 0.36 £0.03 **
JAK2/STAT3 pathway inhibitor 8 27.84 +1.98** 35.62+2.16** 0.44 +0.05** 0.39 +0. 04 **
JAK2/STAT3 pathway activator 8 19.66 +1.202 28.14 £2.012 0.59 +0.05% 0.50 +0.03%

Compared with the control group, * P <0.05; Compared with experimental — L. group, *P <0. 05; Compared with experimental - H group, ® P <0. 05.

JAK2/STAT3 pathway JAK2/STAT3 pathway

Control Experimental-L Experimental-H inhibitor activator
+ + + " "
10 0.25% 3.36% 10 0.37% 13.16% 10 0.69% 24.06% 10 1.45% 22.39%% 10 0.41% 16.33%
10°+ 10° 10°+ 10° 10°+
= 10% = =

0.88%
T

o 170717% 5.99%
: T :

1 NS I 4% 41 KYSELSO 4 i =%
Figure 1

Detection of KYSE150 cell apoptosis rate in each group by flow cytometry
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JAK2/STAT3 it % 3 1 7] 41 /9 p - JAK2/ JAK2 FI
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Figure 2
kinase 2 (p - JAK2), JAK2, phosphorylated signal transducer
and activator of transcription 3 (p — STAT3) and STAT3 in
KYSEI50 cells of each group detected by Western blot

A:Control group; B Experimental — L group; C: Experimental — H group; D:
JAK2/STAT3 pathway inhibitor group; E.:JAK2/STAT3 pathway activator group.

The relative expression levels of phosphorylated Janus
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Table 4 Comparis of the relative expression levels of

JAK2/STAT3 pathway - related protein in KYSE150 cells(x +s)

Group n  p-JAK2/JAK2 p—-STAT3/STAT3
Control 8 0.87 +0.06 0.85 +0.05
Experimental — L 8 0.60 +0.05" 0.52+£0.05"
Experimental — H 8 0.36 +0.04 ** 0.20 £0.03**
JAK2/STAT3 pathway inhibitor 8 0.39 +0.03 ** 0.22 +0.02**
JAK2/STAT3 pathway activator 8 0.52 +0.05° 0.41 +0.03%

Compared with the control group, * P <0.05; Compared with experimental — L

group, *P <0.05; Compared with experimental — H group, “ P <0.05.
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Table 5 Comparison of growth indicators of KYSE150 xenograft

tumors (% £5)

Tumor volume Tumor Ki67 positive
Group n
(mm®) mass(g) rate(% )
Animal Control 8 1287.65+98.54 1.85+0.12  69.52+5.36

Animal experimental -1 8
Animal experimental -H 8

RL2+71.65° 1.20+0.09* 44.35+3.12*
425.39 £37.69 % 0.73 £0.05% 20.06 +2.85 %

Compared with animal control group, *P <0.05; Compared with animal

experimental — L group, *P <0.05.
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