WK IR 2k #5368 6] 2021 4F 11 H  J Mod Lab Med, Vol. 36, No. 6, Nov. 2021 27

HyAd S m o P45 Suv39H1/JAK2/STAT3 il & &}
ELIS AN . (2 & RN 1215

MR, TR G Y (A3 AR AR — B R e P e B EE S Sk SRR, P 710032)

# E: N REHRLFNTF Suv39HI/JAK2/STAT3 it % 5 B8 % CNE-2 Mg sh . 2B T Ha, HiE W
A SFHE g CNE-2 20 ik o A M Ae 23 F2n (5, 10, 50 pmol/L Mte 23 ) A xtBe, KM CCK-8 R Bl K JF A4
FZIFAER 0, 24, 48 #4272 h BF CNE-2 48 ie3% 74 %, Annexin V-FITC/PI % kA X 2o fo KA M A AL L H T 48 h 5
CNE-2 @ o8 == %, Transwell ) & 52 3400 CNE-2 @0 ief3 2 48 /1, bR L 2R &84 X (qQRT-PCR) 5%
6 %5 PP % % ( Western blot ) 2~ A&l 20% & ¥ A ALEE Suv39H1 9 & ik K-F; KA qQRT-PCR #= Western blot £ 5| 4]
Suv39H1 f& %7K & 20 R An i o R4, VAR S%"BJ5 4 i % ( HONE1, C666-1, CNE-1 f# CNE-2 ) o A S%-"H J5 £ & 28 L ( NP69 )
Py kak £ M Suv39HI it KA H AR (pcDNA-Suv39H1 ) VA& 4T+ Suv39H1 /s F3# RNA ( Suv39HI siRNA ) ,
SR B4 T CNE-2 20 fie,, #mldmfiedgst . 124 B 1 ; ¥ pcDNA-Suv39H1 #H Ak 4 T 50 wmol/L A4t 2 3 F ¢ 4m
R, R Kem gn f 3G 7H . 432 A= T, Western blot # JAK2/STAT3 il %48 & % & p-JAK2 #= p-STAT3 #9 R ik, 4
R Satmsaatart, M4e 23 T 5% W A CNE-248 it 2 7] SR B Ak am i3 75( F=12.030, P=0.002 5 )F=42 £ ( F=4.807,
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Abstract: Objective To explore the effect of lycium barbarum saponins mediated Suv39H1/JAK2/STAT3 pathway on
proliferation, invasion and apoptosis of nasopharyngeal carcinoma (NPC) CNE-2 cells. Methods Human nasopharyngeal
carcinoma CNE-2 cell lines were divided into lycium barbarum saponin treated groups (5, 10, 50 . mol/L) and control group, and
the proliferation rate of CNE-2 cells treated with different concentrations of lycium barbarum saponins at 0, 24, 48, 72 h was
assessed by CCK-8 assay, followed by flow cytometry with annexin V-FITC/PI staining for 48 h after the apoptosis rate of CNE-
2 cells, the invasion ability of CNE-2 cells was detected by Transwell chamber assay, and the expression levels of histone
methylase Suv39H1 were determined by real-time PCR and Western blot, respectively. Differential expression of Suv39H1 was
assessed in NPC tissues and adjacent noncancerous tissues, as well as in NPC cell lines (honel, c666-1, CNE-1, and CNE-2) and
human NPC epithelial cells (NP69), respectively. Suv39hl overexpression constructs (pcDNA-Suv39hl) as well as small
interfering RNA (Suv39h1 siRNA) against suv39hl were transfected into CNE-2 cells and assessed for proliferation, invasion
and apoptosis. pcDNA-Suv39h1 vector was transfected into cells treated with 50 p mol/L of lycium barbarum saponins to

determine the proliferation, invasion and apoptosis abilities, respectively. The expression of JAK2/STAT3 pathway related

EEBAN: SAMKI (1980-) , B, AFL, FIREIM, FEEDFFIH . 0 WEPH R, E-mail:hupenggang123@126.com.
BIVEE: KEW] (1970-) , B, Wi+, FIREM, FEOFIEH . riﬂPon



28 AR E S 364 56 2021 4F 11 A J Mod Lab Med, Vol. 36, No. 6, Nov. 2021

proteins p-JAK?2 and p-STAT3 was detected by Western blot assay. Results Compared with the control group, lycium barbarum
intervention in NPC CNE-2 cells decreased cell proliferation ( F=12.030, P < 0.002 5) , invasion ( F=4.807, P=0.0315)

and Suv39h1 protein level, and increased the apoptosis ratio in dose dependent manner ( £=5.232, P=0.026 1 ). Suv3%hl
expression level was significantly higher in NPC tissues and HONE1, C666-1, CNE-1, and CNE-2 cells compared with normal
tissues and NP69 cells (P < 0.01). CNE-2 cells transfected with pcDNA-Suv39h! showed enhanced proliferation and invasion,
and decreased apoptotic rate, while cells transfected with Suv39h1 siRNA displayed decreased proliferation and invasion and
increased apoptotic rate, compared with control group (P< 0.01). Compared with the 50 p mol/L lycium barbarum saponins
intervention group, the pcDNA-Suv39hl1-transfected group showed increased cell proliferation and invasion rates, decreased
apoptotic rates and increased protein expression of p-JAK2 and p-STAT3 (P < 0.01). Conclusion Lycium barbarum saponins

inhibit NPC CNE-2 cell proliferation, invasion, and promote apoptosis by downregulating the suv39h1/JAK2/STAT3 pathway.
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Y, b B-actin fEANSIEM ., Suv39H1 L5 14
5-GGTGGTGGGGAAGAAGCTGG-3’; FiE5| 4.
5’-TCCCACCTCTCCACGAAGTT-3", B-actin I ¥
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24 0.51+0.03 046 +0.05 040+ 0.04 033 +0.03 4.090 0.049 3
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x3 B4 pcDNA-Suv39H1 #1 Suv39H1 siRNA 5 CNE-2 4BRIEE AL (n=3, x+s)
AfE] (h) XTHRE peDNA-3.1 peDNA-Suv39H1 NC siRNA Suv39H1siRNA F P
0 0.25+0.03 0.26 £0.02 0.24 +£0.03 0.23+0.04 0.25+0.03 0.175 0.911
24 0.53£0.05 0.57+0.03 0.69 £0.04 0.55+0.03 0.36 £0.04 9.333 0.002
48 0.76 £0.05 0.74 £0.06 1.14£0.03 0.71 £0.04 0.53£0.04 24.38 0.000
72 1.23£0.09 1.27£0.07 2.09+0.11 1.19£0.06 0.66 £0.07 39.10 0.000
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° 202] 1 193] 1 oo1] 1 T 188
10 10 , 10 , 10 , ‘
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Aunnexin V
B pcDNA-n\'39H
150

A:
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HRULBREAT, A RRECEER, Dunnett-r 5%
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0 0.25£0.03 0.23£0.03 0.25£0.05 0.25+0.04 0.073 0.973
24 0.53+0.05 0.31+0.03 0.34+0.04 0.52+0.04 197 0.000
48 0.71+0.06 0.54+0.05 0.57+0.06 0.71+0.05 18.72 0.000
72 1.28£0.11 0.61£0.07 0.66+0.09 1.18 £0.10 53.63 0.000
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