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Effect of miR-124-3p.1 Targeting PRDM2 on Cell Proliferation

and Apoptosis in PANC-1 via JAK/STAT Pathway
XIAO Yan-jing, XUE Jin-hui, BAI Hui-li
(Zhengzhou Central Hospital Affiliated to Zhengzhou University , Zhengzhou 450007 , China)

Abstract ; [ Objective | To study the effect of miR-124-3p.1 on cell proliferation and apoptosis of pancre-
atic cancer cells,and to explore its mechanism. [Methods] qRT-PCR was used to detect the expression
of miR-124-3p.1 and PRDM2 in tissues and cells. miR-124-3p.1 mimics,miR-NC, anti-miR-124-3p.1
mimics, anti-miR-NC was transfected into PANC-1 cells by liposome method. The protein expression of
PRDM2,p-JAK2 and p-STAT3 was detected by Western blot, cell proliferation was detected by MTT assay.
[Results ] Compared with normal pancreatic tissue and cells,the expression of PRDM2 was significantly
increased ,and the expression of miR-124-3p.1 was significantly decreased in pancreatic cancer tissues
and cells (P<0.05). PRDM2 was a target of miR-124-3p.1. Overexpression of miR-124-3p.1 inhibited
pancreatic cancer cell proliferation, promotes apoptosis,and inhibited JAK/STAT pathway. [Conclusion ]
miR-124-3p.1 could inhibit the proliferation and promote apoptosis of pancreatic cancer cells,which may
be related to targeting PRDM2 and inhibiting JAK/STAT pathway.
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Figure 1 Expression of PRDM2 and miR-124-3p.1 in pancreatic cancer
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Figure 2 PRDM2 highly expressed in pancreatic cancer cells
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Figure 3 miR-124-3p.1 targeted PRDM2
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Figure 4 Overexpression of miR-124-3p.1 inhibited proliferation
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Figure 5 Overexpression of miR-124-3p.1 promoted apoptosis
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Figure 6 Overexpression of miR-124-3p.1 inhibited JAK/STAT signaling pathway

miR-NC  miR-124-3p.1 - 100 [mmmiR-NC miR-124-3p.1 64 BF R ¥ 1 3E , PRDM2 72 it 55

S - “ T P& ki, H PRDM2 mRNA #=
i — EakeninbLennLs
p-STAT: W S— Z ol 5 * #H%o %ﬂi$%’f}]ﬁhﬂ7’w’g‘ié@5}f‘n
cappt D S = £ I PRDM2 3 4 ik, 2012 4
’ pJAK2 p-STAT3 Abbondanza % "' £ 5L A% A F #9

B P [ 9, PRDM2 W A A0 %
Lmpdgl 2 ix, AFRE
M T PRDM2 f& ik IR 7% 28 22 Fo 2

806

MG 5 2 & 2019 S5 25 5 9 4



JF ¥ 2 & A ik, B miR-124-3p.1 T 37 %) PRDM2
EMEEm T Rk, RFEVILE T SHAER
F PRDM2 5 4& % i5 B F miR-124-3p.1 £ # A,

Janus # Bz 545 5 (JAK) ZEFHEFEZS
(STAT) 12 5 @S5t 5 LM B PRI S,
STAT £ EF AL P IL-F R B, £ 2B AR
FaltEmie T REAE, SEHMBHRINEDF
e, BB AR . JAK A 3F % 4k A 85 RUBR g B,
#k5 STAT FAewy £ T 0 38 F 55
AR P A, ik ik miR-153 738 i 47 4) JAK/
STAT 4z 5 i@ 35 i 4 ) Jo B % 2m fieL 69 35 76 A= 3T 45
Abikhair % PR FLERF0H & A i83E IL-22/JAK/STAT
A OCC mAie g 7d Mg A K, B 2R E 9%
B ) A T $e. ) 1L-22/JAK/STAT i@ % i # OCC #n
FO3G FE A B 9 A K, BT BA RUER B O B ) ) T
i@ it e [L-22/JAK/STAT i@ % 74 77 BBk 5% 4k 2 e
Fo AFFF 8t it & % miR-124-3p.1 # PANC-
1 2Zm i d p-JAK2 F= p-STAT3 & & 69 £ ik X A, i &
% miR-124-3p.1 #7 4] p-JAK2 #= p-STAT3 % & #) %
ik, 3wt & ik miR-124-3p.1 #p 4] JAK/STAT 45 5
IO

2= b PT ik miR-124-3p.1 =T 37 %) Mk IR 5 2m fo 3%
7, AR T, HAUH TS ¥ed PRDM2 F= 37 4]
JAK/STAT 45 5@ % A %, 4 miR-124-3p.1 $e.é 4
7 MR S B A 52 IR

B bk

[1]  Wang MY ,Wang GL,Chen XL,et al. The biological func-
tion of microRNA and its research progress in tumor diag-
nosis and treatment|J]. Advances in Animal Medicine,2018,
39(1):95-98.[E " Ia, £k &, % #7 7%, 5. MicroRNA #9
A FARAL S MB LB AT RER ()] B
M &St JE,2018,39(1):95-98.]

[2] Liang S,Gong X,Zhang G, et al. The IncRNA XIST inter-
acts with miR-140/miR-124/iASPP axis to promote pan-
creatic carcinoma growth[]J]. Oncotarget, 2017 ,8(69) :
113701-113718.

[3] Sorrentino A,Rienzo M,Ciccodicola A,et al. Human
PRDM2 :structure, function and pathophysiology[J]. BBA,
2018,1861(7):657-671.

[4]  Xiao B,Wilson JR,Gamblin SJ. SET domains and histone

B 5 7% & 2019 £ 5 25 K5 9

5]

[7]

[10]

[11]

[12]

[13]

[14]

methylation[]]. Current Opinion in Bio,2003,13(6):699-705.
Veerappan CS,Avramova Z,Moriyama EN. Evolution of
SET-domain protein families in the unicellular and multicel-
lular ascomycota fungJ]. BMC Evol Biol,2008,8:190.

Li GJ,Ya GW,Tang ZY ,et al. miR-153 targets PRDM2
gene and affects invasion and migration of bladder cancer
through JAK/STAT signaling pathway [J]. Chinese Journal
of Pathophysiology,2018,34(1):58-63. & & % , £ H 1%,
JEE % miR-153 $e PRDM2 & B 5 i i JAK/STAT
15 5 B3 e 5 MR 09 42 2 Ao B[] F E R L A 2 A
& ,2018,34(1):58-63.]

Tan SX,Hu RC,Xia Q,et al. The methylation profiles of
PRDM promoters in non-small cell lung cancer[J]. Onco-
targets & Therapy,2018,11:2991-3002.

Pandzic T,Rendo V,Lim J,et al. Somatic PRDM2
c.4467delA mutations in colorectal cancers control histone
methylation and tumor growth[J]. Oncotarget,2017,8(58):
98646-98659.

Kwok G,Zhao J,Weiss J,et al. Translational applications
of microRNAs in cancer,and therapeutic implications|[J].
Noncoding RNA Res,2017,2(3-4):143-150.

Liu F,Hu H,Zhao J,et al. miR-124-3p acts as a potential
marker and suppresses tumor growth in gastric cancer[]].
Biomed Rep,2018,9(2): 147-155.

Guan T. The methylation of PRDM2 gene promoter is in-
volved in the pathogenesis of lung squamous cell carcino-
ma[D]. Hengyang:Nanhua University,2014.[ % 4. PRDM2
KB B BT P R ALK 5 5 R A U] [D). 4 e A
X %,2014.]

Liu JJ. Methylation of lung cancer cell lines PRDM2,
PRDMS5 and PRDM16 genes and their effects on expres-
sion [D]. Hengyang: University of South China,2012.[ x|
S dn . A 4n e 2 PRDM2 PRDMS PRDM16 4 B ¥ 3%
AL BT A3k 6 %o BF 5T D). # R .y e K5 ,2012.]
Abbondanza C,De RC,DArcangelo A, et al. Identification
of a functional estrogen-responsive enhancer element in
the promoter 2 of PRDM2 gene in breast cancer cell lines
[J1. J Cell Physiol,2012,227(3):964-975.

Beatty G,Shahda S,Beck T,et al. A phase I /1l study of the
Jak1 inhibitor,itacitinib, plus -paclitaxel and gemcitabine in
advanced solid tumors|J]. Oncologist,2018,23(8): 1-12.
Abikhair BM,Roudiani N,Chen J,et al. Ruxolitinib in-
hibits cyclosporine-induced proliferation of cutaneous squa-

mous cell carcinomalJ]. JCI Insight,2018,3(17):e120750.

807



