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Research progress of IncRNA PVTI1 in cardiovascular diseases”
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[Abstract] Cardiovascular disease is one of the leading causes of death and health burden worldwide, se-
riously affects the life quality of the patients. Therefore,it is essential to seek early identification, diagnosis
and effective treatment method. At present,a large number of studies have shown that IncRNA is involved in
the regulation of tumors,cardiocerebrovascular diseases and immune diseases through ceRNA and other mech-
anisms. Among them,IncRNA plasmacytoma variant translocation gene 1 (PVT1) may become an important
detection and therapeutic target by promoting fibrosis proliferation, inflammation, apoptosis, mitochondrial
metabolism and other pathways to aggravate cardiac damage. However, the current research is scattered, and
some of the research conclusions are different. Therefore, this article reviewed the latest research progress of
IncRNA PVTI in cardiovascular diseases,in order to provide a more comprehensive theoretical basis for basic
research and clinical practice of cardiovascular diseases.
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RNA(mRNA) 45 &, i {2 #F 8 mRNA 1 52 €
M. ZHOU %5 %3 PVT 76 75 P9 fib Vi it 24 11 166 it
FEZE M R FE L UE 8] IncRNA PVTI i@ 5 38 35 miR-
619-5p/Pygo2 F1 miR-619-5-p/ATG14 i Wnt/
B-3%E B AR {1 R M g A% L A1 a0 i R AR T b U A TS
Zitt, IncRNA PVTI 7.0 I8 B T A/E FH E 52 31
Pz Ve, H RS E T ceRNA LIS 5 4 4 {19 5 .
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SO W 27 2 Ak 2 K 22 8500 0 2 95 Y DL %) s B R A
AR A GO W R S R SR R F
TIAN 255080 5% B, 76 S TR B 1 IR 3% S 19/ B
JIfE £ 4k A B R0, IneRNA PVT1 ik F 8, i miR-
145 ik T, [, 78 5% 46 4 K W 78 (transfor-
ming growth factor B, TGF-B) i T ) A0 HE B £F 4
/M Mi-a (human cardiac fibroblasts-a, HCF-a) tr,
PVTI fi i H IG5 o @ik PVTL _E 3 miR-145, A
M6 T HCF-a (38 4E , XTSRRI, PVTL il
PFE miR-145/HCNT b4 k.0 BE T 41k

O 5 £ AR 2 0 5 80 8l v s 45 6 VR R A A
B 20 Bk BB A BRARAE . HAR 2 HCF 5% 19 55
020 M A R B AR . CAO 2™ R B, 7E 4
E k% Il (angiotensin, Ang [l )55 A0/ B0 7 £F 4
AL, IncRNA PVT1 %35 Bl IFSREA T
I A AR R R IEM S, @i PVTL o]
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B1/Smad 15 5 Hl 5 2 4 1Y 2 35, 410 i 5 T 4 40 i 3%
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Wi g 83 3K PVTL 3Rk, R F 50 floAR VR 97 5
PVT1 F3EKF TR, H PVTI 53235 20 545 0 ml A
WIT R MR ZRWAE & T PVTL LR B A, #R
PVTI1 B3Rk 2O B B ARG & &k i sr fa i &
2.2 PVTI1 5 3 bk # #5284k (atherosclerosis, AS)

ASR—NZHES 5K RIS R, HERIE A
A A% 2 I 2 1 Coxygen-low density lipoprotein, ox-
LDL) B UTAR L B 20 6 453 47 R0 B e 7 i 487 BE - Y 3
L, RS A N R A0 B T RE B A A A B T R
AS™ . GUO %M [ iF 9 2 W . 7E ox-LDL 5 S 1Y
B IncRNA PVT1 £ik B .5 ox-LDL /K
SR IEAH G, (R, 98 RE 40 M R 7 40 A % -18Cn-
terleukin-18, 11.-1B3) . 11.-6 £ %k Bt 4 1 () & 35 o B g
B, @A PVTT 0] DL /b 98 5 40 i B 7 K %6 B 4 1
[ 235 L I B AR Bel-2 Bk X 8 A b iR K & &
12 & H -3 (caspase-3) I £ 35, HE—LWF5E K,
PVTI i3 miR-153-3p/GRB2 %l i 1% 22 24 )5 1% 1k &
H ¥ i (mitogen-activated protein kinase, MAPK) #&
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L 8L T ox-LDL 7% 5 19 4 5 L 40 M8 7 A 401k 1
T, ZHANG 2 [y #F 95 % BL. AS # 1fi& h
PVTI1 %3k F#, #K PVTL 5 miR-106b-5p 3 ik
Pro] 0] ox-LDL 5 5 19 A5 & ik 9 B2 40 I8 Chuman
umbilical vein endothelial cells, HUVECs) H &,
MDA | Jg J5t i M 0 B SE R B A A Al K% 53 01% B
4 Cacyl coenzyme A synthetase long chain family
member 4, ACSL4) FI A E & W 2 T+ =5 M4 BeH K.
A8 T R Gk R A 4 R AR DT 5 o 0 A5 P A4 L A
BRIETS. miBE PVTL A AR &E A E ' (apoli-
poprotein E. ApoE " ) /NERBI NG LA A AS BT
He B f K/, 3iF 52 PVTL 38 38 miR-106b-5p/AC-
SLA ™7 HUVECs #i2E Tk e if AS it Jg, LI
A B IneRNA PVTL 78 AS B35 IfiL % Al ox-LDL
Fl3 1 HUVECs Hid ik, i — 2 iR 8 £ 0 T 4
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VECs W8 TR % 5F 40 M X 43 06 AT B35 AS i
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JEANE T 1L-6 . 1L-18 1 MAPK , # A T-«kB (nucle-
ar factor-kappa B, NF-«kB) 7K 3, X 3 B i@ i I 2k
PVTI 3 T # MAPK/NF-«B i i 7] I AS i %
. ZHANG B se 4 R 50 B4 e . kB
PVTL A v 38 5k 40 s 40 1 1058 ok 3ok 4 R4 26 4 )
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2 LT A AR A S 230 458 407 455 80 v L 2 3 N T 30 Ik S 3 0L
Y IncRNA PVT1 il AP E B2 Mg k&
L PVTI1 n] 545 W fff miRNA-145 Fl miRNA-152, 4
P ML A S W LAY B A R R, N B 5 4R Ok

UL AL e M P e R Bl bk 4 P 2 9 A8 b, I A A e
FEIEE AR B K S AR S R ¥R T OCHEE . BRIE R
B PVTT KR RO S 06 3R 417 3 i 2 v T
15 [7) Hof 4 g 4 0 4 44 B 3 25 45 F HUVECs s &
ik, B PVTL W] 58 38 miR-15b-5p-AKT3 #ii 3k />
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T PVTL 7E 428 i Az B L S 35 56 IR 3l ik il =2 47 34
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H9c2 O L4, IncRNA PVTL 3, & {% PVT1
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transducer and activator of transcription 3,STAT3)
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Gy a1 TN R R T ol S s ST | 11 T e e
PVTI @& 8% miR-23a-3p | ¥ a] ot 3 X — 15 i,
PVT1 il i 8 % miR-23a-3p/caspase-10 Bl 4 #F 0> AL
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. BT SR SY ESE PVTL il i 45 4 30 4 miR-
27b-3p Fik , WA ML /AT AE A2 K I F-BB (platelet-
derived growth factor-BB, PDGF-BB) % Ifil % F #% L
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SRR BB 5 T B0 LA 3 2 4 W i F A o ) A
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FOD BB AG AL BEE R . A, ZHANG 255 23 Hr &
B, 7E LPS i 510 HOc2 g, PVTI 38 i 5 i £k
7R T BE AN fE EEAC R AR O WL A, X e e T
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(basic fibroblast growth factor, CTGF) 7K 3 3 i,
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Fl miR-190a-5p 7K - %) 2% I A {E J2& 12 W 78 1l 1 0 )
TR RAE AR bR B . AR . CHANG %55 & 3.
3% IncRNA PVT1 3k 76 75 1 4 0 J) 32 i | 3 b
T, HAEA IS M N R b — P R AL, $E R
PVTI THRATRES 5 T e i Pk 0 1 580 (8 35 k17 vk
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B EE A G, PYTL 5.0 45 %5 9% i £ fh
i o PR 28 TV PR 15 1 Y IO 0 A 9 WD AH G . X LB B
5 I R B AL T 4 T A AL AR R B AR 0 I A R B
AR EALE . SR H FTOC T PVTL 780 15 % 0%
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