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Progress in Research of Taurine Up-regulated Gene 1 in Diabetes Mellitus
and Its Complications

YANG Yang, LU Xing, PENG Jun-hua(Department of Clinical Laboratory, the Jintan First People’s Hospital Affiliated
to Jiangsu University, Jiangsu Changzhou 213200, China)

Abstract: Diabetes mellitus (DM) is a common clinical disease, taurine up-regulated gene 1(TUG1) take part in many
physiological processes, such as cell proliferation, cell differentiation, apoptosis and angiogenesis. Recent studies have found
that TUG 1 regulates the proliferation and apoptosis of pancreatic islet cells, regulates the function of podocyte mitochondria and
endoplasmic reticulum, influences the cell proliferation and migration, tubule formation and nerve repair in diabetes retinopathy,
participates in the changes of myocardial fibrosis and cardiac function in diabetes heart disease. The occurrence and treatment
effectiveness of diabetes and its complications is affected by the changes of TUG1 gene type and its expression level in peripheral
blood. For further studies of TUGI in the etiopathogenesis and clinical diagnosis and treatment target in diabetes and its
complications, that paper reviews the research progress of TUGI in diabetes and its complications.
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PR IR (diabetes mellitus, DM) & 7F i 15 K %
FEREE R ILFVET SRS B - ELhhe S,
I R 2R A BRI =5 L it A A2 0 1 — B A Qi
o Z 55N ISR S RNA( non-coding RNA,
ncRNA) 7E4ER5 B - 4 2hfig 5 i ke B 24 A 1,
K 4EAE g% RNA (>200 4% 712 , long non-coding
RNA, IncRNA) 7 2 435 4i i 3% 52 iy b & 22 4R
R, g ZHUREY IncRNAs 855 % 5 40 i p9 7%
WS TIRE, WFERE 1 BB . 2 BUREPRAS (type
2 diabetes mellitus, T2DM) K EU5E % Fl1 T2DM 5 A
(B 5 25 FR A7 AR AR ALY IneRNAS™

BB AR [ JHHLA 1(taurine up-regulated gene 1,
TUG) J& & 7 & 319 — A~ 5 A 28800 4 5 )
IncRNA, TUG1 Z51EH AMEIG5E . sk it
2, S50 R 2B R MU A8 A A e
Z5WRIRIT T 25PE L BURSTE . &SRR R

o4 S AR R A A R AR KR B LA R
kR R EEAEH . BIRE SRS B - 41
NBESH . BPERAE . MU AT W AS A5, A Xt
TUG] 7EME PRI M HIT RAE et I ik A T 2508
S DRI TR | W DR S L R 1) e AL i
FERIRTT HR AR .
1 TUGI #EiA K IhEe

YOUNG % 1 7 2005 4E7E AN 77 R & /N
0 ST s i A2 R i & B T — R RE B BTz |
H LRI RN IncRNA, J5 #5154 R TUGL,
TUG1 K4 7.1 kb, SENT A 22 S YAk K 12
X 277 (22q12.2), % 3 MESEA Y, TENEZ R
TE BRI X B 2 B el A ke G B

TUG1 Z 58K M AR SRR, Wi
VeI R W SR B - AT ek TR kR
R 0 AN i A0 3 T A L SRR T 0 LA 4
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4 B TUGH fEZ R hid BE ik, N ke vhmd
Bdw . MR . 1B MERH ZE MR AR

Z ISR TUGT SRR A LEAASG . TUGH
it 5%/ RNA(micro RNA , miRNA) 35 4+ P45 4
T 20 SR I AR PR S I 1) D 7 R s, AT R
U 9 240 L 1 5 0 1 B TUG A2 [a) g o
BoRRRIVER] . — 7 AR, 7E R
R THm HL U g #is 22 B, AT+
7RI I = o N | e 15 N e
Jdf . IEGE R AR . B, A EE . I
T . E U . BREVE BARE . B PR AR
R REOE . SERER M. WIS S —T7
TETVE SR A SE R, FEgis A A 35 K T RAIE &,
AT UL TR /N s = P EZLRR Al 28 e B 55
2 TUGI 7E#ERm R H I & fE PR BRI R
2.1 TUGI 58 B-smie BB SHARS %R
RS AR UIAROG . REy B - iRy i . T
IR A S, YA S BRI . TUGL £k
AU S 40 M3 I D RESZ A

TUGI 5 TUGI1 %5 & Jt {F (TUG-blinding ele-
ment, TBE) 255, 34 fin ik 480 Ak 40y Tl 185 4 900 93 0% 2
& v (peroxisome proliferator activated receptor vy,
PPAR v ) 315K+ 1 « (peroxisome proliferator-ac-
tivated receptor y coactivator 1 o, PGC-1 o) A% 3%,
PEE A P AR A e R, WIS S
M ILIE P RONE ™, e B - AR T, B g
Sy 00 4300 U, S i PR o B A8 R 1
FE U UNERIC L B B AR . BRI ZH
Har R TUGT ik, HBARh 2 kPR U,
T TUGT #iE i /NS B - 408 (MING)
UNEURE AMAT B - AL T, AR B -
R AIETE, ShSEE S AN IR A R, TEA
TUG REFEAR/INE A I8 BRI ) 2T 52K 12

TUGI i i 5 miRNA &54, 4% 56 R i 5% i
HRE, wnES S EARR, TR
FSURT . mlE . mE Mine 4l MY R E R
1~ B 41 bk HIEC-6 4ilit U, 5S4t i v S A
FHEFPERE 1 (specificity protein 1, SP1) ik #AIL,
i SP1 i 4 ¥ 1% miR-188-3p/FGF5 4l £k i 72 ™,
fdi Z kAL 1(sirtuin 1, SIRT1) FRE R 1k IR 1F 18 4%
#6135 4k 25 1 4 B (AMP-activated protein kinase,
AMPK) KB ", fff TUGT FRFEAT, M0
AL AYIG S, PESEAIAY P T, 3 3R5A TUGT it
95 miR-204 35 14 SIRT1I/AMPK/ £, Bk 4 il
A JRIEMW (acetyl-CoA carboxylase, ACC) 5 545,
BB PRI /IS BRUIE 7 2 2RI BRUBE 7 40 ik 3T3-
L1 40P i SIRTL, AR5 =t H i g Ui (adipose

triglyceride lipase, ATGL), it %1k 4 g3 5 0 Pk 1%
ZHK ~ ( peroxisome proliferator activated receptor v,
PPAR vy ) LG N 7 1o (PGC-1a ) il fift 1 1B
#5 H 1(uncoupling protein-1, UCP-1) 55 F& 15, 14/
AMPK B K -, BEATAE B3 /) B v A 14
B i Rt 2 AR AR R A, e (iRl A8 S 1
BRI, NI e i s U, TUGT i3 b %t i St e
A P AT B MRS M PO RO E AR, 40 TUGT 145
H3K27 I 3Efk, BRAK Hesl Fik, SEUES/MAD)
AEZRAL ", L, TUGH fEZERFIRARIE R Thak . 4
TR R A3 . AR RR A0 48 5 S50 T LAY
HEAEH

AW RY], NEHES T2DM #1780 B V1B
KI5, N TUGL A1 UCP-2 ki, &5 H 1
B A it TUGI/AMPK/ SIRT1/ UCP-2 4k, fEZ%
fiff Ak R Al L R i A Y, kAT
T2DM Mgk H . ik, TUGL REAFEE S B -
MBI, 2RI T TE 2 70T
22 TUGI 5 #& ks B BEIR 9% B9% (diabetic
nephropathy, DN) JEWMH IR e WA IF R AEZ —,
30%~40% B PR 8 23 K D DN /bR i
DB S /INBR R MBI 44 B /N BR DB S T BE Y B AR
451 .

B/NER F RN, PR i, 2B/ hakid ik
18 i B 2H AR A, B NER R AR A A R T
R 0l A A0 I v 2o 1A T RE 2K EL S N BT IR 2
(endoplasmic reticulum stress, ERS) 7£ DN & J& #/L il
R EEAEH . RO T AR N e NV
J2 A1 A PR HK-2 4i i UL /N B MPCS 41 i 1T o
TR ERS!Y S FR AL T C/EBP [l MR 1
( C/EBP homologous protein, CHOP) [k, F#{K
PGC-1a #1 TUGI Wik, 1 TUGT Fik Al k(]
T PGC-1 a0 K1 bl kb NRK-52E 4iififg 1
JELAR /N LA 406 B 1 db/db DN /N B JIE £ 4
fHEARAL T TUGT ZRAFEAR 221, H2 55 - 200 ¢
W R oK A W N TR A
I (carbohydrate response element- binding protein,
ChREBP) fEfilil B /NER L 40 Ff TUGT B4 57 2,
R I 5 E F/N K E A b SoRn AR T g K A 3
AL, YA TE 4 (reactive oxygen species, ROS)
JKFHEIN, Al TUGT SRIKFEAR, @ TUGT Al {2 it
R TR AR R T SRR T RE L, 2 IR
Sk 1. DN B TUGI Ml PGC-1 o FIKPIFEAE, H
CHOP /K F3 5, DN /MU /NS TUGT ik
SFIRREAL 'Y, TUGH i a4 I $% ERS-CHOP-PGC-1 «
{5942, fedt B/ ek B A g va T " F DN &A=
155 221K TUGH RESTN PGC-1 o 76 31K M LA St o5
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MYFRIE, AR A /I BRUYEF /DN ask v Je 4 i ks A e
fEY e ', TUG/PGC-1 o BHTELEY /BRI
MR RERS E P AR *Y, 520 DN 1
KA.

IncRNA 3 i 8 15 miRNA i 2635, 228 B/
B 4 T RE AT /N BT EE BY, i
BROE 40 A9 1 05, TUGH i it 5 miR-9 454, {2
ik SIRT1 ik, SHEUE ML R R aEZ=FEL "
B 38 i3 MiR-29¢-3p/SIRT1 #ili £k ', 345 12 400 Jf Py
Jo I 2 05 B ) 9 45 miR-34a-5p/ SIRTI {55
K, S0 DN AR g P TUGH it
M SR TUA D7 T A e A R LR T, S e A
BB /Nsk e 2 r i A . TUGT il i 4541 miR-
377, FAHAE S PPAR y ik, 14> 1 N R
U EF 35 T DTS W B0 ) 90 1(plasminogen activator
inhibitor-1, PAI-1). ¥ {b4: K HF B I(transforming
growth factor, TGF- B 1), PURYAZJE . £F4EiEfEE A
AR BTy B 1 R R miR-21, R LK 4
J& 25 4] 2 9 -3(tissue inhibitor -3 of matrix
metalloproteinases, TIMP3) # ik ", e i i =5 B 2R
B EUE /IR AR £F Ak

B /NER S 40 B g5 5 2 8 DN I R R K, (H
B /INER R R A AR L AT 520 DN E AR . SBEE
Y /NER R AN M TUGT IR FEAIK, fE UE b
PRy B IS R 24h JREE . MR
BRIt AU TH = S84 . AR A TUGH,
TUGT 3d i 410 il % Jig Mt JUL B 3 3 B /AKT(PI3K/
AKT) 55345, A8 B /INBR AR 520 it 20 A b 2
T EREE ] 5 A L) 14 58 AN 2F AR AL I
AT 385 4 M B /I B v DR 1 R JUL TR o v 4 3R
P, #EZE DN P,
2.3 TUGI 548 RomALM B & DRI I B
7% (diabetes retinopathy, DR) 248 #H IR £ 34 B9 70
P RSB I R A T A . 2010 4F 423Kk 34.6% B IR
B F TP T DR, FKIE >45 X AFEAT 18.45%
WE DRI 35 &A= T DR A0 I JE v 1 240 i it 22 o
PAT . MBI . PN R AR 1G58 A PR 2K 5 R AR
W b 28 e AR A TMEAR L IS AEE PR I . B
A B A, BRZRT A DR. AR AR i
BN A (human retinal microvascular endothelial
cells, hRMECs) J 25 22 W BCR LA SR I s poh 22,
BB (A 25 400 IR S 1 55 3R T 5K, SO e B O 4 1R 1
JIE . EBERRE AT hRMECs HOZHMIsG5H s 11, 40
MiliEZ% 6 J1F/INE £ RE /T, 8 hRMECs H TUGI
FERIEIN Y, F TUGT AT 475 miR-145/ 1L % A
A K F o (vascular endothelial growth factor- o,
VEGF- o) $liZk, JEIMTHNH] &0 PR T hRMECs 1

AN gE T RS AU INVE AR RCRE T, SESE DR Yk P
WEPRIR 6 AT B 407, RIS T e
W AN BT B 2. SRIERR, — ORI T
e, 5. ARG S A AE YIIE R B,
TUG/ B FAIOCH F 2 38, e w00 I i e 22
UHMLAIE ST, WIS R AR, A I AR 2
R 08 N N K G A R R = R A )
W P e R R JR IR 24 A R R ATl v
BT /NEEFAR 21T (dorsal root ganglion, DRG)
S PRI, AWM, TUGT ki B,
I, TUGT i s Wi bR i 2845 O T A EIR Y T HE AL
W AT BB H B 2500 T B PR A HE
2.4 TUGI 54 a8 9% & AT 2=
58N A 7094 (coronary artery disease, CAD) 51T
PR AR PRI 25 DA G o R N 5 9 el
o R S N B AR, R G R 2 2 S A
TUG1 Fik FIEIRSER F o (tumor necrosis factor
o, INF-«) 7K FH 745, &Rk TUGL AT 2 i#F A
Jif & Bk A B2 40 I8 (human umbilical vein endothelial
cells, HUVECs) BUZH 38 58 . i fifL i 7% F1 20 i Ji) 1
Jini#, f# B -catenin Fl c-Myc & A L1, M
PR PRI A REAL R R A TR SR, T Wt {553
S A0 1 50 0 XAV-939 I AT )1 ] TUG1 %t HUVECs
A S BRI SRR S50 F B R .0 L (diabetic
cardio-myopathy, DCM) J& $§ ¥4 K J £ & (1) .0 L &5
MR REACAE S, BEDRG AR H 0O T AL
T RE 28 BLAE, ™ AT S SO R AR A AT
£ DCM P db/db /)y BLC I TUGT kg fm, 4
il TUG1 A BEk % DCM 4 db/db /N B IF&F 7k
WIZEAL, MO TUGT ) F 30 L4 B T miR-499-
5p Rk, BB /INELO WLET dEA Xk, 1T 92 i
DCM 755 (4.0 MIE AR R RN &7 5K 0 250045 B2 12k dse
AT /N AT AN P TUGT kK3
e B, miR-29¢ 5 O IE A T e L. R L,
TUG 5 5 AT BEFSCABE BRI o BN BR T HE Ao
2.5 TUGI 54 ks =424 BERIN L5 A
(diabetic foot syndrome, DFS) J&—1~ ¥ "L A4 B I fik
FEARE, R RTRE S TAA, R N B2 A 4
(endothelial progenitor cells, EPCs) FJZNHEZRHLA K.
B BEARIR EPCs 7E55 2 1% 0 W i Ui BEAIE F 4 a1
B IERERISAL, DR A R LS R A i
YA B A L S 6 e W] e B PR SR RE A ) EPCs 11T
% ZEBAUNEIL AR )], &Ik TUGH A] i §%
EPCs Iy iR BIAE . [ R ke 1 P AR /) R
A TUGI, 7] ##75 miR-29¢-3p/PDGF-BB/Wnt {5 5
At e EPCs B34 5H . iE A/ NE AN, i
g 0 i 45 A48 5 B, Bk, TUGL 25 T DFS &
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M DR Sk ot A PR A 0 o 9 52
B2, BRTEbE. mIEMEES, 2. BY
d‘z?ﬂiﬁfﬁﬁ? DM m/g%ﬁul’] TUG1 #%£ik. TUGI i
L5 PGC1 221K A9 20728 AT miRNA (Y3006 S35 T

———————

PRI 15 28 (4 700 55 BRI B - A PR 2,
J38k, TUGH i il i 5 0 40 i 81455 15 A2 i 2k
AR, FEN I EACSE R, m AR RN M HOT A
RERIARA: . RJEANRTY, WK 1.

------------------------ | DM |
—— | DM A 7 — ,
| FEE | sl —{HBRAT Wi Et% —>] DM |
N i 5 /M —> R R Repgms 00
s T ALl
o t A p— (0 NN
{ Hesl I VERE |
! N@%EE
miR-188-3p T ~—
H3K27 SIRTI B AR UVLIE T 5 R
R TBE- PPARY
hRMECs f
AMPK
HEH#EUJT\ \ /' miR-377
T hRMECs #i5 ===
sy DM —>| TUGL | ——>nir145 = VEGF.a — " ibF AERK L PR
it A ] RO
\ N{:AKT > R TRt
PGCla miR-34a-5p L

ChREBP miR-29¢-3p MiR-9

& A
o 'uﬂﬂmﬁﬂi EPS 15
l N R
] DCM
E— &4’&&

. TUGL: 2R EJHIEN 1; TBE: TUGH 454 70F; PPAR v i ALYy MR A My 2 44 v 5
S AL S S 2 AR y IHIE IR 1 o; ATGL: MR =Bt H IR iRE; UCP-1. MMBECEN 1; AMPK: #f
FRAL AT RIS AL 26 1 s ERS: JBIR)M 21 ; CHOP: C/EBP [fJ§1E#1; ChREBP: BKILAHRINV TGRS EN
RS N Bz 5 PISK/AKT: WENRIEALES 3 3l /AKT; TIMP3: MMPs £ 4UMHI4) -3;
VEGF: M MNEAERKET; ROS: iM% ; DM: BRI ; DN: HERWEE R ; DR: BRI IR AL ;

FHRASEM 1; PGC-la:

KT B1;
DFS: BEFRIR L LEAIE

miR -2l —s T1vp3

CHOP miR-499-5p \ SIRT1 AL
X / Wm\‘ E?EIH@??“{‘

%%QE?EL 2 B 5 1
ERS DN
A4 ROS \E%H@ﬁt/'l I

£a — IR

SIRT1: ZMtfbRs 1; SP1: %R

; hRMECs: Afi
PAI-1: ZFERFEHOEPNEIY 1; TGF-B1: %k
DCM: HPRIE Lo I 5

B 1 TUGI 5#RFEEHFEZERNXR

3 TUGI fEfERFEREHEZERNIERTR

TUG! 585 IR S H I K AE (8] T 58 2800 1
NIRRT eI LY N0 | )7 Rl e e S R
ARE L TUGT 23k 7K3FEF TUGT JERALS DM A H:
ﬁkﬁﬁﬁﬁﬁﬂﬁ%& ST . 22 AR5 R P S
9IGE SR PCR (qRT-PCR) , ZEA NS 2744 ik
P TUGH A Rk B, 45 %0 DM i
O 1N 1 1 1 R N 1 R 341
JfL B7 i TUGT 3k 7K - 35 1 8 g Tt e o A 40
H T2DM Jf- & BEHR A /2 & o 5. 10 DN & #h J i
TUG! 7KW i 75 T84l T2DM 26 B9 bRy ke 1f.
PR XUE AN IS TUGT F miR-9 357K -1 i

FHEr, miR-106a FILFEAE P, TUGT @K F-2aknl
{23k T2DM AR DN &4 ) H 5 T2DM B
N1 A ARG s = 1o e =1 o 1 O P
I, AMEIL TUGL FKIAKFXHZ W T2DM A 4 w5 11
R A S Y

TUG K AR A 7] 550 DR & % WL R K&
WGIT FH 2 19 2% % . MOHAMMAD %4 M9 | PCR i
AT Z M, 4538 BoR 4 TUGIA/G
Fl MIAT T/C 5% C/C BE N RI% 5 & J& o/ DR, #74
TUG1 A = MIAT T/C () #8355 P i A K R
TR BT A Ve R RO A 2E . LR 1



202 B R A0S

537 34

Fely 2022411 A

J Mod Lab Med, Vol. 37, No. 6, Nov. 2022

*1 TUG1 ¥ iNEFERR R HEH % EL T R BB RER
(= KFRE PIRME RRARRA TUGL 4l vs fREAL g R
. JE T2DM [ OR Sy 5.98, ISIHHUEE
[35] E3 [/
SU, etal 2022 T2DM SR FikKT 1 63.4%, FESE 97.0%
T B9 2021 TDM  ANAMEAAE FRKE 1 KA T2DM 1) OR 143
E2 N
Z—gf, 407 2019 T2DM d Wfﬁ s kKT T £ T2DM 1] OR y 2.12
g, &0 2021 DN SR TR T KA DN g R 2
TUGL A/G &4 DR B OR 4 3.15, TUGL A %}
[40] & JAN ]
MOHAMMAD, et al 2021 DR AN R A BT 00 OR 2 5.00
ABDELALEEM, et al 2021 DMAEHRR AMEIM Tk T miR9 T 1, miR-106 | |
WEI, etal™ 2022 FEREEYIAR  AMEM FikKF T1 SIRT1 il AMPK | |, ifJ7 T2DM

Bz, AMEIL TUGH 33k )& DM 5 DN %4
kT fER I 3, TUGT AT RERCH DM K&
ZWiAREY . B TUGH 1N —4 IncRNA AT fig
Z50UARTA LHAFI AN A A= B B, XA — A
PIRIISHT . IR9T SO RS HIW ) U B2z, (B
BEE RIS I ARWIR A, TUGL 4 1l gl DM K H:
FERAERIS W | IR YT B S i — A
4 INEERE

TUG1 EMEIRFFHTFE i — D i e, (HH
H A7 7E— L83 ) B, 385 40 DN /N B /) Bkl
B/NVE . DM BRI TUGT KRR, mmisrss T
hRMECs £ il 5876 U £ B9 P B4 f TUGT 2%
iEBEA, H DCM 1 db/db /N BUC IEH ) TUGT %
IRALIE N, XSO [ B4 SR 2 SRR R 5 AN [ 240 i Y
FeEA G, M S5SpTER . A, shiek
ARSI R TUGT KI5 14 . R 28 5 1k
HMIR PR ARG, W — P AR SEIESE
ZAWF5E W] T2DM = DN &% SMH i TUGT T
. XA B T TUGT Ik AR | &
AOEEPETE T, A2 PR A 4 i 5 20 B 19 9 43 T
ANF], W — LS

Aok, Fedt—L U TUGL 5 DM KCHIFA&AE
BV FIALERAY LR 1, WA RETRE TUGT S#0 A
L5 R R 25, s DL RORIFIE 25 BRI
PLEE, DATTEELS | SRS UEHIA T RN 22 AR o b I
SE 3k
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