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LncRNA TUG! ZE#EPR % B 5 B E FRIRIE R IaAREX

WOTE T @ F R FEHE MER RS I OB

[# ZE] BB 502 BV (T2DM) B 8 5 I K 4% A g% RNA (LncRNA) 4= 2 R F 1 (TUGL) 3Rk K K
AR S, ik EEC 2018 4F 1 & 2020 4 8 JJ K i KM E il BEBEi2ia 19 82 4] T2DM 555 352 T2DM 28, 80 4l
T2DM JC'B e S35 B ol T2DM 41, 3 98 A TR 307 82 B R A g e 3 S i@ e 4l LR 3 41— M %P8 X 7 LncRNA TUGH | ff /s
RNA -21(miR -21) FR3EIKN-; 4087 T2DM 955 225 %5 LncRNA TUGL \miR - 21 3K KF- S5 b 208 5 (HbAle) Al /hek
UEIT 2 (eGFR) (LK ILET (SCr) (25 JE M4 (FBG) 8 IR AH DG ; 43 AT Il LncRNA TUG 127 T2DM Foi M. &R
T2DM ZH .\ T2DM ' 2H 5 3% 13 miR - 21 357K F & HbAle SCr FBG 25 [ R /K-8 THEEZH (P <0.05) , I3 LncRNA TUGI 3
KK (eGFR KA FEERRAL (P <0.05) ; T2DM B35 41 /8 5 1L miR - 21 335K K SCr 2 [ FR/KF- = F 5.4l T2DM 4 (P <
0.05) , IfiL7% LncRNA TUGI 22ik7KF . eGFR 7K K T 845 T2DM 41 (P <0.05) . T2DM 535 & 3 1135 LncRNA TUG1 %36/KF 5
HbAle SCr .FBG ZFE FIRE A (P <0.05) ,5 eGFR R IFAHK (P <0.05) ; [fiL# miR - 21 FiA/KF5 HbAle SCr . FBG . FE [R5
EAHF (P <0.05),5 eGFR 2 HAHIE(P <0.05) , T2DM 45 BB 1134 LncRNA TUGI kK FE5 miR -21 2 HAH¥(r= -0.587,
P <0.05), I LncRNA TUGI £ T2DM By < T AR K 0. 871, Bk WT{E 7y 0. 63, REFE N 81.7% ,F:F N 87.8% , £Eig

T2DM B9 (8 M LncRNA TUGT KB /KCFEAIL, FL 5 miR - 21 FiksKPAEIE , F14 T2DM B9 B 5= 2 Wi 8, vl o i IR 12
16 T2DM Fi it
[REIA]  KEEAESD RNA;2 BUREFRE 0 ; 4B ER L IREER 1530 RNA -21
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2 FIKEPR 7 (type 2 diabetic mellitus, T2DM ) J&— i

RO AL SRS T3 % T2DM B B AR T

SRR A i, SEUET T Wk, F4kE 0 L1 —RYER $EEC2018 4F 1 % 2020 48 A K
T2DM B A A G YRR, S T 100, 503 T2DM B e et v 1l 2 B i 11 82 45 T2DM 59 s 3%y
G B AR IR B B o BEAERR I WUR, T2DM AL, B 42 ], 4o bk 40 ] AERS 41 ~79 %
T2DM B9 % 95 5§07y RNA ( microRNA, miRNA) |4 T4 (61.65 £12.73) % . B eHRI] T2DM T5 155 £
i BEACETZEEL L K BEE Y RNA (long non — cod- 280 i B4l T2DM 41, 4% 39 5], Lok 41 f5] AR
ing RNA,LncRNA) 25456, #F5%"° % B, LncRNA 4= A1 ~80 % T (62.04 5 12.91) % . 4/ 1 fhkor i

iR JEFER 1 (Lo A taurin —regulated gene 1,
L Tt e e L+ RS2 BRI, P43 1, JHE39 i 2540 ~
ne + oo IR, 79 % EHJ(59.72 £12.56) %, Bzl T2DM 4 5 %4

e L HPH 4%y RNA =21 (microRNA -21, miR -21) . 200 . -
ek, BT T2DM B e, R gy P (DRGERE CR 2 AR f i (2013
AERRO YT R T2DM B8 W AR s @ KRR A E R

7R, miR - 21 75 T2DM i 38 b Bt ks, el £

S PEAL T2DM B 95 B 5 1 ™ B AR B il B e s . (H
LncRNA TUGI 7E T2DM 55 /i 35 rh (1) 3R 38 7K 7 S H:
5 miR - 21 pAHSCHE M AN B . PRI, AR 3G I
LncRNA TUGI1 7£ T2DM "B £ 5 I3 H ) ik K
SLESMTF LncRNA TUGL 5 miR - 21 3 kK FERH %
PR L2 T2DM B A (8

TEF AL 116000 JT7KGE  KiERFIE 1l BE B B afl

T2DM '35 21 £ 5 AN AR - O BBE A5 ORI B s
Bii G % 5 L (2014 4R ) o T2DM B35 1 4 22 A
e 2R E AL ; @R T2DM ] > 5 45, B
4fi T2DM 2 \T2DM ' 41 5 & HEBRbrfs . O 1 AL
BRI s QIR IR B s A BT E AR R B s
B @OF GRREBRE A B I B ek A R &
P/ 4k BAE IR s O IR PR T 24 ©F I i
B FIhRe SR E s QA I RURARE bR B
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PEGERTHT s @ BN IRFE o 3218 XA B 5 01 ) A
AW G IR R 5 ), A B R St
(3H:20180117) .

1.2 Jyik

12,1 FEANEE W32l == AN A ik it 3 ~
5 mL, B SR EESE 28 ~32 min, 3% M17E (4 500 r/min &
06 min, B0KERE R 8 em), 4%, F - 70°C UKHH
it

1.2.2  SEBF %96 2 7 PCR ( quantitative real — time
PCR,qRT - PCR) 2= Kl L7 LncRNA TUGT .miR - 21

(15596018 , 3 [ GIBCO 23 ] ) 3R ML I FEAS B RNA
¥ High Capacity RNA —to — ¢cDNA Kit(4489328C, 3£ H
Thermo 23 7)) Ui W] 5 45 /8 ¢<DNA; #% J5, #) F| SYBR
Green Realtime PCR Master Mix ( XY - TYB - QPK -
201, H 4 Cosmo Bio /¥ #]) . qRT — PCR {¥ ( StepOne
TM, 3 [& ABL 22 7)) 973 cDNA, 31451 5 B {5 ( CT
fH). qRT — PCR X Z:%k:97. 8°C 8 min,95°C 40 s,
58.5%C 20 s,62°C 15 5,40 PE# ., LncRNA TUG1 [
GAPDH 2, miR -21 L) U6 HNZ, 51T 5 W3
1, LncRNA TUGI .miR - 21 fHX} 68 DL 2724 1

TR UK R R ML HEAS, AT TRIzol Reagent 3147
%1 LncRNA TUG1,GAPDH miR -21.U6 5|45 %!
FEH EmgIYs ~3° 51 s ~3°
LncRNA TUG1 CTGGACCTGGAACCCCAAAG GGTAGTGCTTGCTCAGTCGT
GAPDH AGCCACATCGCTCAGACAC GCCCAATACGACCAAATCC
miR -21 GCTTATCAGACTGATGTTG GAACATGTCTGCGTATCTC
U6 CTTAGTTGCATGCAG AATCGTGTATAAGTC

1.2.3 WE4Ehs DA 3 PR RIm IR TR (4
B PESIF R AR ) AR 3 2N G A I 213 1 ( gly-
cosylated hemoglobin, HbAlc) i1 /NERE IS 2 (es-
timated glomeruar filtration rate, eGFR) | B {4 it & 5 %k
(body mass index, BMI) . Ifil & )L BT ( serum creatinine,
SCr) %5 i 1Bk (fasting blood glucose, FBG) \4F [ JR&E
BERE, B LneRNA TUGT \miR - 21 /KF ; @43 Hr Il
¥ LncRNA TUG1 %f T2DM 595 F9iZ2 Wi i 18 .

1.3 giitaedrik il SPSS 22. 0 By M B dle
TR PR SRR, WA SRS, My s
IR,3 HIBAT R R Iy 2250 M, i — D PI HEAT
SNK — g K56 5 THEC7RH B ECR R 1T ) K ; T2DM
B B ML LncRNA TUGI  miR - 21 £k /KFEH

HbAlc .eGFR.SCr . FBG . #& 4 FR 1440 6k 2% i Pearson
AHIR 53T 5 R 52 10 TAERRE (receiver operating
characteristic, ROC) fH £k PEA 2 Wi {E. LA P <0.05
REFAGE L

2 #R

2.1 3HAXE—MBTELE  HEEREAML, Ha
T2DM 2 \T2DM ‘B2l f 4% HbAlc ,SCr FBG £ H K
IKFETHRE (P <0.05) ,eGFR ZKSFREAL (P <0.05) 5 5
Baali T2DM ZH AR LG, T2DM B35 20 2.3 SCr, 85 1 JR K
F-FFE (P <0.05) , eGFR /K F-FEAR (P <0.05) . 3 41
XFGAEE BMI 5 22 57 T4t it # 8 L (P >0.05) ik
LRI, WEk 2,

R2 3EAWVE—HMARLER

G PRAE AT {EHELH (n =82) Bl T2DM 2 (n =80) T2DM Bi4l(n=82)  F/ 4 P{H
R () 59.72 £12.56 62.04 £12.91 61.65£12.73 0.775 0.462
HbAlc(% ) 4.15+1.38 8.63 +2.887 9.32+3.11% 97.505 <0.001
eGFR[ mL/(min + 1.73 m*) ] 108.58 +27.15 90.27 +22.577 63.44 +15.86"% 84. 641 <0.001
BMI(kg/m?) 22.74 £2.51 23.01 £2.62 22.93 +2.58 0.237 0.789
SCr( umol/L) 50.83 +13.71 58.45 £14.617 123.63 +30.91%% 288.193 <0.001
FBG (mmol/L) 4.87+1.62 8.42+£2.817 8.74 £2.917 59.708 <0.001
PER (B /4, ) 43/39 39/41 42/40 0.228 0.892
HER(g/24 h) 0.11 +0.04 0.74 +0.25% 1.87 +0.620% 433.899 <0.001

E - HbALe MBI IM LI A, eGFR S Al it/ Bk id 5, BMI g B (R B i £ £, SCr O L5 LI, FBG 23 I LK 5 5 £t BRE 2L A

F, VP <0.05; 534 T2DM 414 L, 2P <0.05,
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2.2 3 YINAILIE LncRNA TUGL \miR - 21 3k /K
Hed SERRAA L, Hal T2DM 41\ T2DM B ik 41 i
H LG LneRNA TUGL FRRKFREAR (P <0.05) , I i
miR -21 F£ikAKFEFFE (P <0.05) ; 5540 T2DM 4
FHEE, T2DM B 41834 1135 LncRNA TUGL 357K
FEAR(P <0.05) , IfiL ¥ miR - 21 KK KT8 (P <
0.05), W73,
£33 3 AXFIME LncRNA TUGL,
miR -21 RiAEKFLE (¥ 25)

20 3 % LncRNA TUGI miR - 21
{aRR 4 82 1.03 +0.37 1.01 +0.36
ML T2DM 41 80 0.75 +0.27% 1.67 £0.60%
T2DM R4 82 0.50 £0.18%® 2,10 +0.75"2
FAE 71.344 70.479
P <0.001 <0.001

W G IERELLI L, VP <0.05;5 55 Fal T2DM 41K I, 2P <
0.05;LncRNA TUGI Jy K H5 4l 4% RNA A= fitf iR 1R B [H 15
miR =21 1%/ RNA =21,

2.3 T2DM 395 # # 1fi3% LncRNA TUGL .miR -21 %
k7K V-5 HbAlc eGFR SCr FBG & [ R A AH 5 14
Pearson #H 3¢ M4 70 #1 & 7n, T2DM W5 955 B 35 1L 7 Lin-
cRNA TUG1 #3k7KF5 HbAlc SCr FBG #& /R & 71
K (P <0.05),5 eGFR 2 IFAHX (P <0.05) ;T2DM
B R I3 miR - 21 k7K 5 HbAle SCr FBG |
HHREIEMHK (P <0.05), 5 eGFR 2 HAHIE (P <
0.05), LFk4,

&4 T2DM BymeEEMiE LncRNA TUGL . miR -21 FRiE/KFE

5 HbAlc.eGFR.SCr.FBG . E HRHHEEME

. LncRNA TUGI miR - 21
?Eﬂf/]‘
r P 1A r{H Py

HbAlc -0.457 <0.001 0.573 <0.001
eGFR 0.591 <0.001 -0.484 <0.001
SCr -0.427 <0.001 0.546 <0.001
FBG -0.511 <0.001 0.399 <0.001
HER -0.468 <0.001 0.512 <0.001

¥ :LncRNA TUGL K #EIE4mAS RNA 4R LR LA 1
miR =21 Jf/h RNA —21; HbAle ML IL0 % [ : eGFR H 4
T/ NBRUEAT 36 5 SCr 2y 1ML 3 WL ; FBG Ay 23 g I -
2.4 T2DM %5 M35 LneRNA TUG % ik K OF 5
miR =21 [AHFENE  Pearson AHIG 0 #1 B~ , T2DM B
WA IMIE LncRNA TUGT K3k /K5 miR - 21 217
FI%(r=—0.587.P<0.05), WE 1.

5.00
r=-0.587, P<0.001

4.00

niR-214 W KL E

.00
.00 .20 .40 .60 .80 1.00

LncRNA TUG X RAE
B 1 T2DM 'BJ5 & 1MiE IncRNA TUGL
FIRKPH miR =21 AP (n =82)

2.5 [fiL7 LncRNA TUGI 7K-F-%F T2DM 555 12 Wi
H PLfL LncRNA TUGL kG567 5, LA T2DM B
S KA IR S i, 2] ROC 2k, 453 W, s
LncRNA TUGI £ K T2DM '3 955 (9 il 26 °F 1 £ ( area
under curve, AUC) >4 0.871(95% CI:0.812 ~0.930) , #&
WH{H H0. 63, 285454 0. 695, H R h 81. 7% ¢
SN 87.8% . WK 2,

1.0

0.8

06|

REE

04

0.2

0.0 0.2 04 0.6 0.8 1.0
1HRE
2 Ifil#E LncRNA TUGI {21 T2DM B35 A5 ROC 2k

3 g

T2DM ' %5 & T2DM [ —Fh I A& A, DL /N ER
AL R RRAE, AT B8R IR, ™ R R E B D il
FE 0T BRI, BB DT T2DM B 4 & AL A
FIFFHR2 W T2DM B bR B SRy 7 S o

LncRNA J&—2& g RNA 43+, K EEZY R 200 nt,
HAT R SE AR N, T B — 18] % 4k (epithelial —
mesenchymal transition, EMT) , /5 B W, 5 {5 5 5%
T, 25NN SR, 5 T2DM | & Il % T2DM &
PERRHY T #FE &8, LncRNA TUGL 75
T2DM 535 H 22 315 2 o, 0T BB 38 2 52 e N JoiE X 3
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L, TS 0 B 1 Bz 40 g 48 4%, LncRNA TUGL A A
LW T2DM ¥ 5 1 T AE O B Meng 25 BIF 58 % 1
LncRNA TUG1 ] REIE A SR AH A5 S @ 1 , 3051 15 /)
W bR A T, AT Bk T2DM B 0 A8 HE AR, In-
cRNA TUGI mJHB/ZIRYT T2DM 5 i 7E bR, A
WFZEr, T2DM B 3% L3 LneRNA TUGL 3k /K F
T 4l T2DM f3% KAdFE % , 5 Meng 251 B 55
#—F, $2R LncRNA TUGL AT RE5 T2DM ' Bt
TR YIRS, HEM LncRNA TUGL T AE I 3 SR A 56 5
SIS R BT I RSO, FE TR M T2DM 95
R R LT T TR AR . ASBIFSY ik, T2DM
Mt HbAlc, SCr FBG . % 11 R K F & F e e %,
SCr 2 [ PR/K - T84l T2DM (3%, eGFR /KR T
HLal T2DM B 5 K fd B, $ 7R T2DM B B8 3 A7 A
MREEEHRL & B i, i — A BF5E & B, T2DM 55 &
F M LncRNA TUG1 #3557k 5 HbAlc,SCr FBG
B RGO K, 5 eGFR 2 1%, $#278 LncRNA
TUGL A] G5 18 B ThRg 2L [R5 e T2DM &g 42 1o
o MO, A SCEFIH] ROC LR /07 T I35 LncRNA
TUGL £ Iy T2DM '3 55 19 4 {5, 2% 5 B/, I3 Ln-
cRNA TUGI £l T2DM 351 AUC & 0. 871, >4 Ifil 15
LncRNA TUGI X} ik <0. 63 i, T2DM 5% & =
R, $27R LneRNA TUGL % T2DM A —E 12
W, 5 M35 LncRNA TUGL KA B Tl R 2 K
T2DM &5

miRNA J&—2KE 4% RNA /Ny 7, il B 5155
e T R DRSO O, R AR AR O AR, 5 T2DM
PR O I J A T2DM B A 50 kgt
I, miR - 21 fE-8 miRNA 39— 61, . AF T2DM B 955
i Bk, T miR - 21 AT T2DM B 9 & R
T 2F 44k, miR - 21 A] A2 A7 T2DM B9 iV 7E
BEAR ; 73 41, miR =21 7E T2DM 5 Il 5 S8 4 v 2638 7K
R, HORTRETE T2DM 5 il s BB 35 R A 1 41 4k
iR AR AT o A, T2DM B I3
miR - 21 Fk/KF-= gl T2DM B kg, 5%
R BT RHEAT, $28 miR - 21 A g2 5 T2DM
B BAE A, 207 R DR, miR - 21 /E 7 miRNA )%
Bz — , LA 1 R A A, R A (S B
AR, HETAE T2DM B R e dEE R (ML A 7F
HE— W5 . BN, ARDFSE R, T2DM 55 58 2 1 375
miR =21 LK F 5 HbAle SCr FBG ZEH R B IEAH
5,15 eGFR LML, 78 miR - 21 A fE 5 bl
DIREUE 20 T2DM B i BEE J'é . ILAbh, AR Gk 4y

By T T2DM ' 95 F 5 17 LncRNA TUGIL kK ¥ 5
miR - 21 [ %, 45 5 7R, LncRNA TUGI 357K
S5 miR - 21 S 674094, $#27% LncRNA TUGL 1] fig 5
miR - 21 L [E]52 0 T2DM B &k Az & J  (H ELAR B
T4 A SR 7T i LAIESE

2% |k T2DM 1595 B & 1% LncRNA TUGL %
AR AL, H5 miR - 21  HbAlc . eGFR SCr FBG |
FAREE A, LncRNA TUGL 7] §E/Z127h T2DM 5
IR TS . (HABFFE R IR AT LncRNA TUGH |
miR - 21 7£ T2DM ‘B i pLa]  BEA R >, HLAR A3 H7
miR - 21 2K T2DM B35 M, J5 805 I\ 2 B F
FTRAWIIE, MImRZ2TE T2DM Bt 11 2%,

S 30k
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A =10 WRTH R InESBIEREKERN
X} #r & )L s M B 12 B i B

AW REE A4
(# F] BB RO =5 WAL Kt S 20 RIS I %8 A= LI s (HDN) i 2 Wi (L. 53k 1ol

JB M 23 A7 2020 4F 2 28 2021 4F 12 H BT AN REEBEBGE Y 136 $iI5E L HDN B AE LRI IR BOR . ARTEIG R IZ W45 5 43> HDN 21
102 1 F0E HDN 20 34 i, LA RIZIOARAE, THEVE I =502 00 HDN (9 REUEE Fr B, B2 B LI L 2r i | ofn 3 G IR 2T
FKTeo 2V I =5 | R LT 4 R i 3 IH AT R R T = A A2 M HDN (193238 3 TAERHIE (ROC) 4k, Lh#k Rk 453

SR TR (AUC) . 58 VML =W W HDN [ R UE 554 31 90. 20% 67. 65% . HDN 41 [ 20 4T 4A i . 1 355 A IR 4T
ZKTE TR HDN 4, ZRA G 31# 2 L (P <0.05) , ROC 4317w, L4005 i SR L1 Z % HDN U2 7 Fe R 7
FOYIH 5.06 % ,200.43 pmol/L, 75 Il =71 2L LT 4 55 1M 37 S IR 2T 38 = B e 5 A T 1) R A0 RE R 2 AUC 43 511°K 96. 08%

88.24% 0.937, Z5if WL =T R LLLLAN A K i i SUIHAL R = F KA % HDN A2 I80Re A, T AE A e R HDN L1320 16 1) o

LS S [
[ KA ]
doi; 10. 3969/j. issn. 1000 —0399. 2022. 11. 019
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