o [ iR A IR Y A4 hitp:/www.biother.cn

Chin J Cancer Biother, Aug. 2026, Vol. 33, No.8 + 857 -
DOI1:10.3872/j.issn.1007-385X.2026.08.006 %5&5 "ﬂ- 7U

miR-532-3p #8[5) DDOST # il AKX BR 72 TPC-1 ZHRAIESE . HEEE AR AR
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[ =] a6 K0S ER miR-532-3p %t FUIR R TPC- 1 4H 1% 5E e B AR X0 R4 FH L O DA 22 B Tl 9 b 2 o
FEERL B AR L 12 (DDOST) ML R W15 1R I HIB AE ML . = ok « 4600 15 5 FOIRARANAE Nithy-ori 3-1 A FFIR R 41 TPC-1
FTC-133.IHH-4 H miR-532-3p & ik 2 3k 5 AR FE A I &5 S % 3% TPC-1 41 f 3 47 5 252 55 , 37K 4 A mimic-NC 41 . miR-532-3p
mimic ZH . inhibitor-NC 41 .miR-532-3p inhibitor 1 .mimic-NC + pcDNA-NC 41 . mimic-NC + pcDNA-DDOST 41 .miR-532-3p mimic
+ pcDNA-NC 41 . miR-532-3p mimic + pcDNA-DDOST £ . K FH X2 't 2 B 4% 225 IR 512 36 46 I miR-532-3p 5 DDOST ) 4 7] %
Fo K CCK-8 A I MBS 3% 7. P S 29 % B PCR (RT-qPCR) A1 2K [ /7 32 (Western blotting )24 Il mRNA FlI ZE [
FiE. ¥ TPC-1 MM A B R A T4/ BRAS i IR 3 A, ) A FPODR M /8BRS REDRI RS B, e S i AR KB e SR f s
AU ST I B A 98 2 2 Kii-67 AT DDOST FABH R0 o SR P 7L IR AR 00 S 71 6 AR 1 27 A 0 X 7] 5 O 2P R A i i S T
WEHFER ., 4 R 51E% R Nthy-ori 3-1 41 EE , FFUIR B 40 (TPC-1.FTC-133 . IHH-4) F1 miR-532-3p ik 7K V- 0 5k b
(P <0.05), o TPC-1 il il HF miR-532-3p FIA KV A% , 1f DDOST (IR L & E FF 7 (P < 0.05) . i 3Rk miR-532-3p n] #11 ]
TPC-1 #0 A B 5 3% )RR B A K1, 7 F I DDOST ik (P < 0.05) , Hix #24F F 7] # DDOST it A Fridi % (P < 0.05) . iTHiA
miR-532-3p AT/ BRI A R R 2E K HEBR IR RS R 41 40 DDOST IR (P < 0.05) . 4 4+ i % IA miR-532-3p Al
T B ) DDOST i TPC-1 41 384 FECRINE B At , 3 T4 b /0N BRHFDR e R A8 A K
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miR-532-3p targets DDOST and inhibits thyroid cancer TPC-1 cell proliferation,
glycolysis, and xenograft tumor growth in nude mice

Xu Huihai', Wang Wenshuai', Wang Qian', Du Xiuran', Li Zijian® (1. Department of General Surgery, Hebei Chest Hospital,
Shijiazhuang 050000, Hebei, China; 2. Department of Thoracic Surgery, Hebei Chest Hospital, Shijiazhuang 050000, Hebei, China)

[Abstract] Objective: This study aimed to investigate the effects of miR-532-3p on thyroid cancer TPC-1 cell proliferation and
glycolysis and to preliminarily explore the underlying mechanism by targeting dolichyl-diphosphooligosaccharide protein
glycosyltransferase non-catalytic subunit (DDOST). Methods: The basal expression of miR-532-3p was assessed in normal thyroid
Nthy-ori 3-1 cells and thyroid cancer cell lines TPC-1, FTC-133, and IHH-4. TPC-1 cells were selected for subsequent experiments and
divided into mimic-NC group, miR-532-3p mimic group, inhibitor-NC group, miR-532-3p inhibitor group, mimic-NC + pcDNA-NC
group, mimic-NC+pcDNA-DDOST group, miR-532-3p mimic + pcDNA-NC group, and miR-532-3p mimic + pcDNA-DDOST group.
The targeting relationship between miR-532-3p and DDOST was detected by dual-luciferase reporter gene assay. Cell proliferation was
detected by the CCK-8 method. Gene and protein expression levels were detected by reverse transcription quantitative PCR (RT-qPCR)
and Western blotting. The TPC-1 cells were subcutaneously injected into the right posterior axillary region of nude mice to establish a
xenograft tumor model of thyroid carcinoma, and the growth status of the tumors was recorded. Ki-67 and DDOST expression in
xenograft tumor tissues was detected by immunohistochemistry. Lactate concentration and glucose consumption were measured using
the corresponding assay kits. Results: Compared with normal thyroid cells Nthy-ori 3-1, the expression levels of miR-532-3p in thyroid
cancer cell lines (TPC-1, FTC-133, IHH-4) were significantly decreased (P < 0.05), with the lowest level observed in TPC-1 cells. The
expression of DDOST was significantly increased (P < 0.05). Overexpression of miR-532-3p inhibited TPC-1 cell proliferation and
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glycolysis and downregulated DDOST expression (P < 0.05). Moreover, these effects were reversed by DDOST overexpression

(P < 0.05). Overexpression of miR-532-3p inhibited thyroid cancer xenograft growth and reduced DDOST expression in xenograft

tumor tissues (P < 0.05). Conclusion: Overexpression of miR-532-3p inhibited TPC-1 cell proliferation and glycolysis by targeting

DDOST and suppressed thyroid cancer xenograft growth in nude mice.
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FFODR J g A2 5 DL 1K) P9 G i ST iR 2 — , ik
T AL A BRIE N FREEIE K. BRI R A TR
JRUS P YA 7 A0 FROHR IR R 6 97 55 07 25, BT
FFAE TRUR PRI 7 T 52 2500 25 B AN B SO 46 =)
BRAER, PR, T AR 1 HOIR iR ¥R 7 S ms 8 0
. /N RNA (microRNA, miRNA) J& — 55 5% - 4
4 RNA 737, Ae s i 15 2 Kl mRNA 1 3'- -8 7
[X (3"-untranslated region, 3'-UTR) 45 & , 175 5 H f4 @
A ) FC B, DT A 7 SR 5 7K1 R A 1 42 2 1R 3
ke B AR, miIRNA 7 Rk 12 2 5 4 i
Jed AT ) M B AR 2R AN B RS SR AR ) AT O L I RE
TR AL T T R W T AR O A R R R R R .
H, miR-532-3p 4 i 7E FOIR i i 4 23 Rk B 2
T R 4 21, e vy 3 3k AT 400 1) FF IR i e 2
PRI P AR ) 2 AT Y. R T A 5% miR-532-3p 7E
FOIR B e LRI B e sk = o 2 il B — B TR
MR R AN R B R R AE A 4L T2 (dolichyl-
diphosphooligosaccharide protein glycosyltransferase
non-catalytic subunit, DDOST) {F y— Fft 5 ZE ) i Jt
HRELE, Z 5 EARKERLBHERE. Bk
% 2 [RIEHE R B, DDOST £ B S50 « JH-24H i 96 55 % Fh
AL R v S AR, I (i Rk R 4 e B
1258 K WH IR A 5 o R bRy i ™. B T AR W13
B2 T BT, DDOST AJ ¢ 72 miR-532-3p {7 7E 42
LR, (E P 2 2 TA) AE FRORR g v 1 BB TR 42 50 2R i
B2 SLIRIOUE . BRI, AT B 7R 4R 7T miR-532-3p
5 DDOST (1A B.AE H 9¢ 2 Je Hok BOIR e & A48 R
J I FZ MR, LU O BFOIR B 6 97 52 16 37 i B AR AR
i AT AE AL R

1 MR5EE

1.1 RAEa
111 Zhah#y

4 J8 # HEYE SPF 2% BALB/c # /) B (K Ji B 4
25 @), W B AL AE W) ST AT A BR SR A A, SR5
FPVF AR S : SYXK (52)2023-0073, 7E % i (23 +
2)°C HH XTI 40%~50%- 12 h Y6 18/12 h B & #
IR B 2%, B R B UK, B H BT A&
YIRS POIRAS R SRR Dl TG MERSR 1 G
BEAT SEH . T S R AE I £F A GB/T 35892-2018

(S0 AN YR R A0 B H & 5 B ) X RB/T 173-2018(3))
Yy NI 28 siVE o FE VAR S HIE » AW i
SN NI I I R o e S e (A 1 A=
202410320) .
1.12 Zh4f

AW FE T FHON IR & FOIR IR 48 B (Nthy-ori 3-1)
FRCUR 5958 40 L (TPC-1 . FTC-133 . THH-4) I [ 3 [ #it
OB 7R Y AR g F 0 (American Type Culture
Collection, ATCC) . T H 4l RH AR ELE F
FIJ (STRO % 7€ BN, SCJEAARRT M 38 A BAME . A0 52
o, NIE U B4 B 2R Nthy-ori 3-1/F A X E 41,
FFOIR Jif 98 4 S TPC-1. FTC-133 . THH-4 ¥ [} T & ]
miR-532-3p (1) & it 1A 7K ¥, 58 BCAH A 7K ~F 4] 7
GEE GBS 45 5, TPC-1 418 P miR-532-3p FiA/K
SFEAR , R L TPC-1 41 B FF i J5 B4 M Th RE SL 36
T sh ik ] RS AR S8, FTC-133 \THH-4 41 e H T
A FT miR-532-3p FEANRIATH L . B 4 M 5 35 5%
T4 10% FG2- M35 R 1% 5 -55 5 R 1 DMEM K 753
W1, 7E 37 °C 5% CO,.95% 2/, [ RIUE FE 15 77 4
B 9%
12 EZFRIXFAE5ME

miR-532-3p % L # (miR-532-3p mimic, /7 5]
CCUCCCACACCCAAGGCUUGCA , #% e 28 3K & 50
nmol/L) » miR-532-3p I #l] 77| (miR-532-3p inhibitor,
¥ %) UGCAAGCCUUGGGUGUGGGA , % 4t 2% ¢ JiF
50 nmol/L) Az H: B 14 X /& (43 71 A mimic-NC F
inhibitor-NC) #4 & [H 3 [ MedChemExpress (MCE)
A 7], DDOST i % i i #i (pcDNA-DDOST) & H [
P I (peDNA-NCO 20 5 i 41385 A= W RL A TR
N BT A ElEA T A TREERA T A K,
a4 L3 75 -4% 55 25 . DMEM (B 6 [ 44 5 Merck
KGaA /A & , Lipofectamine 3000 i 7] 1 H 3%
Thermo Scientific A & , TRIzol 177 ) [ Fa 5T i ME %
ARG PR A F), miRNA ¥ 5 7 &8 8 R
LA (QIAGEN) A4 T2 4 IR A & , SYBR Premix
Ex Taq i) & H H A TaKaRa A @ , 2 5 il 4 H 3£
Becton Dickinson(BD)Biosciences A 7 ; RIPA %fi#
7 BCA il i 75 & 39 14 B | g Beyotime A ] ,
PVDF JE I H 56 & Millipore 2 7 , ECL Ak 2% & 6 i
HIL R EAMRHE AR AR, PKM2 fifk (55
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15822-1-AP) \HK2 $i44 (175 22029-1-AP) .LDHA #i
4 (55 21799-1-AP) . DDOST Hi 1A ( % 5 14916-1-
AP) .Ki-67 HifA ($5 27309-1-AP) .GAPDH i A ( 1%
5 10494-1-AP) LA S BRI S A0 P B A i ) Ll 2E 40
% 1gG —PL($8 5 SA00001-2) H1 1 H s = & =)
FEARA PR A 7] 5 7L R 770 46 ) 28 0 A ) 3K 77
10 5 5 [H Sigma-Aldrich /A 7 , 925 9% ) & & PCR
%5 1 2% [E Thermo Fisher Scientific 24 7 , ChemiDoc
XRS+A! 4% £ %t \Mini-PROTEAN HiJk £ 4 14 (5
% [ Bio-Rad /A 7
1.3 TPC-1mptds 4 B 440

41 5 A 8 41 : mimic-NC 41 ( %% % mimic-
NC) \miR-532-3p mimic 4 (%44 miR-532-3p mimic)
inhibitor-NC 4 ( ¥ %% inhibitor-NC) . miR-532-3p
inhibitor 2 (#% %% miR-532-3p inhibitor) . mimic-NC +
pcDNA-NC 41 ¢ # %% mimic-NC + pcDNA-NC) .
mimic-NC + pcDNA-DDOST 4l ( #% %% mimic-NC +
pcDNA-DDOST) .miR-532-3p mimic + pcDNA-NC 41
(¥ miR-532-3p mimic + pcDNA-NC) . miR-532-3p
mimic + pcDNA-DDOST 4 (4% 4 miR-532-3p mimic +
pcDNA-DDOST) . % YL i 24 h, ¥4 b T X £ A= K 1
(1) TPC-1 40 LA 2 x 10°7/FLEFT T 6 FLAR , K R Id W &
IE A R 60%~70% Ja 34T ¥ % . S
Lipofectamine 3000 it 9] 43 #%: {f : miR-532-3p mimic.

miR-532-3p inhibitor A& FH%F 5 B 4 %f B (mimic-NC.
inhibitor-NC) 4 fL f# ] 100 pmol #% & (B 5 uL 20
umol/L fifi 77 ¥ , % W & 50 nmol/L) , 5 5 pL
Lipofectamine 3000 43 7 ¥ T~ 125 uL Opti-MEM J5 2
HLERBE IS min ERE G N T I RAH,
miR-532-3p mimic B{ mimic-NC % & A1 B 7 4 5
pcDNA-DDOST B pcDNA-NC FL#5 4% F: LA 2.5
ug JFURL & 5 pL Lipofectamine 3000 (% 2 pL/ug DNA
EL5) , [F#E T 125 uL Opti-MEM H e i 52 &4 .
LE AV SARFIL 250 uL, B MANFLA, Y6 h
Ji B MR I 5 A B IR AL, gk R BE 7R 24 hURAEAT Y, FH
FJE 8520 . K RT-qPCR K I % Y J5 4% 41 40 i
miR-532-3p 1 DDOST mRNA # ik , 3% il Western
blotting VA DDOST & 3K , DAIGUEFE YRR o
1.4 RT-qPCR # 0] 2@ it A= 4% 44 78 48 42 miR-532-3p &
#8 % #& B mRNA % &

HU3E 5 20 0 Bl 28 8 78 23 I IS T RS AR AL 2
fii i TRIzol iR 7 $2 B RNA , 4% 8300 8% SR 771 & Ui
B K RNA 300 % 5% 4 cDNA, {f | SYBR Premix Ex
Taq I1iR57 & #E1T RT-qPCR SNV o [ B 45 1A, 35 7
95 *CHIUEZ % 3 min, fEHF 1 X595 °CAEYE 12 5,60 °C
1B KRN ZEAF 45 s, T A 45 K . mRNA £33l EL GAPDH
N2, miRNA K LA U6 NN S, R 24
X RIER . SIFHIIE 1

%1 RT-qPCR 3|49F%1(5'—3")

ElkVE Rl RIAFF3I
miR-532-3p CGTTTCCAACTGTATG CAACGGCGGATGGCC
DDOST TCTCTGGATTTCTTCAGCGA TGTCTGAGAATACCTCTGCG
U6 CTCGCTTCGGCAGCACA ACGCTTCACGAATTTGCGT
GAPDH TCCTTTAGGATTTGGCCGT TTGATGGCAACAATCTCCAC

1.5 W& FEBERE AR E K EIETPC-1 a2 ¥
miR-532-3p 5 DDOST & ¥e 15 % #

P4 DDOST % [A 3'-UTR miR-532-3p 45 & 1
AR E A Y (DDOST-WT) Al 28 48 £ (DDOST-MUT)
pmirGLO # H5 #ifk . B ARSI B IR T  (D¥ TPC-
1 ZH PR T 6 FLIR , B R W B G % B (OS]
Lipofectamine 3000 % 4412771 5 B 45 , 1 4 2 4F (1) ik
& HAK 4> A1) 5 miR-532-3p mimic B¢ mimic-NC.miR-
532-3p inhibitor &Y inhibitor-NC F£ 5% 4 &2 41 iy ; (3) #%
L 48 h J5 ST AR 20 I SRR s (O 38 = RWED G R
Pt b A A1 ke 0 K 7R G U ' 2 A L 9 DU
' 3 6 & M (Renilla luciferase) i THEAE N N 2 3017 bx
Ak . ASLIG ST R 3K
1.6 Western blotting * 4 ] TPC-1 4m Jz DDOST %

YeBEMRAR K& B R E

W B 25 ZHL A, i N 2 2 1 B AT ) R 1Y RIPA 2R
FE, UK 24 % 30 min J5 , T4 °C+ 12 000 r/min &
15 min, B35 W, BCA V8 B 2 FIIRJE . RFZHEL 30
ng B M R, 2 10% SDS-PAGE 70 B , K H I 4% 1
W A 2 PVDFE, T 5% MR 0= iR 1 2 h.
23 5N DDOST (1:2 000) \HK2(1:1 000) .PKM2
(1:1000) \LDHA (1:1 000) & GAPDH (1:5 000) #1
K, 4 °CW¢ B 7, Tris 22 1 25 7K i 35, 7% W (Tris-
buffered saline with Tween-20, TBST) ¥ 5 5 /¢, B Ik
5 min, i I0 BRAR I S A B bR c 1 Ll 2 BT AR 1gG
Pr(1:5000) = IEAFEH 1 h, TBST R BEE G, InA
ECL 1k %7 & 655 i 52 B8 O, LL GAPDH A N 2=, H
Image Lab 8 fr 26 KA M H S HRER S

are
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GAPDH 2%y K JE B 1 U AR -
1.7 CCK-8 4| TPC-1 M 034 74 % /)

A T 5 B K IR TPC-1 4 LA S x 1034N/4L
()3 FEREM T 96 FLAR h , AL 72 544 FH 9 100 uL.
Y MR S BT B IR AR TR WG RE R R, 200 T 0 h Ol B
JE BIZ1) .24 h.48 h A1 72 h PYANISE [a] 25847 K60
AN ] SRR B 3 MR AL, I 3 AN AR IR
FLUN e &R 7R 3L, TEAMD) o B IE 546 I I 1] 5
i, A FLIIN 10 uL 1 10% CCK-8 ¥, T 37 °C 5%
CO, IR R 4k 815 9% 2 he KT BEAR XN %E 450 nm
Wb ()65 B (D) ME . BT SEI T B8 3 IR, e
s LA 3 oM S 25 R IR R
1.8 X F & kM TPC-1 fmfb 3] & 450K 46 £ Fo JLIR
I

W B % ZH Zm M 85 5% 3B, T4 °C .2 000 t/min
B0 10 min 2 FRA0MORE Fr Soa i 4 i, B B IE TR
TR o e LR AR I ) A5 A 2 B 0 4k
B, 30 30 R ARSI AR 1m0 96 FLAR 43l hm N
50 L B BE bR 5 L 2 A R ER AR AR A, R DN
100 pL 7L % B3R A5 B A I TAE W, B WRAT IR A )&
37 °Ct Y E 30 min, 7 B AR AR B i K o %7 H
505 nm , FLEE 530 nm) A E &FLIEE L (DOE , Lhbs
TR Al VR FE R AL bR 6 2 5 (DO A AR bR 25 1
i i 2, T SR AS Hp R 2 AT L IRV FE (umol/L) o
2] BT AR R = R = 1 L7 4R - s 3R AL
R 2] E AR B D /TG A B 2 1 LA & BRI % 100% 5 4]
it L R 2 ol i DA o fh 2 T BT A ) S 56 FL LRI
JERIN. FTE Loy B 3K, 5 R UBMEE R
1.9 R T A % 1AM miR-532-3p *F F 4k
IR IEAS LG A K 8%k

# 1.3 14 RT-qPCR K3 4IF {3 2% 3k /410 1] £ 52
e gL ) 25 2 40 vk T 3 ) B (mimic-NC 21
miR-532-3p mimic Z . inhibitor-NC 41 1 miR-532-3p
inhibitor ZH) . K %% 41 TPC-1 4 fitd 4 1k 5 8 T Iy
DMEM 5773 5 Matrigel 2% i e (AR FR LG 1 DR S
ik, R FE 1 x 1074/ mL. BRI 4 S Wi
ettt H 5, 0 OR 40 B VS R > 95% . K H Bl AL BT
FE¥ BALB/c BN RIS N4 (=35, 43 5N
mimic-NC 4 . miR-532-3p mimic 4] . inhibitor-NC 4 .
miR-532-3p inhibitor 2 . T #/N R A G MK E & T
TS 200 pl bk 20 g v CRE R /N B 2 x 10°
ANVEAMD® . B H IR/ RS #OIR S S B2 T B A
FRERARGL . WA 5, BE0E 3 2R/ R R
K AR () R AR (b)), 1 58 4 98 44 #7 (tumor
volume, TV) , it AKX N TV =a x b*/2. 21 dJaKH
FHUME B F 32 A SRR /N R, 57 B ) 25 RS M R PR R

S0 W 5% B 9 N £ XS AL LA SN ) N A
Tt CEEERAED) , DAk 0 & 4 o 7 SIe 58 31 1) /)N B
IR A MR AR > 2 000 mm? A4 EE O PR I AT 45 A4
H 20% P83 BE 2 PRALIRAS o AR — 15 00, T s
VEST 50 mg/kg I3 B LU 2 BN TR L R I I S90HE I 7 92 Ak
Bo
1.10 % J& 40 8240 5 % 48 ) 4% ML 78 48 4R Ki-67 A=
DDOST % &

& AR IR VA RN 5 0 i 45 R L W A RS AR
I NP, 2B T80 °CUKHH T RT-qPCR K&
HFET 4% ZRPEDEE24 05, 25K 8
AT S KA TR RIS R B
3% HoO2:8F P A Y1 3 A A0 P I 35 BT, 0 ool i m i
BHP,4 CAE R N =31, 37 cClEIRFF 45
430 min, DAB & € GBE ) L IR AKS 2 e, BB K
B R T BEALIE 3 AN AL SR 40 B A
FH Image] % 4 7€ & Ki-67. DDOST [¥] B 4 % ik (£
O AR ALE S AR, tH R BH R IA # . PP ERIE
B = B G T AL S A < 100%
1.11 %t o ar

K H SPSS 18.0 {4 (IBM Corporation) 4T 4t 11
IINT. BT ARSI M, A 3 UK. K H Shapiro-
Wilk 6 56 At B0 1F A, 3@ 1T Levene 6 56 34 Wr
T EFE . FFE RSN U +s £om. WA
T) bU A8 SR P B STREAS ¢ 60560 5 220 4 TR) L A8 R B B TRl 3R
77 7= 43§t Cone-way ANOVA) , & J5 £ & LR H
Bonferroni 12 1E « #5 B¥s A7 & IEZS 0 A 807 2 A
35, DI 26 1A] B %5 ) Mann-Whitney U856, 22 40 18] Eb
¢ F Kruskal-Wallis H £ 56 . L P < 0.05 5 P < 0.01
TR ER BB

2 & R

2.1 FORARSE 20l miR-532-3p & ik [E 4K & TPC-1 4@
fle %% e R

5 1E 5 IR R 40 # Nthy-ori 3-1 /5 LE , BUIR iR g
ZH 0 (TPC-1.FTC-133.IHH-4) "' miR-532-3p £ ik /K
73 8 3 B AR (P < 0.05) , H A TPC-1 41 g ' miR-
532-3p KIE KT HAK (P < 0.05) , K b 3% F TPC-1 4
W3R AT J5 45286 (B 1A) . RT-qPCR K 45 7,
5 mimic-NC 41 Lt , miR-532-3p mimic 4140 i -F miR-
532-3p FKIA KPR 2 T = (P < 0.05) ; & inhibitor-NC
41t , miR-532-3p inhibitor 21 miR-532-3p # ik /K1 &
ZRR(E1B,P<0.05),
2.2 i &3 miR-532-3p #p%) TPC-1 2@ e 38 78 B e B4 4

CCK-8 A6 45 e (] 2A) 7R , 55 mimic-NC 41
b , miR-532-3p mimic ZH [ 2 A 184 5 % 77 BH 5 PR AR
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(P <0.05) ; 55 inhibitor-NC 21 Lt , miR-532-3p inhibitor
LH 41 M3 B B T (P < 0.05) . TPC-1 41 Haf
Tt e 4 I 25 SR (B 2B O) 27 5 5 mimic-NC 4.t
miR-532-3p mimic 2 %] %] §% 8 #& 2 A FL R I BE B

o
)
® 10F .
o
Laa] * %
&
o
] o
E ok
0
iy o M N
oy o p
¢ & &
%,0 Q«
g&

PR (P < 0.05) ; 5 inhibitor-NC £ Lt , miR-532-3p
inhibitor ZH i %] §% ¥ #& % K LR K E H 2Tt &
(P<0.05).

o
%)

% %k

miR-532-3p Mkt # ik kb
2
I

AA

A :miR-532-3p 7F 1E 5 IR B 20 S A0 IR s 20 i h 1) 2808 7K F s B2 -2 TPC-1 4l 2 miR-532-3p [l 1A /K F
5 Nthy-ori 3-1 B mimic-NC ZH.Et ,"P < 0.05,P < 0.01; 5 inhibitor-NCZH L, 24P < 0.01.
1 &LB4YHBE miR-532-3p FRIAKF

-~ mimic-NC

-# miR-532-3p mimic
—+—inhibitor-NC

~¥- miR-532-3p inhibitor

i 55 B FE2R /%

5} [i1)/h

FLER AR R A/ (umol/L)

A S TPC-1 U IS HEIT 773 B - 7% 2H TPC-1 41 8 4 Bl T 4L s C « 5541 TPC-1 41 it p FLER VR JE &
5 mimic-NC 4, P < 0.01; 5 inhibitor-NC 41kt , P < 0.05.
2 miR-532-3p %t TPC-1 408 1E5E & HEEE AR RO 2200

RT-gPCR A Western blotting & Il 25 H (& 3) &
7~ » 5 mimic-NC 21 bt , miR-532-3p mimic 2H HK2.
PKM2.LDHA mRNA [ H &5 K1 B L (P <
0.05) ; 5 inhibitor-NC 41 [t , miR-532-3p inhibitor 21
HK2.PKM2.LDHA mRNA % & 4 % ik /K7 B B+
i (P<0.05).

2.3 miR-532-3p 26 DDOST # F A & & &

183 TargetScan H 4k ¢ 71 & I , miR-532-3p 5
DDOST 3'-UTR fA17E HAMNS G 07 s (BT 4A) o ATIE
miR-532-3p 5 DDOST [ # [1] 5% & , AW 7047 XU
R EERLE, 4 R(FB ER, 5
mimic-NC 41 bt , miR-532-3p mimic ZH A8 G 2 BEE 14

B B F#K(P < 0.05), 5 inhibitor-NC 41 k. , miR-532-3p
inhibitor 2H [ 52 't 22 B % M B 2 51 (P < 0.05) . [F]
FE, 5 1E 5 FUR A4 M Nthy-ori 3-1 A5 EE , FFR s 44
Jitu (TPC-1.FTC-133.IHH-4) " DDOST % ik /K *F- 1
3 T, Hot TPC-1 48 i DDOST #3A FH i@ 5 K
(K 5A,P<0.05). RT-gPCR F1 Western blotting £ ]
45 (] SB~D) 7R , 5 mimic-NC 41 Lt , miR-532-3p
mimic 21 # DDOST mRNA }% £ [4 3 ik 7K T~ B 2 B A%
(P <0.05), 1 inhibitor-NC 21 Lt , miR-532-3p inhibitor
447 DDOST mRNA & & [ ik 7K ¥ B &t i (P <
0.05).

2.4 DDOST it % ik 3f 4 % 4% miR-532-3p 2+ TPC-1
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o fleL 3% 78 B A B AR 649 A HAE R
CCK-8 7146 I 45 H (K 6A) 7K , 55 mimic-NC +
pcDNA-NC 4 b , mimic-NC + pcDNA-DDOST 4 [

A B
1 2 3 4 MxI10) .
]
;E‘l
% s
1 2 3
C
2 ]
= i
= aa £
=1 <1
z B
£ :

e
e

1 2 3 4

Y1 48 4 VS 70 B 5L 3G n (P < 0.05) ; 5 miR-532-3p
mimic + pcDNA-NC 4 [t , miR-532-3p mimic + pcDNA-
DDOST ZH 4 384 5% 77 W1 238 (P < 0.05) .

o
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® & =
i fu
e 1 -
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1 3 4 1 2 3 @
2

B~

®
Aa (3 AA
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e

3 4 1 2 3 4

1 :mimic-NC 4 ;2 : miR-532-3p mimic 21 ; 3 : inhibitor-NC 41 ;4 : miR-532-3p inhibitor 41. A:HK2.PKM2 J LDHA Western blotting
:B:HK2.PKM2 % LDHA & [ A% #757KF ; C: HK2 . PKM2 K LDHA mRNA A%} ik 7K . 5 mimic-NC 41t ,"P<0.01; 5
inhibitor-NC 1Lt , 2P < 0.05,%2P < 0.01.

3 K{ETPC-14Af8HK2, PKM2 & LDHA fJ mRNA f1E B FRiAKF

Position 117-124 of | 5°...CACAACUUUACCUCUGUGGGAGA...3’
DDOST 3'UTR IHH ‘ ‘

hsa-miR-532-3P 3’...ACGUUCGGAACCCACACCCUCC...5*

B mimic-NC#4L

E3 miR-532-3p mimic4l
E= inhibitor-NC41

3 miR-532-3p inhibitor4l

FES R R AR

DDOST-MUT DDOST-WT
A:DDOST 5 miR-532-3p I (E 45 &AL i s B: &2 TPC-1 4
JEDE KBS . 5 mimic-NC 2L, P < 0.01 ; 55 inhibitor-
NC4IH,%°P<0.01.
4 miR-532-3p 5 DDOST #E[5) % RIEHE

TPC-1 4H MOBER A I 45 S (B 6B O) R, 5
mimic-NC + pcDNA-NC £ . , mimic-NC + pcDNA-
DDOST 25 1) %1 %] B 5 A 2 [z 3L 1R Wk 2 W 38
(P <0.05) ; 5 miR-532-3p mimic + pcDNA-NC 41 [t
miR-532-3p mimic+pcDNA-DDOST £ %] %] ¥ i #E %
S FUER IR P W 3 N (P < 0.05)

RT-gPCR & Western blotting & ] 25 3£ (& 7) &
7~ » 5 mimic-NC+pcDNA-NC 41 [t , mimic-NC +
pcDNA-DDOST 41 HK2.PKM2. LDHA mRNA & &
2 1A K7 B & FF & (P < 0.05) 5 5 miR-532-3p
mimic + pcDNA-NC #4 Lt , miR-532-3p mimic +
pcDNA-DDOST 41 HK2.PKM2.LDHA mRNA % &

I #RIE KT BT R (P < 0.05) 6
2.5 &K miR-532-3p #pHAR ) RAALIE £ K A IE7A

RT-qPCR #& I 45 - (] 8) & 7R~ » 5 mimic-NC 41
Et , miR-532-3p mimic 2 miR-532-3p F ik /K- & % Tt
% (P < 0.05) ; 5 inhibitor-NC 41 Lt , miR-532-3p
inhibitor 0 miR-532-3p % 1& /K °F & # [F K (P <
0.05).

FERE IR I & 45 R (B 9) Bow , B/ RO s
5 4H % FE R A AR ) BE I RDEET S I . 5 mimic-NC
#H bt , miR-532-3p mimic ZH %% 18 983 AR FH B S5 00, 7%
T 98 Joi B B R B (P < 0.05) ; 5 inhibitor-NC 41 L,
miR-532-3p inhibitor ZH #% 1 J8 {4 #7119 ot = B
BINP<0.05).

Fo AU ELE R (B 10) 2R, 5 mimic-NC 2L,
miR-532-3p mimic £ 41 Ki-67 1 DDOST BH 4 42 71 B i
S 5 BRI R0 28 B (B JEAIK (P < 0.05) ; 55 inhibitor-NC
#H bt , miR-532-3p inhibitor ZH 1 Ki-67 A1 DDOST FH 4 4%
B IG5, IR IAF B = (P <0.05),

3 3

FFODR s 2 PN 23 W6 2 400 s s DAL PR ST A e g, G
L SKOBR FIR JIR9E (papillary thyroid carcinoma, PTC)
Je i EEMHLUE AL, 2 & BT A IR R 5 51 1
80%~90%"'. HIRKZH PTC B3 15 R4, 104
AEAEEZRTTIE 90% LA b, H 8 43 7 25 1R I R 42 28 PR R
5 FE T RS 55 v 5 9 08 4 A AT 2 HH LR 2L 4 B
TGRS, SRS RAUS". R, A 2 B 508 1)
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A:DDOST £ HUIR IR 40 il 9 35 7K1 s B: DDOST mRNA A1 %} 2215 7K - ; C: DDOST & [ i EN i K ; D : DDOST 5 FH AH X ik 7K
¥, 5 Nthy-ori 3-1 8{ mimic-NC 41 tt, “P < 0.01 ; 55 inhibitor-NC 41 L., 2P < 0.01 .
5 Z{AMAEDDOST mRNA REBQFIAKTE

A e~ mimic-NC + pcDNA-NC B C
# mimic-NC + pcDNA-DDOST
-4 miR-532-3p mimic + pcDNA-NC 200~ 200
2" 5 miR-532-3p mimic + pcDNA-DDOST =
e R 5
8 3 =
F 1 = i |
q £ =
= &
' &
=
0
I} 1] /h
<« &
& &6&

A:TPC-1 4054 7% /7B : TPC-1 40 B AT M FE 4 C: TPC-1 UM AL IR E . 5 mimic-NC + pcDNA-NC 41tk ,"P < 0.01;
5 miR-532-3p mimic + pcDNA-NC 4 Lk, **P<0.01,
6 DDOST id3RiA%t TPC-1 4RREIE5E K #EEE AR OS2 00

12 3 4 M(x10) | | |

i "
Rl Y3 ‘g aa 3
. N ®
= # ]
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C
3 -
o (B
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1 :mimic-NC + pcDNA-NC £H ;2 : mimic-NC + pcDNA-DDOST £ ; 3 : miR-532-3p mimic + pcDNA-NC #H ;4 : miR-532-3p mimic +
pcDNA-DDOST 4. A:HK2.PKM2 /% LDHA & [ EiZE & ; B: HK2 .PKM2 }2 LDHA & [ A % 6 15 7KF ; C: HK2 .PKM2 K
LDHA mRNA %t &i%/KT. 5 mimic-NC + pcDNA-NC ZH L, "P < 0.01; 5 miR-532-3p mimic + pcDNA-NC 41 Lk, **P <0.01.
7 FETPC-1 4AFEYEREERIE X E AR mRNA FIE BRIEKF

miRNA 7 iR R A R e v R FESCEARHT, BEPT 5% Horpr, miR-532-3p 1 Jy — i B A 4 ¥ B2 1
FE AL T, WA E 7, HRIE R E S miRNA,EZFCBIEMR 2RI . MR TR
TRARN A IG I A T AR SRR E I W], miR-532-3p AEURAYE P IRERIA, i & K miR-532-3p
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AT G 5 2 P 3 G R BRI B O S A R R A
Ko esh, i i5 miR-532-3p 1 7E BT 41 Jif 5 40 P
o I R AR Y TR, AS I A
HOIR B & 40 9 (TPC-1. FTC-133. IHH-4) #' miR-
532-3p /K°F, & B TPC-1 41 g HH miR-532-3p F ik /K
P IR, H it % ik miR-532-3p BE # #] TPC-1 48 il
1 5 05 475 MR, 40 miR-532-3p K 1A AT {2 i
TPC-1 41 f 3G 5 v% 77 . b3k 45 478, miR-532-3p
5 HUIR M g ) AR R R AR 0%, L mT Re AR i
TS E5HRBBHIEERE. 3t— DKk N
06 45 8 R, 1 A miR-532-3p Al 1 # 4E N BL
WREBEEEAEK. EHS Y ERE R,
Tt 2218 miR-532-3p 1 B A AL /s BRH IR IR g 7% A
Jed 2H 2R TR Ki-67 (1Y) FH M 3% 1K Ki-67 22 & F (1) 240 i
FEFREY . Bk g RER WY, i KX miR-532-3p
AT 40 1) TPC-1 41 B 3 5E H %€ 28 B /s B IR IR
R # R A K, U miR-532-3p H A #9E i#

A B
151
AT —— :
mimic-NC " / n§
miR-532-3p mimic | g @ ' 8 9 i Lor
anioene B N . i
8 0.
miR-532-3p inhibitor ] . =
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5 mimic-NCZHEL , P < 0.01; 5 inhibitor-NC ZH EL, “*P < 0.01,
8 HLE /)R IBIEE miR-532-3p FTiLkKFE

C

, m3d
$ mmo6d £
3 =
A . 9d W
it nd B
-
= 15d 2
&

fieat]

18d =

= 21d

A B H BN R FEAEIE KRB A s B: BRI AR AR s C: BRI i . 5 mimic-NC 4Lk ,"P < 0.05,"P<0.01;
5 inhibitor-NC 41 k., “P < 0.05,%2P < 0.01.
E9 KERNRBEREKERRERNRE

inhibitor-NC

miR-532-3p mimic

miR-532-3p inhibitor
SN

Bl mimic-NC B3 inhibitor-NC
o = miR-532-3p mimic 3 miR-532-3p inhibitor
A

An

PR e ik % /%

Ki-67 DDOST

A BN Ki-67 . DDOST G 4 230 25 e i 25 5 (%2000 5 B : - 4R/ R Ki-67 . DDOST PHMERIEHK
5 mimic-NC4H Lt ,"P < 0.01; 5 inhibitor-NC ZH k., 2P < 0.01
10 &4H#E/) B BIEEKi-67 1 DDOST B AL 6 R AN RIAR

miRNA 1E A JE R R I8 [ s A = 8 7, 208
Tob A S P TR 1) DRl mRINA (1) 3'-UTR SZH R Ax 22 4k
R IR ACE RS % « AW 745 & A1 B 2E R

CTIIN FT X EL Ot B R R BE DR S B, 45 R R OR
DDOST #& miR-532-3p ) L4 /FE H ¥ 45 . DDOST fE
N T B i O G A I O L i R A R T
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N- i A o 7% 55 35 52 v i3 4 e 1) S8 R A ) 22 AT
Mo ZIHFFTISZE ], DDOST /2 i A i 3k i gg 41
S 5 . At , DDOST K IA 5 I i 5 A1 5% , v
BEHL A TG bR EWANET . A0 & 8L, DDOST
£ TPC-1 4f g 2k 13, i % ik miR-532-3p wJ 41)
il DDOST [) mRNA K& & H %3 , 1 ] miR-532-3p
FIAT L DDOST ik o i — 5 1) G H 4k %
et gh PR, i ik miR-532-3p A f&k DDOST )
EARE. IR RILR, miR-532-3p 1] /£ TPC-1 4l
JH TR /N B FFOIR Ji e 2 R 2H 2R i 4% DDOST &
ik, AT RS AE T o T 20 M AR 2 00 B 2
FETE B, e 5 A 2 B9 R R S8R 78 R I 4%
PER S AT RE S 38 DO R AR T 1 K B AR R IR, X —
FERA AR AR A O o AR L G A
G I R AR N e B AR & BCRT AR 5, (2
TN TE . H AT, A AR T AR D S A R 1
Pz —1 AHSCHIT TR B R A A 2 AT S A%
S b n] A 3 R A B ) S AR 2R ST RS . AL, A
A AW B A T VR VR 7 S T B ) AL .
I iRt 142 4% T HK2 W PKM2 A1 LDHA 25 ¢ BB 1) 57 3 i
T 5 72 A2 A i 98 A e A SRR T A AU G R ) O
RIER o Hor, HK2 1 BE I i S 4 A0 SR K 45 A A
Hod RIE 5 2 P MR 1) kAR R R B TR o)
PKIM2 s Al I fige a5 v 16 S B R T g, 38 425 P TR 8 A
ATP 14 B FE™ s LDHA 2 8 e it ik F2 (10 4% 0 PR
TR, RGN M BE AR A e R IEE E/ER . LDHA
T 3 A A TR R 1) LR e A, AN RE B8 DR b ZokL i
A B IR 1L T e B B , 48 BE 7 AR S IO 155 Hh 4 KR 4
i P SR 3 ST 487, DT A R A0 B S IR 25 R Y
FEIGRE ™. AN, 1E FUR R AG %: Jgg v, LDHA £
S A, (R ORI e A A 1 3 0 AR R AN
R, IR, ASHIE SRS I TPC-1 4H M m 1) 4 26 3 31
FER M FLIR AR A, 85 R, 1 33K miR-532-3p Al i
2 B A TPC-1 24 PR H (1% 5] 267 B 4 FE 26 S FLIBR A L, 1T
1t A DDOST mlifi% Bk . idt—BA0 TPC-1
41 ff Hh o % AR AH OC 2 1 HK2. PKM2 A1 LDHA 1)
mRNA K& [HRIA, 45 50 BoR , i 215 miR-532-3p A
BEBIK=F M mRNA L EARE. LikRgEFie
7N 5 31 3R I8 miR-532-3p A] ji i 42 (1] DDOST #1 il
TPC-1 4H HWE I i, 2 1717 00 1) S 5

2z BTk, it 22 3E miR-532-3p Al 3@ i #E 1 R 5
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