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WE B BT TFRSEIESS RNA(LneRNA) /N F RNA 15 3 16(SNHG16) i 2 ¥ ] 3/ RNA (miR )-141-
3p Ml A M 1 BL(HMGBL) , B8 T2 B (AM) S0 5 BB ST 240 M (ESes) MAE A . ik i iR e
it 5 SR (qRT-PCROKZIN 52 5] AM J8 25757 IR 21 (AM 4H) T PR ey 30038 O S8 75 DI BR 757 19 52 (3 1) 7 B A I 41
(G BRZ) 7 SNHG16 . miR-141-3p \HMGB1 mRNA 357K 5 44 Y 14 4 i 53k /N & ¢ RNA (shRNA)NC 41 .shRNA SNHG16 4]
shRNA SNHG16+miR-141-3p # #] 7] (inhibitor) ZH . shRNA SNHG16+inhibitor NC 41 . blank ZH , % F miR-141-3p 5 SNHG16.
HMGB1 B# [] 5 2 ; qRT-PCR A Y 14 41} 1 SNHG 16 .miR-141-3p . HMGBI mRNA 357K - ; CCK-8 . Transwell 525646 I 4 ity
WO ARZEHITHE ; e 56 G WAL %5 B (MVD) ; Western blot Al B 420175 5 1 a(HIF-100) FREAL -2 (Cox-2) K 1ML
KT (VEGF) \HMGB1 &K 151k, &8 AMZ SNHGI6 HMGBI mRNA 6355 T X MR, {H miR-141-3p 835K T %) 18
41 (P<0.05) ; shRNA SNHG16 41 SNHG16, HMGBI mRNA %35 A1 55 R 128 R 2850 .MVD  VEGF , HIF-1a., Cox-2 ¢
HMGB1 4 [R5 MK T blank 41 .shRNA NC 21, miR-141-3p 335 5 T blank 41 .shRNA NC 2 (P<0. 05) ; il miR-141-3p i 5% T
T3 SNHG 16 X ESes ML A= ALk 3 /E FH . 518 T4k LncRNA SNHG16 38 33 ¥2 1] |14 miR-141-3p i HMGB1 , 23 EScs
LA A8, ] ESes W7 TR AR 28
K TR NRNURE ; SO TR R B ; LneRNA SNHG 163 miR-141-3p; HMGBI 5 1L & 2E i,
FESES R713.4
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T E MR (adenomyosis , AM ) & —Ff R PEIHEL
PRI L LB R A I S w1 A LR TR A R Ry
E, I KRR B 46 A 4 2 IR Ak
AT 2, AT E N RS 4 L (ectopic endome-
trial stromal cells, ESes) it F5¢ 22 38 4 LA S i #% , vl g
AR R ZEIG  RIAAFSES YR, R
B PN B P AR I TR AR 1 A R AR K AR T
8 JE % % RNA (long noncoding RNA, LncRNA ) A
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Z: 55 R & A 0 LA R A 22 T 1 R R
A~ /N3 F RNA 75 £ R [H 16 (small nucleolar RNA
host genel6, SNHG16) 2 —F LncRNA, FF 5 & Fff
AR 1 R A AR AT O EFSET SR B Ln-
cRNA 2 2 fig /& 1 i i /) RNA (microRNA,
miRNA) (455 G P 45 & 5 0 T iiF 8 5L I, H miR-
141-3p Z 5115 AM Hh -5 LS V- 95 LAR A i) 385
SHAA TS, O AMIRY PSR 7E B8 A5, iR i A% A 2
F B1 (high mobility group box-1 protein, HMGB1) /5
RIREHE T FENER L RS . HeT I, AR
PUIE— L FRSE LncRNA SNHG16 J2: 155 5 AM 1) %
A LA R AM & AR B 23 T L2 A5 5 miR-

highly expressed in tissues and cells in OSCC, and reveals the important role of the YB1/PI3K/AKT axis in the pro-

cess of EMT of OSCC, which is expected to become a new tumor marker for early diagnosis and treatment and prog-

nosis evaluation of OSCC.
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141-3p/HMGB1 fliAH % .
1 MR5FEZE

1.1 HALRMAASKIE 2023 45 8 /] —2024 4%
8 H TARBE A2 4= F B VIBR AR (1) 52 i) AM i35 1) 5+
L F B NARZH L, AM Z1AF 1% 25~47 %, P AR 1% 38
B AT BB R AR BT SO ERIRIT
FEHEBRAT Lo 5 00 He 5508 s BB A KR v e
B 5y T IRl — i B PR R 0 L O B9 S VDR
T E 52 (9 BB e NS, R ] A,
TCU ML P s, 1 R X BR AL AR i 24~48 %, R
AR 39 % s HEBR AT Uk sl 3 2 i 2L R, i 414
57 BIFE-80 °CH A T PR VR LA T~ — Dl %
WF 5T AR A Y b A8 L 22 51 25 i b o (S 5« KLL-
2023-478) I BRI A S 5 & A R & .

b E R e (LT ) 40 R SR AL ESes-Y 14 2l
I BT H 44 (37 °C.5% CO,) 1537, H:rp DMEM
REFE RN A12. 5% FBS 1% Wi % .
1.2 FEMBRENEFE LEESKEYHAHR
25 A BE LA T 0 I2 5 (cell counting assay , CCK-8)
i 71 (C0038) 5 it 75 BIL KL P BL H A BR 2wl 48 it
SNHG16 /)N % 3¢ RNA (shRNA SNHG16) (202405
17) . miR-141-3p 11 il 7] Kz £ 44 4 (miR-141-3p in-
hibitor, miR-141-3p mimic) (20240701 ,20240606) &
F ¥ X%F B (shRNA NC. inhibitor NC. mimic NC)
(20240614, 20240627, 20240720) ; 3 [E Thermo
Fisher Scientific 2y w #& it 34 5% fk 2% & 6 % W
(32106) . cDNA 3 % 5635 £ (1622) (il 5 S e it
JE DN 22 2% 1 (20241108) \microRNA i385 S £
(4366596) . Mk FH iR 1250 &5 (23225) 5 %€ [ Abcam
28 al AL B4R 15 5 T o (hypoxia inducible factor-1
o, HIF-1a) (ab179483) RS AL -2 (cyclooxygenase-
2, Cox-2) (ab15191) M 1l 4 P9 K¢ A K HF (vascular
endothelial growth factor, VEGF) (ab46154) . HMGB1
(ab18256) BTk, H A BLARE i 24 w42k IX73 9%
UG 5 T N B A W B4 4 ) B2 4t BioTek i
1% ; £ [E Thermo Fisher Scientific 2 7 #2fi AB17500
S5t PCR R4
1.3 RS ERAIE  YI44000% MIEFR)E BT
oA KA 48 it R Lipofectamine 2000 a1 B
Eeemy LAY BB shRNA NC . shRNA SNHG16 %%
e & Y14 40 L, 41532 S8 shRNA NC 41 | shRNA
SNHG16 #H , shRNA SNHG16 43 51 5 inhibitor NC.,

miR-141-3p inhibitor 3£ 4% Y4 % Y14 40l , 20 512 K
shRNA SNHG16+inhibitor NC 2 . shRNA SNHG16+
miR-141-3p inhibitor 41 , I R 5% L 1) Y 14 48 Jf A
M blank 2 , &2 A0 MIF% G 48 b 5 AT bR 704
1.4 qRT-PCR # il A R # &K K Y14 40 fg s
SNHG16. miR-141-3p. HUGBI mRNA 3 i% 7k
PRI SR A P ) B RNA, f FH cDNA 386 5% 5%
R0 &5 5 microRNA 39 % SR ) 65 33 % 5% i cDNA
fdi JiI SYBR PremixEx Taq I 7] £ 7F ABI 7500 RT-
PCR & 41T qRT-PCR, Lk GAPDH 5% U6 %: K Hy 5t
e, PCR IG5 - 76 95 °C R HIERAEHE: 10 min,
B 5 HEAT 40 DIEFR,95 °C 15 s F164 °C 30 s, 514
J¥ 8 W R : SNHG16 1E 7] 5'-GATCCCATCTGGC
ATCGCT-3" Hl JZ [i] 5'-CCTCTAGTAGCCACGGTG
TG-3' ;U6 1E [ 5'-CCTGCTTCGGCAGCACA-3' Fl 2
] 5'-TGGAACGCTTCACGAA-3" ; miR-141-3p iF [fi]
5'-GCCGAGTAACACTGTCTGGT-3" H1 )2 [f] 5'-CTC
AACTGGTGTCGTGGAGT-3" ; GAPDH iF [f] 5' -GGG
AGCCAAAAGGGTCATCA-3’ FIR 7] 5" -TGATGGCA
TGGACTGTGGTC-3" ; HMGBI 1F If] 5'-AGATGGC
AAAAGCGGACA-3" #1J2 [1] 5'-GGGCGATACTCAGA
GCAGAAG-3' il i 271y k115 SNHG16 \miR-141-
3p HMGBI mRNA %3k
1.5 I§E miR-141-3p 5 SNHG16 . HMGBI BY 5B 5]
KER TP H LRI A, Bl S 21T 20 R
% IR I 2450 SNHG16 454 5 .2 h IF A
RERRF T , BE)S HE B RNA Kl miR-141-3p 363k .
e 2R L5 « StarBase , TargetScanHuman il
W T miR-141-3p 5 SNHG16 . HMGBI W AH I3 25 4 o7
KA miR-141-3p 255 6055 1) HMGBI 3'-UTR
FSNHGI6 [ Bedfi At Boks rh | g g B A A 4 4
PR OB (HMGB1 37 -UTR-WT.SNHG16 WT) , fif
FHAE 835278 10 & A iR 8 1 SNHG16 \HMGBI Jit
i F 58 AR A 4 A 5 A BT oRE (HMGBI 37 -UTR-
MUT.SNHG16 MUT) , §% 44 #H 5 19 5£ 4% 1 R (miR-
141-3p mimic, mimic NC) 175 5t 3 i #f 5 e K o
KE, SR FHE G 25 g 445 DU 28 0 460 00 24 516 3% i 1Y)
.
1.6 CCK-8:ZHMAApIEIE K Y14 418 LA 5%
10° 19 %% B H2 /0 21 96 FLAR P, 244K 1100 pL, CCK-8
LA 1210 B9 EL B A 4l i o, 2R )5 7E 37 CF ik
A7 240 ML F 2 h, fol AR ASCRS I 4 oy 450 nm 1Y
BOH AT A G s AR Ak
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1.7 Transwell LG NMEEZE TR K24 1L
Transwell Hiz (FLA2 0 8 wm) >R FHIE B e o ¢ b s %,
1637 *C 5346 TP E 30 min JE BB I HEAT 41 Mo 4
ZEM 2 N 45 LA i e Rl 2 b s = P, 9E 5 200 pl
TCI s DMEM — #2555 1 T I % 547 600 L 155+
FL, Ho 12.5% i A g 1R Ak o kg A
Transwell FE = 7E 37 °C P H 24 h, K5 555 LIRS
H AR R ZR AN, 43 50 FH 4% 22 B R 0. 1% 25 %
L[ E MY 7 10 min, 75 5 /> B ML L A R0 EF
Guit i AT T 20 A, 18 A5 S50 bR AN 6 9k i 5 i
Gh, HA L BR AR

1.8 HE KN EMME Z E (microvascular
density, MVD) B 50 A= K 509 0% 40 g, o2 40 g
J& A 22 5 I 6152, T 0 3% BS A [81 7 , Bl i 1) L.
P A CD31 Hufk S —Hihiik e & , i in 4, 6-B
Jo-2- TR BE 05| e — R R Eh YL Vi (PO K it
Fr A YL o A T B A B 58l B s s R
Image] M5 CD31 F ik &, A 40 MVD B35,
1.9 Western blot M X FEHRIEKE HIL
SR8 VLT I 52 % o A R 1 AT ) 5 2 R 1
J, B JE AR B, K R A AT R
L REGE i RGE LI EE W 10 min SRAFREHT L HL 20
g 3R I 11 Tl i SDS-PAGE FAERIZM B, SR
%] PVDF JIF51 ] 2 h,4 °CF 55 VEGF \HIF-1a.,
Cox-2 JZ HMGB1(1: 1 000 Fi B¢ ) 0 B 1 0% , PR 4S5 i
APEST R P (1:2 000 Fi B ) &= I8 FEFE 1 h, If
FHIESRAL 2 KW 30 s, L GAPDH R N2
PR 1, PPAl H AR AR XS Rk

1.10 Sit=aiE DI EebnifE 2 (ves) KR %L
i, SPSS 26. 0 M43 A 45 A, 24 P<0. 05 B, 22 5% A
Giilep i S, Z AR SR B 2 220, it
— AT SNK-q K 56 5 W2 8] FLAER FH ¢ R o

2 HR

2.1 SNHGI16.miR-141-3p. HMGBI mRNA 7£ IIfa
KRARBBERIE AM 4 SNHGI6 (1. 68+0.17) |
HMGBI mRNA (1.87+0.19) 3 ik &5 T Xt M 41 , 2
miR-141-3p % ik (0. 4420. 05) ik T %F 18 20 (1. 06+
0. 11, 0.97+0. 10, 0. 98+0. 10) (:=22.080. 29. 891,
34.184;P<0.05),

2.2 SNHGI6.miR-141-3p. HMGBI mRNA # &
HAY14HEHRHIRIE  shRNA SNHG16 4] SNHGI6 .
HMGBI mRNA & ik {% T blank 21 . shRNA NC 41,

miR-141-3p %% 15 7 F blank #1 . shRNA NC 4 ,
shRNA SNHG16+miR-141-3p inhibitor 21 HMGBI
mRNA #3575 T shRNA SNHG16+inhibitor NC 41 , {H
miR-141-3p 3¢ 5% T shRNA SNHG16+inhibitor NC
W, ZEF AR L(P<0.05), &R 1.

2.3 SNHGI6.HMGBI 5 miR-141-3p Y ¥B [f] %
% SNHGI6 HMGBI 5 miR-141-3p B WAz 5, WL
K 1.2,SNHG16 WT 5 miR-141-3p mimic 5% Y 5%
JEZE I PE (0. 58+0. 07) K T SNHG16 WT 5 mimic
NC (1. 07+0. 11) (:=9. 205, P<0. 05) , SNHG16 MUT
5 miR-141-3p mimic (1. 04+0. 12) ;mimic NC (0. 98+
0. 11) 3t 5% e (1) 52 5t K Wl 1% P K 2 5 (1=0. 903,
P>0.05),

miR-141-3p 3 GOUAGAAAUGGUCUGUCACAAL &

SNHGI6 WT 5§ CAGAAAATTACC----- CAGUGUUG 3"

SNHG16 MUT § CAGAAAAUACC—ACUGGUUG 3

El1 SNHGI165 miR-141-3p Fiill i =
Fig. 1 Predicted site of SNHG16 and miR-141-3p

miR-141-3p 3' GGUAGAAAUGGUCUGUCACAAU &'

L L

HMGBI 3UTR-WT  §' CAUGAAUUAUU--—ACAGUGUUU 3'

HMGBI13UTR-MUT §' CAUGAAUUAUU----CAGAGGUUU 3'

E2 HMGB15 miR-141-3p Fillfir &
Fig. 2 Prediction site of HMGB1 and miR-141-3p

RIS ZE R LI, N HLSNHG16 )5, miR-141-
3p ik (3.42+0.36) W A NCZH (1. 04£0. 11) |14
(=15.487,P<0.05),

HMGBI-WT 5 miR-141-3p mimic 3t %% %t

(1. 02+0. 10) 2¢ ) & B 35 % X T HMGBI-WT &5
mimic NC (0. 62+0. 08) (1=7. 651, P<0. 05) , HMGB1-
MUT 5 miR-141-3p mimic (1.07+0. 10) . mimic NC
(1. 080. 11)Fht Yeale S 2 Fgih Pk Jo 22 7 (+=0. 165,
P>0.05),
2.4 T #i SNHG16 3t & 2H Y14 40 i 14 76 = 1) &
Ml shRNA SNHG16 20 41 ifl3 5 % (45. 75+4. 68)1i%
F blank 4 (90. 03+9. 06) . shRNA NC &1 (90. 75+
9.02),shRNA SNHG16+miR-141-3p inhibitor ZH 41 fifs
145 % (82. 51+8. 31) & T shRNA SNHG16+inhibi-
tor NC 4 (45.62+4.63) , 22 5% H Ge 1T 2+ 5 L (F=
58.903,P<0.05).
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*£1 SNHGI6.miR-141-3p . HMGBI mRNA ZEARE K%k (5+s, n=6)

Tab. 1 Expression of SNHG16, miR-141-3p, and HMGBI mRNA in cells (x+s, n=6)

Group SNHG16 miR-141-3p HMGB1
blank 1.01+0. 10 1. 04+0. 11 0.97+0. 10
shRNA NC 0.98+0. 11 0.97+0. 10 1. 06+0. 11
shRNA SNHG16 0. 43+0. 05" 1.83+0. 19 0.37+0. 04
shRNA SNHG16+inhibitor NC 0. 46+0. 06 1. 86+0. 19 0.41=0. 05
shRNA SNHG16+miR-141-3p inhibitor 0.41=0. 05 1. 15+0. 134 0. 87+0. 09*
F value 92.902 51. 866 91.382

P value <0. 001 <0. 001 <0. 001

“P<0. 05 vs blank group; *P<0. 05 vs shRNA NC group; “P<0. 05 vs shRNA SNHG 16+inhibitor NC group.

2.5 FHiSNHGI6 W RAHAYI4HAETREZ . FBEW
00  shRNA SNHG16 41T % . {2 2%k T blank
44 . shRNA NC 41 , shRNA SNHG16+miR-141-3p in-

R2 BRAYI4HERIH EBEEN (x4, n=6)
Tab. 2 Changes in migration and invasion of Y14 cells

in each group (¥+s, n=6)

o Number of Number of
hibitor 43T 42225075 T shRNA SNHG16+inhibi-  Group m":t .

tor NC 41, 22 5 A e 27 5 L (F i ppnn=44. 067 blank 435.21443.91  385.24+39.06
52.279,P<0.05). WHE3FFE2, shRNA NC 440.28+44. 12 389.42+39. 11

2.6 T # SNHG16 3t &% ¢H Y14 20 fa MVD B &
Mg shRNA SNHG16 2 MVD {X T blank 20 .shRNA
NC £ , shRNA SNHG16+miR-141-3p inhibitor 41

201. 20+20. 64°*
210. 34221. 17
365. 24+36. 72°

243.06+24. 57
246. 18+24.79
358. 67+36. 05°

shRNA SNHG16
shRNA SNHG16+inhibitor NC
shRNA SNHG16+miR-141-3p

. inhibitor
MVD 75 F shRNA SNHG16+inhibitor NC 41, 22 R g5 "
IV F val 44. 067 52.279
Gitleg s L (F,,=42. 548, P<0.05), VL& 4, e
P value <0. 001 <0. 001

2.7 F# SNHG16 %t & 28 Y14 40 fid VEGF, HIF-
lo. Cox-2 X HMGB1 EH R XA & MM shRNA
SNHG16 £ VEGF . HIF-1a, Cox-2 & HMGB1 & 4 %
KA T blank 41 . shRNA NC 40 , shRNA SNHG16+
miR-141-3p inhibitor 41 VEGF. HIF-1a, Cox-2 A&
HMGBI1 45 4 #1575 T shRNA SNHG 16+inhibitor NC
H, 2 FH G278 L (F oo mrre cos mom=27- 494 |
34.315.25.516.90. 218, P<0. 05, WL.I& 5 Fl13 3.,

(3

“P<0. 05 vs blank group; *P<0.05 vs shRNA NC group; “P<0. 05
vs shRNA SNHG16+inhibitor NC group.

A

3 itig

AM 275 W BRI AR R B A 55 UZ 7T
REAF TR AR AL Y KU , A B YR YT T RE R 2 T8
PRI IR R 98 LA K 3 7 300 45 , 77 T b S R

E3 MEEMEZE(A)EB(B)EL %200

Fig. 3 Observation of cell invasion (A)

and migration (B) changes %200

a: blank group; b: shRNA NC group; c¢: shRNA SNHGI16 group; d: shRNA SNHG16+inhibitor NC group; e: shRNA SNHG16+miR-141-3p in-

hibitor group.
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DAPI

CD31

Merge

...m

C

B4 WERMAFMVDIEWL  x400
Fig. 4 Observation of MVD changes in cells X400
a: blank group; b: shRNA NC group; ¢: shRNA SNHGI16 group; d: shRNA SNHG16+inhibitor NC group; e: shRNA SNHG16+miR-141-3p in-

hibitor group.

a b c d e K

VEGF WD SR S s S
e f T

cox2 (D D R e T
HMGB! 4D S st S S 9

GAPDH A - - 7

5 #8fas VEGF . HIF-1a.Cox-2 X HMGB1 & HRiX
Fig. 5 Expression of VEGF, HIF-1 a, Cox-2,
and HMGBI1 proteins in cells
a: blank group; b: shRNA NC group; c¢: shRNA SNHG16 group;
d: shRNA SNHG16+inhibitor NC group; e: shRNA SNHG16+miR-141-

3p inhibitor group.

bt , B2 WA IR ST R i AM E
(AUPS 2N

FBAE R

LncRNA 7E AM 3 JE& rh 1y 8 i AE HE 8 2 4l
1, SNHG16 &7 & I LneRNA FK% AL L, {7
Jua iR 17q25. 1 &, O 8IESE 5 Z2 Rl e ) o
AR IFA RV G2 5K T W25
fb. A5 FEIH SNHG16 75 AM B F HLUh =ik I
P&, I SNHG 16 7] L?Am%zimﬁ EScs 5 AM
(1) 2 5 HL I 25 VITAR OG0 i L3 78 28 5 1R 28 1k
NIRRT AM A RIS Tk /l\‘ﬁﬁjt o )
/N, THESNHG16 J5 , AT d 25 40 i Y 14 20 j 0% 38
R T AR ZZHA B MVD, T I A e AM 55 3
AR AR S A AR A AR S i A A
TS AT A ¢, VEGF (HIF-1a, Cox-2/E R
A8 A B S -, 2 5 5 BRI A58 i
Western blot £5 4 i 7 , 19 SNHG 16 A] # il VEGF
HIF-1a,Cox-2 ik , i — L UFSE LRS5BTk
SNHG 16 ] 4 R3] Y 14 40 M 10 45 25 B . 40 i 484 5

#3 KAGMTH VEGF HIF-1a.Cox-2 % HMGB1 RiA L% (7+s, n=6)
Tab. 3 Comparison of VEGF, HIF-1a, Cox-2, and HMGB1 expression in cells in different groups (x+s, n=6)

Group VEGF/GAPDH HIF-1a/GAPDH Cox-2/GAPDH HMGB1/GAPDH
blank 0. 75+0. 09 1.28+0. 13 1.57+0. 16 0. 57+0. 06
shRNA NC 0. 72+0. 08 1.230. 13 1. 54+0. 16 0. 5320. 06
shRNA SNHG16 0. 4120. 05" 0. 77+0. 09" 1.0320. 11" 0. 1920. 02°
shRNA SNHG16+inhibitor NC 0. 48=0. 06 0. 71x0. 08 0.98+0. 11 0.2120. 03
shRNA SNHG16+miR-141-3p inhibitor 0. 68+0. 07 1. 150. 12° 1.4720. 15* 0. 48+0. 05°
F value 27. 494 34.315 25.516 90.218

P value <0. 001 <0. 001 <0. 001 <0. 001

P<0. 05 vs blank group; *P<0. 05 vs shRNA NC group; “P<0. 05 vs shRNA SNHG16+inhibitor NC group.
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SIS 1228 A E ORI AM BT R
gtk — W5 SNHG16 75 AM (9 HLH , £
LR YR B2E o, B T SNHGI6 . HMGB1 il
miR-141-3p Z 18] W80 1) 25 6 67 1o 9% 3R W I
cire-LRP6 18 3 75 miR-141-3p/HMGB1 3 #1l 1 B N
S AL 3G A GRS R 2R . XL R R 5
DR 5 AR $ir Stk — AL UE S T SNHG16 7] LA
miR-141-3p UL X miR-141-3p ¥ 5 HMGBI B4
ARBFFELE T BN, miR-141-3p 76 AM 535 127 Py it
HAUP R Fik, T SNHG16 b miR-141-3p ik
6 ESes H95 M 2% AR78, M35 ESes S AL, 5
SERTAFSE T —%L, miR-141-3p B 9k IEA E N AM
JRYT AT, $E7R SNHG16 76 AM H (44 FH mT g3 1ot
FURHT miR-141-3p L. LneRNA T8 38 i /F b o
Gk N IR PE RNA &85 A4E T, RI 38 o v 45 % B 3
miRNA P8 75 50 5L (K 3R 38 0152 i 40 M D g , 2 SCUE 552
miR-141-3p ¥ 163875 HMGBI , i HMGB1 78 AM 5437
T N ARG Rk AL T BE 5 LA 3 A e RAE
RGH K, ARG RE IR, HUGBI mRNA 7£ AM
BEFENBEAL PR RN, T4 SNHG16 -
miR-141-3p ik, M6 HMGB1 %3k, il EScs 451
KTt 1228, o3 ESes I A2 1, #E D T 4
SNHG16 #1 ] EScs 45 M T # (278 , 203 EScs Ifil
kN, AT AE S 9 miR-141-3p/HMGBI1 Bl A7 5% |
T e 38 A RS SIS UE B T SNHG 16 47 B AM
TEITHE S HALH 5 miR-141-3p/HMGB1 51 A 56 .

25 F AR, T4 LncRNA SNHGI6 38 1 #1134
miR-141-3p F ik ] HMGB1 235 M 3% ESes I %
A, I ESes 395 X GEFS R, AMIRYT L
TRAERE A5, Rl 28 6 R IR Y7 0 R S PR R S L e
WG AR TR A0 BB — HLVb SO S 2 | S5 b
HEsEE T .
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Effect of LncRNA SNHG16 targeting miR-141-3p/HMGB1 axis on

angiogenesis of endometrial stromal cells in ectopic adenomyosis
Liu Ting, Wang Mingyang, Zou Xiaofeng
(Gynecology Department of Zunyi Medical University Affiliated Hospital , Zunyi 563000)

Abstract Objective To investigate the effect of interfering with long noncoding RNA (LncRNA ) small nucleolar
RNA host genel6 (SNHGI6) on improving angiogenesis of ectopic endometrial stromal cells (EScs) in adenomyo-
sis (AM) by targeting upregulation of miRNA (miR)-141-3p and inhibition of high mobility group box-1 protein
(HMGB1). Methods The expression levels of SNHG16, miR-141-3p and HMGB1 mRNA in endometrial tissues
of 52 patients with adenomyosis (AM group) and 52 patients who needed hysterectomy due to cervical cancer or
ovarian cancer (control group) were detected by quantitative reverse transcription polymerase chain reaction (qRT-
PCR). Y14 cells were divided into small hairpin RNA (shRNA) NC group, shRNA SNHG16 group, shRNA
SNHG16+miR-141-3p inhibitor (inhibitor) group, shRNA SNHG16+inhibitor NC group and blank group. The tar-
geting relationship between miR-141-3p and SNHG16 as well as HMGB1 was verified. The expression levels of
SNHGI16, miR-141-3p and HUGBI mRNA in Y14 cells were detected by qRT-PCR. CCK-8 and Transwell assay
were used to detect cell proliferation, invasion and migration. Microvascular density (MVD) was determined by im-
munofluorescence. The expressions of hypoxia-inducing factor oo (HIF-1a) , cyclooxygenase-2 (Cox-2) , vascular
endothelial growth factor (VEGF) and HMGB1 were detected by Western blot. Results The expression of
SNHG16 and HUGBI mRNA in AM group was higher than that in control group, but the expression of miR-141-3p
was lower than that in control group (P<0.05). The expression of SNHGI6, HMGBI mRNA, proliferation rate,
migration, invasion number, MVD, expression of VEGF, HIF-1 o, Cox-2, and HMGB1 proteins in the shRNA
SNHG16 group were lower than those in the blank group and shRNA NC group, while the expression of miR-141-
3p was higher than that in the blank group and shRNA NC group (P<0.05). Inhibition of miR-141-3p reversed the
improvement of EScs angiogenesis by interfering with SNHG16. Conclusion Interference with LncRNA SNHG 16
improves EScs angiogenesis and inhibits proliferation, migration, and invasion of EScs by targeting upregulation of
miR-141-3p and inhibition of HMGB1.

Key words adenomyosis; ectopic endometrial stromal cells; LncRNA SNHG16; miR-141-3p; HMGBI1 ; angio-
genesis
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