a5 W1 AT R B 27 B o i Vol. 45 No. 1
2023 4F 2 A Journal of Youjiang Medical University for Nationalities Feb. 2023

I8 S SHIR SIS SIS S S S e S S S S S S S e S e S e A A e S e e e e S A e ey

zkfc%lﬂ*&‘t W 27 K B T4 L B30 L 4. miR-181a-5p HL R HIMGBL 47 2 bk AR % i ¢ A e e B
A a
' fﬂiﬂﬂrﬁtﬂ’];&WﬂTn[J] F{Im%@+r&+%& 2023,45(1) :1-8. ! [ =l L" lmﬁ\;ﬂil\']

1 11 1 1 1

miR-181a-5p B[] HMGB1 85 2%
Bk Bt 48 B 36 4 O - B SR 3R T 5

BER ,BWH ,ERI B, FIBER",HBE L, SEHE,EAM
(. ALRKEEFKWEEKR, W H® 533000
2. FIRKEFKRHXTEFK. B HE 533000

# E:BH #i miR-181a5p il #% HMGBI # %k 3 7 ¥ # % (cerulein) H & 8 % # (lipopolyasccharide, LPS) ¥ & #Y
= E A M R B 3% (acute pancreatitiss AP) K BB B IR 2l (AR42D AT X EH F AR KL A B, & 3 8B 3(Caspase-
DM, FiE UKRAEN ARL2] @ MAE N EF 4.1 X107° mol/L # cerulein & & 10 pg/mL # LPS % & AR42]
4 M 24 h B SRS E AP 4L R Mg AR #E % 5 miR-NC(E # 40) #7 miR-181a-5p mimic # % £ & AP 41k  miR-
NC 2t # 4 1 miR-181a-5p it kA 4. % FH qRT-PCR 4 M AR42] %40 8 # miR-181a-5p, HMGBI #2 Caspase-3 m RNA
Y & 7k K F ; Western Blot 4 Il HMGB1 2 Caspase-3 & A Fk ik ; R K ¥ & Bl & £ H £ 5 9 71 miR-181a-5p 7 HMGB1
B ¥ 15 % & ;Pearson M % 4 M1 # & miR-181a-5p, HMGB1 #2 Caspase-3 mRNA Xk WML X 2, FR LS TFL#% 4H#
oo % AP 4% miR-181a-5p mRNA %k % AT 2 # T ( P <<0.01),HMGB1 mRNA % 3% A F 8 # A% (P <<0.0D),
Caspase-3 mRNA % % K F F+ 5 ( P <<0.05), HMGBI1 .Caspase-3 8§ & & £ X 5 (P <0.05); 5 miR-NC xt F& 41 4 I,
miR-181a-5p it % i 4 miR-181a-5p mRNA % 3% K F £ % L ( P <<0.01),HMGBI.Caspase-3 mRNA k # K F E F T
¢ (P <C0.01) ,HMGBI.Caspase-3 B & 5 % i T (P <0.05); R X £ 8+ 2L H L T miR-181a5p 7 41 4| 5 4 &
HMGB1 % f8 89 % % 3% P, miR-181a-5p 7 #£ 1] I8 45 HMGBI # % 3% ; Pearson # % ¥ 4 #f & & , miR-181a-5p § HMGBI
FHAKFEFAKCr =—0.905, P <<0.0D) ;miR-181a-5p & Caspase-3 £ £ K F £ fi 4 % (r = —0.809, P <<0.01);
HMGB1 5 Caspase-3 Z3#k K FEFM X (r =0.691, P <<0.05), £ miR-181a-5p 7 cerulein+ LPS % & AR42] 4
J 1% % 35, HMGBL #n Caspase-3 & % 3£ , 7t % 15 miR-181a-5p 7 91 %] A 1= 48 X & & Caspase-3 ty &k, ZHH T 5
#. HMGBL # % 35X 45 5 AP 895 B Bk o7 # (3 i B % .

X miR-181labp; FHEBEKREE BLEREARALEARE IS S A% REX

HE 5% S R576 NEKARIRE: A MEHS: 1001-5817(2023)01-0001-08

doi:10. 3969/j. issn. 1001-5817. 2023. 01. 001

Experimental study on the effect of miR-181a-5p targeting HMGB1

regulation of on apoptosis in acinar cells of acute pancreatitis

Pan Chunfeng'?, Tao Liju', Qin Zongshuai', Zheng Pin', Wang Yuyang'?,
Su Shixiang'?, Cen Lanying'?, Qin Yueqiu'

(1. The Affiliated Hospital of Youjiang Medical University for Nationalities , Baise 533000,
Guangxi, China; 2. Graduate School s Youjiang Medical University for
Nationalities, Baise 533000, Guangxi, China)

E&TH:HEARPFILEIH (82260134) 5 45 7L R 5 B2 2 Bié i s B5 B = 2k A A BHEITH (R202011702) 5 7 V5 BF 58 A4 L
H AT E (YCSW2022462)

FE—EFEE A B FENC987—) 2 A, FIE BN W5 T7 1] AR5 9 S Bilk 5 1 PR 9T, E-mail 1260261607 @qq. com

BHAEEE N T ABQ976—) L, 4, B8, A A58 AR L AF 5T 07 ) < R R R R ML B 323, E-mail : gxbsqyq
@126. com



2023 4E A5 VT B 2 2 e 2 R 1M

Abstract: Objective To investigate the effect of miR-181a-5p regulation of HMGBI1 expression on the
apoptosis-related gene Caspase-3 in pancreatic acinus cells (AR42])of rats with severe acute pancreatitis (AP)
Methods Untreated AR42] cells were used as

the normal group, and AR42] cells were induced by 1X107* mol/L cerulein combined with 10 ug/mL LPS for

induced by cerulein combined with lipopolysaccharide (LPS).

24 h to establish in vitro the severe AP group. By liposome method, miR-NC (empty vector) and miR-181a-5p
mimic were transfected into the severe AP group as miR-NC control group and miR-181a-5p over-expression
group, respectively. qRT-PCR was used to detect the expression of miR-181a-5p, HMGBI, and Caspase-3
mRNA in AR42] cells. Western Blot was used to detect the protein expression of HMGBI and Caspase-3. The
dual-luciferase reporter assay was conducted to confirm the targeting relationship between miR-181a-5p and
HMGBI. Pearson correlation analysis was used to determine the relationship between the expression of miR-
181a-5p, HMGBI1, and Caspase-3 mRNA. Results
had significantly down-regulated mRNA expression of miR-181a-5p ( P <{0.01), significantly increased mRNA
expression of HMGB1 ( P <<0.01), increased mRNA expression of Caspase-3( P <0. 05), and increased pro-
tein expressions of HMGBI1 and Caspase-3 ( P <{0. 05). Compared with the miR-NC control group, the miR-

Compared with the normal group, the severe AP group

181a-5p over-expression group had significantly increased mRNA expression of miR-181a-5p ( P <<0.01), sig-
nificantly decreased mRNA expression of HMGBI1 and Caspase-3 ( P <{0.01), and decreased protein expression
of HMGBI and Caspase-3 ( P <<0. 05). The dual-luciferase reporter gene assage showed that miR-181a-5p
could inhibit the fluorescence activity of wild-type HMGBI cells, and miR-181a-5p could target and regulate the
expression of HMGBI1. Pearson correlation analysis showed a negative correlation between miR-181a-5p and
HMGBI expression ( r =—0. 905, P <{0.01), while there was a negative correlation between the expression of
miR-181a-5p and Caspase-3 ( » =—0. 809, P <{0.01). And there was a positive correlation between HMGBI1
and Caspase-3 expression ( r =0, 691, P <0. 05).
LPS-induced AR42] cells, while HMGBI1 and Caspase-3 are high-expressed. Over-expression of miR-181a-5p

can inhibit the expression of apoptosis-related gene Caspase-3, and its mechanism may be related to targeting

Conclusion miR-181a-5p is low-expressed in cerulein+

HMGBI. This study provides a new direction for the diagnosis and treatment of AP.
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HIEWHLE, ™E AP A% miR-181a-5p F£ ik L &
T S EA BT SR — B

HAT AP I 40 A 5 - 00 38 5 AL o A v A L
5L &M miR-181a-5p . HMGB1 ¥ & 57 AP 40 1=
1Y & A 52 e 0 1Y 2 L fH miR-181a-5p & 75 i i
P4 HMGBL 52 e 20 M 08 72 1 A DA . A BRI i ik
A5 BT & miR-181a-5p 5 HMGBI1 # % 2 [i]
TEAE 5 S 45 4 R BEL I Ah, miR-181a-5p A # [ 45 &
HMGB1. N HMGB1 A Jdi /b 48 i B FLe L 43
FEA e dRE P RO WLAE R T . HMGBL il 5 2
ﬁ%g@ﬁm B 5 B2 1R RAGE 454 . i#16 RAGE #K it

BB S5 S HLH, a0 MAPK 38 5%, DL s b i 3% 5

A F (nuclear factor kappa B, NF-«B) 415 48 i 8 2
RS E S YN T, U — A OO R R 5 5K
55 & B . miR-181a-5p Al n] 445 HMGBI 15Kk

FH I, 31 miR-181a-5p 7] g8 i+ HMGBI1 ## %
Caspase-3 [ ik , ik 21X — HEW , A58 R H cer-
ulein+LPS #37 P 5 AP 4if i #8583 = & 18] (1 A
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TR, RIES, ™ #H AP 41 miR-181a-5p X F£ ik,
HMGB1 1 Caspase-3 mRNA K & H & F£ ik, fl H
miR-181a-5p mimic [ ## miR-181a-5p Y 3K ik J5,
HMGB1 M-t F F Caspase-3 mRNA K &E [ H
B % T B, HE R miR-181a-5p 5 HMGBI1 , Caspase-3
FAERTERZR . AU miR-181a-5p 5 HMGBI1 J 4
T-H KR HE N Caspase-3 RILWAHE C R, i — L 347
T Pearson # & 43 #r. &5 % B /R miR-18la-5p 5
HMGBI1 # ik £ 71/ 32 ; miR-181a-5p 5 Caspase-3 £
KR HHSE; HMGBL 5 Caspase-3 £k S IEAHI%.,

25 b AP B R AR KR TS R Y R S
il 58 S A B A 5 B0 e R R V6 A0 i e U T A R
HMGBL 1R RIEN BT, 25 7 BRI 4058 A
W 2 P8 T, miR-181a-5p ] #L i) J4% HMGBI1 1 £ ik,
miR-181a-5p 7F cerulein +LPS %% AR42] 40 it # %
#F ik, HMGB1 Ml Caspase-3 /& % ik, 1 % i85 miR-
181a-5p AT P& T-AH & 3L A Caspase-3 ik, H AL
il AT 8 5 #0 n) HMGBL A 26, 30K AP 12 W &R
I e BT A JEL i
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