H48 % W3 A VLR R B2 2 B 2 4k Vol. 48 No. 3
2026 4F£ 6 A Journal of Youjiang Medical University for Nationalities Jun. 2026

o BB VA AL T L 58T OF L 4E. LK hsa-let-7b-5p 5 hsa-miR-494-3p
AKX T IR P S IR R 9% i) 2 ) B AR DG AL o F R D). A
VIR B 2 B A4 . 2026, 48(3) £ 355-362.

[ I ST T ST S ST S e e S S S e e S S Sre S e S S S S e S e S e =0

(&% 516 RiRiE]

!
+
‘

2 I S S S =l

I %2 hsa-let-7b-5p 5 hsa-miR-494-3p 7K E3F 5 A
I 5 B 2 T S L B O 5

IR AR, REF,AERK,FZEXI, XX, B
(LEFTEAARERA LK AFBENSE, EE 201599

# E:BH H R MK hsalet-7Tb-5p 7 hsa-miR-494-3p 4 & ff i AF H 2 M B AR 3k CHLAP) & 8y 15 Al ZAL# . 75 iE
2024 F 11 A Z 2025 88 AT LETEANARER £ LKLt HLAP B3 | & 0 JEIR & B Bk (ABP) & # &
E%aBEANO MY, & miRNA X Kl F. 404 HLAP & # fi % miRNA % ik 2 5, @ 1 & 72 /8 WAL A 2 47 4 %
miRNA 5§ HLAP Z [ #h H & X £ ,RT-qPCR % iF # ff miRNA £ & 4 W iy k3K , & Jg 3 i3 8 5 B JUM Ao 3 66 8 & o A
WA miRNA 2 5 HLAP R Wil ok e M@, R S AN F S RT-qPCR £ % 3F £, fi % hsa-let-7b-5p X hsa-
miR-494-3p #£ HLAP 1 Xk B ¥ F#, ZTERMAN M2 A hsalet-7h-5p 5 HLAP W FAE XK, B 54
&M, 5 NC 4, ABP A% # EH# miRNA 5 K R A X, HLAP 4180 K/ 3 )2 £ 5 . 2 hsalet-7b-
S5p B b REMA A T hsamiR-494-3p 2 5 E R R ML £, &8 AL AN HLAP & # fi ¥ F hsalet-7b-5p #n
hsa-miR-494-3p K F 5 HLAP WY R @ E A XM, HRFE T WS RERTHFSH, RUAANFAREFAR,. T—F
MEELSFHERT URIE.

KW = e fE M2 MR K B RNAs; & 42 /R B AL AL 2 A7 shsa-let-7b-5p; hsa-miR-494-3p

FESES:R76 XEkERIRAD: A XEHS: 1001-5817(2026)03-0355-08

doi;10. 3969/j. issn. 1001-5817. 2026. 03. 005

Effects of plasma hsa-let-7b-5p and hsa-miR-494-3p levels on

hyperlipidemic acute pancreatitis and their underlying mechanisms

JIANG Song, HE Hongwei, RAO Leiping. ZHOU Guoging,
HUANG Yongchuan, LIU Wensong, ZHENG Qi

(Department of Hepatobiliary Surgery, Jinshan Branch of Shanghai
Sixth People’s Hospital , Shanghai 201599, China)

Abstract: Objective To investigate the roles and mechanisms of plasma hsa-let-7b-5p and hsa-miR-494-
3p in hyperlipidemic acute pancreatitis (HLAP). Methods Plasma samples were collected from HLAP pa-
tients, acute biliary pancreatitis (ABP) patients, and normal controls (NC) who attended Jinshan Branch of
Shanghai Sixth People’s Hospital between November 2024 and August 2025. miRNA microarray sequencing
was performed to analyze differentially expressed plasma miRNAs in HLAP patients. Mendelian randomization
analysis was conducted to explore the causal relationships between related miRNAs and HLAP. RT-qPCR was

used to validate the expression of the two miRNAs in all groups. Finally, target gene prediction and functional
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enrichment analysis were performed to identify potential regulatory pathways of the two miRNAs involved in

the pathogenesis of HLAP. Results Microarray sequencing and RT-qPCR experiments confirmed that plas-
ma hsa-let-7b-5p and hsa-miR-494-3p were significantly upregulated in the HLAP group. Mendelian randomiza-
tion analysis revealed an association between hsa-let-7b-5p and the risk of HLAP. Functional enrichment analy-
sis showed that, compared with the NC group, upregulated miRNAs in ABP patients were associated with the
inflammatory response, whereas the HLAP group exhibited a higher degree of inflammatory activation. Specif-
ically, hsa-let-7b-5p was involved in inflammation and lipid regulation, while hsa-miR-494-3p participated in
lipid metabolism. Conclusion Plasma levels of hsa-let-7b-5p and hsa-miR-494-3p in HLAP patients are asso-

ciated with the risk of HLAP, providing preliminary genetic epidemiological reference. However, the sample

size was limited, and further validation with larger samples is warranted.
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Primer names Primer sequences (57 to 37)

U6-F GCTTCGGCAGCACATATACTAAAAT
U6-R CGCTTCACGAATTTGCGTGTCAT
hsa-miR-494-3p-F GGGGTGAAACATACACGGGA

GTGCGTGTCGTGGAGTCG
GGGGGGTGAGGTAGTAGGTTG
GTGCGTGTCGTGGAGTCG

hsa-miR-494-3p-R
hsa-let-Tb-5p-F
hsa-let-7b-5p-R
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Relative expression level
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SERARIR L = R IRE A DG 1) miRNA 2% 8 0] 68 5@ i Bg
BRI AL S 5% RAE RV A B AE . 25 HLAP
(1 & s AL

AR, miR-494-3p AF g 48 E S iy FAR i 2o 2 1
P T AE 2 R Th A2 B Ok B i G, il
miR-494-3p i 3 #L i) CMPK2 100541 41 i U8 T F1 9 90 J2
7, A NLRP3 36 £k, DA 82 2otk il 457 . 78
Bl ok ok B B AL A 7R o, ] miR-494-3p W] Ui R
M1 %I B g 20 A Ak, 31 38 3 0T Wnt {5 5 38 B% 3 5
LR M M2 BN . BEAh, miR-494-3p i 13 #0 [m)
SOCS6 Jin il &5 455 5 19 B 1 1z D) R B i, A I i 1F 27
AL PR TR B AR AR B b A I SR R R
miR-494-3p /K& 2 BB IR O HEE 1 [R5, A ARy
B A YRR S AR5 H . RT-qPCR % U JiF 52
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3 A, HAE S IR mE 2 g th Rk — T,
2 W55 AR I R 2P R AR 48 o L A s e, A A
i85 2 R RS B AT SR 1 I E 4 52 F hsa-miR-494-3p
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S HLAP 205 5, (H$I8 356 N 15000 A 38 % & 4 o b7 2
INAEAE 21 L R T AH G 3E L T p53 {7 o L 12
715 R G B 35 PR AT R 3 Ao 12 3 % O 45 40 L P DNA 45
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4R let-7Tb-5p 7E 2R AR R 3R 3k W 2 B 78 = IR
ILAE 5 220 TR R 4 22 1] 493 X 20 56 PR . let-Tb-
Sp TR UESE Z 5 Ph AR 5 400 i B2 S i 52 3R W
FLAE Ji 0 8 R S g e 4 vh B AR, B, let
Th-5p FIPLIE M1 B WA A, DT R T A S Y S g
N Il i 5 K AR AR S5 RNA (IneRNA) 1y 55 4
PEEE ST VE M T 4008 (Treg) 40 6™, let-7b-5p
14 2k % 7K AT A 2 T 240 B v B D R 1 e 2 L O I 28 AR
5 240 e ) 5 A T a3 B G A g o 4 g A G e
B WEIAE . AN, BT BOR let-7b-5p 7EAC
PP AR G, 2 AUBE R . 5 X S B oY 25 R —
ARG SR let-7b-5p #EIL K E“JAK-STAT 15§ 5
3 I R 7 A B PR A S i b e A L s i A
JieL PR {5 g P AR SR (LG AK T2 IRS2 Fil
PRKAB2) ¥4 4l i ] W 5 4 i )2 B0 X 7n T
A 2R 5 S B0 5 O =2 ) 0 R G B
RWFFEH A K& B hsa-let-7Tb-5p 45 7 M0 ) 1ICOS
MITK fE/ F HLAP k&, 1ICOS &2—1 5 i
RBEHH OC 14 3L A, A C Y B8 7, miR-27a-3p il i 1)
il ICOS A LA S AR b g S BR 4555 . i ITK & — Fh 72
T 40, R %105 40 B A0 AE K 40 i rb 26 3k 1 Al 32 K
ARG, EE T T 402 KA Fe Z k51 & 15
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