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Abstract

Objective: To probe exosomal delivery of IncRNA RPL23AP82 to promote gemcitabine (GEM)
resistance in pancreatic ductal adenocarcinoma (PDAC). Methods: (1) The IncRNA RPL23AP82
overexpression vector was constructed and transfected into SW1990 cells, after which they were inter-
fered with and grouped with GEM to compare their proliferative activity and apoptosis. (2) SW1990
cell lines were transfected with shRNA -RPL23AP82 and grouped to compare miR-129, PFTKI1
mRNA with PFTK1 protein expression; SW1990 cell lines were transfected with miR-129 mimics or
miR-129 inhibitor, comparing PEFTK1 mRNA, PFTKI protein expression. (3) SW1990 cell line was
induced to construct GEM-resistant PDAC cells (SW1990-GR) and exosomes were extracted and in-
cubated with the parental PDAC cells. According to the addition of GEM, transfection with sh-NC or
sh-RPL23AP82, transfection with sh-NC or exosome inhibitor GW4869, the patients were divided in-
to groups. The IncRNA RPL23APS82 expression, GEM sensitivity, cell apoptosis and cell prolifera-
tion activity were compared. Results: (1) Compared with the LV-NC group, the relative expression of
RPL23APS82, cell proliferation activity, and apoptosis were higher and lower in the LV-RPL23AP82
group, cell proliferation activity was lower in the LV-NC+GEM group, and cell proliferation activity
was higher in the LV-RPL23AP82+GEM group than in the LV-RPL23AP82 group (all P<C0. 05).
RPL23AP82+GEM group had lower cell proliferation activity than the LV-RPL23AP82 group (all
P<C0.05). (2) The relative expression of RPL23AP82 in the sh-RPL23AP82 group was lower than
that in the sh-NC group; comparing with the sh-NC group, miR-129 expression was elevated in the sh-
RPL23AP82 group and PFTKI mRNA and PFTKI1 protein were decreased (both P<C0. 05); com-
pared with the NC mimics group, miR-129 expression was elevated in the miR-129 mimics group and
decreased in the miR-129 inhibitor group, and miR-129 expression was increased in the sh-NC group,
and miR-129 expression was decreased in the sh-NC group, and miR-129 expression was increased in
the sh-NC group. The miR-129 expression was decreased in the miR-129 mimics group, and PFTKI1
mRNA and PFTKI1 protein levels were decreased in the miR - 129 mimics group, while PFTKI1
mRNA and PFTKI1 protein levels were increased in the miR-129 inhibitor group (both P<C0. 05). (3)
The expression of IncRNA RPL23APS82 in the SW1990-GR group and cell proliferative activity was
elevated in the SW1990-GR group, compared with the SW1990-GR group, cell proliferative activity
was down -regulated in the SW1990-GR+ GEM group and apoptosis was elevated, apoptosis de-
creased after co-disturbance of SW1990-GR and GEM in drug-resistant cells (both P<<0. 05); cell pro-
liferative activity was down-regulated after knockdown of RPL23AP82; GW4869 inhibition of exo-
some secretion decreased after GW4869 inhibition and inhibited cell proliferative activity; proliferative
activity of inhibitor GW4869-treated cells decreased and apoptosis rose (both P<C0. 05). Conclusion:
Exosomal upregulation of IncRNA RPL23AP82 reduces miR-129 expression and promotes gemcitabi-
ne resistance by stimulating PFTK1 expression.
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1.1 EEHE PDAC M SW1990.10% ifi 4 ifiL
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21 .miR-129 inhibitor 241 . (3) SW 1990 4l jfd 5 >R F ¥
JE 36 14 )7 S S W H# GEM i 52 & PDAC 40 i, 48
Wi A £ SW1990-GR, $2 HL SW1990-GR 43 iy b
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GW4869+GEM 4 .

1.2.2 GEM @ % & PDAC %m fo# 3 5 s ik 1k 42
BOE R O OB T 0 GEM K Ak B
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PBS Pk 3 48 A v b B, LA B 40 B DT 3E , in A 500
pl 85 A 2% vp o EE OB 4B, PR R I A Annexin
V-FITC 5 P14 5 pL, & 21 J5 # & 10 min, &R
FACS Calibur it 20 4 1 {X 5 Cellauest £ A4 X 41 Jifd
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