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@ The current research was designed to investigate the impact of whole-process high-quality nursing on acute
pancreatitis (AP) patients’ quality of life as well as the mechanism of miR-126-5p/HOXCS axis promoting AP

progression. One hundred AP patients admitted to our hospital were chosen and separated into control group
(CG, n=50) and study group (SG, n=50). The CG took the routine nursing, while the SG adopted the whole-
process high-quality nursing. Besides, cerulein (CE) was treated in AR42J cells to establish an experimental
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in the SG presented shorter, the anxiety and depression scores in the SG presented lower, the WHOQOL-100

Use your device to scan and read | cqres of patients in the SG presented higher in the fields of physiology, psychology, environment and social

the article online relations, the total incidence of complications of the SG presented lower, and the total nursing satisfaction of
the SG was better. Besides, miR-126-5p presented upregulation in CE-stimulated AR42J cells, and miR-126-
Sp inhibition increased the proliferation along with repressed the apoptosis and inflammation in CE-stimulated
AR42]J cells. Moreover, HOXCS8 could be the target mRNA of miR-126-5p, and HOXCS elevation promoted
the proliferation along with repressed the apoptosis and inflammation in CE-stimulated AR42J cells. In addi-

tion, rescue assays further validated that HOXCS silence offset the protective impact of miR-126-5p repression

on AP cell damage. In conclusion, our study indicated that whole-process high-quality nursing could promote
the quality of life of AP patients, and revealed that miR-126-5p inhibition relieved CE-stimulated AR42]J cells
injury caused by AP via targeting HOXCS. Our study might offer novel insights for AP treatment and nursing.

Keywords: Acute pancreatitis, Apoptosis, HOXCS, Inflammatory response, MiR-126-5p, Whole-process
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1. Introduction the treatment effect and promote the prognosis of patients
Acute pancreatitis (AP) is a disease caused by acute [6].
inflammation of the pancreas [1]. The pancreas is an organ The whole-process high-quality nursing model is a new

located in the abdominal cavity whose main function is nursing model that upholds the principle of patient-cente-
to secrete digestive enzymes and hormones such as insu- red development, which can provide high-quality nursing
lin [2]. AP is usually caused by the activation of digestive services in combination with the actual condition and phy-
enzymes inside the pancreas, leading to inflammatory res-  sical along with mental state of patients, so as to alleviate
ponse and tissue damage [3]. The disease is particularly the symptoms of patients as soon as possible and promote
harmful to patients, who often experience pain and dis- their prognosis and rehabilitation [7]. However, the effect
comfort, affecting quality of life. Severe cases can lead of whole-process high-quality nursing on AP patients’
to abdominal complications, respiratory problems, and quality of life remains unclear.

multiple organ dysfunction syndrome [4]. In addition, the As reported previously, the severity of AP depends on
pancreas plays a key role in digestion, and pancreatitis can  the degree of pancreatic acinar cell death and inflamma-
trigger digestive problems such as malabsorption and mal-  tory damage [8]. By regulating inflammatory/anti-inflam-
nutrition [5]. For patients with AP, in addition to actively matory cytokines, the immune function of the body can be
implementing symptomatic treatment, it is also necessary improved, which is conducive to the control of inflamma-
to cooperate with scientific nursing intervention to ensure  tion and improve the prognosis of patients [9]. It has been
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found that pancreatic acinar cell apoptosis is increased
significantly in AP pathological tissues, and inhibition of
pancreatic acinar cell apoptosis can significantly reduce
the pathological damage caused by AP [10].

MicroRNAs (miRNAs) belong to small non-coding
RNA that primarily pair with the 3’-untranslated region
(3°UTR) of target mRNA, and post-transcriptionally de-
grade or repress mRNA expression [11]. The discovery of
miRNA opens up a whole new way to diagnose and treat
AP [12]. It has been documented that miR-325-3p alle-
viates AP via targeting RIPK3 [13]. MiR-146a-5p inhibi-
tion enhances AP progression through the TLR9/TRAF6/
NLRP3 signaling pathway [14]. Previous literature has
unveiled that miR-126-5p presents upregulation in AP
patients [15], but its potential along with the mechanism
in AP is unknown.

Our research was designed to investigate the impact of
whole-process high-quality nursing on AP patients’ qua-
lity of life along with disclosing the potential and mecha-
nism of miR-126-5p in AP.

2. Materials and methods
2.1. Clinical data

One hundred AP patients admitted to our hospital were
chosen to be the research objects, followed by dividing
into control group (CG, n=50) and study group (SG, n=50)
by random number table method. The CG contained 29
males together with 21 females. The average age was
(42.354+3.56) years, ranging 26-70 years. The duration
of onset ranged 8-33 hours, with an average duration of
(16.524+2.34) hours. The SG contained 30 males together
with 20 females. The average age was (42.38+3.62) years,
ranging 26-72 years. The duration of onset ranged 8-35
hours, with an average duration of (16.54+2.35) hours.
No difference was discovered in general data between 2
groups (P>0.05). Inclusion criteria: (1) AP was confirmed
by CT or MRI. (2) Normal consciousness; (3) Patients
together with their families gave informed consent to this
study and voluntarily signed informed consent. Exclusion
criteria: (1) Patients had a history of mental illness; (2)
Patients had infectious diseases; (3) Patients had severe
complications.

2.2. Nursing methods

The CG took the routine nursing mode, nurses did the
basic nursing work and gave the patients symptomatic
nursing according to the doctor’s advice.

The SG adopted the whole-process high-quality nur-
sing mode, with specific contents as follows: (1) Early
admission guidance. After the patient was admitted to the
hospital, nurses introduced the actual situation of the hos-
pital and the basic information of the attending physician
and the responsible nurse in time to reduce the strangeness
of the patient. At the same time, propaganda brochures and
videos were used to explain in detail the knowledge rela-
ted to the disease, the importance of treatment, the precau-
tions in treatment and possible complications. During the
explanation, nurses paid attention to the use of easy-to-un-
derstand language, avoiding preaching and other ways to
ensure that each patient could fully understand and master
the relevant knowledge of the disease and treatment.

(2) High-quality psychological guidance. During the
treatment of patients, nurses actively communicated with
patients many times to understand the psychological and

emotional changes of patients at various stages, and gave
individual psychological counseling combined with the
basic information of patients, personality characteristics,
etc., to help patients vent various bad emotions in their
hearts and maintain a good attitude during the treatment.

(3) Guidance for the safety of medication. The nurse
strictly followed the doctor’s advice to administer the drug
to the patient. For patients who needed drug sensitivity test
before medication, the drug was confirmed by two nurses
before medication. At the same time, nurses explained the
necessity of drug treatment, usage and dosage, and pos-
sible adverse reactions to patients, and urged them to re-
port abnormalities in time. In addition, patients’ vital signs
were closely monitored during medication, appropriate
infusion speed was adopted according to drug differences,
and any abnormalities were reported to the doctor in time
and treated with cooperation.

(4) High-quality dietary guidance. For patients with
acute attacks, water was absolutely forbidden as soon
as possible, and intravenous channels were established
in time to give nutritional support. For severe patients,
nurses did a good job of long-term fasting and did a good
job of supporting treatment such as jejunal nutrition tube.
Convalescent patients, they needed to gradually change
from oil-free light liquid diet to vegan semi-liquid diet,
mainly with small and frequent meals, more intake of pro-
tamine, restriction of fat consumption, strict prohibition
of alcohol and overeating, such as abdominal pain during
eating, need to change back to vegan diet.

(5) Strengthening catheter management. Nurses streng-
thened the observation of each indwelling pipe in patients
to avoid bending, blocking, falling off and other pheno-
mena, and recorded the amount, nature, and color of each
drainage fluid in patients in detail to avoid serious compli-
cations caused by abnormal circumstances.

(6) High-quality discharge guidance. According to the
differences in patients’ self-care ability, individualized out-
of-hospital extended care was provided. Through WeChat,
QQ, telephone, home visits and other means, patients had
a comprehensive understanding of their psychological
state, rehabilitation process, lifestyle, and eating habits
after discharge, and all kinds of problems were answered
and dealt with in a timely manner to ensure that patients
recovered thoroughly after discharge.

2.3. Observation indicators

1) The improvement time of various symptoms in
2 groups was compared, including the recovery time of
bowel sound, the improvement time of abdominal disten-
sion, the improvement time of abdominal pain, the exhaust
time and the defecation time.

2) The anxiety and depression were evaluated by SAS
scale and SDS scale respectively. The former was graded
on 20 items according to 1-4 points. The latter items 20, 1
to 4 points, high scores indicated that anxiety and depres-
sion were more serious.

3) The quality of life after nursing was compared
between 2 groups, and the World Health Organization
Quality of Life Scale (WHOQOL-100) was used to score
the quality of life after nursing. The higher the score, the
better the quality of life was.

4) The incidence of complications was compared
between 2 groups, including lung infection, lung injury,
pancreatic abscess and pressure sore.
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5) A simple self-made questionnaire was adopted to
evaluate nursing satisfaction, including nursing attitude,
operation skills, education effect, etc., with a total of 100
points. The scoring range <70, 70-90, >90 corresponds to
dissatisfaction, general satisfaction, satisfaction, and total
satisfaction = (satisfaction + general satisfaction) cases/
total number of cases.

2.4. Cell culture and treatment

Procell (Wuhan, China) offered rat pancreatic acinar
cell line AR42J, which was cultured in Ham’s F-12K me-
dium which contained 20% fetal bovine serum plus 1%
penicillin and streptomycin at 37 °C and 5% CO,. After 1
week, the cells grew to about 80% of the fusion, digested
with trypsin for about 1 min, and passed at the ratio of 1:2
~ 1:4. AR42]J cells were stimulated with 10 nmol/L ceru-
lein (CE) to induce AP cell model.

2.5. Cell transfection

MiR-126-5p mimics/inhibitor or NC mimics/inhibitor
was acquired from Ribobio (Guangzhou, China), and shR-
NAs against HOXCS8 or sh-RNA as well as pcDNA3.1-
HOXCS8 or pcDNA3.1 was acquired from GenePharma
(Shanghai, China). Subsequently, these plasmids were
transfected into AR42J cells with Lipofectamine 2000
(Invitrogen, USA).

2.6. RT-qPCR

Total RNA could be extracted from cells by TRIzol
reagent (Invitrogen, USA), followed by reverse transcrip-
tion into cDNA using PrimeScript RT Reagent Kit (Taka-
ra, Japan). Real-time PCR was implemented with SYBR
Premix Ex Taq II (Takara, Japan). GAPDH and U6 could
be adopted to be internal controls for calculating mRNA
and miRNA based on the 2724°T method.

2.7. Western blot

Total protein could be isolated from cells with RIPA
buffer (Invitrogen, USA) containing 1% protease inhibi-
tor. After measuring the concentration, the protein samples
could be separated by 12% SDS-PAGE and then transfer-
red onto PVDF membranes. The membranes were sea-
led with 5% skimmed milk powder for 1 h, followed by
cultivating with primary antibodies including HOXCS
and GAPDH at 4°C overnight. After washing, the mem-
branes were cultivated with secondary antibodies for 1 h
at room temperature. At last, ECL was added to develop
the signals.

2.8. CCK-8

AR42]J cells (5x10° cells/well) were placed on 96-well
plates for cultivation at 37°C for 24 h, 48 h, and 72 h. The
cells were then added with 10 uL. CCK-8 reagent at 37°C
for 2 h. The optical density (OD) values were measured at
450 nm with a microplate reader.

2.9. Flow cytometry

The treated AR42J cells were digested with trypsin,
and washed, followed by suspending in the binding buf-
fer (5x10° cells /mL). Subsequently, the cells (200 uL cell
suspension) received treatment with 10 pL Annexin V-
FITC as well as 10 pL PI for 30 min away from light. The
apoptosis rate could be analyzed by flow cytometry.

2.10. ELISA

The treated AR42J cell supernatant was harvested by
centrifugation (500 x g, 4°C, 10 min). IL-1p and TNF-a
levels were analyzed with an ELISA kit, and OD values
for each well were measured at 450 nm on an enzyme-la-
beler according to kit instructions.

2.11. Luciferase reporter assay

The binding sites between miR-126-5p and HOXCS
were predicted by starBase (http://starbase.sysu.edu.cn/).
Accordingly, wild-type HOXC8 (HOXC8 3°’UTR-Wt)
or mutant HOXC8 (HOXCS8 3’UTR-Mut) plasmid was
designed. AR42]J cells were planted on a 24-well culture
plate and grew to a fusion rate of 80%. Then, AR42]J cells
were co-transfected with HOXC8 3’UTR-Wt or HOXCS8
3’UTR-Mut plasmid as well as miR-126-5p mimics or its
negative control NC mimics using Lipofectamine 2000
reagent. Firefly luciferase activity and sea kidney lucife-
rase activity were measured 48 h after transfection. Re-
nal luciferase activity was adopted as an internal control.
Luciferase activity = firefly luciferase activity/sea kidney
luciferase activity.

2.12. Statistical analysis

SPSS 24.0 statistical software was adopted for data
analysis. Measurement data were expressed as (x+s), and
t-test was adopted for comparison between 2 groups. One-
way analysis of variance was adopted for comparison
among multiple groups, and SNK-q test was adopted for
further pairwise comparison. Count data were expressed
as (n, %), and ¥ test was adopted for comparison. P<0.05
meant statistical significance.

3. Results
3.1. Effect of whole-process high-quality nursing AP
patients’ quality of life

In contrast to the CG, the recovery time of bowel
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Fig. 1. Effect of whole-process high-quality nursing on the quality of
life of patients with AP. (A) Comparison of the recovery time of bowel
sound, the improvement time of abdominal distension, the improve-
ment time of abdominal pain, the exhaust time and the defecation time
between 2 groups. (B) Comparison of SAS and SDS scores between 2
groups. (C) Comparison of WHOQOL-100 scores in each dimension
between 2 groups. Compared with before nursing, “P<0.05, compared
with control group, “P<0.05.
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sound, the improvement time of abdominal distension,
the improvement time of abdominal pain, the exhaust
time and the defecation time in the SG presented shor-
ter (P<0.05, Fig. 1A). No difference was seen in anxiety
and depression scores between 2 groups prior to nursing
(P>0.05). After nursing, the anxiety and depression scores
declined in 2 groups, and those in the SG presented lower
when comparing with the CG (P<0.05, Fig. 1B). After nur-
sing, the WHOQOL-100 scores of patients in the SG pres-
ented higher when comparing with the CG in the fields of
physiology, psychology, environment and social relations
(P<0.05, Fig. 1C). The total incidence of complications
of the SG presented lower when comparing with the CG
(P<0.05, Table 1). The total nursing satisfaction of the SG
was better than that of the CG (P<0.05, Table 2).

3.2. MiR-126-5p inhibition promotes the proliferation
along with represses the apoptosis and inflammation in
CE-stimulated AR42J cells

It was revealed in RT-qPCR that miR-126-5p presented
high expression in AR42J cells after CE treatment (Fig.
2A). To assess the function of miR-126-5p in CE-stimu-
lated AR42J cells, miR-126-5p inhibitor was transfected
into AR42]J cells to silence miR-126-5p expression. As
presented in Figure 2B, miR-126-5p inhibitor markedly
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Fig. 2. MiR-126-5p inhibition promotes the proliferation along with
represses the apoptosis and inflammatory response in AR42J cells
treated with CE. (A) RT-qPCR examined miR-126-5p expression in
AR42]J cells treated with CE. (B) RT-qPCR examined the transfection
efficiency of miR-126-5p inhibitor in AR42J cells treated with CE.
(C) CCK-8 examined the viability in AR42J cells treated with CE
after miR-126-5p inhibition. (D) Flow cytometry analysis assessed
the apoptosis in AR42]J cells treated with CE after miR-126-5p inhi-
bition. (E) ELISA examined the levels of IL-1p and TNF-a in AR42J
cells treated with CE after miR-126-5p inhibition. “P<0.01, compared
with control, #P<0.01, compared with CE.

weakened miR-126-5p expression in CE-induced AR42J
cells (Fig. 2B). Afterwards, the impacts of miR-126-5p
on CE-stimulated AR42J cells viability, apoptosis, along
with inflammatory reaction were assessed. CCK-8 assay
revealed that AR42]J cells viability was weakened after CE
treatment, whereas after co-transfection with miR-126-
S5p inhibitor, the AR42J cells viability could be promoted
(Fig. 2C). Moreover, the flow cytometry assay showed that
AR42]J cells apoptosis was elevated after CE treatment,
whereas after miR-126-5p silence, AR42J cells apopto-
sis was reduced (Fig. 2D). In addition, IL-1p and TNF-a
levels could be elevated in CE-induced AR42J cells, but
their levels were lessened after silencing miR-126-5p (Fig.
2E).

3.3. HOXCS is the target mRNA of miR-126-5p

Using starBase website, we predicted that HOXCS8 was
the target mRNA of miR-126-5p, and the binding sites
between HOXCS8 3’UTR and miR-126-5p were displayed
in Fig. 3A. We then overexpressed miR-126-5p expression
in CE-stimulated AR42]J cells, and found that after trans-
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Fig. 3. HOXCS is the target gene of miR-126-5p. (A) Binding sites
between HOXC8 3’UTR and miR-126-5p. (B) RT-qPCR examined
the transfection efficiency of miR-126-5p mimics in AR42J cells trea-
ted with CE. (C) Luciferase reporter assay assessed the impacts of
miR-126-5p mimics on the luciferase activity of HOXC8 3’UTR-Wt/
Mut in AR42]J cells treated with CE. (D) RT-qPCR examined HOXCS8
expression in AR42J cells treated with CE. (E) RT-qPCR and western
blot examined HOXCS expression in AR42J cells treated with CE af-
ter miR-126-5p inhibition. ""P<0.01, compared with control, #P<0.01,
compared with cerulein.

Table 1. Incidence of complications in 2 groups.

Groups N  Lunginfection Lunginjury Pancreatic abscess Pressure sore Total incidence rate
Control group 50 3 1 2 2 9 (18.00%)
Study group 50 1 0 0 0 1 (2.00%)
v 7.111
P 0.007
Table 2. Nursing satisfaction in 2 groups.
Groups N Satisfaction General satisfaction Dissatisfaction Total satisfaction rate
Control group 50 24 16 10 40 (80.00%)
Study group 50 30 18 2 48 (96.00%)
r 6.061
P 0.013
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fection of miR-126-5p mimics, miR-126-5p expression
was obviously elevated in CE-induced AR42]J cells (Fig.
3B). Subsequently, luciferase reporter assay results mani-
fested that miR-126-5p elevation apparently lessened the
luciferase activity of HOXC8 3’UTR-Wt, but barely im-
pacted HOXCS8 3’UTR-Mut activity (Fig. 3C). Moreover,
it was observed that HOXCS was low-expressed in CE-
stimulated AR42J cells (Fig. 3D). More importantly, after
miR-126-5p inhibition, HOXC8 mRNA and protein levels
could be elevated in CE-stimulated AR42]J cells (Fig. 3E).

3.4. HOXCS elevation promotes the proliferation along
with represses the apoptosis and inflammation in CE-
stimulated AR42J cells

We further elevated HOXCS8 expression in CE-stimu-
lated AR42J cells to certify the impacts of HOXCS on
AR42J cells proliferation, apoptosis along with inflam-
matory response after CE treatment. RT-qPCR validated
the successful transfection of pcDNA3.1-HOXCS8 (Fig.
4A). As revealed in Fig. 4B-4D, elevated expression of
HOXCS8 definitely increased the proliferation, reduced
the apoptosis as well as IL-1 and TNF-a levels in CE-
induced AR42]J cells.

3.5. HOXCS silence reverses the protective potential of
miR-126-5p repression on cell injury caused by AP
Furthermore, we silenced HOXCS8 expression in CE-
stimulated AR42J cells, and then carried out rescue as-
says to prove the interaction between miR-126-5p and
HOXCS8 in AP. Firstly, RT-qPCR validated the successful
transfection of shRNAs targeting HOXCS. Since that sh-
HOXCS8#1 had better inhibiting effect on HOXCS8 expres-
sion in AR42]J cells treated with CE, sh-HOXCS8#1 was
selected for follow-up rescue experiments (Fig. 5A). It
was discovered that HOXCS silence reversed the elevated
proliferation, suppressed apoptosis along with IL-1§ and
TNF-a levels in CE-induced AR42]J cells (Fig. 5SB-5D).

4. Discussion

AP belongs to a disease caused by acute inflammation
of the pancreas. The main symptoms include severe pain
in the upper abdomen, nausea, vomiting, as well as fever
[16]. The most common causes belong to cholelithiasis
along with alcohol abuse, while other causes contain hy-
perlipidemia, infection, and pancreatic duct stones [17].
The disease can bring many harms, the first is severe
upper abdominal pain, which not only influences the pa-
tient’s quality of life but also can result in loss of appetite,
nausea, vomiting and other digestive symptoms [18]. AP
may also cause pancreatic necrosis and damage pancrea-
tic tissue, which in turn affects the production of diges-
tive enzymes and has a long-term impact on the normal
digestion and absorption of food [19]. In extreme cases,
AP may lead to multiple organ dysfunction syndrome, en-
dangering patients’ lives [20]. Therefore, for patients with
AP, active treatment and effective nursing are essential to
reduce symptoms, prevent complications, and improve the
recovery rate of patients [21].

The whole-process high-quality nursing model belongs
to a modern and new nursing model, and the patient-cen-
tered nursing service concept runs through the nursing
work all the time, so as to provide patients with all-round,
multi-level, continuous and dynamic, systematic nursing,
which can conform to the clinical requirements of patients

in physiological and psychological aspects [22].

In our study, the results revealed that in contrast to the
CQG, the recovery time of bowel sound, the improvement
time of abdominal distension, the improvement time of ab-
dominal pain, the exhaust time and the defecation time in
the SG presented shorter, the anxiety and depression scores
in the SG presented lower, the WHOQOL-100 scores of
patients in the SG presented higher in the fields of physio-
logy, psychology, environment and social relations, the to-
tal incidence of complications of the SG presented lower,
and the total nursing satisfaction of the SG was better.
All these findings suggested that the whole-process high-
quality nursing could promote the recovery of intestinal
function, relieve negative emotions, promote the quality of
life, decrease the occurrence of complications along with
elevate the nursing satisfaction of AP patients, which was
in line with previous studies [23, 24].
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Fig. 4. HOXCS elevation promotes the proliferation along with re-
presses the apoptosis and inflammatory response in AR42]J cells trea-
ted with CE. (A) RT-qPCR examined the transfection efficiency of
pcDNA31-HOXCS8 in AR42J cells treated with CE. (B) CCK-8 exa-
mined the viability in AR42]J cells treated with CE after HOXCS ele-
vation. (D) Flow cytometry analysis assessed the apoptosis in AR42J
cells treated with CE after HOXCS elevation. (E) ELISA examined
the levels of IL-1B and TNF-a in AR42J cells treated with CE after
HOXCS elevation. ""P<0.01, compared with control, #P<0.01, com-
pared with cerulein.
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Fig. 5. HOXCS silence reverses the protective effect of miR-126-5p
inhibition on cell injury caused by AP. (A) RT-qPCR examined the
transfection efficiency of sh-HOXC8#1/#2 in AR42J cells treated with
CE. (B) CCK-8 examined the viability in AR42J cells treated with CE
in different groups. (D) Flow cytometry analysis assessed the apop-
tosis in AR42J cells treated with CE in different groups. (E) ELISA
examined the levels of IL-1B and TNF-a in AR42]J cells treated with
CE in different groups. ""P<0.01, compared with control, *P<0.01,
compared with cerulein, *P<0.01, compared with cerulein+miR-126-
Sp inhibitor
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Studies have affirmed that miRNAs have crucial func-
tions in multiple diseases, AP included [25]. In this re-
search, we assessed the potential along with mechanism of
miR-126-5p in AP, and the outcomes manifested that miR-
126-5p targeted HOXCS to promote inflammation and cell
apoptosis in AP cell model.

As reported previously, CE-stimulated AP belongs to
one of the best characteristics along with extensive use of
several experimental models [26]. Similarly, we treated
ARA42]J cells with CE to build AP model in vitro. It was
discovered that CE inhibited AR42J cell proliferation, pro-
moted AR42J cell apoptosis, along with enhanced AR42J
cell inflammation.

Recent literatures have uncovered that miR-126-5p is
abnormally expressed in many diseases. Such as, Ren et
al. have pointed out that miR-126-5p affects H9¢2 cell via-
bility along with apoptosis under hypoxia [27]. Besides,
Chen et al. have discovered that miR-126-5p expression
is promoted in severe AP patients [28], but its role in AP
remains unclear. Here, miR-126-5p presented high expres-
sion in CE-stimulated AR42]J cells, and miR-126-5p sup-
pression markedly promoted the proliferation, along with
repressed the apoptosis and inflammation in CE-induced
ARA42]J cells. In accordance with our outcomes, Liao et al.
have proposed that miR-126-5p is upregulated in hypoxia-
treated umbilical vein endothelial cells (HUVECsS), and
miR-126-5p knockdown suppressed hypoxia-induced cell
apoptosis and inflammatory response in HUVECs [29].

The HOXCS8 is a member of the homeobox class I fa-
mily [30], and it has been reported that HOXC8 expres-
sion is decreased in pancreatic ductal adenocarcinoma,
and HOXCS inhibits pancreatic ductal adenocarcinoma
progression and metastasis [31]. Nevertheless, its expres-
sion and potential in AP presents unclear. In the present
research, it was confirmed that HOXCS8 belonged to the
target mRNA of miR-126-5p, and HOXCS presented
downregulation in CE-stimulated AR42]J cells. Subsequent
gain-of-function assays indicated HOXCS elevation pro-
moted the proliferation along with repressed apoptosis and
inflammation in CE-stimulated AR42J cells. Moreover,
our study performed rescue assays to validate that HOXC8
silence reverses the protective potential of miR-126-5p
downregulation on cell injury caused by AP.

5. Conclusion

In conclusion, our study indicated that whole-process
high-quality nursing could promote the quality of life of
AP patients, and revealed that miR-126-5p repression re-
lieved CE-induced AR42J cells injury caused by AP via
targeting HOXCS. Our results might offer novel insights
for AP treatment and nursing.
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