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ABSTRACT Objective: To investigate the expression and significance of serum procalcitonin (PCT), hypersensitive C-reactive pro-
tein (hs-CRP) and tumor necrosis factor-a (TNF-o) in mild and severe acute pancreatitis (AP). Methods: 108 patients with AP who were
treated in our hospital from January 2016 to July 2018 were selected, and they were recorded as AP group. Among them, 58 patients with
mild acute pancreatitis (MAP) were included in MAP group, 50 patients with severe acute pancreatitis (SAP) were included in SAP
group. Another 50 healthy persons who underwent physical examination in our hospital during the same period were selected as control
group. The levels of serum PCT, hs-CRP and TNF-a were detected by enzyme-linked immunosorbent assay (ELISA)atthe 1d,3d,7d
and 14 d after admission in AP group. The levels of serum PCT, hs-CRP and TNF-« in the control group were measured only at the time
of physical examination. Patients in AP group were divided into systemic inflammatory response syndrome (SIRS) group and non SIRS
group. The differences of serum PCT, hs-CRP and TNF-« levels between the two groups were compared. Spearman correlation analysis
was used to analyze the correlation of PCT, hs-CRP and TNF-a levels in patients with AP at 1 d of admission. Results: The levels of
serum PCT, hs-CRP and TNF-« at 1 d of admission in AP group were higher than those in the control group (P<0.05). The levels of
serum PCT, hs-CRP and TNF-« in SAP group were higher than those in MAP group at 1 d, 3 d, 7 d and 14 d after admission(P<0.05).
The indexes of SAP group were reached the peak at 3 d, and then they were decreased in turn. After treatment, the indexes of MAP group
were continued to decrease with the increase of admission time. The level of serum PCT in group SIRS at 1 d of admission was higher
than that in non SIRS group (P<0.05). There was no significant difference in the levels of serum hs-CRP and TNF-«a between the two
groups(P>0.05). Spearman correlation analysis showed that the levels of serum PCT, hs-CRP and TNF-« in patients with AP at 1d of ad-
mission were positively correlated with each other (P<0.05). Conclusion: The levels of serum PCT, hs-CRP and TNF-a in patients with
AP were highly expressed. They are closely related to the severity of the disease, and there is a positive correlation between the three in-
dicators, detection of serum PCT, hs-CRP and TNF-« can provide a basis for the diagnosis of the disease, disease judgment, efficacy e-

valuation.
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% 1 AP A58 4A 1M iE PCT hs-CRP TNF-o 7K ELLEZ (1% 5)
Table 1 Comparison of serum PCT, hs-CRP and TNF-« levels between AP group and control group(xt s)

Groups n PCT(ng/mL) hs-CRP(ng/mL) TNF-a(pg/mL)
AP group 108 3.33+ 1.95 21.57+ 8.48 42.05+ 12.30
Control group 50 0.40+ 0.11 2.02+ 0.36 12.05% 2.36
t - 10.599 16.267 17.074
P 0.000 0.000 0.000

3 2 SAP A1 MAP AABEE AR E R A ME PCT hs-CRP TNF-a 7K F LB (xt )
Table 2 Comparison of serum PCT, hs-CRP and TNF-« levels at different time points after admission between SAP group and MAP group(xt s)

Groups n Time PCT(ng/mL) hs-CRP(ng/mL) TNF-a(pg/mL)
1d 431+ 1.09* 25.37+ 4.09* 48.93+ 6.38*
3d 5.38+ 1.22% 32.74% 3.21%* 54.72+ 5.40%*
SAP group 50
7d 3.02+ 0.91* 20.60% 2.94* 30.27+ 4.85*
14d 2.24+ 0.67* 1521+ 2.57* 25.12+ 3.36*
1d 2.48+ 0.86 18.30+ 3.09 36.11+ 5.38
3d 1.87+ 0.61 15.79+ 291 28.38+ 4.40
MAP group 50
7d 1.54% 0.48 11.37+ 2.64 19.09+ 3.42
14d 1.08%+ 0.32 7.38+ 1.96 14.89+ 3.01

Note: comparison with corresponding time points in MAP group, *P<0.05.

% 3 SIRS A5k SIRS A% PCT hs-CRP, TNF-a 7K FEL 8 (xt 5)
Table 3 Comparison of serum PCT, hs-CRP and TNF-« levels between SIRS group and non SIRS group(xt s)

Groups n PCT(ng/mL) hs-CRP(ng/mL) TNF-a(pg/mL)
SIRS group 43 428+ 1.01 22.23+ 8.41 4291+ 12.65
Non SIRS group 65 2.70% 0.74 21.13+ 7.89 41.48+ 11.15
t - 9.377 0.691 0.618
P - 0.000 0.491 0.538
2.4 XSS AP SRR AE AP AR . BRI, 2R 2 5 AP A2

£ Spearman AT BN, AP B AR 1 d B9 MLTE
PCT 5 hs-CRP.TNF-a 7K *F- £ IE #f 3¢ (r=0.459.0.313, P=0.
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3 e
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