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ABSTRACT 

 

Background: Acute pancreatitis (AP) is an acute inflammatory disease primarily involving the pancreas and can 

affect all age groups. Acute recurrent pancreatitis (ARP) refers to two distinct episodes of AP. In children, pan-

creatitis typically presents as a single uncomplicated episode, but it can also manifest as ARP and progress to 

chronic pancreatitis. Pediatric AP differs clinically from adult AP and requires specific diagnostic and therapeutic 

approaches. Although pediatric AP has lower mortality rates compared to adult AP, it may still lead to significant 

morbidity and complications. This study aimed to evaluate the relationship of laboratory parameters and inflam-

matory scores with etiology, clinical features, and prognosis in pediatric pancreatitis. 

Methods: The Akgün database of Malatya Training and Research Hospital was retrospectively reviewed. Between 

January 2020 and December 2024, epicrisis reports of 46 hospitalized patients coded as ICD-10 K85 (acute pan-

creatitis) or K85.9 (unspecified acute pancreatitis) were examined. Patients were classified according to the 

INSPPIRE (International Study Group of Pediatric Pancreatitis: In Search for a Cure) criteria as acute pan-

creatitis (AP) or acute recurrent pancreatitis (ARP). Nine patients who did not meet inclusion criteria were ex-

cluded, and the study was conducted with the remaining 37 cases. 

Results: Among the patients, 10 (27%) were diagnosed with ARP, while 27 (73%) presented with AP. The most 

common etiologies were idiopathic (n = 20, 54.1%), cholelithiasis (n = 10, 27%), and drug-induced pancreatitis    

(n = 7, 18.9%). Among drug-related cases, valproic acid was identified in 42.8% (3 patients), metronidazole in 

28.6% (2 patients), and NSAIDs in 28.6% (2 patients). Laparoscopic cholecystectomy was performed in 5.4% (2 

patients). All patients were monitored in the ward and discharged with full recovery. 

Conclusions: In our study, the increase in creatinine levels was associated with a higher risk of ARP, highlighting 

the importance of renal function markers in pancreatitis. Furthermore, the positive correlation between amylase, 

lipase, and the SIRI index with the length of hospital stay suggests that these parameters may be useful in pre-

dicting disease severity. 

(Clin. Lab. 2026;72:xx-xx. DOI: 10.7754/Clin.Lab.2025.250914) 
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INTRODUCTION 

 

Acute pancreatitis (AP) is an acute inflammatory dis-

ease characterized primarily by pancreatic involvement 

and can occur across all age groups. Acute recurrent 

pancreatitis (ARP) is defined as two distinct episodes of 

AP. The interval between episodes is not clinically sig-

nificant; however, pain should subside and pancreatic 

enzyme levels should return to normal during this peri-

od [1-3]. 

In children, pancreatitis generally presents as a single, 

uncomplicated episode of AP, though it may also mani-

fest as ARP and has the potential to progress to chronic 

pancreatitis (CP) [4,5]. 

Although pancreatic involvement is central in AP, in-

flammation may extend to surrounding tissues, trigger a 

systemic inflammatory response, and lead to organ fail-

ure and death [1]. 

In the etiology of pediatric pancreatitis, idiopathic 

causes are the most common (33%), followed by gall-

stones (20%); trauma, metabolic disorders, and medica-

tions are also prominent predisposing factors [6]. In pe-

diatric populations, ARP is thought to develop based on 

congenital pancreatic anomalies, genetic mutations, and 

autoimmune pancreatitis. ARP is considered a precursor 

to chronic pancreatitis (CP), and genetic factors have 

been particularly implicated in the progression from 

ARP to CP [2]. 

The diagnosis of pancreatitis is based on a combination 

of medical history, clinical findings, laboratory tests, 

and radiological methods [7]. In suspected cases, serum 

amylase and lipase levels should be evaluated. Although 

lipase is more sensitive and specific in pancreatitis, the 

shorter half-life and more rapid peak of amylase make it 

a valuable marker in diagnosis [8]. 

AP in the pediatric age group presents with different 

clinical features compared to adults and requires distinct 

diagnostic and therapeutic approaches. Although mor-

tality rates in pediatric AP are lower than in adults, sig-

nificant morbidity and complications may still occur [9, 

10]. 

AP is increasingly observed in children, and its inci-

dence is approaching that of the adult population [4,7]. 

The rising incidence of pancreatitis in children not only 

poses a significant health concern but also contributes to 

a substantial economic burden. To reduce morbidity 

risks such as exocrine pancreatic insufficiency, diabetes, 

and pancreatic cancer, clinicians should be aware of the 

current diagnostic and therapeutic approaches for AP 

and ARP and promptly refer these patients to a pediatric 

gastroenterologist. The aim of this study was to evaluate 

the relationship between laboratory parameters and in-

flammatory scoring systems with the etiology, clinical 

features, and prognosis of pediatric pancreatitis, thereby 

aiding in the management of these patients. 

 

 

 

 

MATERIALS AND METHODS 

 

Study design and setting 

The study was initiated after obtaining approval from 

the Scientific Research Ethics Committee of Malatya 

Turgut Özal University, under protocol number E-3078 

5963-020-315484, dated 07-16-2025. Data from pediat-

ric patients who presented to the Emergency Depart-

ment of Malatya Training and Research Hospital be-

tween January 2020 and December 2024, and who were 

hospitalized with a diagnosis of pancreatitis, were retro-

spectively analyzed. 

The prognostic significance of blood parameters [com-

plete blood count: white blood cell count (WBC), he-

moglobin (HGB), hematocrit (HCT), platelet count 

(PLT), lymphocytes (LYM), monocytes, mean corpus-

cular volume (MCV), neutrophils (NEU), neutrophil 

percentage (NEU%) and biochemistry: urea, creatinine, 

aspartate aminotransferase (AST), alanine aminotrans-

ferase (ALT), amylase, lipase, albumin (Alb), glucose 

(GLC), sodium (Na), potassium (K), calcium (Ca)] 

along with inflammatory scoring systems [HALP 

(HGB, Alb, LYM, PLT), SIRI (Systemic Inflammatory 

Response Index), and SII (Systemic Immune-Inflam-

mation Index)] was investigated. SII = (neutrophil count 

x platelet count)/lymphocyte count (all counts expressed 

in x 10⁹/L). SIRI = (neutrophil count x monocyte count) 

/lymphocyte count (all counts expressed in x 10⁹/L). 

HALP = (hemoglobin [g/L] x albumin [g/L] x lympho-

cyte count [x 10⁹/L]/platelet count [x 10⁹/L]). Biochemi-

cal markers were measured in our hospital’s biochemis-

try laboratory using the About device, with commercial 

kits for urea, creatinine, AST, ALT, amylase, lipase, 

Alb, GLC, Na, K, and Ca. Hemogram parameters were 

analyzed in the same laboratory using the SYSMEX 

XN-1000 device and the following kits: Cell Pack DST 

(Diluent for Sysmex Technology), DCL (Detergent for 

Cleaning Line), WNR (White cell Nucleated Red cell), 

WDF (White cell Differential), and SLS Lysercell (So-

dium Lauryl Sulfate). 

 

Selection of participants 

A total of 46 patient records were identified in the 

Akgün information system of Malatya Training and Re-

search Hospital between January 2020 and December 

2024, based on ICD-10 diagnostic codes K85 (acute 

pancreatitis) and K85.9 (acute pancreatitis, unspecified). 

The patients’ discharge summaries in the Akgün system 

were reviewed in detail. According to the INSPPIRE 

(International Study Group of Pediatric Pancreatitis: In 

Search for a Cure) classification, patients were catego-

rized into two groups: acute pancreatitis (AP) and acute 

recurrent pancreatitis (ARP) [4]. Nine patients who did 

not meet the inclusion criteria were excluded from the 

study. The study was conducted using the data of 37 pa-

tients who met the criteria. 
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Inclusion criteria 

1) Patients within the pediatric age group (< 18 years). 

2) Patients who presented to the emergency department 

with any complaint that were diagnosed with pancreati-

tis in the emergency setting and were subsequently hos-

pitalized. 

3) Patients whose data were retrospectively accessible 

from the hospital information system and who presented 

to the hospital between January 2020 and December 

2024. 

 

Exclusion criteria 

1) Patients aged 18 years or older. 

2) Patients whose data could not be fully retrieved from 

the hospital information system. 

3) Patients who were referred to other hospitals from 

the emergency department or who declined hospitalize-

tion and left the hospital voluntarily. 

 

Statistical analysis 

Statistical analyses were performed using IBM SPSS 

Statistics for Windows, version 27.0 (IBM Corp., 

Armonk, NY, USA; version 27.0). The Shapiro-Wilk 

test was used to assess the normality of data distribu-

tion. Descriptive statistical methods included mean, me-

dian, standard deviation, percentage [25 - 75% (inter-

quartile range, IQR)], and frequency. For quantitative 

data, the Independent Samples t-test was used to com-

pare two groups when the data were parametric, and 

one-way ANOVA was used for comparisons among 

three groups. For non-parametric quantitative data, the 

Mann-Whitney U test was used for two-group compari-

sons, and the Kruskal-Wallis H test for comparisons 

among three groups. Correlation analysis was perform-

ed between blood parameters and length of hospital 

stay, as well as inflammatory scores (SIRI: Systemic In-

flammatory Response Index, SII: Systemic Immune-In-

flammation Index, HALP: HGB-ALB-LYM-PLT). A  

p-value of < 0.05 was considered statistically signifi-

cant. 

 

 

RESULTS 

 

A total of 37 patients were included in the study. The 

median age was 11 years, with an interquartile range 

(IQR) of 6 - 14 years. Nineteen patients (51.4%) were 

female. Acute recurrent pancreatitis (ARP) was identi-

fied in 10 patients (27%), while 27 patients (73%) pres-

ented with a single episode of acute pancreatitis (AP). 

The most common etiological factors were idiopathic  

(n = 20, 54.1%), cholelithiasis (n = 10, 27%), and drug-

induced pancreatitis (n = 7, 18.9%). Two patients 

(5.4%) underwent laparoscopic cholecystectomy. All 

patients were followed up in the inpatient ward and dis-

charged after full recovery; no post-discharge follow-up 

was performed. Patients were advised to return to the 

emergency department in case of any complications, 

and no re-admissions were recorded in the hospital dis-

charge summaries. The median length of hospital stay 

was 4 days (IQR: 3 - 7). 

Drug-induced acute pancreatitis was observed in seven 

patients. Among these, valproic acid use was identified 

in three patients (42.8%), while metronidazole and 

NSAIDs were each used in two patients (28.6%). 

The mean and standard deviation (SD) values of the 

parametric blood parameters of the patients are given in 

Table 1. 

Median and 25% - 75% (IQR) values of non-parametri-

cally distributed parameters of the patients are given in 

Table 2. An Independent Samples t-test was performed 

to evaluate the relationship between pancreatitis recur-

rence and HGB, NEU%, PLT, and ALB levels. The cor-

responding p-values are presented in Table 3. 

A Mann-Whitney U test was conducted to determine 

whether there was a significant relationship between 

pancreatitis recurrence and the following variables: age, 

creatinine, AST, ALT, amylase, lipase, NEU, LYM, 

monocyte count, SIRI and SII indices, HALP score, and 

length of hospital stay. The corresponding p-values are 

shown in Table 4. 

A one-way ANOVA test was conducted to evaluate the 

relationship between pancreatitis etiology (idiopathic, 

drug-induced, and stone-related) and clinical as well as 

parametric laboratory data. No statistically significant 

differences were observed between the groups. Al-

though albumin (ALB) did not reach statistical signifi-

cance in the ANOVA test (p = 0.110), the LSD post-hoc 

test revealed a near-significant difference between the 

idiopathic and stone-related groups (p = 0.043), while 

the Tukey test showed no significant difference. For all 

other parameters, post-hoc comparisons revealed no sig-

nificant differences among the groups (p > 0.05). 

A one-way Kruskal-Wallis H test was applied to evalu-

ate whether there was a significant relationship between 

pancreatitis etiology (idiopathic, drug-induced, and 

stone-related) and clinical as well as non-parametric 

laboratory variables. AST and ALT levels showed sig-

nificant differences among the groups (p = 0.001 and      

p = 0.002, respectively), with markedly higher values 

observed in the stone-related pancreatitis group. No sig-

nificant differences were found among the groups re-

garding age, glucose (GLC), urea, amylase, lipase, 

WBC, NEU, lymphocytes (LYMP), monocytes, MCV, 

length of hospital stay, SIRI and SII indices, or HALP 

score (p > 0.05). Creatinine levels showed a borderline, 

statistically significant difference among etiologic 

groups (p = 0.05), with the idiopathic pancreatitis group 

exhibiting a higher mean rank compared to the other 

groups. 

A moderate positive correlation was found between the 

length of hospital stay and amylase (r = 0.342, p = 

0.038), lipase (r = 0.364, p = 0.027), and the SIRI index 

(r = 0.381, p = 0.020) in our patients. Correlation values 

between length of stay and amylase, lipase, SIRI-SII in-

dices, and HALP score are presented in Table 5. 
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Table 1. Mean and standard deviation values of hematological and biochemical parameters. 

 

Parameters Reference ranges n Mean ± SD 

HGB (g/dL) 12.2 - 18.1 37 13.9 1.7 

HTC (%) 33.7 - 57.7 37 41.7 4.8 

NEU % (%) 2 - 6.9 37 69.3 16.1 

PLT (103/µL) 142 - 424 37 368 88.9 

ALB (g/dL) 35 - 55 37 4.2 0.3 

Na (mmol/L) 136 - 148 37 138.2 3.1 

Ca (mg/ dL) 8.4 - 10.6 37 9.5 0.4 

 

HGB: hemoglobin, HTC: hematocrit, NEU %: neutrophil %, PLT: platelet, ALB: albumin, NA: sodium, Ca: calcium. 

 

 

 

 
Table 2. Median and 25% - 75% (IQR) values of demographic characteristics, hematological, biochemical, and inflammatory 

score parameters. 

 

Parameters 
Reference 

ranges 
n Median 

IQR 

25% 75% 

Age (years) - 37 11 6 14 

WBC (103/µL) 4.6 - 10.2 37 10.4 8 14.8 

NEU (109L) 2 - 6.9 37 7.2 4.3 13.9 

LYM (109L) 0.6 - 3.4 37 1.6 1.3 3.1 

Monocyte (109L) 0 - 0.9 37 0.6 0.4 0.8 

MCV (fL) 80 - 97 37 81.5 80 85.5 

GLC (mg/dL) 70 - 105 37 106 87.5 124 

Urea (mg/dL) 15 - 45 37 22.9 18.5 30.1 

Creatinine (mg/dL) 0.5 - 1.1 37 0.5 0.4 0.6 

AST (U/L) 0 - 35 37 35 25 57 

ALT (U/L) 0 - 35 37 21 14 51 

Amylase (U/L) 20 - 120 37 668 35 1,343 

Lipase (U/L) 0 - 70 37 787 325 1,190 

K (mmol/L) 3.5 - 5.2 37 4.2 3.8 4.4 

LHS (days) - 37 4 3 7 

SIRI - 37 1.9 1.2 6.6 

SII - 37 983.1 561.8 2,710.9 

HALP - 37 3.9 2.5 5.6 

 

WBC: leukocytes, NEU: neutrophil, LYM: lymphocyte, MCV: mean corpuscular volume, GLC: glucose, AST: aspartate aminotransferase, 

ALT: alanine aminotransferase, K: potassium, LHS: length of hospital stay, SIRI: Systemic Inflammatory Response Index, SII: Systemic Im-

mune-Inflammation Index, HALP: HGB-ALB-LYM-PLT Score. 

 

 

 

 

DISCUSSION 

 

Pediatric pancreatitis - particularly ARP - is character-

ized by frequent emergency department visits and a 

high rate of hospital admissions. In addition, the need 

for invasive procedures such as endoscopy and surgical 

interventions is common. Consequently, pediatric pan-

creatitis represents a significant disease burden for both 

children and their families [11]. It has also been report-

ed that both AP and ARP may be associated with exo-

crine and endocrine pancreatic insufficiency, contribut-

ing to short- and long-term morbidity [12]. 

Pediatric ARP is a relatively rare condition, with studies 

reporting that it develops in 9% - 35% of children with 
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Table 3. Relationship between recurrent pancreatitis and normally distributed hematological and biochemical markers. 

 

Parameters Recurrence n p-value 

HGB (g/dL) 
present 10 

0.268 * 
absent 27 

NEU % (%) 
present 10 

0.256 * 
absent 27 

PLT (103/µL) 
present 10 

0.744 * 
absent 27 

ALB (g/dL) 
present 10 

0.546 * 
absent 27 

 

* Independent samples t-test. 

p < 0.05 was considered statistically significant. 

HGB: hemoglobin, NEU %: neutrophil %, PLT: platelet, ALB: albumin. 

 

 

 
Table 4. Association between recurrent pancreatitis and demographic, hematological, biochemical, and inflammatory score 

parameters with non-parametric distribution. 

 

Parameters Recurrence n p-value 

Age (years) 
present 10 

0.243 * 
absent 27 

Creatinine (mg/dL) 
present 10 

0.042 * 
absent 27 

AST (U/L) 
present 10 

0.472 * 
absent 27 

ALT (U/L) 
present 10 

0.483 * 
absent 27 

Amylase (U/L) 
present 10 

0.321 * 
absent 27 

Lipase (U/L) 
present 10 

0.538 * 
absent 27 

NEU (µL) 
present 10 

0.516 * 
absent 27 

LYM (µL) 
present 10 

0.087 * 
absent 27 

Monocyte (µL) 
present 10 

0.758 * 
absent 27 

SIRI 
present 10 

0.274 * 
absent 27 

SII 
present 10 

0.171 * 
absent 27 

HALP 
present 10 

0.108 * 
absent 27 

LHS (days) 
present 10 

0.727 * 
absent 27 

 

* Mann Whitney U test. 

p < 0.05 was considered statistically significant. 

AST: aspartate aminotransferase, ALT: alanine aminotransferase, NEU: neutrophil, LYM: lymphocyte, SIRI: Systemic Inflammatory Re-

sponse Index, SII: Systemic Immune-Inflammation Index, HALP: HGB-ALB-LYM-PLT, LHS: length of hospital stay. 
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Table 5. Correlation between length of hospital stay and serum amylase, lipase, SIRI, SII, and HALP scores in hospitalized 

patients. 

 

Parameter  n r p 

Amylase (U/L) 

length of hospital 

stay (days) 

37 0.342 * 0.038 

Lipase (U/L) 37 0.364 * 0.027 

SIRI 37 0.381 * 0.020 

SII 37 0.268 0.109 

HALP 37 0.175 0.299 

 
* Correlation is significant at the 0.05 level (two-tailed). 

p < 0.05 was considered statistically significant. 

SIRI: Systemic Inflammatory Response Index, SII: Systemic Immune-Inflammation Index, HALP: HGB-ALB-LYM-PLT. 

 

 

 

 

AP [13,14]. In a retrospective study by Smolka et al. in-

volving 55 pediatric patients diagnosed with acute pan-

creatitis, the most common etiological factors were idio-

pathic causes (39%) and gallbladder pathologies (31%). 

The same study highlighted that children with idiopath-

ic AP exhibited a higher rate of comorbidities and were 

more likely to develop ARP [15]. In another study by 

Alnagar et al., 118 pediatric patients with acute pancre-

atitis were evaluated. The leading causes of AP were 

again idiopathic (50.8%) and gallbladder-related 

(23.8%), whereas hereditary pancreatitis (42.9%) was 

identified as the most common cause of ARP. Approxi-

mately 10% of the patients required treatment due to 

complications or underlying gallbladder-related pathol-

ogy [16]. In the present study, the most frequent etio-

logical factors for AP were idiopathic causes (54.1%), 

cholelithiasis (27%), and medications (18.9%). Two pa-

tients (5.4%) underwent laparoscopic cholecystectomy. 

Our findings indicate that idiopathic and gallbladder-re-

lated etiologies are the leading causes of pediatric AP, 

consistent with the existing literature. The high propor-

tion of idiopathic cases suggests that yet unidentified 

genetic or environmental factors may play a role. The 

need for surgical intervention due to gallbladder pathol-

ogy further emphasizes the importance of clarifying the 

etiology in clinical management. 

Drug-induced pancreatitis is defined by the resolution 

of pancreatitis upon discontinuation of the suspected 

drug and recurrence upon re-exposure [17]. Drugs are 

implicated in approximately 5% of AP cases, and most 

studies examining the association between medications 

and pancreatitis are based on case series [18]. Although 

numerous drugs have been reported, the evidence link-

ing them to pancreatitis remains limited. The most com-

monly proposed mechanisms include the direct toxic ef-

fects of the drug, or the accumulation of toxic metabo-

lites or intermediate compounds [19]. In a case-control 

study conducted in Sweden, Barbulescu et al. reported 

an increased risk of acute pancreatitis within 30 days 

following the use of oral metronidazole [20]. Bischof et 

al., in a study involving 125 patients (83 children), 

found a correlation between long-term valproic acid 

therapy and acute pancreatitis. They noted that valproic 

acid-associated pancreatitis may occur at any point dur-

ing treatment and carries a high risk of mortality [21]. 

The current findings revealed that drug-induced acute 

pancreatitis was observed in seven patients: valproic 

acid was used in three patients (42.8%), while metroni-

dazole and NSAIDs were each used in two patients 

(28.6%). These findings are consistent with the mecha-

nisms described in the literature and suggest that agents 

such as valproic acid should be closely monitored due 

to their potential for high mortality and recurrence risk. 

Our findings demonstrated that there was a significant 

relationship between ARP and laboratory parameters as 

well as inflammatory scoring systems. Elevated creati-

nine levels were found to be significantly associated 

with the development of ARP, with the risk of recur-

rence increasing in parallel with higher creatinine lev-

els. Recent studies have also supported the prognostic 

relevance of serum creatinine in pediatric acute pancre-

atitis. Szabo et al. identified elevated creatinine as a risk 

factor for the development of severe AP and ARP [22]. 

A comprehensive meta-analysis published in 2022 re-

ported that an increase in the creatinine/BUN ratio is 

among the predictors of severe AP in the pediatric pop-

ulation [23]. Our findings are supported by the litera-

ture, and the association between ARP and creatinine 

may be attributed to the disruption of renal microcircu-

lation secondary to the activation of the inflammatory 

cascade following the systemic leakage of pancreatic 

enzymes. Similarly, a study based on computed tomog-

raphy imaging emphasized that elevated creatinine lev-

els in pediatric AP patients are associated with more se-

vere clinical progression [24]. These findings reinforce 

the association between creatinine and ARP observed in 

our study and suggest that routine monitoring of serum 

creatinine should be integrated into pediatric AP man-

agement algorithms. 

Yildiz et al. reported that SII and SIRI scores are useful 

markers for predicting the severity of pancreatitis in 

adult AP patients [25]. Similarly, Liu et al., in their 

study involving 101 adult AP patients, found that the 

SII score was associated with both disease severity and 
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recurrence [26]. Güler et al. concluded that the HALP 

score may be used to predict disease severity and short-

term mortality in adults diagnosed with AP [27]. The in-

cidence of AP, ARP, and severe AP is lower in children 

compared to adults [12]. 

In the literature, hematological and biochemical param-

eters such as anemia, thrombocytosis, neutrophilia, lym-

phopenia, and hypoalbuminemia have been associated 

with the prognosis of acute pancreatitis. A study con-

ducted in China reported that adult AP patients with 

anemia experienced a more severe disease course [28]. 

Likewise, a multicenter study from Hungary emphasiz-

ed that hypoalbuminemia was linked to increased mor-

tality and complications [29]. Qi et al., in a study of 204 

patients, demonstrated a clear association between lym-

phocyte percentage and AP prognosis, showing lower 

lymphocyte levels in severe AP cases [30]. A large-

scale analysis from South Korea indicated that elevated 

neutrophil count and the neutrophil-to-lymphocyte ratio 

(NLR) are significant predictors of AP severity [31]. 

Another study from Japan found that patients with 

thrombocytosis were at higher risk for local pancreatic 

complications [32]. Although inflammatory scores such 

as SII, SIRI, and HALP have emerged as prognostic 

markers in adult AP, studies evaluating these scores in 

pediatric patients are limited, largely due to small sam-

ple sizes. No significant association was found between 

the development of ARP and SII, SIRI, or HALP 

scores, nor with their individual components: HGB, 

PLT, NEU, LYM, and ALB. The discrepancy between 

our findings and previous reports may be explained by 

physiological and immunological differences in the pe-

diatric population, the lower incidence of ARP in chil-

dren, and the limited sample size of our cohort. Our re-

sults suggest that these biomarkers should be interpreted 

with caution in pediatric populations, and that further 

validation through large-scale prospective studies is 

warranted. 

Our investigation aimed to determine whether there was 

a significant relationship between the etiology of pan-

creatitis and variables such as age, laboratory findings, 

and inflammatory scores. AST and ALT levels were 

found to be markedly elevated in the stone-related pan-

creatitis group. Similar to our findings, Yayla et al. also 

reported elevated AST and ALT levels in patients who 

developed pancreatitis secondary to biliary tract pathol-

ogies [33]. It is well known that biliary obstruction can 

affect the liver and result in hepatocellular injury, lead-

ing to increased AST and ALT levels. We believe that 

AST and ALT elevation reflects secondary hepatic in-

volvement occurring concurrently with pancreatitis. An-

other notable finding in our study was that the idio-

pathic pancreatitis group exhibited higher mean rank 

creatinine levels compared to the other etiologic groups. 

In pancreatitis, pancreatic enzymes within acinar cells 

become prematurely activated. This early activation 

leads to autolysis of the pancreas and surrounding tis-

sues, initiating a cascade of events that contribute to re-

nal injury. Among these are the systemic release of ac-

tive enzymes, proteases, and cytokines, as well as in-

creased production of reactive oxygen species [34]. Our 

findings suggest that, in addition to systemic inflamma-

tory responses caused by autolysis, potential genetic 

susceptibility in the idiopathic pancreatitis group may 

also influence renal function. These findings suggest 

that serum creatinine levels may serve as a useful mark-

er in early triage and in the monitoring of protocols for 

pediatric pancreatitis. Early measurement of serum cre-

atinine may help predict disease severity and facilitate 

the early identification of high-risk patients. 

In our patients, a moderate positive correlation was ob-

served between length of hospital stay and amylase, li-

pase, and the SIRI index. The findings of our study are 

consistent with a prospective study conducted in Viet-

nam involving 207 adult AP patients, which reported a 

significant association between SIRI and severe pan-

creatitis, as well as a positive correlation between SIRI 

and hospital stay duration [35]. Similarly, a retrospec-

tive analysis of 201 patients demonstrated that elevated 

SIRI levels were strongly correlated with severe pan-

creatitis and prolonged hospitalization, reporting a sen-

sitivity of 83.8% and a specificity of 80% at a cutoff 

value of 4.83 [25]. These results indicate that amylase, 

lipase, and SIRI are likely associated with disease se-

verity and may have potential value in the clinical mon-

itoring of pediatric AP patients. Additionally, our find-

ings support the notion that SIRI, as a reflection of sys-

temic inflammation, may serve as a more reliable pre-

dictor of disease severity. 

Our study has several limitations. It was conducted at a 

single center, and the number of cases was relatively 

small, which may limit the generalizability of our find-

ings. In addition, genetic analyses were not performed, 

and long-term follow-up data were unavailable. These 

factors, together with the potential bias inherent to a sin-

gle-center design, should be considered when interpret-

ing the results. Multicenter studies with larger sample 

sizes are needed to more accurately and comprehen-

sively assess the prognostic value of blood parameters 

and inflammatory scoring systems in pediatric pancrea-

titis patients. 

 

 

CONCLUSION 

 

In this study, the relationship between etiology, blood 

parameters, and inflammatory scoring systems with 

prognosis was investigated in a pediatric pancreatitis 

patient group. The significant association between cre-

atinine levels and the development of ARP highlights 

the importance of renal function markers. The positive 

correlation between amylase, lipase, and the SIRI index 

with length of hospital stay suggests that these parame-

ters may be useful in predicting disease severity. How-

ever, no significant association was found between in-

flammatory scores and ARP.  

Our findings indicate that these biomarkers should be 

interpreted with caution in pediatric pancreatitis patients 
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and underscore the need for further validation through 

larger, multicenter studies. 
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