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ABSTRACT 

Background/Objectives: We aimed to examine therapeutic efficacy and prognosis prediction of autoimmune 

pancreatitis (AIP) using shear wave elastography (SWE) and shear wave dispersion (SWD) in transabdominal 

ultrasound (US). 

Methods: The subjects were 23 patients with diffuse type 1 AIP who underwent SWE and SWD, and 34 

controls with a normal pancreas. Elasticity and dispersion were defined as the pancreatic elastic modulus (PEM) 

and dispersion slope, respectively. PEM and dispersion slope were compared between AIP and control cases, 

and the short-term therapeutic effect and long-term prognosis were examined. 

Results: PEM (30.9 vs. 6.6 kPa, P<0.001) and dispersion slope (15.3 vs. 13.0 (m/sec)/kHz, P=0.011) were 

significantly higher in AIP cases than in controls. Among the 17 AIP patients followed-up in two weeks after 

treatment, these parameters were 12.7 kPa and 10.5 (m/sec)/kHz with median decrease rate of 37.2% and 

32.8%, respectively, which were significantly higher than the change in the size of pancreatic parenchyma 

(14.4%, P=0.026). Fourteen of these subjects were followed up for >12 months, during which 2 had relapse; 

diabetes improved in 5 and worsened in 2; in 60% of cases, the pancreatic parenchyma was atrophied. The % 

change in PEM after two weeks was tended to be higher in non-atrophy cases. 

Conclusion: SWE and SWD measurement in US may be useful for quantitative assessment of AIP and 

evaluation of short-term treatment efficacy. 
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INTRODUCTION 

Autoimmune pancreatitis (AIP) is pathologically characterized by inflammatory cell infiltration and 

fibrogenesis, and responds well to steroids [1]. EUS-FNA, CT and MRI are generally used and proposed as the 

useful diagnostic tools for AIP in the Japanese Clinical Diagnostic Criteria for Autoimmune Pancreatitis 2018 

(JPS2018) [2]. However, the use of transabdominal ultrasound (US), which could be a noninvasive and simple 

examination method for AIP, is not described in JPS2018 and there is no report of quantitative evaluation of AIP 

using US.  

Ultrasound shear wave elastography (SWE) is widely used for diagnosis of tissue stiffness, including for 

gastrointestinal disorders [3, 4]. SWE assessment is also useful for diagnosis of hepatic tissue stiffness of diffuse 

liver diseases, including chronic hepatitis, nonalcoholic steatohepatitis (NASH) and liver cirrhosis [5, 6]. The 

usefulness of SWE as an assessment of fibrosis has also been reported in the pancreas [7, 8]. However, the 

effectiveness of SWE for assessment of AIP, a diffuse pancreatic disease, has not been examined. 

Recently, ultrasound shear wave dispersion (SWD), which is a measure of viscosity using SWE, has become 

available. In the liver, SWD reflects inflammation and necrosis [9] and clinical application of SWD has been 

reported [10, 11]. SWD may also reflect fatty changes in normal pancreatic parenchyma [12]. In this study, the 

primary endpoint was to examine the therapeutic efficacy of steroids and prognosis prediction in subjects with 

AIP using SWE and SWD of pancreatic parenchyma, and the secondary endpoint was to compare SWE and 

SWD between AIP cases and controls with normal pancreatic parenchyma. 
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PATIENTS AND METHODS 

The subjects were patients aged ≥20 years who were diagnosed with diffuse type 1 AIP in accordance with 

the International Consensus Diagnostic Criteria [13] from November 2017 to June 2020, gave consent for the 

study, and underwent SWE and SWD evaluation using Aplio i900 ultrasound system (Canon Medical Systems 

Corp.) before steroid treatment. All examinations were performed by one gastroenterologist (SH), who has 

experience with more than 3,000 transabdominal ultrasounds and is a regular member of the Japanese Society of 

Ultrasound Medicine. Consecutive control cases with a normal pancreas in which SWE and SWD measurements 

were performed by SH using the Aplio i900 in the same time period were used for comparison. A normal 

pancreas was defined as having neither a tumor nor cystic lesion in endoscopic ultrasonography (EUS), contrast-

enhanced CT, MRI and US images, no history of diagnosis of pancreatic disease, and no hyperechoic pancreas 

in US.  

This study (registered as UMIN000016497) was conducted after approval from the Ethics Review 

Committee of Nagoya University Hospital (approval number 2014-0399). Written informed consent was 

obtained from all subjects after they received a full explanation of the study. 

The pancreas was visualized in B-mode imaging and a measurement region-of-interest (ROI) was 

established in the pancreatic body to avoid blood vessels and the main pancreatic duct, and maximize the 

pancreatic parenchyma. After establishing the measurement ROI, SWE and SWD measurements were 

performed at least 5 times. SWE within the measurement ROI was visualized with propagation view and SWD 

was displayed with color mapping view. The calculation ROI was established to maximize parallel parts with 
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propagation expression in the measurement ROI (Fig. 1). Measurements were repeated a maximum of 10 times, 

and if a parallel region was acquired less than five times, the case was regarded as non-evaluable. The median 

elasticity and dispersion were defined as the pancreatic elastic modulus (PEM) and dispersion slope, 

respectively. 

Phase 1: Comparison of the PEM and dispersion slope with AIP and a normal pancreas  

Phase 1 of the study was a comparison of background factors in subjects with AIP and controls with a 

normal pancreas. The PEM and dispersion slope before treatment for AIP were also compared with these values 

for a normal pancreas. Background factors included serum IgG and IgG4, diabetes, size of pancreatic 

parenchyma, and other organ involvement (OOI) at diagnosis. The size of pancreatic parenchyma was 

determined by measuring the short axis of the pancreatic body using CT. A patient with hemoglobin A1c >6.5% 

at diagnosis was defined as having diabetes [14]. 

Phase 2: Assessment of short-term therapeutic effect using SWE and SWD measurement 

The short-term therapeutic effects of steroids were evaluated in subjects who underwent SWE and SWD 

measurement two weeks after the start of steroid treatment. PEM, dispersion slope, size of pancreatic 

parenchyma, and serum IgG4 were compared with those before treatment, and % changes in these parameters 

were calculated as (value before treatment – value after treatment)/value before treatment ×100. 

Phase 3: Relationship of short-term therapeutic effects with long-term prognosis 

The relationships of short-term therapeutic effects with the long-term prognosis were examined. Subjects 

who had PEM and dispersion slope measurements at two weeks after the start of steroid treatment and were 
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followed up for >12 months were included in this phase. The relationships of relapse, pancreatic endocrine 

insufficiency and pancreatic atrophy with PEM and dispersion slope before the start of treatment and % changes 

in PEM and dispersion slope at 2 weeks after the start of treatment were examined. Relapse was defined as 

pancreatic enlargement in images or appearance/reappearance of OOI [15]. Diabetes was evaluated as an 

assessment of pancreatic endocrine insufficiency [16]. Subjects who were receiving insulin or oral antidiabetic 

agents after steroid treatment at lower or higher doses were defined as having improvement or worsening of 

diabetes [17]. Pancreatic atrophy was examined in subjects who underwent CT after 12 months of steroid 

treatment. Subjects with relapse were excluded from this evaluation. The pancreatic parenchyma was measured 

in CT images and a pancreas with a short-axis diameter of <10 mm was defined as showing atrophy [17]. 

 

Statistical Analysis 

SPSS (ver.27, SPSS Inc.) was used for statistical analysis. A nonparametric test (Mann-Whitney U test) was 

used to compare continuous variables and a Fisher exact test was used to examine differences in ratios between 

two groups. For comparison between paired groups, a Wilcoxon signed rank test was used. A Kruskal-Wallis test 

was used to examine differences in ratios between three groups. The significance level was set at 0.05. A 

Spearman rank correlation coefficient (r) was used to examine correlations between indices, and the results are 

shown as weak (<0.2), mild (0.2 to <0.4), moderate (0.4 to <0.7) and strong (0.7). 

 

RESULTS 
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The subjects were 23 patients (16 men, 7 women) who were diagnosed with diffuse type 1 AIP in our 

hospital. In all cases, the pancreatic body could be clearly visualized in B-mode imaging, and SWD and SWE 

could be measured. The background of the patients is shown in Table 1. The median age was 67 (interquartile 

range [IQR], 11) years. The median serum IgG and IgG4 at diagnosis were 1696 (IQR, 592) mg/dL and 301 

(IQR, 357) mg/dL, respectively. Twelve subjects had diabetes. The median size of pancreatic parenchyma was 

22.4 (IQR, 9.0) mm. OOI was present in 7 subjects. 

 

Phase 1: Comparison of the PEM and dispersion slope with AIP and a normal pancreas 

A total of 34 control subjects with a normal pancreas underwent SWE/SWD during the study period. The 

rate of diabetes was significantly lower in the controls compared to the AIP patients (P<0.001) (Table 1). The 

AIP patients had a significantly higher PEM (30.9 (IQR, 15.2) vs. 6.6 (IQR, 2.3) kPa, P<0.001) and dispersion 

slope (15.3 (IQR, 4.2) vs. 13.0 (IQR, 3.4) (m/sec)/kHz), P=0.011) compared to controls (Table 1). The 

relationships of PEM and dispersion slope with serum IgG, IgG4 and size of pancreatic parenchyma at diagnosis 

in the subjects with AIP are shown in Table 2. A negative correlation was found between PEM and serum IgG. 

There was no other significant correlation with these parameters or with the rates of diabetes and OOI at 

diagnosis. 

 

Phase 2: Assessment of short-term therapeutic effect using SWE and SWD 

Two weeks after steroid treatment, 17 subjects were evaluated by SWE and SWD. At this time, PEM was 

 1 
 2 
 3 
 4 
 5 
 6 
 7 
 8 
 9 
10 
11 
12 
13 
14 
15 
16 
17 
18 
19 
20 
21 
22 
23 
24 
25 
26 
27 
28 
29 
30 
31 
32 
33 
34 
35 
36 
37 
38 
39 
40 
41 
42 
43 
44 
45 
46 
47 
48 
49 
50 
51 
52 
53 
54 
55 
56 
57 
58 
59 
60 
61 
62 
63 
64 
65 



9 

 

12.7 (IQR, 8.5) kPa and the dispersion slope was 10.5 (IQR, 3.1) (m/sec)/kHz, and both were significantly lower 

than the values before treatment (both P<0.001) (Fig. 2). The median % changes in PEM, dispersion slope and 

size of pancreatic parenchyma were 37.2%, 32.8% and 14.4%, respectively. The changes in PEM and dispersion 

slope were significantly higher than the change in the size of pancreatic parenchyma (P=0.026) (Fig. 3). The 

median serum IgG4 after 2 weeks steroid treatment was 217 mg/dL (IQR:169), which was significantly lower 

than the values before treatment (P<0.001). There was no correlation between PEM and dispersion slope after 2 

weeks treatment and serum IgG4 after 2 weeks steroid treatment (P=0.996, P=0.807). 

 

Phase 3: Relationship of short-term therapeutic effects with long-term prognosis 

Of the 17 subjects with measurements of PEM and dispersion slope at 2 weeks after the start of treatment, 14 

were followed up for >12 months. Of these 14 subjects, 7 had diabetes at diagnosis and 10 underwent CT 12 

months later. The median follow-up period was 17.5 (IQR, 10) months. Relapse occurred in 2 (14.2%) subjects. 

Of the 7 subjects with diabetes at diagnosis, 5 improved and 2 worsened. Due to the small number of cases, 

statistical analysis was not performed, but there was no specific trend in PEM, dispersion slope, or % change in 

these parameters between these two groups. Pancreatic parenchyma was atrophied in 6 of the 10 subjects who 

underwent CT, and the % changes in PEM after 2 weeks of treatment tended to be higher (71.5%) in non-

atrophy cases (Table 3). 

 

DISCUSSION 
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SWE measurement in the gastrointestinal field is commonly used in practice and its efficacy has been shown 

in many reports. There are many studies of SWE in patients with chronic pancreatitis, but few reports of its use 

in AIP [8]. In this study, both SWE and SWD were examined. Our previous study suggested that SWD reflected 

fatty changes in the normal pancreas [12]. In the current study, we found that the dispersion slope in patients 

with AIP, which involves inflammation and fibrogenesis, was higher than that in a normal pancreas. This 

suggests that the dispersion slope in patients with AIP reflects inflammation, similarly to liver disease. 

SWD measurement using SWE is a novel technique of elastography and there is currently no definition of 

SWD measurement in the liver field [10]. Sugimoto et al. recommended 10 measurements, similarly to SWE, 

for diffuse liver disease [10]. The reproducibilities of SWE [7] and SWD [12] in the pancreas have been shown 

to be high over 5 measurements in our previous studies, and at least 5 measurements were performed in the 

present study bases on these reports. In addition, it is recommended to use the IQR/median to improve the 

accuracy of SWE measurements [6]. The IQR/median of dispersion slope for normal pancreatic parenchyma in 

our previous study was 0.28, which indicates that our assessment of pancreas by SWD was valid [12]. 

Contrast-enhanced US is useful for discrimination of pancreatic cancer and AIP, and for evaluation of the 

efficacy of steroid treatment [18, 19]. The EFSUMB Guidelines and Recommendations do not describe SWE, 

but suggest EUS-elastography (EUS-EG) to be useful for AIP evaluation by showing ubiquitously high hardness 

[20]. In another study investigating EUS-shear wave measurement (EUS-SWM) for pancreas, the median shear 

wave velocity of 2.57 m/s in AIP cases was significantly higher than that of 1.89 m/s in normal controls [21]. In 

a comparison of AIP before and after treatment based on the strain ratio (SR) using EUS-EG, another study 
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investigating SR was shown after 2 weeks of treatment in all 10 patients evaluated [14]. Since the SR cut-off in 

EUS-EG varies among studies, evaluation before and after treatment in the same patient may be most 

appropriate.[14] 

This study is the first attempt to evaluate AIP quantitatively using SWE and SWD in US. The results showed 

that PEM was higher in AIP than in the normal pancreas, similarly to the finding in our previous study using 

EUS-SWM. Since recent studies suggested that some of the patients with AIP developed into chronic 

pancreatitis [22-24], it may be favorable to include the patients with conventional chronic pancreatitis as disease 

controls. However, although we have attempted to evaluate SWD and SWE for the patients with chronic 

pancreatitis since we introduced SWD in our facility, we were not able to obtain reliable values in these patients 

because the ROI could not be set to include the sufficient area for measurement due to atrophy and calcification 

of the pancreatic parenchyma. Therefore, in this study, only a normal pancreas was used as a disease control, 

which can include the measurement area sufficiently within the ROI to obtain reliable values. This study is also 

the first trial of comparison of SWE and SWD before and after treatment in the same patients. Similarly to the 

findings in Ohno et al. and Ishikawa et al [14, 21], PEM at 2 weeks after treatment was significantly lower than 

that before treatment, indicating an improvement. The dispersion slope after treatment was also significantly 

lower than that before treatment. These findings suggest that SWE and SWD measurements may be useful for 

objective evaluation of the disease status before and after treatment.  

The only correlation of PEM and dispersion slope with patient background factors was with serum IgG. 

There was no correlation between PEM or dispersion slope and serum IgG4. Moreover, there was no correlation 
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between these parameters after 2 weeks of steroid treatment. Therefore, it may be difficult to use PEM and the 

dispersion slope as absolute values for assessment of AIP activity, but these parameters may be effective for 

evaluation in the same patient. Ishikawa et al. showed that SR decreased in all 10 patients, and 2 of 10 patients 

showed a decrease in SR before radiological improvement of pancreatic enlargement on CT, which suggested 

that elastic changes may occur earlier than morphological changes in AIP [14]. Changes of PEM and dispersion 

slope 2 weeks after the start of treatment were also significantly higher than the change in the size of pancreatic 

parenchyma in the current study. This suggests that viscoelastic changes in AIP were larger than imaging 

changes over a short period after treatment. SWE and SWD measurement in US is simple and less invasive in 

comparison with other modalities, including CT and MRI, and have an advantage of repeated use during a short 

period. Thus, SWE and SWD measurement in US is likely to be useful for prediction of the early therapeutic 

effect on AIP. 

Relapse is the major concern in clinical practice for AIP [25]. The short-term prognosis of type 1 AIP is 

improved by steroid treatment, but the long-term prognosis remains to be clarified [26, 27]. The relapse rate has 

been reported to be up to 60% and relapse occurs during steroid de-escalation or after discontinuation [27-30]. A 

multicenter study of the long-term course of type 1 AIP in Japan showed relapse rates of 10% within one year 

and 25.8% within 3 years [15]. In the current study, the relapse rate of subjects followed up for one year or more 

was 14.2%, which is similar to the previous findings. Predictors of relapse in clinical practice have been 

identified in many studies, and include serum IgG4, serum IgE, pancreatic enlargement and OOI [1, 14, 15, 25, 

26, 31, 32]. Although it is difficult to draw definitive conclusions regarding predictors of relapse in this study 
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because of the small number of cases with long-term follow-up and only two cases of relapse, there was no 

specific trend in PEM, dispersion slope, or % change in these parameters between those with and without 

relapse. 

A second issue in AIP treatment is pancreatic endocrine and exocrine insufficiency, which develop in 40-

60% and almost 80% of AIP cases, respectively [33, 34]. Ito et al. found that 78.6% of patients with AIP 

complicated with diabetes and approximately 63% had no history of diabetes [16]. In this study, 52% of subjects 

had diabetes at diagnosis of AIP and 71% of 7 subjects during long-term follow-up had a decreased or 

discontinued insulin dose. Since EUS-SWM is useful to predict decreased pancreatic endocrine and exocrine 

insufficiency [35], we attempted to examine whether PEM and the dispersion slope could predict improvement 

in diabetes in patients with AIP, but no tendency for difference was found. Pancreatic atrophy after steroid 

treatment of AIP may be related to onset of diabetes after steroid treatment [17]. The results of the present study 

showed that the % PEM change after 2 weeks of treatment tended to be higher in subjects without pancreatic 

atrophy on CT 12 months after the start of treatment. Therefore, the % PEM change after 2 weeks of treatment 

may be a predictor of pancreatic atrophy and the incidence of diabetes in the long-term course. 

This study has several limitations, including the retrospective single-center design, the relatively small 

number of subjects, and the short-term observation period. Further studies are needed to accumulate cases and 

evaluate PEM and dispersion slope in several-year long-term follow-up to draw conclusions about long-term 

prognosis. Within these limitations, our results suggest that SWE and SWD in US may be valuable for 

quantitative assessment of AIP and evaluation of short-term treatment efficacy. 

 1 
 2 
 3 
 4 
 5 
 6 
 7 
 8 
 9 
10 
11 
12 
13 
14 
15 
16 
17 
18 
19 
20 
21 
22 
23 
24 
25 
26 
27 
28 
29 
30 
31 
32 
33 
34 
35 
36 
37 
38 
39 
40 
41 
42 
43 
44 
45 
46 
47 
48 
49 
50 
51 
52 
53 
54 
55 
56 
57 
58 
59 
60 
61 
62 
63 
64 
65 



14 

 

 

CONFLICTS OF INTEREST 

The authors declare that they have no conflicts of interest. This study received no specific grant from any 

funding agency in the public, commercial, or not-for-profit sectors. But, the Department of Gastroenterology 

and Hepatology, Nagoya University Graduate School of Medicine received consigned research expenses from 

Canon Medial Systems Corp. Canon Medial Systems Corp. had no role in the design, practice, or analysis of 

this study 

 

REFERENCE 

1. Majumder S, Takahashi N, Chari ST. Autoimmune Pancreatitis. Dig Dis Sci. 2017;62(7):1762-9.. 

2. Kawa S, Kamisawa T, Notohara K, Fujinaga Y, Inoue D, Koyama T, et al. Japanese Clinical Diagnostic 

Criteria for Autoimmune Pancreatitis, 2018 Revision of Japanese Clinical Diagnostic Criteria for Autoimmune 

Pancreatitis, 2011. Pancreas. 2020;49(1):E13-E4. 

3. Iyama T, Takata T, Koda M, Fukuda S, Hoi S, Mae Y, et al. Renal shear wave elastography for the 

assessment of nephron hypertrophy: a cross-sectional study in chronic kidney disease. J Med Ultrason (2001). 

2018;45(4):571-6. 

4. Huang M, Jiang T, Zhao Q, You Q, Tian G, Wang B. Breast adenoid cystic carcinoma: report of a case 

with emphasis on routine sonographic findings and shear wave elastography. J Med Ultrason (2001). 

2018;45(1):181-4. 

 1 
 2 
 3 
 4 
 5 
 6 
 7 
 8 
 9 
10 
11 
12 
13 
14 
15 
16 
17 
18 
19 
20 
21 
22 
23 
24 
25 
26 
27 
28 
29 
30 
31 
32 
33 
34 
35 
36 
37 
38 
39 
40 
41 
42 
43 
44 
45 
46 
47 
48 
49 
50 
51 
52 
53 
54 
55 
56 
57 
58 
59 
60 
61 
62 
63 
64 
65 



15 

 

5. Takeuchi H, Sugimoto K, Oshiro H, Iwatsuka K, Kono S, Yoshimatsu Y, et al. Liver fibrosis: 

noninvasive assessment using supersonic shear imaging and FIB4 index in patients with non-alcoholic fatty liver 

disease. J Med Ultrason (2001). 2018;45(2):243-9. 

6. Barr RG, Ferraioli G, Palmeri ML, Goodman ZD, Garcia-Tsao G, Rubin J, et al. Elastography 

Assessment of Liver Fibrosis: Society of Radiologists in Ultrasound Consensus Conference Statement. Radiology. 

2015;276(3):845-61. 

7. Kuwahara T, Hirooka Y, Kawashima H, Ohno E, Sugimoto H, Hayashi D, et al. Quantitative evaluation 

of pancreatic tumor fibrosis using shear wave elastography. Pancreatology. 2016;16(6):1063-8. 

8. Kuwahara T, Hirooka Y, Kawashima H, Ohno E, Ishikawa T, Yamamura T, et al. Usefulness of shear 

wave elastography as a quantitative diagnosis of chronic pancreatitis. J Gastroenterol Hepatol. 2018;33(3):756-

61.  

9. Sugimoto K, Moriyasu F, Oshiro H, Takeuchi H, Yoshimatsu Y, Kasai Y, et al. Viscoelasticity 

Measurement in Rat Livers Using Shear-Wave US Elastography. Ultrasound Med Biol. 2018;44(9):2018-24. 

10. Sugimoto K, Moriyasu F, Oshiro H, Takeuchi H, Kasai Y, Itoi T. Clinical utilization of shear wave 

dispersion imaging in diffuse liver disease. Ultrasonography. 2020 Jan;39(1):3-10. 

11. Lee DH, Lee JY, Bae JS, Yi NJ, Lee KW, Suh KS, et al. Shear-Wave Dispersion Slope from US Shear-

Wave Elastography: Detection of Allograft Damage after Liver Transplantation. Radiology. 2019;293(2):327-33. 

12. Suzuki H, Kawashima H, Ohno E, Ishikawa T, Hashimoto S, Nakamura M, et al. What is the role of 

measuring shear wave dispersion using shear wave elastography in pancreatic parenchyma? J Med Ultrason 

 1 
 2 
 3 
 4 
 5 
 6 
 7 
 8 
 9 
10 
11 
12 
13 
14 
15 
16 
17 
18 
19 
20 
21 
22 
23 
24 
25 
26 
27 
28 
29 
30 
31 
32 
33 
34 
35 
36 
37 
38 
39 
40 
41 
42 
43 
44 
45 
46 
47 
48 
49 
50 
51 
52 
53 
54 
55 
56 
57 
58 
59 
60 
61 
62 
63 
64 
65 



16 

(2001). 2020. DOI: 10.1007/s10396-020-01033-7. 

13. Shimosegawa T, Chari ST, Frulloni L, Kamisawa T, Kawa S, Mino-Kenudson M, et al. International

Consensus Diagnostic Criteria for Autoimmune Pancreatitis Guidelines of the International Association of 

Pancreatology. Pancreas. 2011;40(3):352-8. 

14. Ishikawa T, Kawashima H, Ohno E, Tanaka H, Maeda K, Sawada T, et al. Usefulness of Endoscopic

Ultrasound Elastography Combined With the Strain Ratio in the Estimation of Treatment Effect in Autoimmune 

Pancreatitis. Pancreas. 2020;49. 

15. Kubota K, Kamisawa T, Okazaki K, Kawa S, Hirano K, Hirooka Y, et al. Low-dose maintenance steroid

treatment could reduce the relapse rate in patients with type 1 autoimmune pancreatitis: a long-term Japanese 

multicenter analysis of 510 patients. J Gastroenterol. 2017;52(8):955-64. 

16. Ito T, Nishimori I, Inoue N, Kawabe K, Gibo J, Arita Y, et al. Treatment for autoimmune pancreatitis:

consensus on the treatment for patients with autoimmune pancreatitis in Japan. J Gastroenterol. 2007;42 Suppl 

18:50-8. 

17. Masuda A, Shiomi H, Matsuda T, Takenaka M, Arisaka Y, Azuma T, et al. The relationship between

pancreatic atrophy after steroid therapy and diabetes mellitus in patients with autoimmune pancreatitis. 

Pancreatology. 2014;14(5):361-5. 

18. Numata K, Ozawa Y, Kobayashi N, Kubota T, Nozawa A, Nakatani Y, et al. Contrast―enhanced

sonography of autoimmune pancreatitis: comparison with pathologic findings. J Ultrasound Med. 2004;23:199-

206. 

 1 
 2 
 3 
 4 
 5 
 6 
 7 
 8 
 9 
10 
11 
12 
13 
14 
15 
16 
17 
18 
19 
20 
21 
22 
23 
24 
25 
26 
27 
28 
29 
30 
31 
32 
33 
34 
35 
36 
37 
38 
39 
40 
41 
42 
43 
44 
45 
46 
47 
48 
49 
50 
51 
52 
53 
54 
55 
56 
57 
58 
59 
60 
61 
62 
63 
64 
65 



17 

19. Dong Y, D'Onofrio M, Hocke M, Jessen C, Potthoff A, Atkinson N, et al. Autoimmune pancreatitis:

Imaging features. Endosc Ultrasound. 2018;7(3):196-203. 

20. Saftoiu A, Gilja OH, Sidhu PS, Dietrich CF, Cantisani V, Amy D, et al. The EFSUMB Guidelines and

Recommendations for the Clinical Practice of Elastography in Non-Hepatic Applications: Update 2018. 

Ultraschall Med. 2019;40(4):425-53. 

21. Ohno E, Hirooka Y, Kawashima H, Ishikawa T, Tanaka H, Sakai D, et al. Feasibility and usefulness of

endoscopic ultrasonography-guided shear-wave measurement for assessment of autoimmune pancreatitis activity: 

a prospective exploratory study. J Med Ultrason (2001). 2019;46(4):425-33. 

22. Takayama M, Hamano H, Ochi Y, Saegusa H, Komatsu K, Muraki T, et al. Recurrent attacks of

autoimmune pancreatitis result in pancreatic stone formation. American Journal of Gastroenterology. 

2004;99(5):932-7. 

23. Maruyama M, Arakura N, Ozaki Y, Watanabe T, Ito T, Yoneda S, et al. Type 1 Autoimmune Pancreatitis

Can Transform into Chronic Pancreatitis: A Long-Term Follow-Up Study of 73 Japanese Patients. International 

Journal of Rheumatology. 2013;2013:272595. 

24. Maire F, Le Baleur Y, Rebours V, Vullierme MP, Couvelard A, Voitot H, et al. Outcome of patients with

type 1 or 2 autoimmune pancreatitis. Am J Gastroenterol. 2011;106(1):151-6. 

25. Lee HW, Moon SH, Kim MH, Cho DH, Jun JH, Nam K, et al. Relapse rate and predictors of relapse in

a large single center cohort of type 1 autoimmune pancreatitis: long-term follow-up results after steroid therapy 

with short-duration maintenance treatment. J Gastroenterol. 2018;53(8):967-77. 

 1 
 2 
 3 
 4 
 5 
 6 
 7 
 8 
 9 
10 
11 
12 
13 
14 
15 
16 
17 
18 
19 
20 
21 
22 
23 
24 
25 
26 
27 
28 
29 
30 
31 
32 
33 
34 
35 
36 
37 
38 
39 
40 
41 
42 
43 
44 
45 
46 
47 
48 
49 
50 
51 
52 
53 
54 
55 
56 
57 
58 
59 
60 
61 
62 
63 
64 
65 



18 

26. Ishikawa T, Kawashima H, Ohno E, Iida T, Suzuki H, Uetsuki K, et al. Risks and characteristics of

pancreatic cancer and pancreatic relapse in autoimmune pancreatitis patients. J Gastroenterol Hepatol. 2020. 

DOI:10.1111/jgh.15163 

27. Kubota K, Watanabe S, Uchiyama T, Kato S, Sekino Y, Suzuki K, et al. Factors predictive of relapse

and spontaneous remission of autoimmune pancreatitis patients treated/not treated with corticosteroids. J 

Gastroenterol. 2011;46(6):834-42. 

28. Kamisawa T, Shimosegawa T, Okazaki K, Nishino T, Watanabe H, Kanno A, et al. Standard steroid

treatment for autoimmune pancreatitis. Gut. 2009;58(11):1504-7. 

29. Okazaki K, Uchida K. Current perspectives on autoimmune pancreatitis and IgG4-related disease. Proc

Jpn Acad Ser B Phys Biol Sci. 2018;94(10):412-27. 

30. Sandanayake NS, Church NI, Chapman MH, Johnson GJ, Dhar DK, Amin Z, et al. Presentation and

Management of Post-treatment Relapse in Autoimmune Pancreatitis/Immunoglobulin G4-Associated Cholangitis. 

Clin Gastroenterol H. 2009;7(10):1089-96. 

31. Hart PA, Chari ST. Preventing disease relapses in autoimmune pancreatitis with maintenance steroids:

are we there yet? Gut. 2017;66(3):394-6. 

32. Sah RP, Chari ST, Pannala R, Sugumar A, Clain JE, Levy MJ, et al. Differences in Clinical Profile and

Relapse Rate of Type 1 Versus Type 2 Autoimmune Pancreatitis. Gastroenterology. 2010;139(1):140-8. 

33. Kamisawa T, Egawa N, Inokuma S, Tsuruta K, Okamoto A, Kamata N, et al. Pancreatic endocrine and

exocrine function and salivary gland function in autoimmune pancreatitis before and after steroid therapy. 

 1 
 2 
 3 
 4 
 5 
 6 
 7 
 8 
 9 
10 
11 
12 
13 
14 
15 
16 
17 
18 
19 
20 
21 
22 
23 
24 
25 
26 
27 
28 
29 
30 
31 
32 
33 
34 
35 
36 
37 
38 
39 
40 
41 
42 
43 
44 
45 
46 
47 
48 
49 
50 
51 
52 
53 
54 
55 
56 
57 
58 
59 
60 
61 
62 
63 
64 
65 



19 

Pancreas. 2003;27(3):235-8. 

34. Nishino T, Toki F, Oyama H, Shimizu K, Shitatori K. Long-term outcome of autoimmune pancreatitis

after oral prednisolone therapy. Intern Med. 2006;45(8):497-501. 

35. Yamashita Y, Tanioka K, Kawaji Y, Tamura T, Nuta J, Hatamaru K, et al. Endoscopic ultrasonography

shear wave as a predictive factor of endocrine/exocrine dysfunction in chronic pancreatitis. J Gastroenterol 

Hepatol. 2020. DOI: 10.1111/jgh.15137 

 1 
 2 
 3 
 4 
 5 
 6 
 7 
 8 
 9 
10 
11 
12 
13 
14 
15 
16 
17 
18 
19 
20 
21 
22 
23 
24 
25 
26 
27 
28 
29 
30 
31 
32 
33 
34 
35 
36 
37 
38 
39 
40 
41 
42 
43 
44 
45 
46 
47 
48 
49 
50 
51 
52 
53 
54 
55 
56 
57 
58 
59 
60 
61 
62 
63 
64 
65 



20 

 

 

FIGURE LEGEND 

 

Figure. 1  

Measurement example of shear wave elastography and shear wave dispersion in autoimmune pancreatitis. The 

color mapping display of dispersion is on the left. The propagation display of elasticity is on the right. In the 

propagation view, the part where the width of the contour line is constant and is displayed in parallel could be 

evaluated. 

 

Figure. 2 

a Box plot of pancreatic elastic modulus (PEM) in autoimmune pancreatitis (AIP) before treatment and after 

two weeks of steroid treatment.  

b Box plot of dispersion slope in AIP before treatment and after two weeks of steroid treatment. PEM was 12.7 

kPa and the dispersion slope was 10.5 (m/sec)/kHz, and both were significantly lower than the values before 

treatment (both P<0.001). 

 

Figure. 3 

Box plot of decrease rate after two weeks of steroid treatment in pancreatic elastic modulus (PEM), dispersion 

slope and the size of pancreatic parenchyma. These parameters were 37.2%, 32.8% and 14.4% respectively. 

Decrease rate in PEM and dispersion slope were significantly higher than the size of pancreatic parenchyma 
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(P=0.026).  1 
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Table 1. Patients’ characteristics 

 

IQR, interquartile range PEM, pancreatic elastic modulus 

 

  

 Autoimmune 

pancreatitis 

(n=23) 

Normal pancreas 

(n=34) 

 

P -value 

Age, median (IQR) 67 (11) 64 (26) 0.320 

Gender, n male：female 16：7 15 : 19 0.103 

Serum IgG, median (IQR), mg/dL 1696 (592)   

Serum IgG4, median (IQR), mg/dL 301 (357)   

Diabetes mellitus at diagnosis, n (%) 12 (52.2) 3 (8.8) < 0.001 

Size of the pancreatic parenchyma, median 

(IQR), mm 

22.5 (9.0)   

 

Other organ involvement, n (%) 

 

7 (30.4) 

  

 

Final diagnosis, n definitive type 1 

 

23 

  

 

PEM (kPa), median (IQR) 

 

30.9 (15.2) 

 

6.6 (2.3) 

 

< 0.001 

 

Dispersion slope ((m/sec)/kHz), median 

(IQR) 

 

15.3 (4.2) 

 

13.0 (3.4) 

 

0.011 
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Table 2. Correlations of pancreatic elastic modulus and dispersion slope before steroid treatment with 

autoimmune pancreatitis patients’ characteristics 

PEM Dispersion slope 

rs P -value rs P -value 

Serum IgG -0.438 0.037 -0.076 0.730 

Serum IgG4 -0.362 0.090 0.072 0.745 

Size of the pancreatic parenchyma 0.177 0.420 0.146 0.506 

PEM (kPa), 

median (IQR) 

P -value Dispersion slope ((m/sec)/kHz), 

median (IQR) 

P -value 

Diabetes mellitus at diagnosis 

No 50.3 (15.2) 

0.151 

20.5 (3.8) 

0.079 
Yes 24.0 (15.0) 14.5 (4.3) 

Other organ involvement 

No 35.5 (16.4) 

0.492 

16.4 (4.2) 

0.492 
Yes 23.1 (4.4) 14.1 (3.8) 

PEM, pancreatic elastic modulus  IQR, interquartile range 
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Table 3. Comparison of pancreatic elastic modulus, dispersion slope before steroid treatment, and 

decrease rate  

Relapse and non-relapse cases Relapse cases 

(n=2) 

Non-relapse cases 

(n=12) 

Before treatment 

PEM (kPa), median 24.4 35.1 

Dispersion slope ((m/sec)/kHz), median 25.5 14.5 

Decrease rate (%) 

PEM 45.6 37.2 

Dispersion slope 49.9 29.6 

Improved and aggravated cases of diabetes 

mellitus 

Improved cases 

(n=5) 

Aggravated cases 

(n=2) 

Before treatment 

PEM (kPa), median 30.9 23.1 

Dispersion slope ((m/sec)/kHz), median 14.9 14.1 

Decrease rate (%) 

PEM 40.8 61.0 

Dispersion slope 31.5 41.1 

Pancreatic atrophy and non-atrophy cases Atrophy cases 

(n=6) 

Non-atrophy cases 

(n=4) 

Before treatment 

PEM (kPa), median 16.5 40.4 

Dispersion slope ((m/sec)/kHz), median 15.5 14.0 

Decrease rate (%) 

PEM 16.8 71.5 

Dispersion slope 10.5 30.1 

PEM, pancreatic elastic modulus 
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