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Autoimmune Pancreatitis
Õÿ…≥’¬å √—µπ∑√ß™—¬
™π—π∑“ Àß å∏π“°√

Àπà«¬‚√§√–∫∫∑“ß‡¥‘πÕ“À“√·≈–µ—∫ °ÕßÕ“¬ÿ√°√√¡ ‚√ßæ¬“∫“≈¿Ÿ¡‘æ≈Õ¥ÿ≈¬‡¥™

Review Article

∫∑π”

Autoimmune pancreatitis (AIP) ‡ªìπ‚√§∑’Ë¡’°“√Õ—°‡ ∫‡√◊ÈÕ√—ß¢Õßµ—∫ÕàÕπ
´÷Ëß‡°‘¥®“°¿“«–°≈‰°§«“¡º‘¥ª°µ‘¢Õß¿Ÿ¡‘§ÿâ¡°—πµπ‡Õß ‚√§π ’ Èæ∫‰¥âπ âÕ¬¡“°·≈–
¡—°®–µâÕß«‘π‘®©—¬·¬°‚√§°—∫‚√§¡–‡√Áßµ—∫ÕàÕπÀ√◊Õ‚√§µ—∫ÕàÕπÕ—°‡ ∫‡√◊ÈÕ√—ß

„πªï §.». 1961 Sarles1 ‡ªìπ·æ∑¬å§π·√°∑’Ëæ∫¿“«–°“√Õ—°‡ ∫¢Õßµ—∫
ÕàÕπ´÷Ëß —¡æ—π∏å°—∫√–¥—∫ serum gamma-globulin ∑’Ë  Ÿß¢÷Èπ·≈– —ππ‘…∞“π«à“Õ“®¡’
 “‡Àµÿ¡“®“°√–∫∫¿Ÿ¡‘§ÿâ¡°—πµπ‡Õß

„πªï §.». 1995 Yoshida2 ·≈–§≥– ‰¥â„™â™ ◊ ËÕ çautoimmune pan-
creatitisé ‡√’¬°¿“«–¥—ß°≈à“« ·≈–‡ªìπ™◊ËÕ∑’Ë‰¥â√—∫°“√¬Õ¡√—∫¡“°∑’Ë  ÿ¥

§”®”°—¥§«“¡¢Õß‚√§

AIP ‡ªìπ “‡ÀµÿÀπ ÷ Ëß¢Õß‚√§µ—∫ÕàÕπÕ—°‡ ∫‡√◊ ÈÕ√ —ß´÷Ëß¡’º≈®“° immune
process ≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“∑’Ë ”§—≠§◊Õ¡’°“√°√–®“¬µ—«¢Õß‡¡Á¥‡≈◊Õ¥¢“«™π‘¥
lymphocyte √à«¡°—∫¡’æ—ßº◊¥¿“¬„πµ—∫ÕàÕπ

„π™à«ß 10 ªï∑’Ëºà“π¡“ ‚√§π’È‡√‘Ë¡‡ªìπ∑’Ë√Ÿâ®—°·≈–¡’™◊ËÕ‡√’¬°·µ°µà“ß°—π‰ªµ“¡
≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“ ‡™àπ nonalcoholic duct-destructive chronic pancre-
atitis, lymphoplasmacytic sclerosing pancreatitis with cholangitis, chronic
sclerosing pancreatitis, pseudotumorous pancreatitis ·≈– duct-narrow-
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ing chronic pancreatitis
∑’Ë ”§—≠ ‚√§π’ÈÕ“®¡’Õ“°“√· ¥ßπÕ°µ—∫ÕàÕπ ‚¥¬æ∫√à«¡°—∫‚√§∑“ß au-

toimmune disease Õ◊ËπÊ ·≈–µÕ∫ πÕß¥’µàÕ°“√√—°…“¥â«¬¬“ ‡µ’¬√Õ¬¥å

§«“¡™ÿ°¢Õß‚√§

„πÕ¥’µ‚√§π’È¬—ß‰¡à‡ªìπ∑’Ë√Ÿâ®—° ·µàªí®®ÿ∫—π¡’√“¬ß“π§«“¡™ÿ°¢Õß‚√§π’È‡æ‘Ë¡ Ÿß
¢÷Èπ‡√◊ËÕ¬Ê „πª√–‡∑»µà“ßÊ ª√–‡∑»≠’ËªÿÉπ√«∫√«¡ºŸâªÉ«¬µ—∫ÕàÕπÕ—°‡ ∫‡√◊ÈÕ√—ß∑—ÈßÀ¡¥
44,700 √“¬ º≈µ√«®¬◊π¬—π∑“ßæ¬“∏‘«‘∑¬“ æ∫ AIP ®”π«π 900 √“¬ ‚¥¬¡’§«“¡
™ÿ°¢Õß‚√§∑ ’ Ë√ âÕ¬≈– 23 ¢ÕßºŸâªÉ«¬µ—∫ÕàÕπÕ—°‡ ∫‡√◊ ÈÕ√ —ß∑ — ÈßÀ¡¥ ·µà¢âÕ¡Ÿ≈®“°Õ‘µ“≈ ’
 À√—∞Õ‡¡√‘°“ ·≈–‡°“À≈’æ∫«à“ AIP æ∫‰¥âª√–¡“≥√âÕ¬≈– 4-6 ¢ÕßºŸâªÉ«¬µ—∫ÕàÕπ
Õ—°‡ ∫‡√◊ÈÕ√—ß4

æ¬“∏ ‘°”‡π ‘¥

‡√“¬—ß‰¡à∑√“∫·π à™—¥«à“ “‡Àµÿ∑ ’ Ë·∑ â®√ ‘ß¢Õß AIP § ◊ÕÕ–‰√ √Õ¬‚√§¡—°æ∫
∫√‘‡«≥ à«πÀ—«¢Õßµ—∫ÕàÕπ ¡“°°«à“ à«π≈”µ—«À√◊Õ à«πÀ“ß¢Õßµ—∫ÕàÕπ ºŸâªÉ«¬¡—°®–
¡“æ∫·æ∑¬å¥â«¬Õ“°“√§≈ â“¬°—∫Õ“°“√¢Õß‚√§¡–‡√ Áßµ—∫ÕàÕπ ∑”„Àâ«‘π ‘®©—¬º‘¥
æ≈“¥‰¥â∫ àÕ¬ ¥—ßπ — Èπ„π°“√«‘π ‘®©—¬ AIP ®”‡ªìπµâÕß„™â≈ —°…≥–∑“ßæ¬“∏ ‘«‘∑¬“‡ªìπ
 ”§—≠ ´÷Ëß®–æ∫æ¬“∏‘ ¿“æ∑’Ë¡’°“√°√–®“¬¢Õß lymphocytes ·≈– plasma cells
√Õ∫ pancreatic ductal epithelium ‚¥¬ à«π„À≠à‡ªìπ T lymphocyte ∑—Èß CD4
·≈– CD8 ·≈–æ∫√à«¡°—∫√–¥—∫´’√—Ë¡ IgG4 ∑’Ë Ÿß¢÷Èπ ·µà∫∑∫“∑¢Õß IgG4 „πæ¬“∏‘
°”‡π‘¥¢Õß AIP ªí®®ÿ∫—ππ’È¬—ß‰¡à∑√“∫

Õ“°“√·≈–Õ“°“√· ¥ß

‚√§π’Èæ∫∫àÕ¬„π‡æ»™“¬¡“°°«à“‡æ»À≠‘ß §‘¥‡ªìπ —¥ à«π 3:1 æ∫∫àÕ¬„π
™à«ßÕ“¬ÿ 60-70 ªï5 Õ“°“√∑“ß§≈‘π‘°∑’Ëæ∫¡“°∑’Ë  ÿ¥®–§≈â“¬§≈÷ß°—∫Õ“°“√¢Õß¡–‡√Áß
µ—∫ÕàÕπ ‰¥â·°à ¥’´à“π‡π◊ËÕß®“°µ—∫ÕàÕπ∑’Ë∫«¡°¥‡∫’¬¥∑àÕπÈ”¥’ (√âÕ¬≈– 40-80)5-7 √Õß
≈ß¡“ ‰¥â·°à Õ“°“√ª«¥∑âÕß πÈ”Àπ—°≈¥ ·≈–¿“«–‡∫“À«“π (´÷Ëß à«π„À≠à‡ªìπ re-
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cent-onset type 2 DM) πÕ°®“°π’È Õ“®µ√«®æ∫Õ“°“√¢Õß‚√§ autoimmune
Õ◊ËπÊ ´÷Ëßæ∫√à«¡¥â«¬√âÕ¬≈– 20-40 (µ“√“ß∑’Ë 1)7

°“√µ√«®∑“ßÀâÕßªØ‘∫—µ‘°“√

æ∫√–¥—∫πÈ”¬àÕ¬¢Õßµ—∫ÕàÕπ ‡™àπ amylase, lipase √«¡∑—Èß√–¥—∫ biliru-
bin ·≈– alkaline phosphatase   Ÿß‰¥â ·≈–Õ“®¡’√–¥—∫¢Õß‡¡Á¥‡≈◊Õ¥¢“« eosino-
phils À√◊Õ´’√ — Ë¡ IgE   Ÿß‰¥â ·µàº≈°“√µ√«®∑“ßÀâÕßªØ‘∫ —µ‘°“√‡À≈ à“π ’ È‰¡à‰¥â™à«¬„π
°“√«‘π‘®©—¬‚√§

°“√µ√«®√–¥—∫ gammaglobulin6 ∂â“¡“°°«à“ 2.0 g/dL ·≈–√–¥—∫¢Õß
IgG ¡“°°«à“ 1,800 mg/dL8-10 ·≈– subtype ¢Õß IgG ∑’Ë Ÿß§◊Õ IgG4 ¡“°°«à“§à“
cut off §◊Õ >135 mg/dL12,13,19 ®–™à«¬„π°“√«‘π‘®©—¬ AIP ‰¥â‚¥¬¡’§«“¡‰«√âÕ¬
≈– 80 ·≈–§«“¡®”‡æ“–√âÕ¬≈– 98

·µà„πºŸâªÉ«¬ AIP ∑’Ë«‘π‘®©—¬‰¥â§√—Èß·√° √–¥—∫¢Õß IgG4 Õ“®®–ª°µ‘À√◊Õ

µ“√“ß∑’Ë 1 Extrapancreatic lesion ∑ ’Ëæ∫√à«¡„πºŸâªÉ«¬ AIP7

Close association Possible association

Lachrymal gland inflammation
Sialoadenitis
Hilar lymphadenopathy
Interstitial pneumonitis
Sclerosing cholangitis
Retroperitoneal fibrosis
Tubulointerstitial nephritis

Hypophysitis
Autoimmune neurosensory hearing loss
Uveitis
Chronic thyroiditis
Pseudotumor (breast, lung, liver)
Gastric ulcer
Swelling of papilla of Vater
IgG4 hepatopathy
Aortitis
Prostatitis
Schönlein-Henoch purpura
Autoimmune thrombocytopenia
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  Ÿß¢÷Èπ‡æ’¬ß‡≈ Á°π âÕ¬‰¥â ·≈–Õ“®æ∫ autoantibody ‡ªìπ∫«°‰¥â∂ ÷ß√ âÕ¬≈– 40-64
√«¡∑—Èßæ∫ rheumatoid factor ‡ªìπ∫«°‰¥â√âÕ¬≈– 255,9,10

≈ —°…≥–∑“ß¿“æ√ —ß ’

Ultrasonography
Õ“®æ∫≈—°…≥– hypoechogenicity µ—∫ÕàÕπ‚µ∑—ÈßÕ—π À√◊Õ‚µ‡©æ“–∑’Ë (focal

enlarged pancreas)

Computed tomography
≈—°…≥–∑“ß¿“æ√—ß ’∑’Ë®”‡æ“– ‰¥â·°à µ—∫ÕàÕπ∫«¡∑—ÈßÕ—π·∫∫‰ â°√Õ° (sau-

sage shape) (¿“æ∑’Ë 1A) À√◊Õ‡ªìπµ—∫ÕàÕπ‚µ‡©æ“–∑’Ë (¿“æ∑’Ë 1B) ´÷ËßÕ“®·¬°¬“°
®“°¡–‡√ Áßµ—∫ÕàÕπ ·µà  ‘ Ëß∑ ’ Ë·µ°µà“ß®“°¡–‡√ Áßµ—∫ÕàÕπ § ◊Õ Õ“®æ∫«à“∑ àÕµ—∫ÕàÕπ
‡Àπ◊Õ°«à“µ”·Àπ àß°âÕπ‰¡à‚µ¢¬“¬ À√◊Õµ—∫ÕàÕπ‡Àπ◊Õ°«à“µ”·Àπ àß°âÕπ‰¡à¡’‡π◊ ÈÕµ—∫
ÕàÕπΩ ÉÕ‡≈ Á° ´÷Ëß·µ°µà“ß®“°¡–‡√ Áßµ—∫ÕàÕπ πÕ°®“°π ’ ÈÀ≈ —ß©’¥ “√∑ ÷∫√ —ß  ’¢≥–∑”
‡Õ°´‡√¬å§Õ¡æ‘«‡µÕ√ åÕ“®æ∫≈ —°…≥–®”‡æ“–§ ◊Õµ—∫ÕàÕπ®–¡’¢Õ∫∑ ’ Ëµ‘¥  ’π âÕ¬°«à“
‡π◊ÈÕ¿“¬„π∑”„Àâ¥Ÿ‡À¡◊Õπ¡’·§ª´Ÿ≈ (capsule-like low density rim)14

¿“æ∑’Ë 114 CT scan ¢ÕßºŸâªÉ«¬ autoimmune pancreatitis
A: çSausage shapeé „π diffuse form pancreatitis
B: Hypodensity capsule-like rimÀ√◊Õ çRim signsé (≈ Ÿ°»√∑÷∫) „π focal form pan-

creatitis
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MRI (Magnetic resonance imaging)15

Õ“®æ∫≈ —°…≥–µ—∫ÕàÕπ∫«¡∑ — ÈßÕ—πÀ√◊Õµ—∫ÕàÕπ‚µ‡©æ“–∑ ’ Ë‡™àπ°—π·µà®–‡ªìπ
hypointensity with delayed enhancement on T2-weighted ·≈–æ∫ rim-
like enhancement ‰¥â (¿“æ∑’Ë 2)

ERCP (Endoscopic retrograde cholangiopancreatography)16

®–æ∫°“√µ’∫·§∫·≈–¢√ÿ¢√–¢Õß∑àÕ¿“¬„πµ—∫ÕàÕπ∫“ß à«π ÷́Ëß¡—°¬“«°«à“Àπ÷Ëß
„π “¡¢Õß§«“¡¬“«∑àÕ À√◊Õ‡ªìπµ≈Õ¥∑—Èß∑àÕ ‚¥¬Õ“®‰¡à¡’°“√‚µ¢¬“¬¢Õß∑àÕµ—∫ÕàÕπ
‡Àπ◊Õ°«à“√Õ¬µ’∫ (¿“æ∑’Ë 3-4)

≈—°…≥–∑“ßæ¬“∏ ‘«‘∑¬“

≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“¢Õß AIP (¿“æ∑’Ë 5) æ∫‰¥â 2 ·∫∫17,18,21 §◊Õ

1. Lymphoplasmacytic sclerosing pancreatitis (LPSP)
‡ªìπ√Ÿª·∫∫∑’Ëæ∫‰¥â∫àÕ¬∑’Ë ÿ¥¢ÕßºŸâªÉ«¬ AIP ‚¥¬®–æ∫ lymphocytes ( à«π

¿“æ∑ ’Ë 2 MR patterns of focal AIP
A: Hyperattenuating pattern in the late venous phase (arrows)
B: The most common pattern of a space-occupying lesion with hyperintensity in

T2W (long arrow), the hypoattenuating rim (short arrows) and the cutoff of the
main pancreatic duct with duct dilation (arrowhead).
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¿“æ∑’Ë 3 Pancreatography · ¥ß°“√µ’∫·§∫¢Õß∑àÕ¿“¬„πµ—∫ÕàÕπ ÷́Ëß¬“«°«à“Àπ÷Ëß„π “¡¢Õß§«“¡
¬“«∑àÕ (Feature 1) ·≈–‰¡àæ∫°“√‚µ¢¬“¬¢Õß∑ àÕµ—∫ÕàÕπ‡Àπ◊Õ°«à“√Õ¬µ’∫ (Feature 2)

¿“æ∑’Ë 4 Pancreatography · ¥ß multiple stricture (Feature 3) ·≈– side branch ®“° stricture
site (Feature4)
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„À≠à‡ªìπ™π‘¥ CD4+ ·≈– CD8+ lymphocytes) ·≈– plasma cells ®”π«π¡“°
°√–®“¬Õ¬Ÿà√Õ∫Ê º‘«¢Õß main ·≈– interlobular pancreatic ducts ·∑√° ≈—∫
√à«¡‰ª°—∫ collagen fiber  à«π¢Õß ductal epithelium ¡—°ª°µ‘ Õ“®æ∫ eosino-
phils À√◊Õ neutrophils ‰¥â∫â“ß æ∫æ—ßº◊¥√Õ∫µ—∫ÕàÕπ·≈–æ∫ obliterative phle-
bitis ¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”„πµ—∫ÕàÕπ´÷Ëß‡ªìπ≈—°…≥–∑’Ë§àÕπ¢â“ß®”‡æ“–

2. Idiopathic duct-centric chronic pancreatitis (IDCP)
‡ªìπ√ Ÿª·∫∫∑ ’ Ëæ∫π âÕ¬°«à“ ≈ —°…≥–∑“ßæ¬“∏ ‘«‘∑¬“®–æ∫ neutrophils

°√–®“¬Õ¬Ÿà√Õ∫Ê ·µà¡’°“√∑”≈“¬¢Õßºπ—ß¿“¬„π∑àÕ¢Õßµ—∫ÕàÕπ¥â«¬ ∑”„Àâ‡°‘¥ fo-
cal detachment ·≈– disruption ¢Õß epithelium Õ“®æ∫ microabscesses
√à«¡¥â«¬ ·µà®–‰¡àæ∫ obliterative phlebitis

°“√«‘π‘®©—¬

°“√«‘π ‘®©—¬ AIP π — Èπ Õ“»—¬∑ — Èßª√–«—µ‘·≈–°“√µ√«®√ à“ß°“¬∑ ’ Ë‡¢â“‰¥â º≈
‡Õ°´‡√¬å º≈™‘Èπ‡π◊ ÈÕ ·≈–°“√µÕ∫ πÕßµàÕ°“√√ —°…“¥â«¬¬“ ‡µ’¬√Õ¬¥å ‡æ ◊ ËÕ„Àâßà“¬

¿“æ∑ ’Ë 5 ≈—°…≥–∑“ßæ¬“∏ ‘«‘∑¬“∑’Ëæ∫„π AIP5

A: Prominent periductal and interlobular fibrosis with a dense lymphoplasmacytic
infiltration and acinar destruction (H& E)

B: Abundant infiltration of IgG4 positive plasma cells (IgG4 immunostaining)
C: Obliterative phlebitis of the pancreatic veins with prominent lymphoplasmacytic

infiltrate and fibrosis (elastica van Gienson)
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µàÕ°“√«‘π‘®©—¬‚√§ ®÷ß¡’°“√°”Àπ¥À≈—°‡°≥±å®“°À≈“¬ ∂“∫—π ‰¥â·°à Mayo clinic
(HISORt), Modified Japan ·≈– Italian group criteria (µ“√“ß∑’Ë 3)5,7,19

‡°≥±å°“√«‘π‘®©—¬ AIP ¬—ß¡’§«“¡·µ°µà“ß°—π„π·µà≈–ª√–‡∑» ªí®®ÿ∫—π‡°≥±å
∑’Ë‰¥â√—∫°“√¬Õ¡√—∫¡“°∑’Ë ÿ¥„π‚≈° §◊Õ International Consensus Diagnostic Cri-
teria of Autoimmune Pancreatitis 2011 (ICDC)17 (µ“√“ß∑’Ë 4-7)

„π∑“ß§≈ ‘π ‘° ºŸâªÉ«¬∑ ’ Ë¡“¥â«¬Õ“°“√¥’´à“π®“°°“√Õÿ¥°—Èπ¢Õß∑ àÕπ È”¥’ ·≈–
æ∫°âÕπ∑ ’ Ë  à«πÀ—«¢Õßµ—∫ÕàÕπ §«√ ß  —¬¡–‡√ Áßµ—∫ÕàÕπ°àÕπ‡ªìπÕ—π¥—∫·√° ·µà  ‘ Ëß∑ ’ Ë
∑”„Àâ§«√ ß —¬ AIP ‰¥â·°à ‡Õ°´‡√¬å§Õ¡æ‘«‡µÕ√åæ∫°âÕπ∑’Ë¡’ capsule-like rim ·≈–¡’
nonenhancement æ∫ extrapancreatic lesion ·≈– ERCP æ∫°“√µ’∫·§∫
·≈–¢√ÿ¢√–¢Õß∑àÕ¿“¬„πµ—∫ÕàÕπ >3 cm µ—∫ÕàÕπ‡Àπ◊ÕµàÕµ”·Àπàß°âÕπ∑àÕµ—∫ÕàÕπ
‰¡à‚µ (‰¡à¡’ upstream dilatation ·≈– skipped lesion)

ºŸâªÉ«¬§«√‰¥â√ —∫°“√µ√«® ◊∫§âπ‡æ‘Ë¡‡µ‘¡ ‡™àπ °“√  àÕß°≈ âÕßÕ—≈µ√“´“«¥å
√à«¡°—∫°“√‡®“–™‘Èπ‡π◊ÈÕ àßµ√«®¥â«¬‡¢Á¡ (EUS guided fine needle aspiration,
EUS-FNA) À√◊Õ °“√∑” ERCP °“√µ√«® serum gammaglobulin ·≈– IgG4

µ“√“ß∑’Ë 25 ‡ª√’¬∫‡∑’¬∫§«“¡·µ°µà“ß¢Õß≈—°…≥–∑“ß§≈‘π‘°·≈–æ¬“∏‘«‘∑¬“„π AIP √–À«à“ß Type
1 ·≈– Type 2

Clinicopathological feature LPSP IDCP

Age
Gender affected
Sclerosing extrapancreatic lesions
Acute pancreatitis
IBD
elevation of serum IgG4 levels
Infiltration of IgG4-positive cells
Neutrophilic infiltration

IDCP, idiopathic duct centric pancreatitis; LPSP, lymphoplasmacytic sclerosing pancreatitis

Elderly
Male > female
Frequent
Rare
rare
Frequent
Frequent
rare

Young or middle aged
Male ≥ female
Rare
Occasional
Occasional
Rare
Rare
Frequent
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µ“√“ß∑’Ë 417 Diagnosis of Definite and Probable Type 1 AIP Using ICDC

Diagnosis Primary Basis Imaging Evidence Collateral Evidence
for Diagnosis

Definite type Histology Typical/indeterminate Histologically confirmed
1 AIP LPSP (level 1H)

Imaging Typical Any non-D level1/level2
Indeterminate Two or more from level1

(+level 2D*)
Respond to steroid Level1 S/OOI + Rt or level

1D + level 2 S/OOI/H + Rt
Probable type Indeterminate Level 2 S/OOI/H + Rt
1 AIP

*Level 2D is counted as level 1 in this setting.

level ‡æ◊ËÕ„Àâ‰¥â°“√«‘π‘®©—¬∑’Ë∂Ÿ°µâÕß ·≈–À≈’°‡≈’Ë¬ß°“√ºà“µ—¥ Whippleûs operation
‚¥¬‰¡à®”‡ªìπ„πºŸâªÉ«¬∫“ß√“¬5

Õ¬à“ß‰√°Áµ“¡∂â“¬—ß‰¡à “¡“√∂·¬°®“°¡–‡√Áßµ—∫ÕàÕπ‰¥âÕ¬à“ß¡—Ëπ„® °“√ àßºŸâ
ªÉ«¬‡æ ◊ ËÕºà“µ—¥¬—ßπ à“®–‡ªìπ·π«∑“ß∑ ’ Ëª≈Õ¥¿—¬°—∫ºŸâªÉ«¬¡“°∑ ’ Ë  ÿ¥ ¡“°°«à“≈Õß
√ —°…“¥â«¬ ‡µ’¬√Õ¬¥å‡ªìπ‡«≈“ 2-4   —ª¥“Àå ‡æ√“–ºŸâªÉ«¬∑ ’ Ë¡’°âÕπ∑ ’ Ë  à«πÀ—«¢Õßµ—∫
ÕàÕπ·≈–µâÕßºà“µ—¥¡’‡æ’¬ß√âÕ¬≈– 2-3 ‡∑à“π—Èπ∑’Ë‡ªìπ AIP (¿“æ∑’Ë 7-8)17

°“√√—°…“

ºŸâªÉ«¬®–µÕ∫ πÕß¥’¡“°µàÕ°“√√—°…“¥â«¬¬“ ‡µ’¬√Õ¬¥å ∑”„Àâ‚√§À“¬À√◊Õ
 ß∫‰¥â ·≈–¡’≈ —°…≥–∑“ß¿“æ√ —ß  ’¢Õßµ—∫ÕàÕπ¥’¢÷Èπ πÕ°®“°π ’ È¬—ß™à«¬∑”„ÀâÀπ â“∑ ’ Ë
¢Õßµ—∫ÕàÕπ∑ — Èß exocrine ·≈– endocrine ¥’¢÷Èπ ·µà  Ÿµ√°“√„Àâ¬“¬—ß§ß¡’§«“¡
·µ°µà“ß°—π ®÷ß¡’·π«∑“ßªØ‘∫—µ‘µ“¡¿“æ∑’Ë 65  ¡—°‡√‘Ë¡¥â«¬°“√„Àâ¬“ prednisolone
„π¢π“¥ 0.6 mg/kg5  ‡ªìπ‡«≈“ 2  —ª¥“Àå À≈—ß 2  —ª¥“Àå§«√µ‘¥µ“¡√–¥—∫´’√—Ë¡
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µ“√“ß∑’Ë 517 Level 1 and Level 2 Criteria for Type 1 AIP

Criteria Level 1 Level 2
P Parenchymal Typical Indeterminate (including atypical):
imaging Diiffuse enlargement with delay Segmental/focal enlargement

Enhancement (sometimes
associated with rim-like
enhancement)

D Ductal imaging Long (1/3 length of the main Segmental/focal narrowing without
(ERP) pancreatic duct) or multiple strictures marked upstream dilatation (duct

without marked upstream dilatation size, <5 mm)
S Serology
OOI Other organ
involvement

H Histology of
the pancreas

Response to Diagnostic steroid trial
steroid (Rt)* Rapid (<2 wk) radiologically demonstrable resolution or marked improvement

in pancreatic/extrapancreatic manifestation

IgG4 1-2*upper limit of normal value
a or b
a. Histology of extrapancreatic or-
gans including
endoscopic biopsies of bile duct
Both of the following:
(1) Marked lymphoplasmacytic infil-
tration without granulocytic infiltration
(2) Abundant ( >10 cells/HPF) IgG4-
positive cell
b. Physical or radiological evidence
At least one of the following:
(1) Symmetrically enlarged salivary/
lachrymal glands
(2) Radiological evidence of renal in-
volvement described in association
with AIP
LPSP (core biopsy)
Any 2 of the following
(1) Periductal lymphoplasmacytic in-
filtrate without granulocytic infiltration
(2) Obliterative phlebitis
(3) Storiform fibrosis
(4) Abundant ( > 10 cells/HPF) IgG4-
positive cells

IgG4, >2* upper limit of normal value
a or b
a. Histology of extrapancreatic organs
Any three of the following:
(1) Marked lymphoplasmacytic infiltra-
tion with fibrosis and without granulo-
cytic infiltration
(2) Storiform fibrosis
(3) Obliterative phlebitis
(4) Abundant ( 9 10 cells/HPF) IgG4-
positive cells
b. Typical radiological evidence
At least one of the following:
(1) Segmental/multiple proximal (hilar/
intrahepatic) or proximal and distal bile
duct stricture
(2) Retroperitoneal fibrosis
LPSP (core biopsy/resection)
At least 3 of the following
(1) Periductal lymphoplasmacytic infil-
trate without granulocytic infiltration
(2) Obliterative phlebitis
(3) Storiform fibrosis
(4) Abundant ( > 10 cells/HPF) IgG4-
positive cells
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µ“√“ß∑’Ë 717 Level 1 and Level 2 Criteria for Type 2 AIP

Criteria Level 1 Level 2
P Parenchymal imaging Typical: Indeterminate (including atypical):

Diffuse enlargement with Segmental/focal enlargement with
delayed enhancement delayed enhancement
(sometimes associated with
rim-like enhancement)

D Ductal imaging Long (>1/3 length of the main Segmental/focal narrowing
(ERP) pancreatic duct) or multiple without marked upstream

strictures without marked dilatation (duct size,< 5 mm)
upstream dilatation

OOI Other organ Clinically diagnosed inflammatory
involvement bowel disease
H Histology of the IDCP:
pancreas (core Both of the following: Both of the following:
biopsy/resection) (1) Granulocytic infiltration of (1) Granulocytic and lymphopla-

duct wall (GEL) with or without smacytic acinar infiltrate
granulocytic acinar inflammation
(2) Absent or scant ( 0 -10 (2) Absent or scant (0- 10 cells/
cells/HPF) IgG4-positive cells HPF) IgG4-positive cells

Response to steroid Diagnostic steroid trial
(Rt)* Rapid (<2 wk) radiologically demonstrable resolution or marked

improvement in manifestations

µ“√“ß∑’Ë 617 Diagnosis of Definitive and Probable Type 2 AIP Using ICDC

Diagnosis Imaging Evidence Collateral Evidence
Definite type 2 AIP Typical/indeterminate Histologically confirmed IDCP (level1 H) or

clinically inflammatory bowel disease + level
2H + Rt

Probable type 2 AIP Typical/indeterminate Level 2H/clinical inflammatory bowel
disease + Rt
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IgG, CA19-9, CT, ultrasound ·≈– MRCP ∂ â“µÕ∫ πÕßµàÕ°“√√ —°…“„Àâ
 ‡µ’¬√Õ¬¥åµàÕ‡æ◊ËÕ√—°…“„Àâ‚√§ ß∫ (induce remission) π“π 3-6 ‡¥◊Õπ ‚¥¬§àÕ¬Ê
≈¥¢π“¥∑’≈– 5 mg ∑ ÿ° 1-2  —ª¥“Àå ®π‡À≈◊Õ¬“„π¢π“¥ 15 mg/d ·≈–µ‘¥µ“¡
Õ“°“√ √–¥—∫ IgG º≈‡Õ°´‡√¬å ·≈–§«√„Àâ¬“µàÕ‡æ◊ËÕ§«∫§ÿ¡„Àâ‚√§ ß∫ (mainte-
nance of remission) ¥â«¬ prednisolone 5 mg/d ‡ªìπ‡«≈“Õ¬à“ßπâÕ¬ 6-24 ‡¥◊Õπ
(¿“æ∑’Ë 9)5

°“√ª√–‡¡‘π«à“‚√§¡’°“√µÕ∫ πÕßµàÕ°“√√—°…“À√◊Õ‰¡à Õ“»—¬Õ“°“√∑“ß§≈‘π‘°
·≈–°“√µ√«®¥â«¬‡Õ°´‡√¬å§Õ¡æ‘«‡µÕ√ å ‚¥¬Õ“°“√∑“ß§≈ ‘π ‘°®–¥’¢÷Èπ¿“¬„π 2-3
  —ª¥“Àå   à«πº≈‡≈◊Õ¥·≈–º≈‡Õ°´‡√¬å®–¥’¢÷ Èπ¿“¬„π‡«≈“À≈“¬  —ª¥“Àå∂ ÷ß‡ªìπ

¿“æ∑ ’Ë 617 ·π«∑“ß°“√«‘π‘®©—¬ type 1 AIP ∑’Ë¡“¥â«¬Õ“°“√¥’´à“π®“°°“√Õÿ¥°—Èπ¢Õß∑àÕπÈ”¥’ ·≈–/
À√◊Õ æ∫ typical diffuse enlargement of the pancreas on CT/MRI (level 1)
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‡¥◊Õπ22,28 ºŸâªÉ«¬∫“ß√“¬ “¡“√∂À“¬‡Õß‰¥â‚¥¬‰¡àµâÕß√—°…“  à«π°“√√—°…“¥â«¬¬“°¥
¿Ÿ¡‘§ÿâ¡°—πÕ◊ËπÊ ‡™àπ azathioprine ·≈– rituximab29 ¡’°“√»÷°…“«‘®—¬„πºŸâªÉ«¬ AIP
∑ ’ Ë¡’Õ“°“√°”‡√ ‘∫À≈ —ßÀ¬ÿ¥¬“ ‡µ’¬√Õ¬¥å (relapse) ·µà¬—ß‰¡à·π–π”„Àâ„™âÕ¬à“ß·æ√ à
À≈“¬‡π◊ËÕß®“°¢âÕ¡Ÿ≈°“√»÷°…“¬—ßπâÕ¬ Õ“®µâÕß√Õ°“√»÷°…“„πÕπ“§µ

°“√¥”‡π‘π‚√§·≈–æ¬“°√≥å‚√§

¢âÕ¡Ÿ≈°“√¥”‡π‘π‚√§¢Õß AIP ‡¡◊ËÕ‰¥â√—∫°“√√—°…“¬—ß¡’‰¡à¡“°π—°23-28  √ÿª
«à“ºŸâªÉ«¬‡° ◊Õ∫∑ — ÈßÀ¡¥À≈ —ß°“√√ —°…“¥â«¬¬“ ‡µ’¬√Õ¬¥å¡’¢π“¥¢Õß∑ àÕÀ≈ —°¿“¬„π
µ—∫ÕàÕπ (main pancreatic duct) ≈¥≈ß®π‡ªìπª°µ‘·≈–ºŸâªÉ«¬  à«π„À≠ à¡’¢π“¥

¿“æ∑’Ë 717 ·π«∑“ß°“√«‘π‘®©—¬ type 1 AIP ∑’Ë¡“¥â«¬Õ“°“√¥’´à“π®“°°“√Õÿ¥°—Èπ¢Õß∑àÕπÈ”¥’ ·≈–/
À√◊Õ æ∫ indeterminate or atypical findings of the pancreas ®“° CT/MRI (level 2)
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¢Õßµ—∫ÕàÕπ°≈—∫¡“‡ªìπª°µ‘
¡’°“√»÷°…“Àπ ÷ Ëß√“¬ß“π«à“ºŸâªÉ«¬ AIP 41 √“¬‡¡ ◊ ËÕµ‘¥µ“¡À≈ —ß°“√√ —°…“

¥â«¬ ‡µ’¬√Õ¬¥å 1-2 ªï æ∫«à“ 12 √“¬ (√âÕ¬≈– 29) ¡’µ—∫ÕàÕπΩÉÕ (pancreatic atro-
phy) µ“¡¡“ √“¬ß“π¢Õß Kawa5 æ∫«à“ 7 „π 21 √“¬ ¢ÕßºŸâªÉ«¬ AIP ∑’Ë°≈—∫‡ªìπ
´È” (√âÕ¬≈– 33) æ∫π‘Ë«¿“¬„πµ—∫ÕàÕπ ·≈–ºŸâªÉ«¬ 11 √“¬‡°‘¥¡–‡√Áßµ—∫ÕàÕπ

Õ¬à“ß‰√°Áµ“¡ºŸâªÉ«¬ AIP ª√–¡“≥√âÕ¬≈– 24 ‡°‘¥ recurrent pancreati-
tis (relapse) ‚¥¬√âÕ¬≈– 32 ‡°‘¥¢÷Èπ¿“¬„π 6 ‡¥◊Õπ·√°¢Õß°“√≈¥À√◊ÕÀ¬ÿ¥¬“ √âÕ¬≈–
56 ‡°‘¥¿“¬„π 1 ªï·≈–Õ“® Ÿß∂÷ß√âÕ¬≈– 92 ¿“¬À≈—ßÀ¬ÿ¥¬“π“π 3 ªï23 ªí®®—¬∑’Ë¡’
º≈µàÕ°“√‡°‘¥´È”„À¡à ‰¥â·°à proximal bile duct involvement, persistent el-

¿“æ∑ ’Ë 817 ·π«∑“ß°“√«‘π‘®©—¬ type 2 AIP ∑’Ë¡“¥â«¬Õ“°“√¥’́ à“π∑’Ë ß —¬®“°°“√Õÿ¥°—Èπ¢Õß∑àÕπÈ”¥’
·≈–/À√◊Õæ∫ typical or indeterminate (atypical findings) of the pancreas on CT/
MRI (level 1 and 2)
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evation of serum IgG level °“√√—°…“„π√“¬∑’Ë°≈—∫‡ªìπ´È”5,23-29  “¡“√∂‡√‘Ë¡°“√
√ —°…“¥â«¬ ‡µ’¬√Õ¬¥åÀ√◊Õ¬“°¥¿Ÿ¡‘§ÿâ¡°—πÕ ◊ ËπÊ ‡™àπ azathioprine 1-2 mg/kg/d
À≈—ß®“°π—Èπ§«√µ‘¥µ“¡µ√«®∑“ß serological ·≈–¿“æ∑“ß√—ß ’∑ÿ° 12 ‡¥◊Õπ28 °“√
æ¬“°√≥å¢Õß‚√§„π√–¬–¬“«¬—ß‰¡à∑√“∫·πàπÕπ ¬—ßµâÕß°“√°“√»÷°…“‡æ‘Ë¡‡µ‘¡µàÕ‰ª

¿“æ∑’Ë 95 Standard treatment strategy for autoimmune pancreatitis. The effectiveness of
steroid therapy should be monitored throughout by morphological and serologi-
cal evaluation. To prevent relapse, steroid maintenance therapy is recommended
for at least 6 months.
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