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º≈ß“π ”§—≠ àß∑â“¬ªï∑’Ëæ«°‡√“‰¥â√à«¡¡◊Õ°—π∑” §◊Õ ‚§√ß°“√ àÕß°≈âÕß°√–‡æ“–

Õ“À“√·≈–„Àâ§«“¡√Ÿâª√–™“™π ‡À¡◊Õπ¥—ß‡™àπªï°àÕπ ªïπ’È‡√“‡¥‘π∑“ß‰ª®—ßÀ«—¥∑’ËÕ¬Ÿà

 ÿ¥™“¬·¥πμ–«—πÕÕ°‡©’¬ß‡Àπ◊Õμ‘¥√‘¡Ωíòß‚¢ß π—Ëπ§◊Õ ®—ßÀ«—¥π§√æπ¡ ´÷ËßπÕ°®“°

‡√“®–√Ÿâ®—°°—π¥’«à“‡ªìπ®—ßÀ«—¥∑’Ë¡’æ√–∏“μÿæπ¡‡ªìπ ‘Ëß»—°¥‘Ï ‘∑∏‘Ï§Ÿà‡¡◊Õß·≈â« ®—ßÀ«—¥

π§√æπ¡¬—ß‡ªìπ®—ßÀ«—¥∑’Ë‰¡à¡’·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√ ·≈–„πªï∑’Ëºà“π¡“¬—ß‰¥â

μ”·Àπàß®—ßÀ«—¥∑’Ë¡’ºŸâªÉ«¬¡–‡√Áß∑àÕπÈ”¥’¡“°∑’Ë ÿ¥„πª√–‡∑»‰∑¬Õ’°¥â«¬  ”À√—∫§√—Èß

π’È‡√“„™â™◊ËÕ‚§√ß°“√«à“ ç‚§√ß°“√μ√«®§—¥°√Õß·≈–„Àâ§«“¡√ŸâºŸâªÉ«¬‚√§√–∫∫∑“ß‡¥‘π

Õ“À“√é ∑“ß∑’¡ß“π‰¥â‡°Á∫¿“æ¡“Ω“°°—π¥â«¬§à–

®ÿ≈ “√©∫—∫π’È ¡’¿“æ‡Àμÿ°“√≥åμà“ßÊ ¡“° —°ÀπàÕ¬ ¿“æ∫√√¬“°“»ß“π

ª√–™ÿ¡«‘™“°“√ª√–®”ªï∑’Ë‡¢“„À≠à„π™à«ßμâπ‡¥◊Õπ∏—π«“§¡ ◊ËÕ„Àâ∑√“∫«à“À“°„§√‰¥â

Õ¬Ÿà„πß“π®–μâÕßª√–∑—∫„®∑—Èß ¿“æÕ“°“»·≈–∫√√¬“°“» ®÷ß‡ªìπÕ’°‡Àμÿ°“√≥åÀπ÷Ëß

∑’Ë∑“ß∫√√≥“∏‘°“√Õ¥‰¡à‰¥â∑’Ë®–‡°Á∫¿“æ¡“Ω“°°—π

®ÿ≈ “√©∫—∫∑â“¬ªï¬—ß§ß¡’∫∑§«“¡∑’Ëπà“ π„®‡À¡◊Õπ‡™àπ‡§¬ ·≈–‡π◊ËÕß®“°

‡ªìπ©∫—∫ àß∑â“¬¢Õß§≥–°√√¡°“√œ «“√–π’È ∑“ß°Õß∫√√≥“∏‘°“√®÷ß¢ÕÕ¿—¬¡“„π

§«“¡≈à“™â“·≈–§«“¡º‘¥æ≈“¥∑—Èßª«ß¢Õß®ÿ≈ “√∑ÿ°©∫—∫∑’Ëºà“π¡“ ·≈–·πàπÕπ«à“„π

ªïμàÕÊ ‰ª ®ÿ≈ “√¬—ß§ßμâÕß∑”Àπâ“∑’Ëª√–™“ —¡æ—π∏å¢âÕ¡Ÿ≈¢à“« “√∑’Ë∑“ß ¡“§¡œ ®–

 ◊ËÕ‰ª¬—ß∑à“π ¡“™‘°∑ÿ°∑à“π ·≈–‡º¬·æ√à§«“¡√Ÿâ∑“ß«‘™“°“√μà“ßÊ À“°∑à“π ¡“™‘°¡’

¢âÕ‡ πÕ–·π– À√◊Õ∫∑§«“¡∑’Ëπà“ π„®  “¡“√∂ àß¡“‰¥â∑’Ë e-mail ¢â“ß≈à“ßπ’È ¢Õ∫§ÿ≥§à–

®‘π¥“√—μπå  ‡®’¬‡®…Æ“°ÿ≈

drjindarat@yahoo.com
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∫∑π”

¡–‡√Áßμ—∫‡ªìπ¡–‡√Áß∑’Ëæ∫∫àÕ¬‡ªìπÕ—π¥—∫∑’ËÀπ÷Ëß„πºŸâ™“¬·≈–Õ—π¥—∫∑’Ë “¡„π

ºŸâÀ≠‘ß„πª√–‡∑»‰∑¬1 ‡°◊Õ∫∑—ÈßÀ¡¥¢Õß¡–‡√Áß∑’Ë‡°‘¥®“°μ—∫‡Õß (primary hepatic

tumor) ‰¥â·°à¡–‡√Áß 2 ™π‘¥ §◊Õ hepatocellular carcinoma (HCC) ´÷Ëß¡’‡´≈≈å

μâπ°”‡π‘¥®“°‡´≈≈åμ—∫ (hepatocyte) ·≈– cholangiocarcinoma (CC) ´÷Ëß¡’

‡´≈≈åμâπ°”‡π‘¥®“°‡´≈≈å‡¬◊ËÕ∫ÿ∑àÕ∑“ß‡¥‘ππÈ”¥’ (cholangiocyte)

Õ¬à“ß‰√°Áμ“¡¡’√“¬ß“π¢Õß¡–‡√Áß∑’Ë‡°‘¥®“°μ—∫‡Õß∑’Ë¡’∑—Èß à«π¢Õß hepato-

cellular ·≈– cholangiocellular „π¡–‡√Áß°âÕπ‡¥’¬«°—π ‚¥¬‡√’¬°«à“ combined

hepatocholangiocarcinoma (CHCC) ´÷Ëß‡°‘¥¢÷Èπ‰¥â∂÷ß 1-4.7% ¢Õß¡–‡√Áß∑’Ë‡°‘¥

®“°μ—∫‡Õß∑—ÈßÀ¡¥2-8

CHCC ‰¥â∂Ÿ°√“¬ß“π§√—Èß·√°„πªï 1903 ‚¥¬ Wells9 ·≈–μàÕ¡“„πªï 1949

Allen ·≈– Lisa2 ‰¥â∑”°“√»÷°…“√«∫√«¡¢âÕ¡Ÿ≈ºŸâªÉ«¬‡À≈à“π’È‚¥¬·∫àß‡π◊ÈÕßÕ°ÕÕ°

‡ªìπ “¡™π‘¥ ·≈–‰¥â√“¬ß“π‡°’Ë¬«°—∫¡–‡√Áß™π‘¥π’È‰«â À≈—ß®“°π—Èπ Goodman4 ∑”°“√

√«∫√«¡ºŸâªÉ«¬‰¥â®”π«π¡“°¢÷Èπ·≈–®—¥À¡«¥À¡Ÿà‡ ’¬„À¡à ‚¥¬°“√®—¥À¡«¥À¡Ÿà¢Õß

Allen ·≈– Goodman ‰¥â· ¥ß‰«â„πμ“√“ß∑’Ë 1

μàÕ¡“„πªï 1978 Õß§å°“√Õπ“¡—¬‚≈°‰¥â„Àâ§”®”°—¥§«“¡¢Õß≈—°…≥–∑“ß

æ¬“∏‘«‘∑¬“¢Õß‚√§π’È‰«â ´÷Ëß®–°≈à“«∂÷ß√“¬≈–‡Õ’¬¥μàÕ‰ª
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°“√«‘π‘®©—¬‚√§ CHCC ∫“ß§√—ÈßÕ“®∑”‰¥â¬“° μâÕßÕ“»—¬§«“¡√Ÿâ∑“ß¥â“π

√—ß ’«‘∑¬“·≈–æ¬“∏‘«‘∑¬“√à«¡¥â«¬ ∫∑§«“¡π’È®÷ß‰¥â√«∫√«¡¢âÕ¡Ÿ≈‡°’Ë¬«°—∫ Õ“°“√

Õ“°“√· ¥ß ≈—°…≥–¢Õß¿“æ√—ß ’ ≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“ °“√√—°…“ ·≈– °“√

æ¬“°√≥å‚√§  ”À√—∫‚√§ CHCC ‡æ◊ËÕ™à«¬„π°“√«‘π‘®©—¬·≈–·¬°·¬–¿“«–‚√§π’È

®“°‚√§Õ◊Ëπ ‚¥¬®–‡πâπ∂÷ß CHCC μ“¡°“√®—¥°≈ÿà¡¢Õß Allen type II, III ·≈– Good

man type II (¡’‡´≈≈å∑—Èß Õß™π‘¥Õ¬Ÿà„π°âÕπ‡¥’¬«°—π) ‡ªìπÀ≈—° ®–‰¡à¢Õ°≈à“«∂÷ß

fibrolamellar HCC (Good man type III) ´÷Ëß®–¡’≈—°…≥–∑“ß§≈‘π‘°·≈–∑“ß

æ¬“∏‘«‘∑¬“∑’Ë·μ°μà“ßÕÕ°‰ª

°≈‰°°“√‡°‘¥‚√§

°≈‰°°“√‡ª≈’Ë¬π·ª≈ß¢Õß‡´≈≈å„π CHCC ‡ªìπ‰ª‰¥â 2 √Ÿª·∫∫10 §◊Õ

1)  à«π¢Õß CC ¡’°“√‡ª≈’Ë¬π·ª≈ß¡“®“° HCC 2) ‡π◊ÈÕßÕ°∑—ÈßÀ¡¥¡’°“√

‡ª≈’Ë¬π·ª≈ß¡“®“° stem cell ∑’Ë “¡“√∂‡ª≈’Ë¬π‰ª‡ªìπ hepatocyte À√◊Õ bile duct

epithelium ‰¥â Õ¬à“ß‰√°Áμ“¡ ®“°¢âÕ¡Ÿ≈„π¢≥–π’È¬—ß‰¡à¡’¢âÕ √ÿª∑’Ë™—¥‡®π

μ“√“ß∑’Ë 1 °“√®—¥À¡«¥À¡Ÿà¢Õß combined hepatocellular and cholangiocarcinoma18

Allen Goodman

Type I HCC and CC are present at dif-

ferent sites within the same liver

(double tumor)

Type II HCC and CC are present at ad-

jacent sites and mingle with con-

tinued growth (combined type)

Type III HCC and CC are combined within

the same tumor (mixed type)

Type I çCollision tumoré or an apparently

coincidental occurrence of HCC and

CC within the same liver

Type II çTransitional tumoré in which there

is transition from elements of HCC

to elements typical of CC

Type III çFibrolamellar typeé which re-

sembles the fibrolamellar subtype of

HCC but which contains mucin-pro-

ducing pseudoglands
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ºŸâ«‘®—¬∫“ß°≈ÿà¡§“¥«à“  à«π∑’Ë‡ªìπ CC „π‡π◊ÈÕßÕ° CHCC ¡’°“√‡ª≈’Ë¬π

·ª≈ß·∫∫ metaplasia ¡“®“° HCC ‡π◊ËÕß®“°§«“¡§≈â“¬§≈÷ß∑“ß§≈‘π‘°·≈–∑“ß

æ¬“∏‘«‘∑¬“ ‡™àπ Õ“¬ÿ ‡æ» ‰«√— μ—∫Õ—°‡ ∫‡√◊ÈÕ√—ß √–¥—∫ AFP ·≈–¿“«–μ—∫·¢Áßπ—Èπ

„°≈â‡§’¬ß°—∫ºŸâªÉ«¬ HCC3,4,6,10 πÕ°®“°π’È ¬—ß¡’°“√»÷°…“æ∫ mutation ¢Õß¬’π å

∑’Ë∫√‘‡«≥ P53 ·≈–¡’°“√·∫àßμ—«º‘¥ª°μ‘∑’Ëμ”·Àπàß Rb-1 locus ‡À¡◊Õπ°—π¢Õß∑—Èß

 à«π∑’Ë‡ªìπ HCC ·≈– CC11 ®“°¢âÕ¡Ÿ≈¥—ß°≈à“« · ¥ß„Àâ‡ÀÁπ«à“°“√‡ª≈’Ë¬π·ª≈ß∑“ß

æ—π∏ÿ°√√¡¢Õß∑—Èß Õß à«π¡“®“°μâπ°”‡π‘¥‡¥’¬«°—π Õ¬à“ß‰√°Áμ“¡ °“√»÷°…“∑’Ë°≈à“«

∂÷ß¢â“ßμâπ‡ªìπ°“√»÷°…“®“°ª√–‡∑»„π·∂∫‡Õ‡™’¬ ´÷Ëß¡’§«“¡™ÿ°¢Õß‚√§‰«√— μ—∫

Õ—°‡ ∫‡√◊ÈÕ√—ßÕ—π‡ªìπ “‡Àμÿ¢Õß‚√§μ—∫·¢Áß·≈– HCC

„π¢≥–∑’Ë¢âÕ¡Ÿ≈®“°°“√»÷°…“∑“ßΩíòßμ–«—πμ°¡’§«“¡·μ°μà“ßÕÕ°‰ª °“√

»÷°…“‡°’Ë¬«°—∫ CHCC „πÕ‡¡√‘°“‡Àπ◊Õ æ∫«à“‰¡à¡’§«“¡ —¡æ—π∏å°—∫‚√§μ—∫‡√◊ÈÕ√—ß

·≈–§“¥«à“°“√‡°‘¥ CHCC „πª√–‡∑»·∂∫μ–«—πμ°¡’°≈‰°°“√‡°‘¥∑’Ëμà“ß°—¢Õß‡Õ‡™’¬8

πÕ°®“°π’È ¬—ßæ∫«à“¡–‡√Áß∑’Ë‡°‘¥®“°‡π◊ÈÕμ—∫‡Õß ‡°‘¥®“° immature cell ∑’ËÕ“®

‡®√‘≠‡μ‘∫‚μ‰ª‡ªìπ hepatocyte À√◊Õ bile duct epithelial cell ‰¥â12 ÷́Ëß π—∫ πÿπ

«à“ CHCC Õ“®‡°‘¥®“° stem cell „πμ—∫‡Õß

ªí®®—¬‡ ’Ë¬ß

®“°À≈“¬√“¬ß“π∑’Ëºà“π¡“æ∫«à“ CHCC „πª√–‡∑»·∂∫‡Õ‡™’¬μ–«—πÕÕ°

¡—°æ∫√à«¡°—∫‰«√— μ—∫Õ—°‡ ∫∫’ ‰«√— μ—∫Õ—°‡ ∫´’‡√◊ÈÕ√—ß ·≈–μ—∫·¢Áß 15-70%7,8,13 °“√

„™â “√‡§¡’∫“ßÕ¬à“ß ‡™àπ nitrotoluene ( ”À√—∫ —ß‡§√“–Àå¬“¶à“·¡≈ß ·≈–

º≈‘μ¿—≥±å¬“ß) À√◊Õ°“√„™â methyl eugenol ( à«πº ¡¢ÕßπÈ”ÀÕ¡)  “¡“√∂∑”„Àâ

‡°‘¥ CHCC „πÀπŸ‰¥â14,15 πÕ°®“°π’È ¬—ß¡’°“√°≈à“«∂÷ßªí®®—¬∑“ßæ—π∏ÿ°√√¡Õ◊ËπÊ

μ—«Õ¬à“ß‡™àπ æ∫«à“ 20% ¢Õß CHCC  —¡æ—π∏å°—∫¬’π å∑’Ë∂à“¬∑Õ¥‚√§ hemochro-

matosis16 ·≈– 30%¢Õß CHCC  —¡æ—π∏å°—∫ PiZ alpha-1- antitrypsin

deficiency17 √«¡∂÷ß¬—ßæ∫§«“¡ —¡æ—π∏å°—∫°“√μ‘¥‡™◊ÈÕ Opisthorchis viverrini

Õ’°¥â«¬
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≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“

≈—°…≥–°âÕπ‡π◊ÈÕßÕ°¢Õß CHCC ®–¡’ ’¢“« ¢Õ∫‡¢μ‰¡à‡√’¬∫ (¿“æ∑’Ë 1)18

 à«π≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“μ“¡§”π‘¬“¡¢ÕßÕß§å°“√Õπ“¡—¬‚≈°§◊Õ ‡π◊ÈÕßÕ°∑’Ë¡’

 à«πª√–°Õ∫¢Õß hepatocellular ·≈– cholangiocellular ‚¥¬ à«π¢Õß hepato-

cellular ®–¡’°“√º≈‘μπÈ”¥’·≈–æ∫ intercellular bile canaliculus À√◊Õ°“√

‡®√‘≠‡μ‘∫‚μ·∫∫ trabecular „π à«π¢Õß cholangiocellular ®–æ∫°“√º≈‘μ mu-

cin (μ√«®‚¥¬°“√¬âÕ¡ periodic acid-Schiff À√◊Õ Alcian blue stain) À√◊Õ¡’

°“√ √â“ß gland ∑’Ë™—¥‡®π

Õ“®„™â°“√¬âÕ¡∑“ßÕ‘¡¡Ÿ‚π¡“™à«¬«‘π‘®©—¬‰¥â ‚¥¬°“√μ‘¥ carcinoembryonic

antigen (CEA), carbohydrate antigen 19-9 (CA 19-9) ·≈– cyotokeratin

(CK7 ·≈– CK20) ‡æ◊ËÕ¬◊π¬—π à«π∑’Ë‡ªìπ CC ·≈– AFP ‡æ◊ËÕ¬◊π¬—π à«π∑’Ë‡ªìπ HCC

°“√«‘π‘®©—¬ CHCC μâÕß¡’ª√‘¡“≥¢Õß à«π∑’Ë‡ªìπ HCC ·≈– CC ¡“°°«à“

10% „π°âÕπ‡π◊ÈÕßÕ°π—Èπ19  à«π≈—°…≥–Õ◊ËπÊ ∑’ËÕ“®™à«¬«‘π‘®©—¬„π à«π¢Õß CC §◊Õ

°“√æ∫ fibrous stroma ·≈–π‘«‡§≈’¬ ¡’≈—°…≥–°≈¡  à«π∑’Ë‡ªìπ glandular ¬âÕ¡

μ‘¥ ’ cytokeratin AE1/AE3, CAM 5.2, CK7, CK 19 „π¢≥–∑’Ë à«π¢Õß HCC

®–¡’°“√¬âÕ¡μ‘¥ ’ Hep Par 1 ·≈– glypican 318

¿“æ∑’Ë 1 ≈—°…≥–™‘Èπ‡π◊ÈÕ¢Õß CHCC ‡ªìπ°âÕπ ’¢“«∑’Ë‰¡à¡’·§ª´Ÿ≈ ·≈–¢Õ∫‡¢μ‰¡à‡√’¬∫18
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¿“æ∑’Ë 3 CHCC ¬âÕ¡¥â«¬ CK7 ∫√‘‡«≥ glandular CC μ‘¥ ’‡¢â¡ (≈Ÿ°»√ —Èπ) ¢≥–∑’Ë∫√‘‡«≥ trabecu-

lar HCC μ‘¥ ’ÕàÕπ°«à“ (≈Ÿ°»√¬“«)18

¿“æ∑’Ë 2 ≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“¢Õß CHCC · ¥ß à«π∑’Ë‡ªìπ hepatocellular carcinoma-like tra-

becular (≈Ÿ°»√¬“«) ·≈– cholangiocarcinoma-like glandular (≈Ÿ°»√ —Èπ)18
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Õ¬à“ß‰√°Áμ“¡ ¬—ß§ß¡’¢âÕ‚μâ·¬âß‡°’Ë¬«°—∫°“√«‘π‘®©—¬∑’Ë·πàπÕπ∑“ßæ¬“∏‘«‘∑¬“

„π à«π∑’Ë‡ªìπ cholangiocarcinoma ¢Õß CHCC ‚¥¬∫“ß√“¬ß“π‰¥â°≈à“««à“μâÕß

æ∫∑—Èß°“√ √â“ß mucin ∑’Ëintraglandular À√◊Õ intracellular ®÷ß‡ªìπ°“√«‘π‘®©—¬∑’Ë

·πàπÕπ20 „π¢≥–∑’Ë∫“ß√“¬ß“π‰¥â°≈à“««à“°“√μ‘¥ ’ CK 19 „π à«π gland-like

structure ‰¡à«à“®–¡’°“√º≈‘μ mucin À√◊Õ‰¡à ‡ªìπ°“√∫àß™’È∂÷ß cholangiocarcinoma21

®“°°“√»÷°…“¢Õß Yano ·≈–§≥–æ∫«à“≈—°…≥–°âÕπ¢Õß CHCC ¡’¢π“¥

‡©≈’Ë¬ 6 ‡´πμ‘‡¡μ√ ¡—°¡’À≈“¬°âÕπÕ¬Ÿà„π‡π◊ÈÕμ—∫°≈’∫‡¥’¬«°—π  “¡“√∂æ∫°“√≈ÿ°≈“¡ Ÿà

portal vein ‰¥â∂÷ß 58% ≈ÿ°≈“¡ Ÿà bile duct ‰¥â 27% æ∫°“√°√–®“¬‰ªμàÕ¡πÈ”

‡À≈◊Õß 8% ·≈–¡’°“√ √â“ß capsule 46% ‡¡◊ËÕ‡ª√’¬∫‡∑’¬∫°—∫ HCC ·≈â« CHCC

¡’°“√°√–®“¬¢Õß°âÕπÕ¬Ÿà„πμ—∫°≈’∫‡¥’¬«°—π¡“°°«à“ ¡’°“√≈ÿ°≈“¡ Ÿà portal vein

πâÕ¬°«à“ ¡’°“√≈ÿ°≈“¡ Ÿà bile duct ¡“°°«à“ ·≈–°√–®“¬‰ªμàÕ¡πÈ”‡À≈◊Õß¡“°°«à“

Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘22 (μ“√“ß∑’Ë 2)

§«“¡™ÿ°¢Õß‚√§·≈–Õ“°“√«‘∑¬“

CHCC æ∫‰¥â∂÷ß 1-4.7% ¢Õß¡–‡√Áß∑’Ë‡°‘¥®“°μ—∫‡Õß∑—ÈßÀ¡¥2-8  à«π„À≠à

‡ªìπ‡æ»™“¬ (88%) ‡°‘¥¢÷Èπ√à«¡°—∫‰«√— μ—∫Õ—°‡ ∫∫’ 27% ‰«√— μ—∫Õ—°‡ ∫´’ (38%)

·≈–‡°‘¥√à«¡°—∫μ—∫·¢Áß‰¥â∂÷ß 54%22

ºŸâªÉ«¬ à«π„À≠à¡“¥â«¬Õ“°“√ª«¥∑âÕß Õ“°“√Õ◊ËπÊ ∑’Ëæ∫√à«¡‰¥â ‡™àπ

ÕàÕπ‡æ≈’¬ ‡∫◊ËÕÕ“À“√ §≈◊Ëπ‰ âÕ“‡®’¬π πÈ”Àπ—°≈¥ À√◊ÕÕ“®‰¡à¡’Õ“°“√º‘¥ª°μ‘„¥Ê

μ√«®√à“ß°“¬Õ“®æ∫ μ—∫‚μ ·≈–¿“«–∑âÕß¡“π  à«πÕ“°“√‰¢âÀπ“« —Ëπ·≈–μ—«‡À≈◊Õß

æ∫‰¥âπâÕ¬ °“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√‡∫◊ÈÕßμâπÕ“®æ∫°“√‡æ‘Ë¡¢÷Èπ¢Õß AST, ALT,

alkaline phosphatase ·≈– prothrombin time23

Bhagat ·≈–§≥–‰¥â· ¥ß≈—°…≥–∑“ß§≈‘π‘°¢Õß CHCC ‚¥¬√«∫√«¡

»÷°…“®“°ºŸâªÉ«¬∑—ÈßÀ¡¥ 8 §π ¥—ß· ¥ß‰«â„π μ“√“ß∑’Ë 2 ·≈– 3

°“√«‘π‘®©—¬

¡“μ√∞“π°“√«‘π‘®©—¬ CHCC (gold standard) §◊Õ °“√μ√«®≈—°…≥–



11Combined Hepatocholangiocarcinoma

μ“√“ß∑’Ë 2 ≈—°…≥–∑“ß§≈‘π‘°·≈–∑“ßæ¬“∏‘«‘∑¬“¢Õß CHCC, HCC, CC22

Factors CHCC (n=26) HCC (n=1093) CC (n=53) P
Age (yrs) (median, range) 57 (27-74) 61 (16-84) 63 (40-81)
Sex 1-2) 0.60

Male 23 (88%) 902 (83%) 35 (66%) 2-3) 0.002
Female 3 (12%) 191 (17%) 18 (34%) 1-3) 0.06

Viral infection
Negative 3 (12%) 152 (14%) 32 (60%)
Hepatitis B 7 (27%) 172 (16%) 9 (17%)
Hepatitis C 10 (38%) 526 (48%) 5 (9%) 1-2) 0.44
B & C 0 (0%) 16 (1%) 1 (2%) 2-3) <0.0001
Unknown 8 (23%) 227 (21%) 6 (11%) 1-3) 0.0002

AFP (ng/mL) (median, range) 75.5 (0-3 366 600) 44.1 (0-749 626) 4.0 (10-369)
<20 8 (31%) 411 (38%) 37 (86%) 1-2) 0.09
20-200 13 (50%) 323 (30%) 4 (9%) 2-3) <0.0001
≥200 5 (19%) 335 (31%) 2 (5%) 1-3) <0.0001

CEA (ng/mL) (median, range) 3.6 (0.8-12.8) 2.9 (0-214) 2.8 (4.0-479) 1-2) 0.21
<5 18 (69%) 815 (79%) 39 (74%) 2-3) 0.31
≥5 8 (31%) 211 (21%) 14 (26%) 1-3) 0.69

Noncancerous liver parenchyma
Normal 6 (23%) 68 (6%) 47 (89%) 1-2) 0.002
Chronic hepatitis 6 (23%) 432 (40%) 5 (9%) 2-3) <0.0001
Cirrhosis 14 (54%) 593 (54%) 1 (2%) 1-3) <0.0001

Tumor number 1-2) 0.04
Solitary 8 (31%) 565 (52%) 28 (53%) 2-3) 0.87
Multiple 18 (69%) 528 (48%) 25 (47%) 1-3) 0.06

Tumor size (cm) (mean±SD) 6.0 ± 4.4 4.5 ± 3.3 5.7 ± 3.0
<3 3 (11%) 404 (37%) 2 (4%) 1-2) 0.03
3-6 14 (54%) 438 (40%) 33 (62%) 2-3) <0.0001
≥6 9 (35%) 251 (23%) 18 (34%) 1-3) 0.39

Intrahepatic distribution 1-2) 0.002
Unilobar 15 (58%) 891 (82%) 47 (89%) 2-3) 0.19
Bilobar 11 (42%) 202 (18%) 6 (11%) 1-3) 0.002

Portal vein invasion
Absent 11 (42%) 630 (58%) 17 (32%)
Present 15 (58%) 463 (42%) 36 (68%) 1-2) 0.02
Microscopic 10 (39%) 398 (36%) 26 (49%) 2-3) <0.0001
Macroscopic 5 (19%) 65 (6%) 10 (19%) 1-3) 0.62

Bile duct invasion 1-2) <0.0001
Absent 19 (73%) 1011 (97%) 19 (36%) 2-3) <0.0001
Present 7 (27%) 30 (3%) 34 (64%) 1-3) 0.002

Lymph node metastases 1-2) 0.01
Absent 24 (92%) 1077 (99%) 35 (66%) 2-3) <0.0001
Present 2 (8%) 9 (1%) 18 (34%) 1-3) 0.02

Capsule formation 1-2) <0.0001
Absent 14 (54%) 187 (17%) 49 (92%) 2-3) <0.0001
Present 12 (46%) 906 (83%) 4 (8%) 1-3) 0.0002

1-2), 2-3) ·≈– 1-3) À¡“¬∂÷ß°“√‡ª√’¬∫‡∑’¬∫√–À«à“ß°≈ÿà¡ CHCC °—∫ HCC, °≈ÿà¡ HCC °—∫ CC ·≈–°≈ÿà¡ CHCC °—∫ CC, a=
standard error
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∑“ßæ¬“∏‘«‘∑¬“ ‡π◊ËÕß®“° CHCC ª√–°Õ∫‰ª¥â«¬‡´≈≈å Õß™π‘¥ °“√¬âÕ¡æ‘‡»…μà“ßÊ

®÷ß™à«¬„π°“√·¬°·¬–‡´≈≈å·μà≈–™π‘¥·≈–™à«¬¬◊π¬—π°“√«‘π‘®©—¬‚√§‰¥â √“¬

≈–‡Õ’¬¥¥—ß‰¥â°≈à“«‰«â„π à«π¢Õß≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“¢â“ßμâπ·≈â«

°“√ àßμ√«®Õ◊ËπÊ ∑’Ë¡’ à«π™à«¬∑”„Àâπ÷°∂÷ß·≈– π—∫ πÿπ°“√«‘π‘©—¬ CHCC

‰¥â·°à

°“√μ√«®‡≈◊Õ¥

√–¥—∫¢Õß AFP ·≈– CA19-9 Õ“®ª°μ‘À√◊Õ¡’§à“‡æ‘Ë¡¢÷Èπ°Á‰¥â ∂÷ß·¡â«à“√–¥—∫

tumor marker ®–‰¡à¡’§«“¡®”‡æ“–‡®“–®ß¡“°π—° ·μàÀ“°¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß∑—Èß CA19-

9 ·≈– AFP æ√âÕ¡°—π„πºŸâªÉ«¬∑’Ë¡’°âÕπ„πμ—∫®–∑”„Àâπ÷°∂÷ß CHCC ¡“°¢÷Èπ  à«π

°“√μ√«®Õ◊ËπÊ ‡™àπ alpha-1 antitrypsin, fibrinogen, IgG À√◊Õ CEA æ∫«à“ Ÿß

¢÷Èπ‰¥â∑—Èß HCC, CC ·≈– CHCC ¥—ßπ—Èπ®÷ß‰¡à™à«¬„π°“√«‘π‘®©—¬

®“°°“√»÷°…“¢Õß yano ·≈–§≥– ‰¥â· ¥ß∂÷ß√âÕ¬≈–¢ÕßºŸâªÉ«¬∑’Ë¡’°“√

‡æ‘Ë¡¢÷Èπ¢Õß§à“ AFP ·≈– CEA ¥—ßμ“√“ß∑’Ë 3

μ“√“ß∑’Ë 3 ≈—°…≥–∑“ß§≈‘π‘°¢ÕßºŸâªÉ«¬ CHCC (n=8)23

Symptoms/Signs/Laboratory findings Number of patients (n, %)

Abdominal pain 6 (75)
Fatigue/ weakness 4 (50)
Nausea/vomiting 4 (50)
Weight loss 4 (50)
Hepatomegaly 4 (50)
Jaundice 2 (25)
Palpable mass 2 (25)
Asymptomatic 1 (12.5)
Ascites detected clinically 1 (12.5)
Elevated transaminases (ALT and/or AST) 5 (62.5)
Elevated alkaline phosphatase 6 (75)
Elevated prothrombin time 2 (25)
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¿“æ∑’Ë 4 CT scan ·≈– MRI ¢Õß CHCC26

A. ¿“æ CT scan „π axial arterial phase æ∫«à“¡’ enhancement ¢Õß°âÕπ (À—«≈Ÿ°»√

„À≠à) „π¢≥–∑’Ë¡’∫“ß à«π¢Õß°âÕπ‰¡à enhancement (≈Ÿ°»√‡≈Á°) ·≈–¡’ hyperenhancing

capsule √Õ∫Ê °âÕπ

B. ¿“æ CT scan „π portovenous phase · ¥ß∂÷ß hypoenhancement ¢Õß°âÕπ ‡¡◊ËÕ

‡∑’¬∫°—∫‡π◊ÈÕμ—∫‚¥¬√Õ∫ ‡π◊ËÕß®“°¡’°“√ wash out ¢Õß contrast

C. ¿“æ T2W MRI æ∫«à“°âÕπ¡’≈—°…≥– high signal intensity (À—«≈Ÿ°»√„À≠à) ·≈–¡’∫“ß

 à«π‡≈Á°Ê ∑’Ë‡ªìπ low signal intensity (≈Ÿ°»√‡≈Á°)

D. ¿“æ T1W MRI °âÕπ¡’≈—°…≥– low signal intensity ‡¡◊ËÕ‡∑’¬∫°—∫‡π◊ÈÕμ—∫‚¥¬√Õ∫

E. Contrast enhance arterial phase T1W MRI ‡ÀÁπ°âÕπ à«π∑’Ë high signal intensity

„π T2 ¡’ strong enhancement (À—«≈Ÿ°»√„À≠à) „π¢≥–∑’Ë à«π low-intensity ®“° T2

weight MRI ‰¡àenhancement (≈Ÿ°»√‡≈Á°) ¿“¬À≈—ßºà“μ—¥°âÕππ’ÈÕÕ° ≈—°…≥–∑“ß

æ¬“∏‘«‘∑¬“¬◊π¬—π«à“ à«π∑’Ë¡’ enhancement §◊Õ à«π¢Õß HCC „π¢≥–∑’Ë à«π∑’Ë‰¡à¡’ en-

hancement §◊Õ à«π∑’Ë‡ªìπ CC

F. MRI „π equilibrium phase æ∫«à“°âÕπ‡π◊ÈÕßÕ°¡’ low signal intensity ‡¡◊ËÕ‡∑’¬∫°—∫

‡π◊ÈÕμ—∫‚¥¬√Õ∫ ∫àß∫Õ°∂÷ß°“√∑’Ë contrast ∂Ÿ° wash out ÕÕ°®“°°âÕπ ·≈–‡√“¬—ß‡ÀÁπ

 à«π∑’Ë enhancement ¢Õß·§ª´Ÿ≈√Õ∫Ê °âÕπ
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≈—°…≥–∑“ß√—ß ’«‘π‘®©—¬

CHCC ‡ªìπ‡π◊ÈÕßÕ°∑’Ëª√–°Õ∫‰ª¥â«¬‡´≈≈å Õß™π‘¥ ≈—°…≥–¢Õß°âÕπ∑’Ë

‡ÀÁπ®“°°“√©’¥ “√∑÷∫√—ß ’®÷ß¢÷Èπ°—∫ —¥ à«π¢Õß‡´≈≈å·μà≈–™π‘¥ ‚¥¬®“°°“√∑” CT

·≈– MRI (¿“æ∑’Ë 4) æ∫«à“ °âÕπ∑’Ë‡ªìπ‡´≈≈å™π‘¥ HCC ‡¥àπ ®–¡’ enhancement

„π early phase ·≈– wash out „π late phase  à«π°âÕπ∑’Ë‡ªìπ‡´≈≈å™π‘¥ CC

‡¥àπ®–æ∫≈—°…≥– peripheral enhancement ·≈– delayed enhancement24,25

∫“ß§√—ÈßÕ“®æ∫≈—°…≥– heterogeneous enhancement „π CT scan

‡π◊ËÕß®“° à«π∑’Ë‡ªìπ HCC ¡’≈—°…≥– hyperenhancement „π¢≥–∑’Ë à«π∑’Ë‡ªìπ CC

¡’≈—°…≥– hypoenhancement „πarterial phase (‡¡◊ËÕ‡∑’¬∫°—∫‡π◊ÈÕμ—∫‚¥¬√Õ∫)

 à«π¿“æ∑“ß®“° MRI ®–æ∫≈—°…≥– hypointensity „π T1 ·≈– het-

erogeneously hyperintensity „π T226

®“°°“√»÷°…“¢Õß Park ·≈–§≥– „πºŸâªÉ«¬∑’Ë‰¥â√—∫°“√«‘π‘®©—¬ CHCC

(‚¥¬∑“ßæ¬“∏‘«‘∑¬“) æ∫«à“ CT scan ¡’≈—°…≥–§≈â“¬ HCC ·≈– CC Õ¬Ÿà 65.1%

·≈– 27.9% μ“¡≈”¥—∫ ‚¥¬¡’‡æ’¬ß 7% ‡∑à“π—Èπ∑’Ë‡ªìπ mixed pattern27 ¥—ßπ—Èπ®÷ß

§«√π÷°∂÷ß‚√§π’È‰«â‡ ¡Õ„πºŸâªÉ«¬∑’Ë CT scan ¡’≈—°…≥–∑“ß√—ß ’‡¢â“‰¥â°—∫ HCC ·μà

¡’≈—°…≥–∫“ßÕ¬à“ß∑’Ë‰¡à‡À¡◊Õπ HCC ™—¥‡®π ‡™àπ delayed enhancement À√◊Õ

¡’≈—°…≥– heterogeneous enhancement

°“√ª√–‡¡‘π√–¬– CHCC

„πªï 2010 AJCC (American Joint Committee on Cancer) staging

‰¥â¡’°“√®—¥À¡«¥À¡Ÿà„Àâ CHCC ¡’°“√·∫àß√–¬–¢Õß‚√§μ“¡ intrahepatic bile duct

cancer (μ“√“ß∑’Ë 4)

°“√√—°…“

‡π◊ËÕß®“° CHCC ‡ªìπ‚√§∑’Ëæ∫‰¥âπâÕ¬ ¢âÕ¡Ÿ≈∑“ß§≈‘π‘°¬—ß‰¡à‡æ’¬ßæÕ∑’Ë

®–‡¢’¬π‡ªìπ·π«∑“ß°“√√—°…“∑’Ë™—¥‡®π ¥—ßπ—Èπ¢âÕ¡Ÿ≈∑’Ë‰¥â®÷ß¡“®“°°“√»÷°…“∑’Ëºà“π¡“

ºŸâªÉ«¬§«√‰¥â√—∫°“√æ‘®“√≥“√—°…“¥â«¬«‘∏’°“√ºà“μ—¥°àÕπ‡ªìπÕ—π¥—∫·√°‚¥¬»—≈¬·æ∑¬å
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÷́Ëß®–μâÕß‰¡à¡’¢âÕÀâ“¡„π°“√ºà“μ—¥ ‡™àπ ¡’°“√°√–®“¬¢Õß¡–‡√Áß‰ªπÕ°μ—∫ (distance

metastasis) ¡’°“√≈ÿ°≈“¡‡¢â“ portal vein, hepatic vein À√◊Õ hepatic artery

¡’°“√≈ÿ°≈“¡‰ª∑àÕπÈ”¥’¢Õßμ—∫∑—Èß Õß¢â“ß À√◊Õ¡’μ—∫°≈’∫μ√ß¢â“¡ΩÉÕ πÕ°®“°π’È

ºŸâªÉ«¬μâÕß·¢Áß·√ß‡æ’¬ßæÕ ”À√—∫°“√ºà“μ—¥ ·≈–¡’ª√‘¡“≥‡π◊ÈÕμ—∫À≈—ß°“√ºà“μ—¥

‡æ’¬ßæÕ29

°“√ª√–‡¡‘π√–¬–¢Õß‚√§Õ“®μâÕß„™â°“√∑” laparoscopy ‡æ◊ËÕ§«“¡∂Ÿ°

μâÕß·¡àπ¬” ‡π◊ËÕß®“°ºŸâªÉ«¬¡’æ◊Èπ∞“π‡ªìπμ—∫·¢ÁßπâÕ¬°«à“‡¡◊ËÕ‡∑’¬∫°—∫ HCC

μ“√“ß∑’Ë 4 °“√ª√–‡¡‘π√–¬–¢Õß CHCC μ“¡ AJCC staging 7th edition28

Primary Tumor (T) Anatomic Stage/Prognostic Groups

TX Primary tumor cannot be assessed Stage Tumor Node Metastasis

T0 No evidence of primary tumor 0 Tis N0 M0

Tis Carcinoma in situ (intraductal tumor) I T1 N0 M0

T1 Solitary tumor without vascular invasion II T2 N0 M0

T2a Solitary tumor with vascular invasion III T3 N0 M0

T2b Multiple tumors, with or without vascular IVA T4 N0 M0

invasion

T3 Multiple perforating the visceral peritoneum Any T N1 M0

or involving the local extra hepatic IVB Any T Any N M1

structures by direct invasion

T4 Tumor with periductal invasion

Regional Lymph Node(N) Histologic Grading (G)

NX Regional lymph nodes cannot be assessed G1 Well differentiated

N0 No regional lymph node metastasis G2 Moderately differentiated

N1 Regional lymph node metastasis G3 Poorly differentiated

Distant Metastasis (M) G4 Undifferentiated

M0 No distant metastasis

M1 Distant metastasis present
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°“√ºà“μ—¥∑”„ÀâÕ—μ√“°“√√Õ¥™’«‘μ¢ÕßºŸâªÉ«¬ Ÿß¢÷Èπ¡“°‡¡◊ËÕ‡∑’¬∫°—∫«‘∏’Õ◊ËπÊ

À“°ºŸâªÉ«¬¡’°“√°≈—∫¡“¢Õß‚√§À≈—ß°“√ºà“μ—¥Õ“®„Àâ°“√√—°…“‚¥¬°“√„Àâ‡§¡’∫”∫—¥

Õ¬à“ß‰√°Áμ“¡ Õ—μ√“°“√μÕ∫ πÕßμàÕ‡§¡’∫”∫—¥¢Õß¡–‡√Áß™π‘¥π’È§àÕπ¢â“ßπâÕ¬  à«π

∑“ß‡≈◊Õ°Õ◊Ëπ„π°“√√—°…“ ‰¥â·°à °“√∑” transcatheter arterial chemoembolization

(TACE) ´÷Ëß®–‡≈◊Õ°„π°√≥’∑’Ë‡π◊ÈÕßÕ°¡’≈—°…≥–¡’‡≈◊Õ¥¡“‡≈’È¬ß¡“° ·μàÀ“°°âÕπ‡π◊ÈÕ

ßÕ°¡’≈—°…≥–¡’‡≈◊Õ¥¡“‡≈’È¬ßπâÕ¬À√◊Õ¡’ fibrotic tissue ¡“° §«√À≈’°‡≈’Ë¬ß°“√

√—°…“¥â«¬ TACE À√◊Õ °“√©’¥ ethanol Õ¬à“ß‰√°Áμ“¡  “¡“√∂„Àâ°“√√—°…“¥â«¬

radiofrequency ablation À√◊Õ cryoablation ‰¥â8

°“√æ¬“°√≥å‚√§

¢âÕ¡Ÿ≈‡°’Ë¬«°—∫°“√æ¬“°√≥å‚√§ ¢Õß CHCC π—Èπ¡’§«“¡·μ°μà“ß°—πμ“¡

¿Ÿ¡‘¿“§∑’Ë∑”°“√»÷°…“«‘®—¬ ®“°°“√»÷°…“„πÕ‡¡√‘°“æ∫«à“ ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√«‘π‘®©—¬

CHCC ¡—°¡’¢π“¥°âÕπ∑’Ë„À≠à°«à“®“°°“√»÷°…“„π‡Õ‡™’¬®÷ß∑”„Àâ¬“°μàÕ°“√√—°…“

¥â«¬°“√ºà“μ—¥ ·≈–¡—°æ∫°“√√ÿ°≈È”¢Õß°âÕπ‡¢â“À≈Õ¥‡≈◊Õ¥‡≈Á°Ê ·≈–¡’°“√°√–®“¬

¢Õß°âÕπ„πμ—∫¡“°°«à“ „π¢≥–∑’Ë¢âÕ¡Ÿ≈®“°∑“ß‡Õ‡™’¬æ∫«à“ à«π„À≠à°âÕπ¡’¢π“¥

‡≈Á°°«à“ 5 ´¡. ‡Àμÿº≈π—ÈπÕ“®‡π◊ËÕß¡“®“°¡’°“√μ√«®§—¥°√Õß¡–‡√Áßμ—∫Õ¬à“ß·æ√à

À≈“¬∑”„Àâμ√«®æ∫‡√Á«°«à“

Õ—μ√“°“√√Õ¥™’«‘μ¢Õß CHCC À≈—ßºà“μ—¥®–μË”°«à“ HCC ·μà¥’°«à“ CC

‚¥¬Õ—μ√“°“√√Õ¥™’«‘μ∑’Ë 5 ªï¢Õß HCC, CHCC ·≈– CC Õ¬Ÿà∑’Ë 37%, 33% ·≈–

24% μ“¡≈”¥—∫ ·μàÀ“°‰¡à “¡“√∂√—°…“‚¥¬°“√ºà“μ—¥‰¥â ®–‰¡àæ∫ºŸâªÉ«¬∑’Ë¡’™’«‘μ

√Õ¥‡°‘π 18 ‡¥◊Õπ8

·μà®“°°“√»÷°…“¢Õß Park ́ ÷Ëß∑”„πª√–‡∑»‡°“À≈’æ∫«à“ À≈—ß®“°°“√ºà“μ—¥

·≈â« ºŸâªÉ«¬¡’Õ—μ√“°“√√Õ¥™’«‘μ ∑’Ë 1, 3 ·≈– 5 ªï ‡∑à“°—∫ 76.6%, 52.7% ·≈– 39.5%

μ“¡≈”¥—∫ (¿“æ∑’Ë 5) ‚¥¬ median survival ¢Õß CHCC (34 ‡¥◊Õπ)  —Èπ°«à“ HCC

(103 ‡¥◊Õπ) ·≈– CC (38.9 ‡¥◊Õπ) Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ ·≈–¡’Õ—μ√“°“√‡ªìπ

´È” Ÿß∂÷ß 84.4% √–À«à“ß°“√μ‘¥μ“¡Õ“°“√
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 √ÿª

°âÕπ‡π◊ÈÕßÕ° CHCC ‡ªìπ primary hepatic tumor ∑’Ëæ∫‰¥âπâÕ¬ ºŸâªÉ«¬

¡—°¡“¥â«¬Õ“°“√ª«¥∑âÕß ÕàÕπ‡æ≈’¬ ‡ªìπÀ≈—° ‚¥¬¡’ªí®®—¬‡ ’Ë¬ß∑’Ë ”§—≠§◊Õ‚√§μ—∫

Õ—°‡ ∫‡√◊ÈÕ√—ß °“√∑” CT scan ¡’≈—°…≥–®”‡æ“– §«√π÷°∂÷ß‚√§π’È‡ ¡Õ„πºŸâªÉ«¬∑’Ë

¿“æ∂à“¬∑“ß√—ß ’ ß —¬ HCC ·μà¡’∫“ß à«π∑’Ë‰¡à¡’ arterial enhancement À√◊Õ ¡’

delayed wash out √à«¡¥â«¬ ·≈–§«√ àß∑” liver biopsy ‡æ◊ËÕ¬◊π¬—π¿“«–π’È ´÷Ëß

°“√«‘π‘®©—¬∑“ßæ¬“∏‘«‘∑¬“‚¥¬°“√¬âÕ¡ immunohistochemistry ®–™à«¬¬◊π¬—π

§«“¡·μ°μà“ß√–À«à“ß‡´≈≈å Õß™π‘¥‰¥â

°“√√—°…“§«√‡≈◊Õ°°“√ºà“μ—¥‡ªìπÕ—π¥—∫·√° ‡æ√“– “¡“√∂∑”„Àâ¡’Õ—μ√“

°“√√Õ¥™’«‘μ Ÿß¢÷Èπ Õ¬à“ß‰√°Áμ“¡ ‚√§π’È¡’Õ—μμ√“°“√°≈—∫‡ªìπ´È”À≈—ßºà“μ—¥‰¥â Ÿß ®÷ß

∑”„Àâ°“√æ¬“°√≥å‚√§‰¡à¥’ ‚¥¬¡’ median survival ‡æ’¬ß 23-34 ‡¥◊Õπ23,27

¿“æ∑’Ë 5 °√“ø Kaplan-Meier ∑’Ë· ¥ßÕ—μ√“°“√√Õ¥™’«‘μ‚¥¬√«¡¢ÕßºŸâªÉ«¬ HCC, CC ·≈– CHCC27
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Microscopic Colitis
æ√æ√√≥ ¡À“‡ “«¿“§¬å°ÿ≈

√—μπ“ ∫ÿ≠»‘√‘®—π∑√å
Àπà«¬‚√§√–∫∫∑“ß‡¥‘πÕ“À“√·≈–μ—∫ ¿“§«‘™“Õ“¬ÿ√»“ μ√å

§≥–·æ∑¬»“ μ√å«™‘√æ¬“∫“≈ ¡À“«‘∑¬“≈—¬π«¡‘π∑√“∏‘√“™

Review Article
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∫∑π”

¿“«–∂à“¬‡À≈«‡√◊ÈÕ√—ß À¡“¬∂÷ß Õ“°“√∂à“¬Õÿ®®“√–‡À≈«‡ªìπ√–¬–‡«≈“π“π

°«à“ 4  —ª¥“Àå ‡ªìπªí≠À“∑’Ëæ∫‰¥â∫àÕ¬„π‡«™ªØ‘∫—μ‘ ´÷Ëß¡’·π«∑“ß„π°“√À“ “‡Àμÿ„π

‡∫◊ÈÕßμâπ®“°°“√ —ß‡°μ≈—°…≥–¢ÕßÕÿ®®“√– ‚¥¬·∫àßÕÕ°‡ªìπ ∂à“¬‡À≈«·∫∫‡ªìππÈ”

(watery diarrhea) ∂à“¬‡À≈«·∫∫‡ªìππÈ”¡—π (steatorrhea) ·≈–∂à“¬‡À≈«·∫∫

‡ªìπ¡Ÿ°‡≈◊Õ¥ (inflammatory diarrhea)

°“√∂à“¬Õÿ®®“√–‡À≈«‡√◊ÈÕ√—ß∑’Ë¡’≈—°…≥–¢ÕßÕÿ®®“√–·∫∫‡ªìππÈ” (watery

diarrhea)  “¡“√∂·∫àßμ“¡°≈‰°„π°“√‡°‘¥‚√§‰¥â 2 ™π‘¥ ‰¥â·°à osmotic diar-

rhea ·≈– secretory diarrhea

Secretory diarrhea ‡ªìπ°“√∂à“¬‡À≈«·∫∫‡ªìππÈ” ‰¡à —¡æ—π∏å°—∫°“√√—∫

ª√–∑“πÕ“À“√ Õ“®¡’Õ“°“√∂à“¬‡À≈«‰¥â∑—Èß°≈“ß«—π·≈–°≈“ß§◊π ‚¥¬‡°‘¥¢÷Èπ‰¥â®“°

À≈“¬ “‡Àμÿ ‰¥â·°à °“√μ‘¥‡™◊ÈÕ∫“ß™π‘¥„π≈”‰ â (‡™àπ Capillariasis ·≈– Giardia-

sis ‡ªìπμâπ) °“√„™â¬“√–∫“¬μà“ßÊ ‚√§∑’Ë∑”„Àâ‡°‘¥§«“¡º‘¥ª°μ‘‡°’Ë¬«°—∫°“√¥Ÿ¥´÷¡

¢Õß°√¥πÈ”¥’ (bile acid) ∫√‘‡«≥≈”‰ â‡≈Á° à«π terminal ileum À√◊Õ ‚√§‡π◊ÈÕßÕ°

∫“ß™π‘¥∑’Ë∑”„Àâ‡°‘¥°“√ √â“ßŒÕ√å‚¡πº‘¥ª°μ‘ ‡™àπ Carcinoid tumor ( √â“ß sero-

tonin) Zollinger-Ellison syndrome ( √â“ß gastrin) Medullary carcinoma of

the thyroid ( √â“ß calcitonin) VIPoma ( √â“ß VIP) ·≈– Glucagonoma ( √â“ß

glucagon) ‡ªìπμâπ
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°“√«‘π‘®©—¬‡æ◊ËÕÀ“ “‡ÀμÿÕ“®∑”‰¥â‚¥¬°“√´—°ª√–«—μ‘ μ√«®√à“ß°“¬ °“√ àß

μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√μà“ßÊ (‡™àπ °“√μ√«®Õÿ®®“√– ‡ªìπμâπ) °“√μ√«®∑“ß√—ß ’«‘∑¬“

(‡™àπ °“√ «π “√∑÷∫√—ß ’‡¢â“∑“ß∑«“√Àπ—°‡æ◊ËÕμ√«®¥Ÿ≈”‰ â„À≠à (Barium enema)

·≈–°“√μ√«®‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å™àÕß∑âÕß ‡ªìπμâπ) ·≈–Õ“®∑”°“√ àÕß°≈âÕß

μ√«®≈”‰ â„À≠à„πºŸâªÉ«¬∑’Ë¬—ßÀ“ “‡Àμÿ‰¡àæ∫

∂â“º≈°“√μ√«®¥—ß°≈à“«¢â“ßμâπ√«¡∑—Èßº≈°“√ àÕß°≈âÕßμ√«®≈”‰ â„À≠à

‡ªìπª°μ‘∑—ÈßÀ¡¥ ·æ∑¬åÕ“®μâÕß§‘¥∂÷ß¿“«– microscopic colitis ´÷Ëß‡ªìπ “‡Àμÿ∑’Ë

∑”„Àâ‡°‘¥°“√∂à“¬‡À≈«‡ªìππÈ”·∫∫‡√◊ÈÕ√—ß√à«¡¥â«¬

‡√“ “¡“√∂«‘π‘®©—¬ microscopic colitis ‰¥â®“°°“√μ—¥™‘Èπ‡π◊ÈÕ≈”‰ â„À≠à

 àßμ√«®∑“ßæ¬“∏‘«‘∑¬“ ‚¥¬·∫àß¬àÕ¬ÕÕ°‰¥â‡ªìπ 2 ‚√§ μ“¡≈—°…≥–∑’Ëæ∫∑“ß

æ¬“∏‘«‘∑¬“ ‰¥â·°à collagenous colitis ·≈– lymphocytic colitis ´÷Ëß∑—Èß Õß‚√§

π’È®–¡’æ¬“∏‘°”‡π‘¥ °“√¥”‡π‘π‚√§ °“√æ¬“°√≥å‚√§ √«¡∑—ÈßÕ“°“√· ¥ß·≈–

·π«∑“ß°“√√—°…“∑’Ë§≈â“¬§≈÷ß°—π

√–∫“¥«‘∑¬“

¿“«– Microscopic colitis ‰¥â√—∫°“√«‘π‘®©—¬§√—Èß·√°„πªï §.». 1980 ‚¥¬

Read ·≈–§≥–1 ·μà‡¥‘¡®—¥«à“‡ªìπ¿“«–∑’Ëæ∫‰¥â‰¡à∫àÕ¬ ‡π◊ËÕß®“°·æ∑¬å à«π„À≠àÕ“®

¬—ß¡‘‰¥âμ√–Àπ—°∂÷ß¿“«–π’È¡“°π—° Õÿ∫—μ‘°“√≥å∑’Ëæ∫„πª√–‡∑»μ–«—πμ°§◊Õ 4.2-8.6/

100,000 ª√–™“°√/ªï2-4 ´÷Ëß∑—Èß„π collagenous colitis ·≈– lymphocytic colitis

®–æ∫Õÿ∫—μ‘°“√≥å‰¥â„°≈â‡§’¬ß°—π  à«π„πª√–‡∑»‰∑¬π—Èπ¬—ß‰¡à¡’°“√√“¬ß“πÕÿ∫—μ‘

°“√≥å¢Õß‚√§∑’Ë™—¥‡®π ·μà„πªí®®ÿ∫—πæ∫«à“¿“«–π’È‰¥â√—∫°“√«‘π‘®©—¬‡æ‘Ë¡¡“°¢÷Èπ‡√◊ËÕ¬Ê

∑—Ë«‚≈° ‚¥¬ “¡“√∂æ∫‰¥â„π∑ÿ°™à«ßÕ“¬ÿ ·μà à«π„À≠à®–æ∫¡“°„π«—¬°≈“ß§π∑’Ë

¡’Õ“¬ÿª√–¡“≥ 50-70 ªï (Õ“¬ÿ‡©≈’Ë¬ 65 ªï) ·≈–æ∫‰¥â„π‡æ»À≠‘ß¡“°°«à“‡æ»™“¬

(Õ—μ√“ à«π À≠‘ß:™“¬ = 4:1)2

°“√¥”‡π‘π‚√§

ºŸâªÉ«¬¡—°®–¡“¥â«¬Õ“°“√∂à“¬‡À≈«‡√◊ÈÕ√—ß ´÷Ëß®–¡’≈—°…≥–¢ÕßÕÿ®®“√–·∫∫
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‡ªìππÈ”‚¥¬‰¡à¡’¡Ÿ°‡≈◊Õ¥ªπ ¿“«–π’È¡’°“√¥”‡π‘π¢Õß‚√§·∫∫‡√◊ÈÕ√—ß ‚¥¬Õ“°“√∂à“¬

‡À≈«Õ“®‡ªìπ‰¥â∑—Èß·∫∫μàÕ‡π◊ËÕßÀ√◊Õ·∫∫‡ªìπÊ À“¬Ê ·≈–¡’§«“¡√ÿπ·√ß‰¥âÀ≈“¬√–¥—∫

·μà¿“«–π’È®–¡’°“√æ¬“°√≥å‚√§§àÕπ¢â“ß¥’ ‚¥¬¡—°‰¡à∑”„Àâ‡°‘¥¿“«–·∑√° ấÕπ√ÿπ·√ß

·≈–‰¡à‡ªìπªí®®—¬‡ ’Ë¬ßμàÕ°“√‡°‘¥¡–‡√Áß≈”‰ â„À≠àμ“¡¡“

ºŸâªÉ«¬∑’Ë¡’¿“«–π’È à«π„À≠à (¡“°°«à“√âÕ¬≈– 90) ®–μÕ∫ πÕßμàÕ°“√√—°…“

§àÕπ¢â“ß¥’2 ·μàÕ“®æ∫°“√°≈—∫‡ªìπ´È”¢Õß‚√§¿“¬À≈—ßÀ¬ÿ¥¬“‰¥â§àÕπ¢â“ß∫àÕ¬∂÷ß√âÕ¬

≈– 30 ¢ÕßºŸâªÉ«¬5 ¥—ßπ—Èπ„πºŸâªÉ«¬°≈ÿà¡π’È®÷ß§«√‰¥â√—∫¬“μàÕ‡π◊ËÕß√–¬–¬“«‡æ◊ËÕªÑÕß°—π

°“√°≈—∫‡ªìπ´È”¢Õß‚√§

 “‡Àμÿ·≈–°≈‰°°“√‡°‘¥‚√§

¿“«– microscopic colitis  “¡“√∂æ∫√à«¡°—∫‚√§∑“ß autoimmune ‰¥â

À≈“¬‚√§ ‰¥â·°à ‚√§¢âÕÕ—°‡ ∫√ŸÀå¡“μÕ¬¥å autoimmune thyroiditis ·≈– Sjögrenûs

syndrome ‡ªìπμâπ πÕ°®“°π’È¬—ß “¡“√∂æ∫√à«¡°—∫‚√§Õ◊ËπÊ ‰¥â ‡™àπ Celiac dis-

ease, inflammatory bowel disease ‚√§ –‡°Á¥‡ß‘π ·≈–‚√§‡∫“À«“π™π‘¥∑’Ë 1

‡ªìπμâπ

 à«π¬“∑’Ë —¡æ—π∏å°—∫°“√‡°‘¥¿“«–π’È ‰¥â·°à ¬“°≈ÿà¡ non-steroidal anti-in-

flammatory drugs (NSAIDs), aspirin, proton pump inhibitors (omeprazole,

esomeprazole, lansoprazole), ranitidine, acarbose, selective serotonin

reuptake inhibitors (SSRI), statins ·≈– ticlopidine ‡ªìπμâπ2,6

πÕ°®“°π’È °“√ Ÿ∫∫ÿÀ√’Ë¬—ß‡ªìπªí®®—¬ ”§—≠∑’Ë°√–μÿâπ„Àâ‡°‘¥¿“«–π’È‡√Á«¢÷ÈπÕ’°

¥â«¬

 “‡Àμÿ∑’Ë∑”„Àâ‡°‘¥¿“«– microscopic colitis ¬—ß‰¡à‡ªìπ∑’Ë∑√“∫·πà™—¥ ·μà

ªí®®ÿ∫—π‡™◊ËÕ«à“¡’°≈‰°°“√‡°‘¥‰¥â®“°À≈“¬ªí®®—¬√à«¡°—π ‰¥â·°à

1. ªí®®—¬∑“ßæ—π∏ÿ°√√¡´÷Ëß —¡æ—π∏å°—∫ human leucocyte antigen (HLA)

haplotypes ·≈– gene polymorphism ∑’Ëº‘¥ª°μ‘2

2. §«“¡º‘¥ª°μ‘∑“ß¿Ÿ¡‘§ÿâ¡°—π ‰¥â·°à ¡’°“√À≈—Ëß “√ nitric oxide ‡æ‘Ë¡¢÷Èπ

∑”„Àâºπ—ß≈”‰ â‡°‘¥°“√Õ—°‡ ∫  “√ interferon-gamma ·≈– tumor necrosis factor
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alpha ∑’ËÀ≈—ËßÕÕ°¡“º‘¥ª°μ‘ ∑”„Àâ barrier ¢Õß∫√‘‡«≥ºπ—ß≈”‰ â„À≠à™—Èπ mucosa

¡’ permeability ∑’Ëº‘¥ª°μ‘‰ª ‡™◊ÈÕ·∫§∑’‡√’¬·≈–·Õπμ‘‡®πμà“ßÊ ®÷ßºà“π‡¢â“‰ª‰¥â

¡“°¢÷Èπ  “‡Àμÿ‡À≈à“π’È∑”„Àâ‡°‘¥°“√Õ—°‡ ∫¢Õß≈”‰ â ®π∑”„Àâ‡¬◊ËÕ∫ÿºπ—ß≈”‰ â∂Ÿ°

∑”≈“¬·≈–‡°‘¥°“√ √â“ß§Õ≈≈“‡®π∑’Ëº‘¥ª°μ‘‰ª2,7

3. °“√μ‘¥‡™◊ÈÕ·∫§∑’‡√’¬∫“ß™π‘¥ ‡™àπ Clostridium difficile, Yersinia

enterocolitica8-10 ‡ªìπμâπ

4. Bile acid malabsorption §◊Õ ¡’°“√¥Ÿ¥´÷¡°≈—∫¢Õß°√¥πÈ”¥’ (bile acid)

≈¥≈ß∑’Ë∫√‘‡«≥≈”‰ â‡≈Á° à«π terminal ileum ∑”„Àâ¡’°√¥πÈ”¥’‡À≈◊Õ§â“ßºà“π¡“¬—ß

∫√‘‡«≥≈”‰ â„À≠à¡“°¢÷Èπ ´÷Ëß°√–μÿâπ°“√À≈—Ëß “√πÈ”®“°‡¬◊ËÕ∫ÿ≈”‰ â„À≠à ∑”„Àâ‡°‘¥

°“√∂à“¬‡À≈«·∫∫ secretory diarrhea μ“¡¡“ ‚¥¬„π —μ«å∑¥≈Õßæ∫«à“ deoxy-

cholic ·≈– chenodeoxycholic bile acids  “¡“√∂°√–μÿâπ„Àâ≈”‰ â„À≠àÀ≈—Ëß “√πÈ”

√«¡∑—Èß∑”„Àâ‡°‘¥°“√‡ª≈’Ë¬π·ª≈ß∑“ßæ¬“∏‘«‘∑¬“‰ª§≈â“¬§≈÷ß°—∫≈—°…≥–∑’Ëæ∫„π

microscopic colitis ‰¥â ‡™àπ æ∫«à“¡’°“√ – ¡¢Õß inflammatory cells μà“ßÊ

√à«¡°—∫¡’°“√‡°‘¥ collagenous band ¢÷Èπ‰¥â11 πÕ°®“°π’È®“°°“√μ√«® 75Selenium-

75-labeled homocholic acid-taurine (SeHCAT test) ‡æ◊ËÕ«‘π‘®©—¬¿“«– bile

acid malabsorption ¬—ßæ∫«à“¿“«–π’È “¡“√∂‡°‘¥√à«¡°—∫ microscopic colitis

‰¥â∂÷ß√âÕ¬≈– 4412 √«¡∑—Èß°“√„™â¬“„π°≈ÿà¡ bile acid binding agent ‡™àπ

cholestyramine ¬—ß “¡“√∂∑”„ÀâÕ“°“√¢Õß‚√§¥’¢÷Èπ‰¥âÕ’°¥â«¬

5. °“√¥Ÿ¥´÷¡¢Õß‚´‡¥’¬¡·≈–§≈Õ‰√¥å„π≈”‰ â„À≠à≈¥≈ß √à«¡°—∫°“√

·≈°‡ª≈’Ë¬π√–À«à“ß§≈Õ‰√¥å-‰∫§“√å∫Õ‡πμ≈¥≈ß·≈–°“√À≈—Ëß§≈Õ‰√¥å∑’Ëº‘¥ª°μ‘‰ª

‡ªìπÕ’°°≈‰°Àπ÷Ëß∑’Ë∑”„Àâ‡°‘¥°“√∂à“¬‡À≈«¢÷Èπ‰¥â„π¿“«–π’È2,13

æ¬“∏‘«‘∑¬“

¿“«– microscopic colitis  “¡“√∂«‘π‘®©—¬‰¥â®“°°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“

‚¥¬°“√μ—¥™‘Èπ‡π◊ÈÕ≈”‰ â„À≠à¡“μ√«® ·¡â«à“®–‰¡àæ∫§«“¡º‘¥ª°μ‘¢Õß≈”‰ â„À≠à„π

∫√‘‡«≥π—Èπ®“°°“√ àÕß°≈âÕßμ√«®°Áμ“¡ ‚¥¬§«√ ÿà¡μ—¥™‘Èπ‡π◊ÈÕ®“°À≈“¬Ê ∫√‘‡«≥

μ≈Õ¥∑—Ë«∑—Èß§«“¡¬“«¢Õß≈”‰ â„À≠à¡“μ√«® ‡æ◊ËÕ„Àâ “¡“√∂«‘π‘®©—¬·¬°®“°‚√§Õ◊ËπÊ
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‰¥â

¿“«– microscopic colitis  “¡“√∂·∫àßμ“¡≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“∑’Ë

æ∫ÕÕ°‰¥â‡ªìπ 2 ‚√§ ´÷Ëß¡’Õ“°“√· ¥ß·≈–·π«∑“ß°“√√—°…“§≈â“¬§≈÷ß°—π ‰¥â·°à

1. Collagenous colitis

æ∫ collagenous band ‡°‘¥¢÷Èπ„π™—Èπ subepithelium ¢Õß≈”‰ â„À≠à ´÷Ëß

®–¡’§«“¡Àπ“ >10 ‰¡‚§√‡¡μ√ (¿“æ∑’Ë 1)7 ´÷ËßÕ“®Àπ“‰¥â∂÷ß 100 ‰¡‚§√‡¡μ√ (§«“¡

Àπ“ª°μ‘ 2-7 ‰¡‚§√‡¡μ√) ´÷Ëß√–¥—∫¢Õß§«“¡Àπ“π’È®–‰¡à —¡æ—π∏å°—∫√–¥—∫§«“¡

√ÿπ·√ß¢Õß‚√§14 ·≈– collagenous band π’È®–‰¡à¢¬“¬‡¢â“‰ª¬—ß∫√‘‡«≥√Õ∫ crypt

¢Õß≈”‰ â„À≠à

 à«πª√–°Õ∫À≈—°¢Õß collagenous band π’È ‰¥â·°à §Õ≈≈“‡®π™π‘¥∑’Ë 4

(type IV collagen) ·≈– tenascin (‡ªìπ‰°≈‚§‚ª√μ’π∑’Ë √â“ß®“° myofibroblasts

„π≈”‰ â„À≠à™—Èπ subepithelium ‡æ◊ËÕ∑”Àπâ“∑’Ë matrix remodeling) πÕ°®“°π’È

¬—ßæ∫«à“¡’§Õ≈≈“‡®π™π‘¥∑’Ë 1 ·≈– 3 ‡ªìπ à«πª√–°Õ∫‡ √‘¡Õ’°¥â«¬ ´÷Ëß°“√ – ¡

¢Õß§Õ≈≈“‡®πμà“ßÊ „π™—Èπ subepithelium π’È ‡™◊ËÕ«à“‡°‘¥®“°°“√≈¥ degradation

¢Õß matrix ¡“°°«à“®“°°“√ √â“ß∑’Ë¡“°¢÷Èπ7

¿“æ∑’Ë 1 Collagenous colitis (Courtesy of Thomas C Smyrk, M.D., Mayo Clinic Rochester.)
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°“√¬âÕ¡ collagen-specific staining ‡™àπ Masson-Trichrome ‡æ‘Ë¡

‡μ‘¡®–™à«¬„Àâ “¡“√∂«‘π‘®©—¬¿“«–π’È‰¥â™—¥‡®π¢÷Èπ  à«π„π™—Èπ epithelium ¢Õß

≈”‰ â„À≠à ®–æ∫«à“¡’≈—°…≥– vacuolization ·≈– desquamation ‰¥â πÕ°®“°π’È

¬—ßÕ“®æ∫«à“¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß intraepithelial lymphocytes ‰¥â„πª√‘¡“≥‡≈Á°πâÕ¬

‚¥¬√Õ¬‚√§¥—ß°≈à“«π’È  à«π„À≠à “¡“√∂æ∫‰¥â∫√‘‡«≥≈”‰ â„À≠à à«πμâπ ·μà¡’¢âÕ

§«√√–«—ß§◊Õ ‰¡à§«√μ—¥™‘Èπ‡π◊ÈÕ·∫∫ tangential ‡π◊ËÕß®“°®–∑”„Àâ¥Ÿ≈—°…≥–§≈â“¬¡’

™—Èπ§Õ≈≈“‡®π∑’ËÀπ“¢÷Èπ‰¥â §«√μ—¥™‘Èπ‡π◊ÈÕ·∫∫ well-oriented ∑ÿ°§√—Èß2

2. Lymphocytic colitis

æ∫‡¡Á¥‡≈◊Õ¥¢“«™π‘¥ CD8+ cytotoxic T lymphocyte ‡æ‘Ë¡¢÷Èπ„π™—Èπ

epithelium ¢Õß≈”‰ â„À≠à (ª°μ‘®– “¡“√∂æ∫‡¡Á¥‡≈◊Õ¥¢“«„π™—Èππ’È‰¥â„π

≈”‰ â„À≠à à«πμâπ¡“°°«à“≈”‰ â„À≠à à«πª≈“¬) ‚¥¬¡’®”π«π¢Õß Intraepithelial

lymphocytes > 20/100 epithelial cells (¿“æ∑’Ë 2)7 ´÷Ëß√–¥—∫‡¡Á¥‡≈◊Õ¥¢“«∑’Ë‡æ‘Ë¡

¢÷Èπ®–‰¡à —¡æ—π∏å°—∫√–¥—∫§«“¡√ÿπ·√ß¢Õß‚√§14 πÕ°®“°π’È¬—ß “¡“√∂æ∫√à«¡°—∫

lamina propria inflammation, flattening of columnar cells, loss of mucin,

¿“æ∑’Ë 2 Lymphocytic colitis (Courtesy of Thomas C Smyrk, M.D., Mayo Clinic Rochester.)
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decreased goblet cells ·≈–æ∫≈—°…≥–¢Õß degeneration ‡™àπ cytoplasmic

vacuoles ‡ªìπμâπ  à«π crypt ¡—°®–¡’≈—°…≥–ª°μ‘

 à«π„À≠à√Õ¬‚√§®–æ∫∫àÕ¬∫√‘‡«≥≈”‰ â„À≠à à«πμâπ‡™àπ‡¥’¬«°—π ·μà¢âÕ

§«√√–«—ß§◊Õ ‰¡à§«√μ—¥™‘Èπ‡π◊ÈÕ®“°∫√‘‡«≥∑’Ë¡’ lymphoid follicles ¡“2 (‡™àπ ∫√‘‡«≥

ileocecal valve ·≈– anorectum) ‡π◊ËÕß®“°®–∑”„Àâ‡°‘¥§«“¡ —∫ π„π°“√

«‘π‘®©—¬¿“«–π’È‰¥â

Õ“°“√· ¥ß

Õ“°“√∑’Ëæ∫∫àÕ¬¢Õß¿“«– microscopic colitis (∑—Èß collagenous colitis

·≈– lymphocytic colitis) ‰¥â·°à Õ“°“√∂à“¬‡À≈«‡ªìππÈ”·∫∫‡√◊ÈÕ√—ß ‚¥¬æ∫

Õ“°“√∂à“¬Õÿ®®“√–‡«≈“°≈“ß§◊π‰¥â√âÕ¬≈– 30 æ∫πÈ”Àπ—°μ—«≈¥≈ß‰¥â√âÕ¬≈– 40 æ∫

Õ“°“√ª«¥∑âÕß√âÕ¬≈– 40 Õ“°“√§≈◊Ëπ‰ âÕ“‡®’¬π√âÕ¬≈– 20 Õ“°“√ÕàÕπ‡æ≈’¬√âÕ¬≈–

20 Õ“°“√·πàπ∑âÕß√âÕ¬≈– 10 ·≈–°≈—ÈπÕÿ®®“√–‰¡à‰¥â (fecal incontinence) √âÕ¬≈–

9 ‡ªìπμâπ6 ´÷ËßÕ“°“√μà“ßÊ ‡À≈à“π’È®– àßº≈√∫°«π§ÿ≥¿“æ™’«‘μ¢ÕßºŸâªÉ«¬‡ªìπÕ¬à“ß

¡“°∂â“‰¡à‰¥â√—∫°“√«‘π‘®©—¬·≈–°“√√—°…“Õ¬à“ß‡À¡“– ¡

°“√«‘π‘®©—¬·¬°‚√§

¿“«– microscopic colitis §«√«‘π‘®©—¬·¬°‚√§®“° irritable bowel

syndrome with diarrhea (IBS-D) ´÷Ëß‡ªìπ “‡Àμÿ∑’Ë∑”„Àâ‡°‘¥°“√∂à“¬‡À≈«‡ªìππÈ”

·∫∫‡√◊ÈÕ√—ß‰¥â‚¥¬æ∫¡“°„π‡æ»À≠‘ß‡™àπ‡¥’¬«°—π ·μà “¡“√∂æ∫‰¥â∫àÕ¬°«à“¿“«–

microscopic colitis °“√«‘π‘®©—¬·¬°‚√§§«√ª√–‡¡‘π®“°Õ“°“√¢ÕßºŸâªÉ«¬‡ªìπÀ≈—°

‡™àπ „πºŸâªÉ«¬°≈ÿà¡ ŸßÕ“¬ÿ∑’Ë¡’Õ“°“√ª«¥∑âÕßÀ√◊ÕÕàÕπ‡æ≈’¬ (fatigue) ‰¡à‡¥àπ™—¥·μà

¡’πÈ”Àπ—°μ—«≈¥≈ß¡“° √à«¡°—∫¡’ onset ¢Õß‚√§∑’Ë§àÕπ¢â“ß‡©’¬∫æ≈—π®–∑”„Àâ§‘¥∂÷ß

¿“«– microscopic colitis ¡“°°«à“2

πÕ°®“°π’È ¿“«–π’È¬—ß “¡“√∂æ∫√à«¡°—∫‚√§ Celiac disease ‰¥â∫àÕ¬

‚¥¬§«√§‘¥∂÷ß¿“«– microscopic colitis √à«¡¥â«¬„πºŸâªÉ«¬∑’Ë¬—ß¡’Õ“°“√∂à“¬‡À≈«

Õ¬Ÿà·¡â®–„Àâ°“√√—°…“‚¥¬°“√®”°—¥Õ“À“√∑’Ë¡’ gluten ·≈â«°Áμ“¡2
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°“√μ√«®‡æ‘Ë¡‡μ‘¡

º≈°“√μ√«®∑“ßÀâÕßªÆ‘∫—μ‘°“√æ◊Èπ∞“πμà“ßÊ ¢ÕßºŸâªÉ«¬„π¿“«–π’È ∑—Èßº≈

°“√μ√«®‡≈◊Õ¥·≈–º≈°“√μ√«®Õÿ®®“√–‡∫◊ÈÕßμâπ æ∫«à“ ºŸâªÉ«¬ à«π„À≠à¡—°¡’º≈°“√

μ√«®Õ¬Ÿà„π‡°≥±åª°μ‘ ‚¥¬Õ“®¡’√–¥—∫¢Õß erythrocyte sedimentation rates

(ESR)  Ÿß¢÷Èπ À√◊Õμ√«®æ∫ antinuclear antibodies (ANA) ‡ªìπ∫«°‰¥â„π

ºŸâªÉ«¬∫“ß√“¬

 à«π°“√ àÕß°≈âÕßμ√«®≈”‰ â„À≠à à«π¡“°®–‰¡àæ∫§«“¡º‘¥ª°μ‘ ·μàÕ“®

æ∫°“√‡ª≈’Ë¬π·ª≈ß¢Õß‡¬◊ËÕ∫ÿºπ—ß≈”‰ â∑’Ë‰¡à‰¥â¡’≈—°…≥–‡©æ“–‡®“–®ß ‡™àπ patchy

edema, erythema, friability À√◊Õ¡’ vascular pattern ∑’Ëº‘¥ª°μ‘‰¥â‡≈Á°πâÕ¬

Õ¬à“ß‰√°Áμ“¡·æ∑¬å§«√∑”°“√ ÿà¡μ—¥™‘Èπ‡π◊ÈÕ≈”‰ â„À≠à®“°À≈“¬Ê  à«π àßμ√«®∑“ß

æ¬“∏‘«‘∑¬“‡æ‘Ë¡‡μ‘¡ ‡æ◊ËÕ™à«¬„π°“√«‘π‘®©—¬·¬°‚√§„π°√≥’∑’Ë§‘¥∂÷ß¿“«–π’È„πºŸâªÉ«¬

√à«¡¥â«¬

°“√√—°…“

°“√√—°…“¿“«– microscopic colitis ¡’·π«∑“ß°“√√—°…“‡¥’¬«°—π∑—Èß„π col-

lagenous colitis ·≈– lymphocytic colitis ‚¥¬ “¡“√∂·∫àß°“√√—°…“μ“¡

√–¬–¢Õß‚√§ÕÕ°‰¥â‡ªìπ 2 √–¬– ‰¥â·°à

1. √–¬–‡©’¬∫æ≈—π

·π–π”„ÀâºŸâªÉ«¬À¬ÿ¥„™â¬“∑’ËÕ“®‡ªìπ “‡Àμÿ„Àâ‡°‘¥¿“«–π’È ·π–π”„ÀâÀ¬ÿ¥

 Ÿ∫∫ÿÀ√’Ë ·≈–æ‘®“√≥“„™â¬“„π°≈ÿà¡μà“ßÊ ¥—ß®–°≈à“«μàÕ‰ª‚¥¬·∫àßμ“¡√–¥—∫§«“¡

√ÿπ·√ß¢Õß‚√§

1.1 √–¥—∫‡≈Á°πâÕ¬ (mild)

1.1.1 ¬“„π°≈ÿà¡ antidiarrheal drug ‡™àπ Loperamide 2-16

¡‘≈≈‘°√—¡/«—π Õ“®‡≈◊Õ°„™â‡ªìπ¬“ °≈ÿà¡·√°„π°“√√—°…“ºŸâªÉ«¬

1.1.2 ¬“„π°≈ÿà¡ bile acid binding agent ‡™àπ cholestyramine 4
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°√—¡/«—π ‡ªìπ‡«≈“ 6 ‡¥◊Õπ

1.1.3 ¬“„π°≈ÿà¡ aminosalicylate ‡™àπ mesalazine 800 ¡‘≈≈‘°√—¡

«—π≈– 3 §√—Èß ‡ªìπ‡«≈“ 6 ‡¥◊Õπ

1.1.4 ¬“„π°≈ÿà¡ corticosteroid

1) budesonide 9 ¡‘≈≈‘°√—¡ «—π≈–§√—Èß ‡ªìπ‡«≈“ 6-8  —ª¥“Àå

®“°°“√»÷°…“μà“ßÊæ∫«à“¬“π’È¡’ª√– ‘∑∏‘¿“æ Ÿß ÿ¥„π°“√√—°…“¿“«–π’È15-18 ‡π◊ËÕß®“°

ÕÕ°ƒ∑∏‘Ï™à«¬„π°“√≈¥°“√Õ—°‡ ∫¢Õßºπ—ß≈”‰ â·≈–¡’º≈¢â“ß‡§’¬ßπâÕ¬°«à“¬“ pred-

nisolone ‡π◊ËÕß®“°¬“∂Ÿ° metabolize ‚¥¬ºà“πμ—∫¡“°°«à“√âÕ¬≈– 90 ·μà

ªí®®ÿ∫—π¬—ß‰¡à¡’¬“π’È„™â„πª√–‡∑»‰∑¬

2) prednisolone 50 ¡‘≈≈‘°√—¡/«—π ‡ªìπ√–¬–‡«≈“ 2  —ª¥“Àå

1.2 √–¥—∫ª“π°≈“ß (moderate)

„Àâ bismuth subsalicylate 262 ¡‘≈≈‘°√—¡ √—∫ª√–∑“π§√—Èß≈– 3 ‡¡Á¥ (786

¡‘≈≈‘°√—¡) «—π≈– 3 §√—Èß ‡ªìπ‡«≈“ 8  —ª¥“Àå ‚¥¬¬“®–ÕÕ°ƒ∑∏‘Ï‰¥â∑—Èß antidiarrheal,

antibacterial ·≈– anti-inflammation

1.3 √–¥—∫√ÿπ·√ß (severe)

ºŸâªÉ«¬∑’Ë‰¡àμÕ∫ πÕßμàÕ°“√√—°…“¥â«¬ corticosteroid ́ ÷Ëßæ∫‰¥â√âÕ¬≈– 419

§«√‰¥â√—∫°“√ª√–‡¡‘π compliance ·≈–∑∫∑«π°“√«‘π‘®©—¬‚√§Õ’°§√—Èß √«¡∑—Èß

μ√«®À“‚√§Õ◊ËπÊ ´÷ËßÕ“®‡°‘¥√à«¡°—∫¿“«–π’È‰¥â  à«π°“√√—°…“¿“«– refractory mi-

croscopic colitis ‰¥â·°à

1.3.1 „™â¬“ methotrexate 7.5-10 ¡‘≈≈‘°√—¡/ —ª¥“Àå º≈¢â“ß‡§’¬ß∑’Ë

æ∫∫àÕ¬ ‰¥â·°à º¡√à«ß, μ—∫Õ—°‡ ∫ ‡ªìπμâπ

1.3.2 ¬“ thiopurines ‰¥â·°à azathioprine/6-mercaptopurine (6-

MP) „™â„πºŸâªÉ«¬∑’Ë¡’¿“«– steroid-dependent/refractory ‚¥¬º≈¢â“ß‡§’¬ß∑’Ëæ∫∫àÕ¬

‰¥â·°à §≈◊Ëπ‰ âÕ“‡®’¬π μ—∫Õ—°‡ ∫ ‡ªìπμâπ

1.3.3 ¬“ anti-tumor necrotic factor agents ‰¥â·°à infliximab,

adalimumab ‡ªìπμâπ „™â„πºŸâªÉ«¬∑’Ë¡’¿“«–¥◊ÈÕμàÕ steroid ·≈– methotrexate

À√◊Õ∑πμàÕº≈¢â“ß‡§’¬ß¢Õß¬“¥—ß°≈à“«‰¡à‰¥â  à«πº≈¢â“ß‡§’¬ß¢Õß¬“π’È∑’Ëæ∫∫àÕ¬ ‰¥â·°à
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§≈◊Ëπ‰ âÕ“‡®’¬π ª«¥∑âÕß ‡ªìπμâπ

1.3.4 °“√ºà“μ—¥ ‰¥â·°à °“√∑” ileostomy √à«¡°—∫°“√∑” colectomy

À√◊Õ‰¡à°Á‰¥â ‡ªìπ∑“ß‡≈◊Õ°„π°“√√—°…“«‘∏’ ÿ¥∑â“¬„πºŸâªÉ«¬∑’Ë¡’Õ“°“√√ÿπ·√ß·≈–‰¡à

μÕ∫ πÕßμàÕ°“√√—°…“‚¥¬°“√„™â¬“∑—ÈßÀ¡¥

2. √–¬– Maintenance

‡π◊ËÕß®“°¿“«–π’È¡—°‡°‘¥°“√°≈—∫‡ªìπ´È”À≈—ß®“°À¬ÿ¥¬“ (relapse) ‰¥â∫àÕ¬

∂÷ß√âÕ¬≈– 305 ®÷ß·π–π”„Àâ„™â¬“„π°≈ÿà¡ corticosteroid μàÕ„π¢π“¥μË”Ê ‡ªìπ√–¬–

‡«≈“ 6-12 ‡¥◊Õπ ·≈â«®÷ß§àÕ¬Ê ª√—∫≈¥¢π“¥¬“≈ß ºŸâªÉ«¬∑’Ë‰¡à “¡“√∂∑πμàÕº≈¢â“ß

¿“æ∑’Ë 3 ·π«∑“ß°“√√—°…“¿“«– microscopic colitis20
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‡§’¬ß¢Õß¬“ steroid ‰¥â Õ“®„™â¬“„π°≈ÿà¡ immunomodulator À√◊Õ„™â bile acid

binding agent À√◊Õ aminosalicylate ·∑π‰¥â °“√ª√–‡¡‘πº≈¢Õß°“√√—°…“ ®–

¥Ÿ°“√μÕ∫ πÕß®“°Õ“°“√¢ÕßºŸâªÉ«¬‡ªìπÀ≈—°

 √ÿª

¿“«– microscopic colitis ‡ªìπ “‡Àμÿ¢ÕßÕ“°“√∂à“¬‡À≈«‡√◊ÈÕ√—ß∑’Ë¡’≈—°…≥–

Õÿ®®“√–‡ªìππÈ” ºŸâªÉ«¬ à«π„À≠à¡—°‡ªìπ‡æ»À≠‘ß«—¬°≈“ß§π ´÷Ëß¡—°®–¡’º≈°“√μ√«®

∑“ßÀâÕßªØ‘∫—μ‘°“√æ◊Èπ∞“π·≈–º≈°“√μ√«®∑“ß√—ß ’«‘∑¬“μà“ßÊ √«¡∑—Èßº≈°“√ àÕß

°≈âÕßμ√«®≈”‰ â„À≠à Õ¬Ÿà„π‡°≥±åª°μ‘ Õ¬à“ß‰√°Áμ“¡ ·æ∑¬å§«√ ÿà¡μ—¥™‘Èπ‡π◊ÈÕ

≈”‰ â„À≠à®“°À≈“¬Ê μ”·Àπàß„π≈”‰ â„À≠à ‡æ◊ËÕ àßμ√«®™‘Èπ‡π◊ÈÕ∑“ßæ¬“∏‘«‘∑¬“μàÕ‰ª

·¡â®–‰¡àæ∫√Õ¬‚√§¢Õß≈”‰ â„À≠à∫√‘‡«≥π—ÈπÊ °Áμ“¡ ‡π◊ËÕß®“°‡ªìπ«‘∏’‡¥’¬«∑’Ë®–

 “¡“√∂™à«¬„π°“√«‘π‘®©—¬¿“«–π’È‰¥â °“√√—°…“®–∑”„ÀâºŸâªÉ«¬À“¬®“°‚√§‰¥â·≈–¡’

§ÿ≥¿“æ™’«‘μ∑’Ë¥’¢÷ÈπμàÕ‰ª ¥—ßπ—Èπ∂÷ß·¡â¿“«–π’È®–‡ªìπ¿“«–∑’Ëæ∫‰¥â‰¡à∫àÕ¬ ·μà®—¥‡ªìπ

¿“«–∑’Ë·æ∑¬å§«√μ√–Àπ—°∂÷ß‡ ¡Õ„πºŸâªÉ«¬∑’Ëμ√«®‰¡àæ∫ “‡Àμÿ‡∫◊ÈÕßμâπ¢ÕßÕ“°“√

∂à“¬‡À≈«‡ªìππÈ”·∫∫‡√◊ÈÕ√—ß

°√≥’»÷°…“

ºŸâªÉ«¬À≠‘ß‰∑¬§Ÿà Õ“¬ÿ 81 ªï ¡“¥â«¬Õ“°“√∂à“¬‡À≈«‡ªìπÊ À“¬Ê ¡“ 4 ‡¥◊Õπ

‚¥¬Õÿ®®“√–¡’≈—°…≥–‡ªìππÈ” ‰¡à¡’¡Ÿ°‡≈◊Õ¥ªπ ∂à“¬«—π≈– 5 §√—Èß ª√‘¡“≥§√—Èß≈– 1

·°â« ‰¡à¡’Õ“°“√∂à“¬‡À≈«‡«≈“°≈“ß§◊π ‰¡àª«¥∑âÕß πÈ”Àπ—°μ—«ª°μ‘¥’

ºŸâªÉ«¬¡’‚√§ª√–®”μ—«Õ¬Ÿà‡¥‘¡ ‰¥â·°à ‡∫“À«“π·≈–§«“¡¥—π‚≈À‘μ Ÿß (§ÿ¡

√–¥—∫πÈ”μ“≈Õ¬Ÿà„π‡°≥±å¥’)

º≈°“√μ√«®√à“ß°“¬·≈–º≈°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√æ◊Èπ∞“π‡∫◊ÈÕßμâπ

Õ¬Ÿà„π‡°≥±åª°μ‘

º≈°“√ àÕß°≈âÕß≈”‰ â„À≠à ‰¡àæ∫§«“¡º‘¥ª°μ‘™—¥‡®π ®÷ß‰¥â∑”°“√ ÿà¡μ—¥

™‘Èπ‡π◊ÈÕ®“°‡¬◊ËÕ∫ÿ≈”‰ â„À≠àÀ≈“¬Ê μ”·Àπàß‰ªμ√«®∑“ßæ¬“∏‘«‘∑¬“ æ∫ collagenous

band „π∫√‘‡«≥≈”‰ â„À≠à™—Èπ subepithelium (¿“æ∑’Ë 4 ́ â“¬¡◊Õ) ́ ÷Ëß “¡“√∂‡ÀÁπ‰¥â
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™—¥‡®π¢÷Èπ®“°°“√¬âÕ¡ Masson trichrome stain (¿“æ∑’Ë 4 ¢«“¡◊Õ)

¥—ßπ—Èπ®÷ß‰¥â„Àâ°“√«‘π‘®©—¬„πºŸâªÉ«¬√“¬π’È‡ªìπ collagenous colitis ·≈–‰¥â

∑”°“√√—°…“‚¥¬„Àâ¬“ prednisolone 30 ¡‘≈≈‘°√—¡/«—π æ∫«à“ºŸâªÉ«¬∂à“¬‡À≈«≈¥≈ß

‡À≈◊Õ«—π≈–§√—Èß ·≈–≈—°…≥–Õÿ®®“√–‡ªìπ‡π◊ÈÕ¡“°¢÷Èπ

¿“æ∑’Ë 4 H&E staining (10x) ( ấ“¬¡◊Õ) ·≈– Masson trichrome staining (10x) (¢«“¡◊Õ)
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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∫‰¥âπâÕ¬¡“°·≈–

¡—°®–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-



36 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, °—π¬“¬π-∏—π«“§¡ 2557

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∑√“∫·πà™—¥«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°πâÕ¬‰¥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”·Àπàß°âÕπ‰¡à‚μ¢¬“¬ À√◊Õμ—∫ÕàÕπ‡Àπ◊Õ°«à“μ”·Àπàß°âÕπ‰¡à¡’‡π◊ÈÕμ—∫

ÕàÕπΩÉÕ‡≈Á° ´÷Ëß·μ°μà“ß®“°¡–‡√Áßμ—∫ÕàÕπ πÕ°®“°π’ÈÀ≈—ß©’¥ “√∑÷∫√—ß ’¢≥–∑”

‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√åÕ“®æ∫≈—°…≥–®”‡æ“–§◊Õμ—∫ÕàÕπ®–¡’¢Õ∫∑’Ëμ‘¥ ’πâÕ¬°«à“

‡π◊ÈÕ¿“¬„π∑”„Àâ¥Ÿ‡À¡◊Õπ¡’·§ª Ÿ́≈ (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∫πâÕ¬°«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∑àÕπÈ”¥’ ·≈–

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—¥¬—ßπà“®–‡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«¬∑”„ÀâÀπâ“∑’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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‚§√ß°“√μ√«®§—¥°√Õß·≈–„Àâ§«“¡√ŸâºŸâªÉ«¬
‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ ≥ ‚√ßæ¬“∫“≈

π§√æπ¡

‡°Á∫(¿“æ)¡“Ω“°

○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○

¥—ß‡™àπªï∑’Ëºà“πÊ ¡“  ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√œ ‰¥â®—¥‚§√ß°“√

 àÕß°≈âÕßμ√«®°√–‡æ“–Õ“À“√·≈–„Àâ§«“¡√Ÿâ·°àª√–™“™πªï≈–§√—Èß ∂â“∑à“π ¡“™‘°

¬—ß®”°—π‰¥â §√—Èß∑’Ë·≈â«‡√“®—¥∑’Ë ‚√ßæ¬“∫“≈ μŸ≈ ¡’ºŸâªÉ«¬¡“√—∫∫√‘°“√®”π«π 76 §π

„πªïπ’È ‡√“¬â“¬‰ª∑“ß¿“§μ–«—πÕÕ°‡©’¬ß‡Àπ◊Õ ‚¥¬‡≈◊Õ°®—ßÀ«—¥π§√æπ¡´÷Ëß‰¡à¡’

·æ∑¬å∑“ß‡¥‘πÕ“À“√Õ¬Ÿà‡≈¬ ·μà„π§√—Èßπ’È ‡√“‰¡à‰¥â‰ª àÕß°≈âÕß‡æ’¬ßÕ¬à“ß‡¥’¬«

‡π◊ËÕß®“°„πªï∑’Ëºà“π¡“®—ßÀ«—¥π§√æπ¡‰¥â¢÷Èπ™◊ËÕ«à“‡ªìπ®—ßÀ«—¥∑’Ë¡’ºŸâªÉ«¬¡–‡√Áß∑àÕπÈ”¥’

(cholangiocarcinoma) ¡“°∑’Ë ÿ¥„πª√–‡∑»‰∑¬ ‡√“®÷ß®—¥∫√‘°“√μ√«®Õÿ≈μ√“

´“«¥å™àÕß∑âÕß„Àâ·°àºŸâªÉ«¬¥â«¬ √«¡∂÷ß°“√μ√«®Õ◊ËπÊ ‰¥â·°à °“√μ√«®§—¥°√ÕßÀ“

‰«√— μ—∫Õ—°‡ ∫∫’·≈–´’ ·≈–¬—ß¡’°“√∫√√¬“¬„Àâ§«“¡√Ÿâ·°àª√–™“™π‡°’Ë¬«°—∫‚√§

√–∫∫∑“ß‡¥‘πÕ“À“√·≈–μ—∫¥â«¬

¿“æ∑’Ë 1 ‚§√ß°“√μ√«®§—¥°√Õß·≈–„Àâ§«“¡√ŸâºŸâªÉ«¬‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ ®—ßÀ«—¥π§√æπ¡
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§√—Èßπ’È ‰ª°—π„π™à«ß‡∑»°“≈ÕÕ°æ√√…“ ‡¥‘π∑“ß‰ª°àÕπÀπ÷Ëß«—π‡æ◊ËÕ‡μ√’¬¡

°“√‡√◊ËÕß ∂“π∑’Ë «—π®—¥∑”‚§√ß°“√μ√ß°—∫«—πÕÕ°æ√√…“æÕ¥’ ª√“°Ø«à“¡’ºŸâªÉ«¬¡“

√—∫∫√‘°“√∑—Èß ‘Èπ 242 §π ª√–°Õ∫¥â«¬ºŸâªÉ«¬∑’Ë¡“√—∫°“√μ√«® àÕß°≈âÕß°√–‡æ“–

Õ“À“√‡æ’¬ßÕ¬à“ß‡¥’¬« 161 §π ºŸâªÉ«¬∑’Ë¡“√—∫°“√μ√«®Õÿ≈μ√“´“«¥å™àÕß∑âÕß‡æ’¬ß

Õ¬à“ß‡¥’¬« 84 §π ·≈–ºŸâªÉ«¬∑’Ë¡“√—∫°“√μ√«®∑—Èß Õßª√–‡¿∑Õ’° 37 §π

ºŸâªÉ«¬‡À≈à“π’È‰¥â√—∫°“√μ√«®‡∫◊ÈÕßμâπ®“°Õ“¬ÿ√·æ∑¬å‚√ßæ¬“∫“≈π§√æπ¡

·≈â««à“¡’¢âÕ∫àß™’È„π°“√μ√«®‡æ‘Ë¡‡μ‘¡ ºŸâªÉ«¬‡°◊Õ∫§√÷ËßÀπ÷Ëß∑’Ë‰¥â√—∫°“√ àÕß°≈âÕß

μ√«®æ∫«à“¡’ Helicobacter pylori infection ‚¥¬«‘∏’ rapid urease test ºŸâªÉ«¬

À≈“¬√“¬æ∫√Õ¬‚√§™—¥‡®π ‡™àπ gastric ulcer, gastric polyp ·≈– parasite

‡√“æ∫ºŸâªÉ«¬¡–‡√Áß∑àÕπÈ”¥’®“°°“√μ√«®Õÿ≈μ√“´“«¥å 4 √“¬ ´÷Ëß‰¥â√—∫°“√

 àßμàÕ‰ª¬—ß‚√ßæ¬“∫“≈»√’π§√‘π∑√å ®—ßÀ«—¥¢Õπ·°àπ ·≈–æ∫ºŸâªÉ«¬∑’Ë¡’π‘Ë«„π∑àÕ

πÈ”¥’„πμ—∫ (intrahepatic duct stone) Õ’° 4 √“¬ ‰¥â√—∫°“√ àßμàÕ‰ª¬—ß‚√ß

æ¬“∫“≈√“¡“∏‘∫¥’

πÕ°®“°π’È ¬—ß¡’°“√μ√«®§—¥°√ÕßÀ“°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’·≈–´’

®“°°“√μ√«® HBsAg 101 √“¬ æ∫«à“ positive 9 √“¬ ·≈–μ√«® Anti-HCV 197

√“¬ æ∫«à“ positive 14 √“¬

¿“æ∑’Ë 2 π“¬° ¡“§¡œ π”∑’¡ ®—¥‡μ√’¬¡ ∂“π∑’Ë·≈–μ√«®¥Ÿ§«“¡‡√’¬∫√âÕ¬

°“√¥”‡π‘π‚§√ß°“√„π§√—Èßπ’È ‰¥â√—∫§«“¡√à«¡¡◊Õ®“°À≈“¬Ê ΩÉ“¬ ∑—Èß

·æ∑¬å∑’Ë‚√ßæ¬“∫“≈π§√æπ¡ ·æ∑¬å∑“ß‡¥‘πÕ“À“√®“°‚√ßæ¬“∫“≈„π®—ßÀ«—¥„°≈â
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‡§’¬ß·≈–®“°®—ßÀ«—¥Õ◊ËπÊ ¡“™à«¬°—π àÕß°≈âÕßºŸâªÉ«¬ Õ’°∑—ÈßÕ“®“√¬å‡Õ¡Õ√ ‰¡â‡√’¬ß

¬—ß‰¥â°√ÿ≥“¡“™à«¬æ«°‡√“∑”Õÿ≈μ√“´“«¥å¥â«¬ πÕ°®“°π’È¬—ß¡’æ¬“∫“≈·≈–ºŸâ™à«¬

 àÕß°≈âÕß®“°‚√ßæ¬“∫“≈μà“ßÊ μ≈Õ¥®π‡®â“Àπâ“∑’Ë®“°∫√‘…—∑‡§√◊ËÕß¡◊Õ àÕß°≈âÕß

·≈–‡®â“Àπâ“∑’Ë∑ÿ°ΩÉ“¬∑’Ë∑”„Àâ‚§√ß°“√π’È ”‡√Á®≈ÿ≈à«ß‰ª¥â«¬¥’

º≈∑’Ë‰¥â√—∫®“°‚§√ß°“√„π§√—Èßπ’È ∑”„ÀâºŸâªÉ«¬∑’Ë®—ßÀ«—¥π§√æπ¡‰¥â√—∫

‚Õ°“ „π°“√μ√«®‡æ‘Ë¡‡μ‘¡‡æ◊ËÕ«‘π‘®©—¬‚√§√–∫∫∑“ß‡¥‘πÕ“À“√¡“°¢÷Èπ ·≈–‰¥â√—∫

°“√√—°…“Õ¬à“ß‡À¡“– ¡·≈–√«¥‡√Á«‡æ‘Ë¡¢÷Èπ

¢Õ¢Õ∫§ÿ≥ºŸâ¡’ à«π√à«¡∑ÿ°ΩÉ“¬ ·≈–æ∫°—π„π§√—ÈßμàÕÊ ‰ª§à–

¿“æ∑’Ë 3-5 ·æ∑¬å·≈–æ¬“∫“≈®“°∑’Ëμà“ßÊ ™à«¬°—π„Àâ∫√‘°“√ àÕß°≈âÕß·≈–μ√«®Õÿ≈μ√“´“«¥å √«¡

∑—Èß‰¥â§«“¡√à«¡¡◊Õ®“°∫√‘…—∑‡§√◊ËÕß¡◊Õ àÕß°≈âÕß∑’Ë¡“®—¥‡μ√’¬¡‡§√◊ËÕß¡◊Õ·≈–≈â“ß°≈âÕß„Àâ¥â«¬ ∑”„Àâ

ß“π¥”‡π‘π‰ª‰¥âÕ¬à“ß‡√’¬∫√âÕ¬

¿“æ∑’Ë 3
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¿“æ∑’Ë 4

¿“æ∑’Ë 5
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æ‘∏’°μ‡«∑‘μ“®‘μ √».πæ.æ‘»“≈ ‰¡â‡√’¬ß

≥ ®—ßÀ«—¥π§√æπ¡

„π‚Õ°“ ∑’Ë Õ“®“√¬åæ‘»“≈ ‰¡â‡√’¬ß π“¬° ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘π

Õ“À“√·Ààßª√–‡∑»‰∑¬ ‰¥â‡°…’¬≥Õ“¬ÿ√“™°“√„πªï 2557 ∑“ß‚√ßæ¬“∫“≈π§√æπ¡

‰¥â®—¥æ‘∏’∫“¬»√’ Ÿà¢«—≠ · ¥ß°μ‡«∑‘μ“®‘μ ·¥àÕ“®“√¬åæ‘»“≈ „π«—π∑’Ë 7 μÿ≈“§¡ 2557

„π™à«ß‡«≈“∑’Ë∑“ß ¡“§¡œ ‰¥â‡¥‘π∑“ß‰ª®—¥‚§√ß°“√μ√«®§—¥°√Õß·≈–„Àâ§«“¡√Ÿâ

ºŸâªÉ«¬‚√§√–∫∫∑“ß‡¥‘πÕ“À“√

¿“æ∑’Ë 2 Õ“®“√¬å»»‘ª√–¿“ ∫ÿ≠≠æ‘ ‘Ø∞å ºŸ°¢âÕ¡◊Õ√—∫¢«—≠ Õ“®“√¬åæ‘»“≈ ‰¡â‡√’¬ß

¿“æ∑’Ë 1 æ‘∏’∫“¬»√’ Ÿà¢«—≠ °μ‡«∑‘μ“®‘μ ·¥à Õ“®“√¬åæ‘»“≈ ‰¡â‡√’¬ß

‡°Á∫(¿“æ)¡“Ω“°
○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○
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‡°Á∫(¿“æ)¡“Ω“°
○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○

ª√–™ÿ¡«‘™“°“√ª√–®”ªï 2557
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