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 «— ¥’§à– ∑à“π ¡“™‘° ¡“§¡œ

‡¡◊ËÕ«—π∑’Ë 11-13 °√°Æ“§¡ ∑’Ëºà“π¡“ æ«°‡√“‰¥â‡¢â“√à«¡ß“πª√–™ÿ¡«‘™“°“√

°≈“ßªï 2556 ∑’Ë‚√ß·√¡Œ‘≈μ—π Õ.À—«À‘π ®.ª√–®«∫§’√’¢—π∏å ́ ÷Ëß‡√“‰¥â„™â™◊ËÕÀ—«¢âÕª√–™ÿ¡

«à“ Frontiers in Gastroenterology for Present and Future ‡√“¡’ºŸâ√à«¡≈ß

∑–‡∫’¬πª√–™ÿ¡∑—ÈßÀ¡¥ 311 §π ∫√√¬“°“»§÷°§—° ‡√◊ËÕßμà“ßÊ ∑’Ë¡’°“√∫√√¬“¬≈â«π

‡ªìπ∑’Ë π„®¢ÕßºŸâ‡¢â“√à«¡ª√–™ÿ¡ ·≈–º≈°“√ª√–‡¡‘π§«“¡æ÷ßæÕ„®Õ¬Ÿà„π√–¥—∫¥’∂÷ß

¥’¡“°

‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß À—«¢âÕ∫√√¬“¬„π§√÷Ëß«—π ÿ¥∑â“¬¢Õß°“√ª√–™ÿ¡ ´÷Ëß∂÷ß

·¡â«à“®–‡À≈◊ÕºŸâ‡¢â“√à«¡ª√–™ÿ¡®√‘ßÊ πâÕ¬°«à“§√÷Ëß (μ“¡∏√√¡™“μ‘¢Õß°“√ª√–™ÿ¡∑ÿ°

ª√–‡¿∑) ·μàº≈°“√ª√–‡¡‘π§«“¡æ÷ßæÕ„®æ∫«à“ °“√∫√√¬“¬·≈–‡π◊ÈÕÀ“ª√–‚¬™πå

∑’Ë‰¥â√—∫Õ¬Ÿà„π√–¥—∫¥’¡“°∑ÿ°À—«¢âÕ ®πÀ≈“¬μàÕÀ≈“¬§πÕ“®®–‡ ’¬¥“¬¡“°∑’Ëæ≈“¥

‚Õ°“ ‡¢â“øíß

∑’Ë ”§—≠ „πß“πª√–™ÿ¡∑’Ëºà“π¡“ ‰¥â¡’°“√π”‡ πÕº≈ß“π«‘®—¬¢Õß·æ∑¬åª√–®”

∫â“πμàÕ¬Õ¥ ´÷Ëß‡√“‰¥âπ” E-poster ¡“‰«â„π website ¢Õß ¡“§¡œ (www.

gastrothai.net) ‡√’¬∫√âÕ¬·≈â«

 ”À√—∫ß“πª√–™ÿ¡«‘™“°“√ª√–®”ªï (ª≈“¬ªï) 2556 ®–®—¥¢÷Èπ«—π∑’Ë 19-21

∏—π«“§¡ 2556 ∑’Ë‚√ß·√¡‚π‚«‡∑≈ Õ.™–Õ” ®.‡æ™√∫ÿ√’ ‚¥¬√“¬≈–‡Õ’¬¥‡°’Ë¬«°—∫™◊ËÕ

À—«¢âÕª√–™ÿ¡ ·≈–‡π◊ÈÕÀ“°“√ª√–™ÿ¡ ¢Õ„Àâ∑à“π ¡“™‘°√Õμ‘¥μ“¡¢à“« “√

ª√–™“ —¡æ—π∏å°—πμàÕ‰ªπ–§–

„π«—π∑’Ë 18 æƒ»®‘°“¬π 2556 π’È  ¡“§¡¢Õß‡√“®–®—¥ ‚§√ß°“√„Àâ§«“¡√Ÿâ
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·≈– àÕß°≈âÕßμ√«®°√–‡æ“–Õ“À“√·°àª√–™“™π ∑’Ë‚√ßæ¬“∫“≈ μŸ≈ Õ.‡¡◊Õß ®. μŸ≈

´÷Ëß„π§√—Èßπ’È‡ªìπ§√—Èß∑’Ë Õß·≈â«π—∫®“°§√—Èß·√°∑’Ë®—¥¢÷Èπ∑’Ë‚√ßæ¬“∫“≈∫÷ß°“Ã„π™à«ß

‡«≈“‡¥’¬«°—π¢Õßªï°àÕπ  ¡“™‘°∑à“π„¥ π„®®–‰ª√à«¡°‘®°√√¡π’È°—∫‡√“ ¢Õ‡™‘≠

μ‘¥μàÕÀ√◊Õ Õ∫∂“¡√“¬≈–‡Õ’¬¥ºà“π∑“ß‡≈¢“πÿ°“√¢Õß ¡“§¡œ §ÿ≥æ√∑‘æ¬å ®‘≥·æ∑¬å

‚∑√. 02-419-7282 μàÕ 118 À√◊Õ Email: porntip.jinpat@gmail.com ‰¥â§à–

¡“∂÷ßμ—«®ÿ≈ “√©∫—∫π’È∫â“ß ‡√“¡’¿“æ «¬Ê À≈“¬¿“æ ∑—Èß„π Endoscopic

Corner ·≈–„π Interhospital Conference ´÷Ëß≈â«π‡ªìπ°√≥’ºŸâªÉ«¬∑’Ëπà“ π„®¡“°

√«¡∑—Èß Review Articles Õ’° Õß‡√◊ËÕß ·∂¡¥â«¬ Research Highlight Õ’°‡≈Á°

πâÕ¬æÕÀÕ¡ª“°ÀÕ¡§Õ°—π

§«“¡≈à“™â“·≈–¢âÕº‘¥æ≈“¥∑—Èßª«ß ∑“ß∫√√≥“∏‘°“√¢ÕπâÕ¡√—∫‰«â ·≈–®–

æ¬“¬“¡ª√—∫ª√ÿß·°â‰¢μ“¡°”≈—ß§«“¡ “¡“√∂ ¥â«¬§«“¡μ—Èß„®∑’Ë®–π”§«“¡√Ÿâ«‘™“

°“√·≈–¢à“« “√ª√–™“ —¡æ—π∏å Ÿà¡«≈ ¡“™‘°§à– ‡√“¬—ß√Õ√—∫∫∑§«“¡®“°‡æ◊ËÕπ

 ¡“™‘°∑—ÈßÀ≈“¬‡À¡◊Õπ‡¥‘¡π–§–

®‘π¥“√—μπå ‡®’¬‡®…Æ“°ÿ≈

drjindarat@yahoo.com
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°“√ª√–™ÿ¡ §√—Èß∑’Ë 2/2556 «—π»ÿ°√å∑’Ë 8 ¡’π“§¡ 2556 ‡«≈“ 10.00 - 12.00 π.

≥ ÀâÕßª√–™ÿ¡ ™—Èπ 22 Õ“§“√»Ÿπ¬å°“√·æ∑¬å«‘™—¬¬ÿ∑∏ °√ÿß‡∑æœ

‡ªî¥ª√–™ÿ¡‡«≈“ 10.15 π.

«“√–∑’Ë 1 ‡√◊ËÕß∑’Ëª√–∏“π·®âß‡æ◊ËÕ∑√“∫

1.1 ·®âßº≈√“ß«—≈Õ“¬ÿ√·æ∑¬å¥’‡¥àπ ª√–‡¿∑Õ“¬ÿ√·æ∑¬å√ÿàπ„À¡à (ºŸâπ”

‡ πÕ: πæ.æ‘»“≈ ‰¡â‡√’¬ß)

πæ.æ‘»“≈ ‰¡â‡√’¬ß ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“μ“¡∑’Ë‡ πÕ™◊ËÕ ¡“™‘°

‡æ◊ËÕ¢Õæ‘®“√≥“Õ“¬ÿ√·æ∑¬å¥’‡¥àπ¢Õß√“™«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬åœ ª√–®”ªï 2556 π—Èπ

√“™«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬åœ ·®âß«à“ πæ.√—ß √√§å ƒ°…åπ‘¡‘μ√ ‰¥â√—∫√“ß«—≈Õ“¬ÿ√·æ∑¬å

¥’‡¥àπª√–‡¿∑Õ“¬ÿ√·æ∑¬å√ÿàπ„À¡à‚¥¥‡¥àπ ª√–®”ªï 2556

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

1.2 ∑ÿπ‡ø≈‚≈«å‰ªª√–™ÿ¡ AGA 2013 (ºŸâπ”‡ πÕ: πæ.°”∏√ ‡ºà“ «— ¥‘Ï)

πæ.°”∏√ ‡ºà“ «— ¥‘Ï ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“ ”À√—∫„πªï 2556 ‡ø≈

‚≈«å∑’Ë‰¥â√—∫°“√‡ πÕ™◊ËÕ‡æ◊ËÕ‰ª‡ πÕº≈ß“π«‘®—¬∑—Èß„π√Ÿª·∫∫ oral presentation ·≈–

poster presentation „π°“√ª√–™ÿ¡ AGA 2013 ∑’Ë À√—∞Õ‡¡√‘°“ ¡’®”π«π 8 ∑à“π

∑—Èßπ’È®÷ß¢ÕÕπÿ¡—μ‘‡∫‘°‡ß‘π§à“ π—∫ πÿπ„Àâ·°à‡ø≈‚≈«å∑—Èß 8 ∑à“πÊ ≈– 80,000 ∫“∑

∑’Ëª√–™ÿ¡¡’¡μ‘Õπÿ¡—μ‘

1.3 °“√®—¥‚§√ß°“√ àÕß°≈âÕß°√–‡æ“–Õ“À“√‡æ◊ËÕ‚√ßæ¬“∫“≈∑’Ë

¢“¥·§≈πÕ“¬ÿ√·æ∑¬å‚√§∑“ß‡¥‘πÕ“À“√ §√—Èß∑’Ë 2 (ºŸâπ”‡ πÕ: πæ.æ‘»“≈ ‰¡â‡√’¬ß)

πæ.æ‘»“≈ ‰¡â‡√’¬ß ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“ ”À√—∫„πªï 2556 ¡’

‚§√ß°“√ àÕß°≈âÕß°√–‡æ“–Õ“À“√·≈–°“√∫√√¬“¬„Àâ§«“¡√Ÿâ·°à§π‰¢â §“¥«à“πà“®–



7 √ÿª°“√ª√–™ÿ¡§≥–°√√¡°“√Õ”π«¬°“√ ¡“§¡œ

‡ªìπ™à«ß‡¥◊Õπæƒ»®‘°“¬π 2556 ≥ √æ. μŸ≈ ¢≥–π’ÈÕ¬Ÿà„π√–À«à“ß°“√μ‘¥μàÕ

ª√– “πß“π§«“¡§◊∫Àπâ“®–·®âß„Àâ∑√“∫μàÕ‰ª

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

1.4 ™’È·®ß·π«∑“ß°“√∑”«‘®—¬®“°∞“π¢âÕ¡Ÿ≈¢Õß ”π—°ß“πÀ≈—°ª√–°—π

 ÿ¢¿“æ·Ààß™“μ‘ (ºŸâπ”‡ πÕ: Õ.Õ√ÿ≥ ®‘√«—≤πå°ÿ≈)

πæ.æ‘»“≈ ‰¡â‡√’¬ß ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“μ“¡∑’Ë‰¥â√—∫Õπÿ¡—μ‘ß∫

ª√–¡“≥®“°§≥–°√√¡°“√‡ß‘πÕÕ¡®”π«π 300,000 ∫“∑‡æ◊ËÕ∑”ß“π«‘®—¬®“°∞“π

¢âÕ¡Ÿ≈¢Õß ”π—°ß“πÀ≈—°ª√–°—π ÿ¢¿“æ·Ààß™“μ‘ π—Èπ „π°“√π’È®÷ß‰¥â‡™‘≠ Õ.Õ√ÿ≥ ®‘√

«—≤πå°ÿ≈ ¡“Õ∏‘∫“¬·π«∑“ß°“√∑”«‘®—¬∞“π®“°¢âÕ¡Ÿ≈¢Õß ”π—°ß“πÀ≈—°ª√–°—π

 ÿ¢¿“æ·Ààß™“μ‘„Àâ·°à§≥–°√√¡°“√Õ”π«¬°“√ ¡“§¡œ ‰¥â√—∫∑√“∫

‡π◊ËÕß®“°∞“π¢âÕ¡Ÿ≈¢Õßß“π«‘®—¬¡’§àÕπ¢â“ßÀ≈“°À≈“¬·≈–μâÕß

„™â‡«≈“§àÕπ¢â“ß¡“°„π°“√™’È·®ß ¥—ßπ—Èπ∑’Ëª√–™ÿ¡‡ πÕ„Àâ‡™‘≠ Õ.Õ√ÿ≥ ®‘√«—≤πå°ÿ≈

¡“√à«¡‡ªìπ«‘∑¬“°√„π°“√ª√–™ÿ¡ ”À√—∫‡√◊ËÕßπ’È‚¥¬‡©æ“–„π«—π∑’Ë 29 ¡’π“§¡ 2556

≥ ÀâÕßª√–™ÿ¡™—Èπ 22 Õ“§“√»Ÿπ¬å°“√·æ∑¬å«‘™—¬¬ÿ∑∏

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

«“√–∑’Ë 2 √—∫√Õß√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 1/2556

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫√Õß√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 1/2556 ‚¥¬‰¡à¡’°“√·°â‰¢

«“√–∑’Ë 3 ‡√◊ËÕßæ‘®“√≥“

3.1 °“√æ‘®“√≥“·≈–Õπÿ¡—μ‘ß∫ª√–¡“≥ ª√–®”ªï æ.».2556 (ºŸâπ”‡ πÕ

πæ. ‘√‘«—≤πå Õπ—πμæ—π∏ÿåæß»å)

πæ. ‘√‘«—≤πå Õπ—πμæ—π∏ÿåæß»å ‡À√—≠≠‘° ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫

‡°’Ë¬«°—∫°“√¢ÕÕπÿ¡—μ‘ß∫ª√–¡“≥¢Õß·μà≈–ΩÉ“¬ª√–®”ªï 2556 ´÷Ëßªïß∫ª√–¡“≥¢Õß

 ¡“§¡‡√‘Ë¡«—π∑’Ë 1 ‡¡…“¬π ∂÷ß«—π∑’Ë 31 ¡’π“§¡¢Õßªï∂—¥‰ª √“¬≈–‡Õ’¬¥°“√‡ πÕ

ß∫ª√–¡“≥·μà≈–ΩÉ“¬μ“¡‡Õ° “√ª√–°Õ∫°“√ª√–™ÿ¡ ¥—ßπ—Èπ®÷ß¢Õ„Àâ∑’Ëª√–™ÿ¡§≥–

°√√¡°“√™à«¬æ‘®“√≥“¥â«¬
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∑’Ëª√–™ÿ¡‰¥â√à«¡°—πæ‘®“√≥“·≈â« ¡’¡μ‘Õπÿ¡—μ‘ß∫ª√–¡“≥μ“¡∑’Ë·μà≈–ΩÉ“¬

‡ πÕª√–®”ªï 2556 ‡ªìπ®”π«π‡ß‘π 6,107,180 ∫“∑

«“√–∑’Ë 4 ‡√◊ËÕßÕ◊ËπÊ (∂â“¡’)

4.1 ∑ÿπ π—∫ πÿπ ¡“™‘° ¡“§¡‰ª»÷°…“·≈–¥Ÿß“π∑’Ëμà“ßª√–‡∑» (ºŸâπ”

‡ πÕ: πæ.Õÿ¥¡ §™‘π∑√)

πæ.Õÿ¥¡ §™‘π∑√ ª√–∏“πæ‘®“√≥“∑ÿπ π—∫ πÿπ ¡“™‘° ¡“§¡‰ª

»÷°…“·≈–¥Ÿß“π∑’Ëμà“ßª√–‡∑» ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“ªí®®ÿ∫—ππ’È¬—ß¡’∑ÿπ GAT-Eisai

®”π«π 1 ∑ÿπ ‡æ◊ËÕ¡Õ∫„Àâ·°à ¡“™‘° ¡“§¡‡æ◊ËÕ‰ª»÷°…“Õ∫√¡„π ∂“∫—π°“√·æ∑¬å

∑ÿππ’Èª√–°Õ∫¥â«¬ §à“‡§√◊ËÕß∫‘π‰ª-°≈—∫ §à“∑’Ëæ—° §à“„™â®à“¬√–À«à“ß°“√»÷°…“Õ∫√¡

√«¡‡ªìπ‡ß‘π∑—ÈßÀ¡¥ 200,000 ∫“∑ ( Õß· π∫“∑∂â«π) ·≈–ºŸâ¢Õ√—∫∑ÿπ®–μâÕß

μ‘¥μàÕ ∂“π∑’ËΩñ°Õ∫√¡„Àâ‰¥â°àÕπ∑’Ë®–¢Õ√—∫∑ÿπ ªí®®ÿ∫—ππ’È¬—ß‰¡à¡’ºŸâ¢Õ√—∫∑ÿπ¡“μ—Èßªï

2551 ´÷Ëß¬—ß¡’‡À≈◊Õ 1 ∑ÿπ ·≈–‡¡◊ËÕÀ¡¥∑ÿππ’È·≈â« ∑“ß∫√‘…—∑‡Õ‰´®–‰¡à¡’∑ÿππ’ÈÕ’°

¢≥–π’È¡’ºŸâ π„®®–¢Õ√—∫∑ÿπ¥—ß°≈à“«§◊Õ æ≠.Õ‘≠™≠“ · π»—°¥‘Ï ®“°√æ.»Ÿπ¬åÕÿ¥√∏“π’

‚¥¬®–‰ª»÷°…“Õ∫√¡∑’Ëª√–‡∑»≠’ËªÿÉπ ´÷Ëß°”≈—ß√Õ°“√μÕ∫√—∫®“° ∂“∫—π∑’Ë®–‰ª

»÷°…“Õ∫√¡ §«“¡§◊∫Àπâ“®–·®âß„Àâ∑√“∫μàÕ‰ª

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

4.2 √“¬ß“π§«“¡§◊∫Àπâ“°“√ª√–™ÿ¡«‘™“°“√ APDW 2012 (ºŸâπ”‡ πÕ:

πæ.Õÿ¥¡ §™‘π∑√)

πæ.Õÿ¥¡ §™‘π∑√ ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“¢≥–π’È¬—ß‰¡à∑√“∫

√“¬√—∫∑’Ë·πàπÕπ ¬—ßÕ¬Ÿà„π√–À«à“ß°“√μ√«® Õ∫∫—≠™’√“¬√—∫√“¬®à“¬ §“¥«à“πà“®–

‡ √Á® ‘Èπ∑—π°àÕπ°“√ª√–™ÿ¡ APDW 2013 ∑’Ë‡´’Ë¬ß‰Œâ

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫
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Mixed Cryoglobulinemia
and Hepatitis C Viral Infection

√®π“  ∏π–‡®√‘≠°‘®
√—μπ“  ∫ÿ≠»‘√‘®—π∑√å

Àπà«¬‚√§∑“ß‡¥‘πÕ“À“√·≈–μ—∫ §≥–·æ∑¬»“ μ√å«™‘√æ¬“∫“≈

Review Article

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

Õÿ∫—μ‘°“√≥å°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’‡√◊ÈÕ√—ß (chronic HCV infection)

æ∫ª√–¡“≥ 170 ≈â“π§π∑—Ë«‚≈° πÕ°®“°®–‡ªìπ “‡Àμÿ∑’Ë ”§—≠¢Õß°“√‡°‘¥μ—∫·¢Áß

·≈–¡–‡√Áßμ—∫·≈â« °“√μ‘¥‡™◊ÈÕ‰«√— ¬—ß‰ª°√–μÿâπ√–∫∫¿Ÿ¡‘§ÿâ¡°—π¢Õß√à“ß°“¬∑”„Àâ

‡°‘¥Õ“°“√·≈–Õ“°“√· ¥ßÕ◊ËπÊ πÕ°μ—∫‰¥â ‚¥¬‡©æ“–∑’Ë√ÿπ·√ß·≈–æ∫‰¥â∫àÕ¬ §◊Õ

çmixed cryoglobulinemiaé

Cryoglobulinemia §◊Õ ¿“«–∑’Ë¡’ immunoglobulin „π°√–· ‡≈◊Õ¥ ´÷Ëß

®–‡°‘¥°“√μ°μ–°Õπ‡¡◊ËÕÕ¬Ÿà„π¿“«–∑’Ë¡’Õÿ≥À¿Ÿ¡‘μË”°«à“Õÿ≥À¿Ÿ¡‘ª°μ‘¢Õß√à“ß°“¬

·≈–®–≈–≈“¬‡¡◊ËÕÕÿ≥À¿Ÿ¡‘ Ÿß¢÷Èπ

Cryoglobulin ·∫àßÕÕ°‰¥â‡ªìπ 3 ™π‘¥ μ“¡ Brouet classification1 (μ“√“ß

∑’Ë 1)

Type I ®–æ∫‰¥â„π plasma cell dyscrasia ‡™àπ multiple myeloma

À√◊Õ Waldenstrom macroglobulinemia

Type II ·≈– III ‡ªìπ mixed type cryoglobulinemia ´÷Ëß —¡æ—π∏å°—∫

°“√μ‘¥‡™◊ÈÕ ‡™àπ °“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’ ‰«√— μ—∫Õ—°‡ ∫∫’ ‰«√—  HIV ·≈–

‰«√— μ—∫Õ—°‡ ∫‡√◊ÈÕ√—ßÕ◊ËπÊ πÕ°®“°π’È¬—ßæ∫‰¥â„π‚√§°≈ÿà¡ connective tissue dis-

ease, autoimmune diseases ·≈–‚√§¡–‡√Áß ‰¥âÕ’°¥â«¬2,3
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æ¬“∏‘°”‡π‘¥

¡’√“¬ß“π°“√‡°‘¥ mixed cryoglobulinemia §√—Èß·√°„πªï §.».1966 ‚¥¬

Meltzer ·≈–§≥–52 æ∫ºŸâªÉ«¬ 9 √“¬ ∑’Ë¡“¥â«¬Õ“°“√º◊Ëπ ª«¥¢âÕ ÕàÕπ‡æ≈’¬ ·μà

„π¢≥–π—Èπ¬—ß‰¡à∑√“∫æ¬“∏‘°”‡π‘¥∑’Ë™—¥‡®π√«¡∂÷ß§«“¡ —¡æ—π∏å°—∫°“√μ‘¥‡™◊ÈÕ‰«√— 

μ—∫Õ—°‡ ∫

°“√»÷°…“„π‡«≈“μàÕ¡“∑”„Àâ∑√“∫«à“‰«√— μ—∫Õ—°‡ ∫´’°√–μÿâπ B-lympho-

cytes ‚¥¬‡°‘¥ polyclonal B-cell activation ºà“π∑“ß E2 envelope glycopro-

tein ¢Õß‰«√—  ´÷Ëß®–‰ª√«¡°—∫ CD81 receptor (HCV receptors ∫π B-lympho-

cytes) ·≈–°√–μÿâπ°“√ √â“ß cryoglobulin, rheumatoid factor ·≈– autoanti-

body ¢÷Èπ4

ºŸâªÉ«¬ mixed cryoglobulinemia æ∫Õÿ∫—μ‘°“√≥å¢Õß anti-HCV anti-

body ‰¥âª√–¡“≥√âÕ¬≈– 40-505 πÕ°®“°π’È °“√μ√«®æ∫ HCV particle ∫πº‘«

¢Õß lymphocyte ¢ÕßºŸâªÉ«¬ cryoglobulinemia ¬—ß‡ªìπÀ≈—°∞“π∑’Ë· ¥ß∂÷ß

æ¬“∏‘°”‡π‘¥¢Õß°“√‡°‘¥‚√§π’È«à“¡’§«“¡ —¡æ—π∏å°—∫°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’

≈—°…≥–∑“ß§≈‘π‘°

ºŸâªÉ«¬μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’‡√◊ÈÕ√—ßæ∫°“√‡°‘¥¿“«– mixed cryoglobu-

μ“√“ß∑’Ë 1 Brouet classification of cryoglobulin

Type Composition Percentage Description

Type I Single monoclonal 10-15% of Usually IgM

immunoglobulins the total cases Sometimes, represented by light chains

Type II Immunocomplexes formed 50-60% of reported Polyclonal IgG + monoclonal IgM

by monoclonal IgM cases (which has an rheumatoid factor activity)

Type III Immunocomplexes formed 25-% of reported Polyclonal IgG + polyclonal IgM

by polyclonal IgM cases (which has an rheumatoid factor activity)
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linemia ‰¥â√âÕ¬≈– 36-55 ·μà¡’‡æ’¬ß√âÕ¬≈– 2-10 ¢ÕßºŸâªÉ«¬ mixed cryoglobu-

linemia ‡∑à“π—Èπ∑’Ë®–· ¥ßÕ“°“√∑“ß§≈‘π‘°6-8,55

Õ“°“√∑’Ë‡°‘¥¢÷Èπ ‡√’¬°«à“ mixed cryoglobulinemia syndrome À√◊Õ

cryoglobulinemic vasculitis Õ“°“√∑“ß§≈‘π‘°∑’Ëæ∫∫àÕ¬ ‰¥â·°à Õ“°“√∑“ßº‘«Àπ—ß

¢âÕ √–∫∫ª√– “∑ à«πª≈“¬ ·≈–Õ“°“√∑“ß‰μ

Õ“°“√∑“ßº‘«Àπ—ß

æ∫‰¥â∫àÕ¬∑’Ë ÿ¥ ‚¥¬‡°‘¥®“°°“√Õ—°‡ ∫¢ÕßÀ≈Õ¥‡≈◊Õ¥¢π“¥‡≈Á° æ∫≈—°…≥–

palpable purpura ‰¥â√âÕ¬≈– 70-90 ¢ÕßºŸâªÉ«¬56,57 (¿“æ∑’Ë 1) º◊Ëπ¡’≈—°…≥–‡ªìπ®ÿ¥

 ’·¥ßÀ√◊Õ·¥ß§≈È”¢π“¥ 3-10 ¡¡. ¢÷Èπ°√–®—¥°√–®“¬ À√◊ÕÕ¬Ÿà√«¡°—π‡ªìπ°≈ÿà¡‡≈Á°Ê

·≈–®–æ∫¡“°∑’Ë¢“∑àÕπ≈à“ß º◊Ëπº‘«Àπ—ß™π‘¥π’È®– —¡æ—π∏å°—∫∑à“∑“ß°“√¬◊ππ“πÊ

(orthostatic) ‡π◊ËÕß®“°°“√ √â“ß cryoglobulin ∂Ÿ°°√–μÿâπ®“°¿“«– venous sta-

sis √Õ¬‚√§¡—°Õ¬Ÿà∑’Ëμ”·Àπàß„°≈â¢âÕ‡∑â“ º◊Ëπ®–¢÷Èπ‡ªìπÊ À“¬Ê §ßÕ¬ŸàμàÕ‡π◊ËÕßª√–¡“≥

3-10 «—π ‡¡◊ËÕÀ“¬®–°≈“¬‡ªìπ·º≈‡ªìπ ’πÈ”μ“≈ πÕ°®“°π’È ¬—ßæ∫ chronic leg ul-

cers ‰¥â º≈°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“æ∫ leucocytoclastic vasculitis9

¿“æ∑’Ë 1 Cutaneous cryoglobulinemic vasculitis · ¥ß Palpable purpura (¿“æ ấ“¬) Confluent

lesion (¿“æ°≈“ß) ·≈– Perimalleolar ulcer (¿“æ¢«“) Picture from doi:10.1016/

j.amjmed.2009.09.038
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Õ“°“√∑“ß‰μ

ºŸâªÉ«¬μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’∑’Ë¡’ cryoglobulinemia æ∫ cryoglo-

bulinemic glomerulonephritis ‰¥âª√–¡“≥ 1 „π 310-12 ÷́Ëß®–¡’§«“¡√ÿπ·√ß·μ°

μà“ß°—π§◊Õ μ—Èß·μà asymptomatic proteinuria, hematuria, overt nephritis

(√âÕ¬≈– 20-30), nephrotic syndrome (√âÕ¬≈– 20) ‰ª®π∂÷ß renal insufficiency

Õ¬à“ß‰√°Áμ“¡ ¿“«–‰μ«“¬π—Èπæ∫‰¥âπâÕ¬ (√âÕ¬≈– 10)  à«π§«“¡¥—π‚≈À‘μ Ÿßæ∫‰¥â

∫àÕ¬∂÷ß√âÕ¬≈– 80 ¢ÕßºŸâªÉ«¬

§«“¡º‘¥ª°μ‘∑“ßæ¬“∏‘«‘∑¬“∑’Ëæ∫∫àÕ¬∑’Ë ÿ¥ §◊Õ membranoproliferative

glomerulonephritis (MPGN) ‚¥¬æ∫√âÕ¬≈– 70-80 ¢ÕßºŸâªÉ«¬ cryloglobulinemia

∑’Ë¡’Õ“°“√‰μÕ—°‡ ∫ ´÷Ëß¡’§«“¡ —¡æ—π∏å°—∫ type II IgM (RF) mixed cryoglobu-

linemia12,14-16

Õ“°“√∑“ß√–∫∫ª√– “∑

æ∫Õÿ∫—μ‘°“√≥å¢Õß peripheral neuropathy √âÕ¬≈– 50-86 „πºŸâªÉ«¬ mixed

cryoglobulinemia17 ‚¥¬‡ªìπ™π‘¥ sensory À√◊Õ sensory-motor °Á‰¥â ¿“«–∑’Ë

æ∫∫àÕ¬∑’Ë ÿ¥ §◊Õ chronic sensory polyneuropathy ·≈–æ∫ºŸâªÉ«¬¡“¥â«¬Õ“°“√¢Õß

mononeuritis multiplex ‰¥â∫àÕ¬17,18

Axon ∂Ÿ°∑”≈“¬‡π◊ËÕß®“°°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥ vasa nervorum ´÷Ëß

‡°‘¥®“° cryoglobulin ‡Õß À√◊Õ®“°¿“«– vasculitis

πÕ°®“°π’È ¬—ß¡’√“¬ß“π«à“ æ∫¿“«–À≈Õ¥‡≈◊Õ¥ ¡Õßμ’∫μ—π ·≈– Guillain

Barre syndrome ‰¥âÕ’°¥â«¬71,72

Õ“°“√∑“ß¢âÕ

Õ“°“√∑“ß¢âÕ∑’Ë ”§—≠ ‰¥â·°à Õ“°“√ª«¥¢âÕ æ∫‰¥â√âÕ¬≈– 40-8019,58 ´÷Ëß

‡ªìπ≈—°…≥– ¡¡“μ√°—π∑—Èß 2 ¢â“ß19 Õ“°“√¢âÕÕ—°‡ ∫æ∫‰¥âπâÕ¬°«à“ ‡ªìπ≈—°…≥–

mild nonerosive oligoarthritis „π¢âÕ¢π“¥°≈“ß∂÷ß¢π“¥„À≠à À√◊ÕÕ“®æ∫ sym-

metrical polyarthritis „π¢âÕ¢π“¥‡≈Á°§≈â“¬°—∫¢âÕÕ—°‡ ∫√Ÿ¡“μÕ¬¥å·μàÕ“°“√®–
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√ÿπ·√ßπâÕ¬°«à“ ¡’ morning stiffness ‰¥â ·≈–μ√«® rheumatoid factor „Àâº≈

∫«°≈«ßª√–¡“≥√âÕ¬≈– 50-80 ESR  Ÿß ·μà‰¡à¡“°‡∑à“ rheumatoid arthritis

·≈–‰¡àæ∫ rheumatoid nodule20,21

°“√·¬°√–À«à“ß rheumatoid arthritis °—∫ HCV-related cryoglobu-

linemia  “¡“√∂∑”‰¥â‚¥¬μ√«® anti-CCP antibody ́ ÷Ëß®–„Àâº≈≈∫„π°≈ÿà¡ HCV-

related

πÕ°®“°π’È Õ“®æ∫ Õ“°“√ª“°·≈–μ“·Àâß (xerostomia, xerophthalmia)

§≈â“¬„π Sjögren syndrome ‰¥â22

Õ“°“√∑“ßμ—∫

æ∫«à“ Õß„π “¡¢ÕßºŸâªÉ«¬∑’Ë¡’ HCV-related mixed cryoglobulinemia

®–μ√«®æ∫°“√Õ—°‡ ∫‡√◊ÈÕ√—ß¢Õßμ—∫8,10 ¬◊π¬—π®“°°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“¢Õß™‘Èπ

‡π◊ÈÕμ—∫´÷Ëßæ∫«à“¡’ chronic active hepatitis À√◊Õμ—∫·¢Áß

®“° meta-analysis23 ÷́Ëß√«∫√«¡®“°ß“π«‘®—¬ 19 ™‘Èπ æ∫«à“ °“√¡’ cryo-

globulinemia √à«¡¥â«¬‡ªìπªí®®—¬Õ‘ √–∑’Ë àß‡ √‘¡„Àâμ—∫·¢Áß‡ªìπ¡“°¢÷Èπ πÕ°

®“°π’È¬—ß¡’°“√»÷°…“∑’Ëæ∫«à“°“√¡’ cryoglobulinemia √à«¡¥â«¬∑”„Àâ‚Õ°“ ‡°‘¥ ad-

vanced liver fibrosis ·≈– steatosis ‡æ‘Ë¡¢÷Èπ 3 ‡∑à“‡¡◊ËÕ‡∑’¬∫°—∫ºŸâªÉ«¬‰«√— μ—∫

Õ—°‡ ∫´’∑’Ë‰¡à¡’ cryoglobulinemia36

Õ“°“√Õ◊ËπÊ

‰¥â·°à Õ“°“√ª«¥∑âÕß ‡≈◊Õ¥ÕÕ°®“°∑“ß‡¥‘πÕ“À“√®“°°“√¡’ mesenteric

vasculitis7,8 ‚√§À—«„®¢“¥‡≈◊Õ¥®“° coronary vasculitis ·≈– diffuse inter-

stitial pulmonary fibrosis ‰¥â24-26

°“√«‘π‘®©—¬

°“√«‘π‘®©—¬Õ“»—¬Õ“°“√∑“ß§≈‘π‘° º≈μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√ ·≈–°“√μ√«®

∑“ßæ¬“∏‘«‘∑¬“ ‰¥â¡’°“√ÕÕ° criteria „π°“√«‘π‘®©—¬ mixed cryoglobulinemia
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‚¥¬§≥–«‘®—¬®“°Õ‘μ“≈’ ¥—ß μ“√“ß∑’Ë 22

 ”À√—∫°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√ ‰¥â·°à27

1) Cryoglobulin testing ‚¥¬μ√«®À“ serum cryoglobulins À√◊Õ

cryocrit

2) Electrophoresis ·≈– immunoelectrophroresis ‚¥¬μ√«®«—¥

ª√‘¡“≥¢Õß total serum protein ·≈– immunoglobulin ‡æ◊ËÕª√–‡¡‘π mono-

clonal immunoglobulin ·≈– polyclonal hypergammaglobulinemia

3) Rheumatoid Factor æ∫‰¥â√âÕ¬≈– 50-80 ¢ÕßºŸâªÉ«¬53,54

4) Complement level ‚¥¬μ√«®æ∫°“√≈¥≈ß¢Õß C1 C2 ·≈– C4 „π

¢≥–∑’Ë C3 ®–·ª√º—πμ“¡√–¬–¢Õß‚√§

5) Virologic markers (anti-HCV antibody, HCV RNA, hepatitis

B virus serology, hepatitis B virus DNA) ‚¥¬Õÿ∫—μ‘°“√≥å¢Õß cryoglobuline-

mia „πºŸâªÉ«¬μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’æ∫ª√–¡“≥√âÕ¬≈– 55 ·≈–„π‰«√— μ—∫

μ“√“ß∑’Ë 2 Proposed Criteria for the Diagnosis and Classification of Mixed Cryoglobulinemia

Criteria Major Minor

Serologic Mixed cryoglobulins Rheumatoid factor

Low C4 HCV+ HBV+

Pathologic Leukocytoclastic vasculitis Clonal B-cell infiltrates (liver or bone marrow)

Clinical Purpura Chronic hepatitis

Membranoproliferative glomerulonephritis

Peripheral neuropathy

Skin ulcers

Definite mixed cryoglobulinemia syndrome:
1) Serum mixed cryoglobulins (± low C4) + purpura + leukocytoclastic vasculitis
2) Serum mixed cryoglobulins (± low C4) + 2 minor clinical symptoms + 2 minor serologic/

pathologic findings
Essential or secondary mixed cryoglobulinemia syndrome: Absence or presence of well-known
disorders (infectious, immunologic or neoplastic)
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Õ—°‡ ∫∫’æ∫ª√–¡“≥√âÕ¬≈– 15 (‰¡à‰¥â¡’Õ“°“√∑ÿ°√“¬)

√–¥—∫¢Õß cryoglobulin, rheumatoid factor ·≈– complement æ∫

«à“‰¡à —¡æ—π∏å°—∫§«“¡√ÿπ·√ß¢Õß‚√§

°“√¥Ÿ·≈√—°…“

°“√√—°…“‚¥¬μ√ß §◊Õ °“√°”®—¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’ ‡æ◊ËÕ¬—∫¬—Èß B-cell clonal

expansion ·≈–¬—∫¬—Èß°“√ √â“ß cryoglobulin „™â‡ªìπ°“√√—°…“‡¥’Ë¬«Ê „π√“¬∑’Ë¡’

Õ“°“√‰¡à√ÿπ·√ß

„π√“¬∑’ËÕ“°“√√ÿπ·√ß °“√°”®—¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’∑”À≈—ß®“°„Àâ°“√

√—°…“¥â«¬¬“°¥¿Ÿ¡‘®πÕ“°“√∑ÿ‡≈“√–¬–Àπ÷Ëß

¿“æ∑’Ë 2 ∑“ß‡≈◊Õ°„π°“√√—°…“ hepatitis C virus-associated mixed cryoglobulinemic vasculi-

tis (¥—¥·ª≈ß®“°‡Õ° “√Õâ“ßÕ‘ß 59)
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°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’

Pegylated interferon alfa √à«¡°—∫ ribavirin

‡ªìπ°“√√—°…“¡“μ√∞“π„π°“√°”®—¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’ ´÷Ëß‰¥âº≈„π°“√

§«∫§ÿ¡‰«√— „π√–¬–¬“« (SVR) ª√–¡“≥ 2 „π 3 ¢ÕßºŸâªÉ«¬ ®“°°“√»÷°…“ ran-

domized controlled trial29-32 æ∫«à“°“√„Àâ combination therapy ¥â«¬

pegylated interferon alfa √à«¡°—∫ ribavirin „πºŸâªÉ«¬ HCV-related cryoglo-

bulinemia ‰¥âº≈°“√μÕ∫ πÕß‰¡à·μ°μà“ß‰ª®“°°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’∑—Ë«‰ª

·≈–¥’°«à“°“√√—°…“¥â«¬ conventional interferon √à«¡°—∫ ribavirin ∑—Èß¥â“π com-

plete clinical response (√âÕ¬≈– 67.5 ‡∑’¬∫°—∫ 56.2) virological response

(√âÕ¬≈– 62.5 ‡∑’¬∫°—∫ 53.1) ·≈– immunological response (√âÕ¬≈– 57.5 ‡∑’¬∫°—∫

31.2) √«¡∑—Èß‚Õ°“ °≈—∫‡ªìπ´È”¢Õß‰«√— μ—∫Õ—°‡ ∫´’°ÁπâÕ¬°«à“60-62

„πºŸâªÉ«¬∑’ËÕ“°“√‰¡à√ÿπ·√ß °“√§«∫§ÿ¡‰«√— ‰¥â„π√–¬–¬“« (SVR) ∑”„Àâ

cryoglobulinemia À“¬¢“¥‰¥â μà“ß°—∫ºŸâªÉ«¬∑’Ë¡’Õ“°“√√ÿπ·√ß´÷Ëß®–¡’°“√

°”‡√‘∫¢Õß‚√§‰¥â∫àÕ¬°«à“

®“°°“√»÷°…“¢Õß Saadoun et al32 „πºŸâªÉ«¬ 40 √“¬ ‚¥¬„™â pegylated

interferon alfa √à«¡°—∫ ribavirin „π√“¬∑’ËÕ“°“√‰¡à√ÿπ·√ß ¡’Õ“°“√∑“ßº‘«Àπ—ß

¥’¢÷Èπ√âÕ¬≈– 87.5 (21/24) Õ“°“√∑“ß¢âÕ¥’¢÷Èπ√âÕ¬≈– 81.8 (18/22) Õ“°“√∑“ß√–∫∫

ª√– “∑¥’¢÷Èπ√âÕ¬≈– 74 (20/27) ·≈–Õ“°“√∑“ß‰μ¥’¢÷Èπ√âÕ¬≈– 50 (5/10)

¢âÕ§«√√–«—ß §◊Õ°“√√—°…“¥â«¬ interferon Õ“®®–°√–μÿâπ„Àâ vasculitis

‡ªìπ¡“°¢÷Èπ (glomerulonephritis, neuropathy) ·≈– ribavarin ‡ªìπ¢âÕÀâ“¡„™â

„πºŸâªÉ«¬∑’Ë¡’¿“«–‰μ«“¬33-35

°“√√—°…“‚¥¬„Àâ¬“¬—∫¬—Èß¿Ÿ¡‘§ÿâ¡°—π

Corticosteroid

„™â≈¥°“√Õ—°‡ ∫·≈–°“√ √â“ß¿Ÿ¡‘„π√–¬–·√°¢Õß‚√§ „π√“¬∑’ËÕ“°“√‰¡à

√ÿπ·√ß¢π“¥‡√‘Ë¡μâπ¬“√—∫ª√–∑“π§◊Õ prednisolone 0.5-1.5 mg/kg/day ·≈–„π

√“¬∑’Ë√ÿπ·√ß§«√„™â intravenous pulse methylprednisolone 0.5-1.0 g/day 3
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«—π μ“¡¥â«¬¬“√—∫ª√–∑“π prednisolone 1.0 mg/kg/day ·≈–§«√≈¥¢π“¥¬“

≈ß¿“¬„π 2-4  —ª¥“Àå ¢âÕ§«√√–«—ß §◊Õ ¬“ ‡μ’¬√Õ¬¥åÕ“®∑”„Àâ‰«√— μ—∫Õ—°‡ ∫´’

°”‡√‘∫¢÷Èπ‰¥â36-38

°“√„™â¬“ ‡μ’¬√Õ¬¥å¢π“¥μË”Õ¬à“ß‡¥’¬«„™â‡æ◊ËÕ∑ÿ‡≈“Õ“°“√ª«¥¢âÕ·≈–º◊Ëπ

º‘«Àπ—ß‰¥â ·μà‰¡à™à«¬¡“°„π√“¬∑’Ë¡’Õ“°“√√ÿπ·√ß ‡™àπ Õ“°“√∑“ß‰μÀ√◊Õ√–∫∫

ª√– “∑√ÿπ·√ß ®“°°“√»÷°…“Àπ÷Ëßæ∫«à“°“√„™â interferon alfa Õ¬à“ß‡¥’¬« ·≈– in-

terferon alfa √à«¡°—∫ methylprednisolone ‡ªìπ‡«≈“ 1 ªï ¡’°“√μÕ∫ πÕß∑“ß

§≈‘π‘°¥’°«à“°“√„™â methylprednisolone Õ¬à“ß‡¥’¬« (√âÕ¬≈– 66 ·≈–√âÕ¬≈– 71

‡∑’¬∫°—∫√âÕ¬≈– 22)62

Cytotoxic agents

‡™àπ cyclophosphamide, chlorambucil ·≈– azathioprin „™â√à«¡°—∫

corticosteroid „π°“√√—°…“√–¬– induction „π√“¬∑’ËÕ“°“√√ÿπ·√ß ‚¥¬¬“°≈ÿà¡π’È

®–≈¥°“√ √â“ß cryoglobulin ‚¥¬‰ª≈¥°“√ √â“ß B lymphocyte

¬“∑’Ëπ‘¬¡„™â¡“°∑’Ë ÿ¥ §◊Õ cyclophaphamide ¢π“¥ 2 mg/kg/d „π™à«ß

 Õß∂÷ß “¡‡¥◊Õπ·√° ·μà°“√„™â¬“„π√–¬–¬“«®–‡æ‘Ë¡º≈¢â“ß‡§’¬ß·≈–∑”„Àâ‰«√— μ—∫

Õ—°‡ ∫´’°”‡√‘∫¢÷Èπ‰¥â3,37

¬“∑’Ë‡√‘Ë¡π‘¬¡„™â¡“°¢÷Èπ‡√◊ËÕ¬Ê §◊Õ mycophenolate mofetil ¢π“¥ 1 °√—¡

«—π≈– 2 §√—Èß ¬“¡’º≈®”‡æ“–μàÕ lymphocyte proliferation ¡“°°«à“ cyclophos-

phamide ·≈–¡’·π«‚πâ¡∑’Ë®–≈¥ª√‘¡“≥‰«√— μ—∫Õ—°‡ ∫´’‰¥â¥â«¬ (‡™àπº≈®“°°“√

»÷°…“„πºŸâªÉ«¬∑’Ëª≈Ÿ°∂à“¬‰μ·≈–À—«„®) ‡π◊ËÕß®“°¬“π’È‰ª√–ß—∫°“√∑”ß“π¢Õß inosine

monophosphate dehydrogenase ‡™àπ‡¥’¬«°—∫°≈‰°°“√ÕÕ°ƒ∑∏‘Ï¢Õß¬“ ribavirin

π—Ëπ‡Õß39

Plasmapheresis

„™â√—°…“√à«¡„π√“¬∑’Ë¡’°“√°”‡√‘∫√ÿπ·√ß‡ªìπ§√—Èß§√“« ‚¥¬‡©æ“–„π√“¬∑’Ë¡’

active cryoglobulinemic glomerulonephritis14,40 °“√∑” plasmapheresis

®–‰ª≈¥ circulating cryoglobulin ∑”„ÀâÕ“°“√¥’¢÷Èπ™—Ë«§√“«
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°“√∑” plasmapheresis ‚¥¬μàÕ‡π◊ËÕß‰¡à¡’ª√–‚¬™πå ‡æ√“–‰¡à‰¥â≈¥°“√

 √â“ß cryoglobulin ‚¥¬μ√ß §«√„™â§«∫§Ÿà°—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π‡æ◊ËÕªÑÕß°—π°“√

‡æ‘Ë¡¢÷Èπ∑—π∑’ (rebound) ¢Õß cryoglobulin À≈—ßÀ¬ÿ¥ plasmapheresis

°“√∑” plasmapheresis ‰¡à¡’º≈μàÕ°“√μÕ∫ πÕß¢Õß‰«√— μ—∫Õ—°‡ ∫´’

μàÕ¬“ interferon alfa63

Rituximab

‡ªìπ monoclonal antibody μàÕ CD20 ·Õπμ‘‡®π¢Õß B cells º≈¢Õß¬“

®–≈¥®”π«π¢Õß B cells ·≈– plasma cells ¬—ßº≈„Àâ≈¥°“√ √â“ß cryoglobulin

¢âÕ∫àß™’È¢Õß°“√„™â rituximab §◊Õ „™â„πºŸâªÉ«¬∑’Ë‰¡àμÕ∫ πÕßμàÕ°“√√—°…“

¡“μ√∞“π ”À√—∫‰«√— μ—∫Õ—°‡ ∫´’√à«¡°—∫ cytotoxic agents

¢π“¥¢Õß rituximab ∑’Ë„Àâ §◊Õ 375 mg/m2  —ª¥“Àå≈–§√—Èß ‡ªìπ‡«≈“ 4

 —ª¥“Àå ‰¥âº≈¥’„π°“√≈¥®”π«π B Cells ·≈–≈¥ª√‘¡“≥ cryoglobulin41-43

º≈®“°°“√»÷°…“„πºŸâªÉ«¬ 43 √“¬®“°ß“π«‘®—¬ 8 ™‘Èπ44,64-70 æ∫«à“°“√√—°…“

¥â«¬ rituximab ∑”„ÀâÕ“°“√∑“ßº‘«Àπ—ß¥’¢’Èπ√âÕ¬≈– 73 (24/33) Õ“°“√∑“ß¢âÕ¥’¢÷Èπ

√âÕ¬≈– 53 (15/30) Õ“°“√∑“ß√–∫∫ª√– “∑¥’¢÷Èπ√âÕ¬≈– 36 (9/25) ·≈–Õ“°“√∑“ß

‰μ¥’¢÷Èπ√âÕ¬≈– 70 (9/13)

º≈¢â“ß‡§’¬ß¢Õß rituximab æ∫‰¥â∫àÕ¬∂÷ß√âÕ¬≈– 80 ‰¥â·°à Õ“°“√‰¢â

Àπ“« —Ëπ §≈◊Ëπ‰ âÕ“‡®’¬π º◊Ëπ·æâ orthostatic hypotension ·≈– bronchospasm

·¡âÕ“°“√‡À≈à“π’È¡—°®–‰¡à√ÿπ·√ß ·μà°ÁÕ“®‡ªìπ‡Àμÿ∑”„ÀâμâÕß√–ß—∫°“√„Àâ¬“‰¥â

πÕ°®“°π’È¢âÕ§«√√–«—ß„π∫“ß√“¬§◊Õ ¬“Õ“®∑”„Àâ‰«√— μ—∫Õ—°‡ ∫´’°”‡√‘∫‰¥â ®÷ß§«√

„Àâ§Ÿà°—∫¬“μâ“π‰«√— ‡ ¡Õ44 º≈¢Õß¬“®–§ßÕ¬Ÿà‰¥âª√–¡“≥ 1 ªï „π™à«ßπ’ÈÕ“®¡’°“√

°”‡√‘∫¢Õß cryoglobulinemia ‰¥â‡ªìπ√–¬– ¬—ß‰¡à¡’°“√»÷°…“‡ª√’¬∫‡∑’¬∫√–À«à“ß

°“√„Àâ rituximab ·∫∫ maintenance therapy °—∫°“√„Àâ‡ªìπ√–¬–‡¡◊ËÕ¡’°“√

°”‡√‘∫¢÷Èπ

°“√√—°…“Õ◊Ëπ

°“√√—°…“Õ◊ËπÊ ∑’Ë¡’°“√∑¥≈Õß„™â„πºŸâªÉ«¬∫“ß√“¬ ‡™àπ °“√„™â anti-tumor
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necrosis factor antibodies ·≈–°“√„™â cyclosporin A45,46 ´÷Ëß¬—ß‰¡à¡’¢âÕ¡Ÿ≈‡æ’¬ß

æÕ®–π”¡“ √ÿª‰¥â

°“√√—°…“μ“¡Õ“°“√

„π√“¬∑’ËÕ“°“√‰¡à√ÿπ·√ß ‡™àπ ¡’‡æ’¬ßª«¥¢âÕ À√◊Õº◊Ëπ purpura §«√„Àâ pred-

nisolone 0.1-0.3 mg/kg/day „π√“¬∑’Ë¡’ neuropathic pain §«√„™â¬“„π°≈ÿà¡ an-

tidepressant ‡™àπ duloxetin 60-120 mg/day À√◊Õ ¬“°≈ÿà¡°—π™—° pregabalin

300-600 mg/day48 „π√“¬∑’Ë¡’ progressive gangrene ®“° necrotizing vas-

culitis §«√„Àâ iloprost √à«¡¥â«¬49

πÕ°®“°π’È¬—ß¡’°“√π” colchicine ´÷Ëß‡ªìπ¬“≈¥°“√Õ—°‡ ∫™π‘¥Àπ÷Ëß¡“∑

¥≈Õß„™â¥â«¬ æ∫«à“‰¥âº≈¥’„π°≈ÿà¡∑’Ë¡’Õ“°“√‰¡à√ÿπ·√ß ‚¥¬„Àâ„π¢π“¥ 1 mg/day

‡ªìπ‡«≈“ 6-48 ‡¥◊Õπ50

°“√√—°…“®”·π°μ“¡§«“¡√ÿπ·√ß¢Õß‚√§

®”·π°ÕÕ°‡ªìπ 2 °≈ÿà¡ §◊Õ Õ“°“√‡≈Á°πâÕ¬∂÷ßª“π°≈“ß (mild to moder-

ate disease) ·≈– Õ“°“√√ÿπ·√ßÀ√◊Õ°”‡√‘∫ (severe/active disease) §«√„Àâ°“√

√—°…“¥—ßπ’È (¿“æ∑’Ë 3)

Õ“°“√‡≈Á°πâÕ¬∂÷ßª“π°≈“ß

ºŸâªÉ«¬∑’Ë¡’‡æ’¬ßÕ“°“√ª«¥¢âÕ º◊Ëπ purpura ¡’Õ“°“√∑“ß√–∫∫ª√– “∑‡™àπ

peripheral neuropathy À√◊Õ¡’Õ“°“√∑“ß‰μ‡æ’¬ß‡≈Á°πâÕ¬ (glomerulonephritis

with stable renal function, inactive urine sediment, mild to moderate

histological lesions at renal biopsy) ·π–π”„Àâ√—°…“¥â«¬ pegylated inter-

feron alfa √à«¡°—π°—∫ ribavirin ¬°‡«âπ·μà¡’¢âÕ∫àßÀâ“¡ ¢π“¥¢Õß¬“·≈–√–¬–

‡«≈“°“√√—°…“∂◊Õμ“¡°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’‚¥¬ª°μ‘

„π√“¬∑’Ë°“√∑”ß“π¢Õß‰μ∫°æ√àÕß „Àâ≈¥¢π“¥¬“≈ß ∑—Èß pegylated inter-

feron alfa ·≈– ribavirin ‚¥¬„π°√≥’‡®“– ribavirin plasma concentration ‰¥â

„Àâ√—°…“√–¥—∫¬“‰«â∑’Ë 10-15 micromol/L ‰¡à·π–π”„™â ribavirin51 „π√“¬∑’Ë GFR
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<50 mL/min/1.73 m2

Õ“°“√√ÿπ·√ßÀ√◊Õ°”‡√‘∫

ºŸâªÉ«¬∑’Ë¡’Õ“°“√∑“ß‰μ√ÿπ·√ß (nephritic syndrome with ranal func-

tion impairment or nephritic syndrome with active urine sediment, and

severe histological lesions at renal biopsy) À√◊Õ severe motor neuropa-

thy, skin ulcer, wide spread vasculitis ·π–π”„Àâ„™â corticosteroids À√◊Õ

cyclophosphamide „π√–¬–‡√‘Ë¡μâπ „π√“¬∑’ËÕ“°“√√ÿπ·√ß©—∫æ≈—π „Àâ°“√

¿“æ∑’Ë 3 °“√√—°…“ hepatitis C virus-associated mixed cryoglobulinemic vasculitis μ“¡§«“¡

√ÿπ·√ß¢ÕßÕ“°“√

HCV, hepatitis C virus; Peg-IFN, Pegylated alfa Interferon (¥—¥·ª≈ß®“°‡Õ° “√Õâ“ßÕ‘ß∑’Ë 28)
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√—°…“‡ √‘¡¥â«¬ plasmapheresis √à«¡¥â«¬

Õ“®π” rituximab ¡“„™â‡ªìπ induction therapy ·∑π cyclophospha-

mide ‡æ◊ËÕ≈¥º≈¢â“ß‡§’¬ß¢Õß cyclophosphamide

‡¡◊ËÕ¿“«– vasculitis §«∫§ÿ¡‰¥â¥’·≈â« ®÷ß„Àâ°“√√—°…“‚¥¬°“√°”®—¥‡™◊ÈÕ

‰«√— μ—∫Õ—°‡ ∫´’μàÕ‰ª

°“√æ¬“°√≥å‚√§

°“√æ¬“°√≥å‚√§‰¡à¥’„π°≈ÿà¡∑’Ë¡’Õ“°“√· ¥ß∑“ß‰μ·≈–¡’ vasculitis ¡“°

ªí®®—¬≈∫μàÕ°“√æ¬“°√≥å‚√§‰¥â·°à ‡√‘Ë¡«‘π‘®©—¬‡¡◊ËÕÕ“¬ÿ¡“°°«à“ 60 ªï ·≈–¡’Õ“°“√

· ¥ß∑“ß‰μ11

‚¥¬√«¡‚Õ°“ ¡’™’«‘μ√Õ¥∑’Ë 5 ªï‡∑à“°—∫√âÕ¬≈– 90 ·μàÀ“°¡’Õ“°“√· ¥ß∑“ß

‰μ ®–¡’‚Õ°“ √Õ¥™’«‘μ∑’Ë 5 ªï‡À≈◊Õ√âÕ¬≈– 50 ‡π◊ËÕß®“°æ∫Õÿ∫—μ‘°“√≥å°“√μ‘¥‡™◊ÈÕ

·≈–Õÿ∫—μ‘°“√≥å¢Õß‚√§À—«„®·≈–À≈Õ¥‡≈◊Õ¥‡æ‘Ë¡¢÷Èπ11,13
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√—°…“„π‚√ßæ¬“∫“≈ ‰¥â¬“ªØ‘™’«π– ceftriaxone ©’¥ª√–¡“≥ 1  —ª¥“Àå

·μàÕ“°“√‰¡à¥’¢÷Èπ ·æ∑¬å®÷ß àßμ—«¡“μ√«®√—°…“μàÕ

PH ªØ‘‡ ∏‚√§ª√–®”μ—« ‰¡à‰¥â„™â¬“„¥Ê ªØ‘‡ ∏Õ“À“√‡ √‘¡À√◊Õ¬“ ¡ÿπ‰æ√

FH ªØ‘‡ ∏‚√§μ—∫·¢Áß ¡–‡√Áßμ—∫ ¡–‡√Áß≈”‰ â„π§√Õ∫§√—«

PE BT 37.8oC, BP 110/65 mmHg, PR 98/min, RR 18/min

GA A middle-aged woman, good consciousness
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HEENT mildly pale conjuctivae, no icteric sclerae,

no signs of chronic liver disease

no palpable cervical and axillary lymph node

Heart regular rhythm, no murmur

Lungs clear, no adventitious sound

Abdomen normal contour, soft, no guarding

enlarged liver with mild tenderness

liver span 10 cm, spleen not palpable

active bowel sound

Extremities unremarkable

PR normal sphincter tone, no mass, no rectal shelf

°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√

CBC: Hb 9.4 g/dL, Hct 27.7%, MCV 85 fL, WBC 14,700/mL (N 52%,

L 21.6%, E 26.4%) platelets 302,000/mL

Stool: yellow, soft, no RBC/WBC, no parasite

BUN 6.0 mg/dL, Cr 0.6 mg/dL

Na 131 mEq/L, K 3.7 mEq/L, Cl 99 mEq/L, CO2 24 mEq/L

LFTs: albumin 2.0 g/dL, globulin 5.6 g/dL,

TB 0.77 mg/dL, DB 0.21 mg/dL

AST 31 U/L, ALT 27 U/L, AP 143 U/L

PT 19.6 sec (12.2) INR 1.8, PTT 28 sec (28.4)

CEA 0.7 ng/mL, CA19-9 12 U/mL, AFP 5.8 ng/mL

E. histolytica titer: negative

CT upper abdomen:

mild hepatomegaly, a large confluent hypodense mass, 8.5x9.8
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cm in right lobe of liver. It shows mild enhancement on arterial phase

and increased enhancement on portovenous and delayed phase. Left

lobe hypertrophy is noted. The biliary tree is not dilated. The portal vein

is patent. Gallbladder, pancreas, spleen, adrenal gland, kidney, urinary

bladder and uterus are unremarkable. Small amount of free intraperito-

neal fluid in upper and lower abdomen. No intraabdominal lymphaden-

opathy.

Differential diagnoses

1. Intrahepatic cholangiocarcinoma

2. Liver abscess

3. Metastatic tumor

Liver FNA: Highly cellular specimen consisting of numerous of eosino-

phil and Charcot Leyden crystal, no parasite found. C/S: no

growth

Diagnosis Eosinophillic liver abscess

Ωï„πμ—∫∑’Ëæ∫∫àÕ¬π—Èπ  “‡ÀμÿÀ≈—°‡°‘¥®“°°“√μ‘¥‡™◊ÈÕ∫‘¥ (Amoebic liver

abscess) ‡™◊ÈÕ·∫§∑’‡√’¬ (pyogenic liver abscess), ‡™◊ÈÕ‡¡≈‘ÕÕ¬‚¥ ‘  (Melioi-

dosis liver abscess)

·μà¬—ß¡’ºŸâªÉ«¬°≈ÿà¡Àπ÷Ëß ‚¥¬‡©æ“–„π¿“§‡Àπ◊Õ·≈–¿“§μ–«—πÕÕ°‡©’¬ß

‡Àπ◊Õ¢Õßª√–‡∑»‰∑¬√«¡∂÷ßª√–‡∑»‡æ◊ËÕπ∫â“π (‡«’¬¥π“¡ æ¡à“ ≈“« ‡°“À≈’„μâ) ∑’Ë

¡’Õ“°“√¢ÕßΩï„πμ—∫√à«¡°—∫æ∫ peripheral eosinophilia ´÷Ëß¿“¬À≈—ßμ√«®æ∫«à“

‡°‘¥®“°°“√μ‘¥‡™◊ÈÕæ¬“∏‘„∫‰¡âμ—∫ ™π‘¥ Fasciola hepatica À√◊Õ Fasciola gigantica

(Fascioliasis)1

Õ“®¡’·æ∑¬å∫“ß°≈ÿà¡‡√’¬°°≈ÿà¡Õ“°“√π’È«à“‡ªìπ eosinophilic liver abscess

„π§«“¡‡ªìπ®√‘ßπ—Èπ °“√∑’Ëæ∫ peripheral eosinophilia ·≈– liver abscess √à«¡
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°—ππ—Èπ Õ“®‡°‘¥®“° “‡ÀμÿÕ◊ËπÊ ‰¥â ‡™àπ Cysticercosis, Paragonimiasis, Clonor-

chiasis, Sparganosis, Anissakiasis, Schistosomiasis, Toxoplasmosis,

Malignancy À√◊Õ Chemical substance2

„π∑’Ëπ’È ºŸâ‡¢’¬π®–¢Õ°≈à“«∂÷ß liver abscess ∑’Ë‡°‘¥®“° invasive fascio-

liasis ‡∑à“π—Èπ ‡π◊ËÕß®“°¡’ª√–‡¥Áπ∑’Ëπà“ π„®‡°’Ë¬«°—∫≈—°…≥–°“√¥”‡π‘π‚√§ °“√«‘π‘®©—¬

°“√√—°…“ √«¡‰ª∂÷ß°“√μ‘¥μ“¡·≈–°“√ªÑÕß°—π

≈—°…≥–¢Õßæ¬“∏‘·≈–¢âÕ¡Ÿ≈∑“ß√–∫“¥«‘∑¬“

Fasciola hepatica À√◊Õ Fasciola gigantica ‡ªìπæ¬“∏‘μ—«·∫π (flat

worms) ®—¥Õ¬Ÿà„π phyllum Platyhelminthes, class Trematoda ®—¥«à“‡ªìπ

æ¬“∏‘μ—«·∫π∑’Ë¡’¢π“¥§àÕπ¢â“ß„À≠à (F. hepatica up to 30 mm, F. gigantica

up to 75 mm)3

Fasciola spp. æ∫‰¥â∑—Ë«‚≈° ‡™àπ ¬ÿ‚√ª Õ‡¡√‘°“ Õ—ø√‘°“ μ–«—πÕÕ°°≈“ß

‡Õ‡™’¬1 √«¡∂÷ßª√–‡∑»‰∑¬ ́ ÷Ëß„πª√–‡∑»‰∑¬®–æ∫¡“°„π¿“§‡Àπ◊Õ μ–«—πÕÕ°‡©’¬ß

‡Àπ◊Õ ·≈–¿“§°≈“ßμÕπ∫π4,5

Fasciola ¡’ intermediate host ‡ªìπÀÕ¬πÈ”®◊¥ ´÷Ëß “¡“√∂‡®√‘≠‡μ‘∫‚μ

‡ªìπ cercariae ·≈– infective metacercariae Õ¬Ÿà„πæ◊™πÈ” (watercress)

·≈– “¡“√∂μ‘¥μàÕ Ÿà «—« §«“¬ ·æ– ·°– ·≈–¡πÿ…¬å‰¥â®“°°“√°‘π metacercariae

∑’ËÕ¬Ÿà„πæ◊™πÈ” ‚¥¬‡©æ“–„π·À≈àßπÈ”∑’Ë„™â√à«¡°—π°—∫«—« §«“¬ À√◊Õ ·æ– ·°–π—Èπ3

¿“æ∑’Ë 1 Fasciola spp. adult fluke (http://www.dpd.cdc.gov/dpdx/html/fascioliasis.htm)
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æ¬“∏‘°”‡π‘¥3

‡¡◊ËÕ§π°‘π metacercariae ´÷Ëß‡ªìπ infective stage ‡¢â“¡“„π duode-

num μ—«æ¬“∏‘®– excyst ÕÕ°®“°ºπ—ß≈”‰ â ‡¢â“ Ÿà peritoneal cavity ·≈–‡®“–

ºà“π liver capsule ‡¢â“ Ÿà‡π◊ÈÕμ—∫ ®“°π—Èπ®–‰™ºà“π‡π◊ÈÕμ—∫‰ª¬—ß biliary tract ·≈–

°≈“¬‡ªìπ adult form ‡æ◊ËÕ«“ß‰¢àμàÕ‰ª °“√‡®√‘≠¢Õß metacercariae  Ÿà adult

form „π¡πÿ…¬å„™â‡«≈“ª√–¡“≥ 3-4 ‡¥◊Õπ

Õ“°“√∑“ß§≈‘π‘°6-8

ºŸâªÉ«¬®–¡’Õ“°“√À≈“°À≈“¬ μ—Èß·μà ‰¢â μ—«‡À≈◊Õßμ“‡À≈◊Õß ª«¥∑âÕß ª«¥

‡¡◊ËÕ¬μ“¡μ—« ÕàÕπ‡æ≈’¬ μ√«®√à“ß°“¬¡—°®–æ∫μ—∫‚μ μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√æ∫

¿“æ∑’Ë 2 Fasciola spp. life cycle (http://www.dpd.cdc.gov/dpdx/html/fascioliasis.htm)
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‡¡Á¥‡≈◊Õ¥¢“« Ÿß ·≈– peripheral eosinophilia (absolute eosinophil count >500/

mL)

1. Hepatic phase (acute phase)

‡ªìπ√–¬–∑’Ëæ¬“∏‘ migrate ºà“π duodenum ∑“ß peritoneal cavity ¡“

∂÷ßμ—∫ ºŸâªÉ«¬¡—°®–¡’Õ“°“√‰¢â ª«¥∫√‘‡«≥™“¬‚§√ß¢«“ ·≈–μ√«®æ∫ hepatome-

galy ‚¥¬Õ“°“√¡—°®–‡ªìπ¿“¬„π 6-12  —ª¥“ÀåÀ≈—ß®“°°‘π metacercariae ·≈–

¡—°®–æ∫ peripheral eosinophilia  Ÿß¢÷Èπ„π√–¬–π’È

2. Biliary phase (chronic phase)

‡ªìπ√–¬–∑’Ë Fasciola spp. ‰™ºà“π liver parenchyma ¡“Õ¬Ÿà„π biliary

tract „π√–¬–π’È∫“ß§√—ÈßÕ“®„™â‡«≈“∂÷ß 6 ‡¥◊Õπ®π∂÷ßÀ≈“¬ªï ºŸâªÉ«¬¡—°®–‰¡à¡’Õ“°“√

·μà∫“ß§√—ÈßÕ“®‡°‘¥ CBD obstruction ‰¥â ·≈–Õ“®‡°‘¥ complication ‡™àπ

cholelithiasis ·≈– cholecystitis ‰¥â ´÷Ëß„π√–¬–π’È Õ“®®–æ∫ peripheral eosi-

nophilia À√◊Õ‰¡à°Á‰¥â ∫“ß§√—Èßæ¬“∏‘Õ“®®–‰™ÕÕ°‰ªÕ¬Ÿà ectopic sites ‡™àπ subcu-

taneous tissue of abdominal wall, heart, lungs, brain, genital system,

eye ‰¥â ‚¥¬ºà“π∑“ß hematogenous À√◊Õ soft tissue migration

°“√«‘π‘®©—¬

‡√“§«√ ß —¬ fascioliasis „πºŸâªÉ«¬∑’Ë¡’Õ“°“√ ‰¢â ª«¥∑âÕß μ√«®√à“ß°“¬

æ∫μ—∫‚μ ·≈–æ∫ peripheral eosinophilia ‡√“§«√´—°∂“¡ª√–«—μ‘§«“¡‡ ’Ë¬ß ‡™àπ

°“√√—∫ª√–∑“πæ◊™πÈ” À√◊Õ ·À≈àßπÈ”∑’Ë„™âπ—Èπ¡’°“√„™â√à«¡°—π√–À«à“ß ·æ– ·°– «—« §«“¬9

1. °“√μ√«®∑“ß microscopy

μ√«®æ∫‰¢àæ¬“∏‘®“°°“√μ√«®Õÿ®®“√– ·μà°“√μ√«®‰¡àæ∫‰¡à “¡“√∂μ—¥‚√§

π’È‰¥â ‡π◊ËÕß®“°Õ“®μ√«®‰¡àæ∫‰¢à‰¥â∂â“Õ¬Ÿà„π hepatic phase10 ·≈–‰¢à°Á‰¡à “¡“√∂

·¬°®“°°—π‰¥â√–À«à“ß Fasciola hepatica, Fasciola gigantica À√◊Õ intestinal
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flukes ‡™àπ Fasciolopsis buski3

2. °“√μ√«® serology

¡’°“√μ√«® ELISA μàÕ excretory-secretory (ES) Ag product ®“°

adult parasite ¡’ sensitivity 100% ·≈– specificity 97.8%3 ´÷Ëß°“√μ√«® se-

rology π—Èπ®– “¡“√∂„Àâº≈∫«°‰¥âμ—Èß·μà„π√–¬–·√°∑’Ëæ¬“∏‘ migrate ‡¢â“ Ÿà liver

parenchyma ́ ÷Ëß‰¡à “¡“√∂μ√«®æ∫‰¢àæ¬“∏‘‰¥â (2-4  —ª¥“ÀåÀ≈—ß®“°‰¥â√—∫‡™◊ÈÕæ¬“∏‘)

3. Imaging

‡ªìπ ‘Ëß∑’Ë¡’ª√–‚¬™πå¡“°∑’Ë ÿ¥„π°“√«‘π‘®©—¬ ´÷Ëß finding ®“° CT scan4,11-16

∑’Ë‡ªìπ≈—°…≥–¢Õß‚√§§◊Õ

1) ®”π«π¢ÕßΩï¡’À≈“¬μ”·Àπàß¢π“¥‡≈Á°√Ÿª√à“ß°≈¡À√◊Õ√Ÿª‰¢à Õ¬Ÿà√«¡

‡ªìπ°≈ÿà¡ ¡’ linear tracts À√◊Õ serpiginous tract signs

2) ¡’ peripheral contrast enhancement πâÕ¬À√◊Õ‰¡à¡’

3) ¡’ subcapsular lesion

4) ¡—°‰¡à‡°‘¥√à«¡°—∫Ωï„π¡â“¡

5) Õ“®æ∫ hypodensity/filling defect lesion „π biliary tract ‰¥â

¿“æ∑’Ë 3 Fasciola spp. egg (http://www.dpd.cdc.gov/

dpdx/html/fascioliasis.htm)
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Ultrasonography À√◊Õ ERCP ∫“ß§√—Èß°Á™à«¬„π°“√«‘π‘®©—¬„π√–¬– bil-

iary stage ‰¥â‡™àπ°—π ®–æ∫≈—°…≥– ¢Õßæ¬“∏‘∑’Ë‡§≈◊ËÕπ‰À«‰¥â„π bile duct À√◊Õ

gallbladder ·≈–¡—°æ∫ stones √à«¡¥â«¬17

4. Tissue diagnosis

°“√∑” liver biopsy ¡—°‰¡àæ∫ eggs or adult flukes °“√μ√«®æ∫∑“ß

æ¬“∏‘«‘∑¬“∑’Ë™’È∫àß«à“πà“®–‡°‘¥®“°°“√μ‘¥‡™◊ÈÕπ’È §◊Õ æ∫ Charcot-Leyden crystal,

eosinophil infiltration ·≈– multiple calcific foci18

°“√√—°…“

„™â°“√√—°…“¥â«¬¬“¶à“æ¬“∏‘‡ªìπÀ≈—° ¬“∑’Ë„™â‰¥âº≈¥’ §◊Õ triclabendazole

¿“æ∑’Ë 4 CT abdomen æ∫ multiple hypodensity lesions in liver (white arrow: serpigenous

tract signs, gray arrow: subcapsular lesion)
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(TCBZ) 10 mg/kg single dose À√◊Õ 10 mg/kg ‡ªìπ‡«≈“ Õß«—πμ‘¥μàÕ°—π

¡’Õ—μ√“°“√À“¬‡°‘π°«à“ 90%20 ‚¥¬∑’ËºŸâªÉ«¬ “¡“√∂∑π°—∫¬“‰¥â¥’ ·μà

‡π◊ËÕß®“°„πª√–‡∑»‰∑¬¡’°“√„™â¬“π’È‡æ◊ËÕ√—°…“ fascioliasis „π —μ«å‡∑à“π—Èπ ·≈–

ªí®®ÿ∫—π‰¡à “¡“√∂À“¬“π’È‰¥â·≈â« ‡™àπ‡¥’¬«°—∫∑’Ë À√—∞Õ‡¡√‘°“´÷ËßμâÕß¢Õºà“π CDC

‡∑à“π—Èπ3

¡’°“√»÷°…“ pilot study „π‡«’¬¥π“¡19 „™â Artesunate 4 mg/kg/day

10 «—π ‡∑’¬∫°—∫ triclabendazole 10 mg/kg single dose æ∫«à“ complete re-

sponse rate Õ¬Ÿà∑’Ë 76% ‡¡◊ËÕ‡∑’¬∫°—∫ 92% „π TCBZ ·μà¡’Õ“°“√ª«¥∑âÕß∑’Ë¥’¢÷Èπ

¡“°°«à“À≈—ß®“°ÕÕ°®“°‚√ßæ¬“∫“≈

¬“Õ◊Ëπ∑’Ë “¡“√∂„™â‰¥â§◊Õ bithionol (30-50 mg/kg) ·∫àß„Àâ “¡‡«≈“ «—π

‡«âπ«—π √«¡ 10-15 doses ¡’Õ—μ√“°“√μÕ∫ πÕß 50-90%21

°“√„™â nitazoxanide 500 mg bid ‡ªìπ‡«≈“ 7 «—π æ∫«à“¡’Õ—μ√“°“√μÕ∫

 πÕß 60% „π adult22

·¡â praziquantel ®–‰¡à„™â„π°“√√—°…“ ·μà¡’√“¬ß“π°“√»÷°…“„π‡°“À≈’ „™â

¢π“¥ 70-84 mg/kg ‡ªìπ‡«≈“ 7 «—π  “¡“√∂∑”„Àâ peripheral eosinophilia

°≈—∫ Ÿà√–¥—∫ª°μ‘„π 3 ‡¥◊Õπ ·≈–≈¥¢π“¥¢Õß abscess ≈ß >90% „π 5 ‡¥◊Õπ23 ·μà

μâÕß√–«—ßº≈¢â“ß‡§’¬ß‡π◊ËÕß®“°„Àâ„π¢π“¥∑’Ë Ÿß¡“°

 à«π albendazole ·≈– mebendazole π—Èπ‰¡à¡’¢âÕ¡Ÿ≈«à“ “¡“√∂„™â√—°…“

‰¥â„π§π

¿“«–·∑√°´âÕπ17

1. Biliary obstruction Õ“®‡°‘¥¿“«– acute cholangitis ‰¥â ®“°μ—«

æ¬“∏‘∑’Ë‰ªÕÿ¥∑àÕπÈ”¥’‡Õß À√◊Õ®“° healing process ∑”„Àâ‡°‘¥ fibrosis À√◊Õ cal-

cification μâÕß∑” ERCP ‡æ◊ËÕπ”‡Õ“æ¬“∏‘ÕÕ°À√◊Õ‡æ◊ËÕ·°â‰¢¿“«–°“√Õÿ¥μ—π¢Õß∑àÕ

πÈ”¥’

2. Hemobilia À√◊Õ microcytic anemia

3. Cholecystitis °Á‡§¬¡’√“¬ß“π«à“æ∫‰¥â



38 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, æƒ…¿“§¡- ‘ßÀ“§¡ 2556

°“√μ‘¥μ“¡ºŸâªÉ«¬

πÕ°‡Àπ◊Õ®“°°“√μ‘¥μ“¡Õ“°“√ §«√μ√«®μ‘¥μ“¡√–¥—∫ eosinophil „π

‡≈◊Õ¥ μ√«®Õÿ®®“√–À“‰¢àæ¬“∏‘ μ√«®√–¥—∫ serology titer ·≈–μ√«® imaging study

(Õ—≈μ√“´“«¥åÀ√◊Õ‡ÕÁ°´‡√¬å§Õ¡æ‘«‡μÕ√å)24 ·μà¬—ß‰¡à¡’§”·π–π”∑’Ë™—¥‡®π«à“§«√∑”∫àÕ¬

‡æ’¬ß„¥

°“√ªÑÕß°—π

§«√√–¡—¥√–«—ß„π°“√√—∫ª√–∑“πæ◊™πÈ” ‚¥¬‡©æ“–„π·À≈àß endemic area

À√◊Õ„π∫√‘‡«≥∑’Ë„™â·À≈àßπÈ”√à«¡°—∫ ·æ– ·°– «—« §«“¬

ªí®®ÿ∫—π¡’«—§ ’́π‡æ◊ËÕªÑÕß°—π‚√§„π —μ«å‡≈’È¬ß ·μà¬—ß‰¡à¡’«—§ ’́π ”À√—∫¡πÿ…¬å25

 √ÿª

¿“«–Ωï„πμ—∫∑’Ë‡°‘¥®“° invasive fasioliasis π—Èπ ‡ªìπªí≠À“ ”§—≠∑’Ëæ∫

‰¥â∫àÕ¬„πª√–‡∑»‰∑¬ °“√®–«‘π‘®©—¬¿“«–π’È„Àâ‰¥âπ—Èπ§«√„Àâ§«“¡ ”§—≠‡°’Ë¬«°—∫

ª√–«—μ‘§«“¡‡ ’Ë¬ß¢ÕßºŸâªÉ«¬ Õ“°“√ °“√¥”‡π‘π‚√§ ≈—°…≥– ”§—≠·≈–®”‡æ“–®“°

μ“√“ß∑’Ë 1 ¬“∑’Ë„™â„π°“√√—°…“ fascioliasis

Drugs Dose Duration Response ADR

Triclabendazole 10 mg/kg Single or 2 >90% Well tolerated

consecutive days

Bithionol 30-50 mg/kg 10-15 doses 50-90% Anorexia, N/V, abdominal pain

Artesunate 4 mg/kg/d 10 d 76% Anorexia, N/V, dizziness

Albendazole No clinical data

in human

Praziquantel 70-84 mg/kg/d 7 d Anorexia, N/V, dizziness

Nitazoxanide 500 mg bid 7d 60% Headache, abdominal pain
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A Woman with Abdominal Pain
for 10 Years and Short Stature

°“®æß»å  ‡μ™∏ÿ«“π—π∑å
®ÿ≈®—°√  ≈‘Ë¡»√’«‘‰≈

 ÿæ®πå  æß»åª√– ∫™—¬
 “¢“«‘™“‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ ¿“§«‘™“Õ“¬ÿ√»“ μ√å ‚√ßæ¬“∫“≈»‘√‘√“™

Interhospital Conference

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

ºŸâªÉ«¬À≠‘ß‰∑¬‚ ¥ Õ“¬ÿ 26 ªï Õ“™’æ√—∫®â“ß ¿Ÿ¡‘≈”‡π“ ®. ÿ√“…Æ√å∏“π’

CC: ª«¥∑âÕß¡“°¢÷Èπ¡“ 3 ‡¥◊Õπ

PI: 10 ªï PTA ¡’Õ“°“√ª«¥√Õ∫Ê  –¥◊Õ ‡ªìπæ—°Ê §√—Èß≈–ª√–¡“≥ 10 π“∑’

≈—°…≥–ª«¥∫‘¥Ê·πàπÊ ∫“ß§√—Èß√â“«‰ªÀ≈—ß ‰¡à —¡æ—π∏å°—∫¡◊ÈÕÕ“À“√ ∫“ß

§√—Èßª«¥¡“°®πμâÕßμ◊Ëπ¡“°≈“ß¥÷° ‰¡à§≈◊Ëπ‰ âÕ“‡®’¬π Õÿ®®“√–ª°μ‘

9 ªï PTA ‰ªμ√«®∑’Ë‚√ßæ¬“∫“≈®—ßÀ«—¥ ‰¥â√—∫°“√μ√«®Õ—≈μ√“´“«¥åº≈ª°μ‘

 àÕß°≈âÕß°√–‡æ“–Õ“À“√º≈ª°μ‘  àÕß°≈âÕß≈”‰ â„À≠à¡’≈”‰ âÕ—°‡ ∫‡≈Á°πâÕ¬

‰¥â¬“≈¥°√¥·≈–¬“·°âª«¥∑âÕß¡“√—∫ª√–∑“π ¬—ß¡’Õ“°“√ª«¥∑âÕß‡ªìπÊ À“¬Ê

μ≈Õ¥ μ√«®æ∫‚≈À‘μ®“ß®÷ß‰¥â¬“∫”√ÿß‡≈◊Õ¥¡“√—∫ª√–∑“π μâÕß„Àâ‡≈◊Õ¥∑ÿ° 1-

2 ‡¥◊Õπ ªí  “«–ª°μ‘ ‰¡à¡’∂à“¬¥”À√◊Õ∂à“¬‡ªìπ‡≈◊Õ¥ μàÕ¡“‰¥â√—∫∏“μÿ‡À≈Á°

©’¥‡¢â“À≈Õ¥‡≈◊Õ¥ ‚≈À‘μ®“ß¥’¢÷Èπ √—∫‡≈◊Õ¥Àà“ß¢÷Èπ

7 ªï PTA ‰¥â√—∫°“√«‘π‘®©—¬¿“«– short stature with delayed second-

ary sex characteristics (menarche ‡¡◊ËÕÕ“¬ÿ 15 ªï ¢≥–Õ“¬ÿ 17 ªï¬—ß‰¡à¡’

pubic ·≈– axillary hair, breast Tanner stage 3)

3 ‡¥◊Õπ PTA ª«¥∑âÕß¡“°¢÷Èπ ª«¥∑—Ë«Ê ∑âÕß ª«¥¡“°∫√‘‡«≥¥â“π´â“¬≈à“ß

ª«¥‡ªìπÊ À“¬Ê ∑—Èß«—π ª«¥∫’∫Ê √â“«‰ª‡Õ«¢â“ß´â“¬ ‡∫◊ËÕÕ“À“√ πÈ”Àπ—°≈¥
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®“° 33 ‡ªìπ 30 °‘‚≈°√—¡ ‰¡à¡’‰¢â ‰¡à§≈◊Ëπ‰ âÕ“‡®’¬π Õÿ®®“√–ª°μ‘ ‰¡à¡’¡Ÿ°

‡≈◊Õ¥ Õÿ®®“√–‰¡à‡ªìπ¡—π≈Õ¬ Õ“°“√ª«¥∑âÕß‡ªìπ¡“°®πμâÕß‰ª©’¥¬“∑ÿ°«—π

®÷ß¢Õ¡“√—°…“μàÕ∑’Ë √.æ.»‘√‘√“™

PH: ºà“μ—¥‰ âμ‘Ëß‡¡◊ËÕ 8 ªï°àÕπ

Personal History:

‰¡à¥◊Ë¡ ÿ√“ ‰¡à Ÿ∫∫ÿÀ√’Ë

FH: ¡’æ’ËπâÕß 4 §π ·¢Áß·√ß¥’ ‰¡à¡’∫ÿ§§≈„¥„π§√Õ∫§√—«‡ªìπ¡–‡√Áß

PE: Height 142.5 cm, Weight 30.6 kg

V/S: BT 37oC, PR 88/min, RR 20/min, BP 100/60 mm Hg

GA: A young female, hyposthenic build, good consciousness

HEENT: mildly pale, no jaundice

glossitis, no angular stomatitis

Heart: normal S1S2, no murmur

Lung: normal breath sound

Abdomen: no distension, surgical scar at RLQ, soft, not tender

liver and spleen not palpable, no mass

no shifting dullness, normal bowel sound

Extremities: pitting edema 1+

Skin: dry skin, no rash

Lymph nodes: no superficial lymphadenopathy

PR: no perianal lesion, normal sphincter tone, yellow feces

°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√

CBC: Hb 8.1 g/dL, Hct 30.6%, MCV 94.4 fL, WBC 7,220/mm3 (N 74.5%, L

17.6%, M 6.1%), platelets 765,000/mm3

BUN 9.5 mg/dL, Cr 0.2 mg/dL
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Na 137 mEq/L, K 4.1 mEq/L, Cl 107 mEq/L, CO2 24 mEq/L

LFT: TB 0.5 mg/dL, DB 0.1 mg/dL, AST 20 U/L, ALT 15 U/L, AP 83 U/

L [39-117]

albumin 1.8 g/dL, globulin 2.8 g/dL

UA: sp.gr. 1.008, pH 6.0, WBC 0-1, RBC 0-1, epithelial cells 0-1

albumin - negative, sugar - negative

 √ÿªªí≠À“¢ÕßºŸâªÉ«¬

1. Chronic intermittent periumbilical pain for 10 years

2. Anemia with hypoalbuminemia

3. Short stature with delayed secondary sex characteristics for

7 years

Õ¿‘ª√“¬

ºŸâªÉ«¬À≠‘ß‰∑¬‚ ¥Õ“¬ÿπâÕ¬ ¡“¥â«¬Õ“°“√ª«¥∑âÕß∫√‘‡«≥√Õ∫≈‘Èπªïò‡√◊ÈÕ√—ß

‡ªìπÊ À“¬Ê ¡“ 10 ªï ‚¥¬≈—°…≥–Õ“°“√ª«¥‡¢â“‰¥â°—∫ intestinal colicky pain

Õÿ®®“√–ª°μ‘ μ√«®√à“ß°“¬μ—∫¡â“¡‰¡à‚μ ‰¡àæ∫°âÕπ„π™àÕß∑âÕß Õ’°∑—Èß¬—ß‡§¬‰¥â√—∫

°“√μ√«® àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π∫π·≈–≈”‰ â„À≠à·≈â«º≈ª°μ‘ ∑”„Àâπ÷°∂÷ß

√Õ¬‚√§∫√‘‡«≥≈”‰ â‡≈Á°¡“°∑’Ë ÿ¥

°“√μ√«®√à“ß°“¬æ∫¿“«–´’¥ ≈‘ÈπÕ—°‡ ∫ (glossitis) ·≈–‡§¬‰¥â√—∫°“√

«‘π‘®©—¬æ∫‚≈À‘μ®“ß Õ“®∫àß∂÷ß√Õ¬‚√§∑’Ë™—Èπ‡¬◊ËÕ∫ÿ≈”‰ â (mucosal lesion) πÕ°®“°

π’ÈºŸâªÉ«¬¡’√–¥—∫‚ª√μ’π·≈–·Õ≈∫Ÿ¡‘π„π‡≈◊Õ¥μË” ·≈–‰¥â√—∫°“√μ√«®ªí  “«–‡æ‘Ë¡

‡μ‘¡æ∫«à“‰¡à¡’·Õ≈∫Ÿ¡‘πÕÕ°¡“„πªí  “«– ∑”„Àâπ÷°∂’ß¿“«–°“√ Ÿ≠‡ ’¬‚ª√μ’π®“°

∑“ß‡¥‘πÕ“À“√ (protein losing enteropathy) √à«¡¥â«¬  à«πªí≠À“μ—«‡μ’È¬·≈–

æ—≤π“°“√∑“ß‡æ»∑ÿμ‘¬¿Ÿ¡‘™â“ (short stature and delayed secondary sex char-

acteristics) Õ“®‡ªìπº≈®“°‚√§‡√◊ÈÕ√—ß∑’ËºŸâªÉ«¬‡ªìπ‰¥â

‡π◊ËÕß®“°π÷°∂÷ß√Õ¬‚√§∫√‘‡«≥≈”‰ â‡≈Á°¡“°∑’Ë ÿ¥ ®÷ß‰¥â∑”°“√ àÕß°≈âÕß
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≈”‰ â‡≈Á°¥â«¬«‘∏’ antegrade single balloon enteroscopy ´÷Ëß “¡“√∂ àÕß°≈âÕß

‡¢â“‰ª‰¥â 100 ‡´πμ‘‡¡μ√®“° pylorus æ∫‡æ’¬ß°“√∫«¡‡≈Á°πâÕ¬‚¥¬∑—Ë«‰ª¢Õß

≈”‰ â‡≈Á° à«π duodenum ·≈– jejunum ´÷Ëß‰¡àÕ∏‘∫“¬¿“«–´’¥·≈–·Õ≈∫Ÿ¡‘π∑’ËμË”

¢ÕßºŸâªÉ«¬ ®÷ß‰¥âμ√«®‡æ‘Ë¡‡μ‘¡‚¥¬°“√°≈◊π°≈âÕß·§ª´Ÿ≈ (video capsule endos-

copy) æ∫«à“¡’·º≈∫√‘‡«≥≈”‰ â‡≈Á° à«π jejunum ‚¥¬≈—°…≥–·º≈‡ªìπ·π«‡ âπ√Õ∫«ß

(circumferential ulcer) ·≈–¡’°“√μ’∫·§∫¢Õß≈”‰ â (luminal narrowing)

∫√‘‡«≥∑’Ë¡’·º≈ πÕ°®“°π’È¬—ßæ∫ white villi ∫√‘‡«≥ jejunum  à«πª≈“¬Õ’°¥â«¬

(¿“æ∑’Ë 1)

¿“æ∑’Ë 1 Video capsule endoscopy showed circumferential jejunal ulcers (A, B) with luminal

narrowing (C) and white villi of lymphangiectasia (D)
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πÕ°®“°π’È‡æ◊ËÕ™à«¬¬◊π¬—π¿“«–°“√ Ÿ≠‡ ’¬‚ª√μ’π®“°∑“ß‡¥‘πÕ“À“√ ‰¥â àß

μ√«® Tc-99m-albumin scintigraphy æ∫«à“¡’ “√°—¡¡—πμ√—ß ’√—Ë«ÕÕ°¡“„π≈”‰ â

∫√‘‡«≥™àÕß∑âÕß à«π°≈“ß·≈–≈à“ß (¿“æ∑’Ë 2) ®÷ß™à«¬¬◊π¬—π¿“«–π’È·≈–‡¢â“‰¥â°—∫√Õ¬

‚√§∑’Ëæ∫®“°°“√°≈◊π°≈âÕß·§ª´Ÿ≈Õ’°¥â«¬

®“°°“√μ√«®‡æ‘Ë¡‡μ‘¡¥—ß°≈à“«∑”„Àâ‰¥â°“√«‘π‘®©—¬‡∫◊ÈÕßμâπ«à“‡ªìπ·º≈

∫√‘‡«≥≈”‰ â‡≈Á° à«π jejunum ·μà¡’¢âÕ®”°—¥§◊Õ‰¡à “¡“√∂‰¥â™‘Èπ‡π◊ÈÕ‡æ◊ËÕ°“√

«‘π‘®©—¬∑“ßæ¬“∏‘«‘∑¬“‰¥â

°“√«‘π‘®©—¬·¬°‚√§¢Õß·º≈∫√‘‡«≥≈”‰ â‡≈Á°„πºŸâªÉ«¬√“¬π’È´÷Ëß¡’Õ“°“√¡“

π“π‡ªìπ ‘∫ªï ‰¥â·°à

¿“æ∑’Ë 2 Tc-99m-albumin scintigraphy revealed elongated, curvilinear-shaped abnormal

radiotracer accumulation at mid-to-lower abdomen
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1. °≈ÿà¡ inflammatory disease

‰¥â·°à Crohnûs disease ´÷Ëß„π°≈ÿà¡ºŸâªÉ«¬Õ“¬ÿπâÕ¬ (adolescents)  “

¡“√∂¡“¥â«¬·º≈∑’Ë≈”‰ â‡≈Á°‡æ’¬ßÕ¬à“ß‡¥’¬« (Montreal classification, L4) ‰¥â

∫àÕ¬°«à“°≈ÿà¡ºŸâªÉ«¬ºŸâ„À≠à∑—Ë«‰ª ¡’Õ“°“√ª«¥∑âÕß‡ªìπÕ“°“√π” ·≈–‡ªìπ‚√§∑’Ë¡’°“√

Õ—°‡ ∫‡√◊ÈÕ√—ß ∑”„Àâ‡°‘¥¿“«–μ—«‡μ’È¬·≈–æ—≤π“°“√∑“ß‡æ»∑ÿμ‘¬¿Ÿ¡‘™â“‰¥â  à«π‚√§Õ◊ËπÊ

„π°≈ÿà¡π’È ‡™àπ Behcetûs disease ·≈– systemic lupus erythematosus (SLE)

·¡â∑”„Àâ‡°‘¥·º≈„π≈”‰ â‡≈Á°‰¥â ·μàºŸâªÉ«¬√“¬π’È‰¡à¡’Õ“°“√À√◊ÕÕ“°“√· ¥ßÕ◊ËπÊ ∑’Ë

™à«¬ π—∫ πÿπ

2. NSAID-induced small bowel ulcers

‡ªìπ¿“«–∑’Ë∑”„Àâ‡°‘¥·º≈‡©æ“–≈”‰ â‡≈Á°‰¥â ·≈– “¡“√∂‡ªìπ‡√◊ÈÕ√—ß∂â“„™â

¬“ NSAIDs ‡ªìπ√–¬–‡«≈“π“π Õ¬à“ß‰√°Áμ“¡„πºŸâªÉ«¬√“¬π’È‰¡à¡’ª√–«—μ‘°“√„™â¬“

¥—ß°≈à“«¡“°àÕπ

3. °≈ÿà¡‚√§μ‘¥‡™◊ÈÕ‡√◊ÈÕ√—ß

‡™àπ «—≥‚√§  “¡“√∂¡“¥â«¬·º≈∑’Ë≈”‰ â‡≈Á°‰¥â ·μà‰¡à§«√‡ªìπ¡“π“π∂÷ß

10 ªï ·≈–¡—°æ∫√Õ¬‚√§∑’Ë ileum ¡“°°«à“∑’Ë jejunum πÕ°®“°π’È·≈â« ºŸâªÉ«¬√“¬π’È

‰¡à¡’¿“«–Õ◊ËπÊ ∑’Ë π—∫ πÿπ«à“‡ªìπ«—≥‚√§ ‡™àπ ‰¢â‡√◊ÈÕ√—ß Õ“°“√∑“ßªÕ¥ μàÕ¡πÈ”‡À≈◊Õß‚μ

À√◊Õª√–«—μ‘ —¡º— «—≥‚√§¡“°àÕπ

4. °≈ÿà¡¡–‡√Áß

·¡â®–∑”„Àâ‡°‘¥·º≈‡√◊ÈÕ√—ß‰¥â ·μà¡—°¡’√Õ¬‚√§‡¥’¬« ·≈–√–¬–‡«≈“∑’Ë‡ªìπ

¡“‰¡à§«√π“π∂÷ß 10 ªï ®÷ßπ÷°∂÷ß “‡Àμÿπ’ÈπâÕ¬¡“°

πÕ°®“°π’ÈºŸâªÉ«¬¬—ß‰¥â√—∫°“√μ√«®‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å™àÕß∑âÕß·≈–

‡Õ°´‡√¬åªÕ¥ ´÷Ëßæ∫«à“ª°μ‘

¥—ß∑’Ë°≈à“«¡“·≈â« ºŸâªÉ«¬√“¬π’Èπ÷°∂÷ß Crohnûs disease ¡“°∑’Ë ÿ¥ ®÷ß‰¥â

„Àâ°“√√—°…“¥â«¬ corticosteroid √à«¡°—∫ azathioprine À≈—ß‰¥â√—∫°“√√—°…“ºŸâªÉ«¬

Õ“°“√¥’¢÷Èπ ª«¥∑âÕß≈¥≈ß®πÀ“¬ª«¥„π™à«ß√–¬–‡«≈“ 1 ‡¥◊Õπ serum albumin

‡æ‘Ë¡¢÷Èπ‡ªìπ 3.0 g/dL Hct ‡æ‘Ë¡¢÷Èπ‡ªìπ 34% ·≈–‡¥◊Õπ∑’Ë 3 À≈—ß‡√‘Ë¡√—°…“ serum

albumin ‡æ‘Ë¡¢÷ÈπÕ’°‡ªìπ 3.7 g/dL Hct 40% ®÷ß§àÕ¬Ê ≈¥¬“≈ß‰¥âμ“¡≈”¥—∫
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Review

Small bowel ulcers: Endoscopic characteristics and differential diag-

noses

ªí®®ÿ∫—πæ∫¿“«–·º≈„π≈”‰ â‡≈Á°‰¥â∫àÕ¬¢÷Èπ‡π◊ËÕß®“°¡’§«“¡°â“«Àπâ“„π°“√

μ√«®«‘π‘®©—¬ ‰¡à«à“®–‡ªìπ°“√°≈◊π°≈âÕß·§ª´Ÿ≈ (video capsule endoscopy)

À√◊Õ°“√ àÕß°≈âÕß≈”‰ â‡≈Á° (enteroscopy)

Õ“°“√∑’Ëπ”ºŸâªÉ«¬¡“ ‰¥â·°à ‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√´÷Ëß¡—°®–‰¡àæ∫

 “‡Àμÿ„π√–À«à“ß°“√μ√«®‡∫◊ÈÕßμâπ (obscure gastrointestinal bleeding) Õ“°“√

ª«¥∑âÕß ·≈–∂à“¬‡À≈«‡√◊ÈÕ√—ß √«¡∂÷ß°“√¥Ÿ¥ ÷́¡ “√Õ“À“√º‘¥ª°μ‘ (malabsorption)

 “‡Àμÿ¢Õß·º≈„π≈”‰ â‡≈Á°¡’¡“°¡“¬ ·μà “‡Àμÿ∑’Ëæ∫∫àÕ¬·≈–¡’§«“¡ ”§—≠

‰¥â·°à §«“¡º‘¥ª°μ‘„π≈”‰ â‡≈Á°®“° NSAIDs (NSAID-induced enteropathy)

°≈ÿà¡‚√§∑’Ë‡°‘¥®“°°“√Õ—°‡ ∫‡√◊ÈÕ√—ß (inflammatory diseases) ‡™àπ Crohnûs dis-

ease, Behcetûs disease ‚√§∑“ß autoimmune disease ‡™àπ systemic lupus

erythematosus (SLE) ‚√§∑’Ë‡°‘¥®“°°“√μ‘¥‡™◊ÈÕ‡√◊ÈÕ√—ß ‡™àπ «—≥‚√§≈”‰ â ‚√§Õ◊ËπÊ

‡™àπ ischemia, radiation, neoplasms √«¡∂÷ß°≈ÿà¡ idiopathic ulcers ‡™àπ chronic

non-specific ulcer of small intestine (CNSU) ·≈– cryptogenic multifocal

ulcerous stenosing enteritis (CMUSE)

Õÿ∫—μ‘°“√≥å¢Õß·μà≈–‚√§¢÷ÈπÕ¬Ÿà°—∫Õ“°“√π”¢ÕßºŸâªÉ«¬·≈–‡§√◊ËÕß¡◊Õ°“√

μ√«®«‘π‘®©—¬ °“√»÷°…“¢Õß Zhong ·≈–§≥–1 „πª√–‡∑»®’π ‚¥¬∑” double bal-

loon enteroscopy „πºŸâªÉ«¬∑’Ë§“¥«à“®–æ∫√Õ¬‚√§∑’Ë≈”‰ â‡≈Á° æ∫«à“‚¥¬√«¡ºŸâ

ªÉ«¬∑’Ë¡’·º≈≈”‰ â‡≈Á° √âÕ¬≈– 61 ¡’ “‡Àμÿ¡“®“° Crohnûs disease √âÕ¬≈– 8 ¡’

 “‡Àμÿ®“° NSAIDs √âÕ¬≈– 5 ‡ªìπ Behcetûs disease √âÕ¬≈– 1 ‡°‘¥®“° radia-

tion ·≈–√âÕ¬≈– 25 ‡ªìπ®“° “‡ÀμÿÕ◊Ëπ

∂â“¥Ÿ‡©æ“–„π°≈ÿà¡ºŸâªÉ«¬∑’Ë¡“¥â«¬Õ“°“√ª«¥∑âÕß ®–æ∫«à“√âÕ¬≈– 64 ‡°‘¥

®“° Crohnûs disease ·≈–√âÕ¬≈– 17 ‡°‘¥®“° NSAIDs

 à«πºŸâªÉ«¬∑’Ë¡“¥â«¬ obscure gastrointestinal bleeding æ∫«à“√âÕ¬≈–
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59 ‡°‘¥®“° Crohnûs disease √âÕ¬≈– 11 ‡°‘¥®“° NSAIDs ·≈–√âÕ¬≈– 6 ‡ªìπ

Behcetûs disease

„π∫∑§«“¡π’È®–°≈à“«‡πâπ∂÷ß≈—°…≥–¢Õß√Õ¬‚√§„π≈”‰ â‡≈Á°®“° “‡Àμÿμà“ßÊ

∑’Ëæ∫®“°°“√ àÕß°≈âÕß √«¡∂÷ß·π«∑“ß°“√μ√«®«‘π‘®©—¬ºŸâªÉ«¬∑’Ë ß —¬√Õ¬‚√§„π

≈”‰ â‡≈Á°

Crohnûs disease

Crohnûs disease ‡ªìπ‚√§∑’Ë∑”„Àâ‡°‘¥·º≈‡©æ“–≈”‰ â‡≈Á°‰¥â ‚¥¬¡’°“√·∫àß

μ”·Àπàß√Õ¬‚√§μ“¡ Montreal classification2 §◊Õ L3  ”À√—∫√Õ¬‚√§∑’Ë termi-

nal ileum ·≈– L4  ”À√—∫√Õ¬‚√§∑’ËÕ¬Ÿà‡Àπ◊Õ°«à“ terminal ileum ¢÷Èπ¡“®π∂÷ß

∑“ß‡¥‘πÕ“À“√ à«π∫π ‚¥¬Õÿ∫—μ‘°“√≥å¢Õß‚√§æ∫∑’Ë terminal ileum ‰¥â∫àÕ¬°«à“

·μà„πºŸâªÉ«¬∑’ËÕ“¬ÿπâÕ¬®–æ∫√Õ¬‚√§∑’Ë≈”‰ â‡≈Á°·≈–∑“ß‡¥‘πÕ“À“√ à«π∫π‡ªìπ —¥

 à«π∑’Ë¡“°¢÷Èπ3

≈—°…≥–√Õ¬‚√§∑’Ëæ∫®“°°“√ àÕß°≈âÕß ‰¥â·°à thicken fold, erosion,

villous denudation ≈—°…≥–¢Õß·º≈®–æ∫‡ªìπ aphthous, linear, round, ir-

regular À√◊Õ serpiginous ulcer °Á‰¥â Õ“®æ∫ cobblestone appearance,

pseudopolyp ·≈– stenosis ‰¥â5,6 (¿“æ∑’Ë 3)

æ∫¿“«– growth failure ·≈– short stature „πºŸâªÉ«¬ Crohnûs dis-

ease ‰¥â∂÷ß√âÕ¬≈– 304

‡°≥±å°“√«‘π‘®©—¬ Crohnûs disease ‚¥¬ capsule endoscopy7,8 ‰¥â·°à

1) ≈—°…≥–¢Õß·º≈‡ªìπ serpiginous, deep fissuring, coalescing, lin-

ear À√◊Õ nodular

2) ≈—°…≥–∑’Ëæ∫®“° capsule endoscopy ∑’Ë‡ªìπ diagnostic features

of active Crohnûs disease §◊Õ¡’ diffuse small bowel ulcerations or multiple

(>3) ulcerations ·μà∂â“ ≤3 ulcerations ®—¥‡ªìπ suspicious of active Crohnûs

disease ·≈–∂â“‰¡àæ∫§«“¡º‘¥ª°μ‘À√◊Õæ∫√Õ¬‚√§∑’Ë‰¡à®”‡æ“– ‡™àπ erythematous

spots ®–®—¥‡ªìπ non-specific findings
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3) ®–μâÕß‰¡à¡’ª√–«—μ‘°“√„™â¬“ NSAIDs

Behcetûs disease

Õ“°“√∑“ß≈”‰ â‰¥â·°à ª«¥∑âÕß ‚≈À‘μ®“ß À√◊Õ‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√

πÈ”Àπ—°≈¥ À√◊Õ¡’§«“¡º‘¥ª°μ‘¢Õß°“√¢—∫∂à“¬

√Õ¬‚√§„π≈”‰ â‡≈Á°®“°°“√ àÕß°≈âÕß®–æ∫«à“·º≈¡’≈—°…≥–‡«â“·À«àß≈ß‰ª

(punch-out ulcer) ‚¥¬≈—°…≥–∑’Ë typical ®–æ∫‡ªìπ·º≈¢π“¥„À≠à≈÷° √Ÿª√’

¢Õ∫‡¢μ™—¥‡®π (large, ovoid, deep ulcers with discrete margin)

 à«π atypical ulcer ®–‡ªìπ·º≈¢π“¥‡≈Á° μ◊Èπ À≈“¬Ê ·º≈ (several,

tiny, shallow ulcers) ‡ªìπ·º≈ aphthous9-11 (¿“æ∑’Ë 4) μ”·Àπàß∑’Ëæ∫∫àÕ¬§◊Õ

 à«π ileum ·≈–Õ“®æ∫μàÕ‰ª∂÷ß≈”‰ â„À≠à à«π cecum ‰¥â

¿“æ∑’Ë 3 Small bowel lesions „π Crohnûs disease5,6 ‰¥â·°à aphthous ulcer (A), linear ulcer

(B), serpiginious ulcer (C), cooblestone appearance (D), pseudopolyp (E) ·≈–

stenosis (F)
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NSAID-induced enteropathy

¬“°≈ÿà¡ NSAIDs  “¡“√∂∑”„Àâ‡°‘¥‚√§∑’Ë≈”‰ â‡≈Á°‰¥âÀ≈“¬™π‘¥ ‰¥â·°à

NSAID-induced enteropathy, occult/overt gastrointestinal bleeding,

NSAID-induced protein loosing enteropathy, jejunal and ileal dysfunc-

tion ‚¥¬∑”„Àâ‡°‘¥ malabsorption ·≈– small intestinal obstruction

°“√ àÕß°≈âÕß≈”‰ â‡≈Á°®–æ∫§«“¡º‘¥ª°μ‘‰¥âμ—Èß·μà petechiae/red spot,

denuded area, mucosal break ·º≈≈”‰ âæ∫‰¥â∑—Èß≈—°…≥– aphthous, linear,

circular, irregular, punch out ·≈– circumferential ulcers Õ“®æ∫À≈“¬

μ”·Àπàß‰¥â (multifocal) ≈—°…≥–∑’Ë®”‡æ“– (pathognomonic feature) ¢Õß°≈ÿà¡

π’È§◊Õ diaphragm-liked stricture πÕ°®“°π’ÈÕ“®æ∫ lymphangiectasia √à«¡¥â«¬

¿“æ∑’Ë 4 Small bowel ulcers „π Behcetûs disease9,11: (A, B) typical ulcer; large, ovoid, deep

ulcer with discrete margin, (C, D) atypical ulcers; tiny, shallow, aphthous ulcer
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‰¥â12-14 (¿“æ∑’Ë 5)

«—≥‚√§≈”‰ â

«—≥‚√§∑”„Àâ‡°‘¥Õ“°“√∑“ß≈”‰ â‰¥âÀ≈“°À≈“¬ ‡™àπ ª«¥∑âÕß‡√◊ÈÕ√—ß ∂à“¬‡À≈«

‡√◊ÈÕ√—ß °“√¥Ÿ¥´÷¡ “√Õ“À“√º‘¥ª°μ‘ ‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ À√◊ÕÕ“®æ∫°âÕπ

„π™àÕß∑âÕß‰¥â

æ∫√Õ¬‚√§„π≈”‰ â‡≈Á°∑’Ëμ”·Àπàß ileum ‰¥â∫àÕ¬°«à“ jejunum ≈—°…≥–

·º≈∑’Ëæ∫®“°°“√ àÕß°≈âÕß¡’‰¥âμ—Èß·μà·º≈¢π“¥‡≈Á°®π∂÷ß¢π“¥„À≠à ·º≈¡—°®–μ◊Èπ

¢Õ∫·º≈‡√’¬∫À√◊Õ¢√ÿ¢√–°Á‰¥â ¡—°«“ßμ—«Õ¬Ÿà„π·π«¢«“ß (transverse) ·≈–æ∫ exu-

date ª°§≈ÿ¡·º≈‰¥â πÕ°®“°π’ÈÕ“®æ∫≈—°…≥–∑’Ë‡ªìπ nodular, stricture √«¡∂÷ß

lymphoid follicle hyperplasia ‰¥â15-17 (¿“æ∑’Ë 6)

¿“æ∑’Ë 5 NSAID-induced small bowel lesions12-14: (A) red spot, (B) linear ulcer, (C) circular

ulcer, (D) circumferential diaphragm-like ulcer, (E) diaphragm-like stricture, and

(F) lymphangiectasia
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Systemic lupus erythematosus

Õ“°“√·≈–Õ“°“√· ¥ß∑“ß≈”‰ â„πºŸâªÉ«¬∑’Ë‡ªìπ SLE ‡ªìπ‰¥â®“°À≈“¬ “‡Àμÿ

‡™àπ ®“°°“√°”‡√‘∫¢Õßμ—«‚√§‡Õß·≈–¡’Õ“°“√∑“ß≈”‰ â‰¥â·°à mesenteric vasculi-

tis, intestinal ischemia, protein losing enteropathy À√◊Õ®“°°“√μ‘¥‡™◊ÈÕ

·∑√°´âÕπ À√◊Õ‡ªìπ®“°°“√√—°…“‡™àπ‰¥â√—∫¬“ NSAID ¥—ßπ—Èπ √Õ¬‚√§„π≈”‰ â‡≈Á°

®÷ß¡’§«“¡À≈“°À≈“¬¢÷ÈπÕ¬Ÿà°—∫ “‡Àμÿ∑’Ë‡ªìππ—ÈπÊ

Radiation enteritis

º≈®“°°“√©“¬√—ß ’μàÕ≈”‰ â‡≈Á°¢÷ÈπÕ¬Ÿà°—∫À≈“¬ªí®®—¬ ‡™àπ √–¬–‡«≈“À≈—ß®“°

‰¥â√—∫√—ß ’ ª√‘¡“≥√—ß ’ ·≈–∫√‘‡«≥∑’Ë©“¬√—ß ’ ‡ªìπμâπ Õ“°“√∑’Ëπ”ºŸâªÉ«¬¡“‡ªìπ‰¥âμ—Èß

·μà ‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ ª«¥∑âÕß ≈”‰ âÕÿ¥μ—π ®π∂÷ß≈”‰ â∑–≈ÿÀ√◊Õ¡’√Ÿ‡™◊ËÕ¡

μàÕ (fistula)

°“√ àÕß°≈âÕß®–æ∫‡¬◊ËÕ∫ÿ≈”‰ â∫«¡ À≈Õ¥‡≈◊Õ¥ΩÕ¬¢¬“¬ (telangiecta-

sia) ·º≈∑’Ë‡¬◊ËÕ∫ÿ≈”‰ â„π à«π∑’Ë‰¥â√—∫√—ß ’ ·≈–Õ“®¡’°“√μ’∫·§∫¢Õß√Ÿ≈”‰ â‰¥â18,19 (¿“æ

∑’Ë 7)

‡π◊ÈÕßÕ°·≈–¡–‡√Áß

‡π◊ÈÕßÕ°∑’Ëæ∫„π≈”‰ â‡≈Á°‡ªìπ¿“«–∑’Ëæ∫‰¥â‰¡à∫àÕ¬ ¡’∑—Èß™π‘¥∑’Ë‡ªìπ¡–‡√Áß ‡™àπ

¿“æ∑’Ë 6 Small bowel lesion „π tuberculosis15-17: (A) transverse ulcer, (B) necrotic-based

ulcer, (C) lymphoid follicle hyperplasia
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adenocarcinoma, lymphoma, carcinoid tumor, gastrointestinal stromal

tumor (GIST) ·≈–™π‘¥∑’Ë‰¡à‡ªìπ¡–‡√Áß ‡™àπ benign polyp, ademona, lipoma

¥—ßπ—Èπ≈—°…≥–∑’Ëæ∫®“°°“√ àÕß°≈âÕß®÷ß¡’§«“¡·μ°μà“ß°—π‰ª¢÷ÈπÕ¬Ÿà°—∫

™π‘¥¢Õß‡π◊ÈÕßÕ° μ”·ÀπàßÀ√◊Õ™—Èπ≈”‰ â∑’Ë‡π◊ÈÕßÕ°Õ¬Ÿà °“√°√–®“¬ √«¡∂÷ß¿“«–

·∑√°´âÕπμà“ßÊ ¥â«¬

Chronic non-specific ulcer of small intestine (CNSU)

Chronic non-specific ulcer of small intestine ‡ªìπ¿“«–∑’Ë¡’√“¬ß“π

‡æ‘Ë¡¢÷Èπ‡√◊ËÕ¬Ê ‚¥¬æ∫‡ªìπ·º≈≈—°…≥–‰¡à®”‡æ“– (non-specific ulcer) ¡’°“√‡ ’¬

‡≈◊Õ¥·≈–‚ª√μ’πÕÕ°∑“ß·º≈π’ÈÕ¬à“ß‡√◊ÈÕ√—ß ·≈–μâÕß‰¡àæ∫ “‡ÀμÿÕ◊ËπÊ ¢Õß°“√‡°‘¥

·º≈20 Õ“°“√π”¢ÕßºŸâªÉ«¬¡’‰¥âμ—Èß·μà ª«¥∑âÕß∫√‘‡«≥≈‘Èπªïò∂÷ß°≈“ß∑âÕß·∫∫ colicky

∂à“¬‡À≈« πÈ”Àπ—°≈¥ ¡’°“√¥Ÿ¥´÷¡ “√Õ“À“√º‘¥ª°μ‘ ‚≈À‘μ®“ß ·Õ≈∫Ÿ¡‘π„π‡≈◊Õ¥μË”

°“√«‘π‘®©—¬∑”‰¥â‚¥¬°“√ àÕß°≈âÕß ÷́Ëß®–æ∫√Õ¬‚√§∑’Ë‡ªìπ·º≈μ◊ÈπÊ À≈“¬Ê

·º≈∑’Ë≈”‰ â‡≈Á° ¢Õ∫‡¢μ™—¥‡®π √Ÿª√à“ß·º≈¡—°‡ªìπ‡ âπμ√ßÀ√◊Õ‡ âπ‚§âß (¿“æ∑’Ë 8)

μ”·Àπàß∑’Ëæ∫∫àÕ¬‰¥â·°à terminal ileum °“√μ√«®∑“ßæ¬“∏‘«‘∑¬“¡—°®–æ∫‡´≈≈å

Õ—°‡ ∫ª√‘¡“≥πâÕ¬∂÷ßª“π°≈“ß Õ“®¡’ villous atrophy ·≈– apoptosis ‰¥â

¡’°“√μ—Èß‡°≥±å°“√«‘π‘®©—¬¿“«–π’È‚¥¬ Matsumoto ·≈–§≥–21 ¥—ßπ’È

1) ¡’‚≈À‘μ®“ß‡√◊ÈÕ√—ßπ“π°«à“ 1 ªï

¿“æ∑’Ë 7 Radiation enteritis18-19: (A) edematous and fissured mucosa, (B) telangiectasia,

(C) ulcer with stricture
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2) ·º≈∫√‘‡«≥≈”‰ â‡≈Á°

3) ‰¡à¡’À≈—°∞“π¢Õß«—≥‚√§ Crohnûs disease ·≈– Behcetûs dis-

ease

Õ¬à“ß‰√°Áμ“¡¿“«–π’È¡’Õ“°“√ Õ“°“√· ¥ß √«¡∂÷ßº≈°“√ àÕß°≈âÕß·≈–

°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“ ∑’Ë§≈â“¬§≈÷ß°—∫ NSAID-induced enteropathy °“√

·¬° Õß¿“«–π’ÈÕÕ°®“°°—ππÕ°®“°Õ“»—¬ª√–«—μ‘°“√„™â¬“ NSAIDs ·≈â« æ∫«à“

·º≈≈”‰ â‡≈Á°®“° NSAID-induced enteropathy ¡—°¡’≈—°…≥–‡ªìπ·º≈‡ªìπ

(scarred ulcer) ·≈–μ”·Àπàß¢Õß·º≈π—Èπæ∫‰¥âμ≈Õ¥≈”‰ â‡≈Á°  à«π·º≈ CNSU

¡—°®–‡ªìπ·∫∫ active ulcer ·≈–¡—°æ∫∑’Ë terminal ileum

Cryptogenic multifocal ulcerous stenosing enteritis (CMUSE)

‡ªìπ‚√§∑’Ëæ∫‰¡à∫àÕ¬ ¡’≈—°…≥–∑’Ë ”§—≠§◊Õ ·º≈∑’Ë≈”‰ â‡≈Á°À≈“¬μ”·Àπàß

·≈–¡’°“√μ’∫·§∫¢Õß≈”‰ â ºŸâªÉ«¬¡—°¡“¥â«¬≈”‰ â‡≈Á°Õÿ¥μ—π‡ªìπÊ À“¬Ê Õ“°“√∑’Ë

æ∫‰¥âÕ◊ËπÊ ‰¥â·°à πÈ”Àπ—°≈¥ ‰¢â ª«¥¢âÕ √Õ¬‚√§∑’Ë‡ªìπ¡—°Õ¬Ÿà‡©æ“–∫√‘‡«≥

≈”‰ â‡≈Á° à«π jejunum À√◊Õ ileum  à«πμâπ ·º≈®–μ◊ÈπÕ¬Ÿà„π™—Èπ mucosa À√◊Õ

submucosa ‡∑à“π—Èπ °“√μ√«® àÕß°≈âÕß≈”‰ â‡≈Á°À√◊Õμ√«®∑“ß√—ß ’ small bowel

follow-through ®–æ∫·º≈μ◊ÈπÊ „π·π«‡ âπ√Õ∫«ß (circular ulcer) √à«¡°—∫√Ÿ

≈”‰ âμ’∫·§∫ (stenosis)22 (¿“æ∑’Ë 9)

¿“æ∑’Ë 8 Chronic non-specific ulcer of small intestine21: (A) shallow linear ulcer, (B) circular

ulcer with mucous exudate, (C) circular sharply demarcated ulcer with stenosis
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∑“ßæ¬“∏‘«‘∑¬“®–æ∫‡æ’¬ß°“√Õ—°‡ ∫·∫∫‰¡à®”‡æ“– ‰¡àæ∫ giant cell À√◊Õ

granulomatous change πÕ°®“°π’È®–‰¡à¡’≈—°…≥–∑“ß§≈‘π‘°·≈–°“√μ√«®

∑“ßÀâÕßªØ‘∫—μ‘°“√∑’Ë∫àß∂÷ß¿“«–°“√Õ—°‡ ∫∑—Ë«‰ª (ESR ·≈– CRP ª°μ‘)

¿“«–π’ÈμâÕß«‘π‘®©—¬·¬°‚√§°—∫ Crohnûs disease ´÷Ëß¡’¢âÕ·μ°μà“ß°—π §◊Õ

·º≈„π Crohnûs disease ®– “¡“√∂≈ß≈÷°‡ªìπ transmural ‰¥â ¡—°æ∫∑’Ë terminal

ileum ∫àÕ¬°«à“ μ√«®æ¬“∏‘«‘∑¬“Õ“®æ∫ granuloma ‰¥â πÕ°®“°π’È∂â“æ∫ fistula

À√◊Õ √Õ¬‚√§ à«πÕ◊Ëπ‡™àπ°√–‡æ“–Õ“À“√À√◊Õ≈”‰ â„À≠à®– π—∫ πÿπ Crohnûs disease

¡“°°«à“23

°“√√—°…“ CMSUE ¡—°μÕ∫ πÕßμàÕ°“√„Àâ§Õ√åμ‘‚§ ‡μ’¬√Õ¬¥å „π°√≥’∑’Ë

≈”‰ âÕÿ¥μ—πÀ√◊Õ„Àâ¬“·≈â«‰¡à¥’¢÷ÈπÕ“®æ‘®“√≥“ºà“μ—¥

¿“æ∑’Ë 9 Cryptogenic multifocal ulcerous stenosing enteritis22: (A, B) endoscopy demon-

strates shallow circular mucosal ulcerations and stenosis, (C) small bowel follow-

through revealed stenosis of small bowel
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·π«∑“ß°“√μ√«®«‘π‘®©—¬√Õ¬‚√§„π≈”‰ â‡≈Á°

¥—ß∑’Ë°≈à“«¡“®–‡ÀÁπ‰¥â«à“Õ“°“√·≈–Õ“°“√· ¥ß¢Õß‚√§μà“ßÊ ¢Õß≈”‰ â‡≈Á°

¡’§«“¡§≈â“¬§≈÷ß°—π ¡’°“√«‘π‘®©—¬·¬°‚√§À≈“¬‚√§ „πªí®®ÿ∫—πÕÿª°√≥å°“√μ√«®

≈”‰ â‡≈Á°‰¥âæ—≤π“¡“°¢÷Èπ∑—Èß∑“ß°“√ àÕß°≈âÕß·≈–°“√μ√«®∑“ß√—ß ’ ‰¥â·°à °“√

°≈◊π°≈âÕß·§ª´Ÿ≈ (video capsule endoscopy) °“√ àÕß°≈âÕß≈”‰ â‡≈Á°´÷Ëß∑’Ëπ‘¬¡

§◊Õ balloon-assisted enteroscopy °“√μ√«®°≈◊π·ªÑß·∫‡√’¬¡ small bowel fol-

low through ‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å (CT) À√◊Õ§≈◊Ëπ·¡à‡À≈Á°‰øøÑ“ (MRI) ́ ÷ËßÕ“®∑”

enteroclysis √à«¡¥â«¬ Õ¬à“ß‰√°Áμ“¡·μà≈–«‘∏’¡’¢âÕ¥’¢âÕ‡ ’¬·≈–§«“¡ “¡“√∂„π

°“√«‘π‘®©—¬·μ°μà“ß°—π‰ª

Capsule endoscopy (CE)24,25 ¡’¢âÕ¥’§◊Õ ‡ªìπ°“√μ√«®∑’Ë noninvasive

¡’ diagnostic yield ‚¥¬√«¡ª√–¡“≥√âÕ¬≈– 65 ·≈–¡’ diagnostic yield „π

°“√«‘π‘®©—¬¿“«– obscure gastrointestinal bleeding ª√–¡“≥√âÕ¬≈– 60 (39-

90) ·μà®–≈¥≈ß„π°≈ÿà¡∑’Ë¡“¥â«¬Õ“°“√∂à“¬‡À≈«À√◊Õª«¥∑âÕß ¢âÕ®”°—¥¢Õß CE §◊Õ

‰¡à “¡“√∂∑”À—μ∂°“√‰¥â‰¡à«à“®–‡ªìπ°“√‡°Á∫™‘Èπ‡π◊ÈÕÀ√◊ÕÀâ“¡‡≈◊Õ¥ °“√«—¥¢π“¥√Õ¬

‚√§Õ“®‰¡à‡∑’Ë¬ßμ√ß ·≈–¢÷ÈπÕ¬Ÿà°—∫ºŸâÕà“πº≈¥â«¬ πÕ°®“°π’È¡’‚Õ°“ ∑’Ë·§ª Ÿ́≈®–μ‘¥

§â“ß„π≈”‰ â‰¥â√âÕ¬≈– 1.5-5

Balloon assisted-enteroscopy25,26 ¡’ diagnostic yield ª√–¡“≥

√âÕ¬≈– 60 (43-80) ¢âÕ¥’§◊Õ “¡“√∂∑”À—μ∂°“√·≈–‡°Á∫™‘Èπ‡π◊ÈÕ‰¥â‡≈¬ ¡’μâπ∑ÿπ

ª√– ‘∑∏‘º≈ cost effectiveness ∑’Ë Ÿß Õ¬à“ß‰√°Áμ“¡®”‡ªìπμâÕß¡’·æ∑¬åºŸâ¡’

ª√– ∫°“√≥å„π°“√∑” ·≈–¡—°μâÕß„Àâ°“√¥¡¬“ ≈∫√à«¡¥â«¬

Small bowel follow through25,27 ™à«¬∫Õ°μ”·Àπàß∑“ß°“¬«‘¿“§ · ¥ß

≈—°…≥– fold ¢Õß≈”‰ â °“√μ’∫·§∫¢Õß≈”‰ â ·≈– fistula ‰¥â¥’ √“§“∂Ÿ° ·μà diag-

nostic yield μË” ‚¥¬‡©æ“–„π obscure gastrointestinal bleeding æ∫«à“Õ¬Ÿà

‡æ’¬ß√âÕ¬≈– 0.5-6

CT scan25,27 ‡ªìπ°“√μ√«®∑’Ë noninvasive ‡À¡“–°—∫ºŸâªÉ«¬∑’Ë¡’Õ“°“√∑’Ë

™—Èπ≈”‰ â·≈–πÕ°≈”‰ â (mural and extraluminal) ¡’ diagnostic yield „π ob-

scure gastrointestinal bleeding ª√–¡“≥√âÕ¬≈– 25  ”À√—∫ CT enteroclysis
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‡ªìπ diagnostic tool of choice  ”À√—∫‚√§‡π◊ÈÕßÕ°≈”‰ â‡≈Á°

·π«∑“ß°“√μ√«®«‘π‘®©—¬‚√§¢Õß≈”‰ â‡≈Á°®÷ß¢÷ÈπÕ¬Ÿà°—∫Õ“°“√π”¢ÕßºŸâªÉ«¬

‡ªìπÀ≈—° √«¡∂÷ß≈—°…≥–‚√§∑’Ë¡—°®–¡“¥â«¬Õ“°“√π—ÈπÊ ·≈–¿“«–·∑√°´âÕπ∑’Ë¡’‰¥â

(¿“æ∑’Ë 10, 11)

¿“æ∑’Ë 10 Õ“°“√· ¥ß¢Õß‚√§≈”‰ â‡≈Á°∑’Ëæ∫∫àÕ¬

¿“æ∑’Ë 11 ·π«∑“ß°“√ ◊∫§âπ‚√§¢Õß≈”‰ â‡≈Á°
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°“√ª√–‡¡‘π small bowel motility ‚¥¬„™â Cine-MRI „πºŸâªÉ«¬ chronic
intestinal pseudo- obstruction

‚¥¬ Hidenori Ohrubo ·≈–§≥–

Am J Gastroenterol. 2013;108:1130-9.

«—μ∂ÿª√– ß§å ‡ª√’¬∫‡∑’¬∫º≈°“√μ√«®‚¥¬ Cine-MRI „πÕ“ “ ¡—§√ ÿ¢¿“æ¥’

ºŸâªÉ«¬≈”‰ â·ª√ª√«π ·≈–ºŸâªÉ«¬ chronic intestinal pseudo-ob-

struction (CIPO)

«‘∏’°“√ ºŸâ‡¢â“√à«¡«‘®—¬ª√–°Õ∫¥â«¬ Õ“ “ ¡—§√ ÿ¢¿“æ¥’ ºŸâªÉ«¬≈”‰ â·ª√

ª√«π («‘π‘®©—¬μ“¡ ROME III criteria) ·≈–ºŸâªÉ«¬ CIPO °≈ÿà¡≈–

12 √“¬ ‰¥â√—∫°“√μ√«® Cine-MRI À≈—ß®“°π—Èπª√–‡¡‘πº≈°“√

»÷°…“‚¥¬¥Ÿ luminal diameter, contraction ratio ·≈– contrac-

tion cycle ·≈â«∑”°“√·ª≈º≈ ·≈–‡ª√’¬∫‡∑’¬∫√–À«à“ß·μà≈–°≈ÿà¡

°“√«‘π‘®©—¬¿“«– CIPO Õ“»—¬‡°≥±å´÷Ëß°≈ÿà¡«‘®—¬„π≠’ËªÿÉπ°”Àπ¥¢÷Èπ ª√–°Õ∫¥â«¬

(1) μâÕß¡’Õ“°“√Õ¬à“ß„¥Õ¬à“ßÀπ÷Ëß∑’Ë∫àß∂÷ß¿“«–≈”‰ âÕÿ¥μ—π‰¡àπâÕ¬°«à“ 6 ‡¥◊Õπ

(2) ¡’Õ“°“√ª«¥∑âÕß ·≈–/À√◊Õ Õ◊¥·πàπ∑âÕß „π™à«ß 12  —ª¥“Àå∑’Ëºà“π¡“

(3) μ√«®æ∫«à“¡’°“√∂à“ß¢¬“¬ (dilatation) ·≈–/À√◊Õ air-fluid levels „π≈”‰ â

‚¥¬¿“æ∂à“¬∑“ß√—ß ’ Õÿ≈μ√â“´“«¥å ·≈–/À√◊Õ CT imaging

(4) ·¬°¿“«– organic obstruction ÕÕ°‰ª·≈â«
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º≈°“√»÷°…“ Cine-MRI „Àâ¢âÕ¡Ÿ≈∑’Ë¥’‡æ’¬ßæÕ„π°“√ª√–‡¡‘π motility ¢Õß≈”‰ â‡≈Á°

∑—ÈßÀ¡¥ ∑—Èßπ’È Luminal diameter ·≈– contraction ratio „π

ºŸâªÉ«¬ CIPO μà“ß®“°Õ“ “ ¡—§√ ÿ¢¿“æ¥’ ·≈– IBS §‘¥‡ªìπ§à“

Mean±SD = 43.4±1.4, 11.1±1.5 ·≈– 10.9±1.9 mm μ“¡≈”¥—∫

 à«π contraction ratio ¡’ Mean±SD = 17±11.0%, 73.0±9.3%

·≈– 74.6±9.4% μ“¡≈”¥—∫ ·μà contraction cycle „π 3 °≈ÿà¡‰¡à

μà“ß°—π

 √ÿª ‡ªìπ°“√»÷°…“‡°≥±åª√–‡¡‘πºŸâªÉ«¬ ¥â«¬ Cine-MRI „π CIPO Cine-

MRI  “¡“√∂∫Õ° contractility impairments „πºŸâªÉ«¬ CIPO

‰¥âÕ¬à“ß¥’ ·≈–‡π◊ËÕß®“°‡ªìπ‡∑§π‘°∑’Ë non-invasive ª√“»®“°°“√

„™â√—ß ’ ·≈–¬—ß¥Ÿ°“√∫’∫μ—«‰ª¢â“ßÀπâ“ (peristalsis) ¢Õß≈”‰ â‡≈Á°‰¥â

¥â«¬ ºŸâ«‘®—¬‡ πÕ«à“Õ“®„™â‡∑§π‘°¥—ß°≈à“«„π°“√«‘π‘®©—¬·≈–μ‘¥μ“¡

Õ“°“√„πºŸâªÉ«¬ CIPO „π∑“ßªØ‘∫—μ‘‰¥â

∫∑«‘æ“°…å

π—∫‡ªìπ°“√»÷°…“∑’Ë¡’ innovative idea ‡π◊ËÕß®“° CIPO ‡ªìπ¿“«–∑’Ë¬“°

μàÕ°“√«‘π‘®©—¬ °“√π” Cine-MRI ¡“„™â ∑”„Àâ‡√“ “¡“√∂∫Õ°‰¥â∑—Èß°“√

‡ª≈’Ë¬π·ª≈ß∑“ß°“¬¿“æ ·≈–§«“¡º‘¥ª°μ‘„π°“√‡§≈◊ËÕπ‰À« (anatomical

change & dysmotility) „π¢≥–∑’Ë°“√ ◊∫§âπÕ◊ËπÊ ∑’Ë„™â„π¿“«–π’È‚¥¬∑—Ë«‰ª∫Õ°

‰¥â‡æ’¬ßÕ¬à“ß„¥Õ¬à“ßÀπ÷Ëß ‡™àπ ¿“æ∂à“¬∑“ß√—ß ’ (plain radiography) ∫Õ°‡æ’¬ß

anatomical change  à«π manometry ™à«¬∫Õ°‡√◊ËÕß°“√‡§≈◊ËÕπ‰À«

¢âÕ®”°—¥Õ¬à“ßÀπ÷Ëß„π°“√»÷°…“‡√◊ËÕß diagnostic test §◊Õ §«√∑”°“√

‡ª√’¬∫‡∑’¬∫°—∫°“√ ◊∫§âπ¡“μ√∞“π (gold standard) ·μà‡π◊ËÕß®“°¿“«– CIPO

‡Õß ¬—ß‰¡à¡’°“√ ◊∫§âπÕ—π„¥Õ—πÀπ÷Ëß∑’Ë “¡“√∂„™â„π°“√«‘π‘®©—¬‰¥â‡≈¬ °“√

ÕÕ°·∫∫°“√»÷°…“‚¥¬‡ª√’¬∫‡∑’¬∫°—∫ Õ“ “ ¡—§√ ÿ¢¿“æ¥’ ·≈–ºŸâªÉ«¬ IBS (´÷Ëß

∂◊Õ«à“‡ªìπ°≈ÿà¡∑’Ë¡’Õ“°“√„°≈â‡§’¬ß°—∫ºŸâªÉ«¬) ®÷ß‡ªìπ°“√‡≈◊Õ°§Ÿà‡∑’¬∫∑’Ë‡À¡“– ¡
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A randomized Trial of Rectal Indomethacin to prevent post-ERCP
pancreatitis

‚¥¬ Elmunger BJ ·≈–§≥–

N Engl J Med. 2012;366:1414-22.

«—μ∂ÿª√– ß§å ¡’¢âÕ¡Ÿ≈‡∫◊ÈÕßμâπ∫àß«à“°“√„™â¬“°≈ÿà¡ NSAIDs ‡ÀπÁ∫∑“ß∑«“√Àπ—°®–

™à«¬≈¥Õÿ∫—μ‘°“√≥å¢Õßμ—∫ÕàÕπÕ—°‡ ∫‡©’∫¬æ≈—πÀ≈—ß°“√∑” ERCP ‰¥â

§≥–ºŸâ«‘®—¬®÷ß∑”°“√»÷°…“·∫∫ ÿà¡‡ª√’¬∫‡∑’¬∫ ®“°À≈“¬»Ÿπ¬å°“√

·æ∑¬åÀ≈“¬»Ÿπ¬å

«‘∏’°“√ ºŸâªÉ«¬∑—Èß ‘Èπ 602 √“¬‡¢â“√à«¡®π ‘Èπ ÿ¥°“√«‘®—¬ ‚¥¬¡’¢âÕ¡Ÿ≈æ◊Èπ∞“π

‡°’Ë¬«°—∫§«“¡‡ ’Ë¬ßμàÕ°“√‡°‘¥ post-ERCP pancreatitis ¡“°°«à“

À√◊Õ‡∑à“°—∫ 1 ¢âÕμàÕ‰ªπ’È ‰¥â·°à

Õ“°“√ ß —¬¿“«– sphincter of Oddi dysfunction (SOD)

o ¡’ª√–«—μ‘ post-ERCP pancreatitis ¡“°àÕπ

o ∑” pancreatic sphincterotomy À√◊Õ∑” precut sphincterotomy

o ¡’°“√ cannulate >8 attempts

o ¡’°“√∑” pneumatic dilation ¢Õß biliary sphincter ∑’Ëª°μ‘

o ¡’ª√–«—μ‘°“√∑” ampullectomy

À√◊Õ¡’§ÿ≥ ¡∫—μ‘Õ¬à“ßπâÕ¬ 2 ¢âÕμàÕ‰ªπ’È

o ‡æ»À≠‘ß∑’Ë¡’Õ“¬ÿπâÕ¬°«à“ 50 ªï

o ¡’ª√–«—μ‘¢Õß°“√‡°‘¥μ—∫ÕàÕπÕ—°‡ ∫´È”Õ¬à“ßπâÕ¬ 2 §√—Èß

o ¡’°“√©’¥ “√∑÷∫√—ß ’‡¢â“‰ª„π∑àÕμ—∫ÕàÕπ (‚¥¬‰ª∂÷ß à«πÀ“ß¢Õßμ—∫ÕàÕπ)

o ¡’°“√©’¥ “√∑÷∫√—ß ’ª√‘¡“≥¡“°®π∑”„Àâ‡ÀÁπ opacification ¢Õß pancre-

atic acini À√◊Õ¡’°“√ brush „π pancreatic duct ‡æ◊ËÕ„Àâ‰¥â cytologic

specimen



65Research Highlight

ºŸâªÉ«¬∂Ÿ° ÿà¡·¬°‡ªìπ 2 °≈ÿà¡ °≈ÿà¡Àπ÷Ëß®–‰¥â indomethacin 50 mg

‡ÀπÁ∫∑“ß∑«“√Àπ—° Õ’°°≈ÿà¡‰¥â¬“À≈Õ°

∑—Èßπ’È °“√«‘π‘®©—¬μ—∫ÕàÕπÕ—°‡ ∫‡©’¬∫æ≈—π®–ª√–°Õ∫¥â«¬ 3 ¢âÕμàÕ‰ªπ’È

1. ¡’Õ“°“√ª«¥´÷Ëß‡°‘¥¢÷Èπ„À¡à∑’Ë∫√‘‡«≥™àÕß∑âÕß à«π∫π

2. ¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß pancreatic enzyme ‡ªìπ 3 ‡∑à“¢Õß§à“ª°μ‘ ¿“¬„π

24 ™¡. À≈—ß∑”À—μ∂°“√

3. ¡’°“√√—∫√—°…“‰«â„π √æ. ‡ªìπ‡«≈“Õ¬à“ßπâÕ¬ 2 §◊π

º≈°“√»÷°…“ æ∫ post-ERCP pancreatitis 27/295 (9.5%) „π°≈ÿà¡∑’Ë‰¥â in-

domethacin „π¢≥–∑’Ë°≈ÿà¡∑’Ë‰¥â¬“À≈Õ°æ∫¿“«–π’È 52/307 (16.9%)

p = 0.05 ‚¥¬§‘¥‡ªìπ absolute risk reduction = 7.7 ·≈–¡’ NNT

= 13

„π®”π«ππ’È —¥ à«π¢Õß°≈ÿà¡∑’Ë‡ªìπ moderate to severe pancre-

atitis „π°≈ÿà¡∑’Ë‰¥â indomethacin °ÁπâÕ¬°«à“¥â«¬ (4.4% VS 8.8%,

p = 0.03) ‚¥¬®”π«π¢Õßªí®®—¬§«“¡‡ ’Ë¬ß‰¡à¡’º≈μàÕº≈°“√»÷°…“

 √ÿª °“√„Àâ indomethacin ‡ÀπÁ∫∑«“√Àπ—°™à«¬≈¥Õÿ∫—μ‘°“√≥å°“√‡°‘¥

post-ERCP pancreatitis „π°≈ÿà¡ºŸâªÉ«¬∑’Ë¡’ªí®®—¬‡ ’Ë¬ß‰¥â

∫∑«‘æ“°…å

°“√ √ÿª‡∫◊ÈÕßμâπμ“¡∑’ËºŸâª√–æ—π∏å√–∫ÿ‰«â Õ“®‰¡à “¡“√∂„™â‰¥â°—∫∫“ß

 ∂“π°“√≥å ‡™àπ „πª√–‡∑»‰∑¬ ‡π◊ËÕß®“°¢âÕ∫àß™’È„π°“√∑” ERCP ¢Õßª√–‡∑»

‰∑¬  à«π„À≠à¬—ß‡ªìππ‘Ë«„π∑“ß‡¥‘ππÈ”¥’ ·≈–¡–‡√Áß∑àÕπÈ”¥’´÷ËßºŸâªÉ«¬¡’Õ“¬ÿ§àÕπ

¢â“ß¡“° „π¢≥–∑’ËºŸâ‡¢â“√à«¡«‘®—¬„π°“√»÷°…“«‘®—¬π’ÈÕ“¬ÿ‰¡à¡“°π—° (<50 ªï) ·≈–

 à«π„À≠à§◊Õ‡°◊Õ∫ 80% ‡ªìπºŸâÀ≠‘ß √«¡∑—Èß¡’ SOD ∂÷ß 80-81%
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Whitish Granular Lesions
of Duodenal Mucosa

∑—»π’¬å  »√’ª√–¬Ÿ√
Àπà«¬‚√§∑“ß‡¥‘πÕ“À“√ ¿“§«‘™“Õ“¬ÿ√»“ μ√å §≥–·æ∑¬»“ μ√å»‘√‘√“™æ¬“∫“≈

Endoscopic Corner

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

ºŸâªÉ«¬À≠‘ß‰∑¬§Ÿà Õ“¬ÿ 40 ªï ¿Ÿ¡‘≈”‡π“°√ÿß‡∑æœ ¡“μ√«®√à“ß°“¬ª√–®”ªï

æ∫¿“«–‚≈À‘μ®“ß ·≈–μ√«®æ∫‡≈◊Õ¥ªπ„πÕÿ®®“√– ºŸâªÉ«¬®÷ß‡¢â“√—∫°“√ ◊∫§âπ‡æ‘Ë¡

‡μ‘¡¥â«¬°“√ àÕß°≈âÕßμ√«®∑“ß‡¥‘πÕ“À“√ à«π∫π·≈–≈à“ß º≈°“√μ√«®∑“ß‡¥‘π

Õ“À“√ à«π∫πæ∫§«“¡º‘¥ª°μ‘∑’Ë≈”‰ â‡≈Á°¥—ß· ¥ß„π¿“æ∑’Ë 1

‡¡◊ËÕμ√«®¥â«¬ magnifying endoscope with NBI æ∫≈—°…≥–¥—ß· ¥ß

„π ¿“æ∑’Ë 2

º≈°“√μ—¥™‘Èπ‡π◊ÈÕμ√«®∑“ßæ¬“∏‘«‘∑¬“ ¥—ß· ¥ß„π ¿“æ∑’Ë 3

°“√«‘π‘®©—¬‚√§

Follicular lymphoma

Follicular lymphoma

Follicular lymphoma ‡ªìπ subtype ¢Õß Non-Hodgkin lymphoma

(NHL) ∑’Ëæ∫‰¥â∫àÕ¬„π‡Õ‡™’¬

„π°≈ÿà¡ extranodal NHL æ∫«à“ ∑“ß‡¥‘πÕ“À“√®—¥‡ªìπμ”·Àπàß∑’Ëæ∫‰¥â

∫àÕ¬∑’Ë ÿ¥ ‚¥¬§‘¥‡ªìπ 30-40% ¢Õß primary extranodal NHL1,2 ´÷Ëß histologic

subtype ∑’Ëæ∫‰¥â∫àÕ¬∑’Ë ÿ¥ ∑’Ë‡√“√Ÿâ®—°°—π¥’ §◊Õ mucosal associated lymphoid

tissue À√◊Õ MALT lymphoma3,4  à«π follicular lymphoma æ∫‰¥â√Õß≈ß¡“

‚¥¬æ∫ 1-3.6% ¢Õß GI-NHL5,6
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¿“æ∑’Ë 1 (∫π·≈–≈à“ß) Multiple whitish granular lesions, some area of inflamed mucosa with

submucosal hemorrhage at second part duodenum
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¿“æ∑’Ë 2 §«“¡º‘¥ª°μ‘¢ÕßÀ≈Õ¥‡≈◊Õ¥¢π“¥‡≈Á°∑’Ë¡’°“√¢¬“¬μ—« (dilated microvessels) ·≈–Õ“®æ∫

white spots ´÷Ëß‡°‘¥®“° avascular area under microvessels

¿“æ∑’Ë 3 ºπ—ß‡¬◊ËÕ∫ÿ≈”‰ â‡≈Á°∫√‘‡«≥™—Èπ lamina propria æ∫ follicle ´÷Ëß¿“¬„πª√–°Õ∫¥â«¬ neo-

plastic lymphocyte
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°“√«‘π‘®©—¬

ºŸâªÉ«¬ à«π„À≠à‰¡à¡’Õ“°“√ ¡—°æ∫‚¥¬∫—ß‡Õ‘≠®“°°“√μ√«® àÕß°≈âÕß∑“ß‡¥‘π

Õ“À“√ ‚¥¬μ”·Àπàß¢Õß≈”‰ â‡≈Á°‡ªìπμ”·Àπàß∑’Ëæ∫‰¥â∫àÕ¬∑’Ë ÿ¥ ≈—°…≥–®”‡æ“–§◊Õ

®–æ∫‡ªìπ villi ∑’ËÀπ“μ—«‡ªìπ°√–‡ª“–§≈â“¬ follicle ´÷Ëß∂â“¥Ÿ¥â«¬ magnifying en-

doscope with NBI ®–æ∫«à“¡’ dilated microvessels ·≈–æ∫ swelling, irregu-

larity, opaque white spots under microvessel

Õ¬à“ß‰√°Áμ“¡°“√«‘π‘®©—¬∑’Ë·πàπÕπ®”‡ªìπμâÕß¡’∑—Èß histological ·≈– im-

munohistochemical analysis ‚¥¬æ∫ lymphoid neoplastic cells ∑’Ë„Àâº≈∫«°μàÕ

CD20+, CD10+, BcL2+, CD5- ·μà negative μàÕ CD3 ·≈– CD57

Staging and Treatment

¬—ß§ß¬÷¥μ“¡‡°≥±å«‘π‘®©—¬¢Õß Rohatiner et al8 „π International

Workshop (μ“√“ß∑’Ë 1)

Follicular lymphoma ®—¥‡ªìπ low grade lymphoma ´÷Ëß¡’°“√¥”‡π‘π

μ“√“ß∑’Ë 1 Lugano staging classification of gastrointestinal non-Hodgkinûs lymphoma8

Stage Criteria

I Tumor confined to the gastrointestinal (GI) tract

Single primary site or multiple non-contiguous lesions

II Tumor extending in abdomen from primary GI site

Nodal involvement

II1 Local (paragastric or paraintestinal)

II2 Distant (mesenteric, para-aortic, paracaval, pelvic, inguinal)

IIE Penetration of serosa to involve adjacent organs or tissues

IV Disseminated extranodal involvement or a GI tract lesion with supradiaphrag-

matic nodal involvement
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‚√§™â“¡“° ¥—ßπ—Èπ‡¡◊ËÕ«‘π‘®©—¬‚√§π’È·≈â« Õ“®‰¡à®”‡ªìπμâÕß„Àâ°“√√—°…“„π∑—π∑’ §«√

æ‘®“√≥“„Àâ°“√√—°…“‡©æ“–„πºŸâªÉ«¬∑’Ë¡’Õ“°“√

Follicular lymphoma ‰¡à¡’§«“¡ —¡æ—π∏å°—∫ Helicobacter pylori ¥—ß

π—Èπ°“√√—°…“ Helicobacter pylori ®÷ß‰¡à™à«¬™–≈Õ°“√¥”‡π‘π‚√§‡À¡◊ÕπÕ¬à“ß°“√

√—°…“ MALT lymphoma

°“√√—°…“¡“μ√∞“π ”À√—∫ GI follicular lymphoma „πªí®®ÿ∫—π ¬—ß‰¡à¡’

¢âÕ √ÿª∑’Ë·πà™—¥ ¡—°Õâ“ßÕ‘ßμ“¡°“√√—°…“¢Õß nodal follicular lymphoma ‡ªìπÀ≈—°

÷́Ëß„Àâ°“√√—°…“¥â«¬ conventional treatment Õ—π‰¥â·°à ¬“‡§¡’∫”∫—¥ ª√–°Õ∫¥â«¬

cyclophosphamide, doxorubicin, vincristine, prednisolone √à«¡°—∫ rituximab

´÷Ëß°≈ÿà¡∑’Ë‡ªìπ nodal follicular lymphoma π—ÈπμÕ∫ πÕßμàÕ°“√√—°…“¥’ ®÷ß‰¥âπ”

¡“„™â„π°≈ÿà¡ GI follicular lymphoma ¥â«¬9,10  ”À√—∫„π°≈ÿà¡ GI follicular lym-

phoma π’È æ∫°“√°≈—∫¡“‡ªìπ´È”À≈—ß„Àâ°“√√—°…“„π 31-45 ‡¥◊Õπ ·μàÀ“°‰¡à

„Àâ°“√√—°…“¥â«¬¬“ ‡æ’¬ß‡ΩÑ“√–«—ßμ‘¥μ“¡π—Èπ æ∫«à“ √–¬–‡«≈“‡©≈’Ë¬∑’Ë¡’°“√¥”‡π‘π

‚√§®πμâÕß„Àâ°“√√—°…“®–Õ¬Ÿà∑’Ëª√–¡“≥ 37.5 ‡¥◊Õπ ´÷Ëß‡¡◊ËÕ‡∑’¬∫°—∫√–¬–‡«≈“∑’Ë

°≈—∫¡“‡ªìπ´È”À≈—ß°“√√—°…“¥â«¬¬“·≈â«®–‡ÀÁπ«à“‰¡à·μ°μà“ß°—π¡“°π—°7,9

ºŸâªÉ«¬√“¬π’È‰¥â√—∫°“√μ√«®μ‘¥μ“¡‡ΩÑ“√–«—ß‚¥¬·æ∑¬å‚≈À‘μ«‘∑¬“ ·≈–π—¥

μ√«®‡ÕÁ°´‡√¬å§Õ¡æ‘«‡μÕ√å„π™àÕß∑âÕß√à«¡°—∫ àÕß°≈âÕßμ√«®´È”∑ÿ° 6 ‡¥◊Õπ ¢≥–π’È

ºà“π¡“·≈â«‡°◊Õ∫ Õßªï ≈—°…≥–√Õ¬‚√§∑’Ë≈”‰ â‡≈Á°¬—ß‡∑à“‡¥‘¡ ‰¡àæ∫°“√°√–®“¬‰ª

„π√–∫∫∑“ß‡¥‘πÕ“À“√ à«πÕ◊Ëπ ·≈–¬—ß‰¡àæ∫°“√≈ÿ°≈“¡‰ªμàÕ¡πÈ”‡À≈◊Õß„π™àÕß∑âÕß

·μàÕ¬à“ß„¥

‡Õ° “√Õâ“ßÕ‘ß

1. dûAmore F, Christensen BE, Brincker H, Pedersen NT, Thorling K, Hastrup J, et
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