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 «— ¥’§à– ∑à“π ¡“™‘° ¡“§¡œ

©∫—∫ àß∑â“¬ªï 2556 ™à«ß∑’Ë°“√‡¡◊Õß√âÕπ·√ß∂÷ß¢’¥ ÿ¥ ª√–™“™πμ◊Ëπ√Ÿâ·≈–

μ◊Ëπμ—«∑“ß°“√‡¡◊ÕßÕ¬à“ß¡“° Õ’°∑—Èß«ß°“√ “∏“√ ÿ¢°Á‰¥â· ¥ß∫∑∫“∑„π°“√√—∫„™â

ª√–™“™π„π™à«ß«‘°ƒμπ’È‡™àπ°—π Õ¬à“ß‰√°Áμ“¡ °“√∑”ß“π¢Õß ¡“§¡¢Õß‡√“¬—ß§ß

¥”‡π‘π‰ªμ“¡ª°μ‘ ¥—ß∑’Ë‰¥â∑”¡“Õ¬à“ßμàÕ‡π◊ËÕß ∑—Èß°“√ª√—∫ª√ÿßÀ≈—° Ÿμ√·æ∑¬å

ª√–®”∫â“πμàÕ¬Õ¥ °‘®°√√¡‡æ◊ËÕª√–™“™π °“√ª√–™ÿ¡«‘™“°“√ª√–®”ªï √«¡∑—Èß°“√

®—¥ Õ∫·°à·æ∑¬åª√–®”∫â“πμàÕ¬Õ¥ ∑à“π ¡“™‘° “¡“√∂μ‘¥μ“¡‰¥â®“° √ÿª√“¬ß“π

°“√ª√–™ÿ¡´÷Ëß®–¡’°“√π”‡ πÕ„Àâ∑√“∫‡ªìπ√–¬–

‡¥◊Õπæƒ»®‘°“¬π∑’Ëºà“π¡“ ‡√“‰¥â®—¥‚§√ß°“√„Àâ§«“¡√Ÿâ·≈– àÕß°≈âÕßμ√«®

°√–‡æ“–Õ“À“√·°àª√–™“™π ∑’Ë‚√ßæ¬“∫“≈ μŸ≈ Õ.‡¡◊Õß ®. μŸ≈ ∑’¡ß“π‡√“‰ª°—π

ÕÿàπÀπ“Ω“§—Ëß ·≈–¥â«¬§«“¡√à«¡¡◊Õ°—π¢Õß‚√ßæ¬“∫“≈ μŸ≈·≈–∑“ß ¡“§¡∑’Ë‰¥â

π”·æ∑¬å æ¬“∫“≈ ºŸâ™à«¬ àÕß°≈âÕß ®“°‚√ßæ¬“∫“≈μà“ßÊ ∑—Èß„π°√ÿß‡∑æœ ·≈–

®—ßÀ«—¥Õ◊ËπÊ ‰ª™à«¬°—π Õ’°∑—Èß°“√ π—∫ πÿπ¢Õß∫√‘…—∑¬“·≈–∫√‘…—∑‡§√◊ËÕß¡◊Õ·æ∑¬å

∑“ß°“√ àÕß°≈âÕß ≈â«π·≈â«·μà∑”„Àâ‚§√ß°“√π’È ”‡√Á®≈ÿ≈à«ß‰¥â¥â«¬¥’Õ’°§√—ÈßÀπ÷Ëß

∑“ß∫√√≥“∏‘°“√‰¥â‡°Á∫¿“æ¡“Ω“° ¡“™‘°∑ÿ°∑à“π ·≈–„π°“√®—¥‚§√ß°“√§√—ÈßÀπâ“

®–‰¥âª√–™“ —¡æ—π∏å„Àâ∑à“π ¡“™‘°∑√“∫μàÕ‰ª

 ”À√—∫‡π◊ÈÕÀ“„π®ÿ≈ “√©∫—∫π’È ¡’ Review Articles ∂÷ß “¡‡√◊ËÕß μ∫∑â“¬

¥â«¬ Endoscopic Corner ´÷Ëß„π§√—Èßπ’È‰¡à„™à¿“æ¡“„Àâ∑“¬™◊ËÕ‚√§·≈â« ·μà

‡ªìπ°“√π”‡ πÕ°√≥’ºŸâªÉ«¬∑’Ëπà“ π„®√“¬Àπ÷Ëß ·≈–‡ πÕ‡∑§π‘§°“√·°âªí≠À“∑’Ë‡°‘¥

¢÷Èπ¢≥– ERCP ·πàπÕπ«à“‡√“μâÕß¡’¿“æ «¬Ê ¡“ª√–°Õ∫‡À¡◊Õπ‡™àπ‡§¬§à–

∫.°. ∫Õ°°≈à“«
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∑’¡ß“π‡√“¬—ß§ß¡’§«“¡μ—Èß„®∑’Ë®–π”§«“¡√Ÿâ«‘™“°“√·≈–¢à“« “√ª√–™“

 —¡æ—π∏å¡“‡º¬·æ√à Ÿà¡«≈ ¡“™‘° ·¡â®–¡’§«“¡≈à“™â“·≈–¢âÕº‘¥æ≈“¥ ∑“ß

∫√√≥“∏‘°“√°Á¢ÕπâÕ¡√—∫‰«â (¥—ß‡¥‘¡)

·≈–„π∑à“¡°≈“ß°√–· §«“¡¢—¥·¬âß√ÿπ·√ß„π∫â“π‡¡◊Õß‡√“π’È À«—ß‡ªìπ

Õ¬à“ß¬‘Ëß«à“ ‡√“®–°â“«ºà“π‰ª‰¥âÕ¬à“ß ß∫ —πμ‘ ¥â«¬Õ”π“®·Ààß§ÿ≥§«“¡¥’ ·≈–æ≈—ß

·Ààßªí≠≠“∑’Ë°àÕ‡°‘¥¢÷Èπ„πÀ¡Ÿàª√–™“™π™“«‰∑¬ ‡æ◊ËÕ„Àâª√–‡∑»™“μ‘‰¥âæ—≤π“‰ª„π

∑‘»∑“ß∑’Ë∂Ÿ°μâÕß ·≈–„Àâ§ÿ≥∏√√¡¬—ß¥”√ßÕ¬Ÿà‰¥â„π —ß§¡¢Õß‡√“ ¡‘„™à‡æ◊ËÕ„§√§π„¥

§πÀπ÷Ëß ·μà‡æ◊ËÕ≈Ÿ°À≈“π¢Õß‡√“§π‰∑¬∑ÿ°§π

®‘π¥“√—μπå ‡®’¬‡®…Æ“°ÿ≈

drjindarat@yahoo.com
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 √ÿª°“√ª√–™ÿ¡§≥–°√√¡°“√
Õ”π«¬°“√ ¡“§¡œ
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°“√ª√–™ÿ¡ §√—Èß∑’Ë 3/2556 «—π»ÿ°√å∑’Ë 16  ‘ßÀ“§¡ 2556 ‡«≈“ 10.00 - 12.00 π.

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

‡ªî¥ª√–™ÿ¡‡«≈“ 10.00 π. ‚¥¬¡’ æ≠.‚©¡»√’ ‚¶…‘μ™—¬«—≤πå ‡ªìπª√–∏“π

„π∑’Ëª√–™ÿ¡

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

æ≠.‚©¡»√’ ‚¶…‘μ™—¬«—≤πå Õÿªπ“¬° ¡“§¡ ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“

‡π◊ËÕß®“° πæ.æ‘»“≈ ‰¡â‡√’¬ß π“¬° ¡“§¡ μ‘¥¿“√°‘® ”§—≠ ‰¡à “¡“√∂¡“‡ªìπ

ª√–∏“π„π∑’Ëª√–™ÿ¡ ¥—ßπ—Èπ®÷ß¡Õ∫À¡“¬„ÀâÕÿªπ“¬° ¡“§¡ ∑”Àπâ“∑’Ë·∑π„π«—ππ’È

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

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

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫√Õß√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 2/2556 ‚¥¬‰¡à¡’°“√·°â‰¢

«“√–∑’Ë 3 ‡√◊ËÕßæ‘®“√≥“

3.1 °“√∑”‚§√ß°“√«‘®—¬‡°’Ë¬«°—∫ non-communicable diseases „π

≈—°…≥– À “¢“«‘™“™’æ ·≈– À ∂“∫—π ‚¥¬∑ÿπ«‘®—¬ «™.

æ≠.‚©¡»√’ ‚¶…‘μ™—¬«—≤πå ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“ ‰¥â√—∫¡Õ∫

À¡“¬®“°πæ.æ‘»“≈ ‰¡â‡√’¬ß „Àâπ”‡ πÕ‡√◊ËÕß∑ÿπ«‘®—¬·∫∫¡ÿàß‡ªÑ“ ¥â“π«‘∑¬“»“ μ√å

°“√·æ∑¬å‡°’Ë¬«°—∫ non-communicable diseases ¢Õß «√ . ¥—ßπ—Èπ®÷ß¢Õπ”

‡ πÕ„Àâ§≥–°√√¡°“√Õ”π«¬°“√ ¡“§¡æ‘®“√≥“ μ“¡‡Õ° “√ª√–°Õ∫°“√ª√–™ÿ¡
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∑’Ëª√–™ÿ¡‰¥â√à«¡°—πæ‘®“√≥“·≈â« ∑’Ëª√–™ÿ¡¡’§«“¡‡ÀÁπ«à“ ‡π◊ËÕß®“°

‡√◊ËÕßπ’È‡ªìπ‡√◊ËÕß ”§—≠ ®÷ß§«√„Àâπ“¬° ¡“§¡‡ªìπºŸâ¥”‡π‘π°“√ ·≈–‡ªìπºŸâæ‘®“√≥“

‡™‘≠Õ“®“√¬å∑’Ë¡’»—°¬¿“æ∑’Ë®–¡“√à«¡ß“π«‘®—¬π’È

3.2 °“√®—¥ª√–™ÿ¡«‘™“°“√ª√–®”ªï 2557 √à«¡°—∫ ¡“§¡ª√– “∑∑“ß‡¥‘π

Õ“À“√·≈–°“√‡§≈◊ËÕπ‰À«‰∑¬

æ≠.‚©¡»√’ ‚¶…‘μ™—¬«—≤πå ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“‡π◊ËÕß®“°„πªï

2557  ¡“§¡ª√– “∑∑“ß‡¥‘πÕ“À“√·≈–°“√‡§≈◊ËÕπ‰À«‰∑¬ ®–®—¥°“√ª√–™ÿ¡«‘™“°“√

The 1st Federation of Neurogastroenterology and Motility Meeting (FNM

2014) „π«—π∑’Ë 5-7 °—π¬“¬π 2557 ¥—ßπ—Èπ®÷ß¢Õ§«“¡‡ÀÁπ®“°∑’Ëª√–™ÿ¡§≥–

°√√¡°“√Õ”π«¬°“√ ¡“§¡«à“ ¡“§¡®–√à«¡®—¥ª√–™ÿ¡«‘™“°“√ª√–®”ªï°—∫ ¡“§¡

ª√– “∑∑“ß‡¥‘πÕ“À“√·≈–°“√‡§≈◊ËÕπ‰À«‰∑¬À√◊Õ‰¡à

∑’Ëª√–™ÿ¡‰¥â¡’°“√Õ¿‘ª√“¬·≈–¡’§«“¡‡ÀÁπ¥—ßπ’È

1) ‡π◊ËÕß®“°¢≥–π’È§≥–°√√¡°“√¢Õß FNM ‰¥â®—¥‡μ√’¬¡ß“π·≈–

¥”‡π‘πß“π‰ª§àÕπ¢â“ß¡“°æÕ ¡§«√ Õ’°∑—Èß FNM ‰¥â¡’°“√®â“ß∫√‘…—∑ PCO ‡¢â“¡“

∑”ß“π‡ªìπ∑’Ë‡√’¬∫√âÕ¬·≈â« °“√‡¢â“√à«¡¢Õß ¡“§¡Õ“®®–‰¡à‡À¡“– ¡

2) À“° ¡“§¡®–√à«¡®—¥ß“π¥â«¬ ®–∑”„Àâ‡æ‘Ë¡«—πª√–™ÿ¡¡“°¢÷Èπ ·≈–

Õ“®®–¡’º≈°√–∑∫‡√◊ËÕß«—π≈“¢ÕßºŸâ‡¢â“ª√–™ÿ¡ ‡π◊ËÕß®“°≈“ß“π¡“√à«¡ª√–™ÿ¡À≈“¬Ê

«—π‰¡à‰¥â

3) Õ—μ√“§à“∫Ÿä∏ ¢Õß ¡“§¡®–¡’Õ—μ√“∂Ÿ°°«à“¢Õß FNM ·≈–À“°

∫√‘…—∑®–ÕÕ°∫Ÿä∏À≈“¬«—π Õ—μ√“§à“∫Ÿä∏‚¥¬√«¡°Á®– Ÿß¢÷Èπ‰ªÕ’°

4)  ∂“π∑’Ë®—¥ª√–™ÿ¡¢Õß ¡“§¡®–¡’√“§“§àÕπ¢â“ß∂Ÿ° ·μà ∂“π∑’Ë°“√

®—¥ª√–™ÿ¡¢Õß FNM π—Èπ¡’√“§“§àÕπ¢â“ß Ÿß ́ ÷ËßÕ“®®–¡’ªí≠À“„π‡√◊ËÕß§à“„™â®à“¬„π à«ππ’È

√«¡∑—ÈßÕ“®¡’º≈°√–∑∫°—∫∫√‘…—∑∑’Ë√à«¡ π—∫ πÿπºŸâ‡¢â“√à«¡ª√–™ÿ¡

5) ‚¥¬ª°μ‘ ¡“§¡®–®—¥°“√ª√–™ÿ¡°≈“ßªïª√–¡“≥°≈“ß‡¥◊Õπ

°√°Æ“§¡ ·≈–®—¥ª√–™ÿ¡«‘™“°“√ª√–®”ªïª√–¡“≥°≈“ß‡¥◊Õπ∏—π«“§¡ ¥—ßπ—ÈπÀ“°

°“√®—¥√à«¡°—π§√—Èßπ’È ®–‡ªìπ°“√®—¥ª√–™ÿ¡«‘™“°“√ª√–®”ªï¢Õß ¡“§¡ ∑”„Àâ√–¬–

‡«≈“Àà“ß¢Õß°“√®—¥ª√–™ÿ¡π—Èπ°√–™—Èπ™‘¥‡°‘π‰ª
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®“°¢âÕ§‘¥‡ÀÁπ¥—ß°≈à“« ∑’Ëª√–™ÿ¡®÷ß‡ÀÁπ«à“‰¡à§«√®—¥μàÕ‡π◊ËÕß°—∫°“√ª√–™ÿ¡

FNM ·μà∑’Ëª√–™ÿ¡‡ÀÁπ§«√„Àâ ¡“§¡ π—∫ πÿπ°“√®—¥ª√–™ÿ¡¢Õß FNM Õ¬à“ß‡μÁ¡∑’Ë

‡™àπ  àßº≈ß“π«‘®—¬  π—∫ πÿπºŸâ‡¢â“√à«¡ª√–™ÿ¡ √«¡∑—Èßª√–™“ —¡æ—π∏åß“πª√–™ÿ¡

3.3 °“√æ‘®“√≥“√à“ßÀ≈—° Ÿμ√°“√Ωñ°Õ∫√¡·æ∑¬åª√–®”∫â“πμàÕ¬Õ¥ (‡ø≈

‚≈«å) ‚√§√–∫∫∑“ß‡¥‘πÕ“À“√

πæ. ÿæ®πå æß»åª√– ∫™—¬ ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“®–¡’°“√ª√–™ÿ¡«“√–

æ‘‡»…‡æ◊ËÕæ‘®“√≥“√à“ßÀ≈—° Ÿμ√°“√Ωñ°Õ∫√¡·æ∑¬åª√–®”∫â“πμàÕ¬Õ¥ (‡ø≈‚≈«å)

‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ „π«—π∑’Ë 12 °—π¬“¬π 2556 ≥ √æ.«‘™—¬¬ÿ∑∏ ·≈–À≈—ß®“°

æ‘®“√≥“‡√’¬∫√âÕ¬·≈â« ®–¥”‡π‘π°“√‡¢â“ Ÿà°√–∫«π°“√√—∫√ÕßÀ≈—° Ÿμ√ ·≈– àß‰ª¬—ß

√“™«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬åœ μàÕ‰ª ∑—Èßπ’È®– àß√à“ßÀ≈—° Ÿμ√·≈–°”Àπ¥°“√ª√–™ÿ¡

¡“¬—ß§≥–°√√¡°“√°àÕπ°“√ª√–™ÿ¡ 2  —ª¥“Àå

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

«“√–∑’Ë 4 ‡√◊ËÕßÕ◊ËπÊ (∂â“¡’)

4.1 °“√®—¥ª√–™ÿ¡«‘™“°“√°≈“ßªï 2556

æ≠.Õ“¿— ≥’ ‚ ¿≥ ƒ…Øå ÿ¢ ·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫¥—ßπ’È

1) °“√®—¥ª√–™ÿ¡«‘™“°“√°≈“ßªï ‡¡◊ËÕ«—π∑’Ë 11-13 °√°Æ“§¡ 2556 ∑’Ë

ºà“π¡“π—Èπ ª√– ∫§«“¡ ”‡√Á®Õ¬à“ß¥’¬‘Ëß (μ“¡‡Õ° “√ √ÿªº≈°“√ª√–‡¡‘π¢ÕßºŸâ‡¢â“

√à«¡ª√–™ÿ¡)

2) ¡’√“¬‰¥â ÿ∑∏‘À≈—ßÀ—°§à“„™â®à“¬·≈â« ‡ªìπ®”π«π‡ß‘π 1,877,970 ∫“∑

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

4.2 πæ. ‘π Õπÿ√“…Ø√å ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“ ‰¥â√—∫∑√“∫®“°√“™

«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬åœ ·≈–®“°§≥–°√√¡“∏‘°“√ “∏“√≥ ÿ¢  ”π—°ß“π§≥–

°√√¡°“√§ÿâ¡§√ÕßºŸâ∫√‘‚¿§ ‡°’Ë¬«°—∫‡√◊ËÕß∑’Ë¡’°“√°≈à“«∂÷ß°“√≈â“ßæ‘…μ—∫ ´÷Ëß°”≈—ß

‡ªìπ∑’Ë∂°‡∂’¬ß°—πÕ¬Ÿà·≈–‰¥â√—∫§«“¡ π„®®“°ª√–™“™π‡ªìπÕ¬à“ß¡“° ®÷ß¢Õª√÷°…“

„π∑’Ëª√–™ÿ¡π’È¥â«¬

∑’Ëª√–™ÿ¡¡’§«“¡‡ÀÁπ¥—ßπ’È



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

1) ‡π◊ËÕß®“°‡√◊ËÕßπ’È‡ªìπ‡√◊ËÕß„À≠à ¥—ßπ—Èπ®÷ß§«√®–¡’°“√μ—Èß§≥–∑”ß“π

√à«¡°—∫ ¡“§¡‚√§μ—∫

2) §«√®–®—¥∑”‡ªìπ‡Õ° “√¢âÕ¡Ÿ≈∑’Ë∂Ÿ°μâÕß‡æ◊ËÕ·®°„Àâ√“™«‘∑¬“≈—¬

·æ∑¬ ¿“ ·æ∑¬å∑—Ë«‰ª ·≈–ª√–™“™π‰¥â√—∫∑√“∫

3) ‡ πÕ√“¬π“¡§≥–∑”ß“π‡√◊ËÕß°“√≈â“ßæ‘…μ—∫ ¥—ßπ’È πæ.™‘π«—μ√å

 ÿ∑∏‘«π“ æ≠.Õ“¿— ≥’ ‚ ¿≥ ƒ…Æå ÿ¢ πæ.æ≈√—μπå «‘‰≈√—μπå πæ. ¡∫—μ‘ μ√’ª√–‡ √‘∞ ÿ¢

πæ. ‘√‘«—≤πå Õπ—πμæ—π∏ÿåæß»å πæ.æŸ≈™—¬ ®√— ‡®√‘≠«‘∑¬“ æ≠.√—μπ“ ∫ÿ≠»‘√‘®—π∑√å

πæ.»μ«√√… ∑Õß «— ¥‘Ï ·≈– πæ.æ‘»“≈ ‰¡â‡√’¬ß ·μà∑—Èßπ’È®–Ω“°‡√◊ËÕßπ’È‰ª¬—ß§≥–

°√√¡°“√ ¡“§¡‚√§μ—∫‡æ◊ËÕæ‘®“√≥“¥â«¬

ªî¥ª√–™ÿ¡‡«≈“ 12.00 π.
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§”®”°—¥§«“¡¢Õß‚√§

Intraductal papillary mucinous neoplasms of the pancreas (IPMN)

∂Ÿ°√“¬ß“π¢÷Èπ§√—Èß·√°„πª√–‡∑»≠’ËªÿÉπ‚¥¬ Ohashi ·≈–§≥–„πªï 1982 ´÷Ëß‰¥â

Õ∏‘∫“¬«à“ ‡ªìπ°âÕπ‡π◊ÈÕßÕ°™π‘¥∂ÿßπÈ”¢Õßμ—∫ÕàÕπ (cystic neoplasm of the pan-

creas) ™π‘¥ mucinous secreting cancer1

„π™à«ßÀ≈“¬∑»«√√…∑’Ëºà“π¡“¡’°“√μ—Èß™◊ËÕ‡π◊ÈÕßÕ°™π‘¥π’È«à“ primary pan-

creatic cystic neoplasm (PPCN)2 ·≈–μàÕ¡“„πªï 1996 Õß§å°“√Õπ“¡—¬‚≈°„Àâ

™◊ËÕ„À¡à‡ªìπ intraductal papillary mucinous neoplasms of the pancreas

(IPMN) ´÷ËßÀ¡“¬∂÷ß intraductal mucin-producing neoplasm‡π◊ÈÕßÕ°

ª√–°Õ∫¥â«¬ tall columnar, mucin-containing epithelium (Õ“®¡’À√◊Õ‰¡à¡’

papillary projections) √Õ¬‚√§‡°‘¥∑’Ë main pancreatic duct ·≈–/À√◊Õ major

side branches ·≈–μâÕß‰¡àæ∫ ovarian stroma ´÷Ëß‡ªìπ≈—°…≥– ”§—≠¢Õß‡π◊ÈÕ

ßÕ°™π‘¥ mucinous cystic neoplasms (MCN)3

¡’√“¬ß“π§«“¡™ÿ°¢Õß IPMNs ª√–¡“≥√âÕ¬≈– 25 ¢Õß‡π◊ÈÕßÕ°∂ÿßπÈ”μ—∫

ÕàÕπ2,4,5 æ∫¡“°„π‡æ»™“¬ ·≈–„π°≈ÿà¡Õ“¬ÿ‡©≈’Ë¬ 60-70 ªï2,5,6  à«π„À≠à¡—°æ∫

Intraductal Papillary Mucinous
Neoplasms of the Pancreas

∏√∏«—™  «ÿ≤∏π“ππ∑å*
Õ¿‘‡™…∞å  »‘√‘π«‡ ∂’¬√*

∑«’  √—μπ™Ÿ‡Õ°**
*°≈ÿà¡ß“πÕ“¬ÿ√»“ μ√å ‚√ßæ¬“∫“≈√“™«‘∂’

**°≈ÿà¡ß“π»—≈¬»“ μ√å ‚√ßæ¬“∫“≈√“™«‘∂’

Review Article

○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○
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‡π◊ÈÕßÕ°™π‘¥π’È∑’Ëμ”·Àπàß head of pancreas ·μà°Á “¡“√∂æ∫‰¥â„πμ”·ÀπàßÕ◊ËπÊ

¢Õß√–∫∫∑àÕ∑“ß‡¥‘πμ—∫ÕàÕπ5

æ¬“∏‘°”‡π‘¥

‚√§π’È¡’≈—°…≥–®”‡æ“–§◊Õ intraductal proliferation of neoplastic

mucinous cells ‡°‘¥°“√ √â“ß micro- and macropapillae ·≈–∑”„Àâ‡°‘¥¿“«–

cystic dilatation „πμ”·Àπàß¢Õß main pancreatic duct ·≈–/À√◊Õ secondary

branches (branch ducts) (¿“æ∑’Ë 1)

¿“æ∑’Ë 1 Histopathology of IPMN. A) Ductal epithelium showing nondysplastic micropapillary

mucinous hyperplasia (open arrow) and micropapillary dysplasia (solid arrow). B)

Gross papillomatous change associated with the micropapillary dysplasia change

associated with flat micropapillary dysplasia (arrows). C) Invasive adenocarci-

noma (arrows). D) Gross findings of main pancreatic duct dilation with copious

intraductal mucin and ductal adenomas
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¿“«– dysplasia  “¡“√∂‡°‘¥¢÷Èπ‰¥â„πμ”·Àπàß‡¥’¬«À√◊Õ‡ªìπ·∫∫ multi-

focal °Á‰¥â ‚¥¬‡©æ“–‡¡◊ËÕæ∫«à“√Õ¬‚√§‡°‘¥∑’Ë branched ducts

‡√“ “¡“√∂æ∫°“√‰À≈´÷¡¢Õß‡¡◊Õ° (mucin) ÕÕ°®“° bulging papilla

of Vater ‚¥¬°“√ àÕß°≈âÕß‰¥âÀπ÷Ëß„π “¡¢ÕßºŸâªÉ«¬ ´÷Ëß∫àß∫Õ°∂÷ß°“√‡°‘¥√Õ¬‚√§∑’Ë

main pancreatic duct

°“√·¬°™π‘¥¢Õß‚√§

·∫àßμ“¡≈—°…≥–∑“ßæ¬“∏‘ ¿“æ‰¥â 3 ™π‘¥ §◊Õ1,7,8

1. Main-duct IPMN

√Õ¬‚√§‡°‘¥∑’Ë main pancreatic duct ·≈–∑”„Àâ¡’°“√¢¬“¬ (dilatation)

¢Õß main pancreatic duct  “¡“√∂æ∫‰¥â∑—Èß·∫∫ diffuse À√◊Õ segmental

‚¥¬¡—°æ∫∑’Ë à«π body À√◊Õ tail

°“√∑’Ë¡’ pancreatic duct dilatation ‡°‘¥®“°‡π◊ÈÕßÕ°À√◊Õ‡¡◊Õ°∑’Ë∂Ÿ°

À≈—ËßÕÕ°¡“ª√‘¡“≥¡“°‰ªÕÿ¥μ—π ·μà„π rare subtype ‡™àπ diffuse main pancre-

atic duct ectasia π—Èπ‡°‘¥®“° complete filling neoplasm

2. Branch-Duct IPMN

æ∫≈—°…≥– cystic dilatation „π à«π sided branch ¢Õß main pan-

creatic ductal system ¡—°æ∫∑’Ë∫√‘‡«≥ head À√◊Õ uncinate process ¢Õßμ—∫ÕàÕπ

æ∫„πºŸâªÉ«¬Õ“¬ÿπâÕ¬·≈–¡—°‰¡à¡’Õ“°“√ ∫“ß§√—Èß “¡“√∂æ∫‡ªìπ·∫∫ multi-centric,

branch-duct IPMN ‰¥â9

3. Mixed-type IPMN

æ∫√Õ¬‚√§∑—Èß∑’Ë main pancreatic duct ·≈– side branches §«“¡

 ”§—≠¢Õß IPMN ™π‘¥π’È§◊Õ Õ“®æ∫¿“«– carcinoma in-situ À√◊Õ invasive car-

cinoma ‰¥â ®÷ß‡ªìπ “‡Àμÿ¢Õß°“√·π–π”„Àâºà“μ—¥·∫∫ extent resection
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√Ÿª·∫∫¢Õß duct dilatation ¢÷ÈπÕ¬Ÿà°—∫μ”·Àπàß¢Õß‡π◊ÈÕßÕ° °“√ √â“ß‡¡◊Õ°

·≈–°“√‡°‘¥°“√Õÿ¥μ—π¢Õß pancreatic duct

Main-duct IPMNs ¡—°¡’¢π“¥„À≠à æ∫ prominent intraductal, pap-

illary projections  à«π branch-duct IPMNs ¢π“¥‡≈Á°°«à“ Õ“®‰¡à “¡“√∂‡ÀÁπ

proliferative epithelial lining ‰¥â ·≈–∫“ß§√—Èß°Á¡Õß‡ÀÁπ∑“ß‡™◊ËÕ¡μàÕ°—∫ main

pancreatic duct ‰¥â¬“° μ—«‚√§¡’°“√‡®√‘≠™â“°«à“ (more indolent) ‡¡◊ËÕ‡∑’¬∫°—∫

main-duct IPMN5

ª√–¡“≥√âÕ¬≈– 30 ¢Õß branch-duct IPMN æ∫‡ªìπ multifocal ·≈–

cystic dilatation ¢Õß small branch ¡“°°«à“ 2 μ”·Àπàß¢Õß pancreatic

parencyma10 ·≈–√âÕ¬≈– 25 ¢ÕßºŸâªÉ«¬ branch-duct IPMN ∑’Ë‰¥â√—∫°“√ºà“μ—¥

®–æ∫ histologic change „π main pancreatic duct ¥â«¬ ´÷Ëß· ¥ß«à“∑’Ë®√‘ß

·≈â«‡ªìπ™π‘¥ mixed type IPMN π—Ëπ‡Õß

°“√®”·π°≈—°…≥–∑“ß histology ¢Õß cystic neoplasm of pancreas

∑—Èß™π‘¥ serous, mucinous ·≈– IPMN μ“¡ WHO classification11  “¡“√∂

·∫àß‡ªìπ 3 °≈ÿà¡¬àÕ¬ (μ“√“ß∑’Ë 1) ‰¥â·°à

μ“√“ß∑’Ë 1 World health oranization (WHO) classification of cystic neoplasms of the pan-
creas

Serous microcystic adenoma
Serous oligocystic adenoma
Serous cystadenocarcinoma
Mucinous cystadenoma
Mucinous cystic neoplasm-borderline
Mucinous cystadenocarcinoma

Noninvasive
Invasive

Intraductal papillary mucinous adenoma
Intraductal papillary mucinous neoplasm-borderline
Intraductal papillary mucinous carcinoma

Noninvasive
Invasive
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a) Benign (adenoma without dysplasia)

b) Borderline (adenoma with mild to moderate dysplasia)

c) Carcinoma (either non-invasive or invasive)

‚¥¬°“√®”·π°π’È ∂â“‡ªìπ™π‘¥ combined IPMN ∑’Ëª√–°Õ∫¥â«¬ carci-

noma in-situ ·≈– invasive IPMN „Àâ‡√’¬°‡ªìπ carcinoma

Hyperplastic À√◊Õ dysplastic epithelium „π IPMN æ∫√Õ¬‚√§¡’

≈—°…≥– flat, micropapillary À√◊Õ grossly papillary2 (¿“æ∑’Ë 1) À≈“¬§√—Èß∑’Ëæ∫

epithelial change μ—Èß·μà normal, hyperplasia, dysplasia ·≈– carcinoma

IPMN  “¡“√∂æ∫ histomorphologic pattern À≈“¬·∫∫ Õ“∑‘ gastric

(æ∫‰¥â∫àÕ¬„π branch-duct IPMN), intestinal (æ∫„π main-duct IPMN),

pancreatobiliary, oncocytic ·≈– null12,13

æ¬“°√≥å‚√§¢÷ÈπÕ¬Ÿà°—∫™π‘¥¢Õß histomorphologic pattern ‡™àπ „π in-

testinal-type IPMN ´÷Ëß à«π¡“°μ√«®æ∫ MUC2 (marker of differentiation)

„Àâº≈∫«° ‡™◊ËÕ«à“ “¡“√∂æ—≤π“‰ª‡ªìπ invasive colloid carcinoma ´÷Ëß¡’

æ¬“°√≥å‚√§¥’ ·μà„π pancreatobiliary type „Àâº≈ MUC1 ‡ªìπ∫«°  “¡“√∂

æ—≤π“‰ª‡ªìπ invasive ductal/tubular adenocarcinomas ´÷Ëß¡’æ¬“°√≥å‚√§‰¡à

¥’12,14,15

√âÕ¬≈– 50-80 ¢ÕßºŸâªÉ«¬ IPMN æ∫°“√°≈“¬æ—π∏ÿå¢Õß K-ras ´÷Ëß‡ªìπ

marker ¢Õß°“√‡°‘¥ pancreatic ductal adenocarcinoma  à«π°“√‡°‘¥ malig-

nant degeneration æ∫°“√¢“¥À“¬¢Õß heterozygosity „πμ”·Àπàß 9p21 (p16)

·≈– 17p13 (p53) ·≈–æ∫°“√‡æ‘Ë¡¢÷Èπ¢Õß expression of cyclooxygenase-2 ·≈–

up regulation ¢Õß¬’π claudin ·≈– mesothelin °“√‡æ‘Ë¡¢÷Èπ¢Õß telomerese

activity °“√‡æ‘Ë¡¢÷Èπ¢Õß expression of metrix metalloproteinase-7 ·≈– pro-

liferating-cell nuclear antigen √«¡∑—Èß vascular endothelial growth fac-

tor16-19

Telomerase ∂Ÿ°°√–μÿâπ„π ¿“«–∑’Ë‡°‘¥¡–‡√Áß„π√à“ß°“¬¡πÿ…¬å  “¡“√∂π”

¡“„™â„π°“√·¬°¿“«– adenoma °—∫ intraductal carcinoma „π IPMN
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‰¥â17,20,21 √âÕ¬≈– 40 ¢ÕßºŸâªÉ«¬∑’Ë¡’ malignant change æ∫ upregulation ¢Õß

telomerase activity

ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√«‘π‘®©—¬ IPMN ¡—°æ∫ invasive malignancy ‚¥¬

‡©æ“–„π™π‘¥ main-duct type22,23 ªí®®—¬‡ ’Ë¬ß„π°“√‡°‘¥¡–‡√Áß¡’¥—ßμàÕ‰ª

π’È2,5,24,25,26

a) Main-duct disease À√◊Õ Mixed type ¡’‚Õ°“ ‡°‘¥¡–‡√Áß (car-

cinoma-in-situ ·≈– invasive cancer) ª√–¡“≥√âÕ¬≈– 50-6016,27-30 §«“¡‡ ’Ë¬ß

®–¡“°¢÷Èπ‡¡◊ËÕ main pancreatic duct ‚μ¡“°°«à“ 1 ´¡. ·≈– mural nodule

¢π“¥¡“°°«à“ 1 ́ ¡.10,17 „π∑“ß°≈—∫°—π ‚Õ°“ ‡°‘¥¡–‡√Áß„π branch-duct IPMN

μË”°«à“ (√âÕ¬≈– 6-46, ‡©≈’Ë¬√âÕ¬≈– 25)16,24,31 ·≈–‚Õ°“ ‡°‘¥ invasive carci-

noma πâÕ¬°«à“√âÕ¬≈– 30 ·μà‡π◊ËÕß®“°°“√√—°…“„π°√≥’ branch-duct IPMN

π—Èπ‰¡à®”‡ªìπμâÕßºà“μ—¥∑”„Àâ¢âÕ¡Ÿ≈‡√◊ËÕß‚Õ°“ ‡°‘¥¡–‡√ÁßÕ“®¬—ß‰¡à·πà™—¥16,27,32,33  à«π

ªí®®—¬‡ ’Ë¬ß∑’Ë branch-duct IPMN ®–‡°‘¥¡–‡√Áß ‰¥â·°à ¡’Õ“°“√· ¥ß¢Õß‚√§ æ∫

mural nodule (‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß¡“°°«à“ 2 ´¡.) ¢π“¥¢Õß cyst ¡“°°«à“ 3 ´¡.

·≈–°“√æ∫√à«¡°—∫ main-duct dilatation10,24

b) Branch-duct dilatation ¡“°°«à“ 3 ´¡.

c) Mural nodule

d) Õ“¬ÿ¡“°°«à“ 70 ªï

e) ¡’Õ“°“√· ¥ß¢Õß‚√§ ‚¥¬¡—°æ∫‡¡◊ËÕÕ¬Ÿà„π√–¬– invasive carci-

noma Õ“°“√∑’Ëæ∫ ‰¥â·°à Õ“°“√ª«¥ (‡ªìπº≈¡“°®“° pancreatitis) πÈ”Àπ—°≈¥≈ß

ÕàÕπ‡æ≈’¬ ·≈–μ—«‡À≈◊Õßμ“‡À≈◊Õß À“°æ∫Õ“°“√‡À≈◊Õß®–‡ªìπæ¬“°√≥å∑’Ë‰¡à¥’„π

invasive carcinoma ·μà„π∑“ß°≈—∫°—π √âÕ¬≈– 30 ¢Õß malignant IPMN

‰¡àæ∫Õ“°“√· ¥ß¢Õß‚√§10

f) æ∫°“√‡æ‘Ë¡¢÷Èπ¢Õß telomerase activity „π pancreatic cystic

fluid20,24 ¡’ histologic change (atypia, dysplasia À√◊Õ frank carcinoma in-

situ) ´÷ËßÕ“®æ∫‡æ’¬ß∫“ßμ”·Àπàß æ∫ pancreatic intraepithelial neoplasia

(panIN) ´÷Ëß‡ªìπ precursor lesion ¢Õß ductal adenocarcinoma ´÷ËßÕ“®æ∫
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®“°¿“æ∂à“¬√—ß ’‰¥â‡ªìπ gross detection À√◊Õ∫“ß§√—ÈßÕ“®æ∫‡æ’¬ß°“√

‡ª≈’Ë¬π·ª≈ß∑“ß microscopic detection °Á‰¥â34

·π«∑“ß°“√«‘π‘®©—¬‚√§

Õ“°“√·≈–Õ“°“√· ¥ß∑“ß§≈‘π‘°

ºŸâªÉ«¬ IPMN ¡—°¡“¥â«¬ recurrent episode ¢Õß pancreatitis À√◊Õ

idiopathic chronic pancreatitis æ∫ mucus or papillary projection ®“°

pancreatic duct ‡ªìπ “‡Àμÿ∑”„Àâ‡°‘¥°“√Õÿ¥μ—π¢Õß∑àÕπÈ”¥’

ºŸâªÉ«¬ branch-duct IPMN ¡—°‰¡à· ¥ßÕ“°“√ ‚¥¬‡©æ“–„π°√≥’¢π“¥

cyst πâÕ¬°«à“ 3 ´¡.

ºŸâªÉ«¬∑’Ë‡ªìπ pancreatic adenocarcinoma ¡—°¡“¥â«¬Õ“°“√ painless

jaundice πÈ”Àπ—°≈¥ ¡’ new onset diabetes ‡ªìπμâπ16,28,35

°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√ §«√ àßμ√«® liver function tests, serum

amylase ·≈– lipase ´÷Ëß¡—°Õ¬Ÿà„π‡°≥±åª°μ‘À√◊Õ Ÿß‡≈Á°πâÕ¬ °“√μ√«®√–¥—∫ tu-

mor marker ‡™àπ CA19-9, CEA ·≈– CA125 ¬—ß¡’¢âÕ®”°—¥„π°“√«‘π‘®©—¬

Cross-sectional imaging (ultrasonography [US], computed tomogra-

phy [CT], magnetic resonance imaging [MRI])

„π√“¬∑’Ë ß —¬ IPMN §«√‡√‘Ë¡μâπ°“√μ√«®æ‘‡»… ™π‘¥ non-invasive test

‡™àπ US, CT À√◊Õ MRI ¢Õß™àÕß∑âÕß ·≈–æ‘®“√≥“μ√«®μ”·ÀπàßÕ◊Ëπ√à«¡¥â«¬‡æ◊ËÕ

°“√ staging „π°√≥’ invasive case ‚¥¬‡©æ“–„πμ”·Àπàßμ—∫·≈–ªÕ¥´÷Ëß¡—°

æ∫°“√≈ÿ°≈“¡¢Õß¡–‡√Áß

≈—°…≥–®”‡æ“–∑“ß¿“æ√—ß ’¢Õß IPMN §◊Õ æ∫ cystic dilatation ¢Õß

main pancreatic duct „π main-duct IPMN (¿“æ∑’Ë 2) ·≈–¢Õß segmental

side branch „π branch-duct IPMN ́ ÷Ëß°√≥’À≈—ßπ’È¡—°æ∫„π à«π uncinate lobe

(¿“æ∑’Ë 3)
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¿“æ∑’Ë 2 Main-duct IPMN. A)

CT showing marked

dilatation of pancre-

atic duct. B) EUS of

the main pancreatic

duct (MPD) of patient

in A.

Serial section ¢Õß pancreatic specimen ·≈– 3-D reconstruction

™à«¬„π°“√«‘π‘®©—¬¢Õ∫‡¢μ¢Õß IPMNs ‰¥âÕ¬à“ß™—¥‡®π mucinous globules ·≈–

μ”·Àπàß¢Õß°“√‡°‘¥ malignant transformation ®– “¡“√∂‡ÀÁπ‰¥â®“°¿“æ√—ß ’

„π≈—°…≥– filling defects Õ¬Ÿà„π ductal system (¿“æ∑’Ë 4)

CT (À√◊Õ MRI/MRCP)  “¡“√∂· ¥ßμ”·Àπàß·≈– degree ¢Õß pan-

creatic duct dilatation ·≈– “¡“√∂·¬° “‡ÀμÿÕ◊ËπÊ ∑’Ëæ∫ duct dilatation ‰¥â

Õ“∑‘ chronic pancreatitis À√◊Õ obstructive neoplasm ÕÕ°‰ª‰¥â



18 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, °—π¬“¬π-∏—π«“§¡ 2556

¿“æ∑’Ë 3 Branch-duct IPMN. CT shows a 2.5 cm cystic mass in the uncinate process

¿“æ∑’Ë 4 Imaging of intraductal çmassesé. ERCP of main-duct IPMN with multiple filling

defects secondary to mucinous globules.
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MRI ¡’ª√– ‘∑∏‘¿“æ‡Àπ◊Õ°«à“ CT ‡π◊ËÕß®“° “¡“√∂· ¥ß„Àâ‡ÀÁπμ”·Àπàß

¢Õß cyst ∑’ËμàÕ‡¢â“°—∫ duct ‰¥â¥’°«à“36,37 „π main-duct IPMN ‡¡◊ËÕæ∫≈—°…≥–

markedly dilated main pancreatic duct (>1 ´¡.) À√◊Õæ∫ mural nodules

À√◊Õ¡’ dilatation ¢Õß biliary tree ¥â«¬®“°¿“æ∂à“¬√—ß ’ ®–¡’§«“¡ —¡æ—π∏å

Õ¬à“ß¡“°°—∫°“√‡°‘¥¡–‡√Áß10,12,34,38

Endoscopic retrograde cholangiopancreatography (ERCP)

ERCP ¡’§«“¡ ”§—≠„π IPMN ‡æ◊ËÕ»÷°…“μ”·Àπàß¢Õß√Õ¬μàÕ√–À«à“ß cys-

tic dilatation (or side branch dilatation) ·≈– main pancreatic duct (¿“æ

∑’Ë 5) ·≈–· ¥ß„Àâ‡ÀÁπ markedly dilated main pancreatic duct ´÷Ëß‡°‘¥®“°

mucinous concretion ·≈– papillary growth (intraductal papillomas)

À√◊Õμ”·Àπàß∑’Ë¡’ malignant degeneration/invasion (¿“æ∑’Ë 4)38,39 Õ¬à“ß‰√°Áμ“¡

intraductal mural nodules (adenomas À√◊Õ carcinoma) Õ“®∂Ÿ°∫¥∫—ß‚¥¬

mucus ·≈–„π∫“ß§√—Èß mucous globule Õ“®§≈â“¬§≈÷ß°—∫ ductal nodule ´÷Ëß

Õ“® —∫ π„π°“√∫√√¬“¬‰¥â

„π main- À√◊Õ mixed-duct IPMN  “¡“∂æ∫ bulging papilla ®“°

°“√∑” ERCP ́ ÷Ëß‡ªìπ pathognomonic endoscopic finding „π°“√«‘π‘®©—¬ IPMN

(¿“æ∑’Ë 6)6 ERCP ¬—ß “¡“√∂™à«¬·¬°‚√§√–À«à“ß branch-duct IPMN ·≈– MCN

´÷Ëß·¬°¬“°®“°¿“æ∂à“¬√—ß ’30,40 §«√¡’°“√‡°Á∫ pancreatic juice ‡æ◊ËÕμ√«®∑“ß

cytology ·≈– fluid analysis °“√∑” ERCP ¬—ß‡ªìπ°“√„Àâ°“√√—°…“„π√“¬∑’Ë¡’

Õ“°“√‡À≈◊Õß ∑—Èß„π√“¬°àÕπºà“μ—¥·≈–„π√“¬∑’Ë‰¡à “¡“√∂ºà“μ—¥‰¥â Õ¬à“ß‰√°Áμ“¡

¬—ß‰¡à·π–π”„Àâ∑” ERCP ∑ÿ°√“¬∑’Ë ß —¬ IPMN §«√æ‘®“√≥“∑”‡ªìπ√“¬Ê ‰ª

Magnetic resonance cholangiopancreatography (MRCP)

MRCP ‡ªìπ non-invasive test ·≈–∫“ß§√—Èß§ÿ≥¿“æ‡Àπ◊Õ°«à“ ERCP ‚¥¬

‡©æ“– pancreatic duct anatomy ‡æ√“–„πμ”·Àπàß¢Õß side-branch duct °“√∑”

ERCP Õ“®æ≈“¥°“√«‘π‘®©—¬‡π◊ËÕß®“°∂Ÿ°∫¥∫—ß‚¥¬ intraductal plugs of
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¿“æ∑’Ë 5 ERCPs showing communication with cystic area - branch-duct IPMN. Uncinate

and head of pancreas.

¿“æ∑’Ë 6 Endoscopic view of bulging papilla of Vater with egress of copious mucous
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mucus38,41 πÕ°®“°π’È MRCP ¬—ß™à«¬„Àâ‡ÀÁπ lesion „πμ”·Àπàß∑’Ë‰¡à‡™◊ËÕ¡μàÕ°—∫

pancreatic duct Õ’°¥â«¬

°“√æ∫≈—°…≥– mural nodules (¿“æ∑’Ë 7) À√◊Õ excrescences À√◊Õ

main-duct IPMNs ∑’Ë¢π“¥ pancreatic duct ¡“°°«à“ 10 ¡¡. À√◊Õ common

bile duct dilatation ®“° MRCP ∑”„Àâπ÷°∂÷ß¡–‡√Áß‰¥â ·μàÕ¬à“ß‰√°Áμ“¡ À“°‰¡à

æ∫≈—°…≥–¢â“ßμâπ¥—ß°≈à“«°Á‰¡à “¡“√∂·¬°¿“«–¡–‡√ÁßÕÕ°‰ª‰¥â

Positron emission tomography (PET)

PET-CT ∂Ÿ°‡ πÕ„Àâ‡ªìπ«‘∑¬“°“√„À¡à‡æ◊ËÕ«‘π‘®©—¬ Malignant lesion ́ ÷Ëß

¡’ sensitivity 92% ·≈– specificity 95%42 ‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß„πºŸâªÉ«¬ ŸßÕ“¬ÿ

·≈–‰¡à¡’Õ“°“√ ‡æ◊ËÕ operative treatment À√◊Õ non-operative surveillance42

·μà°Á¬—ß‡ªìπ¢âÕ∂°‡∂’¬ß°—π„π°“√„™â PET ¡“™à«¬„π°“√«‘π‘®©—¬ IPMN ‡π◊ËÕß®“°¬—ß

¿“æ∑’Ë 7 MRCP of IPMN. Branch-duct IPMN with mural nodule (arrow)
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¡’¢âÕ®”°—¥ ·≈–°“√·¬°√–À«à“ß benign ·≈– malignant ¢Õß pancreatic cystic

lesion ¬—ß‰¡à‡∑’Ë¬ßμ√ßæÕ42,43

Intraductal pancreatoscopy and Intraductal ultrasonography

Intraductal pancreatoscopy ‚¥¬°“√„™â small-diameter video scope

·≈– narrow-band imaging44 ´÷Ëß “¡“√∂‡ÀÁπ ductal epithelium ‡æ◊ËÕ™à«¬„π

°“√ª√–‡¡‘π IPMN «à“‡ªìπ benign À√◊Õ malignant lesion44 π—°«‘®—¬™“«≠’ËªÿÉπ¡’

°“√°≈à“«∂÷ß virtual pancreatoscopy ‚¥¬°“√∑” multidetector row CT ‡æ◊ËÕ

™à«¬«‘π‘®©—¬ ´÷Ëß invasive πâÕ¬°«à“ ∑”‰¥âÕ¬à“ß√«¥‡√Á« ·≈–√“§“‰¡à·æß ´÷Ëß„π

Õπ“§μÕ“®®–π”¡“∑¥·∑π°“√∑” ERCP ‰¥â45

Intraductal ultrasonography ‡ªìπÕ’°∑“ß‡≈◊Õ°Àπ÷Ëß ‚¥¬√à«¡°—∫°“√∑”

ERCP ‡æ◊ËÕ™à«¬∫Õ°™π‘¥ ·≈– extension ¢Õß√Õ¬‚√§°àÕπ°“√ºà“μ—¥ ‚¥¬‡©æ“–

Õ¬à“ß¬‘Ëß„π main-duct IPMN46 ·μà¬—ß¡’¢âÕ®”°—¥‡æ√“–¬—ß¡’¢âÕ¡Ÿ≈°“√»÷°…“πâÕ¬

Endoscopic ultrasonography (EUS)

≈—°…≥– ”§—≠∑“ß EUS ¢Õß IPMN  “¡“√∂æ∫°“√ dilatation ¢Õß main

pancreatic duct (or its branches) ·≈–Õ“®¡’À√◊Õ‰¡à¡’ mural ductal nodules

·≈– intraluminal content31,47,48 (¿“æ∑’Ë 2 ·≈– 8) °“√æ∫ multiple cysts

μ‘¥μàÕ°—∫ ductal system ‡ªìπ≈—°…≥–¢Õß branch-duct IPMN ‡¡◊ËÕ‰¡àæ∫°“√

‚μ¢÷Èπ¢Õß main pancreatic duct (< 6 ¡¡.) 5 EUS ‡ªìπ∑“ß‡≈◊Õ°∑’Ë¥’„π°“√

· ¥ß≈—°…≥–∑“ß‡™◊ËÕ¡μàÕ√–À«à“ß cystic lesion °—∫ pancreatic ductal

system∑’Ë‰¡à‡ÀÁπ„π CT À√◊Õ MRI·μàμâÕßÕ“»—¬§«“¡™”π“≠¢ÕßºŸâ∑” EUS ¥â«¬‡™àπ

°—π20,49 „π°√≥’∑’Ë ß —¬¡–‡√Áß¡—°æ∫ solid lesion, mural nodule(s), dilatation

¢Õß main pancreatic duct, ductal filling defects ·≈– thickened septa

50·≈–‡æ‘Ë¡ª√– ‘∑∏‘¿“æ Ÿß¢÷ÈπÀ“°∑” FNA ‡æ◊ËÕ°“√μ√«® cystic fluid À√◊Õ trucut

biopsy √à«¡¥â«¬ ·μà∫“ß investigator ¡’°“√°≈à“«∂÷ß peritoneal dissemination

μ“¡À≈—ß°“√∑” EUS-guided FNA
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FNA cytology

æ∫≈—°…≥–¢Õß papillary clusters ∫ÿ¥â«¬ mucin-containing colum-

nar cells ¡—°æ∫ atypia Õ¬Ÿà∫â“ß51 §«“¡·¡àπ¬”¢Õß°“√μ√«®‚¥¬ FNA cytol-

ogy ®–¡’ sensitivity 75%, specificity 91%, accuracy 86%50

°“√∑” mini-biopsy (trucut À√◊Õ core biopsy) „π lesion ∑’Ë‡ªìπ solid

component ¢Õß cystic neoplasm À√◊Õ∑’Ë wall ¢Õß cyst ™à«¬‡æ‘Ë¡§«“¡

·¡àπ¬”„π°“√«‘π‘®©—¬52 ·μà¢âÕ®”°—¥§◊Õ ¢≥–∑”°“√‡®“–Õ“®¡’°“√ª–ªπ¢Õß‡π◊ÈÕ‡¬◊ËÕ

ª°μ‘ À√◊Õ mucus-producing epithelium ¢Õß√–∫∫∑“ß‡¥‘πÕ“À“√

Analysis of cystic fluid

1) Mucin

°“√¬âÕ¡ mucin „Àâº≈∫«° À√◊Õ°“√∑’Ëæ∫«à“πÈ”∑’Ë‡®“–¥Ÿ¥‰¥âπ—Èπ¡’§«“¡

¿“æ∑’Ë 8 EUS image of main-duct IPMN with a mural nodule measuring 11x18 mm.
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Àπ◊¥ (viscosity)  Ÿß ¡’§«“¡®”‡æ“–‡®“–®ß Ÿß„π°“√«‘π‘®©—¬ mucinous neoplasms

(‡™àπ MCN À√◊Õ IPMN) ™à«¬·¬°‚√§®“° SCN ·≈– Pseudocysts40

2) CEA

æ∫«à“√–¥—∫ CEA „π cystic fluid  Ÿß¢÷Èπ‡¡◊ËÕ¡’°“√ differentiation

¢Õß mucinous PPCN (Õ“∑‘ MCN À√◊Õ IPMN) ∑”„Àâ “¡“√∂·¬°®“°‚√§ SCN

‰¥â ªí®®ÿ∫—π¬—ß‰¡à¡’ sftandard cut-off level ·μàπ‘¬¡„™â‡°≥±å 192 ng/mL „π°“√

«‘π‘®©—¬ ´÷Ëß®–¡’ sensitivity 75% ·≈– specificity 84%25 À“°§à“ CEA <5 ng/

mL  “¡“√∂·¬°‚√§°≈ÿà¡ mucinous neoplasm ÕÕ°‰ª‰¥â2,18,38

3) Amylase

¬—ß¡’¢âÕ®”°—¥„π°“√™à«¬«‘π‘®©—¬ À“°·μà®–æ∫ high amylase activ-

ity (>5 serum activity) Õ∏‘∫“¬«à“ cyst ∑’Ëæ∫μ‘¥μàÕ°—∫ pancreatic duct sys-

tem ™à«¬·¬°‚√§ SCN ·≈– MCN ‰¥â53

4) Õ◊ËπÊ

‰¥â·°à tumor markers Õ◊Ëπ ‡™àπ CA 19-9, CA 72-4, CA 125 ·≈–

CA 15-3 ´÷Ëß¬—ß¡’¢âÕ®”°—¥„π°“√™à«¬«‘π‘®©—¬  à«π°“√μ√«® telomerase activity,

DNA quality ·≈– panel mutation „π cystic fluid ¬—ß§ßμâÕßμ‘¥μ“¡μàÕ‰ª

·≈–°“√μ√«® K-ras mutation °Á “¡“√∂æ∫§«“¡º‘¥æ≈“¥‰¥â ‡æ√“– “¡“√∂

μ√«®æ∫„π‡π◊ÈÕ‡¬◊ËÕª°μ‘À√◊Õ‡π◊ÈÕ‡¬◊ËÕ∑’Ë¡’°“√Õ—°‡ ∫‰¥â54,55

°“√√—°…“

ºŸâªÉ«¬ branch-duct IPMN ∑’Ë‰¡à¡’Õ“°“√ ¢π“¥ cyst ‰¡à‡°‘π 3 ´¡. ·≈–

‰¡àæ∫ mural nodule À√◊Õ main duct dilatation §«√„™â«‘∏’ çwatchful waitingé

·μà®”‡ªìπμâÕßμ‘¥μ“¡Õ“°“√Õ¬à“ß„°≈â™‘¥ √à«¡°—∫°“√μ√«®∑“ß√—ß ’ À“°æ∫°“√

‡ª≈’Ë¬π·ª≈ß„π∑“ß∑’Ë‡≈«≈ß °Á¡’¢âÕ∫àß™’È‡æ◊ËÕπ”ºŸâªÉ«¬‰ªºà“μ—¥μàÕ‰ª5,10,21,27,33,56-59

°“√ºà“μ—¥

‡π◊ËÕß®“° IPMN ¡’§«“¡‡ ’Ë¬ß„π°“√‡°‘¥¡–‡√Áß¢Õßμ—∫ÕàÕπ °“√√—°…“∑’Ë‰¥â
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º≈„πªí®®ÿ∫—π§◊Õ°“√ºà“μ—¥ ‚¥¬«—μ∂ÿª√– ß§å¡ÿàßÀ«—ß‡æ◊ËÕμ—¥ adenomatous À√◊Õ ma-

lignant ductal epithelium ÕÕ° ·≈–≈¥‚Õ°“ °“√°≈—∫‡ªìπ´È”

·μàªí≠À“„πªí®®ÿ∫—π§◊Õ ¡’§”∂“¡‡°‘¥¢÷Èπ«à“ √Õ¬‚√§π—ÈπÊ ‡ªìπ‡©æ“– à«π (lo-

calized) À√◊Õ‡ªìπ‚¥¬∑—ÈßÀ¡¥ (global) ‡æ√“–¡’§«“¡ ”§—≠„π°“√‡≈◊Õ°«‘∏’°“√

ºà“μ—¥«à“®–∑” segmental À√◊Õ total pancreatectomy2 ‡π◊ËÕß®“°°“√ºà“μ—¥ to-

tal pancreatectomy Õ“®π”¡“´÷Ëßº≈¢â“ß‡§’¬ß„πÕπ“§μ ‡™àπ brittle diabetes,

exocrine insufficiency

«‘∏’°“√ºà“μ—¥¬—ß¢÷ÈπÕ¬Ÿà°—∫™π‘¥¢Õß√Õ¬‚√§¥â«¬«à“‡ªìπ main- À√◊Õ mixed-

À√◊Õ branch-duct IPMN  ”À√—∫„π localized branch-duct IPMN (∑’Ë¡’¢π“¥

¢Õß cyst >3 ´¡. ¡’ mural nodule À√◊Õæ∫ main duct dilatation √à«¡¥â«¬

À√◊Õ¡’Õ“°“√) π‘¬¡∑” oncologic pancreatectomy §◊Õ 1) ∑” pancrea-

toduodenectomy-preferentially of the pylorus-preserving type  ”À√—∫

√Õ¬‚√§∑’ËÕ¬Ÿà„πμ”·Àπàß pancreatic head À√◊Õ uncinate process 2) ∑” cen-

tral pancreatectomy  ”À√—∫√Õ¬‚√§∫√‘‡«≥ neck ·≈– proximal body ·≈– 3)

∑” distal pancreatectomy  ”À√—∫√Õ¬‚√§∫√‘‡«≥ body ·≈– tail24

„π√“¬∑’Ë‡ªìπ multifocal branch-duct IPMN §«√‡≈◊Õ°«‘∏’ total pan-

createctomy ´÷Ëß‡ªìπ∑“ß‡≈◊Õ°∑’Ë‡À¡“– ¡°«à“«‘∏’Õ◊Ëπ24,33

°“√¥Ÿ·≈ºŸâªÉ«¬ main-duct IPMN π—Èπ‰¡à§àÕ¬¡’¢âÕ∂°‡∂’¬ß¡“°π—° ‡π◊ËÕß®“°

§«“¡‡ ’Ë¬ß„π°“√‡°‘¥¡–‡√Áß Ÿß (carcinoma in-situ 30%, invasive carcinoma

40%) °“√ºà“μ—¥®÷ß‡ªìπ«‘∏’∑’Ë‡À¡“– ¡2,10,18,24,38

À“° lesion Õ¬Ÿà„πμ”·Àπàß pancreatic body À√◊Õ tail (10-25% ¢ÕßºŸâ

ªÉ«¬) §«√∑”°“√ºà“μ—¥ distal pancreatectomy including splenectomy √à«¡

°—∫∑” frozen-section analysis „π à«π∫√‘‡«≥ proximal pancreratic magin

¥â«¬2,24 ∂â“æ∫«à“ margin positive (invasive À√◊Õ non-invasive malignant

IPMN) §«√∑” creeping resection 2 §√—Èß À“° margin ¬—ß§ß positive Õ’° „Àâ

∑” total pancreatectomy μàÕ‰ª10,18,24,38

°√≥’ºŸâªÉ«¬∑’Ëæ∫ diffusely dilated pancreatic duct „Àâ∂◊Õ«à“‡°‘¥°“√Õÿ¥
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μ—π∫√‘‡«≥ pancreatic head ‡π◊ËÕß®“°°“√‡μ‘∫‚μ¢Õß°âÕπ‡π◊ÈÕ ·≈–/À√◊Õ mucous

production §«√∑”°“√ºà“μ—¥ pancreatoduodenectomy √à«¡°—∫∑” frozen sec-

tion analysis „π à«π∫√‘‡«≥ distal margin ∂â“æ∫«à“ margin positive „Àâ∑”

creeping resection 2 §√—Èß À“° margin ¬—ß§ß positive Õ’° „Àâ‡≈◊Õ°∑” total

pancreatectomy10,24,33

Õ¬à“ß‰√°Áμ“¡ °“√∑” frozen section analysis °Á‰¡à “¡“√∂·πà„®‰¥â«à“

‡π◊ÈÕμ—∫ÕàÕπ à«π∑’Ë‡À≈◊Õ‰¡à¡’ à«π∑’Ëº‘¥ª°μ‘Õ¬Ÿà·≈â« ®÷ß§«√¡’°“√μ‘¥μ“¡Õ“°“√ ·≈–

μ√«®æ‘‡»…∑“ß√—ß ’Õ¬à“ß„°≈â™‘¥À≈—ßºà“μ—¥ ªí®®ÿ∫—π¬—ß‰¡à·π–π”„Àâ∑” prophylactic

total pancreatectomy „πºŸâªÉ«¬∑—ÈßÀ¡¥33 ·≈–¬—ß‰¡à¡’¢âÕ¡Ÿ≈°“√∑” extended lym-

phadenectomy ‡æ◊ËÕ°“√√—°…“ malignant IPMN

‡§¡’∫”∫—¥ (Adjuvant/Neoadjuvant chemotherapy)

¡’°“√»÷°…“∂÷ß°“√„™â adjuvant chemotherapy Õ¬Ÿà∫â“ßμ“¡À≈—ß cura-

tive resection ∑’Ë¡’ nodal metastasis æ∫«à“ ≈¥ relative risk of mortality ‰¥â

√âÕ¬≈– 4260 ·μà¬—ß¡’¢âÕ¡Ÿ≈®”°—¥·≈–§ßμâÕßμ‘¥μ“¡¢âÕ¡Ÿ≈μàÕ‰ª

æ¬“°√≥å‚√§·≈–°“√μ‘¥μ“¡

æ∫«à“ dysplastic component „π IPMN ®–Õ¬Ÿà„π¿“«– in-situ ‰¥â

‡ªìπ‡«≈“À≈“¬ªï  ”À√—∫„π branch-duct IPMN °“√ºà“μ—¥ local anatomic re-

section ¡’§«“¡ ”§—≠μàÕ°“√À“¬ (curative) ¢Õß‚√§  à«π„π non-invasive main-

duct IPMN ¡’°“√√“¬ß“π°“√‡°‘¥ remnant gland ‰¥â√âÕ¬≈– 0-10 ∂÷ß·¡âº≈ fro-

zen-section margin „Àâº≈‡ªìπ≈∫2,10 ÷́Ëß¡—°‡°‘¥„πμ”·Àπàß peripancreatic À√◊Õ

extrapancreatic sites ·≈–√âÕ¬≈– 50-90 °≈“¬‡ªìπ invasive IPMN ·≈– ag-

gressive malignancy „π∑’Ë ÿ¥5,23,59,61 ‚¥¬ªí®®—¬‡ ’Ë¬ßμàÕ°“√‡°‘¥ invasive dis-

ease ¡—° —¡æ—π∏å°—∫ multifocal disease33 ·μà‡¡◊ËÕ‡ª√’¬∫‡∑’¬∫°“√°≈—∫‡ªìπ È́”À≈—ß

ºà“μ—¥√–À«à“ß°“√∑” total pancreatectomy ·≈– partial pancreatectomy π—Èπ

ª√“°Ø«à“‡∑’¬∫‡∑à“°—π§◊Õ √âÕ¬≈– 62 ·≈– 67 μ“¡≈”¥—∫59
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„πºŸâªÉ«¬ IPMN ∑’Ë‰¡àæ∫ invasive cancer ®–¡’Õ—μ√“°“√√Õ¥™’«‘μ∑’Ë 5 ªï

À≈—ß°“√ºà“μ—¥¡“°°«à“√âÕ¬≈– 7059,62  à«πºŸâªÉ«¬ invasive IPMN ∑’Ë¡’ negative

margin ®–¡’Õ—μ√“°“√√Õ¥™’«‘μ∑’Ë 5 ªïÀ≈—ß°“√ºà“μ—¥√âÕ¬≈– 30-5023,59,61 ·≈–Õ—μ√“

°“√√Õ¥™’«‘μ≈¥≈ß‡¡◊ËÕæ∫°“√≈ÿ°≈“¡¢Õß¡–‡√Áß ´÷ËßÀ“°‡ªìπ¡–‡√Áß√–¬–≈ÿ°≈“¡·≈â«

„Àâ°“√¥Ÿ·≈√—°…“‡À¡◊Õπ¡–‡√Áßμ—∫ÕàÕπ™π‘¥Õ◊ËπÊ

°“√μ‘¥μ“¡ºŸâªÉ«¬‚¥¬°“√μ√«® non-invasive imaging ¡’ª√–‚¬™πå‡æ◊ËÕ

‡ΩÑ“√–«—ß°“√‡°‘¥´È”¢Õß‚√§10 ªí®®ÿ∫—π¬—ß‰¡à¡’·π«∑“ß™—¥‡®π∑—Èß„π·ßà‡«≈“∑’Ë§«√‡√‘Ë¡

μ√«®·≈–§«“¡∂’Ë„π°“√μ√«® ·π–π”„Àâμ√«®μ‘¥μ“¡Õ“°“√√à«¡°—∫μ√«®¿“æ√—ß ’ ab-

dominal CT scan À√◊Õ MRI ∑ÿ° 1 ªï ·≈–Àà“ßÕÕ°¡“°°«à“π—ÈπÀ“°°“√μ√«®‰¡à

æ∫°“√‡ª≈’Ë¬π·ª≈ß10 ·μà ”À√—∫√“¬∑’Ë‡ªìπ invasive IPMN ®”‡ªìπμâÕßª√–‡¡‘π°“√

μ‘¥μ“¡∑ÿ° 6 ‡¥◊Õπ¥â«¬ abdominal CT scan À√◊Õ MRI

 ”À√—∫ºŸâªÉ«¬ branch-type IPMN ́ ÷Ëß‰¡à¡’Õ“°“√ ·≈–‰¡àæ∫ mural nod-

ule, main duct <6 ¡¡. ¢π“¥¢Õß cyst <3 ´¡. §«“¡∂’Ë„π°“√μ‘¥μ“¡¢÷ÈπÕ¬Ÿà°—∫

¢π“¥¢Õß cyst §◊Õ∂â“πâÕ¬°«à“ 1 ´¡. „Àâμ‘¥μ“¡∑ÿ° 1 ªï ∂â“¢π“¥ 1-2 ´¡. „Àâ

μ‘¥μ“¡∑ÿ° 6-12 ‡¥◊Õπ ·≈–¢π“¥ 2-3 ´¡. „Àâμ‘¥μ“¡∑ÿ° 3-6 ‡¥◊Õπ
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Gastrointestinal Mucosal Changes
in Portal Hypertension

¡π— ™π°  ®‘√—∞«ß»å
§Ÿà¢«—≠   «— ¥‘æ“π‘™¬å

Àπà«¬∑“ß‡¥‘πÕ“À“√ ‚√ßæ¬“∫“≈»√’π§√‘π∑√å

Review Article
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‡√“æ∫«à“„π¿“«–§«“¡¥—πÀ≈Õ¥‡≈◊Õ¥æÕ√å∑—≈ Ÿß®–‡°‘¥°“√‡ª≈’Ë¬π·ª≈ß

¢Õß‡¬◊ËÕ∫ÿ∑“ß‡¥‘πÕ“À“√¢÷Èπ·μà¬—ß‰¡à∑√“∫æ¬“∏‘°”‡π‘¥·πà™—¥ Õ¬à“ß‰√°Áμ“¡ ‡™◊ËÕ«à“¡’

°“√‡ª≈’Ë¬π·ª≈ß∑’Ë√–∫∫À≈Õ¥‡≈◊Õ¥¢π“¥‡≈Á°Ê ∑”„ÀâÀ≈Õ¥‡≈◊Õ¥‡ ’¬À“¬·≈–‡°‘¥

°“√´àÕ¡·´¡μ—«‡Õß ·≈â«®÷ß¡’°“√ √â“ßÀ≈Õ¥‡≈◊Õ¥„À¡à¢÷Èπ ·μàÀ≈Õ¥‡≈◊Õ¥∑’Ë‡°‘¥¢÷Èπ

„À¡àπ—Èπ¡’§«“¡º‘¥ª°μ‘∑—Èß¢π“¥·≈–®”π«π ´÷Ëß∂â“§«“¡º‘¥ª°μ‘π—Èπ‡°‘¥¢÷Èπ∑’Ë‡¬◊ËÕ∫ÿ

°√–‡æ“–Õ“À“√ (portal hypertensive gastropathy) ®–‡ªìπ “‡Àμÿ∑”„Àâ¡’‡≈◊Õ¥

ÕÕ°„π∑“ß‡¥‘πÕ“À“√‰¥â ·μàÀ“°‡°‘¥¢÷Èπ„π≈”‰ â‡≈Á° (portal hypertensive enter-

opathy) ºŸâªÉ«¬ à«π„À≠à¡—°‰¡à¡’Õ“°“√ À√◊ÕºŸâªÉ«¬∫“ß√“¬Õ“®¡“¥â«¬Õ“°“√ ’́¥‡√◊ÈÕ√—ß

‰¥â ·≈–À“°§«“¡º‘¥ª°μ‘‡°‘¥¢÷Èπ∑’Ë≈”‰ â„À≠à (portal hypertensive colopathy)

ºŸâªÉ«¬Õ“®¡“¥â«¬Õ“°“√‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√∑’Ë§≈â“¬°—∫¿“«–≈”‰ âÕ—°‡ ∫‡√◊ÈÕ√—ß

(inflammatory bowel disease) ‰¥â

„π∑’Ëπ’È®–°≈à“«∂÷ß§«“¡º‘¥ª°μ‘¢Õß‡¬◊ËÕ∫ÿ∑“ß‡¥‘πÕ“À“√∑’Ë‡°‘¥¢÷Èπ„π¿“«–

§«“¡¥—πÀ≈Õ¥‡≈◊Õ¥æÕ√å∑—≈ Ÿß ∑—Èß∑’Ë‡°‘¥¢÷Èπ„π°√–‡æ“–Õ“À“√ ≈”‰ â‡≈Á° ·≈–≈”‰ â„À≠à

Portal hypertensive gastropathy (PHG)

∫∑π”·≈–§”π‘¬“¡

§«“¡º‘¥ª°μ‘¢Õß‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√„π¿“«–§«“¡¥—πÀ≈Õ¥‡≈◊Õ¥
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æÕ√å∑—≈ Ÿß‡ªìπº≈·∑√° ấÕπ∑’Ë‡°‘¥¢÷Èπ‰¥â∑—Èß„πºŸâªÉ«¬μ—∫·¢Áß (cirrhotic portal hyper-

tension) ·≈–ºŸâªÉ«¬∑’Ë¡’¿“«–§«“¡¥—π„πÀ≈Õ¥‡≈◊Õ¥æÕ√å∑—≈ Ÿß∑’Ë‰¡à„™àμ—∫·¢Áß (non-

cirrhotic portal hypertension) ‡ªìπº≈„ÀâºŸâªÉ«¬‡°‘¥Õ“°“√‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘π

Õ“À“√‰¥â‚¥¬¡’§«“¡√ÿπ·√ßμ—Èß·μà‡≈Á°πâÕ¬®π∂÷ß‡≈◊Õ¥ÕÕ°√ÿπ·√ß¡“°‰¥â

≈—°…≥–∑’Ëμ√«®æ∫‰¥â®“°°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ §◊Õ ¡’‡¬◊ËÕ∫ÿ§≈â“¬Àπ—ßßŸ

‚¥¬Õ“®¡’À√◊Õ‰¡à¡’®ÿ¥ ’·¥ß‰¥â (mosaic-like pattern resembles the skin of a

snake, with or without red spots)1 ´÷Ëß„πÕ¥’μ¡—°¡’°“√·ª≈º≈«à“‡ªìπ®ÿ¥‡≈◊Õ¥

ÕÕ°®“°°√–‡æ“–Õ“À“√Õ—°‡ ∫„πºŸâªÉ«¬μ—∫·¢Áß (hemorrhagic gastritis) ·μà‡¡◊ËÕ

μ—¥™‘Èπ‡π◊ÈÕ¡“μ√«®°≈—∫‰¡àæ∫°“√Õ—°‡ ∫ ‚¥¬æ∫«à“¡’§«“¡º‘¥ª°μ‘¢ÕßÀ≈Õ¥‡≈◊Õ¥2

·≈–μàÕ¡“®÷ß¡’°“√‡√’¬°™◊ËÕ«à“ §«“¡º‘¥ª°μ‘¢Õß‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√„π¿“«–§«“¡

¥—πÀ≈Õ¥‡≈◊Õ¥æÕ√å∑—≈ Ÿß (portal hypertensive gastropahty; PHG)

√–∫“¥«‘∑¬“

¿“«–π’Èæ∫‰¥â√âÕ¬≈– 20-98 „πºŸâªÉ«¬‚√§μ—∫·¢Áß1,3-9 ‚Õ°“ ∑’Ë®–æ∫¿“«–

π’È¢÷ÈπÕ¬Ÿà°—∫À≈“¬ªí®®—¬1,3-7 ‰¥â·°à Child-Pugh score °“√æ∫À≈Õ¥‡≈◊Õ¥¢Õ¥„π

À≈Õ¥Õ“À“√ (esophageal varices) °“√‰¥â√—∫°“√√—°…“À≈Õ¥‡≈◊Õ¥¢Õ¥„π

À≈Õ¥Õ“À“√¥â«¬«‘∏’ sclerotherapy À√◊Õ band ligation

æ¬“∏‘ √’√«‘∑¬“

¬—ß‰¡à‡ªìπ∑’Ë∑√“∫·πà™—¥ ·μà¡’À≈—°∞“π‡™‘ßª√–®—°…å«à“πà“®–‡ªìπº≈¡“®“°

¿“«–§«“¡¥—π„πÀ≈Õ¥‡≈◊Õ¥æÕ√å∑—≈ Ÿß ‡π◊ËÕß®“°¡’√“¬ß“π°“√«‘®—¬ π—∫ πÿπ«à“ ‡¡◊ËÕ

√—°…“¿“«–§«“¡¥—πÀ≈Õ¥‡≈◊Õ¥æÕ√å∑—≈ Ÿß¥â«¬°“√∑” transjugular intrahepatic

portosystemic shunts (TIPS) ·≈â« ¿“«– PHG ¥’¢÷Èπ11,12 ·μà„π∫“ß°“√«‘®—¬°Á‰¡à

æ∫§«“¡ —¡æ—π∏åπ’È6,7,9,13

Õ¬à“ß‰√°Áμ“¡ ®“°°“√»÷°…“∑’Ëºà“π¡“‡°’Ë¬«°—∫Õÿ∫—μ‘°“√≥å·≈–§«“¡√ÿπ·√ß

¢Õß°“√‡°‘¥ PHG4,6,8-10,14-19 æ∫«à“¡’§«“¡ —¡æ—π∏å°—∫ endoscopic treatment

 ”À√—∫ esophageal varices  —¡æ—π∏å°—∫¿“«–§«“¡¥—π„πÀ≈Õ¥‡≈◊Õ¥æÕ√å∑—≈ Ÿß
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§«“¡√ÿπ·√ß¢Õß‚√§μ—∫ °“√μ‘¥‡™◊ÈÕ·∫§∑’‡√’¬ Helicobactor pylori πÕ°®“°π’È¬—ß

æ∫«à“ endoscopic treatment  ”À√—∫ esophageal varices π—Èπ®–‡æ‘Ë¡Õÿ∫—μ‘°“√≥å

·≈–§«“¡√ÿπ·√ß¢Õß PHG ·μà‡ªìπ·∫∫™—Ë«§√“«·≈–À“¬‰¥â20-23

∫“ß√“¬ß“π°“√«‘®—¬‡™◊ËÕ«à“ PHG ‡°‘¥®“°°“√∑’ËÀ≈Õ¥‡≈◊Õ¥ª≈“¬∑“ß„π

°√–‡æ“–Õ“À“√Õÿ¥μ—π ∑”„Àâμ√«®æ∫À≈Õ¥‡≈◊Õ¥∫«¡®“°°“√ àÕß°≈âÕß∑“ß‡¥‘π

Õ“À“√11,13,20,24 „π∑“ßμ√ß°—π¢â“¡∫“ß√“¬ß“π°“√«‘®—¬‡™◊ËÕ«à“ ¿“«–§«“¡¥—π„πÀ≈Õ¥

‡≈◊Õ¥æÕ√å∑—≈ Ÿß àßº≈„Àâ‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√ Ÿ≠‡ ’¬§«“¡ “¡“√∂„π°“√´àÕ¡·´¡

μ—«‡Õß (healing) ·≈–¢“¥°≈‰°°“√ªÑÕß°—πμ—«‡Õß¢Õß‡¬◊ËÕ∫ÿ (mucosal defense)

∑”„Àâ‡°‘¥§«“¡‡ ’¬À“¬®π‡≈◊Õ¥ÕÕ°‰¥â25,26 πÕ°®“°π’È §«“¡º‘¥ª°μ‘¢Õß√–∫∫

À¡ÿπ‡«’¬π‚≈À‘μ¬—ß àßº≈„Àâ‡π◊ÈÕ‡¬◊ËÕ¢“¥‡≈◊Õ¥27,28 ·≈–À≈Õ¥‡≈◊Õ¥®– √â“ß “√∫“ß™π‘¥

∑’Ë∑”„Àâ‡°‘¥§«“¡‡ ’¬À“¬·°à‡¬◊ËÕ∫ÿ ‰¥â·°à nitric oxide, oxygen free radicals,

endothelin-1, tumor necrosis factor ·≈– prostaglandins29-33

·¡â®–¡’°“√»÷°…“¡“°¡“¬ ·μà§«“¡√Ÿâ‡√◊ËÕß°≈‰°°“√‡ª≈’Ë¬π·ª≈ß„π√–¥—∫

‚¡‡≈°ÿ≈°Á¬—ß‰¡à‡ªìπ∑’Ë∑√“∫·πà™—¥

°“√«‘π‘®©—¬

McCormack ·≈–§≥–2 „Àâ°“√«‘π‘®©—¬ PHG ®“°°“√ àÕß°≈âÕß ‚¥¬μ√«®

æ∫≈—°…≥– çmosaic-like patterné ´÷Ëß‰¥â°≈à“«∫√√¬“¬‰«â«à“¡’≈—°…≥–‡ªìπ∫√‘‡«≥

∑’Ëæ∫‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√Õ—°‡ ∫·¥ßÀ≈“¬μ”·Àπàß ¡’≈—°…≥–‡ªìπ ’Ë‡À≈’Ë¬¡®—μÿ√— 

À√◊Õ ’Ë‡À≈’Ë¬¡¢â“«À≈“¡μ—¥À√◊Õ√Ÿª‡æ™√ ≈âÕ¡√Õ∫¥â«¬¢Õ∫μ“¢à“¬ ’¢“«À√◊Õ‡À≈◊Õß

·≈–æ∫®ÿ¥ ’·¥ß§≈â“¬º≈‡™Õ√’Ë (multiple erythematous areas, rectangular or

diamond-shaped, outlined by a delicate white or yellowish network; red

point lesions, cherry red spots) À“°‡ªìπ™π‘¥∑’Ë‡√’¬°«à“ çscarlatina typeé ®–

æ∫‡ªìπ≈—°…≥–º◊Ëπ∑’Ë¡’®ÿ¥ ’πÈ”μ“≈À√◊Õ®ÿ¥ ’·¥ß¢π“¥‡≈Á° (petechiae)34-37 (¿“æ∑’Ë

1)

·μà°“√«‘π‘®©—¬‚¥¬ New Italian Endoscopic Club for the Study and

Treatment of Oesophageal Varices (NIEC)38 „™â≈—°…≥–‡¬◊ËÕ∫ÿ∑“ß‡¥‘πÕ“À“√



37Gastrointestinal Mucosal Changes in Portal Hypertension

∑’Ëæ∫®“°°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ 2 ·∫∫ §◊Õ 1) çmosaic- like patterné ·≈–

2) red marks ‰¥â·°à √Õ¬‚√§∑’Ë‡ªìπ®ÿ¥ ’·¥ß ¡’À≈“¬¢π“¥ º‘«‡√’¬∫À√◊ÕÕ“®¬◊Ëπ‡¢â“

¡“„π‚æ√ß°√–‡æ“–Õ“À“√‡≈Á°πâÕ¬ (red lesions of variable diameter, flat or

slightly protruding into the lumen of the stomach) ‚¥¬¡—°æ∫∑’Ëμ”·Àπàß

body ·≈– fundus34,35 ·μàÕ“®æ∫‰¥âμ≈Õ¥∑“ß‡¥‘πÕ“À“√

°“√«‘π‘®©—¬‚¥¬«‘∏’Õ◊ËπÊ ‡™àπ °“√°≈◊π°≈âÕß·§ª Ÿ́≈ (capsule endoscopy)

‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å (computed tomography) À√◊Õ°“√μ√«®∑“ß‡¥‘πÕ“À“√

¿“æ∑’Ë 1 ¿“æ∂à“¬· ¥ß≈—°…≥–¢Õß portal hypertensive gastropathy (PHG) ®“°°“√ àÕß°≈âÕß

∑“ß‡¥‘πÕ“À“√ à«πμâπ
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 à«πμâπ¥â«¬°“√°≈◊π·ªÑß·∫‡√’¬¡ (upper GI study) ¬—ß‰¡à¡’¢âÕ¡Ÿ≈®“°°“√»÷°…“

«‘®—¬¡“°π—°

„π°“√μ√«®«‘π‘®©—¬∑“ß®ÿ≈æ¬“∏‘«‘∑¬“ æ∫«à“ ¡’§«“¡º‘¥ª°μ‘∑—Èß®”π«π

·≈–¢π“¥¢ÕßÀ≈Õ¥‡≈◊Õ¥¢π“¥‡≈Á°·≈–À≈Õ¥‡≈◊Õ¥ΩÕ¬„π‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√™—Èπ

mucosa ·≈– submucosa ´÷Ëß°“√μ√«®∑“ß®ÿ≈æ¬“∏‘«‘∑¬“‡æ◊ËÕ¬◊π¬—π°“√«‘π‘®©—¬

π—ÈπÕ“®∑”„Àâ¡’‚Õ°“ ‡≈◊Õ¥ÕÕ°‰¥â ·μà°Á¬—ß‰¡à¡’√“¬ß“π°“√«‘®—¬√–∫ÿ™—¥‡®π«à“°“√

μ√«®™‘Èπ‡π◊ÈÕ∑“ß®ÿ≈æ¬“∏‘«‘∑¬“®–‡æ‘Ë¡§«“¡‡ ’Ë¬ß¢Õß°“√¡’‡≈◊Õ¥ÕÕ°„π°√–‡æ“–

Õ“À“√

 ”À√—∫°“√®”·π°√–¥—∫§«“¡√ÿπ·√ß¢Õß PHG ¬—ß‡ªìπ∑’Ë∂°‡∂’¬ßÕ¬Ÿà ·μà

æÕ √ÿª‰¥â¥—ßμ“√“ß∑’Ë 1 ®“°√“¬ß“π¢Õß NIEC38, McCormack2 ·≈– Tanoue39

μ“√“ß∑’Ë 1 °“√®”·π°√–¥—∫§«“¡√ÿπ·√ß¢Õß portal hypertensive gastropathy (PHG)38

Classification NIEC McCormack et al. Tanoue et al.

Category Two-category system Two-category system Three-category system

Mild çMosaic-like patterné Fine speckling or Grade 1:

Mild: diffusely pink areola çscarlatinaé type of rash Mild reddening

Moderate: flat red spot in Superficial reddening Congestive mucosa

centre of pink areola çSnake-skiné pattern

Severe: diffusely red areola

Moderate Not considered Not considered Grade 2: Severe redness

and a fine reticular pattern

separating areas of raised

mucosa

Severe çRed marksé: Cherry red spots, Grade 3: Grade 2

Red lesions of variable confluent or not  plus point bleeding

diameter, flat or slightly Diffuse hemorrhage

protruding. Discrete or

confluent

NIEC, New Italian Endoscopic Club for the Study and Treatment of Oesophageal Varices.
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æ∫«à“°“√®”·π°§«“¡√ÿπ·√ß‡ªìπ mild ·≈– severe ¥’°«à“®”·π°‡ªìπ mild,

moderate ·≈– severe ∑—Èß„π·ßà¢Õß intra- ·≈– inter-observer agreement

·≈– reproducibility Õ’°∑—Èß “¡“√∂∫Õ°§«“¡‡ ’Ë¬ß¢Õß°“√‡°‘¥‡≈◊Õ¥ÕÕ°‰¥â §◊Õ

æ∫√âÕ¬≈– 3.5-31 „π mild form ·≈– √âÕ¬≈– 38-62 „π severe form ¥—ßπ—Èπ

Baveno III40 ®÷ß·π–π”„Àâ„™â°“√®”·π°μ“¡ NIEC

¡’°“√«‘®—¬∑’Ëπ”≈—°…≥–§«“¡º‘¥ª°μ‘¢Õß‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√∑’Ëμ√«®æ∫¥—ß

°≈à“«¡“‡ªìπμ—«∫àß™’È„π°“√«‘π‘®©—¬¿“«–§«“¡¥—π„πÀ≈Õ¥‡≈◊Õ¥æÕ√å∑—≈ Ÿß æ∫«à“¡’§à“

specificity ¡“°°«à“√âÕ¬≈– 9510,37 ·μà§à“ sensitivity, positive predictive value

(PPV) and negative predictive value (NPV) π—Èπ·μ°μà“ß°—π‰ª„π·μà≈–ß“π

«‘®—¬

∂â“ àÕß°≈âÕßæ∫À≈Õ¥‡≈◊Õ¥¢Õ¥„πÀ≈Õ¥Õ“À“√√à«¡°—∫ PHG ®–¡’§«“¡

·¡àπ¬”„π°“√«‘π‘®©—¬«à“ºŸâªÉ«¬¡’¿“«–μ—∫·¢Áß41

°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√æ∫ çmosaic-like patterné ‰¡à‰¥â®”‡æ“–μàÕ

PHG ‡∑à“π—Èπ ·μà¬—ßæ∫„π¿“«–Õ◊Ëπ‰¥â ‡™àπ gastric antral vascular ectasia (GAVE)

À√◊Õ watermelon stomach ‚¥¬¡’≈—°…≥–¥—ßπ’È §◊Õ ‡ªìπ·∂∫‡ âπμ√ß ’·¥ß∑’Ë

·¬°°—π‚¥¬‡¬◊ËÕ∫ÿª°μ‘ ·≈–‡ÀÁπ‡ªìπ≈—°…≥–§≈â“¬·μß‚¡ (linear red stripes, sepa-

rated by normal mucosa, giving the appearance of a watermelon) æ∫

∫àÕ¬∑’Ë antrum  Õß¿“«–π’È¡’§«“¡·μ°μà“ß°—π (μ“√“ß∑’Ë 2) ¿“«– GAVE æ∫„π‚√§

μ—∫·¢Áß‰¥â ·μà‰¡àμÕ∫ πÕßμàÕ°“√√—°…“¥â«¬¬“ beta blocker ·≈–°“√√—°…“¥â«¬

TIPS12,42 ·≈–¬—ßæ∫„π‚√§Õ◊Ëπ‰¥â ‡™àπ ‚√§¿Ÿ¡‘μâ“π‡π◊ÈÕ‡¬◊ËÕμπ‡Õß (autoimmune)

·≈–‚√§¢Õß‡π◊ÈÕ‡¬◊ËÕ‡°’Ë¬«æ—π (connective tissue disease) ‡™àπ atrophic gastri-

tis, scleroderma, sclerodactily ·≈– pernicious anemia ‡ªìπμâπ

πÕ°®“°¿“«– GAVE ·≈â« çmosaic patterné ¬—ßæ∫„π acute simple

gastritis ‰¥âÕ’°¥â«¬ ‚¥¬‡©æ“– “‡Àμÿ¡“®“°¬“μâ“π°“√Õ—°‡ ∫∑’Ë‰¡à„™à ‡μ’¬√Õ¬¥å

(NSAIDs) ·≈– °“√μ‘¥‡™◊ÈÕ H. pylori ·μà≈—°…≥–∑“ß®ÿ≈æ¬“∏‘«‘∑¬“®–æ∫‡´≈≈åÕ—°‡ ∫

√à«¡°—∫¡’°“√¢¬“¬μ—«¢ÕßÀ≈Õ¥‡≈◊Õ¥¢π“¥‡≈Á°‡©æ“–„π™—Èπ mucosa (prominent

inflammatory cell infiltrate with minor vascular dilation and only affects
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the mucosa)36  à«π¿“«–Õ◊Ëπ∑’Ëæ∫‰¥â·μàπâÕ¬ ‰¥â·°à polycythemia43, gastric pur-

pura44 ·≈– Osler Weber Rendu disease

°“√¥”‡π‘π‚√§

Õÿ∫—μ‘°“√≥å¢Õß PHG „πºŸâªÉ«¬μ—∫·¢Áß∑’Ë‰¥â√—∫°“√ àÕß°≈âÕß‡æ◊ËÕμ√«®À“

À≈Õ¥‡≈◊Õ¥¢Õ¥„πÀ≈Õ¥Õ“À“√ æ∫‰¥â√âÕ¬≈– 30-45 ·≈–®“°°“√»÷°…“¢Õß Merli5

æ∫Õÿ∫—μ‘°“√≥å√âÕ¬≈– 3 „π 1 ªï √âÕ¬≈– 10 „π 2 ªï ·≈–√âÕ¬≈– 24 „π 3 ªï  à«π

π∑’Ë‡ªìπ severe form π—Èπæ∫πâÕ¬°«à“√âÕ¬≈– 10 ·≈–¡’§«“¡‡°’Ë¬«¢âÕß°—∫°“√√—°…“

μ“√“ß∑’Ë 2 §«“¡·μ°μà“ß√–À«à“ß¿“«– portal hypertensive gastropathy (PHG) ·≈– gastric antral

vascular ectasia (GAVE)

PHG GAVE

Predominant location Body and fundus antrum

Classic endoscopic Mosaic like pattern or red marks Linear red stripes separated by

appearance normal mucosa

Histology Mild to moderate dilation of veins Marked dilation of capillaries and

and capillaries of gastric mucosa venules in gastric mucosa and sub

and submucosa. No changes in mucosa with areas of intimal

vessel walls  thickening and thrombi

Portal hypertension Always present Can be seen without portal

hypertension

Associated conditions Only seen in conditions that Autoimmune and connective tissue

cause portal hypertension diseases (scleroderma, pernicious

anemia, hypothyroidism), liver

cirrhosis

Endoscopic therapy No Yes, argon plasma coagulation pre-

ferred

Response to β-blockers Yes No

and TIPS
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À≈Õ¥‡≈◊Õ¥¢Õ¥„πÀ≈Õ¥Õ“À“√„πºŸâªÉ«¬√“¬„À¡à3-6,9,15,22

®“°°“√»÷°…“¢Õß Sarin9 æ∫«à“ PHG ¡’§«“¡ —¡æ—π∏å°—∫°“√¡’À≈Õ¥‡≈◊Õ¥

¢Õ¥„πÀ≈Õ¥Õ“À“√·≈–°√–‡æ“–Õ“À“√ ¡“°°«à“°“√¡’À≈Õ¥‡≈◊Õ¥¢Õ¥„πÀ≈Õ¥

Õ“À“√‡æ’¬ßÕ¬à“ß‡¥’¬« (42 vs 11%, p<0.01)

ªí®®ÿ∫—π AASLD guideline45 ·π–π”„Àâ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√´È”∑ÿ°

1-3 ªï À≈—ß àÕß‰¡àæ∫À≈Õ¥‡≈◊Õ¥¢Õ¥„πÀ≈Õ¥Õ“À“√„πºŸâªÉ«¬μ—∫«“¬‡√◊ÈÕ√—ß (decom-

pensated cirrhosis)  à«π°“√ àÕß°≈âÕßæ∫ PHG π—Èπ ‰¡à„™à¢âÕ∫àß™’È„π°“√ àÕß°≈âÕß

∑“ß‡¥‘πÕ“À“√´È”

‡¡◊ËÕμ‘¥μ“¡‰ª  à«π„À≠à (√âÕ¬≈– 30-60) PHG ®–‰¡à‡ª≈’Ë¬π·ª≈ß  à«π

πâÕ¬∑’Ë¡’°“√‡ª≈’Ë¬π·ª≈ß æ∫«à“‡ª≈’Ë¬π®“° mild ‰ª‡ªìπ severe form (√âÕ¬≈– 30)

·μà°Á “¡“√∂À“¬‡Õß‰¥â∂÷ß√âÕ¬≈– 203-5

°“√√—¥À≈Õ¥‡≈◊Õ¥¢Õ¥„πÀ≈Õ¥Õ“À“√‡æ‘Ë¡Õÿ∫—μ‘°“√≥å¢Õß PHG ‰¥â ‚¥¬

®–æ∫‰¥â√âÕ¬≈– 44 ·μà‡ªìπ·∫∫™—Ë«§√“«22 ·≈–¡’‡æ’¬ß°“√»÷°…“‡¥’¬«∑’Ëæ∫«à“¡’§«“¡

 —¡æ—π∏å°—∫ Child-Pugh scores4

°“√‡°‘¥‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√

1. ‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√‡©’¬∫æ≈—π

æ∫Õÿ∫—μ‘°“√≥åμ—Èß·μà√âÕ¬≈– 2-123-5 ‚¥¬ Gostout46 æ∫¿“«–‡≈◊Õ¥ÕÕ°

„π∑“ß‡¥‘πÕ“À“√®“° PHG ‡æ’¬ß√âÕ¬≈– 0.8 ®“°®”π«πºŸâªÉ«¬‡≈◊Õ¥ÕÕ°„π∑“ß

‡¥‘πÕ“À“√∑—ÈßÀ¡¥ ·≈–æ∫√âÕ¬≈– 8 „πºŸâªÉ«¬‚√§μ—∫ πÕ°®“°π’È ‰¡àæ∫«à“¡’§«“¡

 —¡æ—π∏å√–À«à“ß¿“«–‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√‡©’¬∫æ≈—π¢ÕßºŸâªÉ«¬°—∫°“√¡’À√◊Õ‰¡à¡’

·≈–¢π“¥¢ÕßÀ≈Õ¥‡≈◊Õ¥¢Õ¥„πÀ≈Õ¥Õ“À“√ √«¡∑—Èßª√–«—μ‘°“√‰¥â√—∫°“√√—°…“

À≈Õ¥‡≈◊Õ¥¢Õ¥„πÀ≈Õ¥Õ“À“√¡“°àÕπ3

2. ‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√‡√◊ÈÕ√—ß

æ∫Õÿ∫—μ‘°“√≥å√âÕ¬≈– 3-263-5 ‚¥¬æ∫∑—Èß mild ·≈– severe form ®“°

°“√»÷°…“«‘®—¬μà“ßÊ47,48 „Àâ§”π‘¬“¡°“√‡°‘¥‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√∑’Ë·μ°μà“ß°—π

·≈–¬—ß‰¡à¡’°“√»÷°…“‡°’Ë¬«°—∫Õ—μ√“°“√√Õ¥™’«‘μ∑’Ë·πà™—¥



42 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, °—π¬“¬π-∏—π«“§¡ 2556

°“√√—°…“·≈–ªÑÕß°—π‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ (μ“√“ß∑’Ë 3)

1. °“√√—°…“‡≈◊Õ¥ÕÕ°‡©’¬∫æ≈—π„π∑“ß‡¥‘πÕ“À“√

°“√√—°…“∑“ß¬“‡æ◊ËÕ≈¥§«“¡¥—π„πÀ≈Õ¥‡≈◊Õ¥æÕ√å∑—≈ ‰¥â·°à propranolol49,

octreotide50, terlipressin49,51 °“√√—°…“‚¥¬°“√ àÕß°≈âÕß·≈–„™â argon plasma

coagulation, sclerotherapy ·≈– coagulation therapy with the heater probe

„π°√≥’æ∫‡≈◊Õ¥ÕÕ°‰¡à¡“°

·μà°“√‡°‘¥‡≈◊Õ¥ÕÕ°®“° PHG ‰¡à„™à¢âÕ∫àß™’È„π°“√√—°…“¥â«¬°“√∑” TIPS

À√◊Õ shunt surgery ‡æ√“–¡’§«“¡‡ ’Ë¬ß Ÿß

2. °“√ªÑÕß°—π‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√®“° PHG

„π°√≥’∑’Ë‡ªìπ mild form ·≈–‰¡à¡’À≈Õ¥‡≈◊Õ¥¢Õ¥„πÀ≈Õ¥Õ“À“√‰¡à

®”‡ªìπμâÕß„Àâ¬“ªÑÕß°—π ·μà∂â“¡’À≈Õ¥‡≈◊Õ¥¢Õ¥„πÀ≈Õ¥Õ“À“√§«√„Àâ¬“ propranolol

„π°√≥’∑’Ë‡ªìπ severe form ‰¡à«à“®–¡’À√◊Õ‰¡à¡’À≈Õ¥‡≈◊Õ¥¢Õ¥„π

À≈Õ¥Õ“À“√ ¡’§”·π–π”«à“§«√„Àâ¬“ªÑÕß°—π48,49

„π°√≥’¡’‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√‡√◊ÈÕ√—ß®“° PHG ¬—ß‰¡à¡’¢âÕ¡Ÿ≈‡æ’¬ß

æÕ«à“§«√„Àâ°“√ªÑÕß°—πÀ√◊Õ‰¡à ·μà§«√„Àâ¬“∫”√ÿß‡≈◊Õ¥ (newer IV iron formula-

tions)

μ“√“ß∑’Ë 3 ·π«∑“ß°“√√—°…“·≈–ªÑÕß°—π‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√®“° PHG

Acute bleeding Octreotide

Terlipressin or vasopressin

Propranolol

TIPS

Chronic bleeding Not enough evidence for recommendations.

Propranolol or TIPS could be considered.

Prevention of first bleeding Not enough evidence for recommendations.

Propranolol could be considered in severe PHG.

Prevention of recurrent bleeding Propranolol

PHG, portal hypertensive gastropathy; TIPS, transjugular intrahepatic portosystemic shunt.



43Gastrointestinal Mucosal Changes in Portal Hypertension

Gastric antral vascular ectasia (GAVE)

∫∑π”

¡’°“√°≈à“«∂÷ß§√—Èß·√°‚¥¬ Rider53 „πªï 1953 ‚¥¬æ∫„πºŸâªÉ«¬∑’Ë¡“¥â«¬

Õ“°“√´’¥·∫∫¢“¥∏“μÿ‡À≈Á° ·≈–«‘π‘®©—¬‚¥¬°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ ·≈–

§«“¡º‘¥ª°μ‘∑“ß®ÿ≈æ¬“∏‘«‘∑¬“¢Õß√Õ¬‚√§æ∫°“√Õ—°‡ ∫·∫∫‡√◊ÈÕ√—ß ™—Èπ submu-

cosa ∫«¡ ·≈–¡’°“√¢¬“¬¢ÕßÀ≈Õ¥‡≈◊Õ¥¥” (chronic inflammation and edema-

tous submucosa with large, dilated veins) ‰¥â„Àâ°“√«‘π‘®©—¬«à“‡ªìπ

°√–‡æ“–Õ“À“√Õ—°‡ ∫·∫∫°—¥°√àÕπ√à«¡°—∫°“√æ∫°“√¬◊¥¢¬“¬º‘¥ª°μ‘¢ÕßÀ≈Õ¥

‡≈◊Õ¥¥”·≈–À≈Õ¥‡≈◊Õ¥ΩÕ¬ (an erosive type of gastritis with marked veno-

capillary ectasia)

μàÕ¡“„πªï 1984 Jabbari54 ∫√√¬“¬≈—°…≥–¢Õß GAVE «à“‡ªìπ√Õ¬πŸπ

∑’Ë‡ÀÁπ·∂«¢ÕßÀ≈Õ¥‡≈◊Õ¥¬◊¥¢¬“¬º‘¥ª°μ‘§¥‡§’È¬« ’·¥ßμ“¡·π«°√–‡æ“–Õ“À“√

 à«πª≈“¬ (antral fold) ‰ª∑’Ë°√–‡æ“–Õ“À“√ à«π∑â“¬∑’Ë‡ªî¥ Ÿà≈”‰ â‡≈Á°¥Ÿ‚Õ¥’π—¡ (py-

lorus), [longitudinal antral fold converging on the pylorus, containing

visible columns of tortuous red ectatic vessels] º≈∑“ß®ÿ≈æ¬“∏‘«‘∑¬“æ∫«à“

¡’°“√‡æ‘Ë¡®”π«π‡´≈≈å¡“°°«à“ª°μ‘ (hyperplasia) ¢Õß™—Èπ‡¬◊ËÕ‡¡◊Õ° (mucosa)

√à«¡°—∫°“√¬◊¥¢¬“¬º‘¥ª°μ‘¢ÕßÀ≈Õ¥‡≈◊Õ¥ΩÕ¬·≈–¡’≈‘Ë¡‡≈◊Õ¥Õÿ¥μ—π ¡’°“√‡æ‘Ë¡

®”π«π‡´≈≈å¡“°°«à“ª°μ‘¢Õß°≈â“¡‡π◊ÈÕ‡√’¬∫·≈–æ—ßº◊¥ (fibromuscular) ¢Õß™—Èπ

lamina propria ·≈–¡’À≈Õ¥‡≈◊Õ¥º‘¥ª°μ‘„π™—Èπ„μâ‡¬◊ËÕ‡¡◊Õ° (submucosa) [hy-

perplasia of the mucosa with capillary ectasia and thrombosis, fibro-

muscular hyperplasia of the lamina propria and abnormal vessels in the

submucosa] ·≈–®“°°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√∫√√¬“¬«à“¡’≈—°…≥–§≈â“¬·μß‚¡

(watermelon stomach) (¿“æ∑’Ë 2, 3)

√–∫“¥«‘∑¬“

æ∫‡ªìπ “‡Àμÿ¢Õß‡≈◊Õ¥ÕÕ°„π°√–‡æ“–Õ“À“√‰¥â√âÕ¬≈– 4 „π®”π«π
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¿“æ∑’Ë 2 °“√ àÕß°≈âÕß°√–‡æ“–Õ“À“√„π GAVE; 1) ≈—°…≥–À≈Õ¥‡≈◊Õ¥∑’Ë¬◊¥¢¬“¬º‘¥ª°μ‘μ“¡·π«

¬“«¢Õß°√–‡æ“–Õ“À“√, 2) À≈—ß„Àâ°“√√—°…“¥â«¬ argon plasma ∑’Ë·π«¥â“π¢«“¡◊Õ

¿“æ∑’Ë 3 ®ÿ≈æ¬“∏‘«‘∑¬“· ¥ß„Àâ‡ÀÁπÀ≈Õ¥‡≈◊Õ¥¬◊¥¢¬“¬º‘¥ª°μ‘„π GAVE
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ºŸâªÉ«¬∑’Ë‰¡à¡’À≈Õ¥‡≈◊Õ¥¢Õ¥„πÀ≈Õ¥Õ“À“√56 ·≈–„πºŸâªÉ«¬∑’Ë¡“¥â«¬‡≈◊Õ¥ÕÕ° à́Õπ

‡√âπ (occult bleeding) ¡—°∑”„Àâ‡°‘¥Õ“°“√ ’́¥·∫∫¢“¥∏“μÿ‡À≈Á° ·≈–μâÕß‰¥â√—∫‡≈◊Õ¥

À√◊Õ¡“¥â«¬‡≈◊Õ¥ÕÕ°¡“°„π∑“ß‡¥‘πÕ“À“√

πÕ°®“°π’È¬—ß¡’√“¬ß“π«à“ºŸâªÉ«¬Õ“®¡“¥â«¬°“√Õÿ¥μ—π∫√‘‡«≥∑“ßÕÕ°¢Õß

°√–‡æ“–Õ“À“√ (gastric outlet obstruction)57 ·≈– “¡“√∂æ∫‚√§μ—∫√à«¡¥â«¬

√âÕ¬≈– 30 ¢ÕßºŸâªÉ«¬∑’Ë‡ªìπ GAVE58

ºŸâªÉ«¬ GAVE ∑’Ë‰¡à‰¥â‡ªìπ‚√§μ—∫·¢Áß æ∫«à“√âÕ¬≈– 62 ‡ªìπ‚√§¿Ÿ¡‘μâ“π

‡π◊ÈÕ‡¬◊ËÕμπ‡Õß·≈–‡π◊ÈÕ‡¬◊ËÕ‡°’Ë¬«æ—π √âÕ¬≈– 31 ‡ªìπ Raynaudûs phenomenon

·≈–√âÕ¬ 20 ‡ªìπ sclerodactily59 πÕ°®“°π’È¬—ßæ∫„π‚√§Àπ—ß·¢Áß ¿“¬À≈—ß°“√

‡ª≈’Ë¬π∂à“¬‰¢°√–¥Ÿ° ‚√§‰μ«“¬‡√◊ÈÕ√—ß ‚√§À—«„®¢“¥‡≈◊Õ¥ ‚√§§«“¡¥—π‚≈À‘μ Ÿß

‚√§≈‘ÈπÀ—«„®º‘¥ª°μ‘ ‚√§‰¢â∑“ßæ—π∏ÿ°√√¡¢Õß‡¡¥‘‡μÕ√‘‡π’¬π (familial Mediterra-

nean fever) ·≈–‚√§¡–‡√Áß‡¡Á¥‡≈◊Õ¥¢“«59-62

ªí®®ÿ∫—π¡’°“√√“¬ß“π«à“¿“«–μ—∫·¢Áß∑”„Àâ‡°‘¥≈—°…≥–¢Õß GAVE ·∫∫∑—Ë«Ê

(diffuse appearance of GAVE) „π¢≥–∑’ËºŸâªÉ«¬∑’Ë‰¡à‰¥â‡ªìπμ—∫·¢Áß¡—°æ∫‡ªìπ

·∫∫®”‡æ“–§≈â“¬·μß‚¡ (a typical stripy watermelon appearance)63,64 ·≈–

æ∫«à“ºŸâªÉ«¬‡ªìπºŸâÀ≠‘ß√âÕ¬≈– 71 Õ“¬ÿ‡©≈’Ë¬ª√–¡“≥ 73 ªï „π¢≥–∑’ËºŸâªÉ«¬μ—∫·¢Áß

¡—°æ∫‡ªìπºŸâ™“¬√âÕ¬≈– 75 ·≈–Õ“¬ÿ‡©≈’Ë¬ 65 ªï59,65

°“√·¬°‚√§√–À«à“ß PHG ·≈– GAVE (μ“√“ß∑’Ë 2 ·≈– ¿“æ∑’Ë 4)

¿“æ∑’Ë 4 ≈—°…≥–§«“¡‡À¡◊Õπ·≈–μà“ß¢Õß PHG ·≈– GAVE



46 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, °—π¬“¬π-∏—π«“§¡ 2556

æ¬“∏‘ √’√«‘∑¬“

¬—ß‰¡à‡ªìπ∑’Ë∑√“∫·πà™—¥ ‡æ√“–¡’‡æ’¬ß°“√»÷°…“„π°≈ÿà¡ª√–™“°√®”π«ππâÕ¬

·μà¡’À≈—°∞“π§àÕπ¢â“ß·πà™—¥«à“ GAVE ‰¡à¡’§«“¡ —¡æ—π∏å°—∫ PHG66

¡’ºŸâ‡ πÕ«à“ GAVE Õ“®®–‡°’Ë¬«¢âÕß°—∫¿“«– achlorhydria ∑”„Àâ¡’√–¥—∫

gastrin  Ÿß¢÷Èπ ·≈–¡’√–¥—∫ pepsinogen ≈¥≈ß59,66 ‡ªìπ∑’Ë∑√“∫·≈â««à“ gastrin

∑”„Àâ‡°‘¥°“√¢¬“¬μ—«¢ÕßÀ≈Õ¥‡≈◊Õ¥ (vasodilation) ·μà¬—ß‰¡à¡’°“√¬◊π¬—π«à“‡ªìπ

 “‡Àμÿ„Àâ‡°‘¥ GAVE À√◊Õ‰¡à67 ´÷Ëß®“°°“√»÷°…“¢Õß Quintero66 æ∫«à“ √–¥—∫

gastrin ®– Ÿß¢÷Èπ„π°≈ÿà¡∑’Ë‡ªìπμ—∫·¢Áß·≈–‡ªìπ GAVE ¡“°°«à“°≈ÿà¡∑’Ë‡ªìπμ—∫·¢Áß

·≈–‰¡à¡’ GAVE ·≈–¡“°°«à“°≈ÿà¡§«∫§ÿ¡ ́ ÷Ëß‡ªìπ‰ª„π∑“ß‡¥’¬«°—π°—∫°“√»÷°…“¢Õß

Gostout59 ∑’Ë∑”°“√»÷°…“„π°≈ÿà¡ºŸâªÉ«¬‚√§¿Ÿ¡‘μâ“π‡π◊ÈÕ‡¬◊ËÕμπ‡Õß ·μà„π∑“ß°≈—∫

°—π Payen68 ‰¥â»÷°…“‡°’Ë¬«°—∫√–¥—∫ gastrin „πºŸâªÉ«¬μ—∫·¢Áß æ∫«à“¡’√–¥—∫μË”°«à“

ª°μ‘

πÕ°®“°π’È¬—ß¡’°“√»÷°…“‡°’Ë¬«°—∫‡√◊ËÕß prostaglandin ∑’Ë¡’ƒ∑∏‘Ï∑”„Àâ‡°‘¥°“√

¢¬“¬μ—«¢ÕßÀ≈Õ¥‡≈◊Õ¥ æ∫«à“„πºŸâªÉ«¬μ—∫·¢Áß∑’Ë‡ªìπ GAVE ¡’√–¥—∫ prostaglan-

din ¡“°°«à“„π°≈ÿà¡∑’Ë‰¡à¡’ GAVE69

„π¥â“π≈—°…≥–®ÿ≈æ¬“∏‘«‘∑¬“ ®“°°“√»÷°…“¢Õß Loes ·≈– Pode70 æ∫

ºŸâªÉ«¬ GAVE 1 √“¬¡’ °“√‡æ‘Ë¡¢÷Èπ¢Õß‡¬◊ËÕ∫ÿº‘«∑—Èß¿“¬„π·≈–¿“¬πÕ°¢Õß‡´≈≈å

√–∫∫ª√– “∑μàÕ¡‰√â∑àÕ (extra- and intra-epithelial proliferations of neu-

roendocrine cells) ∑’ËÕ¬Ÿà„°≈â°—∫À≈Õ¥‡≈◊Õ¥∑’Ë¬◊¥¢¬“¬ (ectatic blood vessels)

·≈–æ∫ “√°√–μÿâπ¿Ÿ¡‘§ÿâ¡°—πμàÕ 5-hydroxytryptamine ·≈– vasoactive inhibi-

tory peptide ‡ªìπ∑’Ë¡“¢Õß·π«§‘¥∑’Ë«à“°“√À≈—Ëß “√ ◊ËÕª√– “∑‡À≈à“π’ÈÕ“®‡ªìπ

 “‡Àμÿ„Àâ‡°‘¥ GAVE ‰¥â

 à«π Charneua71 ‰¥â∑”°“√»÷°…“°“√∫’∫μ—«¢Õß°√–‡æ“–Õ“À“√ à«πª≈“¬

(antrum) ‚¥¬„™âÕ—≈μ√“´“«¥å æ∫¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß°“√∫’∫μ—«„π ºŸâªÉ«¬ GAVE

·≈–ºŸâªÉ«¬μ—∫·¢Áß  π—∫ πÿπ·π«§‘¥¢Õß Quintero66 ∑’Ë«à“§«“¡‡§√’¬¥‡™‘ß°≈ (me-

chanical stress) Õ“®‡ªìπ “‡Àμÿ¢Õß°“√‡°‘¥ GAVE ‚¥¬°“√∫’∫μ—«∑’Ëº‘¥ª°μ‘¢Õß

antrum ∑”„Àâ¡’°“√¬◊Ëπ¢Õß antral mucosa ‡¢â“‰ª„π«ß·À«π¢Õß√Õ¬μàÕ
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°√–‡æ“–Õ“À“√°—∫≈”‰ â‡≈Á°¥Ÿ‚Õ¥’π—¡ (pyrolic ring) ®÷ß∑”„Àâ‡°‘¥°“√°¥‡πâπμ“¡

·π«¬“« (accentuated longitudinal folds) ·≈–°√–μÿâπ°“√ √â“ß¢Õß°≈â“¡

‡π◊ÈÕ‡√’¬∫·≈–æ—ßº◊¥ (fibromuscular) ¡“°¢÷Èπ ·≈–∑”„ÀâÀ≈Õ¥‡≈◊Õ¥¬◊¥¢¬“¬ (ec-

tatic vessels)

°“√√—°…“

‰¥â·°à °“√√—°…“μ“¡Õ“°“√ °“√„™â¬“ °“√√—°…“¥â«¬°“√ àÕß°≈âÕß ·≈–°“√

√—°…“¥â«¬°“√ºà“μ—¥ (μ“√“ß∑’Ë 4)

1. °“√√—°…“μ“¡Õ“°“√

‰¥â·°à°“√√—°…“‡¡◊ËÕ¡’¿“«–‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ ‡™àπ °“√„ÀâπÈ” “√πÈ”

‡≈◊Õ¥ ·≈–¬“∫”√ÿß‡≈◊Õ¥

2. °“√√—°…“¥â«¬¬“

°“√„Àâ¬“ corticosteroids ‡æ◊ËÕÀ¬ÿ¥‡≈◊Õ¥ÕÕ°®“° GAVE ‰¥âº≈ 4 „π

11 √“¬55,74-84 ·≈–¡’√“¬ß“π‡°’Ë¬«°—∫°“√„™â estrogen ·≈– progesterone ‰¥âº≈

μ“√“ß∑’Ë 4 °“√¥Ÿ·≈√—°…“ºŸâªÉ«¬ PHG ·≈– GAVE

PHG GAVE

asymptomatic No therapy No therapy
Chronic bleeding

General measures Iron replacement therapy Iron replacement therapy
Transfusion when necessary Transfusion when necessary

Specific measures Betablockers Argon plasma coagulation
Acute bleeding

General measures Adequate resuscitation Adequate resuscitation
Hb between 7 and 8 g/dL Hb between 7 and 8 g/dL in

in cirrhosis cirrhosis
Antibiotics Antibiotics in cirrhosis

Specific measures Vasoactive medication Endoscopic therapy
Rescue therapy TIPS Surgery
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„πºŸâªÉ«¬‡À≈à“π’È81,85-87

 ”À√—∫¬“ tranexamic acid ¡’√“¬ß“π°“√„™â¬“π’È„πºŸâªÉ«¬ 2 √“¬ æ∫«à“

 “¡“√∂√—°…“Õ“°“√‡≈◊Õ¥ÕÕ°‰¥â88 πÕ°®“°π’È¬—ß¡’√“¬ß“πºŸâªÉ«¬∑’Ë‰¥âº≈®“°°“√

√—°…“¥â«¬ thalidomide89, alpha-interferon, calcitonin ·≈– cyprohepta-

dine76,90-91 ¥â«¬

 à«π°“√„™â¬“ propranolol ·≈–°“√√—°…“¥â«¬ TIPS æ∫«à“‰¡à™à«¬≈¥

¿“«–‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√72,73 „π°≈ÿà¡ºŸâªÉ«¬∑’Ëæ∫ GAVE √à«¡°—∫μ—∫·¢Áß

3. °“√√—°…“¥â«¬°“√ àÕß°≈âÕß

‰¥â·°à °“√√—°…“¥â«¬ sclerotherapy92, heater probe93 ·≈– laser photo-

coagulation94,59  ”À√—∫ laser photocoagulation ‚¥¬°“√„™â neodymium: yt-

trium aluminium-garnet laser (Nd: YAG-laser) ‰¥âº≈¥’·≈– “¡“√∂≈¥

§«“¡®”‡ªìπ„π°“√„Àâ‡≈◊Õ¥‰¥â 12 „π 13 §π (μ“√“ß∑’Ë 5) °“√√—°…“¥â«¬ argon plasma

coagulation ‰¥âº≈¥’·μàμâÕß∑”´È”∫àÕ¬Ê95-96 ‚¥¬‡°‘¥º≈¢â“ß‡§’¬ß‰¥â §◊Õ°√–‡æ“–

Õ“À“√ à«πª≈“¬Õÿ¥μ—π97  à«π°“√√—¥À≈Õ¥‡≈◊Õ¥¢Õ¥¡’√“¬ß“π«à“‰¥âº≈¥’„πºŸâªÉ«¬

Àπ÷Ëß√“¬98

4. °“√√—°…“¥â«¬°“√ºà“μ—¥

Anorectomy ‡§¬‡ªìπ°“√√—°…“°àÕπ∑’Ë®–¡’°“√√—°…“ºà“π°“√ àÕß°≈âÕß

μ“√“ß∑’Ë 5 º≈°“√√—°…“ GAVE ¥â«¬ Nd: YAG laser

Study Patients Follow-up No further Comment

transfustions

required

Goustout et al. 45 Median 2 years 86%
(2-72 months)

Liberski et al. 10 Mean 4.4 years 100% 5 patients dying of unrelated
(2-8 years) causes were excluded

Bjorkman and Buchi 4 Mean 2.9 years 100% 1 patient required
retreatment
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·μà„πªí®®ÿ∫—π‰¡à¡’°“√∑”·≈â« ‡æ√“–Õ—μ√“°“√‡ ’¬™’«‘μ Ÿß65,78,99

§«“¡º‘¥ª°μ‘¢Õß‡¬◊ËÕ∫ÿ≈”‰ â‡≈Á°„π¿“«–§«“¡¥—πÀ≈Õ¥‡≈◊Õ¥æÕ√å∑—≈ Ÿß (por-
tal hypertensive enteropathy)

∫∑π”

§«“¡º‘¥ª°μ‘¢Õß‡¬◊ËÕ∫ÿ≈”‰ â‡≈Á°„π¿“«–§«“¡¥—πÀ≈Õ¥‡≈◊Õ¥æÕ√å∑—≈ Ÿß

æ∫‰¥â‰¡à∫àÕ¬„πºŸâªÉ«¬μ—∫·¢Áß ®“°°“√»÷°…“¢Õß Luis100 æ∫§«“¡™ÿ°¢Õß°“√‡°‘¥

¿“«–π’È√âÕ¬≈– 8.4-25 „πºŸâªÉ«¬‚√§μ—∫·¢Áß100-103 ·≈– —¡æ—π∏å°—∫¿“«–§«“¡¥—πÀ≈Õ¥

‡≈◊Õ¥æÕ√å∑—≈ Ÿß√«¡∑—ÈßÀ≈Õ¥‡≈◊Õ¥¢Õ¥¢π“¥„À≠à ·≈–°“√√—°…“À≈Õ¥‡≈◊Õ¥¢Õ¥

¥â«¬°“√ àÕß°≈âÕß ªí®®ÿ∫—π¡’‡§√◊ËÕß¡◊Õ∑’Ë„™â„π°“√μ√«®æ∫æ¬“∏‘ ¿“æ∑’Ë≈”‰ â‡≈Á°‰¥â

¡“°¢÷Èπ ∑—Èß push enteroscopy, double balloon enteroscopy ·≈– capsule

endoscopy ®÷ß¡’°“√»÷°…“¿“«–π’È¡“°¢÷Èπ

Õ“°“√· ¥ß

æ∫«à“¿“«–π’È‡ªìπ “‡Àμÿ„Àâ¡’‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√‰¥â ·μà à«π„À≠à¡—°

¡’‡≈◊Õ¥ÕÕ°®“°À≈Õ¥‡≈◊Õ¥¢Õ¥„π≈”‰ â‡≈Á°¡“°°«à“105 ®“°°“√»÷°…“¢Õß Rana106

æ∫«à“ ¡“°°«à“ 1 „π 3 ¢ÕßºŸâªÉ«¬∑’Ë¡’¿“«–§«“¡¥—π„πÀ≈Õ¥‡≈◊Õ¥æÕ√å∑—≈ Ÿß ®–

‡°‘¥§«“¡º‘¥ª°μ‘¢Õß‰Õ‡≈’¬¡ (ileopathy) ´÷Ëß —¡æ—π∏å°—∫§«“¡√ÿπ·√ß¢Õß PHG

·μà‰¡à —¡æ—π∏å°—∫°“√‡°‘¥À≈Õ¥‡≈◊Õ¥¢Õ¥∑’ËÀ≈Õ¥Õ“À“√À√◊Õ∑«“√Àπ—° ·≈–‰¡à

 —¡æ—π∏å°—∫°“√√—°…“À≈Õ¥‡≈◊Õ¥¢Õ¥„πÀ≈Õ¥Õ“À“√

°“√«‘π‘®©—¬

®“°°“√ àÕß°≈âÕß≈”‰ â‡≈Á°æ∫º◊Ëπ·¥ß À≈Õ¥‡≈◊Õ¥ΩÕ¬æÕß ‡¬◊ËÕ‡¡◊Õ°

∫«¡·¥ß √à«¡°—∫°“√∫«¡·≈–°≈¡¢÷Èπ¢Õß¢π‚∫°æ—¥ (erythema, telangiectasia,

erythematous mucosa with rounded and swollen mucosal villi) ‚¥¬¡’

≈—°…≥–§≈â“¬‰¢àª≈“‡ŒÕ√å√‘Ëß (Herring roe appearance) (¿“æ∑’Ë 5)
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®“°®ÿ≈æ¬“∏‘«‘∑¬“æ∫«à“¡’°“√∫«¡πÈ”¢ÕßÀ≈Õ¥‡≈◊Õ¥‡ªìπªóôπÊ À√◊Õ∑—Ë«Ê

‰ª„π™—Èπ‡¬◊Õ‡¡◊Õ°¢Õß¥Ÿ‚Õ¥’π—¡ (presence of a congestive vascular pattern,

patchy or diffuse, of the duodenal mucosa) ‚¥¬‡°≥±å°“√§—¥ÕÕ° §◊Õ duode-

nal erosions or ulcers100

®“°°“√»÷°…“¢Õß Higaki104 æ∫≈—°…≥– herring roe appearance §◊Õ

¡’°“√∫«¡¢Õß™—Èπ lamina propria ·≈– submucosa æ∫ villi ¡’¢π“¥ —Èπ·≈–°«â“ß

‚¥¬¡’Õ—μ√“ à«π§«“¡¬“«μàÕ§«“¡°«â“ß≈¥≈ß (¿“æ∑’Ë 6) ́ ÷Ëß —¡æ—π∏å°—∫°“√‡°‘¥§«“¡

¿“æ∑’Ë 5 ≈—°…≥–∑’Ëæ∫®“°°“√ àÕß°≈âÕßμ√«®≈”‰ â‡≈Á°„π¿“«– portal hypertensive enteropathy

A: erythema B: telangiectasia C: Harring roe appearance

¿“æ∑’Ë 6 · ¥ß¿“æ∑“ß®ÿ≈æ¬“∏‘«‘∑¬“¢Õß portal hypertensive enteropathy ∑’Ë¡’≈—°…≥–∫«¡¢Õß

™—Èπ lamina propria ·≈– submucosa
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º‘¥ª°μ‘¢Õß‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√·≈–≈”‰ â„À≠à„π¿“«–§«“¡¥—πÀ≈Õ¥‡≈◊Õ¥æÕ√å∑—≈ Ÿß

πÕ°®“°π’È¬—ß —¡æ—π∏å°—∫¢π“¥¢Õß¡â“¡·≈–®”π«π‡°≈Á¥‡≈◊Õ¥∑’Ë≈¥≈ß¥â«¬

°“√√—°…“

æ∫«à“§«“¡º‘¥ª°μ‘¢Õß‡¬◊ËÕ∫ÿ≈”‰ â‡≈Á°„π¿“«–§«“¡¥—πÀ≈Õ¥‡≈◊Õ¥æÕ√å∑—≈

 Ÿß¥’¢÷Èπ‡¡◊ËÕ¡’°“√ª≈Ÿ°∂à“¬μ—∫ ·μà¬—ß‡ªìπ°“√»÷°…“∑’Ë¡’ºŸâªÉ«¬®”π«ππâÕ¬

§«“¡º‘¥ª°μ‘¢Õß‡¬◊ËÕ∫ÿ≈”‰ â„À≠à„π¿“«–§«“¡¥—πÀ≈Õ¥‡≈◊Õ¥æÕ√å∑—≈ Ÿß (portal
hypertensive colopathy)

∫∑π”

æ∫Õÿ∫—μ‘°“√≥å°“√‡°‘¥¿“«–π’È„πºŸâªÉ«¬∑’Ë¡’¿“«–§«“¡¥—πÀ≈Õ¥‡≈◊Õ¥

æÕ√å∑—≈ Ÿß√âÕ¬≈– 48-52107-121 ÷́Ëß‡ªìπ “‡Àμÿ„ÀâºŸâªÉ«¬¡“æ∫·æ∑¬å¥â«¬Õ“°“√‡≈◊Õ¥

ÕÕ°„π∑“ß‡¥‘πÕ“À“√À√◊Õ¿“«–´’¥‡√◊ÈÕ√—ß

°“√«‘π‘®©—¬

®“°°“√»÷°…“¢Õß Keiichi122 ·∫àß portal hypertensive colopathy ÕÕ°

‡ªìπ 4 ™π‘¥ ®“°°“√ àÕß°≈âÕß≈”‰ â„À≠à (¿“æ∑’Ë 7) ‰¥â·°à

1) Solitary vascular ectasias æ∫¡“°∑’Ë transverse and ascend-

ing colon (√âÕ¬≈– 55)

2) Diffuse vascular ectasias æ∫¡“°∑’Ë≈”‰ â à«π¢«“ (√âÕ¬≈– 45)

3) Redness æ∫∑—Ë«‰ª

4) blue vein æ∫„π rectum

°“√√—°…“

„Àâ°“√√—°…“‡¡◊ËÕ¡’‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ ·μà°“√„Àâ¬“ beta blocker

‰¡à‰¥â∑”„Àâ√Õ¬‚√§¥’¢÷Èπ‡®π123 Õ¬à“ß‰√°Áμ“¡ ¬—ßæ∫«à“°“√„Àâ¬“ beta blocker ·≈–
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nitroglycerine ∑”„Àâ§«“¡º‘¥ª°μ‘¢Õß‡¬◊ËÕ∫ÿ≈”‰ â„À≠à„π¿“«–§«“¡¥—π„π

À≈Õ¥‡≈◊Õ¥æÕ√å∑—≈ Ÿß¥’¢÷Èπ‰¥â124,125

 √ÿª

√Õ¬‚√§∑’Ë™—Èπ‡¬◊ËÕ‡¡◊Õ° (mucosal lesion) ∑’Ëæ∫„π¿“«–§«“¡¥—πÀ≈Õ¥

‡≈◊Õ¥æÕ√å∑—≈ Ÿßπ—Èπæ∫‰¥â∫àÕ¬ ‚¥¬æ∫‰¥âμ—Èß·μà∑’Ë°√–‡æ“–Õ“À“√®π∂÷ß≈”‰ â„À≠à

¿“«–·∑√°´âÕπ ‰¥â·°à ¿“«–´’¥À√◊Õ‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√

°“√«‘π‘®©—¬∑”‚¥¬°“√ àÕß°≈âÕßμ√«®„π∑“ß‡¥‘πÕ“À“√ ·≈–„™â≈—°…≥–

¿“æ∑’Ë 7 ≈—°…≥–∑’Ëæ∫®“°°“√ àÕß°≈âÕß„π¿“«– portal hypertensive colopathy 1) solitary vas-

cular ectasia 2) diffuse vascular ectasia 3) redness of mucosa 4) blue veins



53Gastrointestinal Mucosal Changes in Portal Hypertension

∑“ß®ÿ≈æ¬“∏‘«‘∑¬“‡ªìπ°“√¬◊π¬—π°“√«‘π‘©—¬„π√Õ¬‚√§∑’Ë§≈â“¬°—π ‡™àπ „™â„π°“√·¬°

√–À«à“ PHG °—∫ GAVE À√◊Õ H. pylori related gastritis

°“√√—°…“®–∑”‡¡◊ËÕ‡°‘¥¿“«–·∑√°´âÕπ À√◊Õ‡æ◊ËÕ≈¥§«“¡¥—π„πÀ≈Õ¥

‡≈◊Õ¥æÕ√å∑—≈ ‚¥¬„™â¬“ non-selective beta blocker ·≈–‡¡◊ËÕºŸâªÉ«¬‰¡àμÕ∫ πÕß

°—∫¬“À√◊Õ‡°‘¥º≈·∑√°´âÕπ√ÿπ·√ß Õ“®æ‘®“√≥“∑” TIPS À√◊Õª≈Ÿ°∂à“¬μ—∫
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Gastrointestinal Manifestation of
Antiphospholipid Syndrome

 ÿ¿“¿√≥å  »—°¥“æ—π∏ÿå ‰æ»“≈
‡æÁ™√’  æ≈¡≥’

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

Review Article

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

„π°≈ÿà¡‚√§∑’Ëæ∫¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥π—Èπ ¡’ “‡Àμÿ∑’Ëæ∫‰¥â§◊Õ ‡°‘¥

®“°¿“«–°“√·¢Áßμ—«¢Õß‡≈◊Õ¥º‘¥ª°μ‘ ´÷Ëß antiphospholipid syndrome (APS)

‡ªìπÀπ÷Ëß„π “‡Àμÿ¢Õß¿“«–π’È

Antiphospholipid antibodies (aPL) ‡ªìπ immunoglobolins ∑’ËÕ¬Ÿà„π

°√–· ‡≈◊Õ¥ ®–¡’ªØ‘°‘√‘¬“μàÕ cell membrane phospholilids  àßº≈„Àâ‡°‘¥¿“«–

hypercoagulable states

aPL ¡’ 2 ™π‘¥ ª√–°Õ∫¥â«¬ anticardiolipin antibody (aCL) ·≈– lu-

pus anticoagulant (LA) ‚¥¬ antibodies ‡À≈à“π’È “¡“√∂æ∫‰¥â„π§πª°μ‘ª√–¡“≥

2% ·μàæ∫‰¥â„πºŸâªÉ«¬ SLE ∂÷ß 30-40%1

 à«π§”«à“ antiphospholipid syndrome „™âÕ∏‘∫“¬∂÷ß¿“«–∑’Ë¡’°“√Õÿ¥μ—π

¢ÕßÀ≈Õ¥‡≈◊Õ¥‚¥¬¡’ “‡Àμÿ®“° antibodies ‡À≈à“π’È ‚¥¬ à«π„À≠àºŸâªÉ«¬¡’°“√Õÿ¥

μ—π´È”¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”À√◊Õ·¥ß ·≈–æ∫«à“ºŸâªÉ«¬¡—°¡“¥â«¬Õ“°“√·∑âß´È”Ê ·≈–

¿“«–‡°≈Á¥‡≈◊Õ¥μË”

‡°≥±å°“√«‘π‘®©—¬

Õ“»—¬Õ“°“√∑“ß§≈‘π‘°√à«¡°—∫º≈°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√29
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1. Clinical criteria

1.1 Vascular thrombosis

- One or more clinical episodes of arterial, venous, or small-

vessel thrombosis, occurring within any tissue or organ

1.2 Complications of pregnancy

- One or more unexplained deaths of morphologically nor-

mal fetuses at or after the 10th week of gestation; or

- One or more premature births of morphologically normal

neonates at or before the 34th week of gestation; or

- Three or more unexplained consecutive spontaneous abor-

tions before the 10th week of gestation

2. Laboratory criteria

2.1 Anticardiolipin antibodies

- Anticardiolipin IgG or IgM antibodies present at moderate

or high levels in the blood on two or more occasions at least six weeks

apart

2.2 Lupus anticoagulant antibodies

- Lupus anticoagulant antibodies detected in the blood on

two or more occasions at least six weeks apart, according to the guide-

lines of the International Society on Thrombosis and Hemostasis

Õ“°“√·≈–Õ“°“√· ¥ß„π√–∫∫∑“ß‡¥‘πÕ“À“√·≈–μ—∫

Antiphospholipid syndrome æ∫§√—Èß·√°„πºŸâªÉ«¬ SLE ‚¥¬‡√’¬°«à“ sec-

ondary APS ·μàºŸâªÉ«¬ à«π„À≠à∑’Ë‡ªìπ APS ‰¡àæ∫«à“¡’‚√§∑“ß‡π◊ÈÕ‡¬◊ËÕ‡°’Ë¬«æ—π

·≈–‡√’¬°°≈ÿà¡π’È«à“ primary APS Õ“°“√¢Õß‚√§¡—°¡“¥â«¬À≈Õ¥‡≈◊Õ¥Õÿ¥μ—π2
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Õ“°“√· ¥ß¢Õß APS ∑’Ëæ∫∫àÕ¬§◊ÕÀ≈Õ¥‡≈◊Õ¥¥”Õÿ¥μ—π ‚¥¬‡©æ“–∑’Ë¢“

(deep venous thrombosis) æ∫‰¥âª√–¡“≥ 29-55% ·≈–§√÷ËßÀπ÷Ëß¢ÕßºŸâªÉ«¬

°≈ÿà¡π’È¡’À≈Õ¥‡≈◊Õ¥¥”∑’ËªÕ¥Õÿ¥μ—π (pulmonary embolism) μ“¡¡“  à«πÀ≈Õ¥

‡≈◊Õ¥·¥ßÕÿ¥μ—πæ∫‰¥âπâÕ¬°«à“ ‚¥¬Õ“®¡’Õ“°“√∑’Ë‡°‘¥®“° ischemia À√◊Õ infarc-

tion À≈Õ¥‡≈◊Õ¥·¥ß¢Õß ¡Õß‡ªìπμ”·Àπàß∑’Ëæ∫∫àÕ¬‚¥¬Õ“®∑”„ÀâºŸâªÉ«¬¡“¥â«¬

stroke À√◊Õ transient ischemic attack °Á‰¥â À≈Õ¥‡≈◊Õ¥Õ◊Ëπ∑’Ëæ∫°“√Õÿ¥μ—π‰¥â

Õ’° ‡™àπ À≈Õ¥‡≈◊Õ¥ coronary, subclavian, renal, retinal, pedal arteries

 ”À√—∫Õ“°“√·≈–Õ“°“√· ¥ß¢Õß¿“«–π’Èæ∫‰¥âÀ≈“¬Õ¬à“ß ¢÷ÈπÕ¬Ÿà°—∫

Õ«—¬«–∑’Ë‡ªìπ ́ ÷Ëßæ∫«à“Õ“°“√∑“ßμ—∫æ∫‰¥â∫àÕ¬∑’Ë ÿ¥ „π∑’Ëπ’È®–°≈à“«∂÷ßÕ“°“√· ¥ß¢Õß

antiphospholipid syndrome ∑’Ë‡°’Ë¬«‡π◊ËÕß°—∫√–∫∫∑“ß‡¥‘πÕ“À“√·≈–μ—∫ (μ“√“ß

∑’Ë 1)

1. Hepatic manifestations

Õ“°“√∑“ßμ—∫π—ÈπÕ“®‡°‘¥®“°°“√‡°‘¥À≈Õ¥‡≈◊Õ¥Õÿ¥μ—π„πμ—∫ ´÷Ëß‡°‘¥‰¥â

°—∫∑—ÈßÀ≈Õ¥‡≈◊Õ¥·¥ß„À≠à À≈Õ¥‡≈◊Õ¥¥” À√◊Õ°—∫À≈Õ¥‡≈◊Õ¥‡≈Á°Ê „π≈—°…≥–

microthrombosis √«¡∂÷ß∑’Ë‰¡à‰¥â‡°‘¥°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥ (non-thrombotic

liver disease)

1.1 Thrombotic liver disease

1.1.1 Budd-Chiari syndrome (BCS)

‡ªìπ¿“«–∑’Ë‡°‘¥°“√Õÿ¥μ—π¢Õß hepatic vein ¡’Õ“°“√ª«¥∑âÕß μ—∫‚μ

μ√«®æ∫ ascites æ∫Õ“°“√‰¥âÀ≈“°À≈“¬ μ—Èß·μà‰¡à¡’Õ“°“√®π°√–∑—Ëß∂÷ßμ—∫«“¬

¡’°“√√“¬ß“π§«“¡ —¡æ—π∏å¢Õß BCS °—∫ APS §√—Èß·√°‚¥¬ Pomeroy4

„πªï 1984 ®“°π—Èπ®÷ß¡’√“¬ß“π‡æ‘Ë¡‡μ‘¡¢Õß Espinosa „πºŸâªÉ«¬ 43 √“¬∑’Ë¡’ BCS

®“°¿“«– APS ´÷ËßºŸâªÉ«¬ à«π„À≠à (67%) ‡ªìπ‡æ»À≠‘ß ¡’Õ“¬ÿ‡©≈’Ë¬ª√–¡“≥ 31 ªï

·≈– “‡Àμÿ¢Õß APS π—Èπ 74% ‡ªìπ primary APS æ∫«à“¡’ºŸâªÉ«¬ 65% ¡’Õ“°“√

‡π◊ËÕß®“° BCS ‡ªìπÕ“°“√· ¥ß·√°¢Õß APS ºŸâªÉ«¬ 21% ‡§¬¡’°“√Õÿ¥μ—π¢Õß

À≈Õ¥‡≈◊Õ¥∑’ËÕ◊Ëπ¡“°àÕπ
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°“√√—°…“π—Èπ à«π„À≠à‰¥â√—∫¬“ anticoagulant (84%) ·≈–¬“Õ◊ËπÊ ‰¥â·°à

steroids (37%), aspirin (11%), cyclophosphamide (8%) ·≈– plasmapher-

esis (3%) ºŸâªÉ«¬∫“ß à«π (19%) ‡ ’¬™’«‘μ®“°μ—∫«“¬ ‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√

μ‘¥‡™◊ÈÕ„π°√–· ‡≈◊Õ¥ À√◊Õ‡≈◊Õ¥ÕÕ°¡“°„πªÕ¥5

1.1.2 Hepatic-veno-occlusive disease (HVOD)

 à«π„À≠àæ∫¿“«–π’È„πºŸâªÉ«¬‡ª≈’Ë¬π∂à“¬‰¢°√–¥Ÿ° ‚¥¬μ√«®æ∫μ—∫‚μ

¡’ ascites ¡’√“¬ß“π§√—Èß·√°‚¥¬ Pappas6 „πºŸâªÉ«¬ SLE ®“°π—Èπ®÷ß¡’√“¬ß“π

ª√–ª√“¬„πºŸâªÉ«¬ APS7,8

1.1.3 Hepatic infarction

¿“«–π’Èæ∫‰¥âπâÕ¬ ‡π◊ËÕß®“°μ—∫√—∫‡≈◊Õ¥®“° Õß√–∫∫ ¡’°“√√“¬ß“πºŸâ

μ“√“ß∑’Ë 1 Õ“°“√· ¥ß∑“ß™àÕß∑âÕß∑’Ë —¡æ—π∏å°—∫ antiphospholipid syndrome3

Abdominal organ Manifestations

Hepatic Budd-Chiari Syndrome
Hepatic-veno-occlusive disease and occlusion of small hepatic veins
Nodular regenerative hyperplasia
Hepatic infarction
Cirrhosis
Portal hypertension
Autoimmune hepatitis
Biliary cirrhosis
Liver transplantation

Intestine Acute intestinal infarction
Intestinal angina
Intestinal bleeding
High prevalence of aPL but no increased vascular thromboses in

inflammatory bowel disease
Spleen Splenic infarction

Autosplenectomy or functional asplenia
Pancreas Acute pancreatitis
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ªÉ«¬‚¥¬ Mor9, Kinoshita10 ·≈– Millan-Mon11 „πºŸâªÉ«¬μ—Èß§√√¿å∑—Èß ‘Èπ∑’Ë¡“¥â«¬

hepatic infarction √à«¡°—∫μ√«®æ∫ APS ‡ªìπ°“√»÷°…“¬âÕπÀ≈—ß„πºŸâªÉ«¬ APS

215 √“¬ æ∫ abdominal thrombosis 42 √“¬ ·≈–¡’‡æ’¬ß 1 √“¬‡ªìπ hepatic

infarction12

1.1.4 Hepatic artery thrombosis and retransplantation

Vivarelli13 ‰¥â∑”°“√»÷°…“„πºŸâªÉ«¬ 24 √“¬∑’Ë∑” retransplantation

¢Õßμ—∫®“° “‡Àμÿ hepatic artery thrombosis „π®”π«πºŸâªÉ«¬∑’Ë∑” liver trans-

plantation ∑—ÈßÀ¡¥ 624 √“¬ æ∫¡’ aPL ‡ªìπ∫«° 3 √“¬ ·μà°Á¡’°“√»÷°…“∑’Ëæ∫

¢âÕ¡Ÿ≈μà“ßÕÕ°‰ª‚¥¬ Van Thiel ‰¥â∑”°“√»÷°…“„πºŸâªÉ«¬ 12 √“¬∑’Ë¡’ aPL ‡ªìπ

∫«°°àÕπ∑” liver transplantation ·≈–μ‘¥μ“¡‰ª‡ªìπ‡«≈“ 1 ªï æ∫«à“ºŸâªÉ«¬ 2

√“¬¡’§à“ aPL μË” ·≈–Õ’° 10 √“¬μ√«®‰¡àæ∫ aPL πÕ°®“°π’È¬—ß‰¡àæ∫«à“¡’°“√Õÿ¥

μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥´È”14

1.2 Non-thrombotic liver disease

1.2.1 Nodular regeneraltive hyperplasia (NRH)

‡ªìπ¿“«–∑’Ë liver parenchyma ¡’°“√‡ª≈’Ë¬π·ª≈ß‡ªìπ nodule ‚¥¬

¡’°“√¢¬“¬¢π“¥¢Õß‡´≈≈åμ—∫ (hyperplastic hepatocytes) ́ ÷Ëß¿“«–π’È„π‡π◊ÈÕμ—∫‰¡à¡’

fibrosis æ¬“∏‘«‘∑¬“¢Õß°“√‡°‘¥ NRH π—Èπ ‡™◊ËÕ«à“‡°‘¥®“° thrombosis ¢Õß he-

patic microcirculation „π√–¥—∫∑’Ë¬—ß‰¡à∑”„Àâ‡´≈≈åμ“¬15

Perez-Ruiz16 æ∫«à“ ºŸâªÉ«¬ rheumatic disorder ∑’Ë¡’ NRH ®”π«π

4 „π 7 §π μ√«®‡≈◊Õ¥æ∫ LA ‡ªìπ∫«° ¡’°“√»÷°…“Õ—μ√“°“√μ√«®æ∫ aPL „πºŸâ

ªÉ«¬ NRH ‚¥¬‡ª√’¬∫‡∑’¬∫°—∫ºŸâªÉ«¬ autoimmune liver disease ·≈–§πª°μ‘

æ∫«à“ºŸâªÉ«¬ NRH ¡’ aPL ‡ªìπ∫«° 77%  à«πºŸâªÉ«¬ autoimmune liver disease

·≈– §πª°μ‘ ¡’ aPL ‡ªìπ∫«°‡∑à“°—π§◊Õ 14% (p<0.05)17

¡’√“¬ß“πºŸâªÉ«¬∑’Ë¡“¥â«¬Õ“°“√Õ“‡®’¬π‡ªìπ‡≈◊Õ¥´÷Ëß‡°‘¥®“° isolated

gastric varices ‚¥¬‰¡àæ∫¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥„π™àÕß∑âÕß ·≈– liver bi-

opsy æ∫¡’ NRH æ∫«à“ºŸâªÉ«¬°≈ÿà¡π’È‡§¬¡’ª√–«—μ‘ recurrent venous thrombosis

®“° APS ¡“°àÕπ15 ·μà∑—Èßπ’È§«“¡ —¡æ—π∏å√–À«à“ß aPL °—∫ NRH ¬—ß‰¡à‡ªìπ∑’Ë √ÿª



71Gastrointestinal Manifestation of Antiphospholipid Syndrome

·πà™—¥

1.2.2 Cirrhosis

Talenti ‰¥â√“¬ß“πºŸâªÉ«¬ thrombotic vascular occlusion √à«¡

°—∫μ√«®æ∫ aCL „πºŸâªÉ«¬ cryptogenic cirrhosis ‡¡◊ËÕªï 1994 ®“°π—Èπ¡’À≈“¬

√“¬ß“π∑’Ë‡ πÕ§«“¡ —¡æ—π∏å√–À«à“ß aPL °—∫ severity of alcoholic liver cirrho-

sis √«¡∂÷ß degree of histological damage „π alcoholic liver disease18-21

§«“¡ —¡æ—π∏å√–À«à“ß aPL °—∫ cirrhosis ¬—ß‰¡à™—¥‡®π ‚¥¬ aPL Õ“®‰¡à„™à “‡Àμÿ

¢Õß°“√‡°‘¥ cirrhosis ·μà°“√μ√«®æ∫ antibodies ¥—ß°≈à“«∫àß∫Õ°∂÷ß immuno-

logic dysfunction ¡“°°«à“ true thrombotic potential

1.2.3 Idiopathic portal hypertension

¡’√“¬ß“π§àÕπ¢â“ßπâÕ¬ Bayraktar22 ‰¥â√“¬ß“πºŸâªÉ«¬ primary APS

∑’Ë¡’ porto-pulmonary hypertension ´÷Ëß —ππ‘…∞“π«à“‡°‘¥®“° microthombi ∑’Ë

 —¡æ—π∏å°—∫ aPL

1.2.4 Autoimmune hepatitis (AIH)

Liaskos23 æ∫Õÿ∫—μ‘°“√≥å¢Õß°“√μ√«®æ∫ aCL „π AIH ¡“°°«à“∑’Ë

æ∫„πºŸâªÉ«¬‚√§μ—∫Õ◊ËπÊ ·≈–„π§πª°μ‘ ‚¥¬æ∫∂÷ß§√÷ËßÀπ÷Ëß¢ÕßºŸâªÉ«¬ AIH (IgG ·≈–/

À√◊Õ IgM) ·≈–æ∫«à“ —¡æ—π∏å°—∫§«“¡√ÿπ·√ß¢Õß‚√§ (disease severity and ac-

tivity) ¥â«¬ Õ¬à“ß‰√°Áμ“¡ ‰¡àæ∫«à“ºŸâªÉ«¬‡À≈à“π’È¡’Õ“°“√¢Õß APS

 à«π°“√»÷°…“¢Õß Larranaga24 æ∫¡’ aPL ‡ªìπ∫«°‡æ’¬ß 3% „πºŸâ

ªÉ«¬ AIH ¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥ §“¥«à“§«“¡·μ°μà“ßπ’ÈÕ“®‡°‘¥®“°«‘∏’°“√

μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√·≈–°“√ÕÕ°·∫∫°“√«‘®—¬

‚¥¬∑—Ë«‰ª§“¥«à“°“√μ√«®æ∫ aPL π—Èππà“®–‡°‘¥®“°°“√°√–μÿâπ∑’Ë¡“°

‡°‘πª°μ‘¢Õß√–∫∫¿Ÿ¡‘§ÿâ¡°—π ∑”„Àâμ√«®æ∫ antibodies μà“ßÊ ¡“°¡“¬ ´÷Ëß‡ªìπ

≈—°…≥–¢Õß‚√§π’È

1.2.5 Biliary cirrhosis

°≈ÿà¡‚√§∑’Ëæ∫ ‰¥â·°à primary biliary cirrhosis (PBC) ·≈– pri-

mary sclerosing cholangitis (PSC) ´÷Ëß¡’ “‡Àμÿ‡°’Ë¬«¢âÕß°—∫ immune-medi-
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ated ∑”„Àâ‡°‘¥ chronic cholestatic liver disease

Zacchou25 ‰¥â∑”°“√»÷°…“„πºŸâªÉ«¬ PBC 99 √“¬·≈– PSC 41 √“¬

æ∫«à“¡’ aPL ∫«° (IgG ·≈–/À√◊Õ IgM) 40% „π¢≥–∑’Ë§πª°μ‘æ∫‡æ’¬ß 2.25%

(p<0.05) „π PBC π—Èπæ∫«à“°“√∑’Ë¡’ aPL ∫«°¡’§«“¡ —¡æ—π∏å°—∫°“√‡°‘¥ cirrhosis

∑”„Àâ¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß Mayo risk score ´÷Ëß‡ªìπ§–·ππ∑’Ë„™âª√–‡¡‘πÕ“¬ÿ¢—¬¢ÕßºŸâ

ªÉ«¬·≈–ª√–‡¡‘π§«“¡®”‡ªìπ„π°“√∑” liver transplantation  à«π„π PSC æ∫«à“

ºŸâªÉ«¬∑’Ë‡ªìπ‚√§¡“π“π°«à“®–æ∫ aPL ∫«°‰¥â¡“°°«à“ ·≈–°“√μ√«®æ∫ aPL ¡’

§«“¡ —¡æ—π∏å°—∫ biochemical activity Õ¬à“ß‰√°Áμ“¡ ·¡â®–μ√«®æ∫ aPL ·μà°Á

‰¡àæ∫«à“ºŸâªÉ«¬‡À≈à“π’È¡’Õ“°“√∑“ß§≈‘π‘°¢ÕßÀ≈Õ¥‡≈◊Õ¥Õÿ¥μ—π

2. Intestinal manifestations

Õ“°“√∑“ß≈”‰ â®–∑”„Àâ‡°‘¥≈”‰ â¢“¥‡≈◊Õ¥ ´÷Ëß “¡“√∂æ∫‡ªìπÕ“°“√· ¥ß

¢Õß autoimmune disease ‰¥âÀ≈“¬‚√§ ‡™àπ rheumatoid arthritis, systemic

lupus erythematosus, Behcetûs disease, polyarteritis nodosa ·≈–

antiphospholipid syndrome

æ¬“∏‘«‘∑¬“¢Õß°“√‡°‘¥≈”‰ â¢“¥‡≈◊Õ¥®“°‚√§°≈ÿà¡ autoimmune disease

π—Èπ ‡°‘¥®“°°“√Õ—°‡ ∫‡√◊ÈÕ√—ß¢ÕßÀ≈Õ¥‡≈◊Õ¥·≈–‡π◊ÈÕ‡¬’ËÕ‡°’Ë¬«æ—π ¿“«–≈”‰ â¢“¥

‡≈◊Õ¥‡©’¬∫æ≈—π√ÿπ·√ß¡—°‡°‘¥®“° mesenteric vasculitis ·≈– thromboembo-

lism

Õ“°“√∑“ß≈”‰ â¢Õß APS ∑’Ë‡°‘¥®“° mesenteric artery thrombosis

 à«π¡“°ºŸâªÉ«¬®–¡“¥â«¬Õ“°“√ª«¥∑âÕß‡©’¬∫æ≈—π Õ“°“√Õ◊ËπÊ ∑’Ëæ∫‰¥âπâÕ¬°«à“ ‰¥â·°à

∂à“¬‡ªìπ‡≈◊Õ¥ ·≈–∑âÕßÕ◊¥  à«π„À≠à·≈â«ºŸâªÉ«¬®–¡’Õ“°“√‰¡à√ÿπ·√ß ·≈–À“¬‡Õß‰¥â

ºŸâªÉ«¬πâÕ¬√“¬Õ“®‡°‘¥¿“«–≈”‰ âμ“¬ (infarction) ´÷ËßμâÕß‰¥â√—∫°“√ºà“μ—¥

μà“ß®“°ºŸâªÉ«¬∑’Ë‡°‘¥¿“«– mesenteric vein thrombosis ´÷Ëß¡—°¡’Õ“°“√

√ÿπ·√ß ºŸâªÉ«¬Õ“®¡“¥â«¬‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ ≈”‰ âÕÿ¥μ—π ≈”‰ â∑–≈ÿ À√◊Õ

°“√Õ—°‡ ∫„π™àÕß∑âÕß (peritonitis) ´÷ËßÕ“®Õ—πμ√“¬∂÷ß·°à™’«‘μ‰¥â

°“√»÷°…“¢Õß Kim26 „πºŸâªÉ«¬ 14 √“¬∑’Ë‰¥â√—∫°“√«‘π‘®©—¬‡ªìπ primary
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APS ·≈–¡’Õ“°“√ª«¥∑âÕß ∑âÕßÕ◊¥ ¢“∫«¡ æ∫«à“¡’ 10 √“¬ (72%) ∑’Ë¡’°“√Õÿ¥μ—π

¢Õß venous system ¡’ 2 √“¬ (14%) ¡’°“√Õÿ¥μ—π¢Õß arterial system ·≈–Õ’° 2

√“¬ (14%) ¡’°“√Õÿ¥μ—π∑—Èß arterial ·≈– venous system ‚¥¬°“√Õÿ¥μ—π¢Õß venous

system π—Èπ ‡ªìπ∑’Ë inferior vena cava, hepatic vein, superior mesenteric

vein, splenic vein, adrenal vein ·≈– renal vein ´÷Ëß°“√Õÿ¥μ—πÕ“®‡ªìπÀ≈“¬

μ”·Àπàßæ√âÕ¡°—π‰¥â  à«π°“√Õÿ¥μ—π¢Õß arteries æ∫∑’Ë hepatic artery, aorta,

renal artery, pancreatic arcade ·≈– splenic artery

 ”À√—∫°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√·≈–∑“ß√—ß ’ ¡’°“√»÷°…“¢Õß Shaifali

„πºŸâªÉ«¬ 1,218 §π∑’Ë ß —¬¿“«– hypercoagulable state, SLE À√◊Õ„π√“¬∑’Ë¡’

prolonged aPTT ·≈–μ√«®‡≈◊Õ¥æ∫ aPL ´÷ËßÀ≈—ß®“°§—¥·¬°°≈ÿà¡∑’Ëæ∫ “‡ÀμÿÕ◊Ëπ

∑’Ë∑”„Àâ‡°‘¥ hypercoagulable state ÕÕ°‰ª (‰¥â·°à ‚√§¡–‡√Áß ‚√§ sickle cell

anemia ¿“«– hemoglobinopathy ¿“«– protein S, protein C À√◊Õ antithrombin

III deficiency) ·≈â« ·≈–π—∫‡©æ“–∑’ËÕ“¬ÿπâÕ¬°«à“ 65 ªï √à«¡°—∫¡’Õ“°“√μàÕ‰ªπ’È

Õ¬à“ßπâÕ¬ 2 ¢âÕ‰¥â·°à °“√‡ªìπ´È”¢Õß deep vein thrombosis °“√‡°‘¥ early stoke

or TIA ¿“«–·∑âß´È” ·≈– livedo reticularis §ß‡À≈◊ÕºŸâªÉ«¬„π°≈ÿà¡∑’Ë»÷°…“∑—ÈßÀ¡¥

215 §π Shaifali æ∫«à“¡’ºŸâªÉ«¬ 42 √“¬ (19.5%) ¡’Õ“°“√¢ÕßÕ«—¬«–„π™àÕß∑âÕß

¢“¥‡≈◊Õ¥ ‚¥¬ºŸâªÉ«¬∑—Èß 215 §π ‰¥â√—∫°“√∑” abdominal CT ´÷Ëßæ∫°“√Õÿ¥μ—π

¢ÕßÀ≈Õ¥‡≈◊Õ¥‰¥âÀ≈“¬μ”·Àπàß ∑—Èß∑’Ë inferior vena cava, portal vein, supe-

rior mesenteric vein, splenic vein ·≈– aorta  à«πÕ“°“√¢“¥‡≈◊Õ¥π—Èπæ∫

‰¥âÀ≈“¬Õ«—¬«– ‡™àπ ‰μ ≈”‰ â ¡â“¡ μ—∫ÕàÕπ ·≈–μ—∫

¿“«–¢“¥‡≈◊Õ¥¢ÕßÕ«—¬«–„π™àÕß∑âÕß‰¥â√—∫°“√«‘π‘®©—¬‡¡◊ËÕæ∫≈—°…≥–

wedge-shaped, nonenhancing, capsular-based area ´÷Ëß¡’¢Õ∫‡¢μ·¬°°—π

‰¥â™—¥‡®π®“°∫√‘‡«≥∑’Ë‰¡à¢“¥‡≈◊Õ¥  à«π≈”‰ â¢“¥‡≈◊Õ¥‰¥â√—∫°“√«‘π‘®©—¬‡¡◊ËÕæ∫°“√

Àπ“μ—«¢Õßºπ—ß≈”‰ â¡“°°«à“ 3 ¡¡. √à«¡°—∫¡’ submucosal edema or hemor-

rhage, pneumatosis, mesenteric infiltration À√◊Õ ileus

°“√»÷°…“π’Èæ∫ºŸâªÉ«¬∑—Èß ‘Èπ 22 §π ∑’Ë¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥„π™àÕß∑âÕß

‚¥¬‡ªìπ°“√Õÿ¥μ—π∑’Ë inferior vena cava 10 §π ∑’Ë portal ·≈– superior mesen-
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teric vein 7 §π ∑’Ë splenic vein 4 §π ·≈–∑’Ë aorta 1 §π

Õ«—¬«–„π™àÕß∑âÕß∑’Ë¢“¥‡≈◊Õ¥ æ∫∑’Ë‰μ 22 §π ≈”‰ â 13 §π (æ∫∑’Ë

μ”·Àπàß≈”‰ â‡≈Á° 8 §π ≈”‰ â„À≠à 6 §π ‚¥¬¡’ 1 §π∑’Ë¡’°“√¢“¥‡≈◊Õ¥∑—Èß≈”‰ â‡≈Á°

·≈–≈”‰ â„À≠à) ¡â“¡ 6 §π μ—∫ÕàÕπ 3 §π ·≈–μ—∫ 2 §π

≈—°…≥–∑’Ëæ∫®“° CT „πºŸâªÉ«¬∑’Ë¡’≈”‰ â¢“¥‡≈◊Õ¥ §◊Õ intestinal wall

thickening (edema or hemorrhage) dilated bowel, mesenteric infiltra-

tion, abnormal bowel wall enhancement (double halo or target sign),

pneumatosis, mesenteric edema, engorged mesenteric vessel ·≈– as-

cites

∫“ß§√—ÈßÕ“°“√· ¥ß∑’Ë√ÿπ·√ßÕ“®∑”„Àâ —∫ π°—∫Õ“°“√· ¥ß¢Õß¿“«–Õ◊Ëπ ‡™àπ

sepsis, thrombotic thrombocytopenic purpura À√◊Õ disseminated intra-

¿“æ∑’Ë 1 Bowel infarction due to APS in a 48-year-old man. Transverse nonenhanced CT

section demonstrates extensive infiltration of the mesentery with bowel wall thick-

ening and pneumatosis (arrows).1
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vascular coagulation1 Õ¬à“ß‰√°Áμ“¡≈—°…≥–¥—ß°≈à“«Õ“®æ∫‰¥â„π¿“«–Õ◊Ëπ‡™àπ

pancreatitis, mechanical bowel obstruction, peritonitis ·≈– inflamma-

tory bowel disease27

3. Splenic manifestations

¡’°“√√“¬ß“πºŸâªÉ«¬∑’Ë¡’ splenic infarction ®”π«ππâÕ¬  à«π„À≠à¡—°¡’

°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥Õ◊ËπÊ √à«¡¥â«¬ ‡™àπ mesenteric and renal vessels28,29

4. Pancreatic manifestations

Bird30 ‰¥â√“¬ß“πºŸâªÉ«¬∑’Ë¡’ aPL ∫«° ·≈–¡“¥â«¬ acute severe intra-

vascular coagulation ¢Õßμ—∫ μ—∫ÕàÕπ ‰μ ·≈– ischemic necrosis ¢Õß·¢π¢“

πÕ°®“°π’È ¬—ß¡’√“¬ß“πºŸâªÉ«¬∑’Ë¡“¥â«¬ acute severe pancreatitis ́ ÷Ëßº≈ autopsy

æ∫ chronic inflammation with thrombi „π pancreatic arteries ·≈–¡’

√“¬ß“πºŸâªÉ«¬ primary APS, SLE ∑’Ë¡’ √–¥—∫ aPL  Ÿß¡“¥â«¬ acute hemor-

rhagic pancreatitis31-33

¿“æ∑’Ë 2 Abdominal CT scan shows circumferential wall thickening and target sign in small

and large bowels. Mesenteric change is also noted with engorged mesenteric

vessels and haziness.27
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¥—ßπ—Èπ„πºŸâªÉ«¬ SLE ·≈– APS ∑’Ë¡“¥â«¬Õ“°“√ª«¥∑âÕß §«√¡ÕßÀ“¿“«–

acute pancreatitis ¥â«¬ ªí®®ÿ∫—π°“√‡°‘¥‚√§ pancreatitis ¬—ß‰¡à™—¥‡®π„π°≈ÿà¡π’È

·μà®“°°“√∑” autopsy  —ππ‘…∞“π«à“‡ªìπ®“° thrombotic ¡“°°«à“ inflammation

5. Gall bladder disease

¿“«–∑’Ë‡°’Ë¬«¢âÕß°—∫ APS æ∫‰¥âπâÕ¬¡“° ¡’√“¬ß“πºŸâªÉ«¬∑’Ë‡ªìπ SLE √à«¡°—∫

APS ¡“¥â«¬Õ“°“√ª«¥∑âÕß∫√‘‡«≥™“¬‚§√ß¢«“√à«¡°—∫ Murphy’s sign positive

‰¥â√—∫°“√«‘π‘®©—¬‡ªìπ acalulous cholecystitis ‚¥¬°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“æ∫

vasculitis with thrombotic microangiopathy34

6. The catastrophic antiphospholipid syndrome (CAPS)

‡ªìπ¿“«–∑’ËÕ—πμ√“¬‡π◊ËÕß®“°¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥À≈“¬μ”·Àπàß„π

«ß°«â“ß ´÷Ëßæ∫ GI ischemia 14-38%35-38 ¡’√“¬ß“πºŸâªÉ«¬ 250 √“¬∑’Ë‡ªìπ CAPS

´÷Ëß¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥À≈“¬μ”·Àπàß ‰¥â·°à ∑’Ëμ—∫ 34% ∑’Ë≈”‰ â 24% ∑’Ë¡â“¡

18% ¢âÕ¡Ÿ≈®“°°“√∑” autopsy æ∫°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥∑’Ë≈”‰ â 30.5% ∑’Ë¡â“¡

28.8% ·≈–∑’Ëμ—∫ 20.3%39

°“√»÷°…“„πºŸâªÉ«¬ classic APS 37 √“¬ ‡ª√’¬∫‡∑’¬∫°—∫ºŸâªÉ«¬ CAPS 60

√“¬∑’Ë¡“¥â«¬Õ“°“√∑“ß≈”‰ â æ∫«à“ Õ“°“√ª«¥∑âÕß∑’Ë‡°‘¥®“° intestinal ischemia

æ∫„πºŸâªÉ«¬ classic APS ¡“°°«à“ (76% vs 37%, p<0.005) ‚¥¬ histopatho-

logic finding æ∫≈—°…≥– microthrombi „πºŸâªÉ«¬ CAPS ¡“°°«à“ (55% vs

17%, p<0.005)40

°“√√—°…“

ºŸâªÉ«¬∑’Ë¡’ aPL ·μà‰¡à‡§¬¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¡“°àÕπ ¡’‚Õ°“ ‡°‘¥

À≈Õ¥‡≈◊Õ¥Õÿ¥μ—πμË” §◊Õ πâÕ¬°«à“ 1% μàÕªï ºŸâªÉ«¬°≈ÿà¡π’È§«√‰¥â√—∫°“√μ‘¥μ“¡‰ª

°àÕπ  à«πºŸâªÉ«¬À≠‘ß∑’Ë‡§¬·∑âß‚¥¬‰¡à‡§¬¡’À≈Õ¥‡≈◊Õ¥Õÿ¥μ—π¡“°àÕπ ¡’‚Õ°“ ‡°‘¥

À≈Õ¥‡≈◊Õ¥Õÿ¥μ—π 10% μàÕªï ·≈–ºŸâ∑’Ë‡§¬¡’À≈Õ¥‡≈◊Õ¥Õÿ¥μ—π·≈â«À¬ÿ¥¬“ antico-
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agulant ¡’‚Õ°“ ‡°‘¥À≈Õ¥‡≈◊Õ¥Õÿ¥μ—π´È” ¡“°°«à“ 10% μàÕªï

1. °“√‡ΩÑ“√–«—ß·≈–ªÑÕß°—π°“√‡ªìπ´È”¢Õß°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥„À≠à

·π–π”„Àâ„™â aspirin „πÀ≠‘ß∑’Ë¡’ª√–«—μ‘·∑âß®“° APS ·≈– “¡“√∂„Àâ as-

pirin À√◊Õ anticoagulant „π√“¬∑’Ë¡’À≈Õ¥‡≈◊Õ¥ ¡ÕßÕÿ¥μ—π√à«¡°—∫μ√«®æ∫ aPL

1 ™π‘¥41  à«πºŸâªÉ«¬ SLE ∑’Ë¡’ secondary APS ¡’¢âÕ¡Ÿ≈∑’Ë· ¥ß«à“°“√„Àâ

hydroxychloroquine ‰¥âª√–‚¬™πå ‚¥¬∑—Èßπ’ÈμâÕß·°â‰¢¿“«– àß‡ √‘¡Õ◊ËπÊ ∑’ËÕ“®

∑”„Àâ‡°‘¥°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥â«¬

2. °“√√—°…“¿“«–À≈Õ¥‡≈◊Õ¥Õÿ¥μ—π‡©’¬∫æ≈—π

°√≥’≈”‰ â¢“¥‡≈◊Õ¥ æ‘®“√≥“„Àâ anticoagulation √à«¡°—∫°“√ºà“μ—¥‡¡◊ËÕ¡’

¢âÕ∫àß™’È‡™àπ°“√μ√«®æ∫ peritoneal signs ·π–π”„Àâ systemic heparin À≈—ß

°“√ºà“μ—¥ 5,000 IU bolus μàÕ¥â«¬ infusion drip ‚¥¬„Àâ§à“ PTT ¡“°°«à“ 2 ‡∑à“

¢Õßª°μ‘ ‡¡◊ËÕÕ“°“√§ß∑’Ë ®÷ß‡ª≈’Ë¬π‡ªìπ oral anticoagulant μàÕ‰ª42-44

°“√„Àâ¬“ warfarin ‚¥¬„Àâ INR Õ¬Ÿà„π™à«ß 2-2.9 ®–≈¥°“√‡°‘¥À≈Õ¥

‡≈◊Õ¥Õÿ¥μ—π´È”‰¥â ·≈–∫“ß√“¬Õ“®μâÕß°“√√–¥—∫ INR §àÕπ¢â“ß Ÿß (INR>3) ®÷ß®–

ªÑÕß°—π°“√‡ªìπ´È”‰¥â ·μà§«“¡‡ ’Ë¬ß¢Õß°“√‡°‘¥‡≈◊Õ¥ÕÕ°º‘¥ª°μ‘°Á¬àÕ¡ Ÿß¢÷Èπ¥â«¬45

ºŸâªÉ«¬ antiphospholipid syndrome ∑’Ë‰¥â√—∫¬“ oral anticoagulant Õ¬Ÿà·≈â«·μà

¬—ß¡“¥â«¬Õ“°“√≈”‰ â¢“¥‡≈◊Õ¥´È”Õ’° ¡’√“¬ß“π°“√„Àâ aspirin 100 mg ‡æ‘Ë¡‡¢â“‰ª

¥â«¬ ´÷Ëßæ∫«à“‰¡à¡’º≈¢â“ß‡§’¬ß46
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Chronic Pancreatitis with Guidewire
Entrapment at Pancreatic Tail

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

Endoscopic Corner

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

ºŸâªÉ«¬™“¬‰∑¬ Õ“¬ÿ 59 ªï ¿Ÿ¡‘≈”‡π“®—ßÀ«—¥Õÿ¥√∏“π’ ¡“‚√ßæ¬“∫“≈

¥â«¬Õ“°“√®ÿ°·πàπ≈‘Èπªïò ªí  “«–∫àÕ¬ πÈ”Àπ—°≈¥ 10 °‘‚≈°√—¡¿“¬„π 2 ‡¥◊Õπ ‰¡à¡’

Õ“°“√∑âÕß‡ ’¬À√◊Õ∂à“¬‡ªìπ¡—π ‰¡à‡§¬μ√«®æ∫«à“‡ªìπ‡∫“À«“π¡“°àÕπ ºŸâªÉ«¬

¥◊Ë¡ ÿ√“μ“¡‡∑»°“≈  Ÿ∫∫ÿÀ√’Ë 30 pack-years º≈°“√μ√«®√à“ß°“¬Õ¬Ÿà„π‡°≥±å

ª°μ‘

º≈°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√ æ∫ blood sugar 387 mg/dL UA: glu-

cose 4+, albumin - negative, RBC 0/HPF, WBC 2-3/HPF

Plain abdomen æ∫π‘Ë«¢π“¥ 9 ¡¡. 12 ¡¡. ·≈– 14 ¡¡. ∑’Ë∫√‘‡«≥ pan-

creatic head and neck ·≈–¡’π‘Ë«‡≈Á°Ê ¢π“¥ 5-6 ¡¡. ∫√‘‡«≥ pancreatic tail

(¿“æ∑’Ë 1A)

ºŸâªÉ«¬‰¥â√—∫°“√∑” extracorporeal shock wave lithotripsy (ESWL)

‡æ◊ËÕ ≈“¬π‘Ë«∫√‘‡«≥ pancreatic head

®“°¿“æ‡Õ°´‡√¬å (¿“æ∑’Ë 1B) æ∫«à“ π‘Ë«¢π“¥„À≠à∫√‘‡«≥ pancreatic head

·μ°‡ªìππ‘Ë«¢π“¥‡≈Á° 2-3 ¡¡. ®”π«π¡“°

À≈—ß∑” ESWL 4 «—πºŸâªÉ«¬‰¥â√—∫°“√∑” ERCP with pancreatic sphinc-

terotomy ·≈â«¥÷ß‡»…π‘Ë«ÕÕ°‚¥¬∫Õ≈≈Ÿπ ·≈–‰¥â„ à pancreatic stent ¢π“¥ 10

Fr ¬“« 10 ´¡. ‰ªμ“¡ guidewire ∑’Ëπ”∑“ß‰«â À≈—ß®“°«“ß∑àÕ√–∫“¬æ≈“ μ‘°·≈â«

‰¡à “¡“√∂¥÷ß guidewire ÕÕ°¡“‰¥â ‡π◊ËÕß®“°ª≈“¬ guidewire ‰ªæ—π√Õ∫π‘Ë«

·≈–∂Ÿ°Àπ’∫‰«â√–À«à“ßπ‘Ë«°—∫∑àÕμ—∫ÕàÕπ∫√‘‡«≥ pancreatic tail
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·æ∑¬åºŸâ√—°…“‰¥â∂Õπ°≈âÕß ERCP ÕÕ°·≈–§“ guidewire ‰«â (¿“æ∑’Ë 2)

‚¥¬ª≈“¬ guidewire Õ’°¥â“πÀπ÷Ëßºà“πÕÕ°¡“∑“ßª“°¢ÕßºŸâªÉ«¬

ºŸâªÉ«¬‰¥â√—∫°“√∑” ESWL Õ’°§√—Èß„π«—πμàÕ¡“‡æ◊ËÕ ≈“¬π‘Ë«∑’Ë pancreatic

tail μ”·Àπàß∑’Ë guidewire μ‘¥Õ¬Ÿà À≈—ß∑” ESWL π‘Ë«·μ°≈–‡Õ’¬¥≈ß “¡“√∂¥÷ß

guidewire ÕÕ°®“°∑àÕμ—∫ÕàÕπ‰¥â ”‡√Á®

¿“æ∑’Ë 1 A: π‘Ë«„π∑àÕμ—∫ÕàÕπ¢π“¥„À≠à 9-12 ¡¡. ∫√‘‡«≥ pancreatic head (≈Ÿ°»√) ·≈–¢π“¥

5-6 ¡¡. ∫√‘‡«≥ pancreatic tail °àÕπ∑” ESWL

B: ¿“¬À≈—ß ESWL π‘Ë«∫√‘‡«≥ pancreatic head ·μ°‡ªìπ‡¡Á¥‡≈Á°¢π“¥ 2-3 ¡¡. ®”π«π

¡“° (≈Ÿ°»√)

¿“æ∑’Ë 2 ERCP æ∫ pancreatic duct dilatation ¡’‡»…π‘Ë«¢π“¥‡≈Á°„π pancreatic duct ∫√‘‡«≥

pancreatic head (¿“æ´â“¬) ·≈–‡»…π‘Ë«®“° pancreatic duct „π endoscopic view

(¿“æ°≈“ß) ª≈“¬ guidewire æ—π√Õ∫π‘Ë«·≈–∂Ÿ°Àπ’∫√–À«à“ß∑àÕμ—∫ÕàÕπ°—∫°âÕππ‘Ë«∑”„Àâ

‰¡à “¡“√∂¥÷ßÕÕ°¡“‰¥â (¿“æ¢«“)
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«‘®“√≥å
ºŸâªÉ«¬√“¬π’È‰¥â√—∫°“√«‘π‘®©—¬‡ªìπ‚√§μ—∫ÕàÕπÕ—°‡ ∫‡√◊ÈÕ√—ß®“°Õ“°“√ª«¥∑âÕß

‡∫“À«“π·≈–μ√«®¿“æ‡Õ°´‡√¬å™àÕß∑âÕßæ∫ pancreatic duct stones ·≈–¬◊π¬—π

¥â«¬ MRCP æ∫ pancreatic duct dilatation ·≈–¡’ intraductal stones

¢π“¥„À≠à∑’Ë pancreatic head ·≈–¢π“¥‡≈Á°∫√‘‡«≥ pancreatic tail

ºŸâªÉ«¬‰¥â√—∫°“√√—°…“‚¥¬«‘∏’ ESWL ‡π◊ËÕß®“°π‘Ë«∫√‘‡«≥ pancreatic head

¡’¢π“¥„À≠à 9-14 ¡¡. μ“¡§”·π–π”¢Õß European Society of Gastrointesti-

nal Endoscopy (ESGE) ·π–π”„Àâ√—°…“ºŸâªÉ«¬∑’Ë¡’Õ“°“√ª«¥®“°μ—∫ÕàÕπ‡√◊ÈÕ√—ß∑’Ë

¡’π‘Ë«¢π“¥„À≠à°«à“ 5 ¡¡.Õÿ¥μ—π∑àÕμ—∫ÕàÕπ ‚¥¬ ∑” ESWL „Àâπ‘Ë«·μ°≈–‡Õ’¬¥

‡ªìπ‡»…‡≈Á°Ê ¢π“¥ 2-3 ¡¡. ·≈â«®÷ß∑” ERCP ‡æ◊ËÕπ”‡Õ“‡»…π‘Ë«ÕÕ° °“√∑” ERCP

‡æ◊ËÕ°“√√—°…“π‘Ë«„π∑àÕμ—∫ÕàÕπÕ¬à“ß‡¥’¬«·π–π”„Àâ∑”„πºŸâªÉ«¬∑’Ë¡’π‘Ë«¢π“¥‡≈Á°°«à“ 5

¡¡.∑’ËÕ¬Ÿà„πμ”·Àπàß head À√◊Õ body ¢Õßμ—∫ÕàÕπ ‡æ√“–∂â“π‘Ë«¡’¢π“¥„À≠à°«à“ 5

¡¡. ¡’‚Õ°“  ”‡√Á®πâÕ¬1

ºŸâªÉ«¬√“¬π’È‰¥â√—∫°“√∑” ERCP ¿“¬À≈—ß°“√∑” ESWL ‡æ◊ËÕπ”‡Õ“‡»…π‘Ë«

ÕÕ° ‚¥¬∑” pancreatic sphincterotomy ·≈–¥÷ß‡»…π‘Ë«ÕÕ°¥â«¬∫Õ≈≈Ÿπ·≈–‰¥â

„ à∑àÕ√–∫“¬æ≈“ μ‘°¢π“¥ 10 Fr ‡æ◊ËÕ¢¬“¬√Õ¬μ’∫¢Õß∑àÕμ—∫ÕàÕπ·≈–√–∫“¬‡»…

π‘Ë«‡≈Á°Ê ∑’Ë¬—ß§ß§â“ßÕ¬Ÿà„π∑àÕμ—∫ÕàÕπ∫“ß à«π À≈—ß®“°∑’Ë«“ß∑àÕ√–∫“¬‡¢â“μ”·Àπàß

·≈â«‰¡à “¡“√∂¥÷ß guidewire ÕÕ°¡“‰¥â‡π◊ËÕß®“°ª≈“¬ guidewire ‰ªæ—π√Õ∫π‘Ë«

·≈–∂Ÿ°π‘Ë«‡∫’¬¥μ‘¥·πàπ°—∫∑àÕμ—∫ÕàÕπ ́ ÷Ëß —ππ‘…∞“π«à“Õ“®‡°‘¥®“°ª≈“¬ guidewire

·∑√°‡¢â“‰ª„π™àÕß«à“ß√–À«à“ßπ‘Ë«·≈–∑àÕμ—∫ÕàÕπ∫√‘‡«≥ pancreatic tail ·≈–„π

√–À«à“ß°“√„ à∑àÕ√–∫“¬æ≈“ μ‘°  à«π¢Õß guiding catheter ¢Õß™ÿ¥„ à∑àÕ√–∫“¬

‰ª¥—ππ‘Ë«∑’Ë∫√‘‡«≥ pancreatic tail „Àâ‰°≈ÕÕ°‰ª´÷Ëß∑àÕμ—∫ÕàÕπ®–¡’¢π“¥‡≈Á°≈ß∑’Ë

 à«πª≈“¬¢Õßμ—∫ÕàÕπ ∑”„Àâπ‘Ë«Àπ’∫μ‘¥ guidewire °—∫∑àÕμ—∫ÕàÕπ·πàπ¡“° ‰¡à

 “¡“√∂¥÷ß guidewire ÕÕ°¡“‰¥â ®÷ßμ—¥ ‘π„®∂Õ¥°≈âÕßÕÕ°¡“·≈–§“ guidewire

‰«â„ÀâÕ’°ª≈“¬‚º≈à¡“∑“ßª“°¢ÕßºŸâªÉ«¬

·æ∑¬åºŸâ√—°…“‰¥âμ—¥ ‘π„®∑” ESWL „π«—πμàÕ¡“‡æ◊ËÕ ≈“¬π‘Ë«∑’Ë∫√‘‡«≥ pan-

creatic tail μ”·Àπàß∑’Ëª≈“¬ guidewire μ‘¥Õ¬Ÿà À≈—ß®“°∑” ESWL ‰ªª√–¡“≥
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2,000 shots π‘Ë«∫√‘‡«≥π—Èπ°Á·μ°‡ªìπ‡»…‡≈Á°Ê ·≈– “¡“√∂¥÷ß guidewire ÕÕ°

¡“‰¥â ”‡√Á®‚¥¬‰¡à¡’¿“«–·∑√°´âÕπ„¥ ∑”„Àâ “¡“√∂‡≈’Ë¬ß°“√ºà“μ—¥‰ª‰¥â

‡Õ° “√Õâ“ßÕ‘ß

1. Dumonceau JM, Delhaye M, Tringali A, Dominguez-Munoz JE, Poley JW,
Arvanitaki M, et al. Endoscopic treatment of chronic pancreatitis: European
Society of Gastrointestinal Endoscopy (ESGE) Clinical Guideline. Endoscopy.
2012;44:784-800.
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‚§√ß°“√ àÕß°≈âÕßμ√«®°√–‡æ“–Õ“À“√
·°àª√–™“™π §√—Èß∑’Ë 2 ≥ √.æ. μŸ≈

‡°Á∫(¿“æ)¡“Ω“°

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

‡¡◊ËÕ«—π∑’Ë 18 æƒ»®‘°“¬π 2556  ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààß

ª√–‡∑»‰∑¬ ‰¥â®—¥‚§√ß°“√„Àâ§«“¡√Ÿâ·≈– àÕß°≈âÕßμ√«®°√–‡æ“–Õ“À“√·°àª√–™“™π

¢÷Èπ‡ªìπ§√—Èß∑’Ë Õß ‚¥¬§√—Èßπ’È√à«¡°—∫ √.æ. μŸ≈ ·≈–®—¥¢÷Èπ∑’Ë√.æ. μŸ≈ ª√“°Ø«à“¡’

·æ∑¬å∑“ß‡¥‘πÕ“À“√·≈–»—≈¬·æ∑¬å àÕß°≈âÕß‡¥‘π∑“ß‰ª∑’Ë μŸ≈°—πÀ≈“¬∑à“π∑’‡¥’¬«

π”∑’¡‚¥¬∑à“ππ“¬° ¡“§¡ πæ.æ‘»“≈ ‰¡â‡√’¬ß ·≈–æàÕß“π§◊Õ πæ.™‘π«—μ√å  ÿ∑∏‘«π“

¿“æ∑’Ë 1 ºŸâÕ”π«¬°“√‚√ßæ¬“∫“≈ μŸ≈°≈à“«μâÕπ√—∫§≥–·æ∑¬åæ¬“∫“≈®“° ¡“§¡œ ·≈–™’È·®ß

‚§√ß°“√·°àºŸâªÉ«¬∑’Ë¡“√—∫∫√‘°“√
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¿“æ∑’Ë 2 π“¬° ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√°≈à“«‡ªî¥‚§√ß°“√œ ·≈–∫√√¬“¬„Àâ§«“¡√Ÿâ·°à

ª√–™“™π‡°’Ë¬«°—∫‚√§°√–‡æ“–Õ“À“√·≈–°“√ àÕß°≈âÕß

ª√–∏“πΩÉ“¬°‘®°√√¡ —ß§¡ √«¡∑—Èß·æ∑¬å æ¬“∫“≈ ·≈–ºŸâ™à«¬ àÕß°≈âÕß®“°‚√ß

æ¬“∫“≈μà“ßÊ ∑—Èß®“°°√ÿß‡∑æœ ¢Õπ·°àπ À“¥„À≠à ·≈–¬—ß‰¥â√—∫°“√ π—∫ πÿπ®“°

∫√‘…—∑¬“·≈–∫√‘…—∑‡§√◊ËÕß¡◊Õ·æ∑¬å‡æ◊ËÕ°“√ àÕß°≈âÕß ∑”„Àâ‡√“‰¥â„Àâ∫√‘°“√ºŸâªÉ«¬∑’Ë

§«√‰¥â√—∫°“√ àÕß°≈âÕßμ√«®°√–‡æ“–Õ“À“√¡“°∂÷ß 76 §π ‡ √Á® ‘Èπ„π‡«≈“‡æ’¬ß

§√÷Ëß«—π

„π¢≥–∑’ËºŸâªÉ«¬ à«πÀπ÷Ëß√Õ∑¬Õ¬‡¢â“√—∫°“√μ√«® àÕß°≈âÕßπ—Èπ ºŸâªÉ«¬Õ’°

 à«πÀπ÷Ëß®–π—Ëßøíß°“√∫√√¬“¬§«“¡√Ÿâ‡√◊ËÕß‚√§°√–‡æ“–Õ“À“√·≈–°“√ àÕß°≈âÕß

·≈–À≈—ß®“°‰¥â√—∫°“√ àÕß°≈âÕß‡ √Á®·≈â« ·æ∑¬å∑’Ë àÕß°≈âÕß®–·®âßº≈‡∫◊ÈÕßμâπ·°à
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¿“æ∑’Ë 3 æ¬“∫“≈ —́°∂“¡Õ“°“√‡∫◊ÈÕßμâπ ·≈–μ√«®«—¥ —≠≠“≥™’æ°àÕπæ∫·æ∑¬å

ºŸâªÉ«¬ ·≈– àßºŸâªÉ«¬‰ªæ∫·æ∑¬å‡®â“¢Õß‰¢â (√.æ. μŸ≈) Õ’°§√—ÈßÀπ÷Ëß‡æ◊ËÕ√—∫°“√√—°…“

μàÕ ‡√“æ∫«à“ ºŸâªÉ«¬ à«π„À≠à¡’°√–‡æ“–Õ“À“√Õ—°‡ ∫ ·≈–æ∫·º≈„π°√–‡æ“–

Õ“À“√À≈“¬√“¬ ∫“ß√“¬¬—ßμ√«®æ∫ subepithelial lesion ´÷Ëß‰¥â√—∫§”·π–π”„Àâ

μ√«®‚¥¬ endoscopic ultrasonography (EUS) ∑’Ë√.æ.À“¥„À≠àμàÕ‰ª

‚§√ß°“√¥’Ê Õ¬à“ßπ’È ®–®—¥¢÷ÈπÕ’°§√—Èß·πàπÕπ ·μà®–‡ªìπ¿“§„¥®—ßÀ«—¥„¥π—Èπ

§ßμâÕßμ‘¥μ“¡°—πμàÕ‰ªπ–§–



90 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, °—π¬“¬π-∏—π«“§¡ 2556

¿“æ∑’Ë 4-5 ºŸâªÉ«¬‰¥â√—∫°“√ àÕß°≈âÕßμ√«®°√–‡æ“–Õ“À“√ „πÀâÕßºà“μ—¥¢Õß‚√ßæ¬“∫“≈ μŸ≈ ‚¥¬

 “¡“√∂μ√«®‰¥â§√—Èß≈– 6 √“¬æ√âÕ¡Ê °—π ∑’¡ß“π∑—Èß·æ∑¬å æ¬“∫“≈ ºŸâ™à«¬ àÕß°≈âÕß

·≈–ºŸâ≈â“ß°≈âÕß μ≈Õ¥®πºŸâª√– “πß“πμà“ß™à«¬°—πÕ¬à“ß¢–¡—°‡¢¡âπ



91‚§√ß°“√ àÕß°≈âÕßμ√«®°√–‡æ“–Õ“À“√ ·°àª√–™“™π §√—Èß∑’Ë 2 ≥ √.æ. μŸ≈

¿“æ∑’Ë 6 ·æ∑¬å æ¬“∫“≈ ·≈–ºŸâ™à«¬ àÕß°≈âÕß ∑—Èß®“° ¡“§¡œ ·≈–‚√ßæ¬“∫“≈ μŸ≈ ∑’Ë√à«¡·√ß√à«¡„®

°—π∑”„Àâ‚§√ß°“√π’È ”‡√Á®‰ª¥â«¬¥’



„∫ ¡—§√‡¢â“‡ªìπ ¡“™‘°μ≈Õ¥™’æ
 ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬

«—π∑’Ë ........... ‡¥◊Õπ ....................... æ.». ..............

¢â“æ‡®â“¢Õ ¡—§√‡¢â“‡ªìπ ¡“™‘°μ≈Õ¥™’æ¢Õß ç ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬é
‚¥¬√—∫√Õß«à“®–ªØ‘∫—μ‘μ“¡°Æ¢âÕ∫—ß§—∫·≈–√–‡∫’¬∫¢Õß ¡“§¡œ∑ÿ°ª√–°“√  √“¬√–‡Õ’¬¥¢Õß¢â“æ‡®â“¡’¥—ßπ’È

°√ÿ≥“‡¢’¬π¥â«¬μ—«∫√√®ß [ ] π“¬·æ∑¬å [ ] ·æ∑¬åÀ≠‘ß
1. ™◊ËÕ- °ÿ≈ ...........................................................................................................................................................

First Name / Last Name .............................................................................................................................
μ”·Àπàß∑“ß«‘™“°“√ ..........................................................................................................................................
‡°‘¥«—π∑’Ë ........ ‡¥◊Õπ ........................... æ.». ............... ‡™◊ÈÕ™“μ‘ .......................  —≠™“μ‘ .................................
§ÿ≥«ÿ≤‘ .............................................................................................................................................................

2. ∑à“πªÆ‘∫—μ‘ß“π¥â“π‚√§√–∫∫∑“ß‡¥‘πÕ“À“√
[ ] πâÕ¬°«à“ 50% ¢Õß‡«≈“∑”ß“π [ ] ¡“°°«à“ 50% ¢Õß‡«≈“∑”ß“π

3. ∑’ËÕ¬Ÿàªí®®ÿ∫—π (∑’Ë “¡“√∂μ‘¥μàÕ·≈– àß®¥À¡“¬∂÷ß‰¥â) ∫â“π‡≈¢∑’Ë .......... μ√Õ°/´Õ¬ ............... ∂ππ ....................
μ”∫≈/·¢«ß ..................... Õ”‡¿Õ/‡¢μ ............................ ®—ßÀ«—¥ ............... √À— ‰ª√…≥’¬å ..................................
‚∑√»—æ∑å ...............................

4. ∑’Ë∑”ß“π ...........................................................................................................................................................
‚∑√»—æ∑å ................................... ‚∑√ “√ ....................................

5. °“√μ‘¥μàÕ∑“ß‰ª√…≥’¬å  °√ÿ≥“ àß‰ª∑’Ë  [ ]  ∫â“π    [ ] ∑’Ë∑”ß“π
6. ºŸâ√—∫√Õß„π°“√ ¡—§√ ¡“™‘°¢Õß ¡“§¡œ§√—Èßπ’È §◊Õ

1) ...................................................................................................
2) ...................................................................................................

°“√ ¡—§√ ¡“™‘° ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬
1. „∫ ¡—§√ ¡“™‘°œ
2. §à“ ¡—§√ ¡“™‘°œ ®”π«π 1,000 ∫“∑ (μ≈Õ¥™’æ)

 ∂“π∑’Ë√—∫ ¡—§√
 ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬
μ÷°º–Õ∫ ™—Èπ 1   “¢“«‘™“‚√§√–∫∫∑“ß‡¥‘πÕ“À“√
‚√ßæ¬“∫“≈»‘√‘√“™ ∫“ß°Õ°πâÕ¬  °√ÿß‡∑æœ 10700 ‚∑√ 02-4197281-2 ‚∑√ “√ 02-4115013

À¡“¬‡Àμÿ: „π°“√ ¡—§√ ¡“™‘°®– ¡∫Ÿ√≥åμàÕ‰¥âºà“π¡μ‘∑’Ëª√–™ÿ¡¢Õß°√√¡°“√ ¡“§¡œ·≈â«‡∑à“π—Èπ
æ√âÕ¡°—ππ’È ¢â“æ‡®â“‰¥â™”√–‡ß‘π‡ªìπ§à“ ¡—§√ ¡“™‘°μ≈Õ¥™’æ·≈â« ‡ªìπ‡ß‘π 1,000.00 ∫“∑ (=Àπ÷Ëßæ—π∫“∑∂â«π=)

´÷Ëß¢â“æ‡®â“
‰¥â™”√–‡ªìπ [ ]  ‡ß‘π ¥     [ ]  ‡™Á§∏π“§“√ ..................  “¢“ ............... ‡≈¢∑’Ë ..................... ≈ß«—π∑’Ë ....................

≈ß™◊ËÕ .................................................................
(.................................................................)
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