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®ÿ≈ “√©∫—∫π’È‡ªìπ©∫—∫ ÿ¥∑â“¬¢Õßªïπ’Èπ–§√—∫ „π™à«ß ÿ¥∑â“¬¢Õßªï 2560 ¡’

‡Àμÿ°“√≥åÀ≈“¬‡Àμÿ°“√≥å‡°’Ë¬«°—∫ ¡“§¡œ ‡°‘¥¢÷Èπ ́ ÷Ëßº¡‰¥âπ”¿“æ°“√ª√–™ÿ¡∑’Ë ”§—≠

2 °“√ª√–™ÿ¡¡“„ÀâºŸâÕà“π‰¥â™¡∫√√¬“°“» „π©∫—∫π’Èπ–§√—∫ °≈à“«§◊Õ

(1) ¿“æ°“√ª√–™ÿ¡ Thai Dyspepsia Guideline (final voting) π”‚¥¬

».æ≠. «‚√™“ ¡À“™—¬ √–À«à“ß«—π∑’Ë 24-25 æƒ»®‘°“¬π æ». 2560 ≥ ‚√ß·√¡

Anantara °√ÿß‡∑æœ ´÷Ëß¢≥–π’È‰¥â √ÿª·π«∑“ß‡°◊Õ∫‡ªìπ∑’Ë‡√’¬∫√âÕ¬·≈â« §“¥«à“®–

μ’æ‘¡æå ·≈–‡√‘ Ë¡‡º¬·æ√à¿“¬„πμâπªï æ». 2561 π–§√—∫  “√– ”§—≠∑’Ë¡’°“√

‡ª≈’Ë¬π·ª≈ß¢Õß Thai Dyspepsia Guideline ©∫—∫„À¡à ‡∑à“∑’Ëº¡∑√“∫ §◊Õ®–¡’

°“√‡ª≈’Ë¬π‡°≥±åÕ“¬ÿ∑’Ë§«√æ‘®“√≥“ EGD ‚¥¬≈¥≈ß®“°Õ“¬ÿ 55 ªï ‡ªìπ 50 ªï ¡’

°“√¬Õ¡√—∫ H. pylori test-and-treat „πºŸâªÉ«¬∑’Ë‰¡à¡’ alarm features ·≈–¡’

°“√∑” algorithm ·π«∑“ß°“√μ√«®«‘π‘®©—¬ ·≈–√—°…“¥â«¬¬“∑’Ë‡¢â“„®ßà“¬¡“°¢÷Èπ§√—∫

(2) ¿“æ°“√ª√–™ÿ¡«‘™“°“√ª√–®”ªï ¡“§¡œ §√—Èß∑’Ë 57 √–À«à“ß«—π∑’Ë 7-9

∏—π«“§¡ æ». 2560 ≥ ‚√ß·√¡ Arnoma Grand °√ÿß‡∑æœ ´÷Ëßª√– ∫§«“¡ ”‡√Á®

‡ªìπ∑’Ëπà“æÕ„® ¡’ºŸâ‡¢â“√à«¡ª√–™ÿ¡ 334 ∑à“π ¡’∫√‘…—∑∑’Ë√à«¡®—¥ symposium ®”π«π

6 ∫√‘…—∑ ®”π«π 7 symposium (RB, MSD, Tekeda, BMS, Abbott ·≈– Meda)

¡’∫√‘…—∑∑’Ë√à«¡ÕÕ°∫Ÿä∏®”π«π 20 ∫√‘…—∑ ®”π«π 28 ∫Ÿä∏ ·≈–∫Ÿä∏ø√’Õ’° 7 ∫Ÿä∏ ”À√—∫

∫√‘…—∑∑’Ë®—¥ symposium ‚¥¬Õß§åª“∞°„π™à«ß Vikit Viranuvatti Lecure §√—Èß∑’Ë

20 §◊Õ Professor Kentaro Sugano ®“°ª√–‡∑»≠’ËªÿÉπ President of the Asian

Pacific Association of Gastroenterology (APAGE) ∫√√¬“¬„πÀ—«¢âÕ Potas-

sium-competitive acid blockers (P-CABs): Setting a new stage for the

management of acid-related diseases ·≈–¬—ß‰¥â√—∫‡°’¬√μ‘®“° ».§≈‘π‘° πæ.Õÿ¥¡

§™‘π∑√ √—∞¡πμ√’™à«¬«à“°“√°√–∑√«ß»÷°…“∏‘°“√ ¡“∫√√¬“¬„π™à«ß Presidential
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πæ. ‡©≈‘¡√—∞ ∫—≠™√‡∑«°ÿ≈

(∫√√≥“∏‘°“√)

Lecture „πÀ—«¢âÕ °“√»÷°…“Õπ“§μ°—∫°“√·æ∑¬å‰∑¬

 ”À√—∫ªï 2561 ∑“ß ¡“§¡œ ®–®—¥ß“πª√–™ÿ¡«‘™“°“√ 2 §√—Èßπ–§√—∫ §◊Õ

ß“πª√–™ÿ¡«‘™“°“√°≈“ßªï (¬—ß‰¡à°”Àπ¥«—π·≈– ∂“π∑’Ë ·μàπà“®–®—¥„π °∑¡.)

·≈–ß“πª√–™ÿ¡ GAT/WGO GASTRO 2018 „π™à«ß«—π∑’Ë 5-7 ∏—π«“§¡ 2561 ≥.

‚√ß·√¡·™ß°√’≈“ °√ÿß‡∑æœ ´÷Ëß ‡ªìπ§«“¡√à«¡¡◊Õ√–À«à“ß World Gastroenterol-

ogy Organisation (WGO) ·≈– ¡“§¡‡°’Ë¬«°—∫·æ∑¬å∑“ß‡¥‘πÕ“À“√‰∑¬ 4

∑—Èß ¡“§¡ §◊Õ  ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√‰∑¬ (GAT),  ¡“§¡‚√§μ—∫

·Ààßª√–‡∑»‰∑¬ (THASL),  ¡“§¡ª√– “∑∑“ß‡¥‘πÕ“À“√·≈–°“√‡§≈◊ËÕπ‰À« (‰∑¬)

(TNMS) ·≈–  ¡“§¡·æ∑¬å àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√‰∑¬ (TAGE) ·≈–·πàπÕπ«à“

ß“πª√–™ÿ¡π’È∂◊Õ‡ªìπ International Meeting ß“π„À≠àß“ππ÷ß¢Õßª√–‡∑»‰∑¬

·≈–√–¥—∫¿Ÿ¡‘¿“§‡Õ‡™’¬μ–«—πÕÕ°‡©’¬ß„μâ ´÷Ëß¡’°“√‡™‘≠«‘∑¬“°√ºŸâ‡™’Ë¬«™“≠®“°

∑ÿ°¡ÿ¡‚≈°  ¡“™‘°∑ÿ°∑à“π‰¡à§«√æ≈“¥Õ¬à“ß¬‘Ëß§√—∫

®ÿ≈ “√©∫—∫´÷Ëß‡√“®–®—¥æ‘¡æå„π√Ÿª‡≈à¡·∫∫ electronic (PDF) ‡∑à“π—Èπ

 ¡“™‘°®– “¡“√∂ download ‰¥â®“° website  ¡“§¡œ (www.thaigastro.net)

π–§√—∫ (‚¥¬®–μâÕß login as member °àÕππ–§√—∫) ‡π◊ÈÕÀ“À≈—°Ê„π©∫—∫π’È¬—ß§ß

Õ—¥·πàπ‡™àπ‡¥‘¡§√—∫ §◊Õ interhospital case conference ·≈– topic review

®“° ∂“∫—πμà“ßÊ ´÷Ëßº¡μâÕß¢Õ¢Õ∫§ÿ≥ æ≠. ¡≥±‘√“ ¡≥’√—μπ–æ√, æ≠. æ‘¡æå»‘√‘

»√’æß»åæ—π∏å, πæ. æ‘‡»… æ‘‡»…æß…“ ·≈– πæ. ªî¬–æ—π∏å æƒ°…æ“π‘™ ∑’Ë™à«¬ ≈–

·√ß ≈–‡«≈“¡“™à«¬‡ªìπ°Õß∫√√≥“∏‘°“√¢Õß®ÿ≈ “√ ¡“§¡¥â«¬§√—∫

 ¡“™‘°∑à“π„¥¡’¢âÕ‡ πÕ·π–‡æ‘Ë¡‡μ‘¡ À√◊Õ¡’∫∑§«“¡, ¿“æ‡Õ°´‡√¬å À√◊Õ

¿“æ àÕß°≈âÕßπà“ π„®  “¡“√∂ àß¡“‰¥â∑’Ëº¡‰¥â‡≈¬π–§√—∫ (email: dr.chalermrat@

gmail.com) ¢Õ∫§ÿ≥¡“°§√—∫
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9. πæ.æŸ≈™—¬ ®√— ‡®√‘≠«‘∑¬“ ª√–∏“πΩÉ“¬°“√»÷°…“À≈—ßª√‘≠≠“
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11. æ≠.Õ“¿— ≥’ ‚ ¿≥ ƒ…Æå ÿ¢ ª√–∏“πΩÉ“¬ “√ π‡∑»·≈–°“√ ◊ËÕ “√

12. π.Õ.πæ.™‘π«—μ√å  ÿ∑∏‘«π“ ª√–∏“πΩÉ“¬À“∑ÿπ

13. πæ.∏’√– æ‘√—™«‘ ÿ∑∏‘Ï ª√–∏“πΩÉ“¬®√‘¬∏√√¡

14. πæ.‚ÕÃ“√ «‘«—≤π“™à“ß ºŸâ·∑π™¡√¡°√–‡æ“–Õ“À“√

15. æ≠.√—μπ“ ∫ÿ≠»‘√‘®—π∑√å ºŸâ·∑π™¡√¡μ—∫ÕàÕπ·≈–∑“ß‡¥‘ππÈ”¥’

16. πæ.°‘μμ‘ ®—π∑√å‡≈‘»ƒ∑∏‘Ï °√√¡°“√°≈“ß

17. πæ.§¡ —πμå ‡≈‘»§Ÿæ‘π‘® °√√¡°“√°≈“ß

18. πæ.®—°√ ‘π ‚ ∂‘μ ÿæ√ °√√¡°“√°≈“ß

19. æ≠.¥«ßæ√ «’√–«—≤°“ππ∑å °√√¡°“√°≈“ß

 ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬
√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 4/2560

«—π»ÿ°√å∑’Ë 11  ‘ßÀ“§¡ 2560 ‡«≈“ 10.00-12.00 π.

≥ ÀâÕßª√–™ÿ¡«‘™—¬¬ÿ∑∏ ™—Èπ 22 Õ“§“√»Ÿπ¬å°“√·æ∑¬å«‘™—¬¬ÿ∑∏ °√ÿß‡∑æœ
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20. πæ.∏‡π» ™‘μ“æπ“√—°…å °√√¡°“√°≈“ß

21. æ.Õ.πæ.∏’√π—π∑å  √√æ®‘μ °√√¡°“√°≈“ß

22. æ≠.π¿“æ√ ®”√Ÿ≠°ÿ≈ °√√¡°“√°≈“ß

23. æ≠.∫ÿ∫º“ æ√∏‘ “√ °√√¡°“√°≈“ß

24. æ≠.ªî¬–∏‘¥“ À“≠ ¡∫Ÿ√≥å °√√¡°“√°≈“ß

25. πæ.æ≈√—μπå «‘‰≈√—μπå °√√¡°“√°≈“ß

26. æ≠.æ‘¡æå»‘√‘ »√’æß»åæ—π∏ÿå °√√¡°“√°≈“ß

27. πæ.√—∞°√ «‘‰≈™π¡å °√√¡°“√°≈“ß

28. æ.Õ.(æ).πæ.«“π‘™ ªî¬π‘√—π¥√å °√√¡°“√°≈“ß

29. π.Õ.πæ. ÿæ®πå μ—πμ‘æ“π‘™∏’√–°ÿ≈ °√√¡°“√°≈“ß

30. πæ.Õÿ∑—¬ ‡°â“‡Õ’È¬π °√√¡°“√°≈“ß

31. æ≈.μ.πæ.«‘™—¬ ™—¬ª√–¿“ ∑’Ëª√÷°…“

32. πæ. ∂“æ√ ¡“π—  ∂‘μ¬å ∑’Ëª√÷°…“

33. πæ.»μ«√√… ∑Õß «— ¥‘Ï ∑’Ëª√÷°…“

34. πæ.Õÿ¥¡ §™‘π∑√ ∑’Ëª√÷°…“

√“¬π“¡ºŸâ ‰¡à “¡“√∂‡¢â“√à«¡ª√–™ÿ¡

1. æ≠.»‘«–æ√ ‰™¬πÿ«—μ‘ ‡À√—≠≠‘°

2. πæ. ÿæ®πå æß»åª√– ∫™—¬ ª√–∏“πΩÉ“¬«“√ “√

3. æ≠.§Ÿà¢«—≠  «— ¥‘Ïæ“≥‘™¬å ºŸâ·∑π™¡√¡≈”‰ â‡≈Á° ≈”‰ â„À≠à

4. πæ.ªî¬–æ—π∏å æƒ°…æ“π‘™ °√√¡°“√°≈“ß

5. πæ.√—ß √√§å ƒ°…åπ‘¡‘μ√ °√√¡°“√°≈“ß

6. πæ.®√‘π∑√å ‚√®πå∫«√«‘∑¬“ ∑’Ëª√÷°…“

7. πæ.°”∏√ ‡ºà“ «— ¥‘Ï ∑’Ëª√÷°…“

8. æ≠.™ÿμ‘¡“ ª√–¡Ÿ≈ ‘π∑√—æ¬å ∑’Ëª√÷°…“

9. πæ.‡μ‘¡™—¬ ‰™¬πÿ«—μ‘ ∑’Ëª√÷°…“

10. πæ.∫—≠™“ ‚Õ«“∑Ã“√æ√ ∑’Ëª√÷°…“



7√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 3/2560

11. πæ.æ‘π‘® °ÿ≈≈–«≥‘™¬å ∑’Ëª√÷°…“

12. πæ.æ‘»“≈ ‰¡â‡√’¬ß ∑’Ëª√÷°…“

13. æ≠.«‚√™“ ¡À“™—¬ ∑’Ëª√÷°…“

14. æ≠.«—≤π“  ÿ¢’‰æ»“≈‡®√‘≠ ∑’Ëª√÷°…“

15. æ≠.»»‘ª√–¿“ ∫ÿ≠≠æ‘ ‘Ø∞å ∑’Ëª√÷°…“

16. πæ. «— ¥‘Ï À‘μ–π—π∑å ∑’Ëª√÷°…“

17. πæ. ÿ‡∑æ °≈™“≠«‘∑¬å ∑’Ëª√÷°…“

18. æ≈.∑.πæ. ÿ√æ≈ ™◊Ëπ√—μπ°ÿ≈ ∑’Ëª√÷°…“

19. πæ.ÕßÕ“® ‰æ√ ≥±√“ß°Ÿ√ ∑’Ëª√÷°…“

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

‡ªìπª√–∏“π„π∑’Ëª√–™ÿ¡ ·≈–‡ªî¥ª√–™ÿ¡μ“¡«“√–°“√ª√–™ÿ¡¥—ßπ’È

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

‰¡à¡’

«“√–∑’Ë 2 √—∫√Õß√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 3/2560

∑’Ëª√–™ÿ¡¡’¡μ‘·°â‰¢√“¬ß“π°“√ª√–™ÿ¡¥—ßπ’È

Àπâ“ 2 ∫√√∑—¥∑’Ë 15 π—∫®“°≈à“ß

·°â®“° æ≠.‚©¡»√’ ‚¶…‘μ™—¬«—≤πå π“¬° ¡“§¡ μ‘¥¿“√–°‘® ”§—≠‰¡à

 “¡“√∂¡“√à«¡ª√–™ÿ¡‰¥â

·°â‡ªìπ æ≠.‚©¡»√’ ‚¶…‘μ™—¬«—≤πå π“¬° ¡“§¡ μ‘¥¿“√–°‘®‚¥¬‡ªìπ

μ—«·∑π¢Õß ¡“§¡ ‡æ◊ ËÕ‡¢â“√à«¡ª√–™ÿ¡°—∫°√¡°“√·æ∑¬å

°√–∑√«ß “∏“√≥ ÿ¢ √à«¡°—∫  ª ™.

À≈—ß®“°·°â‰¢√“¬ß“π°“√ª√–™ÿ¡·≈â« ∑’Ëª√–™ÿ¡¡’¡μ‘√—∫√Õß√“¬ß“π°“√

ª√–™ÿ¡§√—Èß∑’Ë 3/2560
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«“√–∑’Ë 3 ‡√◊ËÕß·®âß‡æ◊ËÕ∑√“∫

3.1  √ÿª°“√®—¥ª√–™ÿ¡«‘™“°“√°≈“ßªï 2560

πæ.∑«’»—°¥‘Ï ·∑π«—π¥’ ·®âß √ÿª°“√®—¥ª√–™ÿ¡«‘™“°“√°≈“ßªï§√—Èß∑’Ë 56

‡¡◊ËÕ«—π∑’Ë 20-22 °√°Æ“§¡ 2560

1. °“√ª√–™ÿ¡§√—Èßπ’È¡’∫√‘…—∑√à«¡®—¥ symposium ®”π«π 8 ∫√‘…—∑

2. ∫Ÿä∏®”π«π 22 ∫Ÿä∏

3. ºŸâ‡¢â“√à«¡ª√–™ÿ¡∑—ÈßÀ¡¥ 353 ∑à“π (√à«¡°√√¡°“√ «‘∑¬“°√ ·æ∑¬å

æ¬“∫“≈)

4. °“√ª√–‡¡‘π¢ÕßºŸâ‡¢â“√à«¡ª√–™ÿ¡‡°’Ë¬«°—∫ ∂“π∑’Ë·≈–Õ“À“√Õ¬Ÿà

„π‡°≥±å∑’Ë¥’

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫·≈–¢Õ¢Õ∫§ÿ≥§≥–Õπÿ°√√¡°“√ΩÉ“¬«‘™“°“√∑’Ë

™à«¬°—π ≈–‡«≈“„π°“√∑”ß“π§√—Èßπ’È®πª√– ∫º≈ ”‡√Á®

3.2 §«“¡§◊∫Àπâ“ΩÉ“¬«‘®—¬

πæ. ¡∫—μ‘μ√’ª√–‡ √‘∞ ÿ¢ ‰¥â·®âß„Àâ∑’ Ëª√–™ÿ¡∑√“∫¥—ßπ’ È (μ“¡

‡Õ° “√ª√–°Õ∫°“√ª√–™ÿ¡)

1. °“√ª√–°«¥º≈ß“π«‘®—¬¢Õß‡ø≈‚≈«å„π°“√ª√–™ÿ¡«‘™“°“√°≈“ßªï

∑’Ëºà“π¡“ ¡’ºŸâ‰¥â√—∫√“ß«—≈ 3 ∑à“π®“°®”π«π 11 ∑à“π ‚¥¬∑—Èß 3 ∑à“π‰¥â√—∫‚≈àÀå·≈–

‡ß‘π ¥

2. §«“¡§◊∫Àπâ“ß“π«‘®—¬¢Õß‡ø≈‚≈«åªï 2 ®”π«π 32 ∑à“π ¢≥–π’È‰¥â

¥”‡π‘π°“√ àß·∫∫øÕ√å¡°“√μ‘¥μ“¡§«“¡°â“«Àπâ“º≈ß“π«‘®—¬ ‡æ◊ËÕ„Àâ‡ø≈‚≈«å àß

°≈—∫¡“¬—ßΩÉ“¬«‘®—¬

3. ‡ø≈‚≈«å ªï 1 ‰¥â°”Àπ¥„Àâ¡“π”‡ πÕ‚§√ß√à“ßß“π«‘®—¬„π«—π∑’Ë 1

°—π¬“¬π 2560 ∑—Èßπ’È‰¥â‡μ√’¬¡¢âÕ Õ∫ MCQ ®”π«π 30 ¢âÕ „Àâ‡ø≈‚≈«å∑”¥â«¬

‡æ◊ËÕª√–‡¡‘π§«“¡√Ÿâ¢—Èπæ◊Èπ∞“π¥â“π ‘∂‘μ‘

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫
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3.3 º≈°“√ª√–‡¡‘π‡æ‘Ë¡»—°¬¿“æ √æ.æ√–¡ß°ÿÆ‡°≈â“

πæ.æŸ≈™—¬ ®√— ‡®√‘≠«‘∑¬“ ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“‚√ßæ¬“∫“≈®ÿÃ“

¿√≥å ‰¥â®—¥μ—Èß»Ÿπ¬å°“√·æ∑¬å¿—∑√¡À“√“™“πÿ √≥å ‡æ◊ËÕ¢¬“¬∫√‘°“√¢Õß‚√ßæ¬“∫“≈

®ÿÃ“¿√≥å‡æ‘Ë¡¢÷Èπ‡ªìπ 400 ‡μ’¬ß ·≈–¥”‡π‘π°“√®—¥°“√ Õπ¥â“π°“√·æ∑¬å ·≈–

«‘∑¬“»“ μ√å°“√·æ∑¬å¥â«¬ ¥—ßπ— Èπ‡≈¢“∏‘°“√√“™«‘∑¬“≈—¬®ÿÃ“¿√≥å ®÷ß‰¥â∑”

®¥À¡“¬·®âß‰ª¬—ß·æ∑¬ ¿“ ‡æ◊ËÕ¢Õ§«“¡Õπÿ‡§√“–Àå√—∫·æ∑¬åª√–®”∫â“πμàÕ¬Õ¥

Õπÿ “¢“Õ“¬ÿ√»“ μ√å‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ √æ.æ√–¡ß°ÿÆ‡°≈â“ ª√–®”ªï°“√»÷°…“

2560 ‡ªìπ°√≥’æ‘‡»… ®”π«π 1 π“¬

·æ∑¬ ¿“‰¥â¡’°“√ª√–™ÿ¡æ‘®“√≥“·≈â«¡’¡μ‘„Àâ‡æ‘Ë¡»—°¬¿“æ¢Õß

 ∂“∫—π‰¥â‡ªìπ°√≥’æ‘‡»… Õ’° 1 Õ—μ√“ ‡æ◊ËÕ‡ªìπ‰ª√–‡∫’¬∫·æ∑¬ ¿“  ¡“§¡®–μâÕß

¥”‡π‘π°“√μ√«®ª√–‡¡‘π ∂“∫—π‡æ◊ËÕ√—∫√Õß»—°¬¿“æ‡ªìπ°√≥’æ‘‡»… ¥—ßπ—Èπ‡¡◊ËÕ«—π∑’Ë 3

 ‘ßÀ“§¡ 2560 πæ. ÿæ®πå æß»åª√– ∫™—¬ (ºŸâ‡™’Ë¬«™“≠μ√«®ª√–‡¡‘π ∂“∫—π)

πæ.æŸ≈™—¬ ®√— ‡®√‘≠«‘∑¬“ (ª√–∏“πΩÉ“¬°“√»÷°…“À≈—ßª√‘≠≠“) ·≈–

æ≠.»ÿ¿¡“  ‡™‘≠Õ—°…√ (Õπÿ°√√¡°“√Ωñ°Õ∫√¡·≈– Õ∫œ) ‰¥â‡¥‘π∑“ß‰ªμ√«®

ª√–‡¡‘π ∂“∫—π º≈°“√μ√«®ª√–‡¡‘π ∂“∫—π·≈â«  “¡“√∂‡æ‘Ë¡»—°¬¿“æ‰¥â‡©æ“–ªï

°“√»÷°…“ 2560 ®“°‡¥‘¡ 2 Õ—μ√“ ‡æ‘Ë¡‡ªìπ 3 Õ—μ√“ ∑—Èßπ’È®–¥”‡π‘π°“√·®âßº≈°“√

ª√–‡¡‘π‰ª¬—ß√“™«‘∑¬“≈—¬œμàÕ‰ª

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

3.4 °“√¬°‡≈‘° Bid WCOG2021

πæ. ¡™“¬ ≈’≈“°ÿ»≈«ß»å ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“ ◊∫‡π◊ËÕß®“°∑’Ë

 ¡“§¡œ®–¬◊Ëπ‡√◊ËÕß‡æ◊ËÕ¢Õ bid WCOG2021 ·≈–„π∑’Ëª√–™ÿ¡§√—Èß∑’Ë 3/2560 ‡ πÕ

„Àâ æ≠.‚©¡»√’ ‚¶…‘μ™—¬«—≤πå ‡ªìπª√–∏“π¥”‡π‘π°“√·≈– æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï

‡ªìπ‡≈¢“πÿ°“√ „π°“√‡μ√’¬¡ bid π—Èπ ‡π◊ËÕß®“°°“√‡μ√’¬¡‡Õ° “√ª√–°Õ∫°“√ bid

‡™àπμâÕß¡’√“¬π“¡ª√–∏“π∑”ß“πΩÉ“¬μà“ßÊ √«¡∑—Èß‡«≈“§àÕπ¢â“ß°√–™—Èπ™‘¥ ‰¡à

 “¡“√∂ àß‡Õ° “√°“√ bid ‰¥â∑—π°”Àπ¥ ®÷ß‰¥â¡’°“√ª√÷°…“À“√◊Õ°—∫π“¬° ¡“§¡

‡ÀÁπ ¡§«√¬°‡≈‘°°“√ bid WCOG2021
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∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

«“√–∑’Ë 4 ‡√◊ËÕßæ‘®“√≥“

4.1 æ‘®“√≥“·≈–√—∫√Õßº≈ Õ∫·æ∑¬åª√–®”∫â“πμàÕ¬Õ¥ Õπÿ “¢“

Õ“¬ÿ√»“ μ√å‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ ªï 2560

πæ.æŸ≈™—¬ ®√— ‡®√‘≠«‘∑¬“ ª√–∏“πΩÉ“¬°“√»÷°…“À≈—ßª√‘≠≠“ ‰¥â

·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫¥—ßπ’È

1. „πªïπ’È°“√æ‘®“√≥“·≈–√—∫√Õßº≈≈à“™â“°«à“‡¥‘¡ª√–¡“≥ 2  —ª¥“Àå

‡π◊ËÕß®“°°“√μ√«®¢âÕ Õ∫ °“√§‘¥§–·ππ °“√ª√–¡«≈º≈ μâÕß„™â‡«≈“§àÕπ¢â“ß¡“°

2. ‰¥â¥”‡π‘π°“√®—¥°“√ Õ∫¥—ß√“¬≈–‡Õ’¬¥μàÕ‰ªπ’È

-  Õ∫¿“§∑ƒ…Ø’ MCQ ·≈– MEQ „π«—π∑’Ë 28 ¡‘∂ÿπ“¬π 2560

-  Õ∫¿“§ªØ‘∫—μ‘ OSCE „π«—π∑’Ë 29 ¡‘∂ÿπ“¬π 2560

-  Õ∫¿“§ªØ‘∫—μ‘ Long case √Õ∫·√°„π«—π∑’Ë 31 ¡’π“§¡ 2560

·≈– Õ∫´àÕ¡√Õ∫ 2 „π«—π∑’Ë 30 ¡‘∂ÿπ“¬π 2560

3. ¡’ºŸ â¢Õ Õ∫«ÿ≤‘∫—μ√ ‡æ◊ ËÕ· ¥ß§«“¡√Ÿ â§«“¡™”π“≠„π°“√

ª√–°Õ∫«‘™“™’æ‡«™°√√¡ Õπÿ “¢“Õ“¬ÿ√»“ μ√å ‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ ª√–®”ªï

°“√»÷°…“ 2560 ®”π«π 34 ∑à“π

4.  π“¡ Õ∫

3.1  Õ∫ MEQ ·≈– MCQ ·≈– OSCE ≥ ÀâÕßª√–™ÿ¡„À≠à ™—Èπ 22

Õ“§“√»Ÿπ¬å°“√·æ∑¬å«‘™—¬¬ÿ∑∏

3.2  Õ∫ Long Case ¡’ 6  π“¡ Õ∫§◊Õ √æ.»‘√‘√“™, √æ.√“¡“∏‘∫¥’,

√æ.√“™«‘∂’, √æ.æ√–¡ß°ÿÆ‡°≈â“, √æ.®ÿÃ“≈ß°√≥å ·≈– √æ.∏√√¡»“ μ√å

5. ‡°≥±å°“√æ‘®“√≥“º≈°“√ Õ∫„™âμ“¡À≈—° Ÿμ√©∫—∫ª√—∫ª√ÿß„À¡à

©∫—∫ æ.» 2557 ´÷Ëß‰¥â°”Àπ¥‰«â¥—ßπ’È

°. °“√ Õ∫¢âÕ‡¢’¬π ª√–°Õ∫¥â«¬¢âÕ Õ∫ multiple choices ques-

tion (MCQ) ·≈– modified essay question (MEQ) À√◊ÕÕ◊ËπÊ ‡°≥±å°“√

μ—¥ ‘π°“√ Õ∫ºà“π„™â·∫∫Õ‘ß‡°≥±å
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¢. °“√ Õ∫√“¬¬“« (long case) ‡°≥±å°“√μ—¥ ‘π°“√ Õ∫ºà“π

°”Àπ¥‡°≥±åºà“π∑’Ë√âÕ¬≈– 60

§. °“√ Õ∫ Objective Structured Clinical Examination (OSCE)

‰¥â·°à °“√·ª≈º≈°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ ¿“æ√—ß ’μà“ßÊ æ¬“∏‘«‘∑¬“ °“√ ◊∫

§âπÕ◊ËπÊ∑“ß∑“ß‡¥‘πÕ“À“√ ·≈–∑—°…–Õ◊ËπÊ ‡°≥±å°“√μ—¥ ‘π°“√ Õ∫ºà“π„™â·∫∫Õ‘ß

‡°≥±å

6. §≥–Õπÿ°√√¡°“√ΩÉ“¬Ωñ°Õ∫√¡·≈– Õ∫œ‰¥â¡’°“√ª√–™ÿ¡

æ‘®“√≥“§—¥‡≈◊Õ°¢âÕ Õ∫ MCQ ®“°®”π«π 200 ¢âÕ ‡À≈◊Õ 120 ¢âÕ °“√æ‘®“√≥—¥

‡≈◊Õ°¢âÕ Õ∫ OSCE ·≈– ¢âÕ Õ∫ MEQ

7. ∑’Ëª√–™ÿ¡‰¥â√à«¡°—πæ‘®“√≥“º≈ Õ∫·≈â« ¡’¡μ‘·≈–√—∫√Õßº≈°“√

 Õ∫¥—ßπ’È

- §–·ππ Õ∫ MEQ + MCQ „™â‡°≥±å°“√μ—¥ ‘π°“√ Õ∫ºà“π

„™â·∫∫Õ‘ß‡°≥±å ∑’Ëª√–™ÿ¡§≥–°√√¡°“√Õ”π«¬°“√ ¡“§¡ æ‘®“√≥“·≈â«„™â‡°≥±å¢Õß

MPL - 1 SEM ¥—ßπ—Èπ¡’ºŸâ Õ∫‰¡àºà“π 1 ∑à“π

- §–·ππ Õ∫ OSCE „™â‡°≥±å°“√μ—¥ ‘π°“√ Õ∫ºà“π„™â·∫∫

Õ‘ß‡°≥±å ¥—ßπ—Èπ¡’ºŸâ Õ∫ºà“π∑—ÈßÀ¡¥

- §–·ππ Õ∫ long case „™â‡°≥±å°“√μ—¥ ‘π°“√ Õ∫ºà“π„™â

·∫∫Õ‘ß‡°≥±å ¡’ºŸâ Õ∫‰¡àºà“π√Õ∫·√° 1 ∑à“π ·≈–‰¥â¥”‡π‘π°“√ Õ∫´àÕ¡ º≈°“√

 Õ∫´àÕ¡ºà“π ¥—ßπ—Èπ¡’ºŸâ Õ∫ºà“πÀ¡¥

4.2 ª√—∫ª√ÿßÀ≈—° Ÿμ√·æ∑¬åª√–®”∫â“πμàÕ¬Õ¥ Õπÿ “¢“Õ“¬ÿ√»“ μ√å

‚√§√–∫∫∑“ß‡¥‘πÕ“À“√

πæ.æŸ≈™—¬ ®√— ‡®√‘≠«‘∑¬“ ª√–∏“πΩÉ“¬°“√»÷°…“À≈—ßª√‘≠≠“ ‰¥â

·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“ ◊∫‡π◊ËÕß®“°·æ∑¬ ¿“ °”≈—ßÕ¬Ÿà„π√–À«à“ß°“√æ‘®“√≥“

‡°≥±å°“√®—¥∑”·ºπΩñ°Õ∫√¡/À≈—° Ÿμ√°“√Ωñ°Õ∫√¡‡ªìπºŸâ¡’§«“¡√Ÿâ§«“¡™”π“≠„π

°“√ª√–°Õ∫«‘™“™’æ‡«™°√√¡·≈–Õπÿ “¢“μà“ßÊ ‚¥¬¡’«—μ∂ÿª√– ß§å‡æ◊ËÕ„Àâ‰¥â‡°≥±å

¡“μ√∞“π “°≈¢Õß World Federation for Medical Education (WFME) ¥—ß

π—Èπ ¡“§¡μâÕß¡’°“√ª√–™ÿ¡ —¡¡π“‡æ◊ËÕ‡μ√’¬¡§«“¡æ√âÕ¡∑’Ë®–∑”°“√ª√—∫ª√ÿß
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À≈—° Ÿμ√„Àâ‰¥âμ“¡¡“μ√∞“π¥—ß°≈à“« ∑—Èßπ’È‡°≥±åμà“ßÊΩÉ“¬°“√»÷°…“À≈—ßª√‘≠≠“®–

¥”‡π‘π°“√ àß‰ª¬—ßÀ—«Àπâ“Àπà«¬∑“ß‡¥‘πÕ“À“√∑ÿ° ∂“∫—π‰¥â√—∫∑√“∫„π‡∫◊ÈÕßμâπ

 ”À√—∫°”Àπ¥°“√ —¡¡π“®–·®âß„Àâ∑√“∫„π‚Õ°“ μàÕ‰ª

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

4.3 °“√®—¥Õ∫√¡ Basic Science

πæ.æŸ≈™—¬ ®√— ‡®√‘≠«‘∑¬“ ª√–∏“πΩÉ“¬°“√»÷°…“À≈—ßª√‘≠≠“ ‰¥â

·®âß„Àâ∑’Ëª√–™ÿ¡¥â«¬‡°≥±å∑√“∫«à“¥â«¬‡°≥±åÀ≈—° Ÿμ√°“√Ωñ°Õ∫√¡·æ∑¬åª√–®”

∫â“πμàÕ¬Õ¥œ¢Õß ¡“§¡ ‰¥â°”Àπ¥„Àâ·æ∑¬åºŸâ‡¢â“Ωñ°Õ∫√¡‰ª√à«¡°‘®°√√¡«‘™“°“√

πÕ° ∂“π∑’Ë ‰¥â·°à

1. √–‡∫’¬∫«‘∏’«‘®—¬æ◊Èπ∞“π ´÷Ëß®—¥‚¥¬ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘π

Õ“À“√·Ààßª√–‡∑»‰∑¬

2. «‘∑¬“»“ μ√å°“√·æ∑¬åæ◊Èπ∞“π ´÷Ëß®—¥‚¥¬ ¡“§¡·æ∑¬å√–∫∫

∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬

3. Interhospital Conference ´÷Ëß®—¥‚¥¬ ¡“§¡·æ∑¬å√–∫∫∑“ß

‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬

¥—ßπ—Èπ„πªï 2560 ®÷ß„Àâ¡’°“√Õ∫√¡ Basic Science  ”À√—∫‡ø≈‚≈«å ªï 1

„π«—π‡ “√å∑’Ë 2 °—π¬“¬π 2560 ≥ ÀâÕßª√–™ÿ¡∫ÿ≥¬§ÿªμå ™—Èπ 20 Õ“§“√‡Àπ◊Õ

√æ.«‘™—¬¬ÿ∑∏

∑’Ëª√–™ÿ¡’¡μ‘√—∫∑√“∫

ªî¥ª√–™ÿ¡‡«≈“ 12.00 π.

æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï

‡≈¢“∏‘°“ ¡“§¡-μ√«®√“¬ß“π°“√ª√–™ÿ¡
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√“¬π“¡ºŸâ‡¢â“√à«¡ª√–™ÿ¡

1. æ≠.‚©¡»√’ ‚¶…‘μ™—¬«—≤πå π“¬° ¡“§¡

2. πæ. ‘π Õπÿ√“…Ø√å √—Èßμ”·Àπàßπ“¬°

3. πæ. ¡™“¬ ≈’≈“°ÿ»≈«ß»å Õÿªπ“¬°

4. πæ.‡©≈‘¡√—∞ ∫—≠™√‡∑«°ÿ≈ √Õß‡≈¢“∏‘°“√

5. πæ.æß…å¿æ Õ‘π∑√ª√– ß§å ªØ‘§¡·≈– «— ¥‘°“√

6. πæ.∑«’»—°¥‘Ï ·∑π«—π¥’ ª√–∏“πΩÉ“¬«‘™“°“√·≈–°“√»÷°…“μàÕ‡π◊ËÕß

7. πæ.¡≈.∑¬“ °‘μ‘¬“°√ ª√–∏“πΩÉ“¬°‘®°√√¡ —ß§¡

8. π.Õ.πæ.™‘π«—μ√å  ÿ∑∏‘«π“ ª√–∏“πΩÉ“¬À“∑ÿπ

9. πæ.∏’√– æ‘√—™«‘ ÿ∑∏‘Ï ª√–∏“πΩÉ“¬®√‘¬∏√√¡

10. πæ.§¡ —πμå ‡≈‘»§Ÿæ‘π‘® °√√¡°“√°≈“ß

11. πæ.®—°√ ‘π ‚ ∂‘μ ÿæ√ °√√¡°“√°≈“ß

12. æ≠.π¿“æ√ ®”√Ÿ≠°ÿ≈ °√√¡°“√°≈“ß

13. πæ.Õÿ∑—¬ ‡°â“‡Õ’È¬π °√√¡°“√°≈“ß

14. æ≈.μ.πæ.«‘™—¬ ™—¬ª√–¿“ ∑’Ëª√÷°…“

15. πæ.Õÿ¥¡ §™‘π∑√ ∑’Ëª√÷°…“

√“¬π“¡ºŸâ ‰¡à “¡“√∂‡¢â“√à«¡ª√–™ÿ¡

1. æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï ‡≈¢“∏‘°“√

2. æ≠.»‘«–æ√ ‰™¬πÿ«—μ‘ ‡À√—≠≠‘°

 ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬
√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 5/2560

«—π»ÿ°√å∑’Ë 8 °—π¬“¬π 2560 ‡«≈“ 10.00-12.00 π.

≥ ÀâÕßª√–™ÿ¡«‘™—¬¬ÿ∑∏ ™—Èπ 22 Õ“§“√»Ÿπ¬å°“√·æ∑¬å«‘™—¬¬ÿ∑∏ °√ÿß‡∑æœ
○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○
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3. πæ. ¡∫—μ‘ μ√’ª√–‡ √‘∞ ÿ¢ ª√–∏“πΩÉ“¬«‘®—¬

4. πæ. ÿæ®πå æß»åª√– ∫™—¬ ª√–∏“πΩÉ“¬«“√ “√

5. πæ.æŸ≈™—¬ ®√— ‡®√‘≠«‘∑¬“ ª√–∏“πΩÉ“¬°“√»÷°…“À≈—ßª√‘≠≠“

6. æ≠.Õ“¿— ≥’ ‚ ¿≥ ƒ…Æå ÿ¢ ª√–∏“πΩÉ“¬ “√ π‡∑»·≈–°“√ ◊ËÕ “√

7. πæ.‚ÕÃ“√ «‘«—≤π“™à“ß ºŸâ·∑π™¡√¡°√–‡æ“–Õ“À“√

8. æ≠.§Ÿà¢«—≠  «— ¥‘Ïæ“≥‘™¬å ºŸâ·∑π™¡√¡≈”‰ â‡≈Á° ≈”‰ â„À≠à

9. æ≠.√—μπ“ ∫ÿ≠»‘√‘®—π∑√å ºŸâ·∑π™¡√¡μ—∫ÕàÕπ·≈–∑“ß‡¥‘ππÈ”¥’

10. πæ.°‘μμ‘ ®—π∑√å‡≈‘»ƒ∑∏‘Ï °√√¡°“√°≈“ß

11. æ≠.¥«ßæ√ «’√–«—≤°“ππ∑å °√√¡°“√°≈“ß

12. πæ.∏‡π» ™‘μ“æπ“√—°…å °√√¡°“√°≈“ß

13. æ.Õ.πæ.∏’√π—π∑å  √√æ®‘μ °√√¡°“√°≈“ß

14. æ≠.∫ÿ∫º“ æ√∏‘ “√ °√√¡°“√°≈“ß

15. æ≠.ªî¬–∏‘¥“ À“≠ ¡∫Ÿ√≥å °√√¡°“√°≈“ß

16. πæ.ªî¬–æ—π∏å æƒ°…æ“π‘™ °√√¡°“√°≈“ß

17. πæ.æ≈√—μπå «‘‰≈√—μπå °√√¡°“√°≈“ß

18. æ≠.æ‘¡æå»‘√‘ »√’æß»åæ—π∏ÿå °√√¡°“√°≈“ß

19. πæ.√—ß √√§å ƒ°…åπ‘¡‘μ√ °√√¡°“√°≈“ß

20. πæ.√—∞°√ «‘‰≈™π¡å °√√¡°“√°≈“ß

21. æ.Õ.(æ).πæ.«“π‘™ ªî¬π‘√—π¥√å °√√¡°“√°≈“ß

22. π.Õ.πæ. ÿæ®πå μ—πμ‘æ“π‘™∏’√–°ÿ≈ °√√¡°“√°≈“ß

23. πæ.°”∏√ ‡ºà“ «— ¥‘Ï ∑’Ëª√÷°…“

24. πæ.®√‘π∑√å ‚√®πå∫«√«‘∑¬“ ∑’Ëª√÷°…“

25. æ≠.™ÿμ‘¡“ ª√–¡Ÿ≈ ‘π∑√—æ¬å ∑’Ëª√÷°…“

26. πæ.‡μ‘¡™—¬ ‰™¬πÿ«—μ‘ ∑’Ëª√÷°…“

27. πæ.∫—≠™“ ‚Õ«“∑Ã“√æ√ ∑’Ëª√÷°…“

28. πæ.æ‘π‘® °ÿ≈≈–«≥‘™¬å ∑’Ëª√÷°…“

29. πæ.æ‘»“≈ ‰¡â‡√’¬ß ∑’Ëª√÷°…“
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30. æ≠.«‚√™“ ¡À“™—¬ ∑’Ëª√÷°…“

31. æ≠.«—≤π“  ÿ¢’‰æ»“≈‡®√‘≠ ∑’Ëª√÷°…“

32. πæ.»μ«√√… ∑Õß «— ¥‘Ï ∑’Ëª√÷°…“

33. æ≠.»»‘ª√–¿“ ∫ÿ≠≠æ‘ ‘Ø∞å ∑’Ëª√÷°…“

34. πæ. ∂“æ√ ¡“π—  ∂‘μ¬å ∑’Ëª√÷°…“

35. πæ. «— ¥‘Ï À‘μ–π—π∑å ∑’Ëª√÷°…“

36. πæ. ÿ‡∑æ °≈™“≠«‘∑¬å ∑’Ëª√÷°…“

37. æ≈.∑.πæ. ÿ√æ≈ ™◊Ëπ√—μπ°ÿ≈ ∑’Ëª√÷°…“

38. πæ.ÕßÕ“® ‰æ√ ≥±√“ß°Ÿ√ ∑’Ëª√÷°…“

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

‡ªìπª√–∏“π„π∑’Ëª√–™ÿ¡ ·≈–‡ªî¥ª√–™ÿ¡μ“¡«“√–°“√ª√–™ÿ¡¥—ßπ’È

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

‰¡à¡’

«“√–∑’Ë 2 √—∫√Õß√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 4/2560

À≈—ß®“°·°â‰¢√“¬ß“π°“√ª√–™ÿ¡·≈â« ∑’Ëª√–™ÿ¡¡’¡μ‘√—∫√Õß√“¬ß“πª√–™ÿ¡

§√—Èß∑’Ë 4/ 2560

«“√–∑’Ë 3 ‡√◊ËÕß ◊∫‡π◊ËÕß·≈–æ‘®“√≥“

3.1 «‘∑¬“°√ Vikit Viranuvattiûs Lecture ª√–™ÿ¡«‘™“°“√ª√–®”ªï 2560

πæ.∑«’»—°¥‘Ï ·∑π«—π¥’ ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“ª√–™ÿ¡«‘™“°“√ª√–®”ªï 2560 ®–¡’

™à«ß∫√√¬“¬¢Õß Vikit Viranuvatti’s Lecture ´÷Ëß¢≥–π’È¡’‡«≈“‡æ’¬ß 2 ‡¥◊Õπ

‡∑à“π—Èπ„π°“√μ‘¥μàÕ ¥—ßπ—Èπ®÷ß¢Õ„Àâ ¡“§¡æ‘®“√≥“®–‡™‘≠∑à“π„¥¡“‡ªìπÕß§åª“∞°

‰¥â·°à Prof. Michael Manns, Germany, Prof. Alan Barkun, Canada, À√◊Õ

Prof.Kentaro Sugano, Japan
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∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘„Àâ πæ.∑«’»—°¥‘Ï ·∑π«—π¥’ ‡™‘≠μ“¡≈”¥—∫¥—ßπ’È Prof. Alan

Barkun ‡ªìπÕ—π¥—∫·√°, Prof. Michael Manns ‡ªìπÕ—π¥—∫ Õß ·≈– ÿ¥∑â“¬§◊Õ

Prof.Kentaro Sugano

3.2 ‡ πÕ√“¬™◊ËÕºŸâ π„®‡¢â“√à«¡ JSGE Research Fellowship Program

Award2018

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

®¥À¡“¬®“° The Japanese Society of Gastroenterology ‡æ◊ËÕ‡™‘≠„Àâ

 ¡“§¡‡ πÕ√“¬™◊ËÕºŸâ π„®‡¢â“√à«¡ JSGE Research Fellowship Program Award

2018 √–¬–‡«≈“Õ∫√¡ª√–¡“≥ 4 ‡¥◊Õπ (√“¬≈–‡Õ’¬¥μ“¡‡Õ° “√ª√–°Õ∫°“√ª√–™ÿ¡)

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘„Àâ àß®¥À¡“¬¥—ß°≈à“«‰ª¬—ßÀ—«Àπâ“Àπà«¬∑ÿ° ∂“∫—π

 ¡“™‘° ¡“§¡ ·≈–„ÀâμÕ∫°≈—∫¿“¬„π«—π∑’Ë 4 μÿ≈“§¡ 2560 ‡æ◊ËÕπ”‡¢â“¡“æ‘®“√≥“

„π∑’Ëª√–™ÿ¡§≥–°√√¡°“√‡¥◊Õπμÿ≈“§¡ »°π’È

3.3 √“ß«—≈Õ“¬ÿ√·∑æ¬å¥’‡¥àπ·≈–Õ“¬ÿ√·æ∑¬å√ÿàπ„À¡à‚¥¥‡¥àπ

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

®¥À¡“¬·®âß®“°√“™«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬å·Ààßª√–‡∑»‰∑¬ ‡æ◊ËÕ„Àâ ¡“§¡æ‘®“√≥“

‡ πÕ™◊ËÕ ºŸâ´÷Ëß ¡§«√‰¥â√—∫√“ß«—≈Õ“¬ÿ√·æ∑¬å¥’‡¥àπ·≈–Õ“¬ÿ√·æ∑¬å√ÿàπ„À¡à‚¥¥‡¥àπ

§ÿ≥ ¡∫—μ‘¢ÕßºŸâ ¡§«√‰¥â√—∫√“ß«—≈Õ“¬ÿ√·æ∑¬å¥’‡¥àπ ª√–‡¿∑∑’Ë 1-4 Õ“¬ÿμâÕß‰¡àμË”

°«à“ 45 ªï∫√‘∫Ÿ√≥å ·≈– ª√–‡¿∑∑’Ë 5

Õ“¬ÿ√–À«à“ß 35-45 ªï∫√‘∫Ÿ√≥å (°“√π—∫Õ“¬ÿ μ—¥‡°≥±å«—π∑’Ëªî¥√—∫

°“√‡ πÕ™◊ËÕ §◊Õ«—π∑’Ë 1 μÿ≈“§¡ 2560) ∑—Èßπ’ÈμâÕß‡ πÕ√“¬™◊ËÕ‰ª¬—ß√“™«‘∑¬“≈—¬

Õ“¬ÿ√·æ∑¬åœ¿“¬„π«—π∑’Ë 1 μÿ≈“§¡ 2560

1. Õ“¬ÿ√·æ∑¬å¥’‡¥àπ¥â“π§√Ÿ·æ∑¬å

2. Õ“¬ÿ√·æ∑¬å¥’‡¥àπ¥â“π«‘™“°“√

3. Õ“¬ÿ√·æ∑¬å¥’‡¥àπ¥â“π∫√‘°“√§≈‘π‘°

4. Õ“¬ÿ√·æ∑¬å¥’‡¥àπ¥â“π°“√∫√‘°“√™ÿ¡™π
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5. Õ“¬ÿ√·æ∑¬å√ÿàπ„À¡à‚¥¥‡¥àπ

∑’Ëª√–™ÿ¡‰¥â√à«¡°—πÕ¿‘ª√“¬ ·≈–∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘¥—ßπ’È

1. Õ“¬ÿ√·æ∑¬å¥’‡¥àπ¥â“π§√Ÿ·æ∑¬å ‡ πÕ πæ.Õÿ¥¡ §™‘π∑√

2. Õ“¬ÿ√·æ∑¬å¥’‡¥àπ¥â“π«‘™“°“√ ‡ πÕ πæ.∏’√– æ‘√—™«‘ ÿ∑∏‘Ï

3. Õ“¬ÿ√·æ∑¬å¥’‡¥àπ¥â“π∫√‘°“√§≈‘π‘° ‡ πÕ πæ. ∂“æ√ ¡“π—  ∂‘μ¬å

4. Õ“¬ÿ√·æ∑¬å¥’‡¥àπ¥â“π°“√∫√‘°“√™ÿ¡™π ‡ πÕ πæ.¡≈.∑¬“ °‘μ‘¬“°√

5. Õ“¬ÿ√·æ∑¬å√ÿàπ„À¡à‚¥¥‡¥àπ ‡ πÕ æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï

3.4 ª√—∫ª√ÿßÀ≈—° Ÿμ√·æ∑¬åª√–®”∫â“πμàÕ¬Õ¥ Õπÿ “¢“Õ“¬ÿ√»“ μ√å

‚√§√–∫∫∑“ß‡¥‘πÕ“À“√

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

®–¡’°“√ª√–™ÿ¡ —¡¡π“ª√—∫ª√ÿßÀ≈—° Ÿμ√‡æ◊ËÕ„Àâ∑—π„™â„πªï°“√»÷°…“ 2561 ¿“¬„μâ

°√Õ∫¢Õß·æ∑¬ ¿“∑’Ë„™â‡°≥±å WFME ·≈–‡æ◊ËÕ„Àâ∑—π°“√μ√«®ª√–‡¡‘π ∂“∫—π

Ωñ°Õ∫√¡∑’Ë√“™«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬å®–‡¢â“¡“μ√«®ª√–‡¡‘π„πªï 2562 ∑—Èßπ’È ∂“∫—π

Ωñ°Õ∫√¡®–μâÕß¡’À≈—° Ÿμ√°“√‡√’¬π°“√ Õπ‡ªìπ¢Õßμπ‡Õß ®–≈Õ°À≈—° Ÿμ√¢Õß

 ¡“§¡‰¡à‰¥â ·μà„™â‡°≥±å minimum ¢Õß ¡“§¡‡ªìπÀ≈—°‰¥â

«—ππ’È®÷ß¢ÕÕ∏‘∫“¬§√à“«Ê ¢Õ·®°‡Õ° “√ª√–°Õ∫°“√ª√–™ÿ¡¢Õß

·æ∑¬ ¿“ ´÷Ëß‡ªìπ‡°≥±å°“√®—¥∑”·ºπΩñ°Õ∫√¡ / À≈—° Ÿμ√°“√Ωñ°Õ∫√¡‡ªìπºŸâ¡’

§«“¡√Ÿâ§«“¡™”π“≠„π°“√ª√–°Õ∫«‘™“™’æ‡«™°√√¡ “¢“Õπÿ “¢“μà“ßÊ ·≈–¢Õ·®âß

«à“¢≥–π’È∑ÿ°√“™«‘∑¬“≈—¬œ‰¥â„™â The Development of Entrustable Professional

Activities for Internal Medicine Residency Training (EPA) ‡æ◊ËÕπ”¡“

ª√–‡¡‘π ∂“∫—πΩñ°Õ∫√¡ ´÷Ëß¡’√“¬≈–‡Õ’¬¥§àÕπ¢â“ß‡¬Õ–

∑’Ëª√–™ÿ¡‰¥â√à«¡°—πÕ¿‘ª√“¬ ·≈–„π∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘„Àâ®—¥ —¡¡π“§√—Èß

·√°«—π∑’Ë 29 °—π¬“¬π 2560

§√—Èß∑’Ë 2 «—π∑’Ë 3 æƒ»®‘°“¬π 2560 ·≈– æ≠.‚©¡»√’ ‚¶…‘μ™—¬«—≤πå ®–

‡™‘≠∑à“πÕ“®“√¬å∏“π‘π∑√å Õ‘π∑√°”∏√™—¬ ¡“∫√√¬“¬„Àâ§«“¡√Ÿâ„π‡√◊ËÕß¢Õß·π«∑“ß

°“√√à“ßÀ≈—° Ÿμ√μ“¡‡°≥±å¢Õß·æ∑¬ ¿“¿“¬„μâ°√Õ∫°“√Ωñ°Õ∫√¡¢Õß WFME



18 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, æƒ…¿“§¡- ‘ßÀ“§¡ 2560

·≈–°“√„™â EPA  ”À√—∫ ∂“∫—πΩñ°Õ∫√¡

«“√–∑’Ë 4 ‡√◊ËÕß·®âß‡æ◊ËÕ∑√“∫

4.1 º≈°“√ª√–‡¡‘π®—¥ª√–™ÿ¡«‘™“°“√°≈“ßªï 2560

πæ.∑«’»—°¥‘Ï ·∑π«—π¥’ ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“º≈°“√ª√–‡¡‘π

ß“πª√–™ÿ¡«‘™“°“√°≈“ßªï §√—Èß∑’Ë 57 ‡¡◊ËÕ«—π∑’Ë 20-22 °√°Æ“§¡ 2560 ¡’¥—ßπ’È (μ“¡

√“¬≈–‡Õ’¬¥‡Õ° “√ª√–°Õ∫°“√ª√–™ÿ¡)

1. «‘∑¬“°√®“°μà“ßª√–‡∑» ®”π«π 2 ∑à“π ‡™‘≠‚¥¬∫√‘…—∑∑’Ë®—¥ sym-

posium §◊Õ Dr.Sabine Roman ·≈– Dr.Ken Haruma

2. ∫√‘…—∑ π—∫ πÿπ®—¥ symposium ®”π«π 8 ∫√‘…—∑ §◊Õ ATB,

Takeda, Janssen, DKSH, MEDA, MSD, Thai Otsuka ·≈– Berlin

3. √“ß«—≈ ”À√—∫‡ø≈‚≈«åπ”‡ πÕß“π«‘®—¬ª√–‡¿∑¥’‡¥àπ ¡’ 1 √“ß«—≈

‰¥â√—∫‚≈àÀå·≈–‡ß‘π ¥ 3,000 ∫“∑

4. √“ß«—≈ ”À√—∫‡ø≈‚≈«åπ”‡ πÕß“π«‘®—¬ª√–‡¿∑¥’ ¡’ 2 √“ß«—≈ ‰¥â

√—∫‚≈àÀå·≈–‡ß‘π ¥∑à“π≈– 2,000 ∫“∑

5. °“√ª√–‡¡‘π ”À√—∫ ∂“π∑’Ë®—¥ª√–™ÿ¡§◊Õ ‚√ß·√¡Õ‚π¡“ ·°√π¥å,

°√ÿß‡∑æœ „π¥â“πÀâÕßª√–™ÿ¡·≈–Õ“À“√ ®—¥Õ¬Ÿà„π‡°≥±å∑’Ë¥’ - ¥’¡“° ·μà¡’ªí≠À“

‡√◊ËÕß∑’Ë®Õ¥√∂¡’πâÕ¬ μâÕß‰ª®Õ¥∑’Ë∫‘Í°´’

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫

4.2 §«“¡§◊∫Àπâ“°“√®—¥ª√–™ÿ¡«‘™“°“√ª√–®”ªï §√—Èß∑’Ë 57

πæ.∑«’»—°¥‘Ï ·∑π«—π¥’ ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫¥—ßπ’È

1. °”Àπ¥ª√–™ÿ¡«‘™“°“√ª√–®”ªï§√—Èß∑’Ë 57 §◊Õ«—π∑’Ë 7-9 ∏—π«“§¡

2560 ≥ ‚√ß·√¡Õ‚π¡“ ·°√π¥å,°√ÿß‡∑æœ

2. ‚ª√·°√¡°“√ª√–™ÿ¡§“¥«à“®–‡ √Á®¿“¬„π‡√Á«Êπ’È

3. ¡’∫√‘…—∑√à«¡ π—∫ πÿπ®—¥ symposium ∑—ÈßÀ¡¥ 7 symposium

§◊Õ RB, MSD, TAKEDA (2 sym), BMS, ABBOTT ·≈– MEDA

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫
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«“√–∑’Ë 5 ‡√◊ËÕßÕ◊ËπÊ (∂â“¡’)

πæ.‡©≈‘¡√—∞ ∫—≠™√‡∑«°ÿ≈ ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫·∑π πæ. ¡∫—μ‘

μ√’ª√–‡ √‘∞ ÿ¢ ª√–∏“πΩÉ“¬«‘®—¬ ¥—ßπ’È

1. ‡¡◊ËÕ«—π∑’Ë 1 °—π¬“¬π 2560 ‰¥â„Àâ‡ø≈‚≈«åªï 1 ®”π«π 34 ∑à“π

¡“π”‡ πÕ‚§√ß√à“ßß“π«‘®—¬

2. §≥–°√√¡°“√ΩÉ“¬«‘®—¬®– àß„∫ª√–‡¡‘π‚§√ß√à“ßß“π«‘®—¬¢Õß‡ø≈

‚≈«å„Àâπ”°≈—∫‰ª·°â‰¢Õ’°§√—ÈßÀπ÷Ëß°àÕπ∑’Ë®–æ‘®“√≥“‡√◊ËÕß∑ÿπ π—∫ πÿπ

3. ‰¥â„Àâ‡ø≈‚≈«å∑¥≈Õß∑”¢âÕ Õ∫ MCQ ‡√◊ËÕß Basic Statistics

®”π«π 30 ¢âÕ ·≈–º≈§–·ππ∑’Ë‰¥âμ“¡√“¬≈–‡Õ’¬¥‡Õ° “√ª√–°Õ∫°“√ª√–™ÿ¡

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫

ªî¥ª√–™ÿ¡‡«≈“ 12.00 π.

πæ.‡©≈‘¡√—∞ ∫—≠™√‡∑«°ÿ≈

√Õß‡≈¢“∏‘°“√ ¡“§¡-μ√«®√“¬ß“π°“√ª√–™ÿ¡



20 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, °—π¬“¬π-∏—π«“§¡ 2560

¿“æ°‘®°√√¡

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

¿“æ°“√ª√–™ÿ¡ Thai Dyspepsia Guideline (final voting)
√–À«à“ß«—π∑’Ë 24-25 æƒ»®‘°“¬π æ». 2560 ≥ ‚√ß·√¡ Anantara °√ÿß‡∑æœ



21¿“æ°“√ª√–™ÿ¡ Thai Dyspepsia Guideline (final voting)
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24 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, °—π¬“¬π-∏—π«“§¡ 2560

¿“æ°‘®°√√¡

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

¿“æ°“√ª√–™ÿ¡«‘™“°“√ª√–®”ªï ¡“§¡œ
√–À«à“ß«—π∑’Ë 7-9 ∏—π«“§¡ æ». 2560 ≥ ‚√ß·√¡ Arnoma Grand °√ÿß‡∑æœ



25¿“æ°“√ª√–™ÿ¡«‘™“°“√ª√–®”ªï ¡“§¡œ



26 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, °—π¬“¬π-∏—π«“§¡ 2560



27¿“æ°“√ª√–™ÿ¡«‘™“°“√ª√–®”ªï ¡“§¡œ



28 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, °—π¬“¬π-∏—π«“§¡ 2560

A Man with Progressive Dysphagia
for 1 Year and History of Upper GI

Bleeding
∏π‘μ“  ÿ∑∏‘™—¬¡ß§≈

æ‘»“≈ ‰¡â‡√’¬ß
 “¢“«‘™“‚√§√–∫∫∑“ß‡¥‘πÕ“À“√·≈–μ—∫ ¿“§«‘™“Õ“¬ÿ√»“ μ√å

§≥–·æ∑¬»“ μ√å ¡À“«‘∑¬“≈—¬¢Õπ·°àπ

Interhospital Conference

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

ºŸâªÉ«¬™“¬‰∑¬§Ÿà Õ“¬ÿ 55 ªï ¿Ÿ¡‘≈”‡π“ ®—ßÀ«—¥¡À“ “√§“¡ Õ“™’æ ∑”π“

Chief complaint: Õ“‡®’¬π¡“°¢÷Èπ 1 ‡¥◊Õπ°àÕπ¡“‚√ßæ¬“∫“≈

Present illness:

1 ªï°àÕπ °≈◊π¢Õß·¢Áß≈”∫“°°«à“¢Õß‡À≈« μâÕß¥◊Ë¡πÈ”μ“¡∂÷ß°≈◊π≈ß √Ÿâ ÷°

μ‘¥∫√‘‡«≥°≈“ßÕ° ‰¡à¡’°≈◊π‡®Á∫ ‰¡à¡’‰¢â ‰¡à¡’§≈◊Ëπ‰ âÕ“‡®’¬π ‰¡à¡’Õ“°“√‡√Õ‡ª√’È¬«

‰¡à¡’Õ“À“√‰À≈¬âÕπ¢÷Èπ¡“∑’Ë§Õ‡«≈“πÕπ Õ“°“√‡ªìπ‡∑à“Ê‡¥‘¡ ‰¡à‰¥â‰ª√—°…“

10 ‡¥◊Õπ°àÕπ Õ“‡®’¬π‡ªìπ‡≈◊Õ¥ ’¥”ªπ°—∫‡»…Õ“À“√ 3 §√—Èß ª√‘¡“≥ 1

·°â« ‰¥â‰ª‚√ßæ¬“∫“≈·ÀàßÀπ÷Ëß ºŸâªÉ«¬∫Õ°«à“‰¥â àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π∫π

º≈ª°μ‘ ‰¥â√—∫°“√ àßμ—«¡“√—∫°“√√—°…“μàÕ·μàºŸâªÉ«¬‰¡à‰¥â¡“μ‘¥μ“¡°“√√—°…“μ“¡π—¥

1 ‡¥◊Õπ°àÕπ Õ“°“√°≈◊π≈”∫“°‡ªìπ¡“°¢÷ Èπ Õ“‡®’¬π∑ÿ°§√— ÈßÀ≈—ß√—∫

ª√–∑“πÕ“À“√ª√–¡“≥ 2-3 π“∑’‡ªìπ‡»…Õ“À“√‡°à“Ê æÕ°≈◊ππÈ”‰¥â πÈ”Àπ—°≈¥ 8

kg „π 1 ‡¥◊Õπ (®“° 56 kg ‡À≈◊Õ 49 kg) ‰¡à¡’ ”≈—° ‰¡à¡’‰¢â ‰¡àª«¥∑âÕß ∂à“¬ 1

 —ª¥“ÀåμàÕ§√—Èß ‰¡à¡’∂à“¬‡ªìπ‡≈◊Õ¥À√◊Õ∂à“¬¥” ‡Àπ◊ËÕ¬‡æ≈’¬¡“°®÷ß¡“‚√ßæ¬“∫“≈

Past history: ªØ‘‡ ∏‚√§ª√–®”μ—«Õ◊Ëπ, ‰¡à‡§¬·æâ¬“

Personal history:  Ÿ∫∫ÿÀ√’Ë 10 pack-year ‡≈‘° 1 ªï, ¥◊Ë¡ ÿ√“ —ª¥“Àå≈–

3 §√—Èß 7-8 ªï ‡≈‘° 1 ªï



29A Man with Progressive Dysphagia for 1 Year and History of Upper GI Bleeding

Family history: ªØ‘‡ ∏‚√§¡–‡√Áß„π§√Õ∫§√—«

Physical examination

General appearance: A late middle aged man, look cachexia

V/S: BT 37.5 oC, PR 80 /min, RR 24 /min, BP 94/64 mmHg

HEENT: not pale conjunctiva, anicteric sclera, cervical and supraclav-

icular lymphnode were impalpable.

Chest: Decrease vocal resonance, breath sound, dullness on percussion

at RLL

CVS: Normal

Abdomen: Scaphoid abdomen, soft, not tender, liver 1 cm below Rt.

costal margin, liver span 12 cm, spleen was impalpable, splenic dullness

negative, shifting dullness negative, normal bowel sound, splashing sound

negative.

Extremities: no pitting edema.

LN: impalpable all.

Investigations

CBC: HB 11 g/dL, Hct 33%, WBC 19,800 /uL, platelet 396,000 uL, PMN

89%, L8%, M1%.

BUN 8.7 mg/dL, Cr 0.7 mg/dL, Na 131 mEq/L, K 3.4 mEq/L, HCO3 24.5

mEq/L, Cl 98 mEq/L.

Chol 103 mg/dL, albumin 2.5 g/dL, globulin 2.5 g/dL, TB 0.7 mg/dL, DB

0.3 mg/dL, ALT 7 U/L, AST 13 U/L, ALP 46 U/L

 √ÿªªí≠À“¢ÕßºŸâªÉ«¬

1. Progressive dysphagia for 1 year
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2. Vomiting with significant weight loss for 1 month

3. History of upper GI bleeding

4. Rt. Pleural effusion

Õ¿‘ª√“¬

ºŸâªÉ«¬™“¬‰∑¬§Ÿà«—¬°≈“ß§π ¡“¥â«¬°≈◊π≈”∫“°¡“ 1 ªï μàÕ¡“Õ“°“√‡ªìπ¡“°

¢÷Èπ¡“ 1 ‡¥◊Õπ √à«¡°—∫¡’Õ“°“√Õ“‡®’¬π·≈–πÈ”Àπ—°≈¥ ¡’ª√–«—μ‘Õ“‡®’¬π‡ªìπ‡≈◊Õ¥

‚¥¬≈—°…≥–‡¢â“‰¥â°—∫ esophageal dysphagia ´÷Ëß¡’ “‡Àμÿ¡“®“° structural dis-

order ¡“°∑’Ë ÿ¥ ‚¥¬√Õ¬‚√§Õ“®‡°‘¥®“° intrinsic À√◊Õ extrinsic °Á‰¥â ‡™àπ ma-

lignancy ∫√‘‡«≥ esophagus À√◊Õ upper part of stomach  à«π motility dis-

order ‡™àπ achalasia §‘¥∂÷ßπâÕ¬°«à“ ´÷Ëß®”‡ªìπμâÕß exclude malignancy ÕÕ°

°àÕπ

‡π◊ËÕß®“°π÷°∂÷ß√Õ¬‚√§∑’Ë esophagus À√◊Õ upper part of stomach ®÷ß

‰¥â∑”°“√μ√«®‚¥¬°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π∫π (EGD) ´÷Ëßæ∫ marked di-

lated sigmoid shape of esophagus, subepithelial lesion at cardia and

posterior wall of stomach (¿“æ∑’Ë 1). πÕ°®“°π’È¬—ß‰¥â∑” endoscopic ultra-

sonography (EUS) ·μàæ∫«à“μ”·Àπàß„π°“√‡¢â“∂÷ß lesion ¬“° ®÷ß‰¡à “¡“√∂

·¬°‰¥â«à“Õ¬Ÿà„π™—Èπ„¥¢Õßºπ—ß°√–‡æ“–Õ“À“√ (¿“æ∑’Ë 2)

°“√«‘π‘®©—¬·¬°‚√§À“°æ∫ subepithelial lesion of stomach ¡’¥—ßμ“√“ß

∑’Ë 1 ‚√§„π°≈ÿà¡ indentations „πºŸâªÉ«¬√“¬π’Èæ∫«à“ mass Õ¬Ÿà∑“ß¥â“π posterior

®÷ßπ÷°∂÷ß intraabdominal metastasis ¡“°¢÷Èπ ·μà°Á¬—ß‰¡à “¡“√∂·¬° intramu-

ral process ‡™àπ gastrointestinal stromal tumors (GISTs) ‰¥â ∂â“ lesion ∑’Ë

‡ÀÁπ¡’≈—°…≥–·º≈·μ°ÕÕ°μ√ß°≈“ßÕ“®™à«¬ π—∫ πÿπ«à“π÷°∂÷ß GISTs ¡“°¢÷Èπ2 ∂â“

∑¥ Õ∫‚¥¬°“√„™â biopsy forceps °¥≈ß‰ª∫π lesion ·≈â«°âÕπ¬ÿ∫≈ß (pillow

sign) ®–∑”„Àâπ÷°∂÷ß lipoma ¡“°¢÷Èπ2 ·μà„πºŸâªÉ«¬√“¬π’ÈÕ“®¬—ß‰¡à “¡“√∂·¬°

‰¥â®“°º≈°“√ àÕß°≈âÕß ®÷ß®”‡ªìπμâÕßμ√«®∑“ß√—ß ’«‘∑¬“·≈–æ¬“∏‘«‘∑¬“‡æ‘Ë¡‡μ‘¡

μàÕ‰ª
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¿“æ∑’Ë 1 Esophagogastroduoscopy showed marked dilated sigmoid shape of esophagus
(A-Esophagus, B-EG junction), subepithelial lesion at cardia and posterior wall of
stomach (C-D).

¿“æ∑’Ë 2 Endoscopic ultrasonography (EUS) showed mixed echoic subepithelial mass, 7
cm in dimention at EGJ and cardia. The exact origination of tumor from gastric
wall layer could not be determined.
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®“°°“√μ√«®√à“ß°“¬æÕ«à“∫√‘‡«≥∑√«ßÕ°º‘¥ª°μ‘  ß —¬«à“Õ“®¡’πÈ”„π

‡¬◊ËÕÀÿâ¡ªÕ¥¥â“π¢«“ ®÷ß‰¥â∑”°“√ àß chest x-ray æ∫«à“¡’πÈ”„π‡¬◊ËÕÀÿâ¡ªÕ¥¥â“π¢«“

®√‘ß ·≈–‡ÀÁπ‡ß“ soft tissue ∑“ß¥â“π¢«“´âÕπÕ¬ŸàÀ≈—ßÀ—«„® ‡¢â“‰¥â°—∫≈—°…≥–¢Õß

À≈Õ¥Õ“À“√∑’Ë¢¬“¬„À≠à¢÷Èπ (¿“æ∑’Ë 3) μàÕ¡“®÷ß‰¥â∑”°“√ àß CT whole abdomen

included chest ‡æ◊ËÕ¥Ÿ≈—°…≥–¢Õß lesion «à“Õ¬Ÿà„π™—Èπ„¥¢Õß°√–‡æ“–·≈–¡’°“√

μ“√“ß∑’Ë 1 Classification of subepithelial masses in the stomach1

Indentations (Locations) Intramural process

Sternum (anterior) Leiomyoma

Liver mass/cyst (anterior) GISTs

Spleen (greater curvature) Lipoma

Pancreas mass/cyst (posterior, body antrum) Hemangioma

Duodenum (body antrum) Neurofibroma

Intraabdominal metastasis (posterior) Intramural gastric carcinoma

¿“æ∑’Ë 3 Chest radiography reveals an abnormal opacity superimposed on right hemitho-
rax, which silhouetted with right sided heart. On lateral view, this lesion located
within posterior mediastinum without pressure effect to heart. Blunting of right
costophrenic angle is represented right pleural effusion.
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≈ÿ°≈“¡‰ªÕ«—¬«–Õ◊ËπÀ√◊Õ‰¡à º≈ CT whole abdomen æ∫ large heterogenous

enhancing exophytic mass at posterior wall of stomach with pressure

effect to EG junction causing obstruction of esophagus, measuring size

is 8.1 x 10 cm. Pancreatic invasion by the tumor is suggested. A large

matted of heterogenous enhancing lymph node at the distal part of

pancreas is seen (¿“æ∑’Ë 4)

¿“æ∑’Ë 4 CT whole abdomen showed large heterogenous enhancing exophytic mass at poste-
rior wall of stomach with pressure effect to EG junction causing obstruction of esopha-
gus, measuring size is 8.1 x 10 cm. Heterogenous enhancing pancreas with delin-
eated border is noted, pancreatic invade by the tumor is suggested. A large matted of
heterogenous enhancing lymph node at the distal part of pancreas is seen. CT chest
reveal mark dilatation of esophagus measuring size is about 11.8 cm. in greatest
diameter. Bilateral pleural effusion is seen. Right lung atelectasis is shown.
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μàÕ¡“®÷ß‰¥âª√÷°…“∑“ß»—≈¬°√√¡‡æ◊ËÕμ—¥™‘Èπ‡π◊ÈÕ (explore laparotomy and

biopsy) ¡“«‘π‘®©—¬ ·≈–«“ß·ºπ°“√√—°…“‡æ‘Ë¡‡μ‘¡ º≈™‘Èπ‡π◊ÈÕ‡¢â“‰¥â°—∫ desmoplastic

mesothelioma (¿“æ∑’Ë 5) ´÷ËßºŸâªÉ«¬Õ¬Ÿà„π√–¬–∑’Ë‰¡à “¡“√∂ºà“μ—¥‰¥â·≈–¡’ perfor-

mance status ‰¡à¥’ ®÷ß√—°…“‚¥¬°“√ª√–§—∫ª√–§Õßμ“¡Õ“°“√ ∑“ß∑’¡·æ∑¬å‰¥â

·®âßº≈°“√«‘π‘®©—¬„ÀâºŸâªÉ«¬·≈–≠“μ‘∑√“∫ ®÷ß¢Õ°≈—∫‰ªμ‘¥μ“¡°“√√—°…“μàÕ∑’Ë‚√ß

æ¬“∫“≈„°≈â∫â“π

Review Article: Malignant Peritoneal Mesothelioma

¡–‡√Áß‡¬◊ËÕ∫ÿ™àÕß∑âÕß (malignant peritoneal mesothelioma) ‡ªìπ¡–‡√Áß

∑’ Ëæ∫‰¥âπâÕ¬¡“° ‚¥¬¡’§«“¡™ÿ°„πª√–‡∑» À√—∞Õ‡¡√‘°“‡∑à“°—∫ 1-2 §πμàÕ

¿“æ∑’Ë 5 Omental nodule, explore laparotomy and biopsy: Spindle cell tumor enclosing fat
tissue, IHC study positive pancytokeratin (periphery part), vimentin, negative CD34,
CD117, S-100, calretinin. Overall results are compatible with desmoplastic me-
sothelioma.
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ª√–™“°√≈â“π§π Õ“¬ÿ‚¥¬‡©≈’Ë¬ 50-69 ªï æ∫„π‡æ»™“¬¡“°°«à“‡æ»À≠‘ß ºŸâªÉ«¬

®–¡’Õ“¬ÿ‚¥¬‡©≈’Ë¬ 6-12 ‡¥◊Õπ3-7 §«“¡‡ ’Ë¬ß∑’ËÕ“®∑”„Àâ‡°‘¥‚√§¬—ß‰¡à™—¥‡®π·μà¡’§«“¡

‡°’Ë¬«¢âÕß°—∫Õ“™’æ·≈– ‘Ëß·«¥≈âÕ¡‡™àπ °“√ —¡º—  “√·√à„¬À‘π (asbestos), Thorium,

tals, erionite, mica, °“√¡’ª√–«—μ‘©“¬√—ß ’¡“°àÕπ, familial Mediterranean fe-

ver √«¡∂÷ß‡§¬‡ªìπ diffuse lymphocytic lymphoma8-11

ºŸâªÉ«¬¡—°¡’Õ“°“√°ÁμàÕ‡¡◊ËÕ‡ªìπ√–¬–≈ÿ°≈“¡·≈â«5 ´÷ËßÕ“°“√‰¥â·°àª«¥∑âÕß

(35%) ∑âÕß∫«¡‚μ (31%) ¡’πÈ”„π™àÕß∑âÕß ‡∫◊ËÕÕ“À“√ πÈ”Àπ—°≈¥5,12-14  à«ππâÕ¬

Õ“®¡“¥â«¬Õ“°“√‰¢â ≈”‰ âÕÿ¥μ—π ‡ âπ‡≈◊Õ¥Õÿ¥μ—π πÈ”μ“≈„π‡≈◊Õ¥μË”  à«πÕ“°“√

®“°°âÕπ‰ª°¥‡∫’¬¥Õ«—¬«–„°≈â‡§’¬ßæ∫‰¥âπâÕ¬¡“°5,10,12,15

°“√«‘π‘®©—¬‚√§∑”‰¥â¬“°‡π◊ËÕß®“°Õ“°“√· ¥ß·≈–¿“æ∑“ß√—ß ’‰¡à®”‡æ“–μàÕ

μ—«‚√§ º≈∑“ßÀâÕßªØ‘∫—μ‘°“√∑’ËÕ“®™à«¬‰¥â‡™àπ°“√ àß serum mesothelin-related

protein (SMRP) æ∫‰¥â 84% „π§π‰¢â¡–‡√Áß™π‘¥π’È ·μà¡’§«“¡‰«‡æ’¬ß 60%16 °“√

 àß‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å (CT scan)  à«π„À≠à‰¡à®”‡æ“– ·μàÕ“®·¬°‰¥â‡ªìπ 3 ™π‘¥

‰¥â·°à17,18

ë Dry-painful type æ∫‰¥â∫àÕ¬∑’Ë ÿ¥, æ∫°âÕπ„À≠à 1 °âÕπ À√◊Õ°âÕπ

‡≈Á°ÊÀ≈“¬°âÕπ„π™àÕß∑âÕß 1/4  à«π ‚¥¬‰¡à¡’πÈ”„π™àÕß∑âÕß

ë Wet type §◊Õ¡“¥â«¬πÈ”„π™àÕß∑âÕß ∑âÕß‚μ æ∫‡ªìπ®ÿ¥‡≈Á°Ê°√–®“¬

∑—Ë«∑—Èß™àÕß∑âÕß

ë Mixed type

≈—°…≥–∑“ßæ¬“∏‘æ∫‰¥â 3 ·∫∫‰¥â·°à epithelioid (æ∫‰¥â∫àÕ¬∑’Ë ÿ¥), sar-

comatoid À√◊Õ mixed (biphasic) „π‡π◊ÈÕßÕ°Àπ÷ËßÕ“®¡’≈—°…≥–∑—Èß 3 ·∫∫‡≈¬

°Á‰¥â °“√¬âÕ¡ immunohistochemical markers º≈®–‡ªìπ∫«° ”À√—∫ EMA,

calretinin, WT1, cytokeratin 5/6, antimesothelial cell antibody-1 ·≈–

mesothelin. ‚¥¬ cytokeratins ™à«¬„π°“√·¬° mesothelioma ÕÕ°®“° sar-

coma ·≈– melanoma ‰¥â19-22

°“√√—°…“‚¥¬°“√ºà“μ—¥‡ªìπ«‘∏’°“√√—°…“‡¥’¬«∑’Ë “¡“√∂À“¬¢“¥‰¥â ·μàÀ“°

ºŸ âªÉ«¬¡“„π√–¬–∑’ Ëºà“μ—¥‰¡à‰¥âÕ“®¡’°“√√—°…“ª√–§—∫ª√–§ÕßÕ“°“√√à«¡°—∫
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cytoreductive surgery ·≈– hyperthermic intraoperative À√◊Õ early post-

operative intraperitoneal chemotherapy, systemic chemotherapy ·≈–

immunotherapy ¬—ß‰¡à¡’ß“π«‘®—¬»÷°…“º≈°“√‡ª√’¬∫‡∑’¬∫º≈°“√√—°…“«‘∏’μà“ßÊ∑’Ë‡ªìπ

RCT ‡π◊ËÕß®“°μ—«‚√§æ∫‰¥âπâÕ¬¡“°23-34
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Introduction

In critically-ill patients, systemic inflammatory response coupled

the complications of infection and multiple-organ dysfunction, leading

to the high morbidity and mortality of such patients. Nutrition support

is regarded as an adjunctive care to provide exogenous fuels to preserve

the lean body mass and supports the patient throughout the stress

response. Thus, current guidelines recommend starting enteral nutrition

(EN) early within 24-48 hours to maintain intestinal villous height, gut

hormones releasing and gut-associated lymphoid tissue (GALT), which

protects further bacterial infection. In the absence of gastrointestinal

(GI) intolerance, early EN is associated with good clinical outcomes

such as fewer pneumonia, fewer infectious morbidity and significant

reduction in mortality1. It should be noted that GI intolerance is a com-

mon problem in critically-ill patients; with studies in the intensive care

units (ICU) showed the prevalence around 30-38%2,3.
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Definition

There is no standard definition of feeding intolerance. Defini-

tions of feeding intolerance quoted by most current guidelines is clinical

and radiologic evaluation of vomiting, abdominal distension, complaint

of discomfort, high nasogastric (NG) output, diarrhea, reduced of flatus

or stool and abnormal abdominal radiograph1.

Pathophysiology

Most of the proposed mechanisms of altered gastric emptying

time in critically-ill came from patients in the ICU setting. Patients with

wide ranges of ages, precipitating illnesses such as prior surgery (car-

diac, spinal, abdominal), raised intracranial pressure, systemic or ab-

dominal sepsis, cranial or spinal trauma, and preexisting illnesses such

as diabetes, all influence the response to acute stress and GI motor

dysfunction. Furthermore, typical ICU patients are those on mechanical

ventilation, adrenergic agents, sedative drugs, circulatory support and

total parenteral (TPN). The metabolic effects of acute stress may also

result in significant fluctuations in blood sugar, electrolytes. As a result,

critically-ill patients commonly have impaired esophageal peristalsis,

lower esophageal sphincter hypotension, antral stasis and duodenal

dysmotility (Figure 1). Moreover, lower gastric pH from proton pump

inhibitors prescribing for stress ulcer prophylaxis and gastric content

stasis may promote bacterial overgrowth and reflux of gastric content,

leading to the development of aspiration pneumonia4

Diagnosis

As mentioned above, feeding intolerance was defined by clini-
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cal and radiologic examination. Most guidelines and many previous

studies commonly defined feeding intolerance as the presence of GI

symptoms, high NG output, and inadequate delivery of EN. Symptoms

and signs of GI intolerance include vomiting, abdominal distension, com-

plaint of discomfort, diarrhea, reduced of flatus or stool, or abnormal

abdominal radiograph. There is no standard definition of high gastric

residual volume (GRV). Previous studies defined high GRV differently

from 150 to 500 mL but the median threshold was 250 mL2,3,5-7.

Management

Management of feeding intolerance in critically-ill patients has

been proposed in the European Society for Clinical Nutrition and Me-

tabolism (ESPEN) guideline 20068, the Canadian clinical practice guide-

line 20149, and the American Society for Parenteral and Enteral Nutri-

Figure 1 Abnormalities of esophageal and gastric motor function in critically-ill patients;

GOR, gastro-esophageal reflux; IPPWs, isolated pyloric pressure waves; LOS,

lower esophageal sphincter4
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tion and Society of Critical Care Medicine (ASPEN) guideline 20161.

The key content is summarized as follows.

EN feeding protocol

There is evidence that EN protocol implement significantly im-

proved in nutrition goal and earlier time to start of EN. It also associated

with a significant reduction in hospital length of stay and a trend to-

wards a reduction in hospital mortality10

EN feeding protocol should be implemented in ICU to guide

nutrition supplement, guide route of administration, set goal for calorie

and additional treatment such as parenteral nutrition, need of prokinetic

agents, and whether to use post pyloric feedings. Setting a format of

caloric goal depends on individual ICU. It may include volume based

feeding such as a setting of 24-hour daily volume rather than an enteral

feeding rate, goal for daily calorie intake or top-down multi-strategy

such as feeding plan, prokinetic agents (either for treatment or prophy-

laxis for high GRV), and postpyloric tube feeding.

Initiating EN

EN supports the functional integrity of the gut by maintaining

tight junctions between the intraepithelial cells, stimulating blood flow,

and inducing the release of gut hormones. EN also maintains structural

integrity by maintaining villous height and compose the GALT. The

consequences of the gut permeability changes included increasing of

enteric organism to engage with GALT, risk for systemic infection, and

greater likelihood of multiple-organ dysfunction syndrome.

To initiate EN, assessment of the risk of aspiration and GI mo-
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tility should be evaluated. In elderly patients or reduced consciousness,

protecting airway and nasoenteral access should be done. Bowel sound

is indicative only of contractility and does not relate to mucosal integ-

rity, barrier function, or absorptive capacity. Greater number of signs of

intolerance (hypoactive or absent bowel sound and abdominal disten-

sion) may warrant increased vigilance as EN is started and may neces-

sitate further clinical evaluation. If patient solely had hypoactive sound

while there is no contraindication for feeding or patient already stabi-

lized, early EN therapy should be initiated within 24-48 hours. Early EN

therapy reduced mortality and infections, significant improvement in

nutritional intake and minimize the cost when compared to delayed

nutrient intake.

During the acute and initial phase of critical illness (first 72-96

hours of critical period), calorie intake should not exceed 20-25 kcal/kg/

day because may be associated with a less favorable outcome. During

recovery (anabolic flow phase), the aim should be to provide 25-30 total

kcal/kg

EN feeding and how to monitor

Continuous feeding is better than high volume bolus for reduc-

ing the risk of aspiration. Monitoring tolerance should be based on daily

physical examinations; signs and symptoms of the patients such as

complaints of discomfort, abdominal distension, diarrhea, reduced pas-

sage of flatus and stool, sign of ileus, review abdominal radiograph.

For GRV monitoring, previous study also defined high GRV rang-

ing from 150-500 ml, with a median of 250 mL. However, many studies

and all current guidelines agree that high GRV alone does not indicate
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feeding intolerance and EN cessation, and also does not correlate with

incidence of pneumonia, regurgitation, aspiration, and has no differ-

ences in ICU length of stay and mortality11,12. Thus, the use of the 250

mL threshold for feeding intolerance, though is reasonable, is arbitrary.

Regular monitoring of GRV such as checking every 8 hours versus 4

hours, or checking whether GRV was > 250 ml or not showed no differ-

ence in nutritional and all other clinical outcomes. Volume of GRV be-

tween 500 mL versus 250 mL was not associated with increased GI

complications such as abdominal distention, diarrhea, and emesis. How-

ever, benefit in nutritional outcome was shown when there was check-

ing of 500 mL GRV threshold13,14.

Methany et al.12 performed a survey and reported that more

than 97% of nurses assessed feeding intolerance solely by measuring

GRV and the most frequently cited threshold levels for interrupting EN

were 200 mL and 250 mL. This study reflected real-life practice that the

aspiration and evaluation of gastric content before enteral feeding to

indicate feeding intolerance remains commonly practiced. These came

to the recommendation by ASPEN 2016 that GRV should not be used as

a part of routine care to monitor ICU patients. For those ICUs where

GRV is still utilized, GRV in the range of 200-500 mL should raise con-

cern and lead to the implementation of measures to reduce risk of aspi-

ration, holding EN for GRV <500 mL in the absence of other signs of

intolerance should be avoided to minimize risk of inadequate EN therapy

and unnecessary stop of EN1. The Canadian guideline recommended

that a gastric residual volume range 250-500 mL and frequency of checking

residual either every 4 or 8 hours should be considered as a strategy to

optimize delivery of EN9. No recommendation for GRV monitoring ac-
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cording to ESPEN 2006 guideline8.

For patients with intolerance while NG content was aspirated,

one study15 showed that reintroducing the aspirated gastric content up

to a maximum of 250 mL does not increase the risk of complications

(delayed gastric emptying, hyperglycemia, diarrhea and distention), and

clinical outcomes when compared to discarding residual abdominal con-

tent. No data on mortality, infection, LOS and ventilator days

Route of EN

There are randomized controlled trial showing that small bowel

feeding could reduce the incidence of regurgitation, aspiration and pneu-

monia, but not for mortality and LOS1. In the centers where small bowel

access is feasible, the routine use of small bowel feedings can be recom-

mended. In the centers where small bowel feedings more difficulties,

nasogastric access can be considered first and small bowel feedings

should be considered in selected patients, who are at high risk for EN

intolerance or aspiration such as patients on high dose inotropes, seda-

tives, high NG output, developed EN intolerance to gastric feeding de-

spite prokinetic agents or adjunctive treatment1.

Initial management of feeding intolerance

The etiology of upper GI motor dysfunction in critical illness is

unclear but is probably multifactorial. Potential factors include the ad-

mission diagnosis, pre-existing illnesses such as diabetes mellitus that

prone to have motor dysfunction. Admission diagnosis included burns,

head injuries, multiple trauma, sepsis, cardiorespiratory and gastrointes-

tinal disease. Correctable factors that should be searched include elec-
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trolyte metabolic abnormalities (hyperglycemia, hypokalemia, and hypo-

magnesemia), drugs (sedatives, propofol, analgesics and vasopressor

agents). The impact of opiates was due to both central effects and

peripheral opioid receptors located in the gut causing delayed gastric

emptying16. Secondary major GI conditions such as acute cholecystitis,

acute pancreatitis, diverticulitis, intestinal ischemia, bowel obstruction

or perforation, recent major GI or cardiothoracic surgery, or postopera-

tive ileus have to be excluded17.

Prokinetic agents

Administration of intravenous (IV) metoclopramide, erythromy-

cin, or both should be considered in symptomatic patients with feeding

intolerance or high GRV. Beneficial effects of prokinetic agents are shown

on feeding intolerance and nutritional adequacy, but there is no effect

in infectious complications, clinical outcome including mortality rates.

Efficacy of prokinetic agents were summarized in Table 1.

Metoclopramide is dopamine (D2) antagonist which has both

central and peripheral effects. It also has weak mixed 5-HT3 receptor

antagonist and 5-HT4 receptor agonist. The motility effect was due to

dopamine antagonism and peripheral 5-HT4 receptor. IV metoclopramide

had been reported to improve gastric emptying but its efficacy on the

success of feeding in EN intolerant patients remains controversial when

compared to placebo. There was no effect on reduction of pneumonia or

death18. In clinical practice, IV metoclopramide used to facilitate en-

teral feeding and improve feed intolerance with the dose of 10 mg every

6 hours, although 10 mg 3 times daily was also used with short duration

of 7 days due to concern for adverse effect and tachyphylaxis. Dose
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adjustment in patients with renal failure is needed. Adverse effects

particularly neurological reactions including extrapyramidal disorders,

dyskinesia, dystonia, convulsion, hypertonia and tremor has been re-

ported. The reported occurrence of tardive dyskinesia ranges from <0.01

to 23%. High occurrence is attributed to chronic use (months to years),

dose 30 ± 10 mg of metoclopramide per day, and older (60 ± 22 years)

women. However, to our knowledge, acute neurological adverse reac-

tions in the ICU setting due to single use or short-term use of

metoclopramide have not been reported in the literature. Cardiac ad-

verse reactions, including shock, hypotension, cardiac arrest, tachycar-

dia, bradycardia, hypertension, cardiorespiratory arrest and circulatory

collapse can also occur. Evidence is solely based on anecdotal case

report19. Therapeutic efficacy declines progressive over the 7 days (from

85% in the first days of therapy to less than 35% after 7 days of treat-

Table 1: Summary of the benefits of various enteral feeding intervention

Improving Reduction of Reduction of Reduction

Nutrition Infection and LOS and of

goal pneumonia ventilator day Mortality

EN feeding protocol / / / /

Early EN therapy / / x /

Checking GRV / (500 mL x x x

threshold)

Jejunal feeding / / x x

Prokinetic agents / x x x

Elevate head to 30-45 degree x / x x

GRV, gastric residual volume
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ment)20. The effect of enteral metoclopramide in the critically ill re-

mained uncertain and needs further study.

Erythromycin is the only available motilin agonist used in clini-

cal practice. Given at a low dosage, ranging 3-7 mg/kg/day, erythromy-

cin has been shown to increase both gastric emptying and improve feed

intolerance in critically-ill patients. Erythromycin is more effective than

metoclopramide in treating feed intolerance7. Rescue combination therapy

is also highly effective. Combination therapy of erythromycin (200 mg IV

BID) and metoclopramide (10 mg IV every 6 hours) were more effective

than erythromycin alone in improving the delivery of nasogastric nutri-

tion and less tachyphylaxis21. However, neither hospital LOS nor mortal-

ity was different. Study by Shaikh et al. demonstrated that low dose

enteral erythromycin from 125 mg BID also effective in patients with

feeding intolerance while being on IV metoclopramide22. Adverse ef-

fects, as in macrolide group, erythromycin can be associated with QT

prolongation and thus causing torsade de pointes. Identifying high risk

critically-ill patients including elderly women, persons with advanced

heart disease, previous receiving other drugs that prolong the QT inter-

val or CYP3A4 inhibitors is important23. Thus far, no cardiac toxicities or

arrhythmias related to the use of either metoclopramide or erythromycin

have been reported in clinical use24. Using IV erythromycin cautiously

when failed all other treatments for impaired gastric motility and are

intolerant of a first-line agent such as metoclopramide is recommended25.

Naloxone infused through the enteral access device to reverse

the effects of opioid narcotics at the level of the gut to improve intesti-

nal motility had been studied. One study26 showed a significantly in-

crease of the volume of EN, reduced GRV and ventilator-associated
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pneumonia when compared to placebo, while some studies showed no

effect on incidences of pneumonia.

Role of domperidone, a peripherally acting dopamine antagonist

with theoretically no extrapyramidal side effects, in the management of

feed intolerance in critically-ill patients had not been evaluated. Cisapride

Figure 2: Diagram summarizes how to evaluate and manage feeding in critically-ill patients
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accelerates gastric emptying in both diabetic and critically-ill patients

but had been withdrawn due to its potential for lethal cardiac toxicity24.

Other measures to reduced risk of aspiration

All intubated ICU patients receiving EN, the head of the bed

should be elevated for 30-45 degree and use of chlorhexidine mouth

wash twice a day to reduce aspiration. However, these measures had

no effect on LOS or mortality27.

Conclusion

Most critically-ill patients need to be assessed how to provide

nutritional therapy to maintain gut integrity and prevent bacterial trans-

location. Feeding protocol includes route and how to feed, and caloric

goal, of which should be worked as multidisciplinary team. When pa-

tients develop feeding intolerance, etiology should be sought. Although

prokinetic agents had unclear benefit for clinical outcome, they facili-

tate EN and improve feed intolerance. Diagram summarizes how to

evaluate and manage feeding in critically-ill patients
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(Ultrasound Elastography)
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∫∑π”
°“√ª√–‡¡‘πæ—ßº◊¥„π‡π◊ÈÕμ—∫À√◊Õ§«“¡‡Àπ’¬«¢Õß‡π◊ÈÕμ—∫ (Liver stiffness

measurement; LSM) ¡’§«“¡ ”§—≠„π°“√μ—¥ ‘π„®°“√√—°…“ °“√∫Õ°æ¬“°√≥å‚√§

·≈–°“√‡ΩÑ“√–«—ß‚√§¡–‡√Áßμ—∫ (HCC surveillance) Õ—π‡ªìπº≈μ“¡¡“®“°¿“«–μ—∫

·¢Áß °“√μ√«®™‘Èπ‡π◊ÈÕμ—∫®“° liver biopsy ‡ªìπ gold standard „π°“√ª√–‡¡‘π

æ—ßº◊¥„π‡π◊ÈÕμ—∫ ·≈–°“√«‘π‘®©—¬μ—∫·¢Áß ́ ÷Ëß·¡â®–¡’¿“«–·∑√°´âÕπ‡æ’¬ß 0.05-1.7%

·≈–Õ—μ√“°“√‡ ’¬™’«‘μ®“°¿“«–·∑√° ấÕπ‡æ’¬ß 0.009-0.14%1 °Á¬—ßπ—∫«à“‡ªìπÀ—μ∂°“√

∑’Ë§àÕπ¢â“ß invasive ´÷ËßºŸâªÉ«¬¡—°Õ¬“°À≈’°‡≈’Ë¬ß

ªí®®ÿ∫—π‰¥â¡’°“√æ—≤π“«‘∏’ª√–‡¡‘πæ—ßº◊¥„π‡π◊ÈÕμ—∫∑’Ë invasive πâÕ¬≈ß

‰¥â·°à Transient elastography (TE), Magnetic resonance elastography (MRE)

·≈– Ultrasound elastography °“√μ√«® TE ∑’Ë„™â°—πÕ¬à“ß·æ√àÀ≈“¬§◊Õ

Fibroscan® ‚¥¬∫√‘…—∑ EchosensTM ª√–‡∑»Ω√—Ëß‡»  ‚¥¬¡’À≈“¬°“√»÷°…“∑’Ë

„™â Fibroscan® „π°“√ª√–‡¡‘π liver fibrosis ‚¥¬‡©æ“–„π°≈ÿà¡ºŸâªÉ«¬ chronic

hepatitis C ‚¥¬¡’§à“ cut-off ∑’Ë™—¥‡®π„π°“√ rule out ¿“«– significant fibrosis

§◊Õ <7 kPa (<F2 fibrosis) ·≈– >15 kPa „π cirrhosis (F4)2,3 ·μà¢âÕ®”°—¥§◊Õ

Fibroscan® ‰¡à‰¥â· ¥ßº≈‡ªìπ√Ÿª¿“æ„Àâ‡ÀÁπ∫√‘‡«≥∑’Ë«—¥æ—ßº◊¥ ´÷ËßÕ“®®–¡’À≈Õ¥
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‡≈◊Õ¥ À√◊Õ°âÕπ„π‡π◊ÈÕμ—∫Õ¬Ÿà„π∫√‘‡«≥∑’Ë«—¥æ—ßº◊¥π—Èπ ∑’ËÕ“®®–∑”„Àâ LSM §“¥‡§≈◊ËÕπ‰¥â

‰¡à “¡“√∂„™âμ√«®ºŸâªÉ«¬∑’Ë¡’πÈ”„π™àÕß∑âÕß (ascites) ·≈–®–μâÕßπ”À—«μ√«®¢Õß

Fibroscan® ‰ªª√—∫μ—Èß§à“ (calibration) ∑ÿ° 6-12 ‡¥◊Õπ 2

Magnetic resonance elastography (MRE) ‡ªìπ LSM Õ’°«‘∏’Àπ÷Ëß ∑’Ë

invasive πâÕ¬°«à“ liver biopsy ‡ªìπ°“√„ à§≈◊Ëπºà“π«—μ∂ÿ (‡π◊ÈÕμ—∫) ·≈â««—¥

§«“¡‡√Á«¢Õß§≈◊Ëπ∑’Ëºà“π«—μ∂ÿπ—Èπ ‚¥¬«—¥§«“¡‡√Á«„π√Ÿª¢Õß wave length ∂â“ wave

length °«â“ß¡“° °Á·ª≈«à“«—μ∂ÿπ—Èπ·¢Áß¡“° ´÷Ëß MRE ¡’§«“¡·¡àπ¬”„π°“√·¬° fi-

brosis ∑ÿ° stage ‰¥â¥’°«à“ TE4 ®“° Meta-analysis ∑’Ë√«¡°“√»÷°…“·∫∫ retro-

spective studies 12 °“√»÷°…“ ‚¥¬¡’ chronic hepatitis C 47.1% √Õß≈ß¡“‡ªìπ

NAFLD (16.5%) ·≈– chronic hepatitis B (11.6%) μ“¡≈”¥—∫ æ∫«à“ optimal

cut-off value ∑’Ë®– rule out ¿“«– fibrosis ∑ÿ° stage (<F1) §◊Õ 3.45 kPa  à«π§à“

cut-off ∑’Ë∫Õ°∂÷ß significant fibrosis (≥F2) ‡∑à“°—∫ 3.66 kPa ·≈– ”À√—∫ cir-

rhosis (F4) §◊Õ 4.71 kPa5 „π Society of Radiologists Ultrasound Consen-

sus Conference Statement ªï 2014 ‰¥â·π–π”§à“ cut-off ¢Õß MRE  ”À√—∫

chronic hepatitis C ¢Õß∫√‘…—∑ GE, Siemens ·≈– Phillips §◊Õ >3 kPa  ”À√—∫

fibrosis ∑’Ë ≥ F2 ·≈– >5 kPa  ”À√—∫ cirrhosis (F4)3 ‚¥¬Àπà«¬ kPa „π MRE

π—Èπ‡ªìπ§à“ Shear modulus ́ ÷Ëßμà“ß°—∫§à“ kPa ¢Õß TE (Fibroscan®) ́ ÷Ëß‡ªìπ Young

modulus ¥—ßπ—Èπ §à“ LSM ∑’Ë«—¥‰¥â®“° MRE ·≈– TE ®–‡Õ“¡“‡ª√’¬∫‡∑’¬∫°—π

‰¡à‰¥â ∂÷ß·¡â«à“®–¡’Àπà«¬‡À¡◊Õπ°—π°Áμ“¡ ¢âÕ®”°—¥¢Õß MRE §◊ÕμâÕßÕ“»—¬§«“¡

√à«¡¡◊Õ¢ÕßºŸâªÉ«¬„π°“√°≈—ÈπÀ“¬„® ¡’√–¬–‡«≈“∑”π“π°«à“ ·≈–¡’√“§“·æß°«à“ LSM

Õ¬à“ß¡’π—¬ ”§—≠

Õ—≈μ√“´“«π¥åÕ’≈“ ‚μ°√“øï (Ultrasound Elastography) π—Èπ¡’À—«μ√«®

∑’Ë¡’√Ÿª√à“ß‡À¡◊Õπ°—∫À—«μ√«®¢ÕßÕ—≈μ√“´“«π¥å∑—Ë«‰ª  “¡“√∂· ¥ßº≈∫π®Õ‡ªìπ¿“æ

B-mode ´÷Ëß· ¥ß„Àâ‡ÀÁπ∂÷ß Anatomy ¥—ß‡™àπÕ—≈μ√“´“«π¥å∑—Ë«‰ª ®÷ß∑”„ÀâºŸâμ√«®

 “¡“√∂¡Õß‡ÀÁπ ·≈– “¡“√∂‡≈◊Õ°∫√‘‡«≥∑’Ë®–«—¥ elastography ‰¥âÕ¬à“ß‡À¡“– ¡

‚¥¬À≈’°‡≈’Ë¬ßμ”·Àπàß∑’Ë‡ªìπÀ≈Õ¥‡≈◊Õ¥ °âÕπ‡π◊ÈÕ ·≈–∫√‘‡«≥‡π◊ÈÕμ—∫∑’ËÕ¬Ÿà„°≈â liver

capsule ´÷Ëß®–∑”„Àâ§à“ stiffness  Ÿß°«à“§«“¡‡ªìπ®√‘ß‰¥â6 ‚¥¬¡’°“√‡μ√’¬¡ºŸâªÉ«¬
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‡À¡◊Õπ°—∫°“√∑”Õ—≈μ√“´“«π¥å∑—Ë«‰ª¥—ßπ’È

°“√‡μ√’¬¡ºŸâªÉ«¬7

1) „ÀâºŸâªÉ«¬ß¥Õ“À“√Õ¬à“ßπâÕ¬ 2 ™—Ë«‚¡ß ·≈–πÕπæ—°Õ¬à“ßπâÕ¬ 10 π“∑’

°àÕπ‡√‘Ë¡∑”°“√μ√«®

2) ®—¥∑à“„ÀâºŸâªÉ«¬πÕπÀß“¬ ¬°·¢π¢«“«“ß¢÷Èπ‡Àπ◊Õ»’√…– ·≈–·π–π”„Àâ

ºŸâªÉ«¬™à«¬°≈—ÈπÀ“¬„®™—Ë«¢≥– ¢≥–∑’Ë«—¥ liver stiffness ‡π◊ËÕß®“°°“√À“¬„®‡¢â“-

ÕÕ°≈÷° ®–¡’º≈μàÕ°“√«—¥

3) Probe ultrasound ®–«“ß∑’Ë Right intercostal space ´÷Ëß‡ªìπ

∫√‘‡«≥¢Õß right lobe of liver ´÷Ëß‡ªìπμ”·Àπàß∑’Ë —¡æ—π∏å°—∫ liver stiffness ¡“°

∑’Ë ÿ¥

°“√μ√«® Ultrasound Elastrography

°àÕπÕ◊ Ëπ®–¢Õ°≈à“«∂÷ßπ‘¬“¡¢Õß§”»—æ¬å∑’ Ë‡°’ Ë¬«¢âÕß°—∫ Ultrasound

elastrography °àÕπ¥—ßπ’È

Stiffness À√◊Õ§«“¡·¢Áß·°√àß §◊Õ §«“¡ “¡“√∂¢Õß«—μ∂ÿ„π°“√μâ“π∑“π

μàÕ°“√‡ª≈’Ë¬π·ª≈ß√Ÿª√à“ß‡¡◊ËÕ¡’·√ß (stress) ¡“°√–∑” ¥—ßπ—Èπ «—μ∂ÿ∑’Ë¡’ Stiffness

 Ÿß À√◊Õ¡’§«“¡·¢Áß¡“° °Á®–¡’Õ—μ√“ à«π¢Õß°“√‡ª≈’Ë¬π·ª≈ß√Ÿª√à“ß (strain) πâÕ¬

π—Ëπ‡Õß

Elasticity À√◊Õ  ¿“æ¬◊¥À¬ÿàπ ( ÷́ËßÕπÿ¡“π‰¥â«à“μ√ß°—π¢â“¡°—∫ stiffness)

À¡“¬∂÷ß §ÿ≥ ¡∫—μ‘¢Õß«—μ∂ÿ∑’Ë “¡“√∂‡ª≈’Ë¬π·ª≈ß√Ÿª√à“ß‰¥â‡¡◊ËÕ¡’·√ß (stress) ¡“

°√–∑” ·≈–®–°≈—∫§◊π Ÿà√Ÿª√à“ß‡¥‘¡‰¥â‡¡◊ËÕπ”‡Õ“·√ß°√–∑”π—ÈπÕÕ°‰ª ´÷ËßÕ—μ√“ à«π

¢Õß√Ÿª√à“ß∑’Ë‡ª≈’Ë¬π·ª≈ß‰ª¢Õß«—μ∂ÿμàÕ√Ÿª√à“ß‡¥‘¡π—Èπ‡√’¬°«à“ strain À√◊Õ§«“¡‡§√’¬¥

Elastography À√◊Õ Elastic imaging ‡ªìπ°“√«—¥ stiffness ¢Õß«—μ∂ÿ

‚¥¬„™â‡∑§π‘§¢Õß imaging ‡¢â“™à«¬„π°“√«—¥

Acoustic radiation force impulse (ARFI) §◊Õ‡∑§‚π‚≈¬’∑’Ë„™â·√ß®“°

§≈◊Ëπ‡ ’¬ß (acoustic radiation force) ∑”„Àâ‡π◊ÈÕ‡¬◊ËÕ‡°‘¥°“√‡§≈◊ËÕπμ”·Àπàß (dis-
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placement) Õ—π‡ªìπº≈„Àâ‡°‘¥°“√‡ª≈’Ë¬π·ª≈ß√Ÿª√à“ß¢Õß‡π◊ÈÕ‡¬◊ËÕ ·≈– shear wave

μ“¡¡“

ªí®®ÿ∫—π ultrasound elastography Õ“®®–·∫àßμ“¡≈—°…≥–°“√«—¥‰¥â‡ªìπ

2 °≈ÿà¡„À≠à ‰¥â·°à

Strain Elastography (SE) ·≈– Shear Wave Elastography (SWE)

Strain Elastography (SE): · ¥ß°“√«—¥ tissue stiffness ÕÕ°¡“‚¥¬

„™âÀ≈—°°“√¢Õß°“√‡ª≈’Ë¬π·ª≈ß√Ÿª√à“ß (strain) ¢Õß«—μ∂ÿ‡¡◊ËÕ¡’·√ß (stress) ¡“°√–∑”

«—μ∂ÿ∑’Ë‡ª≈’Ë¬π√Ÿª√à“ß‰¥âπâÕ¬ (low strain) ®–¡’§«“¡·¢Áß·°√àß¡“° (high stiffness)

´÷Ëß ®–¡’ª√–‚¬™πå„π°“√„™â«—¥ stiffness ¢Õß√Õ¬‚√§∑’Ë‡ªìπ°âÕπ ‡™àπ Pancreatic

mass, liver mass, breast mass ·≈– thyroid mass ‚¥¬‰¡à‰¥â¡’°“√π” strain

elastography ¡“„™â«—¥ liver parenchymal stiffness ®÷ß®–‰¡à‰¥â≈ß√“¬≈–‡Õ’¬¥

¢Õß SE „π∑’Ëπ’È

Shear Wave Elastography (SWE): ‡ªìπ°“√«—¥§«“¡‡√Á«¢Õß shear

wave (shear wave speed; SWS) ‚¥¬Õ“»—¬À≈—°°“√∑’Ë«à“‡¡◊ËÕ¡’·√ß¡“°√–∑”°—∫

«—μ∂ÿÀ√◊Õ tissue π—ÈπÊ ®–¡’ shear wave ·ºàÕÕ°·π«¥â“π¢â“ß®“°®ÿ¥∑’Ë∂Ÿ°·√ßπ—Èπ

¡“°√–∑” ‡À¡◊Õπ°—∫§≈◊ËππÈ”∑’Ë°√–®“¬μ—«ÕÕ°‡ªìπ√Ÿª«ß°≈¡ ‡¡◊ËÕ¡’°“√‚¬π°âÕπÀ‘π≈ßπÈ”

shear wave ®–‡§≈◊ËÕπºà“π«—μ∂ÿ∑’Ë·¢Áß°«à“‰¥â‡√Á«°«à“«—μ∂ÿ∑’ËÕàÕππÿà¡°«à“ SWS ®–«—¥

‡ªìπÀπà«¬ m/sec ´÷Ëß “¡“√∂·ª≈ß‡ªìπ kPa of Youngûs modulus ‡À¡◊Õπ TE ‰¥â

‚¥¬„™â ¡°“√ E = 3ρcs
2 (E= kPa of Young modulus, ρ=density of tissue

expressed (kg/m3) ·≈– cs = shear wave speed

„πªí®®ÿ∫—π¡’ ultrasound elastography ∑’Ë‡ªìπ SWE 2 ™π‘¥ §◊Õ Point

shear wave elastography (pSWE) ·≈– Multidimensional shear wave

elastography (2D-SWE) ¥—ß®–°≈à“«μàÕ‰ª

Point Shear Wave Elastography (pSWE)

§‘¥§âπ‚¥¬∫√‘…—∑ Siemens (Virtual Touch Tissue Qualification;
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VTQ®) ‚¥¬„™â ARFI ®“°À—«Õ—≈μ√“´“«π¥å ‡ªìπ push pulse „π°“√∑”„Àâ‡°‘¥ shear

wave ·≈â««—¥§«“¡‡√Á«¢Õß shear wave (shear wave speed; SWS) „π°√Õ∫

¢Õß∫√‘‡«≥∑’Ë π„® ´÷Ëß‡√’¬°°√Õ∫π—Èπ«à“ region of interest (ROI) ‚¥¬®–«—¥

§«“¡‡√Á«¢Õß Shear wave ∑’Ë‡§≈◊ËÕπ∑’Ë®“°¥â“πÀπ÷Ëß‰ªÕ’°¥â“πÀπ÷Ëß¢Õß°√Õ∫ ROI (¿“æ

∑’Ë 1)8 ®Õ· ¥ß¿“æ ®–· ¥ß‡ªìπ¿“æ B-mode ‡æ◊ËÕ‡ªìπª√–‚¬™πå„π°“√™à«¬‡≈◊Õ°

μ”·Àπàß¢Õß ROI „π°“√«—¥ SWS (¿“æ∑’Ë 2)8 ´÷Ëß°“√∑” Elastography ™π‘¥π’È®–

¡’°“√§«∫§ÿ¡§ÿ≥¿“æ¢Õß°“√«—¥ SWS ‚¥¬ SWS estimation algorithms

·≈–¡’· ¥ßº≈°“√«—¥ LSM ‡ªìπ§à“‡©≈’Ë¬¢Õß§«“¡‡√Á« shear wave7

ªí®®ÿ∫—π¡’ pSWE ∑’Ëæ—≤π“‚¥¬∫√‘…—∑Õ◊ËπÊ ‡æ‘Ë¡‡μ‘¡¢÷Èπ¡“ ‰¥â·°à Esaote,

GE, Hitachi, Philips and Samsung.

 ”À√—∫§à“ cut-off ¢Õß liver stiffness ¡’°“√»÷°…“‚¥¬„™â VTQ® „πÕ“ “

 ¡—§√ª°μ‘®”π«π 20 √“¬ æ∫«à“§à“‡©≈’Ë¬¢Õß SWS „πÕ“ “ ¡—§√ª°μ‘§◊Õ 1.13 ±

¿“æ∑’Ë 1 À≈—°°“√¢Õß Siemens (Virtual Touch Tissue Qualification; VTQ®) ®“°∑’Ë longitudinal

ARFI pulse (‡ âπ¥”∑÷∫) ∑”„Àâ‡°‘¥ Tissue displacement ·≈â«¡’ Shear wave ‡°‘¥

¢÷Èπ‚¥¬√Õ∫∫√‘‡«≥∑’Ë∂Ÿ°°√–μÿâπ§«“¡‡√Á«¢Õß shear wave (Shear wave speed; SWS)

®–∂Ÿ°«—¥„π∫√‘‡«≥ ROI ¢π“¥ 4*5 mm ‚¥¬ ultrasound tracking beam (‡ âπª√–)8
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0.23 m/sec ·≈–„πºŸâªÉ«¬ chronic viral hepatitis 81 √“¬ ‡∑’¬∫°—∫º≈ liver

biopsy ´÷Ëß à«π„À≠à‡ªìπºŸâªÉ«¬ chronic viral hepatitis C (79%) æ∫«à“¡’§à“ cut-

off  ”À√—∫ significant fibrosis (F2; Metavir) ‡∑à“°—∫ 1.64 m/sec ‚¥¬¡’

AUROC=0.84 ´÷Ëß‰¡àμà“ß®“° TE (Fibroscan®) ∑’Ë¡’ AUROC=0.86 ·≈– §à“ cut-

off ¢Õß cirrhosis (F4) ‡∑à“°—∫ 2.26 m/sec ‚¥¬¡’ AUROC=0.91 ‡∑à“°—∫ TE8

Society of Radiologists in Ultrasound Consensus Conference

Statement ‰¥â·π–π”§à“ cut-off „πºŸâªÉ«¬ chronic hepatitis C ¢Õß Siemens

(VTQ®) ·≈– Phillips (ElastPQ®) ́ ÷Ëß§à“‰¥â·π–π”§à“ cut-off ¢Õß Siemens (VTQ®)

«à“À“°§à“ SWS <1.2 m/sec ®– “¡“√∂ exclude ¿“«– significant fibrosis (<F2)

‰¥â ·≈–§à“ SWS ∑’ ≥2.2 m/sec (‡∑’¬∫‡∑à“°—∫ 15 kPa) ‡ªìπ§à“ cut-off ¢Õß cirrho-

sis (F4)2  à«π¢Õß Phillips (ElastPQ®) π—Èπ‰¥â¡’°“√·π–π”§à“ cut-off ∑’Ë “¡“√∂

„™â exclude ¿“«– significant fibrosis (<F2) ¢Õß chronic viral hepatitis C

§◊Õ < 1.37 m/sec ·≈–§à“∑’Ë ≥2.2 m/sec  ”À√—∫«‘π‘®©—¬ cirrhosis2,9

¿“æ∑’Ë 2 ¿“æ B-mode ¢Õß pSWE ·≈– ROI (region of interest) ́ ÷Ëß‡ªìπ∫√‘‡«≥∑’Ë«—¥§«“¡‡√Á«¢Õß

Shear wave (SWS)8
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¢âÕ¡Ÿ≈¢Õß chronic viral hepatitis B ¬—ß§ß¡’®”°—¥  ”À√—∫ Siemens

(VTQ®) ∑’Ë»÷°…“„πºŸâªÉ«¬ chronic viral hepatitis B æ∫«à“ §à“ cut-off  ”À√—∫

significant fibrosis (≥F2) ‡∑à“°—∫ 1.35 m/sec ‚¥¬¡’ AUROC 0.88 ·≈–§à“ cut-

off ¢Õß cirrhosis (F4) ‡∑à“°—∫ 1.87 m/sec ‚¥¬¡’ AUROC 0.9310,11 ¡’°“√»÷°…“

Àπ÷Ëß∑’Ë„™â Phillips (ElastPQ®) «—¥§à“ fibrosis „π ºŸâªÉ«¬ chronic viral hepatitis

B 291 √“¬ ‚¥¬«—¥ SWS ·≈â«„™â ¡°“√§”π«≥ ·≈â«· ¥ßº≈„π√Ÿª·∫∫¢Õß kPa of

Youngûs Modulus æ∫«à“ §à“ cut-off ¢Õß significant fibrosis (S2; Scheuer

scoring system) §◊Õ ≥6.99 ‚¥¬¡’§à“ AUROC 0.94 ·≈– cut-off ¢Õß cirrhosis

(S2; Scheuer scoring system) §◊Õ ≥9.00 ‚¥¬¡’§à“ AUROC 0.8912

 ”À√—∫ºŸâªÉ«¬„π°≈ÿà¡ NALFD ‰¥â¡’°“√»÷°…“·∫∫ Meta-analysis √«∫√«¡

∑—ÈßÀ¡¥ 7 °“√»÷°…“„πÕ‡¡√‘°“ ¬ÿ‚√ª ·≈–‡Õ‡™’¬(≠’ËªÿÉπ) ‚¥¬∑ÿ°°“√»÷°…“„™â Siemens

(VTQ®) æ∫«à“ pSWE  “¡“√∂„π°“√∫àß∫Õ°∂÷ß¿“«– significant fibrosis ‚¥¬¡’

diagnostic odd ratio ‡∑à“°—∫ 30.13 (95% CI: 12.08-75; chi- squared = 14.59,

p=0.0237) ·μà¡’ sensitivity ‡æ’¬ß 80.2%13 ·≈–®“°¢âÕ¡Ÿ≈¢Õß TE (Fibroscan®)

∑’Ëæ∫«à“ ºŸâªÉ«¬∑’Ë¡’ steatosis > 66% ®–¡’§à“ liver stiffness measurement (LSMs)

‡æ‘Ë¡¢÷Èπ‰¥â14 ∑”„Àâ‡°‘¥ False positive „π°“√«‘π‘®©—¬ significant fibrosis ‰¥âπ—Èπ

ªí®®ÿ∫—π¬—ß‰¡à¡’°“√»÷°…“∂÷ßº≈¢Õß steatosis ∑’Ë¡’μàÕ SWS „π pSWE

„π°≈ÿà¡ºŸâªÉ«¬ Alcoholic liver disease (ALD) ¬—ß¡’¢âÕ¡Ÿ≈¢Õß pSWE

‰¡à¡“°π—° ‚¥¬ VTQ® ·μà¬—ß‰¡à¡’§à“ cut-off ∑’Ë¥’æÕ„π°“√™à«¬·¬°¿“«– signifi-

cant fibrosis °—∫ severe fibrosis ·≈– cirrhosis15,16

Multidimensional shear wave elastography (2D-SWE):

«‘∏’π’È®–¡’ ROI ∑’Ë„À≠à¢÷Èπ ®“°æ◊Èπ∑’Ë 0.5-1cm3 „π pSWE ‡æ‘Ë¡‡ªìπæ◊Èπ∑’Ë∂÷ß

20 cm3 ºŸâ∑” “¡“√∂‡≈◊Õ°μ”·Àπàß¢Õß ROI ‰¥â ·≈– “¡“√∂ √â“ß¿“æ‡ªìπ ’ À√◊Õ

 ‡°≈¢“«-¥”‰¥â¥—ß¿“æ∑’Ë 3 ‚¥¬μ—«‡§√◊ËÕß “¡“√∂§”π«≥º≈ÕÕ°¡“„π√Ÿª¢Õß §à“‡©≈’Ë¬

(mean), §à“‡∫’Ë¬ß‡∫π¡“μ√∞“π (standard deviation), §à“μË” ÿ¥ (minimum val-

ues) ·≈– §à“ Ÿß ÿ¥ (maximum values) ¢Õß SWS ∑’Ë¡’Àπà«¬‡ªìπ m/sec À√◊Õ
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kPa „π Youngûs modulus

ªí®®ÿ∫—π ‡∑§‚π‚≈¬’π’ È‰¥â∂Ÿ°æ—≤π“‚¥¬À≈“¬∫√‘…—∑ ‰¥â·°à Siemens

S3000TM, SuperSonic Imagine (SSI) AixplorerTM ùreal-timeû 2D-SWE

images, Toshiba, GE, Philips ·≈– Mindray

¡’°“√»÷°…“ 2D-SWE ∑’Ë„™â SuperSonic Imagine (SSI) AixplorerTM

„π°“√«—¥ stiffness „π°≈ÿà¡ºŸâªÉ«¬ chronic hepatitis C ®”π«π 121 √“¬ æ∫«à“

¡’§«“¡·¡àπ¬”„π°“√«‘π‘®©—¬∑—Èß„π°≈ÿà¡ Significant fibrosis (F2), Advanced fi-

brosis (F3) ·≈– cirrhosis (F4) ‡¡◊ËÕ„™âº≈ liver biopsy „π°“√Õâ“ßÕ‘ß Õ’°∑—Èß¬—ß

¡’§«“¡·¡àπ¬”°«à“ TE ´÷Ëß§à“ AUROCs  ”À√—∫°“√·¬°√–À«à“ß F0-F1 °—∫ F2-F4

„π 2D-SWE ¡’§«“¡·¡àπ¬”°«à“„π TE Õ¬à“ß¡’π—¬ ”§—≠‹ (p=0.0002) ‚¥¬æ∫«à“§à“

AUROCs ¢Õß 2D-SWE ‡∑à“°—∫0.92 (95% confidence interval [CI]: 0.85-0.96)

·≈– AUROCs ¢Õß TE ‡∑à“°—∫ 0.84 (95% CI: 0.76-0.9)  ”À√—∫°“√·¬°√–À«à“ß

F0-F2 °—∫ F3-F4 π—Èπ 2D-SWE °—∫ TE ¡’§«“¡ “¡“√∂„π°“√·¬°‰¥â‰¡à·μ°μà“ß

°—π (p=0.14) ‚¥¬„π 2D-SWE ¡’§à“ AUROCs ‡∑à“°—∫ 0.98 (95% CI: 0.94-1.00)

·≈–„π TE ¡’§à“ AUROCs ‡∑à“°—∫ 0.96 (95% CI: 0.90-0.99)  à«π§«“¡ “¡“√∂

¿“æ∑’Ë 3 μ—«Õ¬à“ß®Õ· ¥ß¿“æ 2D-SWE ¢Õß Philips EPIQTM ́ ÷Ëß “¡“√∂‡≈◊Õ°„Àâ· ¥ß ’„π°√Õ∫

ROI ‡æ◊ËÕ‡ªìπ ’∑’Ë‡ªìπ ‡°≈μ—«·∑π¢Õß§«“¡‡Àπ’¬«¢Õß‡π◊ÈÕ‡¬◊ËÕ7
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„π°“√«‘π‘®©—¬«à“‡ªìπ cirrhosis (F4) „π°≈ÿà¡ chronic hepatitis C π—Èπæ∫«à“∑—Èß

2D-SWE ·≈– TE ¡’§«“¡·¡àπ¬” Ÿß¡“°∑—Èß§Ÿà ‚¥¬§à“ AUROCs ¢Õß 2D-SWE

‡∑à“°—∫ 0.98 (95% CI: 0.93-1.00) ·≈–§à“ AUROCs ¢Õß TE ‡∑à“°—∫ 0.96 (95%

CI: 0.91-0.99)17 Õ’°°“√»÷°…“Àπ÷Ëß‰¥â subgroup analysis °≈ÿà¡ ∑’Ë¡’ BMI >30

kg/m2 ‚¥¬¡’ºŸâªÉ«¬ chronic hepatitis C „π°≈ÿà¡π’È 57% æ∫«à“ §«“¡ “¡“√∂„π

°“√«—¥ LSM „π 2D-SWE ‚¥¬‡∑§‚π‚≈¬’ SuperSonic Imagine (SSI)

AixplorerTM ∑’Ë∫√‘‡«≥ Right lobe liver ¥’æÕÊ°—∫ TE ‚¥¬¡’ unreliable LSM

‡æ’¬ß 9% ·≈– 6.7% μ“¡≈”¥—∫ „π¢≥–π’È °“√«—¥ LSM ‚¥¬ SSI ∑’Ë Left lobe of

liver ¡’§à“ unreliable LSM  Ÿß∂÷ß 34.8%18 ´÷Ëß∑”„Àâ‡ÀÁπ«à“‰¡à§«√‡≈◊Õ°«—¥ LSM

∑’Ë Left lobe of liver Õ¬à“ß‰√°Áμ“¡æ∫«à“ ultrasound elastography °Á¬—ß¡’¢âÕ

®”°—¥‡À¡◊Õπ°—∫ TE §◊Õ¡’‚Õ°“ ∑’Ë®–«—¥‰¥â‰¡à ”‡√Á® À“°ºŸâªÉ«¬¡’™àÕß´’Ë‚§√ß∑’Ë·§∫

À√◊ÕÕâ«π ‚¥¬‡©æ“–ºŸâªÉ«¬∑’Ë¡’ BMI ¡“°°«à“ 32 kg/m217 EFSUMB 2017 ·π–π”

«à“ 2D-SWE  “¡“√∂„™â„π°“√ª√–‡¡‘πæ—ßº◊¥„π‡π◊ÈÕμ—∫„π°≈ÿà¡ºŸâªÉ«¬ chronic hepa-

titis C ‰¥â ‚¥¬®–¥’∑’Ë ÿ¥∂â“„™â„π°“√ rule out ¿“«– cirrhosis7

„π°≈ÿà¡ºŸâªÉ«¬ chronic hepatitis B π—Èπ °“√»÷°…“ à«π„À≠à¡—°®–„™â

‡∑§‚π‚≈¬’ SuperSonic Imagine (SSI) AixplorerTM ‡™àπ°—π æ∫«à“ 2D-SWE

°—∫ TE ¡’§«“¡·¡àπ¬”„π°“√«‘π‘®©—¬¿“«– cirrhosis (F4) „π°≈ÿà¡ºŸâªÉ«¬∑’Ë¡’ ALT

‰¡à‡°‘π 2 ‡∑à“ (mean ALT=69 U/L) ‰¥â¥’¡“°∑—Èß§Ÿà ‚¥¬¡’ AUROCs ‡∑à“°—∫ 0.98

·≈– 0.92 μ“¡≈”¥—∫ ´÷Ëß„π 2D-SWE ¡’ optimal cut-off  ”À√—∫ F4 ‡∑à“°—∫ 11.7

kPa ·μà 2D-SWE ®–¡’§«“¡·¡àπ¬”„π°“√«‘π‘®©—¬ significant fibrosis (F2) ·≈–

advanced fibrosis(F3) ¡“°°«à“ TE ‚¥¬¡’ AUROCs 0.88 versus 0.78 ·≈–

0.93 versus 0.83 μ“¡≈”¥—∫19

2D-SWE „πºŸâªÉ«¬°≈ÿà¡ NAFLD ªí®®ÿ∫—π¡’¢âÕ¡Ÿ≈§àÕπ¢â“ßπâÕ¬ ·μà°Áæ∫«à“

¡’§«“¡·¡àπ¬”„π°“√«—¥æ—ßº◊¥„π‡π◊ÈÕμ—∫‰¥âæÕÊ°—∫ TE ·≈– pSWE (Siemens

VTQ®)  à«π¢âÕ®”°—¥„π°“√«—¥ LSM ‰¡à ”‡√Á® ‡™àπ BMI ∑’Ë¡“°°«à“À√◊Õ‡∑à“°—∫ 30

kg/m2 ·≈–¢π“¥√Õ∫‡Õ«∑’Ë¡“°°«à“À√◊Õ‡∑à“°—∫ 102 cm ∑’Ëæ∫„π TE π—Èπ °Áæ∫«à“

‡ªìπ¢âÕ®”°—¥¢Õß 2D-SWE ‡™àπ°—π §à“ cut-off ¢Õß 2D-SWE „π F2, F3 ·≈– F4
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‡∑à“°—∫ 6.3, 8.3 ·≈– 10.5 kPa μ“¡≈”¥—∫20

 ”À√—∫ºŸâªÉ«¬„π°≈ÿà¡ Alcoholic liver disease ºŸâªÉ«¬ 161 √“¬∑’Ë‰¥â√—∫

°“√ª√–‡¡‘π liver stiffness ∑—Èß«‘∏’ 2D-SWE (SSI) ·≈– TE æ∫«à“ ¡’§à“ cut-off

¢Õß Ishak 3 ‡∑à“°—∫ 10.2 ·≈– 9.6 kPa μ“¡≈”¥—∫ ·≈–§à“ cut-off ¢Õß cirrhosis

(Ishak 5) ‡∑à“°—∫ 16.4 ·≈– 19.7 kPa μ“¡≈”¥—∫21

¢âÕ§«√√–«—ß„π°“√·ª≈º≈ Ultrasound Elastography

EFSUMB ‰¥â·π–π”¢âÕ√–¡—¥√–«—ß„π°“√·ª≈º≈ LSM ®“° ultrasound

elastography7 ‚¥¬Õâ“ßÕ‘ß®“°¢âÕ¡Ÿ≈¢Õß TE (Fibroscan®) æ∫«à“À≈“¬¿“«– ∑”„Àâ

§à“ LSM ‡æ‘Ë¡¢÷Èπ‰¥â ‚¥¬‰¡à —¡æ—π∏å°—∫¿“«– fibrosis ‰¥â·°à ¿“«– liver inflamma-

tion ‚¥¬ §à“ AST À√◊Õ ALT ∑’Ë¡“°°«à“ 5 ‡∑à“7 ¿“«– obstructive cholestasis22 ·≈–

¿“«– liver congestion23

 √ÿª

Ultrasound elastography ‡ªìπ‡∑§‚π‚≈¬’„À¡à ∑’Ë√“§“‰¡à·æß ‡¡◊ËÕ‡∑’¬∫

°—∫ MRE ∑’Ë¡’§«“¡·¡àπ¬” Ÿß ´÷Ëß “¡“√∂∑”„π§√—Èß‡¥’¬«°—∫°“√∑”Õ—≈μ√“´“«π¥å

‡æ◊ËÕ°“√«‘π‘®©—¬∑—Ë«‰ª ¡’°“√»÷°…“∑—Èß„π°“√«—¥ stiffness ¢Õß√Õ¬‚√§∑’Ë‡ªìπ°âÕπ ·≈–

liver parenchyma ‚¥¬®–‡ÀÁπ«à“¡’À≈“¬∫√‘…—∑‰¥âº≈‘μ‡∑§‚π‚≈¬’π’ÈÕÕ°¡“„™â ∂÷ß

·¡â«à“‡°◊Õ∫∑ÿ°°“√»÷°…“®–¡’§«“¡·¡àπ¬”‡™àπ‡¥’¬«°—∫ TE ∑’Ë¡’°“√„™âÕ¬à“ß·æ√àÀ≈“¬

·μà°Á¬—ß‰¡à¡’°“√·π–π”§à“ cut-off ∑’Ë™—¥‡®π ¬°‡«âπ„πºŸâªÉ«¬°≈ÿà¡ chronic hepati-

tis C °“√π”μ—«‡≈¢§à“ cut-off „π·μà≈–°“√»÷°…“‰ªª√—∫„™â∑“ß§≈‘π‘°§«√®–μâÕß

§”π÷ß∂÷ßª√–™“°√„π°“√»÷°…“´÷Ëß¡’ “‡Àμÿ¢Õß chronic liver disease μà“ßÊ°—π

Õ’°∑—ÈßμâÕß„Àâ§«“¡ π„®∂÷ß‡§√◊ËÕßÕ—≈μ√“´“«π¥å„π·μà≈–√ÿàπ∑’Ë„™â„π°“√»÷°…“π—ÈπÊ

·≈–‡§√◊ËÕßÕ—≈μ√“´“«π¥å∑’Ë¡’„π‚√ßæ¬“∫“≈‡ ¡Õ ‡æ√“–‡§√◊ËÕßÕ—≈μ√“´“«π¥å∑’Ëº≈‘μ

®“°μà“ß∫√‘…—∑°—π ®–¡’§à“ cut-off ∑’Ëμà“ß°—π ¢âÕ¥’¢Õß ultrasound elastography

∑’Ë‡Àπ◊Õ°«à“ TE §◊Õ°“√· ¥ßº≈∑’Ë‡ÀÁπ·∫∫¿“æ B-mode ·∫∫Õ—≈μ√“´“«π¥å∑—Ë«‰ª

·≈– “¡“√∂‡≈◊Õ°∫√‘‡«≥∑’Ë π„®®–»÷°…“‰¥â ‚¥¬Õ“»—¬¿“æ B-mode ‡ªìπμ—«™à«¬
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 ”À√—∫·π«‚πâ¡„π»÷°…“°“√«—¥æ—ßº◊¥„π‡π◊ÈÕμ—∫π—Èπ ®–π‘¬¡°“√«—¥·∫∫ 2D-

SWE ‡æ‘Ë¡¡“°¢÷Èπ‡æ√“–¡’ ROI ¡“°°«à“ Õ’°∑—Èß “¡“√∂‡≈◊Õ°®Õ· ¥ßº≈„Àâ¡’°“√

· ¥ß¿“æ ’À√◊Õ ‡°≈¢“«-¥”∑’Ë‡ªìπμ—«·∑π¢Õß§«“¡‡Àπ’¬«¢Õß‡π◊ÈÕ‡¬◊ËÕ„π ROI

®“°¢âÕ¡Ÿ≈„π¢ÕßÕ—≈μ√“´“«π¥åÕ’≈“ ‚μ°√“øïªí®®ÿ∫—π∑’Ë»÷°…“°≈ÿà¡ chronic

hepatitis C ‡ªìπ à«π„À≠à πà“®–‡ªìπ‚Õ°“ ∑’Ë·æ∑¬å “¡“√∂»÷°…“«‘®—¬‡æ‘Ë¡‡μ‘¡

‡æ◊ËÕÀ“§à“ optimal cut-off „πª√–‡∑»‰∑¬ ́ ÷Ëß¡’ºŸâªÉ«¬ chronic hepatitis B ¡“°°

«à“
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69Eosinophilic Esophagitis

Eosinophilic Esophagitis
πæ.®‘μμåæ—≤πå ∂πÕ¡∏’√–π—π∑å

πæ.‡©≈‘¡√—∞ ∫—≠™√‡∑«°ÿ≈
Àπà«¬‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ ‚√ßæ¬“∫“≈√“™«‘∂’

Review Article

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

„πÕ¥’μ Eosinophilic esophagitis (EoE) ∂◊Õ«à“‡ªìπ¿“«–∑’Ëæ∫‰¥âπâÕ¬

·μà„πªí®®ÿ∫—πæ∫«à“‡ªìπ¿“«–∑’Ë‰¥â√—∫°“√«‘π‘®©—¬‰¥â∫àÕ¬æÕ ¡§«√„π‡¥Á°∑’Ë¡“¥â«¬

Õ“°“√√—∫Õ“À“√‰¡à‰¥â À√◊Õ„πºŸâ„À≠à∑’Ë¡“¥â«¬Õ“°“√°≈◊πμ‘¥À√◊Õ°≈◊π≈”∫“°1 ‚¥¬¡’

°“√√“¬ß“π∂÷ß¿“«–π’È∑—Ë«‚≈° ·μà‰¥â√—∫°“√»÷°…“¡“°„πΩíòßμ–«—πμ° ‚¥¬¡’§«“¡™ÿ°

Õ¬Ÿà∑’Ë√âÕ¬≈– 0.4 ∑—Èß„πºŸâªÉ«¬‡¥Á°·≈–ºŸâ„À≠à2 ‚¥¬„π°“√∑∫∑«π∫∑§«“¡π’È®–°≈à“«

∂÷ßæ¬“∏‘°”‡π‘¥ Õ“°“√·≈–Õ“°“√· ¥ß °“√«‘π‘©—¬ ·≈–°“√√—°…“

æ¬“∏‘°”‡π‘¥ (√Ÿª∑’Ë 1)

ªí®®—¬∑“ßæ—π∏ÿ°√√¡

¢âÕ π—∫ πÿπ«à“ªí®®—¬∑“ßæ—π∏ÿ°√√¡¡’ à«π‡°’Ë¬«¢âÕß„πæ¬“∏‘°”‡π‘¥‚√§ EoE

§◊Õ§«“¡‡ ’¬ßμàÕ°“√‡°‘¥‚√§∑’Ë‡æ‘Ë¡¢÷Èπ¢Õß§√Õ∫§√—«ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√«‘π‘®©—¬ EoE

°“√»÷°…“‚¥¬ Alexander ·≈–§≥– √“¬ß“π«à“ æ’ËπâÕß¢ÕßºŸâªÉ«¬ EoE √âÕ¬≈– 2.4

‰¥â√—∫°“√«‘π‘®©—¬ EoE √à«¡¥â«¬ ´÷Ëß¡’§«“¡‡ ’Ë¬ß Ÿß°«à“ª√–™“°√∑—Ë«‰ª∂÷ß 40 ‡∑à“3

§«“¡™ÿ°¢Õß EoE  Ÿß∂÷ß√âÕ¬≈– 41 „π°≈ÿà¡Ω“·Ω¥‰¢à„∫‡¥’¬«°—π ·≈–√âÕ¬≈– 21

„πΩ“·Ω¥‰¢à§π≈–„∫‡¡◊ËÕ‡∑’¬∫°—∫ª√–™“°√ª°μ‘ ∑”„Àâªí®®—¬®“° ‘Ëß·«¥≈âÕ¡πà“®–¡’

 à«π‡°’Ë¬«¢âÕß¥â«¬ ®“°°“√ª√–‡¡‘π∑“ß ∂‘μ‘¡’°“√§“¥°“√«à“ªí®®—¬∑“ßæ—π∏ÿ°√√¡πà“

®–¡’ à«π‡°’Ë¬«¢âÕßª√–¡“≥√âÕ¬≈– 14.5 ·≈–ªí®®—¬∑“ß ‘Ëß·«¥≈âÕ¡πà“®–¡’ à«π

‡°’Ë¬«¢âÕß√âÕ¬≈– 803
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¡’°“√§âπæ∫¬’π∑’Ë‡°’Ë¬«¢âÕß°—∫ EoE À≈“¬μ—« ‡™àπ thymic stromal

lymphopoietin (TSLP), Calpain 14 (CAPN14), Eotaxin 3 (À√◊Õ‡√’¬°

chemokine C-C motif ligand 26) ·≈–¬’πÕ◊ËπÊ∑’Ë‡°’Ë¬«¢âÕß°—∫ T helper type 2

(Th2) ∑’Ë¡’ à«π —¡æ—π∏å°—∫°√–∫«π°“√Õ—°‡ ∫ ‡™àπ TGF-b ·≈– EMSY (c11orf30

locus)4,5 ‚¥¬®“°°“√»÷°…“≈à“ ÿ¥æ∫«à“ TSLP Õ“®®–‡ªìπμ—«À≈—°„π°“√°√–μÿâπ„Àâ

Th2 ‡°‘¥°√–∫«π°“√Õ—°‡ ∫®π‡°‘¥ EoE6

ªí®®—¬∑“ß ‘Ëß·«¥≈âÕ¡

æ∫«à“ °“√ºà“μ—¥§≈Õ¥ °“√§≈Õ¥°àÕπ°”Àπ¥ °“√‰¥â√—∫¬“ªØ‘™’«π–„π™à«ß

·√°‡°‘¥ °“√·æâÕ“À“√ °“√‰¡à‰¥â‡≈’È¬ß¥Ÿ¥â«¬π¡·¡à ·≈–°“√„™â™’«‘μ„π∑’Ë∑’Ëª√–™“°√

‰¡àÀπ“·πàπ ¡’ à«π‡°’Ë¬«¢âÕß°—∫°“√‡°‘¥ EoE7,8 ÷́ËßÕ“®Õπÿ¡“π‰¥â«à“°“√‰ª√∫°«π°“√

°√–μÿâπ¿Ÿ¡‘§ÿâ¡°—π„π«—¬‡¥Á°π—Èπ∑”„Àâ¡’§«“¡‡ ’Ë¬ß∑’Ë®–‡°‘¥‚√§π’È9 °“√»÷°…“μà“ßÊ· ¥ß

„Àâ‡ÀÁπ«à“ °“√¢“¥°“√ —¡º— °—∫‡™◊ÈÕ®ÿ≈™’æμà“ßÊ„π«—¬‡¥Á°8 ·≈–°“√√∫°«π®ÿ≈™’æμà“ßÊ

„π√à“ß°“¬Õ“®¡’ à«π‡°’Ë¬«¢âÕß¥â«¬ ¥—ß‡™àπ¿“«–¿Ÿ¡‘·æâ (atopic) μà“ßÊ‡™àπ ÀÕ∫À◊¥

·≈–‚√§º◊Ëπ¿Ÿ¡‘·æâº‘«Àπ—ß (atopic dermatitis)10 ®÷ß¡’¢âÕ —ß‡°μ«à“°“√ —¡º— °—∫ ‘Ëß

°√–μÿâπ‡À≈à“π’È„π™à«ß·√°‡°‘¥π—Èπ ∑”„Àâ‡°‘¥°“√‡ª≈’Ë¬π·ª≈ß∑“ß epigenetic ∑”„Àâ

‡æ‘Ë¡‚Õ°“ °“√‡°‘¥‚√§ EoE „πÕπ“§μ9

°“√º‘¥ª°μ‘¢Õß√–∫∫ªÑÕß°—π¢Õß™—Èπ‡¬◊ËÕ∫ÿº‘«

º≈°“√μ√«®‡π◊ÈÕ‡¬◊ËÕ¢ÕßÀ≈Õ¥Õ“À“√„πºŸâªÉ«¬ EoE æ∫«à“ ¡’°“√¢¬“¬μ—«

¢Õß intraepithelial space11 °“√‡ª≈’Ë¬π·ª≈ß¢Õß√–∫∫ªÑÕß°—π¢Õß™—Èπ‡¬◊ËÕ∫ÿº‘«(12)

·≈–¡’ down-regulation ¢Õß‚ª√μ’π∑’Ë¡’ à«π‡°’Ë¬«¢âÕß°—∫°“√∑”Àπâ“∑’ËªÑÕß°—π ‰¥â·°à

filaggrin ·≈– zonulin-111 ·≈– adhesion molecules ‰¥â·°à desmoglein-113

¥—ß„π√Ÿª∑’Ë 1

®“°°“√∑¥≈Õß„πÀâÕß∑¥≈Õßæ∫«à“ Interleukin-13 (IL-13) ‡ªìπμ—«∑”Àπâ“∑’Ë

down-regulate desmoglein-113 ·≈– filaggrin14 ‡¡◊ËÕ¡’°“√‡ª≈’Ë¬π·ª≈ß per-

meability ¢Õß™—Èπ‡¬◊ËÕ∫ÿº‘«π—Èπ15 ∑”„Àâªí®®—¬∑“ß ‘Ëß·«¥≈âÕ¡μà“ßÊ‡¢â“∂÷ß‰¥â¡“°¢÷Èπ °àÕ
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√Ÿª∑’Ë 1. æ¬“∏‘ ¿“æ°”‡π‘¥¢Õß Eosinophilic Esophagitis9 (CCL26 denotes chemokine C-C

motif ligand, TGF transforming growth factor, Th1 type 1 helper T cell, Th2 type 2

helper T cell, and TSLP thymic stromal lymphopoietin

„Àâ‡°‘¥°“√ —¡º— °—∫ antigen μà“ßÊ  àßº≈„Àâ eosinophil ¡“√«¡°≈ÿà¡°—π„π

∫√‘‡«≥À≈Õ¥Õ“À“√

°“√‡æ‘Ë¡°“√∑”ß“π¢Õß Th2 ·≈– Allergic susceptibility

®“°°“√»÷°…“μà“ßÊ π—∫ πÿπ«à“ EoE ¡’ Th2 ‡ªìπμ—«°≈“ß ”§—≠„πæ¬“∏‘
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°”‡π‘¥ ·≈– à«π„À≠à∂Ÿ°°√–μÿâπ‚¥¬Õ“À“√9 ¡’°“√»÷°…“À≈“¬Ê°“√»÷°…“„πºŸâªÉ«¬

EoE √“¬ß“πμ√ß°—π«à“ ºŸâªÉ«¬°≈ÿà¡π’È¡’¿“«– ¿Ÿ¡‘§ÿâ¡°—π‰«μàÕ ‘Ëß·«¥≈âÕ¡·≈–Õ“À“√

·≈–μÕ∫ πÕßμàÕ°“√À≈’°‡≈’Ë¬ßÕ“À“√∑’Ë ß —¬«à“‡ªìπ antigen √«¡∂÷ß¡’Õ“°“√°≈—∫

¡“‡ªìπ´È”‡¡◊ ËÕ√—∫ª√–∑“πÕ“À“√∑’ Ë ß —¬«à“‡ªìπ antigen ¬—ßæ∫Õ’°«à“°“√ Ÿ¥

aeroallergen ‡¢â“‰ª àßº≈„Àâ‡°‘¥°“√μÕ∫ πÕß∑’Ë§≈â“¬°—π„πºŸâªÉ«¬∫“ß§π ´÷ËßÕ“®

· ¥ß„Àâ‡ÀÁπ∂÷ß cross-sensitization °—∫ “√°àÕ¿Ÿ¡‘·æâ„πÕ“À“√ ∑—Èßπ’È¬—ß¡’À≈—°∞“π

«à“ IL-5 ·≈– IL-13 Õ“®‡ªìπμ—«°“√ ”§—≠„πæ¬“∏‘°”‡π‘¥¢Õß EoE9 ‚¥¬æ∫«à“ÀπŸ

∑¥≈Õß∑’Ë‰¡à¡’ IL-5 ®–μ√«®æ∫ eosinophil „π‡π◊ÈÕ‡¬◊ËÕÀ≈Õ¥Õ“À“√πâÕ¬°«à“ÀπŸ

∑¥≈Õßª°μ‘À≈—ß®“°„ÀâÀπŸ∑¥≈Õß∑—Èß Õß™π‘¥ —¡º— °—∫ “√°àÕ¿Ÿ¡‘·æâ √«¡∂÷ß¡’°“√

μ√«®æ∫ IL-13 overexpression „π™‘Èπ‡π◊ÈÕÀ≈Õ¥Õ“À“√¢ÕßºŸâªÉ«¬ ´÷Ëßæ∫«à“¡’ à«π

‡°’Ë¬«¢âÕß°—∫°“√§«∫§ÿ¡ cytokine μà“ßÊ∑—Èß„π°“√∑¥≈Õß„πÀâÕß∑¥≈Õß14 ·≈–„π

ÀπŸ∑¥≈Õß ¬‘Ëß‰ª°«à“π—Èπ¡’°“√∑¥≈Õß·∫∫ prospective æ∫«à“°“√√—°…“‚¥¬°“√„Àâ

anti-IL-5 À√◊Õ anti-IL-13 antibodies  “¡“√∂≈¥®”π«π eosinophil „π

À≈Õ¥Õ“À“√‰¥â∑—Èß„πºŸâªÉ«¬‡¥Á°·≈–ºŸâ„À≠à16,17 πÕ°®“°π’È¬—ß¡’ cytokine-directed

·≈– thymic stromal lymphopoietin-directed proliferation §Õ¬∑”Àπâ“∑’Ë

√«∫√«¡ eosinophils, IgE-bearing mast cells, Th2 lymphocytes, basophils

·≈– natural killer cells9 „πºŸâªÉ«¬ EoE Õ’°¥â«¬

°≈‰°‡¥àπ¢Õß°“√·æâÕ“À“√„π EoE π—Èπ ‡ªìπ non-IgE-mediated pro-

cess ‡æ√“–‡¡◊ËÕ∑¥≈Õß„™â Omalizumab ´÷Ëß‡ªìπ¬“°≈ÿà¡ anti-IgE biologic agent

„πºŸâªÉ«¬ EoE æ∫«à“‰¡à¡’ª√– ‘∑∏‘¿“æ18 ·≈–æ∫«à“°“√‡æ‘Ë¡¢÷Èπ¢Õß eosinophil „π

‡π◊ÈÕ‡¬◊ËÕÀ≈Õ¥Õ“À“√π—Èπ “¡“√∂‡°‘¥‰¥â„πÀπŸ∑¥≈Õß∑’Ë‰¡à¡’ IgE ·≈–‰¡à¡’ B-cell19 √«¡

∂÷ßº≈∑’Ë‰¥â®“°°“√∑¥ Õ∫°“√·æâ∑“ßº‘«Àπ—ß (IgE-based skin test) °Á‰¡à “¡“√∂

∫Õ°‰¥âÕ¬à“ß·¡àπ¬”«à“ºŸâªÉ«¬·æâ “√°àÕ¿Ÿ¡‘·æâ„πÕ“À“√™π‘¥„¥20 °“√»÷°…“‡√Á«Êπ’È¡’

°“√æ∫ IgG4 ∑’Ë¡’§«“¡®”‡æ“–μàÕÕ“À“√„π™—Èπ‡¬◊ËÕ∫ÿº‘«¢ÕßÀ≈Õ¥Õ“À“√ ·≈–¡’

ªØ‘°‘√‘¬“°—∫ “√°àÕ¿Ÿ¡‘·æâ„πÕ“À“√∑’Ëæ∫‰¥â∫àÕ¬ 4 Õ¬à“ß§◊Õ ¢â“« “≈’, π¡, ‰¢à ·≈–

∂—Ë«„πºŸâªÉ«¬ EoE21 ´÷Ëß§ßμâÕß√Õ°“√»÷°…“‡æ‘Ë¡‡μ‘¡μàÕ‰ª
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°“√‡ ’¬°“√∑”ß“π¢ÕßÀ≈Õ¥Õ“À“√ ·≈–°“√ – ¡¢Õßæ—ßº◊¥

Eosinophil ®– —ß‡§√“–Àå·≈–ª≈àÕ¬ “√ ◊ËÕ°≈“ß ‰¥â·°à major basic pro-

tein (MBP), eosinophil cationic protein, eosinophil peroxidase, eosino-

phil-derived neurotoxin, TGF-β, IL-13 ·≈– platelet activating factor22 ∂÷ß

·¡â«à“ “√¥—ß°≈à“«∑—ÈßÀ¡¥®–¡’ à«π‡°’Ë¬«¢âÕß°—∫°“√∑”≈“¬·≈–°“√ √â“ß„À¡à¢Õß

‡π◊ÈÕ‡¬◊ËÕÀ≈Õ¥Õ“À“√ ·μà “√∑’Ë¡’º≈¡“°∑’Ë ÿ¥„π°√–∫«π°“√¥—ß°≈à“«§◊Õ MBP ·≈–

TGF-β9

MBP  “¡“√∂∑’Ë®–∑”≈“¬‡¬◊ËÕ∫ÿ‰¥â‚¥¬μ√ß ·≈–¬—ß “¡“√∂°√–μÿâπ mast cells

degranulation ·≈–‡æ‘Ë¡°“√À≈—Ëß proteolytic enzymes ‰¥â·°à tryptase ·≈–

chymase ́ ÷Ëß‡ªìπ à«πÀπ÷Ëß¢Õß°√–∫«π°“√∑”≈“¬ extracellular matrix9 MBP ¬—ß

°√–μÿâπ°“√ √â“ß fibroblast growth factor-9 ∑”„Àâ‡°‘¥°“√°√–μÿâπ°“√∑”ß“π¢Õß

fibroblast Õ’°μàÕÀπ÷Ëß „π∑”πÕß‡¥’¬«°—π TGF-β  “¡“√∂°√–μÿâπ°“√∑”ß“π¢Õß fi-

broblast ·≈–∑”„Àâ·ª≈ß‡ªìπ myofibroblast ·≈–¬‘Ëß‰ª°«à“π—Èπ°“√∑’Ë TGF-β „π

ª√‘¡“≥∑’Ë¡“°¬—ß àßº≈„Àâ‡°‘¥ epithelial-mesenchymal transition ∑’Ë™—Èπ‡¬◊ËÕ∫ÿº‘«9

°≈‰°‡À≈à“π’È®–∑”ß“π√à«¡°—π‚¥¬ àßº≈„Àâ√∫°«π°“√∑”ß“π¢Õß extracellular ma-

trix protein ‰¥â·°à collagen, tenascin-C ·≈– metalloproteinases23

Intraluminal balloon device „™â‡æ◊ËÕª√–‡¡‘π¿“«–À≈Õ¥Õ“À“√μ’∫ ·≈–

¿“«–æ—ßº◊¥ – ¡„πÀ≈Õ¥Õ“À“√‚¥¬°“√«—¥§«“¡¬◊¥À¬ÿàπ¢ÕßÀ≈Õ¥Õ“À“√æ∫«à“¡’

ª√–‚¬™πå ∂÷ß·¡â«à“®–‰¡àæ∫§«“¡º‘¥ª°μ‘®“°°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π∫π

°“√»÷°…“°àÕπÀπâ“π’È‚¥¬„™âÕÿª°√≥å¢â“ßμâπæ∫«à“ºŸâªÉ«¬∑’ËÀ≈Õ¥Õ“À“√ “¡“√∂¢¬“¬

μ—«‰¥â¡“°°«à“§à“§ß∑’Ë∑’Ë°”Àπ¥ ®–¡’ª√–«—μ‘°≈◊π·≈â«Õ“À“√μ‘¥§ÕπâÕ¬°«à“ À√◊Õ¡’

Õ“À“√μ‘¥§Õ„π™à«ßμ‘¥μ“¡°“√√—°…“πâÕ¬°«à“9

°“√μ√«®∑“ß√—ß ’‚¥¬°“√°≈◊π “√∑÷∫· ß (contrast esophagography)

„πºŸ âª É«¬∑’ Ë¡ ’°“√¬◊¥À¬ÿ àπ¢Õßºπ—ßÀ≈Õ¥Õ“À“√º‘¥ª°μ‘¡ —°æ∫ ¢π“¥¢Õß

À≈Õ¥Õ“À“√∑’Ë≈”‡≈Á°≈ß ·≈–¡’°“√¢¬“¬μ—«≈¥≈ß∑—Ë«ÊÀ≈Õ¥Õ“À“√
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Õ“°“√∑“ß§≈‘π‘°

√–∫“¥«‘∑¬“

À≈—ß®“°∑’Ë¡’°“√°àÕμ—Èß·π«∑“ß°“√√—°…“ ·≈–√À— °“√«‘π‘®©—¬‚√§„π√–∫∫

ICD (International Classification of Diseases, Ninth Revision, code 530.13;

International Classification of Diseases, Tenth Revision, code K20.0) ¡’

°“√»÷°…“‰¥âª√–¡“≥§«“¡™ÿ°¢Õß EoE Õ¬Ÿà√–À«à“ß 1 ∂÷ß 5 μàÕª√–™“°√ 10,000

§π „πª√–‡∑» À√—∞Õ‡¡√‘°“·≈–„π∑«’ª¬ÿ‚√ª ·≈–æ∫«à“§«“¡™ÿ°¢Õß‚√§‡æ‘Ë¡¢÷Èπ„π

∑«’ª‡Õ‡™’¬‡™àπ‡¥’¬«°—π9 ª√–™“°√∫“ß°≈ÿà¡ ‡™àπ ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√ àÕß°≈âÕß∑“ß‡¥‘π

Õ“À“√ à«π∫π¥â«¬Õ“°“√°≈◊πÕ“À“√μ‘¥§Õ ºŸâªÉ«¬„π°≈ÿà¡π’È®–æ∫§«“¡™ÿ°¡“°¢÷Èπ

Õ¬à“ß™—¥‡®π ‚¥¬Õ“®¡“°∂÷ß√âÕ¬≈– 5424

EoE æ∫‰¥â„π∑ÿ°™à«ßÕ“¬ÿ ·μàæ∫∫àÕ¬„π°≈ÿà¡ ™πº‘«¢“« ºŸâ™“¬ ·≈–¡—°‡√‘Ë¡

¡’Õ“°“√„π™à«ß«—¬√ÿàπ∂÷ß™à«ß«—¬°≈“ß§π25 ºŸâªÉ«¬À√◊Õ§π„π§√Õ∫§√—«ºŸâªÉ«¬¡—°¡’

ª√–«—μ‘ ¿“«–¿Ÿ¡‘·æâ (atopic) μà“ßÊ‡™àπ ÀÕ∫À◊¥, ‚√§º◊Ëπ¿Ÿ¡‘·æâº‘«Àπ—ß (atopic

dermatitis À√◊Õ eczema), ‚√§®¡Ÿ°Õ—°‡ ∫®“°¿Ÿ¡‘·æâ (allergic rhinitis) ·≈–

¿“«–¿Ÿ¡‘·æâÕ“À“√√ÿπ·√ß (anaphylaxis) ·≈–¿“«–¥—ß°≈à“«π’È§«√∑’Ë®–‰¥â√—∫°“√√—°…“

Õ“°“√·≈–Õ“°“√· ¥ß

ºŸâªÉ«¬ EoE „π‡¥Á°¡—°¡“¥â«¬Õ“°“√∑’Ë‰¡à®”‡æ“– ‡™àπ √—∫Õ“À“√‰¡à‰¥â, §≈◊π

‰ â, Õ“‡®’¬π, · ∫√âÕπÀπâ“Õ° ·≈– °“√‡®√‘≠‡μ‘∫‚μÀ¬¥™–ß—°9 „π∑“ßμ√ß°—π¢â“¡

«—¬√ÿàπ·≈–ºŸâ„À≠à ¡—°¡“¥â«¬Õ“°“√°≈◊π≈”∫“° À√◊Õ°≈◊π·≈â«√Ÿâ ÷°¡’Õ“À“√μ‘¥Õ¬Ÿà„π§Õ9

·μàÕ¬à“ß‰√°Áμ“¡ºŸâªÉ«¬‰¡à«à“®–‡ªìπ™à«ßÕ“¬ÿ„¥Õ“®¡’Õ“°“√∑’Ëæ∫√à«¡°—π‰¥â∫àÕ¬§◊Õ

Õ“°“√°√¥‰À≈¬âÕπ‡√◊ÈÕ√—ß Õ“°“√‡À≈à“π’ÈÕ“®‰¡à™—¥‡®π·≈–Õ“®∂Ÿ°¡Õß¢â“¡‰ª‰¥â

‡π◊ËÕß®“°ºŸâªÉ«¬¡’Õ“°“√¡“Õ¬à“ß¬“«π“π ·≈–¡’°“√ª√—∫μ—«μàÕÕ“°“√‡À≈à“π’È ‡™àπ √—∫

ª√–∑“πÕ“À“√™â“≈ß, ‡§’È¬«Õ“À“√≈–‡Õ’¬¥¢÷Èπ, À—ËπÕ“À“√‡ªìπ™‘Èπ‡≈Á°Ê, À≈àÕ≈◊Ëπ

Õ“À“√¥â«¬´Õ , ¥◊Ë¡πÈ”‡æ◊ËÕ‡®◊Õ®“ßÕ“À“√ ·≈–À≈’°‡≈’Ë¬ßÕ“À“√À√◊Õ¬“∑’ËÕ“®°àÕ„Àâ

‡°‘¥Õ“°“√°≈◊π≈”∫“° ‡™àπ ‡π◊ÈÕ ·≈–¢π¡ªíß ºŸâªÉ«¬∫“ß§πÕ“®‰¡à°≈â“∑’Ë®–√—∫
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ª√–∑“πÕ“À“√„π∑’Ë™ÿ¡™π ‡π◊ËÕß®“°°—ß«≈«à“®–√—∫ª√–∑“πÕ“À“√‰¥â≈”∫“° „π∫“ß

°√≥’∑’Ëæ∫‰¥âπâÕ¬¡“° ºŸâªÉ«¬Õ“®¡“¥â«¬¿“«–À≈Õ¥Õ“À“√©’°¢“¥ (Boerhaaveûs

syndrome) ‡π◊ËÕß®“°¡’§«“¡æ¬“¬“¡∑’Ë®–Õ“‡®’¬πÕ¬à“ß√ÿπ·√ßÀ≈—ß®“°∑’Ë¡’Õ“À“√μ‘¥

§Õ9 Õ“°“√· ∫√âÕπÀπâ“Õ°‚¥¬‡©æ“–À≈—ß®“°¥◊Ë¡·Õ≈°ÕŒÕ≈åπ—Èπæ∫‰¥â∂÷ß√âÕ¬≈– 30

¢ÕßºŸâªÉ«¬ºŸâ„À≠à26

¬—ß§ß‰¡à™—¥‡®π«à“ „πºŸâ„À≠à∑’Ë‰¥â√—∫°“√«‘π‘®©—¬ EoE π—Èπ ¡’™à«ß‡«≈“À≈“¬ªï

∑’Ë¡’°“√Õ—°‡ ∫·μà‚√§¬—ß§ß ß∫Õ¬Ÿà‚¥¬∑’Ë‰¡à¡’Õ“°“√∑“ß§≈‘π‘°π”¡“°àÕπ À√◊Õ ºŸâªÉ«¬

ºŸâ„À≠àπ—Èπ¡’μ—«‚√§∑’Ë‡√‘Ë¡¡’Õ“°“√„π™à«ßÀ≈—ß®√‘ßÊ À≈—°∞“π∑’Ë π—∫ πÿπ«à“¡’™à«¬‡«≈“

¢Õß°“√Õ—°‡ ∫·μà‚√§¬—ß§ß ß∫Õ¬Ÿà°àÕπ∑’Ë®–· ¥ßÕ“°“√π—Èπ ¡“®“° °“√»÷°…“‡°’Ë¬«

°—∫°“√¥”‡π‘π‚√§ ‚¥¬®“°°“√ —ß‡°μæ∫«à“ √âÕ¬≈– 85 ¢ÕßºŸâ„À≠à∑’Ë‰¥â√—∫°“√«‘π‘®©—¬

EoE ·≈â«¡’Õ“°“√·μà‰¡à∑”°“√√—°…“π—Èπ ºŸâªÉ«¬°≈ÿà¡π’È®–¡’Õ“°“√À≈Õ¥Õ“À“√μ’∫

(esophageal stricture) ¿“¬„π‡«≈“ 20 ªï27

°“√«‘π‘®©—¬‚√§

‡°≥±å°“√«‘π‘®©—¬ EoE Õ‘ßμ“¡ American College of Gastroenterol-

ogy ªï 2013 ¡’¥—ßπ’È26

1. ¡’Õ“°“√∑’Ë‡°’Ë¬«¢âÕß°—∫°“√∑”ß“π¢ÕßÀ≈Õ¥Õ“À“√∑’Ëº‘¥ª°μ‘

2. æ∫ Eosinophil ®“°™—Èπ‡¬◊ËÕ∫ÿ¢ÕßÀ≈Õ¥Õ“À“√ ¡“°°«à“À√◊Õ‡∑à“°—∫ 15

μ—«μàÕ high-power field (Eos/HPF)

3. °“√‡æ‘Ë¡¢÷Èπ¢Õß eosinophil æ∫„π‡π◊ÈÕ‡¬◊ËÕÀ≈Õ¥Õ“À“√‡∑à“π—Èπ‚¥¬‰¡à

æ∫∑’ËÕ«—¬«–Õ◊Ëπ„π√à“ß°“¬ ·≈–¬—ß§ßÕ¬ŸàÀ≈—ß®“°√—°…“¥â«¬¬“¬—∫¬—Èß°“√À≈—Ëß°√¥ °≈ÿà¡

proton-pump Inhibitors (PPI)

4. ·¬°‚√§Õ◊ËπÊ∑’Ë‡ªìπ “‡Àμÿ„Àâ¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß eosinophil „π‡π◊ÈÕ‡¬◊ËÕ

À≈Õ¥Õ“À“√ÕÕ°·≈â« (μ“√“ß∑’Ë 1)

5. ∂â“¡’°“√μÕ∫ πÕßμàÕ°“√√—°…“ ‰¡à«à“®–‚¥¬°“√À≈’°‡≈’Ë¬ßÕ“À“√ À√◊Õ‚¥¬

°“√„™â¬“°≈ÿà¡ tropical steroid ®–™à«¬ π—∫ πÿπ°“√«‘π‘®©—¬ ·μà‰¡à„™à¢âÕ®”‡ªìπ„π

°“√«‘π‘®©—¬
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°“√ àßμ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√

‰¡à¡’ serum marker „¥®”‡æ“–°—∫ EoE ·μàÕ¬à“ß‰√°Áμ“¡ √âÕ¬≈– 40-50

¢ÕßºŸâªÉ«¬Õ“®æ∫ eosinophil  Ÿß„π‡≈◊Õ¥®“° complete blood count (CBC) ‰¥â

·μà®–‰¡à Ÿß¡“° ·≈–®–≈¥≈ßÀ≈—ß®“°‰¥â√—∫°“√√—°…“ Õ“®æ∫√–¥—∫ IgE „π‡≈◊Õ¥ Ÿß

‰¥â (>114,000 unit/L)29

°“√ àßμ√«®∑“ß√—ß ’«‘∑¬“

°“√μ’∫¢ÕßÀ≈Õ¥Õ“À“√ (esophageal stricture), esophageal ring,

≈—°…≥–‡ªìπ≈Õπ¢ÕßÀ≈Õ¥Õ“À“√ À√◊Õ°“√‚ªÉß¢÷Èπ¢Õßºπ—ßÀ≈Õ¥Õ“À“√ (esophageal

intramural diverticulosis) Õ“®æ∫‰¥â„π EoE ·μà¿“«–μà“ßÊ¢â“ßμâππ—Èπ‰¡à®”‡æ“–

μàÕ EoE °“√μ√«®À≈Õ¥Õ“À“√‚¥¬°“√°≈◊π “√∑÷∫· ßπ—Èπ ‰¡à·π–π”„Àâ∑”‡ªìπ

μ“√“ß∑’Ë 1. ‚√§μà“ßÊ∑’Ë¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß eosinophil „π‡π◊ÈÕ‡¬◊ËÕÀ≈Õ¥Õ“À“√28

Eosinophilic gastrointestinal diseases

PPI-responsive esophageal eosinophilia (PPI-REE)

Gastroesophgeal reflux disease (GERD)

Celiac disease

Crohnûs disease

Infection

Hypereosinophilic syndrome

Achalasia

Drug hypersensitivity

Vasculitis

Pemphigus

Connective tissue diseases

Graft vs. host disease

PPI, proton-pump inhibitor
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ª√–®”‡æ◊ËÕ«‘π‘®©—¬ EoE28 ·μà°“√μ√«®π’ÈÕ“®¡’ª√–‚¬™πå„π∫“ß°√≥’ ‰¥â·°à ‡æ◊ËÕ¥Ÿ°“¬

«‘¿“§∑’Ëº‘¥ª°μ‘∫“ßÕ¬à“ß ‡™àπ ¥Ÿ≈—°…≥–≈”¢ÕßÀ≈Õ¥Õ“À“√∑’Ë‡≈Á°≈ß À√◊Õ¥Ÿ∫√‘‡«≥∑’Ë

μ’∫·§∫∑’Ë¡’§«“¡√ÿπ·√ß‰¡à¡“° ´÷Ëß®“°°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π∫π‰¡à

 “¡“√∂„Àâ¢âÕ¡Ÿ≈‰¥â¥’ À√◊Õ‡æ◊ËÕ¥Ÿ«à“√–¬–∑“ß∑’Ëμ’∫¢ÕßÀ≈Õ¥Õ“À“√π—Èπ¬“«‡æ’¬ß„¥

·≈–¡’‡ âπºà“»Ÿπ¬å°≈“ß‡∑à“„¥ ‚¥¬¡’®ÿ¥ª√– ß§å‡æ◊ËÕ«“ß·ºπ„π°“√√—°…“μàÕ‰ª„π

Õπ“§μ28

°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π∫π·≈–°“√‡°Á∫™‘Èπ‡π◊ÈÕ

§«“¡º‘¥ª°μ‘∑’Ëæ∫‰¥â∫àÕ¬®“°°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π∫π ‰¥â·°à ¡’

®ÿ¥¢“« (eosinophilic exudate), ™—Èπ‡¬◊ËÕ‡¡◊Õ°∫«¡ (mucosal edema), √àÕß„π

·π«¬“« (linear furrows) (√Ÿª∑’Ë 3)31, esophageal ring (√Ÿª∑’Ë 3)31 ·≈– °“√μ’∫

¢ÕßÀ≈Õ¥Õ“À“√ (esophageal stricture)32 °“√æ¬“¬“¡ √â“ß‡π◊ÈÕ‡¬◊ËÕ„À¡à®“°°“√

Õ—°‡ ∫∑’Ë‡√◊ÈÕ√—ß°àÕ„Àâ‡°‘¥°“√μ’∫¢ÕßÀ≈Õ¥Õ“À“√¥—ß°≈à“« çcrepe-paper esophagusé

(√Ÿª∑’Ë 4)56 „™â‡√’¬°‡¡◊ËÕ¡’°“√©’°¢“¥¢Õß‡¬◊ËÕ∫ÿºπ—ßÀ≈Õ¥Õ“À“√∑’Ë‡°‘¥®“°°“√∫“¥‡®Á∫

‡≈Á°πâÕ¬ ‡™àπ ®“°°“√ºà“π°≈âÕß≈ß‰ª26 Õ¬à“ß‰√°Áμ“¡≈—°…≥–μà“ßÊ®“°°“√ àÕß°≈âÕß

∑’Ë°≈à“«¡“¢â“ßμâπ “¡“√∂æ∫‰¥â„π§«“¡º‘¥ª°μ‘¢ÕßÀ≈Õ¥Õ“À“√®“°‚√§Õ◊ËπÊ ·≈–

√Ÿª∑’Ë 2. °“√μ√«®À≈Õ¥Õ“À“√‚¥¬°“√

°≈◊π “√∑÷∫· ß¢ÕßºŸâªÉ«¬ EoE

æ∫« à “¡ ’°“√μ ’∫≈ —°…≥–‡ª ìπ

«ß·À«π (Ring-like stricture)

∫√‘‡«≥À≈Õ¥Õ“À“√ à«πμâπ ·≈–

 à«π°≈“ß30
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√Ÿª∑’Ë 3. ¿“æ¢ÕßÀ≈Õ¥Õ“À“√®“°°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π∫π„πºŸâªÉ«¬ EoE (´â“¬) æ∫

≈—°…≥– liner furrow (≈Ÿ°»√∫“ß) (¢«“) æ∫≈—°…≥– linear furrows (≈Ÿ°»√∫“ß) ·≈– cir-

cular rings (≈Ÿ°»√Àπ“)31

√Ÿª∑’Ë 4. ¿“æ¢ÕßÀ≈Õ¥Õ“À“√®“°°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π∫π„πºŸâªÉ«¬ EoE æ∫ ≈—°…≥–

√Õ¬¬àπ·≈–√Õ¬¢“¥‡ªìπ·π«¬“«À≈—ß°≈âÕß —¡º— °—∫ºπ—ßÀ≈Õ¥Õ“À“√ ‡√’¬° çCrepe-pa-

per esophagusé33
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‰¡à¡’≈—°…≥–„¥∑’Ë®”‡æ“–°—∫ EoE ¥—ßπ—Èπ°“√μ—¥™‘Èπ‡π◊ÈÕ¢ÕßÀ≈Õ¥Õ“À“√§«√∑”∑ÿ°

√“¬∑’Ë ß —¬ EoE ‰¡à«à“≈—°…≥–®“°°“√ àÕß°≈âÕß®–‡ªìπ‡™àπ‰√28

American College of Gastroenterology ·π–π”«à“§«√μ—¥™‘Èπ‡π◊ÈÕÕ¬à“ß

πâÕ¬ 2 ∂÷ß 4 ™—Èπ®“°Õ¬à“ßπâÕ¬ Õßμ”·Àπàß∑’Ë·μ°μà“ß°—π ‚¥¬ª°μ‘¡—°‡≈◊Õ°∫√‘‡«≥

 à«πμâπ ·≈– à«πª≈“¬¢ÕßÀ≈Õ¥Õ“À“√ ‚¥¬°“√‡≈◊Õ°μ—¥™‘Èπ‡π◊ÈÕ∫√‘‡«≥∑’Ëº‘¥ª°μ‘

®“°°“√ àÕß°≈âÕß‡ªìπ‡√◊ËÕß∑’Ë‡À¡“– ¡28 πÕ°‡Àπ◊Õ®“°π’È„π‡¥Á°∑ÿ°§π§«√μ—¥™‘Èπ‡π◊ÈÕ

∫√‘‡«≥ gastric antrum ·≈–≈”‰ â‡≈Á° à«πμâπ (duodenum) ‡æ◊ËÕμ—¥ “‡ÀμÿÕ◊ËπÊ

∑’ËÕ“®∑”„Àâ¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß eosinophil „π‡π◊ÈÕ‡¬◊ËÕÀ≈Õ¥Õ“À“√ „π à«π¢ÕßºŸâ„À≠à

∂â“æ∫«à“¡’§«“¡º‘¥ª°μ‘„π°√–‡æ“–Õ“À“√ À√◊Õ≈”‰ â‡≈Á° à«πμâπÕ¬à“ß„¥Õ¬à“ßÀπ÷Ëß

®“°°“√ àÕß°≈âÕß À√◊Õ¡’Õ“°“√∑“ß§≈‘π‘°∑’Ë∫àß™’È«à“¡’§«“¡º‘¥ª°μ‘∑’Ë°√–‡æ“–Õ“À“√

À√◊Õ≈”‰ â‡≈Á° À√◊Õ ß —¬‚√§Õ◊ËπÊ ‡™àπ celiac disease À√◊Õ eosinophilic gastro-

enteritis °Á§«√μ—¥™‘Èπ‡π◊ÈÕ∫√‘‡«≥∑—Èß Õßπ’È¥â«¬9 ªí®®ÿ∫—π¬—ß‰¡à¡’¢âÕ¡Ÿ≈æÕ∑’Ë®–

 π—∫ πÿπ°“√μ—¥™‘Èπ‡π◊ÈÕ¢Õß°√–‡æ“–Õ“À“√·≈–≈”‰ â‡≈Á° à«πμâπ „πºŸâªÉ«¬ºŸâ„À≠à

∑ÿ°√“¬∑’Ë‰¡à¡’¿“«–¥—ß°≈à“«¢â“ßμâπ9

¡’°“√æ—≤π“‚¥¬„™â√–∫∫°“√„™â§–·ππ‚¥¬Õ‘ß®“°≈—°…≥–§«“¡º‘¥ª°μ‘¢Õß

°“√ àÕß°≈âÕß¡“‡ªìπ¡“μ√∞“π„π°“√·ª≈º≈°“√ àÕß°≈âÕß‚¥¬§«“¡º‘¥ª°μ‘∑’Ëπ”

‡Õ“¡“§‘¥§–·ππ (EREFS) ‰¥â·°à Edema, Rings, Exudates, Furrows ·≈– Stric-

tures32

≈—°…≥–∑“ß®ÿ≈°“¬«‘¿“§»“ μ√å¢Õß EoE

°“√‡æ‘Ë¡¢÷Èπ¢Õß eosinophil „π™—Èπ‡¬◊ËÕ∫ÿ¢ÕßÀ≈Õ¥Õ“À“√ ́ ÷Ëß„π ¿“«–ª°μ‘

∫√‘‡«≥π’È®–‰¡à¡’ eosinophil Õ¬Ÿà ∂◊Õ‡ªìπ≈—°…≥–®”‡æ“–μàÕ EoE (√Ÿª∑’Ë 5)9 ‚¥¬∂â“

æ∫ eosinophil ®“°™—Èπ‡¬◊ËÕ∫ÿ¢ÕßÀ≈Õ¥Õ“À“√¡“°°«à“À√◊Õ‡∑à“°—∫ 15 μ—«μàÕ high-

power field (Eos/HPF)  π—Èπ¡’§«“¡‰«„°≈â‡§’¬ß√âÕ¬≈– 100 ·≈–§«“¡®”‡æ“–

√âÕ¬≈– 96 „π°“√«‘π‘®©—¬∑“ß®ÿ≈°“¬«‘¿“§ (Histologic diagnosis) ¢Õß EoE34 ∂÷ß

Õ¬à“ß‰√°Áμ“¡μâÕß„™âÕ“°“√∑“ß§≈‘π‘°Õ◊ËπÊª√–°Õ∫¥â«¬°àÕπ„Àâ°“√«‘π‘®©—¬ ‡æ√“–¡’

ºŸâªÉ«¬ à«πÀπ÷Ëß∑’ËÕ“°“√∑“ß§≈‘π‘°∑ÿ°Õ¬à“ß‡¢â“‰¥â°—∫ EoE ·μàæ∫ eosinophil „π
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™—Èπ‡¬◊ËÕ∫ÿ¢ÕßÀ≈Õ¥Õ“À“√πâÕ¬°«à“ 15 μ—«μàÕ high-power field (Eos/HPF)

≈—°…≥–∑’Ëæ∫‰¥â·μà‰¡à®”‡æ“– ‰¥â·°à ¡’°“√‡°“–°≈ÿà¡°—π¢Õß eosinophil ‡ªìπ

microabscess À√◊Õ æ∫ eosinophil Õ¬Ÿà∫√‘‡«≥æ◊Èπº‘«¢ÕßÀ≈Õ¥Õ“À“√ ≈—°…≥–

Õ◊ËπÊ∑’Ëæ∫√à«¡¥â«¬‰¥â ‡™àπ dilated intercellular spaces, rete-peg elongation

·≈– basal-cell hyperplasia9 ‡´≈≈åÕ—°‡ ∫™π‘¥μà“ßÊ ‡™àπ lymphocyte, mast

cell ·≈– basophil °Á®–æ∫ Ÿß¢÷Èπ„π∫√‘‡«≥∑’Ë‰¥â√—∫º≈°√–∑∫

°“√«‘π‘®©—¬·¬°‚√§

¡’ 2 ¿“«– ”§—≠∑’Ë¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß eosinophil „π‡¬◊ËÕ∫ÿÀ≈Õ¥Õ“À“√∑’ËμÕ∫

 πÕßμàÕ°“√√—°…“¥â«¬¬“¬—∫¬—Èß°“√À≈—Ëß°√¥°≈ÿà¡ PPI À√◊Õ‡√’¬°«à“ PPI-responsive

esophageal eosinophilia (PPI-REE) ∑’ËμâÕß·¬°®“° EoE28 §◊Õ

1. GERD with eosinophilia §◊Õ °≈ÿà¡∑’¡’Õ“°“√¢Õß°√¥‰À≈¬âÕπ™—¥‡®π

√Ÿª∑’Ë 5. ¿“æ®ÿ≈°“¬«‘¿“§¢ÕßÀ≈Õ¥Õ“À“√„πºŸâªÉ«¬ EoE ‚¥¬°“√¬âÕ¡ H&E æ∫«à“¡’ eosinophil

®”π«π¡“° (≈Ÿ°»√∫“ß), ¡’ dilated spaces (≈Ÿ°»√Àπ“), basal zone hyperplasia

(∫√‘‡«≥„π«ß°≈¡) ·≈– papillary elongation («ß‡≈Á∫)9
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‰¥â·°à°≈ÿà¡∑’Ëæ∫ erosive esophagitis ·≈– Barrettûs esophagus ®“°°“√ àÕß

°≈âÕß ·≈–æ∫«à“¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß eosinophil „π‡π◊ÈÕ‡¬◊ËÕÀ≈Õ¥Õ“À“√®“°°“√μ—¥™‘Èπ

‡π◊ÈÕ28 ºŸâªÉ«¬„π°≈ÿà¡π’Èπà“®–¡’¿“«–°√¥‰À≈¬âÕπ (GERD) √à«¡¥â«¬·≈–‡ªìπ “‡Àμÿ

∑’Ë∑”„Àâ‡°‘¥°“√‡æ‘Ë¡¢÷Èπ¢Õß eosinophil „π‡π◊ÈÕ‡¬◊ËÕÀ≈Õ¥Õ“À“√ ·≈–‡¡◊ËÕ„Àâ°“√

√—°…“¿“«–°√¥‰À≈¬âÕπ®”π«π eosinophil ∑’Ëæ∫®–≈¥≈ß

2. Non-GERD PPI-REE §◊Õ °≈ÿà¡∑’Ë¡’Õ“°“√∑“ß§≈‘π‘° ß —¬ EoE ·≈–

º≈∑“ß®ÿ≈°“¬«‘¿“§‡¢â“‰¥â°—∫ EoE ·μàÕ“°“√·≈– eosinophil „π‡π◊ ÈÕ‡¬◊ ËÕ

À≈Õ¥Õ“À“√≈¥≈ßÀ≈—ß„Àâ°“√√—°…“¥â«¬¬“°≈ÿà¡ PPI35 ‚¥¬∑’Ë„πªí®®ÿ∫—π¬—ß‰¡à∑√“∫∂÷ß

∂÷ß “‡Àμÿ∑’Ë PPI μÕ∫ πÕß‰¥â¥’„πºŸâªÉ«¬°≈ÿà¡π’È ·≈–°Á¬—ß‰¡à∑√“∫«à“ ®√‘ßÊ·≈â« PPI-

REE ‡ªìπ √Ÿª·∫∫Àπ÷Ëß¢Õß‚√§ EoE (EoE variant) À√◊Õ‡ªìπ√Ÿª·∫∫Àπ÷Ëß¢Õß¿“«–

°√¥‰À≈¬âÕπ (GERD variant) À√◊Õ‡ªìπÕ’°‚√§∑’Ë·¬°ÕÕ°¡“μà“ßÀ“°28

°“√«‘π‘®©—¬·¬° PPI-REE ÕÕ°®“°ºŸâªÉ«¬∑’Ë ß —¬ EoE π—Èπ §«√∑’Ë®–„Àâ°“√

√—°…“¥â«¬ ¬“°≈ÿà¡ PPI ‡ªìπ‡«≈“ 2 ‡¥◊Õπ ·≈â«∑”°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π

∫π ·≈–μ—¥™‘Èπ‡π◊ÈÕÀ≈Õ¥ÕÕ“À“√¡“μ√«®´È”28

Õ“°“√∑“ß§≈‘π‘°, º≈®“°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π∫π ·≈–/À√◊Õ º≈

∑“ß®ÿ≈°“¬«‘¿“§∑’ËμÕ∫ πÕßμàÕ°“√√—°…“¥â«¬¬“°≈ÿà¡ PPI π—Èπ‰¡à “¡“√∂∫Õ°‰¥â«à“

 “‡Àμÿ¢Õß°“√‡æ‘Ë¡¢÷Èπ¢Õß eosinophil „π™—Èπ‡¬◊ÈÕ∫ÿÀ≈Õ¥Õ“À“√π—Èπ‡°‘¥®“°¿“«–

°√¥‰À≈¬âÕπÀ√◊Õ‰¡à „π∫“ß°√≥’Õ“®μâÕß„™â°“√μ√«®‡æ‘Ë¡‡μ‘Ë¡∫“ßÕ¬à“ß‡æ‘Ë¡‡μ‘¡ ‡™àπ

°“√ àßμ√«® ambulatory pH testing28 §ÿ≥ ¡∫—μ∑’Ë·μ°μà“ß°—π¢Õß‚√§∑—Èß Õß √ÿª

‰«â„π μ“√“ß∑’Ë 2

°“√√—°…“

‡ªÑ“À¡“¬¢Õß°“√√—°…“

‡ªÑ“À¡“¬À≈—°¢Õß°“√√—°…“„π∑“ßªØ‘∫—μ‘ ‰¥â·°à °“√∑”„ÀâÕ“°“√¢ÕßºŸâªÉ«¬

¥’¢÷Èπ, §«∫§ÿ¡°“√Õ—°‡ ∫ ·≈– øóôπøŸ√–∫∫°“√∑”ß“π¢ÕßÀ≈Õ¥Õ“À“√9 „π¢≥–∑’Ë‡ªÑ“

À¡“¬„πÕÿ¥¡§μ‘§◊Õ °“√À“¬°≈—∫‡ªìπª°μ‘∑—Èß∑“ß¥â“πÕ“°“√·≈– ¥â“π®ÿ≈°“¬«‘¿“§28
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μ“√“ß∑’Ë 2. ‡ª√’¬∫‡∑’¬∫√–À«à“ß Eosinophilic esophagitis (EoE) ·≈– GERD36

√“¬≈–‡Õ’¬¥ EoE GERD

≈—°…≥–∑“ß§≈‘π‘°

§«“¡™ÿ° ~1:1000 ~1:10

§«“¡™ÿ°¢Õß¿“«–¿Ÿ¡‘·æâ∑’Ë‡°‘¥√à«¡ æ∫ Ÿß¡“° ª°μ‘

§«“¡™ÿ°¢Õß¿“«–·æâÕ“À“√ æ∫ Ÿß¡“° ª°μ‘

‡æ»∑’Ëæ∫‡¥àπ ™“¬ ‰¡à·μ°μà“ß™—¥‡®π

Õ“°“√ª«¥∑âÕß·≈–Õ“‡®’¬π æ∫∫àÕ¬ æ∫∫àÕ¬

Õ“°“√Õ“À“√μ‘¥§Õ æ∫∫àÕ¬ æ∫‰¡à∫àÕ¬

°“√ àßμ√«®μà“ßÊ

pH testing ª°μ‘ º‘¥ª°μ‘

°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√·≈â«æ∫√àÕßμ“¡·π«¬“« æ∫‰¥â∫àÕ¬ æ∫‰¥â∫â“ß

æ¬“∏‘°”‡π‘¥/®ÿ≈°“¬«‘¿“§

¡’°“√‡ª≈’Ë¬π·ª≈ß„π à«π∫π¢ÕßÀ≈Õ¥Õ“À“√ ¡’ ‰¡à¡’

¡’°“√‡ª≈’Ë¬π·ª≈ß„π à«π≈à“ß¢ÕßÀ≈Õ¥Õ“À“√ ¡’ ¡’

Epithelial hyperplasia ‡æ‘Ë¡¢÷Èπ‡≈Á°πâÕ¬ ‡æ‘Ë¡¢÷Èπ

√–¥—∫¢Õß eosinophil ∑’Ëμ√«®æ∫ > 15/HPF 0-7/HPF

°“√‡æ‘Ë¡¢÷Èπ¢Õß eotaxin-3 ‡æ‘Ë¡ ‰¡à‡æ‘Ë¡

°“√√—°…“

¬“°≈ÿà¡ H2-recepter antagonists ‰¡à¡’ª√–‚¬™πå ¡’ª√–‚¬™πå

¬“°≈ÿà¡ proton-pump inhibitors ¡’ª√–‚¬™πå∫“ß§√—Èß ¡’ª√–‚¬™πå

(·μà eosinophil ¬—ß§ß

>15/HPF ‰¥â√—∫¬“)

¬“°≈ÿà¡ steroid ¡’ª√–‚¬™πå ‰¡à¡’ª√–‚¬™πå

°“√À≈’°‡≈’Ë¬ßÕ“À“√∑’Ë·æâ ¡’ª√–‚¬™πå∫“ß§√—Èß ‰¡à¡’ª√–‚¬™πå

Elemental diet ¡’ª√–‚¬™πå ‰¡à¡’ª√–‚¬™πå
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‚¥¬„™â°“√√—°…“À≈—° 3 Õ¬à“ß §◊Õ Õ“À“√, ¬“ ·≈–°“√ àÕß°≈âÕß‡æ◊ËÕ¢¬“¬À≈Õ¥Õ“À“√

(À√◊Õ 3D: Diet, Drugs ·≈– Dilation)

Õ“À“√

°“√À≈’°‡≈’Ë¬ßÕ“À“√∂◊Õ‡ªìπ°“√√—°…“¢—Èπ·√°¢ÕßºŸâªÉ«¬ EoE ∑—Èß„π‡¥Á°·≈–

ºŸâ„À≠à28 ‚¥¬¡’ 3 ·π«∑“ß°“√À≈’°‡≈’Ë¬ßÕ“À“√22 ‰¥â·°à

1. Elemental diet §◊Õ °“√„ÀâÕ“À“√‡À≈«∑’Ë‡ªìπ Ÿμ√º ¡‚¥¬„™â°√¥

Õ–¡‘‚π‡ªìπæ◊Èπ∞“π¢ÕßÕ“À“√ ¡’°“√»÷°…“∑—Èß„π‡¥Á°·≈–ºŸâ„À≠à„π°“√√—°…“ EoE

¥â«¬°“√À≈’°‡≈’Ë¬ßÕ“À“√‚¥¬„™â elemental diet ‚¥¬„π°“√»÷°…“∑—Èß Õßπ’ÈºŸâªÉ«¬

‡°◊Õ∫∑—ÈßÀ¡¥μÕ∫ πÕß‰¥â¥’μàÕ°“√√—°…“ (√âÕ¬≈– 90 „π‡¥Á° ·≈– √âÕ¬≈– 70 „π

ºŸâ„À≠à)22 À≈—ß®“°∑’ËºŸâªÉ«¬‰¥â√—∫Õ“À“√‡À≈«™π‘¥π’È‰ª 4-6  —ª¥“Àå ·≈–‰¥â√—∫°“√ª√–‡¡‘π

«à“¡’°“√μÕ∫ πÕß∑—Èß¥â“πÕ“°“√∑“ß§≈‘π‘°·≈–∑“ß®ÿ≈°“¬«‘¿“§ ºŸâªÉ«¬®–§àÕ¬Ê‰¥â

√—∫Õ“À“√„À¡à‚¥¬®–·∫àßÕ“À“√ÕÕ°‡ªìπ 4 °≈ÿà¡ ¢÷ÈπÕ¬Ÿà°—∫«à“ºŸâªÉ«¬¡’‚Õ°“ ·æâ

Õ“À“√™π‘¥„¥∫â“ß ‚¥¬®–‡√‘Ë¡√—∫ª√–∑“πÕ“À“√∑’≈–°≈ÿà¡Àà“ß°—π§√—Èß≈– 5-7 «—π ∂â“

‰¡à¡’Õ“°“√„¥ÊºŸâªÉ«¬®–‰¥â√—∫°“√ àÕß°≈âÕß‡æ◊ËÕª√–‡¡‘π°“√°≈—∫¡“‡ªìπ´È”∑“ß®ÿ≈

°“¬«‘¿“§°àÕπ®–„ÀâÕ“À“√„π°≈ÿà¡∂—¥‰ª ·≈–‡¡◊ËÕæ∫«à“Õ“À“√°≈ÿà¡„¥∑”„Àâ‡°‘¥

Õ“°“√∑“ß§≈‘°π‘° °Á®–·π–π”„ÀâºŸâªÉ«¬À≈’°‡≈’Ë¬ßÕ“À“√°≈ÿà¡π—ÈπÊ22 ∂÷ß·¡â«à“®–‡ªìπ

«‘∏’°“√∑’Ë¡’ª√– ‘∑∏‘¿“æ Ÿß¥â«¬ªí®®—¬‡√◊ËÕß√“§“¢ÕßÕ“À“√ ·≈–§«“¡‰¡àπà“ π„®¢Õß

Õ“À“√∑”„ÀâºŸâªÉ«¬ à«π„À≠à√—∫‰¡à‰¥â°—∫«‘∏’°“√π’È22

2. Allergy test-base diet §◊Õ °“√„™â°“√μ√«®°“√·æâ∑“ßº‘«Àπ—ß (skin-

prick test À√◊Õ atopy-patch) À√◊Õ „™â°“√∑¥ Õ∫ specific serum IgE ‡ªìπ

æ◊Èπ∞“π ‚¥¬°“√μ√«®∑—Èß Õß«‘∏’∑”‚¥¬ºŸâ‡™’Ë¬«™“≠¥â“π‚√§¿Ÿ¡‘·æâ ‡æ◊ËÕÀ“«à“¡’Õ“À“√

™π‘¥„¥∫â“ß∑’Ë‡ªìπ “√°àÕ¿Ÿ¡‘·æâ ‚¥¬«‘∏’π’Èª√– ∫§«“¡ ”‡√Á®Õ¬à“ß Ÿß„πºŸâªÉ«¬‡¥Á°

(√âÕ¬≈– 70) ·μà„πºŸâ„À≠à®–μÕ∫ πÕß‰¥âπâÕ¬°«à“ ·μàÕ¬à“ß‰√°Áμ“¡°“√»÷°…“‡√Á«Ê

π’È°≈—∫æ∫«à“ «‘∏’π’ÈÕ“®‰¡à‰¥â¡’ª√– ‘∑∏‘¿“æ¥’Õ¬à“ß∑’Ë§“¥„πμÕπ·√° ‡æ√“–¡’ºŸâªÉ«¬

·§à√âÕ¬≈– 45 ∑’Ë¬—ß§ßμÕ∫ πÕßμàÕ«‘∏’°“√π’ÈÀ≈—ß®“° ‘Èπ ÿ¥°“√»÷°…“22 ·μà°“√À≈’°

‡≈’Ë¬ßÕ“À“√∑’Ë°àÕ¿Ÿ¡‘·æâ‡æ◊ËÕªÑÕß°“√°“√·æâÕ¬à“ß√ÿπ·√ß®“°Õ“À“√ (food anaphylaxis)
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°Á¬—ß ¡‡Àμÿ ¡º≈„π°“√„™â«‘∏’°“√π’È

3. Empirical elimination diet §◊Õ °“√À≈’°‡≈’Ë¬ßÕ“À“√‚¥¬‰¡à π„®

°“√∑¥ Õ∫°“√·æâÕ“À“√ ·μà®–„™â«‘∏’°“√À≈’°‡≈’Ë¬ß™π‘¥Õ“À“√∑’Ë°àÕ„Àâ‡°‘¥Õ“°“√·æâ

‰¥â∫àÕ¬ 6 Õ¬à“ß (¢â“« “≈’, π¡, π¡∂—Ë«‡À≈◊Õß, ∂—Ë«, ‰¢à ·≈–Õ“À“√∑–‡≈) À√◊Õ‡√’¬°

Õ’°Õ¬à“ß«à“ six-food elimination diet ´÷Ëßæ∫«à“  “¡“√∂∑”„Àâ‡°‘¥°“√μÕ∫ πÕß

∑—Èß∑“ß¥â“πÕ“°“√∑“ß§≈‘π‘°·≈–∑“ß®ÿ≈°“¬«‘¿“§‰¥â∂÷ß√âÕ¬≈– 74 „π‡¥Á°37 ·≈–

√âÕ¬≈– 64 „πºŸâ„À≠à20 ¿“¬„π 6  —ª¥“Àå ‰¥â¡’°“√»÷°…“μàÕ¬Õ¥∑’Ë°”≈—ß∑”°“√»÷°…“

Õ¬Ÿà‚¥¬°“√≈¥™π‘¥¢ÕßÕ“À“√∑’Ë®”°—¥≈ß„πμÕπ·√°‡ªìπ 4 ™π‘¥ ‡æ◊ËÕ‡æ‘Ë¡§«“¡√à«¡

¡◊Õ¢ÕßºŸâªÉ«¬38

Õ¬à“ß‰√°Áμ“¡∑ÿ°Ê§√—Èß∑’Ëª√–‡¡‘π°“√μÕ∫ πÕßÀ≈—ß®“°∑’Ë„Àâ°“√√—°…“‚¥¬°“√

À≈’°‡≈’Ë¬ßÕ“À“√, À√◊Õ°“√≈Õß„ÀâºŸâªÉ«¬√—∫ª√–∑“πÕ“À“√°≈—∫‡¢â“‰ª„À¡àπ—Èπ μâÕß„™â

°“√ª√–‡¡‘π∑—Èß®“°Õ“°“√∑“ß§≈‘°π‘°·≈–°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π∫π‡æ◊ËÕ

μ—¥™‘Èπ‡π◊ÈÕÀ≈Õ¥Õ“À“√¡“ª√–‡¡‘π∑“ß®ÿ≈°“¬«‘¿“§∑ÿ°§√—Èß28

‚¥¬ √ÿª·¡â«à“°“√À≈’°‡≈’Ë¬ßÕ“À“√®–‰¥âº≈√–¬–¬“«„πºŸâªÉ«¬ à«πÀπ÷Ëß‚¥¬‰¡à

μâÕß„™â¬“ ·μà¢âÕ‡ ’¬¢Õß«‘∏’°“√π’È§◊Õ √“§“Õ“À“√ §«“¡√à«¡¡◊Õ¢ÕßºŸâªÉ«¬ ·≈–°“√

¢“¥ “√Õ“À“√ ‡ªìπμâπ9,22

¬“

¬“¬—∫¬—Èß°“√À≈—Ëß°√¥°≈ÿà¡ PPI

¬“°≈ÿà¡ PPI ¡’∫∑∫“∑∑—Èß„π·ßà°“√«‘π‘®©—¬ºŸâªÉ«¬∑’Ë ß —¬ EoE ·≈–„π·ßà°“√

√—°…“ ¥â«¬‡Àμÿº≈μà“ßÊ¥—ßμàÕ‰ªπ’È ¢âÕ·√° °“√‰¡àμÕ∫ πÕßμàÕ°“√√—°…“¥â«¬¬“

¬—∫¬—Èß°“√À≈—Ëß°√¥°≈ÿà¡ PPI ‡ªìπ‡°≥±å‡æ’¬ß¢âÕ‡¥’¬«„π°“√·¬° “‡Àμÿ¢Õß°“√‡æ‘Ë¡

¢÷Èπ¢Õß eosinophil „πÀ≈Õ¥Õ“À“√∑’Ë‡°‘¥®“°¿“«–°√¥‰À≈¬âÕπÕÕ°9 ¢âÕ Õß „π

ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√«‘π‘®©—¬·≈â««à“‡ªìπ EoE  “¡“√∂∑’Ë®–¡’¿“«–°√¥‰À≈¬âÕπ∑’Ë

 “¡“√∂∑”„Àâ EoE π—Èπ·¬à≈ß9 ‚¥¬¡’ ¡¡μ‘∞“π«à“ ¿“«–°√¥‰À≈¬âÕπ “¡“√∂∑”„Àâ

√–∫∫°“√ªÑÕß°—π¢Õß‡¬◊ËÕ∫ÿº‘«∑”ß“π‰¥â≈¥≈ß ∑”„Àâ antigen μà“ßÊ “¡“√∂ºà“π
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‡¢â“‰ª„π‡π◊ÈÕ‡¬◊ËÕ¢ÕßÀ≈Õ¥Õ“À“√ ‚¥¬®“°°“√»÷°…“À≈“¬Ê°“√»÷°…“· ¥ß„Àâ‡ÀÁπ

«à“°√¥‰À≈¬âÕπ “¡“√∑”„Àâ‡°‘¥¿“«– dilated intercellular space15 ¢âÕ ÿ¥∑â“¬

®“°°“√∑¥≈Õß„πÀâÕßªØ‘∫—μ‘°“√¬“°≈ÿà¡ PPI  “¡“√∂≈¥ cytokine μà“ßÊ∑’ËÀ≈—Ëß

ÕÕ°¡“®“°‡¬◊ËÕ∫ÿº‘«¢ÕßÀ≈Õ¥Õ“À“√ ‚¥¬∑’Ë‰¡à‡°’Ë¬«°—∫º≈¢Õß°“√≈¥°“√À≈—Ëß°√¥

´÷Ëßπ”‰ª Ÿà ¡¡μ‘∞“π∑’Ë«à“¬“„π°≈ÿà¡π’È¡’ƒ∑∏‘Ïμâ“π°“√Õ—°‡ ∫¥â«¬39

¬“°≈ÿà¡ steroids

Glucocorticoid ÕÕ°ƒ∑∏‘ÏμàÕ°≈‰°À≈—°¢Õß EoE μ—«Õ¬à“ß‡™àπ glucocor-

ticoid ®–≈¥°“√ √â“ßæ—ßº◊¥ºà“π∑“ß°“√≈¥‡´≈≈åÕ—°‡ ∫μà“ßÊ ‚¥¬∑’Ë¬“°≈ÿà¡ topical

steroid ‰¥â·°à fluticasone ·≈– budesonide „π√Ÿª·∫∫°“√°≈◊π‡ªìπ‡«≈“Õ¬à“ß

πâÕ¬ 8  —ª¥“Àå‡ªìπ«‘∏’∑’Ë·π–π”‡ªìπ∑“ß√—°…“À≈—°28 ∑’Ë·π–π”√Ÿª„π·∫∫°“√°≈◊π¡“°

°«à“°“√ Ÿ¥‡π◊ËÕß®“°¡’°“√»÷°…“æ∫«à“ °“√„Àâ budesonide „π√Ÿª·∫∫πÈ”‡æ◊ËÕ°≈◊π

π—Èπ¡’‡«≈“„π°“√ —¡º— °—∫º‘«¢ÕßÀ≈Õ¥Õ“À“√¡“°°«à“ ·≈–§√Õ∫§≈ÿ¡§«“¡¬“«

À≈Õ¥Õ“À“√‰¥â‰°≈°«à“·∫∫ Ÿ¥40 ‚¥¬∑’Ëª√– ‘∑∏‘¿“æ¢Õß¬“°≈ÿà¡π’Èπ—Èπ ®–∑”„ÀâÕ“°“√

∑“ß§≈‘π‘°·≈–®ÿ≈°“¬«‘¿“§∑’Ëº‘¥ª°μ‘¥’¢÷Èπ√âÕ¬≈– 53 ∂÷ß 959 ¿“¬„π 2-12  —ª¥“Àå

º≈¢â“ß‡§’¬ß∑’Ë‰¡àæ÷ßª√– ß§å∑’ËÕ“®æ∫‰¥â ‰¥â·°à °“√μ‘¥‡™◊ÈÕ√“∫√‘‡«≥™àÕßª“°, adre-

nal insufficiency, ¿“«–°√–¥Ÿ°∫“ß ·≈–∑”„Àâ°“√‡μ‘∫‚μ¢Õß‡¥Á°º‘¥ª°μ‘9

¡’°“√π”‡Õ“¬“°≈ÿà¡ systemic steroid ¡“„™â„π°“√√—°…“ EoE ª√– ‘∑∏‘¿“æ

∑’Ë‰¥âπ—Èπ‰¡à·μ°μà“ß°—∫ topical steroid ·μàº≈¢â“ß‡§’¬ß∑’Ë‰¡àæ÷ßª√– ß§åæ∫‰¥â¡“°

°«à“„π°≈ÿà¡ systemic steroid41 ·μà¬“°≈ÿà¡π’ÈÕ“®¡’∑’Ë„™â„πºŸâªÉ«¬∑’Ë‰¡àμÕ∫ πÕß°—∫

topical steroid À√◊Õ ºŸâªÉ«¬∑’ËμâÕß°“√„ÀâÕ“°“√¥’¢÷Èπ„π‡«≈“Õ—π —Èπ28

ºŸâªÉ«¬∑’Ë‰¡àμÕ∫ πÕßμàÕ topical steroid Õ“®„Àâ°“√√—°…“‚¥¬ systemic

steroid ¥—ß‰¥â°≈à“«‰ª¢â“ßμâπ, „Àâ topical steroid „π√–¬–‡«≈“π“π¢÷Èπ, „Àâ topical

steroid „π¢π“¥∑’Ë Ÿß¢÷Èπ, „™â°“√À≈’°‡≈’Ë¬ßÕ“À“√√à«¡¥â«¬ À√◊Õ„™â°“√ àÕß°≈âÕß‡æ◊ËÕ

¢¬“¬À≈Õ¥Õ“À“√¥—ß®–‰¥â°≈à“«μàÕ‰ª28

¬“„π°≈ÿà¡Õ◊ËπÊ

®“°°“√∑’Ë EoE ¡’§«“¡‡°’Ë¬«æ—π°—∫‚√§¿Ÿ¡‘·æâμà“ßÊ ®÷ß¡’°“√π”¬“„π°≈ÿà¡
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μà“ßÊ∑’Ë‡°’Ë¬«¢âÕß¡“„™â ‡™àπ leukotriene antagonist (montelukast) ·≈– mast

cells stabilizers (cromolym) ·μàÕ¬à“ß‰√°Áμ“¡®“°°“√»÷°…“æ∫«à“¬“∑—Èß Õß°≈ÿà¡

¡’ª√– ‘∑∏‘¿“æ∑’Ë‰¡à¥’42

¬“°≈ÿà¡ specific antibody ‰¥â·°à anti-IL-5 Antibody ·≈– anti-IgE

antibody ‰¥â∂Ÿ°π”¡“„™â¥â«¬‡™àπ°—π„π°“√√—°…“ºŸâªÉ«¬ EoE ‚¥¬‡©æ“–°≈ÿà¡∑’Ë‰¡à

μÕ∫ πÕßμàÕ steroid æ∫«à“º≈∑’Ë‰¥â‰¡à·μ°μà“ß°—∫¬“À≈Õ°43,44  à«π anti-IL-13

antibody „Àâº≈°“√μÕ∫ πÕß∑’Ë¥’∑—Èß∑“ß¥â“πÕ“°“√∑“ß§≈‘π‘°·≈–∑“ß®ÿ≈°“¬«‘¿“§

·μà°Á‰¡à “¡“√∂≈¥ª√‘¡“≥ eosinophil „π‡π◊ÈÕ‡¬◊ËÕÀ≈Õ¥Õ“À“√„Àâ≈¥≈ß®“°§à“μ—Èß

μâπ¡“°°«à“√âÕ¬≈– 75 ´÷Ëß‡ªìπ®ÿ¥ª√– ß§åÀ≈—°¢Õß°“√«‘®—¬‰¥â45

°“√ àÕß°≈âÕß‡æ◊ËÕ¢¬“¬À≈Õ¥Õ“À“√

°“√ àÕß°≈âÕß‡æ◊ËÕ¢¬“¬À≈Õ¥Õ“À“√‡ªìπ«‘∏’∑’Ë¡’ª√– ‘∑∏‘¿“æ„π°≈ÿà¡ºŸâªÉ«¬

EoE ´÷Ëß¡’Õ“°“√®“°¿“«–À≈Õ¥Õ“À“√μ’∫ (esophageal stricture) ∑’Ë¬—ß§ß¡’

Õ“°“√À≈—ß®“°√—°…“¥â«¬¬“À√◊Õ°“√À≈’°‡≈’Ë¬ßÕ“À“√ ·≈–Õ“®®–„™â‡ªìπ°“√√—°…“«‘∏’

·√°„πºŸâªÉ«¬∑’Ë¡’Õ“°“√¢ÕßÀ≈Õ¥Õ“À“√μ’∫Õ¬à“ß√ÿπ·√ß28

„πÀ≈“¬°“√»÷°…“· ¥ß„Àâ‡ÀÁπ«à“°“√ àÕß°≈âÕß‡æ◊ËÕ¢¬“¬À≈Õ¥Õ“À“√ ‡ªìπ

«‘∏’∑’Ë¡’ª√– ‘∑∏‘¿“æ ·≈–ª≈Õ¥¿—¬‰¡à«à“®–„™â‡∑§π‘§„¥°Áμ“¡ ‡™àπ wire-guided bou-

gies, through-the-scope balloons ·≈– non-wire-guided bougies „π

ªí®®ÿ∫—π¬—ß‰¡à¡’¢âÕ¡Ÿ≈¡“°æÕ∑’Ë®–∫Õ°‰¥â«à“‡∑§π‘§‰Àπ¥’∑’Ë ÿ¥ ‡π◊ËÕß®“°°“√»÷°…“∑’Ë

‡ª√’¬∫‡∑’¬∫·μà≈–‡∑§π‘§π—Èπ¡’πâÕ¬¡“°22 ‚¥¬À≈—°°“√ ”§—≠¢Õß°“√ àÕß°≈âÕß‡æ◊ËÕ

¢¬“¬À≈Õ¥Õ“À“√‰¡à«à“®–‡ªìπ‡∑§π‘§·∫∫„¥ §◊Õ§àÕ¬Ê¢¬“¬¢π“¥®π°√–∑—Ëß∂÷ß‡ªÑ“

À¡“¬ §◊Õ‡ âπºà“»Ÿπ¬å°≈“ß¢ÕßÀ≈Õ¥Õ“À“√ª√–¡“≥ 15-18 ¡¡. (‡ âπºà“»Ÿπ¬å°≈“ß

15 ¡¡. ºŸâªÉ«¬¡—°®–√—∫ª√–∑“πÕ“À“√ÕàÕπ®π∂÷ßÕ“À“√ª°μ‘∫“ßª√–‡¿∑‰¥â¥’, ‡ âπ

ºà“»Ÿπ¬å°≈“ß 18 ¡¡. ºŸâªÉ«¬ “¡“√∂√—∫ª√–∑“πÕ“À“√ª°μ‘‰¥â)46 ‚¥¬‡©≈’Ë¬∑” 3-5

§√—Èß, Àà“ß°—π§√—Èß≈– 3-4  —ª¥“Àå47 ∂÷ß·¡â«à“°“√ àÕß°≈âÕß‡æ◊ËÕ¢¬“¬À≈Õ¥Õ“À“√

‡ªìπ°“√√—°…“∑’Ë¡’ª√– ‘∑∏‘¿“æ ·≈–∑”„ÀâÕ“°“√∑“ß§≈‘π‘°¥’¢÷Èπ‰¥âÕ¬à“ß√«¥‡√Á« ·μà

°“√√—°…“π’È‰¡à‰¥â≈¥°“√Õ—°‡ ∫¢ÕßÀ≈Õ¥Õ“À“√∑’Ë‡ªìπ°≈‰°À≈—°¢Õß°“√‡°‘¥‚√§



87Eosinophilic Esophagitis

‡æ√“–©–π—ÈπμâÕß¡’°“√√—°…“Õ◊ËπÊ§«∫§Ÿà°—π‰ª¥â«¬48

Õ¬à“ß‰√°Áμ“¡ °àÕπ°“√ àÕß°≈âÕß‡æ◊ËÕ¢¬“¬À≈Õ¥Õ“À“√ ºŸâªÉ«¬ EoE ∑ÿ°√“¬

§«√‰¥â√—∫§”·π–π”∂÷ß¿“«–·∑√°´âÕπ∑’ËÕ“®®–‡°‘¥¢÷Èπ‰¥â ‰¥â·°à Õ“°“√‡®Á∫·πàπÀπâ“

À≈—ß®“°∑”À—μ∂°“√ (post-dilation chest pain)  “¡“√∂‡°‘¥‰¥â∂÷ß√âÕ¬≈– 75

¢ÕßºŸâªÉ«¬, ¿“«–‡≈◊Õ¥ÕÕ° ·≈–¿“«–À≈Õ¥Õ“À“√∑–≈ÿ ´÷Ëß®“°°“√»÷°…“„πªí®®ÿ∫—π

æ∫¿“«–·∑√°´âÕπ‰¥âπâÕ¬ §◊Õ√âÕ¬≈– 0.3 ‡∑’¬∫‡∑à“°—∫°“√ àÕß°≈âÕß‡æ◊ËÕ¢¬“¬

À≈Õ¥Õ“À“√„π‚√§Õ◊ËπÊ∑’Ë‰¡à„™à¡–‡√Áß¢ÕßÀ≈Õ¥Õ“À“√49

¿“«–·∑√°´âÕπ„π√–¬–¬“«, §ÿ≥¿“æ™’«‘μ ·≈–°“√√—°…“‡æ◊ËÕªÑÕß°—π°“√°≈—∫
¡“‡ªìπ´È”

ªí®®ÿ∫—π°Á¬—ß¡’¢âÕ∂°‡∂’¬ß°—π«à“¡’§«“¡®”‡ªìπ∑’ËμâÕß„Àâ°“√√—°…“‡æ◊ËÕªÑÕß°—π

°“√°≈—∫¡“‡ªìπ´È” (maintenance therapy) À√◊Õ‰¡à ‡æ√“–®“°À≈—°∞“π„πμÕππ’È

√Ÿª∑’Ë 6. ¿“æÀ≈Õ¥Õ“À“√¢ÕßºŸâªÉ«¬ EoE À≈—ß∑”°“√ àÕß°≈âÕß‡æ◊ËÕ¢¬“¬À≈Õ¥Õ“À“√ æ∫«à“¡’√Õ¬

©’°¢“¥μ“¡·π«-¬“« ºŸâªÉ«¬Õ“®¡’Õ“°“√‡®Á∫·πàπÀπâ“Õ°‡≈Á°πâÕ¬ Õ“°“√®–À“¬‰ª¿“¬„π

24 ™— Ë«‚¡ß ‚¥¬∑’Ë√Õ¬©’°¢“¥π’È‡ªìπμ—«∫àß∫Õ°«à“°“√¢¬“¬À≈Õ°Õ“À“√∑”‰¥âÕ¬à“ß¡’

ª√– ‘∑∏‘¿“æ ·≈–·∑∫®–æ∫‰¥â„πºŸâªÉ«¬∑ÿ°√“¬À≈—ß®“°∑”°“√¢¬“¬À≈Õ¥Õ“À“√´÷Ëß‰¡à

∂◊Õ«à“‡ªìπ¿“«–·∑√° ấÕπ·μàÕ¬à“ß„¥47
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EoE ‰¡à‰¥â‡ªìπ√Õ¬‚√§°àÕπ‡°‘¥¡–‡√Áß (premalignant disease) ·≈–‰¡à‰¥â¡’º≈

μàÕÕ“¬ÿ¢—¬¢ÕßºŸâªÉ«¬9 ¬‘Ëß‰ª°«à“π—Èπæ∫«à“ „πºŸâªÉ«¬ EoE  à«πÀπ÷ËßÀ≈—ß®“°‰¥â√—∫°“√

√—°…“‚¥¬°“√ àÕß°≈âÕß‡æ◊ËÕ¢¬“¬À≈Õ¥Õ“À“√·≈â« ‚√§ “¡“√∂ ß∫Õ¬Ÿà‰¥â‚¥¬‰¡à¡’

§«“¡®”‡ªìπ∑’ËμâÕßÀ≈’°‡≈’Ë¬ßÕ“À“√À√◊Õ„™â¬“√—°…“μàÕ50 Õ¬à“ß‰√°Áμ“¡ºŸâªÉ«¬ EoE  à«π

„À≠à‰¡à‰¥â‡ªìπ‡™àππ—Èπ ºŸâªÉ«¬ à«π„À≠à¡—°®–¡’Õ“°“√°≈—∫¡“‡ªìπ´È”À≈—°®“°À¬ÿ¥¬“

·≈–„π™à«ß∑’Ë¡’Õ“°“√°≈—∫¡“‡ªìπ´È”π—Èπ §ÿ≥¿“æ™’«‘μ‚¥¬√«¡¢ÕßºŸâªÉ«¬°Á≈¥≈ß¥â«¬9

·≈–¿“«–·∑√°´âÕπμà“ßÊ Õ¬à“ß‡™àπ ¿“«–À≈Õ¥Õ“À“√μ’∫®–‡°‘¥¢÷Èπμ“¡¡“27

¥—ßπ—Èπ American College of Gastroenterology ·π–π”«à“ °“√√—°…“

‡æ◊ËÕªÑÕß°—π°“√°≈—∫¡“‡ªìπ´È”¥â«¬ topical steroid À√◊Õ °“√À≈’°‡≈’Ë¬ßÕ“À“√ §«√

∑”„πºŸâªÉ«¬ EoE ∑’Ë ¡’Õ“°“√°≈◊πμ‘¥√ÿπ·√ß À√◊Õ¡’Õ“°“√Õ“À“√μ‘¥§Õ, ¡’¿“«–

À≈Õ¥Õ“À“√μ’∫√ÿπ·√ß ·≈–¡’Õ“°“√∑“ß§≈‘π‘°À√◊Õ∑“ß®ÿ≈°“¬«‘¿“§°≈—∫¡“º‘¥ª°μ‘

Õ¬à“ß√«¥‡√Á«À≈—ßÀ¬ÿ¥¬“28

 √ÿª

Eosinophilic esophagitis ‡ªìπ‚√§∑’Ë¡’·π«‚πâ¡æ∫‰¥â‡æ‘Ë¡¢÷Èπ ‚¥¬¡’ “‡Àμÿ

°“√‡°‘¥‚√§®“°À≈“¬Ê°≈‰° ·≈–ªí®®ÿ∫—π¬—ß‰¡à “¡“√∂‡¢â“„®∂÷ßæ¬“∏‘°”‡π‘¥

∑—ÈßÀ¡¥¢Õß‚√§ °“√«‘π‘®©—¬ EoE μâÕß„™âÕ“°“√∑“ß§≈‘°π‘°, °“√ àÕß°≈âÕß∑“ß‡¥‘π

Õ“À“√ à«π∫π ·≈–®ÿ≈°“¬«‘¿“§¢Õß‡π◊ÈÕ‡¬◊ËÕÀ≈Õ¥Õ“À“√√«¡°—π ·≈–¬—ßμâÕß·¬°

‚√§μà“ßÊ∑’Ë§≈â“¬§≈÷ß°—πÕÕ°‰ª °“√√—°…“∑”‰¥âμ—Èß·μà„ÀâÀ≈’°‡≈’Ë¬ßÕ“À“√∑’Ë·æâ °“√„™â¬“
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Gastric Antral Vascular Ectasia
(GAVE)

æ.≠. ª“≈‘μ“ ™«π‡°√‘°°ÿ≈
æ.∑. π.æ. °ƒ…≥å Õÿªí™¨“¬å

·ºπ°‚√§∑“ß‡¥‘πÕ“À“√·≈–μ—∫ ‚√ßæ¬“∫“≈æ√–¡ß°ÿØ‡°≈â“

Review Article

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

Gastric antral vascular ectasia (GAVE) ‡ªìπ¿“«–∑’Ëæ∫‰¥â‰¡à∫àÕ¬·μà

‡ªìπ “‡Àμÿ¢Õß°“√‡°‘¥‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ à«πμâπ∑—Èß∑’Ë√ÿπ·√ß·≈–‰¡à√ÿπ·√ß‰¥â

‚¥¬æ∫ª√–¡“≥√âÕ¬≈– 4 ¢Õß¿“«–‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ à«πμâπ∑’ Ë‰¡à

‡°’Ë¬«¢âÕß°—∫‡ âπ‡≈◊Õ¥¢Õ¥„π∑“ß‡¥‘πÕ“À“√1

¿“«–π’È¡’√“¬ß“π§√—Èß·√°„πªï æ.». 2496 ‚¥¬ Rider ·≈–§≥–2 „πºŸâªÉ«¬

À≠‘ß ŸßÕ“¬ÿ∑’Ë¡“¥â«¬¿“«– ’́¥®“°°“√¢“¥∏“μÿ‡À≈Á°·≈– àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√æ∫‡ªìπ

fiery red with marked hypertrophic mucosal changes, adherent old blood

and scattered areas of profuse bleeding ∑’Ë°√–‡æ“–Õ“À“√ à«π antrum ·≈–

æ∫ grey smooth mucosa ∑’Ë°√–‡æ“–Õ“À“√ à«π body ·≈–°“√μ√«®∑“ßæ¬“∏‘

«‘∑¬“æ∫°“√Õ—°‡ ∫‡√◊ÈÕ√—ß·≈–°“√∫«¡¢Õß™—Èπ submucosa √à«¡°—∫°“√¢¬“¬„À≠à

¢ÕßÀ≈Õ¥‡≈◊Õ¥¥” ‚¥¬ Rider ·≈–§≥–∫√√¬“¬¿“«–π’È«à“ An erosive type of

gastritis with marked veno-capillary ectasia μàÕ¡“„πªï æ.». 2527 Jabbari

·≈–§≥–3 ‰¥â„Àâ§”π‘¬“¡¢Õß GAVE «à“ longitudinal antral fold, converging

on the pylorus, containing visible columns of tortuous red ectatic ves-

sels ≈—°…≥–‡ âπ ’·¥ß§≈â“¬≈“¬∫π‡ª≈◊Õ°·μß‚¡∑’Ëæ∫®“°°“√ àÕß°≈âÕß∑“ß‡¥‘π

Õ“À“√ ‡√’¬°«à“ Watermelon stomach ·≈–æ∫«à“≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“‡ªìπ hy-

perplasia of the mucosa with capillary ectasia and thrombosis, fibro-
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muscular hyperplasia of the lamina propria and abnormal vessels in the

submucosa

√–∫“¥«‘∑¬“

‰¡à¡’¢âÕ¡Ÿ≈‡√◊ËÕß§«“¡™ÿ°¢Õß GAVE „πª√–™“°√∑—Ë«‰ª  à«π§«“¡™ÿ°„πºŸâ

ªÉ«¬‚√§μ—∫·¢Áß∑’ Ë‰¥â√—∫°“√ àÕß°≈âÕß§—¥°√Õß¿“«–À≈Õ¥‡≈◊Õ¥¥”‚ªÉßæÕß„π

À≈Õ¥Õ“À“√æ∫§«“¡™ÿ°¢Õß GAVE √âÕ¬≈– 124

æ¬“∏‘ √’√«‘∑¬“ ·≈–æ¬“∏‘«‘∑¬“

GAVE ‡ªìπ¿“«–∑’Ë‡°‘¥¢÷Èπ¡“¿“¬À≈—ß (acquired)5 ªí®®ÿ∫—π¬—ß‰¡à∑√“∫

 “‡Àμÿ∑’Ë·πà™—¥ ·μà‡™◊ËÕ«à“‡°‘¥®“°°≈‰°À≈“¬Õ¬à“ß‰¥â·°à

1) Mechanical stress °“√∫’∫μ—«¢Õß°√–‡æ“–Õ“À“√Õ¬à“ß√ÿπ·√ß ‡°‘¥

prolapse ·≈–À≈Õ¥‡≈◊Õ¥Õÿ¥μ—π™—Ë«§√“« ‡°‘¥ fibromuscular hyperplasia ·≈–

°“√¢¬“¬μ—«¢ÕßÀ≈Õ¥‡≈◊Õ¥μ“¡¡“ ·≈–æ∫§«“¡º‘¥ª°μ‘„π°“√∫’∫μ—«¢Õß antrum

μÕ∫ πÕßμàÕ¡◊ÈÕÕ“À“√„πºŸâªÉ«¬ GAVE Õ’°¥â«¬3, 5-7

2) Humoral factor ‰¥â·°à gastrin, vasoactive inhibitory peptide

(VIP), 5-hydroxytryptamine, glucagon, catecholamines, prostanoid ·≈–

 “√Õ◊ËπÊ ‚¥¬ gastrin „ÀâÀ≈Õ¥‡≈◊Õ¥ΩÕ¬¢¬“¬μ—«·≈–‡æ‘Ë¡®”π«π ́ ÷Ëßæ∫ neuroen-

docrine cell ‡æ‘Ë¡¢÷Èπ∫√‘‡«≥∑’Ë‡ªìπ GAVE ¥â«¬  à«π prostaglandin E2 ÕÕ°

ÕÕ°ƒ∑∏‘Ï„π°“√¢¬“¬À≈Õ¥‡≈◊Õ¥·≈–¬—∫¬—Èß°“√À≈—Ëß°√¥æ∫«à“¡’ª√‘¡“≥‡æ‘Ë¡¢÷Èπ„πºŸâ

ªÉ«¬ GAVE8-10

3) Autoimmune æ∫«à“ª√–¡“≥√âÕ¬≈– 60 ¢ÕßºŸâªÉ«¬ GAVE ¡’‚√§∑’Ë

‡°’Ë¬«¢âÕß°—∫¿Ÿ¡‘§ÿâ¡°—πμàÕμâ“π‡π◊ÈÕ‡¬◊ËÕμπ‡Õß (autoimmune associated disease)

·≈–μ√«®æ∫ autoantibodies ‡™àπ antinuclear antibodies, anti-centromere

antibody, antinucleolar antibody ‡ªìπμâπ ´÷Ëßæ∫«à“¿Ÿ¡‘§ÿâ¡°—π∑’Ëº‘¥ª°μ‘‡À≈à“

π’È “¡“√∂∑”ªØ‘°‘√‘¬“°—∫‚ª√–μ’π∑’ËÀ≈Õ¥‡≈◊Õ¥¿“¬„π™—Èπ‡¬◊ËÕ∫ÿ·≈–™—Èπ„μâ‡¬◊ËÕ∫ÿ¢Õß

°√–‡æ“–À“√ ·μà¬—ß‰¡à∑√“∫∂÷ßº≈®√‘ßÊ®“°¿Ÿ¡‘§ÿâ¡°—π∑’Ëº‘¥ª°μ‘‡À≈à“π’È5,11
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4) Liver disease and portal hypertension ·¡â¿“«– GAVE ®–æ∫

‰¥â„πºŸâªÉ«¬ cirrhosis ·μà¿“«–§«“¡¥—π„πÀ≈Õ¥‡≈◊Õ¥¥”æÕ√åμ—≈ Ÿß‰¡à‰¥â‡ªìπ

 “‡Àμÿ°“√‡°‘¥ GAVE ·≈–°“√‡ª≈’Ë¬πμ—∫∑”„Àâ¿“«– GAVE À“¬‰ª‰¥â∂÷ß·¡â«à“®–

¬—ß¡’§«“¡¥—π„πÀ≈Õ¥‡≈◊Õ¥¥”æÕ√åμ—≈ ŸßÕ¬Ÿà°Áμ“¡ ´÷Ëß§“¥«à“°“√∑”ß“π¢Õßμ—∫‡ ◊ËÕ¡

À√◊Õμ—∫«“¬¡’∫∑∫“∑„π°“√‡°‘¥ GAVE ‚¥¬‡°‘¥°“√‡ª≈’Ë¬π·ª≈ß metabolize

¢Õß “√∫“ßÕ¬à“ß5,12

Õ“À“√À√◊Õ°√¥„π°√–‡æ“–Õ“À“√ ·≈– fibrin microthrombi ∑”„Àâ‡°‘¥

°“√¢“¥‡≈◊Õ¥„π∫“ßμ”·Àπàß ∑”„ÀâÀ≈Õ¥‡≈◊Õ¥∑’Ëº‘¥ª°μ‘©’°¢“¥ ‡°‘¥‡≈◊Õ¥ÕÕ°„π

∑“ß‡¥‘πÕ“À“√‰¥â13,14

 à«π≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“„π¿“«– GAVE ¡’¥—ßπ’È (√Ÿª∑’Ë 1)13,15

1) ¡’°“√¢¬“¬μ—«º‘¥ª°μ‘¢ÕßÀ≈Õ¥‡≈◊Õ¥ΩÕ¬„π™—Èπ‡¬◊ËÕ∫ÿº‘« (vascular

ectasia of mucosal capillaries) ´÷ËßÕ“®‰¡àæ∫≈—°…≥–¢âÕπ’È‰¥â √âÕ¬≈– 50 ®“°

°“√‡À’Ë¬«≈ß¢≥– fixation À√◊Õ‡ªìπ§«“¡º‘¥æ≈“¥®“°°“√μ—¥™‘Èπ‡π◊ÈÕ À√◊Õμ”·Àπàß

¢ÕßÀ≈Õ¥‡≈◊Õ¥∑’Ëº‘¥ª°μ‘Õ¬Ÿà≈÷°≈ß‰ª16

2) ¡’≈‘Ë¡‡≈◊Õ¥‡©æ“–∑’Ë (focal thrombosis)

3) ¡’°“√‡æ‘Ë¡®”π«π¢Õß‡´≈≈å°≈â“¡‡π◊ÈÕ·≈–‰ø‚∫√∫≈“ μå (Spindle cell

proliferation ‰¥â·°à smooth muscle cell ·≈– fibroblast hyperplasia

√Ÿª∑’Ë 1. ≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“„π¿“«– GAVE17 √Ÿª A · ¥ßÀ≈Õ¥‡≈◊Õ¥ΩÕ¬∑’Ë¢¬“¬μ—«º‘¥

ª°μ‘ √Ÿª B · ¥ßÀ≈Õ¥‡≈◊Õ¥∑’Ë¢¬“¬μ—«º‘¥ª°μ‘ hyperplastic fibromuscular cell „π™—Èπ

lamina propria √Ÿª C · ¥ß≈‘Ë¡‡≈◊Õ¥„πÀ≈Õ¥‡≈◊Õ¥ΩÕ¬

A B C
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4) ¡’ fibrohyalinosis (homogeneous substance around ectatic

capillaries of lamina propria)

‚¥¬≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“¡’§«“¡ ”§—≠„π°“√«‘π‘®©—¬·¬°‚√§√–À«à“ß

GAVE ·≈– PHG „πºŸâªÉ«¬μ—∫·¢Áß ´÷Ëß¡’°“√»÷°…“¢Õß Gilliam JH ·≈–§≥– „π

ªïæ.». 2532 æ∫«à“°“√„™â spindle cell proliferation √à«¡°—∫ fibrohyalinosis ¡’

§«“¡·¡àπ¬” (accuracy) √âÕ¬≈– 85 „π°“√«‘π‘®©—¬ GAVE ·¬°®“° PHG „πºŸâ

ªÉ«¬μ—∫·¢Áß8,15

πÕ°®“°π’È¬—ß¡’§–·ππ®“°≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“„π°“√«‘π‘®©—¬ GAVE

‰¥â·°à Giliam score ·≈– GAVE score ¥—ß· ¥ß„πμ“√“ß∑’Ë 1 ́ ÷Ëß GAVE score ¡’

§«“¡·¡àπ¬”√âÕ¬≈– 80 „π°“√«‘π‘®©—¬·¬° GAVE ®“° PHG5,15 ·≈–≈—°…≥–∑“ß

æ¬“∏‘«‘∑¬“∑’Ë·μ°μà“ß°—π√–À«à“ GAVE ·≈– PHG · ¥ß„πμ“√“ß∑’Ë 2

μ“√“ß∑’Ë 1 √–∫∫°“√„Àâ§–·ππ®“°≈—°…≥–∑’Ëæ∫∑“ßæ¬“∏‘«‘∑¬“∑—Èß 2 √–∫∫5

Gillium score (0-4), GAVE score (0-5)

Score Fibrin thrombi Spindle cell Fibrohyalinosis

and/or vascular ectasia proliferation (‡©æ“– GAVE score)

0 Both absent Absent Absent

1 One present Increased Present

2 Both present Marged increased -

μ“√“ß∑’Ë 2 · ¥ß≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“∑’Ë·μ°μà“ß°—π„π GAVE ·≈– PHG8,18

≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“ GAVE PHG

Thrombi √âÕ¬≈– 50 √âÕ¬≈– 0

Vascular ectasia √âÕ¬≈– 100 √âÕ¬≈– 64

Spindle cell proliferation √âÕ¬≈– 86 √âÕ¬≈– 29

Fibrohyalinosis √âÕ¬≈– 92 √âÕ¬≈– 36
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μ“√“ß∑’Ë 3 ‚√§∑’Ëæ∫√à«¡°—∫¿“«– GAVE17,18,21,23-30

‚√§√à«¡∑’Ëæ∫‰¥â∫àÕ¬ ‚√§√à«¡∑’Ëæ∫‰¥â‰¡à∫àÕ¬

Autoimmune and connective tissue disease Systemic lupus erythematosus

Raynaudûs phenomenon Scleroderma, systemic sclerosis

Sclerodactyly, CREST syndrome Diabetes

Telangiectasia Nodular regenerative hyperplasia

Pernicious anemia Lymphoma

Primary biliary cholangitis Gastric carcinoma

Hypothyroidism Valvular heart disease ‡™àπ aortic stenosis

Cirrhosis Acute myeloid leukemia

Renal insufficiency Addisonûs disease

Hypertension Rectal vascular disease

Õ“°“√ Õ“°“√· ¥ß ·≈–‚√§∑’Ëæ∫√à«¡

ºŸâªÉ«¬ GAVE · ¥ßÕ“°“√‰¥âÀ≈“¬ ºŸâªÉ«¬ à«π¡“°‡ªìπ‡æ»À≠‘ß Õ—μ√“ à«π

‡æ»À≠‘ßμàÕ‡æ»™“¬‡∑à“°—∫ 3:1 Õ“¬ÿ‡©≈’Ë¬¢ÕßºŸâªÉ«¬∑’Ë‰¡à¡’‚√§μ—∫·¢Áß ª√–¡“≥ 73

ªï ¡“¥â«¬¿“«–´’¥®“°°“√¢“¥∏“μÿ‡À≈Á°√âÕ¬≈– 88 ·≈–μ√«®æ∫‡≈◊Õ¥„πÕÿ®®“√–

(Heme positive stool) √âÕ¬≈– 42 ‚¥¬ºŸâªÉ«¬ª√–¡“≥√âÕ¬≈– 42 ‡ªìπ transfu-

sion dependence ·¡â«à“°”≈—ß‰¥â√—∫∏“μÿ‡À≈Á°™¥‡™¬Õ¬Ÿà Õ“°“√Õ◊ËπÊ∑’Ëæ∫‰¥âπâÕ¬

°«à“‰¥â·°à melena ∂à“¬‡ªìπ‡≈◊Õ¥ Õ“‡®’¬π‡ªìπ‡≈◊Õ¥ ‡ªìπμâπ19-21 ‚¥¬ºŸâªÉ«¬ GAVE

∑’Ë¡“¥â«¬¿“«–‡≈◊Õ¥ÕÕ°∑“ß‡¥‘πÕ“À“√ à«π∫π‡©’¬∫æ≈—π¡—°æ∫„πºŸâªÉ«¬∑’Ë¡’ªí≠À“

°“√·¢Áßμ—«¢Õß‡≈◊Õ¥ ºŸâªÉ«¬‚√§μ—∫√–¬–∑â“¬ À√◊ÕºŸâªÉ«¬∑’Ë¡’¿“«– uremia16,22

‚√§∑’Ëæ∫√à«¡ à«π¡“°¡—°‡ªìπ ‚√§∑“ß autoimmune (√âÕ¬≈– 60) ·≈– ‚√§

μ—∫·¢Áß (√âÕ¬≈– 30) ·≈–‚√§Õ◊ËπÊ (√âÕ¬≈– 10) ¥—ß· ¥ß„πμ“√“ß∑’Ë 3

πÕ°®“°‚√§√à«¡‡À≈à“π’È ¬—ß¡’√“¬ß“π GAVE ∑’Ë‡°‘¥À≈—ßºŸâªÉ«¬‰¥â√—∫°“√√—°…“

∫“ßÕ¬à“ß ‡™àπ °“√∑” Bone marrow transplant ·≈–‡¡◊ËÕ‰¡àπ“π¡“π’È¡’√“¬ß“π°“√æ∫

GAVE „πºŸâªÉ«¬ Gastrointestinal stromal tumor (GIST) ∑’Ë‰¥â√—∫°“√√—°…“¥â«¬
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Imatinib π“π 8 ‡¥◊ÕπÕ’°¥â«¬31

‚¥¬ºŸâªÉ«¬ GAVE ∑’Ë¡’·≈–‰¡à¡’‚√§μ—∫·¢Áß®–¡’Õ“°“√·≈–Õ“°“√· ¥ß °“√

¥”‡π‘π‚√§ ≈—°…≥–∑’Ëæ∫®“°°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√∑’Ë·μ°μà“ß°—π ‚¥¬®–

°≈à“«„π√“¬≈–‡Õ’¬¥μàÕ‰ª

≈—°…≥–∑’Ëæ∫®“°°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√

GAVE ‡ªìπ§”∑’Ë¡“®“°°“√∫√√¬“¬≈—°…≥–‡©æ“–∑’Ëæ∫®“°°“√ àÕß°≈âÕß∑“ß

‡¥‘πÕ“À“√ ́ ÷Ëß‡ªìπ®ÿ¥ ’·¥ß ‡√’¬ßμ—«‰¥âÀ≈“π·∫∫ æ∫∑’Ë°√–‡æ“–Õ“À“√ à«π antrum

·μà°Á¡’√“¬ß“π«à“æ∫∑’Ëμ”·ÀπàßÕ◊Ëπ‰¥â ‡™àπ cardia, duodenum, jejunum ·≈– rec-

tum ‡ªìπμâπ5

´÷Ëß≈—°…≥–∑’Ëæ∫‰¥â¡’°“√·∫àß‡ªìπÀ≈“¬·∫∫ ·μà∑’Ë„™â∫àÕ¬§◊Õ‡ªìπ‡ªìπ 2 √Ÿª

·∫∫ ‰¥â·°à

1) Striped type (√Ÿª∑’Ë 2)

°“√‡√’¬ßμ—«¢Õß√Õ¬‚√§ ’·¥ß‡ªìπ‡ âπÊ ∑’Ë∫√‘‡«≥ antrum ´÷Ëß‡√’¬ßμ—«μ“¡

rugal fold ™’È‡¢â“À“ pylorus (Multiple red strips, often raised, in the antrum

√Ÿª∑’Ë 2 √Õ¬‚√§ GAVE ™π‘¥ stripe33
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√Ÿª∑’Ë 3 √Õ¬‚√§ GAVE ™π‘¥ diffuse35

that radiate to the pylorus) ´÷Ëß≈—°…≥–§≈â“¬‡ª≈◊Õ°·μß‚¡ ®÷ß‡ªìπ∑’Ë¡“¢Õß§”«à“

Watermelon stomach ´÷Ëß√Ÿª·∫∫π’Èæ∫„πºŸâªÉ«¬∑’Ë‡ªìπ‚√§ autoimmune, PBC,

hypothyroidism, Raynaudûs phenomenon, atrophic gastritis, pernicious

anemia ≈—°…≥–√Õ¬‚√§Õ“®√«¡°—π®π§≈â“¬ honeycomb ·≈–„πºŸâªÉ«¬∫“ß√“¬

°Á¡’√àÕß√Õ¬·∫∫‡¥’¬«°—ππ’È∑’Ë°√–‡æ“–Õ“À“√ à«π cardia ¥â«¬ ®“°√“¬ß“π¢Õß Itom

·≈–§≥–„πªïæ.». 2544 æ∫«à“ºŸâªÉ«¬ GAVE ™π‘¥ striped type ¡’‚√§μ—∫·¢Áß

√à«¡¥â«¬‡æ’¬ß√âÕ¬≈– 385,16,32,33

2) Punctate type (√Ÿª∑’Ë 3)

°“√‡√’¬ßμ—«¢Õß√Õ¬‚√§ ’·¥ß∑’Ë°√–®“¬∑—Ë«Ê (Diffuse numerous antral

ectasia arranged not in array) √Õ¬‚√§¡—°·∫π√“∫·≈–Õ“®æ∫∑’Ë°√–‡æ“–

Õ“À“√ à«π body ‰¥â¥â«¬ æ∫„πºŸâªÉ«¬‚√§μ—∫·¢Áß·≈–ºŸâªÉ«¬∑’Ë¡’·≈–ºŸâªÉ«¬∑’Ë¡’§«“¡

¥—π„πÀ≈Õ¥‡≈◊Õ¥¥”æÕ√åμ—≈ Ÿß ́ ÷Ëß·¬°°—∫ portal hypertensive gastropathy (PHG)

‰¥â¬“°„πºŸâªÉ«¬∫“ß√“¬ ®“°√“¬ß“π¢Õß Ito M ·≈–§≥–æ∫«à“ºŸâªÉ«¬∑—Èß 21 √“¬∑’Ë

‡ªìπ GAVE ™π‘¥ punctate type ¡’‚√§μ—∫·¢Áß√à«¡¥â«¬16,32,33
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„πªï æ.». 2549 Chaves ·≈–§≥– ‰¥â»÷°…“ºŸâªÉ«¬ GAVE ∑—ÈßÀ¡¥ 18

√“¬ æ∫«à“ºŸâªÉ«¬ GAVE ∑—Èß 2 √Ÿª·∫∫¡’Õ“°“√∑“ß§≈‘π‘° ‚√§∑’Ëæ∫√à«¡ ∑’Ë·μ°μà“ß

°—π ¥—ß· ¥ß„πμ“√“ß∑’Ë 2 ´÷Ëß∑—Èß 2 √Ÿª·∫∫π’È≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“ °“√μÕ∫ πÕß

μàÕ°“√√—°…“¥â«¬°“√ àÕß°≈âÕß‰¡à·μ°μà“ß°—π34

≈—°…≥–Õ◊ËπÊ∑’Ëæ∫‰¥â®“°°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√‰¥â·°à prolapse of the

pyloric mucosa, ectatic elongated vessels ·≈– petechial hemorrhages

´÷Ëß¡—°æ∫μ√ß à«πª≈“¬ ÿ¥¢Õß‡¬◊ËÕ∫ÿ à«π∑’Ë prolapse, °“√æ∫√Õ¬‚√§∑’Ë°√–‡æ“–

À“√ à«π∫π´÷Ëß 2 „π 3 ¢ÕßºŸâªÉ«¬°≈ÿà¡π’È¡’ diaphragmatic hernia, atrophic gas-

tritis3,16,21

°“√μ√«®Õ—≈μ√“´“«πåºà“π°“√ àÕß°≈âÕß (Endoscopic ultrasonography) (√Ÿª∑’Ë 3)

≈—°…≥–∑’Ëæ∫‰¥â„π·μà≈–™—Èπ §◊Õ

1) Mucosa æ∫ focal increase echogenicity

2) Muscularis mucosae, submucosa æ∫ thicken wall, spongy

appearance (small hypoechoic spaces) ´÷Ëß≈—°…≥–¥—ß°≈à“«À“¬‰ªÀ≈—ß°“√

√—°…“¥â«¬ argon plasma coagulation

3) Muscularis propria ‰¡àæ∫≈—°…≥–∑’Ë‡ª≈’Ë¬π·ª≈ß36-38

®–‡ÀÁπ‰¥â«à“ºŸâªÉ«¬ GAVE ∑’Ë‡ªìπ diffuse type ¡—°æ∫„π‚√§μ—∫·¢Áß ∫“ß

§√—Èß√Õ¬‚√§Õ“®·¬°‰¥â¬“°®“°¿“«– portal hypertensive gastropathy (PHG)

´÷Ëßæ∫‰¥â∫àÕ¬„πºŸâªÉ«¬‚√§μ—∫·¢Áß‡™àπ°—π  √ÿª≈—°…≥–∑“ß§≈‘π‘°∑’Ë·μ°μà“ß°—π‰¥â¥—ß

μ“√“ß∑’Ë 4

°“√√—°…“

1) °“√„™â¬“√—°…“

¡’°“√æ¬“¬“¡„™â¬“À≈“¬™π‘¥„π°“√√—°…“ GAVE æ∫«à“¬—ß‰¡à¡’¬“μ—«„¥∑’Ë

 “¡“√∂∑¥·∑π°“√ àÕß°≈âÕß‰¥â ¬“∑’Ë¡’°“√»÷°…“‰¥â·°à

1.1 Hormonal therapy
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μ“√“ß∑’Ë 5 ≈—°…≥–∑“ß§≈‘π‘°∑’Ë·μ°μà“ß°—π¢Õß¿“«– GAVE ·≈– PHG8,18,33

≈—°…≥–¢ÕßºŸâªÉ«¬ GAVE PHG

≈—°…≥–∑“ß§≈‘π‘°

μ”·Àπàß¢Õß√Õ¬‚√§

≈—°…≥–∑’Ëæ∫®“°

°“√ àÕß°≈âÕß

μ“√“ß∑’Ë 4 ≈—°…≥–∑“ß§≈‘π‘°∑’Ë·μ°μà“ß°—π¢Õß GAVE ™π‘¥ diffuse ·≈– stipe35

≈—°…≥–∑“ß§≈‘π‘° Diffuse type Stripe type

‚√§∑’Ëæ∫√à«¡ ‚√§μ—∫·¢Áß ‚√§ autoimmune, §«“¡¥—π‚≈À‘μ Ÿß, ‡∫“À«“π

Õ“¬ÿ‡©≈’Ë¬ (ªï) 65 73

‡æ» ºŸâ™“¬ : ºŸâÀ≠‘ß 3:1 1:3

§à“‡©≈’Ë¬Œ’‚¡‚°≈∫‘π 10.2 7.2

(°√—¡μàÕ‡¥ ‘́≈‘μ√)

Õ“°“√∑’Ë¡“æ∫·æ∑¬å ‡≈◊Õ¥ÕÕ°‡©’¬∫æ≈—π ‡≈◊Õ¥ÕÕ°‡√◊ÈÕ√—ß ¡—°¡“¥â«¬¿“«– ’́¥

®“°°“√¢“¥∏“μÿ‡À≈Á°

-Child-Pugh score √ÿπ·√ß°«à“ §à“

‡©≈’Ë¬ 8.6

- ‰¡à¡’ª√–«—μ‘‡§¬√—°…“¥â«¬ sclero-

therapy

-ª√‘¡“≥‡≈◊Õ¥∑’Ë‡ ’¬¡“°°«à“ ‡©≈’Ë¬

21.6 ¡‘≈≈‘≈‘μ√μàÕ«—π

-ª√‘¡“≥°“√À≈—Ëß°√¥¢Õß°√–‡æ“–

Õ“À“√ (peak acid output) πâÕ¬°«à“

‡©≈’Ë¬ 17.2 mEq/hr

- √–¥—∫ gastrin μË”°«à“ ‡©≈’Ë¬ 38.7

æ‘‚§°√—¡μàÕ¡‘≈≈‘≈‘μ√

- ¡’§«“¡¥—π„πÀ≈Õ¥‡≈◊Õ¥¥”æÕ√åμ—≈

 Ÿß√à«¡¥â«¬ª√–¡“≥√âÕ¬≈– 30

Antrum

Tortuous columns of ectatic ves-

sels in watermelon or diffuse pat-

tern which can be erythematous

(mild) or hemorrhagic (severe)

-Child-Pugh score √ÿπ·√ßπâÕ¬°«à“ §à“

‡©≈’Ë¬ 6.9

-¡—°¡’ª√–«—μ‘‡§¬√—°…“¥â«¬ sclerotherapy

(®“°√“¬ß“πæ∫ 6 „π 14 √“¬)

-ª√‘¡“≥‡≈◊Õ¥∑’Ë‡ ’¬πâÕ¬°«à“ ‡©≈’Ë¬ 8.9

¡‘≈≈‘≈‘μ√μàÕ«—π

-ª√‘¡“≥°“√À≈—Ëß°√¥¢Õß°√–‡æ“–Õ“À“√

(peak acid output) ¡“°°«à“ ‡©≈’Ë¬ 50.4

mEq/hr

- √–¥—∫ gastrin  Ÿß°«à“ ‡©≈’Ë¬ 77.2 æ‘‚§°

√—¡μàÕ¡‘≈≈‘≈‘μ√

-ºŸâªÉ«¬∑ÿ°√“¬¡’§«“¡¥—π„πÀ≈Õ¥‡≈◊Õ¥

¥”æÕ√åμ—≈ Ÿß√à«¡¥â«¬

Fundus ·≈– body

Mosaic/snakeskin mucosa (mild) with

red or brown spots (severe)
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Estrogen, progesterone  “¡“√∂§«∫§ÿ¡¿“«–‡≈◊Õ¥ÕÕ°®“°À≈Õ¥

‡≈◊Õ¥º‘¥ª°μ‘‰¥â ≈¥§«“¡®”‡ªìπ„π°“√√—∫‡≈◊Õ¥≈ß‰¥â®“° 4 ¬Ÿπ‘μμàÕ‡¥◊Õπ ‡ªìπ 1.4

μàÕ‡¥◊Õπ ‚¥¬∑’Ë‰¡à∑√“∫°≈‰°°“√ÕÕ°ƒ∑∏‘Ï ´÷Ëß‡¡◊ËÕ≈¥¢π“¥¬“≈ß¡—°¡’‡≈◊Õ¥ÕÕ°´È”

¢÷Èπ¡“„À¡à ·≈–°“√„™â¬“°≈ÿà¡π’È„π√–¬–¬“«∑”„Àâ‡°‘¥º≈¢â“ß‡§’¬ß∑’Ë√ÿπ·√ß‰¥â‡™àπ

ª√–®”‡¥◊Õπ¡“¡“°º‘¥ª°μ‘ °“√¡’‡μâ“π¡¢¬“¬„À≠à„πºŸâ™“¬ ·≈–°“√‡æ‘Ë¡§«“¡‡ ’Ë¬ß

μàÕ¡–‡√Áß‡¬◊ËÕ∫ÿ‚æ√ß¡¥≈Ÿ°·≈–¡–‡√Áß‡μâ“π¡5,39

1.2 Octreotide

¡’°“√»÷°…“¢Õß Nordon ·≈–§≥– „πªï æ.». 2542 »÷°…“„πºŸâªÉ«¬

GAVE ∑’Ë¡’‡≈◊Õ¥ÕÕ°®”π«π 3 √“¬ æ∫«à“  “¡“√∂À¬ÿ¥‡≈◊Õ¥‰¥â 2 √“¬ ·≈–‡≈◊Õ¥

ÕÕ°≈¥≈ß 1 √“¬·μà°“√»÷°…“¢Õß Barbara ·≈–§≥–„πªï æ.». 2541 æ∫«à“

octreotide ‰¡à¡’ª√–‚¬™πå„π°“√√—°…“ GAVE ¥—ßπ—Èπ¬—ß‰¡à “¡“√∂ √ÿªº≈¢Õß

octreotide „π°“√√—°…“ GAVE ‰¥â ‚¥¬°≈‰°°“√ÕÕ°ƒ∑∏‘Ï¢Õß octretide §◊Õ ¬—∫¬—Èß

neuroendocrine cell ¬—∫¬—Èß‡´≈≈å°≈â“¡‡π◊ÈÕ ·≈–¬—∫¬—Èß°“√ √â“ßÀ≈Õ¥‡≈◊Õ¥5,40,41

1.3 Tranexamic acid

‡ªìπ antifibrinolytic agent ¡’√“¬ß“π°“√„™â tranexamic acid „π

°“√√—°…“ GAVE ∑’Ë¡’‡≈◊Õ¥ÕÕ° „πºŸâªÉ«¬‚√§μ—∫·¢Áß º≈æ∫«à“ “¡“√∂≈¥§«“¡

√Ÿª∑’Ë 4 ≈—°…≥–¢Õß GAVE ®“° endoscopic ultrasound37 √Ÿª ấ“¬· ¥ß°“√Àπ“μ—«∑—Ë«Ê¢Õß™—Èπ

submucosa (≈Ÿ°»√‚§âß) °“√Àπ“μ—«¢Õß mucosa ·≈–∫¥∫—ß™—Èπ muscularis mucosae

(≈Ÿ°»√μ√ß); √Ÿª¢«“· ¥ß√Õ¬πŸπ¢Õß°√–‡æ“– à«π antrum ¡’°“√Àπ“μ—«¢Õß™—Èπ mucosa

·≈– submucosa ·≈–¡’ à«π∑’Ë√Õ¬ antral fold Àπ“¢÷Èπº‘¥ª°μ‘ (≈Ÿ°»√)
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μâÕß°“√„π°“√√—∫‡≈◊Õ¥‰¥â ·μà°Á¡’√“¬ß“π«à“‡°‘¥º≈¢â“ß‡§’¬ß∑’Ë√ÿπ·√ß‰¥â‡™àπ central

venous stasis retinopathy, ≈‘ Ë¡‡≈◊Õ¥Õÿ¥μ—π∑’ËÀ≈Õ¥‡≈◊Õ¥¥”∑’Ë¢“ ·≈–≈‘Ë¡

‡≈◊Õ¥Õÿ¥μ—π∑’ËÀ≈Õ¥‡≈◊Õ¥·¥ßªÕ¥5,42

1.4 Thalidomide

¡’ 2 °“√»÷°…“ æ∫«à“ ºŸâªÉ«¬ GAVE ∑’Ë√—°…“¥â«¬¬“ thalidomide

 “¡“√∂≈¥§«“¡μâÕß°“√„π°“√√—∫‡≈◊Õ¥·≈–‡æ‘Ë¡√–¥—∫Œ’‚¡‚°≈∫‘π∑’Ë 3 ·≈– 9 ‡¥◊Õπ

‰¥â ·≈–¬—ßæ∫«à“√Õ¬‚√§®“ß≈ßÀ√◊ÕÀ“¬‰ªÕ’°¥â«¬¥â«¬ ·μà®”π«πºŸâªÉ«¬„π°“√

»÷°…“¬—ßπâÕ¬ ‚¥¬°≈‰°°“√ÕÕ°ƒ∑∏‘Ï§◊Õ antiangiogenic ´÷Ëßæ∫«à“√–¥—∫¢Õß Vas-

cular Endothelial Growth Factor (VEGF) ≈¥≈ßÕ¬à“ß¡’π—¬ ”§—≠∑—Èß„πºŸâªÉ«¬

Angiodysplasia ·≈– GAVE ∑’Ë‰¥â√—∫°“√√—°…“¥â«¬ thalidomide43,44

1.5 Cyproheptadine ¡’‡æ’¬ß 1 √“¬ß“π‡∑à“π—Èπ45

2) °“√√—°…“∑“ß°“√ àÕß°≈âÕß √Ÿª∑’Ë 5

À≈—°°“√„π°“√√—°…“ GAVE ¥â«¬°“√ àÕß°≈âÕß§◊Õ °“√∑”„Àâ‡°‘¥ super-

ficial coagulation (≈÷° 1-2 ¡‘≈≈‘‡¡μ√) ‚¥¬∑’Ë‰¡à‡°‘¥ Vaporization ‡™àπ„Àâ

§«“¡√âÕπ®π‡°‘¥ 100 Õß»“‡´≈‡´’¬ Õ¬à“ß√«¥‡√Á« À√◊Õ°“√∑”„Àâ‡°‘¥ deep coagu-

lation (¡“°°«à“ 2-3 ¡‘≈≈‘‡¡μ√) ‚¥¬¡’‡§√◊ËÕß¡◊ÕÀ≈“¬™π‘¥ ‰¥â·°à

2.1 Neodymium-yttrium-aluminum garnet (Nd: YAG) laser co-

agulation

‡ªìπ°“√„™â§«“¡√âÕπ®“° laser ‰ª¬—ß‡π◊ÈÕ‡¬◊ËÕ°√–‡æ“–Õ“À“√ ®“°

À≈“¬°“√»÷°…“æ∫«à“  “¡“√∂≈¥§«“¡®”‡ªìπ„π°“√√—∫‡≈◊Õ¥‰¥â ·μà°Á¬—ß¡’ºŸâªÉ«¬

ª√–¡“≥√âÕ¬≈– 14.2-50 ∑’Ë¬—ßμâÕß‰¥â√—∫‡≈◊Õ¥Õ¬Ÿà §à“‡©≈’Ë¬®”π«π session ª√–¡“≥

3 session30

¿“«–·∑√°´âÕπ‰¥â·°à °√–‡æ“–Õ“À“√∑–≈ÿ ·º≈„π°√–‡æ“–Õ“À“√ °“√

μ’∫·§∫¢Õß pylorus æ∫‰¥â√âÕ¬≈– 8 ‡¡◊ËÕ∑”À—μ∂°“√À≈“¬Ê§√—Èß ́ ÷Ëß¡’º≈„Àâ‡°‘¥ delay

gastric emptying À√◊Õ°“√Õÿ¥μ—π¢Õß pylorus ‰¥â μ‘Ëß‡π◊ÈÕ™π‘¥ hyperplastic

æ∫‰¥âÀ≈—ß∑”À—μ∂°“√À≈“¬Ê§√—Èß¥â«¬æ≈—ßß“π Ÿß ́ ÷Ëß§“¥«à“‡°‘¥®“° reactive foveolar

hyperplasia πÕ°®“°π’È ¡’√“¬ß“π°“√‡°‘¥ multifocal gastric cancer À≈—ß®“°
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°“√„™â laser coagulation Õ’°¥â«¬25,45-47

¢âÕ‡ ’¬¢Õß laser coagulation §◊Õ §à“„™â®à“¬ Ÿß ¿“«–·∑√° ấÕπ¥—ß°≈à“«

·≈–·æ∑¬åºŸâ àÕß°≈âÕßμâÕß„™â‡«≈“π“π„π°“√Ωñ°ΩπÀ—μ∂°“√π’È

2.2 Argon Plasma Coagulation (APC)

§◊Õ°“√„™â monopolar radiofrequency current  àßºà“π argon

plasma ´÷Ëß‡ªìπ·°ä ∑’Ë “¡“√∂π”°√–· ‰øøÑ“‰¥â ‰ª¬—ß‡¬◊ËÕ∫ÿº‘«°√–‡æ“–Õ“À“√ ∂◊Õ

‡ªìπ non contact technique À—« catheter ¡—°„™â¢π“¥ 6Fr À√◊Õ 9Fr ·≈–Õ“®

ª≈àÕ¬·°ä μ√ßª≈“¬ (end-on) À√◊Õ¥â“π¢â“ß (side) °Á‰¥â æ≈—ßß“π∑’Ë„™âª√–¡“≥ 50-

70 «—μμå ‡ªî¥ argon gas flow rate ª√–¡“≥ 1-1.5 ≈‘μ√μàÕπ“∑’ ‚¥¬ application

time §√—Èß≈–ª√–¡“≥ 0.5-2.0 «‘π“∑’μàÕ pulse ¡—°μâÕß∑”§√—Èß≈– 100-200 shots

μàÕÀπ÷Ëß session16

º≈°“√√—°…“æ∫«à“ºŸâªÉ«¬√âÕ¬≈– 90-100 ‰¡à®”‡ªìπμâÕß‰¥â√—∫‡≈◊Õ¥Õ’°

√âÕ¬≈– 78.9 ‰¡à¡’‡≈◊Õ¥ÕÕ°Õ’° ‡æ‘Ë¡§à“Œ’‚¡‚°≈∫‘π‰¥â 2.3-5.5 °√—¡μàÕ‡¥´‘≈‘μ√ ·μà

Õ—μ√“°“√‡°‘¥‡≈◊Õ¥ÕÕ° È́”‡¡◊ËÕμ‘¥μ“¡ºŸâªÉ«¬‰ªª√–¡“≥√âÕ¬≈– 30-78.9 §à“‡©≈’Ë¬®”π«π

session ∑’Ë‰¥â√—∫°“√√—°…“ª√–¡“≥ 2.4-2.8 §√—Èß22,47-49

¿“«–·∑√° ấÕπæ∫‰¥âπâÕ¬·≈–¡—°‰¡à√ÿπ·√ß ‰¥â·°à °“√¡’≈¡„π≈”‰ â¡“°

°“√‡°‘¥≈¡„πºπ—ß≈”‰ â (wall emphysema and intestinal pneumatosis) °“√

μ’∫·§∫¢Õß°√–‡æ“–Õ“À“√ à«π antrum °“√‡°‘¥‡≈◊Õ¥ÕÕ°®“°·º≈ APC °“√μ‘¥

‡™◊ÈÕ„π°√–· ¥‡≈◊Õ¥ (¡’‡æ’¬ß 1 √“¬ß“π)  à«π°“√∑–≈ÿ¢Õß°√–‡æ“–À“√‰¡à‡§¬¡’

√“¬ß“π·μà¡’√“¬ß“π°“√∑–≈ÿ®“°°“√∑” APC ∑’Ë caecum25,46,48,49

°≈à“«‚¥¬√«¡ APC ‡ªìπ‡§√◊ËÕß¡◊Õ∑’Ëπ‘¬¡·≈–¡—°„™â‡ªìπ≈”¥—∫·√° ¡’¢âÕ¥’

§◊Õ§à“„™â®à“¬πâÕ¬ ∑”‰¥âßà“¬ ·≈–ª≈Õ¥¿—¬°«à“ laser coagulation ¥â«¬

2.3 Heater probe

‡ªìπ°“√„Àâ§«“¡√âÕπºà“πÀ—« probe  “¡“√∂∑”„Àâ‡°‘¥ tissue coagu-

lation ‰¥â≈÷°°«à“ multipolar probe ¡—°„™âÀ—«¢π“¥ 7Fr ∂÷ß 10Fr μ—Èßæ≈—ßß“π∑’Ë 15-

20 ®Ÿ≈ ·≈–„™â§«“¡·√ß„π°“√°¥πâÕ¬ (light pressure) ¬—ß‰¡à¡’√“¬ß“π°“√∑–≈ÿ

¢Õß°√–‡æ“–Õ“À“√À√◊Õ°“√μ’∫·§∫¢Õß°√–‡æ“–Õ“À“√ à«π antrum16
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2.4 Gold probe

‡ªìπ multipolar electrocoagulation ¡—°„™âÀ—«¢π“¥ 7Fr ∂÷ß 10Fr μ—Èß

æ≈—ßß“π∑’Ë 12-16 «—μμå ‡«≈“„π°“√ª≈àÕ¬æ≈—ßß“π§«“¡√âÕπ§√—Èß≈– 1-2 «‘π“∑’ „™â

§«“¡·√ß„π°“√°¥πâÕ¬ (light pressure) ®–‰¥â§«“¡≈÷°ª√–¡“≥ 1-2 ¡‘≈≈‘‡¡μ√

¬—ß‰¡à¡’√“¬ß“π°“√∑–≈ÿ¢Õß°√–‡æ“–Õ“À“√À√◊Õ°“√μ’∫·§∫¢Õß°√–‡æ“–Õ“À“√ à«π

antrum16

2.5 Endoscopic band ligation (EBL)

¡’°“√»÷°…“·∫∫¬âÕπÀ≈—ß 2 °“√»÷°…“„πºŸâªÉ«¬ 34 √“¬·≈– 22 √“¬

æ∫«à“°“√√—°…“ GAVE ¥â«¬ EBL ‰¥âº≈°“√√—°…“¥’ ´÷ËßºŸâªÉ«¬∑’Ë‰¥â∑”°“√»÷°…“√«¡

ºŸâªÉ«¬∑’Ë√—°…“¥â«¬ APC ‰¡à ”‡√Á®¥â«¬ ‚¥¬¡’ Systematic review ·≈– meta-analy-

sis „πªï æ.». 2557 º≈°“√»÷°…“· ¥ß„Àâ‡ÀÁπ«à“ EBL ¡’ efficacy ¥’°«à“ APC

„π‡√◊ËÕß Õ—μ√“°“√‡°‘¥‡≈◊Õ¥ÕÕ° È́”∑’ËπâÕ¬°«à“ ®”π«π§√—Èß∑’ËμâÕß àÕß°≈âÕß√—°…“πâÕ¬°«à“

‡æ‘Ë¡√–¥—∫Œ’‚¡‚°≈∫‘π‰¥â¡“°°«à“ §«“¡®”‡ªìπ„π°“√√—∫‡≈◊Õ¥πâÕ¬°«à“50-52

¢âÕ¥’Õ’°¢âÕÀπ÷Ëß¢Õß EBL §◊Õ “¡“√∂√—°…“√Õ¬‚√§‰¥â¡“°°«à“„π‡«≈“∑’Ë

 —Èπ°«à“ º≈¢â“ß‡§’¬ß∑’Ë¡’√“¬ß“π§◊Õª«¥∑âÕß·≈–§≈◊Ëπ‰ â ·μàÕ¬à“ß‰√°Áμ“¡¬—ß‰¡à¡’°“√

»÷°…“·∫∫‰ª¢â“ßÀπâ“ À√◊Õ°“√»÷°…“·∫∫ ÿà¡

2.6 Radiofrequency ablation (RFA)

‡¡◊ËÕ‰¡àπ“π¡“π’È‰¥â¡“°“√π” RFA ¡“„™â„π°“√√—°…“ GAVE ‡§√◊ËÕß∑’Ë

„™â„π°“√»÷°…“§◊Õ√–∫∫ HALO system ´÷Ëß¡’æ◊Èπ∑’Ë„π°“√ ablation 3-5.2 μ“√“ß

‡´πμ‘‡¡μ√ ®“°°“√»÷°…“„πºŸâªÉ«¬ 6 ·≈– 21 √“¬æ∫«à“ “¡“√∂À¬ÿ¥‡≈◊Õ¥‰¥â·≈–

≈¥§«“¡®”‡ªìπ„π°“√√—∫‡≈◊Õ¥‰¥â„πºŸâªÉ«¬√âÕ¬≈– 83-86 ‡«≈“∑’Ë„™â„π°“√√—°…“‡©≈’Ë¬

ª√–¡“≥ 20-57 π“∑’μàÕ session

¢âÕ¥’§◊Õ “¡“√∂√—°…“√Õ¬‚√§‰¥â°«à“ß∂÷ß 3 μ“√“ß‡´πμ‘‡¡μ√¿“¬„π

√–¬–‡«≈“ 2-3 «‘π“∑’ ´÷ËßÕ“®‡À¡“–°—∫ºŸâªÉ«¬ GAVE ∑’Ë‡ªìπ Diffuse type ·μà¢âÕ

‡ ’¬§◊Õ ®”‡ªìπμâÕßπ”À—«Õÿª°√≥åÕÕ°¡“∑”§«“¡ –Õ“¥¢≥–„™âß“π‡ªìπ√–¬– ·μà

Õ¬à“ß‰√°Áμ“¡®“°°“√»÷°…“æ∫«à“∑”„Àâ‡°‘¥§«“¡‰¡à –¥«°‡æ’¬ß‡≈Á°πâÕ¬·≈–„™â‡«≈“

„π°“√ àÕß°≈âÕß‡æ‘Ë¡¢÷Èπ‡æ’¬ß 1-2 π“∑’ πÕ°®“°π’È ¬—ß‰¡à¡’°“√»÷°…“·∫∫ ÿà¡„π‡√◊ËÕß
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°“√„™â RFA ‡æ◊ËÕ√—°…“ GAVE53,54

2.7 Cryotherapy

‡ªìπ°“√√—°…“‚¥¬„™â§«“¡‡¬Áπ À≈—°°“√§◊Õ„™â Nitrous oxide „π°“√”

„Àâ‡¬◊ËÕ∫ÿº‘«‡°‘¥°“√·¢à·¢Áß©—∫æ≈—π·≈–‡°‘¥ ablation μ“¡¡“ Cho ·≈–§≥– „πªïæ.».

2551 ∑”°“√»÷°…“„πºŸâªÉ«¬ GAVE ∑’Ë√—°…“¥â«¬ APC ‰¡à ”‡√Á®®”π«π 12 √“¬æ∫

«à“°“√„™â cryotherapy ∑”„Àâ complete response 6 √“¬ ·≈– partial response

6 √“¬ ‚¥¬‰¡à¡’¿“«–·∑√°´âÕπ55

2.8 Cyanoacrylate spray

¡’√“¬ß“π¢Õß Walia ·≈–§≥–„πªï æ.». 2556 æ∫«à“°“√©’¥æàπ “√

cyanoacrylate ‰¥âº≈¥’„π°“√À¬ÿ¥‡≈◊Õ¥„πºŸâªÉ«¬ GAVE 1 √“¬∑’Ë¡“¥â«¬‡≈◊Õ¥

ÕÕ°‡©’¬∫æ≈—π·≈–√—°…“¥â«¬ APC ·≈– clipping ‰¡à ”‡√Á® ·μàºŸâªÉ«¬√“¬π’È‡°‘¥

‡≈◊Õ¥ÕÕ°´È”∑’Ë√Õ¬‚√§Õ◊Ëπ 18 «—πÀ≈—ß°“√√—°…“56

2.9 Endoscopic mucosectomy

¡’√“¬ß“πºŸâªÉ«¬ GAVE 1 √“¬ ∑’Ë¡’¿“«–´’¥®“°°“√¢“¥∏“μÿ‡À≈Á° ‰¥â√—∫

°“√√—°…“¥â«¬ endoscopic mucosectomy ·μà¬—ßμâÕß√Õ°“√»÷°…“μàÕ‰ª57

À≈—ß®“°°“√∑” coagulation ¥â«¬ APC, multipolar probe, heater probe

ª√–¡“≥ 3-7 «—π ®–‡°‘¥ superficial ulceration ‰¥â ®÷ß¡’°“√·π–π”„Àâ„™â°“√„Àâ

¬“√—°…“‡æ◊ËÕªÑÕß°—π‡≈◊Õ¥ÕÕ°·∫∫∑ÿμ‘¬¿Ÿ¡‘¥â«¬¬“√—°…“·º≈„π°√–‡æ“–Õ“À“√‰¥â·°à

sucralfate ´÷Ëß¡—°π‘¬¡„™â sucralfate ¡“°°«à“¬“°≈ÿà¡ proton pump inhibitor

‡π◊ËÕß®“°ºŸâªÉ«¬ GAVE ¡—°¡’°“√À≈—Ëß°√¥„π°√–‡æ“–Õ“À“√πâÕ¬°«à“ª°μ‘Õ¬Ÿà·≈â«

πÕ°®“°π’È§«√„ÀâºŸâªÉ«¬∑’Ë‰¥â√—∫°“√√—°…“ºà“π°“√ àÕß°≈âÕßß¥°“√„™â¬“∫“ß™π‘¥‡™àπ

aspirin, Non-steroidal anti-inflammatory drugs (NSAIDs), anticoagulant,

ginkgo ·≈–ºŸâªÉ«¬∑’Ë¡’¿“«–¢“¥∏“μÿ‡À≈Á°√à«¡¥â«¬§«√√—°…“¥â«¬°“√„Àâ∏“μÿ‡À≈Á°

§«∫§Ÿà‰ª¥â«¬ °“√À“¬¢Õß·º≈¡—°„™â‡«≈“Õ¬à“ßπâÕ¬ 4-5  —ª¥“Àå °“√ àÕß°≈âÕßμ‘¥μ“¡

®÷ß·π–π”„Àâ∑”Àà“ß®“°§√—Èß·√°Õ¬à“ßπâÕ¬ 5  —ª¥“Àå ®”π«π§√—Èß∑’Ë√—°…“¢÷Èπ°—∫

≈—°…≥–·≈–®”π«π¢Õß‚√§ °≈à“«§◊Õ GAVE ™π‘¥ diffuse type ¡—°μâÕß√—°…“

π“π°«à“·∫∫ stripe type  à«π¡“°¡—°μâÕß àÕß°≈âÕß√—°…“ 2-4 §√—Èß ·≈–‡¡◊ËÕ√Õ¬
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‚√§À“¬À¡¥§«√ àÕß°≈âÕß‡ªìπ√–¬– ∑ÿ° 1 ªï À√◊Õ‡¡◊ËÕºŸâªÉ«¬¡’‡≈◊Õ¥ÕÕ°À√◊Õ´’¥

®“°°“√¢“¥∏“μÿ‡À≈Á°‡°‘¥¢÷Èπ„À¡à ·≈–§«√μ‘¥μ“¡√–¥—∫ ferritin ·≈–§«“¡‡¢â¡¢âπ

‡≈◊Õ¥√à«¡¥â«¬

°≈à“«‚¥¬√«¡¢âÕ∫àß™’È¢Õß°“√√—°…“ GAVE ¥â«¬°“√ àÕß°≈âÕß§◊ÕºŸâªÉ«¬∑’Ë

¡’‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ ∑’Ë‰¡àμÕ∫ πÕßμàÕ°“√√—°…“¥â«¬¬“ ‡™àπ°“√„Àâ∏“μÿ‡À≈Á°

 à«πºŸâªÉ«¬∑’Ëæ∫√Õ¬‚√§¢Õß GAVE ‚¥¬∫—ß‡Õ‘≠ ‰¡à¡’À≈—°∞“π¢Õß°“√‡°‘¥‡≈◊Õ¥

ÕÕ°À√◊Õ°“√¢“¥∏“μÿ‡À≈Á° ∂◊Õ«à“‰¡à¡’¢âÕ∫àß™’È„π°“√√—°…“¥â«¬°“√ àÕß°≈âÕß16 πÕ°®“°

π’È¡’¢âÕ§«√æ‘®“√≥“‡æ‘Ë¡‡μ‘¡„πºŸâªÉ«¬∑’Ë¡’‚√§μ—∫·¢Áß§◊Õ °“√∑’Ë¡’‡°√Á¥‡≈◊Õ¥μË”Õ“®

∑”„Àâ‡°‘¥ mucosal bleeding ¡“°¢÷Èπ‰¥âÀ≈—ß∑”À—μ∂°“√ ¡’°“√»÷°…“°“√„Àâ

Eltrombopag ´÷Ëß‡ªìπ thrombopoietin receptor agonist æ∫«à“·¡â¬“π’È®–™à«¬

‡æ‘Ë¡ª√‘¡“≥‡°√Á¥‡≈◊Õ¥‰¥â·μà°Á‰¡à “¡“√∂≈¥§«“¡‡ ’Ë¬ß„π°“√‡°‘¥‡≈◊Õ¥ÕÕ°®“°°“√

∑”À—μ∂°“√‰¥â58

3) °“√ºà“μ—¥

3.1 Antrectomy ∂◊Õ‡ªìπ°“√√—°…“À≈—°„π ¡—¬°àÕπ ·μà¡’√“¬ß“πºŸâªÉ«¬

GAVE ∑—ÈßÀ¡¥ 45 √“¬ ‰¥â√—∫°“√√—°…“‚¥¬ antrectomy √âÕ¬≈– 89 º≈æ∫«à“¡’

Õ—μ√“°“√‡ ’¬™’«‘μ∑’Ë 30 «—π∂÷ß√âÕ¬≈– 6.6 πÕ°®“°π’È°“√ºà“μ—¥„πºŸâªÉ«¬μ—∫·¢Áß¬—ß

√Ÿª∑’Ë 5 ¿“æ GAVE °àÕπ·≈–À≈—ß√—∫°“√√—°…“¥â«¬ APC ·≈– EBL33,51
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·ºπ¿Ÿ¡‘∑’Ë 1 ·π«∑“ß°“√√—°…“ GAVE ¥—¥·ª≈ß®“°‡Õ° “√Õâ“ßÕ‘ß∑’Ë33,60

‡æ‘Ë¡Õ—μ√“°“√‡°‘¥ hepatic encephalopathy ¥—ßπ—Èπ„πªí®®ÿ∫—π °“√√—°…“ºà“π°“√

 àÕß°≈âÕß®÷ß‡ªìπ°“√√—°…“À≈—°  à«π°“√ºà“μ—¥ antrectomy ¡’∫∑∫“∑„πºŸâªÉ«¬∑’Ë

√—°…“ºà“π°“√ àÕß°≈âÕß‰¡à ”‡√Á®·≈–‡ªìπ‚√§μ—∫·¢Áß√–¬– compensate ‡∑à“π—Èπ5,30,33

3.2 °“√ºà“μ—¥ Portocaval shunt ·≈–°“√∑” TIPS ‰¡à¡’∫∑∫“∑„π

°“√√—°…“ GAVE

3.3 °“√ºà“μ—¥‡ª≈’Ë¬πμ—∫  “¡“√∂∑”„Àâ√Õ¬‚√§À“¬‰ª‰¥â ‚¥¬¡’°“√

»÷°…“·∫∫¬âÕπÀ≈—ß‚¥¬ Ward EM ·≈–§≥–„πªïæ.». 2547 „πºŸâªÉ«¬ 547 √“¬∑’Ë
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‡¢â“√—∫°“√‡ª≈’Ë¬πμ—∫ ¡’ 8 √“¬∑’Ëæ∫ GAVE °àÕπ‡ª≈’Ë¬πμ—∫ ·μà¡’‡æ’¬ß 3 √“¬∑’Ë‰¥â

√—∫°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π∫πÀ≈—ß°“√‡ª≈’Ë¬πμ—∫ ́ ÷Ëß∑—Èß 3 √“¬æ∫«à“√Õ¬‚√§

GAVE À“¬‰ª59

 √ÿª°“√√—°…“ GAVE ∑’Ë¡’‡≈◊Õ¥ÕÕ° ‰¥â¥—ß·ºπ¿Ÿ¡‘

®“°∑’Ë‰¥â°≈à“«¢â“ßμâπ·≈â««à“°“√«‘π‘®©—¬·¬°‚√§√–À«à“ß GAVE ·≈– PHG

¡’§«“¡ ”§—≠‡π◊ËÕß®“°°“√¥”‡π‘π‚√§·≈–°“√√—°…“¡’§«“¡·μ°μà“ß°—π ‚¥¬ PHG

®–μÕ∫ πÕßμàÕ°“√√—°…“¥â«¬°“√≈¥§«“¡¥—π„π√–∫∫æÕ√åμ—≈ „π¢≥–∑’Ë GAVE

‰¡àμÕ∫ πÕß  √ÿª°“√√—°…“μà“ßÊ„π GAVE ·≈– PHG ¥—ßμ“√“ß∑’Ë 6

μ“√“ß∑’Ë 6 · ¥ß°“√√—°…“μà“ßÊ„π GAVE ·≈– PHG18

GAVE PHG

°“√√—°…“ º≈°“√√—°…“ °“√√—°…“ º≈°“√√—°…“

Beta blocker None Propranolol Probable

Octreotide Possible Somatostatin and octreotide Probable

Laser coagulation Probable Surgical portocaval shunt/TIPS Probable

Antrectomy and gastrectomy Definite Rebamide Possible

H2RA, PPI, Sucralfate None H2RA, PPI, Sucralfate None

Trannexamic acid Possible Vasopressin Unclear

Estrogen and progesterone Probable Estrogen and progesterone Unclear

Liver transplantation Definite
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