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 «— ¥’§√—∫ ∑à“π ¡“™‘° ¡“§¡œ

®ÿ≈ “√©∫—∫π’È‡ªìπ©∫—∫·√°¢Õßªï æ».2561 ‚¥¬¡’‡π◊ÈÕÀ“À≈—° §◊Õ

interhospital case conference ·≈– topic review ®“° ∂“∫—πμà“ßÊ πÕ°®“°

π’È¬—ß¡’ concise review „π topic ∑’Ëπà“ π„® ‡√◊ËÕß chromoendoscopy ®“°

Õ“®“√¬å∏—π¬æ√ ©—π∑‚√®πå»‘√‘ ·≈–‡√◊ËÕß direct-acting antivirals °—∫ hepatocel-

lular carcinoma ®“°Õ“®“√¬å ≥—¬™≠“ ®”√Ÿ≠°ÿ≈ ´÷Ëßº¡μâÕß¢Õ¢Õ∫§ÿ≥ Õ“®“√¬å

∑—Èß Õß∑à“π‡ªìπÕ¬à“ß¬‘Ëß§√—∫

„π™à«ß‡¥◊Õπ¡’π“§¡∑’Ëºà“π¡“ ∑“ß ¡“§¡œ ‰¥â®—¥°“√ª√–™ÿ¡«‘™“°“√

·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√ —≠®√ ‡ªìπ§√—Èß·√° ∑’Ë ‚√ß·√¡‡Õ- μ“√å ¿Ÿ·≈ «—≈‡≈à¬å

®—ßÀ«—¥‡™’¬ß√“¬ ‚¥¬§«“¡√à«¡¡◊Õ‡ªìπÕ¬à“ß¥’¬‘Ëß ®“°‚√ßæ¬“∫“≈‡™’¬ß√“¬ª√–™“

πÿ‡§√“–Àå ‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß π“¬·æ∑¬å‚™μ‘æß…å »‘√‘æ‘æ—≤π¡ß§≈ ´÷Ëß‡ªìπÀ—«·√ß

 ”§—≠„π°“√μ√–‡μ√’¬¡ ∂“π∑’Ë ·≈–ºŸâ√à«¡ª√–™ÿ¡ ‚¥¬¿“æ√«¡°“√ª√–™ÿ¡∂◊Õ«à“

ª√– ∫§«“¡ ”‡√Á®μ“¡∑’Ë∑“ß ∑à“πÕ“®“√¬å∑«’»—°¥‘Ï (ª√–∏“π«‘™“°“√) ·≈–°√√¡°“√

 ¡“§¡ ‰¥âμ—Èß„®‰«â §◊Õ¡’∑—Èß∫√√¬“°“»«‘™“°“√·≈–§«“¡‡ªìπ°—π‡Õß ‚¥¬¡’ºŸâ π„®

‡¢â“√à«¡∑—ÈßÀ¡¥ 95 ∑à“π (‡ªìπ·æ∑¬å 61 ·≈–æ¬“∫“≈ 34)

μàÕ‰ª„πªï 2561 ∑“ß ¡“§¡œ ®–®—¥ß“πª√–™ÿ¡«‘™“°“√À≈—°Ê Õ’° 2 §√—Èß

π–§√—∫ §◊Õß“πª√–™ÿ¡«‘™“°“√°≈“ßªï „π«—π∑’Ë √–À«à“ß«—π∑’Ë 12-14 °√°Ø“§¡ æ».

2561 ≥ ‚√ß·√¡Õ‚π¡“ ·°√π¥å°√ÿß‡∑æœ ´÷Ëß®–Õ—¥‡π◊ÈÕ‰ª¥â«¬‡π◊ÈÕÀ“«‘™“°“√„π

À—«¢âÕ∑’Ëπà“ π„® ∑—π ¡—¬ ·≈–æ∫∫àÕ¬„π°“√¥Ÿ·≈ºŸâªÉ«¬‚√§∑“ß‡¥‘πÕ“À“√·≈–μ—∫

„πª√–‡∑»‰∑¬ ·≈–Õ’°ß“π‡ªìπß“π International Meeting ß“π ”§—≠¢Õß

ª√–‡∑»‰∑¬ §◊Õß“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 Gastro-

enterology Organisation (WGO) ·≈– ¡“§¡‡°’Ë¬«°—∫·æ∑¬å∑“ß‡¥‘πÕ“À“√‰∑¬
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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) ´÷Ëß¡’°“√‡™‘≠

«‘∑¬“°√ºŸâ‡™’Ë¬«™“≠®“°∑ÿ°¡ÿ¡‚≈° ¡“∫√√¬“¬„Àâæ«°‡√“øíß‚¥¬‰¡àμâÕß‡Àπ◊ËÕ¬π—Ëß

‡§√◊ËÕß∫‘π‰ªøíß∂÷ß‡¡◊ÕßπÕ° πÕ°®“°π’È ¡“§¡¬—ß¡’·ºπ®—¥°“√ª√–™ÿ¡ —≠®√Õ’° 2 §√—Èß

∑’Ë®—ßÀ«—¥ ÿ√“…Æå∏“π’ (§“¥«à“®—¥„π«—π∑’Ë 17  ‘ßÀ“§¡) ·≈–®—ßÀ«—¥π§√√“™ ’¡“ (™à«ß

ª≈“¬ªï) π–§√—∫

 ¡“™‘°∑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≥¡“°§√—∫

πæ. ‡©≈‘¡√—∞ ∫—≠™√‡∑«°ÿ≈

(∫√√≥“∏‘°“√)
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√“¬π“¡ºŸâ‡¢â“√à«¡ª√–™ÿ¡

1. æ≠.‚©¡»√’ ‚¶…‘μ™—¬«—≤πå π“¬° ¡“§¡

2. πæ. ¡™“¬ ≈’≈“°ÿ»≈«ß»å Õÿªπ“¬°

3. æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï ‡≈¢“∏‘°“√

4. πæ.‡©≈‘¡√—∞ ∫—≠™√‡∑«°ÿ≈ ‡À√—≠≠‘°

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

7. πæ. ¡∫—μ‘ μ√’ª√–‡ √‘∞ ÿ¢ ª√–∏“πΩÉ“¬«‘®—¬

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

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

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

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

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

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

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

15. æ≠.π¿“æ√ ®”√Ÿ≠°ÿ≈ °√√¡°“√°≈“ß

16. æ≠.∫ÿ∫º“ æ√∏‘ “√ °√√¡°“√°≈“ß

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

 ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬
√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 6 /2560

«—π»ÿ°√å∑’Ë 6 μÿ≈“§¡ 2560 ‡«≈“ 10.00-12.00 π.

≥ ÀâÕßª√–™ÿ¡‡æÁ≠™“μ‘ ™—Èπ 19 √æ.«‘™—¬¬ÿ∑∏ °√ÿß‡∑æœ
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18. πæ.√—∞°√ «‘‰≈™π¡å °√√¡°“√°≈“ß

19. πæ.Õÿ∑—¬ ‡°â“‡Õ’È¬π °√√¡°“√°≈“ß

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

21. æ≠.«‚√™“ ¡À“™—¬ ∑’Ëª√÷°…“

22. æ≈.μ.πæ.«‘™—¬ ™—¬ª√–¿“ ∑’Ëª√÷°…“

√“¬π“¡ºŸâ‰¡à “¡“√∂‡¢â“√à«¡ª√–™ÿ¡

1. πæ. ‘π Õπÿ√“…Ø√å √—Èßμ”·Àπàßπ“¬°

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

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

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

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

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

7. πæ.®—°√ ‘π ‚ ∂‘μ ÿæ√ °√√¡°“√°≈“ß

8. æ≠.¥«ßæ√ «’√–«—≤°“ππ∑å °√√¡°“√°≈“ß

9. πæ.∏‡π» ™‘μ“æπ“√—°…å °√√¡°“√°≈“ß

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

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

12. πæ.æ≈√—μπå «‘‰≈√—μπå °√√¡°“√°≈“ß

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

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

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

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

17. πæ.°”∏√ ‡ºà“ «— ¥‘Ï ∑’Ëª√÷°…“

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

19. πæ.‡μ‘¡™—¬ ‰™¬πÿ«—μ‘ ∑’Ëª√÷°…“

20. πæ.∫—≠™“ ‚Õ«“∑Ã“√æ√ ∑’Ëª√÷°…“
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21. πæ.æ‘π‘® °ÿ≈≈–«≥‘™¬å ∑’Ëª√÷°…“

22. πæ.æ‘»“≈ ‰¡â‡√’¬ß ∑’Ëª√÷°…“

23. æ≠.«—≤π“  ÿ¢’‰æ»“≈‡®√‘≠ ∑’Ëª√÷°…“

24. πæ.»μ«√√… ∑Õß «— ¥‘Ï ∑’Ëª√÷°…“

25. æ≠.»»‘ª√–¿“ ∫ÿ≠≠æ‘ ‘Ø∞å ∑’Ëª√÷°…“

26. πæ. ∂“æ√ ¡“π—  ∂‘μ¬å ∑’Ëª√÷°…“

27. πæ. «— ¥‘Ï À‘μ–π—π∑å ∑’Ëª√÷°…“

28. πæ. ÿ‡∑æ °≈™“≠«‘∑¬å ∑’Ëª√÷°…“

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

30. πæ.ÕßÕ“® ‰æ√ ≥±√“ß°Ÿ√ ∑’Ëª√÷°…“

31. πæ.Õÿ¥¡ §™‘π∑√ ∑’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 5/2560

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

Àπâ“ 4 ∫√√∑—¥∑’Ë 8 π—∫®“°≈à“ß¢÷Èπ∫π

·°â‰¢®“° √“¬‰¥â ÿ∑∏‘À≈—ßÀ—°§à“„™â·≈â«

·°â‰¢‡ªìπ √“¬‰¥â ÿ∑∏‘À≈—ßÀ—°§à“„™â®à“¬·≈â«

Àπâ“ 6 ∫√√∑—¥∑’Ë 1 π—∫®“°≈à“ß¢÷Èπ∫π

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

·°â‰¢‡ªìπ √Õß‡≈¢“∏‘°“√ ¡“§¡-μ√«®√“¬ß“π°“√ª√–™ÿ¡

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

§√—Èß∑’Ë 5/ 2560



10 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, ¡°√“§¡-‡¡…“¬π 2561

«“√–∑’Ë 3 ‡√◊ËÕß ◊∫‡π◊ËÕß·≈–æ‘®“√≥“

3.1 §«“¡§◊∫Àπâ“°“√®—¥ª√–™ÿ¡ WGO-GASTRO 2018

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

ª√–™ÿ¡°—∫ WGO ∑’Ëß“πª√–™ÿ¡ APDW2017 ≥ ª√–‡∑»ŒàÕß°ß ´÷Ëß‰¥â¡’°“√μ°≈ß

√“¬≈–‡Õ’¬¥æÕ —ß‡¢ª¥—ßπ’È

1. ‡√◊ËÕß°“√·∫àßº≈ª√–‚¬™πå ́ ÷Ëß ¡“§¡‡ πÕ‰ª 160,000 USD ·√°

‡ªìπ¢Õß ¡“§¡ ·≈– 160,000 USD μàÕ‰ª‡ªìπ¢Õß WGO ·≈–°”‰√ à«π∑’Ë‡°‘π®“°

320,000 USD π—Èπ ·∫àß§π≈–§√÷Ëß

2. §à“≈ß∑–‡∫’¬π®–„™â„πÕ—μ√“ international ∑—Èß§π‰∑¬·≈–μà“ß

ª√–‡∑» ·μà®–¡’À¡“¬‡Àμÿ‰«â¥â“π≈à“ß«à“ ”À√—∫ºŸâ∑’Ë‡ªìπ ¡“™‘°¢Õß ¡“§¡∑’Ë‡¢â“√à«¡

‡ªìπ‡®â“¿“æ®–¡’Õ—μ√“§à“≈ß∑–‡∫’¬π∑’Ë∂Ÿ°≈ß

3.  ”À√—∫ Scientific program π—Èπ ®–¡’°“√ª√–™ÿ¡√à«¡°—πÕ’°

§√—Èß√–À«à“ß°√√¡°“√ WGO ·≈– ¡“§¡ ª√–¡“≥«—π∑’Ë 15-17 μÿ≈“§¡ 2560 ∑’Ë

‡¡◊ÕßÕÕ≈—π‚¥ ª√–‡∑» À√—∞Õ‡¡√‘°“ ́ ÷Ëß æ≠.«‚√™“ ¡À“™—¬ ·≈– πæ.√—∞°√ «‘‰≈™π¡å

®–‡¢â“√à«¡ª√–™ÿ¡„ππ“¡¢Õß ¡“§¡

4. ¢≥–π’È¡’ºŸâ π—∫ πÿπ°“√®—¥ª√–™ÿ¡ WGO-GATRO 2018 ´÷Ëß‡ªìπ

platinum ®”π«π 1 ∫√‘…—∑

5. §«“¡√à«¡¡◊Õ®“°Õ’° 3  ¡“§¡π—Èπ ¡’ ¡“§¡∑’ËμÕ∫¡“‡ªìπ

∑“ß°“√·≈â« ·≈–ºà“π°“√√—∫√Õß®“°∑’Ëª√–™ÿ¡¢Õß·μà≈– ¡“§¡·≈â«§◊Õ ¡“§¡ àÕß

°≈âÕß π“¬° ¡“§¡ motility μÕ∫«à“¬‘π¥’·μàμâÕß√Õ‡¢â“∑’Ëª√–™ÿ¡ ¡“§¡‡æ◊ËÕ√—∫√Õß

Õ¬à“ß‡ªìπ∑“ß°“√ „π à«π¢Õß ¡“§¡‚√§μ—∫°”≈—ß®–π”‡¢â“∑’Ëª√–™ÿ¡„π™à«ß∫à“¬¢Õß«—ππ’È

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫

∑’Ëª√–™ÿ¡¡’°“√Õ¿‘ª√“¬ ·≈–¡’¡μ‘„Àâ„™âÀ≈—°°“√§◊Õ·∫àß√“¬‰¥â à«π‡°‘π∑’Ë

‰¥â√—∫∑—ÈßÀ¡¥„Àâ‡∑à“Ê°—π∑ÿ° ¡“§¡ ·≈–À≈—ß®“°·∫àß√“¬‰¥â·≈â«®–À—°§à“∫√‘À“√

®—¥°“√„π à«π∑’Ë‡ªìπ√“¬‰¥â¢Õß ¡“§¡‡ªìπ®”π“π 30% À√◊Õ‰¡àπ—Èπ„Àâ¡“π”‡ πÕ

„π∑’Ëª√–™ÿ¡ ¡“§¡Õ’°§√—ÈßÀπ÷Ëß‡æ◊ËÕæ‘®“√≥“
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3.2 «‘∑¬“°√ Vikit Viranuvattiûs Lecture  ”À√—∫ª√–™ÿ¡«‘™“°“√ª√–®”

ªï 2560

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

Michael Manns, Germany ·≈– Prof. Alan Barkun, Canada ‰¡à –¥«°∑’Ë

®–‡ªìπÕß§åª“∞°„π°“√∫√√¬“¬™à«ß Vikit Viranuvattiûs Lecture ¥—ßπ—Èπ®–√’∫

μ‘¥μàÕ‡™‘≠ Prof.Kentaro Sugano μàÕ‰ª

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘„Àâ‡™‘≠ Prof.Kentaro Sugano ‡ªìπÕß§åª“∞°

3.3 √“¬π“¡ºŸâ ¡—§√‡™â“√à«¡°“√Õ∫√¡ JSGE Research Fellowship

Program Award 2018

æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï ·®âß«à“¥â«¬ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√

·Ààßª√–‡∑»‰∑¬ ‰¥â√—∫®¥À¡“¬·®âß®“° The Japanese Society of Gastroen-

terology ‡æ◊ËÕ¢Õ‡™‘≠„Àâ ¡“§¡‡ πÕ√“¬™◊ËÕºŸâ π„®‡¢â“√à«¡‚§√ß°“√≥å JSGE Re-

search Fellowship Program Award 2018 ‡ πÕ™◊ËÕ¿“¬„π«—π∑’Ë 30 æƒ»®‘°“¬π

2560

¢≥–π’È¡’ ∂“∫—πμà“ßÊ àßμ—«·∑π‡¢â“√à«¡Õ∫√¡ ®”π«π 3  ∂“∫—π§◊Õ

 ß¢≈“π§√‘π∑√å, √“¡“∏‘∫¥’ ·≈–»‘√‘√“™ (μ“¡‡Õ° “√ª√–°Õ∫°“√ª√–™ÿ¡)

∑’Ëª√–™ÿ¡‰¥â¡’°“√Õ¿‘ª√“¬·≈–¡’¡μ‘‡ πÕ πæ.®√‘π∑√å ‚√®πå∫«√«‘∑¬“

æ≈.μ.πæ.«‘™—¬ ™—¬ª√–¿“ ·≈– æ≠.∫ÿ∫º“ æ√∏‘ “√ ‡ªìπ°√√¡°“√‡æ◊ËÕ¥”‡π‘π°“√

§—¥‡≈◊Õ°·≈–π”º≈·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫„π§√—ÈßμàÕ‰ª

3.4 §«“¡§◊∫Àπâ“°“√®—¥∑” ®æ ∑.©∫—∫ supplement ‡¥◊Õπ‡¡…“¬π

2561

æ≠.ππ∑≈’ ‡º≈à“ «— ¥‘Ï ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫·∑π πæ. ÿæ®πå æß»å

ª√– ∫™—¬ «à“¢≥–π’È‰¥â√«∫√«¡∫∑§«“¡ª√–¡“≥ 13-14 ‡√◊ËÕß ‡æ◊ËÕπ”≈ßμ’æ‘¡æå„π

®æ ∑.©∫—∫ supplement ‡¥◊Õπ‡¡…“¬π 2561

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫
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3.5 §«“¡§◊∫Àπâ“¢Õß°“√ª√—∫ª√ÿßÀ≈—° Ÿμ√

πæ.æŸ≈™—¬ ®√—≠‡®√‘≠«‘∑¬“ ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“‡¡◊ËÕ«—π∑’Ë 29

°—π¬“¬π 2560 ‰¥â¡’°“√ª√–™ÿ¡ —¡¡π“ª√—∫ª√ÿßÀ≈—° Ÿμ√·æ∑¬åª√–®”∫â“πμàÕ¬Õ¥

Õπÿ “¢“Õ“¬ÿ√»“ μ√å‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ ¡’μ—«·∑π¢Õß·μà≈– ∂“∫—π∑’ËΩñ°Õ∫√¡

‡¢â“√à«¡ª√–™ÿ¡§√—Èßπ’È 41 ∑à“π μ“¡‡Õ° “√ª√–°Õ∫°“√ª√–™ÿ¡

Õπ÷Ëß ‡π◊ËÕß®“°“√ª√—∫ª√ÿßÀ≈—° Ÿμ√π’È®–μâÕß„™â‡«≈“ ·≈–§“¥«à“‰¡àπà“

®–∑—ππ”‡¢â“∑’Ëª√–™ÿ¡ “¡—≠ª√–®”ªïπ’È‡æ◊ËÕ„Àâ ¡“™‘°√—∫√Õß

∑’Ëª√–™ÿ¡‰¥â¡’°“√Õ¿‘ª√“¬·≈–·®âß«à“°“√ª√—∫ª√ÿßÀ≈—° Ÿμ√‰¡àμâÕßπ”

‡¢â“∑’Ëª√–™ÿ¡ “¡—≠ª√–®”ªï‡æ◊ËÕ√—∫√Õß ‡æ√“–‡ªìπ‡√◊ËÕß¢Õß°“√‡√’¬π°“√ Õπ·≈–‰¡à

‰¥â‡ªìπ‡√◊ËÕß∑’Ë°√–∑∫°—∫ ¡“™‘° ¡“§¡ ¥—ßπ—Èπ®÷ß¡’‡«≈“‡æ’¬ßæÕ∑’Ë®–√«∫√«¡

ª√–‡¥Áπ√“¬≈–‡Õ’¬¥μà“ßÊ ”À√—∫°“√‡μ√’¬¡®—¥ —¡¡π“„π§√—ÈßμàÕ‰ª

3.6 The Liver Transplant Symposium «—π∑’Ë 27-29 μÿ≈“§¡ 2560,

Singapore.

æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“‰¥â√—∫Õ’‡¡≈≈å·®âß

®“° ‘ß§‚ª√å‡æ◊ËÕ‡™‘≠ ¡“§¡ àßμ—«·∑π‡¢â“√à«¡ª√–™ÿ¡ The Liver Transplant Sym-

posium √–À«à“ß«—π∑’Ë 27-29 October 2017 ≥ ª√–‡∑» ‘ß§‚ª√å ´÷Ëß‰¥â¥”‡π‘π°“√

 àßÕ’‡¡≈≈å‰ª¬—ßÀ—«Àπâ“Àπà«¬∑“ß‡¥‘πÕ“À“√∑ÿ° ∂“∫—π ‚¥¬¡’ æ≠.Õ¿‘≠≠“ ≈’√æ—π∏ÿå

μ—«·∑π®“°√æ.¡À“√“™π§√‡™’¬ß„À¡à  àß„∫ ¡—§√‡¢â“√à«¡Õ∫√¡¥—ß°≈à“«

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫

3.7 Program for Endoscopic Teacher - Train the Trainers «—π∑’Ë

12-13 ¡°√“§¡ 2561, Singapore.

æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï ·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“‰¥â√—∫®¥À¡“¬·®âß®“°

Gastroenterological Society of Singapore „Àâ ¡“§¡‡ πÕºŸâ ¡§«√‡¢â“√à«¡

Õ∫√¡‚§√ß°“√ PET (Program for Endoscopic Teacher - Train the Trainers)
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´÷Ëß‡ªìπ‚§√ß°“√∑’Ë√à«¡°—∫ World Endoscopy Organisation (WEO) ®—¥Õ∫√¡«—π

∑’Ë 12-13 ¡°√“§¡ 2561 ≥ Academia, Singapore General Hospital, Singapore

‚¥¬„Àâ ¡“§¡‡ πÕ™◊ËÕ 1 ∑à“π‡∑à“π—Èπ

∑’Ëª√–™ÿ¡‡ πÕ„Àâ„™âÀ≈—°‡°≥±å„π°“√æ‘®“√≥“§◊Õ

1. ‡ªìπÕ“®“√¬å„π ∂“∫—π∑’Ë¡’°“√ Õπ Endoscopy  “¢“«‘™“‚√§

∑“ß‡¥‘πÕ“À“√ Õ¬à“ßπâÕ¬ 1 ªï

2. Õ“¬ÿ‰¡à‡°‘π 45 ªï

3. ¡’§«“¡ “¡“√∂„π°“√ ◊ËÕ “√‡ªìπ¿“…“Õ—ß°ƒ…‰¥â‡ªìπÕ¬à“ß¥’

3.8 §«“¡§◊∫Àπâ“ΩÉ“¬«‘®—¬

πæ. ¡∫—μ‘ μ√’ª√–‡ √‘∞ ÿ¢ ·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“‰¥â®—¥„Àâ‡ø≈‚≈«å

®”π«π 34 ∑à“π ¡“π”‡ πÕ√à“ß‚§√ß°“√«‘®—¬ ‡¡◊ËÕ«—π∑’Ë 1 °—π¬“¬π 2560 ‡ √Á® ‘Ëπ

‰ª·≈â« ´÷Ëß§–·ππ°“√π”‡ πÕß“π«‘®—¬‰¥â·∫àß‡ªìπ‡°√¥ ·≈–∑ÿπ∑’Ë®– π—∫ πÿππ—Èπ‰¡à

‡°‘πß∫ª√–¡“≥μ“¡∑’Ë‰¥â√—∫Õπÿ¡—μ‘‡¡◊ËÕ‡¥◊Õπ‡¡…“¬π 2561 ®”π«π 800,000 ∫“∑

μ“¡‡Õ° “√ª√–°Õ∫°“√ª√–™ÿ¡

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫

3.9 ∑ÿπ π—∫ πÿπ‰ªπ”‡ πÕº≈ß“π«‘®—¬°“√ª√–™ÿ¡ AASLD2560

πæ. ¡∫—μ‘ μ√’ª√–‡ √‘∞ ÿ¢ ·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“ æ≠.‡°»‘π’ ¬‘Ëß‡®√‘≠

‡ªìπ‡ø≈‚≈«å®∫®“°»‘√‘√“™ ‡¡◊ËÕªï 2560 ‰¥â√—∫°“√‡ πÕ™◊ËÕ‰ªπ”‡ πÕß“π«‘®—¬„π√Ÿª

·∫∫‚ª ‡μÕ√å „π°“√ª√–™ÿ¡«‘™“°“√ AASLD2560 ≥ ‡¡◊ÕßÕÕ≈—π‚¥ ª√–‡∑»

 À√—∞Õ‡¡√‘°“ ¥—ßπ—Èπ®÷ß¢ÕÕπÿ¡—μ‘∑ÿπ π—∫ πÿπ®”π«π 40,000 ∫“∑„Àâ·°à æ≠.‡°»‘π’

¬‘Ëß‡®√‘≠

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘Õπÿ¡—μ‘μ“¡∑’Ë‡ πÕ

3.10 ‡ πÕ™◊ËÕÕ“¬ÿ√·∑æ¬å¥’‡¥àπ·≈–Õ“¬ÿ√·æ∑¬å√ÿàπ„À¡à‚¥¥‡¥àπ

æ≠.‚©¡»√’ ‚¶…‘μ™—¬«—≤πå ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“μ“¡∑’Ë√“™
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«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬å·Ààßª√–‡∑»‰∑¬ „Àâ ¡“§¡æ‘®“√≥“‡ πÕ™◊ËÕ ºŸâ´÷Ëß ¡§«√‰¥â

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

„π°“√π’È ¡“§¡‰¥â‡ πÕ™◊ËÕ 3 ∑à“π §◊Õ πæ.Õÿ¥¡ §™‘π∑√, πæ.¡≈.∑¬“

°‘μ‘¬“°√ ·≈– æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï·μà∑—Èßπ’È πæ.∏’√– æ‘√—™«‘ ÿ∑∏‘Ï ·≈– πæ. ∂“æ√

¡“π—  ∂‘μ¬å ¢ÕªÆ‘‡ ∏„π°“√∂Ÿ°‡ πÕ™◊ËÕ

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫

«“√–∑’Ë 4 ‡√◊ËÕßÕ◊ËπÊ

4.1 πæ.æŸ≈™—¬ ®√— ‡®√‘≠«‘∑¬“ ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“°”Àπ¥°“√ Õ∫

·æ∑¬åª√–®”∫â“πμàÕ¬Õ¥ (‡ø≈‚≈«å) Õπÿ “¢“Õ“¬ÿ√»“ μ√å‚√§√–∫∫∑“ß‡¥‘πÕ“À“√

ª√–®”ªï 2561 ¥—ßπ’È

-  Õ∫ long case «—π∑’Ë 30 ¡’π“§¡ 2561

-  Õ∫ MEQ / MCQ «—π∑’Ë 27 ¡‘∂ÿπ“¬π 2561

-  Õ∫ OSCE «—π∑’Ë 28 ¡‘∂ÿπ“¬π 2561

-  Õ∫ long case (°√≥’ Õ∫´àÕ¡) «—π∑’Ë 29 ¡‘∂ÿπ“¬π 2561

- ª√–°“»º≈ Õ∫‰¡à‡°‘π«—π∑’Ë 3  ‘ßÀ“§¡ 2561

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫

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

‚§√ß°“√ GI  —≠®√ ‚¥¬°“√‡™‘≠«‘∑¬“°√‰ª„Àâ§«“¡√Ÿâ·°à ¡“™‘° ·≈–·æ∑¬å∑—Ë«‰ª

„π·∂∫¿“§‡Àπ◊ÕμÕπ≈à“ß À√◊Õ¿“§Õ’ “π ∑—Èßπ’È¡’∑ÿπ®“°∫√‘…—∑‡ªìπ π—∫ πÿπ∑—ÈßÀ¡¥

‚¥¬„Àâ ¡“§¡‡ªìπºŸâ∫√‘À“√®—¥°“√∑ÿ°Õ¬à“ß

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

‰¥â√—∫‡™‘≠„Àâ‡¢â“√à«¡ª√–™ÿ¡°√√¡°“√„π à«π¢Õß general assembly ·≈– endos-

copy training center ¢Õß WGO „π√–À«à“ß«—π∑’Ë 15-17 μÿ≈“§¡ 2560 ∑’Ë‡¡◊Õß

ÕÕ≈—π‚¥ª√–‡∑» À√—∞Õ‡¡√‘°“ ·≈–‰¥âæ‘®“√≥“ àß πæ. ∂“æ√ ¡“π—  ∂‘μ¬å ‡ªìπ

μ—«·∑π ¡“§¡‰ª‡¢â“√à«¡ª√–™ÿ¡
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∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫·≈–À“°¡’√“¬≈–‡Õ’¬¥‡æ‘Ë¡‡μ‘¡®–π”¡“·®âß„Àâ

∑’Ëª√–™ÿ¡∑√“∫„π≈”¥—∫μàÕ‰ª

ªî¥ª√–™ÿ¡‡«≈“ 12.55 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. æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï ‡≈¢“∏‘°“√

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

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

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

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

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

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

9. πæ.§¡ —πμå ‡≈‘»§Ÿæ‘π‘® °√√¡°“√°≈“ß

10. æ≠.π¿“æ√ ®”√Ÿ≠°ÿ≈ °√√¡°“√°≈“ß

11. æ≠.∫ÿ∫º“ æ√∏‘ “√ °√√¡°“√°≈“ß

12. πæ.Õÿ∑—¬ ‡°â“‡Õ’È¬π °√√¡°“√°≈“ß

13. æ≈.μ.πæ.«‘™—¬ ™—¬ª√–¿“ ∑’Ëª√÷°…“

√“¬π“¡ºŸâ‰¡à “¡“√∂‡¢â“√à«¡ª√–™ÿ¡

1. πæ. ‘π Õπÿ√“…Ø√å √—Èßμ”·Àπàßπ“¬°

2. πæ. ¡™“¬ ≈’≈“°ÿ»≈«ß»å Õÿªπ“¬°

3. æ≠.»‘«–æ√ ‰™¬πÿ«—μ‘ ‡À√—≠≠‘°

4. πæ. ¡∫—μ‘ μ√’ª√–‡ √‘∞ ÿ¢ ª√–∏“πΩÉ“¬«‘®—¬

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

 ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬
√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 7 /2560

«—π»ÿ°√å∑’Ë 10 æƒ»®‘°“¬π 2560 ‡«≈“ 10.00-12.00 π.

≥ ÀâÕßª√–™ÿ¡‡æÁ≠™“μ‘ ™—Èπ 19 √æ.«‘™—¬¬ÿ∑∏, °√ÿß‡∑æœ
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6. πæ.æŸ≈™—¬ ®√— ‡®√‘≠«‘∑¬“ ª√–∏“πΩÉ“¬°“√»÷°…“À≈—ßª√‘≠≠“

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

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

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

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

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

12. πæ.®—°√ ‘π ‚ ∂‘μ ÿæ√ °√√¡°“√°≈“ß

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

14. πæ.∏‡π» ™‘μ“æπ“√—°…å °√√¡°“√°≈“ß

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

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

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

18. πæ.√—∞°√ «‘‰≈™π¡å °√√¡°“√°≈“ß

19. πæ.æ≈√—μπå «‘‰≈√—μπå °√√¡°“√°≈“ß

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

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

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

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

24. πæ.°”∏√ ‡ºà“ «— ¥‘Ï ∑’Ëª√÷°…“

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

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

27. πæ.‡μ‘¡™—¬ ‰™¬πÿ«—μ‘ ∑’Ëª√÷°…“

28. πæ.∫—≠™“ ‚Õ«“∑Ã“√æ√ ∑’Ëª√÷°…“

29. πæ.æ‘π‘® °ÿ≈≈–«≥‘™¬å ∑’Ëª√÷°…“

30. πæ.æ‘»“≈ ‰¡â‡√’¬ß ∑’Ëª√÷°…“

31. æ≠.«—≤π“  ÿ¢’‰æ»“≈‡®√‘≠ ∑’Ëª√÷°…“

32. æ≠.«‚√™“ ¡À“™—¬ ∑’Ëª√÷°…“
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33. πæ.»μ«√√… ∑Õß «— ¥‘Ï ∑’Ëª√÷°…“

34. æ≠.»»‘ª√–¿“ ∫ÿ≠≠æ‘ ‘Ø∞å ∑’Ëª√÷°…“

35. πæ. ∂“æ√ ¡“π—  ∂‘μ¬å ∑’Ëª√÷°…“

36. πæ. «— ¥‘Ï À‘μ–π—π∑å ∑’Ëª√÷°…“

37. πæ. ÿ‡∑æ °≈™“≠«‘∑¬å ∑’Ëª√÷°…“

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

39. πæ.ÕßÕ“® ‰æ√ ≥±√“ß°Ÿ√ ∑’Ëª√÷°…“

40. πæ.Õÿ¥¡ §™‘π∑√ ∑’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∑√“∫

1. §«“¡§◊∫Àπâ“°“√®—¥ª√–™ÿ¡ WGO-GASTRO2018

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

1.1 ¢≥–π’È°”≈—ßÕ¬Ÿà„π√–À«à“ß™à«ßÀ“ sponsorship

1.2 ®–¡’°“√ Tele-Conference ‡°’Ë¬«°—∫‚ª√·°√¡°“√ª√–™ÿ¡

ª√–¡“≥°≈“ß‡¥◊Õπ∏—π«“§¡ 2560 ·≈–§“¥«à“πà“®–·≈â«‡ √Á®„π‡¥◊Õπ¡°√“§¡

2561

1.3 ¬—ß‰¡à‰¥â¡’°“√‡´Áπ —≠≠“°—∫ WGO ‡π◊ËÕß®“°¡’°“√ª√—∫·°â‰¢

‡π◊ÈÕÀ“Õ’°π‘¥ÀπàÕ¬

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫

«“√–∑’Ë 2 √—∫√Õß√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 6/2560

∑’Ëª√–™ÿ¡¡’°“√·°â‰¢¥—ßπ’È

·°â‰¢Àπâ“ 5 ∫√√∑—¥∑’Ë 18 π—∫®“°∫π‰ª≈à“ß

·°â®“° ‡¡◊ËÕ«—π∑’Ë 1 °—π¬“¬π 2560 ‡ √Á® ‘Ëπ‰ª·≈â«

·°â‡ªìπ ‡¡◊ËÕ«—π∑’Ë 1 °—π¬“¬π 2560 ‡ √Á® ‘Èπ‰ª·≈â«
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·°â‰¢Àπâ“ 5 ∫√√∑—¥ 9 π—∫®“°≈à“ß¢÷Èπ∫π

·°â®“° ª√–™ÿ¡«‘™“°“√ AASLD2560 ≥ ‡¡◊ÕßÕÕ≈—π‚¥

·°â‡ªìπ ª√–™ÿ¡«‘™“°“√ AASLD2560 ≥ ‡¡◊Õß«Õ™‘ßμ—π ¥’´’

·°â‰¢Àπâ“ 6 ∫√√∑—¥∑’Ë 11 π—∫®“°≈à“ß¢÷Èπ∫π

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

 ¡“§¡®–®—¥‚§√ß°“√ GI  —≠®√

‚¥¬°“√‡™‘≠«‘∑¬“°√‰ª„Àâ§«“¡√Ÿâ·°à ¡“™‘° ·≈–·æ∑¬å∑—Ë«‰ª

„π·∂∫¿“§‡Àπ◊ÕμÕπ≈à“ß À√◊Õ¿“§Õ’ “π ∑—Èßπ’È¡’∑ÿπ®“°

∫√‘…—∑‡ªìπ π—∫ πÿπ∑—ÈßÀ¡¥ ‚¥¬„Àâ ¡“§¡‡ªìπºŸâ∫√‘À“√

®—¥°“√∑ÿ°Õ¬à“ß

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫

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

ºŸâ∫√‘®“§‡ß‘π‡¢â“¡“¬—ß ¡“§¡

®”π«πÀπ÷Ëß ®÷ß¡’·π«§‘¥∑’Ë®–®—¥‚§√ß°“√«‘™“°“√ GI  —≠®√

‚¥¬‡™‘≠«‘∑¬“°√„Àâ§«“¡√Ÿâ°—∫ ¡“™‘°·≈–·æ∑¬å∑—Ë«‰ª„π

·∂∫¿“§‡Àπ◊ÕμÕπ≈à“ßÀ√◊Õ¿“§Õ’ “π‚¥¬„™â‡ß‘π®”π«ππ’È

®÷ß¢Õ∂“¡§«“¡‡ÀÁπ ¡“§¡«à“¡’§«“¡‡ÀÁπÕ¬à“ß‰√

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘‡ÀÁπ¥â«¬ ·≈–Õπÿ¡—μ‘„Àâ¥”‡π‘π°“√‚§√ß°“√π’È„ππ“¡

¢Õß ¡“§¡

À≈—ß°“√·°â‰¢·≈â« ∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫√Õß√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 6/

2560

«“√–∑’Ë 3 ‡√◊ËÕß ◊∫‡π◊ËÕß·≈–æ‘®“√≥“

3.1 JSGE Research Fellowship Program Award 2018

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

¡Õ∫À¡“¬®“° ¡“§¡œ„Àâ‡ªìπª√–∏“π √à«¡°—∫ πæ.®√‘π∑√å ‚√®πå∫«√«‘∑¬“ ·≈–

æ≠.∫ÿ∫º“ æ√∏‘ “√ ‡ªìπ°√√¡°“√‡æ◊ËÕ¥”‡π‘π°“√æ‘®“√≥“§—¥‡≈◊Õ°ºŸâ ¡—§√¢Õ√—∫∑ÿπ
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JSGE Research Fellowship Program Award 2018 ´÷Ëß¡’ºŸâ ¡—§√®”π«π 3 ∑à“π

‚¥¬§≥–°√√¡°“√‰¥â —¡¿“…≥å‡ √Á® ‘Èπ‰ª·≈â«‡¡◊ËÕ«—π∑’Ë 31 μÿ≈“§¡ 2560

¥—ßπ—Èπ®÷ß¢Õ·®âßº≈°“√§—¥‡≈◊Õ°ºŸâ∑’Ë‰¥â§–·ππ Ÿß ÿ¥ ‡√’¬ßμ“¡≈”¥—∫¥—ßπ’È

- ºŸâ∑’Ë¡’§–·ππÕ—π¥—∫Àπ÷Ëß§◊Õ æ≠.≈—≠©√—μπå ®—π∑å®“√ÿ≥’ (√“¡“∏‘∫¥’)

- ºŸâ∑’Ë¡’§–·ππÕ—π¥—∫ Õß§◊Õ πæ.ªÆ‘æ—∑∏å ¥ÿ√ß§åæß»å‡°…¡ ( ß¢≈“

π§√‘π∑√å)

- ºŸâ∑’Ë¡’§–·ππÕ—π¥—∫ “¡§◊Õ πæ.»ÿ¿«—≤πå ®‘√‰æ‚√®πå (»‘√‘√“™)

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫ ·≈–¡Õ∫À¡“¬„Àâ πæ.¡≈.∑¬“ °‘μ‘¬“°√ ·®âß‰ª¬—ß

æ≠.≈—≠©√—μπå ®—π∑å®“√ÿ≥’ ‡æ◊ËÕ‡μ√’¬¡‡Õ° “√ àß‰ª¬—ß JSGE μàÕ‰ª

3.2 Program for Endoscopic Teacher - Train the Trainers 12-

13 ¡°√“§¡ 2561, Singapore

æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“¡’ºŸâ π„® ¡—§√‡¢â“

√à«¡°“√Õ∫√¡π’È ®”π«π 1 ∑à“π

´÷Ëß¿“¬À≈—ß¢Õ∂Õπμ—« ‡π◊ËÕß®“°μ‘¥¿“√–°‘® ·μà®–¡’ trainer ®“°

‰∑¬‰ª√à«¡ Õπ„π°“√Õ∫¡√¡§√—Èßπ’È 2 ∑à“π§◊Õ πæ.¡≈.∑¬“ °‘μ‘¬“°√ ·≈– æ≠.ππ∑≈’

‡ºà“ «— ¥‘Ï

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫

3.3 Gastroenterology Postgraduate Course 20 - 21 ¡°√“§¡ 2561,

Singapore

æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“¡’ºŸâ π„® ¡—§√‡¢â“

√à«¡°“√Õ∫√¡π’È ®”π«π 1 ∑à“π §◊Õ

πæ. «à“ßæß…å ®—π¥’ ®“°§≥–·æ∑¬»“ μ√å¡À“«‘∑¬“≈—¬ ß¢≈“

π§√‘π∑√å „π√“¬≈–‡Õ’¬¥®–„Àâ§à“≈ß∑–‡∫’¬π ·≈–§à“∑’Ëæ—°  ”À√—∫§à“μ—Î«‡§√◊ËÕß∫‘π„π

√“¬≈–‡Õ’¬¥‰¡à‰¥â·®âß‰«â ∑—Èßπ’È®–¥”‡π‘π°“√ Õ∫∂“¡‰ª¬—ßºŸâ®—¥Õ’°§√—Èß

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫ ·≈– àß™◊ËÕ πæ. «à“ßæß…å ®—π¥’ ‡¢â“√à«¡Õ∫√¡
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¥—ß°≈à“«

3.4 ‚§√ß°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ √æ.πà“π ®.πà“π 18 ∏—π«“§¡ 2560

πæ.¡≈.∑¬“ °‘μ‘¬“°√ ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫¥—ßπ’È

1. °”Àπ¥°“√®—¥‚§√ß°“√ àÕß°≈âÕß°√–‡æ“–Õ“À“√„Àâ·°àª√–™“™πø√’

„π«—π∑’Ë 18 ∏—π«“§¡ 2560 ≥ √æ.πà“π ®.πà“π

2. §“¥«à“πà“®–¡’ª√–™“™π‡¢â“√—∫°“√∫√‘°“√‰¡àμË”°«à“ 70 ∑à“π

3. ¡’·æ∑¬å∑’Ë®–‡¥‘π∑“ß‰ª§√—Èßπ’Èª√–¡“≥ 14-15 ∑à“π ®“° √“¡“∏‘∫¥’,

»‘√‘√“™, ®ÿÃ“≈ß°√≥å, ¿Ÿ¡‘æ≈Õ¥ÿ≈¬‡¥™, «™‘√–, ∏√√¡»“ μ√å, ÀπÕß§“¬, Õÿ¥√∏“π’

·≈–»√’π§√‘π∑√å

4. æ¬“∫“≈¡’ª√–¡“≥ 14 ∑à“π ®“° √“¡“∏‘∫¥’, ®ÿÃ“≈ß°√≥å, √“™«‘∂’,

Õÿ¥√∏“π’ ·≈–»√’π§√‘π∑√å

5. ‰¥â√—∫°“√ π—∫ πÿπ‡√◊ËÕß‡§√◊ËÕß¡◊Õ ”À√—∫°“√μ√«®®“°∫√‘…—∑

‡§√◊ËÕß¡◊Õ·æ∑¬å §“¥«à“πà“®–∑”‰¥âª√–¡“≥ 8 ÀâÕß

6. ‰¡à¡’§à“μÕ∫·∑π ”À√—∫·æ∑¬å æ¬“∫“≈ ∑’Ë‰ª√à«¡‚§√ß°“√§√—Èßπ’È

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫

«“√–∑’Ë 4 ‡√◊ËÕßÕ◊ËπÊ (∂â“¡’)

4.1 º≈°“√ª√–™ÿ¡°√√¡°“√ WGO ∑’Ë ÕÕ≈—π‚¥ 2017

æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫·∑π πæ. ∂“æ√ ¡“π— 

 ∂‘μ¬å ´÷Ëß‡ªìπμ—«·∑π ¡“§¡œ„π°“√ª√–™ÿ¡ WGO-Endoscopy Training Cen-

ter ¥—ßπ’È

1. WGO °”≈—ß∑” update ¢âÕ¡Ÿ≈¢Õß Training Center Annual

Online report

2. ¡’ Training Center À≈“¬·Ààß∑’Ë°”≈—ß ¡—§√‡¢â“¡“„À¡à ‡™àπ ®“°

Costa Rica √«¡∑—Èß®“°Õ‘π‡¥’¬∑’Ë¡’°“√Ωñ°Õ∫√¡ hepatology ¥â«¬

3.  ∂“π–∑“ß°“√‡ß‘π¢Õß WGO ¡’‡ß‘ππâÕ¬ ®÷ß‰¡à§àÕ¬‰¥â π—∫ πÿπ
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°“√„Àâ∑ÿπμ“¡ center μà“ßÊ

´÷Ëß‡¥‘¡ª√–¡“≥ªï≈– 20,000 US Õ“®®–≈¥‡À≈◊Õ 5,000-15,000 US ·μà

®–‡ªìπ°“√®à“¬„Àâ trainee ‚¥¬μ√ß ªí®®ÿ∫—π¡’ª√–¡“≥ 23 training center

4. WGO ®– àßÀ—«¢âÕ¡“„Àâ·μà≈– center ‡≈◊Õ°«à“∑’Ë„¥  “¡“√∂®—¥

°“√Ωñ°Õ∫√¡‡√◊ËÕß„¥‰¥â∫â“ß

5. „πª√–‡∑»∑’ËÕ“®®–¡’ªí≠À“‡√◊ËÕß°“√∑”§«“¡ –Õ“¥·≈–≈â“ß‡§√◊Õ

ß¡◊Õ ‡æ√“–‰¡à¡’‡§√◊ËÕß≈â“ß ∑“ß WGO ®–æ¬“¬“¡ àßæ¬“∫“≈‰ª™à«¬ Õπ °“√≈â“ß

‡§√◊ËÕß¡◊Õ∑’Ë∂Ÿ°μâÕß

6. WGO ¡’°“√∑” web based system „π°“√§«∫§ÿ¡ stock

¢Õß‡§√◊ËÕß¡◊Õ À“°ª√–‡∑»„¥ π„®  “¡“√∂μ‘¥μàÕ¢Õ„™â‰¥â∑’Ë WGO ‚¥¬‰¡à¡’§à“„™â

®à“¬

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫

4.2 °“√ª√–™ÿ¡ General Assembly √à«¡°—∫ ¡“™‘°ª√–‡∑»μà“ßÊ

æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫·∑π πæ. ∂“æ√ ¡“π— 

 ∂‘μ¬å ¥—ßπ’È

1. ª√–∏“π (Prof. D. Bjorkman) ‰¥â·∂≈ß«—μ∂ÿª√– ß§å·≈–æ—π∏

°‘®¢Õß WGO ¥—ßπ’È§◊Õ

- §ß§«“¡‡ªìπºŸâπ”„π°“√√à«¡¡◊Õ·≈–√à«¡®—¥°“√ª√–™ÿ¡°—∫

 ¡“§¡·≈–Õß§å°√«‘™“™’æ„π·μà≈–¿Ÿ¡‘¿“§ ‡™àπ APAGE, AMAGE, OPGE, ·≈–

UEG

- °“√®—¥ª√–™ÿ¡√à«¡°—∫Õß§å°√‡À≈à“π’È ‡ªìπ°“√‡ªî¥‚Õ°“ „Àâ¡’

°“√·≈°‡ª≈’Ë¬π§«“¡§‘¥‡ÀÁπ√–À«à“ß ¡“™‘°¢Õß WGO ·≈–Õß§å°√μà“ß°—∫ training

center μà“ßÊ

- «—μ∂ÿª√– ß§å‡æ◊ËÕª√– “π§«“¡√à«¡¡◊Õ°—∫ª√–‡∑»„π 4

¿Ÿ¡‘¿“§§◊Õ Africa/Middle East, Asia-Pacific, America ‡Àπ◊Õ·≈–„μâ ·≈– Eu-

rope

2. ª√–∏“π·∂≈ß„Àâ∑√“∫«à“„πªïÀπâ“®–®—¥ª√–™ÿ¡¢Õß WGO √à«¡°—∫
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GAT (The Gastroenterology Association of Thailand) °√ÿß‡∑æœ √–À«à“ß

«—π∑’Ë 5-8 ∏—π«“¡§¡ 2018 ‚¥¬¡’ Theme ‡ªìπ Global Perspective in Gastroen-

terology ‡™◊ËÕ«à“πà“®–‡ªìπ°“√ª√–™ÿ¡∑’Ë®–ª√– æ§«“¡ ”‡√Á®Õ¬à“ß¡“°‡™àπ°—π

3. „πªï 2019 WGO ®–®—¥√à«¡°—∫ Turkish Society of Gastro-

enterology (TSG) ∑’Ë Istanbul „π«—π∑’Ë 21-24 °—π¬“¬π 2019

4. °“√®—¥ World Digestive Health Day (WDHD) ∑’Ëºà“π¡“ WGO

‰¥â‡§¬¡’°“√®—¥ WDHD campaign ‡°’Ë¬«°—∫‡√◊ËÕß Heartburn: A global perspec-

tive „πªï 2015, Your Diet and Gut Health „πªï 2017, IBD „πªï 2017 ·≈–

®–®—¥ Viral hepatitis B&C „πªï 2018

5. ‡√◊ËÕß Guidelines

- ªï 2017 ¡’ Guideline ‡æ‘Ë¡„À¡à 1 ‡√◊ËÕß Hepatitis C guide-

line

- ª√—∫ª√ÿß„À¡à 5 guideline §◊Õ Coeliac disease, Hepatitis

B, IBD, IBS, ·≈–‡√◊ËÕß Probiotics and prebiotics

- ªí®®ÿ∫—π¡’ Guideline ∑’Ë‡ªìπ¢Õß WGO ∑—Èß ‘Èπ 24 ‡√◊ËÕß

- Guideline ∑’Ë°”≈—ß®—¥∑” 2 ‡√◊ËÕß§◊Õ ‡√◊ËÕß Diet and the Gut

·≈–‡√◊ËÕß Pancreatic lesion

6. °“√ª√–™ÿ¡ Regional Meeting „πÕπ“§μ‰¥â·°à Gastro 2020

Regional Conference

7. ¢Õ„Àâª√–‡∑» ¡“™‘°μà“ßÊ ™à«¬ àß¢à“«§√“«·≈–¢âÕ¡Ÿ≈„Àâ∫√√√≥

∏‘°“√‡æ◊ËÕ‡º¬·æ√à¥â«¬

8. ªí®®ÿ∫—π¡’ ¡“§¡„π·μà≈–ª√–‡∑» ‡ªìπ ¡“™‘°∑—Èß ‘Èπ 114  ¡“§¡

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘√—∫∑√“∫

4.3 ¢Õ§«“¡Õπÿ‡§√“–Àå‡æ◊ËÕ —¡¿“…≥å„πª√–‡¥Áπ∑’Ë¡’°“√·™√å°—π«à“ À≈—ß

®“°∑“πÕ“À“√Àâ“¡Õ“∫πÈ”∑—π∑’ ‡æ√“–®–∑”„Àâ‡≈◊Õ¥‰ª‡≈’È¬ß°√–‡æ“–≈¥≈ß ∑”„Àâ

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

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

„Àâ —¡¿“…≥å·≈–∂à“¬∑”¿“æ¢à“« „π√“¬°“√ ç™—«√å°àÕπ·™√åé ™à«ß¢à“«§Ë”  ∂“π’

‚∑√∑—»πå™àÕß 9 MCOT HD „πª√–‡¥Áπ∑’Ë¡’°“√·™√å°—π«à“ çÀ≈—ß®“°Õ“À“√Àâ“¡Õ“∫

πÈ”∑—π∑’ ‡æ√“–®–∑”„Àâ‡≈◊Õ¥‰ª‡≈’È¬ß°√–‡æ“–≈¥≈ß ∑”„Àâ√–∫∫°“√¬àÕ¬Õ“À“√·¬à≈ßé

‚¥¬®–¢Õ —¡¿“…≥åºŸâ‡™’Ë¬«™“≠‡°’Ë¬«°—∫¢âÕ‡∑Á®®√‘ß¢Õß¢âÕ§«“¡¥—ß°≈à“«

∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘¢Õ¡Õ∫À¡“¬„Àâ πæ.¡≈.∑¬“ °‘μ‘¬“°√ ª√–∏“πΩÉ“¬

°‘®°√√¡ —ß§¡ ‡ªìπºŸâ„Àâ —¡¿“…≥å„πª√–‡¥Áπ¥—ß°≈à“«

4.4 ∑∫∑«π√“¬°“√¬“ “¢“‡«™»“ μ√åπ‘«‡§≈’¬√å„π∫—≠™’¬“À≈—°·Ààß™“μ‘

 ”À√—∫√Õ∫°“√æ‘®“√≥“ªï 2559-2561

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

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

√“¬°“√¬“ “¢“‡«™»“ μ√åπ‘«‡§≈’¬√å∑’Ë‡ÀÁπ ¡§«√‡ πÕ‡æ◊ËÕ¢Õ√—∫°“√æ‘®“√≥“„ÀâÕ¬Ÿà

„π∫—≠™’¬“À≈—°·Ààß™“μ‘ ·≈–‡ πÕ‡ªìπ¬“°”æ√â“„π∫—≠™’¬“À≈—°·Ààß™“μ‘

∑’Ëª√–™ÿ¡‰¥â√à«¡°—πæ‘®“√≥“·≈â««à“‡√◊ËÕßπ’ÈμâÕß√’∫ àß„Àâ∑—π¿“¬„π«—π∑’Ë 30

æƒ»®‘°“¬π »°π’È ¥—ßπ—Èπ∑’Ëª√–™ÿ¡ √ÿª¡’¡μ‘¡Õ∫À¡“¬„Àâ πæ.∑«’»—°¥‘Ï ·∑π«—π¥’

πæ.¡≈.∑¬“ °‘μ‘¬“°√ ·≈– æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï ‡ªìπºŸâ¥”‡π‘π°“√√«∫√«¡

√“¬°“√¬“∑’ËμâÕß°“√‡ πÕ‡¢â“∫—≠™’¬“À≈—°·Ààß™“μ‘μàÕ‰ª

ªî¥ª√–™ÿ¡‡«≈“ 11.40 π.

æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï

‡≈¢“∏‘°“√ ¡“§¡-μ√«®√“¬ß“π°“√ª√–™ÿ¡



25¿“æ°“√ª√–™ÿ¡«‘™“°“√·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√ —≠®√ §√—Èß∑’Ë 1

¿“æ°“√ª√–™ÿ¡«‘™“°“√·æ∑¬å√–∫∫
∑“ß‡¥‘πÕ“À“√ —≠®√ §√—Èß∑’Ë 1

«—π∑’Ë 3 ¡’π“§¡ æ». 2561 ≥ ‚√ß·√¡‡Õ- μ“√å ¿Ÿ·≈ «—≈‡≈à¬å ®—ßÀ«—¥‡™’¬ß√“¬
○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○

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

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

○ ○ ○ ○ ○ ○

○

○

○

○

○

○

○

○

○

○

○
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An Anorexic Woman with
Abnormal Liver Test

πæ.ªØ‘æ—∑∏å ¥ÿ√ß§åæß»å‡°…¡
πæ. «à“ßæß…å ®—π¥’

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

Interhospital GI Conference

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

ºŸâªÉ«¬À≠‘ß‰∑¬‚ ¥ Õ“¬ÿ 15 ªï Õ“™’æ π—°‡√’¬π ¿Ÿ¡‘≈”‡π“ ®.ªíμμ“π’

ªí≠À“∑’Ë√—∫ª√÷°…“: º≈‡≈◊Õ¥§à“μ—∫º‘¥ª°μ‘√–À«à“ßπÕπ‚√ßæ¬“∫“≈

Õ“°“√ ”§—≠: πÈ”Àπ—°≈¥Õ¬à“ß√«¥‡√Á« 6 ‡¥◊Õπ

ª√–«—μ‘ªí®®ÿ∫—π:

1 ªï°àÕπ ¡’‡æ◊ËÕπ¡“∑—°«à“Õâ«π¢÷Èπ ¢≥–π—Èπ πÈ”Àπ—° 47 kg (ª°μ‘πÈ”Àπ—°

ª√–¡“≥ 43-45 kg) ºŸâªÉ«¬√Ÿâ ÷°«à“ ‰¡àÕ¬“°Õâ«π ®÷ßμ—Èß„®≈¥πÈ”Àπ—°¥â«¬°“√

§«∫§ÿ¡Õ“À“√ ‚¥¬°“√√—∫ª√–∑“πº≈‰¡â·∑π ·≈–ÕÕ°°”≈—ß°“¬¡“°¢÷Èπ ªØ‘‡ ∏°“√

„™â¬“≈¥§«“¡Õâ«π ªØ‘‡ ∏æƒμ‘°√√¡°“√≈â«ß§Õ„ÀâÕ“‡®’¬π À≈—ß®“°π—ÈππÈ”Àπ—°≈¥

¡“‡√◊ËÕ¬Ê

6 ‡¥◊Õπ°àÕπ ºŸâªÉ«¬√Ÿâ ÷°ÕàÕπ‡æ≈’¬ ‡∫◊ËÕÕ“À“√¡“°¢÷Èπ √—∫ª√–∑“π¢â“«πâÕ¬

≈ß πÈ”Àπ—°≈¥®“° 43 ≥ 26 kg À≈—ß®“°π—Èπ¡“√¥“®÷ßæ“‰ª‚√ßæ¬“∫“≈ ‡π◊ËÕß®“°

 —ß‡°μ«à“ºŸâªÉ«¬¡’Õ“°“√ÕàÕπ‡æ≈’¬¡“°¢÷Èπ ·≈–πÈ”Àπ—°≈¥≈ß‰ªÕ’°‡√◊ËÕ¬Ê‡À≈◊Õ 23 kg

ºŸâªÉ«¬‰ªμ√«®∑’Ë√æ. ¡‡¥Á®æ√–¬ÿæ√“™ “¬∫ÿ√’

V/S: BP 60/40 mmHg, P 40 /min

ECG sinus bradycardia

Hematocrit 25%
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°“√√—°…“‡∫◊ÈÕßμâπ∑’ËºŸâªÉ«¬‰¥â√—∫ atropine 6 mg À≈—ß®“°π—Èπ ECG ‡ªìπ

sinus tachycardia ·≈–°≈—∫¡“‡ªìπ sinus bradycardia ‡™àπ‡¥‘¡ ºŸâªÉ«¬‰¥â√—∫

°“√√—°…“μ—«„π àßμ—«√—°…“μàÕ√æ.ªíμμ“π’ ‰¥â√—∫°“√μ√«®‡æ‘Ë¡‡μ‘¡ serum cortisol

18.62 μg/dL, FT3 1.1 (2.00-4.40) pg/mL, FT4 0.59 (0.70-1.75) ng/dL, TSH

1.69 (0.25-4.00) mIU/L ‰¥â√—∫°“√√—°…“¥â«¬ dopamine, norepinephrine, PRC

transfusion, levothyroxine, prednisolone À≈—ß®“°π—Èπ®÷ß àßμ—«¡“√—°…“μàÕ∑’Ë

√æ. ß¢≈“π§√‘π∑√å

√–À«à“ß√—°…“μ—«„π‚√ßæ¬“∫“≈ ‰¥âª√÷°…“·æ∑¬å∑“ß‡¥‘πÕ“À“√¥â«¬‡√◊ËÕß

º≈‡≈◊Õ¥§à“μ—∫º‘¥ª°μ‘

ª√–«—μ‘‡æ‘Ë¡‡μ‘¡

ºŸâªÉ«¬‰¡à¡’μ—«μ“‡À≈◊Õß ·≈–‰¡à‡§¬¡’μ—«μ“‡À≈◊Õß ¡“°àÕπ ‰¡à¡’‰¢â ‰¡àª«¥

∑âÕß ‰¡à¡’Õ“°“√§—π ‰¡à¡’‰¢â ‰¡à¡’§≈◊Ëπ‰ âÕ“‡®’¬π ªí  “«– ·≈– Õÿ®®“√–ª°μ‘ ‰¡à¡’

ª«¥‡¡◊ËÕ¬μ“¡μ—« ‰¡à¡’Õ“°“√‡Àπ◊ËÕ¬ÀÕ∫

‰¡à√Ÿâ ÷°«à“∑”Õ–‰√™â“≈ß ‰¡à¡’¢’È√âÕπÀ√◊Õ™’ÈÀπ“« ‰¡à¡’„® —Ëπ À√◊Õ ‡Àß◊ËÕÕÕ°ßà“¬

‰¡à¡’º◊Ëπ¢÷Èπμ“¡μ—« ‰¡à¡’ª«¥¢âÕ

™à«ßπ’È ºŸâªÉ«¬¡’‡§√’¬¥‡√◊ËÕß Õ∫∑’Ë‚√ß‡√’¬π·≈–°“√ Õ∫‡¢â“‡√’¬πμàÕ ¡.4

√–À«à“ßπ’È ‰¡à¡’ÀŸ·«à«À√◊Õ¿“æÀ≈Õπ ª√–®”‡¥◊Õπ‰¡à¡“ 6 ‡¥◊Õπ·≈â«

‡¥‘¡ºŸâªÉ«¬√—∫ª√–∑“π¢â“««—π≈– 3 ¡◊ÈÕ ¡◊ÈÕ≈– 1.5 ∑—ææ’ √—∫ª√–∑“πÕ“À“√

§√∫ 5 À¡Ÿà ™Õ∫√—∫ª√–∑“πª≈“ °ÿâß ´ÿª ·°ß®◊¥ √—∫ª√–∑“π‰¥â∑—Èßº—° º≈‰¡â ‰¢à π¡

·μà„π 6 ‡¥◊Õπ∑’Ëºà“π¡“ √—∫ª√–∑“ππâÕ¬≈ß ¡◊ÈÕ≈– §√÷Ëß®“π

ª√–«—μ‘ à«πμ—«: ‰¡à¥◊Ë¡ ÿ√“ ‰¡à Ÿ∫∫ÿÀ√’Ë

ª√–«—μ‘Õ¥’μ: ‰¡à¡’‚√§ª√–®”μ—«Õ◊Ëπ ‰¡à‡§¬‰¥â√—∫°“√ºà“μ—¥

ª√–«—μ‘§√Õ∫§√—«: ∫‘¥“‡ªìπ™à“ß∑Õß ·¢Áß·√ß¥’ ¡“√¥“‡ªìπ§√Ÿ Õπ»“ π“ ·¢Áß

·√ß¥’ ºŸâªÉ«¬‡ªìπ∫ÿμ√§π‡¥’¬«

ª√–«—μ‘¬“: ‰¡à·æâ¬“ ‰¡à‰¥â√—∫ª√–∑“π¬“≈¥πÈ”Àπ—° À√◊Õ Õ“À“√‡ √‘¡

Õ◊ËπÊ
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μ√«®√à“ß°“¬:

V/S: T 36.7 oC, P 50 /min, RR 30 /min, BP 80/50 mmHg

BW 26 kg, Height 153 cm. BMI 11.1 kg/m2

GA: good consciousness, cachexia

HEENT: mildly pale, no jaundice, no parotid gland enlargement,

no thyroid gland enlargement

Skin and hair: no skin rash, no malar rash, no discoid rash, hair pulling

test negative

CVS: normal S1 S2, no murmur

RS: no spider nevi, normal breath sounds, no adventitious

sounds

Abdomen: no superficial vein dilatation, soft, not tender, liver and

spleen can not be palpated, liver span 8 cm, no shifting

dullness

Extremities: no palmar erythema, no pitting edema

NS: grossly intact

°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√

CBC: Hb 10.6 g/dL, Hct 29.2%, MCV 89.6 fL, RDW 14.6%, MCH

32.5 pg,

WBC 5,880 /μL (N37.7% L55.1% M6.5% E0.5% B0.2%),

Platelets 299,000 /μL

Blood smear:

- Normochromic normocytic RBC, anisocytosis 1+,

poikilocytosis 1+, no microsherocyte, no schistocyte

- Normal number of WBC, no hypersegmented neutro-

phil
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- Adequate platelets, no giant platelets

Coagulogram: PTT 27.7 sec, PT 15.1 sec, INR 1.29

Blood chemistry: BUN 37.1 mg/dL, Cr 0.77 mg/dL

Na 138.8, K 3.13, Cl 105.2, HCO3 25.5 mmol/L

LFT: TB DB AST ALT ALP TP Alb

3 ‡¥◊Õπ°àÕπ∑’Ë OPD 1.1 0.3 20 27 29 6.7 4.1

Admit Day 1 0.59 0.22 117 189 45 5.7 4.0

Admit Day 6 0.82 0.31 198 290 59 6.0 4.1

Admit Day 9 0.72 0.31 337 580 90 7.6 5.1

Admit Day 11 0.70 0.21 273 458 68 5.7 3.8

Admit Day 14 0.63 0.03 585 815 119 5.6 3.9

TFT: FT4 0.696 (0.70-1.75) ng/dL

FT3 0.413 (2.00-4.40) pg/mL

TSH 2.13 (0.25-4.00) mIU/L

Morning cortisol: 26.31 μg/dL

Sex hormone: Estradiol 14.1 pg/mL

FSH 0.221 mIU/mL

LH < 0.100 mIU/mL

Prolactin 14.49 (3.6-18.9) ng/mL

Viral Serology: HBsAg negative

Anti-HCV negative

Anti-HIV negative

HAV IgM negative

Autoimmune serology: ANA negative

Nutrition: Vitamin B1 20 (28-85) μg/L
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Vitamin B12 > 4,000 (197-711) pg/mL

Folate 1.64 (3.89-26.8) ng/mL

Iron study: Iron 13.7 μmol/L

TIBC 28.7 μmol

Ferritin 1103 mg/mL

Ultrasonography

ë Diffusely heterogeneous parenchymal echogenicity of liver

ë No bile duct dilatation

ë Portal vein and hepatic vein were patent

ë Collapsed gallbladder, Pancreas and spleen were unremarkable

 √ÿªªí≠À“¢ÕßºŸâªÉ«¬

ë Progressive significant weight loss 5 months

ë Behavior of food restriction

ë Cachexia with extremely low BMI

ë Mild anemia

ë Hypotension with bradycardia

ë Amenorrhea 6 months

ë Abnormal liver test with further progression during admission

ë Thiamine deficiency

Õ¿‘ª√“¬

ºŸâªÉ«¬À≠‘ßÕ“¬ÿ 15 ªï ¡“¥â«¬Õ“°“√πÈ”Àπ—°≈¥≈ß¡“°¡“ 6 ‡¥◊Õπ ´÷Ëß‡¢â“

‰¥â°—∫¿“«– anorexia nervosa μ“¡ DSM-V diagnostic criteria °≈à“«§◊Õ ¡’

°“√®”°—¥Õ“À“√®π∑”„ÀâπÈ”Àπ—°μ—«≈¥‡ªìπÕ¬à“ß¡“° ¡’§«“¡°≈—«∑’Ë®–Õâ«πÕ¬à“ß√ÿπ·√ß

·≈–¡’°“√√—∫√ŸâπÈ”Àπ—°μ—« À√◊Õ√Ÿª√à“ß¢Õßμπº‘¥ª°μ‘ ‚¥¬ªØ‘‡ ∏ªí≠À“πÈ”Àπ—°μ—«∑’Ë

μË”Õ¬Ÿà„π¢≥–π—Èπ

®“°ª√–«—μ‘‡∫◊ÈÕßμâπ ºŸâªÉ«¬¡’¿“«–·∑√°´âÕπÀ≈“¬ª√–°“√∑’Ë‡ªìπ‰¥â‡ªìπº≈®“°
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anorexia nervosa ‚¥¬ bradycardia ·≈– hypotension æ∫‰¥â∫àÕ¬¡“°°«à“ 95%

„πºŸâªÉ«¬ anorexia nervosa ‡°‘¥®“°°“√‡æ‘Ë¡¢÷Èπ¢Õß vagal tone, ¿“«–´’¥ °Áæ∫

‰¥â∫àÕ¬·μà‚¥¬∑—Ë«‰ª¡—°‰¡à¡’°“√‡ª≈’Ë¬π·ª≈ß¢Õß RBC index μà“ßÊ, „π√–∫∫μàÕ¡

‰√â∑àÕ ¡—°æ∫¿“«– euthyroid sick syndrome (√–¥—∫ T3, T4 μË” ·≈– TSH ª°μ‘)

·≈–√–¥—∫ŒÕ√å‚¡π‡æ»μË” ‡°‘¥¿“«– amenorrhea ´÷Ëßæ∫‰¥â∫àÕ¬ª√–¡“≥ 50-75%

‚¥¬‡©æ“–„πºŸâªÉ«¬∑’Ë¡’πÈ”Àπ—°≈¥Õ¬à“ß¡“°

 à«π “‡Àμÿ¢Õß abnormal liver test „πºŸâªÉ«¬√“¬π’È ®–‡ÀÁπ‰¥â«à“ °àÕπ∑’Ë

ºŸâªÉ«¬®–√—°…“μ—«‰«â„π‚√ßæ¬“∫“≈ ¡’º≈‡≈◊Õ¥§à“μ—∫∑’Ëª°μ‘ ·≈–μ√«®√à“ß°“¬‰¡àæ∫

≈—°…≥–¢Õß chronic liver disease ¥—ßπ—Èπ®÷ß· ¥ß∂÷ß«à“ºŸâªÉ«¬πà“®–‰¡à‰¥â¡’‚√§

μ—∫Õ¬Ÿà°àÕπÀπâ“π’È ·≈–®“° liver function test æ∫‡ªìπ≈—°…≥– hepatocellular

injury μ—Èß·μà«—π·√°∑’Ë√—°…“μ—«‰«â„π‚√ßæ¬“∫“≈ ́ ÷Ëß “‡Àμÿ¢Õß abnormal liver test

∑’Ë‡ªìπ‰ª‰¥â„πºŸâªÉ«¬√“¬π’È„π√–¬–·√° ‰¥â·°à

1. Starvation-induced liver autophagy ‡π◊ËÕß®“°‡ªìπ¿“«–∑’Ëæ∫„πºŸâ

ªÉ«¬ anorexia nervosa ∑’Ë¡’ BMI < 13 kg/m2 ·≈–‡ªìπ™à«ß∑’ËºŸâªÉ«¬¡’πÈ”Àπ—°≈¥

¡“°¢÷Èπ‡√◊ËÕ¬Ê ‚¥¬‰¡à¡’ª√–«—μ‘¢Õß°“√„™â¬“‡ √‘¡  ¡ÿπ‰æ√ À√◊Õ ¬“Õ◊ËπÊ ‰¡à¡’

ª√–«—μ‘‰¢âπ”¡“°àÕπ

2. Autoimmune hepatitis ́ ÷Ëß‡ªìπ‚√§∑’Ëæ∫‰¥â„πºŸâªÉ«¬À≠‘ßÕ“¬ÿπâÕ¬ ∑’Ë¡’

hepatocellular injury ·μà®“°ª√–«—μ‘·≈–μ√«®√à“ß°“¬ ‰¡à¡’æ∫≈—°…≥–Õ◊ËπÊ∑’Ë

 π—∫ πÿπ¿“«–¥—ß°≈à“«

À≈—ß®“°√–À«à“ß∑’Ë√—°…“μ—«‰«â„π‚√ßæ¬“∫“≈ æ∫«à“ ºŸâªÉ«¬¡’§à“ liver enzyme

∑’Ë‡æ‘Ë¡¢÷Èπ‡√◊ËÕ¬Ê À≈—ß®“°„Àâ‚¿™π“À“√ ´÷Ëß®“°°“√∑∫∑«πª√–«—μ‘æ∫«à“ ºŸâªÉ«¬‰¥â√—∫

Õ“À“√∑’¡’ calorie ∑’Ë¡“°‡°‘π‰ª ¥—ßμ“√“ß √à«¡°—∫æ∫ hypokalemia ·≈– hypo-

phosphatemia √à«¡¥â«¬ ‡¢â“‰¥â°—∫¿“«– Refeeding syndrome ·≈–°“√„Àâ calo-

rie ∑’Ë¡“°‡°‘π‰ª ∑”„Àâ àßº≈μàÕμ—∫‰¥â‡™àπ°—π ‚¥¬∑”„Àâ‡°‘¥ hepatic steatosis ‰¥â

μàÕ¡“„ÀâºŸâªÉ«¬‰¥â√—∫Õ“À“√‚¥¬À≈—ß®“°≈¥ª√‘¡“≥ calorie ≈ß ‡¡◊ËÕ

μ‘¥μ“¡º≈‡≈◊Õ¥æ∫«à“§à“μ—∫§àÕ¬Ê¥’¢÷Èπ ·≈–‡ªìπª°μ‘‡¡◊ËÕ¡“μ‘¥μ“¡∑’ËºŸâªÉ«¬πÕ°

¥—ßπ—Èπ “‡Àμÿ¢Õß abnormal liver test „πºŸâªÉ«¬√“¬π’È∑’Ë‡ªìπ anorexia
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nervosa ‡ªìππà“®–‡°‘¥®“° ¿“«– starvation-induced liver autophagy √à«¡°—∫

refeeding-related hepatic dysfunction „π™à«ßÀ≈—ß

Day 1 6 9 11 14 15 17 20 27 43 (OPD)

BW (kg) 26 24.1 23.1 23.1 22.9 22.9 23.8 26.7 30.6 38

BMI 11.1 10.25 9.87 9.87 9.78 9.78 10.17 11.4 13.07 16.23

BP 79/47 76/54 90/60 92/65 93/63 90/50 98/62 96/60 90/60 92/60

P 40 50 44 52 60 60 80 100 100 98

Diet (kcal) 1000 1600 1600 800 1000 1000 1000 1250 1600 -

AST 117 198 337 273 585 476 185 84 64 23

ALT 189 290 580 458 815 919 566 305 128 33

ALP 45 59 90 68 119 116 80 61 67 54

INR 1.29 1.16

K 4.89 3.88 3.77 3.91 3.13 3.25 3.13 4.03 3.77 3.97

PO4 3.9 - - 2.8 2.6 1.2 3.9 2.9 3.7 4.4

Review: Abnormal liver tests in anorexia nervosa

Anorexia Nervosa

Anorexia nervosa ‡ªìπ‚√§∑’Ë¡’æƒμ‘°√√¡°“√√—∫ª√–∑“πÕ“À“√∑’Ëº‘¥ª°μ‘

À√◊Õ∑’Ë‡√’¬°«à“ ‚√§°≈—«Õâ«π ‡ªìπ “‡Àμÿ∑’Ë∑Ì“„ÀâπÈ”Àπ—°μ—«πâÕ¬°«à“ª°μ‘™—¥‡®π ‚¥¬

„πºŸâªÉ«¬∑’Ë‡ªìπ anorexia nervosa π—Èπ®–¡’§«“¡æ¬“¬“¡∑’Ë®–∑Ì“ „ÀâπÈ”Àπ—°μ—«Õ¬Ÿà

„π‡°≥±å∑’ËμÌË“°«à“ª°μ‘∑’Ë§«√®–‡ªìπμ“¡Õ“¬ÿ·≈– à«π Ÿß ¡’§«“¡°≈—«°“√‡æ‘Ë¡¢÷Èπ¢Õß

πÈ”Àπ—°‡ªìπÕ¬à“ß¡“° ·≈–¡’§«“¡º‘¥ª°μ‘„π°“√μ’§«“¡‡°’Ë¬«°—∫√Ÿª√à“ß¢Õßμπ

Õ¬à“ß™—¥‡®π „π¿“«– anorexia nervosa ·∫àß‰¥â‡ªìπ 2 ª√–‡¿∑ §◊Õ

1. Restricting type §◊Õ °“√≈¥ª√‘¡“≥Õ“À“√∑’Ë √—∫ª√–∑“π‡¢â“‰ª

2. Binge-eating/purging type §◊Õ °“√√—∫ª√–∑“π‡¢â“‰ªÕ¬à“ß¡“°

·≈â«μ“¡¥â«¬ °“√°Ì“®—¥ÕÕ°‡æ◊ËÕ‰¡à„Àâμπ‡ÕßÕâ«π1
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√–∫“¥«‘∑¬“

Õ—μ√“§«“¡™ÿ°ª√–¡“≥ 0.9-2.2% ¡—°æ∫„π°≈ÿà¡«—¬√ÿàπ‡æ»À≠‘ß ‚¥¬Õ“¬ÿ

∑’Ë¡’§«“¡™ÿ° Ÿß ÿ¥ Õ¬Ÿà∑’ËÕ“¬ÿ√–À«à“ß 13-14 ªï ·≈– 18-20 ªï2,3

°“√«‘π‘®©—¬

°“√«‘π‘®©—¬ Anorexia nervosa „πªí®®ÿ∫—π „™â‡°≥±å¢Õß DSM-V

‡°≥±å„π°“√«‘π‘®©—¬ ª√–°Õ∫¥â«¬

1. °“√®Ì“°—¥Õ“À“√Õ¬à“ß‡¢â¡ß«¥ π”‰ª ŸàπÈ”Àπ—°∑’ËπâÕ¬°«à“ª°μ‘

2. °“√°≈—«Õâ«πÕ¬à“ß¡“° À√◊Õ°≈—«°“√∑’ËπÈ”Àπ—°¢÷Èπ ·¡â«à“μπ‡Õß®–¡’πÈ”

Àπ—°μ—«πâÕ¬

3. °“√√—∫√ŸâπÈ”Àπ—°μ—« À√◊Õ√Ÿª√à“ß¢Õßμπº‘¥ª°μ‘ æ∫ªí≠À“„π°“√

ª√–‡¡‘πμπ‡Õß¢÷ÈπÕ¬Ÿà°—∫‡√◊ËÕßπÈ”Àπ—°μ—«À√◊Õ√Ÿª√à“ßÕ¬à“ß¡“° À√◊ÕªØ‘‡ ∏ªí≠À“πÈ”

Àπ—°μ—«∑’ËμË”Õ¬Ÿà„π¢≥–π—Èπ

¿“«–·∑√°´âÕπ

Anorexia nervosa ‡ªìπ‚√§∑’Ë∑”„Àâ‡°‘¥¿“«–·∑√°´âÕπÀ≈“¬Õ¬à“ß ∑—Èß„π

√–∫∫À—«„®·≈–À≈Õ¥‡≈◊Õ¥ √–∫∫μàÕ¡‰√â∑àÕ ‡°≈◊Õ·√àº‘¥ª°μ‘ √–∫∫‚≈À‘μ °“√¡’

ª√–®”‡¥◊Õπ∑’Ë‰¡àª°μ‘ ¿“«–°√–¥Ÿ°æ√ÿπ √«¡‰ª∂÷ß §«“¡º‘¥ª°μ‘¢Õß√–∫∫∑“ß‡¥‘π

Õ“À“√·≈–μ—∫4 ‚¥¬§«“¡º‘¥ª°μ‘¢Õß∑“ß°“√∑”ß“π¢Õßμ—∫π—Èπ°Á‡ªìπ¿“«–∑’Ëæ∫‰¥â

∫àÕ¬ ¥—ßπ—Èπ  ¡“§¡®‘μ‡«™·Ààß À√—∞Õ‡¡√‘°“ ®÷ß‰¥â·π–π”„Àâμ√«®‡≈◊Õ¥‡°’Ë¬«°—∫

°“√∑”ß“π¢Õßμ—∫∑ÿ°√“¬„πºŸâªÉ«¬ anorexia nervosa5

Abnormal liver tests in anorexia nervosa

°“√»÷°…“¢Õß§à“§«“¡º‘¥ª°μ‘¢Õßμ—∫ „πºŸâªÉ«¬ anorexia nervosa ¡’Õ¬Ÿà

À≈“¬°“√»÷°…“ ¥—ßμ“√“ß∑’Ë 1 ´÷Ëß®–‡ÀÁπ‰¥â«à“ ¡’Õ—μ√“Õÿ∫—μ‘°“√≥å¢Õß°“√‡°‘¥§«“¡

º‘¥ª°μ‘¢Õß°“√∑”ß“π¢Õßμ—∫ ∑’ËÀ≈“°À≈“¬ μ—Èß·μà 0-76%6 ‚¥¬ à«π„À≠à§à“ AST/

AST ¡—°¡’§à“‰¡à‡°‘π 200 IU/mL7 ·μà°Á “¡“√∂æ∫§à“∑’Ë Ÿß¡“°‰¥â„πºŸâªÉ«¬∫“ß√“¬

º‘¥ª°μ‘ ¡“°°«à“ 200 IU/mL ‰¥â·μàπâÕ¬ πÕ°®“°π’È ¬—ß¡’°“√»÷°…“∑’Ëæ∫«à“§à“

‡Õπ‰´¡å¢Õßμ—∫‡ªìπ —¥ à«πº°º—π°—∫§à“ BMI °≈à“«§◊Õ ∂â“§à“‡Õπ‰´¡å¢Õßμ—∫¬‘Ëßº‘¥
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ª°μ‘¡“° §à“ BMI ®–¬‘ËßπâÕ¬8-10

®“°°“√∑∫∑«π«√√≥°√√¡ æ∫ “‡Àμÿ¢Õß abnormal liver tests „π an-

orexia nervosa ·∫àß‰¥â‡ªìπ 2 ª√–‡¿∑ §◊Õ

1. Starvation-induced liver autophagy

2. Refeeding-related hepatic dysfunction

Starvation-induced liver autophagy

¿“«– liver autophagy ‡ªìπ cellular process  ”À√—∫°“√¬àÕ¬ ≈“¬¢Õß

cytosol protein ·≈– organelles ¿“¬„π lysosome ‡æ◊ËÕ °”®—¥ À√◊Õ recycle

macromolecule π—ÈπÊ

°√–∫«π°“√ liver autophagy ª√–°Õ∫‰ª¥â«¬À≈“¬¢—ÈπμÕπ¿“¬„π cy-

toplasm ·≈– organelles μà“ßÊ ‡°‘¥°“√ √â“ß autophagosome ´÷Ëß‰ª√«¡°—∫ ly-

μ“√“ß∑’Ë 1 · ¥ß§«“¡™ÿ°¢Õß abnormal liver test in anorexia nervosa

% Pateints with
Study BMI (kg/m2) N

increased AST/ALT

Cravario et al., 1974 14.4 4% 27

Kanis et al., 1974 15 0% 24

Mira et al., 1987 15.9 9% 22

Ozawa et al., 1998 13.2 29% 101

Miller et al., 2005 16.8 12% 214

Montagnese et al., 2007 15.6 14% 97

Rautou et al., 2008 11.3 66.6% 12

Fong et al., 2008 18 26% 53

Tsukamotoetal.,2008 15.2 52% 25

Gaudiani et al., 2012 13.1 76% 25

Hanachi et al., 2013 12 56% 126
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sosome ‰ª‡ªìπ autolysosome ·≈–‡°‘¥°“√¬àÕ¬ ≈“¬¿“¬„π cytoplasm6

„π¿“«– abnormal liver test „π anorexia nervosa π—Èπ‡¥‘¡¡’

 ¡¡μ‘∞“π«à“Õ“®®–‡°‘¥®“° ¿“«– acute liver hypoperfusion ‡π◊ËÕß®“°¡’¢âÕ

 π—∫ πÿπÀ≈“¬ª√–°“√ ¥—ß‡™àπ liver enzyme ∑’Ë¢÷Èπ§àÕπ¢â“ß‡√Á« ·≈–≈¥≈ß‡√Á«

√«¡‰ª∂÷ß Õ“°“√∑“ß§≈‘π‘° ∑’Ë∫àß™’È«à“¡’ hypoperfusion ‰¡à«à“®–‡ªìπ dehydration,

hypotension, bradycardia À√◊Õ hypothermia11

·μàÕ¬à“ß‰√°Áμ“¡  ¡¡μ‘∞“π¥—ß°≈à“« °Á‰¥â¡’°“√»÷°…“μàÕ¡“ ·≈–æ∫«à“ ‰¡à

‰¥â‡°‘¥®“° acute liver hypoperfusion ‚¥¬„πªï 2008 ‰¥â¡’°“√»÷°…“¢Õß Pierre-

Emmanuel ·≈–§≥–∑’Ëª√–‡∑»Ω√—Ëß‡»  „πºŸâªÉ«¬ 12 §π ∑’Ë‡ªìπ anorexia nervosa

·≈–¡’ abnormal liver tests μ—Èß·μà·√°√—∫‡¢â“‚√ßæ¬“∫“≈ ´÷Ëß„π°“√»÷°…“π’È

‡ªìπ°“√»÷°…“∑’Ëπ”‰ªÕâ“ßÕ‘ß„π case report À√◊Õ literature review Õ’°À≈“¬

©∫—∫¥â«¬°—π ‡π◊ËÕß®“°‡ªìπ°“√»÷°…“∑’Ë¡’ liver biopsy ·≈–¡’°“√»÷°…“¥â«¬ elec-

tron microscopy ¥â«¬

„π°“√»÷°…“π’È ºŸâªÉ«¬¡’Õ“¬ÿ‡©≈’Ë¬ 24 ªï ·≈–ºŸâªÉ«¬∑—ÈßÀ¡¥¡’ BMI < 13 kg/

m2 §à“‡©≈’Ë¬¢Õß ALT ‡∑à“°—∫ 1904 IU/mL §à“°≈“ß¢Õß§à“ ÿ¥ ÿ¥¢Õß AST ·≈–

ALT ‡∑à“°—∫ 67 ·≈– 56 ‡∑à“μ“¡≈”¥—∫ (§à“ AST ª°μ‘„πºŸâÀ≠‘ß·≈–ºŸâ™“¬ 31, 35

IU/mL ·≈– ALT 34, 45 IU/mL μ“¡≈”¥—∫) ·≈–‡¡◊ËÕμ‘¥μ“¡‰ªæ∫«à“§à“ AST/

ALT ≈¥≈ß 50% ¿“¬„π 2-5 «—π

®“°º≈ Histopathology „π°“√»÷°…“π’È æ∫«à“ ‰¡à¡’ºŸâªÉ«¬∑’¡’ portal fi-

brosis ‡≈¬ ·≈–‰¡à¡’≈—°…√–¢Õß massive hepatitis ·≈– congestion ‡≈¬  à«π

PAS staining (Periodic acid Schiff) ‡ªìπ°“√ª√–‡¡‘π glycogen deposition

æ∫«à“∑ÿ°§π¡’ glycogen deposition ≈¥≈ß

º≈ TUNEL-positive cells (terminal deoxynucleotidyl transferase-

mediated dUTP nick end labeling) ‡ªìπ°“√¬âÕ¡‡æ◊ËÕ¥Ÿ apoptotic cells æ∫·§à

3 „π 12 §π · ¥ß«à“°√–∫«π°“√ apoptosis ‰¡à„™à°≈‰°À≈—°„π°“√‡°‘¥ abnormal

liver test „π anorexia nervosa

ATG5 (AuTophaGy-related 5) ‡ªìπ key protein „π°“√ √â“ß
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autophagosme ·≈– KDEL °Á‡ªìπ sequence ∑’ËÕ¬Ÿàμ√ß carboxy-terminus of

soluble endoplasmic reticulum (Lys-Asp-Glu-Leu) ´÷Ëß¡’Àπâ“∑’Ë„π°“√

§«∫§ÿ¡°“√∑”ß“π¢Õß endoplasmic reticulum „π à«π¢Õß°“√ √â“ß‚ª√μ’π·≈–

√—°…“ permeability barrier ¢Õß endoplasmic reticulum ‚¥¬∑—ÈßÀ¡¥π’È

‡°’Ë¬«¢âÕß°—∫°“√‡°‘¥ autophagy ®“°º≈¬âÕ¡∑“ß immunostaining ¢Õß liver

biopsy  à«π„À≠àμ‘¥≈—°…≥–¢Õß ATG5 ·≈– KDEL sequence πÕ°®“°π’È °“√

»÷°…“∑“ß electron microscopy °Áæ∫≈—°…≥–À≈“¬ª√–°“√¢Õß autophagocytic

cell death ‰¥â·°à °“√æ∫ mature lysosomes ∑’Ë¡’ osmiophilic bodies ®”π«π

¡“° ´÷Ëß‡ªìπº≈°“√°√–∫«π°“√ autophagy, °“√¡’≈—°…≥–¢Õß nucleus ∑’Ë√Ÿª√à“ß

º‘¥ª°μ‘·≈–°“√®—¥‡√’¬ß¢Õß chromatin ∑’Ë‰¡à‡ªìπ√–‡∫’¬∫¢Õß hepatocytes √à«¡

°—∫ autophagosome „π cytoplasm ‚¥¬°“√‡ª≈’Ë¬π·ª≈ß‡À≈à“π’È —¡æ—π∏å°—∫°“√

¬àÕ¬ ≈“¬¢Õß cytoplasmic components ·≈–°“√≈¥®”π«π¢Õß mitochondria

´÷Ëß‡ªìπ≈—°…≥–¢Õß autophagic cell death π—Ëπ‡Õß

¥—ßπ—Èπ®“°°“√»÷°…“π’È®÷ß √ÿª‰¥â«à“ „πºŸâªÉ«¬∑’Ë¡’ abnormal liver tests „π

anorexia nervosa ‰¡à‰¥â‡°‘¥®“°°√–∫«π°“√ liver cell necrosis À√◊Õ apoptosis

·μà‡°‘¥®“°¿“«– liver autophagy ‚¥¬¡’À≈—°∞“π®“°°“√æ∫ autophagosome,

protein ∑’Ëæ∫„π¿“«– autophagy ·≈–≈—°…≥–∑“ß electron microscopy ∑’Ë

· ¥ß∂÷ß°“√‡æ‘Ë¡¢Õß cytoplasmic membrane permeability ·≈–‡°‘¥°“√√—Ë«¢Õß

transaminase enzyme ÕÕ°¡“12

πÕ°®“°π’È¬—ß¡’°“√»÷°…“·∫∫¬âÕπÀ≈—ß ‡¡◊ËÕªï 2013 ‡æ◊ËÕÀ“ risk factor ¢Õß

¿“«– hypertransaminasemia „πºŸâªÉ«¬ anorexia nervosa ∑’Ëª√–‡∑»Ω√—Ëß‡» 

‡ª√’¬∫‡∑’¬∫°—∫ºŸâªÉ«¬∑’Ë¡’ liver function test ª°μ‘ „π™à«ß 4  —ª¥“Àå æ∫«à“ risk

factor ∑’Ë —¡æ—π∏å°—∫°“√¡’¿“«– hypertransaminasemia ‰¥â·°à BMI < 12 kg/

m2, Õ“¬ÿπâÕ¬, ‡æ»™“¬ ·≈– anorexia nervosa ™π‘¥ restricting type10

„π¿“«– liver-induced autophagy ‡¡◊ËÕμ‘¥μ“¡§à“º≈‡≈◊Õ¥ æ∫«à“ ami-

notransferase ¡—°®–≈¥≈ß¿“¬„π 1-2  —ª¥“Àå ·≈–°≈—∫¡“ª°μ‘¿“¬„π 4  —ª¥“Àå

À≈—ß„Àâ‚¿¢π“°“√∑’Ë¥’¢÷Èπ10,12
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Refeeding-related Hepatic dysfunction

Refeeding syndrome ‡ªìπ¿“«–∑’Ë‡°‘¥°“√ shifts ¢Õß fluid ·≈– elec-

trolyte „πºŸâªÉ«¬∑’Ë malnourished ·≈â«∑’Ë‰¥â√—∫°“√„ÀâÕ“À“√∑—Èß∑“ß oral, enteral

·≈– parenteral route ¡“°‡°‘π‰ª13

Refeeding syndrome ‰¥â¡’°“√√“¬ß“π§√—Èß·√° ‡¡◊ËÕ™à«ßªï §.».1950

À≈—ß®“°∑’Ë observe π—°‚∑… ß§√“¡∑’Ë ¡’¿“«–∑ÿæ‚¿™π“°“√ ·≈â«‡°‘¥Õ“°“√∑“ß

√–∫∫À—«„®·≈–À≈Õ¥‡≈◊Õ¥ ·≈–Õ“°“√∑“ß√–∫∫ª√– “∑À≈—ß‰¥â√—∫°“√„ÀâÕ“À“√14

Refeeding syndrome ‡ªìπ systemic disease ∑’Ë‡ªìπ‡Àμÿ„Àâ‡°‘¥¿“«–

·∑√°´âÕπ„πÀ≈“¬√–∫∫∑—Èß√–∫∫À—«„®·≈–À≈Õ¥‡≈◊Õ¥, √–∫∫∑“ß‡¥‘πÀ“¬„®,

√–∫∫ª√– “∑, √–∫∫‡≈◊Õ¥, √–∫∫μàÕ¡‰√â∑àÕ √«¡∑—Èß√–∫∫∑“ß‡¥‘πÕ“À“√·≈–μ—∫

·≈– “¡“√∂π”‰ª Ÿà §«“¡≈â¡‡À≈«¢ÕßÀ≈“¬√–∫∫·≈–‡ ’¬™’«‘μ‰¥â„π√“¬∑’Ë‡ªìπ√ÿπ·√ß15

Pathogenesis

°“√‡°‘¥ Refeeding syndrome · ¥ß¥—ß√Ÿª∑’Ë 1 „πºŸâªÉ«¬∑’Ë¡’¿“«– star-

vation ∑”„Àâ®–‡°‘¥°√–∫«π°“√ glycogenolysis, gluconeogenesis ·≈– pro-

√Ÿª∑’Ë 1 · ¥ß pathogenesis ¢Õß°“√‡°‘¥ Refeeding syndrome16
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teolysis ∑’Ëμ—∫·≈–°≈â“¡‡π◊ÈÕ ®÷ß∑”„Àâ‡°‘¥ depletion of electrolyte, mineral and

vitamins √«¡‰ª∂÷ß fat metabolism ‡¡◊ËÕºŸâªÉ«¬‰¥â√—∫°“√ Refeeding °Á®–‰¥â√—∫

nutrient ·≈–∑’Ë ”§—≠§◊Õ glucose and·≈– carbohydrate ́ ÷Ëß®–∑”„Àâ¡’ lipogen-

esis ‡°‘¥‡ªìπ steatohepatitis ‰¥â, ‡°‘¥°“√ —ß‡§√“–Àå protein ·≈– glycogen

°“√„™â thiamine ∑’Ë‡æ‘Ë¡¢÷Èπ  ‘Ëß‡À≈à“π’È∑”„Àâ‡°‘¥ hypokalemia, hypomagnesemia,

hypophosphatemia ·≈–°“√¥Ÿ¥°≈—∫ Na ∑’Ë‡æ‘Ë¡¢÷Èπ°Á‡°‘¥‡ªìπ salt and water

retention ¡’ CHF ·≈– edema ‰¥â16

NICE guideline ‰¥â √ÿª ªí®®—¬‡ ’Ë¬ß∑’Ë∑”„Àâ‡°‘¥ Refeeding syndrome

‚¥¬ °≈ÿà¡∑’Ë¡’§«“¡‡ ’Ë¬ß Ÿß ‰¥â·°à BMI < 16, weight loss > 15% in 3-6 months,

no nutritional intake > 10 days and hypokalemia, hypomagnesemia and

hypophosphatemia μ—Èß·μà°àÕπ ∑’Ë®–‰¥â refeeding Õ¬Ÿà·≈â« ¥—ß μ“√“ß∑’Ë 217

„π à«π¢Õß Refeeding-related hepatic dysfunction æ∫«à“ ¡—°®–¡’

§à“‡Õπ‰´¡åμ—∫¢÷Èπ‰¥â‡≈Á°πâÕ¬„π™à«ß 1  —ª¥“Àå·√°À≈—ß„Àâ‚¿™π“À“√ À≈—ß®“°π—Èπ®–

∑”„Àâ¡’§à“ ALP ·≈– bilirubin ¢÷Èπ°≈“¬‡ªìπ≈—°…≥– cholestasis ‰¥â ‚¥¬∑—Ë«‰ª

§à“μ—∫∑’Ëº‘¥ª°μ‘ ¡—°®–¥’¢÷ÈπÀ≈—ß≈¥Õ—μ√“°“√„Àâ‚¿™π“À“√≈ß  “‡Àμÿ¢Õß§«“¡º‘¥

μ“√“ß∑’Ë 2 · ¥ßªí®®—¬‡ ’Ë¬ß¢Õß°“√‡°‘¥ Refeeding syndrome

Patients at Risk for Refeeding Syndrome

One or more of the following Two or more of the following

ë BMI <16 kg/m2 ë BMI <18.5 kg/m2

ë Unintentional weight loss of >15% ë Unintentional weight loss of >10%

in the previous 3-6 months in the previous 3-6 months

ë Little or no nutritional intake for >10 days ë Little or no nutritional intake for >5 days

ë Low levels of potassium, phosphorus, ë History of alcohol abuse or drugs

or magnesium before refeeding including insulin, chemotherapy, antacids

or diuretics
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ª°μ‘‡À≈à“π’È ¡’ ¡¡μ‘∞“π«à“ ‡°‘¥®“°°“√„Àâ dextrose calories ∑’Ë¡“°‡°‘π‰ª∑”„Àâ

¡’°“√ – ¡¢Õß‰¢¡—π∑’Ë liver cells ‡°‘¥‡ªìπ¿“«– hepatic steatosis18

Pathophysiology

Pathophysiology ¢Õß°“√‡°‘¥ hepatic steatosis π—Èπ¡’‰¥â®“°À≈“¬ “‡Àμÿ

∑—Èß®“° nutrient deficiency ·≈– nutrient toxicities ´÷Ëß à«π„À≠à¡—°æ∫„πºŸâ

ªÉ«¬∑’Ë‰¥â√—∫°“√„ÀâÕ“À“√∑“ßÀ≈Õ¥‡≈◊Õ¥ (TPN) ‡ªìπ√–¬–‡«≈“π“π19

1. Nutrient deficiency ‡ªìπ‰¥â®“°

- Essential Fatty acid deficiency §◊Õ linoleic acid ·μàæ∫‰¥â

πâÕ¬¡“°‡π◊ËÕß®“° à«π„À≠à „πÕ“À“√∑—Ë«‰ª À√◊Õ intravenous lipid emulsion

¡—°®–¡’Õ¬Ÿà·≈â«

- Carnitine deficiency ‡π◊ËÕß®“°‚¥¬ª°μ‘·≈â« carnitine ®”‡ªìπ„π°“√

¢π àß long chain fatty acid ‡¢â“‰ª„π inner mitochondrial membrane ‡æ◊ËÕ

π”‰ª„™â„π°√–∫«π°“√ oxidation „πºŸâªÉ«¬∑’Ë¢“¥ carnitine °Á®–μ√«®æ∫ hepatic

steatosis ·μà°“√¢“¥ carnitine °Á¬—ß‡ªìπ∑’Ë∂°‡∂’¬ß°—πÕ¬Ÿà ‡π◊ËÕß®“°¡’°“√»÷°…“∑’Ëæ∫«à“

°“√„Àâ carnitine supplement ‰¡à‰¥â∑”„Àâ hepatic aminotransferase ¥’¢÷Èπ

À√◊Õ≈¥√–¥—∫¢Õß hepatic steatosis „πºŸâªÉ«¬∑’Ë‰¥â√—∫°“√„ÀâÕ“À“√∑“ßÀ≈Õ¥‡≈◊Õ¥

(TPN) ‡ªìπ√–¬–‡«≈“π“π

- Choline deficiency °“√¢“¥ choline ∑”„Àâ‡°‘¥§«“¡∫°æ√àÕß„π

°“√ —ß‡§√“–Àå VLDL ·≈–∑”„Àâ‡°‘¥°“√ – ¡¢Õß hepatic triglyceride ‡°‘¥‡ªìπ

hepatic steatosis ·≈–„π°“√»÷°…“æ∫«à“ºŸâªÉ«¬∑’Ë‰¥â√—∫ choline supplement ∑”„Àâ

hepatic steatosis ¥’¢÷ÈπÕ¬à“ß¡’π—¬ ”§—≠ ´÷Ëß¿“«–π’È‡ªìπ¿“«–∑’ËμâÕß√–«—ß ‡π◊ËÕß®“°

Õ“À“√∑“ßÀ≈Õ¥‡≈◊Õ¥ (TPN)  à«π„À≠à ‰¡à‰¥â¡’ choline

2. Nutrient toxicities ¡—°‡°‘¥®“°°“√„Àâ carbohydrate À√◊Õ ‰¢¡—π ∑’Ë

¡“°‡°‘π‰ª

- Dextrose > 50 kcal/kg/day ∑”„Àâ‡æ‘Ë¡Õ—μ√“ à«π¢Õß portal insu-

lin : glucagon ´÷Ëß insulin ∑’Ë‡æ‘Ë¡¢÷Èπ ∑”„Àâ¬—∫¬—ß°“√ √â“ß enzyme ∑’„™â„π
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°√–∫«π°“√ fatty acid oxidation

- Excessive carbohydrate ∑”„Àâ‰ª‡æ‘Ë¡ acetyl Coenzyme A

·≈–°√–μÿâπ„Àâ‡°‘¥°“√ —ß‡§√“–Àå fatty acid

- Lipid overload ∑”„Àâ‡°‘¥ cholestasis ‰¥â ‡π◊ËÕß®“° TPN  à«π

„À≠à¡—°¡’ à«πª√–°Õ∫¢Õß‰¢¡—π∑’Ë‰¥â¡“®“°æ◊™À√◊Õ∑’Ë‡√’¬°«à“ phytosterols ®“°

°“√»÷°…“„πÀπŸæ∫«à“  —¡æ—π∏å°—∫°“√ √â“ß bile acid ∑’Ë≈¥≈ß ·≈– ≈¥ secretory

function „π hepatocytes ®÷ß‡°‘¥§«“¡º‘¥ª°μ‘∑’Ëμ—∫„π≈—°…≥– cholestasis

°“√μ√«®¥â«¬ liver ultrasound Õ“®®–™à«¬·¬°√–À«à“ß¿“«– starvation-

induced enzyme elevation °—∫ Refeeding-induced elevation ‡π◊ËÕß®“° 2

¿“«–π’È„Àâ°“√√—°…“∑’Ëμà“ß°—π ∂â“‡ªìπ„π°√≥’∑’Ë‡ªìπ refeeding-related hepatic dys-

function ®–æ∫≈—°…≥–‡ªìπ fatty liver ·≈–¡’¢π“¥„À≠à ·μà∂â“‡ªìπ®“° starva-

tion ¡—°®–æ∫μ—∫∑’Ë≈—°…≥–¢Õßμ—∫∑’Ë¡’¢π“¥‡≈Á°20

°“√√—°…“„π¿“«– refeeding-related hepatic dysfunction

- ≈¥°“√„Àâ calories

- ≈¥°“√„Àâ dextrose

- „π°“√√—°…“ºŸâªÉ«¬ refeeding syndrome ®“° TPN „Àâ≈¥°“√„Àâ‰¢¡—π

·μà°Á¬—ßμâÕß„ÀâÕ¬à“ß‡æ’¬ßæÕ °“√ª√—∫Õ—μ√“°“√„Àâ TPN ‡ªìπ·∫∫ cycle §◊Õ¡’™à«ß∑’Ë

À¬ÿ¥„Àâ TPN ∫â“ß √«¡∑—Èß°“√ àß‡ √‘¡°“√„Àâ√—∫ª√–∑“π∑“ßª“°

- „π√“¬∑’Ë¡’§«“¡º‘¥ª°μ‘·∫∫ cholestasis °Á “¡“√∂„Àâ UDCA

(Ursodeoxycholic acid) ‰¥â20
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«—≥‚√§‡¬◊ËÕ∫ÿ™àÕß∑âÕß
πæ.™—¬¬» ‡Õ’Ë¬¡«√π‘√—π¥√å
πæ.¿Ÿ√‘æß»å °‘®¥”√ß∏√√¡

Review Article

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

∫∑π”
«—≥‚√§ (tuberculosis; TB) ‡ªìπ‚√§∑’Ë‡°‘¥®“°°“√μ‘¥‡™◊ÈÕ«—≥‚√§ (Myco-

bacterium tuberculosis)  “¡“√∂‡°‘¥‰¥â°—∫Õ«—¬«–∑ÿ° à«π„π√à“ß°“¬¢ÕßºŸâªÉ«¬

Õ«—¬«–∑’Ëæ∫°“√μ‘¥‡™◊ÈÕ∫àÕ¬∑’Ë ÿ¥ §◊Õ ªÕ¥ «—≥‚√§πÕ°ªÕ¥æ∫‰¥â √âÕ¬≈– 10-15

·≈–®–æ∫‰¥â¡“°¢÷Èπ‡ªìπ√âÕ¬≈– 50-70 „πºŸâμ‘¥‡™◊ÈÕ HIV1

«—≥‚√§√–∫∫∑“ß‡¥‘πÕ“À“√æ∫‰¥â√âÕ¬≈– 3.722 ‚¥¬®–æ∫°“√μ‘¥‡™◊ÈÕ‰¥âμ—Èß

·μà∫√‘‡«≥™àÕßª“°≈ß‰ªμ“¡∑“ß‡¥‘πÕ“À“√®π∂÷ß∫√‘‡«≥≈”‰ â„À≠à·≈–∑«“√Àπ—°

«—≥‚√§√–∫∫∑“ß‡¥‘πÕ“À“√∑’Ëæ∫∫àÕ¬∑’Ë ÿ¥„πª√–‡∑»‰∑¬ §◊Õ «—≥‚√§‡¬◊ËÕ∫ÿ™àÕß∑âÕß

æ∫√âÕ¬≈– 46 ¢Õß«—≥‚√§√–∫∫∑“ß‡¥‘πÕ“À“√∑—ÈßÀ¡¥3

æ¬“∏‘°”‡π‘¥

«—≥‚√§‡¬◊ËÕ∫ÿ™àÕß∑âÕß¡—°æ∫√à«¡°—∫°—∫°“√μ‘¥‡™◊ÈÕ«—≥‚√§„πÕ«—¬«–Õ◊ËπÊ ‚¥¬

¡—°æ∫∑’ËªÕ¥4,5 °“√μ‘¥‡™◊ÈÕ¡—°‡°‘¥®“°°“√°√–®“¬¡“μ“¡°√–· ‡≈◊Õ¥¢Õß«—≥‚√§

ªÕ¥ ·≈–¡—°‡ªìπ reactivation of latent TB Õ¬à“ß‰√°Áμ“¡ æ∫ active pulmo-

nary TB √à«¡¥â«¬‰¥â‰¡à∫àÕ¬6 ·≈–¡’‡æ’¬ß 1 „π 3 ¢ÕßºŸâªÉ«¬∑’Ëæ∫√Õ¬‚√§®“°¿“æ

√—ß ’∑√«ßÕ° °“√μ‘¥‡™◊ÈÕª∞¡¿Ÿ¡‘·≈–°“√°√–®“¬®“°«—≥‚√§¢ÕßÕ«—¬«–¢â“ß‡§’¬ß‡™àπ

∑àÕπ”‰¢à μàÕ¡πÈ”‡À≈◊Õß ·≈–≈”‰ â ‡°‘¥¢÷Èπ‰¥â·μàæ∫‰¥âπâÕ¬7

≈—°…≥–∑“ß§≈‘π‘°

Õ“°“√¡—°§àÕ¬‡ªìπ§àÕ¬‰ª „πÀ≈“¬Ê —ª¥“Àå®π∂÷ßÀ≈“¬Ê‡¥◊Õπ ºŸâªÉ«¬
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 à«π„À≠à (√âÕ¬≈– 70) ¡—°¡’Õ“°“√¡“π“π°«à“ 4 ‡¥◊Õπ°àÕπ°“√«‘π‘®©—¬8,9 °“√¡’‚√§

μ—∫Õ“®∑”„ÀâÕ“°“√· ¥ß‰¡à™—¥‡®π·≈–∑”„Àâ«‘π‘®©—¬‰¥â¬“° ºŸâªÉ«¬ ŸßÕ“¬ÿÕ“®¡’

Õ“°“√‡æ’¬ß‡≈Á°πâÕ¬∑”„Àâ«‘π‘®©—¬‰¥â¬“°‡™àπ°—π ®“°°“√»÷°…“¢Õß Chow KM ·≈–

§≥–10 æ∫«à“ºŸâªÉ«¬¡’Õ“¬ÿ‡©≈’Ë¬ 55 ªï ¡’ —¥ à«π¢Õß‡æ»™“¬·≈–‡æ»À≠‘ßæÕÊ°—π

§«“¡‡ ’Ë¬ß„π°“√‡°‘¥‚√§ ‰¥â·°à μ—∫·¢Áß, HIV, ‡∫“À«“π, ¡–‡√Áß, °“√‰¥â√—∫¬“°≈ÿà¡

 ‡μ’¬√Õ¬¥å·≈–¬“°≈ÿà¡ anti-TNF, ·≈–°“√øÕ°‰μ∑“ßÀπâ“∑âÕß Õ¬à“ß‰√°Áμ“¡ √âÕ¬≈–

20 ¢ÕßºŸâªÉ«¬‰¡àæ∫«à“¡’§«“¡‡ ’Ë¬ß„¥Ê‡≈¬ Õ“°“√∑’Ëæ∫∫àÕ¬‰¥â·°à Õ“°“√∑âÕß¡“π

æ∫‰¥â√âÕ¬≈– 93 ª«¥∑âÕß√âÕ¬≈– 73 Õ“°“√‰¢âæ∫‰¥â√âÕ¬≈– 59 ·≈–¡—°¡’Õ“°“√

‡Àß◊ËÕÕÕ°μÕπ°≈“ß§◊π Õ¬à“ß‰√°Áμ“¡ºŸâªÉ«¬√âÕ¬≈– 49 Õ“®‰¡à∑√“∫«à“¡’‰¢â·≈–

μ√«®æ∫‰¢â‡¡◊ËÕ‡¢â“√—∫°“√√—°…“„π‚√ßæ¬“∫“≈11-13 Õ“°“√Õ◊ËπÊ ‰¥â·°à πÈ”Àπ—°≈¥ ‡∫◊ËÕ

Õ“À“√ ÕàÕπ‡æ≈’¬

Õ“°“√ª«¥∑âÕß¡—°‡ªìπÕ“°“√∑’Ëπ”¡“‰¥â∫àÕ¬‚¥¬¡—°æ∫√à«¡°—∫°“√¡’∑âÕß‚μ¢÷Èπ

‚¥¬∑—Ë«‰ª¡—°ª«¥∑—Ë«Ê ∫Õ°μ”·Àπàß‰¥â‰¡à™—¥‡®π Õ“°“√ª«¥ à«π„À≠à‡°‘¥®“°°“√

Õ—°‡ ∫¢Õß‡¬◊ËÕ∫ÿ™àÕß∑âÕß·≈– mesentery πÕ°®“°π’ÈÕ“°“√ª«¥Õ“®‡°‘¥®“°°“√¡’

≈”‰ âÕÿ¥μ—π

Õ“°“√Õ“‡®’¬π ∑âÕß‡ ’¬ ∑âÕßºŸ° ·≈–°“√μ‘¥‡™◊ÈÕ„π≈”‰ â√à«¡¥â«¬ æ∫‰¥â‰¡à

∫àÕ¬12,14,15

«—≥‚√§‡¬◊ËÕ∫ÿ™àÕß∑âÕß·∫àß‡ªìπ 3 ™π‘¥ ‰¥â·°à16

1. Wet type with ascites

2. Encysted (loculated) type with a localized abdominal swell-

ing

3. Fibrotic (dry-plastic) type with abdominal masses com-

posed of mesenteric and omental thickening

´÷Ëß¡’Õ“°“√· ¥ß‰¥â§≈â“¬°—π ¬°‡«âπÕ“°“√∑âÕß‚μ´÷Ëß‰¡àæ∫„π dry-plastic

type Õ“°“√· ¥ßÕ“®¡’‰¥âÀ≈“¬·∫∫„πºŸâªÉ«¬√“¬‡¥’¬«°—π ·≈–Õ“®æ∫≈—°…≥–∑—Èß

 “¡Õ¬à“ß√à«¡°—π‰¥â∫àÕ¬14

°“√μ√«®√à“ß°“¬¡—°‰¡àæ∫≈—°…≥–§«“¡º‘¥ª°μ‘∑’Ë®”‡æ“– ‚¥¬¡—°æ∫ª«¥
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∑âÕß∑—Ë«Ê πÈ”„π∑âÕßæ∫‰¥â√âÕ¬≈– 73 Õ“®μ√«®æ∫≈—°…≥– doughy abdomen ‰¥â

√âÕ¬≈– 5-13 ´÷Ëß∫àß∂÷ß√Õ¬‚√§·∫∫ dry-plastic type μ√«®æ∫μ—∫¡â“¡‚μ‰¥â·μà‰¡à

∫àÕ¬·≈–¡—°‡°‘¥®“°‚√§μ—∫∑’ËºŸâªÉ«¬‡ªìπÕ¬Ÿà‡¥‘¡

°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√æ◊Èπ∞“π¡—°æ∫¿“«–´’¥‡≈Á°πâÕ¬ ¿“æ√—ß ’

∑√«ßÕ°æ∫√Õ¬‚√§«—≥‚√§‰¥âª√–¡“≥√âÕ¬≈– 33 Õ“®æ∫¿“«–·§≈‡´’¬¡„π‡≈◊Õ¥

 Ÿß‰¥â‚¥¬‡©æ“–ºŸâªÉ«¬‚√§‰μ∑’Ë‰¥â√—∫°“√øÕ°‰μ∑“ß™àÕß∑âÕß18 πÈ”„π∑âÕß¡—°¡’ ’‡À≈◊Õß

ø“ß¢â“«·≈–μ√«®æ∫‡¡Á¥‡≈◊Õ¥·¥ß‰¥â®“°°“√ àÕß°≈âÕß °“√μ√«®æ∫≈—°…≥–‡ªìπ

‡≈◊Õ¥∑’Ë™—¥‡®πæ∫‰¥â√âÕ¬≈– 919 „πºŸâªÉ«¬∑’ËøÕ°‰μ∑“ßÀπâ“∑âÕß®–æ∫«à“πÈ”øÕ°‰μ¡’

≈—°…≥–¢ÿàπ¢÷Èπ

°“√«‘π‘®©—¬

§«√ ß —¬«—≥‚√§‡¬◊ËÕ∫ÿ™àÕß∑âÕß„πºŸâªÉ«¬∑ÿ°√“¬∑’Ë¡’§«“¡‡ ’Ë¬ß Õ¬Ÿà„π∂‘Ëπ

√–∫“¥À√◊Õ‡§¬ —¡º— ºŸâªÉ«¬«—≥‚√§ ·≈–¡“¥â«¬Õ“°“√∑âÕß¡“π√à«¡°—∫≈—°…≥–πÈ”

„π™àÕß∑âÕß¡’≈‘¡‚ø´—¬∑å‡¥àπ ·≈– SAAG ∑’ËπâÕ¬°«à“ 1.1 g/dl20 °“√«‘π‘®©—¬Õ“®∑”‰¥â

¬“°‡π◊ËÕß®“°Õ“°“√∑’Ë‰¡à™—¥‡®π·≈–¡’Õ“°“√· ¥ß‰¥âÀ≈“°À≈“¬

°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√æ◊Èπ∞“π¡—°‰¡à™à«¬„π°“√«‘π‘®©—¬ ‚¥¬¡—°æ∫

‡¡Á¥‡≈◊Õ¥¢“«ª°μ‘ ́ ’¥‡≈Á°πâÕ¬æ∫‰¥â√âÕ¬≈– 50 ·≈–Õ“®æ∫‡°√Á¥‡≈◊Õ¥ Ÿß¢÷Èπ6,19,21 °“√

μ√«® tuberculin skin test ‡ªìπ∫«°‰¥â√âÕ¬≈– 70 Õ¬à“ß‰√°Áμ“¡º≈°“√μ√«®∑’Ë

‡ªìπ≈∫‰¡à™à«¬„π°“√·¬°‚√§ÕÕ°‰ª‰¥â22,23 §à“ ESR  Ÿß¢÷Èπ ·μà¡—°‰¡à‡°‘π 60 mm/

h19

Gold standard „π°“√«‘π‘®©—¬ §◊Õ°“√‡æ“–‡™◊ÈÕ®“°πÈ”À√◊Õ‡¬◊ËÕ∫ÿ™àÕß∑âÕß20

°“√«‘π‘®©—¬¡—°μâÕß∑”°“√μ—¥‡¬◊ËÕ∫ÿ™àÕß∑âÕß¡“μ√«® ‚¥¬¡—°∑” direct visualization

´÷Ëß‰¥â·°à°“√ àÕß°≈âÕß laparoscopy ·≈–°“√ºà“μ—¥ mini-explore10,19,24,25 °“√∑”

blind biopsy ¡—°¡’‚Õ°“  ”‡√Á®μË”·≈–‡°‘¥¿“«–·∑√°´âÕπ‰¥â∫àÕ¬13,26

≈—°…≥–‡¬◊ËÕ∫ÿ™àÕß∑âÕß∑’Ëæ∫¡—°‡ªìπμÿà¡ ’¢“«¢π“¥‡≈Á°°√–®“¬Õ¬Ÿà∑—Ë« Õ“®

æ∫μàÕ¡πÈ”‡À≈◊Õß‚μ æ—ßº◊¥‡ªìπ≈—°…≥– violin string ·≈–Õ“®æ∫°“√Àπ“μ—«¢Õß

‚Õ‡¡πμ—¡16,27 ®“°°“√»÷°…“¢Õß Bhargava ·≈–§≥–16 æ∫«à“ “¡“√∂·∫àß≈—°…≥–
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‡¬◊ËÕ∫ÿ™àÕß∑âÕß‡ªìπ “¡™π‘¥‰¥â·°à

1. Thickened peritoneum with tubercles æ∫‰¥â√âÕ¬≈– 66 ‡¬◊ËÕ

∫ÿ™àÕß∑âÕß¡’‡ªìπ≈—°…≥– ‡ªìπμÿà¡ ’‡À≈◊Õß¢“« ¢π“¥‡≈Á° 4-5 ¡‘≈≈‘‡¡μ√ °√–®“¬Õ¬Ÿà

∑—Ë« parietal peritoneum ‡¬◊ËÕ∫ÿ™àÕß∑âÕßÀπ“ ¡’‡≈◊Õ¥¡“‡≈’È¬ß¡“°·≈–‰¡à‡ªìπ‡ß“

πÕ°®“°π’È¬—ßÕ“®æ∫√Õ¬‚√§∑’Ë‚Õ‡¡πμ—¡ μ—∫·≈–¡â“¡‰¥â¥â«¬‡™àπ‡¥’¬«°—π

2. Thickened peritoneum without tubercles æ∫‰¥â√âÕ¬≈– 21

3. Fibroadhesive peritonitis with markedly thickened perito-

neum and multiple thick adhesions fixing the viscera æ∫‰¥â√âÕ¬≈– 13

°“√ àÕß°≈âÕß laparoscopy „Àâ°“√«‘π‘®©—¬‰¥â Ÿß∂÷ß√âÕ¬≈– 93 ¡’§«“¡‰«

√âÕ¬≈– 93 ·≈–§«“¡®”‡æ“–√âÕ¬≈– 98 ¿“«–·∑√°´âÕπæ∫‰¥â√âÕ¬≈– 3 ‰¥â·°à °“√

μ‘¥‡™◊ÈÕ ‡≈◊Õ¥ÕÕ° ≈”‰ â∑–≈ÿ ·≈–¡’Õ—μ√“‡ ’¬™’«‘μ‰¥â√âÕ¬≈– 0.0428-30

™‘Èπ‡π◊ÈÕ∑’Ëμ—¥®–‡ÀÁπ≈—°…≥– caseating granulomas ·≈–¬âÕ¡æ∫ AFB

positive ‰¥â√âÕ¬≈– 7419,31

°“√μ√«®πÈ”„π∑âÕß

°“√μ√«®πÈ”„π∑âÕß™à«¬„π°“√«‘π‘®©—¬  à«π„À≠à¡—°μ√«®æ∫πÈ” ’‡À≈◊Õß

ø“ß¢â“« ¡’‡¡Á¥‡≈◊Õ¥¢“«√–À«à“ß 150-4,000 mm3 ·≈–¡’≈‘¡‚ø —́¬∑å‡¥àπ (¡“°°«à“√âÕ¬

≈– 70)22,32 „πºŸâ∑’ËøÕ°‰μ∑“ßÀπâ“∑âÕß¡—°¡’‡¡Á¥‡≈◊Õ¥¢“«™π‘¥π‘«‚∑√øî≈‡¥àπ33,34 Õ“®

æ∫°≈Ÿ‚§ μË”12,21 ·≈– —¥ à«π√–À«à“ßπÈ”μ“≈„π‡≈◊Õ¥·≈–„ππÈ”πâÕ¬°«à“ 0.96, √–¥—∫

LDH  Ÿß¢÷Èπ‰¥â ‚¥¬√–¥—∫∑’Ë¡“°°«à“ 90 U/L ¡’§«“¡‰«√âÕ¬≈– 77 ·≈–§«“¡®”‡æ“–

√âÕ¬≈– 1412,21 πÕ°®“°π’È LDH Õ“® Ÿß¢÷Èπ‰¥â®“° ¡–‡√Áß μ—∫ÕàÕπÕ—°‡ ∫ À—«„®«“¬

®÷ß‰¡à “¡“√∂π”¡“„™â„π°“√«‘π‘®©—¬·¬°‚√§‰¥â

æ∫‚ª√μ’π„ππÈ”‡®“–∑âÕß¡“°°«à“ 2.5 g/dl ‰¥â‡°◊Õ∫∑ÿ°√“¬19,35 ¬°‡«âπ„π

√“¬∑’Ë¡’μ—∫·¢Áß√à«¡¥â«¬´÷Ëßæ∫‰¥â≈¥≈ß√âÕ¬≈– 42-7012,21,36,37 ‚ª√μ’π∑’Ë Ÿßæ∫‰¥â„π

nephrogenic ascites, cardiac ascites, carcinomatosis peritonei πÕ°®“°

π’È¬—ßæ∫‰¥â„πºŸâªÉ«¬μ—∫·¢Áß√âÕ¬≈– 22

Serum ascites albumin gradient (SAAG) πâÕ¬°«à“ 1.1 æ∫‰¥â 100%
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·μà§«“¡®”‡æ“–μË”21,36-38 ·≈–§«“¡‰«πâÕ¬≈ß‡¡◊ËÕ¡’μ—∫·¢Áß√à«¡¥â«¬ (√âÕ¬≈– 29-

88)21,36

°“√¬âÕ¡ AFB „Àâº≈∫«°πâÕ¬¡“° ‚¥¬¡’§«“¡‰«√âÕ¬≈– 0-631 °“√‡æ“–

‡™◊ÈÕæ∫‰¥â√âÕ¬≈– 2022 ®÷ß¡—°‰¡à™à«¬„π°“√«‘π‘®©—¬·≈–Õ“®∑”„Àâ°“√«‘π‘®©—¬≈à“™â“‡π◊ËÕß

®“°μâÕß„™â‡«≈“„π°“√‡æ“–‡™◊ÈÕπ“π∂÷ß 4-6  —ª¥“Àå ¡’√“¬ß“π«à“°“√‡æ“–‡™◊ÈÕÕ“®‡ªìπ

∫«°‰¥â‡æ‘Ë¡¢÷ÈπÀ“°„™âπÈ”„π∑âÕßª√‘¡“≥ 1 ≈‘μ√ „π°“√‡æ“–‡™◊ÈÕ15 Õ¬à“ß‰√°Áμ“¡«‘∏’π’È

¬—ßμâÕß¡’°“√æ‘ Ÿ®πå‡æ‘Ë¡‡μ‘¡·≈–¬—ß‰¡à‡ªìπ∑’Ëπ‘¬¡„π‡«™ªØ‘∫—μ‘∑—Ë«‰ª

Adenosine deaminase (ADA) ́ ÷Ëß‡ªìπ‡Õπ‰´¡å„π°“√ —ß‡§√“–Àå purine

·≈– Ÿß¢÷Èπ —¡æ—π∏å°—∫°“√∑”ß“π¢Õß T cell lymphocyte ¡’°“√»÷°…“æ∫«à“√–¥—∫¢Õß

ADA „π«—≥‚√§®– Ÿß°«à“„πºŸâªÉ«¬μ—∫·¢Áß·≈–¡–‡√Áß39 ‚¥¬¡’§«“¡‰«√âÕ¬≈– 100

§«“¡®”‡æ“–√âÕ¬≈– 97 ‡¡◊ËÕ„™â®ÿ¥μ—¥√–À«à“ß 36-40 IU/L ‚¥¬®ÿ¥μ—¥∑’Ë‡À¡“– ¡§◊Õ

3940 Õ¬à“ß‰√°Áμ“¡§«“¡‰«®–≈¥≈ß„πºŸâªÉ«¬μ—∫·¢Áß41 ·≈–„πºŸâ∑’Ëμ‘¥‡™◊ÈÕ HIV √à«¡

¥â«¬ √–¥—∫¢Õß ADA Õ“®ª°μ‘ À√◊ÕμË”≈ß‰¥â ¢≥–∑’Ë§à“ ADA Õ“® Ÿß¢÷Èπ‰¥â„πºŸâªÉ«¬

¡–‡√Áß39

Polymerase chain reaction (PCR) ¡’°“√π”¡“„™â„π«—≥‚√§ªÕ¥æ∫«à“

‰¥âº≈¥’„πºŸâ∑’Ëμ√«®‡ ¡À–æ∫‡™◊ÈÕ ‚¥¬¡’§«“¡‰«√âÕ¬≈– 95 ·≈–§«“¡‰«®–≈¥≈ß

‡À≈◊Õ√âÕ¬≈– 48 „πºŸâ∑’Ë‰¡àæ∫‡™◊ÈÕ„π‡ ¡À–42 „π«—≥‚√§‡¬◊ËÕ∫ÿ™àÕß∑âÕß´÷Ëßμ√«®æ∫‡™◊ÈÕ

‰¥â‡æ’¬ß√âÕ¬≈– 3 §«“¡‰«¢Õß PCR „π°“√«‘π‘®©—¬«—≥‚√§‡¬◊ËÕ∫ÿ™àÕß∑âÕß®÷ßπà“®–μË”

‡™àπ°—π ·≈–¬—ßμâÕß°“√°“√»÷°…“∂÷ßª√–‚¬™πå·≈–§«“¡·¡àπ¬”‡æ‘Ë¡‡μ‘¡

°“√μ√«®∑“ß√—ß ’«‘∑¬“

1. ¿“æ√—ß ’∑√«ßÕ° æ∫√Õ¬‚√§¢Õß«—≥‚√§‰¥â√âÕ¬≈– 20-30 ‚¥¬¡—°æ∫

‡ªìπ√Õ¬‚√§‡°à“ √Õ¬‚√§„À¡à (active TB) æ∫‰¥âπâÕ¬10

2. Ultrasonography Õ“®æ∫≈—°…≥–¥—ßπ’È

2.1 πÈ”„π∑âÕß ‚¥¬Õ“®‡ªìπ free À√◊Õ loculated, clear or complex

fluid Õ“®æ∫septa Àπ“

2.2 Club sandwich or sliced bread sign ‡°‘¥®“°°“√¡’πÈ”„π
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√–À«à“ß≈”‰ â (interloop ascites)

2.3 μàÕ¡πÈ”‡À≈◊Õß‚μ ·≈–¡’≈—°…≥– mixed heterogeneous Õ“®æ∫

small discrete anechoic areas ´÷Ëß· ¥ß∂÷ßμ”·Àπàß caseation À≈—ß°“√√—°…“

μàÕ¡πÈ”‡À≈◊ÕßÕ“®‚μ¢÷Èπ„π 3-4  —ª¥“Àå·√° À≈—ß®“°π—Èπ®–≈¥¢π“¥≈ß‡√◊ËÕ¬Ê Õ“®

æ∫¡’À‘πªŸπ‡°“–‰¥â ´÷Ëß°“√æ∫ caseation ·≈–°“√¡’À‘πªŸπ‡°“– ‡ªìπ≈—°…≥–∑’Ë

∑”„Àâ ß —¬«—≥‚√§‡ªìπÕ¬à“ß¬‘Ëß

2.4 ºπ—ß≈”‰ âÀπ“ ‚¥¬‡©æ“–∑’Ë ileocecal region

3. ‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å™àÕß∑âÕß (CT scan)

≈—°…≥–∑’Ëæ∫∫àÕ¬§◊Õ °“√æ∫πÈ”„π∑âÕß√à«¡°—∫°“√Àπ“μ—«¢Õß‡¬◊ËÕ∫ÿ™àÕß

∑âÕß·≈–°“√¡’μàÕ¡πÈ”‡À≈◊Õß‚μ43 πÈ”„π™àÕß∑âÕß‡ªìπ high attenuation value (25-

45 HU) ‡π◊ËÕß®“°°“√¡’‚ª√μ’π Ÿß æ∫≈—°…≥– strands, fine septae and debris

‰¥â44 ‡¬◊ËÕ∫ÿ™àÕß∑âÕß¡—°Àπ“μ—«¢÷Èπ∑—Ë«Ê (peritoneal thickening) æ∫‚Õ‡¡πμ—¡Àπ“

·≈–¡’≈—°…≥– omental cake ‰¥â45,46

¡—°æ∫μàÕ¡πÈ”‡À≈◊Õß‚μ ·≈–μàÕ¡πÈ”‡À≈◊Õß∑’Ë¡’ caseation ®–æ∫‡ªìπ≈—°…≥–

hypodense center and peripheral rim enhancement ·≈–æ∫¡’À‘πªŸπ‰¥â

μ”·ÀπàßμàÕ¡πÈ”‡À≈◊Õß∑’Ëæ∫‰¥â∫àÕ¬ ‰¥â·°à mesenteric, celiac, porta hepatic,

peripancreatic ´÷Ëß‡ªìπμ”·Àπàß∑’Ë√—∫πÈ”‡À≈◊Õß®“°≈”‰ â ¢≥–∑’Ë retroperitoneal

lymph node ¡—°‰¡à¡’‚√§ ´÷Ëß‡ªìπ≈—°…≥–∑’Ë·μ°μà“ß®“°¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß

4. PET scan æ∫≈—°…≥–∑’Ë§≈â“¬§≈÷ß°—∫¡–‡√Áß‡¬◊ËÕ∫ÿ™àÕß∑âÕß47,48

°“√√—°…“

√—°…“‡™àπ‡¥’¬«°—∫«—≥‚√§ªÕ¥ ‚¥¬ºŸâªÉ«¬§«√‰¥â√—∫°“√√—°…“¥â«¬¬“√—°…“

«—≥‚√§ Ÿμ√¡“μ√∞“π ‰¥â·°à ¬“ rifampin, isoniazid, pyrazinamide and etham-

butol „π 2 ‡¥◊Õπ·√° μ“¡¥â«¬ rifampin, isoniazid, μàÕÕ’° 4 ‡¥◊Õπ49

°“√„™â¬“ ‡μ’¬√Õ¬¥å√à«¡¥â«¬„π°“√√—°…“„π™à«ß  Õß∂÷ß “¡‡¥◊Õπ·√°

Õ“®≈¥¿“«–·∑√°´âÕπ®“°°“√‡°‘¥æ—ßº◊¥ ‡™àπ ≈”‰ âÕÿ¥μ—π ‰¥â15,36,50 Õ¬à“ß‰√°Áμ“¡

„π‡«™ªØ‘∫—μ‘∑—Ë«‰ª¡’¢âÕ®”°—¥„π°“√„™â‡π◊ËÕß®“°°“√«‘π‘®©—¬∑’Ë‰¡à™—¥‡®π ·≈–§«“¡
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‡ ’Ë¬ß„π°“√‡°‘¥°“√·æ√à°√–®“¬¢Õß«—≥‚√§ (dissemination) „π°√≥’‡™◊ÈÕ¥◊ÈÕ¬“

°“√ºà“μ—¥Õ“®„™â„π°√≥’¡’°“√μ’∫μ—π¢Õß≈”‰ â∑’Ë‰¡à¥’¢÷ÈπÀ≈—ß‰¥â¬“À√◊Õ¡’

§«“¡¬“«¡“°°«à“ 12 ´¡. À√◊Õ¡’À≈“¬μ”·Àπàß51,52

°“√æ¬“°√≥å‚√§

‰¢â¡—°≈¥≈ß„π —ª¥“Àå·√°À≈—ß‰¥â¬“ (√âÕ¬≈– 90) √–¥—∫πÈ”„π∑âÕß®–§àÕ¬Ê

≈¥≈ß‡ªìπ≈”¥—∫„π 2-3  —ª¥“Àå36 Õ—μ√“°“√‡ ’¬™’«‘μ√âÕ¬≈– 8-50 §«“¡‡ ’Ë¬ß‰¥â·°à

Õ“¬ÿ¡“° °“√‰¥â√—∫°“√√—°…“™â“ μ—∫·¢Áß10,12,32,54
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Update in Achalasia
πæ.®”√—  æß…åæ‘»

æ≠.»ÿ¿¡“» ‡™‘≠Õ—°…√

Review Article

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

§«“¡À¡“¬ (definition)

Achalasia ¡“®“°¿“…“°√’°  ·ª≈«à“ çfailure to relaxationé

‡ªìπ‚√§∑’Ë‡°‘¥®“°§«“¡º‘¥ª°μ‘¢Õß°“√∑”ß“π¢ÕßÀ≈Õ¥Õ“À“√™π‘¥ª∞¡¿Ÿ¡‘ (primary

esophageal motor disorder) ∑’Ë¬—ß‰¡à∑√“∫ “‡Àμÿ·πà™—¥·≈–¬—ß‰¡à¡’°“√√—°…“∑’Ë∑”„Àâ

À“¬¢“¥1

Achalasia ‡ªìπ‚√§∑’Ëæ∫‰¥â‰¡à∫àÕ¬ ‚¥¬ºŸâªÉ«¬¡—°®–¡“¥â«¬Õ“°“√°≈◊π

Õ“À“√≈”∫“°∑—Èß¢Õß·¢Áß·≈–¢Õß‡À≈« ·≈–Õ“®¡’Õ“°“√‰À≈¬âÕπ¢ÕßÕ“À“√∑’Ë‰¡à

¬àÕ¬·≈–πÈ”≈“¬∑’Ë§â“ßÕ¬Ÿà„πÀ≈Õ¥Õ“À“√¢÷Èπ¡“2 ¡’Õ“À“√‡®Á∫∫√‘‡«≥°≈“ßÀπâ“Õ°

(retrosternal pain) πÈ”Àπ—°≈¥ ·≈–Õ“°“√· ∫√âÕπ¬Õ¥Õ° (heartburn) ´÷Ëß

·æ∑¬åºŸâ¥Ÿ·≈√—°…“Õ“®«‘π‘®©—¬º‘¥æ≈“¥‡ªìπ‚√§°√¥‰À≈¬âÕπ (gastroesophageal

reflux disease) ‰¥â3,4

√–∫“¥«‘∑¬“ (epidemiology)

æ∫‚√§ achalasia „π‡æ»™“¬·≈–‡æ»À≠‘ß„πÕ—μ√“ à«π‡∑à“Ê°—π ‚¥¬¡’Õÿ∫—μ‘

°“√≥å‡∑à“°—∫ 1 „π 100,000 §πμàÕªï ·≈–§«“¡™ÿ°¢Õß°“√‡°‘¥‚√§‡∑à“°—∫ 10 „π

100,000 §π ́ ÷Ëß‰¡àæ∫§«“¡·μ°μà“ß„π·ßà‡™◊ÈÕ™“μ‘2,5 ·≈–Õ“¬ÿ∑’Ëæ∫‰¥â∫àÕ¬Õ¬Ÿà„π™à«ß

30-60 ªï

°≈‰°·≈–æ¬“∏‘ √’√«‘∑¬“ (pathophysiology)

 “‡Àμÿ¢Õß°“√‡°‘¥ achalasia ¬—ß‰¡à∑√“∫·πà™—¥ ·μàÕ“®®–‡°‘¥®“°¿Ÿ¡‘§ÿâ¡°—π
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μàÕμ—«‡Õß (autoimmune) ¿Ÿ¡‘§ÿâ¡°—πμàÕ‰«√—  (viral immune) À√◊Õ °“√‡ ◊ËÕ¡¢Õß

√–∫∫ª√– “∑ (neurodegenerative) ‚¥¬º≈∑“ßæ¬“∏‘«‘∑¬“μ“¡¡“§◊Õ¡’°“√‡ ◊ËÕ¡

¢Õß ganglion cells „π myenteric plexus ¢ÕßÀ≈Õ¥Õ“À“√·≈–ÀŸ√Ÿ¥

À≈Õ¥Õ“À“√ à«π≈à“ß ´÷Ëß·¡â«à“®–¬—ß‰¡à∑√“∫ “‡Àμÿ·πà™—¥ ·μàº≈ ÿ¥∑â“¬¢Õß

°√–∫«π°“√§◊Õ°“√ Ÿ≠‡ ’¬ inhibitory neurotransmitters nitrous oxide ·≈–

vasoactive intestinal peptide ·≈–‡°‘¥§«“¡‰¡à ¡¥ÿ≈√–À«à“ß excitatory neu-

rons ·≈– inhibitory neurons Õ—π‡ªìπº≈®“° unopposed cholinergic activity

∑”„Àâ°≈â“¡‡π◊ÈÕÀŸ√Ÿ¥ à«π≈à“ß¢ÕßÀ≈Õ¥Õ“À“√‰¡à‡°‘¥°“√§≈“¬μ—«Õ¬à“ß ¡∫Ÿ√≥å (incom-

plete lower esphageal sphincter relaxation) ·≈–À≈Õ¥Õ“À“√‰¡à¡’°“√∫’∫√—¥

μ—«‡π◊ËÕß®“°°“√¢“¥ latent gradient ¢ÕßÀ≈Õ¥Õ“À“√ (absence of peristalsis)

÷́Ëß∑”„ÀâÕ“À“√‰¡à “¡“√∂ºà“πÀ≈Õ¥Õ“À“√‰ª Ÿà°√–‡æ“–Õ“À“√‰¥âÕ¬à“ß¡’ª√– ‘∑∏‘¿“æ

·≈–‡°‘¥°“√μ°§â“ß¢ÕßÕ“À“√„πÀ≈Õ¥Õ“À“√

Õ“°“√·≈–Õ“°“√· ¥ß (clinical presentation)

Õ“°“√À≈—°∑’Ëæ∫∫àÕ¬¢Õß achalasia6 §◊Õ

1. °≈◊π≈”∫“° (dysphagia) ∑—Èß¢Õß·¢Áß·≈–¢Õß‡À≈« æ∫‰¥â¡“°°«à“√âÕ¬≈–

90

2. °“√‰À≈¬âÕπ¢ÕßÕ“À“√∑’Ë¬—ß‰¡à¬àÕ¬ (regurgitation of undigested

food) æ∫‰¥â√âÕ¬≈– 76-91

3. ¿“«–·∑√°´âÕπ¢Õß√–∫∫À“¬„® (respiratory complications) ‰¥â·°à

‰Õ‡«≈“°≈“ß§◊π (nocturnal cough) æ∫‰¥â√âÕ¬≈– 30 ·≈–°“√ ”≈—° (aspiration)

æ∫‰¥â√âÕ¬≈– 8 ´÷ËßÕ“°“√‡À≈à“π’È à«π¡“°®–‡°‘¥„πºŸâªÉ«¬∑’Ë¡’°“√§â“ß¢ÕßÕ“À“√·≈–

 “√§—¥À≈—Ëß®”π«π¡“°

4. ‡®Á∫Àπâ“Õ° (chest pain) æ∫‰¥â√âÕ¬≈– 25-64 ¡—°®–æ∫‡¥àπ„πºŸâªÉ«¬

achalasia ™π‘¥∑’Ë 3 ‚¥¬¡“°®–μÕ∫ πÕßμàÕ°“√√—°…“‰¥â‰¡à¥’‡∑à“Õ“°“√Õ◊ËπÊ ¥—ß

‡™àπÕ“°“√°≈◊π≈”∫“°À√◊ÕÕ“°“√‰À≈¬âÕπ¢ÕßÕ“À“√∑’Ë¬—ß‰¡à¬àÕ¬ ´÷ËßÕ“®„™âÕ∏‘∫“¬«à“

‡Àμÿ„¥º≈°“√√—°…“¢Õß achalasia ™π‘¥∑’Ë 3 ®÷ß‰¡à¥’‡∑à“º≈°“√√—°…“¢Õß achalasia



58 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, ¡°√“§¡-‡¡…“¬π 2561

™π‘¥∑’Ë 1 ·≈– 27,8

5. · ∫√âÕπ¬Õ¥Õ° (heartburn) æ∫‰¥â√âÕ¬≈– 18-52 ´÷ËßÕ“®®–·¬°‰¥â

¬“°®“°Õ“°“√¢Õß¿“«–°√¥‰À≈¬âÕπ

6. πÈ”Àπ—°μ—«≈¥≈ß æ∫‰¥â√âÕ¬≈– 35-91 ºŸâªÉ«¬∫“ß√“¬Õ“®¡’πÈ”Àπ—°μ—«

≈¥≈ß¡“°°«à“ 20 °‘‚≈°√—¡μ—Èß·μà‡√‘Ë¡¡’Õ“°“√®π∂÷ß‰¥â√—∫°“√«‘π‘®©—¬6

‡π◊ËÕß®“°Õ“°“√¢Õß achalasia ‰¡à‰¥â®”‡æ“–‡®“–®ß ∑”„ÀâÀ≈“¬Ê§√—ÈßºŸâ

ªÉ«¬‰¥â√—∫°“√«‘π‘®©—¬≈à“™â“ ´÷ËßÕ“®π“π∂÷ß 5 ªï„π∫“ß°“√»÷°…“9,10

°“√«‘π‘®©—¬·¬°‚√§ (differential diagnosis)

„π¢—Èπ·√°®–μâÕß·¬° “‡Àμÿ∑“ß°“¬«‘¿“§ (anatomical lesions), ‡π◊ÈÕßÕ°

(neoplasia) À√◊Õ pseudoachalasia ÕÕ°‰ª°àÕπ ‚¥¬„™â°“√ àÕß°≈âÕß∑“ß‡¥‘π

Õ“À“√ à«π∫π À√◊Õ ¿“æ√—ß ’«‘π‘®©—¬ ‚¥¬°“√«‘π‘®©—¬·¬°‚√§‰¥â·°à

1. Pseudoachalasia ®– ß —¬„πºŸâªÉ«¬∑’Ë¡’Õ“°“√°≈◊π≈”∫“°∑’Ë¡’Õ“°“√

Õ¬à“ß√«¥‡√Á«, πÈ”Àπ—°μ—«≈¥≈ß¡“° ·≈– ŸßÕ“¬ÿ  à«π¡“°¡—°‡°‘¥®“°‡π◊ÈÕßÕ°∫√‘‡«≥

gastric cardia À√◊Õ‡π◊ÈÕßÕ°∑’Ë·∑√°μ—«‡¢â“¡“„π myenteric plexus ‚¥¬ “‡Àμÿ

 à«π„À≠à‡ªìπ¡“®“°¡–‡√Áß™π‘¥ adenocarcinoma ¢Õß EG junction, μ—∫ÕàÕπ,

‡μâ“π¡, ªÕ¥ À√◊Õ¡–‡√Áß¢Õßμ—∫ (hepatocellular carcinoma)

2. Secondary achalasia ‚¥¬¡“°®–æ∫μ“¡À≈—ß°“√ºà“μ—¥ fundopli-

cation À√◊Õ laparoscopic adjustable gastric banding11,12

3. Chagas disease À√◊Õ Trypanosoma cruzi infection (kissing

bug) ‚¥¬Õ“°“√¡—°®–¡’√à«¡°—πÀ≈“¬√–∫∫ ‰¥â·°à diffuse myenteric destruc-

tion √«¡‰ª∂÷ß megacolon ‚√§À—«„® ·≈–‚√§∑“ß√–∫∫ª√– “∑13

°“√μ√«®‡æ‘Ë¡‡μ‘¡‡æ◊ËÕ«‘π‘®©—¬ (diagnostic work-up)

≈—°…≥–∑“ß√—ß ’«‘∑¬“

Plain film ®–‡ÀÁπ≈—°…≥–¢Õß air-fluid level, wide mediastinum,

absent gastric bubble ·≈–Õ“®æ∫ pulmonary infiltrates ®“° aspiration
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Contrast studies (barium esophagram) ‡ªìπ°“√μ√«® screening test

∑’Ë¥’ (§«“¡·¡àπ¬”√âÕ¬≈– 95) °“√«‘π‘®©—¬ achalasia ®–‡ÀÁπ≈—°…≥– dilatation of

esophagus with taper at lower esophageal sphincter with çbird beaké

appearance, aperistalsis ·≈– poor emptying of barium

‚¥¬°“√μ√«® contrast studies ®–¡’ª√–‚¬™πå¡“° „π°√≥’∑’Ëº≈°“√μ√«®

esophageal manometry ‰¡à™—¥‡®π ·≈–™à«¬„π°“√¬◊π¬—π°“√«‘π‘®©—¬·≈–

ª√–‡¡‘π√–¬–¢Õß‚√§ achalasia ‚¥¬‡©æ“–„π°≈ÿà¡ late À√◊Õ end-stage achala-

sia ́ ÷Ëß®–‡ÀÁπÀ≈Õ¥Õ“À“√‡ª≈’Ë¬π·ª≈ß·∫∫ tortuosity, angulation ·≈– megae-

sophagus ·≈–¬—ß “¡“√∂„™âμ‘¥μ“¡À≈—ß°“√√—°…“‚¥¬¥Ÿ esophageal emptying

Õ¬à“ß‰√°Áμ“¡ „πÀ≈“¬Ê§√—ÈßÕ“°“√¢ÕßºŸâªÉ«¬Õ“®‰¡à Õ¥§≈âÕß‰ª°—∫ esophageal

emptying ‰¥â

Timed barium esophagram (TBE) ‡ªìπ°“√ª√–‡¡‘π‚¥¬«—¥§«“¡ Ÿß

¢Õß√–¥—∫·∫‡√’¬¡„πÀ≈Õ¥Õ“À“√ À≈—ß¥◊Ë¡·∫‡√’¬¡„πª√‘¡“≥∑’Ë Ÿß „π∑à“π—Ëßμ—«μ√ß∑’Ë

‡«≈“ 1 ·≈– 5 π“∑’14 °“√μ√«®¥â«¬«‘∏’ TBE  “¡“√∂„™âª√–‡¡‘πÀ≈—ß°“√√—°…“ ·≈–

™à«¬„π°“√§“¥§–‡π«à“ºŸâªÉ«¬√“¬„¥¡’·π«‚πâ¡‰¡àμÕ∫ πÕßμàÕ°“√√—°…“∑—ÈßÊ∑’Ë

Õ“°“√¥’¢÷ÈπÀ≈—ß®“°‰¥â√—∫°“√√—°…“‡√‘Ë¡μâπ15,16

√Ÿª∑’Ë 1 Barium esophagram · ¥ß dilatation of esophagus with taper at lower esophageal

sphincter with çbird beaké appearance, aperistalsis ·≈– poor emptying of barium
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≈—°…≥–∑“ß endoscopy

∫∑∫“∑À≈—°¢Õß°“√ àÕß°≈âÕß„π achalasia §◊Õ ‡æ◊ËÕ·¬° mechanical

obstruction À√◊Õ pseudoachalasia ∑’ËÕ“®®–¡’Õ“°“√À√◊Õ≈—°…≥–¢Õß manom-

etry §≈â“¬§≈÷ß°—∫ achalasia11 §◊Õ “¡“√∂∑”„Àâ‡°‘¥ impaired EGJ relaxation

·≈– abnormal esophageal function (aperistalsis À√◊Õ spastic contractions)17

°“√°≈◊π≈”∫“°∑—Èß¢Õß·¢Áß·≈–¢Õß‡À≈«∑’Ëæ∫„πºŸâ ŸßÕ“¬ÿ ºŸâ∑’Ë¡’πÈ”Àπ—°μ—«≈¥

≈ß¡“° ·≈–¡’√–¬–‡«≈“∑’Ë‡ªìπ¡“‰¡àπ“π Õ“®®–§‘¥∂÷ß‚√§„π°≈ÿà¡ secondary acha-

lasia ®“° infiltrative cancer ¡“°¢÷Èπ Õ¬à“ß‰√°Áμ“¡Õ“°“√‡À≈à“π’È‰¡à‡©æ“–‡®“–®ß18

ºŸâªÉ«¬®÷ß§«√‰¥â√—∫°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√‡æ◊ËÕª√–‡¡‘π EGJ ·≈– gastric car-

dia ‚¥¬ retroflexion view ‡æ◊ËÕÀ“ infiltrating cancer

°“√ àÕß°≈âÕß„πºŸâªÉ«¬°≈ÿà¡ achalasia ®–æ∫≈—°…≥–À≈Õ¥Õ“À“√¢¬“¬

·≈–§¥‡§’È¬« (tortuous dilated sigmoid esophagus) ¡’Õ“À“√·≈–πÈ”≈“¬§â“ß

„πÀ≈Õ¥Õ“À“√ (retained food or saliva) ·≈– gastro-esophageal junction

¡’≈—°…≥–®’∫·πàπ ·μàÕ¬à“ß‰√°Áμ“¡ “¡“√∂æ∫À≈Õ¥Õ“À“√ª°μ‘ (normal study)

„πºŸâªÉ«¬ achalasia ‰¥â ´÷Ëß§«√∑”°“√μ√«®¥â«¬ manometry μàÕ‰ª

‡¬◊ËÕ∫ÿº‘«À≈Õ¥Õ“À“√¡—°®–ª°μ‘ ·μà‡¡◊ËÕ¡’°“√¢¬“¬μ—«¢ÕßÀ≈Õ¥Õ“À“√

¡—°®–æ∫°“√Õ—°‡ ∫·≈–·º≈®“°°“√§â“ß¢ÕßÕ“À“√ (ulcerations secondary to

stasis), pill esophagitis, À√◊Õ¡’°“√μ‘¥‡™◊ÈÕ√“ (candida infection) ·π–π”„Àâ∑”

esophageal mucosal biopsy „πºŸâªÉ«¬∑’Ë¡“¥â«¬°“√°≈◊π≈”∫“° ‡æ◊ËÕ·¬°¿“«–

eosinophilic esophagitis ¥â«¬

Endoscopic findings ¢Õß EGJ Õ“®®–æ∫μ—Èß·μàª°μ‘ (normal appear-

ance) ®π∂÷ß¡’ thickened muscular ring Õ“®‡ÀÁπ‡ªìπ≈—°…≥– rosette configu-

ration „π retroflexion view

°“√„ à°≈âÕß àÕß∑“ß‡¥‘πÕ“À“√‡¢â“°√–‡æ“–Õ“À“√ Õ“®®–æ∫«à“¡’§«“¡

μâ“π∑“π‡≈Á°πâÕ¬„π®—ßÀ«–ºà“π EGJ Õ¬à“ß‰√°Áμ“¡∂â“¡’§«“¡μâ“π∑“π Ÿß¡“°Õ“®®–

μâÕßª√–‡¡‘π¥Ÿ pseudoachalasia Õ’°§√—Èß °“√∑” endoscopic ultrasound (EUS)

Õ“®®–‰¥âª√–‚¬™πå‡æ◊ËÕ™à«¬·¬°‚√§ infiltrating tumor ·≈–πÕ°®“°π’È¬—ß™à«¬
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 π—∫ πÿπ°“√«‘π‘®©—¬ achalasia ∂â“μ√«®æ∫≈—°…≥– thickened circular muscle

layer ∑’Ë LES ·≈–μ≈Õ¥ smooth muscle esophagus19 §«√„™â EUS „π°√≥’∑’Ë

 ß —¬ malignancy √«¡‰ª∂÷ß„πºŸâªÉ«¬∑’Ë¡’Õ“¬ÿ¡“° ¡’Õ“°“√°≈◊π≈”∫“°‰¡àπ“π·μà

πÈ”Àπ—°μ—«≈¥≈ß¡“° À√◊Õ≈—°…≥–°“√ àÕß°≈âÕß‰¡à™—¥‡®π ¡’ resistance ¡“°°«à“

ª°μ‘‡«≈“„ à°≈âÕßºà“π EGJ À√◊Õ¡’ mucosal change

≈—°…≥–∑“ß esophageal manometric findings

°“√ª√–‡¡‘π esophageal motor function ¡’§«“¡ ”§—≠„π°“√«‘π‘®©—¬

‚√§ achalasia °“√μ√«® esophagogastroduodenoscopy (EGD) Õ“®®–™à«¬

 π—∫ πÿπ°“√«‘π‘®©—¬‰¥â‡æ’¬ß 1/3 ¢ÕßºŸâªÉ«¬∑—ÈßÀ¡¥  à«π barium esophagram

Õ“®®–‰¡à “¡“√∂„Àâ°“√«‘π‘®©—¬‰¥â¡“°∂÷ß 1/3 ¢ÕßºŸâªÉ«¬∑—ÈßÀ¡¥20 ·¡â„πºŸâªÉ«¬∑’Ë¡’

≈—°…≥– endoscopic ·≈–/À√◊Õ esophagram ‡¢â“‰¥â°—∫ achalasia ™—¥‡®π ºŸâ

ªÉ«¬§«√‰¥â√—∫°“√μ√«® esophageal motility testing ‡æ◊ËÕ¬◊π¬—π°“√«‘π‘®©—¬

≈—°…≥– manometric findings §◊Õ aperistalsis ·≈– incomplete LES

relaxation ‚¥¬‰¡à¡’À≈—°∞“π¢Õß mechanical obstruction21 ≈—°…≥–Õ◊ËπÊ∑’ËÕ“®

æ∫‰¥â ‡™àπ increased basal LES pressure, elevated baseline esophageal

√Ÿª∑’Ë 2 Endoscopic findings ¢Õß achalasia · ¥ß À≈Õ¥Õ“À“√¢¬“¬ (dilated esophagus) ¡’

°“√§â“ß¢ÕßÕ“À“√ ·≈–πÈ”≈“¬ (retained food or saliva) ·≈– puckered gastro-esoph-

ageal junction
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body pressure ·≈– simultaneous non-propagating contractions22

Variants ¢Õß achalasia ¢÷ÈπÕ¬Ÿà°—∫§«“¡·μ°μà“ß¢Õß degree ¢Õß in-

complete LES relaxation ·≈– aperistalsis

Aperistalsis §◊Õ °“√¢“¥ esophageal body propagating contractile

activity ´÷Ëß®–· ¥ß‡ªìπ pressure pattern ∑’Ë·μ°μà“ß°—πÕÕ°‰ª ‡™àπ quiescent

esophageal body, isobaric pan-esophageal pressurization ·≈– simulta-

neous contractions23

‡∑§π‘§·≈–‡§√◊ËÕß¡◊Õ manometry ∑’Ë„™â¡’ 2 ™π‘¥

1. Conventional esophageal manometry

2. High-resolution esophageal manometry (HRM)

 √ÿª„π°“√«‘π‘®©—¬ achalasia °“√ àÕß°≈âÕß EGD ¡’∫∑∫“∑ ”§—≠„π

°“√·¬°‚√§ pseudoachalasia  à«π esophageal motility testing ·≈– barium

esophagram ™à«¬„π°“√¬◊π¬—π°“√«‘π‘®©—¬ „π°√≥’∑’Ë classic motility findings

°“√∑” barium esophagram Õ“®‰¡à¡’§«“¡®”‡ªìπ ‡™àπ‡¥’¬«°—π„π°√≥’∑’Ë classic

barium esophagram findings °“√∑” esophageal motility testing ‡æ’¬ß

μ“√“ß∑’Ë 1 ª√’¬∫‡∑’¬∫≈—°…≥– manometric findings √–À«à“ß conventional ·≈– high-resolu-

tion manometry
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√Ÿª∑’Ë 4 · ¥ß manometric type of achalasia

√Ÿª∑’Ë 3 · ¥ß≈—°…≥– manometric tracings ¢Õß§πª°μ‘·≈– achalasia

( a ) Simultaneous esophageal contractions associated with high lower esoph-

ageal sphincter (LES) pressure and

( b ) incomplete relaxation noted during conventional water-perfused manom-

etry.

High-resolution manometry (HRM) tracings of

( c ) normal esophageal peristalsis

( d ) achalasia showing simultaneous contractions along the esophagus with

high E-sleeve LES pressure and incomplete relaxation.
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™à«¬¬◊π¬—π°“√«‘π‘®©—¬ „π°√≥’∑’Ë equivocal motility findings °“√∑” barium

esophagram ¡’§«“¡ ”§—≠„π°“√ª√–‡¡‘π¥Ÿ°“√‡À≈◊Õ§â“ß¢Õß barium ‡æ◊ËÕ™à«¬

¬◊π¬—π°“√«‘π‘®©—¬‰¥â1

°“√√—°…“ (treatment)

Achalasia ‡ªìπ chronic condition ∑’Ë‰¡àÀ“¬¢“¥ °“√√—°…“¡ÿàß‡πâπ„Àâ¡’

°“√≈¥≈ß¢Õß hypertonicity of LES Õ¬à“ß‡¥’¬« ‚¥¬¬—ß‰¡à¡’°“√√—°…“∑’Ë¡’º≈μàÕ

esophageal peristalsis

‡ªÑ“À¡“¬¢Õß°“√√—°…“ªí®®ÿ∫—π¡ÿàß‡πâπ≈¥Õ“°“√¢ÕßºŸâªÉ«¬ ‡æ‘Ë¡ esophageal

emptying ·≈–ªÑÕß°—π°“√¢¬“¬μ—«¢ÕßÀ≈Õ¥Õ“À“√ (dilation of esophagus)1

°“√√—°…“∑’Ë¡’Õ¬Ÿà„πªí®®ÿ∫—π ‰¥â·°à

1. Pharmacologic therapy

2. Pharmacologic therapy via endoscopy

3. Pneumatic dilation

4. Surgical myotomy

5. Esophagectomy

6. Emerging therapies

°“√√—°…“¥â«¬¬“ (pharmacologic therapy)

°“√√—°…“¥â«¬¬“¡’ª√– ‘∑∏‘¿“æμË”°«à“°“√√—°…“¥â«¬«‘∏’Õ◊ËπÊ24 ¬“∑’Ë„™â∫àÕ¬

„π°“√√—°…“ achalasia ‰¥â·°à¬“„π°≈ÿà¡ calcium channel blocker ·≈– long-

acting nitrates ‚¥¬¬“∑—Èß Õß°≈ÿà¡ “¡“√∂≈¥ LES pressure ‰¥â™—Ë«§√“«‚¥¬

∑”„Àâ‡°‘¥ smooth muscle relaxation ·≈– facilitating esophageal emptying

 à«π¬“°≈ÿà¡Õ◊ËπÊ∑’Ë¡’„™â ‰¥â·°à phosphodiesterase-5-inhibitor À√◊Õ sildenafil

 “¡“√∂≈¥ LES tone ·≈– residual pressure „πºŸâªÉ«¬ achalasia ‰¥â‡™àπ°—π25

¬“°≈ÿà¡Õ◊ËπÊ∑’Ë„™âπâÕ¬°«à“‰¥â·°à anticholinergics (atropine, dicyclomine,

cimetropium bromide), β-adrenergic agonists (terbutaline), ·≈– theo-
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phylline

‚¥¬√«¡ calcium channel blocker  “¡“√∂≈¥ LES pressure ‰¥â√âÕ¬≈–

13-49 ·≈–∑”„ÀâºŸâªÉ«¬Õ“°“√¥’¢÷Èπ√âÕ¬≈– 0-75 ‚¥¬¬“°≈ÿà¡π’È∑’Ë„™â∫àÕ¬‰¥â·°à nifedipine

¢π“¥ 10-30 ¡‘≈≈‘°√—¡ Õ¡„μâ≈‘Èπ 30-45 π“∑’°àÕπ√—∫ª√–∑“πÕ“À“√‚¥¬¬“®–ÕÕ°

ƒ∑∏‘Ï Ÿß ÿ¥∑’Ë 20-45 π“∑’ ·≈–ÕÕ°ƒ∑∏‘Ïπ“π 30-120 π“∑’

 à«π¬“ isosorbide dinitrate ¢π“¥ 5 ¡‘≈≈‘°√—¡ ‚¥¬Õ¡„μâ≈‘Èπ 10-15

π“∑’°àÕπ√—∫ª√–∑“πÕ“À“√  “¡“√∂≈¥ LES pressure ‰¥â√âÕ¬≈– 30-65 ∑”„ÀâºŸâ

ªÉ«¬Õ“°“√¥’¢÷Èπ√âÕ¬≈– 53-87 „™â√–¬–‡«≈“ —Èπ°«à“„π°“√≈¥ LES pressure 3-27

π“∑’ ‡¡◊ËÕ‡∑’¬∫°—∫ sublingual nifedipine ·≈–√–¬–‡«≈“ÕÕ°ƒ∑∏‘Ï —Èπ°«à“‡™àπ°—π

§◊Õª√–¡“≥ 30-90 π“∑’

¡’°“√»÷°…“‡ª√’¬∫‡∑’¬∫√–À«à“ß sublingual nifedipine °—∫ sublingual

isosorbide dinitrate ‡æ’¬ß 1 °“√»÷°…“´÷Ëßº≈„π°“√≈¥ LES pressure ‰¡àμà“ß

°—π26

‡π◊ËÕß®“°°“√√—°…“¥â«¬¬“¥—ß°≈à“«¢â“ßμâπ¡’ƒ∑∏‘Ï —Èπ ‰¡à∑”„ÀâÕ“°“√À“¬ π‘∑

·≈–¡’º≈¢â“ß‡§’¬ß ‡™àπ ª«¥»’√…–,§«“¡¥—π‚≈À‘μμË” ·≈–¢“∫«¡ ¥—ßπ—Èπ®–„™â„π

°√≥’∑’ËºŸâªÉ«¬‰¡à “¡“√∂„Àâ°“√√—°…“¥â«¬«‘∏’Õ◊ËπÊ‰¥â

°“√√—°…“¥â«¬¬“ºà“π°“√ àÕß°≈âÕß (pharmacologic therapy via endoscopy)

Botulinum toxin À√◊Õ botox ‡ªìπ potent presynaptic inhibitor

¢Õß°“√À≈—Ëß “√ acetylcholine ®“°ª≈“¬ª√– “∑ ´÷Ëß “¡“√∂„™â„π°“√√—°…“‚√§

achalasia ‰¥â27 ‚¥¬®–¬—∫¬—Èß exocytosis ¢Õß “√ acetylcholine ‡¢â“‰ª„π syn-

aptic area ´÷Ëß∑”„Àâ‡°‘¥ paralysis ¢Õß°≈â“¡‡π◊ÈÕ√–¬– —Èπ ‚¥¬°“√¬—∫¬—Èß unop-

posed cholinergic stimulation ¢Õß LES ·≈–®–‰ª¢—¥¢«“ß neurogenic com-

ponent ¢Õß sphincter ‚¥¬‰¡à¡’º≈μàÕ myogenic influence ´÷Ëß¡’Àπâ“∑’Ë√—°…“

basal LES tone

¥—ßπ—Èπ°“√√—°…“®–¡’¢âÕ®”°—¥·≈–º≈°“√√—°…“ à«π„À≠à®– —¡æ—π∏å°—∫°“√

≈¥≈ß¢Õß basal LES pressure ª√–¡“≥√âÕ¬≈– 5028
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«‘∏’°“√√—°…“¥â«¬ botulinum toxin ¡’¢âÕ¥’§◊Õ ∑”ßà“¬ ‰¡à´—∫´âÕπ ·≈–

¿“«–·∑√°´âÕπμË” ‚¥¬¢π“¥¬“¡“μ√“∞“π§◊Õ 100 ¬Ÿπ‘μ¢Õß toxin ‚¥¬„™â sclero-

needle ©’¥‡¢â“‰ª‡Àπ◊ÕμàÕ squamocolumnar junction Õ¬à“ßπâÕ¬ 4 quadrants

‚¥¬‡μ√’¬¡ toxin „Àâ‡®◊Õ®“ß„ππÈ”‡°≈◊Õ ‚¥¬©’¥ª√–¡“≥ 0.5-1 ¡‘≈≈‘≈‘μ√¢Õß “√≈–≈“¬

‚¥¬∂â“©’¥ toxin ¡“°°«à“ 100 ¬Ÿπ‘μ„Àâº≈μàÕ°“√√—°…“‰¡à‰¥â·μ°μà“ß°—π29 ·≈–Õ—μ√“

°“√μÕ∫ πÕßμàÕ°“√√—°…“∑’Ë 12 ‡¥◊ÕπÕ¬Ÿà√–À«à“ß√âÕ¬≈– 35-41

∂÷ß·¡â«à“Õ—μ√“°“√μÕ∫ πÕß„π™à«ß‡¥◊Õπ·√° Ÿß∂÷ß√âÕ¬≈– 75 ·μàÀ≈—ß®“°π—Èπ

º≈°“√√—°…“®–§àÕ¬Ê≈¥≈ß ‚¥¬æ∫«à“ª√–¡“≥√âÕ¬≈– 50 Õ“°“√®–°≈—∫‡ªìπ´È”

∑”„ÀâμâÕß©’¥´È”∑ÿ° 6-24 ‡¥◊Õπ30

‚¥¬≈—°…≥–∑’Ë —¡æ—π∏å°—∫ prolonged response ‰¥â·°à Õ“¬ÿ¡“°, ≈—°…≥–

manometric pattern ‡ªìπ·∫∫ vigorous31 À√◊Õ type II pattern associated

with pan-esophageal pressurization23

º≈¢â“ß‡§’¬ßæ∫‰¥â‰¡à∫àÕ¬ §◊Õ Õ“°“√‡®Á∫Àπâ“Õ° ª√–¡“≥√âÕ¬≈– 16-25

¿“«–·∑√°´âÕπÕ◊ËπÊ∑’Ëæ∫πâÕ¬¡“° ‰¥â·°à mediastinitis ·≈– allergic reactions

∑’Ë‡°’Ë¬«¢âÕß°—∫ egg protein °“√©’¥ toxin À≈“¬Ê§√—Èß∑”„Àâ‡°‘¥°“√Õ—°‡ ∫ ´÷ËßÕ“®

®–¡’º≈μàÕ mucosal-muscle plane ´÷Ëß‡°’Ë¬«¢âÕß°—∫Õ—μ√“°“√‡°‘¥¿“«–·∑√°´âÕπ

∑“ß»—≈¬°√√¡‰¥â¡“°¢÷Èπ32,33 πÕ°®“°π—Èπ °“√©’¥ botulinum toxin ‡¢â“‰ª„π LES

Õ“®®–‡æ‘Ë¡§«“¡¬“°„π°“√∑” surgical myotomy34

®“°¢âÕ®”°—¥‡À≈à“π’È ®÷ß·π–π”„Àâ„™â botulinum toxin „π°√≥’∑’ËºŸâªÉ«¬‰¡à

 “¡“√∂∑” pneumatic balloon dilation À√◊Õ surgical myotomy ‰¥â πÕ°®“°

π—Èπ¬—ß„™â√—°…“ºŸâªÉ«¬∑’Ë¬—ß¡’ residual spastic contractions ∫√‘‡«≥ myotomy site

À√◊Õ LES

°“√√—°…“¥â«¬°“√∂à“ß¢¬“¬À≈Õ¥Õ“À“√ (pneumatic dilation)

‡ªìπ°“√√—°…“∑’Ë‰¡à„™à°“√ºà“μ—¥∑’Ë¡’ª√– ‘∑∏‘¿“æ∑’Ë ÿ¥„π°“√√—°…“§π‰¢â

achalasia2 ºŸâªÉ«¬∑ÿ°√“¬∑’Ëæ‘®“√≥“®–∑” pneumatic dilation ®–μâÕß‡μ√’¬¡§«“¡

æ√âÕ¡ ”À√—∫°“√ºà“μ—¥‰«â¥â«¬ ‡π◊ËÕß®“°°“√∑” pneumatic dilation ¡’‚Õ°“ ‡°‘¥
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esophageal perforation ‰¥â

Pneumatic dilation „™âÀ≈—°°“√ air pressure ‡æ◊ËÕ¢¬“¬À≈Õ¥Õ“À“√

·≈–∑”„Àâ‡°‘¥°“√©’°¢“¥¢Õß circular muscle fibers ¢Õß LES ´÷Ëß balloon dila-

tor ∑’Ë„™â∫àÕ¬∑’Ë ÿ¥ ”À√—∫ achalasia „πªí®®ÿ∫—π§◊Õ non-radiopaque graded size

polyethylene balloons (Rigiflex dilators) °“√∑”À—μ∂°“√μâÕßÕ“»—¬°“√«“ß¬“ ≈∫

·≈–∑”¿“¬„μâ fluoroscopy35,36

¢π“¥¢Õß dilators ¡’§«“¡·μ°μà“ß°—π 3 ¢π“¥ ‰¥â·°à 3.0, 3.5, ·≈– 4.0

‡´πμ‘‡¡μ√ ‚¥¬§«“¡¥—π∑’Ë„™â à«π¡“° 8-15 psi π“π 15-60 «‘π“∑’ À≈—ß®“°∑”°“√

∂à“ß¢¬“¬ ºŸâªÉ«¬∑ÿ°√“¬®–μâÕßμ√«®∑“ß¿“æ∂à“¬√—ß ’‡æ◊ËÕ¥Ÿ«à“¡’¿“«–·∑°´âÕπ §◊Õ

esophageal perforation À√◊Õ‰¡à∑ÿ°§√—Èß37 ‚¥¬ “¡“√∂∑” pneumatic dilation

·∫∫ºŸâªÉ«¬πÕ°‰¥â ‚¥¬ºŸâªÉ«¬®–‰¥â√—∫§”·π–π”Õ¬à“ß‡§√àß§√—¥ „Àâ —ß‡°μÕ“°“√º‘¥ª°μ‘

‡™àπ ‡®Á∫Àπâ“Õ°Õ¬à“ß√ÿπ·√ßÀ√◊Õ¡’‰¢â „Àâ√’∫¡“æ∫·æ∑¬å∑—π∑’

®“°°“√»÷°…“·π–π”„Àâ„™â graded dilator approach ´÷Ëß‰¥âº≈¥’∂÷ß¥’

¡“°„π°“√≈¥Õ“°“√¢ÕßºŸâªÉ«¬√âÕ¬≈– 50-9338,39 πÕ°®“°π—Èπ pneumatic dila-

tion ‚¥¬„™â∫Õ≈≈Ÿπ¥â«¬¢π“¥‡ âπºà“»Ÿπ¬å°≈“ß 3.0, 3.5 ·≈– 4.0 ‡´πμ‘‡¡μ√ ‚¥¬

º≈¥’∂÷ß¥’¡“°„π°“√≈¥Õ“°“√¢ÕßºŸâªÉ«¬√âÕ¬≈– 74, 86, ·≈– 90 ¢ÕßºŸâªÉ«¬μ“¡≈”¥—∫

‚¥¬‡©≈’Ë¬μ‘¥μ“¡Õ“°“√ 1.6 ªï (Õ¬Ÿà„π™à«ß 0.1-6 ªï) πÕ°®“°π—ÈπÕ—μ√“°“√‡°‘¥ per-

foration μË”°«à“∂â“∑”°“√ pneumatic dilation ‚¥¬§àÕ¬Ê ‡æ‘Ë¡¢π“¥¢Õß∫Õ≈≈Ÿπ

(serial balloon dilation approach) ‚¥¬ à«π„À≠à‡√“®–‡√‘Ë¡∑” pneumatic dila-

tion ¥â«¬∫Õ≈≈Ÿπ¢π“¥‡ âπºà“»Ÿπ¬å°≈“ß 3.0 ‡´πμ‘‡¡μ√°àÕπ ·≈–μ‘¥μ“¡Õ“°“√

¢ÕßºŸâªÉ«¬∑’Ë 4-6  —ª¥“Àå ∂â“¬—ß¡’Õ“°“√®÷ß∑”´È”‚¥¬‡æ‘Ë¡¢π“¥¢Õß∫Õ≈≈Ÿπ

¡’°“√»÷°…“°“√∑” pneumatic dilation ‚¥¬„™â∫Õ≈≈Ÿπ§√—Èß‡¥’¬« (single

pneumatic dilation) ¡’Õ—μ√“°“√ ”‡√Á®√âÕ¬≈– 62 ∑’Ë 6 ‡¥◊Õπ ·≈–√âÕ¬≈– 28 ∑’Ë 6 ªï

´÷ËßμË”°«à“°“√∑” pneumatic dilation ‚¥¬§àÕ¬Ê‡æ‘Ë¡¢π“¥¢Õß∫Õ≈≈Ÿπ (serial di-

lations) ¡’º≈μàÕ°“√Õ“°“√∑’Ë¥’¢÷Èπ√âÕ¬≈– 90 ∑’Ë 6 ‡¥◊Õπ ·≈–√âÕ¬≈– 44 ∑’Ë 6 ªï38

„π°“√»÷°…“·∫∫¬âÕπÀ≈—ß„πª√–‡∑»¬ÿ‚√ª ‚¥¬∑”°“√§àÕ¬Ê‡æ‘Ë¡¢π“¥

¢Õß∫Õ≈≈Ÿπ (serial dilations) ®π√–¥—∫ LES pressure ≈¥μË”°«à“15 mmHg ¡’
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Õ—μ√“°“√ ”‡√Á®∑’Ë 3 ªï ‡∑à“°—∫√âÕ¬≈– 78-8540

‚¥¬¿“æ√«¡ Àπ÷Ëß„π “¡¢ÕßºŸâªÉ«¬®–¡’‚Õ°“ ‡°‘¥‚√§ È́”À≈—ßμ‘¥μ“¡Õ“°“√

4-6 ªï ‚¥¬ªí®®—¬∑’Ë∫àß«à“πà“®–‰¥âº≈¥’μàÕ°“√√—°…“¥â«¬°“√∂à“ß¢¬“¬À≈Õ¥Õ“À“√

‰¥â·°à

1. Õ“¬ÿ¡“°°«à“ 45 ªï41

2. ‡æ»À≠‘ß41

3. Narrow esophagus predilation42

4. LES pressure À≈—ß dilation πâÕ¬°«à“ 10 mmHg42

5. type II pattern on HRM23,43

°“√∂à“ß¢¬“¬‚¥¬§àÕ¬Ê‡æ‘Ë¡¢π“¥¢Õß∫Õ≈≈Ÿπ (serial dilations) Õ“®®–‰¡à

‰¥âº≈¥’„πºŸâªÉ«¬™“¬∑’ËÕ“¬ÿπâÕ¬°«à“ 45 ªï ´÷ËßÕ“®®–‡ªìπ‡æ√“– LES musculature

Àπ“°«à“ „πºŸâªÉ«¬°≈ÿà¡π’È ·π–π”„Àâ pneumatic dilation ‡√‘Ë¡∑’Ë∫Õ≈≈Ÿπ‡ âπºà“

»Ÿπ¬å°≈“ß 3.5 ‡´πμ‘‡¡μ√ À√◊Õ∑”°“√ºà“μ—¥ (surgical myotomy) ´÷ËßÕ“®‡ªìπ°“√

√—°…“∑’Ë¥’∑’Ë ÿ¥

¿“«–·∑√°´âÕπ ”§—≠∑’Ë ÿ¥μ“¡À≈—ß°“√∑” pneumatic dilation §◊Õ

À≈Õ¥Õ“À“√∑–≈ÿ (esophageal perforation) ´÷ËßÕ—μ√“°“√‡°‘¥‡©≈’Ë¬‚¥¬ºŸâ¡’

ª√– ∫°“√≥å„π°“√∑”‡∑à“°—∫√âÕ¬≈– 1.9 (√âÕ¬≈– 0-16)38,44 ‚¥¬ºŸâªÉ«¬∑ÿ°√“¬®–μâÕß

‰¥â√—∫¢âÕ¡Ÿ≈§«“¡‡ ’Ë¬ß·≈–‚Õ°“ ‡°‘¥¿“«–·∑√°´âÕπ°àÕπ∑”À—μ∂°“√ ‡π◊ËÕß®“°‰¡à¡’

predictors Õ–‰√∑’Ë∫Õ°∂÷ß‚Õ°“ °“√‡°‘¥À≈Õ¥Õ“À“√∑–≈ÿ Õ¬à“ß‰√°Áμ“¡°“√‡°‘¥

À≈Õ¥Õ“À“√∑–≈ÿ‚¥¬¡“°¡—°®–‡°‘¥¢÷Èπ„π§√—Èß·√°¢Õß°“√∑” pneumatic dilation

´÷Ëß‡ªìπ‰ª‰¥â«à“Õ“®®–‡°‘¥®“° μ”·Àπàß·≈–°“√¢¬“¬¢Õß∫Õ≈≈Ÿπ∑’Ë‰¡à‡À¡“– ¡ °“√

√—°…“‡¡◊ËÕ‡°‘¥°“√∑–≈ÿ‚¥¬¡“°®–√—°…“·∫∫ conservative ‚¥¬„Àâ¬“ªØ‘™’«π– „Àâ

 “√Õ“À“√∑“ßÀ≈Õ¥‡≈◊Õ¥·≈–°“√„ à stent „π°√≥’∑’Ë√Ÿ∑–≈ÿ¡’¢π“¥‡≈Á° ·μà°“√

ºà“μ—¥·°â‰¢ºà“π∑“ß™àÕßÕ°‡ªìπ«‘∏’∑’Ë¥’∑’Ë ÿ¥ „π°√≥’∑’Ë¡’ large ·≈– extensive me-

diastinal contamination °“√‡°‘¥°√¥‰À≈¬âÕπÕ“®®–‡°‘¥μ“¡À≈—ß pneumatic

dilation ‰¥â√âÕ¬≈– 15-35 ¢ÕßºŸâªÉ«¬·≈–°“√‡°‘¥°“√°≈◊π≈”∫“°´È”®–μâÕß·¬°«à“

‰¡à‰¥â‡°‘¥®“° GERD-related distal esophageal stricture ́ ÷Ëß‡ªìπ¿“«–·∑√° ấÕπ
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∑’ËÕ“®‡°‘¥μ“¡À≈—ß pneumatic dilation °“√„Àâ¬“≈¥°√¥™π‘¥ PPI ¡’¢âÕ∫àß™’È„π

°√≥’∑’Ë‡°‘¥°√¥‰À≈¬âÕπμ“¡À≈—ß pneumatic dilation

Pneumatic dilation  “¡“√∂∑”‰¥â„π°√≥’ºŸâªÉ«¬‰¡à “¡“√∂∑”°“√ºà“μ—¥

myotomy ‰¥â ·μà„πºŸâªÉ«¬°≈ÿà¡π’È¡—°®–‰¡à‰¥âº≈¥’π—°∂â“¡’ resting LES pressure

 ŸßÕ¬Ÿà45

°“√√—°…“¥â«¬°“√ºà“μ—¥ (surgical myotomy)

°“√√—°…“¥â«¬°“√ºà“μ—¥ (surgical myotomy) ‡ªìπ°“√ºà“μ—¥‡æ◊ËÕ·¬°

muscle fibers ∫√‘‡«≥ LES (circular layer ‚¥¬‰¡à¡’º≈°√–∑∫°—∫™—Èπ mucosa)

‚¥¬ºà“π∑“ß°“√‡ªî¥™àÕßÕ°46 ‚¥¬º≈°“√√—°…“¥’∂÷ß¥’¡“°√âÕ¬≈– 60-94 ¢ÕßºŸâªÉ«¬

∑’Ëμ‘¥μ“¡ Õ“°“√ 1-36 ‡¥◊Õπ24 ·≈–¬—ß‡ªìπ«‘∏’°“√∑’Ë„™âÕ¬à“ß·æ√àÀ≈“¬¡“À≈“¬ªï

ªí®®ÿ∫—π¡’°“√æ—≤π“°“√ºà“μ—¥‚¥¬ºà“π°“√ àÕß°≈âÕß (laparotomy approach) ´÷Ëß

‡ªìπ«‘∏’∑’Ëπ‘¬¡„™â¡“° ‡π◊ËÕß®“°≈¥¿“«–·∑√°´âÕπ·≈–ºŸâªÉ«¬°≈—∫¡“ Ÿà¿“«–ª°μ‘À≈—ß

°“√ºà“μ—¥‰¥â‡√Á«°«à“46

®π∂÷ßªí®®ÿ∫—π¬—ß‰¡à¡’°“√»÷°…“·∫∫ randomized control ‡ª√’¬∫‡∑’¬∫«‘∏’

approach ∑’Ë·μ°μà“ß°—π«à“¡’º≈·μ°μà“ß°—πÕ¬à“ß‰√ ¡’°“√»÷°…“ 13 °“√»÷°…“„π open

transthoracic myotomy ‚¥¬¡’ºŸâªÉ«¬∑—ÈßÀ¡¥ 842 √“¬ Õ“°“√¥’¢÷Èπ‡©≈’Ë¬√âÕ¬≈–

83 ¢ÕßºŸâªÉ«¬ (√âÕ¬≈– 64-97)  ”À√—∫ open transabdominal myotomy Õ“°“√

¥’¢÷Èπ‡©≈’Ë¬√âÕ¬≈– 85 ¢ÕßºŸâªÉ«¬ (√âÕ¬≈– 48-100) ¢ÕßºŸâªÉ«¬®”π«π 732 √“¬®“° 10

°“√»÷°…“  ”À√—∫¢âÕ¡Ÿ≈¢Õß thoracoscopic myotomy √«¡ºŸâªÉ«¬ 211 √“¬®“° 8

°“√»÷°…“ Õ“°“√¥’¢÷Èπ‡©≈’Ë¬√âÕ¬≈– 78 ¢ÕßºŸâªÉ«¬ (√âÕ¬≈– 31-94)  ÿ¥∑â“¬®“°°“√

»÷°…“∑—ÈßÀ¡¥ 39 °“√»÷°…“¢Õß laparoscopic myotomy „πºŸâªÉ«¬∑—ÈßÀ¡¥ 3,086

√“¬ Õ“°“√¥’¢÷Èπ‡©≈’Ë¬√âÕ¬≈– 89 ¢ÕßºŸâªÉ«¬ (√âÕ¬≈– 77-100)39 ‡ª√’¬∫‡∑’¬∫°—∫

pneumatic dilation ª√– ‘∑∏‘¿“æ¢Õß Heller myotomy ≈¥≈ßμ“¡√–¬–‡«≈“∑’Ë

μ‘¥μ“¡Õ“°“√ „πºŸâªÉ«¬ 73 √“¬∑’Ë√—°…“¥â«¬ Heller myotomy º≈°“√√—°…“¥’·≈–

¥’¡“°√âÕ¬≈– 89 ¢ÕßºŸâªÉ«¬∑’Ëμ“¡Õ“°“√∑’Ë 6 ‡¥◊Õπ ·≈–√âÕ¬≈– 57¢ÕßºŸâªÉ«¬∑’Ëμ“¡

Õ“°“√∑’Ë 6 ªï38 πÕ°®“°π—Èπ ¢âÕ¡Ÿ≈®“°∫“ß°“√»÷°…“∫àß™’È«à“ºŸâªÉ«¬∑’Ë‡§¬∑” pneu-
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matic dilation ¡“°àÕπ Õ“®æ∫«à“‡°‘¥ intraoperative mucosal perforation ¡“°¢÷Èπ

·μà‰¡à¡’º≈μàÕ°“√‡ª≈’Ë¬π·ª≈ß¢ÕßÕ“°“√„π√–¬–¬“«47

°“√‡°‘¥¿“«–°√¥‰À≈¬âÕπμ“¡À≈—ß°“√∑”°“√ºà“μ—¥ myotomy ‡ªìπªí≠À“

∑’Ëæ∫∫àÕ¬ ·≈–·¡â«à“®–¡’°“√∑” antireflux procedure ¥â«¬°“√∑” fundoplication

‡æ◊ËÕªÑÕß°—π°“√‡°‘¥ reflux ·μà°Á¬—ß‡ªìπ∑’Ë∂°‡°’¬ß°—π¡“° ‡π◊ËÕß®“°§«“¡°—ß«≈«à“

Õ“®®–‡æ‘Ë¡‚Õ°“ °“√°≈◊π≈”∫“°À≈—ß°“√ºà“μ—¥ ‚¥¬æ∫«à“§«“¡∂’Ë‡©≈’Ë¬„π°“√‡°‘¥

¿“«–°√¥‰À≈¬âÕπμ“¡À≈—ß surgical myotomy ‚¥¬‰¡à¡’°“√∑” fundoplication

∑—Èß thoracotomy, laparotomy, thoracoscopy ·≈– laparoscopy „°≈â‡§’¬ß°—π

§◊Õ√âÕ¬≈– 29, 28, 28 ·≈– 31 μ“¡≈”¥—∫39

∂â“¡’°“√∑”ºà“μ—¥ fundoplication √à«¡°—∫°“√ºà“μ—¥ myotomy ®–

 “¡“√∂≈¥§«“¡‡ ’Ë¬ß„π°“√‡°‘¥ GERD  ”À√—∫ thoracotomy, laparotomy ·≈–

laparoscopy ‡∑à“°—∫√âÕ¬≈– 14, 8 ·≈– 9 μ“¡≈”¥—∫ ·μà¬—ß‰¡à¡’¢âÕ¡Ÿ≈ ”À√—∫°“√∑”

fundoplication √à«¡°—∫°“√ºà“μ—¥ thoracoscopic myotomy39

ª√–‚¬™πå¢Õß°“√∑”°“√ºà“μ—¥ fundoplication · ¥ß„π double-blind

randomized trial ‡ª√’¬∫‡∑’¬∫°“√ºà“μ—¥ myotomy ∑’Ë¡’·≈–‰¡à¡’°“√∑” fundo-

plication48 ´÷Ëß· ¥ßº≈≈—æ∏å‡ªìπ§à“§«“¡‡ªìπ°√¥∑’Ëº‘¥ª°μ‘‚¥¬°“√∑” pH moni-

toring ‚¥¬æ∫„π√âÕ¬≈– 47 ¢ÕßºŸâªÉ«¬∑’Ë‰¡à‰¥â∑” antireflux procedure ·≈–√âÕ¬≈–

9 „πºŸâªÉ«¬∑’Ë∑” Dor fundoplication √à«¡¥â«¬ πÕ°®“°π—Èπ‡¡◊ËÕæ‘®“√≥“‡√◊ËÕß

§«“¡§ÿâ¡§à“ ®“°°“√»÷°…“π’Èæ∫«à“°“√ºà“μ—¥ myotomy √à«¡°—∫°“√ºà“μ—¥ Dor

fundoplication ¡’§«“¡§ÿâ¡§à“¡“°°«à“°“√ºà“μ—¥ myotomy Õ¬à“ß‡¥’¬« ‡π◊ËÕß®“°

μâÕß‡ ’¬§à“„™â®à“¬„π°“√√—°…“¿“«–°√¥‰À≈¬âÕπ¥â«¬49

®“°·π«∑“ß°“√ªÆ‘∫—μ‘≈à“ ÿ¥®“° Society of American Gastrointesti-

nal and Endoscopic Surgeons ·π–π”„ÀâºŸâªÉ«¬∑ÿ°√“¬∑’Ë‡¢â“∑”°“√ºà“μ—¥ myo-

tomy ®–μâÕß∑”°“√ºà“μ—¥ fundoplication ∑ÿ°√“¬‡æ◊ËÕªÑÕß°—π¿“«–°√¥‰À≈¬âÕπ50

 à«π«‘∏’°“√∑”°“√ºà“μ—¥ fundoplication ·∫∫‰Àπ¥’∑’Ë ÿ¥ √–À«à“ß ante-

rior Dor À√◊Õ posterior Toupet ®“°°“√»÷°…“ multicenter randomized con-

trolled trial ‡√Á«Êπ’È‡ª√’¬∫‡∑’¬∫  Õß«‘∏’æ∫«à“‰¡à¡’§«“¡·μ°μà“ß°—πÕ¬à“ß¡’π—¬
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 ”§—≠∑“ß ∂‘μ‘ „πÕ—μ√“°“√æ∫ abnormal pH test „πºŸâªÉ«¬ 24 √“¬∑’Ë∑” Dor

fundoplication ‡ª√’¬∫‡∑’¬∫°—∫ºŸâªÉ«¬ 19 √“¬∑’Ë∑” Toupet fundoplication (√âÕ¬≈–

41 ‡∑’¬∫°—∫√âÕ¬≈– 21) ·≈–Õ“°“√°≈◊π≈”∫“° (dysphagia) ·≈–Õ“°“√¢¬âÕπÕ“À“√

(regurgitation) ‰¡à·μ°μà“ß°—π„π∑—Èß Õß°≈ÿà¡51 ¬“≈¥°√¥°≈ÿà¡ PPI ¡’ª√–‚¬™πå

 ”À√—∫ºŸâªÉ«¬∑’Ë¡’Õ“°“√°√¥‰À≈¬âÕπ·≈–¡’ pH testing ∑’Ëº‘¥ª°μ‘μ“¡À≈—ß°“√ºà“μ—¥

myotomy ·¡â«à“®–¡’°“√∑”°“√ºà“μ—¥ fundoplication √à«¡¥â«¬°Áμ“¡

°“√√—°…“¥â«¬°“√ºà“μ—¥ esophagectomy

ºŸâªÉ«¬ achalasia ∫“ß√“¬ Õ“°“√Õ“®®–·¬à≈ß‡ªìπ çend-stage achalasiaé

´÷Ëß®–¡’Õ“°“√¢Õß megaesophagus À√◊Õ sigmoid esophagus ·≈–¡’ signifi-

cant esophageal dilation ·≈– tortuosity „πºŸâªÉ«¬°≈ÿà¡π’È °“√∂à“ß¢¬“¬

À≈Õ¥Õ“À“√ Õ“®®–‰¥âª√–‚¬™πåπâÕ¬°«à“°“√ºà“μ—¥ myotomy

°“√»÷°…“≈à“ ÿ¥„πºŸâªÉ«¬∑’Ë¡’ megaesophagus æ∫«à“À≈—ß®“°∑”°“√ºà“μ—¥

myotomy Õ“°“√¥’¢÷Èπ√âÕ¬≈– 9252 ·≈–√âÕ¬≈– 7253 Õ¬à“ß‰√°Áμ“¡„π°≈ÿà¡∑’Ë‰¡àμÕ∫

 πÕß®–μâÕß∑”°“√ºà“μ—¥ esophagectomy ́ ÷Ëß¡’Õ—μ√“°“√‡°‘¥ morbidity/mortality

¡“°°«à“ laparoscopic Heller myotomy ·≈–·π–π” ”À√—∫ºŸâªÉ«¬∑’Ë‰¡àμÕ∫ πÕß

®“° pneumatic dilation ·≈–°“√ºà“μ—¥ myotomy ·≈–‡ªìπºŸâªÉ«¬∑’Ë¡’§«“¡

æ√âÕ¡·≈– “¡“√∂ºà“μ—¥‰¥â

°“√°≈◊π≈”∫“°∑’ËÕ“®¡’§«“¡®”‡ªìπμâÕß∑”°“√ pneumatic dilation Õ“®

®– Ÿß¡“°∂÷ß√âÕ¬≈– 50 ¢ÕßºŸâªÉ«¬¿“¬À≈—ß®“°°“√∑” esophagectomy54 ¢âÕ¡Ÿ≈

®“°“√»÷°…“Õ◊ËπÊ· ¥ß„Àâ‡ÀÁπºŸâªÉ«¬∑’ËμÕ∫ πÕß¥’μàÕ°“√∑” esophagectomy

·≈–Õ“°“√¥’¢÷Èπ¡“°°«à“√âÕ¬≈– 80 ¢ÕßºŸâªÉ«¬ end-stage achalasia ‚¥¬¡’ mor-

tality Õ¬Ÿà√–À«à“ß√âÕ¬≈– 0-5.455

ªí®®ÿ∫—π°“√»÷°…“∑’Ë‡ª√’¬∫‡∑’¬∫°“√∑” esophagectomy √–À«à“ß°“√∑”

gastric À√◊Õ colonic interposition ¬—ß¡’πâÕ¬ ‰¡à “¡“√∂ √ÿª‰¥â«à“«‘∏’‰Àπ¥’°«à“

°—π ·μà„π extensive review ≈à“ ÿ¥·π–π”„Àâ∑” gastric interposition56

 √ÿª¢âÕ∫àß™’È„π°“√∑”°“√ºà“μ—¥ esophagectomy

1. End-stage achalasia characterized by megaesophagus or sig-
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moid esophagus and significant esophageal dilation and tortuosity

2. Failure of multiple prior myotomy and/or dilatation

3. Associated reflux stricture

¿“«–·∑√°´âÕπ∑’Ëæ∫‰¥â ‰¥â·°à anastomotic leak (√âÕ¬≈– 10), recur-

rent laryngeal nerve injury (√âÕ¬≈– 5), delayed mediastinal bleeding re-

quiring thoracotomy (√âÕ¬≈– 2) ·≈– chylothorax (√âÕ¬≈– 2)

°“√√—°…“„À¡àÊ (emerging therapies)

POEM (peroral esophageal myotomy)57

‡ªìπ°“√√—°…“ achalasia ≈à“ ÿ¥ æ—≤π“∑’Ëª√–‡∑»≠’ËªÿÉπ ‚¥¬„™âÀ≈—°°“√

NOTES (natural orifice transluminal endoscopic surgery) ‚¥¬∑”°“√ àÕß

°≈âÕß√à«¡°—∫μ—¥°≈â“¡‡π◊ÈÕÀŸ√Ÿ¥ à«π≈à“ß (myotomy) ‚¥¬‰¡àμâÕß¡’°“√ºà“μ—¥ ‚¥¬

·æ∑¬å®–∑”°“√ àÕß°≈âÕß·≈– √â“ß submucosal plane ‚¥¬„™â forward-viewing

endoscope √à«¡°—∫ distal transparent cap ‡æ◊ËÕª√–‡¡‘π circular muscle fi-

bers ·≈–∑”°“√μ—¥°≈â“¡‡π◊ÈÕÀŸ√Ÿ¥ à«π≈à“ß (myotomy) ‚¥¬„™â endoscopic sub-

mucosal dissection knife ‡æ◊ËÕ·¬° plane ·≈–μ—¥ fiber 6 ‡´πμ‘‡¡μ√¥â“π

À≈Õ¥Õ“À“√·≈– 2 ‡´πμ‘‡¡μ√„μâμàÕ squamocolumnar junction ®π∂÷ß cardia

‚¥¬¿“æ√«¡Õ—μ√“ª√– ∫§«“¡ ”‡√Á®‚¥¬¥Ÿ®“°Õ“°“√∑’Ë¥’¢÷Èπ·≈–‰¡à

μâÕß°“√„™â°“√√—°…“Õ◊ËπÊ‡æ‘Ë¡‡μ‘¡¡“°°«à“√âÕ¬≈– 9058,59 ·μàÕ¬à“ß‰√°Áμ“¡∑—ÈßÀ¡¥π’È

¬—ßÕ¬Ÿà„π√–¬–‡√‘Ë¡μâπ °“√μ‘¥μ“¡ºŸâªÉ«¬Õ“®¬—ß‰¡àπ“πæÕ·≈–¬—ß‰¡à¡’°“√»÷°…“

‡ª√’¬∫‡∑’¬∫°—∫«‘∏’¡“μ√“∞“π

Metallic stent

ªí®®ÿ∫—π¡’°“√æ—≤π“‡∑§π‘§°“√ àÕß°≈âÕß‡æ◊ËÕ√—°…“ achalasia ‚¥¬°“√„™â

stent «“ß¢â“¡ EGJ ‡æ◊ËÕ maintain patency ‚¥¬‰¡à∑”„Àâ‡°‘¥ severe reflux

®“°°“√»÷°…“ prospective randomized study „πª√–‡∑»®’π „πºŸâªÉ«¬ 120 √“¬

‚¥¬¥Ÿª√– ‘∑∏‘¿“æ√–¬–¬“«‚¥¬‡ª√’¬∫‡∑’¬∫ partially covered removable me-

tallic stent ∑’ËÕÕ°·∫∫¡“‡ªìπæ‘‡»… ·≈–°“√∂à“ß¢¬“¬À≈Õ¥Õ“À“√ ‚¥¬ dilation
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protocol „™â maximal diameter πâÕ¬°«à“„π«‘∏’¡“μ√“∞“π∑’Ë„™â„πª√–‡∑»

 À√—∞Õ‡¡√‘°“·≈–¬ÿ‚√ª §◊Õ¢π“¥ Ÿß ÿ¥ 32 ¡‘≈≈‘‡¡μ√‡∑à“π—Èπ º≈°“√»÷°…“æ∫«à“ stent

¢π“¥ 30 ¡‘≈≈‘‡¡μ√ ¡’Õ—μ√“°“√ª√– ∫§«“¡ ”‡√Á®‡∑à“°—∫√âÕ¬≈– 83 ‡¡◊ËÕμ“¡‰ª 10

ªï ‚¥¬Õ—μ√“°“√ª√– ∫§«“¡ ”‡√Á®‚¥¬„™â stent ¢π“¥ 20 ¡‘≈≈‘‡¡μ√ ‡∑à“°—∫√âÕ¬≈–

059 Õ¬à“ß‰√°Áμ“¡‡∑§π‘§π’È¬—ß‰¡à·π–π”„Àâ„™â„π°“√√—°…“ achalasia „πª√–‡∑»

 À√—∞Õ‡¡√‘°“

 √ÿªª√– ‘∑∏‘¿“æ„π°“√√—°…“·≈–¿“«–·∑√°´âÕπ„π·μà≈– «‘∏’°“√√—°…“

¥—ßμ“√“ß∑’Ë 2

¿“«–·∑√°´âÕπ (complications) ‰¥â·°à

1. ¿“«–·∑√° ấÕπ∑’Ë‡°‘¥®“° disease progression ‰¥â·°à megaesopha-

gus À√◊Õ end-stage achalasia æ∫ª√–¡“≥√âÕ¬≈– 10 ¢ÕßºŸâªÉ«¬ achalasia ∑’Ë

‰¥â√—∫°“√√—°…“‰¡à‡À¡“– ¡, ¡–‡√ÁßÀ≈Õ¥Õ“À“√·≈–¿“«–·∑√°´âÕπ∑“ß√–∫∫°“√

À“¬„® ‡™àπ aspiration pneumonia

2. ¿“«–·∑√°´âÕπ∑’Ë‡°‘¥¡“®“°°“√√—°…“

‡ªÑ“À¡“¬¢Õß°“√√—°…“ (goal)

‡æ◊ËÕ∑”„ÀâºŸâªÉ«¬Õ“°“√μà“ßÊ ‰¥â·°à Õ“°“√°≈◊π≈”∫“° Õ“°“√¢¬âÕπÕ“À“√

Õ“°“√ ”≈—° Õ“°“√‡®Á∫Àπâ“Õ°·≈–Õ“°“√Õ◊ËπÊ¥’¢÷Èπ ∑”„Àâ esophageal emptying

μ“√“ß∑’Ë 2 · ¥ß √ÿªª√– ‘∑∏‘¿“æ„π°“√√—°…“·≈–¿“«–·∑√° ´âÕπ„π·μà≈–«‘∏’°“√√—°…“
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¥’¢÷Èπ·≈–≈¥ LES pressure ‡æ◊ËÕ≈¥°“√Õÿ¥μ—π∫√‘‡«≥ EGJ ·≈–≈¥‚Õ°“ ‡°‘¥

§«“¡‡ ’Ë¬ßμàÕ°“√‡°‘¥ end-stage achalasia ·≈– megaesophagus

°“√μ‘¥μ“¡Õ“°“√ (follow up)

°“√μ‘¥μ“¡Õ“°“√√–¬– —Èπ (short term)

‚¥¬∑—Ë«‰ªÕ“°“√¢ÕßºŸâªÉ«¬‰¡à‰¥â‡ªìπ predictor ∑’Ëπà“‡™◊ËÕ∂◊Õ πÕ°®“°π—Èπ

À≈“¬§√—Èß∑’ËÕ“°“√¥’¢÷Èπ ‚¥¬∑’Ë¬—ß‰¡à¡’°“√‡ª≈’Ë¬π·ª≈ß¢Õß esophageal emptying

´÷Ëß “¡“√∂æ—≤π“‡ªìπ¿“«–·∑√°´âÕπ√–¬–¬“«¢Õß achalasia ‰¥â15

¥—ßπ—Èπ‡ªÑ“À¡“¬·√°„π°“√√—°…“ ®÷ß‡πâπ‰ª∑’Ë°“√∑”„Àâ esophageal emp-

tying ¥’¢÷Èπ·≈–≈¥ LES pressure ‡æ◊ËÕ≈¥°“√Õÿ¥μ—π∫√‘‡«≥ EGJ ‚¥¬∑’Ëπ‘¬¡„™â‰¥â·°à

contrast studies ·≈– manometry

Timed barium esophagram (TBE)

‡ªìπ‡§√◊ËÕß¡◊Õ ”§—≠„π°“√ª√–‡¡‘π∑—Èß°àÕπ·≈–À≈—ß°“√√—°…“15 ®“°°“√

»÷°…“æ∫«à“ post-intervention TBE  “¡“√∂∑”π“¬‚Õ°“ ª√– ∫§«“¡ ”‡√Á®μàÕ

°“√√—°…“ ·≈–§«“¡μâÕß°“√°“√√—°…“Õ◊ËπÊ μàÕ‰ªÀ√◊Õ‰¡à ∂â“ºŸâªÉ«¬¡’ esophageal

emptying ∑’Ë‰¡à¥’∂÷ß·¡â«à“¿“æ√«¡¢ÕßÕ“°“√®–¥’¢÷Èπ ºŸâªÉ«¬°Á¡’§«“¡‡ ’Ë¬ß Ÿß∑’Ë®–

≈â¡‡À≈« ®“°°“√√—°…“ TBE  “¡“√∂∑”π“¬‚Õ°“ ‡°‘¥°“√√—°…“∑’Ë≈â¡‡À≈«„π√–¬–

‡«≈“ 1 ªï16

¡’¢âÕ¡Ÿ≈ π—∫ πÿπ∂â“ºŸâªÉ«¬¡’ barium height º‘¥ª°μ‘∑’Ë 5 π“∑’ ∂÷ß·¡â«à“

ºŸâªÉ«¬®–‰¡à¡’Õ“°“√ ºŸâªÉ«¬®–¡’§«“¡‡ ’Ë¬ß Ÿß¡“°∑’Ë®–°≈—∫¡“‡ªìπ´È” ®÷ß¡’§«“¡ ¡

‡Àμÿ ¡º≈∑’Ë®–μ√«® TBE ∑ÿ°ªï‡æ◊ËÕ∑’Ë®–ª√–‡¡‘π esophageal emptying

Manometry

 “¡“√∂ª√–‡¡‘π‡√◊ËÕß LES function ‚¥¬æ∫«à“ post-intervention LES

function  “¡“√∂∑”π“¬º≈°“√√—°…“‰¥â ¡’°“√»÷°…“ π—∫ πÿπ«à“ post-dilation LES

pressure ∑’ËμË”°«à“ 10 mmHg ®–¡’‚Õ°“ À“¬ Ÿß°«à“

®“°°“√»÷°…“‰ª¢â“ßÀπâ“ 54 √“¬ æ∫«à“ºŸâªÉ«¬∑’Ë¡’ posttreatment basal

LES pressure μË”¡’‚Õ°“ À“¬¡“°°«à“ (√âÕ¬≈– 100 ‡∑’¬∫°—∫√âÕ¬≈– 30) ∑’Ë√–¬–
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‡«≈“ 10 ªï42 Õ¬à“ß‰√°Áμ“¡°“√æ—≤π“‡∑§‚π‚≈¬’„À¡àÊ ‰¡à«à“®–‡ªìπ HRM ·≈–

esophageal pressure topography  “¡“√∂∑”π“¬º≈°“√√—°…“‰¥â¥’°«à“ conven-

tional assessment

°“√μ‘¥μ“¡Õ“°“√√–¬–¬“« (long term)

‡π◊ËÕß®“° achalasia ‡ªìπ‚√§∑’Ë√—°…“‰¡àÀ“¬ ‚¥¬°“√√—°…“ªí®®ÿ∫—π¡ÿàß‡πâπ

‡©æ“–°“√√—°…“∫√‘‡«≥ LES ‡æ√“–©–π—ÈπºŸâªÉ«¬®–μâÕß‰¥â√—∫¢âÕ¡Ÿ≈°àÕπ°“√√—°…“«à“

achalasia ‡ªìπ‚√§‡√◊ÈÕ√—ß∑’ËμâÕß°“√°“√√—°…“·≈–μ‘¥μ“¡√–¬–¬“«À√◊ÕÕ“®®–

μ≈Õ¥™’«‘μ

∂÷ß·¡â«à“ºŸâªÉ«¬®–μÕ∫ πÕßμàÕ°“√√—°…“ ·μàºŸâªÉ«¬°Á§«√‰¥â√—∫§”·π–π”«à“

°Á¬—ß¡’‚Õ°“ ‡°‘¥ end-stage achalasia, megaesophagus ·≈– °“√‡°‘¥¡–‡√Áß

À≈Õ¥Õ“À“√‰¥â

°“√ª√–‡¡‘π§«“¡√ÿπ·√ß¢Õß‚√§®“°¿“æ∂à“¬√—ß ’ ¢÷ÈπÕ¬Ÿà°—∫√–¥—∫

§«“¡√ÿπ·√ß¢Õß°“√¢¬“¬¢ÕßÀ≈Õ¥Õ“À“√ ·≈–¡’°“√¢¬“¬¢ÕßÀ≈Õ¥Õ“À“√¿“¬„π

™àÕßÕ°

Severe achalasia À¡“¬∂÷ß°“√∑’ËÀ≈Õ¥Õ“À“√¡’¢π“¥‡ âπºà“»Ÿπ¬å°≈“ß

¡“°°«à“ 6 ‡´πμ‘‡¡μ√60, ¡’ distal angulation ·≈– sigmoid-like configuration

´÷Ëß≈—°…≥–‡À≈à“π’È∫àß∫Õ°«à“‡ªìπ end-stage achalasia61,62 ·≈–Õ“®®–‰¡à “¡“√∂

°≈—∫¡“‡ªìπª°μ‘‰¥â ∂÷ß·¡â«à“®–∑”°“√√—°…“¥â«¬°“√ºà“μ—¥ myotomy °Áμ“¡

ª√–¡“≥√âÕ¬≈– 10-15 ¢ÕßºŸâªÉ«¬¡’°“√¢¬“¬¢ÕßÀ≈Õ¥Õ“À“√, megae-

sophagus À√◊Õ end-stage achalasia62,63 ·≈–¡“°°«à“√âÕ¬≈– 5 ¢ÕßºŸâªÉ«¬®”‡ªìπ

μâÕß√—°…“¥â«¬°“√ºà“μ—¥ esophagectomy64

°“√√—°…“ achalasia ·∫∫ aggressive ®– “¡“√∂≈¥‚Õ°“ ‡°‘¥ end-stage

achalasia ‰¥â ªí®®ÿ∫—π¬—ß‰¡à¡’¢âÕ¡Ÿ≈ π—∫ πÿπ °“√μ√«®§—¥°√Õß‡ªìπ°‘®«—μ√‡æ◊ËÕªÑÕß°—π

disease progression ·≈–¬—ß‰¡à¡’¢âÕ¡Ÿ≈ π—∫ πÿπ°“√√—°…“„πºŸâªÉ«¬∑’Ë‰¡à¡’Õ“°“√

·μà¡’§à“°“√μ√«®º‘¥ª°μ‘ ‡™àπ 5 min TBE º‘¥ª°μ‘À√◊Õ°“√‡æ‘Ë¡¢÷Èπ¢Õß LES pres-

sure ¡“°°«à“ 10 mmHg
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Management of treatment failures

∑—Èß°“√√—°…“¥â«¬°“√∂à“ß¢¬“¬À≈Õ¥Õ“À“√·≈–°“√ºà“μ—¥ myotomy ¡’

ª√– ‘∑∏‘¿“æ¥’∂÷ß¥’¡“°„π‡°◊Õ∫∑ÿ°°“√»÷°…“ Õ¬à“ß‰√°Áμ“¡ª√– ‘∑∏‘¿“æ°“√√—°…“

®–≈¥≈ßμ“¡√–¬–‡«≈“∑’Ëºà“π‰ª ‚¥¬¡“°®–‡À≈◊Õ‡æ’¬ß√âÕ¬≈– 40-60 ‡¡◊ËÕμ‘¥μ“¡

‡ªìπ√–¬–‡«≈“ 10 ªï ·μàÕ¬à“ß‰√°Áμ“¡ Õ—μ√“§«“¡ ”‡√Á®¢Õß°“√√—°…“´È”¬—ß§ß§àÕπ

¢â“ß Ÿß §◊Õ√âÕ¬≈– 60-80

‚¥¬ªí®®—¬ ”§—≠∑’Ë “¡“∂§“¥§–‡π§«“¡‡ ’Ë¬ßμàÕ°“√‰¥â√—∫°“√√—°…“´È” §◊Õ

°“√μ√«® timed barium esophagram (TBE) ‡æ◊ËÕ¥Ÿ delayed esophageal

emptying ·π–π”§«√∑” TBE „π√–¬–‡«≈“ 2-4  —ª¥“ÀåÀ≈—ß°“√√—°…“ ∂â“æ∫«à“¡’

stasis §«√„Àâ°“√√—°…“´È”‰¥â‡≈¬ ‡π◊ËÕß®“°∂◊Õ«à“‡ªìπºŸâªÉ«¬∑’Ë¡’§«“¡‡ ’Ë¬ßμàÕ°“√

√—°…“´È”„π√–¬–¬“«

Endoscopic surveillance for cancer

Õÿ∫—μ‘°“√≥å‡°‘¥¡–‡√ÁßÀ≈Õ¥Õ“À“√™π‘¥ squamous cell carcinoma

√Ÿª∑’Ë 6 ·π«∑“ß°“√√—°…“ºŸâªÉ«¬‚√§ achalasia
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Introduction
Hemosuccus pancreaticus (HP) is a rare and potentially life threat-

ening clinical entity and is described as bleeding from the ampulla of

Vater via the pancreatic duct. It was first described in 1931 by Lower

and Farrel who reported a primary splenic aneurysm rupture into the

main pancreatic duct while the name çhemosuccus pancreaticusé was

given by Sandblom in 1970. HP has been estimated to occur in about 1

in 1,500 cases of gastrointestinal (GI) bleeding1. It is usually occurs due

to the rupture of a visceral aneurysm into the main pancreatic duct.

Splenic artery pseudoaneurysm associated with chronic pancreatitis

represents the leading cause of this condition2. HP is often difficult to

diagnose, partly because of its rarity and due to its anatomical location

and also because the bleeding is often intermittent and difficulty to

diagnosed by esophagogastroduodenoscopy (EGD) in the intermittent

phase3. Usually, it is a long period between first symptoms and the

diagnosis2,3. Here we reported our experiences in 3 cases of HP and

reviewed the literature.
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Case 1

A 43-year-old man with history of chronic alcoholism presented

with recurrent epigastric pain with passing melena for 4 years. An EGD

was performed and result was negative. Colonoscopy showed multiple

diverticula at right sided colon and he underwent to right half colec-

tomy. He remained having recurrent maroon stool. He was referred to

our institution for further investigations. At presentation, his hemody-

namic was stable. Contrast-enhanced computed tomography (CECT)

showed a 1.2 x 0.9 cm pseudoaneurysm arising from branch of splenic

artery with adjacent focal hemolysed hematoma and pancreatic duct

dilatation, as well as evidence of chronic pancreatitis (Figure 1). A rup-

tured pseudoaneurysm was diagnosed as the source of the bleeding.

The patient underwent angiography and coil embolization of the

pseudoaneurysm on the following day. Angiography revealed a small

outpouching lesion at branch of splenic artery, suggestive of saccular

aneurysm. Interlocking coils were used to embolization at distal part of

Figure 1 A. Non-contrast computed tomography (CT) of the abdomen showing multiple

small calcification of pancreas B. Contrast CT showed large pseudoaneurysm of

the splenic artery (white arrow).
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these aneurysm. Post embolization angiography showed total oblitera-

tion of pseudoaneurysm. He had no recurrent of GI bleeding at 3 months

follow up.

Case 2

A 47-year-old man had history of alcoholic cirrhosis, alcoholic

chronic pancreatitis with pancreatic pseudocyst at pancreatic body sta-

tus post percutaneous drainage and gastrocystostomy. He presented

with a 3-month history of recurrent passing melena. He was admitted to

other institution. EGD showed blood stained mucosa at second part of

duodenum. Colonoscopy showed melenic stained mucosa along colon

but the source of bleeding was not seen. During admission, he devel-

oped sudden severe epigastric pain with passage of melena. Hemody-

namic stability was maintained. CECT of the abdomen showed a large

pseudocyst (6.6 x 6.2 x 6.4 cm) with extravasation of contrast within the

cyst from left gastric pseudoaneurysm; it was diagnosed as hemosuccus

Figure 2 A. Angiography and embolization showing pseudoaneurysm of left gastric artery

(black arrow) B. Post coil embolization showed total occlusion of left gastric ar-

tery.
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pancreaticus. The patient was sent to our institutional for embolization.

Angiography (Figure 2) revealed a large pseudoaneurysm originating

from proximal branch of left gastric artery. Coil embolization at left gas-

tric artery were done. Post embolization angiography revealed total oc-

clusion of left gastric artery. No active contrast extravasation or

pseudoaneurysm was occurred. He was conservatively treated and was

well at a 12-month follow-up.

Case 3

A 51-year-old man with history of chronic alcohol drinking, pre-

Figure 3 A. Computed tomography showing multiple small calcification of pancreas B.

Large pseudoaneurysm of the splenic artery (white arrow) C. Angiography and

embolization showing pseudoaneurysm of splenic artery (arrow) D. Post coil em-

bolization showed total occlusion of the pseudoaneurysm.
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sented with recurrent epigastric pain, hematemesis and near syncope.

He underwent EGD thrice but the cause of bleeding was unidentified.

CECT showed dilatation with enhancement at the proximal to mid part

of splenic artery, which is measured about 1.2 cm in diameter, multiple

calcifications at pancreatic head with dilated and irregularity of main

pancreatic duct. He underwent angiography which revealed a

pseudoaneurysm at the splenic artery. Embolization with coils was done

to the pseudoaneurysm. He had no re-bleeding at a 10-month follow up.

Discussion

HP is a very rare cause of upper GI bleeding. Our 3 cases of HP

and some case series in the literatures (Table 1) emphasize the uncom-

monness of the condition. Most patients are previously admitted for

evaluation of GI bleeding and were considered as obscure overt GI

bleeding. EGD revealed blood clot at second part of duodenum gave us

an important clue towards the diagnosis. Subsequently, all were diag-

nosed as HP due to pseudoaneurysm in splenic and gastric arteries.

These clinical scenarios emphasize the intermittent nature of bleeding

and the importance of examining the ampulla for in any upper GI bleed-

ing patients. During a bout of pancreatitis, pancreatic proteolytic en-

zymes could digest the arterial wall causing pseudoaneurysm, which

might bleed into pancreatic duct of Wirsung, raising the intraductal

pressure causing to severe abdominal pain. As the duct is decompressed

through ampulla, patient may also have elevated serum amylase and

lipase levels. This logical analysis of pathogenesis explains the triad of

abdominal pain (crescendo-decrescendo nature), elevated serum pan-

creatic enzymes and GI bleeding in HP patients4,5. In 80% of cases, HP
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Table 1. Summary of case series on hemosuccus pancreaticus (modified from Sreekantamurthy GG, Khan MJ,
Sethuraman T, el al. JOP 2017;18:166-9)

Author Cause Location Presentation Treatment Re-bleeding

Mandaliya Pancreatitis with Pancreaticoduodenal Melena, upper Coil and glue No
cystic mass a. abdominal pain embolization

Janik CP with Lt. gastric a. Hematemesis, Coil No (2 years
pseudocyst Rt. Gastric a. upper abdominal embolization follow up)

pain
Kapoor CP with Lt. gastric a. Melena, upper Surgical No (10 months

pseudocyst abdominal pain follow up)
Ray Acute necrotizing Splenic a. Hematemesis Surgical No (26 months

pancreatitis follow up)
Gallstone GDA Hematemesis Surgical No (7 months
pancreatitis with follow up)
pseudocyst

Rammohan Tropical CP Splenic a. (27 pts) Hematemesis Embolization No (6months-15
(26 pts) GDA (9 pts) (16 pts) (29 pts) years follow up)
Alcoholic CP Intracystic a. (9 pts) Melena (48 pts) Surgery
(19 pts) SPDA (2 pts) Abdominal pain (16 pts)
Alcoholic acute SMA (1 pt) (31 pts)
pancreatitis (5 pts) SMV (1 pt) Worsening
Idiopathic anemia (47 pts)
pancreatitis (1 pt)

Sandbloom CP (2 pts) Common hepatic Upper abdominal Surgery -
Atherosclerosis artery pain,
(1 pt) Splenic a. hematemesis,

melena
Zuchelli Idiopathic acute GDA Upper abdominal Coil No (10 weeks

pancreatitis with pain, embolization follow up)
pseudocyst hematemesis

Present report Alcoholic CP Splenic a. (2 pts) Upper abdominal Coli Yes, 1 of 3
(3 pts) Lt. gastric a. (1 pt) pain, hematemesis, embolization (4 months

melena follow up)

CP, chronic pancreatitis; GDA, gastroduodenal artery; SMA, superior mesenteric artery; SMV, superior mesenteric vein;
SPDA, superior pancreaticoduodenal artery
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complicates an underlying pancreatic diseases6,7. The etiologies of HP

in order were chronic alcoholic pancreatitis, tropical pancreatitis, acute

pancreatitis, and idiopathic pancreatitis1,8,9. Clinical symptoms and signs

include upper GI bleeding as evidenced by hematemesis and malena, of

which malena is more common8. The hemorrhage is usually intermit-

tent, repetitive and, most often, not severe enough to cause hemody-

namic instability despite the usual arterial origin of bleeding. Abdomi-

nal pain was found up to 60% of patients8. Other clinical signs are

nausea, vomiting, icterus, and a palpable and pulsating epigastric

mass1,8,9. Due to the intermittent nature of the bleeding, the diagnosis is

difficult and often delayed.

The approach to HP is similar to the other causes of GI bleed-

ing. A detailed history and physical examination should be obtained

with attention to the risk factors. The next step is the identification and

localization of the source of the bleeding followed by definitive therapy.

EGD can visualize active bleeding via the papilla in 30% of

patients6. EGD is essential for ruling out other causes of upper GI bleed-

ing and in rare cases; active bleeding can be seen from the duodenal

ampulla9-12.

Ultrasonography can be used to visualize pancreatic pseudocysts

or aneurysm of the peripancreatic arteries. Doppler ultrasound or dy-

namic ultrasound has been reported to be diagnostic8.

CECT is an excellent modality for demonstrating the pancreatic

parenchyma and can also demonstrate features of chronic pancreatitis,

pseudocysts, and pseudoaneurysms. On non-contrast CT, the charac-

teristic finding of clotted blood in the pancreatic duct, known as the

sentinel clot, is seldom seen. CT may show simultaneous opacification
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of an aneurysmal artery and pseudocyst or persistence of contrast within

a pseudocyst after the arterial phase. Again, these findings are only

suggestive of the diagnosis. Ultimately, angiography is the diagnostic

reference standard. Angiography identifies the causative artery and al-

lows for delineation of the arterial anatomy and therapeutic interven-

tion10,13-17. Angiography is the most sensitive diagnostic technique for a

visceral artery aneurysm or pseudoaneurysm. Its sensitivity is usually

greater than 90%3,18-20. The pseudoaneurysm arising from the splenic

artery is the most common location, followed by gastroduodenal artery,

vessel in the pseudocyst wall, superior pancreaticoduodenal artery, su-

perior mesenteric artery and ductal communication with the splenic

vein, respectively8.

There are 2 potential therapeutic approaches; interventional ra-

diological procedures and surgery. If the source of bleeding is found by

angiography then interventional radiographic procedures are the first

choice for initial management with immediate good results in 79-100%

of the cases and an overall success rate of 67%. The techniques for

intervention include embolization via prosthetic material, balloon tam-

ponade and stent placement. Coil embolization is the most frequently

described technique which is done our patient also. It stimulates throm-

bus formation in the pseudoaneurysm8,20. Surgical treatment is indi-

cated when there is uncontrolled bleeding, persistent shock, failure of

embolization, rebleeding after embolization, or when initial angiography

shows no abnormal findings. The various surgical procedures include

distal pancreatectomy and splenectomy, central pancreatectomy,

intracystic ligation of the blood vessel, aneurysm ligation and bypass

graft. Most surgical procedures have shown success rates of 70-85%, at
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the same time operative mortality rates of 10-50% have been reported in

the literature. The rate of re-bleeding after surgery is 0-5%20-23.

Conclusion

HP is a rare cause of GI bleeding and should be included in the

differential diagnosis of intermittent GI bleeding, particularly alcoholic

patients, even when they do not have a history of chronic pancreatitis.

HP is an arterial bleeding and potentially life threatening if diagnosis is

delayed. Clinical presentation of HP was intermittent passing melena

with abdominal pain in patient who had risk or history of acute or

chronic pancreatitis or pseudocyst. EGD revealing blood clot at second

part of duodenum gives the clue for diagnosis. Diagnosis is based on

mainly CECT and angiography. Therapeutic options consist of selective

embolization and surgery. The interventional procedure is the first-line

treatment and surgical treatment should be considered only when the

patient is unstable, negative angiography or unsuccessful interventional

therapy.
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√—∫¿“æ®“°°≈âÕß àÕß∑“ß‡¥‘πÕ“À“√‡æ◊ËÕ∑”„Àâ‡ÀÁπ§«“¡·μ°μà“ß√–À«à“ßæ◊Èπº‘«∑’Ëª°μ‘

·≈–º‘¥ª°μ‘‰¥â™—¥‡®π¬‘Ëß¢÷Èπ ‡™àπ Narrow Bang Imaging® (NBI; Olympus Medi-

cal System, Tokyo, Japan), Flexible Spectral Imaging Color Enhance-

ment® (FICE; Fujifilm, Tokyo, Japan), Blue Laser Imaging® (BLI; Fujifilm,

Tokyo, Japan) À√◊Õ PENTAX i-scan® (PENTAX, Tokyo, Japan) ∑’Ë‡√’¬°«à“

Digital Chromoendoscopy ́ ÷Ëß¡’À≈—°°“√∑”ß“π∑’Ë§≈â“¬§≈÷ß°—π°—∫°“√„™â “√ ’2 „π

∑’Ëπ’È ®–°≈à“«∂÷ß‡©æ“– dye-based chromoendoscopy

Absorptive Chromoendoscopy

Absorptive chromoendoscopy ¡’°≈‰°°“√∑”ß“π‚¥¬ “√ ’®–¡’

§ÿ≥ ¡∫—μ‘ “¡“√∂∑”ªØ‘°‘√‘¬“®”‡æ“–°—∫‡¬◊ËÕ∫ÿ∫“ß™π‘¥  “√ ’„π°≈ÿà¡π’È‰¥â·°à lugol

solution, Methylene blue, Toluidine blue, ·≈– crystal violet

Lugol solution

Lugol solution ª√–°Õ∫¥â«¬  “√º ¡√–À«à“ß iodine ·≈– potassium

iodide ¡’§ÿ≥ ¡∫—μ‘μ‘¥ glycogen ∑’ËÕ¬Ÿà„π‡´≈‡¬◊ËÕ∫ÿ squamous epithelium ª°μ‘

¥—ßπ—Èπ ‡π◊ËÕß®“°„π‡´≈∑’Ë¡’§«“¡º‘¥ª°μ‘®–‰¡à¡’ glycogen ®÷ß‰¡àμ‘¥ ’3 ´÷Ëß lugol

solution ¡’∑’Ë„™â„π°“√«‘π‘®©—¬ squamous cell carcinoma √–¬–‡√‘Ë¡μâπ¢Õß

À≈Õ¥Õ“À“√ Õ¬à“ß‰√°Á¥’ lugol solution Õ“®∑”„Àâ‡°‘¥¿“«–¢â“ß‡§’¬ß ‰¥â·°à Õ“°“√

ª«¥· ∫ À√◊Õ·πàπÀπâ“Õ° ·≈–¿“«–·æâ ´÷Ëß®–¡’Õ“°“√Àπâ“·¥ß (flushing) ÀÕ∫À◊¥

·≈– iodine shock ‰¥â πÕ°®“°π’È °“√„™â “√ ’©’¥„π∫√‘‡«≥À≈Õ¥Õ“À“√ ¬—ß‡æ‘Ë¡

§«“¡‡ ’Ë¬ß¢Õß°“√‡°‘¥ ”≈—°≈ß∑“ß‡¥‘πÀ“¬„® ¿“«–¢â“ß‡§’¬ß¥—ß°≈à“« “¡“√∂·°â‰¢

‰¥â‚¥¬°“√©’¥≈â“ß∫√‘‡«≥∑’Ë¬âÕ¡ ’¥â«¬ sodium Thiosulfate À√◊Õ„Àâ systemic

steroid4

‡∑§π‘°°“√„™â lugol solution „™â 1.5- 3% lugol solution ª√‘¡“≥ 20-30

ml ©’¥‚¥¬μ√ß∫πº‘«‡¬◊ËÕ∫ÿÀ≈Õ¥Õ“À“√ ‡¬◊ËÕ∫ÿ∑“ß‡¥‘πÕ“À“√ª°μ‘®–μ‘¥ ’πÈ”μ“≈‡¢â¡

·≈– à«π∑’Ë¡’ neoplastic change ®–‰¡àμ‘¥ ’ ‡¡◊ËÕ√Õª√–¡“≥ 2-3 π“∑’  à«π∑’Ë
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°≈“¬‡ªìπ¡–‡√Áß®–‡ÀÁπº‘«‡ªìπ ’™¡æŸ ‡√’¬°«à“ pink color sign ´÷Ëß¡’§«“¡‰« 91.9%

·≈–§«“¡®”‡æ“– 94%  ”À√—∫°“√«‘π‘®©—¬¡–‡√ÁßÀ≈Õ¥Õ“À“√™π‘¥ squamous cell

√–¬–‡√‘Ë¡μâπ (¿“æ∑’Ë 1)

Crystal violet

Crystal violet ‡ªìπ “√∑’Ë “¡“√∂¬âÕ¡μ‘¥π‘«‡§≈’¬ ¢Õß‡´≈‡æ◊ËÕ„Àâ‡ÀÁπ

≈—°…≥–¢Õß mucosal pattern ™—¥‡®π¬‘Ëß¢÷Èπ ¡’√“¬ß“π∂÷ß°“√π”¡“„™â„π Baretteûs

esophagus5 ·≈– μ‘Ëß‡π◊ÈÕ„π≈”‰ â„À≠à1 ‚¥¬™à«¬‡æ‘Ë¡§«“¡‰«„π°“√«‘π‘®©—¬∂÷ß

89.2% ·≈–‡æ‘Ë¡§«“¡®”‡æ“–∂÷ß 85.7%5 ‚¥¬Õ“®„™â‡ªìπ “√ ’‡æ’¬ß™π‘¥‡¥’¬«À√◊Õ„™â

√à«¡°—∫ “√ ’™π‘¥Õ◊Ëπ ‡™àπ methylene blue À√◊Õ acetic acid ∑’Ë‡√’¬°«à“ double

staining technique6,7

‡∑§π‘°°“√„™â crystal violet §«“¡‡¢â¡¢âπ∑’Ë„™âμ—Èß·μà 0.05 - 0.1% ´÷ËßÀ“°

 ’‡¢â¡¡“°‰ªÕ“®∑”„Àâ°“√¥Ÿº‘«‡¬◊ËÕ∫ÿ∑“ß‡¥‘πÕ“À“√∑”‰¥â¬“°¢÷Èπ À≈—ß®“°æàπ crystal

violet ≈ß∫πæ◊Èπº‘«·≈â« ®–‡ÀÁπ≈—°…≥–¢Õßº‘«‡¬◊ËÕ∫ÿ‰¥â™—¥¬‘Ëß¢÷Èπ (¿“æ∑’Ë 2) °“√

·ª≈º≈¿“æ„™âÀ≈—°°“√‡¥’¬«°—∫°“√«‘π‘®©—¬ pit pattern

√Ÿª∑’Ë 1 °“√„™â lugol solution „πºŸâªÉ«¬ squamous cell carcinoma ¢ÕßÀ≈Õ¥Õ“À“√√–¬–‡√‘Ë¡μâπ

´÷Ëß “¡“√∂‡ÀÁπ‰¥â®“°°“√ àÕß°≈âÕß¥â«¬ whitelight (A) À≈—ß®“°„™â lugol spray (C) ®–

‡ÀÁπ«à“‡π◊ÈÕ‡¬◊ËÕª°μ‘μ‘¥ ’πÈ”μ“≈‡¢â¡  à«π‡π◊ÈÕ‡¬◊ËÕ∑’Ë¡’§«“¡º‘¥ª°μ‘®–‰¡àμ‘¥ ’ (Courtesy Dr

Ryoji Miyahara, Nagoya University Hospital)

A B
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Methylene blue

Methylene blue ‡ªìπ “√∑’Ë¬âÕ¡μ‘¥‡¬◊ËÕ∫ÿ¢Õß≈”‰ â‡≈Á°·≈–≈”‰ â„À≠àª°μ‘

¥—ßπ—Èπ ®÷ß “¡“√∂„™â„π°“√«‘π‘®©—¬ intestinal metaplasia ¢Õß‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√

À√◊Õ Baretteûs esophagus8 πÕ°®“°π’È ¬—ß “¡“√∂π”¡“„™â‡æ◊ËÕ«‘π‘®©—¬ dyspla-

sia „πºŸâªÉ«¬ inflammatory bowel disease9

°“√‡μ√’¬¡ Methylene blue  ”À√—∫âÕ¡≈”‰ â„À≠àπ—Èπ„™â Methylene blue

§«“¡‡¢â¡¢âπ 0.1-1% æàπºà“π spray catheter √Õ„Àâ ’¬âÕ¡μ‘¥‡ªìπ‡«≈“Àπ÷Ëßπ“∑’

®“°π—Èπ„™â°≈âÕß¥Ÿ¥ methylene blue  à«π‡°‘πÕÕ°8,9 Õ¬à“ß‰√°Áμ“¡ ®“°°“√»÷°…“

‡ª√’¬∫‡∑’¬∫·∫∫ RCT æ∫«à“ °“√„™â methylene blue „π°“√«‘π‘®©—¬ dysplasia

„πºŸâªÉ«¬ ulcerative colitis π—ÈπÕ“®®–‰¡à‰¥âª√–‚¬™πå‡Àπ◊Õ°“√„™â narrow band

imaging Õ¬à“ß™—¥‡®π9

Contrast Chromoendoscopy

Contrast chromoendoscopy π—Èπª√–°Õ∫¥â«¬ “√ ’∑’Ë‰¡à∑”ªØ‘°‘√‘¬“°—∫

æ◊Èπº‘« ·μà‡¡◊ËÕ©’¥≈ß∫πº‘«‡¬◊ËÕ∫ÿ∑“ß‡¥‘πÕ“À“√®–∑”„Àâ‡ÀÁπ√àÕß≈÷°¢Õßæ◊Èπº‘«‰¥â

√Ÿª∑’Ë 2 °“√„™â crystal violet „π°“√¬âÕ¡ ’‡æ◊ËÕ¥Ÿæ◊Èπº‘«¢Õß‡¬◊ËÕ∫ÿ≈”‰ â„À≠à„πμ‘Ëß‡π◊ÈÕ≈”‰ â„À≠à (A)

À≈—ß®“°„™â crystal violet æàπ≈ß∫πæ◊Èπº‘« ®–‡ÀÁπ≈—°…≥–¢Õß pit pattern ™—¥‡®π¡“°¢÷Èπ

(B) ‡¡◊ËÕ‡∑’¬∫°—∫ white light

A B
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™—¥‡®π¢÷Èπ  “√ ’„π°≈ÿà¡π’È∑’Ë„™â∫àÕ¬ ‰¥â·°à Indigo carmine

Indigo carmine

Indigo carmine ‡ªìπ “√ ’πÈ”‡ß‘π∑’Ë‰¡à¥Ÿ¥´÷¡‚¥¬æ◊Èπº‘«∑“ß‡¥‘πÕ“À“√ π”

¡“„™â‡æ◊ËÕ„Àâ‡ÀÁπ¢Õ∫‡¢μ°“√‡ª≈’Ë¬π·ª≈ß≈—°…≥–æ◊Èπº‘«‰¥â™—¥‡®π¬‘Ëß¢÷Èπ ¡’∑’Ë„™â∑—Èß

‡æ◊ËÕ„Àâ‡ÀÁπ√Õ¬‚√§„π°√–‡æ“–Õ“À“√·≈–‡æ◊ËÕ™à«¬„π°“√«‘π‘®©—¬√Õ¬‚√§„π≈”‰ â„À≠à10

‚¥¬Õ“®®–„™â√à«¡°—∫°“√ àÕß°≈âÕß·∫∫¿“æ¢¬“¬ (Magnify endoscopy) À√◊Õ

√à«¡°—∫°“√¬âÕ¡¥â«¬ acetic acid11,12 ´÷Ëß®“°°“√»÷°…“æ∫«à“ °“√„™â Indigo car-

mine  “¡“√∂™à«¬‡æ‘Ë¡§«“¡‰«„π°“√«‘π‘®©—¬·¬°™π‘¥μ‘Ëß‡π◊ÈÕ≈”‰ â„À≠à ®“° 82.9 ‡ªìπ

95.7% ·≈–‡æ‘Ë¡§«“¡®”‡æ“–®“° 80% ‡ªìπ 87.5% ‡¡◊ËÕ‡∑’¬∫°—∫°“√„™â white light

‡æ’¬ßÕ¬à“ß‡¥’¬«13

Indigo carmine ∑’Ë„™â¡’§«“¡‡¢â¡¢âπμ—Èß·μà 0.1 -0.8% „™âæàπ≈ß∫πæ◊Èπº‘«

®“°π—Èπ¥Ÿ¥ “√ ’ à«π‡°‘πÕÕ° „π∫“ß√“¬ß“π „™â‡ªìπ “√∑’Ë„™âæàπ∑—Ë«æ◊Èπº‘«≈”‰ â„À≠à

‡æ◊ËÕ«‘π‘®©—¬ dysplasia „πºŸâªÉ«¬ ulcerative colitis12 (¿“æ∑’Ë 3)

√Ÿª∑’Ë 3 °“√„™â indigo carmine ‡æ◊ËÕ¬âÕ¡¥Ÿ¢Õ∫‡¢μ¢Õß¡–‡√Áß°√–‡æ“–Õ“À“√√–¬–‡√‘Ë¡μâπ ®“°¿“æ

white light Õ“®®–‡ÀÁπ®ÿ¥∑’Ë¡’°“√‡«â“μ—«¢Õßæ◊Èπº‘«°√–‡æ“–Õ“À“√‰¥â‰¡à™—¥‡®π (A) À≈—ß

®“°æàπ indigo carmine ≈ß∫∫æ◊Èπº‘« ®– “¡“√∂‡ÀÁπ¢Õß‡¢μ¢Õß√Õ¬‚√§‰¥â™—¥‡®π¬‘Ëß¢÷Èπ

(B) (Courtesy Dr Ryoji Miyahara, Nagoya University Hospital)

A B
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°“√√—°…“¥â«¬¬“μâ“π‰«√— μ—∫Õ—°‡ ∫
™π‘¥´’·≈–Õ—μ√“°“√‡°‘¥¡–‡√Áßμ—∫

æ≠. ≥—¬™≠“ ®”√Ÿ≠°ÿ≈
Àπà«¬‚√§√–∫∫∑“ß‡¥‘πÕ“À“√·≈–μ—∫ ¿“§«‘™“Õ“¬ÿ»“ μ√å

§≥–·æ∑¬»“ μ√å ¡À“«‘∑¬“≈—¬ ß¢≈“π§√‘π∑√å
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○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○

„πªí®®ÿ∫—π°“√√—°…“‚√§‰«√— μ—∫Õ—°‡ ∫´’‚¥¬„™â¬“μâ“π‰«√— μ—∫Õ—°‡ ∫´’

(Direct acting agents(DAA)) ‡ªìπ«‘∏’°“√√—°…“¡“μ√“∞“π∑’Ë‰¥â√—∫°“√¬Õ¡√—∫

Õ¬à“ß°«â“ß¢«“ß ‡π◊ËÕß¥â«¬¡’ª√– ‘∑∏‘¿“æ„π°“√√—°…“∑’Ë¥’‡¬’Ë¬¡ ºŸâªÉ«¬‰¥â√—∫§«“¡

 –¥«°„π°“√∫√‘À“√¬“‡æ√“–‡ªìπ¬“√—∫ª√–∑“π·≈–¡’º≈¢â“ß‡§’¬ßπâÕ¬ πÕ°®“°π—Èπ

°“√√—°…“¥—ß°≈à“« “¡“√∂∑”°“√√—°…“„πºŸâªÉ«¬∑’Ë¡’¢âÕÀâ“¡¢âÕ§«√√–«—ß„π°“√„™â¬“

√—°…“‰«√— μ—∫Õ—°‡ ∫´’ Ÿμ√‡°à“∑’Ë¡’Õ‘π‡μÕ√åøï√Õπ‡ªìπÕß§åª√–°Õ∫ ‡™àπºŸâªÉ«¬μ—∫·¢Áß

√–¬–∑â“¬ ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√‡ª≈’Ë¬πÕ«—¬«–À√◊Õ√Õ§‘«°“√‡ª≈’Ë¬πÕ«—¬«– ‡ªìπ°“√‡ªî¥

‚Õ°“ °“√√—°…“ºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’„Àâ°«â“ß¢«“ß¢÷Èπ Õ¬à“ß‰√°Áμ“¡æ∫«à“ ºŸâªÉ«¬

‰«√— μ—∫Õ—°‡ ∫ ’́∑’Ë¡’¿“«–μ—∫·¢ÁßÀ√◊Õ¡’º—ßº◊¥„πμ—∫√–¥—∫ “¡¢÷Èπ‰ª (advanced liver

fibrosis) À≈—ß®“°„Àâ°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’®πÀ“¬¢“¥·≈â«π—Èπ ¬—ß¡’‚Õ°“ ‡°‘¥

¡–‡√Áßμ—∫¢÷Èπ„π¿“¬À≈—ß ®÷ß‡ªìπ¢âÕ·π–π” “°≈«à“ºŸâªÉ«¬°≈ÿà¡π’È¬—ß§ßμâÕß§—¥°√Õß

¡–‡√Áßμ—∫μàÕ‰ªμ≈Õ¥™’«‘μ

„π√–¬–‡«≈“ 2 ªïÀ≈—ß¡“π’È¡’¢âÕ¡Ÿ≈°“√»÷°…“À≈“¬™‘Èπ∑’Ë√“¬ß“πº≈¢Õß°“√„™â

DAA „π°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’μàÕÕ—μ√“°“√‡°‘¥¡–‡√Áßμ—∫∑—Èß„π·ßàº≈μàÕÕ—μ√“

°“√‡°‘¥ (occurance À√◊Õ¡’°“√‡ªìπ´È” (recurrence) ¢Õß¡–‡√Áßμ—∫ ‚¥¬º≈°“√

»÷°…“¬—ß¡’¢âÕ∂°‡∂’¬ß‚¥¬„Àâº≈‡ªìπ 2 ¥â“π‰¥â·°à
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°“√»÷°…“∑’Ë°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’‡æ‘Ë¡Õ—μ√“°“√‡°‘¥ (occurance) À√◊Õ
¡’°“√‡ªìπ È́”¢Õß¡–‡√Áßμ—∫ (recurrence)

¢âÕ —ππ‘…∞“π∑’ËÕ∏‘∫“¬‡Àμÿ∑’Ë∑”„Àâ°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’¥â«¬ DAA

Õ“®®– àßº≈∑”„Àâ‡°‘¥¡–‡√Áßμ—∫¡“°¢÷Èππ—Èπ§◊Õ ‡¡◊ËÕ„Àâ°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’À“¬

·≈â«π—Èπ∑”„ÀâªØ‘°‘√‘¬“°“√Õ—°‡ ∫·≈–√–∫∫¿Ÿ¡‘§ÿâ¡°—π∑’Ë∂Ÿ°°√–μÿâπ„πμ—∫≈¥≈ß ´÷Ëß

Õ“® àßº≈„Àâ√–∫∫¿Ÿ¡‘§ÿâ¡°—π∑’Ë∑”Àπâ“∑’Ëμ√«®μ√“°“√‡°‘¥‡´≈≈å¡–‡√Áßμ—∫ (HCC spe-

cific T cell) π—Èπ∑”ß“π≈¥≈ßμ“¡‰ª¥â«¬

¢âÕ¡Ÿ≈°“√»÷°…“‡√‘Ë¡μâπ∑’Ë√“¬ß“πÕ—μ√“°“√‡°‘¥À√◊Õ¡’°“√‡ªìπ´È”¢Õß¡–‡√Áß

μ—∫∑’Ë¡“°¢÷Èπ¿“¬À≈—ß®“°ºŸâªÉ«¬‰¥â√—∫°“√√—°…“¥â«¬¬“μâ“π‰«√— ´’ ‡√‘Ë¡¡’√“¬ß“π„πªï §»

2016 ‚¥¬ Reig ·≈–§≥– √“¬ß“πÕ—μ√“°“√‡ªìπ´È”¢Õß¡–‡√Áßμ—∫À≈—ßºŸâªÉ«¬‰¥â√—∫

°“√√—°…“¥â«¬°“√ºà“μ—¥ °“√®’È°âÕπ (tumour ablation) À√◊Õ°“√√—°…“¡–‡√Áßμ—∫

‚¥¬°“√©’¥‡§¡’∫”∫—¥‡¢â“∑“ß‡ âπ‡≈◊Õ¥·¥ß (TACE) ·≈–‰¥â√—∫°“√√—°…“‰«√— μ—∫

Õ—°‡ ∫´’¥â«¬¬“ DAA À≈—ß®“°∑”°“√√—°…“¡–‡√Áßμ—∫®π‚√§ ß∫·≈â« æ∫«à“„π√–¬–

‡«≈“∑’Ëμ‘¥μ“¡ºŸâªÉ«¬À≈—ß√—°…“‰«√— μ—∫Õ—°‡ ∫´’ 8.2 ‡¥◊Õπ ºŸâªÉ«¬°≈ÿà¡π’È¡’Õ—μ√“°“√

‡ªìπ¡–‡√Áßμ—∫´È” Ÿß∂÷ß 27.3% πÕ°‡Àπ◊Õ®“°π—Èπ°“√»÷°…“¥—ß°≈à“«¬—ßæ∫«à“¡’ºŸâªÉ«¬

∫“ß√“¬∑’Ë‡°‘¥¡–‡√Áßμ—∫·∫∫‡ªìπ´È”™π‘¥∑’Ë¡’§«“¡√ÿπ·√ß Ÿß1 Õ¬à“ß‰√°Áμ“¡°“√»÷°…“π’È

¡’¢âÕ®”°—¥À≈“¬ª√–°“√ ‡π◊ËÕß®“°ºŸâªÉ«¬∑’Ë∑”°“√»÷°…“¡’®”π«ππâÕ¬‡æ’¬ß 77 §π

·≈–√–¬–‡«≈“®“°°“√√—°…“‰«√— ´’®π°√–∑—Ëß«‘π‘®©—¬¡–‡√Áßμ—∫°≈—∫‡ªìπ´È”π—Èπ —Èπ ®÷ß

‡ªìπ‰ª‰¥â«à“ºŸâªÉ«¬°≈ÿà¡π’ÈÕ“®®–¡’¡–‡√Áßμ—∫°≈—∫‡ªìπ´È”∑’Ë‡°‘¥¢÷Èπ°àÕπ°“√√—°…“‰«√— ´’

·μà‰¡à “¡“√∂„Àâ°“√«‘π‘®©—¬‚¥¬¿“æ√—ß ’‰¥â·≈–∑”°“√«‘π‘®©—¬À≈—ß°“√√—°…“‰«√— 

μ—∫Õ—°‡ ∫´’ Õ¬à“ß‰√°Áμ“¡°“√»÷°…“¥—ß°≈à“« √â“ßª√–‡¥Áπ¢âÕ°—ß«≈„π‡√◊ËÕß¥—ß°≈à“«

∑”„Àâ‡°‘¥°“√»÷°…“∑’Ë¥’¢÷Èπ·≈–¢π“¥„À≠à¢÷Èπμ“¡¡“

°“√»÷°…“∑’Ë°“√√—°…“‰«√— μ—∫Õ—°‡ ∫ ’́≈¥À√◊Õ‰¡à‡æ‘Ë¡Õ—μ√“°“√‡°‘¥À√◊Õ°“√‡ªìπ
´È”¢Õß¡–‡√Áßμ—∫

°“√»÷°…“‚¥¬ Corti ·≈–§≥– ‰¥â∑”°“√»÷°…“¬âÕπÀ≈—ß„πºŸâªÉ«¬‰«√— μ—∫

Õ—°‡ ∫´’®”π«π 285 §π·≈–ºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’·≈–¡–‡√Áßμ—∫∑’Ë‰¥â√—∫°“√√—°…“



106 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, ¡°√“§¡-‡¡…“¬π 2561

®π‚√§ ß∫·≈â«®”π«π 59 §π ‡¡◊ËÕμ‘¥μ“¡ºŸâªÉ«¬À≈—ß®∫°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’

‰ª‡ªìπ‡«≈“ 24  —ª¥“Àå æ∫ºŸâªÉ«¬‡°‘¥¡–‡√Áßμ—∫„À¡à 3.16% ·≈–ºŸâªÉ«¬¡–‡√Áßμ—∫

°≈—∫‡ªìπ´È” 28.81% ´÷Ëß‰¡à·μ°μà“ß®“°Õ—μ√“°“√‡°‘¥ (occurance À√◊Õ¡’°“√‡ªìπ´È”

(recurrence) ¢Õß¡–‡√Áßμ—∫„π¬ÿ§°àÕπ°“√√—°…“¥â«¬ DAA2

°“√»÷°…“·√°∑’Ë· ¥ßº≈°“√≈¥¢ÕßÕ—μ√“°“√‡°‘¥À√◊Õ°“√‡ªìπ´È”¢Õß¡–‡√Áß

μ—∫ Romano ·≈–§≥– ‰¥â∑”°“√μ‘¥μ“¡ºŸâªÉ«¬®”π«π 3,075 §π À≈—ß®“°‰¥â√—∫

°“√√—°…“¥â«¬ DAA ‡ªìπ‡«≈“ 18 ‡¥◊Õπ ‚¥¬æ∫Õ—μ√“°“√‡°‘¥¡–‡√Áßμ—∫ 0.23 μàÕ

100 §πªï„πºŸâªÉ«¬∑’Ë‰¡à¡’¿“«–μ—∫·¢Áß·≈–μ—∫ 1.93 μàÕ 100 §πªï„πºŸâªÉ«¬∑’Ë¡’¿“«–

μ—∫·¢Áß ‡ª√’¬∫‡∑’¬∫°—∫ 2.8 μàÕ 100 §πªï„πºŸâªÉ«¬∑’Ë‰¡à‰¥â√—∫°“√√—°…“ (Abstract

presented in EASL2016)

°“√»÷°…“∂—¥¡“∑’Ë„Àâº≈ π—∫ πÿπ°“√≈¥≈ß¢ÕßÕ—μ√“°“√‡°‘¥À√◊Õ°“√‡ªìπ

´È”¢Õß¡–‡√Áßμ—∫À≈—ß°“√√—°…“¥â«¬μâ“π‰«√— μ—∫Õ—°‡ ∫´’ »÷°…“„πª√–‡∑»Ω√—Ëß‡» 

‚¥¬°“√√«∫√«¡°“√»÷°…“‰ª¢â“ßÀπâ“ 3 °“√»÷°…“‰¥â·°à 1. HEPATHER ∑”°“√

»÷°…“„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’·≈–∫’ ∑’Ë‰¥â√—∫°“√√—°…“À≈—ß®“°∑”°“√√—°…“¡–‡√Áß

μ—∫®π‚√§ ß∫ ®“°ºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’®”π«π 267 §π ‚¥¬ºŸâªÉ«¬ 189 §π‰¥â

√—∫°“√√—°…“¥â«¬ DAA ·≈–Õ’° 78 §π‰¡à‰¥â√—∫°“√√—°…“ 2. CirVir »÷°…“„πºŸâ

ªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’∑’Ë‰¥â∑”°“√√—°…“¡–‡√Áßμ—∫®π‚√§ ß∫®”π«π 79 §π ‚¥¬ 13

§π‰¥â√—∫°“√√—°…“¥â«¬ DAA  à«πÕ’° 66 §π‰¡à‰¥â√—∫°“√√—°…“ 3. CULPIT »÷°…“

„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’∑’Ë‡¢â“√—∫°“√‡ª≈’Ë¬πμ—∫‡π◊ËÕß®“°‡°‘¥¡–‡√Áßμ—∫ ®”π«π 314

§π ‚¥¬μ‘¥μ“¡Õ—μ√“°“√°≈—∫‡ªìπ´È”¢Õß¡–‡√Áßμ—∫ ‚¥¬º≈√«¡¢Õß∑—Èß “¡°“√»÷°…“

æ∫«à“°“√√—°…“¥â«¬ DAA ‰¡à¡’º≈‡æ‘Ë¡Õ—μ√“°“√‡ªìπ´È”¢Õß¡–‡√Áßμ—∫„πºŸâªÉ«¬°≈ÿà¡π’È

‚¥¬¡’°“√«‘‡§√“–Àå‡æ‘Ë¡‡μ‘¡æ∫«à“ ªí®®—¬∑’Ë¡’º≈μàÕ°“√°≈—∫‡ªìπ´È”¢Õß¡–‡√Áßμ—∫‰¥â·°à

ºŸâªÉ«¬∑’Ë¡’Õ“¬ÿ¡“°°«à“ 50 ªï °“√¥◊Ë¡ ÿ√“ ·≈–¿“«–μ—∫·¢Áß™π‘¥ decompensate

´÷Ëßπ—ËπÕ“®‡ªìπ‡Àμÿº≈Àπ÷Ëß´÷Ëß∑”„Àâ°“√»÷°…“°àÕπÀπâ“ · ¥ßº≈‡æ‘Ë¡Õ—μ√“°≈—∫‡ªìπ´È”

¢Õß¡–‡√Áßμ—∫‡¡◊ËÕ‡∑’¬∫°—∫ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√√√—°…“¥â«¬Õ‘π‡μÕ√åøï√Õπ ‡π◊ËÕß®“°°“√

√—°…“¥â«¬ DAA π—Èπ “¡“√∂∑”‰¥â„πºŸâªÉ«¬´÷Ëß°àÕπÀπâ“π’È¡’¢âÕÀâ“¡μàÕ°“√„™â Õ‘π‡μ

Õ√åøï√Õπ ‡™àπμ—∫·¢Áß™π‘¥ decompensate ´÷ËßºŸâªÉ«¬°≈ÿà¡π’È¡’‚Õ°“ ‡°‘¥¡–‡√Áßμ—∫
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‰¥â Ÿß°«à“ºŸâªÉ«¬∑’Ë “¡“√∂„Àâ°“√√—°…“·∫∫‡°à“Õ¬Ÿà·≈â«3

Meta-analysis ∑’Ë√«∫√«¡¢âÕ¡Ÿ≈®“° 26 °“√»÷°…“‡°’Ë¬«°—∫Õ—μ√“°“√‡°‘¥

¡–‡√Áßμ—∫À≈—ß°“√√—°…“¥â«¬ DAA ·≈– 15 °“√»÷°…“∑’√“¬ß“πº≈°“√‡°‘¥´È”¢Õß

¡–‡√Áßμ—∫À≈—ß®“°√—°…“¥â«¬ DAA æ∫«à“ °“√√—°…“ºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫ ’́¥â«¬ DAA

π—Èπ‰¡à‡æ‘Ë¡Õ—μ√“°“√‡°‘¥·≈–°≈—∫‡ªìπ´È”¢Õß¡–‡√Áß4

°“√»÷°…“≈à“ ÿ¥√«∫√«¡ºŸâªÉ«¬®”π«π¡“°‰¥â·°à °“√»÷°…“‚¥¬ Ioannou

·≈–§≥–√«∫√«¡¢âÕ¡Ÿ≈¬âÕπÀ≈—ß„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’∑’Ë‡¢â“√—∫°“√√—°…“„π‚√ß

æ¬“∫“≈„π‡§√◊Õ∑À“√ºà“π»÷°„πª√–‡∑» À√—∞Õ‡¡√‘°“®”π«π 62,354 §π μ—Èß·μà §»

1999 ∂÷ß 2015 ‚¥¬ºŸâªÉ«¬®”π«π 35,871 §π‰¥â√—∫°“√√—°…“¥â«¬Õ‘π‡μÕ√åøï√Õπ ®”π«π

4,535 §π√—°…“¥â«¬Õ‘π‡μÕ√åøï√Õπ√à«¡°—∫ DAA·≈– 21,948 §π √—°…“¥â«¬ DAA

‡∑à“π—Èπ æ∫«à“ ºŸâªÉ«¬∑’Ë‰¥â SVR ®“°°“√√—°…“¥â«¬ “¡“√∂≈¥Õÿ∫—μ‘°“√≥å°“√‡°‘¥

¡–‡√Áßμ—∫≈¥‰¥â 75% ‚¥¬‰¡à·μ°μà“ß®“°ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√√—°…“¥â«¬Õ‘π‡μÕ√åøï√Õπ5

‚¥¬ √ÿª®“°¢âÕ¡Ÿ≈∑—ÈßÀ¡¥ ¡’·π«‚πâ¡«à“°“√√—°…“ºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’¥â«¬

DAA π—Èπ‰¡à‡æ‘Ë¡Õ—μ√“°“√‡°‘¥·≈–°≈—∫‡ªìπ´È”¢Õß¡–‡√Áß ·μàÕ¬à“ß‰√°Á¥’ ‘Ëß∑’Ë¬—ßμâÕß

¡’°“√»÷°…“‡æ‘Ë¡‡μ‘¡§◊Õ À“°ºŸâªÉ«¬°≈ÿà¡π’È‡°‘¥¡–‡√Áßμ—∫¢÷Èπ ®–‡æ‘Ë¡§«“¡‡ ’Ë¬ßμàÕ‡°‘¥

¡–‡√Áßμ—∫™π‘¥∑’Ë√ÿπ·√ß‡™àπ infiltrative HCC À√◊Õ‰¡à ́ ÷Ëß ”À√—∫¡–‡√Áßμ—∫„π≈—°…≥–π’È

°“√§—¥°√Õß¡–‡√Áßμ—∫‚¥¬°“√μ√«®Õ—≈μ√â“´“«πåπ—Èπ‰¡à¡’§«“¡‰«‡æ’¬ßæÕ„π°“√§—¥

°√Õß‚√§ ·≈–Õ“®®–∑”„ÀâºŸâªÉ«¬°≈ÿà¡π’ÈμâÕß„™â°“√μ√«®∑“ß¿“æ√—ß ’«‘π‘®©—¬Õ◊Ëπ‡™àπ

‡ÕÁ¡Õ“√å‰Õ„π°“√§—¥°√Õß¡–‡√Áßμ—∫·∑π ´÷Ëß¬—ßª√–‡¥Áπ∑’ËμâÕß°“√¢âÕ¡Ÿ≈‡æ‘Ë¡‡μ‘¡‡æ◊ËÕ

π”‰ª Ÿà°“√„Àâ§”·π–π”æ‘‡»…„π°“√§—¥°√ÕßºŸâªÉ«¬°≈ÿà¡π’ÈμàÕ‰ª ·μà„π¢≥–π’ÈºŸâªÉ«¬

°≈ÿà¡¥—ß°≈à“«¬—ß„™â√–∫∫°“√§—¥°√Õß¡–‡√Áßμ—∫‡™àπ‡¥’¬«§”·π–π”„πºŸâªÉ«¬°≈ÿà¡Õ◊ËπÊ

ª√–‡¥Áπ‡æ‘Ë¡‡μ‘¡∑’Ëπà“ π„®§◊Õ‡√‘Ë¡¡’¢âÕ¡Ÿ≈¡“°¢÷Èπ«à“ „πºŸâªÉ«¬∑’Ë¬—ß‰¡à‰¥â√—∫

°“√√—°…“¡–‡√Áßμ—∫®π‚√§ ß∫π—Èπ ≈¥Õ—μ√“°“√À“¬¢“¥®“°°“√√—°…“¡–‡√Áßμ—∫¥â«¬

DAA ‚¥¬ Prenner ·≈–§≥–æ∫«à“ °“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’„π√–À«à“ß∑’Ë¡–‡√Áß

μ—∫¬—ß‰¡à ß∫π—Èπ ‡æ‘Ë¡Õ—μ√“°“√≈â¡‡À≈«μàÕ°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’¥â«¬ DAA ¡“°∂÷ß

8.5 ‡∑à“ ‡¡◊ËÕ‡∑’¬∫°—∫ºŸâªÉ«¬∑’Ë‰¡à¡’¡–‡√Áßμ—∫  à«πº≈°“√√—°…“„πºŸâªÉ«¬∑’Ë√—°…“¡–‡√Áß

μ—∫®π ß∫·≈â«π—Èπ‰¡à·μ°μà“ß®“°ºŸâªÉ«¬∑’Ë‰¡à¡’¡–‡√Áßμ—∫6 ¥—ßπ—Èπ„πºŸâªÉ«¬¡–‡√Áßμ—∫∑’Ë
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¬—ßÕ¬Ÿà„π¢—ÈπμÕπ°“√√—°…“¡–‡√Áßμ—∫Õ¬Ÿàπ—Èπ ®÷ß‰¡à‡À¡“– ¡∑’Ë®–∑”°“√√—°…“‰«√— μ—∫
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