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¥â«¬§«“¡√Ÿâ ·≈–ª√– ∫°“√≥å„π«—π·√° ·≈–„π«—π ÿ¥∑â“¬ ®–¡’™à«ß year-in-review



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

´÷Ëß®– wrap up §«“¡√Ÿâ∑’Ëπà“ π„®∑—Èß¥â“π gastroenterology, hepatology ·≈–

endoscopy ∑’Ë‡°‘¥¢÷Èπ„πªï∑’Ëºà“π¡“ ¥—ßπ—Èπ·≈â«æ≈“¥‰¡à‰¥âπ–§√—∫ß“πª√–™ÿ¡«‘™“

°“√ª√–®”ªï

®ÿ≈ “√ ¡“§¡©∫—∫π’È‡ªìπ©∫—∫∑’Ë Õß¢Õßªï ´÷Ëß‡√“®–®—¥æ‘¡æå„∫√Ÿª‡≈à¡·∫∫

electronic (PDF) ‡∑à“π—Èπ ‚¥¬®– àß link download PDF ‰ª¬—ß email ¢Õß
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6. πæ.æŸ≈™—¬ ®√— ‡®√‘≠«‘∑¬“ ª√–∏“πΩÉ“¬°“√»÷°…“À≈—ßª√‘≠≠“

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

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

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

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

11. πæ.§¡ —πμå ‡≈‘»§Ÿæ‘π‘® °√√¡°“√°≈“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. πæ.ªî¬–æ—π∏å æƒ°…æ“π‘™ °√√¡°“√°≈“ß

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

18. πæ.√—∞°√ «‘‰≈™π¡å °√√¡°“√°≈“ß

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

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

21. πæ.°”∏√ ‡ºà“ «— ¥‘Ï ∑’Ëª√÷°…“

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

23. πæ.‡μ‘¡™—¬ ‰™¬πÿ«—μ‘ ∑’Ëª√÷°…“

24. πæ.∫—≠™“ ‚Õ«“∑Ã“√æ√ ∑’Ëª√÷°…“

25. πæ.æ‘π‘® °ÿ≈≈–«≥‘™¬å ∑’Ëª√÷°…“

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

28. æ≠.«—≤π“  ÿ¢’‰æ»“≈‡®√‘≠ ∑’Ëª√÷°…“

29. æ≠.»»‘ª√–¿“ ∫ÿ≠≠æ‘ ‘Ø∞å ∑’Ëª√÷°…“

30. πæ. ∂“æ√ ¡“π—  ∂‘μ¬å ∑’Ëª√÷°…“

31. πæ. «— ¥‘Ï À‘μ–π—π∑å ∑’Ëª√÷°…“

32. πæ. ÿ‡∑æ °≈™“≠«‘∑¬å ∑’Ëª√÷°…“

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

34. πæ.ÕßÕ“® ‰æ√ ≥±√“ß°Ÿ√ ∑’Ëª√÷°…“

35. πæ.Õÿ¥¡ §™‘π∑√ ∑’Ëª√÷°…“

‡ªî¥ª√–™ÿ¡‡«≈“ 10.00 π. ‚¥¬¡’ πæ. ¡™“¬ ≈’≈“°ÿ»≈«ß»å Õÿªπ“¬° ¡“§¡

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

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

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

‡π◊ËÕß®“°«—ππ’È æ≠.‚©¡»√’ ‚¶…‘μ™—¬«—≤πå π“¬° ¡“§¡ μ‘¥¿“√–°‘®‰ª‡ªìπμ—«·∑π

¢Õß ¡“§¡ ‰¡à “¡“√∂¡“√à«¡ª√–™ÿ¡‰¥â ¥—ßπ—Èπ®÷ß¡Õ∫À¡“¬„ÀâÕÿªπ“¬° ¡“§¡∑”

Àπâ“∑’Ë‡ªìπª√–∏“π„π∑’Ëª√–™ÿ¡

∑’Ëª√–™ÿ¡√—∫∑√“∫

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

∑’Ëª√–™ÿ¡√à«¡°—πæ‘®“√≥“·≈â« ¡’¡μ‘√—∫√Õß√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 2/2560

‚¥¬‰¡à¡’°“√·°â‰¢

«“√–∑’Ë 3 ‡√◊ËÕß ◊∫‡π◊ËÕß·≈–æ‘®“√≥“

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

πæ. ¡™“¬ ≈’≈“°ÿ»≈«ß»å ·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫¥—ßπ’È
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3.1.1 °“√‡≈◊Õ° PCO ¢≥–π’È°”≈—ßÕ¬Ÿà„π√–À«à“ß°“√æ‘®“√≥“ ´÷Ëß¡’

®”π«π 2 ∫√‘…—∑§◊Õ Kenes Asia Company Limited ·≈– The Meeting Lab

Pte.,Ltd.

3.1.2 °“√‡≈◊Õ° ∂“π∑’Ë®—¥ª√–™ÿ¡π—Èπ «—ππ’È πæ.™‘π«—μ√å  ÿ∑∏‘«π“

ª√–∏“πΩÉ“¬ªÆ‘§¡ ‰¥â‡™‘≠μ—«·∑π¢Õß BITEC ·≈– Plaza Athenee ¡“π”‡ πÕ

„π√“¬≈–‡Õ’¬¥μà“ßÊ §«“¡§◊∫Àπâ“„π‡√◊ËÕßπ’È®–·®âß„Àâ∑√“∫„π‚Õ°“ μàÕ‰ª

∑’Ëª√–™ÿ¡√—∫∑√“∫

3.2 §«“¡§◊∫Àπâ“¢Õß°“√ bid ß“πª√–™ÿ¡ World Congress of Gas-

troenterology (WCOG) 2021

πæ. ¡™“¬ ≈’≈“°ÿ»≈«ß»å ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫∂÷ß§«“¡§◊∫Àπâ“

„π°“√∑’Ë ¡“§¡®–¬◊Ëπ‡√◊ËÕß‡æ◊ËÕ bid WCOG 2021 π—Èπ ®–μâÕßμ—Èßª√–∏“π·≈–§≥–

°√√¡°“√ΩÉ“¬μà“ßÊ ¥—ßπ—Èπ¢Õ‡ πÕ„Àâ æ≠.‚©¡»√’ ‚¶…‘μ™—¬«—≤πå ‡ªìπª√–∏“π

¥”‡π‘π°“√·≈– æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï ‡ªìπ‡≈¢“πÿ°“√ Õ¬à“ß‰√°Áμ“¡°“√·μàß§≥–

°√√¡°“√ΩÉ“¬μà“ßÊ°Á§ß®–μâÕßæ‘®“√≥“°—πÕ’°§√—Èß

∑’Ëª√–™ÿ¡¡’¡μ‘‡ÀÁπ™Õ∫„πÀ≈—°°“√∑’Ë‡ πÕ

«“√–∑’Ë 4 ‡√◊ËÕßÕ◊ËπÊ

4.1  ¡—§√ ¡“™‘° ¡“§¡ ®”π«π 30 ∑à“π

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

∫â“πμàÕ¬Õ¥ (‡ø≈‚≈«å) Õπÿ “¢“Õ“¬ÿ√»“ μ√å‚√§√–∫∫∑“ß‡¥‘πÕ“À“√  ¡—§√ ¡“™‘°

 ¡“§¡ ®”π«π 30 ∑à“π ‰¥â·°à æ≠.  ‘√‘≈—°…≥å Õ¬Ÿàª√–‡ √‘∞, æ≠.«‘π‘μ“ ‚ÕÃ“√≈“¿,

πæ.∏π«—≤πå ‡À≈◊Õß ÿ¢ƒ°…å, æ≠. ÿ√’¬åæ√ ·®âß»‘√‘°ÿ≈, πæ.°…‘¥‘» π√‡»√…∞å°ÿ≈,

æ≠.®‘μ√“¿“ ‡°‘¥ ÿ¢π‘√—π¥√å, πæ.æ’√–π“∑ ‚™μ‘«‘∑¬∏“√“°√,æ≠.Õ—≠≠¡“» ™“≈’√‘π∑√å,

æ≠.æ—™√“¿√≥å ‡ºà“‡®√‘≠, æ≠.πæ¡“» ·°â«‡¢’¬«, πæ.®’√æß…å »‘≈“ ÿ«√√≥, πæ.π

π∑æ√√∏πå °—πμ∂“«√, πæ.π‘μ‘«—μ‘ ™“≠»÷°, πæ.‡©≈‘¡æ≈ æ√μ√–°Ÿ≈æ‘æ—≤πå, πæ.æ‘»‘…Æå

 √âÕ¬ π, πæ.ªî¬æπ∏å Õÿ∑–‚°, πæ.æ‘™—¬ °‘μμ‘ªí≠≠“«√§ÿ≥, πæ.∞ªπ°ÿ≈ ‡Õ¡Õ¬Ÿà,
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πæ.‡°…¡»—°¥‘Ï ∑—»πæŸπ™—¬, πæ. √“√—°…å ™Ÿ °ÿ≈, πæ.ªÆ‘æ—∑∏å ¥ÿ√ß§åæß»å‡°…¡,

πæ.πæ‡°’¬√μ‘ Õ—§√πæÀß å, πæ.«‘™≠“ß°Ÿ√ «π“ ‘∑∏™—¬«—≤πå, æ≠.™—™Æ“¿√≥å ‚μ«√°ÿ≈,

πæ.∏√“¥≈ æŸ≈∑«’, æ≠.°’√μ‘ Õ—§√ªØ‘¡“, æ≠.‡°»‘π’ ¬‘Ëß‡®√‘≠, æ≠.ª¿— °√ πæ®√Ÿ≠»√’,

æ≠.æ√®ÿ±“ æ—π∏π–Õ—ß°Ÿ√, æ≠.‡æÁ≠ª√–‰æ Àß…å»√’ ÿ«√√≥å

∑’Ëª√–™ÿ¡‰¥âμ√«® Õ∫§ÿ≥ ¡∫—μ‘·≈â«§√∫∂â«π ‡ªìπ ¡“™‘° “¡—≠®”π«π∑—Èß

30 ∑à“π

4.2 §«“¡§◊∫Àπâ“°“√®—¥ª√–™ÿ¡«‘™“°“√°≈“ßªï «—π∑’Ë 20-22 °√°Æ“§¡

2560 ≥ ‚√ß·√¡Õ‚π¡“ ·°√π¥å, °√ÿß‡∑æœ

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

≈ß∑–‡∫’¬π¡“∫â“ß·≈â« ´÷Ëß§“¥«à“πà“®–¡’≈ß∑–‡∫’¬π‰¡àμË”°«à“ 300 ∑à“π  ”À√—∫

°√√¡°“√∑’Ë¡“®“°μà“ß®—ßÀ«—¥  ¡“§¡®– π—∫ πÿπ§à“∑’Ëæ—°·≈–§à“μ—Î«‡§√◊ËÕß∫‘π ∑—Èßπ’È

·®âß¡“¬—ßΩÉ“¬«‘™“°“√‡æ◊ËÕ¥”‡π‘π°“√μàÕ‰ª

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

ªî¥ª√–™ÿ¡‡«≈“ 11.35 π.

æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï

‡≈¢“∏‘°“ ¡“§¡-μ√«®√“¬ß“π°“√ª√–™ÿ¡
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An Elderly Man with Chronic
Diarrhea and Malabsorption

æ≠. ‡°»‘π’ ¬‘Ëß‡®√‘≠

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

Interhospital Conference

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

ºŸâªÉ«¬™“¬‰∑¬§Ÿà Õ“¬ÿ 80 ªï Õ“™’æ‡°…μ√°√ ¿Ÿ¡‘≈”‡π“ ®.π§√ «√√§å

CC: ∂à“¬‡À≈« 2 ‡¥◊Õπ

PI: ‰¥â√—∫°“√«‘π‘®©—¬ DM (diet control), HT, DLP 20 ªï

2 ‡¥◊Õπ°àÕπ ¡’Õ“°“√∂à“¬‡À≈« ®“°‡¥‘¡∂à“¬Õÿ®®“√–‡ªìπ°âÕπ«—π≈– 2 §√—Èß

‡æ‘Ë¡‡ªìπ 6-8 §√—Èß/«—π ∂à“¬Õÿ®®“√–°≈“ß§◊π 2-3 §√—Èß/§◊π Õÿ®®“√–ª√‘¡“≥§√—Èß≈–§√÷Ëß·°â«

≈—°…≥–‡ªìππÈ”ªπ‡π◊ÈÕ  ’πÈ”μ“≈¡’¡Ÿ°‰¡à¡’‡≈◊Õ¥À√◊Õ¡—π≈Õ¬ ‰¡àª«¥∑âÕß ‰¡à§≈◊Ëπ‰ â

Õ“‡®’¬π ‰¡à¡’‰¢â ‰ªμ√«®∑’Ë‚√ßæ¬“∫“≈ æ∫‚ª√μ’π„π‡≈◊Õ¥μË” μ√«®Õÿ®®“√–æ∫«à“ WBC

0, RBC 0, parasite not found, FOBT + ‰¥â√—∫°“√√—°…“¥â«¬ Ciprofloxacin,

Metronidazole ·≈– Bifidobacterium π“π 10 «—π Õ“°“√‰¡à¥’¢÷Èπ

1 1/2 ‡¥◊Õπ°àÕπ ‡∑â“∫«¡ Õß¢â“ß ·æ∑¬å«‘π‘®©—¬ Õ“°“√∫«¡πÈ”®“°‚ª√μ’π

„π‡≈◊Õ¥μË” ‰¥â√—∫°“√√—°…“¥â«¬ furosemide 20 mg/d π“π 4 «—π

 4 «—π°àÕπ ¬—ß∂à“¬‡À≈« ÕàÕπ‡æ≈’¬ πÈ”Àπ—°≈¥ 13 °°.„π 1 ‡¥◊Õπ μ√«®

æ∫§«“¡¥—π‚≈À‘μμË” ®÷ß√—°…“„π √æ. 4 «—π ‰¥â “√πÈ”·≈–‚ª√μ’π‰¢à¢“«∑“ßÀ≈Õ¥

‡≈◊Õ¥¥” Õ“°“√ÕàÕπ‡æ≈’¬¥’¢÷Èπ ¢Õ¡“√—°…“μàÕ∑’Ë √æ.»‘√‘√“™

‡¥‘¡ºŸâªÉ«¬·¢Áß·√ß¥’ ‰¡à¡’‰¢â ‰¡à¡’‰Õ‡√◊ÈÕ√—ß/‡Àß◊ËÕÕÕ°μÕπ°≈“ß§◊π ‰¡à¡’§π

„°≈â™‘¥‡ªìπ«—≥‚√§ ‰¡à‡§¬§≈”‰¥â°âÕπº‘¥ª°μ‘∑’Ë„¥ ‰¡à∑“πÕ“À“√ ÿ°¥‘∫ ‰¡à¡’

ªí  “«–‡ªìπøÕß ∑“πÕ“À“√‰¥âπâÕ¬≈ß ‰¡à¡’À«’º¡À√◊Õ¢÷Èπ∫—π‰¥≈”∫“° ‡ÀÁπ™—¥‡®π

„π°≈“ß§◊π ‰¡à¡’º◊Ëπμÿà¡¢÷Èπμ“¡μ—« ‰¡à¡’®ÿ¥®È”‡≈◊Õ¥μ“¡μ—«
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PH: ‡§¬ºà“μ—¥‰ â‡≈◊ËÕπ∑’Ë¢“Àπ’∫∑—Èß Õß¢â“ß

Personal history: Ex-smoker 5 pack-year and social drinker quit 20

years

FH: ‰¡à¡’§π„π§√Õ∫§√—«‡ªìπ¡–‡√Áß≈”‰ â

Current medication: Losartan, amlodipine, propranolol, simvastatin

Physical examination:

V/S: T 36.30 C, PR 104 /min, regular BP 100/60 mmHg, RR 20 /min

GA: Cachexia, moderately pale, no jaundice, pitting edema 2+

HEENT: Alopecia, loss of temporal fat pad, glossitis, angular cheilitis,

no Bitot spot, no thyroid enlargement, no sign of hyperthy-

roidism

Skin and nails: Brittle nails, hyperpigmentation at both cheeks (¿“æ∑’Ë 1)

Heart: Normal S1 S2, no murmur

Lung: Normal breath sound, no adventitious sound

Abdomen: Normal abdominal contour, surgical scars at both lower ab-

domen, no visible peristalsis, normoactive BS, soft, not ten-

der, no palpable mass, liver and spleen cannot be palpated,

liver span 8 cm, no increased splenic dullness, shifting dull-

ness and fluid thrill negative

PR: Greasy yellowish stool, normal sphincter tone, no mass

Lymph nodes: No superficial lymphadenopathy

Nervous system: Alert, CN intact, motor power grade V all

°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√

CBC: Hb 7.8 g/dl, Hct 23.7% MCV 110.7 fl, Wbc 11,370 /ul (N 82%,L

13.5%,E 0.1%)

Plt 206,000/ul
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BUN 8.9 mg/dl, Cr 0.56 mg/dl Na 137 mmol/L, K 3.3 mmol/L, Cl 98

mmol/L, HCO3 29 mmol/L,

Total Ca 5.7, PO4 2.3, Mg 1.4 ng/ml

TB/DB 0.4/0.2 mg/dl, AST/ALT 35/14 U/L, ALP 47 U/L, Alb/Glob 2.1/1.6

g/dl

Stool exam: Greasy yellowish stool, wbc 0 cell/HD, rbc 0 cell/HD, stool

fat positive, stool concentration for parasite found Blastocystis

hominis vacuolated form

¿“æ∑’Ë 1 Physical examination ‰¥â·°à alopecia (A), cutaneous hyperpigmentation and glos-

sitis (B) and dystrophic finger and toe nails (C, D)
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Urinalysis: Sp.gr. 1.010, wbc 5-10/HP, rbc 0-1/HP, Prot neg, Sugar neg

Anti HIV: Negative

Serum iron 10.1 umol/L (9-29), TIBC 12.2 umol/L (45-70), Transferrin

saturation 82.8%(30-50)

Ferritin = 939.2 ng/ml (30 - 400), Reticulocyte count = 4.34%

Serum B12 1,551 pg/ml (197-771), Folate 16.13 ng/ml (3.1-17.5), Vit D <

3.0 ng/ml (> 30)

PBS: RBC : NCNC RBC, polychromasia 1+, no microspherocyte,

no macroovalocyte, no schistocyte, no basophilic strip-

ping

WBC : normal, no hypersegmented neutrophil

Platelet : 10-15/ HPF

 √ÿªªí≠À“¢ÕßºŸâªÉ«¬

80-yr-old male, underlying DM, HT and DLP, presented with

1. Chronic watery diarrhea for 2 months with signs of mixed

malabsorption (Edema, loss of temporal fat pad, glossitis/chelitis)

2. Alopecia, hyperpigmentation at both cheeks and dystrophic

nails

3. Megaloblastic Anemia

4. Hypoalbuminemia

5. Hypokalemia and hypophosphatemia

6. Significant weight loss

Õ¿‘ª√“¬

ºŸâªÉ«¬™“¬‰∑¬Õ“¬ÿ¡“° ¡“¥â«¬Õ“°“√∑âÕß‡ ’¬‡√◊ÈÕ√—ß 2 ‡¥◊Õπ ≈—°…≥–

Õÿ®®“√–‡ªìππÈ”ªπ‡π◊ÈÕ‰¡à¡’¡Ÿ°‡≈◊Õ¥ªπ μ√«®√à“ß°“¬æ∫ sign of malnutrition ‰¥â·°à



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

edema, loss of temporal fat pad, glossitis, chelitis ·≈– brittle nail ·≈–

μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√æ∫ anemia, hypoalbuminemia ·≈– hypokalemia

∑”„Àâπ÷°∂÷ß√Õ¬‚√§∫√‘‡«≥≈”‰ â‡≈Á°¡“°∑’Ë ÿ¥ æ¬“∏‘ ¿“æ §«√‡ªìπ diffuse lesion

‡π◊ËÕß®“°¡’Õ“°“√¢Õß malnutrition ¡“° ‰¡à¡’Õ“°“√ª«¥∑âÕßÀ√◊Õ∂à“¬‡ªìπ‡≈◊Õ¥

®÷ß‰¡à§«√‡ªìπ·º≈À√◊Õ°“√Õ—°‡ ∫∑’Ë√ÿπ·√ß

®÷ß§‘¥∂÷ß “‡Àμÿ¢Õß√Õ¬‚√§∑’Ë∫√‘‡«≥≈”‰ â‡≈Á°¥—ßπ’È

1. Parasitic/protozoa infection ‚¥¬‡™◊ÈÕ°àÕ‚√§∑’Ë§‘¥∂÷ß ‰¥â·°à Capil-

laria philippinensis, Strongyloides stercoralis ·≈– Giardia lamblia

‡π◊ËÕß®“°‡ªìπ parasitic infection ∑’Ëæ∫‰¥â„π immunocompetent host ‚¥¬§‘¥∂÷ß

Capillaria philippinensis infection ¡“°∑’Ë ÿ¥‡π◊ËÕß®“°‡¥àπ malabsorptive fea-

tures ´÷Ëß„π Capillaria philippinensis infection ®“°°“√»÷°…“ Limsrivilai et

al.1 æ∫«à“¡“¥â«¬Õ“°“√∫«¡ √âÕ¬≈– 97 πÈ”Àπ—°≈¥¡“° √âÕ¬≈– 92 ‚≈À‘μ®“ß√âÕ¬

≈– 50 ́ ÷Ëß √âÕ¬≈– 85% ¡’√–¥—∫ serum albumin < 2 g/dL  à«π°“√‰¡àæ∫ periph-

eral eosinophilia π—Èπ‰¡à‡ªìπ¢âÕ§â“π‡π◊ËÕß®“°æ∫‡æ’¬ß√âÕ¬≈– 8%  à«π¢âÕ§â“π ‰¥â·°à

‰¡à‰¥âª√–«—μ‘∑“πÕ“À“√ ÿ°¥‘∫ ‚¥¬‡©æ“–°âÕ¬ª≈“∑’Ë‡ªìπªí®®—¬‡ ’Ë¬ß ·≈–‰¡àÕ∏‘∫“¬

°“√‡ª≈’Ë¬π·ª≈ß¢Õß‡≈Á∫·≈–º‘«Àπ—ß„πºŸâªÉ«¬√“¬π’È

2. Malignancy: ¿“«–∑’Ë¡’≈—°…≥– malabsorption ‡¥àπ ‚¥¬‰¡à¡’Õ“°“√

¢Õß‡≈◊Õ¥ÕÕ°À√◊Õ°âÕπ„π∑âÕß ‰¥â·°à IPSID (Immunoproliferative small intes-

tine disease) ·μàÕ¬à“ß‰√°Áμ“¡‚√§π’È¡—°¡’°“√¥”‡π‘π‚√§™â“ ºŸâªÉ«¬ à«π„À≠à‡ªìπ

™“¬Õ“¬ÿπâÕ¬ μ√«®√à“ß°“¬ª√–¡“≥§√÷ËßÀπ÷Ëß¡’ clubbing of fingers ·≈– serum

globulin ¡—°®– Ÿß´÷Ëß‰¡àæ∫„πºŸâªÉ«¬√“¬π’È  à«π lymphoma ∑’Ë≈”‰ â‡≈Á° ¡—°¡’

Õ“°“√Õ◊Ëπ√à«¡¥â«¬πÕ°®“°Õ“°“√∂à“¬‡À≈«Õ¬à“ß‡¥’¬« ‡™àπ‰¢â ª«¥∑âÕß ∂à“¬‡ªìπ‡≈◊Õ¥

§≈”æ∫μ—∫¡â“¡‚μ ¡’°âÕπ„π∑âÕß

3. TB ileitis §‘¥∂÷ß‡π◊ËÕß®“°ª√–‡∑»‰∑¬‡ªìπ endemic area of TB

√à«¡°—∫¡’ª√–«—μ‘ significant weight loss ·μà¡’¢âÕ§â“π§◊Õ¿“«–π’È malabsorption

‰¡à‡¥àπ ºŸâªÉ«¬‰¡à¡’ª√–«—μ‘ contact TB ·≈–‰¢â‡√◊ÈÕ√—ß

4. SIBO (Small bowel bacterial overgrowth) §‘¥∂÷ß‡π◊ËÕß®“°ºŸâªÉ«¬
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¡’ªí®®—¬‡ ’Ë¬ß¢Õß SIBO §◊Õ ‡ªìπ DM ¡“π“π Õ“®∑”„Àâ‡°‘¥ small bowel hypo-

motility ‡°‘¥ SIBO ‰¥âßà“¬ Õ“°“√·≈–Õ“°“√· ¥ß¢Õß SIBO ‡ªìπ‰¥âÀ≈“°À≈“¬

„π√“¬∑’ËÕ“°“√‡ªìπ¡“°®–¡’ malabsorption ‡¥àπ  à«π¢âÕ§â“π §◊Õ ¡—°æ∫„π§π‰¢â

DM ∑’Ë poor-controlled DM ¡’ peripheral neuropathy ºŸâªÉ«¬√“¬π’È√—°…“‡∫“

À«“π¥â«¬°“√§ÿ¡Õ“À“√Õ¬à“ß‡¥’¬«

ºŸâªÉ«¬®÷ß‰¥â√—∫°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√‡æ‘Ë¡‡μ‘¡ §◊Õ push enteroscopy

‡æ◊ËÕª√–‡¡‘π√Õ¬‚√§∑’Ë≈”‰ â‡≈Á° à«πμâπ (¿“æ∑’Ë 2) æ∫≈—°…≥– diffuse edematous

mucosa with carpet-like polyposis ∑’Ë°√–‡æ“–Õ“À“√·≈–¥Ÿ‚Õ¥’π—¡  à«π

À≈Õ¥Õ“À“√ª°μ‘ ·≈– colonoscopy ‡æ◊ËÕª√–‡¡‘π√Õ¬‚√§∑’Ë terminal ileum (¿“æ

∑’Ë 3) æ∫≈—°…≥– shortening villi with focal denuded mucosa on back-

ground diffuse edematous mucosa at terminal ileum ∑’Ë≈”‰ â„À≠àæ∫ dif-

fuse edematous mucosa with nodularity ·≈– rectal prolapse ®“°≈—°…≥–

¿“æ∑’Ë 2 Push enteroscopy: esophagus(A), cardia(B), antrum(C), duodenal bulb(D), 2nd

part duodenum(E), 3rd part duodenum(F)
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¿“æ∑’Ë 3 Colonoscopy: terminal ileum(A), cecum(B), ascending colon(C), descending

colon(D), sigmoid colon(E), anus(F)

endoscopic findings ¢â“ßμâπ‰¡à‡À¡◊Õπ¿“«– parasitic infestration ·μà‡ªìπ≈—°…≥–

polyposis-like mucosa √à«¡°—∫ºŸâªÉ«¬‡ªìπ™“¬ ŸßÕ“¬ÿ·≈–¡’§«“¡º‘¥ª°μ‘¢Õß

º‘«Àπ—ß‡≈Á∫·≈–º¡√à«¡¥â«¬ ®÷ß„Àâ°“√«‘π‘®©—¬‡ªìπ Cronkhite-Canada syndrome

πÕ°®“°π’È‡æ◊ËÕª√–‡¡‘π≈”‰ â‡≈Á° à«π∑’Ë‡À≈◊Õ ‰¥â àß GI follow through (¿“æ∑’Ë 4)

æ∫«à“¡’ multiple confluent small filling defects (≈Ÿ°»√™’È) compatible with

polyps along stomach, small bowel and colon(carpet-like polyposis), spar-

ing esophagus

º≈™‘Èπ‡π◊ÈÕ∑“ßæ¬“∏‘«‘∑¬“ (¿“æ∑’Ë 5) ¢Õßμ‘Ëß‡π◊ÈÕ°√–‡æ“–Õ“À“√ ≈”‰ â‡≈Á°

 à«πμâπ ·≈–≈”‰ â„À≠à æ∫≈—°…≥– sessile, hyperplastic, cystically dilated

glands ·≈–¡’ edema and eosinophilic inflammation ¢Õß™—Èπ lamina pro-

pria ´÷Ëß≈—°…≥–¥—ß°≈à“«¡’§«“¡®”‡æ“–°—∫ Cronkhite-Canada syndrome
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¿“æ∑’Ë 5 Histopathology: gastric mucosa (Left), duodenum (Middle), colon (Right)

¿“æ∑’Ë 4 GI follow through: esophagus (A), stomach (B), small bowel (C,D)

Review: Cronkhite-Canada syndrome(CCS)

Cronkhite-Canada syndrome ‡ªìπÀπ÷Ëß„π°≈ÿà¡‚√§μ‘Ëß‡π◊ÈÕ„π∑“ß‡¥‘π

Õ“À“√ (GI polyposis syndrome) ∑’Ë‰¡à∂à“¬∑Õ¥∑“ßæ—π∏ÿ°√√¡ §âπæ∫§√—Èß·√°‚¥¬

Leonard W. Cronkhite, Jr. ·≈– Wilma Jeanne Canada √“¬ß“πºŸâªÉ«¬ 2
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√“¬∑’Ë¡“¥â«¬ GI polyposis, pigmentation, alopecia ·≈– onychodystrophy

„πªï §.».19553 ‚¥¬ pathogenesis ¢Õßμ—«‚√§¢≥–π’È¬—ß‰¡à‡ªìπ∑’Ë∑√“∫·πà™—¥

Etiology and risk factors

æ¬“∏‘°”‡π‘¥¢Õßμ—«‚√§¢≥–π’È¬—ß‰¡à‡ªìπ∑’Ë∑√“∫·πà™—¥ ¡’√“¬ß“π„π™à«ßÀ≈—ß

∑’Ëæ∫«à“‚√§ Cronkhite-Canada syndrome ¡’§«“¡‡°’Ë¬«¢âÕß°—∫ 2  “‡Àμÿ §◊Õ

autoimmune ·≈– infectious association ‚¥¬„π°≈ÿà¡ autoimmune associa-

tion æ∫«à“¡’√“¬ß“π√à«¡°—∫ high serum titer of ANA4, IgG4 plasma cell

infiltration5 ·≈– æ∫°“√‡æ‘Ë¡¢÷Èπ¢Õßimmunostaining of IgG4 Ab „π CCS

polyps6 ·μà∫“ß√“¬ß“π°≈—∫‰¡àæ∫≈—°…≥–¥—ß°≈à“«7 „π à«π¢Õß infectious as-

sociation ¡’√“¬ß“π√à«¡°—∫ Helicobacter pylori-associated gastritis ‚¥¬

¡’À≈—°∞“π π—∫ πÿπ®“°°“√À“¬¢Õß CCS À≈—ß®“° HP eradication8,9 ·μàÕ¬à“ß‰√

°Áμ“¡¢âÕ¡Ÿ≈∑’Ë‰¥â¢â“ßμâπ¡“®“°°“√»÷°…“∑’Ë‡ªìπ case report, case series ·≈– ret-

rospective study ‡∑à“π—Èπ

Clinical manifestation

ºŸâªÉ«¬ à«π„À≠à¡—°‡ªìπ‡æ»™“¬  —¥ à«π‡æ»™“¬μàÕ‡æ»À≠‘ßª√–¡“≥ 1.8

: 1 æ∫„πÕ“¬ÿ‡©≈’Ë¬ 63 ªï (31-86 ªï)7,11 ¡“¥â«¬Õ“°“√∑âÕß‡ ’¬‡√◊ÈÕ√—ß À√◊Õ protein-

losing enteropathy ‡¥àπ ¡—°∂à“¬‡À≈«‡ªìππÈ” ‰¡à¡’‡≈◊Õ¥ªπ ·μà¡’√“¬ß“π∂à“¬‡ªìπ

‡≈◊Õ¥ÕÕ°®“°μ‘Ëß‡π◊ÈÕ„π°√–‡æ“–Õ“À“√À√◊Õ¡–‡√Áß∑’Ëæ∫√à«¡°—π‰¥â Õ“°“√ª«¥∑âÕß

À√◊Õ°“√‡°‘¥≈”‰ â°≈◊π°—πæ∫‰¡à∫àÕ¬ ºŸâªÉ«¬®–¡’πÈ”Àπ—°≈¥¡“° √à«¡°—∫¡—°æ∫°“√

‡ª≈’Ë¬π·ª≈ß¢Õß ectoderm ´÷Ëß· ¥ßÕÕ°‡ªìπ extra-intestinal manifestation

∑’Ë ”§—≠§◊Õ alopecia, cutaneous hyperpigmentation ∑’Ë‡ªìπ macule  ’

πÈ”μ“≈æ∫„π∫√‘‡«≥„∫Àπâ“ ≈”§Õ Àπâ“Õ° ·¢π¢“ ΩÉ“¡◊ÕΩÉ“‡∑â“ ·≈– dystrophic

fingernails  à«πÕ“°“√√—∫√ ‡ ’¬‰ª (dysgeusia) Õ∏‘∫“¬®“° zinc and copper

deficiencies12 ‚¥¬®“°°“√»÷°…“®“°ª√–‡∑»≠’ËªÿÉπ¢Õß Watanabe C et al.10

√“¬ß“π§«“¡™ÿ°¢ÕßÕ“°“√·≈–Õ“°“√· ¥ß¥—ßμ“√“ß∑’Ë 1
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μ“√“ß∑’Ë 1 Clinical manifestation of GI polyposis syndrome and distribution of polyps2

FAP PJS JP CD CCS

Age 15-20 23-26 < 10 9-20 50-60

Transmission AD AD AD AD Sporadic

Initial Nonspecific SB obstruction GIB,obstruction GI symptoms Chronic

presentation GI symptom Intussusception Intussusception uncommon diarrhea

PLE

Polyps

-Stomach 30-100% 25% 14% 20% 100%

-Small bowel 10% 64-96% <10% 20% 50%

-Large bowel 100% 25-35% 100% (rectum) 30% 100%

Histology Adenoma Hamartoma Hamartoma Hamartoma Hamartoma

Adenoma (LB)

Extra-intestinal - Mandibular Mucocutaneous › -Facial - Alopecia

manifestation osteoma melanosis : 95% trichilemmomas - Cutaneous

- Gardner : (lips, nose and eye, nose, hyperpigmentation

CHRPE buccal mucosa) mouth - Dystrophic

thyroid tumor - Orocutaneous fingernails

Desmoids hamartomas

- Turcot : - Cancers (breast,

CHRPE uterus, thyroid)

brain tumor

Note: AD=Autosomal dominant, CCS=Cronkhite-Canada syndrome, CD= Cowdenûs disease, CHRPE=Congenital
hypertrophy of retinal epithelium, FAP=Familial adenomatous polyposis, GI=Gastrpintestinal, GIB=Gastrointestinal
bleeding, JP=Juvenile polyposis, LB=Large bowel, PJS=Peutz-Jeghers syndrome, PLE=Protein-losing enteropathy,
SB=Small bowel

Endoscopic and histologic findings

√Õ¬‚√§ „π CCS ®–æ∫∫àÕ¬∑’Ë°√–‡æ“–Õ“À“√ ¥Ÿ‚Õ¥’π—¡·≈– ≈”‰ â„À≠à

æ∫πâÕ¬∑’Ë≈”‰ â‡≈Á° à«π‡®®Ÿπ—¡·≈–Õ‘‡≈’¬¡  à«πÀ≈Õ¥Õ“À“√æ∫‰¥âπâÕ¬¡“° ‚¥¬μ‘Ëß

‡π◊ÈÕ„π°√–‡æ“–Õ“À“√·≈–≈”‰ â„À≠à®–¡’≈—°…≥–∞“π°«â“ß‡ªìπ¢π“¥ª√–¡“≥ 0.2-4

´¡. ¡—°Õ¬ŸàμàÕ‡π◊ËÕß°—π‡μÁ¡æ◊Èπ∑’Ë‚¥¬‡©æ“–„π°√–‡æ“–Õ“À“√ ∑”„Àâ«‘π‘®©—¬¬“°
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‡π◊ËÕß®“°¡’≈—°…≥–‡À¡◊Õπ‡¬◊ËÕ∫ÿ¡’§«“¡Àπ“ ∫«¡©Ë”·≈–Õ—°‡ ∫ ¡“°°«à“®–‡ÀÁπ‡ªìπ

‡À¡◊Õπμ‘Ëß‡π◊ÈÕ ¢≥–∑’Ëμ‘Ëß‡π◊ÈÕ„π≈”‰ â„À≠à·≈–≈”‰ â‡≈Á°®–°√–®“¬μ—«¡“°°«à“10

≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“¢Õß°√–‡æ“–Õ“À“√∑’Ëæ∫ ‰¥â·°à hyperplasia ¢Õß

foveolar epithelium ¡’°“√Àπ“μ—«Õ¬à“ß¡“°¢Õß lamina propria ·≈–¡—°¡’ focal

dilated cystic glands ≈—°…≥–®”‡æ“–§◊Õ¡’‡´≈≈åÕ—°‡ ∫¡“·∑√°Õ¬Ÿà‚¥¬‡©æ“– eosi-

nophils ®”π«π¡“° ́ ÷Ëß∫“ß§√—Èß«‘π‘®©—¬º‘¥‡ªìπ eosinophilic gastroenteritis ‰¥â13

Diagnosis

°“√«‘π‘®©—¬ Cronkhite-Canada syndrome ∑”‚¥¬Õ“»—¬≈—°…≥–∑“ß

§≈‘π‘° §◊Õ¡’Õ“°“√∑âÕß‡ ’¬‡√◊ÈÕ√—ß∑’Ë¡’ malabsorption ‡¥àπ √à«¡°—∫°“√‡ª≈’Ë¬π·ª≈ß

¢Õßº‘«Àπ—ß º¡ ‡≈Á∫ °“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√æ∫√Õ¬‚√§∑’Ë¡’≈—°…≥–¥—ß°≈à“«

·≈–º≈°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“∑’Ë‡¢â“‰¥â°—∫¿“«–π’È2 ®–‡ÀÁπ‰¥â«à“°“√«‘π‘®©—¬§àÕπ¢â“ß

¬“° ‡π◊ËÕß®“°‡ªìπ‚√§∑’Ëæ∫‰¡à∫àÕ¬ ∫“ß√“¬ß“πæ∫«à“°“√«‘π‘®©—¬„™â‡«≈“μ—Èß·μà 2-20

‡¥◊Õπ ‚√§À√◊Õ¿“«–∑’ËμâÕß«‘π‘®©—¬·¬°‚√§‰¥â·°à ¿“«–∑’Ë¡’μ‘Ëß‡π◊ÈÕ„π∑“ß‡¥‘πÕ“À“√Õ◊ËπÊ

¥—ß· ¥ßμ“√“ß∑’Ë 2 „π∑“ßæ¬“∏‘«‘∑¬“ CCS ®–¡’≈—°…≥– hamartomatous polyp

∑’Ë§≈â“¬ juvenile polyposis ¡“° πÕ°®“°Õ“°“√∑“ß§≈‘π‘° ·≈â«®ÿ¥∑’Ë™à«¬·¬° 2

¿“«–π’È §◊Õ ‡¬◊ËÕ∫ÿ∑“ß‡¥‘πÕ“À“√„π CCS ®–º‘¥ª°μ‘§◊Õæ∫‡ªìπ edema, conges-

μ“√“ß∑’Ë 2 Õ“°“√·≈–Õ“°“√· ¥ß¢Õß Cronkhite-Canada syndrome10

Symptoms and signs At initial diagnosis (%) Overall frequency (%)

Diarrhea 70 78

Dysgeusia 65 81

Alopecia 49 80

Onychodystrophy 64 89

Hyperpigmentation 49 70

Bleeding 1.5 10

Intussusception 1 5
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tion ·≈–¡’°“√Õ—°‡ ∫ lamina propria „π¢≥–∑’Ë juvenile polyposis ®–æ∫

‡ªìπ‡¬◊ËÕ∫ÿ∑’Ëª°μ‘14

Treatment
®ÿ¥ª√– ß§å¢Õß°“√√—°…“§◊Õ ∑”„Àâ‡°‘¥ regression ¢Õß polyp ´÷Ëß®–™à«¬

·°â‰¢¿“«–¢“¥ “√Õ“À“√ ·≈–ªÑÕß°—π°“√‡°‘¥¡–‡√Áß∑“ß‡¥‘πÕ“À“√ ·π«∑“ß

°“√√—°…“®÷ßª√–°Õ∫¥â«¬ nutritional support °“√„™â¬“ ·≈– endoscopic À√◊Õ

surgical treatment Nutritional support ‡æ◊ËÕ·°â‰¢¿“«– malnutrition ¢Õß

ºŸâªÉ«¬‚¥¬Õ“®„Àâ„π√Ÿª¢Õß parenteral nutrition À√◊Õ formula diet „π à«π¢Õß

standard treatment ‡π◊ËÕß®“°‡ªìπ‚√§∑’Ëæ∫πâÕ¬ ®“°°“√»÷°…“„π¢≥–π’È¬—ß‰¡à¡’

evidence-based treatment ∑’Ë™—¥‡®π ¡’°“√æ¬“¬“¡»÷°…“·≈–„™â¬“À≈“¬™π‘¥

¬“∑’Ë„™â‡ªìπÀ≈—° §◊Õ corticosteroids ́ ÷Ëß¢π“¥∑’Ë„™â√—°…“ à«π„À≠à‡√‘Ë¡¥â«¬ predniso-

lone 40 mg/day „π —ª¥“Àå·√° À≈—ß®“°π—Èπ≈¥≈ß 5 mg/ —ª¥“Àå ®πÀ¡¥

Õ“°“√ºŸâªÉ«¬¡—°¥’¢÷Èπ¿“¬„π 3 ‡¥◊Õπ ·μà°“√μÕ∫ πÕß„π√–¬–¬“«æ∫ª√–¡“≥√âÕ¬

≈– 60 ¢≥–∑’Ë√âÕ¬≈– 40 ¡’Õ“°“√°≈—∫´È”‰¥â∫àÕ¬„π√–À«à“ßª√—∫≈¥ prednisolone

®÷ß¡’§”·π–π”„Àâ≈¥¬“™â“ÊÀ≈—ß®“°¬◊π¬—π¥â«¬°“√ àÕß°≈âÕß·≈â«æ∫«à“μ‘Ëß‡π◊ÈÕ¡’°“√

≈¥®”π«π≈ß °“√∑¥≈Õß„™â¬“ steroid-sparing drugs ‰¥â·°à azathioprine 2 mg/

kg/day æ∫«à“μÕ∫ πÕß¥’  à«π¬“Õ◊ËπÊ∑’Ë¡’°“√»÷°…“ ‰¥â·°à mesalazine, calcineurin

inhibitor, octreotide, antiTNF-α agent ·≈– HP eradication  à«π∫∑∫“∑¢Õß

°“√ºà“μ—¥ „π CCS ¬—ß‰¡à∑√“∫™—¥‡®π6

‡π◊ËÕß®“° CCS ¡’§«“¡ —¡æ—¡∏å„π°“√‡°‘¥¡–‡√Áß∑“ß‡¥‘πÕ“À“√ ®÷ß¡’§”·π–π”

„Àâ àÕß°≈âÕß°√–‡æ“–Õ“À“√·≈–≈”‰ â„À≠àÀ≈—ß®“°μ‘Ëß‡π◊ÈÕ≈¥®”π«π≈ß·≈â«∑ÿ°ªï

‡æ◊ËÕ‡ΩÑ“√–«—ß¡–‡√Áß∑’ËÕ“®«‘π‘®©—¬‰¥â¬“°¢≥–∑’Ë¡’°“√Õ—°‡ ∫¢Õßμ‘Ëß‡π◊ÈÕ¡“°Ê Õ¬à“ß‰√

°Áμ“¡¢âÕ¡Ÿ≈°“√»÷°…“¥—ß°≈à“«∑”„πª√–‡∑»≠’Ëªÿ Éπ ´÷ Ëß¡’Õÿ∫—μ‘°“√≥å¢Õß¡–‡√Áß

°√–‡æ“–Õ“À“√ ŸßÕ¬Ÿà·≈â« °“√π”¡“ª√–¬ÿ°μå„™â„πª√–‡∑»‰∑¬®÷ß¬—ß‰¡à¡’¢âÕ¡Ÿ≈‡æ’¬ßæÕ

Prognosis
ºŸâªÉ«¬ CCS ¡’Õ—μ√“°“√√Õ¥™’«‘μ∑’Ë 5 ªï ª√–¡“≥√âÕ¬≈– 55  “‡Àμÿ°“√‡ ’¬
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™’«‘μ à«π„À≠à‡°‘¥®“°¿“«–∑ÿæ‚¿™π“°“√ °“√μ‘¥‡™◊ÈÕ ·≈–¿“«–·∑√° ấÕπ®“°μ—«‚√§

‡™àπ ‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ ≈”‰ â°≈◊π°—π ·≈–°“√‡°‘¥¡–‡√Áß∑“ß‡¥‘πÕ“À“√

°“√»÷°…“„À≠à∑’Ë ÿ¥„πª√–‡∑»≠’ËªÿÉπ®“°ºŸâªÉ«¬ CCS 203 √“¬ æ∫¡–‡√Áß°√–‡æ“–Õ“À“√

19 √“¬·≈–¡–‡√Áß≈”‰ â„À≠à 41 √“¬ ∑—Èß√–À«à“ß·≈–À≈—ß°“√«‘π‘®©—¬¿“«– CCS11 ‚¥¬

‡©≈’Ë¬ æ∫ª√–¡“≥√âÕ¬≈– 14-25 ‡™◊ËÕ«à“ºà“π∑“ß serrated-adenoma-carcinoma

sequence15
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μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’ (Gallbladder polyps)
Õ.πæ.  «à“ßæß…å ®—π¥’

Õ.æ≠. ≥—¬™≠“ ®”√Ÿ≠°ÿ≈
 “¢“«‘™“∑“ß‡¥‘πÕ“À“√ ¿“§«‘™“Õ“¬ÿ√»“ μ√å

§≥–·æ∑¬»“ μ√å ¡À“«‘∑¬“≈—¬ ß¢≈“π§√‘π∑√å

Review Article

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

π‘¬“¡

μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’§◊Õμ‘Ëß‡π◊ÈÕ ÷́ËßßÕ°®“°ºπ—ß™—Èπ„π∂ÿßπÈ”¥’ ¡—°æ∫‚¥¬∫—ß‡Õ‘≠®“°

°“√∑”Õ—≈μ√“´“«πåÀ√◊Õ®“°™‘Èπ‡π◊ÈÕ∑“ßæ¬“∏‘«‘∑¬à∑’Ë‰¥â®“°°“√ºà“μ—¥∂ÿßπÈ”¥’1-3  à«π

„À≠à¢Õßμ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’‡ªìπμ‘Ëß‡π◊ÈÕ™π‘¥ hyperplastic ·≈–μ‘Ëß‡π◊ÈÕ∑’Ë‡°‘¥®“°°“√¡’‰¢

¡—π – ¡ (cholesterolosis) ¡“°°«à“μ‘Ëß‡π◊ÈÕ™π‘¥ neoplastic ªí≠À“∑’Ë ”§—≠¢Õß

°“√¥Ÿ·≈¿“«–π’È§◊Õ°“√æ‘®“√≥“§«“¡®”‡ªìπ„π°“√ºà“μ—¥∂ÿßπÈ”¥’ ‡æ√“–≈—°…≥–∑“ß

√—ß ’‡æ’¬ßÕ¬à“ß‡¥’¬«Õ“®‰¡à‡æ’¬ßæÕ ”À√—∫°“√·¬°μ‘Ëß‡π◊ÈÕ∑’Ë‡ªìπ¡–‡√Áß (gallbladder

carcinoma) À√◊Õμ‘Ëß‡π◊ÈÕ∑’Ë¡’§«“¡‡ ’Ë¬ßμàÕ°“√‡°‘¥¡–‡√Áß (premalignant adenomas)

ÕÕ°®“°μ‘Ëß‡π◊ÈÕ∏√√¡¥“ (benign polyp) ‰¥â ·≈–„πºŸâªÉ«¬∫“ß√“¬∂÷ß·¡â®–‡ªìπμ‘Ëß

‡π◊ÈÕ∏√√¡¥“°Á “¡“√∂∑’Ë®–°àÕ„Àâ‡°‘¥Õ“°“√‰¥â‡À¡◊Õπ°—∫Õ“°“√∑’Ë‡°‘¥®“°π‘Ë«„π∂ÿßπÈ”¥’‰¥â

„π√–¬–À≈—ß¡’°“√π”Õ—≈μ√“´“«πå¡“„™â¡“°¢÷Èπ„π‡«™ªØ‘∫—μ‘ ∑”„ÀâÕÿ∫—μ‘

°“√≥å¢Õß°“√μ√«®æ∫μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’‡æ‘Ë¡¢÷Èπμ“¡‰ª¥â«¬ ·μà·π«∑“ßªØ‘∫—μ‘„π°“√

ª√–‡¡‘π·≈–®—¥°“√°—∫¿“«–¥—ß°≈à“«¬—ß‰¡à™—¥‡®π·≈–‡ªìπ∑’Ë∂°‡∂’¬ß°—πÕ¬Ÿà

√–∫“¥«‘∑¬“

°“√μ√«®æ∫μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’¡’§«“¡™ÿ°Õ¬Ÿà∑’Ëª√–¡“≥√âÕ¬≈– 0.004-13.8 ¢Õß

°“√ºà“μ—¥∂ÿßπÈ”¥’1 ·≈–√âÕ¬≈– 1.5- 4.5 ®“°°“√∑”Õ—≈μ√“´“«πå2,3 æ∫«à“‰¡à¡’§«“¡

 —¡æ—π∏å°—π√–À«à“ß°“√μ√«®æ∫μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’°—∫Õ“¬ÿ ‡æ» πÈ”Àπ—° ®”π«π§√—Èß¢Õß
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°“√μ—Èß§√√¿å À√◊Õ°“√„™âŒÕ√å‚¡π‡æ»À≠‘ß √«¡∂÷ßªí®®—¬‡ ’Ë¬ßÕ◊ËπÊ∑’Ë‡°’Ë¬«¢âÕß°—∫°“√

μ√«®æ∫π‘Ë«„π∂ÿßπÈ”¥’3

°“√®”·π°ª√–‡¿∑¢Õßμ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’

μ‘Ëß‡π◊ÈÕ¢Õß∂ÿßπÈ”¥’ “¡“√∂®”·π°‡∫◊ÈÕßμâπ‡ªìπμ‘Ëß‡π◊ÈÕ™π‘¥∏√√¡¥“ (benign

polyps) ·≈–μ‘Ëß‡π◊ÈÕ™π‘¥‡π◊ÈÕ√â“¬ (malignant polyps) ‚¥¬μ‘Ëß‡π◊ÈÕ™π‘¥∏√√¡¥“

 “¡“√∂·∫àß¬àÕ¬Õ’°‡ªìπμ‘Ëß‡π◊ÈÕ™π‘¥ neoplastic ·≈– non-neoplastic4,5 (μ“√“ß∑’Ë

1) ‚¥¬μ‘Ëß‡π◊ÈÕ™π‘¥∏√√¡¥“ª√–‡¿∑ neoplastic ∑’Ëæ∫∫àÕ¬∑’Ë ÿ¥§◊Õμ‘Ëß‡π◊ÈÕ adenoma

μ“√“ß∑’Ë 1 °“√®”·π°ª√–‡¿∑¢Õßμ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’ (¥—¥·ª≈ß®“° Weedon, D. Benign mucosal pol-

yps. In pathology of the gallbladder, Mason, New York 1984. p.195. and Laitio, M, Pathol

Res Pract 1983: 178:57).

™π‘¥¢Õßμ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’ §«“¡™ÿ°

μ‘Ëß‡π◊ÈÕ™π‘¥∏√√¡¥“(benign polyps)
Non neoplastic polyps

μ‘Ëß‡π◊ÈÕ cholesterol √âÕ¬≈– 60

μ‘Ëß‡π◊ÈÕ adenomyomas √âÕ¬≈– 25

μ‘Ëß‡π◊ÈÕ∑’Ë‡°‘¥®“°°“√Õ—°‡ ∫ (inflammatory polyps) √âÕ¬≈– 1

Neoplastic polyps

μ‘Ëß‡π◊ÈÕ adenomas √âÕ¬≈– 4

Õ◊ËπÊ √âÕ¬≈– 1

Leiomyomas

Fibromas

Lipomas

μ‘Ëß‡π◊ÈÕ™π‘¥‡π◊ÈÕ√â“¬(malignant polyps)
μ‘Ëß‡π◊ÈÕ adenocarcinoma √âÕ¬≈– 80

Õ◊ËπÊ √âÕ¬≈– 20

Mucinous cystadenomas

Squamous cell carcinoma

Adenoacanthomas
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·≈–μ‘Ëß‡π◊ÈÕ™π‘¥∏√√¡¥“ª√–‡¿∑ non-neoplastic ∑’Ëæ∫∫àÕ¬∑’Ë ÿ¥§◊Õμ‘Ëß‡π◊ÈÕ∑’Ë‡°‘¥

®“°°“√ – ¡¢Õß‰¢¡—π (cholesterol polyps) μ“¡¥â«¬μ‘Ëß‡π◊ÈÕ adenomyomas

‚¥¬∑—Èß§Ÿà®—¥Õ¬Ÿà„πμ‘Ëß‡π◊ÈÕª√–‡¿∑ hyperplastic μ“¡°≈‰°°“√‡°‘¥6  ”À√—∫μ‘Ëß‡π◊ÈÕ

™π‘¥‡π◊ÈÕ√â“¬æ∫«à“ adenocarcinoma ‡ªìπμ‘Ëß‡π◊ÈÕ∑’Ëæ∫∫àÕ¬∑’Ë ÿ¥·≈–æ∫‰¥â∫àÕ¬

°«à“μ‘Ëß‡π◊ÈÕ adenoma ´÷Ëßμ√ß¢â“¡°—∫Õÿ∫—μ‘°“√≥å¢Õßμ‘Ëß‡π◊ÈÕ„π≈”‰ â„À≠à∑’Ëæ∫ ad-

enoma ¡“°°«à“ adenocarcinoma

μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’∑’Ë‡°‘¥®“°°“√¡’‰¢¡—π – ¡ (cholesterolosis and cholesterol
polyps)

°“√ – ¡¢Õß‰¢¡—π„πºπ—ß∂ÿßπÈ”¥’™—Èπ„π (cholesterolosis) ‡ªìπ¿“«–∑’Ë‡°‘¥

¢÷Èπ‚¥¬¡’°“√ – ¡¢Õß§Õ‡≈ ‡μÕ√Õ≈ ‡Õ ‡∑Õ√å (cholesterol esters) ·≈–‰μ√°≈’

‡´Õ‰√¥å (triglyceride) Õ¬à“ß¡“°¡“¬Õ¬Ÿà¿“¬„π¡“‚§√ø“® (macrophages)7 (√Ÿª∑’Ë

1) ‚¥¬∑—Ë«‰ª¡—°æ∫‚¥¬∫—ß‡Õ‘≠®“°°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“À≈—ß°“√ºà“μ—¥∂ÿßπÈ”¥’ ·≈–

√Ÿª∑’Ë 1 · ¥ß≈—°…≥–®”≈Õß¢Õß™—Èπ∂ÿßπÈ”¥’ª°μ‘ (normal gallbladder), ¿“«–∑’Ë¡’°“√ – ¡¢Õß‰¢¡—π

„πºπ—ß™—Èπ„π∂ÿßπÈ”¥’™π‘¥°√–®“¬ (diffuse cholesterolosis) ·≈–μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’∑’Ë‡°‘¥®“°

°“√¡’‰¢¡—π – ¡ (cholesterol polyp), ¥—¥·ª≈ß®“° Sleisenger 9th edition chapter 67
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æ∫‰¥â∫àÕ¬‚¥¬¡’§«“¡™ÿ°Õ¬Ÿà∑’Ë√âÕ¬≈– 9-26 ‡¡◊ËÕÕâ“ßÕ‘ß®“°°“√»÷°…“∑’Ë¡“®“°°“√

ºà“μ—¥8 ·≈–√âÕ¬≈– 12 ®“°°“√»÷°…“∑’Ë¡“®“°°“√™—π Ÿμ√ (autopsy)9 ·≈–æ∫‰¥â

‡∑à“°—π√–À«à“ßºŸâ™“¬·≈–ºŸâÀ≠‘ß

≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“

°“√∑’μ‘Ë«‡π◊ÈÕ¡’°“√ – ¡¢Õß‰¢¡—πÕ¬à“ß°√–®“¬¿“¬„πºπ—ß™—Èπ„π∂ÿßπÈ”¥’∑”„Àâ

 “¡“√∂¡Õß‡ÀÁπ¥â«¬μ“‡ª≈à“‡ªìπ®ÿ¥ ’‡À≈◊Õß∫πæ◊Èπº‘« ’·¥ß®“°°“√∑’Ë¡’‡≈◊Õ¥¡“

‡≈’È¬ß‡ªìπ®”π«π¡“° (hyperemic mucosa) ·≈–„Àâ≈—°…≥–§≈â“¬º≈ μ√Õ‡∫Õ√’Ë

(strawberry gallbladder) ‚¥¬°“√ – ¡¢Õß‰¢¡—π¥—ß°≈à“«‰¡à —¡æ—π∏å°—∫√–¥—∫

§Õ‡≈ ‡μÕ√Õ≈„π‡≈◊Õ¥

≈—°…≥–∑“ß®ÿ≈∑√√»πå®–æ∫¡“‚§√ø“®∑’Ë¡’‰¢¡—π – ¡Õ¬Ÿà‡ªìπ®”π«π¡“°

(foamy) ·∑√°μ—«Õ¬Ÿà¿“¬„π«‘≈‰≈∑’Ë¬◊¥¬“« (elongated villi) ‡ªìπ≈—°…≥–‡¥àπ (√Ÿª

∑’Ë 2) ‚¥¬°“√ – ¡¢Õß‰¢¡—π‡À≈à“π’È “¡“√∂·∫àß‰¥â‡ªìπ 4 √Ÿª·∫∫¥â«¬°—π¥—ßπ’È7

1. °“√∑’Ë¡’°“√ – ¡¢Õß‰¢¡—π¿“¬„πºπ—ß∂ÿßπÈ”¥’Õ¬à“ß°√–®“¬∑—Ë«‰ª (dif-

fuse): æ∫‰¥â√âÕ¬≈– 80

2. ¡’°“√ – ¡¢Õß‰¢¡—π‡ªìπ≈—°…≥–μ‘Ëß‡π◊ÈÕ (cholesterol polyps): æ∫

√Ÿª∑’Ë 2 · ¥ß≈—°…≥–∑“ß®ÿ≈∑√√»πå¢Õß°“√∑’Ë¡’°“√ – ¡¢Õß‰¢¡—π¿“¬„πºπ—ß∂ÿßπÈ”¥’Õ¬à“ß°√–®“¬

(diffuse cholesterolosis), ¥—¥·ª≈ß®“° Sleisenger 9th edition, chapter 67
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‰¥â√âÕ¬≈– 10

3. ≈—°…≥–º ¡ (combined): æ∫‰¥â√âÕ¬≈– 10

4. ¡’°“√ – ¡¢Õß‰¢¡—π‡æ’¬ß‡©æ“– à«π (focal cholesterolosis)

·≈–‡π◊ËÕß®“°ºπ—ßæ◊Èπº‘«¢Õßμ‘Ëß‡π◊ÈÕ‰¢¡—π‡À≈à“π’È¡’≈—°…≥–‡ª√“–ßà“¬ ®÷ß

Õ“®¡’°“√ª√‘·μ°·≈–À≈ÿ¥≈Õ°¢Õß‡´≈≈å∑’Ë∫√√®ÿ‰¢¡—π¥—ß°≈à“« ·≈–Õ“®°àÕ„Àâ‡°‘¥

¿“«–·∑√°´âÕπ‰¥â‡™àπ‡¥’¬«°—∫π‘Ë«¢π“¥‡≈Á°„π∂ÿßπÈ”¥’

≈—°…≥–∑“ß§≈‘π‘°

‚¥¬∑—Ë«‰ª¡—°‰¡à°àÕ„Àâ‡°‘¥Õ“°“√ ·μà¡’ à«ππâÕ¬Õ“®¡“¥â«¬Õ“°“√®ÿ°·πàπ

∫√‘‡«≥≈‘ÈπªïòÀ√◊Õ¢«“∫π„π≈—°…≥–¢ÕßÕ“°“√ª«¥∑’Ë‡°‘¥®“°√–∫∫∑“ß‡¥‘ππÈ”¥’ (biliary

pain) ‰¥â ´÷Ëß¬◊π¬—π¿“¬À≈—ß°“√ºà“μ—¥ ∂ÿßπÈ”¥’·≈–ºŸâªÉ«¬Õ“°“√¥’¢÷Èπ10 πÕ°®“°π’È

¬—ßÕ“®‡ªìπ “‡Àμÿ¢Õßμ—∫ÕàÕπÕ—°‡ ∫‡©’¬∫æ≈—π (acute pancreatitis) ·≈–¿“«–

‡À≈◊Õß®“°°“√Õÿ¥°—Èπ∑“ß‡¥‘ππÈ”¥’ (obstructive jaundice)

°“√«‘π‘®©—¬

 à«π„À≠àº≈°“√μ√«®«‘π‘®©—¬∑“ß√—ß ’«‘∑¬“®–™—¥‡®π„π°√≥’∑’Ë¡’°“√ – ¡

¢Õß‰¢¡—π®π‡ªìπ≈—°…≥–μ‘Ëß‡π◊ÈÕ·≈â« (polypoid form) ´÷Ëß®“°Õ—≈μ√“´“«πåÕ“®‡ÀÁπ

‡ªìπμ‘Ëß‡π◊ÈÕ‡¥’Ë¬« À√◊Õμ‘Ëß‡π◊ÈÕ®”π«πÀ≈“¬μ‘Ëß‰¡à‡§≈◊ËÕπ∑’Ëμ“¡°“√æ≈‘°μ—«¢ÕßºŸâªÉ«¬

¡’≈—°…≥–‡©æ“–§◊Õ non-shadowing, ·≈–„Àâ≈—°…≥–¢Õß echogenicity ∑’Ë¡“

°°«à“‡π◊ÈÕμ—∫¢â“ß‡§’¬ß  à«π„À≠à¡’¢π“¥‡≈Á°ª√–¡“≥ 2 ∂÷ß 10 ¡‘≈≈‘‡¡μ√ (√Ÿª∑’Ë 3)

·≈–¡’§«“¡·¡àπ¬”®–¡“°¢÷Èπ‡¡◊ËÕ∑” àÕß°≈âÕßÕ—≈μ√“´“«πå (EUS) æ∫≈—°…≥–°“√

√«¡°≈ÿà¡¢Õß hyperechoic spots11

°“√√—°…“

‡π◊ËÕß®“°ºŸâªÉ«¬ à«π„À≠à¡—°‰¡à¡’Õ“°“√ ®÷ß‰¡à®”‡ªìπμâÕß‰¥â√—∫°“√√—°…“

®”‡æ“–À“°¡’°“√«‘π‘®©—¬™—¥‡®π·≈â««à“‡ªìπμ‘Ëß‡π◊ÈÕ™π‘¥π’È ·μà„πºŸâªÉ«¬ à«ππâÕ¬∑’Ë¡’

Õ“°“√®“° polyps ¥—ß∑’Ë°≈à“«‰ª·≈â«¢â“ßμâπ·≈–‰¡à¡’‡ÀμÿÕ◊Ëπ´÷Ëß “¡“√∂Õ∏‘∫“¬



29μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’ (Gallbladder polyps)

Õ“°“√¢ÕßºŸâªÉ«¬‰¥â °“√ºà“μ—¥∂ÿßπÈ”¥’ÕÕ°°Á¡’¢âÕ¡Ÿ≈æ∫«à“¡’ºŸâªÉ«¬®”π«πÀπ÷Ëß∑’Ë¡’

Õ“°“√¥’¢÷ÈπÀ≈—ßºà“μ—¥10 ´÷ËßμâÕßæ‘®“√≥“‡ªìπ√“¬Ê‰ª

μ‘Ëß‡π◊ÈÕ Adenomyomatosis

‡ªìπ§«“¡º‘¥ª°μ‘∑’Ë‰¡à‰¥â‡°‘¥¢÷Èπ·μà°”‡π‘¥ ‡°‘¥®“°°“√¡’°“√‡®√‘≠∑’Ëº‘¥ª°μ‘

¢Õßºπ—ß∂ÿßπÈ”¥’™—Èπ„π (overgrowth of the mucosa) ‡¢â“‰ª„π (invagination)

™—Èπ°≈â“¡‡π◊ÈÕ∑’Ë¡’°“√Àπ“μ—«¢÷ÈπÕ¬à“ß¡“° (thickening of the muscle wall)12 (√Ÿª

∑’Ë 4) ·≈–æ∫«à“¡’§«“¡ —¡æ—π∏å°—∫°“√μ√«®æ∫π‘Ë«„π∂ÿßπÈ”¥’ (cholelithiasis) Õ¬à“ß

™—¥‡®π „πºŸâ∑’Ë¡’μ‘Ëß‡π◊ÈÕ adenomyomatosis ™π‘¥ segmental ‚¥¬¡’√“¬ß“πæ∫‰¥â

°«à“ √âÕ¬≈– 8913

√–∫“¥«‘∑¬“

‚¥¬∑—Ë«‰ªæ∫‰¥â‰¡à∫àÕ¬ ‚¥¬¡’√“¬ß“πμ√«®æ∫‡æ’¬ß√âÕ¬≈– 1 ®“°°“√»÷°…“

∑’ËÕâ“ßÕ‘ß®“°°“√∑”ºà“μ—¥∂ÿßπÈ”¥’13 ∑—Èßπ’Èæ∫«à“‡æ»À≠‘ß¡’§«“¡™ÿ°¢Õß°“√μ√«®æ∫¡“°

°«à“‡æ»™“¬„π —¥ à«π 3 μàÕ 1 ·≈–‡æ‘Ë¡¢÷Èπμ“¡Õ“¬ÿ

√Ÿª∑’Ë 3 ¿“æÕ—≈μ√“´“«πå· ¥ßμ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’∑’Ë‡°‘¥®“°°“√ – ¡¢Õß‰¢¡—π (cholesterol polyps) ́ ÷Ëß

¡’≈—°…≥–®”‡æ“–§◊Õ non shadow, hyperechoic  à«π„À≠à¡—°¡’¢π“¥‰¡à‡°‘π 1 ‡´πμ‘‡¡μ√,

¥—¥·ª≈ß®“° Uptodate, Courtesy of Salam F Zakko, MD, FACP. ·≈– Sleisenger 9th

edition, chapter 67
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æ¬“∏‘«‘∑¬“

μ‘Ëß‡π◊ÈÕ adenomyomatosis  “¡“√∂·∫àß‡ªìπ 3 ª√–‡¿∑§◊Õ generalized,

localized ·≈– segmental adenomyomatosis (√Ÿª∑’Ë 5) ´÷Ëß®–æ∫«à“¡’°“√Àπ“

μ—«Õ¬à“ß¡“°¢Õßºπ—ß∂ÿßπÈ”¥’Õ“®∂÷ß 1 ´¡.À√◊Õ¡“°°«à“ πÕ°®“°π’È≈—°…≥–∑“ß

®ÿ≈∑√√»πå®–æ∫«à“¡’°“√ hyperplasia ¢Õß™—Èπ°≈â“¡‡π◊ÈÕ ·≈–ºπ—ß‡¬◊ËÕ∫ÿ¥â“π„π∫“ß

§√—Èßæ∫‡ªìπ≈—°…≥– intestinal metaplasia ·≈–æ∫À≈—°∞“π¢Õß°“√Õ—°‡ ∫‡√◊ÈÕ√—ß

„π√–¥—∫ÕàÕπ (mild chronic inflammation) æ∫√à«¡‰¥â∫àÕ¬

≈—°…≥–∑“ß§≈‘π‘°

‚¥¬∑—Ë«‰ª¡—°‰¡à¡’Õ“°“√·≈–μ√«®æ∫‚¥¬∫—ß‡Õ‘≠ ·μàÕ“®æ∫Õ“°“√∑’Ë‡°‘¥®“°

π‘Ë«„π∂ÿßπÈ”¥’´÷Ëßæ∫√à«¡°—π‰¥â∫àÕ¬„πºŸâªÉ«¬∑’Ë¡’μ‘Ëß‡π◊ÈÕ™π‘¥π’È¥—ß∑’Ë°≈à“«‰ª·≈â«¢â“ßμâπ

§«“¡ —¡æ—π∏å√–À«à“ßμ‘Ëß‡π◊ÈÕ adenomyomatosis ·≈–¡–‡√Áß∂ÿßπÈ”¥’

¡’À≈“¬√“¬ß“π∑’Ëæ∫¡–‡√ÁßßÕ°Õ¬Ÿà„π∫√‘‡«≥¢Õßμ‘Ëß‡π◊ÈÕ™π‘¥π’È‚¥¬‡©æ“–μ‘Ëß

√Ÿª∑’Ë 4 · ¥ß≈—°…≥–®”≈Õß¢Õßºπ—ß∂ÿßπÈ”¥’ª°μ‘́ ÷Ëß®–‰¡à¡’™—Èπ muscularis mucosae ‡À¡◊Õπ°—∫∑“ß

‡¥‘πÕ“À“√ à«πÕ◊ËπÊ, Rokitansky-Aschoff sinus ́ ÷Ëß‚¥¬∑—Ë«‰ªμ√«®æ∫‰¥âª√–¡“≥√âÕ¬≈–

90 ¢Õß§πª°μ‘·≈– adenomyomatosis ¥—¥·ª≈ß®“° Sleisenger 9th edition, chapter 67



31μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’ (Gallbladder polyps)

‡π◊ÈÕ adenomyomatosis ª√–‡¿∑ segmental ·≈– fundal ·μà§«“¡ —¡æ—π∏å¥—ß

°≈à“«¬—ß¡’¢âÕ¢—¥·¬âß„πÀ≈“¬°“√»÷°…“ ¥—ßπ— Èπ®÷ß¬—ß √ÿª‰¡à‰¥â«à“°“√¡’μ‘ Ëß‡π◊ ÈÕ

adenomyomatosis ‡æ‘Ë¡§«“¡‡ ’Ë¬ß¢Õß°“√‡°‘¥ ¡–‡√Áß∂ÿßπÈ”¥’À√◊Õ‰¡à ·μà∂â“¡’°Á

‡ªìπ‡æ’¬ß‡≈Á°πâÕ¬ (‰¡à‡°‘π 2 ‡∑à“¢Õß§«“¡‡ ’Ë¬ß‚¥¬‡©≈’Ë¬)14-17 ·μà∑’Ë™—¥‡®π§◊Õ°“√

¡’μ‘Ëß‡π◊ÈÕ¥—ß°≈à“« —¡æ—π∏å°—∫°“√μ√«®æ∫¡–‡√Áß∂ÿßπÈ”¥’„π√–¬–∑â“¬´÷Ëß‡™◊ÈÕ«à“‡ªìπº≈

®“°§«“¡¬“°„π°“√μ√«®«‘π‘®©—¬∑“ß√—ß ’«‘∑¬“¢Õß¡–‡√Áß∂ÿßπÈ”¥’√–¬–μâπ„πºŸâªÉ«¬∑’Ë

¡’μ‘Ëß‡π◊ÈÕ™π‘¥π’È18

°“√«‘π‘®©—¬

°“√∑”Õ—≈μ√“´“«πå‰¡à¡’≈—°…≥–∑’Ë®”‡æ“–™—¥‡®π Õ“®æ∫‡æ’¬ß≈—°…≥–Àπ“μ—«

‡©æ“–∑’Ë¢Õß∂ÿßπÈ”¥’∑’Ë¡“°°«à“ 4 ¡¡. (√Ÿª∑’Ë 6) °“√∑”‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å·≈–

§≈◊Ëπ·¡à‡À≈Á°‰øøÑ“ μ√«®æ∫ differential enhancement ¢Õßºπ—ß∂ÿßπÈ”¥’, æ∫™àÕß

Rokitansky-Aschoff Õ¬Ÿà¿“¬„π°≈â“¡‡π◊ÈÕ∑’ËÀπ“μ—« ·≈–μ√«®æ∫ subserosal fatty

proliferation ‡ªìπ≈—°…≥–®”‡æ“–∑’Ëμ√«®æ∫‰¥â„πμ‘Ëß‡π◊ÈÕ™π‘¥π’È ‡™àπ‡¥’¬«°—∫°“√∑”

√Ÿª∑’Ë 5 · ¥ßμ‘Ëß‡π◊ÈÕ adenomyomatosis ª√–‡¿∑μà“ßÊ ¥—¥·ª≈ß®“° Sleisenger 9th edition, chap-

ter 67
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 àÕß°≈âÕßÕ—≈μ√“´“«πǻ ÷Ëß®–μ√«®æ∫ multiple microcysts √à«¡°—∫°“√¢¬“¬μ—«¢Õß

Rokitansky-Achoff sinuses Õ¬à“ß¡“°11

°“√√—°…“

„π°√≥’∑’Ë‰¡à¡’Õ“°“√ ‰¡à¡’§«“¡®”‡ªìπ„π°“√ºà“μ—¥∂ÿßπÈ”¥’ ·≈–Õ¬à“ß∑’Ë°≈à“«

‰ª·≈â«¢â“ßμâπ«à“§«“¡‡ ’Ë¬ßμàÕ°“√‡°‘¥¡–‡√Áß∂ÿßπÈ”¥’¬—ß‰¡à¡’¢âÕ¡Ÿ≈™—¥‡®π ®÷ß‰¡à

·π–π”„Àâºà“μ—¥„πºŸâªÉ«¬∑ÿ°√“¬ ®–∑”„π°√≥’∑’Ë≈—°…≥–∑“ß§≈‘π‘°·≈–√—ß ’«‘∑¬“

 ß —¬À√◊Õ·¬°‰¡à‰¥â«à“Õ“®¡’¡–‡√Áß‡°‘¥√à«¡À√◊Õ‰¡à‡∑à“π—Èπ Õ“∑‘‡™àπ ºŸâ∑’Ëμ√«®æ∫μ‘Ëß

‡π◊ÈÕ™π‘¥π’È‡ªìπ≈—°…≥– segmental ·≈–¿“æ√—ß ’æ∫≈—°…≥–‡ªìπ°âÕπÀ√◊Õμ‘Ëß‡π◊ÈÕ∑’Ë

¡’¢π“¥¡“°°«à“ 1 ´¡.14-18

μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’∑’Ë‡°‘¥®“°°“√Õ—°‡ ∫ (inflammatory polyps)

æ∫‰¥â‰¡à∫àÕ¬ ¡’≈—°…≥–‡ªìπ sessile À√◊Õ pendunculate °Á‰¥â®“°°“√∑”

Õ—≈μ√“´“«πå ‚¥¬ª√–°Õ∫‰ª¥â«¬‡π◊ÈÕ‡¬◊ ËÕ granulation ·≈–æ—ßº◊¥∑’Ë¡’‡´≈≈å

æ≈“ ¡“·≈–≈‘¡‚ø‰™μå·∑√°μ—«Õ¬Ÿà ‚¥¬∑—Ë«‰ª¡’¢π“¥ª√–¡“≥ 5-10 ¡¡.19

√Ÿª∑’Ë 6 · ¥ßμ‘Ëß‡π◊ÈÕ adenomyomatosis ∫√‘‡«≥ fundus ¥—¥·ª≈ß®“° Uptodate, Courtesy of

Salam F Zakko, MD, FACP.



33μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’ (Gallbladder polyps)

μ‘Ëß‡π◊ÈÕ™π‘¥ adenoma (Adenomas)
æ∫‰¥âπâÕ¬¡“° ‚¥¬¡’√“¬ß“πæ∫πâÕ¬°«à“√âÕ¬≈– 0.520 ·≈–æ∫πâÕ¬°«à“

¡–‡√Áß∂ÿßπÈ”¥’ (adenocarcinoma) ‚¥¬∑—Ë«‰ª¡—°æ∫‡ªìπμ‘Ëß‡¥’Ë¬«„π≈—°…≥–∑’Ë¬◊Ëπ

¬“«ÕÕ° (pedunculated masses) ¡’¢π“¥ª√–¡“≥ 5-20 ¡¡. ·≈– “¡“√∂‡°‘¥

„πμ”·Àπàß„¥°Á‰¥â¿“¬„π∂ÿßπÈ”¥’ ª√–¡“≥ 1 „π 3 ¢ÕßºŸâªÉ«¬Õ“®æ∫μ‘Ëß‡π◊ÈÕ®”π«π

¡“°°«à“Àπ÷Ëß ‚¥¬Õ“®¡’®”π«π 2 ∂÷ß 5 μ‘Ëß‡π◊ÈÕ

μ‘ Ëß‡π◊ ÈÕ™π‘¥π’ È “¡“√∂·∫àß¬àÕ¬‰¥â‡ªìπ 2 ™π‘¥§◊Õ papillary ·≈–

nonpapillary21 πÕ°®“°π’È¬—ßæ∫«à“ºŸâªÉ«¬°«à“§√÷Ëß∑’Ë¡’μ‘Ëß‡π◊ÈÕ™π‘¥π’È ¡—°μ√«®æ∫π‘Ë«

„π∂ÿßπÈ”¥’√à«¡¥â«¬

§«“¡ —¡æ—π∏å¢Õßμ‘Ëß‡π◊ÈÕ adenoma ·≈–¡–‡√Áß∂ÿßπÈ”¥’

§«“¡∂’Ë¢Õß°“√∑’Ëμ‘Ëß‡π◊ÈÕ adenoma ®–æ—≤π“°≈“¬‡ªìπ adenocarcinoma

¬—ß‰¡à‡ªìπ∑’Ë∑√“∫™—¥‡®π ·μàæ∫«à“¡’§«“¡ —¡æ—π∏å°—∫¢π“¥¢Õßμ‘Ëß‡π◊ÈÕÕ¬à“ß™—¥‡®π

‚¥¬‡©æ“–μ‘Ëß‡π◊ÈÕ adenoma ∑’Ë¡’¢π“¥„À≠à¡“°°«à“ 1-1.2 ´¡. ‚¥¬¡’°“√μ√«®æ∫

foci ¢Õß adenocarcinoma ¿“¬„πμ‘Ëß‡π◊ÈÕ¢π“¥¥—ß°≈à“«‰¥â¡“°°«à“μ‘Ëß‡π◊ÈÕ adenoma

¢π“¥‡≈Á°20,22,23

≈—°…≥–∑“ß§≈‘π‘°

‡™àπ‡¥’¬«°—∫μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’™π‘¥Õ◊ËπÊ∑’Ë¡—°‰¡à‡°‘¥Õ“°“√·≈–μ√«®æ∫‚¥¬

∫—ß‡Õ‘≠®“°°“√μ√«®Õ—≈μ√“´“«πå·≈–√—ß ’«‘∑¬“ À√◊Õ°“√ºà“μ—¥∂ÿßπÈ”¥’ À√◊ÕÀ“°¡’

Õ“°“√°Á®–‡ªìπÕ“°“√ª«¥∑âÕß∑’Ë‡ªìπ≈—°…≥– biliary type ´÷ËßÕ“®‡°‘¥®“°°“√∑’Ë¡’

°“√‚º≈à¬◊Ëπ (prolapsed) ¢Õßμ‘Ëß‡π◊ÈÕ‡¢â“‰ª∑’Ë Hartmannûs pouch „π¢≥–∑’Ë∂ÿß

πÈ”¥’∫’∫μ—« ´÷ËßÕ“®¡’§«“¡®”‡ªìπ∑’Ë®–μâÕß‰¥â√—∫°“√√—°…“‚¥¬°“√ºà“μ—¥∂ÿßπÈ”¥’ À“°

 “¡“√∂μ—¥‡ÀμÿÕ◊Ëπ∑’ËÕ“®‡ªìπ “‡Àμÿ¢ÕßÕ“°“√ª«¥∑âÕßÕÕ°‰ª·≈â«

°“√«‘π‘®©—¬

Õ—≈μ√“´“«πå®–æ∫μ‘Ëß‡π◊ÈÕ∑’Ë¡’≈—°…≥– homogeneous ·≈– isoechoic °—∫
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‡π◊ÈÕμ—∫¢â“ß‡§’¬ß º‘«‡√’¬∫·≈– ‰¡à¡’ pedicle (√Ÿª∑’Ë 7) ·μà°“√„™âÕ—≈μ√“´“«πå‡æ’¬ß

Õ¬à“ß‡¥’¬«Õ“®‰¡à‡æ’¬ßæÕ∑’Ë®–·¬°™π‘¥¢Õßμ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’·μà≈–™π‘¥‰¥â ‚¥¬„π

√“¬ß“πÀπ÷Ëßæ∫§«“¡·¡àπ¬”¢ÕßÕ—≈μ√“´“«πå„π°“√«‘π‘®©—¬μ‘Ëß‡π◊ÈÕ™π‘¥μà“ßÊ°àÕπ

°“√ºà“μ—¥¥—ßπ’È24 √âÕ¬≈– 89  ”À√—∫μ‘Ëß‡π◊ÈÕ™π‘¥§≈Õ‡√ ‡μÕ√Õ≈ √âÕ¬≈– 81  ”À√—∫

μ‘Ëß‡π◊ÈÕ∑’Ë‡ªìπ‡π◊ÈÕ√â“¬ ·≈–√âÕ¬≈– 50  ”À√—∫μ‘Ëß‡π◊ÈÕ adenoma ‚¥¬§«“¡·¡àπ¬”®–

¡“°¢÷Èπ‡¡◊ËÕμ√«®¥â«¬°“√ àÕß°≈âÕßÕ—≈μ√“´“«πåÀ√◊Õ‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å (contrast

enhanced CT)

°“√®—¥°“√μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’∑’Ë ‰¡à¡’Õ“°“√ (asymptomatic gallbladder polyps)

∂÷ß·¡â«à“μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’ à«π„À≠à®–‰¡à„™à‡π◊ÈÕ√â“¬ ·μà°“√·¬°μ‘Ëß‡π◊ÈÕ∑’Ë¡’‚Õ°“ 

¡’¡–‡√Áß√à«¡¥â«¬‡æ◊ ËÕ√—∫°“√ºà“μ—¥„π√–¬–μâπ°Á‡ªìπ‡√◊ ËÕß ”§—≠‡π◊ ËÕß®“°°“√

æ¬“°√≥å‚√§∑’Ë‰¡à¥’¢Õß¡–‡√Áß∂ÿßπÈ”¥’ √à«¡°—∫∑’Ë°≈à“«‰ª·≈â«¢â“ßμâπ«à“°“√μ√«®∑“ß

√—ß ’«‘∑¬“°Á‰¡à‰¥â¡’§«“¡·¡àπ¬”‡∑’¬∫‡∑à“°—∫°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“ ¥—ßπ—Èπ®“°°“√

√Ÿª∑’Ë 7 · ¥ßμ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’™π‘¥ adenoma ´÷Ëß¡’≈—°…≥– homogeneous ·≈– isoechoic °—∫‡π◊ÈÕ

μ—∫¢â“ß‡§’¬ß ¥—¥·ª≈ß®“° Uptodate, Courtesy of Salam F Zakko, MD, FACP.
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∑∫∑«π«√√≥°√√¡·≈–°“√»÷°…“∑’Ë¡’¡“°àÕπÀπâ“π’È ®÷ß‡ πÕ·π«∑“ß°“√®—¥°“√°—∫

μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’∑’ËπÕ°‡Àπ◊Õ®“°μ‘Ëß‡π◊ÈÕ™π‘¥ cholesterol ·≈– adeomyomatosis ¥—ßπ’È

(·ºπ¿“æ∑’Ë 1 ·≈–μ“√“ß∑’Ë 2)

● μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’∑’Ëæ∫√à«¡°—∫π‘Ë«„π∂ÿßπÈ”¥’À√◊Õ primary sclerosing cho-

langitis ‚¥¬‰¡à¢÷Èπ°—∫¢π“¥¢Õßμ‘Ëß‡π◊ÈÕ ·π–π”„Àâºà“μ—¥‡π◊ËÕß®“°‡æ‘Ë¡§«“¡‡ ’Ë¬ß

¢Õß°“√‡°‘¥¡–‡√Áß∂ÿßπÈ”¥’25-29

● μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’∑’Ë¡’¢π“¥¡“°°«à“ 18-20 ¡¡.: ‡π◊ËÕß®“°μ‘Ëß‡π◊ÈÕ¢π“¥π’È à«π

„À≠à¡—°‡ªìπ¡–‡√Áß·≈–Õ“®‡ªìπ¡–‡√Áß∑’Ë¡’°“√≈ÿ°≈“¡ (advanced cancer) °“√

ºà“μ—¥∂ÿßπÈ”¥’„π°√≥’È®÷ßÕ“®¡’§«“¡®”‡ªìπμâÕß∑” extended cholecystectomy

√à«¡°—∫ lymph node dissection ·≈– partial hepatic resection ∫√‘‡«≥ gall-

bladder bed ‚¥¬°àÕπºà“μ—¥¡’§«“¡®”‡ªìπ∑’Ë®–μâÕß∑”‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√åÀ√◊Õ

 àÕß°≈âÕßÕ—≈μ√“´“«πå‡æ◊ËÕª√–¡“≥°“√≈ÿ°≈“¡¢Õß‚√§°àÕπ24

● μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’¢π“¥ 10-20 ¡¡.: ‡π◊ËÕß®“°μ‘Ëß‡π◊ÈÕ„π¢π“¥π’È¡’‚Õ°“ ∑’Ë®–

¡’¡–‡√Áß à́ÕπÕ¬Ÿà ·μà‚¥¬∑—Ë«‰ª¡—°‡ªìπ√–¬–μâπ ®÷ß·π–π”„Àâ∑”°“√ºà“μ—¥∂ÿßπÈ”¥’¥â«¬«‘∏’

·ºπ¿“æ∑’Ë 1 · ¥ß·π«∑“ß°“√®—¥°“√μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’„πºŸâªÉ«¬∑’Ë‰¡à· ¥ßÕ“°“√
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μ“√“ß∑’Ë 2 ®”·π°™π‘¥¢Õßμ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’™π‘¥μà“ßÊ·≈–≈—°…≥–‡©æ“–

™π‘¥¢Õßμ‘Ëß‡π◊ÈÕ §«“¡™ÿ° §ÿ≥ ¡∫—μ‘ ¢π“¥ ®”π«π «‘®“√≥å

∂ÿßπÈ”¥’·∫àßμ“¡ (√âÕ¬≈–) ¢Õß°“√‡ªìπ (¡‘≈≈‘ μ‘Ëß‡π◊ÈÕ

æ¬“∏‘«‘∑¬“ ‡π◊ÈÕßÕ° ‡¡μ√)

(neoplastic)

μ‘Ëß‡π◊ÈÕ§≈Õ‡≈ ‡μÕ√Õ≈ 60 ‰¡à„™à 2-10 À≈“¬μ‘Ëß Õ“®¡’Õ“°“√‰¥â‡À¡◊Õππ‘Ë«„π

∂ÿßπÈ”¥’ °√≥’∑’Ë¡’°“√ª√‘·μ°

μ‘Ëß‡π◊ÈÕ adenomyoma 25 ‰¡à„™à 10-20 ‡¥’Ë¬« æ‘®“√≥“ºà“μ—¥‡©æ“–°√≥’∑’Ë

(fundic adenomyo- ºŸâªÉ«¬¡’Õ“°“√À√◊Õ‰¡à

matosis)  “¡“√∂·¬°°“√¡’‡´≈≈å

¡–‡√Áß√à«¡¥â«¬

μ‘Ëß‡π◊ÈÕ∑’Ë‡°‘¥®“°°“√ 10 ‰¡à„™à 5-10 ‡¥’Ë¬« ª√–°Õ∫‰ª¥â«¬‡´≈≈å·≈–

Õ—°‡ ∫ (inflammatory (°«à“§√÷Ëß) ‡π◊ÈÕ‡¬◊ËÕÕ—°‡ ∫ ‰¡à¡’®”‡ªìπ

polyp) μâÕßºà“μ—¥

μ‘Ëß‡π◊ÈÕ adenoma 4 „™à 5-20 ‡¥’Ë¬« - æ∫‰¥âπâÕ¬¡“° ‚¥¬∑—Ë«‰ª

(2 „π 3) ‡ªìπμ‘Ëß¬◊Ëπ·≈–æ∫√à«¡°—∫π‘Ë«

„π∂ÿßπÈ”¥’

- ¢π“¥∑’Ë¡“°°«à“ 12 ¡‘≈≈‘

‡¡μ√Õ“®¡’‡´≈≈å¡–‡√Áß√à«¡¥â«¬

μ‘Ëß‡π◊ÈÕ™π‘¥Õ◊ËπÊ <1 „™à 5-20 ‡¥’Ë¬« æ∫‰¥âπâÕ¬¡“°

¥—¥·ª≈ß®“° Sleisenger 9th edition, chapter 67

laparoscopic cholecystectomy with full thickness dissection24,29

● μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’¢π“¥ 5-10 ¡¡.:  ”À√—∫μ‘Ëß‡π◊ÈÕ„π¢π“¥π’È ‡π◊ËÕß®“°¡’°“√

»÷°…“æ∫«à“ ¡’ºŸâªÉ«¬®”π«πÀπ÷Ëß∑’Ë¡’¢π“¥„À≠à¢÷Èπ¢Õßμ‘Ëß‡π◊ÈÕ (√âÕ¬≈– 3.5) ·≈–¡’

 à«ππâÕ¬∑’Ë¡’‚Õ°“  æ—≤π“‡ªìπ¡–‡√Áß ®÷ß·π–π”„Àâ¡’°“√μ‘¥μ“¡¢π“¥¢Õßμ‘Ëß‡π◊ÈÕ¥—ß

°≈à“«‚¥¬∑”Õ—≈μ√“´“«πå ª√–‡¡‘πªï≈–§√—Èß ·≈–æ‘®“√≥“ºà“μ—¥‡¡◊ËÕæ∫«à“μ‘Ëß‡π◊ÈÕ¡’

¢π“¥„À≠à¢÷Èπ29,30
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● μ‘Ëß‡π◊ÈÕ∂ÿßπÈ”¥’¢π“¥‡≈Á°°«à“ 5 ¡¡.: ‡π◊ËÕß®“°μ‘Ëß‡π◊ÈÕ¢π“¥π’È à«π„À≠à‰¡à„™à

‡π◊ÈÕ√â“¬ ·≈–¡—°‡ªìπμ‘Ëß‡π◊ÈÕ§≈Õ‡√ ‡μÕ√Õ≈ ®÷ß‰¡à¡’§«“¡®”‡ªìπμâÕß‰¥â√—∫°“√√—°…“„¥Ê

·μà‰¥â¡’°“√·π–π”„Àâ∑”Õ—≈μ√“´“«πåª√–‡¡‘π¢π“¥´È”Õ’°§√—Èß∑’Ë 6 ·≈– 12 ‡¥◊Õπ

‚¥¬‰¡à¡’§«“¡®”‡ªìπμâÕßμ‘¥μ“¡μàÕ À“°μ‘Ëß‡π◊ÈÕ¥—ß°≈à“«¡’¢π“¥§ß∑’Ë31

 √ÿª

μ‘Ëß‡π◊ÈÕ¢Õß∂ÿßπÈ”¥’ “¡“√∂‡ªìπ‰¥â∑—Èß∑’Ë‰¡à„™à‡π◊ÈÕ√â“¬·≈–‡π◊ÈÕ√â“¬ ‚¥¬μ‘Ëß‡π◊ÈÕ

§≈Õ‡√ ‡μÕ√Õ≈‡ªìπμ‘Ëß‡π◊ÈÕ∑’Ë¡’≈—°…≥–‡©æ“–μ—«®“°Õ—≈μ√“´“«πå·≈–æ∫‰¥â∫àÕ¬∑’Ë ÿ¥

‚¥¬∑—Ë«‰ªºŸâ∑’Ë¡’μ‘Ëß‡π◊ÈÕ¢Õß∂ÿßπÈ”¥’¡—°‰¡à¡’Õ“°“√·≈–μ√«®æ∫‚¥¬∫—ß‡Õ‘≠®“°°“√∑”

Õ—≈μ√“´“«πåÀ√◊Õºà“μ—¥ §«“¡ ”§—≠¢Õßμ‘Ëß‡π◊ÈÕ‡À≈à“π’ÈÕ¬Ÿà∑’ËÕ“°“√·≈–‚Õ°“ ∑’Ë®–¡’

‡´≈≈å¡–‡√Áß√à«¡À√◊Õæ—≤π“‡ªìπ¡–‡√Áß„πÕπ“§μ ‚¥¬¡’§«“¡ —¡æ—π∏åÕ¬à“ß™—¥‡®π

°—∫¢π“¥¢Õßμ‘Ëß‡π◊ÈÕ ·≈–«‘∏’°“√√—°…“∑’Ë¥’∑’Ë ÿ¥ ”À√—∫ºŸâªÉ«¬∑’Ë¡’Õ“°“√À√◊Õ¡’§«“¡

‡ ’Ë¬ß∑’Ë®–¡’‡´≈≈å¡–‡√Áß√à«¡¥â«¬μ≈Õ¥®πμ‘Ëß‡π◊ÈÕ∑’Ë¡’‚Õ°“ æ—≤π“‰ª‡ªìπ¡–‡√Áß„π
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Bile Acid Diarrhea
Õ.æ≠. ‡°»√‘π∑√å ∂“π–¿‘√¡¬å

».πæ.  ÿ‡∑æ °≈™“≠«‘∑¬å
Àπà«¬∑“ß‡¥‘πÕ“À“√ ‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å

Review Article

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

¿“«–∂à“¬‡À≈«‡√◊ÈÕ√—ß Õ—π‡π◊ËÕß¡“®“° Bile acid π’È ¡’°“√§âπæ∫„π‡«≈“

„°≈â‡§’¬ß°—∫§«“¡√Ÿâ∑’Ë¡“°¢÷Èπ„π‡√◊ËÕß enterohepatic circulation Bile acid diar-

rhea (BAD) ‡¥‘¡‡ªìπ∑’Ë√Ÿâ®—°°—π„π™◊ËÕÕ◊ËπÊ ‡™àπ cholerheic, choleretic enteropa-

thy, bile salt malabsortion À√◊Õ bile acid malabsorption (BAM) ·μà„π¿“¬

À≈—ß‡¡◊ËÕ¡’§«“¡‡¢â“„®„π‡√◊ËÕßπ’È¡“°¢÷Èπ ®÷ß‰¥â¡’°“√°”Àπ¥π‘¬“¡™—¥‡®π¢÷Èπ«à“ BAD

À¡“¬∂÷ß ¿“«–∑âÕß‡ ’¬∑’Ë‡°‘¥®“° BA Õ“®®–‡°‘¥®“°¡’°“√ √â“ß BA ∑’Ë¡“°¢÷ÈπÀ√◊Õ

®“°°“√‡°‘¥ malabsorption ¢≥–∑’Ë BAM π—ÈπÀ¡“¬∂÷ß¿“«–∑âÕß‡ ’¬∑’Ë‡°‘¥®“°

°√–∫«π°“√ malabsorption ¢Õß BA ‡æ’¬ßÕ¬à“ß‡¥’¬«

Õÿ∫—μ‘°“√≥å¢Õß BAD

·μà‡¥‘¡π—Èπ ‰¡à§àÕ¬‰¥â¡’°“√μ√–Àπ—°∂÷ß ¿“«– BAD π—° μàÕ¡“®÷ßæ∫«à“ºŸâ

ªÉ«¬°≈ÿà¡π’È à«πÀπ÷Ëß®–∂Ÿ°«‘π‘®©—¬‰ª‡ªìπ Functional gastrointestinal (GI) dis-

order ‚¥¬‡©æ“– IBS-D ·≈–„π√–¬–‰¡àπ“ππ’È∑—Ë «‚≈°‡√‘Ë¡μ√–Àπ—°∂÷ß¿“«–π’È°—π¡“°¢÷Èπ

·≈–‰¥â‡√‘Ë¡¡’°“√»÷°…“Õÿ∫—μ‘°“√≥å¢Õß BAD ∑’Ë·∑â®√‘ß μ—«Õ¬à“ß‡™àπ °“√»÷°…“®“°

ª√–‡∑»·∂∫ ·°π¥‘‡π‡«’¬ „πªï §.». 2011 æ∫«à“ºŸâªÉ«¬√âÕ¬≈– 39.2 ∑’Ë‰¥â√—∫°“√

«‘π‘®©—¬«à“‡ªìπ IBS-D ‡¡◊ËÕμ√«® SeHCAT test ·≈â«æ∫«à“¡’ BAM1 ‡™àπ‡¥’¬«°—∫

systematic review ∑’Ë√«∫√«¡ 18 °“√»÷°…“®“°∑—Ë«‚≈° ¡’ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√

«‘π‘®©—¬«à“‡ªìπ IBS-D °«à“ 1,223 §π ‚¥¬æ∫Õÿ∫—μ‘°“√≥å¢Õß BAM ∂÷ß√âÕ¬≈– 44.52

Õ¬à“ß‰√°Áμ“¡Õÿ∫—μ‘°“√≥å¢Õß BAD „πºŸâªÉ«¬ IBS ·≈–§«“¡ —¡æ—π∏å°—∫ªí®®—¬μà“ßÊ
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‡™àπ transit time, colonic motility ·≈– permeability ¬—ß‰¡à™—¥‡®ππ—° æ∫«à“

ª√–¡“≥ ª√–™“°√„π°≈ÿà¡ª√–‡∑»μ–«—πμ°ª√–¡“≥√âÕ¬≈– 1 ®–∂Ÿ°√∫°«π®“°

Õ“°“√Õ—π‡π◊ËÕß®“°¿“«– BAD3

æ¬“∏‘ √’√«‘∑¬“°≈‰°°“√‡°‘¥ bile acid-induced diarrhea (Pathophysi-
ological mechanisms of bile acid-induced diarrhea)

 μ—∫‡ªìπÕ«—¬«–∑’Ë √â“ß BA ´÷Ëß¡’Àπâ“∑’ËÀ≈—°„π°“√™à«¬¬àÕ¬ ·≈–¥Ÿ¥´÷¡‰¢

¡—π„π≈”‰ â‡≈Á° °√–∫«π°“√ √â“ß BA ·∫àßÕÕ°‡ªìπ 2 pathway ‰¥â·°à Classic

pathway §‘¥‡ªìπ√âÕ¬≈– 90-95 ¢Õß BA ∑’Ë √â“ß∑—ÈßÀ¡¥ ‚¥¬„™â cholesterol ‡ªìπ

 “√μ—Èßμâπ·≈–¡’ key enzyme ∑’Ë ”§—≠™◊ËÕ cholesterol-7α-hydroxylase (À√◊Õ

CYP7A1) ‡°‘¥‡ªìπ intermediate product §◊Õ 7α-hydroxy-4-cholestene-3-

one À√◊Õ C4 ‡æ◊ËÕ √â“ß‡ªìπ primary BA ∑’Ë ”§—≠§◊Õ cholic acid ·≈–

chenodexycholic acid ´÷Ëß®–∂Ÿ° conjugation ‚¥¬„™â glycine ·≈– taurine

·≈â«À≈—ËßÕÕ°∑“ß∑àÕπÈ”¥’ „π¿“«–∑’Ë‡Õπ‰´¡å cholesterol-7α-hydroxylase ∑”ß“π

≈¥≈ß‡™àπ ‡ªìπ‚√§μ—∫ ®–¡’ Alternative pathway ¡“™à«¬∑”ß“π‚¥¬ BA ®–

®—∫°—∫‰¢¡—π‡°‘¥‡ªìπ micelle ·≈–‡¡◊ËÕ¡“∂÷ß∫√‘‡«≥ terminal ileum √âÕ¬≈– 95

¢Õß BA ‡À≈à“π’È®–∂Ÿ°¥Ÿ¥°≈—∫‡¢â“ Ÿàμ—∫ ‚¥¬ºà“π∑“ß Portal venous system

(Enterohepatic circulation) ¥—ßπ—Èπ ®–¡’ BA ‡æ’¬ß·§à√âÕ¬≈– 3-5 ∑’Ë®–ºà“π‰ª

¬—ß≈”‰ â„À≠à·≈–¢—∫ÕÕ°¡“∑“ßÕÿ®®“√– „π§πª°μ‘ BA kinetic · ¥ß„πμ“√“ß∑’Ë 1

BA  à«ππâÕ¬∑’Ë‰¡à∂Ÿ°¥Ÿ¥ ÷́¡∫√‘‡«≥ terminal ileum ‡¡◊ËÕ‡¢â“ Ÿà≈”‰ â„À≠à®–∂Ÿ°·∫§∑’‡√’¬

deconjugation (‡Õ“ à«π¢Õß taurine ·≈– glycine ÕÕ°) ·≈– dehydroxylation

(‡Õ“ à«π¢Õß 7-hydroxy ÕÕ°) ‡°‘¥‡ªìπ secondary BA (deoxycholic acid ·≈–

lithocholic acid) ¥—ß· ¥ß„π¿“æ∑’Ë 1 ´÷Ëß secondary BA ∫“ß™π‘¥ ‡™àπ

dihydroxylated BA chenodeoxycholate ·≈– deoxycholate ®–°√–μÿâπ intra-

cellular secretory process „Àâ‡°‘¥ fluid secretion ‡æ‘Ë¡ mucosal permeabil-

ity ‡æ‘Ë¡ mucus secretion ‡æ‘Ë¡ GI motility ≈¥√–¬–‡«≈“¢Õß colonic transit

time ·≈–¬—∫¬—Èß Cl/OH- exchange4 °àÕ„Àâ‡°‘¥Õ“°“√∑âÕß‡ ’¬·≈–Õ“°“√Õ◊ËπÊ ‡™àπ
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μ“√“ß∑’Ë 1 · ¥ß Bile acid kinetic „π¿“«–ª°μ‘6,7

Parameter Value

Bile acid secretion 12 g/day

Bile acid pool size 2-3 g

Cycling frequency 4-6 x/day

Amount absorbed/cycle ~ 95%

Fecal bile acid loss < 0.5 g/day

Average half-life ~ 3 days

¿“æ∑’Ë 1 · ¥ß Bile acid metabolism8

 

Intes�nal bacteria 

Primary BA 

Secondary BA 
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μ“√“ß∑’Ë 2

Classification  “‡Àμÿ °≈‰°

Type 1 Ileal dysfunction ‰¡à “¡“√∂ reabsorption BA

Ileal abnormalities ∑’Ë distal ileum

Type 2 ‰¡à√Ÿâ “‡Àμÿ ‰¡à∑√“∫·πà™—¥ Õ“®‡°‘¥®“°

Idiopathic BAD À√◊Õ ● Mutation ¢Õß BA transporter

Primary BAD ● °“√ expression ¢Õß BA

transporter ≈¥≈ß

Type 3 Post-cholecystectomy, °“√‡ª≈’Ë¬π·ª≈ß motility ¢Õß

Miscellaneous post-vagotomy, celiac disease, ≈”‰ â‡≈Á°, ®”π«π¢Õß BA cycling

disorders bacterial overgrowth, À√◊Õ à«πª√–°Õ∫¢Õß Ileal content

pancreatic insufficiency

bloating, urgency ·≈– fecal incontinence μ“¡¡“ ́ ÷Ëß‡ªìπæ¬“∏‘°”‡π‘¥¢Õß BAD

À√◊Õ BAM

„π√–¬–‡«≈“‰¡à°’Ëªï¡“π’È ¡’°“√§âπæ∫°≈‰°°“√§«∫§ÿ¡°“√ √â“ß BA ‡æ‘Ë¡‡μ‘¡

∑’Ëπà“ π„® °≈à“«§◊Õ BA ∑’Ëºà“π¡“∑’Ë ileum ®–®—∫°—∫ Farsenoid X receptor (FXR)

¢Õß‡´≈≈å enterocyte ·≈â«∑”„Àâ‡°‘¥ negative feedback ‰ª∑’Ëμ—∫„Àâ≈¥°“√ √â“ß

BA ‚¥¬Õ“»—¬ŒÕ√å‚¡π∑’Ë™◊ËÕ Fibroblast growth factor 19 (FGF19)4 ©–π—Èπ À“°

¡’ FGF19 ≈¥≈ß ®–∑”„Àâ°√–∫«π°“√ negative feedback ‡ ’¬‰ª ®÷ß‰¡à “¡“√∂

¬—∫¬—Èß°“√ √â“ß BA ®“°μ—∫‰¥â ́ ÷Ëß‡ªìπ°≈‰°∑’Ë‡™◊ËÕ«à“‡ªìπ‡Àμÿ¢Õß°“√‡°‘¥ Primary À√◊Õ

idiopathic BAD5

°“√®”·π°™π‘¥¢Õß Bile acid diarrhea9

·∫àß®”·π°‰¥â‡ªìπ 3 ™π‘¥ μ“¡μ“√“ß∑’Ë 2 ‰¥â·°à
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Õ“°“√/Õ“°“√· ¥ß∑“ß§≈‘π‘°
1. Watery diarrhea æ∫∂÷ß√âÕ¬≈– 50 ¢ÕßºŸâªÉ«¬10 Õ“®¡’Õ“°“√¡“π“π

‡ªìπªï ·≈–∂â“‡ªìπ√ÿπ·√ßÕ“®®–‡°‘¥ steatorrhea ºŸâªÉ«¬ BAD ‚¥¬‡©æ“– type 2

idiopathic ¡—°®–‰¥â√—∫°“√«‘π‘®©—¬‡ªìπ Functional GI disorder

2. Õ“°“√∑“ß√–∫∫∑“ß‡¥‘πÕ“À“√Õ◊ËπÊ ‡™àπ bloating, abdominal dis-

tention fecal urgency ·≈– fecal incontinence

°“√«‘π‘®©—¬ Bile acid diarrhea/Bile acid malabsorption

1. 75Selenium Homotaurocholic Acid Test (75SeHCAT)

‡ªìπ°“√μ√«®∑’Ë„™â 75selenium homotaurocholic BA ´÷Ëß‡ªìπ BA

 —ß‡§√“–Àå ¡’§ÿ≥ ¡∫—μ‘∑’Ë∂Ÿ°¥Ÿ¥´÷¡‡¢â“ Ÿà enterohepatic circulation ·≈–¢—∫ÕÕ° Ÿà

Õÿ®®“√–‰¥â‡™àπ‡¥’¬«°—∫ cholic acid ¡’§à“ half-life ª√–¡“≥ 118 «—π  “¡“√∂∑π

μàÕ°“√ deconjugation ®“°·∫§∑’‡√’¬„π≈”‰ â ·≈–„™â°“√μ√«®«—¥ª√‘¡“≥√—ß ’‚¥¬

„™â gamma camera ‚¥¬°“√‡μ√’¬¡μ—«ºŸâªÉ«¬°àÕπμ√«® §«√„ÀâÀ¬ÿ¥¬“„π°≈ÿà¡ bile

acid sequestrant °àÕπÕ¬à“ßπâÕ¬ 2 «—π·≈–ß¥πÈ”Õ“À“√°àÕπμ√«® 6-8 ™—Ë«‚¡ß

°“√μ√«®®–‡√‘Ë¡®“°„ÀâºŸâªÉ«¬√—∫ª√–∑“π·§ª´Ÿ≈∑’Ë∫√√®ÿ 75selenium homotauro-

cholic BA À≈—ß®“°π—Èπ 1 ™—Ë«‚¡ß 75selenium ®–°√–®“¬‰ª∑—Ë«∑—Èß∑“ß‡¥‘πÕ“À“√´÷Ëß

‡√“®–∑”°“√ ·°π§√—Èß·√°‰«â‡ªìπ§à“ baseline ´÷Ëß∫Õ°∂÷ß 100% retention ®“°

π—Èπ ·°π´È”∑’Ë 7 «—π ¥Ÿ«à“ % retention ‡À≈◊Õ‡∑à“‰À√à

°“√·ª≈º≈ ∑’Ë 7 «—πÀ≈—ß°“√°≈◊π·§ª´Ÿ≈ À“°¡’§à“ retention ≥ 15%

∂◊Õ«à“ª°μ‘  à«π§à“∑’Ëº‘¥ª°μ‘§◊Õ 10-15% ‡ªìπ mild BAM, 5-10% ‡ªìπ moderate

BAM ·≈–∂â“ < 5% ‡ªìπ severe BAM ®“°°“√»÷°…“μà“ßÊ æ∫«à“ cut-off ∑’Ë re-

tention < 15% π’È¡’ sensitivity 89-97% specificity 99-100% ·≈–accuracy

88% „π°“√«‘π‘®©—¬ BAM11,12 Õ’°∑—Èß¬—ß∫Õ°∂÷ß°“√μÕ∫ πÕßμàÕ°“√√—°…“¥â«¬ BA

sequestrants

¢âÕ¥’-¢âÕ‡ ’¬ ¢âÕ¥’§◊Õ “¡“√∂μ√«®‰¥âßà“¬ ∑”„ÀâºŸâªÉ«¬¡’ compliance ¥’

¢÷Èπ ·μà°Á¡’¢âÕ®”°—¥À≈“¬ª√–°“√ ‡™àπ 75SeHCAT  “¡“√∂μ√«®‰¥â„π∫“ßª√–‡∑»
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‡™àπ„π¬ÿ‚√ª ·μà‰¡à¡’„πª√–‡∑» À√—∞Õ‡¡√‘°“13 ª√–°“√∑’Ë Õß§◊Õ‡°‘¥ false posi-

tive ‰¥â„π°√≥’∑’Ë¡’ rapid transit time ‡™àπ„πºŸâªÉ«¬ Post-vagotomy diarrhea14

·≈–‡°‘¥ false negative ‰¥âÀ“°¡’°“√μ’∫μ—π¢Õß descending colon ∑”„Àâ‡°‘¥

prolonged colonic transit time15 ¢âÕ‡ ’¬Õ’°ª√–°“√Àπ÷Ëß§◊Õ°“√ exposure μàÕ

radiation Õ¬à“ß‰√°Áμ“¡ª√‘¡“≥√—ß ’∑’Ë‰¥â√—∫°Á‰¡à°àÕ„Àâ‡°‘¥Õ—πμ√“¬μàÕ√à“ß°“¬

2. Serum 7α-hydroxy-4 cholesten-3-one (7αC4)

‡ªìπ°“√«—¥ C4 ´÷Ëß‡ªìπº≈º≈‘μ∑’Ë‡°‘¥®“°°√–∫«π°“√ √â“ß BA ´÷Ëß§«∫§ÿ¡

¥â«¬‡Õπ‰´¡å∑’Ë ”§—≠§◊Õ cholesterol 7α hydroxylase (CYP7A1) °“√μ√«®π’È‰¥â

∂Ÿ°π”¡“μ√«® Õ∫„πÀ≈“¬°“√»÷°…“·≈â«æ∫«à“ §à“ C4  —¡æ—π∏å¥’°—∫°“√ √â“ß BA16

„π°“√ àßμ√«®√–¥—∫ C4 ®–μâÕß„ÀâºŸâªÉ«¬ß¥Õ“À“√μÕπ°≈“ß§◊π·≈â«‡®“–‡≈◊Õ¥„π

™à«ß‡™â“ ·≈â«μ√«®«—¥ C4 ¥â«¬«‘∏’ liquid chromatography-tandem mass spec-

trometry (LCMS/MS)17

°“√·ª≈º≈ ®“° 2 °“√»÷°…“°àÕππ’Èæ∫«à“§à“¡—∏¬∞“π¢Õß serum C4 „π

healthy volunteer ‡∑à“°—∫ 14.3-16.9 ng/mL17,18 ·≈–∫“ß°“√»÷°…“Õâ“ßÕ‘ß§à“∑’Ë

¡“°°«à“ 60 ng/mL ‡ªìπ§à“ cut-off17

¢âÕ¥’-¢âÕ‡ ’¬ ¢âÕ¥’§◊Õ°“√ àßμ√«®∑”‰¥âßà“¬ ‡æ’¬ß·§à‡®“–‡≈◊Õ¥ àß ‚¥¬¡’

sensitivity 90% specificity 79% negative predictive value (NPV) 98%

Positive predictive value 74% μ“¡≈”¥—∫ ®–‡ÀÁπ‰¥â«à“°“√¡’ NPV  Ÿß ¡’ª√–

‚¬™πå‡æ◊ËÕπ”¡“„™â„π°“√ rule out BAM ·≈–ªí®®—¬¥â“π Õ“¬ÿ ‡æ» √–¥—∫ choles-

terol ‰¡à¡’º≈μàÕ C4 Õ’°∑—ÈßºŸâªÉ«¬‰¡àμâÕß‡ ’Ë¬ßμàÕ radiation ·μà¡’¢âÕ®”°—¥°≈à“«§◊Õ

¡’ diurnal variation ‚¥¬¡’√–¥—∫ Ÿß ÿ¥„π™à«ß 13.00 ·≈– 21.00 π.19 Õ’°∑—Èß¿“«–

∑’Ë¡’ cholestatic liver disease, hepatic inflammation ‚¥¬‡©æ“–‡¡◊ËÕ√–¥—∫ AST

À√◊Õ ALT ¡“°°«à“ 2 ‡∑à“ À√◊Õ„™â¬“„π°≈ÿà¡ HMG-CoA reductase inhibitor

Õ“®®–∑”„Àâ‡°‘¥ false positive ‰¥â17

3. 14C-glycocholate Breath and Stool Test

‡ªìπ«‘∏’∑’Ë„™â„π°“√„π°“√ª√–‡¡‘π¿“«– bacterial deconjugation ´÷ËßÕ“®

‡°‘¥®“° small bowel bacterial overgrowth (SIBO) À√◊Õ BAM °Á‰¥â «‘∏’„π
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°“√μ√«®‚¥¬„ÀâºŸâªÉ«¬∑“π 14C-glycocholate solution æ√âÕ¡°—∫Õ“À“√·≈–®“°π—Èπ

„Àâμ√«®≈¡À“¬„®ÕÕ°∑ÿ°™—Ë«‚¡ßμàÕ‡π◊ËÕß‰ªÕ¬à“ßπâÕ¬ 6 ™—Ë«‚¡ß √à«¡°—∫Õ“®®–‡°Á∫

Õÿ®®“√– 24 ™—Ë«‚¡ß ‚¥¬À≈—ß®“°∑“π 14C-glycocholate ®–∂Ÿ°·∫§∑’‡√’¬μ—¥ “¬·¬°

‡ªìπ cholic acid ·≈– 14C-glycine ́ ÷Ëß®–‡¢â“ Ÿà portal circulation ·≈–∂Ÿ°‡¡μ“∫Õ

≈‘´÷¡„πμ—∫°≈“¬‡ªìπ 14CO2 ÕÕ° Ÿà≈¡À“¬„®20 ∂â“μ√«®æ∫ 14CO2 „π≈¡À“¬„®μ—Èß

·μà™à«ß·√°Ê„Àâ ß —¬¿“«– SIBO ¢≥–‡¥’¬«°—π∂â“ 14C-BA ‰¡à∂Ÿ°¥Ÿ¥°≈—∫∑’Ë termi-

nal ileum ‡™àπ„πºŸâªÉ«¬∑’Ë∑” ileal resection À√◊ÕºŸâªÉ«¬ Crohnûs disease ∑’Ë¡’

ileitis ®–∑”„Àâ 14C-BA ºà“π‡¢â“ Ÿà≈”‰ â„À≠à·≈–∂Ÿ° deconjugation ‚¥¬·∫§∑’‡√’¬

¥—ßπ—Èπ°“√μ√«® 14C-glycocholate ∑—Èß„π≈¡À“¬„®·≈–„πÕÿ®®“√– “¡“√∂∑’Ë®–„™â™à«¬

„π°“√«‘π‘®©—¬¿“«– BAM ‰¥â

°“√·ª≈º≈ §àÕπ¢â“ß´—∫´âÕπ·≈–¡’§«“¡·μ°μà“ß°—π„π·μà≈– ∂“∫—π

‡π◊ËÕß®“°¬—ß‰¡à¡’§à“¢Õß healthy volunteer ¡“„™â‡∑’¬∫ ·μà°“√μ√«®æ∫ 14CO2 ®“°

≈¡À“¬„®À≈—ß®“°∑’ Ë∑“π‰ª 3 ™— Ë«‚¡ß ∂◊Õ«à“‡ªìπ BAM Õ¬à“ß‰√°Áμ“¡ μâÕß

√–¡—¥√–«—ß„π°“√·ª≈º≈ ‡π◊ËÕß®“°‡«≈“∑’Ëμ√«®æ∫ 14CO2 π’È‰¡à “¡“√∂∑’Ë®–·¬°¿“«–

SIBO ·≈– BAM ‰¥âÕ¬à“ß™—¥‡®π21

¢âÕ¥’-¢âÕ‡ ’¬ ¢âÕ¥’§◊Õ “¡“√∂∑’Ë®–„™â„π°“√«‘π‘®©—¬¿“«– SIBO ¥â«¬‰¥â ·μà

¢âÕ®”°—¥∑’Ë ”§—≠§◊Õ∑”„Àâ¡’§«“¡‡ ’Ë¬ß®“° radiation exposure Õ’°∑—Èß 14C-glyco-

cholate ¡’ half-life ¬“«π“π∂÷ß 5,730 ªï ·≈–„π¢—ÈπμÕπ°“√‡°Á∫‚¥¬‡©æ“–

Õÿ®®“√–§àÕπ¢â“ß¬ÿàß¬“°·≈–Õ“®∑”„ÀâºŸâªÉ«¬‰¡à√à«¡¡◊Õ ª√–°Õ∫°—∫„πªí®®ÿ∫—π¡’°“√

μ√«®„À¡àÊ ∑’Ë¡’§«“¡ –¥«°·≈–ª√– ‘∑∏‘¿“æ∑’Ë¥’ ∫“ß ∂“∫—π®÷ß‰¥â‡≈‘°„™â°“√μ√«®

π’È‡æ◊ËÕ¡“«‘π‘®©—¬¿“«– BAM13

4. Fecal BA

„πªí®®ÿ∫—ππ’È∫“ß ∂“∫—π “¡“√∂«—¥ BA„πÕÿ®®“√–‰¥â∑—Èß«—¥ÕÕ°¡“‡ªìπª√‘¡“≥

total BA À√◊Õ individual BA ·μàÕ¬à“ß‰√°Áμ“¡„π°“√‡°Á∫Õÿ®®“√–π—Èπ§àÕπ¢â“ß¬ÿàß

¬“°·≈–μâÕß„™â‡®â“Àπâ“∑’Ë∑’Ë¡’§«“¡™”π“≠ «‘∏’°“√‚¥¬„Àâ‡°Á∫Õÿ®®“√–‡ªìπ‡«≈“ 48

™—Ë«‚¡ß‚¥¬„Àâ∑“πÕ“À“√∑’Ë®”°—¥‰¢¡—πÕ¬Ÿà∑’ Ë 100 °√—¡/«—π°àÕπª√–¡“≥ 4 «—π

 ”À√—∫°“√«—¥ Fecal BA ∑”‰¥â 2 «‘∏’ §◊Õ enzymatic À√◊Õ chromatographic
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assays

°“√·ª≈º≈ ªí®®ÿ∫—ππ’È¬—ß‰¡à¡’°“√°”Àπ¥ cut-off ∑’Ë™—¥‡®π¢Õß 48-h stool

fecal BA ∑’Ëπ”¡“„™â„π°“√«‘π‘®©—¬ ·μà®“°°“√»÷°…“æ∫«à“ºŸâªÉ«¬∑’Ë‡ªìπ IBS-D ®–¡’

√–¥—∫¢Õß Primary unconjugated BA (cholic ·≈– cheodeoxycholic acid)

¡“°°«à“ healthy volunteer (1,204 vs. 511 μmol/L/48 h; p<0.01)22

¢âÕ¥’-¢âÕ‡ ’¬ ‡™àπ‡¥’¬«°—∫°“√μ√«® serum C4 ¢âÕ®”°—¥∑’Ë ”§—≠¢Õß°“√

μ√«®«—¥ fecal BA ¡’ BA excretion ¡’§«“¡‡ª≈’Ë¬π·ª≈ßμ“¡‡«≈“ √–¬–‡«≈“∑’Ë

§«√‡°Á∫‡Õß°Á¬—ß‰¡à‰¥â¡’°“√ validation ∑’Ë·πà™—¥23 Õ’°∑—Èß§à“ª°μ‘∑’Ë§«√π”¡“„™âÕâ“ßÕ‘ß

°Á‰¡à·πà™—¥ ®÷ß¬—ß§ßμâÕß°“√°“√»÷°…“‡æ‘Ë¡‡μ‘¡„πÕπ“§μ

5. Serum fibroblast growth factor 19 (FGF19)

‡ªìπ°“√μ√«®«‘∏’„À¡à∑’Ë°”≈—ß¡’°“√»÷°…“°—π¡“°„π™à«ßπ’È ‚¥¬æ∫«à“§à“ FGF19

¡’§«“¡ —¡æ—π∏å‰ª°—∫ SeHCAT ¢≥–∑’Ë¡’ inverse relationship ‰ª°—∫√–¥—∫

C424,18

°“√·ª≈º≈ æ∫«à“„πºŸâªÉ«¬Õ“°“√∑âÕß‡ ’¬‡√◊ÈÕ√—ß∑’ËÀ“ “‡Àμÿ‰¡à‰¥â®–¡’√–¥—∫

FGF19 ‡©≈’Ë¬μË”°«à“°≈ÿà¡§«∫§ÿ¡ (120 vs. 231 pg/ml, p<0.005)25 §à“ cut-off

fasting FGF19 ∑’Ë < 145 pg/ml ®–¡’ sensitivity ‡∑à“°—∫ 46% Specificity

‡∑à“°—∫ 85% NPV ‡∑à“°—∫ 68% PPV ‡∑à“°—∫ 69% ·≈– accuracy ‡∑à“°—∫ 68% μ“¡

≈”¥—∫26 πÕ°®“°π’È¬—ß¡’¢âÕ¡Ÿ≈«à“∑’Ë cut-off π’ÈºŸâªÉ«¬ primary BAD 93% ®–μÕ∫

 πÕßμàÕ°“√√—°…“¥â«¬ BA sequestrants ‚¥¬¥Ÿ®“°Õ“°“√∑’Ë¥’¢÷Èπ26

¢âÕ¥’-¢âÕ‡ ’¬ ¢âÕ¥’∑’Ë™—¥‡®π§◊Õ μ√«®ßà“¬ ‰¡à¬ÿàß¬“° ‡æ’¬ß‡®“–‡≈◊Õ¥·§à§√—Èß

‡¥’¬« ·≈–‰¡à‡ ’Ë¬ßμàÕ radiation ·μà¢âÕ®”°—¥∑’Ë ”§—≠§◊Õ√–¥—∫¢Õß FGF19 ®–‰¡à

§ß∑’Ë„π·μà≈–™à«ß¢Õß«—π ·≈–‡π◊ËÕß®“°‡ªìπ°“√μ√«®∑’Ë„À¡à¬—ß§ßμâÕß°“√°“√»÷°…“

‡æ‘Ë¡‡μ‘¡„πÕπ“§μ

6. Therapeutic trials ‚¥¬„™â BA binders ‡À¡“– ”À√—∫°√≥’∑’Ë‰¡à

 “¡“√∂ àßμ√«®‡æ‘Ë¡‡μ‘¡‰¥â Õ¬à“ß‰√°Áμ“¡«‘∏’π’È‰¡à¡’§«“¡®”‡æ“–μàÕ BAD „πºŸâªÉ«¬

∑’Ë∑âÕß‡ ’¬®“° Clostridium difficile °Á®–¥’¢÷Èπ‰¥â‡™àπ°—π27
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Management of bile acid diarrhea
1. Non-medical treatment

1.1 Õ“À“√ ¡’°“√»÷°…“°àÕπÀπâ“π’Èæ∫«à“°“√∑“πÕ“À“√∑’Ë¡’‰¢¡—ππâÕ¬§◊Õ

1.5 °√—¡μàÕ«—π  “¡“√∂®–≈¥ fecal BA excretion ‰¥â„πºŸâªÉ«¬ Crohnûs disease28

2. Medical treatment

2.1 Specific treatment

√—°…“‚√§∑’Ë‡ªìπ “‡Àμÿ¢Õß BAD ‡™àπ Crohnûs disease

2.2 Bile acid sequestrants (BAS)

BAS ‡ªìπ‚æ≈’‡¡Õ√å¢π“¥„À≠à∑’Ë®–®—∫°—∫ Bile salts „π≈”‰ â‡≈Á°·≈–

∑”„Àâ BA ‰¡àºà“π°≈—∫‡¢â“ Ÿà enterohepatic circulation ·μà®–∂Ÿ° excretion

ÕÕ°¡“∑“ßÕÿ®®“√– ‰¥â·°à Cholestyramine ‡ªìπ¬“∑’Ë¡’°“√»÷°…“¡“°∑’Ë ÿ¥ æ∫«à“

ª√– ‘∑∏‘¿“æ„π°“√√—°…“ BAD ‡©≈’Ë¬ª√–¡“≥ 70% ·π–π”„Àâ‡√‘Ë¡∑’Ë¢π“¥ 4 °√—¡ 3

§√—ÈßμàÕ«—π·≈– “¡“√∂ª√—∫‡æ‘Ë¡‰¥â·μà‰¡à§«√‡°‘π 36 °√—¡/«—π °“√μÕ∫ πÕß®–¥’¢÷Èπ

μ“√“ß∑’Ë 3 °“√«‘π‘®©—¬·¬°‚√§¢Õß bile acid diarrhea (Differential diagnoses of bile acid diar-

rhea)

Disease Diagnosis Disease management

Food allergy N ®”°—¥Õ“À“√∑’Ë¡’ªí≠À“

Sugar maldigestion Hydrogen breath test ®”°—¥Õ“À“√∑’Ë¡’ªí≠À“

Celiac disease IgA tissue transglutaminase Gluten-free diet

serology + duodenal biopsy

Gluten intolerance HLA-DQ2/8 Gluten-free diet

Microscopic/lymphocytic colitis Fecal calprotectin; colon biopsy bismuth subsalicylate,

budesonide

Small bowel bacterial overgrowth Duodenal aspirate and culture; √—°…“¥â«¬¬“¶à“‡™◊ÈÕ

glucose/lactulose-breath H
2
 test
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∂â“ª√—∫‡æ‘Ë¡¢π“¥ (Dose-response)2 ·≈–æ∫«à“‡¡◊ËÕ‡∑’¬∫°≈ÿà¡∑’Ë‡ªìπ mild, mod-

erate, severe BAD ®–¡’°“√μÕ∫ πÕßμàÕ cholestyramine ‰¡àμà“ß°—π29

Colestipol ¡’¢âÕ¡Ÿ≈°“√»÷°…“πâÕ¬ ·μà°Áæ∫«à“ “¡“√∂≈¥Õ“°“√∑âÕß‡ ’¬

‰¥â¿“¬„π 1  —ª¥“Àå30 ¢π“¥·π–π”„Àâ‡√‘Ë¡∑’Ë 5 °√—¡ 3 §√—ÈßμàÕ«—π ·≈–¢π“¥¡“°

∑’Ë ÿ¥∑’Ë·π–π”§◊Õ 30 °√—¡μàÕ«—π ‚¥¬¬“ 2 μ—«¢â“ßμâπ‡ªìπ„π√Ÿª powder À√◊Õ gran-

ule °“√√—∫ª√–∑“π„Àâº ¡πÈ”

Colesevelam-HCL ‡ªìπ¬“„À¡à´÷Ëß¡’„π√Ÿª·∫∫‡¡Á¥·≈–‡®≈ ∑”„Àâ≈¥

º≈¢â“ß‡§’¬ß„π∑“ß‡¥‘πÕ“À“√‰¥â31 ·¡â°“√»÷°…“®–¬—ß¡’‰¡à¡“°π—° ·μà°Áæ∫«à“ “¡“√∂

∑’Ë®–√—°…“Õ“°“√‰¥â∂÷ß√âÕ¬≈– 8732 ¢π“¥·π–π” „Àâ 1.25-3.75 °√—¡μàÕ«—π·∫àß„Àâ 2

§√—ÈßμàÕ«—π ¢π“¥¡“°∑’Ë ÿ¥∑’Ë·π–π”§◊Õ 4.375 °√—¡μàÕ«—π

º≈¢â“ß‡§’¬ß¢Õß¬“°≈ÿà¡π’È‰¥â·°à ∑âÕßºŸ° ª«¥∑âÕß §≈◊Ëπ‰ â ·≈–∫“ß§√—Èß

Õ“®∑”„ÀâμâÕßÀ¬ÿ¥¬“ ·≈–¬—ß∑”„Àâ≈¥°“√¥Ÿ¥´÷¡‰¢¡—π ·≈– fat-soluble vitamin

πÕ°®“°π’È¬—ß¡’º≈μàÕ°“√¥Ÿ¥ ÷́¡¬“∫“ßÕ¬à“ß‡™àπ warfarin33 ¬“ cholestyramine·≈–

colestipol ‡Õß¡’√ ™“μ‘‰¡à¥’Õ“®®–∑”„ÀâºŸâªÉ«¬¡’ compliance ∑’Ë‰¡à¥’

2.3 Non-BAS therapy

1. Aluminium hydroxide  “¡“√∂®—∫°—∫ BA ·≈–≈¥Õ“°“√

∑âÕß‡ ’¬„πºŸâªÉ«¬ BAM ‰¥â‡™àπ°—π34 ‚¥¬æ∫«à“°“√„Àâ Aluminium hydroxide „π

ºŸâªÉ«¬∑’Ë¡’ BAM ·≈– ‰¡àμÕ∫ πÕßμàÕ cholestyramine ¬—ß≈¥Õ“°“√∑âÕß‡ ’¬‰¥â

∂÷ß√âÕ¬≈– 7735 ¢âÕ®”°—¥∑’Ë ”§—≠§◊Õ¬—ß‰¡à¡’°“√ approved ¢âÕ∫àß™’È„π°≈ÿà¡ºŸâªÉ«¬

BAM

2. FXR agonist ‡™àπ Obeticholic acid (OCA) ‡ªìπ¬“∑’Ë°”≈—ß‡ªìπ

∑’Ë π„®°—π¡“°¢÷Èπ  —ß‡§√“–Àå¡“®“° chenodeoxycholic acid (CDCA) ·≈–¡’

°“√»÷°…“∑’Ë¬◊π¬—π·≈â««à“ “¡“√√—°…“ BAM ‰¥â36

3. Anti-diarrheal drugs ‡™àπ codeine, loperamide „Àâº≈°“√√—°…“

∑’Ë‰¡à¥’ ¡’ºŸâªÉ«¬‡æ’¬ß√âÕ¬≈– 28 ∑’ËÕ“°“√∑âÕß‡ ’¬¥’¢÷Èπ37 ·μà¢âÕ¥’§◊Õº≈¢â“ß‡§’¬ßπâÕ¬

°«à“°≈ÿà¡ BA sequestrants
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Portal Vein Thrombosis in Liver
Cirrhosis
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∫∑π” (Introduction)

¿“«–°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥” (Venous thromboembolism: VTE)

‡¥‘¡‡§¬‡ªìπ‚√§∑’Ë‡™◊ËÕ«à“¡—°‰¡à‡°‘¥„πºŸâªÉ«¬‚√§μ—∫·¢Áß‡π◊ËÕß®“°ºŸâªÉ«¬®–¡’¿“«–°“√

·¢Áßμ—«¢Õß‡≈◊Õ¥º‘¥ª°μ‘ Õ¬à“ß‰√°Áμ“¡„πªí®®ÿ∫—π°≈—∫æ∫«à“ºŸâªÉ«¬‚√§μ—∫·¢Áß

 “¡“√∂‡°‘¥°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”‰¥â‡™àπ°—π1,2 ‚¥¬ “¡“√∂‡°‘¥°“√Õÿ¥μ—π‰¥â

∑—Èß¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈ (Portal vein thrombosis :PVT) À≈Õ¥‡≈◊Õ¥¥”∑’Ë¢“

(Deep vein thrombosis :DVT) ·≈–À≈Õ¥‡≈◊Õ¥¥”∑’ËªÕ¥ (Pulmonary embo-

lism :PE) §«“¡√Ÿâ„πªí®®ÿ∫—πæ∫«à“ºŸâªÉ«¬‚√§μ—∫·¢Áß®–¡’°“√‡ ’¬ ¡¥ÿ≈¬å√–À«à“ß “√

°àÕ°“√·¢Áßμ—«¢Õß‡≈◊Õ¥·≈– “√μâ“π°“√·¢Áßμ—«¢Õß‡≈◊Õ¥ ‡π◊ËÕß®“°ºŸâªÉ«¬‚√§μ—∫·¢Áß

®–¡’°“√ √â“ß factor VIII ¡“°¢÷Èπ·μà®–¡’√–¥—∫ protein C μË”≈ß3 Õ—π®–π”¡“´÷Ëß

°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥” ‰¥â¡“°°«à“ª°μ‘ ®÷ßπ”¡“ Ÿà·π«§‘¥„À¡à¢Õß°“√√—°…“

¥â«¬°“√„Àâ¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥∑—Èß°≈ÿà¡ Heparin ·≈– Vitamin K antagonist (VKA)

„πºŸâªÉ«¬‚√§μ—∫·¢Áß∑’Ë¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥” ´÷Ëß·μ°μà“ß®“°·π«∑“ß°“√

√—°…“„π ¡—¬°àÕπ

Portal vein thrombosis (PVT) §◊Õ‚√§∑’Ë‡°‘¥®“°°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥

‡≈◊Õ¥¥”æÕ√å∑—≈À√◊Õ·¢πß¥â«¬≈‘ Ë¡‡≈◊Õ¥ Õ“°“√¡“‰¥âÀ≈“°À≈“¬μ— Èß·μà·∫∫

‡©’¬∫æ≈—πÀ√◊Õ‡√◊ÈÕ√—ß ‡ªìπ∑’Ë∑√“∫°—π¥’«à“ “‡Àμÿ¢Õß°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”
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æÕ√å∑—≈¡—° —¡æ—π∏å°—∫‚√§‡≈◊Õ¥°≈ÿà¡ myeloproliferative disease (MPD)

Õ¬à“ß‰√°Áμ“¡ ¿“«–μ—∫·¢Áß∂◊Õ‡ªìπªí®®—¬‡ ’Ë¬ß∑’Ë ”§—≠Õ¬à“ßÀπ÷Ëß¢Õß°“√‡°‘¥°“√Õÿ¥

μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈‰¥â‡™àπ°—π ´÷Ëß∑”„Àâ‡°‘¥¿“«–·∑√°´âÕπ∑’Ë√ÿπ·√ß·≈–

‡æ‘Ë¡Õÿ∫—μ‘°“√≥å°“√‡ ’¬™’«‘μ‰¥â„πºŸâªÉ«¬‚√§μ—∫·¢Áß ‡™àπ °“√‡°‘¥‡≈◊Õ¥ÕÕ°„π∑“ß

‡¥‘πÕ“À“√ à«π∫π®“° esophageal varices bleeding À√◊Õ≈”‰ â¢“¥‡≈◊Õ¥ (acute

intestinal ischemia) ‡ªìπμâπ4-6 ‡π◊ËÕß®“°°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈„π

°≈ÿà¡ºŸâªÉ«¬μ—∫·¢Áß‡ªìπ‚√§∑’Ëæ∫‰¥â‰¡à∫àÕ¬π—° ®÷ß¡’¢âÕ¡Ÿ≈‡°’Ë¬«°—∫°“√¥”‡π‘π‚√§·≈–

·π«∑“ß°“√√—°…“§àÕπ¢â“ßπâÕ¬ ∫∑§«“¡π’È®÷ß¡’«—μ∂ÿª√– ß§å‡æ◊ËÕ√«∫√«¡¢âÕ¡Ÿ≈ ”§—≠

·≈–∑—π ¡—¬  ”À√—∫Õ∏‘∫“¬°≈‰°°“√¥”‡π‘π‚√§ Õ“°“√ °“√«‘π‘®©—¬  ◊∫§âπ “‡Àμÿ

·≈–·π«∑“ß°“√√—°…“‡æ◊ËÕ°“√¥Ÿ·≈ºŸâªÉ«¬°≈ÿà¡π’È‰¥âÕ¬à“ß‡À¡“– ¡μàÕ‰ª

Õÿ∫—μ‘°“√≥å·≈–§«“¡™ÿ° (Incidence and prevalence of PVT in cirrhosis)

Portal vein thrombosis (PVT) §◊Õ‚√§∑’Ë‡°‘¥®“°°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥

‡≈◊Õ¥¥”æÕ√å∑—≈ ́ ÷Ëß‡ªìπ°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥∑’Ëæ∫‰¥â∫àÕ¬ ÿ¥„πºŸâªÉ«¬‚√§μ—∫·¢Áß

Õÿ∫—μ‘°“√≥å 2.1-23.3% „πºŸâªÉ«¬∑’Ë‰¥â√—∫°“√‡ª≈’Ë¬πμ—∫∑’Ë‰¡à¡’¡–‡√Áßμ—∫7  à«πÕÿ∫—μ‘°“√≥å

„πºŸâªÉ«¬μ—∫·¢Áß∑—Ë«‰ª 0.6-15.8%8-14 ‚¥¬ 0.6% ®“°°“√«‘π‘®©—¬¥â«¬ angiogram8,

4.4% ®“°°“√«‘π‘®©—¬¥â«¬Õ—≈μ√“´“«πå9 ·≈– 10-12% ®“°°“√«‘π‘®©—¬¥â«¬ CT À√◊Õ

MRI10 ‚¥¬Õÿ∫—μ‘°“√≥å®–‡æ‘Ë¡¡“°¢÷Èπμ“¡Õ“¬ÿ¢ÕßºŸâªÉ«¬·≈–§«“¡√ÿπ·√ß¢Õß‚√§μ—∫

‚¥¬æ∫‰¥â∂÷ß 15% „πºŸâªÉ«¬μ—∫·¢Áß√–¬–√ÿπ·√ß∑’Ë‡¢â“§‘«√Õ°“√‡ª≈’Ë¬πμ—∫11-14 ¡’°“√

»÷°…“√–∫“¥«‘∑¬“·∫∫ cohort æ∫«à“Õÿ∫—μ‘°“√≥å°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”

æÕ√å∑—≈„πºŸâªÉ«¬μ—∫·¢Áßª√–¡“≥ 7.4-11% μàÕªï15-16 „πª√–™“°√ºŸâªÉ«¬μ—∫·¢Áß∑—Ë«‰ª

®–¡’ relative risk 7.3 ‡∑à“„π°“√‡°‘¥°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈‡¡◊ËÕ

‡∑’¬∫°—∫ª√–™“°√ª°μ‘17

π‘¬“¡§”»—æ∑å (Definitions)

°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈  “¡“√∂·∫àß‰¥â 2 ™π‘¥ §◊Õ °“√Õÿ¥

μ—π·∫∫‡©’¬∫æ≈—π ·≈– °“√Õÿ¥μ—π·∫∫‡√◊ÈÕ√—ß ´÷Ëß‡ªìπ°“√¥”‡π‘π‚√§∑’ËμàÕ‡π◊ËÕß°—π
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 “‡Àμÿ¡—°§≈â“¬§≈÷ß°—π ·μà·π«∑“ß°“√√—°…“·μ°μà“ß°—π18

Acute Portal Vein Thrombosis §◊Õ °“√‡°‘¥°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥

¥”æÕ√å∑—≈·∫∫‡©’¬∫æ≈—π (∑—Èßπ’È¬—ß‰¡à¡’¢âÕ √ÿª‡√◊ËÕß√–¬–‡«≈“∑’Ë·πàπÕπ) ‚¥¬≈‘Ë¡

‡≈◊Õ¥ “¡“√∂Õÿ¥μ—π‰ª∂÷ßμ”·Àπàß mesenteric vein ·≈–/À√◊Õ splenic vein ‰¥â

‚¥¬°“√Õÿ¥μ—πÕ“®‡ªìπ·∫∫ complete À√◊Õ partial °Á‰¥â19

Chronic Portal Vein Thrombosis §◊Õ °“√∑’ËÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈¡’

°“√Õÿ¥μ—π·∫∫‡√◊ÈÕ√—ß®π∑”„Àâ‡°‘¥ hepatopetal collateral ·∑π∑’Ëμ”·ÀπàßÀ≈Õ¥

‡≈◊Õ¥¥”æÕ√å∑—≈‡¥‘¡ À√◊Õ‡°‘¥‡ªìπ Portal cavernoma19

Õ¬à“ß‰√°Áμ“¡ „π°≈ÿà¡ºŸâªÉ«¬‚√§μ—∫·¢Áß´÷Ëß¡’¿“«–§«“¡¥—π„πÀ≈Õ¥‡≈◊Õ¥

¥”æÕ√å∑—≈¡“°·≈–¡’ collateral circulation Õ¬Ÿà‡¥‘¡ Õ“®·¬°√–¬–‡«≈“°“√Õÿ¥μ—π

·∫∫‡©’¬∫æ≈—πÀ√◊Õ‡√◊ÈÕ√—ß‰¥â¬“°20-21

°≈‰°°“√¥”‡π‘π‚√§ (Pathophysiology)

°“√‡°‘¥°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈„πºŸâªÉ«¬‚√§μ—∫·¢Áß‡ªìπ°≈‰°

∑’Ë‡°‘¥‰¥â®“°À≈“¬ “‡Àμÿ√à«¡°—π  àßº≈„Àâ‡°‘¥°“√≈¥≈ß¢Õß°“√‰À≈‡«’¬π‡≈◊Õ¥∑’Ë‰ª

¬—ßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈·≈–‡°‘¥°“√·¢Áßμ—«¢Õß‡≈◊Õ¥‰¥âßà“¬ „πºŸâªÉ«¬‚√§μ—∫·¢Áß®–

¡’°“√ √â“ß “√°àÕ°“√·¢Áßμ—«¢Õß‡≈◊Õ¥ (procoagulant) ·≈– “√μâ“π°“√·¢Áßμ—«

¢Õß‡≈◊Õ¥ (anticoagulant) ≈¥≈ß22 (μ“√“ß∑’Ë 1)  “√°àÕ°“√·¢Áßμ—«¢Õß‡≈◊Õ¥∑ÿ°™π‘¥

®–∂Ÿ° √â“ß≈¥≈ß¬°‡«âπ factor VIII ·≈– Von Willebrand factor (vWF) ∑’Ë∂Ÿ°

 √â“ß¡“°¢÷Èπ„πºŸâªÉ«¬‚√§μ—∫·¢Áß23-24  à«π “√μâ“π°“√·¢Áßμ—«¢Õß‡≈◊Õ¥∑’Ë √â“ß≈¥≈ß

‰¥â·°à protein C, protein S25-26 ÷́Ëß‚¥¬ à«π„À≠à¡—°‡°‘¥ ¡¥ÿ≈¬å¢Õß¿“«–°“√·¢Áß

μ—«¢Õß‡≈◊Õ¥ ·μàÀ“°‡°‘¥§«“¡‰¡à ¡¥ÿ≈®–°√–μÿâπ„Àâ‡°‘¥°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥

¥”æÕ√å∑—≈·≈–À≈Õ¥‡≈◊Õ¥∫√‘‡«≥Õ◊ËπÊ‰¥â ‡™àπ À≈Õ¥‡≈◊Õ¥¥”∑’Ë¢“ (DVT) ·≈–

À≈Õ¥‡≈◊Õ¥¥”∑’ËªÕ¥ (PE) ‚¥¬æ∫Õÿ∫—μ‘°“√≥å¢Õß DVT/PE „πºŸâªÉ«¬‚√§μ—∫·¢Áß

ª√–¡“≥ 0.5-1.87%27-29 ´÷Ëß “√°àÕ°“√·¢Áßμ—«¢Õß‡≈◊Õ¥∑’Ë¡’°“√»÷°…“æ∫«à“¡’§«“¡

 ”§—≠·≈– —¡æ—π∏å°—∫°“√‡°‘¥°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈¡“°∑’Ë ÿ¥ §◊Õ factor

VIII ‚¥¬√–¥—∫∑’Ë¡“°¢÷Èπ¢Õß factor VIII ®–¬‘Ëß —¡æ—π∏å°—∫§«“¡√ÿπ·√ß¢Õß‚√§μ—∫∑’Ë
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μ“√“ß∑’Ë 1 °“√‡ª≈’Ë¬π·ª≈ß¢Õß “√°àÕ°“√·¢Áßμ—«¢Õß‡≈◊Õ¥„πºŸâªÉ«¬‚√§μ—∫·¢Áß22

Factors promoting bleeding Factors promoting thrombosis

Decreased levels of the following:

● Coagulation factors II, V, VII, IX,

X, XI

● α2-antiplasmin

● Thrombin-activatable fibrinolysis

inhibitor

● Histidine-rich glycoprotein

Platelet abnormalities

● Thrombocytopenia

● Impaired platelet function

● Impaired platelet-wall interaction

● Enhanced platelet inhibition by

nitric oxide and prostacyclin

Fibrinogen abnormalities

● Qualitative

● Quantitative

Nutritional deficiency

● Vitamin K

● Folate

Increased level of plasma

tissue-type plasminogen

activator

Decreased levels of the following:

● Protein C

● Protein S

● Protein Z

● Antithrombin α2-macroglobulin

● Heparin cofactor II

● Plasminogen

Increased levels of the following:

● Factor VIII

● von Willebrand factor

¡“°¢÷Èπ (Child-Pugh class)30 (μ“√“ß∑’Ë 1)

 “‡Àμÿ (etiology)

‡ªìπ∑’Ë∑√“∫°—π¥’«à“„π°≈ÿà¡ºŸâªÉ«¬∑’Ë‰¡à‡ªìπ‚√§μ—∫·¢Áß∑’Ë‡°‘¥°“√Õÿ¥μ—π¢Õß

À≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈  “‡Àμÿ¡—°‡°‘¥®“°‚√§°≈ÿà¡ myeloproliferative disease
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·≈–‚√§∑“ßæ—π∏ÿ°√√¡∑’Ë∑”„Àâ √â“ß “√μâ“π°“√·¢Áßμ—«¢Õß‡≈◊Õ¥≈¥≈ß19 (μ“√“ß∑’Ë 2)

·μà ”À√—∫ºŸâªÉ«¬‚√§μ—∫·¢Áß °≈‰°∑’Ë ”§—≠μàÕ°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈

‰¥â·°à°“√¡’ portal flow velocity ∑’Ë≈¥≈ß μ“¡√–¬–‚√§μ—∫·¢Áß∑’Ë‡ªìπ¡“°¢÷Èπ ‡π◊ËÕß®“°

intrahepatic vascular resistance ∑’Ë¡“°¢÷Èπ16,31 ·≈– independent risk fac-

tor Õ’°¢âÕ ‰¥â·°à¿“«–‡°√Á¥‡≈◊Õ¥μË”16,32 πÕ°®“°π’È¬—ß¡’°“√»÷°…“∑’Ëæ∫«à“°“√Õÿ¥μ—π

¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈„πºŸâªÉ«¬μ—∫·¢Áß —¡æ—π∏å°—∫‚√§∑“ßæ—π∏ÿ°√√¡∑’Ë¡’§«“¡

º‘¥ª°μ‘¢Õß¬’π å ‰¥â·°à G20210A prothrombin gene ´÷Ëßæ∫‰¥â∫àÕ¬∑’Ë ÿ¥ √«¡

‰ª∂÷ß‚√§μ—∫·¢Áß√–¬–∑’Ë√ÿπ·√ß¢÷Èπ (Child-Pugh C) °“√¡’¿“«–·∑√°´âÕπ¢Õß por-

tal hypertension33-34 ·≈–¡’√“¬ß“π«à“Õ“® —¡æ—π∏å°—∫ª√–«—μ‘∑’Ë‡§¬‰¥â√—∫°“√∑” en-

doscopic sclerotherapy7 (μ“√“ß∑’Ë 2)

Õ“°“√·≈–Õ“°“√· ¥ß (Clinical Manifestations)

Õ“°“√¢ÕßºŸâªÉ«¬∑’Ë¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈ (PVT) ‚¥¬∑—Ë«‰ª

 “¡“√∂¡“‰¥âμ—Èß·μà‰¡à¡’Õ“°“√®π∂÷ß¢—Èπ√ÿπ·√ß‡ªìπ‡Àμÿ·°à°“√‡ ’¬™’«‘μ‰¥â °√≥’∑’Ë‡ªìπ

Partial portal vein thrombosis ºŸâªÉ«¬¡—°‰¡à¡’Õ“°“√·≈–æ∫‰¥â‚¥¬∫—ß‡Õ‘≠®“°

°“√∑”Õ—≈μ√“´“«πåÀ√◊Õ CT ·μàÀ“°‡ªìπ™π‘¥ Complete portal vein thrombosis

 “¡“√∂‡°‘¥Õ“°“√ª«¥∑âÕßÕ¬à“ß√ÿπ·√ß„π‡«≈“‰¡à°’Ë«—π À“°°“√Õÿ¥μ—π¢Õß‡ âπ‡≈◊Õ¥

≈ÿ°≈“¡‰ª∂÷ß mesenteric veins ®–∑”„Àâ‡°‘¥°“√ª«¥∑âÕß·∫∫ colicky pain ºŸâ

ªÉ«¬¡—°¡’Õ“°“√∂à“¬‡À≈« À√◊Õ‡°‘¥¿“«–·∑√°´âÕπ∑’Ë√ÿπ·√ß‡™àπ≈”‰ â¢“¥‡≈◊Õ¥Õ—π

‡ªìπ‡Àμÿ„Àâ‡ ’¬™’«‘μ‰¥â4-6

 ”À√—∫„πºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’À≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈Õÿ¥μ—ππ—Èπ ¡—°‰¡à¡’Õ“°“√

·≈–æ∫°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥‚¥¬∫—ß‡Õ‘≠®“°°“√μ√«®§—¥°√ÕßÕ—≈μ√“´“«πå À√◊Õ

Õ“®æ∫‰¥â„π°≈ÿà¡ºŸâªÉ«¬μ—∫·¢Áß¢≥–∑’Ë¡’ decompensation §à“º≈∑“ßÀâÕßªØ‘∫—μ‘

°“√∑’Ëæ∫‰¥â„π acute PVT ‡™àπ serum aminotransferases, fibrin, fibrinogen

degradation products ·≈– d-dimers ¡—°¬—ß§ß‡ªìπª°μ‘ °“√¡’À≈Õ¥‡≈◊Õ¥

¥”æÕ√å∑—≈Õÿ¥μ—π„πºŸâªÉ«¬μ—∫·¢Áß∂◊Õ‡ªìπªí®®—¬‡ ’Ë¬ßÕ‘ √– (independent risk fac-

tor) Àπ÷Ëß¢Õß°“√‡°‘¥ variceal bleeding §«“¡≈â¡‡À≈«„π°“√√—°…“¥â«¬°“√ àÕß
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μ“√“ß∑’Ë 2  “‡Àμÿ¢Õß Portal vein thrombosis35

Hypercoagulable States

Antiphospholipid syndrome

Antithrombin deficiency

Factor V Leiden mutation

Methylenetetrahydrofolate reductase

TT677 polymorphism

Myeloproliferative neoplasm

Nephrotic syndrome

Oral contraceptives

Paroxysmal nocturnal hemoglobinuria

Pregnancy

Prothrombin gene mutation G20210A

Protein C deficiency

Protein S deficiency

Sickle cell disease

Infections

Appendicitis

Cholangitis

Cholecystitis

Diverticulitis

Liver abscess (amebic or pyogenic)

Schistosomiasis

Umbilical vein infection

Inflammatory Diseases

Behçetûs disease

IBD

Pancreatitis

Complications of Therapeutic Interventions

Alcohol injection

Colectomy

Endoscopic sclerotherapy

Fundoplication

Gastric banding

Hepatic chemoembolization

Hepatobiliary surgery

Islet cell injection

Liver transplantation

Peritoneal dialysis

Radiofrequency ablation of hepatic tumor(s)

Splenectomy

TIPS procedure

Umbilical vein catheterization

Impaired Portal Vein Flow

Budd-Chiari syndrome

Cirrhosis

Cholangiocarcinoma

Hepatocellular carcinoma

Nodular regenerative hyperplasia

Pancreatic carcinoma

Sinusoidal obstruction syndrome

Miscellaneous

Bladder cancer

Choledochal cyst

Living at high altitude
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°≈âÕß ·≈–°“√‡°‘¥‡≈◊Õ¥ÕÕ°´È” ´÷Ëß‡æ‘Ë¡Õ—μ√“μ“¬∑’Ë 6  —ª¥“Àå (36% „π°≈ÿà¡ PVT

‡∑’¬∫°—∫ 16% „π°≈ÿà¡ non-PVT)36-38 ®“°°“√»÷°…“¢Õß Englesbe ·≈–§≥– æ∫

«à“ºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’À≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈Õÿ¥μ—π™π‘¥ complete PVT ®–‡æ‘Ë¡Õ—μ√“

°“√‡ ’¬™’«‘μ„π°≈ÿà¡ºŸâªÉ«¬μ—∫·¢Áß∑’Ë‡¢â“§‘«√Õ°“√ª≈Ÿ°∂à“¬μ—∫ (HR 1.99)39 ·≈– —¡æ—π∏å

°—∫°“√‡æ‘Ë¡Õ—μ√“°“√‡ ’¬™’«‘μ∑’Ë 30 «—π·≈– 1 ªïÀ≈—ß°“√ª≈Ÿ°∂à“¬μ—∫‡¡◊ËÕ‡∑’¬∫°—∫ºŸâ

ªÉ«¬μ—∫·¢Áß∑’Ë‰¡à¡’À≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈Õÿ¥μ—π7

 ”À√—∫ chronic PVT ‚¥¬ à«π„À≠à¡—°‰¡à¡’Õ“°“√ À√◊ÕÕ“®¡“¥â«¬Õ“°“√

¢Õß hypersplenism À√◊Õ portal hypertension ‡™àπ‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√

 à«ππÈ”„π™àÕß∑âÕßÀ√◊Õ¿“«– hepatic encephalopathy π—Èπæ∫‰¥âπâÕ¬6 §à“º≈

∑“ßÀâÕßªØ‘∫—μ‘°“√∑’Ëæ∫‰¥â„π chronic PVT ‡™àπ „πºŸâªÉ«¬∑’Ë¡’ portal cavernoma

·μà¬—ß‰¡à¡’¿“«–μ—∫·¢Áß§à“°“√∑”ß“π¢Õßμ—∫¡—°¬—ßª°μ‘ ¿“«–·∑√°´âÕπ∑’Ë‡°‘¥®“°

°“√°¥‡∫’¬¥∑àÕπÈ”¥’‡™àπ portal cholangiopathy æ∫‰¥âπâÕ¬ ºŸâªÉ«¬¡—°¡“¥â«¬μ—«

‡À≈◊Õß ª«¥∑âÕß·∫∫ biliary pain ∑àÕπÈ”¥’Õ—°‡ ∫À√◊Õμ—∫ÕàÕπÕ—°‡ ∫‰¥â40 ¿“«–

·∑√°´âÕπ·∫∫ hepatopulmonary syndrome æ∫‰¥âª√–¡“≥ 10%

°“√«‘π‘®©—¬ (Diagnosis)

ªí®®ÿ∫—π “¡“√∂«‘π‘®©—¬¿“«–À≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈Õÿ¥μ—π‰¥â∫àÕ¬¢÷ Èπ

‡π◊ËÕß®“°‡∑§π‘§¿“æ∑“ß√—ß ’∑’Ë¥’¢÷Èπ ®÷ß “¡“√∂«‘π‘®©—¬‰¥âμ—Èß·μàºŸâªÉ«¬¬—ß‰¡à¡’Õ“°“√

‚¥¬μ√«®æ∫®“°°“√§—¥°√ÕßÕ—≈μ√“´“«πåμ“¡ª°μ‘„πºŸâªÉ«¬μ—∫·¢Áß °“√∑”Õ—≈μ√“

´“«πå·≈–Õ—≈μ√“´“«πå Doppler π—Èπ‡æ’¬ßæÕ„π°“√«‘π‘®©—¬¿“«–À≈Õ¥‡≈◊Õ¥¥”

æÕ√å∑—≈Õÿ¥μ—π„πºŸâªÉ«¬ acute PVT Õ—≈μ√“´“«πå®–æ∫≈—°…≥– hyperechoic ¢Õß

≈‘Ë¡‡≈◊Õ¥„πÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈ ·≈– Õ—≈μ√“´“«πå Doppler ®–‡ÀÁπ≈—°…≥–°“√

¢“¥°“√‰À≈‡«’¬π¢Õß‡≈◊Õ¥‰ª¬—ßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈·≈–·¢πß¿“¬„πμ—∫‰¥â41-42 ‚¥¬

Õ—≈μ√“´“«πå Doppler ∂◊Õ‡ªìπ∑“ß‡≈◊Õ°·√°∑’Ë§«√„™â„π°“√«‘π‘®©—¬‚¥¬¡’§«“¡‰« 90%

„π complete PVT ·≈–§«“¡®”‡æ“– 50% „π partial PVT7

Multiphasic CT ®–‡ÀÁπ≈—°…≥–°“√‰¡à¡’ enhancement ¢ÕßÀ≈Õ¥

‡≈◊Õ¥¥”æÕ√å∑—≈ „π arterial phase ®–æ∫°“√‡æ‘Ë¡¢÷Èπ¢Õß hepatic enhancement
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·μà®–≈¥≈ß„π portovenous phase43 (√Ÿª∑’Ë 1-2) °“√„™â CT ·≈– MRI ®– “¡“√∂

∫Õ°μ”·Àπàß¢Õß‡ âπ‡≈◊Õ¥∑’Ë¡’°“√Õÿ¥μ—π‰¥â¥’°«à“ Õ—≈μ√“´“«πå Doppler ‡™àπ°“√

ª√–‡¡‘π«à“¡’≈‘Ë¡‡≈◊Õ¥Õÿ¥μ—π„π mesenteric vein √à«¡¥â«¬À√◊Õ‰¡à (§«“¡‰« ·≈–

§«“¡®”‡æ“– 98-100%)  “¡“√∂¥Ÿ collateral circulation ·≈–À≈Õ¥‡≈◊Õ¥ infe-

rior vena cava √«¡∂÷ß°“√ª√–‡¡‘π¿“«–·∑√°´âÕπμà“ßÊ ‡™àπ ≈”‰ â¢“¥‡≈◊Õ¥

À√◊Õ°âÕπ¡–‡√Áßμ—∫44 „π°≈ÿà¡ºŸâªÉ«¬∑’Ë¡’¡–‡√Áßμ—∫π—ÈπμâÕß·¬°«à“°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥

√Ÿª∑’Ë 1 CT Acute portal vein thrombosis (A: non-contrast, B: portovenous phase)

√Ÿª∑’Ë 2 CT Acute portal vein thrombosis (portovenous phase) ®–‡ÀÁπ≈—°…≥–°“√Õÿ¥μ—π¢Õß

main portal vein ·≈– superior mesenteric vein35
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√Ÿª∑’Ë 3 CT Chronic portal vein thrombosis (portovenous phase) · ¥ß≈—°…≥– portal caver-

noma35

‡≈◊Õ¥¥”æÕ√å∑—≈π—Èπ‡°‘¥®“°≈‘Ë¡‡≈◊Õ¥À√◊Õ‡π◊ÈÕ‡¬◊ËÕ¡–‡√Áß (tumor thrombus) ´÷Ëß

 “¡“√∂·¬°‚¥¬°“√¡’ enhancement ¢Õß tumor thrombus „π arterial phase45

°“√«‘π‘®©—¬¿“«– cavernoma „π chronic PVT  “¡“√∂‡ÀÁπ‰¥â®“°∑—ÈßÕ—≈μ√“´“«πå

CT À√◊Õ MRI ‚¥¬®–‡ÀÁπ‡ªìπ≈—°…≥–¢Õß‡ âπ‡≈◊Õ¥∑’Ë§¥‡§’È¬« (serpiginous)

·∑π∑’Ëμ”·ÀπàßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈μ“¡ª°μ‘ (√Ÿª∑’Ë 3)

°“√√—°…“ (Treatment)

¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥ (Anticoagulants)

¡’°“√»÷°…“¢Õß Maruyama ·≈–§≥– ∑’Ë¡’°“√μ‘¥μ“¡ºŸâªÉ«¬∑’Ë‡°‘¥°“√Õÿ¥

μ—π´È”¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈¢÷Èπ„À¡à„π√–¬–¬“« 150 √“¬ æ∫«à“¿“«–À≈Õ¥

‡≈◊Õ¥¥”æÕ√å∑—≈Õÿ¥μ—π “¡“√∂ ≈“¬‰¥â‡Õß (spontaneous resolution) 47.6% ‰¡à

‡°‘¥°“√‡ª≈’Ë¬π·ª≈ß 45.2% ·≈–≈‘Ë¡‡≈◊Õ¥Õÿ¥μ—π¡“°¢÷Èπ 7.2% °“√¥”‡π‘π‚√§‰¡à¢÷Èπ

°—∫μ”·Àπàß¢Õß°“√Õÿ¥μ—π °“√‡°‘¥°“√Õÿ¥μ—π´È”¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈æ∫‰¥â

21.4%32 À“°‰¡à√—°…“¿“«–À≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈Õÿ¥μ—π„πºŸâªÉ«¬μ—∫·¢Áß®– “¡“√∂

‡æ‘Ë¡Õ—μ√“°“√‡®Á∫ªÉ«¬ (morbidity) ·≈–§«∫§ÿ¡¿“«–‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√®“°
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variceal bleeding ‰¥â¬“°¢÷Èπ √«¡∂÷ß‡æ‘Ë¡Õ—μ√“°“√‡°‘¥‡≈◊Õ¥ÕÕ°´È”38 πÕ°®“°π’È

°“√‡°‘¥¿“«–À≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈Õÿ¥μ—π —¡æ—π∏å°—∫Õ—μ√“°“√‡ ’¬™’«‘μ∑’Ë‡æ‘Ë¡¢÷Èπ„π

ºŸâªÉ«¬μ—∫·¢Áß ·≈–‡æ‘Ë¡Õ—μ√“°“√‡ ’¬™’«‘μÀ≈—ß°“√ª≈Ÿ°∂à“¬μ—∫39

°“√„Àâ¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥„πºŸâªÉ«¬μ—∫·¢Áß ®–¡’Õ—μ√“°“√ ≈“¬≈‘Ë¡‡≈◊Õ¥‰¥â

∑—ÈßÀ¡¥ (complete resolution) 33-45% ·≈– ≈“¬‰¥â‡æ’¬ß∫“ß à«π (partial reso-

lution) 15-35%49 ‚¥¬°“√‡≈◊Õ°™π‘¥¢Õß¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥π—Èπ¬—ß‰¡à¡’¢âÕ √ÿª∑’Ë™—¥‡

®π „π·ßà¢Õßª√– ‘∑∏‘¿“æ¢Õß∑—Èß Low-molecular weight heparin (LMWH) ·≈–

Vitamin K antagonist (VKA) π—Èπ‰¡à·μ°μà“ß°—π ·μà¢âÕ¥’¢Õß°“√„Àâ LMWH

§◊Õ‰¡à¡’º≈√∫°«π§à“ INR ®÷ß‰¡à¡’º≈μàÕ°“√‡ª≈’Ë¬π·ª≈ß§à“ MELD À√◊Õ Child Pugh

Score ·μà¢âÕ‡ ’¬§◊Õ¬“°μàÕ°“√∫√‘À“√¬“‡π◊ËÕß®“°‡ªìπ¬“©’¥·≈–°“√ª√–‡¡‘π√–¥—∫

¬“¥â«¬ Anti-Xa ´÷Ëß∑”‰¥â¬“°  à«π°“√„Àâ VKA π—Èπ¡’¢âÕ¥’§◊Õ “¡“√∂∫√‘À“√¬“

¥â«¬°“√°‘π‰¥â ·μà¢âÕ‡ ’¬§◊Õ¡’º≈‡ª≈’Ë¬π·ª≈ß√–¥—∫ INR ·≈–¢π“¥¬“∑’Ë “¡“√∂

√—°…“√–¥—∫¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥„Àâ‰¥â§à“∑’Ë‡À¡“– ¡ ‡π◊ËÕß®“°ºŸâªÉ«¬μ—∫·¢Áß¡—°¡’§à“ INR

∑’Ë‰¡àª°μ‘Õ¬Ÿà‡¥‘¡ ·μàÕ¬à“ß‰√°Áμ“¡°“√»÷°…“ à«π„À≠à¡—°√—°…“√–¥—∫ INR ∑’Ë 2-349,52

¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥°≈ÿà¡„À¡àÊ‡™àπ Dabigatran ·≈– Rivaroxaban π—Èπ¡’¢âÕ¡Ÿ≈

‡∫◊ ÈÕßμâπ«à“ “¡“√∂„™â„πºŸ âªÉ«¬μ—∫·¢Áß ·μà¬—ß‰¡à¡’¢âÕ¡Ÿ≈‚¥¬μ√ß¡“°π—°∂÷ß

ª√– ‘∑∏‘¿“æ·≈–§«“¡ª≈Õ¥¿—¬„π°“√√—°…“°“√Õÿ¥μ—π´È”¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”

æÕ√å∑—≈„πºŸâªÉ«¬μ—∫·¢Áß53

°“√„Àâ¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥„πºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’¿“«–À≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈Õÿ¥

μ—π·μà‰¡à¡’Õ“°“√π—Èπ¬—ß‰¡à¡’¢âÕ¡Ÿ≈„π·ßàª√–‚¬™πå∑’Ë·πà™—¥19,52 ·μà∂â“ºŸâªÉ«¬μ—∫·¢Áß‡¢â“

§‘«√Õ°“√ª≈Ÿ°∂à“¬μ—∫Õ¬Ÿàπ—Èπ§«√„Àâ°“√√—°…“¥â«¬¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥‡π◊ËÕß®“°®–

∑”„ÀâÕ—μ√“√Õ¥™’«‘μÀ≈—ß°“√ª≈Ÿ°∂à“¬μ—∫¥’¢÷Èπ (2-year survival 82-83% versus

50%)15 πÕ°®“°π’ÈºŸâªÉ«¬∑’Ë¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥” superior mesenteric À√◊Õ

ºŸâªÉ«¬∑’Ë¡’§«“¡º‘¥ª°μ‘¢Õß°“√·¢Áßμ—«¢Õß‡≈◊Õ¥‰¥âßà“¬ (hypercoagulable state)

°Á§«√„Àâ°“√√—°…“¥â«¬¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥„π√–¬–¬“« ¡’°“√»÷°…“∑’Ë‡ªìπ randomized

controlled trial „π™à«ß∑’Ëºà“π¡“æ∫«à“°“√©’¥ Enoxaparin 4,000 IU «—π≈–§√—Èß

‡ªìπ‡«≈“ 1 ªïπ—Èπ‡æ’¬ßæÕ·°à°“√ªÑÕß°—π°“√Õÿ¥μ—π´È”¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈‚¥¬
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‰¡à‡æ‘Ë¡¿“«–·∑√°´âÕπ∑’Ë∑”„Àâ‡≈◊Õ¥ÕÕ°46 ·≈–¡’°“√»÷°…“ cohort study 5 °“√

»÷°…“15,47-50 √«∫√«¡§π‰¢â 163 √“¬´÷Ëß à«π„À≠à‡ªìπ partial PVT ‰¥â°“√√—°…“∑—Èß

LMWH À√◊Õ VKA æ∫«à“°“√ ≈“¬¢Õß≈‘Ë¡‡≈◊Õ¥„™â√–¬–‡«≈“‡©≈’Ë¬ 55-75% ∑’Ë 6 ‡¥◊Õπ

√–¬–‡«≈“μ—Èß·μà°“√«‘π‘®©—¬®π∂÷ß‡√‘Ë¡„Àâ¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥‡ªìπªí®®—¬∑’Ë ”§—≠μàÕº≈

°“√μÕ∫ πÕßμàÕ°“√√—°…“ ‚¥¬‡¡◊ËÕÀ¬ÿ¥¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥æ∫«à“‡°‘¥°“√Õÿ¥μ—π¢Õß

À≈Õ¥‡≈◊Õ¥‰¥â„À¡à∂÷ß 38% ¿“«–·∑√°´âÕπ®“°‡≈◊Õ¥ÕÕ°º‘¥ª°μ‘æ∫‰¥â 5% ‚¥¬

 —¡æ—π∏å°—∫ª√‘¡“≥‡°√Á¥‡≈◊Õ¥∑’ËμË”°«à“ 50 x 109/L

„π°≈ÿà¡ºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’ chronic PVT ·≈–¡’ cavernous transforma-

tion ·≈â« ¬—ß‰¡à¡’§”·π–π”∑’Ë™—¥‡®π„π‡√◊ËÕß°“√„Àâ¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥ ‚¥¬ºŸâªÉ«¬

°≈ÿà¡π’ÈμâÕß·∫àß°“√√—°…“‡ªìπ 3  à«π56 ‰¥â·°à

1) °“√ªÑÕß°—πÀ√◊Õ√—°…“¿“«–‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ (variceal bleed-

ing) ‡™àπ °“√„Àâ¬“°≈ÿà¡ non-selective beta-blockers (NSBB) °“√∑” endo-

scopic EVL ·≈–°“√∑” TIPS

2) °“√ªÑÕß°—π°“√Õÿ¥μ—π´È”¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈ ‚¥¬Õ“®æ‘®“√≥“

„Àâ¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥√–¬–¬“«„π°≈ÿà¡ºŸâªÉ«¬∑’Ë¡’¿“«– hypercoagulable state

À√◊Õ¡’°“√Õÿ¥μ—π¢Õß‡ âπ‡≈◊Õ¥¥” superior mesenteric √à«¡¥â«¬

3) °“√√—°…“¿“«– portal cholangiopathy

°“√„Àâ¬“°≈ÿà¡ NSBB À√◊Õ band ligation  “¡“√∂„™â‡ªìπ·π«∑“ß

ªÑÕß°—π°“√‡°‘¥ variceal bleeding °àÕπ‡√‘Ë¡„Àâ¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥

Transjugular intrahepatic portosystemic shunt (TIPS)

TIPS Õ“®‡ªìπ∑“ß‡≈◊Õ°„π°√≥’∑’ËºŸâªÉ«¬‰¡àμÕ∫ πÕßμàÕ°“√√—°…“¥â«¬¬“

≈–≈“¬≈‘Ë¡‡≈◊Õ¥ ¡’°“√‡°Á∫¢âÕ¡Ÿ≈«à“ “¡“√∂∑”„Àâ‡°‘¥°“√ ≈“¬¢Õß≈‘Ë¡‡≈◊Õ¥‰¥â∂÷ß 57%

„πºŸâªÉ«¬μ—∫·¢Áß ‚¥¬·π–π”„Àâ„™â‡ªìπ™π‘¥ covered stents  à«π¿“«–·∑√° ấÕπ°≈ÿà¡

hepatic encephalopathy æ∫‰¥â 27% ∑’Ë 12 ‡¥◊Õπ·≈– 32% ∑’Ë 24 ‡¥◊Õπ54 Õ¬à“ß‰√

°Áμ“¡μâÕß§”π÷ß∂÷ß§«“¡™”π“≠¢Õß°“√∑”À—μ∂°“√„π·μà≈– ∂“π∑’Ë ‡π◊ËÕß®“°‡ªìπ

À—μ∂°“√∑’Ë¡’‚Õ°“ ‡°‘¥¿“«–·∑√°´âÕπÀ≈—ß°“√∑”‰¥â Õ—π®–‡ªìπ‡Àμÿπ”‰ª ŸàÕ—μ√“°“√
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‡ ’¬™’«‘μ∑’Ë‡æ‘Ë¡¡“°¢÷Èπ¢ÕßºŸâªÉ«¬‰¥â55

°“√ª≈Ÿ°∂à“¬μ—∫ (Liver transplantation)

¡’°“√»÷°…“¢Õß Yerdel ·≈–§≥–12 ·π–π”„Àâ·∫àß™π‘¥°“√Õÿ¥μ—π¢Õß

À≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈‡ªìπ 4 √–¥—∫ ‡æ◊ËÕ™à«¬„π°“√ª√–‡¡‘π°àÕπ°“√ºà“μ—¥

√Ÿª∑’Ë 4 ·π«∑“ß°“√√—°…“ portal vein thrombosis „πºŸâªÉ«¬μ—∫·¢Áß μ“¡≈—°…≥–°“√¥”‡π‘π‚√§57
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√–¥—∫ 1 : partial thrombosis ¢Õß portal vein ‚¥¬≈‘Ë¡‡≈◊Õ¥®–Õÿ¥μ—π <

50% ¢ÕßÀ≈Õ¥‡≈◊Õ¥

√–¥—∫ 2 : ≈‘Ë¡‡≈◊Õ¥Õÿ¥μ—π > 50% ¢ÕßÀ≈Õ¥‡≈◊Õ¥ portal vein √«¡∂÷ß

°≈ÿà¡ total occlusion ‚¥¬Õ“®¡’/‰¡à¡’°“√Õÿ¥μ—π¢Õß superior mesenteric vein

(SMV)

√–¥—∫ 3 : complete thrombosis ¢ÕßÀ≈Õ¥‡≈◊Õ¥ portal vein ·≈– proxi-

mal SMV

√–¥—∫ 4 : complete thrombosis ¢ÕßÀ≈Õ¥‡≈◊Õ¥ portal vein, proxi-

mal ·≈– distal SMV ´÷Ëß®–¡’º≈μàÕ°“√ª√–‡¡‘π‡∑§π‘§«‘∏’°“√ºà“μ—¥™à«ßª≈Ÿ°∂à“¬

μ—∫¢Õß»—≈¬·æ∑¬å

μ“√“ß∑’Ë 3 Anatomico-Functional Classification of PVT in Cirrhosis57
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„π°≈ÿà¡ºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’¿“«–À≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈Õÿ¥μ—π∑’Ë‰¥â√—∫°“√ª≈Ÿ°

∂à“¬μ—∫æ∫«à“Õ—μ√“°“√√Õ¥™’«‘μÀ≈—ß°“√ª≈Ÿ°∂à“¬μ—∫μË”°«à“ºŸâªÉ«¬μ—∫·¢Áß∑—Ë«‰ª ·≈–

¡’Õ—μ√“°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈´È” 9-42%7 ®÷ß¬—ß‰¡à¡’∫∑ √ÿª·πà™—¥„π

‡√◊ËÕß√–¬–‡«≈“°“√„Àâ¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥¿“¬À≈—ß°“√ª≈Ÿ°∂à“¬μ—∫·≈â« ‚¥¬∑—Ë«‰ª

·π–π”„Àâ¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥μàÕ‰ªÕ’°ª√–¡“≥ 6 ‡¥◊ÕπÀ≈—ßºà“μ—¥

°“√·∫àßª√–‡¿∑ portal vein thrombosis (Classifications) ·≈–·π«∑“ß
°“√¥Ÿ·≈√—°…“57

¡’¢âÕ‡ πÕ·π–„π°“√·∫àßª√–‡¿∑ portal vein thrombosis √Ÿª·∫∫„À¡à

‡æ◊ËÕ°“√√“¬ß“π∑’Ë‡ªìπ¡“μ√∞“π‡¥’¬«°—π„π°“√‡°Á∫¢âÕ¡Ÿ≈°“√»÷°…“μàÕÊ‰ª ∑—Èßπ’È‡æ◊ËÕ

°“√»÷°…“√“¬≈–‡Õ’¬¥¢Õß°“√¥”‡π‘π‚√§·≈–ª√–‚¬™πå¢Õß°“√„Àâ¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥

„π·μà≈–ª√–‡¿∑¢Õß portal vein thrombosis „πºŸâªÉ«¬μ—∫·¢Áß‰¥â¥’¬‘Ëß¢÷Èπ √«¡∑—Èß

·π–π”·π«∑“ß°“√√—°…“μ“¡¢âÕ¡Ÿ≈°“√¥”‡π‘π‚√§ ¥—ßπ’È

√Ÿª∑’Ë 5 ·π«∑“ß°“√¥Ÿ·≈√—°…“μ“¡ Anatomico-Functional classification of PVT in Cirrhosis57
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μ“√“ß∑’Ë 4 §”·π–π”°“√¥Ÿ·≈√—°…“ portal vein thrombosis „πºŸâªÉ«¬μ—∫·¢Áß ®“° EASL Guide-

line 201551

1) ª√–‡¡‘π°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈„πºŸâªÉ«¬μ—∫·¢Áß∑ÿ°√“¬∑’Ë‡¢â“§‘«√Õ°“√ª≈Ÿ°∂à“¬μ—∫ (B2)

2) ª√–‡¡‘πμ”·Àπàß·≈–°“√°√–®“¬¢Õß°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈¥â«¬ CT scan À√◊Õ MRI

‡ ¡Õ (A1)

3)  ”À√—∫ºŸâªÉ«¬∑’Ë‡ªìπ¡–‡√Áßμ—∫ §«√ª√–‡¡‘π “‡Àμÿ°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈«à“‡ªìπ®“°

≈‘Ë¡‡≈◊Õ¥À√◊Õ‡π◊ÈÕ‡¬◊ËÕ¡–‡√Áß¥â«¬ contrast enhanced ultrasound/CT scan/MR imaging À√◊Õ

°“√μ—¥™‘Èπ‡π◊ÈÕ≈‘Ë¡‡≈◊Õ¥¡“μ√«® (A1)

4) ºŸ âªÉ«¬μ—∫·¢Áß∑’Ë¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈ §«√‰¥â√—∫°“√§—¥°√ÕßÀ“°≈ÿà¡‚√§∑’Ë

∂à“¬∑Õ¥∑“ßæ—π∏ÿ°√√¡∑’Ë∑”„Àâ‡≈◊Õ¥·¢Áßμ—«ßà“¬ (B2)

5) §«√‡√‘Ë¡¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥„πºŸâªÉ«¬∑ÿ°√“¬ ∑’Ë¡’°“√ prophylactic variceal bleeding ‰¥âÕ¬à“ß

‡æ’¬ßæÕ·≈â« (A1)

6) §«√„Àâ√–¥—∫¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥‰¥â√–¥—∫¢Õß°“√√—°…“‡ªìπ‡«≈“Õ¬à“ßπâÕ¬ 6 ‡¥◊Õπ (B1)

7) ºŸâªÉ«¬∑’Ë¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥” superior mesenteric ·≈–‡§¬¡’ª√–«—μ‘Õ“°“√∑’Ë‡¢â“‰¥â°—∫

¿“«–≈”‰ â¢“¥‡≈◊Õ¥À√◊ÕºŸâªÉ«¬∑’Ë‡¢â“§‘«√Õ°“√ª≈Ÿ°∂à“¬μ—∫ §«√æ‘®“√≥“„Àâ¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥

μ≈Õ¥™’æ (C2)

8) À“°ºŸâªÉ«¬‡°‘¥°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈´È” „Àâ¢¬“¬√–¬–‡«≈“°“√„Àâ¬“≈–≈“¬≈‘Ë¡

‡≈◊Õ¥‰ª®π°«à“ºŸâªÉ«¬®–‰¥â√—∫°“√ª≈Ÿ°∂à“¬μ—∫ (B2)

9) „πºŸâªÉ«¬∑’ËÕ¬Ÿà√–À«à“ß°“√‡¢â“§‘«√Õª≈Ÿ°∂à“¬μ—∫·≈–¡’°“√¢¬“¬¢π“¥¢Õß≈‘Ë¡‡≈◊Õ¥∑’ËÕÿ¥μ—π¢Õß

À≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈ ‚¥¬‰¡àμÕ∫ πÕßμàÕ¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥ æ‘®“√≥“ àßμàÕºŸâªÉ«¬‰ª∑” TIPS (B2)

∫∑ √ÿª (Conclusion)

¿“«–≈‘Ë¡‡≈◊Õ¥Õÿ¥μ—π„πÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈ (Portal vein thrombosis)

‡ªìπ‚√§∑’Ëæ∫‰¥â∫àÕ¬„πºŸâªÉ«¬μ—∫·¢Áß ‚¥¬‡©æ“–„π°≈ÿà¡ºŸâªÉ«¬μ—∫·¢Áß‡√◊ÈÕ√—ß∑’Ë‡ªìπ

√–¬–√ÿπ·√ß ´÷Ëß¡’§«“¡ ”§—≠„π·ßà°“√∫Õ°æ¬“°√≥å‚√§‚¥¬‡©æ“–ºŸâªÉ«¬∑’Ë‡¢â“√—∫

°“√ª≈Ÿ°∂à“¬μ—∫ Õ¬à“ß‰√°Áμ“¡°≈‰°°“√¥”‡π‘π‚√§∑’Ë·∑â®√‘ß¬—ß‰¡à “¡“√∂Õ∏‘∫“¬‰¥â

·πà™—¥·μà‡™◊ËÕ«à“‡°‘¥®“° portal vein flow ∑’Ë≈¥≈ß·≈–°“√¡’‡Àμÿ∑’Ë∑”„Àâ‡≈◊Õ¥·¢Áß

μ—«ßà“¬°«à“ª°μ‘ πÕ°®“°π’È°“√¡’≈‘Ë¡‡≈◊Õ¥Õÿ¥μ—π„πÀ≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈ —¡æ—π∏å°—∫
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°“√‡°‘¥‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ (variceal bleeding) ·≈–°“√À¬ÿ¥‡≈◊Õ¥∑’Ë¬“°

¢÷Èπ ®÷ßπ”‰ª Ÿà·π«∑“ß°“√√—°…“¥â«¬°“√„Àâ¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥ ´÷ËßμâÕß™—Ëß°—∫§«“¡

‡ ’Ë¬ß∑’ËÕ“®‡°‘¥¿“«–·∑√° ấÕπ§◊Õ‡≈◊Õ¥ÕÕ°‰¥âßà“¬ ¥—ßπ—Èπ®÷ßμâÕß¡’°“√„Àâ¬“°≈ÿà¡ NSBB

√à«¡°—∫°“√√—¥ EVL ‡æ◊ËÕªÑÕß°—π°“√‡°‘¥‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ ªí®®ÿ∫—π¡’°“√

»÷°…“°≈ÿà¡‚√§π’È·≈–¡’¢âÕ¡Ÿ≈‡æ‘Ë¡‡μ‘¡¡“°¢÷Èπ‡√◊ËÕ¬Ê ·μà¬—ß§ßμâÕß°“√°“√»÷°…“∑’Ë‡ªìπ

controlled trials μàÕ‰ª„πÕπ“§μ‡æ◊ËÕ∑’Ë®–‰¥â¢âÕ¡Ÿ≈·π«∑“ß°“√√—°…“´÷Ëß‡ªìπ∫∑

 √ÿª∑’Ë‡À¡“– ¡·≈–ª≈Õ¥¿—¬ ”À√—∫°“√¥Ÿ·≈ºŸâªÉ«¬°≈ÿà¡π’ÈμàÕ‰ª
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μ—∫∫“ß™π‘¥À√◊Õμ“¡§«“¡√ÿπ·√ß¢Õß‚√§μ—∫

¢âÕ¡Ÿ≈∑—Ë«‰ª ”À√—∫°“√©’¥«—§´’π„πºŸâ„À≠à

™π‘¥¢Õß«—§´’π

1. Live attenuated vaccine ‰¥â·°à varicella, measle, mumps, ru-

bella (MMR), Influenza (nasal spray), zoster, yellow fever, rotavirus

2. Inactivate/killed vaccine ‰¥â·°à hepatitis A, Rabies, Polio (IPV)

3. Toxoid (inactivated toxin) ‰¥â·°à diphtheria, tetanus

4. Conjugate vaccine ‰¥â·°à hepatitis B, influenza (injection), per-

tussis, haemophilus influenza b, pneumococcal, meningococcal, human

papillomavirus

«—§´’πÀ≈“¬™π‘¥ “¡“√∂„Àâæ√âÕ¡°—π„π«—π‡¥’¬«°—π‰¥â·μàμâÕß©’¥„π

μ”·Àπàß∑’Ëμà“ß°—π·≈–‰¡àπ”«—§´’π‰ªº ¡°—π ºŸâªÉ«¬∑—Ë«‰ª∑’Ë‡ªìπÀ«—¥À√◊Õ¡’‰¢âμË”Ê

 “¡“√∂©’¥«—§´’π‰¥â  ”À√—∫«—§´’π™π‘¥ live attenuated vaccine ‰¡à§«√„Àâ·°à

À≠‘ßμ—Èß§√√¿å ºŸâªÉ«¬∑’Ë¡’¿“«–¿Ÿ¡‘§ÿâ¡°—π∫°æ√àÕß ºŸâªÉ«¬∑’Ë°”≈—ß‰¥â√—∫¬“°¥¿Ÿ¡‘·≈–ºŸâ

ªÉ«¬‡æ‘Ëß‰¥â√—∫‡≈◊Õ¥À√◊Õº≈‘μ¿—≥±å¢Õß‡≈◊Õ¥‰¡à‡°‘π 3 ‡¥◊Õπ ·≈–°“√©’¥«—§´’π™π‘¥

live attenuated vaccine π’È “¡“√∂„Àâæ√âÕ¡°—π„π«—π‡¥’¬«°—π‰¥â·μà∂â“‰¡à “¡“√∂

„Àâæ√âÕ¡°—π‰¥â§«√‡«âπ√–¬–Àà“ß°—πÕ¬à“ßπâÕ¬ 1 ‡¥◊Õπ

´÷Ëß°≈à“«‚¥¬√«¡ºŸâªÉ«¬‚√§μ—∫™π‘¥‡√◊ÈÕ√—ß‡Õßπ—Èπ‰¡à‰¥â®—¥Õ¬Ÿà„π°≈ÿà¡ºŸâªÉ«¬

¿Ÿ¡‘§ÿâ¡°—π∫°æ√àÕß´÷Ëß‡ªìπ¢âÕÀâ“¡ ”À√—∫«—§´’π∫“ßª√–‡¿∑ ¥—ßπ—Èπ®÷ß “¡“√∂©’¥

«—§´’π‰¥â∑ÿ°ª√–‡¿∑ ¬°‡«âπºŸâªÉ«¬°≈ÿà¡‚√§ autoimmune hepatitis ·≈–ºŸâªÉ«¬

À≈—ß°“√‡ª≈’Ë¬πμ—∫ ´÷Ëß‰¡à “¡“√∂©’¥ live attenuated vaccine ‰¥â

°“√©’¥«—§ ’́π„πºŸâªÉ«¬‚√§μ—∫‡√◊ÈÕ√—ß

°“√©’¥«—§´’π„πºŸâªÉ«¬‚√§μ—∫‡√◊ÈÕ√—ßπ—Èπ¡’¢âÕ∫àß™’ÈÀ≈—°Õ¬Ÿà 2 ª√–°“√§◊Õ

1. ¢âÕ∫àß™’Èμ“¡Õ“¬ÿ·≈–‚√§ª√–®”μ—«Õ◊ËπÊ ´÷Ëß‰¡à·μ°μà“ß®“°∫ÿ§§≈∑—Ë«‰ª
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2. ¢âÕ∫àß™’È∑’Ë‡°’Ë¬«‡π◊ËÕß°—∫‚√§μ—∫‡√◊ÈÕ√—ß

‚¥¬¡’¢âÕ¡Ÿ≈∑’Ëπà“ π„®™‘ÈπÀπ÷Ëß‰¥â»÷°…“æ∫«à“ À“°ºŸâªÉ«¬μ‘¥μ“¡¥Ÿ·≈√—°…“°—∫

·æ∑¬å‡©æ“–∑“ß¥àπ‚√§μ—∫‚¥¬¡“°®–‰¥â√—∫°“√©’¥«—§´’π∑’Ë‡°’Ë¬«‡π◊ËÕß°—∫‚√§μ—∫

‚¥¬μ√ß§√∫∂â«π°«à“„π°≈ÿà¡∑’Ë‰¥â√—∫°“√¥Ÿ·≈‚¥¬·æ∑¬å‡«™ªØ‘∫—μ‘∑—Ë«‰ª ·μà„π∑“ß

°≈—∫°—πºŸâªÉ«¬°≈ÿà¡π’È°≈—∫‰¥â√—∫«—§´’π∑’Ë¡’¢âÕ∫àß™’Èμ“¡Õ“¬ÿπâÕ¬°«à“ºŸâªÉ«¬∑’Ëμ‘¥μ“¡∑’Ë

√–¥—∫ª∞¡¿Ÿ¡‘2 ÷́Ëß‡ªìπª√–‡¥Áπ∑’Ë·æ∑¬å‡©æ“–∑“ß§«√‡æ‘Ë¡§«“¡μ√–Àπ—°„π°“√¥Ÿ·≈

μ“√“ß∑’Ë 1 §”·π–π”°“√„Àâ«—§ ’́πªÑÕß°—π‚√§ ”À√—∫ºŸâªÉ«¬·≈–ºŸâ ŸßÕ“¬ÿ √“™«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬å·Ààß

ª√–‡∑»‰∑¬ ªïæ.» 25573

™à«ßÕ“¬ÿ «—§´’πªÑÕß°—π‚√§∑’Ë·π–π”„Àâ©’¥ μ“√“ß°“√©’¥

18-26 ªï Tetanus, diphtheria, pertussis (Td/Tdap)* ©’¥°√–μÿâπ∑ÿ° 10 ªï (Td or TT)

Influenza ©’¥∑ÿ°ªï

MMR ©’¥ 2 dose Àà“ß°—π 1 ‡¥◊Õπ

HPV# ©’¥ 3 dose

HBV À“°æ∫«à“‰¡à¡’¿Ÿ¡‘§ÿâ¡°—π ©’¥ 3 dose

27-65 ªï Tetanus, diphtheria, pertussis (Td/Tdap)* ©’¥°√–μÿâπ∑ÿ° 10 ªï (Td or TT)

Influenza ©’¥∑ÿ°ªï

HBV À“°æ∫«à“‰¡à¡’¿Ÿ¡‘§ÿâ¡°—π À“°æ∫«à“‰¡à¡’¿Ÿ¡‘§ÿâ¡°—π

13-valent pneumococcal conjugate vaccine ©’¥ 1 dose

„πºŸâªÉ«¬Õ“¬ÿ¡“°°«à“ 50 ªï

¡“°°«à“ 65 ªï Tetanus, diphtheria, pertussis (Td/Tdap)* ©’¥°√–μÿâπ∑ÿ° 10 ªï (Td or TT)

Influenza ©’¥∑ÿ°ªï

HBV À“°æ∫«à“‰¡à¡’¿Ÿ¡‘§ÿâ¡°—π ©’¥ 3 dose

13-valent pneumococcal conjugate vaccine ©’¥ 1 dose

23-valent pneumococcal polysaccharide ©’¥ 1 dose

vaccine

* ”À√—∫°“√©’¥«—§´’π tetanus, diphtheria, pertussis π—Èπ§√—Èß·√°§«√‡√‘Ë¡®“°°“√„Àâ Tdap ·μà ”À√—∫
°“√©’¥«—§´’π‡æ◊ËÕ°√–μÿâππ—Èπ„Àâ‡©æ“– TT À√◊Õ DT °Á‡æ’¬ßæÕ
#HPV «—§´’π·π–π”„π‡æ»À≠‘ß  ”À√—∫‡æ»™“¬·π–π”‡©æ“–„π°≈ÿà¡™“¬√—°√à«¡‡æ»
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 à«ππ’È„Àâ¡“°¢÷Èπ

°“√„Àâ«—§´’π∑’Ë¡’¢âÕ∫àß™’È„πºŸâªÉ«¬‚√§μ—∫

‡ªìπ∑’Ë∑√“∫Õ¬à“ß¥’«à“ „πºŸâªÉ«¬∑’Ë¡’‚√§μ—∫‡√◊ÈÕ√—ß°“√‡°‘¥¿“«–μ—∫Õ—°‡ ∫™π‘¥

‡©’¬∫æ≈—π‡ªìπ “‡ÀμÿÀπ÷Ëß´÷Ëß “¡“√∂°àÕ„Àâ‡°‘¥°“√∑”≈“¬μ—∫∑’Ë√ÿπ·√ß ·≈–Õ“®∂÷ß¢—Èπ

∑”„Àâ‡°‘¥¿“«–μ—∫«“¬·≈–ºŸâªÉ«¬‡ ’¬™’«‘μ‰¥â °“√©’¥«—§´’πªÑÕß°—π‰«√— μ—∫Õ—°‡ ∫®÷ß

¡“§«“¡®”‡ªìπ ”À√—∫ºŸâªÉ«¬‚√§μ—∫‡√◊ÈÕ√—ß∑ÿ°§π∑’Ëμ√«®‰¡àæ∫«à“¡’¿Ÿ¡‘§ÿâ¡°—π

«—§´’π‰«√— μ—∫Õ—°‡ ∫‡Õ

¢âÕ¡Ÿ≈°“√»÷°…“®“°ª√–‡∑»‰∑¬‚¥¬ ™ÿμ‘¡“ ª√–¡Ÿ≈ ‘π∑√—æ¬å·≈–§≥–„πºŸâ

ªÉ«¬∑’Ë¡’ºŸâªÉ«¬‰«√— ∫’À√◊Õ´’·≈–∑’Ë¡’°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫‡Õ·∫∫‡©’¬∫æ≈—π æ∫

ºŸâªÉ«¬√âÕ¬≈– 46.8 ‡°‘¥ severe hepatitis ·≈–¡’Õ—μ√“°“√‡ ’¬™’«‘μ∂÷ßÀπ÷Ëß„π “¡

‚¥¬ºŸâªÉ«¬∑’Ë‡ ’¬™’«‘μ∑—ÈßÀ¡¥¡’Õ“¬ÿ¡“°°«à“ 50 ªï4 ¥—ßπ—Èπ°“√„Àâ«—§ ’́π‰«√— μ—∫Õ—°‡ ∫

‡Õ „πºŸâªÉ«¬°≈ÿà¡π’È®÷ß¡’§«“¡®”‡ªìπÕ¬à“ß¬‘Ëß ‚¥¬·π–π”„Àâμ√«®¿Ÿ¡‘§ÿâ¡°—π°àÕπ

‡π◊ËÕß®“°æ∫«à“ºŸâªÉ«¬‰∑¬¡“°°«à“ 25 ªï¡“°°«à“√âÕ¬≈– 80 ¡’¿Ÿ¡‘§ÿâ¡°—πμàÕμâ“π‰«√— 

μ—∫Õ—°‡ ∫‡Õ·≈â«5

 ”À√—∫ª√– ‘∑∏‘¿“æ°“√ √â“ß¿Ÿ¡‘§ÿâ¡°—π„πºŸâªÉ«¬‚√§μ—∫‡√◊ÈÕ√—ßπ—Èπ æ∫«à“„π  ºŸâ

ªÉ«¬μ—∫·¢Áß√–¬– compensate π—Èπ°“√ √â“ß¿Ÿ¡‘§ÿâ¡°—πÀ≈—ß®“°‰¥â√—∫«—§´’π‰«√— 

μ—∫Õ—°‡ ∫‡Õ ®”π«π 2 ‡¢Á¡‰¡à‰¥â·μ°μà“ß®“°ª√–™“°√ª°μ‘ ·μà ”À√—∫ºŸâªÉ«¬‚√§

μ—∫·¢Áß„π√–¬– decompensate ·≈–ºŸâªÉ«¬À≈—ß‡ª≈’Ë¬πμ—∫π—Èπ æ∫«à“Õ—μ√“°“√

 √â“ß¿Ÿ¡‘§ÿâ¡°—π≈¥‡À≈◊Õ‡æ’¬ß√âÕ¬≈– 49-66 ‡∑à“π—Èπ6-9 ®÷ß¡’§«“¡ ”§—≠Õ¬à“ß¡“°∑’Ë

ºŸ âªÉ«¬§«√‰¥â√—∫«—§´’πμ—Èß·μà·√°‡√‘Ë¡°“√«‘π‘®©—¬‚√§μ—∫·¢Áß‡æ◊ËÕ°“√ √â“ß√–¥—∫

¿Ÿ¡‘§ÿâ¡°—π∑’Ë¥’∑’Ë ÿ¥ ‰¡à·π–π”°“√μ√«®√–¥—∫¿Ÿ¡‘§ÿâ¡°—πÀ≈—ß°“√©’¥«—§´’π ·≈–‰¡à¡’

¢âÕ¡Ÿ≈ ”À√—∫°“√„Àâ«—§´’π´È”„π°√≥’∑’ Ë°“√©’¥«—§´’π§√— Èß·√°‰¡à “¡“√∂ √â“ß

¿Ÿ¡‘§ÿâ¡°—π‰¥â ¢âÕ¡Ÿ≈‡√◊ËÕß§«“¡ª≈Õ¥¿—¬π—Èπæ∫«à“º≈¢â“ß‡§’¬ß®“°°“√©’¥«—§´’π„π

ºŸâªÉ«¬°≈ÿà¡π’È‰¡à·μ°μà“ß®“°ºŸâªÉ«¬∑—Ë«‰ª

«—§´’π‰«√— μ—∫Õ—°‡ ∫∫’

‡π◊ËÕß®“°ª√–‡∑»‰∑¬‡ªìπ endemic area ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ √“™«‘∑¬“
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Õ“¬ÿ√·æ∑¬å·π–π”°“√©’¥«—§´’π„πºŸâ„À≠à∑ÿ°§π∑’Ëμ√«®‰¡àæ∫¿Ÿ¡‘§ÿâ¡°—πμàÕ‰«√— μ—∫

Õ—°‡ ∫∫’3 πÕ°®“°π—Èπ∫’ ¥—ßπ—Èπ√“™«‘∑¬“Õ“¬ÿ√·æ∑¬å·Àà°“√»÷°…“„πºŸâªÉ«¬‰«√— μ—∫

Õ—°‡ ∫´’∑’Ë¡’°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ’°‡ ∫∫’™π‘¥‡©’¬∫æ≈—πæ∫«à“ √âÕ¬≈– 28 ¢ÕßºŸâªÉ«¬

‡°‘¥μ—∫Õ—°‡ ∫™π‘¥√ÿπ·√ß ‰¥â·°à hepatic encephalopathy, ascites À√◊Õ pro-

long prothrombin time10  ”À√—∫ª√– ‘∑∏‘¿“æ¢Õß«—§ ’́π‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬

‚√§μ—∫·∫∫‡√◊ÈÕ√—ß¢÷ÈπÕ¬Ÿà°—∫™π‘¥·≈–§«“¡√ÿπ·√ß¢Õß‚√§ „πºŸâªÉ«¬‰¢¡—π§—Ëßμ—∫æ∫

«à“ª√– ‘∑∏‘¿“æ¢Õß«—§ ’́π™π‘¥π’È‡∑’¬∫‡∑à“°—∫„π∫ÿ§§§≈∑—Ë«‰ª11 „π¢≥–∑’ËºŸâªÉ«¬‚√§

μ—∫®“°°“√¥◊Ë¡‡À≈â“ ºŸâªÉ«¬°àÕπ·≈–À≈—ß‡ª≈’Ë¬πμ—∫¡’√“¬ß“π°“√ √â“ß¿Ÿ¡‘§ÿâ¡°—π∑’ËμË”

°«à“12-14  ”À√—∫ºŸâª«¬‰«√— μ—∫Õ—°‡ ∫ ’́π—ÈπÕ—μ√“°“√ √â“ß¿Ÿ¡‘§ÿâ¡°—π¡’√“¬ß“π√–À«à“ß

√âÕ¬≈– 69-10015,16 ·≈–„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’∑’ËÕ¬Ÿà„π√–À«à“ß°“√√—°…“¥â«¬

interferon π—Èπæ∫«à“‡¡◊ËÕ‡∑’¬∫°—∫ºŸâªÉ«¬∑’Ë‰¡à‰¥â√—∫°“√√—°…“¥â«¬ interferon

Õ—μ√“°“√ √â“ß¿Ÿ¡‘§ÿâ¡°—π„πºŸâªÉ«¬∑’Ë‰¥â√—∫°“√√—°…“Õ¬Ÿàπ—ÈππâÕ¬°«à“ (87% ‡∑’¬∫°—∫ 93%)

·μà‰¡à¡’π—¬¬– ”§—≠∑“ß ∂‘μ‘17 Õ—μ√“°“√ √â“ß¿Ÿ¡‘§ÿâ¡°—π¡’°“√»÷°…“‚¥¬‡æ‘Ë¡¢π“¥

hepatitis B vaccine ®“° 20 microgram ‡ªìπ 40 microgram æ∫«à“Õ—μ√“

°“√ √â“ß¿Ÿ¡‘§ÿâ¡°—π„πºŸâªÉ«¬‚√§μ—∫∑’Ë‡°‘¥®“°‡À≈â“‡æ‘Ë¡¢÷Èπ®“° 46% „π°≈ÿà¡¢π“¥

¡“μ√“∞“π ‡ªìπ 75% „π°≈ÿà¡∑’Ë„™â«—§´’π¢π“¥ Ÿß18 ·μàÕ¬à“ß‰√°Áμ“¡¬—ß‰¡à‡ªìπ§”

·π–π” “°≈ ¬—ß§ßμâÕß°“√¢âÕ¡Ÿ≈®“°°“√»÷°…“«‘®—¬„πª√–™“°“√¢π“¥„À≠à·≈–ºŸâ

ªÉ«¬‚√§μ—∫Õ◊ËπÊ °≈ÿà¡Õ◊Ëπ‡æ‘Ë¡‡μ‘¡μàÕ‰ª

 ”À√—∫°“√μ‘¥μ“¡°“√ √â“ß¿Ÿ¡‘§ÿâ¡°—πÀ≈—ß°“√©’¥«—§ ’́π‰«√— μ—∫Õ—°‡ ∫∫’π—Èπ

‰¡à‰¥â·π–π”„Àâ°√–∑”„π∑ÿ°√“¬¬°‡«âπ„π°≈ÿà¡‡ ’Ë¬ßμàÕ°“√μ‘¥‡™◊ÈÕ Ÿß ‡™àπ ºŸâªÉ«¬≈â“ß

‰μ ∫ÿ§§≈“°√„π “¢“«‘™“™’æ∑“ß ÿ¢¿“æ °≈ÿà¡ multiple sex partner ‡ªìπμâπ

 à«πº≈¢â“ß‡§’¬ß¢Õß°“√©’¥«—§´’ππ’È„πºŸâªÉ«¬‚√§μ—∫‰¡à·μ°μà“ß®“°∫ÿ§§≈∑—Ë«‰ª

«—§´’ππ‘«‚¡§Õ§§— 

πÕ°‡Àπ◊Õ®“°ºŸâ ŸßÕ“¬ÿ∑’Ë¡’Õ“¬ÿ‡°‘π 65 ªï æ∫«à“ºŸâªÉ«¬‚√§μ—∫‡√◊ÈÕ√—ß ‚¥¬‡©æ“–

‚√§μ—∫∑’Ë‡°‘¥®“°°“√¥◊Ë¡‡À≈â“¡’Õ—μ√“°“√μ‘¥‡™◊ÈÕ S. pneumoniae ∑’Ë Ÿß‡æ‘Ë¡¢÷Èπ ¥—ßπ—Èπ

®÷ß‡ªìπ¢âÕ·π–π”¡“μ√“∞“π„π°“√©’¥«—§´’πªÑÕß°—π‡™◊ÈÕπ‘«‚¡§Õ§§—  ‚¥¬«—§´’π¡’ 2

√Ÿª·∫∫‰¥â·°à 13-valent pneumococcal conjugate vaccine (Prevnar 13®)
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·≈– 23-valent pneumococcal polysaccharide vaccine (Pneumovax) ´÷Ëß

„πºŸ âªÉ«¬‚√§μ—∫π— Èπ·π–π”„Àâ©’¥∑— Èß 2 ™π‘¥  ”À√—∫¢âÕ¡Ÿ≈‡°’ Ë¬«°—∫°“√ √â“ß

¿Ÿ¡‘§ÿâ¡°—πÀ≈—ß‰¥â√—∫«—§´’π™π‘¥π’È ¡’‡æ’¬ß°“√»÷°…“‡¥’¬« „πºŸâªÉ«¬‚√§μ—∫®“°°“√¥◊Ë¡

‡À≈â“®”π«π ‡æ’¬ß 15 §πæ∫«à“Õ—μ√“°“√ √â“ß¿Ÿ¡‘§ÿâ¡°—πÀ≈—ß«—§´’ππ’È ‰¡à·μ°μà“ß

®“°°≈ÿà¡§«∫§ÿ¡19

«—§´’π‰¢âÀ«—¥„À≠à

∂÷ß·¡â®–¡’√“¬ß“π°“√‡°‘¥ liver decompensation ·≈–°“√μ“¬®“°°“√

μ‘¥‡™◊ÈÕ‰¢âÀ«—¥„À≠à‡æ’¬ßª√–ª√“¬„πºŸâªÉ«¬‚√§μ—∫ ·μà‡ªìπ§”·π–π” “°≈„ÀâºŸâªÉ«¬
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Cirrhosis is the final pathway for several chronic liver diseases
and is one of the leading causes of mortality worldwide. Cirrhosis is
comprised of two broad prognostic stages. The stage where there is
absence of any complications is termed compensated cirrhosis. The
development of complications from portal hypertension including as-
cites, jaundice, variceal hemorrhage, hepatic encephalopathy, and hepa-
tocellular carcinoma, characterizes decompensated cirrhosis, which is
associated with shortened survival. Patients with decompensated cir-
rhosis are at risk for hospitalization due to complications of liver disease
and readmissions following hospital dismissal. Patients with compen-
sated cirrhosis are at lower risk for hospitalization and the reasons for
hospitalization are non-hepatic comorbidity.

Patients with cirrhosis are also at risk for several complications
that require readmission. Readmissions are a direct burden on the pa-
tient and the family and are associated with negative outcomes to the
health care system. Several recent studies have shown a high rate of
readmission in patients with cirrhosis and a trend towards an increase
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in cost of health care delivery. According to the nationwide population-
based study in Thailand using data from the National Health Security
Office. The overall 30-day readmission rate in cirrhosis was 17% and
most of patients were readmitted to primary care section. Compared
with heart failure data from referral centers in Thailand, patients with
cirrhosis have more 30-day readmission rate after their hospitalization.
After readmission, 63.5% of patients died within 1 year. Causes of death
were mostly from liver-related mortality and infection.

Physicians and hospitals should recognize the patient at high
risk for readmission not only at dismissal from hospital but also at ad-
mission. Several strategies have been proposed to reduce the number of
readmissions, but the efficacy of these strategies is questionable. Al-
though the Model for End-Stage of Liver Disease (MELD) score can be a
tool for risk stratification, many other factors such as frailty, comorbidity,
socioeconomic status, and type of health care delivery system are prob-
ably independent risks for readmission. Studies aimed at the reduction
of readmission in patients with cirrhosis are very limited, and much
research is required before specific recommendations can be made to
reduce readmissions.
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