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§≥–°√√¡°“√Õ”π«¬°“√
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1. æ≠.«‚√™“ ¡À“™—¬ π“¬° ¡“§¡

2. æ≠.‚©¡»√’ ‚¶…‘μ™—¬«—≤πå √—Èßμ”·Àπàßπ“¬°

3. πæ. ¡™“¬ ≈’≈“°ÿ»≈«ß»å Õÿªπ“¬°

4. πæ.√—∞°√ «‘‰≈™π¡å ‡≈¢“∏‘°“√

5. æ.μ.À≠‘ß æ≠.®‘π¥“√—μπå ‡®’¬‡®…Æ“°ÿ≈√Õß‡≈¢“∏‘°“√

6. æ.Õ.πæ.«“π‘™ ªî¬π‘√—π¥√å ‡À√—≠≠‘°

7. π.Õ.πæ.™‘π«—μ√å  ÿ∑∏‘«π“ ª√–∏“πΩÉ“¬ªÆ‘§¡·≈– «— ¥‘°“√

8. πæ.°”∏√ ‡ºà“ «— ¥‘Ï ª√–∏“πΩÉ“¬«‘®—¬

9. πæ. ¡∫—μ‘ μ√’ª√–‡ √‘∞ ÿ¢ ª√–∏“πΩÉ“¬«‘™“°“√·≈–°“√»÷°…“μàÕ‡π◊ËÕß

10. æ≠.¥«ßæ√ «’√–«—≤°“ππ∑å ª√–∏“πΩÉ“¬«“√ “√

11. πæ. ÿæ®πå æß»åª√– ∫™—¬ ª√–∏“πΩÉ“¬°“√»÷°…“À≈—ßª√‘≠≠“

12. πæ.æ‘»“≈ ‰¡â‡√’¬ß ª√–∏“πΩÉ“¬°‘®°√√¡ —ß§¡

13. πæ.‡©≈‘¡√—∞ ∫—≠™√‡∑«°ÿ≈ ª√–∏“πΩÉ“¬ “√ π‡∑»·≈–°“√ ◊ËÕ “√

14. πæ.∏’√– æ‘√—™«‘ ÿ∑∏‘Ï ª√–∏“πΩÉ“¬À“∑ÿπ

15. æ≠.«—≤π“  ÿ¢’‰æ»“≈‡®√‘≠ ª√–∏“πΩÉ“¬®√‘¬∏√√¡

16. πæ.æ‘‡»… æ‘‡»…æß…“ ºŸâ·∑π™¡√¡≈”‰ â‡≈Á° ≈”‰ â„À≠à

17. æ≠.√¿—  æ‘∑¬“ππ∑å ºŸâ·∑π™¡√¡°√–‡æ“–Õ“À“√

18. πæ.Õ¿‘™“μ‘ · ß®—π∑√å ºŸâ·∑π™¡√¡μ—∫ÕàÕπ·≈–∑“ß‡¥‘ππÈ”¥’

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

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

21. æ≠.≥—¬™≠“ ®”√Ÿ≠°ÿ≈ °√√¡°“√°≈“ß

22. πæ.¡≈.∑¬“ °‘μ‘¬“°√ °√√¡°“√°≈“ß
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23. πæ.∑«’»—°¥‘Ï ·∑π«—π¥’ °√√¡°“√°≈“ß

24. πæ.∏’√π—π∑å  √√æ®‘μ °√√¡°“√°≈“ß

25. æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï °√√¡°“√°≈“ß

26. æ≠.π¿“æ√ ®”√Ÿ≠°ÿ≈ °√√¡°“√°≈“ß

27. æ≠.∫ÿ∫º“ æ√∏‘ “√ °√√¡°“√°≈“ß

28. æ≠.ªî¬∏‘¥“ À“≠ ¡∫Ÿ√≥å °√√¡°“√°≈“ß

29. πæ.æ≈√—μπå «‘‰≈√—μπå °√√¡°“√°≈“ß

30. æ≠.¡≥±‘√“ ¡≥’√—μπ–æ√ °√√¡°“√°≈“ß

31. æ≠.√—μπ“ ∫ÿ≠»‘√‘®—π∑√å °√√¡°“√°≈“ß

32. πæ.»μ«√√… ∑Õß «— ¥‘Ï °√√¡°“√°≈“ß

33. πæ. ÿ‡∑æ °≈™“≠«‘∑¬å °√√¡°“√°≈“ß

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

35. πæ.Õÿ∑—¬ ‡°â“‡Õ’È¬π °√√¡°“√°≈“ß

36. æ≠.°√√≥‘°“√å æ√æ—≤πå°ÿ≈ ∑’Ëª√÷°…“

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

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

39. πæ.‡μ‘¡™—¬ ‰™¬πÿ«—μ‘ ∑’Ëª√÷°…“

40. πæ.∑«’ √—μπ™Ÿ‡Õ° ∑’Ëª√÷°…“

41. πæ.∑Õß¥’ ™—¬æ“π‘™ ∑’Ëª√÷°…“

42. πæ.∫—≠™“ ‚Õ«“∑Ã“√æ√ ∑’Ëª√÷°…“

43. πæ.ªî¬–«—≤πå ‚°¡≈¡‘»√å ∑’Ëª√÷°…“

44. πæ.æ‘π‘® °ÿ≈≈–«≥‘™¬å ∑’Ëª√÷°…“

45. πæ.æ‘ ‘∞ μ—Èß°‘®«“π‘™¬å ∑’Ëª√÷°…“

46. æ.μ.∑.πæ.¬◊π¬ß ‡®’¬ß«‘√‘™—¬°Ÿ√ ∑’Ëª√÷°…“

47. æ≈.μ.πæ.«‘™—¬ ™—¬ª√–¿“ ∑’Ëª√÷°…“

48. æ≠.«’≥“ «ß»åæ“π‘™ ∑’Ëª√÷°…“

49. æ≠.»»‘ª√–¿“ ∫ÿ≠≠æ‘ ‘Ø∞å ∑’Ëª√÷°…“
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50. πæ. ¡æπ∏å ∫ÿ≥¬§ÿªμå ∑’Ëª√÷°…“

51. πæ. «— ¥‘Ï À‘μ–π—π∑å ∑’Ëª√÷°…“

52. πæ. —®æ—π∏å Õ‘»√‡ π“ ∑’Ëª√÷°…“

53. πæ. ‘π Õπÿ√“…Ø√å ∑’Ëª√÷°…“

54. πæ. ‘√‘«—≤πå Õπ—πμæ—π∏ÿåæß»å ∑’Ëª√÷°…“

55. æ≈.Õ.μ.πæ. ÿ®‘πμå ®“√ÿ®‘π¥“ ∑’Ëª√÷°…“

56. πæ. ÿ™“ §Ÿ√–∑Õß ∑’Ëª√÷°…“

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

58. πæ. ∂“æ√ ¡“π—  ∂‘μ¬å ∑’Ëª√÷°…“

59. πæ.ÕßÕ“® ‰æ√ ≥±√“ß°Ÿ√ ∑’Ëª√÷°…“

60. æ≈.μ.πæ.Õπÿ™‘μ ®Ÿ±–æÿ∑∏‘ ∑’Ëª√÷°…“

61. æ≠.Õ“¿— ≥’ ‚ ¿≥ ƒ…Øå ÿ¢ ∑’Ëª√÷°…“

62. πæ.Õÿ¥¡ §™‘π∑√ ∑’Ëª√÷°…“
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 «— ¥’§à– ∑à“π ¡“™‘° ¡“§¡œ

À≈—ß®“°°“√ª√–™ÿ¡«‘™“°“√°≈“ßªï∑’Ëæ—∑¬“ºà“πæ—π‰ª·≈â« °“√ª√–‡¡‘πº≈

æ∫«à“ºŸâ‡¢â“√à«¡ª√–™ÿ¡ à«π„À≠àæ÷ßæÕ„®¡“°  à«π¢âÕ‡ πÕ·π–μà“ßÊ  ”À√—∫°“√®—¥

ª√–™ÿ¡§√—ÈßμàÕ‰ªπ—Èπ ∑“ßΩÉ“¬«‘™“°“√œ ·≈–∑’¡ß“ππâÕ¡√—∫·≈–‰¥âπ”¡“ª√–¡«≈

‡¢â“°—∫°“√«“ß·ºπ®—¥°“√ª√–™ÿ¡«‘™“°“√ª√–®”ªï∑’Ë°”≈—ß®–¡“∂÷ßπ’È ®÷ß∂◊Õ‚Õ°“ 

ª√–™“ —¡æ—π∏å‡√◊ËÕß‡«≈“·≈– ∂“π∑’Ë¢Õß°“√ª√–™ÿ¡«‘™“°“√ª√–®”ªï 2558 „Àâ∑à“π

 ¡“™‘°∑√“∫«à“ ®–®—¥¢÷Èπ ≥ »Ÿπ¬å°“√ª√–™ÿ¡·Ààß™“μ‘ ‘√‘°‘μ‘Ï √–À«à“ß«—π∑’Ë 23-25

æƒ»®‘°“¬π 2558 ´÷Ëß∑à“π ¡“™‘°πà“®–‰¥â√—∫‡Õ° “√·ºàπæ—∫ª√–™“ —¡æ—π∏å

°“√ª√–™ÿ¡ª√–®”ªï„π‡√Á«Ê π’È

À≈“¬Ê ∑à“π§ß¬—ß‰¡à∑√“∫ (À√◊Õ‡§¬∑√“∫·μà≈◊¡‰ª·≈â«) «à“ ¡“§¡·æ∑¬å

√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬‰¥â°àÕμ—Èß¢÷Èπ‡¡◊ËÕ«—π∑’Ë 19 °√°Æ“§¡ 2503 ‚¥¬

»“ μ√“®“√¬å π“¬·æ∑¬å «’°‘® «’√“πÿ«—μμ‘Ï ´÷Ëß„π ¡—¬·√°π—Èπ ¡’ ¡“™‘°¥â«¬°—π

∑—Èß ‘Èπ 34 §π ®“°π—Èπ ¡“§¡¢Õß‡√“°Á‰¥â‡μ‘∫‚μ¢÷Èπ‡√◊ËÕ¬Ê ®π‡ªìπÕß§å°√∑’Ë¡’‡°’¬√μ‘

¡’™◊ËÕ‡ ’¬ß‡ªìπ∑’Ë√Ÿâ®—°„π√–¥—∫‚≈° ¥—ß∑’Ë∑ÿ°∑à“π‰¥âª√–®—°…å„π∑ÿ°«—ππ’È ‡¡◊ËÕ«—π∑’Ë 19

°√°Æ“§¡ 2558 ∑’Ëºà“π¡“  ¡“§¡¢Õß‡√“°Á¡’Õ“¬ÿ§√∫ 55 ªï‰ª‡√’¬∫√âÕ¬·≈â«

°“√ª√–™ÿ¡„π·μà≈–ªï‰¥âæ—≤π“√Ÿª·∫∫·≈–¡’«‘∑¬“°√√ÿàπ„À¡àÊ ¡“°¡“¬ πÕ°®“°π’È

μ—Èß·μàªï 2539 ‡ªìπμâπ¡“°Á‰¥â¡’ Vikit Viranuvatti Lecture ¢÷Èπ‡æ◊ËÕ√”≈÷°∂÷ß

Õ“®“√¬å«’°‘®ºŸâ‡ªìπ∑’Ë‡§“√æ√—°¬‘Ëß ‚¥¬·μà≈–§√—Èß®–¡’Õß§åª“∞°´÷Ëß‡ªìπ«‘∑¬“°√∑’Ë¡’

™◊ËÕ‡ ’¬ß¡’º≈ß“π‡ªìπ∑’Ë√Ÿâ®—°„π√–¥—∫ “°≈¡“‡ªìπºŸâ∫√√¬“¬ Vikit Viranuvatti

Lecture π’È‰¥â®—¥μàÕ‡π◊ËÕß¡“‡°◊Õ∫∑ÿ°ªï®π∂÷ßªïπ’È´÷Ëß‡ªìπ§√—Èß∑’Ë 18 ·≈â« ®–¡’¢“¥‰ª

∫“ßªï‡π◊ËÕß¥â«¬‡Àμÿ®”‡ªìπ ‡™àπ ¡’°“√®—¥ª√–™ÿ¡ WCOG À√◊Õ¡’‡Àμÿ∑“ß°“√‡¡◊Õß

‡∑à“π—Èπ (¢Õ¢Õ∫§ÿ≥Õ“®“√¬å ¡∫—μ‘ μ√’ª√–‡ √‘∞ ÿ¢ ºŸâ√«∫√«¡¢âÕ¡Ÿ≈)
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„π™à«ßª≈“¬ªïπ’È¬—ß¡’Õ’°ß“πÀπ÷Ëß§◊Õ°“√ª√–™ÿ¡«‘™“°“√ª√–®”ªï GI Motility

Day 2015 ∑’Ë®–®—¥¢÷Èπ„π°√ÿß‡∑æœ ∑’Ë‚√ß·√¡Õ’ μ‘π ·°√π¥å  “∑√ √–À«à“ß«—π∑’Ë 3-4

μÿ≈“§¡ 2558  ”À√—∫ß“ππ’È¬—ß¡’ GI Motility Workshop „π«—π∑’Ë 2 μÿ≈“§¡ ¥â«¬

ºŸâ π„® “¡“√∂À“¢âÕ¡Ÿ≈·≈–≈ß∑–‡∫’¬π‰¥â·≈â«μ—Èß·μà«—ππ’È§à–

„π©∫—∫π’È πÕ°®“° Review Articles ·≈â«‡√“¬—ßæ“ ¡“™‘°¡“√Ÿâ®—° WGO

Endoscopy Training Center „πª√–‡∑»‰∑¬¥â«¬ μ‘¥μ“¡Õà“π‰¥â„π©∫—∫π–§–

√«¡∑—Èßμ‘¥μ“¡¢à“« “√¢Õß ¡“§¡‰¥â∑“ß‡«Á∫‰´μå www.gastrothai.net ·≈–

À“°∑à“π ¡“™‘°¡’¢âÕ‡ πÕ–·π–À√◊Õ∫∑§«“¡∑’Ëπà“ π„® “¡“√∂ àß¡“‰¥â∑’Ë e-mail

¢â“ß≈à“ßπ’È‡™àπ‡§¬ ¢Õ∫§ÿ≥§à–

®‘π¥“√—μπå  ‡®’¬‡®…Æ“°ÿ≈

drjindarat@yahoo.com
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 √ÿª°“√ª√–™ÿ¡§≥–°√√¡°“√
Õ”π«¬°“√ ¡“§¡œ

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

°“√ª√–™ÿ¡ §√—Èß∑’Ë 1/2558 «—π»ÿ°√å∑’Ë 16 ¡°√“§¡ 2558 ‡«≈“ 10.00 - 12.00 π.

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

‡ªî¥ª√–™ÿ¡‡«≈“ 10.15 π. ‚¥¬¡’ æ≠.«‚√™“ ¡À“™—¬ ‡ªìπª√–∏“π„π∑’Ëª√–™ÿ¡

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

æ≠.«‚√™“ ¡À“™—¬ ‰¥â°≈à“«¢Õ∫§ÿ≥§≥–°√√¡°“√Õ”π«¬°“√  ¡“§¡œ

∑ÿ°∑à“π∑’Ë‰¥â√à«¡‡ªìπ°√√¡°“√Õ”π«¬°“√ ¡“§¡ «“√– æ.».2558-2559

∑’Ëª√–™ÿ¡¡’¡μ‘∑√“∫

«“√–∑’Ë 2 √—∫√Õß√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 6/2557

∑’Ëª√–™ÿ¡¡’¡μ‘·°â‰¢√“¬ß“π°“√ª√–™ÿ¡Àπâ“ 2 ∫√√∑—¥∑’Ë 2 π—∫®“°≈à“ß

·°â‰¢®“° πæ.æ‘»“≈ ‰¡à‡√’¬ß

·°â‰¢‡ªìπ πæ.æ‘»“≈ ‰¡â‡√’¬ß

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

ª√–™ÿ¡§√—Èß∑’Ë 6/2557

«“√–∑’Ë 3 ‡√◊ËÕßæ‘®“√≥“

3.1 °“√Õ∫√¡ WGO-Endoscopy Training

πæ.æ‘»“≈ ‰¡â‡√’¬ß ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“ °“√‡ªî¥Õ∫√¡ WGO-

Endoscopy Training π—Èπ ¡’§«“¡‡ªìπ¡“μ—Èß·μà‡¡◊ËÕªï æ.».2545 ´÷Ëß„π¢≥–π—Èπ

ª√–‡∑»‰∑¬‰¥â√—∫°“√§—¥‡≈◊Õ°„Àâ‡ªìπ‡®â“¿“æ®—¥°“√ª√–™ÿ¡ World Congress of Gas-
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troenterology (WCOG 2002) ·≈–À≈—ß‡ √Á® ‘Èπ°“√®—¥ª√–™ÿ¡ ∑“ßª√–∏“π WCOG

‰¥â¡’¡μ‘„Àâª√–‡∑»‰∑¬‡ªìπ»Ÿπ¬å°“√Ωñ°Õ∫√¡ Endoscopy Training Center „π

·∂∫‡Õ‡™’¬ ·≈–‰¥â¡Õ∫‡ß‘π®”π«π 3 ≈â“π∫“∑ ‡æ◊ËÕ„™â®à“¬ ”À√—∫°“√Ωñ°Õ∫√¡·°à

·æ∑¬å®“°ª√–‡∑»·∂∫‡Õ‡™’¬∑’Ë π„®®–‡¢â“√—∫°“√Ωñ°Õ∫√¡ ·≈–„™â»Ÿπ¬å àÕß°≈âÕß

√–∫∫∑“ß‡¥‘πÕ“À“√¢Õß‚√ßæ¬“∫“≈»‘√‘√“™ ´÷Ëß¡’»—°¬¿“æ·≈–¡’§«“¡æ√âÕ¡∑’Ë ÿ¥

‡ªìπ∑’Ë∑”°“√Ωñ°Õ∫√¡·≈–‡ªìπ»Ÿπ¬å°“√ª√– “πß“π ·≈–™à«ßπ—Èπ πæ.Õÿ¥¡ §™‘π∑√

‡ªìπª√–∏“π»Ÿπ¬å àÕß°≈âÕß ‰¥â¢Õæ√–√“™∑“π°√“∫∫—ß§¡∑Ÿ≈‡™‘≠ ¡‡¥Á®æ√–‡∑æ

√—μπ√“™ ÿ¥“œ  ¬“¡∫√¡√“™°ÿ¡“√’ ‡ ¥Á®œ∑√ß‡ªìπÕß§åª√–∏“π„πæ‘∏’‡ªî¥»Ÿπ¬åœ

Õ¬à“ß‡ªìπ∑“ß°“√‡¡◊ËÕ«—π∑’Ë 20 ¡’π“§¡ 2549

πæ. ∂“æ√ ¡“π—  ∂‘μ¬å ‰¥â√—∫°“√·μàßμ—Èß®“° ¡“§¡„Àâ¥”√ßμ”·Àπàß

‡ªìπª√–∏“π°“√Ωñ°Õ∫√¡ WGO-Endoscopy Training Center π—∫μ—Èß·μàæ.».2549

¡“®π∂÷ßªí®®ÿ∫—π ·≈–∑’Ëºà“π¡“¡’·æ∑¬å®“°ª√–‡∑»‡æ◊ËÕπ∫â“π‡¢â“¡“√—∫°“√Ωñ°Õ∫√¡

∑’Ë‚√ßæ¬“∫“≈»‘√‘√“™ ‚√ßæ¬“∫“≈»√’π§√‘π∑√å ·≈–‚√ßæ¬“∫“≈√“™«‘∂’ Õ¬à“ßμàÕ‡π◊ËÕß

·μà¢≥–π’È πæ. ∂“æ√ ¡“π—  ∂‘μ¬å ‰¥â‡°…’¬≥Õ“¬ÿ√“™°“√ ¥—ßπ—Èπ¢Õª√÷°…“„π∑’Ë

ª√–™ÿ¡«à“®–‡ πÕ æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï √—∫Àπâ“∑’Ë‡ªìπμ—«·∑π¥Ÿ·≈„π à«ππ’È

∑’Ëª√–™ÿ¡‡ πÕ„Àâ Õ∫∂“¡‰ª¬—ß æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï ¬‘π¥’®–√—∫

μ”·Àπàßπ’ÈÀ√◊Õ‰¡à À“°‰¡à¢—¥¢âÕß „Àâπæ. ∂“æ√ ¡“π—  ∂‘μ¬å ∑”®¥À¡“¬·®âß‰ª¬—ß

ª√–∏“π WCOG μàÕ‰ª

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

‡π◊ËÕß®“°¡’°“√‡ª≈’Ë¬π·ª≈ß§≥–°√√¡°“√Õ”π«¬°“√ ¡“§¡ «“√–æ.».2558-2559

¥—ßπ—Èπ‡æ◊ËÕ„Àâ‡ªìπ‰ªμ“¡√–‡∫’¬∫¢âÕ∫—ß§—∫¢Õß ¡“§¡ ®÷ß¢Õ‡ª≈’Ë¬π·ª≈ßºŸâ¡’Õ”π“®

∂Õπ‡ß‘π¥—ßπ’È

∫—≠™’∏π“§“√‰∑¬æ“≥‘™¬å ®”π«π 2 ∫—≠™’§◊Õ

1) ∫—≠™’‡≈¢∑’Ë 026-404295-9  “¢“√“¡“∏‘∫¥’ ª√–‡¿∑ÕÕ¡∑√—æ¬å

2) ∫—≠™’‡≈¢∑’Ë 026-407833-2  “¢“√“¡“∏‘∫¥’ ª√–‡¿∑ÕÕ¡∑√—æ¬å

®“°‡¥‘¡ πæ.æ‘»“≈ ‰¡â‡√’¬ß À√◊Õ æ≠.‚©¡»√’ ‚¶…‘μ™—¬«—≤πå √à«¡°—∫ πæ.
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 ‘√‘«—≤πå Õπ—πμæ—π∏ÿåæß»å ‡ª≈’Ë¬π‡ªìπ æ≠.«‚√™“ ¡À“™—¬ À√◊Õ πæ. ¡™“¬ ≈’≈“°ÿ»≈«ß»å

√à«¡°—∫ πæ.«“π‘™ ªî¬π‘√—π¥√å

∫—≠™’∏π“§“√∏π™“μ‘ ®”π«π 4 ∫—≠™’

1) ∫—≠™’‡≈¢∑’Ë 001-2-12253-9  “¢“μâπ π ª√–‡¿∑ÕÕ¡∑√—æ¬å

2) ∫—≠™’‡≈¢∑’Ë 001-2-12252-1  “¢“μâπ π ª√–‡¿∑ÕÕ¡∑√—æ¬å

3) ∫—≠™’‡≈¢∑’Ë 001-3-01239-7  “¢“μâπ π ª√–‡¿∑°√–· √“¬«—π

4) ∫—≠™’‡≈¢∑’Ë 001-1-11277-7  “¢“μâπ π ª√–‡¿∑‡ß‘πΩ“°ª√–®”

®“°‡¥‘¡ πæ.æ‘»“≈ ‰¡â‡√’¬ß À√◊Õ æ≠.‚©¡»√’ ‚¶…‘μ™—¬«—≤πå √à«¡°—∫ πæ.

 ‘√‘«—≤πå Õπ—πμæ—π∏ÿåæß»å ‡ª≈’Ë¬π‡ªìπ æ≠.«‚√™“ ¡À“™—¬ À√◊Õ πæ. ¡™“¬ ≈’≈“°ÿ»≈«ß»å

√à«¡°—∫ πæ.«“π‘™ ªî¬π‘√—π¥√å

∑’Ëª√–™ÿ¡¡’¡μ‘Õπÿ¡—μ‘

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

3.3.1 °“√®—¥ª√–™ÿ¡«‘™“°“√°≈“ßªïπ—Èπ ¡’·ºπ∑’Ë®–¢¬“¬°≈ÿà¡ºŸâ‡¢â“√à«¡

ª√–™ÿ¡„Àâ¡“°¢÷Èπ ‡™àπ ‡πâπÀ—«¢âÕ∑’Ë„ÀâÕ“¬ÿ√·æ∑¬åÀ√◊Õ·æ∑¬å‡«™ªÆ‘∫—μ‘∑—Ë«‰ª “¡“√∂

π”‰ª„™â‰¥â

3.3.2 °“√ª√–™ÿ¡«‘™“°“√ª√–®”ªïπ—Èπ °”≈—ßÕ¬Ÿà„π√–À«à“ßæ‘®“√≥“

«à“®–‰ª®—¥√à«¡°—∫ ¡“§¡‚√§μ—∫™à«ß‡¥◊Õπ¡°√“§¡ 2559 À√◊Õ‰¡à ∑—Èßπ’È§«“¡§◊∫

Àπâ“®–·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫μàÕ‰ª

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

«“√–∑’Ë 4 ‡√◊ËÕß ◊∫‡π◊ËÕß

4.1 °“√Õ∫√¡ Short course Upper GI Endoscopy

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

°√√¡°“√‡§√◊Õ¢à“¬Õ“¬ÿ√·æ∑¬å¢Õß√“™«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬å·Ààßª√–‡∑»‰∑¬ ‡ πÕ

„Àâ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√œ®—¥Õ∫√¡√–¬– —Èπ çUpper GI Endoscopyé

‡æ◊ËÕ‡æ‘Ë¡æŸπ∑—°…–„Àâ·°àÕ“¬ÿ√·æ∑¬å∑’Ë®∫·≈–‰ª∑”ß“π·≈â« ‚¥¬Õ“®®–®—¥Õ∫√¡„π
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√–¬– —ÈπÀ≈—° Ÿμ√ 1-3 ‡¥◊Õππ—Èπ ‡¡◊ËÕ«—π∑’Ë 28 æƒ»®‘°“¬π 2557 ‰¥â¡’°“√ª√–™ÿ¡

ª√÷°…“À“√◊Õ°—∫À—«Àπâ“Àπà«¬∑“ß‡¥‘πÕ“À“√·μà≈– ∂“∫—π·≈â« „π∑’Ëª√–™ÿ¡¡’§«“¡

‡ÀÁπ«à“·μà≈– ∂“∫—π¡’§«“¡ “¡“√∂·≈–§«“¡‡™’Ë¬«™“≠„π°“√‡ªî¥°“√Õ∫√¡·μ°

μà“ß°—π ∫“ß ∂“∫—π°Á‡ªî¥Õ∫√¡Õ¬Ÿà·≈â« ¥—ßπ—Èπ¢Õ„Àâ√“™«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬åœ

ª√– “πß“π‚¥¬μ√ß‰ª¬—ß·μà≈– ∂“∫—π Õ¬à“ß‰√°Áμ“¡ ®–¡’°“√ª√–™ÿ¡°√√¡°“√

‡§√◊Õ¢à“¬Õ“¬ÿ√·æ∑¬åœª√–¡“≥°≈“ß‡¥◊Õπ°ÿ¡¿“æ—π∏åπ’È ®–π”¢âÕ √ÿªπ’È·®âß„Àâ√“™

«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬åœ∑√“∫μàÕ‰ª

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

4.2 ¬“ interferon

πæ.æ‘»“≈ ‰¡â‡√’¬ß ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“‰¥â¡’‚Õ°“ æŸ¥§ÿ¬

°—∫  ª ™. ·≈–∑“ß  ª ™.μâÕß°“√„Àâ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√œ™à«¬‡ªìπ

auditor ‚¥¬‡©æ“–‡°’Ë¬«°—∫¬“ interferon π—Èπ ¢≥–π’È‰¥â¥”‡π‘π°“√ Õ∫∂“¡‰ª¬—ß

 ª ™.·≈â«æ∫«à“∑“ß  ª ™.‰¥âæŸ¥§ÿ¬·≈–μ‘¥μàÕ‰ª¬—ß ¡“§¡‚√§μ—∫·Ààßª√–‡∑»

‰∑¬‡ªìπ∑’Ë‡√’¬∫√âÕ¬·≈â« ¥—ßπ—Èπ®÷ß‡ªìπÀπâ“∑’Ë¢Õß ¡“§¡‚√§μ—∫œ∑’Ë®–¥”‡π‘π°“√μàÕ‰ª

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

«“√–∑’Ë 5 ‡√◊ËÕßÕ◊ËπÊ (∂â“¡’)

5.1 πæ.æ‘»“≈ ‰¡â‡√’¬ß ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“ ¢ÕΩ“°‰ª¬—ßπ“¬°

 ¡“§¡«à“ ¡“§¡§«√„Àâ∑ÿπ π—∫ πÿπ‡ø≈‚≈«å‰ª‡ πÕº≈ß“πª√–™ÿ¡«‘™“°“√∑’Ëμà“ß

ª√–‡∑» ‡™àπ DDW À√◊Õ AASLD ‡™àπ‡¥‘¡ ·μà∑—Èßπ’È®–μâÕß‡ªìπº≈ß“π«‘®—¬‡¥’¬«°—∫

∑’Ë∑”«‘®—¬„π™à«ß∑’Ë‡ªìπ‡ø≈‚≈«å ·≈–μâÕß¡’™◊ËÕ‡ø≈‚≈«åπ—ÈπÊ ‡ªìπ™◊ËÕ·√°¢ÕßºŸâ∑”ß“π

«‘®—¬¥â«¬

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

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

®”π«π 13 ∑à“π §◊Õ πæ.™“≈’ ‡≈“Àæ—π∏å æ≠.ª“π«“¥ ¡—Ëπ®‘μ æ≠.ªÕß°¡≈ ∑ÕßºàÕß
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æ≠.‡¥◊Õπ‡æÁ≠ °—≠®π√—μμ– πæ.‰°√ ‘ßÀå °ÿ≈®‘√—∞μ‘°“≈ πæ.‡√«—≤πå ∫ÿ≠Õπÿ«—≤πå

æ≠.À∑—¬πÿ™ ª√–æ‘»‰æ∫Ÿ≈¬å πæ.æß…å®√—  ÀπÿπÕπ—πμå πæ.Õÿ¥¡√—™ ‚°«‘∑∑«‘æ—≤πå

πæ.πææ√ ‡®√‘≠∑Õß æ≠.Õ“¿“æ√ ®‘μ™—¬π“ πæ.°‘μμ‘‡™…∞å æ‘¿—∑ªí∑¡Õ”æ—π ·≈–

æ≠.«‘®‘μ√“ §ß§ß ´÷Ëß‰¥âμ√«® Õ∫§ÿ≥ ¡∫—μ‘·≈â« §√∫∂â«πμ“¡‡°≥±å

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫√Õß ¡“™‘° “¡—≠„À¡à∑—Èß 13 ∑à“π

ªî¥ª√–™ÿ¡‡«≈“ 12.00 π.



°“√ª√–™ÿ¡ §√—Èß∑’Ë 2/2558 «—π»ÿ°√å∑’Ë 20 °ÿ¡¿“æ—π∏å 2558 ‡«≈“ 10.00 - 12.00 π.

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

‡ªî¥ª√–™ÿ¡‡«≈“ 10.20 π. ‚¥¬¡’ æ≠.«‚√™“ ¡À“™—¬ ‡ªìπª√–∏“π„π∑’Ëª√–™ÿ¡

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

‰¡à¡’

«“√–∑’Ë 2 √—∫√Õß√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 1/2558

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫√Õß√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 1/2558 ‚¥¬‰¡à¡’°“√·°â‰¢

«“√–∑’Ë 3 ‡√◊ËÕßæ‘®“√≥“

3.1 °“√®—¥ª√–™ÿ¡«‘™“°“√°≈“ßªï «—π∑’Ë 2-4 °√°Æ“§¡ 2558

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

3.1.1 Theme ¢Õßß“π§◊Õ Optimizing management of GI and

Liver problems in general practice

3.1.2 Session çFree paperé π—Èπ ®–‰ª®—¥„π™à«ß°“√ª√–™ÿ¡«‘™“

°“√ª√–®”ªï

3.1.3 ¢≥–π’È¡’∫√‘…—∑∑’Ë π„®®–®—¥ symposium ®”π«π 7 sym-

posium

3.1.4  ∂“π∑’Ë®—¥ª√–™ÿ¡ Õ¬Ÿà„π√–À«à“ß°“√æ‘®“√≥“

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

○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○
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∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫ ·≈–∑’Ëª√–™ÿ¡‡ πÕ„Àâ¡’°“√®—¥ª√–™ÿ¡«‘™“°“√π“π“™“μ‘‡æ◊ËÕ

‡ªìπ°“√À“√“¬‰¥â‡¢â“ ¡“§¡ ‚¥¬§“¥«à“πà“®–®—¥„π™à«ßªï 2016 À√◊Õª≈“¬ªï 2015

3.2 WGO Thai endoscopy training center

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

3.2.1  ◊∫‡π◊ËÕß®“°°“√∑’Ë‰¥âª√÷°…“À“√◊Õ°—∫∑’Ëª√–™ÿ¡§≥–°√√¡°“√

Õ”π«¬°“√ ¡“§¡‡¡◊ËÕ«—π∑’Ë 16 ¡°√“§¡ 2558 ‡æ◊ËÕ¢Õ‡ πÕ„Àâ æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï

‡ªìπª√–∏“π¢Õß»Ÿπ¬åΩñ°Õ∫√¡ WGO Thai endoscopy training center π—Èπ

æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï ¬‘π¥’∑’Ë®–√—∫μ”·Àπàßπ’È

3.2.2 ‰¥â¡’°“√ª√– “πß“π‰ª¬—ßª√–∏“π WGO ∑’Ëμà“ßª√–‡∑»

‡°’Ë¬«°—∫°“√®–®—¥‚§√ß°“√Õ∫√¡À≈—° Ÿμ√ Train the trainer „πª√–‡∑»‰∑¬

§“¥«à“πà“®–®—¥„πªï 2559 À√◊Õ 2560 ·≈–‡æ◊ËÕ„Àâ·μà≈– ∂“∫—π¡’ à«π√à«¡„π‚§√ß°“√π’È

®÷ß¢Õ‡ πÕ„Àâ∑’Ëª√–™ÿ¡μ—Èß§≥–Õπÿ°√√¡°“√®—¥Õ∫√¡‚§√ß°“√¥—ß°≈à“«

∑’Ëª√–™ÿ¡¡’¡μ‘„Àâμ—Èß æ≠.ππ∑≈’ ‡ºà“ «— ¥‘Ï ‡ªìπª√–∏“π ·≈–„Àâμ—«·∑π

·μà≈– ∂“∫—π∑’Ë¡’°“√Ωñ°Õ∫√¡‡ø≈‚≈«å√à«¡‡ªìπ§≥–Õπÿ°√√¡°“√

3.3 °“√æ‘®“√≥“„Àâ∑ÿπ‡ø≈‚≈«å‰ª‡ πÕº≈ß“π«‘®—¬ DDW2015

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

√—∫°“√§—¥‡≈◊Õ°„Àâ‰ªπ”‡ πÕº≈ß“π«‘®—¬ DDW2015 ®”π«π 12 ∑à“π μ“¡‡Õ° “√

ª√–°Õ∫°“√ª√–™ÿ¡ ·μà‡π◊ËÕß®“°ΩÉ“¬«‘®—¬‰¥â√—∫∑ÿπÕπÿ¡—μ‘®“°§≥–°√√¡°“√‡ß‘π

ÕÕ¡‡¡◊ËÕ«—π∑’Ë 17 °√°Æ“§¡ 2557 ‡æ◊ËÕ π—∫ πÿπ‡ø≈‚≈«å‰ªπ”‡ πÕº≈ß“π«‘®—¬μà“ß

ª√–‡∑»‡ªìπ®”π«π 1 ≈â“π∫“∑ ¥—ßπ—Èπ®÷ß¢Õ§«“¡§‘¥‡ÀÁπ®“°∑’Ëª√–™ÿ¡‡æ◊ËÕæ‘®“√≥“

„Àâ∑ÿπ‡ø≈‚≈«å∑—Èß 12 ∑à“π ‚¥¬¡’ºŸâ‰ªπ”‡ πÕº≈ß“π„π√Ÿª·∫∫ oral presentation

®”π«π 1 ∑à“π ·≈– poster presentation ®”π«π 11 ∑à“π

∑’Ëª√–™ÿ¡‰¥â√à«¡°—πæ‘®“√≥“·≈–¡’¡μ‘Õπÿ¡—μ‘„Àâ∑ÿπ ”À√—∫ºŸâ∑’Ë‰ª‡ πÕº≈

ß“π«‘®—¬„π√Ÿª·∫∫ oral presentation ®”π«π 1 ∑à“π ®”π«π‡ß‘π 80,000 ∫“∑

·≈–Õπÿ¡—μ‘„Àâ∑ÿπ ”À√—∫ºŸâ∑’Ë‰ª‡ πÕº≈ß“π«‘®—¬„π√Ÿª·∫∫ poster presentation
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®”π«π 11 ∑à“πÊ ≈– 60,000 ∫“∑ √«¡‡ªìπ‡ß‘π∑—Èß ‘Èπ 740,000 ∫“∑ ·≈–∑’Ëª√–™ÿ¡

¡’¡μ‘„Àâ„™âÀ≈—°‡°≥±åπ’È„π°“√æ‘®“√≥“„Àâ∑ÿπ§√—ÈßμàÕÊ ‰ª

«“√–∑’Ë 4 ‡√◊ËÕßÕ◊ËπÊ (∂â“¡’)

4.1 πæ.°”∏√ ‡ºà“ «— ¥‘Ï ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫∂÷ß§«“¡§◊∫Àπâ“¢Õß

‚§√ß°“√»÷°…“¢âÕ¡Ÿ≈«‘®—¬  ª ™.¥—ßπ’È

4.1.1 ¢≥–π’È¡’ºŸâ π„®∑’Ë∑”‚§√ß°“√«‘®—¬¥—ß°≈à“«®”π«π 9 ∑à“π

μ“¡‡Õ° “√ª√–°Õ∫°“√ª√–™ÿ¡ ·≈–®–∑”®¥À¡“¬·®âß‰ª¬—ß∑ÿ°∑à“π‡æ◊ËÕ¢Õ∑√“∫

§«“¡§◊∫Àπâ“¢Õß°“√«‘®—¬¢Õß·μà≈–∑à“π

4.1.2 æ≠.√¿—  æ‘∑¬“ππ∑å ´÷Ëß‰¥â∑”‚§√ß°“√«‘®—¬‡√◊ËÕß The bur-

den of Clostridium difficile infection in Thai population: the first report

in Thailand by 2010 nationwide study ‰¥â∂Ÿ°§—¥‡≈◊Õ°„Àâ‰ª‡ πÕ‚§√ß°“√

«‘®—¬„π°“√ª√–™ÿ¡«‘™“°“√ AGA 2015 „π√Ÿª·∫∫¢Õß oral presentation

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

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

®”π«π 24 ∑à“π‡ªìπ ¡“™‘° “¡—≠ ́ ÷Ëß‰¥âμ√«® Õ∫§ÿ≥ ¡∫—μ‘·≈â« §√∫∂â«πμ“¡‡°≥±å

‰¥â·°à

1. æ≠.»ÿ¿ƒ¥’ ∫ÿ≠≠°“» 2. πæ.»“ »«—μ «‘√‘¬–ª√– ‘∑∏‘Ï

3. æ≠.¢π‘…∞“ √—™μ–‡»√…∞°ÿ≈ 4. πæ.‡°…¡ · ßÀ‘√—≠«—≤π“

5. æ≠.°π°«√√≥ ¿‘≠‚≠æ√æ“≥‘™¬å 6. πæ.°“πμå ª√– ¡»√’

7. πæ.‡¥™“ «‘¡≈‰™¬®‘μ 8. πæ.ªî¬–™—¬ ÕÕ§Ÿ≥ «— ¥‘Ï

9. πæ.Õ“ππ∑å æ’√–°Ÿ≈ 10. πæ.™“¬·¥π ™π°Ÿ√

11. æ≠.«‘√—≠≠“ √◊Ëπ√¡¬å 12. πæ.®‘μμåæ—≤πå ∂πÕ¡∏’√–π—π∑å

13. πæ. «à“ßæß…å ®—π¥’ 14. πæ.«™‘√æß»å ‡Õ°‰æ∫Ÿ≈¬å

15. πæ.°—¡æ≈ ‚√®π√—μπ“ß°Ÿ√ 16. æ≠.°¡≈∑‘æ¬å »ÿ°≈√—μπå

17. πæ.∏π«—μ ¿—∑√æ—π∏°ÿ≈ 18. æ≠.‡∫≠®√—μπå æ√âÕ¡®√√¬“°ÿ≈
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19. æ≠. ÿæ—μ“ »√’¢®√®‘μ 20. πæ.‡Õ◊ÈÕæß»å ≈‘¡ªæπ“ ‘∑∏‘

21. æ≠.ª≥‘¥“ ªî¬–®μÿ√«—≤πå 22. πæ.ªî¬–‡°’¬√μ‘ ¿‘≠‚≠¡À“°ÿ≈

23. πæ.Õ√ÿ≥™—¬ ·´à©—Ëß 24. æ≠.ª√–æ‘¡æ√√≥ Õ”æ—π∑√—æ¬å

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫√Õß ¡“™‘° “¡—≠„À¡à∑—Èß 24 ∑à“π

ªî¥ª√–™ÿ¡‡«≈“ 12.00 π.
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°“√‡æ‘Ë¡ª√– ‘∑∏‘º≈¢Õß°“√√—°…“¥â«¬
PegIFN-α „πºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’

æß…å®√—  ÀπÿπÕπ—πμå,  »‘…Øå »‘√¡≈æ‘«—≤πå
 ÿπ∑√  ™≈ª√–‡ √‘∞ ÿ¢

Àπà«¬‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ ¿“§«‘™“Õ“¬ÿ√»“ μ√å

§≥–·æ∑¬»“ μ√å ¡À“«‘∑¬“≈—¬∏√√¡»“ μ√å

Review Article

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

∫∑π”

‚√§‰«√— μ—∫Õ—°‡ ∫∫’‡√◊ÈÕ√—ß∂◊Õ‡ªìπªí≠À“∑’Ë ”§—≠¢Õßª√–‡∑»‰∑¬·≈–

ª√–‡∑»„π·∂∫¿Ÿ¡‘¿“§‡Õ‡™’¬·ª´‘øî° ®“°°“√ ”√«®¢âÕ¡Ÿ≈„πªí®®ÿ∫—πæ∫«à“¡’ºŸâ

μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’‡√◊ÈÕ√—ßª√–¡“≥ 400 ≈â“π§π∑—Ë«‚≈°·≈–‡ªìπ “‡Àμÿ°“√

‡ ’¬™’«‘μ∂÷ß 600,000 §πμàÕªï πÕ°®“°π’È ‚√§‰«√— μ—∫Õ—°‡ ∫∫’‡√◊ÈÕ√—ß¬—ß‡ªìπ “‡Àμÿ

¢Õß°“√‡°‘¥‚√§μ—∫·¢Áß·≈–¡–‡√Áßμ—∫„πª√–™“°√∑—Ë«‚≈°∂÷ß√âÕ¬≈– 30 ·≈– 53 μ“¡

≈”¥—∫1

®“°°“√μ√«®‡≈◊Õ¥¢Õßπ—°‡√’¬π π—°»÷°…“·≈–ºŸâ∫√‘®“§‚≈À‘μ„πª√–‡∑»‰∑¬

æ∫§«“¡™ÿ°¢Õß°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâ∫√‘®“§‚≈À‘μ√âÕ¬≈– 6.5 ·≈–„π

°≈ÿà¡π—°‡√’¬π·≈–π—°»÷°…“√âÕ¬≈– 5.2 ‚¥¬æ∫ —¥ à«π„π‡æ»™“¬μàÕ‡æ»À≠‘ßª√–¡“≥

3 μàÕ 1 ´÷Ëß “‡Àμÿ à«π„À≠à‡°‘¥®“°°“√μ‘¥‡™◊ÈÕ®“°¡“√¥“2,3

ºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫∫’¡“æ∫·æ∑¬å¥â«¬≈—°…≥–μà“ßÊ °—π ‰¥â·°à °“√μ‘¥

‡™◊ÈÕ‡©’¬∫æ≈—π °“√μ‘¥‡™◊ÈÕ‡√◊ÈÕ√—ß ∫“ß√“¬Õ“®¡“¥â«¬¿“«–·∑√°´âÕπ ‰¥â·°à ¿“«–

μ—∫«“¬‡©’¬∫æ≈—π μ—∫·¢Áß ·≈–¡–‡√Áßμ—∫ °“√¥”‡π‘π‚√§¢Õß°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫

Õ—°‡ ∫∫’„π·μà≈–¿Ÿ¡‘¿“§¢Õß‚≈°¡’§«“¡·μ°μà“ß°—π ¢÷ÈπÕ¬Ÿà°—∫ªí®®—¬∑—Èß∑“ß¥â“πºŸâ

μ‘¥‡™◊ÈÕ·≈–¥â“π‡™◊ÈÕ‰«√—   ”À√—∫ªí®®—¬¥â“π‡™◊ÈÕ‰«√—  ‡™àπ ª√‘¡“≥‡™◊ÈÕ‰«√—  ·≈– geno-
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type ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ ́ ÷Ëß„πª√–‡∑»‰∑¬®–æ∫ genotype C √âÕ¬≈– 87.5 ·≈–

genotype B √âÕ¬≈– 10.54 ®“°°“√»÷°…“¢Õß Kao ·≈–§≥– æ∫«à“ °“√μ‘¥‡™◊ÈÕ

‰«√— μ—∫Õ—°‡ ∫∫’ genotype C ¡’§«“¡ —¡æ—π∏å°—∫°“√‡°‘¥‚√§μ—∫∑’Ë√ÿπ·√ß°«à“‡¡◊ËÕ

‡∑’¬∫°—∫ genotype Õ◊ËπÊ ‡ªìπμâπ5

‡ªÑ“À¡“¬¢Õß°“√√—°…“‚√§‰«√— μ—∫Õ—°‡ ∫∫’ §◊Õ ‡æ‘Ë¡§ÿ≥¿“æ™’«‘μ ·≈–

Õ—μ√“°“√√Õ¥™’«‘μ ‚¥¬ªÑÕß°—π¿“«–·∑√°´âÕπ¢Õß‚√§§◊Õ¿“«–μ—∫·¢Áß·≈–¡–‡√Áßμ—∫

÷́Ëß‡√“ “¡“√∂∫√√≈ÿ‡ªÑ“À¡“¬π’È‰¥â‚¥¬°“√√—°…“¥â«¬¬“ ‰¥â·°à ¬“°≈ÿà¡ Pegylated in-

terferon (PegIFN) alfa (α) ·≈– nucleot(s)ide analogues (NUCs) ́ ÷Ëß°“√√—°…“

¥â«¬¬“∑—Èß Õß°≈ÿà¡π’È¡’¢âÕ¥’¢âÕ‡ ’¬·μ°μà“ß°—π

‚¥¬¡“μ√∞“π∑—Ë«‰ª¢Õß°“√√—°…“¥â«¬ PegIFN-α ®–∫√‘À“√¬“∑“ß°“√©’¥

‡¢â“™—Èπ‰¢¡—π„μâº‘«Àπ—ß (PegIFN-α2a 180 ‰¡‚§√°√—¡ À√◊Õ PegIFN-α2b 1.5

‰¡‚§√°√—¡μàÕπÈ”Àπ—°μ—« 1 °‘‚≈°√—¡)  —ª¥“Àå≈– 1 §√—Èß ‡ªìπ‡«≈“π“π 12 ‡¥◊Õπ

¢âÕ¥’∑’Ë ”§—≠¢Õß°“√√—°…“¥â«¬¬“ PegIFN-α §◊Õ ‰¡à‡°‘¥°“√¥◊ÈÕ¬“¢Õß‡™◊ÈÕ‰«√— 

πÕ°®“°π’È ¬“ PegIFN-α ¬—ß¬—∫¬—Èß°“√·∫àßμ—«¢Õß‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’‚¥¬ºà“π

°√–∫«π°“√ JAK-STAT pathway ·≈–°√–μÿâπ°“√∑”ß“π¢Õß√–∫∫§ÿâ¡°—π¢ÕßºŸâ

μ‘¥‡™◊ÈÕ‚¥¬‡©æ“–°“√°√–μÿâπ MHC class I expression and T-lymphocyte

differentiation6,7 ·¡â‡ªìπ∑’Ë∑√“∫¥’«à“°“√√—°…“°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’„Àâ

À“¬¢“¥π—Èπ∑”‰¥â¬“° ‡π◊ËÕß®“°‡¡◊ËÕ‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’‡¢â“ Ÿà√à“ß°“¬ √À— æ—π∏ÿ

°√√¡¢Õß‰«√— ®–√«¡μ—«‡¢â“°—∫√À— æ—π∏ÿ°√√¡¢ÕßºŸâμ‘¥‡™◊ÈÕ·≈–§ßÕ¬ŸàÕ¬à“ß‡√◊ÈÕ√—ß„π

√Ÿª·∫∫¢Õß covalently closed circular DNA ·μà¥â«¬§ÿ≥ ¡∫—μ‘„π°“√°√–μÿâπ

√–∫∫¿Ÿ¡‘§ÿâ¡°—π¢Õß PegIFN-α ®÷ß “¡“√∂∑”„ÀâºŸâªÉ«¬ª√–¡“≥ 1 „π 4 ‡°‘¥°“√

À“¬¢Õß HBsAg ·≈–°“√æ—≤π“¢÷Èπ¢Õß AntiHBs ‰¥â ´÷Ëß∂◊Õ‡ªìπ‡ªÑ“À¡“¬∑’Ë ”§—≠

¢Õß°“√√—°…“‰«√— μ—∫Õ—°‡ ∫∫’8,9

ªí®®ÿ∫—π¡’°“√»÷°…“«‘®—¬‡°‘¥¢÷Èπ¡“°¡“¬‡æ◊ËÕ§âπÀ“ªí®®—¬æ◊Èπ∞“π¢ÕßºŸâμ‘¥

‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’∑’Ë —¡æ—π∏å°—∫°“√μÕ∫ πÕß∑’Ë¥’μàÕ°“√√—°…“¥â«¬ PegIFN-α

(μ“√“ß∑’Ë 1)10-12 ‡æ◊ËÕ∑’Ë·æ∑¬åºŸâ√—°…“®–‰¥â§—¥‡≈◊Õ°ºŸâªÉ«¬∑’Ë®–√—∫°“√√—°…“¥â«¬

PegIFN-α ‰¥âÕ¬à“ß‡À¡“– ¡
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°≈‰°°“√ÕÕ°ƒ∑∏å·≈–º≈¢â“ß‡§’¬ß¢Õß PegIFN-α

‡¡◊ËÕ PegIFN-α ®—∫°—∫ IFN receptor ®–°√–μÿâπ°√–∫«π°“√¿“¬„π‡´≈≈å

ºà“π JAK-STAT pathway ´÷Ëß‡ªìπ°√–∫«π°“√μ—Èßμâπ„π°“√ transcription ¢Õß

gene „π°≈ÿà¡ IFN-stimulated genes μàÕ®“°π—Èπ genes „π°≈ÿà¡¥—ß°≈à“«®–º≈‘μ

 “√ protein kinase ‰ª¬—∫¬—Èß‡Õπ‰´¡å translation blocking elongation factor

eIF2 ·≈– 2',5'-oligoadenylate synthase ¡’º≈∑”„Àâ‡°‘¥ RNA degradation

μàÕ‰ª6 πÕ°®“°π’È PegIFN-α ¬—ß “¡“√∂°√–μÿâπ°“√∑”ß“π¢Õß√–∫∫¿Ÿ¡§ÿâ¡°—π¢Õß

√à“ß°“¬‡æ◊ËÕ°”®—¥‡™◊ÈÕ‰«√— ‚¥¬°√–μÿâπ°“√· ¥ßÕÕ°¢Õß MHC class I ·≈–°“√

differentiation ¢Õß T-lymphocyte ‰ª Ÿà T-helper type 1

º≈¢â“ß‡§’¬ß∑’Ëæ∫‰¥â∫àÕ¬√–À«à“ß°“√√—°…“¥â«¬¬“ PegIFN-α ‰¥â·°à Õ“°“√

‰¢âμË”Ê ª«¥»’√…– ª«¥‡¡◊ËÕ¬°≈â“¡‡π◊ÈÕ ÕàÕπ‡æ≈’¬ ·≈–Õ“®æ∫º◊Ëπ∫«¡·¥ß„π

μ”·Àπàß∑’Ë©’¥¬“‰¥â Õ¬à“ß‰√°Áμ“¡ æ∫«à“º≈¢â“ß‡§’¬ß¥—ß°≈à“«¡—°≈¥≈ß·≈–À“¬‰ª

‡¡◊ËÕºà“π°“√√—°…“‰ª√–¬–Àπ÷Ëß8,9 ´÷Ëßμà“ß°—∫º≈¢â“ß‡§’¬ß∑“ß¥â“π®‘μ„®·≈–Õ“√¡≥å ‡™àπ

Õ“°“√´÷¡‡»√â“ ∑’ËÕ“®æ∫‰¥âπâÕ¬„π√–¬–·√°¢Õß°“√√—°…“·μà “¡“√∂æ∫‰¥â¡“°¢÷Èπ

‡¡◊ËÕºà“π°“√√—°…“‰ª√–¬–Àπ÷Ëß πÕ°®“°π’È PegIFN-α ¬—ß¡’º≈°¥°“√∑”ß“π¢Õß

μ“√“ß∑’Ë 1 ªí®®—¬æ◊Èπ∞“π¢ÕßºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’∑’Ë —¡æ—π∏å°—∫°“√μÕ∫ πÕß∑’Ë¥’μàÕ°“√√—°…“¥â«¬

PegIFN-α ‚¥¬·¬°„π°≈ÿà¡ HBeAg-positive ·≈– HBeAg-negative

HBeAg-positive HBeAg-negative

HBV genotype A and B Lower serum HBV DNA

Lower serum HBV DNA (< 2 x 108 IU/mL) Higher serum ALT (2-5 x ULN)

Higher serum ALT (2-5 x ULN) Female sex

Female sex Younger age

Older age rs12979860 CC near IL28B

Wild-type virus

rs12979860 CC near IL28B
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‰¢°√–¥Ÿ°´÷ËßÕ“® àßº≈„Àâ‡°‘¥°“√≈¥≈ß¢Õß‡¡Á¥‡≈◊Õ¥¢“«·≈–‡°≈Á¥‡≈◊Õ¥‰¥â ·μà°“√

μ‘¥‡™◊ÈÕ®“°°“√∑’Ë‡¡Á¥‡≈◊Õ¥¢“«μË”À√◊Õ¿“«–‡≈◊Õ¥ÕÕ°º‘¥ª°μ‘®“°°“√∑’Ë‡°≈Á¥‡≈◊Õ¥μË”

π—Èπæ∫‰¥âπâÕ¬¡“°13

ºŸâªÉ«¬μ—∫·¢Áß√–¬–∑â“¬ (decompensated cirrhosis) ∑’Ëª√“°ØÕ“°“√∫«¡

∑âÕß¡“π μ—«‡À≈◊Õß π—Èπ∂◊Õ‡ªìπ¢âÕÀâ“¡¢Õß°“√√—°…“¥â«¬ PegIFN-α ·μà ”À√—∫ºŸâªÉ«¬

μ—∫·¢Áß√–¬–‡√‘Ë¡·√°∑’Ë°“√∑”ß“π¢Õßμ—∫‰¡à‰¥â‡ ◊ËÕ¡≈ß¡“°π—° (compensated cir-

rhosis) §”·π–π” ”À√—∫°“√√—°…“¥â«¬ PegIFN-α „πºŸâªÉ«¬°≈ÿà¡π’È¬—ß¡’§«“¡·μ°

μà“ß°—π ‚¥¬ ¡“§¡·æ∑¬å‚√§μ—∫·Ààß‡Õ‡™’¬·ª´‘øî°·≈–¬ÿ‚√ª·π–π”«à“ “¡“√∂„™â‰¥â

·μà§«√μ‘¥μ“¡ºŸâªÉ«¬Õ¬à“ß„°≈â™‘¥14,15 ¢≥–∑’Ë ¡“§¡·æ∑¬å‚√§μ—∫·Ààß À√—∞Õ‡¡√‘°“

·π–π”«à“‰¡à§«√„™â¬“ PegIFN-α „πºŸâªÉ«¬°≈ÿà¡π’È‡π◊ËÕß®“°Õ“®‡°‘¥ªí≠À“°“√Õ—°‡ ∫

¢Õßμ—∫ (hepatitis flares) ·≈–π”‰ª Ÿà¿“«–μ—∫«“¬‰¥â16 πÕ°®“°π’È PegIFN-α ¬—ß

¡’¢âÕÀâ“¡„™â„πºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’‡√◊ÈÕ√—ß∑’Ë¡’‚√§√à«¡Õ◊ËπÊ ‡™àπ ‚√§´÷¡‡»√â“

‚√§≈¡™—° ºŸâ∑’ËÕ¬Ÿà√–À«à“ß°“√‰¥â√—∫°“√√—°…“¥â«¬‡§¡’∫”∫—¥À√◊Õ¬“°¥¿Ÿ¡‘§ÿâ¡°—π

·≈–À≠‘ßμ—Èß§√√¿å ‡ªìπμâπ

°“√‡æ‘Ë¡ª√– ‘∑∏‘º≈¢Õß°“√√—°…“¥â«¬ PegIFN-α „πºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫
∫’ ™π‘¥ HBeAg ∫«°

ªí®®ÿ∫—π¡’ß“π«‘®—¬¡“°¡“¬‡æ◊ËÕ§âπÀ“«‘∏’°“√√—°…“°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫

Õ—°‡ ∫∫’‡√◊ÈÕ√—ß™π‘¥ HBeAg ∫«°„Àâ‰¥âª√– ‘∑∏‘º≈ Ÿß ÿ¥ ´÷Ëß«‘∏’°“√∑’Ë‰¥â√—∫§«“¡

 π„®Õ¬à“ß¡“° ‰¥â·°à °“√√—°…“¥â«¬ PegIFN-α √à«¡°—∫ NUCs ·≈–°“√À“ªí®®—¬∑’Ë

™à«¬∑”π“¬º≈°“√μÕ∫ πÕßμàÕ°“√√—°…“¥â«¬ PegIFN-α

°“√√—°…“¥â«¬ PegIFN-α √à«¡°—∫ NUCs

ª√‘¡“≥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’„π‡≈◊Õ¥‡ªìπªí®®—¬ ”§—≠ª√–°“√Àπ÷Ëß∑’Ë¡’º≈

μàÕ°“√μÕ∫ πÕßμàÕ°“√√—°…“¥â«¬ PegIFN-α ®“° ¡¡μ‘∞“π∑’Ë«à“°“√„Àâ¬“ NUCs

‡æ◊ËÕ™à«¬≈¥ª√‘¡“≥‰«√— ‚¥¬μ√ßÕ“®™à«¬„Àâ°“√μÕ∫ πÕßμàÕ PegIFN-α ¥’¢÷Èπ π”

‰ª Ÿà°“√»÷°…“«‘®—¬‚¥¬„Àâ PegIFN-α √à«¡°—∫ lamivudine (LAM) ‡ª√’¬∫‡∑’¬∫°—∫



19°“√‡æ‘Ë¡ª√– ‘∑∏‘º≈¢Õß°“√√—°…“¥â«¬ PegIFN-α „πºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’

°“√√—°…“¥â«¬ PegIFN-α ‡æ’¬ßÕ¬à“ß‡¥’¬« æ∫«à“ ·¡â°“√‰¥â√—∫ PegIFN-α √à«¡°—∫

LAM ¡’·π«‚πâ¡∑’Ë®–≈¥ª√‘¡“≥‰«√— „π√–À«à“ß∑’Ë‰¥â√—∫¬“‰¥â¥’°«à“ ·μà‡¡◊ËÕμ‘¥μ“¡

À≈—ß°“√√—°…“·≈â« Õ—μ√“°“√‡°‘¥ HBeAg seroconversion ·≈– HBV DNA „π∑—Èß

2 °≈ÿà¡‰¡à¡’§«“¡·μ°μà“ß°—πÕ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘8,9

·μà°“√«‘®—¬¢Õß Sarin ·≈– Wang „π‡«≈“μàÕ¡“°≈—∫„Àâº≈μà“ßÕÕ°‰ª ‚¥¬

Sarin ·≈–§≥–‰¥â∑”°“√»÷°…“„π≈—°…≥–§≈â“¬°—π§◊Õ„Àâ LAM ‡ªìπ‡«≈“ 4

 —ª¥“Àåμ“¡¥â«¬ PegIFN-α ‡ªìπ‡«≈“ 24  —ª¥“Àå ‡ª√’¬∫‡∑’¬∫°—∫°“√„Àâ placebo

‡ªìπ‡«≈“ 4  —ª¥“Àåμ“¡¥â«¬ PegIFN-α ‡ªìπ‡«≈“ 24  —ª¥“Àå‡™àπ°—π æ∫«à“ ∑’Ë 24

 —ª¥“ÀåÀ≈—ß°“√√—°…“ °≈ÿà¡·√°¡’Õ—μ√“°“√‡°‘¥ HBeAg loss ¡“°°«à“Õ¬à“ß¡’π—¬

 ”§—≠∑“ß ∂‘μ‘ (39% vs 15%; P=0.05)17  à«π Wang ·≈–§≥–°Á‰¥â∑”°“√»÷°…“

‚¥¬„Àâ PegIFN-α2a √«¡°—∫ Adefovir (ADV) ‡ª√’¬∫‡∑’¬∫°—∫°“√√—°…“¥â«¬

PegIFN-α2a Õ¬à“ß‡¥’¬« æ∫«à“ ‡¡◊ËÕμ‘¥μ“¡‡ªìπ‡«≈“ 48  —ª¥“ÀåÀ≈—ß®“°√—°…“§√∫

( —ª¥“Àå∑’Ë 96) Õ—μ√“°“√‡°‘¥ HBeAg seroconversion „π°≈ÿà¡∑’Ë‰¥â√—∫¬“ PegIFN-

α2a √à«¡°—∫ ADV ¡“°°«à“„π°≈ÿà¡∑’Ë‰¥â√—∫ PegIFN-α2a Õ¬à“ß‡¥’¬«Õ¬à“ß¡’π—¬ ”§—≠

∑“ß ∂‘μ‘ (53.7% vs 32.5%; P=0.007)18

Õ¬à“ß‰√°Áμ“¡ °“√„™â PegIFN-α √à«¡°—∫ NUCs ∫“ß™π‘¥Õ“®‡°‘¥º≈¢â“ß

‡§’¬ß∑’Ë√ÿπ·√ß‰¥â ®“°°“√»÷°…“¢Õß Marcellin ·≈–§≥– æ∫«à“ °“√√—°…“¥â«¬

PegIFN-α2a √à«¡°—∫ telbivudine (LdT) π—Èπ ·¡â®–„Àâº≈°“√μÕ∫ πÕß∑“ß‰«√— 

∑’Ë¥’°«à“°“√√—°…“¥â«¬ PegIFN-α2a Õ¬à“ß‡¥’¬« ·μà„π°≈ÿà¡∑’Ë‰¥â√—∫¬“ PegIFN-α2a

√à«¡°—∫ LdT ¡’Õÿ∫—μ‘°“√≥å°“√‡°‘¥‚√§¢Õß‡ âπª√– “∑ à«πª≈“¬∑’Ë√ÿπ·√ß¡“°°«à“

°≈ÿà¡∑’Ë‰¥â√—∫ PegIFN-α Õ¬à“ß‡¥’¬«®π∑”„ÀâμâÕßªî¥°“√«‘®—¬°àÕπ°”Àπ¥19

°≈à“« √ÿª§◊Õ º≈°“√«‘®—¬‡°’Ë¬«°—∫°“√√—°…“ºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’

HBeAg ∫«°¥â«¬ PegIFN-α √à«¡°—∫ NUCs ¬—ß§àÕπ¢â“ßÀ≈“°À≈“¬ ¡’∑—Èß¢âÕ¡Ÿ≈∑’Ë

 π—∫ πÿπ·≈–§—¥§â“π ´÷Ëß¬—ßμâÕß√Õ°“√»÷°…“‡æ‘Ë¡‡μ‘¡„πÕπ“§μμàÕ‰ª

°“√À“ªí®®—¬∑’Ë™à«¬∑”π“¬º≈°“√μÕ∫ πÕßμàÕ°“√√—°…“¥â«¬ PegIFN-α

¡’ß“π«‘®—¬À≈“¬™‘Èπ„πªí®®ÿ∫—π∑’Ë»÷°…“‡°’Ë¬«°—∫º≈°“√μÕ∫ πÕßμàÕ°“√



20 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, æƒ…¿“§¡- ‘ßÀ“§¡ 2558

√—°…“¥â«¬ PegIFN-α ‡æ◊ËÕ°”Àπ¥¢âÕ∫àß™’È„π°“√À¬ÿ¥„Àâ°“√√—°…“ºŸâμ‘¥‡™◊ÈÕ∑’Ë¡’‚Õ°“ 

μÕ∫ πÕßπâÕ¬ ‚¥¬æ∫«à“ °“√≈¥≈ß¢Õß√–¥—∫ HBsAg ·≈– HBV DNA Õ¬à“ß

√«¥‡√Á«À≈—ß°“√√—°…“¥â«¬ PegIFN-α ‡ªìπªí®®—¬∑’Ë™à«¬∑”π“¬∂÷ß°“√μÕ∫ πÕßμàÕ°“√

√—°…“∑’Ë¥’ „π∑“ß°≈—∫°—π °“√∑’Ë‰¡àæ∫°“√≈¥≈ß¢Õß√–¥—∫ HBsAg ·≈– HBV DNA

„π™à«ß‡«≈“ 12 ∂÷ß 24  —ª¥“ÀåÀ≈—ß‡√‘Ë¡°“√√—°…“∂◊Õ‡ªìπªí®®—¬∑’Ë ”§—≠„π°“√∑”π“¬

‚Õ°“ °“√μÕ∫ πÕß∑’ËπâÕ¬·≈–Õ“®„™â‡ªìπ¢âÕ¡Ÿ≈„π°“√æ‘®“√≥“À¬ÿ¥°“√√—°…“¥â«¬

PegIFN-α

®“°°“√»÷°…“¢Õß Sonneveld ·≈–§≥– æ∫«à“ °“√∑’Ë‰¡àæ∫°“√≈¥≈ß

¢Õß√–¥—∫ HBsAg ∑’Ë 12  —ª¥“ÀåÀ≈—ß°“√√—°…“¥â«¬ PegIFN-α2b π—Èπ ‚Õ°“ ∑’Ë®–

‡°‘¥°“√μÕ∫ πÕßμàÕ°“√√—°…“ (HBeAg loss ·≈–√–¥—∫ HBV DNA πâÕ¬°«à“ 2,000

IU/mL ‡¡◊ËÕμ√«®∑’Ë 26  —ª¥“ÀåÀ≈—ß√—°…“§√∫) ¡’‡æ’¬ß√âÕ¬≈– 3 ‡∑à“π—Èπ20

°“√»÷°…“¢Õß Piratvisuth ·≈–§≥– æ∫«à“√–¥—∫ HBsAg ∑’ËπâÕ¬°«à“ 1,500

IU/mL ∑’Ë 12  —ª¥“Àå ·≈– 24  —ª¥“ÀåÀ≈—ß‡√‘Ë¡°“√√—°…“¥â«¬ PegIFN-α2a ‡ªìπ

ªí®®—¬∑’Ë∑”π“¬‚Õ°“ °“√‡°‘¥ HBeAg seroconversion ∑’Ë 24  —ª¥“ÀåÀ≈—ß‡√‘Ë¡°“√

√—°…“§√∫‰¥â ‚¥¬®–¡’‚Õ°“ ‡∑à“°—∫√âÕ¬≈– 57 ·≈–√âÕ¬≈– 54 μ“¡≈”¥—∫ ·μà∂â“√–¥—∫

HBsAg ∑’Ë¡“°°«à“ 20,000 IU/mL ∑’Ë 12  —ª¥“Àå·≈– 24  —ª¥“ÀåÀ≈—ß‡√‘Ë¡°“√√—°…“

®–¡’‚Õ°“ °“√‡°‘¥ HBeAg seroconversion ‡æ’¬ß√âÕ¬≈– 16 ·≈–√âÕ¬≈– 15

μ“¡≈”¥—∫21 πÕ°®“°π’È ¬—ß¡’°“√»÷°…“∑’Ë·¬°ºŸâμ‘¥‡™◊ÈÕμ“¡™π‘¥¢Õß genotype ‡æ◊ËÕ

∑”π“¬‚Õ°“ ‡°‘¥°“√À“¬¢Õß HBeAg ·≈– HBV DNA πâÕ¬°«à“ 2,000 IU/mL ∑’Ë

24  —ª¥“ÀåÀ≈—ßÀ¬ÿ¥°“√√—°…“22 (¿“æ∑’Ë 1) æ∫«à“ „π genotype C ·≈– B ∑’Ëæ∫‰¥â

¡“°„πºŸâμ‘¥‡™◊ÈÕ„πª√–‡∑»‰∑¬ À“°æ∫ª√‘¡“≥‰«√— ¡“°°«à“ 20,000 IU/mL ∑’Ë

 —ª¥“Àå∑’Ë 12 À≈—ß‡√‘Ë¡°“√√—°…“®– “¡“√∂∑”π“¬‰¥â«à“‚Õ°“ μÕ∫ πÕßμàÕ°“√√—°…“

¥â«¬ PegIFN-α ¡’‡æ’¬ß√âÕ¬≈– 2 ·≈–√âÕ¬≈– 8 μ“¡≈”¥—∫‡∑à“π—Èπ

¢âÕ¡Ÿ≈®“°ß“π«‘®—¬¢â“ßμâπæ∫«à“°“√μ√«®μ‘¥μ“¡√–¥—∫ HBsAg ·≈– HBV

DNA √–À«à“ß°“√√—°…“¥â«¬ PegIFN-α π—Èπ “¡“√∂„Àâ¢âÕ¡Ÿ≈„π°“√∑”π“¬ºŸâ∑’Ë®–‰¡à

μÕ∫ πÕßμàÕ°“√√—°…“‰¥âÕ¬à“ß·¡àπ¬”·≈–Õ“®æ‘®“√≥“„™â‡ªìπ¢âÕ¡Ÿ≈ª√–°Õ∫„π°“√

‡≈◊Õ°À¬ÿ¥°“√√—°…“„πºŸâ∑’Ë¡’‚Õ°“ μÕ∫ πÕßπâÕ¬‡æ◊ËÕ‡ªìπ°“√ª√–À¬—¥§à“„™â®à“¬·≈–



21°“√‡æ‘Ë¡ª√– ‘∑∏‘º≈¢Õß°“√√—°…“¥â«¬ PegIFN-α „πºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’

À≈’°‡≈’Ë¬ßº≈¢â“ß‡§’¬ß¢Õß¬“ PegIFN-α ‚¥¬‰¡à®”‡ªìπ ·≈–Õ“®æ‘®“√≥“‡ª≈’Ë¬π‰ª

„™â°“√√—°…“¥â«¬ NUCs μàÕ‰ª

°“√‡æ‘Ë¡ª√– ‘∑∏‘º≈¢Õß°“√√—°…“¥â«¬ PegIFN-α „πºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫
∫’ ™π‘¥ HBeAg ≈∫

‡™àπ‡¥’¬«°—π°—∫„π°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’‡√◊ÈÕ√—ß™π‘¥ HBeAg ∫«° ¡’

°“√»÷°…“«‘®—¬¡“°¡“¬‡æ◊ËÕ§âπÀ“«‘∏’°“√√—°…“°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’‡√◊ÈÕ√—ß™π‘¥

HBeAg ≈∫„Àâ‰¥âª√– ‘∑∏‘º≈ Ÿß ÿ¥ ´÷Ëß«‘∏’°“√∑’Ë‰¥â√—∫§«“¡ π„®Õ¬à“ß¡“°‰¥â·°à

°“√√—°…“¥â«¬ PegIFN-α √à«¡°—∫ NUCs °“√√—°…“¥â«¬ PegIFN-α ∑’Ëπ“π¢÷Èπ ·≈–

°“√À“ªí®®—¬∑’Ë™à«¬∑”π“¬º≈°“√μÕ∫ πÕßμàÕ°“√√—°…“¥â«¬ PegIFN-α

°“√√—°…“¥â«¬ PegIFN-α √à«¡°—∫ NUCs

Marcellin ·≈–§≥–‰¥â∑”°“√»÷°…“‚¥¬„Àâ PegIFN-α2a √à«¡°—∫ LAM

‡ª√’¬∫‡∑’¬∫°—∫°“√√—°…“¥â«¬ PegIFN-α2a Õ¬à“ß‡¥’¬« æ∫«à“‡¡◊ËÕμ‘¥μ“¡À≈—ß°“√

¿“æ∑’Ë 1 · ¥ß‚Õ°“ °“√μÕ∫ πÕß°“√√—°…“¥â«¬ PegIFN-α „πºŸâμ‘¥‡™◊ÈÕ™π‘¥ HBeAg ∫«°‚¥¬

·¬°μ“¡ genotype



22 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, æƒ…¿“§¡- ‘ßÀ“§¡ 2558

√—°…“ Õ—μ√“°“√‡°‘¥ HBsAg seroconversion ·≈– HBV DNA πâÕ¬°«à“ 20,000

copies/mL „π∑—Èß 2 °≈ÿà¡‰¡à¡’§«“¡·μ°μà“ß°—πÕ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘23

Piccolo ·≈–§≥–‰¥â∑”°“√»÷°…“‚¥¬„Àâ PegIFN-α2a √à«¡°—∫ ADV ‡ª√’¬∫

‡∑’¬∫°—∫°“√√—°…“¥â«¬ PegIFN-α2a Õ¬à“ß‡¥’¬« º≈°“√»÷°…“‡ªìπ‰ª„π·π«∑“ß

‡¥’¬«°—π§◊Õ °“√μÕ∫ πÕßμàÕ°“√√—°…“‚¥¬¥Ÿ∑’Ë HBV DNA πâÕ¬°«à“ 2,000 IU/mL

∑’Ë —ª¥“Àå∑’Ë 24 À≈—ß®“°°“√√—°…“§√∫ æ∫«à“ ‰¡à¡’§«“¡·μ°μà“ß°—πÕ¬à“ß¡’π—¬

 ”§—≠„π°“√√—°…“∑—Èß Õß√Ÿª·∫∫ (PegIFN-α2a + ADV vs PegIFN-α2a alone:

23% vs 20%; P=0.75)24

°≈à“« √ÿª§◊Õ °“√√—°…“ºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’ HBeAg ≈∫¥â«¬ PegIFN-

α √à«¡°—∫ NUCs π—Èπ ¢âÕ¡Ÿ≈®“°ß“π«‘®—¬™’È«à“°“√√—°…“¥â«¬ PegIFN- α √à«¡°—∫ NUCs

‰¡à∑”„Àâ‡°‘¥ª√–‚¬™πå‡æ‘Ë¡¢÷Èπ  ¡“§¡‚√§μ—∫∑—Ë«‚≈°¬—ß‰¡à·π–π”„Àâ„™â¬“ 2 ™π‘¥√à«¡°—π

Õ¬à“ß‰√°Áμ“¡ ¢âÕ¡Ÿ≈¬—ß§àÕπ¢â“ßπâÕ¬·≈–§ßμâÕß√Õ°“√»÷°…“‡æ‘Ë¡‡μ‘¡„πÕπ“§μμàÕ‰ª

°“√„Àâ PegIFN-α ¥â«¬√–¬–‡«≈“π“π¢÷Èπ

ªí®®ÿ∫—π¡’¢âÕ¡Ÿ≈®“°°“√»÷°…“«‘®—¬‡æ‘Ë¡¢÷Èπ‡√◊ËÕ¬Ê ∑’Ë· ¥ß„Àâ‡ÀÁπ«à“°“√√—°…“

°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’ HBeAg ≈∫‚¥¬°“√‡æ‘Ë¡√–¬–‡«≈“°“√√—°…“„Àâ¡“°°«à“

48  —ª¥“Àå®– “¡“√∂‡æ‘Ë¡°“√μÕ∫ πÕßμàÕ°“√√—°…“‰¥â

Gish ·≈–§≥–‰¥â∑”°“√»÷°…“‚¥¬„Àâ PegIFN-α2a ± LAM ‡ªìπ‡«≈“ 60

 —ª¥“Àå ·≈â«¥Ÿº≈°“√√—°…“∑’Ë 24  —ª¥“ÀåÀ≈—ßÀ¬ÿ¥°“√√—°…“ æ∫«à“ ‚Õ°“ ∑’Ë HBV

DNA ≈¥≈ß¡“°°«à“ 2 log10 copies/mL ·≈– HBV DNA πâÕ¬°«à“ 10,000 IU/

mL ¡“°°«à“°“√»÷°…“„πÕ¥’μ∑’Ë¡’°“√„™â PegIFN-α2a ‡ªìπ‡«≈“ 48  —ª¥“Àå25

Lampertico ·≈–§≥–‰¥â∑”°“√»÷°…“‚¥¬„Àâ PegIFN-α2a π“π 96  —ª¥“Àå

‚¥¬„Àâ¢π“¥ 180 ‰¡‚§√°√—¡μàÕ —ª¥“Àå‡ªìπ‡«≈“ 48  —ª¥“Àå·≈–μàÕ¥â«¬¢π“¥ 135

‰¡‚§√°√—¡μàÕ —ª¥“Àå‡ªìπ‡«≈“Õ’° 48  —ª¥“Àå ‡ª√’¬∫‡∑’¬∫°—∫°“√„Àâ PegIFN-α2a

¢π“¥ 180 ‰¡‚§√°√—¡μàÕ —ª¥“Àå‡ªìπ‡«≈“ 48  —ª¥“Àå æ∫«à“ ‡¡◊ËÕ ‘Èπ ÿ¥°“√√—°…“

°“√μÕ∫ πÕß‚¥¬¥Ÿ®“° HBV DNA πâÕ¬°«à“ 2,000 IU/mL ‰¡àμà“ß°—π„π°“√

√—°…“∑—Èß Õß√Ÿª·∫∫ (PegIFN-α2a 96 weeks vs PegIFN-α2a 48 weeks: 67%
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vs 59%) Õ¬à“ß‰√°Áμ“¡ ‡¡◊ËÕμ‘¥μ“¡À≈—ß®“°À¬ÿ¥°“√√—°…“·≈â« 48  —ª¥“Àå æ∫«à“

„π°≈ÿà¡∑’Ë‰¥â√—∫°“√√—°…“∑’Ëπ“π°«à“®–¡’°“√μÕ∫ πÕß (HBV DNA πâÕ¬°«à“ 2,000

IU/mL) ∑’Ë¡“°°«à“Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ (29% vs 12%; P=0.03) ‚¥¬‰¡à

æ∫«à“°“√„Àâ¬“ PegIFN-α2a ∑’Ë¬“«π“π¢÷Èπ®–∑”„Àâ‡°‘¥º≈¢â“ß‡§’¬ß∑’Ë¡“°¢÷Èπ·μàÕ¬à“ß

„¥26

°≈à“« √ÿª§◊Õ ‡√‘Ë¡¡’¢âÕ¡Ÿ≈¢Õß°“√√—°…“ºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’ HBeAg

≈∫¥â«¬°“√„Àâ PegIFN-α ∑’Ëπ“π°«à“ 48  —ª¥“Àå«à“Õ“®‡æ‘Ë¡‚Õ°“ °“√μÕ∫ πÕßμàÕ

°“√√—°…“‰¥â Õ¬à“ß‰√°Áμ“¡ ¬—ß§ßμâÕß√Õ°“√»÷°…“‡æ‘Ë¡‡μ‘¡„πÕπ“§μμàÕ‰ª

°“√∑”π“¬°“√μÕ∫ πÕßμàÕ°“√√—°…“¥â«¬ PegIFN-α

®“°°“√»÷°…“¢Õß Moucari ·≈–§≥– æ∫«à“ À“°æ∫°“√≈¥≈ß¢Õß√–¥—∫

HBsAg πâÕ¬°«à“ 0.5 log10 IU/mL À√◊ÕπâÕ¬°«à“ 1 log10 IU/mL ∑’Ë 12 ·≈– 24

 —ª¥“Àåμ“¡≈”¥—∫·≈â« ®–¡’‚Õ°“ μÕ∫ πÕßμàÕ°“√√—°…“§◊Õμ√«®‰¡àæ∫ HBV DNA

„π‡≈◊Õ¥∑’Ë —ª¥“Àå∑’Ë 24 À≈—ßÀ¬ÿ¥°“√√—°…“‡æ’¬ß√âÕ¬≈– 10 ·≈– 3 μ“¡≈”¥—∫27 πÕ°®“°

°“√¥Ÿ√–¥—∫°“√≈¥≈ß¢Õß√–¥—∫ HBsAg ·≈â« √–¥—∫¢Õß HBsAg ‡Õß°Á “¡“√∂‡ªìπ

μ—«∑”π“¬°“√μÕ∫ πÕßμàÕ°“√√—°…“‰¥â‡™àπ‡¥’¬«°—π ‚¥¬æ∫«à“ À“°√–¥—∫ HBsAg

¡“°°«à“ 1,500 IU/mL ∑’Ë —ª¥“Àå∑’Ë 12 À≈—ß°“√√—°…“¥â«¬ PegIFN-α ‡¡◊ËÕμ‘¥μ“¡

À≈—ß°“√√—°…“‡ªìπ‡«≈“ 4 ªï·≈â«®–¡’‚Õ°“ ‡°‘¥°“√À“¬¢Õß HBsAg ‡æ’¬ß√âÕ¬≈– 4

‡∑à“π—Èπ ‡¡◊ËÕ‡∑’¬∫°—∫√–¥—∫ HBsAg πâÕ¬°«à“ 1,500 IU/mL ́ ÷Ëß¡’‚Õ°“ ‡°‘¥°“√À“¬¢Õß

HBsAg ∂÷ßª√–¡“≥Àπ÷Ëß„π “¡

°“√»÷°…“¢Õß Brunetto ·≈–§≥– æ∫«à“ ≥ ®ÿ¥ ‘Èπ ÿ¥°“√√—°…“ À“°

√–¥—∫¢Õß HBsAg πâÕ¬°«à“ 10 IU/mL  “¡“√∂∑”π“¬∂÷ß‚Õ°“ „π°“√‡°‘¥°“√

À“¬¢Õß HBsAg ‰¥â Ÿß ‡¡◊ËÕμ‘¥μ“¡À≈—ß°“√√—°…“§√∫‡ªìπ‡«≈“ 3 ªï28

Rijckborst ·≈–§≥–æ∫«à“°“√„™â¢âÕ¡Ÿ≈¢Õß√–¥—∫ HBV DNA √à«¡°—∫√–¥—∫

¢Õß HBsAg ®– “¡“√∂∑”π“¬°“√‰¡àμÕ∫ πÕßμàÕ°“√√—°…“‰¥âÕ¬à“ß·¡àπ¬”¡“°¢÷Èπ

‚¥¬æ∫«à“ ∑’Ë —ª¥“Àå∑’Ë 12 À≈—ß®“°‡√‘Ë¡√—°…“ À“°‰¡àæ∫°“√≈¥≈ß¢Õß√–¥—∫ HBsAg

·≈– HBV DNA ≈¥≈ßπâÕ¬°«à“ 2 log10 copies/mL ·≈â« ‚Õ°“ μÕ∫ πÕßμàÕ°“√
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√—°…“ (HBV DNA πâÕ¬°«à“ 10,000 copies/mL √à«¡°—∫√–¥—∫ serum ALT Õ¬Ÿà

„π‡°≥±åª°μ‘‡¡◊ËÕμ√«®∑’Ë 24  —ª¥“ÀåÀ≈—ß ‘Èπ ÿ¥°“√√—°…“) ‡∑à“°—∫√âÕ¬≈– 029 (¿“æ∑’Ë

2)

¢âÕ¡Ÿ≈®“°ß“π«‘®—¬¢â“ßμâπæ∫«à“°“√μ√«®√–¥—∫ HBsAg ·≈– HBV DNA

√–À«à“ß°“√√—°…“¥â«¬ PegIFN-α ∑”„Àâ·æ∑¬å “¡“√∂∑”π“¬«à“ºŸâªÉ«¬√“¬„¥®–‰¡à

μÕ∫ πÕßμàÕ°“√√—°…“‰¥âÕ¬à“ß·¡àπ¬”·≈–Õ“®æ‘®“√≥“„™â‡ªìπ¢âÕ¡Ÿ≈ª√–°Õ∫„π

°“√‡≈◊Õ°À¬ÿ¥°“√√—°…“„πºŸâ∑’Ë‚Õ°“ μÕ∫ πÕßπâÕ¬ ‚¥¬Õ“®‡ª≈’Ë¬π‰ª„™â NUCs

·∑π

°“√„™â PegIFN-α „πºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’ ∑’Ë ‰¡àμÕ∫ πÕß°“√√—°…“¥â«¬
NUCs

·¡â°“√√—°…“¥â«¬ NUCs „πºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’®– “¡“√∂≈¥

ª√‘¡“≥‰«√— „π°√–· ‡≈◊Õ¥‰¥âÕ¬à“ß¡’ª√– ‘∑∏‘¿“æ ·μàÀ“°‡ªÑ“À¡“¬¢Õß°“√√—°…“

§◊Õ°“√À“¬¢Õß HBeAg √à«¡°—∫°“√æ—≤π“¢÷Èπ¢Õß AntiHBe (HBeAg

seroconversion) „π°≈ÿà¡ºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’™π‘¥ HBeAg ∫«° ·≈–°“√

À“¬¢Õß HBsAg ·≈–°“√æ—≤π“¢÷Èπ¢Õß AntiHBs (HBsAg seroconversion)

¿“æ∑’Ë 2 ‚Õ°“ μÕ∫ πÕßμàÕ°“√√—°…“¥â«¬ PegIFN-α „πºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’™π‘¥ HBeAg

≈∫ ‚¥¬„™â¢âÕ¡Ÿ≈¢Õß√–¥—∫ HBsAg ·≈– HBV DNA ∑’Ë —ª¥“Àå∑’Ë 12 À≈—ß‡√‘Ë¡°“√√—°…“29
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„π°≈ÿà¡ºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’™π‘¥ HBeAg ≈∫·≈â« ¬àÕ¡À¡“¬∂÷ß‚Õ°“ ∑’Ë®–

√—°…“‰¥âº≈μ“¡‡ªÑ“À¡“¬π—Èπ‡°‘¥¢÷Èπ‰¥âπâÕ¬ ·≈–Õ“®μâÕß„™â√–¬–‡«≈“°“√√—°…“∑’Ë

¬“«π“π

ªí®®ÿ∫—π®÷ß¡’°“√»÷°…“«‘®—¬°“√„™â PegIFN-α „πºŸâªÉ«¬∑’Ë√—°…“¥â«¬ NUCs

¡“√–¬–‡«≈“Àπ÷Ëß·μà¬—ß‰¡à∫√√≈ÿ‡ªÑ“À¡“¬¢Õß°“√√—°…“ ‚¥¬ Ning ·≈–§≥–æ∫

«à“°“√‡ª≈’Ë¬π‰ª„™â¬“ PegIFN-α2a 180 ‰¡‚§√°√—¡μàÕ —ª¥“Àå ‡ªìπ√–¬–‡«≈“ 48

 —ª¥“Àå „πºŸâªÉ«¬μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’™π‘¥ HBeAg ∫«°∑’Ë‰¥â√—∫°“√√—°…“¥â«¬

entecavir (ETV) ¡“√–¬–‡«≈“Àπ÷Ëß (‡©≈’Ë¬ 20 ‡¥◊Õπ) ®– “¡“√∂∑”„Àâ‡°‘¥ HBeAg

seroconversion ‰¥â¡“°°«à“°≈ÿà¡∑’Ë„™â¬“ ETV μàÕ‡π◊ËÕßμàÕ‰ª‡ªìπ√–¬–‡«≈“ 48

 —ª¥“Àå‡∑à“°—πÕ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ (14.9% vs 6.1%; P=0.0467) ·≈–¬—ßæ∫

«à“‚Õ°“ °“√μÕ∫ πÕßμàÕ°“√‡ª≈’Ë¬π‰ª„™â PegIFN-α π—Èπ‡°‘¥¢÷Èπ‰¥â¡“°„π°≈ÿà¡∑’Ë¡’

√–¥—∫ HBsAg πâÕ¬°«à“ 1,500 IU/mL ‡¡◊ËÕ·√°‡¢â“°“√√—°…“·≈–¡’√–¥—∫ HBsAg

πâÕ¬°«à“ 200 IU/mL ∑’Ë —ª¥“Àå∑’Ë 12 ¢Õß°“√√—°…“30

Õ¬à“ß‰√°Áμ“¡ §ßμâÕß√Õ°“√»÷°…“«‘®—¬‡æ‘Ë¡‡μ‘¡‡æ◊ËÕ¬◊π¬—πº≈°“√»÷°…“¥—ß

°≈à“«°àÕπ®–π”¢âÕ¡Ÿ≈π’È‰ª„™â„π‡«™ªØ‘∫—μ‘μàÕ‰ª

 √ÿª

 ¡“§¡‚√§μ—∫∑—Ë«‚≈°‰¥â°”Àπ¥„Àâ PegIFN-α ·≈– NUCs ‡ªìπ¬“μ”√—∫

·√° ”À√—∫°“√√—°…“ºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’‡√◊ÈÕ√—ß  ”À√—∫°“√√—°…“¥â«¬ PegIFN-

α °“√∑”π“¬‚Õ°“ μÕ∫ πÕßμàÕ°“√√—°…“‚¥¬„™â√–¥—∫ HBsAg ·≈– HBV DNA

√–À«à“ß∑’Ë√—°…“π—Èπ “¡“√∂™à«¬„π°“√μ—¥ ‘π„®¥”‡π‘π°“√√—°…“μàÕ„πºŸâ∑’Ë¡’‚Õ°“ 

μÕ∫ πÕß ŸßÀ√◊ÕÀ¬ÿ¥°“√√—°…“¥â«¬ PegIFN-α ·≈â«‡ª≈’Ë¬π‡ªìπ NUCs ·∑π„πºŸâ∑’Ë

¡’‚Õ°“ μÕ∫ πÕßμË”

πÕ°®“°π’È ¬—ß¡’°“√»÷°…“«‘®—¬‡°’Ë¬«°—∫°“√‡æ‘Ë¡ª√– ‘∑∏‘º≈¢Õß°“√√—°…“

‚¥¬°“√„Àâ¬“ PegIFN-α √à«¡°—∫ NUCs À√◊Õ°“√‡æ‘Ë¡√–¬–‡«≈“¢Õß°“√√—°…“¥â«¬

PegIFN-α „Àâπ“π¢÷Èπ ´÷Ëßº≈ß“π«‘®—¬∑’ËÕÕ°¡“¬—ß§àÕπ¢â“ß¢—¥·¬âß ·≈–¬—ß§ßμâÕß√Õ

°“√»÷°…“‡æ‘Ë¡‡μ‘¡„πÕπ“§μ‡æ◊ËÕæ‘ Ÿ®πåμàÕ‰ª
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Retroperitoneal Fibrosis
æß…åæ—π∏å   ¡∫Ÿ√≥å

‡æÁ™™√’  æ≈¡≥’
Àπà«¬‚√§√–∫∫∑“ß‡¥‘πÕ“À“√  ‚√ßæ¬“∫“≈¿Ÿ¡‘æ≈Õ¥ÿ≈¬‡¥™

Review Article

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

∫∑π”

Retroperitoneal Fibrosis ‡ªìπ¿“«–∑’Ë¡’°“√Õ—°‡ ∫ (inflammation)

·≈–æ—ßº◊¥ (fibrosis) ‡°‘¥¢÷Èπ„π™àÕß∑’ËÕ¬Ÿà¥â“πÀ≈—ß‡¬◊ËÕ∫ÿ™àÕß∑âÕß (retroperitoneal

space) ªí®®ÿ∫—π¬—ß‰¡à¡’§”®—¥§«“¡∑’Ë™—¥‡®π ”À√—∫‡°≥±å„π°“√«‘π‘®©—¬¿“«–π’È

∑”„Àâ°“√μ√«®«‘π‘®©—¬§àÕπ¢â“ß≈”∫“° Õ’°∑—Èß®“°√“¬ß“π°“√»÷°…“„πÕ¥’μ‡°’Ë¬«°—∫

¿“«–π’È°Á¬—ß¡’§«“¡·μ°μà“ß°—π °“√√“¬ß“πº≈∑“ßæ¬“∏‘«‘∑¬“«à“æ∫æ—ßº◊¥®“°™‘Èπ

‡π◊ÈÕ∑’Ë‰¥â®“° à«πÀ≈—ß‡¬◊ËÕ∫ÿ™àÕß∑âÕß (retroperitoneum) ‡æ’¬ßÕ¬à“ß‡¥’¬«π—Èπ‰¡à

‡æ’¬ßæÕμàÕ°“√«‘π‘®©—¬  ‘Ëß ”§—≠§◊ÕμâÕß¡’°“√μ√«®æ∫∑“ß√—ß ’«‘∑¬“«à“¡’°“√Õ—°‡ ∫

√Õ∫À≈Õ¥‡≈◊Õ¥·¥ß‡ÕÕÕ√åμ“ (periaortitis) ¥â«¬ ´÷Ëß¡’¿“«–μà“ßÊ ∑’Ë∑”„Àâ‡°‘¥

≈—°…≥–¥—ß°≈à“«1 ‰¥â·°à inflammatory abdominal aortic aneurysm (IAAA),

perianeurysmal retroperitoneal fibrosis, retroperitoneal fibrosis (RPF),

Erdheim-Chester disease (ECD) ·≈– immunoglobulin G4 (IgG4)-related

disease „π√“¬ß“π¢Õß retroperitoneal fibrosis  à«π„À≠àπ—Èπ®–À¡“¬√«¡∂÷ß

 “¡¿“«–·√°  à«π ECD π—Èπ∂÷ß·¡â®–¡’≈—°…≥–∑“ß√—ß ’«‘∑¬“§≈â“¬§≈÷ß°—π·μà

≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“·≈–Õ“°“√· ¥ßμà“ßÕÕ°‰ªÕ¬à“ß™—¥‡®π  à«π¿“«– IgG4-re-

lated disease π—Èπ‡ªìπ°≈ÿà¡‚√§∑’Ë‡æ‘Ëß¡’°“√√Ÿâ®—°·≈–æ∫¿“¬À≈—ßªï 2003 «à“‡ªìπÕ’°

¿“«–Àπ÷Ëß∑’Ë∑”„Àâ‡°‘¥ retroperitoneal fibrosis ‰¥â‡™àπ°—π ‡æ√“–©–π—Èπ®÷ß‰¡à

‡ªìπ∑’Ë∑√“∫·πà™—¥«à“ IgG4-related disease π—Èπ‰¥â∂Ÿ°√«¡‰«â„π°“√«‘‡§√“–Àå



31Retroperitoneal Fibrosis

√“¬ß“π„πÕ¥’μ‡°’Ë¬«°—∫ retroperitoneal fibrosis ¡“°πâÕ¬‡æ’¬ß„¥‡π◊ËÕß®“°

¬—ß‰¡à‡ªìπ∑’Ë√Ÿâ®—°„π‡«≈“π—Èπ

ªí®®ÿ∫—π∂◊Õ«à“ retroperitoneal fibrosis ‡ªìπ à«πÀπ÷Ëß¢Õß¿“«–°“√

Õ—°‡ ∫‡√◊ÈÕ√—ß√Õ∫À≈Õ¥‡≈◊Õ¥·¥ß‡ÕÕÕ√åμ“ (chronic periaortitis)2 ‚¥¬∑—Ë«‰ª·∫àß

‡ªìπ Õß™π‘¥§◊Õ ∑’Ë‰¡à∑√“∫ “‡Àμÿ ·≈– ∑’Ë∑√“∫ “‡Àμÿ‚¥¬ “¡“√∂æ∫‡Àμÿ∑’ËÕ∏‘∫“¬‰¥â

‡™àπ ¬“ À√◊Õ¡–‡√Áß2 √“¬ß“π·√°¢Õß¿“«–π’Èæ∫«à“‡ªìπ “‡Àμÿ¢Õß∑àÕ‰μÕÿ¥μ—π„π

ªï§.».1905 μàÕ¡“„πªï§.».1948 ‰¥â¡’√“¬ß“π°√≥’§≈â“¬§≈÷ß°—π„πºŸâªÉ«¬ Õß√“¬‚¥¬

Ormond ®÷ß‡ªìπ∑’Ë√Ÿâ®—°°—π„π™◊ËÕ Ormondûs disease2,3 ‚¥¬¢≥–π—Èπæ∫«à“ª√–¡“≥

30% ¡’‡Àμÿ¡“®“°¬“·≈–¡–‡√Áß

‡π◊ËÕß®“°¬—ß‰¡à¡’§”®”°—¥§«“¡∑’Ë‡ªìπ¡“μ√∞“π™—¥‡®π °“√∑∫∑«π¿“«–

retroperitoneal fibrosis ®÷ß‰¥â®“°°“√√«∫√«¡√“¬ß“π°“√»÷°…“¢Õß¿“«–∑’Ë¡’

≈—°…≥–μà“ßÊ ¥—ßπ’È °≈à“«§◊Õ ¡’ soft tissue density √Õ∫Ê À≈Õ¥‡≈◊Õ¥·¥ß

‡ÕÕÕ√åμ“ à«π∑’ËÕ¬Ÿà„μâμàÕ‰μ (infrarenal aorta) À√◊Õ iliac vessels ∑’Ëμ√«®æ∫®“°

contrast enhanced computed tomography (CT) À√◊Õ magnetic resonance

imaging (MRI) °“√μ√«®™‘Èπ‡π◊ÈÕ®“° retroperitoneum ‰¡àæ∫¡–‡√Áß ·≈–‰¡à

æ∫≈—°…≥–¢Õß systemic, multicentric, fibrosis processing Õ¬à“ß‡™àπ∑’Ëæ∫„π

IgG4-related disease

ºŸâªÉ«¬ retroperitoneal fibrosis ¡—°¡’Õ“°“√∑“ß§≈‘π‘°‡√‘Ë¡®“°ª«¥¢â“ß≈”μ—«

·≈–πÈ”Àπ—°≈¥‚¥¬‰¡à¡’ “‡ÀμÿÕ∏‘∫“¬‰¥â æ—ßº◊¥∑’Ëμ√«®æ∫∑“ß√—ß ’«‘∑¬“¡—°‡√‘Ë¡‡ªìπ

∑’Ë∫√‘‡«≥√Õ∫À≈Õ¥‡≈◊Õ¥·¥ß‡ÕÕÕ√åμ“„μâμàÕ‰μ (infrarenal aorta) ·≈–≈ÿ°≈“¡≈ß

¥â“π≈à“ß‰ª¬—ß iliac bifurcation ·≈–∑“ß¥â“π¢â“ß‰ª∑“ß¢—È«‰μ (renal hilum) ·≈–

‚§√ß √â“ß à«π√Õ∫Ê ®ππ”‰ª Ÿà°“√Õÿ¥μ—π¢Õß∑àÕ‰μ (ureteral obstruction) ·≈–

‰μ«“¬‡©’¬∫æ≈—π‰¥â„π∑’Ë ÿ¥ „πÕ¥’μ∑’Ëºà“π¡“°“√√—°…“¡ÿàß‡πâπ‰ª∑’Ë°“√√–∫“¬∑àÕ‰μ

 à«π∑’ËÕÿ¥μ—πºà“π∑“ßº‘«Àπ—ß À√◊Õ°“√ àÕß°≈âÕß°√–‡æ“–ªí  “«–·≈–„ à∑àÕ§È”¬—π

(stent) μ“¡¥â«¬°“√∑” open À√◊Õ laparoscopic ureterolysis ´÷ËßÕ“®∑”√à«¡°—∫

omental wrapping À√◊Õ‰¡à°Á‰¥â Õ¬à“ß‰√°Á¥’„π√“¬ß“πμàÕ¡“√–¬–À≈—ßæ∫§«“¡

 ”‡√Á®¢Õß°“√√—°…“‚¥¬«‘∏’‰¡àºà“μ—¥¥â«¬°“√„™â¬“°¥¿Ÿ¡‘§ÿâ¡°—πμà“ßÊ ‡™àπ prednisone,
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cyclosporine, methotrexate, azathioprine, cyclophosphamide,

mycophenolate mofetil (MMF), infliximab, rituximab, colchicine ·≈– se-

lective estrogen receptor antagonist tamoxifen1 °“√√—°…“„πªí®®ÿ∫—π®÷ß‡ª≈’Ë¬π

®“°°“√ºà“μ—¥¡“‡ªìπ°“√„™â¬“ª√—∫√–∫∫¿Ÿ¡‘§ÿâ¡°—π·∑π

√–∫“¥«‘∑¬“

Idiopathic retroperitoneal fibrosis π—Èπ‡ªìπ¿“«–∑’Ëæ∫‰¥â‰¡à∫àÕ¬ ®÷ß¬—ß

¡’¢âÕ¡Ÿ≈∑“ß√–∫“¥«‘∑¬“πâÕ¬ ºŸâªÉ«¬¡—°¡“æ∫·æ∑¬å„π™à«ßÕ“¬ÿª√–¡“≥ 50-70 ªï

(‡©≈’Ë¬ 54 ªï)4 æ∫„π‡æ»™“¬¡“°°«à“‡æ»À≠‘ß „πÕ—μ√“ à«πª√–¡“≥ 1:1 ∂÷ß 3:1

·≈â«·μà√“¬ß“π4-7 æ∫‰¥â„π∑ÿ°‡™◊ÈÕ™“μ‘‡∑à“Ê °—π  ”À√—∫Õÿ∫—μ‘°“√≥åπ—Èπ‰¡à™—¥‡®π

‡π◊ËÕß®“°¬—ß¡’°“√»÷°…“πâÕ¬ ‚¥¬¢âÕ¡Ÿ≈®“°øîπ·≈π¥åæ∫‰¥âª√–¡“≥ 0.1 μàÕª√–™“°√

100,000 §π ·≈–¡’§«“¡™ÿ°∑’Ë 1.38 μàÕª√–™“°√ 100,000 §π8 ª√–¡“≥ 30% æ∫

 “‡Àμÿ∑’ËÕ∏‘∫“¬‰¥â ‡™àπ ¬“ ¡–‡√Áß °“√μ‘¥‡™◊ÈÕ °“√©“¬√—ß ’ À√◊Õ°“√ºà“μ—¥2,9

¥â«¬°“√‡√‘Ë¡‡ªìπ∑’Ë√Ÿâ®—°¡“°¢÷Èπ¢Õß‚√§μ—∫ÕàÕπÕ—°‡ ∫ÕÕ‚μÕ‘¡¡Ÿπ (AIP) ·≈–

IgG4-related disease ∑”„Àâ‡√“∑√“∫«à“ „πÕ¥’μºŸâªÉ«¬∑’Ë‡§¬‰¥â√—∫°“√«‘π‘®©—¬«à“‡ªìπ

idiopathic retroperitoneal fibrosis π—Èπ®√‘ßÊ ·≈â«À≈“¬√“¬πà“®–¡’ “‡Àμÿ®“°

IgG4-related disease §◊Õ‡ªìπ√Õ¬‚√§∑’Ëæ∫πÕ°μ—∫ÕàÕπ¢Õß AIP9,10 Õ¬à“ß‰√°Á¥’

¬—ß‰¡à¡’¢âÕ¡Ÿ≈∑“ß√–∫“¥«‘∑¬“¡“°æÕ∑’Ë®– π—∫ πÿπ·π«§‘¥π’ÈÕ¬à“ß™—¥‡®π ∑”„Àâ¬—ß

‰¡à∑√“∫§«“¡™ÿ°∑’Ë·∑â®√‘ß¢Õß retroperitoneal fibrosis ∑’Ë‡°‘¥®“° IgG4-related

disease

Corradi ·≈–§≥–9 μ√«®æ∫ IgG4-positive cells „πºŸâªÉ«¬ idiopathic

retroperitoneal fibrosis ∑ÿ°√“¬

Neild ·≈–§≥–11 æ∫ IgG4-positive plasma cells ®“° retroperito-

neal tissues ¡“°°«à“ 20 cells/HPF „πºŸâªÉ«¬ idiopathic retroperitoneal fi-

brosis 7 „π 9 √“¬

Zen ·≈–§≥–10 æ∫√–¥—∫ serum IgG4  Ÿß¢÷Èπ·≈–¡’ extensive IgG4-

positive plasma cell infiltration „πºŸâªÉ«¬ 10 √“¬®“°∑—ÈßÀ¡¥ 17 √“¬ (59%)
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∑’Ë‰¥â√—∫°“√«‘π‘®©—¬«à“‡ªìπ retroperitoneal fibrosis ®“°°“√μ√«®™‘Èπ‡π◊ÈÕ ‚¥¬

∑—ÈßÀ¡¥‡ªìπ‡æ»™“¬Õ“¬ÿ 50 ªïÀ√◊Õ¡“°°«à“

Yamashita ·≈–§≥–12 æ∫ —¥ à«π¢Õß IgG4-positive plasma cells

μàÕ IgG-positive plasma cells ∑’Ë¡“°°«à“ 20% „πºŸâªÉ«¬ 9 √“¬®“° 29 √“¬

(31%) ·≈–„Àâ°“√«‘π‘®©—¬ºŸâªÉ«¬°≈ÿà¡π’È«à“‡ªìπ IgG4-related retroperitoneal fibrosis

®“°°“√»÷°…“∑—ÈßÀ≈“¬¢â“ßμâπ æ∫«à“  —¥ à«π¢ÕßºŸâªÉ«¬∑’Ë‡ªìπ IgG4-related

retroperitoneal fibrosis μàÕºŸâªÉ«¬ retroperitoneal fibrosis ∑—ÈßÀ¡¥π—Èπ

·μ°μà“ß°—π‰ª ‚¥¬Õ¬Ÿà√–À«à“ß 30-60% ·μà‡π◊ËÕß®“°‡ªìπ°“√»÷°…“„π°≈ÿà¡‡≈Á°Ê ®÷ß

§«√¡’°“√»÷°…“«‘®—¬‡æ‘Ë¡‡μ‘¡„π√–¥—∫∑’Ë„À≠à¢÷Èπ

„πÕ’°¥â“πÀπ÷Ëß °“√ª√–‡¡‘π§«“¡™ÿ°¢Õß retroperitoneal fibrosis ∑’Ëæ∫

√à«¡„π IgG4-related disease π—Èπ‰¥â®“°°“√»÷°…“ºŸâªÉ«¬ AIP ‚¥¬æ∫ retroperi-

toneal fibrosis ‡°‘¥√à«¡°—∫ AIP ª√–¡“≥ 10%

Takuma ·≈–§≥–13 ‰¥â√“¬ß“π«à“æ∫ retroperitoneal fibrosis √à«¡„π

ºŸâªÉ«¬ AIP 4 √“¬®“°∑—ÈßÀ¡¥ 56 √“¬ (7%) ·≈–æ∫«à“¡’ onset æ√âÕ¡°—∫ AIP 2

√“¬ π”¡“°àÕπ AIP 1 √“¬ ·≈–Õ’° 1 √“¬æ∫À≈—ß®“°°“√∑” bypass surgery „π

ºŸâªÉ«¬ AIP ‰ª·≈â« 1 ªï

Hamano ·≈–§≥–14 æ∫ retroperitoneal fibrosis ‡°‘¥√à«¡°—∫ AIP

„πºŸâªÉ«¬ 8 √“¬®“° 64 √“¬ §‘¥‡ªìπ 12.5% „π®”π«ππ’Èæ∫«à“¡’ onset ∑’Ë‡ªìπ‰¡à

æ√âÕ¡°—∫ AIP 6 √“¬ ‚¥¬π”¡“°àÕπ AIP 3 √“¬ ·≈–μ“¡À≈—ß AIP 3 √“¬

πÕ°®“°π’È¬—ßæ∫ retroperitoneal fibrosis √à«¡°—∫‚√§Õ◊ËπÊ ¥â«¬ ®“°

√“¬ß“π¢Õß Ohta ·≈–§≥–15 æ∫ retroperitoneal fibrosis ‡°‘¥√à«¡°—∫ IgG4-

related sclerosing sialadenitis 1 „π 10 √“¬ (10%) ‚¥¬√«¡®“°√“¬ß“π∑—ÈßÀ¡¥æ∫

retroperitoneal fibrosis ª√–¡“≥ 10% „π IgG4-related disease

Õ¬à“ß‰√°Áμ“¡ ·¡â®–¡’·π«§‘¥«à“ IgG4-related disease ∑”„Àâ‡°‘¥√Õ¬

‚√§„πÀ≈“¬Ê Õ«—¬«– ·μà°Á¬—ß‰¡à∑√“∫ “‡Àμÿ°“√‡°‘¥∑’Ë·πàπÕπ ·≈–¬—ß‰¡à‡ªìπ∑’Ë

∑√“∫∂÷ß≈—°…≥–∑“ß§≈‘π‘°∑’Ë®–∫àß™’È∂÷ßÕ«—¬«–∑’Ë‡ªìπ√«¡∂÷ß retroperitoneum ¥â«¬

‡™àπ°—π
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ªí®®—¬‡ ’Ë¬ß

¡’°“√‡ πÕ§«“¡‡ÀÁπ∂÷ßªí®®—¬‡ ’Ë¬ßμà“ßÊ ¢Õß retroperitoneal fibrosis

æ∫«à“ ¬“·≈– “√À≈“¬Ê ™π‘¥ √—ß ’ ¡–‡√Áß ·≈–°“√μ‘¥‡™◊ÈÕ Õ“®‡ªìπ “‡Àμÿ‰¥â (μ“√“ß

∑’Ë 1)

¬“·≈– “√μà“ßÊ

¬“∑’Ë¡’°“√»÷°…“·≈–√“¬ß“π∑’Ë¥’∑’Ë ÿ¥§◊Õ methysergide ·≈– ergotamine

¬“ methysergide ÕÕ°ƒ∑∏‘Ïμâ“π‡´‚√‚∑π‘π (serotonin antagonist) ‡ªìπ

¬“∑’Ë„™â∫àÕ¬„π°“√√—°…“‰¡‡°√π ‡™◊ËÕ«à“°“√‡æ‘Ë¡¢÷Èπ¢Õß√–¥—∫‡´‚√‚∑π‘π„π√–∫∫

À¡ÿπ‡«’¬π‚≈À‘μπ”‰ª Ÿà°“√‡°‘¥æ—ßº◊¥¢Õß‡¬◊ËÕÀÿâ¡À—«„® ªÕ¥ ·≈– retroperitoneum

„π√“¬ß“π‡°à“Ê æ∫«à“¬“ methysergide Õ“®‡ªìπ “‡Àμÿ¢Õß retroperitoneal fi-

brosis ∂÷ß 12% Õ¬à“ß‰√°Áμ“¡„πªí®®ÿ∫—πæ∫πâÕ¬≈ß¡“°‡π◊ËÕß®“°¡’°“√„™â¬“

μ“√“ß∑’Ë 1 Etiological factors of retroperitoneal fibrosis

Etiological factors

Idiopathic RF Frequency unknown
IgG4-related lesions Frequency unknown
Secondary RF

Drugs Methysergide, ergotamine, hydralazine, bromocriptine, me-
thyldopa, phenacetin, β-blockers

Malignant diseases Carcinoid, Hodgkinûs and non-Hodgkinûs lymphomas, sar-
comas, carcinomas of colon, prostate, breast, stomach

Infections Tuberculosis, histoplasmosis, actinomycosis
Radiotherapy Colon, pancreatic cancer, testicular seminoma
Surgery Lymphadenectomy, colectomy, hysterectomy, aortic

aneurysmectomy
Others Exposure to asbestos, Histiocytosis, amyloidosis, trauma,

barium enema
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methysergide ≈¥≈ß16

 “√∑’Ë‡ªìπÕπÿæ—π∏å¢Õß ergotamine  “¡“√∂°√–μÿâπμ—«√—∫‡´‚√‚∑π‘π ∑”„Àâ

¡’°“√‡æ‘Ë¡®”π«π¢Õß myelofibroblasts ·≈–‡°‘¥°“√ – ¡¢Õßæ—ßº◊¥‰¥â‡™àπ°—π17

¬“Õ◊ËπÊ ∑’ËÕ“®¡’§«“¡ —¡æ—π∏å°—∫ retroperitoneal fibrosis ‰¥â·°à β-

blockers, methyldopa, phenacetin ·≈– hydralazine18-23 Õ¬à“ß‰√°Á¥’ ¬“‡À≈à“

π’Èæ∫‡ªìπ‡æ’¬ß case report ·≈–‰¡àæ∫À≈—°∞“π«à“¡’§«“¡ —¡æ—π∏å™—¥‡®π

¡’√“¬ß“π«à“°“√ —¡º— °—∫ asbestos ¡’§«“¡ —¡æ—π∏å°—∫ retroperitoneal

fibrosis ®“°√“¬ß“π°“√»÷°…“„π§πß“π‡æ»™“¬∑’Ëª√–‡∑»øîπ·≈π¥å ´÷Ëß¡’°“√μ—Èß

 ¡¡μ‘∞“π«à“ asbestos  “¡“√∂‡¢â“‰ª¬—ß retroperitoneum ‰¥â‚¥¬ºà“π∑“ß‡¥‘π

πÈ”‡À≈◊Õß¢Õß∑“ß‡¥‘πÕ“À“√À√◊ÕªÕ¥ ‡π◊ËÕß®“°æ∫ asbestos „πÕ«—¬«–Õ◊ËπÊ ‡™àπ ‰μ

·≈–μàÕ¡À¡«°‰μ¥â«¬ °“√»÷°…“ case control Àπ÷Ëß∑’Ë¡’ºŸâªÉ«¬ 43 √“¬æ∫«à“

§«“¡‡ ’Ë¬ß∑’Ë®–‡°‘¥ retroperitoneal fibrosis π—Èπ‡æ‘Ë¡¢÷Èπ 9 ‡∑à“‡¡◊ËÕ¡’°“√ —¡º— °—∫

asbestos „πª√‘¡“≥∑’Ë¡“°°«à“ 10 fiber-years8

°“√©“¬√—ß ’ (external beam radiation)

æ∫«à“‡ªìπªí®®—¬‡ ’Ë¬ß∑’Ë —¡æ—π∏å°—∫°“√‡°‘¥ fibrotic reaction „πÀ≈“¬Ê

μ”·Àπàß¢Õß√à“ß°“¬  ”À√—∫°“√Õ∏‘∫“¬∂÷ß°≈‰°°“√‡°‘¥∑’Ë™—¥‡®ππ—Èπ¬—ßμâÕß¡’°“√

»÷°…“‡æ‘Ë¡‡μ‘¡ ·μà‡™◊ËÕ«à“°“√©“¬√—ß ’∑”„Àâ¡’°“√‡ª≈’Ë¬π·ª≈ß‰ª Ÿà√–¬–∑â“¬°àÕπ°”Àπ¥

(premature terminal differentiation) ¢Õß fibroblasts ´÷Ëßπ”‰ª Ÿà°“√ √â“ß

§Õ≈≈“‡®π∑’Ë‡æ‘Ë¡¢÷Èπ Õ¬à“ß‰√°Á¥’ °“√»÷°…“Àπ÷Ëß„πºŸâªÉ«¬ retroperitoneal fibrosis

®”π«π 140 √“¬ æ∫«à“ ¡’‡æ’¬ß 2 √“¬∑’Ë¡’ª√–«—μ‘‰¥â√—∫°“√©“¬√—ß ’ 1 ®÷ß∑”„Àâ‰¡à

‡ªìπ∑’Ë·πà™—¥«à“°“√ —¡º— √—ß ’π—Èπ‡ªìπªí®®—¬‡ ’Ë¬ß∑’Ë·∑â®√‘ßÀ√◊Õ‡ªìπ‡æ’¬ßª√–«—μ‘„π

Õ¥’μ∑’Ëæ∫√à«¡„πºŸâªÉ«¬∫“ß√“¬

¡–‡√Áß

¡–‡√Áß‡ªìπÕ’°ªí®®—¬‡ ’Ë¬ßÀπ÷Ëß∑’Ëæ∫‡ªìπ “‡Àμÿ¢Õß retroperitoneal fibro-

sis ·∫∫∑ÿμ‘¬¿Ÿ¡‘ ‡°◊Õ∫∑—ÈßÀ¡¥∑’Ë¡’ “‡Àμÿ®“°¡–‡√Áßπ—Èπ‡°‘¥®“°°“√·æ√à°√–®“¬¢Õß
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¡–‡√Áß¡“¬—ß retroperitoneal space ·≈â«‡°‘¥°“√Õ—°‡ ∫ desmoplastic changes

·≈– fibrotic reaction ‚¥¬√Õ∫μ“¡¡“ ¥—ßπ—Èπ ®÷ß¡’§«“¡®”‡ªìπ∑’Ë®–μâÕß∑”

°“√μ√«®√à“ß°“¬Õ¬à“ß≈–‡Õ’¬¥√à«¡°—∫°“√μ√«®§—¥°√Õß¡–‡√Áß∑’Ë‡À¡“– ¡μ“¡Õ“¬ÿ

„πºŸâªÉ«¬√“¬„À¡à∑ÿ°√“¬∑’Ë‰¥â√—∫°“√«‘π‘®©—¬«à“‡ªìπ retroperitoneal fibrosis

ºŸâªÉ«¬∑’Ë¡’ª√–«—μ‘‡¥‘¡‡ªìπ¡–‡√ÁßÀ√◊Õ∑√“∫«à“‡ªìπ¡–‡√ÁßπÕ° retroperitoneum

Õ¬Ÿà°àÕπ·≈â« √«¡∑—ÈßºŸâªÉ«¬∑’Ë¡“¥â«¬Õ“°“√À√◊Õ≈—°…≥–∑“ß¿“æ∂à“¬√—ß ’∑’Ë‰¡àμ√ß‰ª

μ√ß¡“ §«√‰¥â√—∫°“√μ—¥™‘Èπ‡π◊ÈÕ‰ªμ√«®°àÕπ∑’Ë®–æ‘®“√≥“„Àâ°“√√—°…“

¡–‡√Áß∑’Ëæ∫∫àÕ¬„π retroperitoneal space ‰¥â·°à ¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß

¡–‡√Áß¢Õß√–∫∫ ◊∫æ—π∏ÿå·≈–∑“ß‡¥‘πªí  “«– ¡–‡√Áß‡μâ“π¡24

°“√μ‘¥‡™◊ÈÕ

 à«π¡“°‡ªìπ°“√μ‘¥‡™◊ÈÕ∑’Ë·æ√à°√–®“¬¡“®“°Õ«—¬«–¢â“ß‡§’¬ß ‡™àπ spinal

À√◊Õ paraspinal abscesses „πºŸâªÉ«¬«—≥‚√§

æ—π∏ÿ°√√¡

¬—ß¡’¢âÕ¡Ÿ≈®”°—¥«à“æ—π∏ÿ°√√¡‡ªìπªí®®—¬‡ ’Ë¬ßμàÕ°“√‡°‘¥ retroperitoneal

fibrosis À√◊Õ‰¡à æ∫√“¬ß“π¢Õß retroperitoneal fibrosis „πºŸâªÉ«¬∑’Ë‡ªìπΩ“·Ω¥

À√◊Õ‡ªìπæ’ËπâÕß°—π ·μà√“¬ß“π‡À≈à“π’È¡’°àÕπ∑’Ë°“√μ√«®∑“ß√—ß ’«‘∑¬“®–∑”Õ¬à“ß·æ√à

À≈“¬√«¡∑—Èß¬—ß‰¡à¡’°“√¬âÕ¡ immunofluorescence ∑“ßæ¬“∏‘«‘∑¬“∑’Ë®”‡æ“–μàÕ

IgG4 „π¢≥–π—Èπ ∑”„Àâ¡’§«“¡‰¡à·πàπÕπ„π°“√«‘π‘®©—¬

ªí®®ÿ∫—π¬—ß‰¡àæ∫«à“¡’√“¬ß“π°“√‡°‘¥ retroperitoneal fibrosis „π§√Õ∫§√—«

°“√μ√«®®÷ß¡ÿàß‡πâπ‰ª∑’Ëªí®®—¬‡ ’Ë¬ß∑“ßæ—π∏ÿ°√√¡§◊Õ≈—°…≥–∑“ß HLA serotypes

°“√»÷°…“¢Õß Martorana ·≈–§≥–25 „πºŸâªÉ«¬ 39 √“¬‡∑’¬∫°—∫ª√–™“°√§«∫§ÿ¡

350 √“¬ æ∫«à“„π°≈ÿà¡ºŸâªÉ«¬¡’ HLA DRB1*03 ∂÷ß 48.5% ‡∑’¬∫°—∫ 16% „π°≈ÿà¡

§«∫§ÿ¡ æ∫ HLA B*08 ∂÷ß 17.9% „π°≈ÿà¡ºŸâªÉ«¬∑’Ë¡’°“√Õ—°‡ ∫√Õ∫À≈Õ¥‡≈◊Õ¥

·¥ß‡ÕÕÕ√åμ“‡√◊ÈÕ√—ß (chronic periaortitis) ‡∑’¬∫°—∫ 6.78% „π°≈ÿà¡§«∫§ÿ¡ ´÷Ëß

§«“¡·μ°μà“ß¢Õß∑—Èß Õß°≈ÿà¡¢â“ßμâπ¡’π—¬ ”§—≠∑“ß ∂‘μ‘ ·μà¬—ß§ßμâÕß∑”°“√»÷°…“
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„π°≈ÿà¡ºŸâªÉ«¬∑’Ë¡’®”π«π¡“°¢÷Èπ

Õ“°“√·≈–Õ“°“√· ¥ß

Retroperitoneal fibrosis ‰¡à¡’Õ“°“√®”‡æ“– (μ“√“ß∑’Ë 2) Õ“°“√∑’Ëæ∫‰¥â

‰¥â·°à ª«¥∑âÕßÀ√◊Õª«¥¢â“ß≈”μ—« ª«¥À≈—ß ÕàÕπ‡æ≈’¬ ‰¢â ·≈–πÈ”Àπ—°≈¥ ‚¥¬∑’Ë

æ∫∫àÕ¬∑’Ë ÿ¥§◊Õ Õ“°“√ª«¥ ´÷Ëß¡’≈—°…≥–ª«¥≈÷°Ê „π™àÕß∑âÕß·≈–∫√‘‡«≥¥â“π¢â“ß

≈”μ—« Õ“®‡ªìπ¢â“ß‡¥’¬«À√◊Õ∑—Èß Õß¢â“ß À√◊Õª«¥√â“«≈ß‰ª¢“Àπ’∫ Õ“°“√ª«¥¡—°

§ß∑’Ë·≈–‰¡à —¡æ—π∏å°—∫°“√‡§≈◊ËÕπ‰À« °“√∂à“¬Õÿ®®“√–À√◊Õªí  “«–

ºŸâªÉ«¬ à«π„À≠à¡’Õ“°“√ÕàÕπ‡æ≈’¬Õ¬à“ß™—¥‡®π ºŸâªÉ«¬™“¬¡—°¡’Õ“°“√ª«¥

Õ—≥±–®“°°“√¡’∂ÿßπÈ” (hydrocele) √à«¡¥â«¬ §√÷ËßÀπ÷Ëß¢ÕßºŸâªÉ«¬¡’πÈ”Àπ—°≈¥Õ¬à“ß

¡’π—¬ ”§—≠´÷Ëßπ”‰ª Ÿà°“√ ◊∫§âπÀ“¡–‡√Áß∑’Ë¬—ß‰¡à‰¥â√—∫°“√«‘π‘®©—¬24,26 Õ“®¡’§«“¡¥—π

‚≈À‘μ Ÿß∑’Ëμ√«®æ∫„À¡àÀ√◊Õ∑’Ë‡ªìπÕ¬Ÿà°àÕπ·≈â«·¬à≈ß‡π◊ËÕß®“°À≈Õ¥‡≈◊Õ¥‰μ∂Ÿ°°¥

®“°¥â“ππÕ°À√◊Õ‡°‘¥®“°¿“«–‰μ«“¬‡©’¬∫æ≈—π´÷Ëß‡ªìπº≈®“°°“√Õÿ¥μ—π¢Õß∑àÕ‰μ

Õ—π‡π◊ËÕß¡“®“°æ—ßº◊¥∑’ËÕ¬Ÿà≈âÕ¡√Õ∫∑àÕ‰μ·≈– inferior vena cava ¡—°μ√«®æ∫‰μ

∫«¡ (hydronephrosis) À√◊Õ¢“∫«¡√à«¡¥â«¬ Õ“°“√¢“∫«¡‡°‘¥®“°°“√∑’ËÀ≈Õ¥

‡≈◊Õ¥¥”∂Ÿ°°¥·≈–¡’°“√Õÿ¥μ—π¢Õß venous outflow

ª√–¡“≥ 5-10% ¢ÕßºŸâªÉ«¬æ∫«à“¡’¿“«–À≈Õ¥‡≈◊Õ¥¥”¢Õß¢“Õÿ¥μ—π (deep

venous thrombosis) À√◊ÕÀ≈Õ¥‡≈◊Õ¥∑’ËªÕ¥Õÿ¥μ—π (pulmonary embolism) ∂â“

μ“√“ß∑’Ë 2 Symptoms on presentation with retroperitoneal fibrosis

Symptoms % of Patients References

Pain 86-100 4, 26

Hypertension 40-57 4

Fatigue 25-52.9 4, 24, 26

Weight loss 40-50 4, 24

Hydrocele 17-29 4

Deep venous thrombosis/pulmonary embolism 6-14 4, 24
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√Õ¬‚√§¡’§«“¡‡°’Ë¬«æ—π°—∫À≈Õ¥‡≈◊Õ¥ superior mesenteric, inferior mesen-

teric À√◊Õ iliac vessels √à«¡¥â«¬Õ“®æ∫Õ“°“√·≈–Õ“°“√· ¥ß®“°¿“«– arterial

insufficiency ¢Õß mesenteric À√◊Õ lower extremity ‰¥â‡™àπ°—π

Õ“°“√∑“ß¢âÕ ®“°°“√»÷°…“¢Õß Vaglio ·≈–§≥–27 æ∫§«“¡ —¡æ—π∏å

√–À«à“ß°“√Õ—°‡ ∫√Õ∫À≈Õ¥‡≈◊Õ¥·¥ß‡ÕÕÕ√åμ“°—∫‚√§∑“ß√ŸÀå¡“μ‘§∑’Ë‡°‘¥√à«¡°—π ºŸâ

ªÉ«¬Õ“®¡’Õ“°“√ª«¥μ“¡¢âÕ√à«¡¥â«¬ ∑—Èß·∫∫ inflammatory ·≈– noninflamma-

tory arthritis

 ”À√—∫ºŸâªÉ«¬ IgG4-related retroperitoneal fibrosis π—Èπ®–¡’≈—°…≥–

Õ“°“√μà“ßÕÕ°‰ª ºŸâªÉ«¬°≈ÿà¡π’È¡—°¡“¥â«¬Õ“°“√°÷Ëß‡©’¬∫æ≈—π (subacute)28  à«π

„À≠à¡’Õ“°“√∑“ß§≈‘π‘°∑’Ë‡ªìπ‰¡à¡“°π—° ¡—°‰¡à¡’‰¢âÀ√◊Õ°“√‡æ‘Ë¡¢÷Èπ¢Õß inflammatory

markers ®÷ß∑”„Àâ à«π¡“°‰¥â√—∫°“√«‘π‘®©—¬‚¥¬∫—ß‡Õ‘≠®“°°“√μ√«®æ∫∑“ß

√—ß ’«‘∑¬“À√◊Õ°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“¢Õß™‘Èπ‡π◊ÈÕ ·¡âÕ“®æ∫«à“¡’Õ“°“√‰¥â„π

Õ«—¬«–À≈“¬√–∫∫ ·μàμ”·Àπàß∑’Ëæ∫∫àÕ¬∑’Ë ÿ¥‰¥â·°à μàÕ¡πÈ”≈“¬ submandibular

glands ·≈– parotid glands μ—∫ÕàÕπ ·≈–À≈Õ¥‡≈◊Õ¥·¥ß‡ÕÕÕ√åμ“ πÕ°®“°π’È

ºŸâªÉ«¬„π°≈ÿà¡π’È¡—°¡’ª√–«—μ‘¿Ÿ¡‘·æâ‡√◊ÈÕ√—ß ‡™àπ asthma À√◊Õ eczema29

¿“«–μàÕ¡πÈ”‡À≈◊Õß‚μæ∫‰¥â∑—Èß„π IgG4-related disease ·≈– retroperi-

toneal fibrosis ·μàæ∫∫àÕ¬°«à“„π¿“«–·√° ∑—Èß Õß¿“«–Õ“®¡’Õ“°“√∑“ß‰∑√Õ¬¥å

√à«¡¥â«¬ºà“π∑“ß°“√ – ¡¢Õß IgG4 À√◊Õ°“√ √â“ß anti-thyroid antibodies

°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√

‰¡à¡’°“√μ√«®∑“ß‚≈À‘μ«‘∑¬“∑’Ë®”‡æ“–‡®“–®ßμàÕ¿“«– retroperitoneal fi-

brosis Õ¬à“ß‰√°Á¥’¡—°μ√«®æ∫‡¡Á¥‡≈◊Õ¥¢“« Ÿß¢÷Èπ æ∫√–¥—∫ ESR À√◊Õ CRP  Ÿß¢÷Èπ

(æ∫‰¥â 50-100%)4,6,24,30 ´÷Ëß∫àß∫Õ°∂÷ß°“√Õ—°‡ ∫‡©’¬∫æ≈—π μ√«®æ∫‚≈À‘μ®“ß∑’Ë¡’

°“√μ‘¥ ’·≈–¢π“¥¢Õß‡¡Á¥‡≈◊Õ¥·¥ßª°μ‘ (normochromic normocytic anemia)

‰¥â∫àÕ¬∂÷ß 25-50%4-6 æ∫§à“°“√∑”ß“π¢Õß‰μ∑’Ëº‘¥ª°μ‘„π√“¬∑’Ë¡’°“√Õÿ¥μ—π¢Õß∑àÕ

‰μ Àπ÷Ëß„π ’Ë∂÷ß Õß„π “¡æ∫«à“ antinuclear antibodies „Àâº≈∫«°4,30 ¡’√“¬ß“π

°“√μ√«®æ∫ autoantibodies Õ◊ËπÊ Õ’°À≈“¬™π‘¥ ‰¥â·°à anti-thyroid antibod-
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ies 31%, anti-smooth-muscle antibodies 14%, rheumatoid factor 14%

·≈– perinuclear À√◊Õ cytoplasmic antineutrophil cytoplasmic antibodies

(ANCA) 10%31

„πºŸâªÉ«¬∑’Ë ß —¬¿“«– IgG4-related disease π—Èπ “¡“√∂μ√«®«—¥√–¥—∫

IgG4 ´÷Ëß®–æ∫«à“¡’§à“ Ÿß¢÷Èπ‰¥â∂÷ß 70% ®“°ºŸâªÉ«¬∑—ÈßÀ¡¥∑’Ë‰¥â√—∫°“√¬◊π¬—π°“√

«‘π‘®©—¬¥â«¬™‘Èπ‡π◊ÈÕ28  à«π¿“«–‚≈À‘μ®“ßÀ√◊Õ°“√‡æ‘Ë¡¢÷Èπ¢Õß§à“∫àß™’È°“√Õ—°‡ ∫π—Èπæ∫

‰¥â‰¡à∫àÕ¬ Õ“®μ√«®æ∫‚ª√μ’π√—Ë«„πªí  “«–‰¥â‡π◊ËÕß®“° IgG4-related disease

∑”„Àâ‡°‘¥ tubular interstitial nephritis πÕ°®“°π’È¬—ßæ∫ eosinophilia ‰¥â∫àÕ¬

„π IgG4-related disease ´÷Ëß¡—°‰¡àæ∫„π retroperitoneal fibrosis28,32

æ¬“∏‘ √’√«‘∑¬“

‡π◊ËÕß®“°¬—ß‰¡à¡’π‘¬“¡∑“ß§≈‘π‘°¢Õß retroperitoneal fibrosis ®÷ß¡’‡æ’¬ß

 ¡¡μ‘∞“π‡°’Ë¬«°—∫°√–∫«π°“√‡°‘¥¿“«–π’È ·≈–‚¥¬∑’Ë¬—ß‰¡à¡’°“√»÷°…“„π —μ«å

∑¥≈Õß®÷ß∑”„Àâ¬—ß‰¡à∑√“∫æ¬“∏‘ √’√«‘∑¬“∑’Ë·πà™—¥ °≈‰°√Ÿª·∫∫·√°∑’Ë‰¥â®“°°“√

 —ß‡°μ§◊Õ °“√μ’∫·¢Áß (atherosclerosis) ¢ÕßÀ≈Õ¥‡≈◊Õ¥·¥ß‡ÕÕÕ√åμ“ à«π∑’ËÕ¬Ÿà„π

™àÕß∑âÕß ‡π◊ËÕß®“°æ∫√à«¡‰¥â∫àÕ¬ Õ¬à“ß‰√°Á¥’¡’ºŸâªÉ«¬®”π«πÀπ÷Ëß∑’Ë‰¡àæ∫≈—°…≥–¥—ß

°≈à“« ®÷ß‡°‘¥ ¡¡μ‘∞“πÕ◊ËπÊ ‡æ◊ËÕÕ∏‘∫“¬‡æ‘Ë¡‡μ‘¡

Atherosclerosis Model

∂Ÿ°μ—Èß¢÷Èπ„π™à«ßªï 1980 ‚¥¬ Michinson ·≈– Parums33 ®“°°“√ —ß‡°μ

æ∫ à«π¢ÕßÀ≈Õ¥‡≈◊Õ¥·¥ß‡ÕÕÕ√åμ“∑’Ë‰¥â√—∫º≈°√–∑∫π—Èπ¡—°¡’°“√μ’∫·¢Áß∑’Ë√ÿπ·√ß

°“√μ√«®∑“ß°≈âÕß®ÿ≈∑√√»πåæ∫«à“ªØ‘°‘√‘¬“°“√Õ—°‡ ∫∑’Ë‡°‘¥¢÷Èπ®“° atherosclero-

sis π—Èπ‰¡à‰¥â®”°—¥Õ¬Ÿà‡æ’¬ß™—Èπ„π ÿ¥ (intimal layer) ¢ÕßÀ≈Õ¥‡≈◊Õ¥ ·μà¬—ß≈ÿ°≈“¡

¡“∂÷ß™—Èπ°≈“ß (media layer) ·≈–™—ÈππÕ° (adventitial layer) ¥â«¬ ·≈–‡°‘¥°“√

°√–μÿâπ∑“ß¿Ÿ¡‘§ÿâ¡°—π®“°°“√∑’Ë macrophages π”‡ πÕ antigen ´÷Ëß„π∑’Ëπ’È§◊Õ low

density lipoprotein (LDL) ∑’Ë∂Ÿ° oxidized ·≈– ceroid μàÕ T ·≈– B cells ®π

π”‰ª Ÿà°“√Õ—°‡ ∫‚¥¬√Õ∫À≈Õ¥‡≈◊Õ¥·¥ß‡ÕÕÕ√åμ“·≈–‡°‘¥æ—ßº◊¥μ“¡¡“„π∑’Ë ÿ¥
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¬—ß¡’À≈—°∞“π· ¥ß„Àâ‡ÀÁπ«à“æ∫ ceroid-laden macrophages ∑’Ë™—ÈππÕ°¢Õß

À≈Õ¥‡≈◊Õ¥·≈–μàÕ¡πÈ”‡À≈◊Õß„°≈â‡§’¬ß √«¡∑—Èß T ·≈– B cells ∑’Ëæ∫„π™—Èπ°≈“ß

¢ÕßÀ≈Õ¥‡≈◊Õ¥°Á¡’ markers ∑’Ë· ¥ß∂÷ß°“√∂Ÿ°°√–μÿâπ·≈–‡æ‘Ë¡®”π«π ·≈–¬—ßæ∫

serum IgM ·≈– IgG antibodies μàÕ oxidized LDL ·≈– ceroid ∑’Ë Ÿß¢÷Èπ„πºŸâ

ªÉ«¬∑’Ë¡’°“√Õ—°‡ ∫‡√◊ÈÕ√—ß√Õ∫‡ÕÕÕ√åμ“ (chronic periaortitis) ·μà‰¡àæ∫„π

ª√–™“°√§«∫§ÿ¡34

Autoimmune Model

æ∫À≈—°∞“π∂÷ß§«“¡ —¡æ—π∏å°—∫‚√§„π°≈ÿà¡ÕÕ‚μÕ‘¡¡Ÿπ (autoimmune

diseases) ‚¥¬¡’√“¬ß“πæ∫≈—°…≥–°“√Õ—°‡ ∫¢ÕßÀ≈Õ¥‡≈◊Õ¥§≈â“¬°—π°—∫∑’Ëæ∫

„π polyarteritis nodosa35 ¡’°“√μ√«®æ∫ HLA DRB1*03 allele „πºŸâªÉ«¬

retroperitoneal fibrosis ́ ÷Ëß allele π’Èæ∫„πºŸâªÉ«¬‚√§ÕÕ‚μÕ‘¡¡Ÿπμà“ßÊ ‰¥â·°à type

1 diabetes mellitus, myasthenia gravis ·≈– systemic lupus erythemato-

sus (SLE) ‰¥â∫àÕ¬‡™àπ°—π36 πÕ°®“°π’È¬—ßμ√«®æ∫ autoantibodies À≈“¬™π‘¥

„πºŸâªÉ«¬ retroperitoneal fibrosis31 ·≈–¬—ß¡’√“¬ß“πºŸâªÉ«¬À≈“¬√“¬∑’Ë¡’ retro-

peritoneal fibrosis √à«¡°—∫‚√§∑“ßÕÕ‚μÕ‘¡¡Ÿπ ‡™àπ seropositive inflammatory

arthritis, ankylosing spondylitis (AS), SLE ·≈– ANCA-associated vascu-

litis27,30,37-39

IgG4-Related Disease

μ—Èß·μàªï 2003 ‡ªìπμâπ¡“‰¥âæ∫§«“¡ —¡æ—π∏å¢Õß IgG4 molecule μàÕ

°“√‡°‘¥‚√§„πÕ«—¬«–À≈“¬√–∫∫∑—Ë«√à“ß°“¬49-62 ‚¥¬„π§πª°μ‘®–μ√«®æ∫‚¡‡≈°ÿ≈

¢Õß IgG4 ‡æ’¬ß 5% ¢ÕßÕ‘¡¡Ÿ‚π‚°≈∫Ÿ≈‘π∑’Ë‰À≈‡«’¬π∑—ÈßÀ¡¥40 „π‚√§°≈ÿà¡ IgG4-

related diseases  —ππ‘…∞“π«à“‡√‘Ë¡®“°¡’°“√°√–μÿâπ T-helper 2 (Th2)-positive

cells ®“° autoimmunity π”‰ª Ÿà°√–∫«π°“√Õ—°‡ ∫ºà“π∑“ß interleukin (IL)-4,

IL-5, IL-10 ·≈– IL-1328 À√◊ÕÕ“®¡’‡Àμÿ„¥Ê ∑’Ë‰ª°√–μÿâπ T-regulatory (Treg)

cells ´÷Ëß‡™◊ËÕ«à“π”‰ª Ÿà°“√Õ—°‡ ∫®“°°“√ √â“ß IL-10 μ“¡¡“¥â«¬°“√‡æ‘Ë¡¢÷Èπ¢Õß B



41Retroperitoneal Fibrosis

cells ∑’Ë √â“ß IgG4 ·≈– transforming growth factor β (TGF-β)41,42 ‚¥¬‡™◊ËÕ

«à“ TGF-β ‡ªìπμ—«°“√ ”§—≠∑’Ë∑”„Àâ‡°‘¥æ—ßº◊¥„π¿“«–π’È ‰¡à‡ªìπ∑’Ë∑√“∫·πà™—¥«à“ IgG4

∑’Ë‡æ‘Ë¡¢÷Èππ’È‡ªìπ·Õπμ‘∫Õ¥’∑’Ë‰ª∑”≈“¬‡π◊ÈÕ‡¬◊ËÕ‚¥¬μ√ß À√◊Õ‡ªìπ‡æ’¬ßº≈≈—æ∏å∑’Ë‡°‘¥

¢÷Èπ®“°°“√°√–μÿâπ‚¥¬ ‘Ëß°√–μÿâπ∑’Ë¬—ß‰¡à∑√“∫

„πªí®®ÿ∫—π¡’·π«§‘¥ π—∫ πÿπ®“°°“√∑’Ëæ∫ IgG4 related disease  Ÿà°“√

√—∫√Ÿâ‚¥¬∑—Ë«‰ª«à“ retroperitoneal fibrosis π—Èπ‡ªìπ à«πÀπ÷Ëß¢Õß¿“«–π’È

·π«§‘¥·√°‡√‘Ë¡¡“®“°ª√– ∫°“√≥å·≈–ß“π«‘®—¬‡°’Ë¬«°—∫‚√§μ—∫ÕàÕπ

Õ—°‡ ∫ÕÕ‚μÕ‘¡¡Ÿπ (autoimmune pancreatitis; AIP) ‚¥¬ AIP π—Èπ‡√‘Ë¡¡’

√“¬ß“π¡“®“°ª√–‡∑»≠’ËªÿÉπ·≈–μàÕ¡“æ∫«à“¡’§«“¡ —¡æ—π∏å°—∫√–¥—∫ IgG4 „πªï 2002

Hamano ·≈–§≥–43 √“¬ß“π°“√æ∫ IgG4-positive plasma cells ∑—Èß∑’Ëμ—∫ÕàÕπ

·≈–√Õ¬‚√§∑’Ëæ∫À≈—ß‡¬◊ËÕ∫ÿ™àÕß∑âÕß„πºŸâªÉ«¬ AIP ∑’Ë¡’ retroperitoneal fibrosis

√à«¡¥â«¬ πÕ°®“°π’È„π AIP ¬—ßæ∫¿“«–Õ◊ËπÊ Õ’°‰¥â·°à sclerosing cholangitis,

sclerosing sialadenitis ·≈–Õ’°À≈“¬√Õ¬‚√§πÕ°μ—∫ÕàÕπ °“√»÷°…“∑“ß histo-

pathology ¢Õß√Õ¬‚√§‡À≈à“π’Èæ∫ infiltration ¢Õß IgG4-positive plasma cells

‡À¡◊Õπ°—∫∑’Ëæ∫∑’Ë√Õ¬‚√§¢Õßμ—∫ÕàÕπ

μàÕ¡“·π«§‘¥¢Õß IgG4-related sclerosing disease ®÷ß‰¥â∂Ÿ°‡ πÕ

‚¥¬ Kamisawa ·≈–§≥–44,45 „π consensus meeting ®÷ß¡’°“√·π–π”„Àâ„™â™◊ËÕ

IgG4-related disease ·≈–‡ πÕ‡°≥±å°“√«‘π‘®©—¬¢Õß¿“«–π’È46,47 ¡’√“¬ß“π°“√

æ∫ retroperitoneal fibrosis ‡ªìπ√Õ¬‚√§πÕ°μ—∫ÕàÕπ¢Õß AIP ¡“°¢÷Èπ‡√◊ËÕ¬Ê

®÷ßÕ“®∂◊Õ‰¥â«à“ retroperitoneal fibrosis ‡ªìπ typical lesion ¢Õß IgG4-related

disease ·μà‡π◊ËÕß®“°‡ªìπ¿“«–∑’Ëæ∫‰¥âπâÕ¬¡“°·≈–·π«§‘¥¢Õß IgG4-related

disease ¬—ß∂◊Õ«à“‡ªìπ‡√◊ËÕß„À¡à √«¡∂÷ß¬—ß‰¡à¡’À≈—°∞“π∑’Ë¡“ π—∫ πÿπ ¡¡μ‘∞“ππ’È

À√◊Õ¡’Õ¬Ÿà‡æ’¬ß°“√»÷°…“„π°≈ÿà¡‡≈Á°Ê ‡∑à“π—Èπ

°“√»÷°…“Àπ÷Ëß„π°≈ÿà¡ºŸâªÉ«¬ retroperitoneal fibrosis æ∫«à“¡’ºŸâªÉ«¬

‡æ’¬ß à«πÀπ÷Ëß‡∑à“π—Èπ∑’Ë‡¢â“‡°≥±å°“√«‘π‘®©—¬¢Õß IgG4-related disease ®“°°“√

μ√«®æ∫°“√‡æ‘Ë¡¢÷Èπ¢Õß®”π«π IgG4 plasma cells „π√Õ¬‚√§∑’Ë¡’°“√Õ—°‡ ∫48

πÕ°®“°π’È§«“¡™ÿ°¢Õß retroperitoneal fibrosis ∑’Ë‡ªìπ®“° IgG4 related ·≈–
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§«“¡·μ°μà“ß∑“ß§≈‘π‘°¢Õß retroperitoneal fibrosis ∑’Ë‡ªìπ®“° IgG4 related

°—∫ non-IgG4 related π—Èπ¬—ß‰¡à‡ªìπ∑’Ë∑√“∫·πà™—¥ Stone ·≈–§≥–28 ‰¥â √ÿª«à“

ª√–¡“≥ 55% ¢ÕßºŸâªÉ«¬ retroperitoneal fibrosis ¡’ “‡Àμÿ®“° IgG4-related

disease Õ¬à“ß‰√°Á¥’¬—ß¡’°“√»÷°…“§àÕπ¢â“ßπâÕ¬‡°’Ë¬«°—∫ IgG4-related retroperi-

toneal fibrosis ´÷Ëß à«π¡“°π—Èπ°Á‰¥â¡“®“°√“¬ß“π°“√»÷°…“¢Õß AIP ®÷ß¡’§«“¡

®”‡ªìπ∑’ËμâÕß∑”°“√μ—¥™‘Èπ‡π◊ÈÕ¡“μ√«®«‘π‘®©—¬‡æ◊ËÕ»÷°…“∫∑∫“∑∑’Ë·∑â®√‘ß¢Õß IgG4 „π

idiopathic retroperitoneal fibrosis μàÕ‰ª

æ¬“∏‘«‘∑¬“

≈—°…≥–∑’Ë‡ÀÁπ‰¥â¥â«¬μ“‡ª≈à“¢Õß retroperitoneal fibrosis ®–‡ªìπ‡π◊ÈÕ ’

‡∑“¢“« (gray-white hard material) ª°§≈ÿ¡À≈Õ¥‡≈◊Õ¥·¥ß‡ÕÕÕ√åμ“∑’ËÕ¬Ÿà„μâμàÕ

‰μ (infrarenal aorta) ≈ÿ°≈“¡≈ß∑“ß¥â“π≈à“ß‰ª¬—ß iliac bifurcation ®π∂÷ß proxi-

mal iliac vessels34  à«ππâÕ¬Õ“®æ∫°“√≈ÿ°≈“¡¢÷Èπ∑“ß¥â“π∫π‰¥â ·μà®–‰¡à Ÿß°«à“

√–¥—∫¢ÕßÀ≈Õ¥‡≈◊Õ¥‰μ (renal vessels) ‡¡◊ËÕ‡«≈“ºà“π‰ª®–¡’°“√≈ÿ°≈“¡ÕÕ°‰ª

∑“ß¥â“π¢â“ß·≈–°¥À≈Õ¥‡≈◊Õ¥¥”„À≠à inferior vena cava ∑”„Àâ∫“ß§√—Èßæ∫

À≈Õ¥‡≈◊Õ¥Õÿ¥μ—π (thrombosis) ·≈–¡’ collateral formation °“√¢¬“¬ÕÕ°∑“ß

¥â“π¢â“ß®–‡°‘¥Õ¬à“ßμàÕ‡π◊ËÕß®π°“√Õ—°‡ ∫≈ÿ°≈“¡‰ª∂÷ß∑àÕ‰μ (ureters) ·≈–‡∫’¬¥

∑àÕ‰μ‡¢â“¡“∑“ß¥â“π„π

≈—°…≥–∑“ß®ÿ≈æ¬“∏«‘∑¬“ (¿“æ∑’Ë 1) æ∫ fibroinflammatory infiltrate

‚¥¬ à«π∑’Ë‡ªìπæ—ßº◊¥ (fibrosis) ª√–°Õ∫¥â«¬ spindle cells ·≈– fibers bands

´÷Ëß¬âÕ¡μ‘¥ α-type I collagen antibody ·≈– à«π inflammatory infiltrate π—Èπ

ª√–°Õ∫¥â«¬ CD3, CD4 ·≈– CD8 T lymphocytes, CD20 B lymphocytes,

macrophages ·≈– CD138 plasma cells49 ‡´≈≈åÕ—°‡ ∫‡À≈à“π’Èæ∫‰¥â‚¥¬√Õ∫

·≈–·∑√°‡¢â“‰ª∑’Ë™—Èπ¥â“ππÕ° (adventitia) ¢ÕßÀ≈Õ¥‡≈◊Õ¥‡≈Á°Ê ∫“ß§√—Èßæ∫ ne-

crosis §≈â“¬§≈÷ß°—∫ small vessel vasculitis ·≈–æ∫°“√√«¡°≈ÿà¡°—πÕ¬à“ßÀ≈«¡Ê

¢Õß lymphocytes, macrophages ·≈– eosinophils ∑—Ë«Ê „πæ—ßº◊¥ ºπ—ß¢Õß

À≈Õ¥‡≈◊Õ¥·¥ß‡ÕÕÕ√åμ“æ∫«à“¡’ atherosclerotic changes ¢Õßºπ—ß™—Èπ„π (intima)
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¿“æ∑’Ë 1 Microscopic appearance of idiopathic retroperitoneal fibrosis. A = sclerotic tissue
with chronic inflammatory infiltrate; pattern is both diffuse and nodular (arrow). B =
perivascular inflammatory aggregate mainly consisting of mononuclear cells and
scattered eosinophils (arrowheads=small retroperitoneal vessels; arrows=mono-
nuclear cells). C = diffuse mononuclear cell inflammatory infiltrate interspersed
within thick and abundant collagen bundles. D and E = electron micrograph of
idiopathic retroperitoneal fibrosis: in D collagen fibers (white arrows) form a band
around small retroperitoneal vessel (black arrows); in E spindle-shaped fibroblast
(black arrows) surrounded by dense collagen fibers (white arrows).

¡’°“√∫“ß≈ß¢Õßºπ—ß™—Èπ°≈“ß (media) ·≈–°“√Õ—°‡ ∫¢Õßºπ—ß™—ÈππÕ° (adventi-

tial inflammation) „π√“¬∑’Ëæ∫ plasma cells ∑’Ë‡ªìπ IgG4 positive ¡“°°«à“

§√÷ËßÀπ÷Ëß¢Õß plasma cells ∑—ÈßÀ¡¥π—Èπ¡’√“¬ß“π°“√æ∫ lymphoid follicle forma-

tion ·≈– significant eosinophilic infiltrate √à«¡¥â«¬ πÕ°®“°π’È ‡¡◊ËÕ¡’°“√

≈ÿ°≈“¡‰ª∑“ß¥â“π¢â“ß æ∫«à“ ¡’°“√·∑√°´÷¡‡¢â“‰ª∂÷ß™—ÈππÕ°¢Õß∑àÕ‰μ·μà‰¡à∂÷ß‡¬◊ËÕ
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∫ÿ¥â“π„π (endothelium sparing)28

°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“„π√“¬∑’Ë ß —¬«à“‡ªìπ IgG4-related retroperito-

neal fibrosis π—Èπ®–æ∫≈—°…≥–¢Õß diffuse fibrosis, infiltration of IgG4-posi-

tive plasma cells, obliterative phlebitis, eosinophilic infiltration ·≈–¡’ for-

mation ¢Õß lymphoid follicles ‚¥¬ Zen ·≈–§≥–10 √“¬ß“π«à“≈—°…≥– oblit-

erative phlebitis π—Èπæ∫‰¥â∫àÕ¬°«à“„π°≈ÿà¡∑’Ë‡ªìπ IgG4-related retroperitoneal

fibrosis ‡∑’¬∫°—∫°≈ÿà¡ non-IgG4-related retroperitoneal fibrosis Õ¬à“ß‰√°Á¥’

‡π◊ËÕß®“°ºŸâªÉ«¬¡—°‰¡à‰¥â√—∫°“√ºà“μ—¥·≈–°“√μ—¥™‘Èπ‡π◊ÈÕ retroperitoneum ¡“

μ√«®π—Èπ∑”‰¥â§àÕπ¢â“ß¬“° ®÷ß‰¡à∫àÕ¬∑’Ë®–‰¥â™‘Èπ‡π◊ÈÕ¡“μ√«®∑“ßæ¬“∏‘«‘∑¬“ „π∑“ß

§≈‘π‘°°“√«‘π‘®©—¬¡—°‰¥â®“°¿“æ∂à“¬√—ß ’ ‡™àπ CT scan À√◊Õ MRI °“√μ√«®√–¥—∫

serum IgG4 ·≈–°“√æ∫√Õ¬‚√§Õ◊ËπÊ ‡™àπ AIP

≈—°…≥–∑“ß√—ß ’«‘∑¬“

°“√μ√«®∑“ß√—ß ’«‘∑¬“π—Èπ¡’§«“¡®”‡ªìπ„π°“√«‘π‘®©—¬·≈–μ‘¥μ“¡°“√

√—°…“ºŸâªÉ«¬ „πÕ¥’μ°“√©’¥ “√∑÷∫√—ß ’‡æ◊ËÕ¥Ÿ∑àÕ‰μ (IVP) À√◊Õ retrograde urograms

π—Èπ∂◊Õ‡ªìπ gold standard ‚¥¬∑’ËμâÕßæ∫ triad §◊Õ hydronephrosis, medial

deviation ·≈– extrinsic compression μàÕ∑àÕ‰μ (ureters) ®÷ß®–«‘π‘®©—¬‡ªìπ ret-

roperitoneal fibrosis „πªí®®ÿ∫—π°“√∑” contrast CT À√◊Õ MRI ‰¥â‡¢â“¡“

·∑π∑’Ë°“√μ√«®·∫∫‡¥‘¡´÷Ëß¡’§«“¡‰«μË”

Contrast-enhanced CT scan

®–æ∫ soft-tissue density √Õ∫À≈Õ¥‡≈◊Õ¥·¥ß‡ÕÕÕ√åμ“·≈–Õ“®

≈ÿ°≈“¡μ—Èß·μàÀ≈Õ¥‡≈◊Õ¥‰μ‰ª∂÷ß proximal iliac arteries (¿“æ∑’Ë 2) ‚¥¬„π arte-

rial phase π—Èπ„™âª√–‡¡‘π à«π¢Õß aorta, abdominal branches ·≈– iliac ves-

sels ‰¥â¥’ ‚¥¬ “¡“√∂«—¥¢π“¥¢Õß‡ÕÕÕ√åμ“‰¥âÕ¬à“ß·¡àπ¬” ¥Ÿ°“√‚ªÉßæÕß (aneur-

ismal dilation) ·≈–°“√μ’∫·§∫¢ÕßÀ≈Õ¥‡≈◊Õ¥‰¥â √«¡∂÷ß„™âª√–‡¡‘π¢π“¥¢Õß soft

tissue mass ∑’ËÕ¬Ÿà√Õ∫‡ÕÕÕ√åμ“  à«π„π venous phase ®–„Àâ¢âÕ¡Ÿ≈¢Õß°“√μ’∫
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·≈–°“√Õÿ¥μ—π™ÕßÀ≈Õ¥‡≈◊Õ¥¥”„À≠à √«¡∂÷ß¢π“¥·≈–μ”·Àπàß¢Õß collateral

·≈–„™â¥Ÿ°âÕπ∑’ËÕ¬Ÿà√Õ∫ iliac vessels ‰¥â¥’

≈—°…≥–Õ◊ËπÊ ∑’Ëμ√«®æ∫‡æ‘Ë¡‡μ‘¡ ‰¥â·°à μàÕ¡πÈ”‡À≈◊Õß¢â“ß‡§’¬ß‚μ (regional

adenopathy) ∂â“μ√«®‰¡àæ∫°âÕπ‡π◊ÈÕ‡¬◊ËÕ∫√‘‡«≥„μâμàÕ‰μ (infrarenal) À√◊Õ√Õ∫¢â“ß‰μ

(perirenal) ‡≈¬ À√◊Õæ∫«à“¡’°âÕπ∑’Ëμ”·ÀπàßÕ◊ËπÊ „π™àÕß∑âÕßÀ√◊ÕÕÿâß‡™‘ß°√“π√à«¡¥â«¬

„Àâ ß —¬«à“°“√«‘π‘®©—¬ retroperitoneal fibrosis π—ÈπÕ“®‰¡à∂Ÿ°μâÕß §«√μâÕß

æ‘®“√≥“μ—¥™‘Èπ‡π◊ÈÕ¡“μ√«®∑“ßæ¬“∏‘«‘∑¬“

¿“«–Õ◊ËπÊ ∑’ËμâÕß«‘π‘®©—¬·¬°‚√§®“° CT scan §◊Õ Erdheim-Chester

disease (ECD) ´÷Ëß‡ªìπ√Ÿª·∫∫Àπ÷Ëß¢Õß non-Langerhans cell histiocytosis ∑’Ë

æ∫‰¥âπâÕ¬¡“°·≈–¡—°‰¥â√—∫°“√«‘π‘®©—¬º‘¥«à“‡ªìπ retroperitoneal fibrosis

‡π◊ËÕß®“°°âÕπ‡π◊ÈÕ‡¬◊ËÕ∫√‘‡«≥√Õ∫Ê ‡ÕÕÕ√åμ“∑’Ëæ∫π—Èπ¡’§«“¡§≈â“¬§≈÷ß°—π¡“°

≈—°…≥–∑’Ë„™â·¬°°—π®“° CT scan §◊Õ °“√æ∫‡π◊ÈÕ‡¬◊ËÕÕ—°‡ ∫À√◊Õ°âÕπ∑’Ë√Õ∫¢â“ß‰μ

∑—Èß Õß¢â“ß (bilateral perirenal soft-tissue inflammation or mass) ´÷Ëß¡—°‰¡à

¿“æ∑’Ë 2 Computed tomography (CT) scan of abdomen and pelvis with intravenous con-
trast. Arrows indicate soft-tissue density surrounding renal arteries, aorta, and
iliac arteries.
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æ∫„π retroperitoneal fibrosis ·≈–°“√μ√«® Tc-99 bone scan ´÷Ëßæ∫‰¥âº≈

∫«°¡“°°«à“ 90% „πºŸâªÉ«¬ ECD ‚¥¬¡—°®–æ∫ significant uptake ∑’Ë long bones

¢Õß lower extremity

 ”À√—∫ IgG4-related retroperitoneal fibrosis π—Èπ ¡—°∂Ÿ°μ√«®æ∫

®“°°“√¿“æ∂à“¬√—ß ’„πºŸâªÉ«¬∑’Ë‰¡à¡’Õ“°“√ ‡™àπ CT scan „π√–À«à“ß∑”°“√ work

up ¢Õß AIP „π√“¬∑’Ë‰¥â√—∫°“√«‘π‘®©—¬«à“‡ªìπ AIP Õ¬Ÿà°àÕπ·≈â«·≈–¡’ onset ¢Õß

retroperitoneal fibrosis ‡°‘¥¢÷Èπæ√âÕ¡Ê °—πÀ√◊Õ‡°‘¥¢÷Èπ¢≥–¡’°“√°”‡√‘∫ (relapse)

¢Õß AIP π—Èπ °“√«‘π‘®©—¬¡—°∑”‰¥âßà“¬‚¥¬°“√μ√«®æ∫≈—°…≥–∑“ß¿“æ∂à“¬√—ß ’¥—ß

°≈à“«¢â“ßμâπ √à«¡°—∫æ∫√–¥—∫ serum IgG4  Ÿß ·μà„πºŸâªÉ«¬∫“ß√“¬¡’ onset ¢Õß

retroperitoneal fibrosis π”¡“°àÕπÀ√◊Õμ“¡À≈—ß onset ¢Õß AIP ´÷Ëß CT scan

‰¡àæ∫§«“¡º‘¥ª°μ‘∑’Ëμ—∫ÕàÕπ (¿“æ∑’Ë 3) ¥—ßπ—Èπ®÷ß·π–π”„Àâμ√«®√–¥—∫ serum

IgG4 „πºŸâªÉ«¬ idiopathic retroperitoneal fibrosis ¥â«¬ À“°æ∫«à“¡’√–¥—∫ Ÿß

§«√„Àâ°“√√—°…“·≈–μ‘¥μ“¡·∫∫ IgG4-related disease

πÕ°®“°π’È retroperitoneum ¬—ß‡ªìπμ”·Àπàß∑’Ë¡—°μ√«®æ∫‡π◊ÈÕßÕ°Õ◊ËπÊ ‡™àπ

malignant lymphoma, desmoid fibromatosis ·≈– liposarcoma ‰¥âÕ’°¥â«¬

®÷ßμâÕß«‘π‘®©—¬·¬°‚√§·≈–¿“«–μà“ßÊ ‡À≈à“π’È¥â«¬‡ ¡Õ2,9 ·≈–·¡â®–æ∫‰¥âπâÕ¬¡“°

·μà∫“ß§√—ÈßÕ“®μâÕß·¬°®“°°“√≈ÿ°≈“¡¢Õß¡–‡√Áßμ—∫ÕàÕπ‰ª¬—ß∫√‘‡«≥√Õ∫Ê superior

mesenteric artery ¥â«¬

MRI

‡ªìπÕ’°∑“ß‡≈◊Õ°Àπ÷ËßπÕ°®“° CT „π°“√«‘π‘®©—¬ retroperitoneal fibro-

sis ¡’¢âÕ¥’§◊ÕºŸâªÉ«¬‰¡àμâÕß —¡º— √—ß ’ ≈¥§«“¡‡ ’Ë¬ß°“√∫“¥‡®Á∫¢Õß‰μ®“° “√∑÷∫√—ß ’

·μà¢âÕ‡ ’¬§◊Õ√“§“ Ÿß°«à“ „™â‡«≈“∑”π“π°«à“ ·≈–°“√·ª≈º≈¢÷ÈπÕ¬Ÿà°—∫§«“¡

‡™’Ë¬«™“≠„π ∂“∫—ππ—ÈπÊ ≈—°…≥–∑’Ëμ√«®æ∫§◊Õ∫√‘‡«≥∑’Ë‡ªìπ hypointense „π T1-

weighted images ·≈– hyperintense „π T2-weighted images „π√–¬–·√°Ê

¢Õß‚√§À√◊Õ¢≥–∑’Ë‚√§°”≈—ß¥”‡π‘π (active) Õ¬Ÿà2,50 ·μà®–æ∫‡ªìπ hypointense „π

T2-weighted images „π√–¬–∑â“¬¢Õß‚√§
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°“√»÷°…“¢Õß Mirault ·≈–§≥–51 ‰¥â√“¬ß“π≈—°…≥– ”§—≠∑’Ë·μ°μà“ß°—π

¢Õß MRI √–À«à“ß idiopathic retroperitoneal fibrosis (RPF) °—∫ retroperito-

neal fibrosis ®“°¡–‡√Áß (malignancy) ∑’Ë‡ªìπÕ¬Ÿà°àÕπ·≈â« (m-RPF) æ∫«à“

¢Õ∫‡¢μ¢Õßæ—ßº◊¥∑’Ë¢÷Èπ‰ª Ÿß°«à“√–¥—∫À≈Õ¥‡≈◊Õ¥·¥ß¢Õß‰μ·≈–≈ß¡“μË”°«à“ aortic

bifurcation π—Èπæ∫‰¥â∫àÕ¬°«à“„π m-RPF Õ¬à“ß¡’π—¬ ”§—≠ (47% vs 0%; P=0.001)

 à«π¢Õ∫‡¢μ¢Õßæ—ßº◊¥∑’Ëæ∫Õ¬Ÿà¥â“πÀ≈—ß¢ÕßÀ≈Õ¥‡≈◊Õ¥·¥ß‡ÕÕÕ√åμ“π—Èπæ∫‰¥â¡“°

°«à“„π RPF (5 vs 2 mm; P=0.03) ·≈–°“√¡’ medial deviation ¢Õß∑àÕ‰μπ—Èπ

æ∫‰¥âπâÕ¬°«à“„π m-RPF (24% vs 83%; P=0.001)

¿“æ∑’Ë 3 Retroperitoneal fibrosis occurring before onset of AIP. A, B: Soft tissue surround-
ing abdominal aorta was diagnosed with retroperitoneal fibrosis without pancreatic
abnormality. C, D: Swelling of pancreas with high serum IgG4 was diagnosed with
AIP with improvement of retroperitoneal fibrosis after discontinuation of predniso-
lone treatment.
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¿“æ∑’Ë 4 Typical retroperitoneal fibrosis associated with AIP. A and B: Soft tissue (arrow)
surrounds abdominal aorta and common iliac artery; C: Bilateral hydronephrosis
(arrows); D: Swelling and capsule-like rim in body and tail of pancreas. E, F: FDG
PET high uptake in body and tail of pancreas (arrowhead) and in the retroperito-
neal fibrosis lesions (arrowhead) surrounding common iliac artery, arrows indicate
dilated urinary ducts).
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FDG PET scan

°“√∑” 18F-fluorodeoxyglucose positron emission tomography (FDG

PET) scans „πºŸâªÉ«¬ retroperitoneal fibrosis ®–æ∫ uptake ∑’Ë periaortic soft

tissue density (¿“æ∑’Ë 4) ∂â“μ√«®æ∫ increased activity „πÀ≈“¬μ”·Àπàß

§«√π÷°∂÷ß‚√§∑’Ë¡’Õ“°“√„πÀ≈“¬√–∫∫ ‡™àπ IgG4-related disease, ECD À√◊Õ ma-

lignancy ¡“°°«à“

°“√∑” PET scan ¬—ßÕ“®„™âμ‘¥μ“¡°“√√—°…“‡æ◊ËÕ¥Ÿ‡π◊ÈÕ‡¬◊ËÕ∑’Ë‡À≈◊Õ«à“¬—ß§ß

¡’°“√Õ—°‡ ∫¥”‡π‘πÕ¬ŸàÀ√◊Õ‰¡à ‡æ◊ËÕ„™â‡ªìπμ—«™’È∂÷ß§«“¡®”‡ªìπ∑’Ë®–μâÕß„Àâ¬“‡§¡’

∫”∫—¥μàÕ‰ª ·μà‡π◊ËÕß®“°°“√μ√«® PET scan ¡’§à“„™â®à“¬ Ÿß °“√μ‘¥μ“¡ºŸâªÉ«¬®÷ß

¡—°„™â≈—°…≥–∑“ß§≈‘π‘°∑’Ë®–∫àß∫Õ°∂÷ß°“√¥”‡π‘π‚√§‡™àπ ‚≈À‘μ®“ß À√◊Õ„™â§à“∑’Ë

∫Õ°∂÷ß°“√Õ—°‡ ∫‡™àπ ESR ·≈– CRP ∑¥·∑π¡“°°«à“

Radioisotopic Mag-3 scans

‡ªìπ‡§√◊ËÕß¡◊Õ°“√μ√«®∑’Ë¡’ª√–‚¬™πå¡“°∑—Èß„π°“√ª√–‡¡‘π‡∫◊ÈÕßμâπ·≈–°“√

¥Ÿ·≈√—°…“ºŸâªÉ«¬μàÕ‡π◊ËÕß„π√–¬–¬“«„π√“¬∑’Ë retroperitoneal fibrosis ‡°‘¥√à«¡

°—∫°“√Õÿ¥μ—π¢Õß∑“ß‡¥‘πªí  “«– ‚¥¬¥Ÿ∑’Ë excretion phase ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√

μ√«®§«√®–μâÕß¡’ glomerular filtration rate (GFR) ∑’Ë¥’‡æ’¬ßæÕ∑’Ë®–¢—∫

‰Õ‚´‚∑ª®“° renal parenchyma ‰ª¬—ß collecting system ‰¥â ‚¥¬§«√¡’§à“‰¡à

μË”°«à“ 25 mL/min „π¢—ÈπμÕπ°“√μ√«®§«√„Àâ¬“ furosemide ∑“ßÀ≈Õ¥‡≈◊Õ¥

¥”„π™à«ß diuresis phase ¥â«¬ À≈—ß®“°π—Èπ®÷ß§”π«≥§à“§√÷Ëß™’«‘μ¢Õß°“√¢—∫ÕÕ°

(excretion half-time; T1/2) ®“°‰μ·μà≈–¢â“ß ´÷Ëß§à“§√÷Ëß™’«‘μπ’È·μ°μà“ß°—π∫â“ß

·≈â«·μà‡°≥±å«‘∏’∑’Ë„™â„π°“√μ√«®·≈–§à“ª°μ‘¢Õß·μà≈–»Ÿπ¬å∑’Ë∑”°“√μ√«® ‚¥¬

∑—Ë«‰ª§à“§√÷Ëß™’«‘μ§«√πâÕ¬°«à“ 10 π“∑’ °“√Õÿ¥μ—π∫“ß à«π (partial obstruction)

¡—°¡’§à“ª√–¡“≥ 11-20 π“∑’ ·≈–§à“¡“°°«à“ 20 π“∑’π—Èπ‡¢â“‰¥â°—∫°“√Õÿ¥μ—πÕ¬à“ß

 ¡∫Ÿ√≥å (complete obstruction)

°“√μ√«®Õ◊ËπÊ ‡™àπ ultrasound ´÷Ëß¡—°∑”‡ªìπÕ¬à“ß·√°‡π◊ËÕß®“°∑”‰¥âßà“¬

·≈– non invasive ‚¥¬∑—Ë«‰ª®–æ∫≈—°…≥–‡ªìπ hypo- À√◊Õ iso-echoic mass
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≈âÕ¡√Õ∫ aorta Õ¬à“ß‰√°Á¥’æ∫«à“¡’§«“¡‰« (sensitivity) §àÕπ¢â“ßμË” ·≈–¡—°®–

„™âª√–‚¬™πå„π°“√¥Ÿ«à“¡’ hydronephrosis √à«¡¥â«¬À√◊Õ‰¡à¡“°°«à“  à«π°“√∑”

urogram π—Èπ¡’ª√–‚¬™πå„π°“√„™â¥Ÿ¢Õ∫‡¢μ·≈–μ”·Àπàß¢Õß∑àÕ‰μ∑’Ë∂Ÿ°°¥À√◊Õ¡’

°“√Õÿ¥μ—π ·μàÕ“®‰¡à‰¥âª√–‚¬™πå∂â“ºŸâªÉ«¬‰¥â√—∫°“√„ à stent ∑’Ë∑àÕ‰μ∑—Èß Õß¢â“ß

Õ¬Ÿà°àÕπ·≈â«

°“√√—°…“

·¡â„πªí®®ÿ∫—π¬—ß¡’°“√∂°‡∂’¬ß°—π‡°’Ë¬«°—∫°“√®”·π°ª√–‡¿∑ (classifica-

tion) ·≈–æ¬“∏‘ √’√«‘∑¬“¢Õß retroperitoneal fibrosis ·μà‡ªìπ∑’Ë∑√“∫·πà™—¥«à“

æ¬“∏‘«‘∑¬“¢Õß¿“«–π’È§◊Õ°“√Õ—°‡ ∫∑’Ë¥”‡π‘π‰ª Ÿà°“√‡°‘¥æ—ßº◊¥ ∂â“‰¡à‰¥â√—∫°“√

√—°…“°√–∫«π°“√Õ—°‡ ∫·≈–æ—ßº◊¥®–π”‰ª Ÿà°“√Õÿ¥μ—π¢Õß∑àÕ‰μ„π∑’Ë ÿ¥ ·≈–Õ“®

¡’°“√ Ÿ≠‡ ’¬Àπâ“∑’Ë°“√∑”ß“π¢Õß‰μ‰¥â ©–π—Èπ‡ªÑ“À¡“¬¢Õß°“√√—°…“§◊ÕÀ¬ÿ¥

°√–∫«π°“√Õ—°‡ ∫ ∑”„Àâæ—ßº◊¥≈¥≈ß ·≈–ªÑÕß°—π°“√∫“¥‡®Á∫‡√◊ÈÕ√—ß¢Õß‰μ®“°°“√

Õÿ¥μ—π¢Õß∑àÕ‰μ ‚¥¬∑—Ë«‰ª¡—°μâÕß„Àâ°“√√—°…“„π√“¬∑’Ë¡’Õ“°“√∑“ß§≈‘π‘° ‡™àπ

ÕàÕπ‡æ≈’¬ πÈ”Àπ—°≈¥ ª«¥∑âÕßÀ√◊Õª«¥À≈—ß √«¡∑—ÈßºŸâªÉ«¬∑’Ë¡’¿“«–‰μ∫«¡ (hydro-

nephrosis) À√◊Õ‰μ«“¬‡©’¬∫æ≈—π®“°°“√Õÿ¥μ—π¢Õß∑àÕ‰μ (ureteral obstruction)52

ºŸâªÉ«¬∑’Ë‰¡à¡’Õ“°“√Õ“®„™â«‘∏’°“√μ√«®μ‘¥μ“¡‡ªìπ√–¬–

°“√√—°…“¥â«¬¬“°¥¿Ÿ¡‘§ÿâ¡°—π

‰¡à¡’¬“°¥¿Ÿ¡‘§ÿâ¡°—π™π‘¥„¥∑’Ë¡’°“√»÷°…“«à“¥’°«à“™π‘¥Õ◊ËπÊ „π°“√√—°…“ ret-

roperitoneal fibrosis °“√∑∫∑«π°“√»÷°…“„πÕ¥’μπ—ÈπÕ“®·ª≈º≈‰¥â¬“°

‡π◊ËÕß®“° à«π¡“°∑”„πºŸâªÉ«¬°≈ÿà¡‡≈Á°Ê Õ’°∑—Èß√Ÿª·∫∫¢Õß retroperitoneal fibro-

sis „π·μà≈–°“√»÷°…“°Á§àÕπ¢â“ß·μ°μà“ß°—π √«¡∂÷ß‡°≥±å∑’Ë„™â„π°“√§—¥‡≈◊Õ°ºŸâ

ªÉ«¬·≈– primary end points °Á‰¡àμ√ß°—π ®π∂÷ßªí®®ÿ∫—π¡’‡æ’¬ß°“√»÷°…“‡¥’¬«∑’Ë‡ªìπ

randomized controlled trial (RCT) ·≈–À≈“¬°“√»÷°…“‡ªìπ prospective case

series7,52,53  à«π∑’Ë‡À≈◊Õ‡ªìπ°“√»÷°…“·∫∫¬âÕπÀ≈—ß (retrospective series) ·≈–

case reports ¬“°¥¿Ÿ¡‘§ÿâ¡°—π∑’Ë¡’¢âÕ¡Ÿ≈¡“°∑’Ë ÿ¥§◊Õ corticosteroids, tamoxifen
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·≈– MMF

°“√√—°…“∑’Ë‡ªìπ first line ¢Õß retroperitoneal fibrosis ‰¡à«à“®–‡°‘¥

®“° “‡Àμÿ„¥°Áμ“¡§◊Õ°“√„Àâ¬“ corticosteroids ‡ªìπ∑’Ë∑√“∫°—π¥’«à“ corticoster-

oids ¡’ƒ∑∏‘Ïμâ“π°“√Õ—°‡ ∫·≈–„™â√—°…“¿“«–∑’Ë¡’°“√Õ—°‡ ∫®“°À≈“¬ “‡Àμÿ„π‡°◊Õ∫

∑ÿ°Õ«—¬«–¢Õß√à“ß°“¬ πÕ°®“°π’È¬—ßæ∫«à“¡’ƒ∑∏‘Ï®”°—¥„π°“√μâ“π°“√‡°‘¥æ—ßº◊¥ (lim-

ited antifibrotic properties) Õ¬à“ß‡™àπ„π¿“«– nonviral autoimmune hepatic

fibrosis π—Èπæ∫«à“ prednisolone ™à«¬∑”„Àâ‚√§ ß∫·≈–¡’≈—°…≥–∑“ß histology

¥’¢÷Èπ ¬“„π√–¥—∫ Ÿß„™â„π°“√√—°…“¿“«–æ—ßº◊¥„πªÕ¥‚¥¬¡’Õ—μ√“°“√μÕ∫ πÕß∑’Ë 10-

40%54

 ”À√—∫°“√√—°…“ retroperitoneal fibrosis π—Èπ√“¬ß“π‡°◊Õ∫∑—ÈßÀ¡¥„™â cor-

ticosteroid Õ¬à“ß‡¥’¬«À√◊Õ„™â√à«¡°—∫¬“™π‘¥Õ◊ËπÊ ‡π◊ËÕß®“°¡’√“§“∂Ÿ°·≈–ÕÕ°

ƒ∑∏‘Ï‡√Á«„π°“√≈¥°“√Õ—°‡ ∫ ºŸâªÉ«¬®–√Ÿâ ÷°«à“¡’Õ“°“√¥’¢÷Èπ ¡’√–¥—∫ hemoglobin

‡æ‘Ë¡¢÷Èπ ·≈–¡’§à“∫àß™’È°“√Õ—°‡ ∫≈¥≈ß¿“¬„π 4-6  —ª¥“Àå ¬—ß‰¡à¡’°“√»÷°…“∂÷ß

¢π“¥¬“∑’Ë‡À¡“– ¡∑’Ë ÿ¥„π°“√√—°…“ °“√»÷°…“Àπ÷Ëß∑’Ë‡ªìπ RCT ∑”„πºŸâªÉ«¬ retro-

peritoneal fibrosis ®”π«π 36 √“¬π”¡“ ÿà¡‚¥¬°“√„Àâ prednisolone Õ¬à“ß

‡¥’¬«À√◊Õ„Àâ√à«¡°—∫ tamoxifen ‚¥¬‡√‘Ë¡„Àâ prednisolone 1 mg/kg/d ‡ªìπ‡«≈“

Àπ÷Ëß‡¥◊ÕπÀ√◊Õ®π°√–∑—Ëß¡’Õ“°“√∑“ß§≈‘π‘° ß∫≈ß ·≈â« ÿà¡„Àâ prednisolone μàÕ

·≈â«§àÕ¬Ê ≈¥¢π“¥¬“≈ß„π√–¬–‡«≈“ 7 ‡¥◊Õπ À√◊Õ‡ª≈’Ë¬π‡ªìπ„Àâ tamoxifen ‡ªìπ‡«≈“

7 ‡¥◊Õπ ‚¥¬°”Àπ¥„Àâ¿“«– ß∫¢Õß‚√§§◊Õ ¡’Õ“°“√∑—Ë«‰ª¥’¢÷Èπ·≈–§à“ ESR/CRP

°≈—∫¡“ª°μ‘ æ∫«à“ºŸâªÉ«¬‡æ’¬ß 6% „π°≈ÿà¡∑’Ë‰¥â prednisolone ¡’Õ“°“√°”‡√‘∫ (re-

lapse) ¢≥–√—∫°“√√—°…“ ‡∑’¬∫°—∫°≈ÿà¡∑’Ë‰¥â tamoxifen ∑’Ë Ÿß∂÷ß 39% ·≈–‡¡◊ËÕ

μ√«®μ‘¥μ“¡‰ªÀ≈—ß®“°À¬ÿ¥°“√√—°…“·≈â«æ∫«à“¡’°“√°”‡√‘∫„π°≈ÿà¡∑’Ë‰¥â predniso-

lone 11.8% ‡∑’¬∫°—∫ 18.2% „π°≈ÿà¡∑’Ë‰¥â tamoxifen ‚¥¬¢π“¥¢Õß°âÕπ√Õ∫‡ÕÕ

Õ√åμ“‡≈Á°≈ß¡“°°«à“™—¥‡®π„π°≈ÿà¡∑’Ë‰¥â prednisolone ·μà‰¡à¡’§«“¡·μ°μà“ß°—π

¢Õß√–¬–‡«≈“°“√‡Õ“ stent ÕÕ°®“°∑àÕ‰μ ‚¥¬ √ÿªª√– ‘∑∏‘¿“æ¢Õß predniso-

lone „π°“√ªÑÕß°—π°“√°≈—∫‡ªìπ´È”¢Õß retroperitoneal fibrosis π—Èπ¥’°«à“

tamoxifen Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘52
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πÕ°®“°π’È¬—ß¡’√“¬ß“πÕ’°À≈“¬°√≥’ºŸâªÉ«¬∑’Ëª√– ∫º≈ ”‡√Á®„π°“√√—°…“

¥â«¬ tamoxifen10,72-74 ¡’°“√»÷°…“‰ª¢â“ßÀπâ“°“√»÷°…“Àπ÷Ëß„πºŸâªÉ«¬ retroperi-

toneal fibrosis ®”π«π 55 √“¬∑’Ë‰¥â√—∫°“√√—°…“¥â«¬ tamoxifen „π¢π“¥ 20 mg

√—∫ª√–∑“π«—π≈– Õß§√—Èß‡æ’¬ßÕ¬à“ß‡¥’¬« ‚¥¬¡’ primary end points §◊Õ ¡’

Õ“°“√∑“ß§≈‘π‘°¥’¢÷Èπ„π 6  —ª¥“Àå °âÕπ√Õ∫‡ÕÕÕ√åμ“¡’¢π“¥§ß∑’ËÀ√◊Õ≈¥≈ß¿“¬„π

√–¬–‡«≈“ 4 ‡¥◊Õπ √à«¡°—∫μâÕß¡’¢π“¥≈¥≈ß¿“¬„π√–¬–‡«≈“ 8 ‡¥◊Õπ ·≈–°“√Õÿ¥

μ—π¢Õß∑àÕ‰μ¥’¢÷ÈπæÕ∑’Ë®–‡Õ“ stent ÕÕ°‰¥â æ∫«à“¡’ºŸâªÉ«¬ 65% ∑’Ë‰¥â primary end

points º≈¢â“ß‡§’¬ß∑’Ëæ∫∫àÕ¬‰¥â·°à Õ“°“√√âÕπ«Ÿ∫«“∫ ÕàÕπ‡æ≈’¬ ·≈–§«“¡

μâÕß°“√∑“ß‡æ»≈¥≈ß„πºŸâªÉ«¬™“¬ ª√–¡“≥ 32% ¢ÕßºŸâªÉ«¬∑’Ë‰¥â end points ¡’

Õ“°“√°”‡√‘∫ ‚¥¬√–¬–‡«≈“μ—Èß·μàÀ¬ÿ¥°“√√—°…“®πÕ“°“√°”‡√‘∫Õ¬Ÿà∑’Ë 26 ‡¥◊Õπ ‡¡◊ËÕ

√«¡ºŸâªÉ«¬∑’Ë‰¡à‰¥â end points μ—Èß·μà·√°°—∫ºŸâªÉ«¬∑’Ë¡’Õ“°“√°”‡√‘∫æ∫«à“‚¥¬√«¡

·≈â«°“√μÕ∫ πÕßμàÕ°“√√—°…“‰¡à¥’ ∑”„Àâ°“√„™â tamoxifen ‡æ’¬ßÕ¬à“ß‡¥’¬«„π

°“√√—°…“π—Èπ‰¡à‡ªìπ∑’Ëπà“æÕ„®π—°53

¬“Õ’°™π‘¥Àπ÷Ëß∑’Ëæ∫«à“¡’ª√– ‘∑∏‘¿“æ„π°“√√—°…“§◊Õ mycophenolate

mofetil (MMF) √à«¡°—∫°“√„Àâ prednisolone ¢π“¥μË”Ê MMF π—ÈπÕÕ°ƒ∑∏‘Ï¬—∫¬—Èß

inosine monophosphate dehydrogenase ́ ÷Ëß®–‰ª¢—¥¢«“ß°“√μÕ∫ πÕß¢Õß B

·≈– T cells ·≈–¬—ß “¡“√∂∑”„Àâæ—ßº◊¥≈¥≈ß‰¥â„π —μ«å∑¥≈Õß ®“°°“√»÷°…“·∫∫

‰ª¢â“ßÀπâ“„πºŸâªÉ«¬ retroperitoneal fibrosis ®”π«π 28 √“¬∑’Ë‰¥â√—∫°“√√—°…“¥â«¬

MMF √à«¡°—∫ ‡μ’¬√Õ¬¥å¢π“¥μË”Ê ‚¥¬„Àâ prednisolone 40 mg ‡ªìπ‡«≈“ 30 «—π

·≈–≈¥¢π“¥≈ß 10 mg „π·μà≈–‡¥◊Õπ √à«¡°—∫ MMF 1,000 mg √—∫ª√–∑“π«—π

≈– Õß§√—ÈßμàÕ‡π◊ËÕß‰ª®π°√–∑—Ëß°“√Õÿ¥μ—π¢Õß∑àÕ‰μ¥’¢÷Èπ‡ªìπ‡«≈“ 6 ‡¥◊Õπ·≈â«

À√◊Õ„Àâπ“π‡ªìπ‡«≈“ 6 ‡¥◊ÕπÀ≈—ß®“°∑’Ë¡’Õ“°“√¥’¢÷Èπ·≈–¢π“¥°âÕπ√Õ∫‡ÕÕÕ√åμ“≈¥

≈ß 25% ‡∑’¬∫°—∫°àÕπ√—°…“„π√“¬∑’Ë‰¡à¡’°“√Õÿ¥μ—π¢Õß∑àÕ‰μ ‚¥¬√«¡·≈â«ºŸâªÉ«¬‰¥â

√—∫°“√√—°…“π“πª√–¡“≥ 29.3 ‡¥◊Õπ æ∫«à“Õ“°“√∑“ß systemic ¥’¢÷Èπ ·≈–§à“°“√

Õ—°‡ ∫°≈—∫¡“ª°μ‘„πºŸâªÉ«¬∑ÿ°√“¬ ºŸâªÉ«¬ 89% ¡’¢π“¥°âÕπ≈¥≈ß¡“°°«à“ 25%

„π√“¬∑’Ë¡’°“√Õÿ¥μ—π¢Õß∑àÕ‰μæ∫«à“ 86%  “¡“√∂‡Õ“ stent ÕÕ°‰¥â7 ‡ªìπ∑’Ëπà“ —ß‡°μ

«à“ºŸâªÉ«¬∑’Ë‰¡àμÕ∫ πÕßμàÕ°“√√—°…“‡ªìπ African American ́ ÷ËßÕ“®‡ªìπº≈®“°°“√¡’
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rapid metabolism ¢Õß¬“„πºŸâªÉ«¬°≈ÿà¡π’È ‚¥¬√«¡¡’ºŸâªÉ«¬‡æ’¬ß 7% ‡∑à“π—Èπ∑’Ë¡’

Õ“°“√°”‡√‘∫ Õ“®‡π◊ËÕß®“°‰¥â√—∫°“√√—°…“‡ªìπ√–¬–‡«≈“∑’Ëπ“π°«à“‡¡◊ËÕ‡∑’¬∫°—∫°“√

»÷°…“Õ◊Ëπ

πÕ°®“°π’È¬—ß¡’√“¬ß“π°“√„™â¬“Õ◊ËπÊ „π°“√»÷°…“·∫∫¬âÕπÀ≈—ß¢π“¥‡≈Á°·≈–

case reports À≈“¬√“¬ß“π ‚¥¬æ∫§«“¡ ”‡√Á®„π°“√√—°…“¥â«¬ cyclosporine,

methotrexate, azathioprine, cyclophosphamide ·≈– colchicines40,41,55-57

‡¡◊ËÕ‰¡àπ“π¡“π’È¡’√“¬ß“π∂÷ß§«“¡ ”‡√Á®„π°“√√—°…“¥â«¬ immunologic agents ‰¥â·°à

infliximab ·≈– rituximab „πºŸâªÉ«¬∑’Ë‰¡àμÕ∫ πÕßμàÕ°“√√—∫ª√–∑“π¬“°¥

¿Ÿ¡‘§ÿâ¡°—π29,58

 ”À√—∫°“√√—°…“ IgG4-related retroperitoneal fibrosis „π°“√»÷°…“

¢Õß Zen ·≈–§≥–10 æ∫«à“°“√√—°…“ retroperitoneal fibrosis ¥â«¬ ‡μ’¬√Õ¬¥å

π—Èπ‰¥âº≈¥’‚¥¬‰¡à¢÷Èπ°—∫«à“¡’ IgG4-related disease √à«¡¥â«¬À√◊Õ‰¡à ·≈–‰¡à¢÷Èπ

°—∫√–¥—∫¢Õß serum IgG4  ‡μ’¬√Õ¬¥å¬—ß„™â‡ªìπ°“√√—°…“¡“μ√∞“π„π AIP59 ¢âÕ

∫àß™’È„π°“√„Àâ¬“§◊Õ ¡’Õ“°“√ ‡™àπ obstructive jaundice ®“° sclerosing cholan-

gitis, abdominal pain ·≈– hydronephrosis ®“° retroperitoneal fibrosis60

¥—ßπ—Èπ®÷ß·π–π”„Àâ√—°…“¥â«¬ ‡μ’¬√Õ¬¥å„πºŸâªÉ«¬ retroperitoneal fibrosis ∑’Ë¡’ AIP

√à«¡¥â«¬´÷Ëß°Á§◊Õ IgG4-related retroperitoneal fibrosis π—Ëπ‡Õß ¢π“¥¬“∑’Ë„™â‡√‘Ë¡

μâπ§◊Õ 30-40 mg/d (0.6 mg/kg per day)59 ‚¥¬¡—°¡’°“√μÕ∫ πÕßμàÕ°“√√—°…“

∑’Ë¥’ ºŸâªÉ«¬ à«π„À≠à√Õ¬‚√§∑’Ëμ—∫ÕàÕπ·≈– retroperitoneal fibrosis ®–¥’¢÷ÈπÀ≈—ß

®“°‡√‘Ë¡„Àâ°“√√—°…“ Fujimori ·≈–§≥–61 √“¬ß“πº≈°“√√—°…“„π®”π«πºŸâªÉ«¬ 8

√“¬æ∫«à“¡’Õ“°“√∑“ß§≈‘π‘°¥’¢÷Èπ∂÷ß 7 √“¬  à«πÕ’° 1 √“¬π—Èπ‰¡àæ∫°“√‡ª≈’Ë¬π·ª≈ß

Õ¬à“ß‰√°Áμ“¡·¡âºŸâªÉ«¬∑’Ë‰¥â√—∫°“√√—°…“¥â«¬ ‡μ’¬√Õ¬¥å¡—°¡’°“√μÕ∫ πÕßμàÕ°“√

√—°…“∑’Ë¥’·μà°Á¡’ºŸâªÉ«¬∫“ß√“¬∑’Ë‰¡àμÕ∫ πÕß ¬—ß‰¡à∑√“∫∂÷ß°≈‰°°“√‡°‘¥ steroid

resistance ∑’Ë™—¥‡®π ·≈–‡ªìπ°“√¬“°∑’Ë®–∑”π“¬∂÷ßª√– ‘∑∏‘¿“æ¢Õß ‡μ’¬√Õ¬¥å

°àÕπ„Àâ°“√√—°…“ „π°“√»÷°…“¢Õß Zen ·≈–§≥–10 æ∫«à“ºŸâªÉ«¬Àπ÷Ëß√“¬∑’Ë‰¥â√—∫°“√

√—°…“¥â«¬ ‡μ’¬√Õ¬¥å¡’°“√°≈—∫‡ªìπ´È”∂÷ß Õß§√—Èß Õ¬à“ß‰√°Áμ“¡æ∫«à“Õ“°“√¢Õß

‚√§ ß∫≈ß (remission) À≈—ß„Àâ ‡μ’¬√Õ¬¥å°≈—∫‰ª„À¡à „π∫“ß√“¬°“√°≈—∫‡ªìπ´È”
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‡°‘¥À≈—ß®“°À¬ÿ¥¬“ „π√“¬Õ◊ËπÊ æ∫«à“Õ“®‰¡à “¡“√∂‡Õ“ ureteral stent ÕÕ°‰¥â

‡π◊ËÕß®“°μÕ∫ πÕßμàÕ°“√√—°…“‰¡à¥’ ©–π—Èπ®÷ß§«√¡’°“√»÷°…“‡æ‘Ë¡‡μ‘¡‡æ◊ËÕ∑’Ë®–ª√–

‡¡‘πº≈°“√√—°…“·≈–°“√æ¬“°√≥å‚√§„π√–¬–¬“«„πºŸâªÉ«¬ retroperitoneal fibro-

sis ·¡â®–¡’√“¬ß“π°“√„™â¬“°¥¿Ÿ¡‘§ÿâ¡°—πÕ◊ËπÊ „πºŸâªÉ«¬ IgG4-related disease ∑’Ë

æ∫¡’°“√°≈—∫‡ªìπ´È”À√◊Õ‰¡àμÕ∫ πÕßμàÕ°“√√—°…“¥â«¬ ‡μ’¬√Õ¬¥å ·μà°Á¬—ß‰¡à¡’¢âÕ

 √ÿª∑’Ë™—¥‡®π„π°“√„™â¬“μà“ßÊ ‡À≈à“π’È62-64

°“√√—°…“¥â«¬°“√ºà“μ—¥

°“√√—°…“¥â«¬°“√ºà“μ—¥„π√“¬∑’Ë∑àÕ‰μ∂Ÿ°°¥‡∫’¬¥‚¥¬Õ“®∑”√à«¡°—∫°“√„Àâ

corticosteroids À√◊Õ‰¡à°Á‰¥âπ—Èπ‡ªìπ°“√√—°…“À≈—°„π retroperitoneal fibrosis

·μà‡¥‘¡¢âÕ∫àß™’È„π°“√ºà“μ—¥§◊Õ°“√æ∫À≈—°∞“π∑“ß¿“æ∂à“¬√—ß ’∑’Ë· ¥ß«à“¡’°“√Õÿ¥

μ—π¢Õß∑àÕ‰μ À√◊Õ¡’°“√∑”ß“π¢Õß‰μ·¬à≈ß „πªí®®ÿ∫—π°“√√—°…“‡ª≈’Ë¬π¡“‡ªìπ¥â“π

Õ“¬ÿ√°√√¡¡“°¢÷Èπ ∑”„Àâ¢âÕ∫àß™’È ”À√—∫°“√ºà“μ—¥‡ª≈’Ë¬π‰ª®“°‡¥‘¡ ‚¥¬¡—°„™â‡ªìπ

second line À≈—ß®“°‰¡àμÕ∫ πÕßμàÕ°“√√—°…“∑“ßÕ“¬ÿ√°√√¡ √«¡∂÷ß„π√“¬∑’Ë¡’

¢âÕÀâ“¡„π°“√„Àâ¬“À√◊Õ‰¡àμâÕß°“√∑’Ë®–‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π‡ªìπ√–¬–‡«≈“π“π

πÕ°®“°π’È·æ∑¬å∑’Ë¥Ÿ·≈ºŸâªÉ«¬§«√®–μâÕß¡’§«“¡√Ÿâ§«“¡‡¢â“„®„π°“√¥Ÿ·≈

√—°…“¿“«–∑àÕ‰μÕÿ¥μ—π ™π‘¥¢Õß stent ∑’Ë„™â ¿“«–·∑√°´âÕπ ·≈–√–¬–‡«≈“„π°“√

‡ª≈’Ë¬π stent °“√„ à ureteral stent  à«π¡“°¡—°∑”ºà“π∑“ß°“√ àÕß°≈âÕß

°√–‡æ“–ªí  “«– (cystoscopy) ¢âÕ¡Ÿ≈„πªí®®ÿ∫—πæ∫«à“°“√„™â∑àÕ‚≈À–π—Èπ‡æ‘Ë¡

Õ—μ√“§«“¡ ”‡√Á®¢Õß°“√√—°…“„π√“¬∑’Ë¡’°“√°¥‡∫’¬¥¢Õß∑àÕ‰μ®“°¿“¬πÕ°Õ¬à“ß

¡“°®“°¡–‡√Áß„π à«πÀ≈—ß™àÕß∑âÕßÀ√◊Õ¡–‡√Áß∫√‘‡«≥Õÿâß‡™‘ß°√“π65 ·μà¬—ß‰¡à¡’¢âÕ¡Ÿ≈„π

ºŸâªÉ«¬ retroperitoneal fibrosis ¿“«–·∑√° ấÕπ®“°°“√„ à stent ‰¥â·°à °“√μ‘¥‡™◊ÈÕ

Õ“°“√ª«¥‡«≈“ªí  “«– °“√Õÿ¥μ—π¢Õß stent ¥â«¬·§≈‡´’¬¡À√◊Õμ–°Õπ·√à∏“μÿμà“ßÊ

´÷Ëß¡’º≈μàÕ patency ¢Õß stent ·≈–‡æ‘Ë¡§«“¡‡ ’Ë¬ßμàÕ°“√‡ª≈’Ë¬πÀ√◊Õ‡Õ“ stent ÕÕ°

‚¥¬∑—Ë«‰À·π–π”„Àâ‡ª≈’Ë¬π stent ∑ÿ° “¡‡¥◊Õπ®π°√–∑—Ëß “¡“√∂‡Õ“ÕÕ°‰¥â1

°“√„ à nephroureteral stent (NUS) ´÷Ëß¡’√Ÿ¥â“π¢â“ß (side holes) ºà“π

∑“ßº‘«Àπ—ß (percutaneous) ‰ª¬—ß renal pelvis ≈ß‰ªμ“¡∑àÕ‰μ®π‰ª∂÷ß
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°√–‡æ“–ªí  “«– ¡—°„™â„π√–¬–·√°‡¡◊ËÕ‰¥â√—∫°“√«‘π‘®©—¬‚¥¬‡©æ“–„π√“¬∑’Ë¡’

¢Õ∫‡¢μ°“√°¥‡∫’¬¥∑àÕ‰μÕ¬à“ß°«â“ß¢«“ß ¢âÕ¥’¢Õß NUS §◊Õ “¡“√∂√–∫“¬

ªí  “«–ÕÕ°¡“‰¥â°àÕπ ‡¡◊ËÕæ‘®“√≥“·≈â««à“∑àÕ‰μ‡√‘Ë¡‡ªî¥¡“°¢÷Èπ‡æ’¬ßæÕ∑’Ë®–

 “¡“√∂„ à internal stent ‰¥â·≈â«§àÕ¬∑¥≈Õß clamp NUS ∑’ËÕ¬Ÿà¥â“ππÕ° ·≈–

≈Õß¥Ÿ antegrade flow ∂â“ ”‡√Á®„Àâ«“ß internal stent ¥â«¬ guide wire ºà“π∑“ß

NUS

Percutaneous nephrostomy (PCN) tubes π—Èπ à«π¡“°¡—° ß«π‰«â„™â

„π√“¬∑’Ë¡’°“√°¥‡∫’¬¥∑àÕ‰μ®“°∑“ß¥â“ππÕ°∑’Ë√ÿπ·√ß ·≈–¬—ß‰¡àª≈Õ¥¿—¬æÕ∑’Ë®–„ à

internal stent À√◊Õ NUS ºŸâªÉ«¬∑’Ë„ à PCN §«√‰¥â√—∫°“√ª√–‡¡‘π‡æ◊ËÕ‡ª≈’Ë¬π‡ªìπ

internal stent ‡ªìπ√–¬–

‡¡◊ËÕ¢π“¥¢Õß°âÕπ√Õ∫À≈Õ¥‡≈◊Õ¥·¥ß‡ÕÕÕ√åμ“‡≈Á°≈ß·≈–‰¡àæ∫°“√°¥

‡∫’¬¥∑àÕ‰μ®“°¿“æ∂à“¬√—ß ’·≈â« §«√æ‘®“√≥“‡Õ“ stent ÕÕ°Õ¬à“ß∂“«√ ‚¥¬¡’§”

·π–π”„Àâ∑¥≈Õß‡Õ“ÕÕ°‡æ’¬ß™â“ß‡¥’¬«°àÕπ„π√“¬∑’Ë„ à∑—Èß Õß¢â“ß §«√μ‘¥μ“¡¥ŸÕ“°“√

ª√‘¡“≥ªí  “«– μ√«® creatinine ·≈– potassium ‡ªìπ√–¬– ∂â“‰¡àæ∫≈—°…≥–∑’Ë

∫àß™’È«à“¡’°“√Õÿ¥μ—π„Àâ∑” Mag-3 nuclear scan ‡¡◊ËÕ§√∫ 14 «—π ∂â“æ∫°“√¢—∫

ªí  “«–ª°μ‘§àÕ¬‡Õ“ stent ¢â“ß∑’Ë‡À≈◊ÕÕÕ° „π√–À«à“ßπ’ÈÕ“®æ∫≈—°…≥–°“√Õÿ¥μ—π

∫“ß à«π‰¥â‡æ√“–∑àÕ‰μ∫«¡‡π◊ËÕß®“°°“√„ à stent ‡ªìπ√–¬–‡«≈“π“π °√≥’∑’Ë¬—ßæ∫

°“√Õÿ¥μ—π∫“ß à«πÕ¬Ÿà„Àâ∑”°“√μ√«®¥—ß°≈à“«´È”„πÕ’° Õß —ª¥“Àå ∂â“¬—ßæ∫Õ’°„Àâ

æ‘®“√≥“°“√„ à stent „À¡àÕ’°§√—Èß1

°“√μ√«®μ‘¥μ“¡„π√–¬–¬“«

¥—ß∑’Ë°≈à“«¡“·≈â««à“ retroperitoneal fibrosis π—Èπ¡’Õ—μ√“°“√°≈—∫‡ªìπ´È”

§àÕπ¢â“ß Ÿß52,53 ºŸâªÉ«¬®÷ß§«√‰¥â√—∫°“√μ√«®μ‘¥μ“¡‰ªμ≈Õ¥™’«‘μÀ≈—ßÀ¬ÿ¥°“√√—°…“

¥â«¬¬“°¥¿Ÿ¡‘§ÿâ¡°—π ‚¥¬μ√«®§à“°“√∑”ß“π¢Õß‰μ §«“¡‡¢â¡¢âπ¢Õß‡¡Á¥‡≈◊Õ¥ √«¡

∂÷ß§à“°“√Õ—°‡ ∫∑ÿ°‡¥◊Õπ„π™à«ßÀ°‡¥◊Õπ·√° À≈—ß®“°π—Èπμ‘¥μ“¡∑ÿ° “¡‡¥◊Õπ1

·π–π”ºŸâªÉ«¬„Àâ√’∫¡“æ∫·æ∑¬å∂â“°≈—∫¡“¡’Õ“°“√ª«¥À√◊ÕπÈ”Àπ—°≈¥‚¥¬‰¡à∑√“∫

 “‡Àμÿ
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∫∑ √ÿª

Retroperitoneal fibrosis ‡ªìπ§«“¡º‘¥ª°μ‘∑’Ë¬—ß‰¡à∑√“∫ “‡Àμÿ∑’Ë·∑â®√‘ß

‚¥¬æ∫¡’≈—°…≥–¢Õß fibroinflammation ‡°‘¥¢÷Èπ„π retroperitoneal tissue √Õ∫

infrarenal aorta ·≈–≈ÿ°≈“¡‰ª à«π¢â“ß‡§’¬ß ‰¡à¡’Õ“°“√®”‡æ“–‡®“–®ß °“√

«‘π‘®©—¬π—ÈπÕ“»—¬¿“æ∂à“¬√—ß ’‡ªìπÀ≈—°´÷Ëß¬—ß„™â„π°“√μ‘¥μ“¡º≈°“√√—°…“¥â«¬ ®“°

°“√»÷°…“¡“°¢÷Èπ‡√◊ËÕ¬Ê ®÷ß‡√‘Ë¡¡’°“√√Ÿâ®—° retroperitoneal fibrosis «à“ à«πÀπ÷Ëßπ—Èπ

‡ªìπ√Õ¬‚√§∑’Ëæ∫‰¥âπÕ°μ—∫ÕàÕπ¢Õß‚√§μ—∫ÕàÕπÕ—°‡ ∫ÕÕ‚μÕ‘¡¡Ÿπ (AIP) ·≈–æ∫

√à«¡„π°≈ÿà¡ IgG4-related disease ‰¥âª√–¡“≥ 10% ´÷Ëß„π°√≥’π’È “¡“√∂‡°‘¥‰¥â

‚¥¬¡’ onset ∑’Ë·μ°μà“ß‰ª®“°√Õ¬‚√§Õ◊ËπÊ „π IgG4-related disease √«¡∂÷ß AIP

¥â«¬ ®÷ß¡’§”·π–π”„Àâμ√«® IgG4 assay „π°“√«‘π‘®©—¬ À“°¡’√–¥—∫ IgG4  Ÿß§«√

√—°…“·≈–μ√«®μ‘¥μ“¡‡™àπ‡¥’¬«°—∫ IgG4- related disease °“√√—°…“À≈—°§◊Õ°“√

„Àâ corticosteroids ‚¥¬‰¡à¢÷Èπ°—∫ “‡Àμÿ ‚¥¬¡’°“√μÕ∫ πÕßμàÕ°“√√—°…“§àÕπ¢â“ß

¥’

Õ¬à“ß‰√°Áμ“¡ ‚¥¬¿“æ√«¡·¡â®–¡’°“√√«∫√«¡°“√»÷°…“∑’Ëºà“π¡“¡“°¢÷Èπ

·μà§«“¡‡¢â“„®„π retroperitoneal fibrosis π—Èπ¬—ß§ß¡’§àÕπ¢â“ßπâÕ¬ ∑—Èß„π¥â“π°“√

®”·π°ª√–‡¿∑ æ¬“∏‘ √’√«‘∑¬“ ·≈–°“√√—°…“∑’Ë‡À¡“– ¡ ‡π◊ËÕß®“°„π·μà≈–°“√

»÷°…“π—Èπ¬—ß‰¡à¡’§”®”°—¥§«“¡∑’Ë‡ªìπ¡“μ√∞“π‡¥’¬«°—π ¡’ºŸâªÉ«¬®”π«ππâÕ¬ ·≈–¡’ end

points ¢Õß°“√√—°…“∑’Ë·μ°μà“ß°—π ∑”„Àâ§«“¡√Ÿâ„π°“√„Àâ°“√¥Ÿ·≈√—°…“∑’Ë‡À¡“– ¡

π—Èπ¬—ß§ß¡’®”°—¥ „πÕπ“§μ§«√μâÕß¡’°“√„Àâ§”®”°—¥§«“¡∑’Ë‡ªìπ¡“μ√∞“π “°≈·≈–
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Gastric Intestinal Metaplasia
Õ—®©√“¿√≥å  §ßπ“§
∏‡π»  ™‘μ“æπ“√—°…å

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

Review Article

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

∫∑π”

¡–‡√Áß°√–‡æ“–Õ“À“√ ®”·π°‰¥â‡ªìπ 2 °≈ÿà¡ μ“¡ Lauren classification

‰¥â·°à diffuse type ·≈– intestinal type ‚¥¬ intestinal type ‡ªìπ¡–‡√Áß∑’Ë

æ∫„πºŸâªÉ«¬Õ“¬ÿ¡“° ·≈–¡’°≈‰°°“√‡°‘¥ºà“π Correa cascade1 ‚¥¬‡√‘Ë¡®“° non-

atrophic gastritis, multifocal atrophic gastritis ®“°π—Èπ°≈“¬‡ªìπ intestinal

metaplasia ·≈â«‡°‘¥ dysplasia ®π°≈“¬‡ªìπ¡–‡√Áß„π∑’Ë ÿ¥ ¢—ÈπμÕπ¥—ß°≈à“«®–

∂Ÿ°°√–μÿâπ®“°‡™◊ÈÕ Helicobacter pylori (H. pylori) (¿“æ∑’Ë 1)

ª√–‡∑»‰∑¬‡ªìπª√–‡∑»∑’Ë¡’Õÿ∫—μ‘°“√≥å¢Õß¡–‡√Áß°√–‡æ“–Õ“À“√μË” ‚¥¬

æ∫‰¥â‡ªìπÕ—π¥—∫∑’Ë 5 „πºŸâ™“¬·≈–Õ—π¥—∫∑’Ë 9 „πºŸâÀ≠‘ß ®÷ß¬—ß‰¡à·π–π”„Àâμ√«®

§—¥°√Õß‚√§¡–‡√Áß°√–‡æ“–Õ“À“√„πºŸâ∑’Ë‰¡à¡’Õ“°“√ ¥—ßπ—Èπ°“√‡≈◊Õ°μ‘¥μ“¡μ√«®

§—¥°√ÕßºŸâ∑’Ë¡’ intestinal metaplasia ´÷Ëß‡ªìπ precancerous lesion ¢Õß‚√§π’È

πà“®–‰¥âª√–‚¬™πå¡“°°«à“ ‡π◊ËÕß®“°ºŸâªÉ«¬∑’Ëμ√«®æ∫ intestinal metaplasia ‡æ‘Ë¡

‚Õ°“ °“√‡ªìπ¡–‡√Áß°√–‡æ“–Õ“À“√¡“°∂÷ß 6 ‡∑à“2

™π‘¥¢Õß gastric intestinal metaplasia

Intestinal metaplasia §◊Õ°“√‡ª≈’Ë¬π·ª≈ß≈—°…≥–¢Õß‡¬◊ËÕ∫ÿ°√–‡æ“–

Õ“À“√‰ª‡ªìπ≈—°…≥–¢Õß‡¬◊ËÕ∫ÿ≈”‰ â‡≈Á°3 ÷́Ëß¡—°‡°‘¥®“°°“√∂Ÿ°°√–μÿâπ È́”Ê ¢Õß‡π◊ÈÕ

‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√ ·≈– à«π„À≠à‡°‘¥®“°°“√μ‘¥‡™◊ÈÕ H. pylori
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Intestinal metaplasia ∂Ÿ°®—¥·∫àß‰¥âÀ≈“¬«‘∏◊ ·μà«‘∏’∑’Ëπ‘¬¡„™â§◊Õ«‘∏’¢Õß Jass ·≈–

Fillipe3 ´÷Ëß®–·∫àß™π‘¥¢Õß intestinal metaplasia ÕÕ°‡ªìπ 2 ™π‘¥ ‰¥â·°à

1. Complete type (type I) æ∫¡’≈—°…≥–¢Õß eosinophilic enterocytes

´÷Ëß®–‡ÀÁπ well defined brush border (absorptive microvilli) (¿“æ∑’Ë 2) √«¡∑—Èß

æ∫ Paneth cells ·≈– goblet cells ´÷Ëß √â“ß sialomucins ‡À¡◊Õπ≈”‰ â‡≈Á°4

2. Incomplete type (type II ·≈– III) §◊Õ¡’‡¬◊ËÕ∫ÿ‡À¡◊Õπ≈”‰ â„À≠à ‚¥¬

¡’ droplets À≈“¬¢π“¥√Ÿª√à“ß irregular ‚¥¬∑’Ë‰¡à¡’ brush border ‡¬◊ËÕ∫ÿ™π‘¥π’È

 √â“ß sialomucins ·≈–À√◊Õ sulphomucins ‚¥¬ type II ®– √â“ß neutral ·≈–

acidic sialomucins  à«π type III ®– √â“ß sulfomucins (´÷Ëß sulfomucins ·¬°®“°

sialomucins ‚¥¬°“√¬âÕ¡¥â«¬ iron diamine/Alcian blue staining) πÕ°®“°π’È

type III ¬—ß¡’ glandular distortion ´÷Ëß‡ªìπ≈—°…≥–‡¥àπ ·≈–‰¡àæ∫ Paneth cells

(¿“æ∑’Ë 3)

¿“æ∑’Ë 1 Correa cascade ¢Õß¡–‡√Áß°√–‡æ“–Õ“À“√
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¿“æ∑’Ë 2 a) Intestinal metaplasia ™π‘¥ complete type b) Intestinal metaplasia ™π‘¥ incom-

plete type

¿“æ∑’Ë 3 ¢—ÈπμÕπ°“√‡°‘¥ intestinal metaplasia ·≈–°“√ √â“ß mucin ™π‘¥μà“ßÊ
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√–∫“¥«‘∑¬“¢Õß intestinal metaplasia ·≈–¡–‡√Áß°√–‡æ“–Õ“À“√

Intestinal metaplasia ‡æ‘Ë¡‚Õ°“ °“√‡°‘¥‚√§¡–‡√Áß°√–‡æ“–Õ“À“√

¡“°∂÷ß 6 ‡∑à“5  à«πÕÿ∫—μ‘°“√≥å¢Õß intestinal metaplasia ‡Õßπ—Èπ æ∫¡“°∂÷ß

√âÕ¬≈– 29.2 „πª√–™“°√∑—Ë«‰ª∑’Ë‰¥â√—∫°“√ àÕß°≈âÕß6 ‚¥¬®–æ∫¡“°¢÷Èπ„πºŸâ∑’Ëμ‘¥‡™◊ÈÕ

H. pylori7 ºŸâ ŸßÕ“¬ÿ (ºŸâ∑’ËÕ“¬ÿ¡“°°«à“ 50 ªï æ∫‰¥â 31.9% „π¢≥–∑’ËºŸâ∑’ËÕ“¬ÿπâÕ¬

°«à“ 40 ªïæ∫‰¥â 5.2%) ·≈–ºŸâ∑’Ë Ÿ∫∫ÿÀ√’Ë5

‡¡◊ËÕμ‘¥μ“¡‰ª 10 ªï ºŸâªÉ«¬∑’Ëμ√«®æ∫ intestinal metaplasia ™π‘¥ com-

plete type À√◊Õ type I ¡—°¡’Õÿ∫—μ‘°“√≥å¢Õß¡–‡√Áß°√–‡æ“–Õ“À“√μË” „π¢≥–∑’Ë type

II °≈“¬‡ªìπ¡–‡√Áß 2.14 ‡∑à“ ·≈– type III °≈“¬‡ªìπ¡–‡√Áß¡“°∂÷ß 4.58 ‡∑à“ ‡¡◊ËÕ

‡∑’¬∫°—∫ type I8

πÕ°®“°π’È¬—ßæ∫«à“μ”·Àπàß (topographic patterns) ¢Õß intestinal

metaplasia ¬—ß —¡æ—π∏å°—∫°“√‡°‘¥‚√§¡–‡√Áß°√–‡æ“–Õ“À“√Õ’°¥â«¬9 ‚¥¬À“°¡’ in-

testinal metaplasia ∫√‘‡«≥ lesser curvature μ—Èß·μà cardia ®π∂÷ß pylorus

®–‡æ‘Ë¡‚Õ°“ ‡ªìπ¡–‡√Áß°√–‡æ“–Õ“À“√ 5.7 ‡∑à“ ·μàÀ“°¡’ intestinal metaplasia

∑—Ë«°√–‡æ“–Õ“À“√¬°‡«âπ∫√‘‡«≥ fundus ®–‡æ‘Ë¡‚Õ°“ ‡ªìπ¡–‡√Áß°√–‡æ“–Õ“À“√

¡“°∂÷ß 12.2 ‡∑à“ ´÷Ëß metaplastic foci ¡—°‡√‘Ë¡‡°‘¥μ√ß√Õ¬μàÕ√–À«à“ß antrum °—∫

corpus ‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß∫√‘‡«≥ incisura angularis4

 “‡Àμÿ¢Õß intestinal metaplasia

¿“«– intestinal metaplasia ‡°‘¥®“°°“√ª√—∫μ—«¢Õß‡¬◊ËÕ∫ÿ°√–‡æ“–

Õ“À“√μàÕ ‘Ëß°√–μÿâπ ‚¥¬¡’ªí®®—¬À≈“¬Õ¬à“ß ‰¥â·°à

1. Host

‡™àπ polymorphisms ¢Õß Interleukin-1 gene ®–‡æ‘Ë¡°“√ √â“ß IL-1β

´÷Ëß∑”„Àâ‡°‘¥ hypochlorhydria ·≈–§àÕ¬Ê π”‰ª Ÿà¡–‡√Áß°√–‡æ“–Õ“À“√10 °“√¡’ mu-

tation ¢Õß p53 gene ́ ÷Ëß¡—°æ∫„π intestinal metaplasia type III3,11 πÕ°®“°
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π’È¬—ßæ∫«à“¡’ microsatellite instability μ√ß∑’Ë‡ªìπ intestinal metaplasia ´÷Ëß

‡™◊ËÕ«à“∑”„ÀâμàÕ¡“®÷ß°≈“¬‡ªìπ¡–‡√Áß°√–‡æ“–Õ“À“√12

2. Environment13

æ∫«à“ √–¥—∫ ascorbic acid ∑’Ë≈¥≈ß„πºŸâ∑’Ë¡’ gastritis ·≈–°“√√—∫

ª√–∑“πÕ“À“√∑’Ë¡’‡°≈◊Õ Ÿß ∑”„Àâ gastric cell proliferation ‡æ‘Ë¡¡“°¢÷Èπ

3. Bacterial factors

‡™àπ °“√μ‘¥‡™◊ÈÕ H. pylori ´÷Ëß‡™◊ÈÕ®– √â“ß ammonia ®“° urease ·≈â«

∑”„Àâ‡°‘¥ gastric mucosal atrophy13 ∑”„Àâ¡’ apoptotic index/proliferation

index ratio ≈¥≈ß®π°≈“¬‡ªìπ¡–‡√Áß3 πÕ°®“°π’È¬—ß∑”„Àâ‡°‘¥ over expression

¢Õß cyclooxygenase-2 ·≈– cyclin D2 ¢≥–∑’Ë expression ¢Õß p27 ≈¥≈ß14,15

´÷Ëß‡ªìπÕ’°°≈‰°Àπ÷Ëß¢Õß°“√‡°‘¥¡–‡√Áß

°“√«‘π‘®©—¬16

ESGE guideline ·π–π”„Àâ„™â magnification chromoendoscopy À√◊Õ

narrow band imaging (NBI) „π°“√μ√«®À“√Õ¬‚√§ μ”·Àπàß √à«¡°—∫°“√

 àßμ√«®™‘Èπ‡π◊ÈÕ∑“ßæ¬“∏‘«‘∑¬“ ‚¥¬°“√ ÿà¡μ√«®™‘Èπ‡π◊ÈÕ§«√μ—¥Õ¬à“ßπâÕ¬ 4 ™‘Èπ

(μ√ß lesser ·≈– greater curvature ®“° à«π antrum ·≈– corpus) ·≈–§«√

μ—¥™‘Èπ‡π◊ÈÕ„πμ”·Àπàß∑’Ë ß —¬‡æ‘Ë¡¥â«¬ ‚¥¬ àß·¬°¢«¥„π·μà≈–μ”·Àπàß  Õ¥§≈âÕß

μ“¡√–∫∫°“√√“¬ß“πº≈™‘Èπ‡π◊ÈÕ®“°°√–‡æ“–Õ“À“√¢Õß Sydney System ∑’Ë

¬Õ¡√—∫°—π·æ√àÀ≈“¬´÷Ëß·π–π”„Àâμ—¥ 5 ™‘Èπ ‰¥â·°à ∑’Ëμ”·Àπàß antrum Õ¬à“ßπâÕ¬ 2

™‘Èπ (‚¥¬Àà“ß®“° pylorus 3 ´¡. ¡“∑“ß lesser ·≈– greater curvature) ∑’Ë inci-

sura angularis 1 ™‘Èπ ·≈–∑’Ëμ”·Àπàß body 2 ™‘Èπ (Àπ÷Ëß™‘Èπ∑“ß¥â“π lesser curva-

ture ‚¥¬„ÀâÀà“ß®“° incisura ¡“∑“ß proximal 4 ´¡. ·≈–Õ’°Àπ÷Ëß™‘Èπ∑’Ë°÷Ëß°≈“ß

¢Õß greater curvature) ‡Àμÿº≈∑’Ë∑”‡™àππ’È‡π◊ËÕß®“° Intestinal metaplasia

 “¡“√∂‡°‘¥¢÷Èπ‰¥âÀ≈“¬μ”·Àπàß
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πÕ°®“°π’È√–¥—∫ serum pepsinogens ¬—ß “¡“√∂∫àß™’È∂÷ß extensive atro-

phic gastritis ‰¥â ‚¥¬À“°¡’√–¥—∫ serum pepsinogens μË”√à«¡°—∫¡’ H. pylori

serology ‡ªìπ∫«°·≈â« ®–∫àß∫Õ°«à“¡’§«“¡‡ ’Ë¬ß ŸßμàÕ°“√‡ªìπ¡–‡√Áß°√–‡æ“–Õ“À“√

Õ¬à“ß‰√°Áμ“¡ °“√»÷°…“‡√◊ËÕß serology π’È  à«π„À≠à∑”„πª√–‡∑»≠’ËªÿÉπ ·≈–«‘∏’°“√

μ√«®„π·μà≈–°“√»÷°…“°Á·μ°μà“ß°—π ®÷ß¬—ß‰¡à¡’‡°≥±å∑’Ë‡À¡“– ¡ ”À√—∫ª√–™“°√

∑—Ë«‰ª

°“√μ√«®μ‘¥μ“¡ (Surveillance)

Atrophic gastritis (AG) À√◊Õ intestinal metaplasia (IM)

®“° ESGE guideline16 ·π–π”«à“ºŸâªÉ«¬§«√‰¥â√—∫°“√μ√«®μ‘¥μ“¡§—¥

°√Õß¥â«¬°“√ àÕß°≈âÕßμ√«®°√–‡æ“–Õ“À“√∑ÿ°Ê 3 ªï °√≥’∑’Ë‡ªìπ extensive atro-

phic gastritis ·≈–/À√◊Õ intestinal metaplasia (§◊ÕÕ¬Ÿà∑’Ë antrum ·≈– gastric

body) ·≈–‰¡à®”‡ªìπμâÕßμ‘¥μ“¡§—¥°√ÕßÀ“° atrophic gastritis ·≈–/À√◊Õ intes-

tinal metaplasia ¡’Õ¬Ÿà‡©æ“–∑’Ë antrum

Dysplasia

ºŸâªÉ«¬∑’Ëμ√«®æ∫ low grade dysplasia ‚¥¬‰¡à¡’√Õ¬‚√§®“°°“√ àÕß°≈âÕß

„Àâ àÕß°≈âÕßμ√«®μ‘¥μ“¡∑ÿ° 1 ªï À“°æ∫√Õ¬‚√§∑’Ë‡ÀÁπ®“°°“√ àÕß°≈âÕß§«√

æ‘®“√≥“μ—¥√Õ¬‚√§π—ÈπÕÕ°

ºŸâ∑’Ë¡’ high grade dysplasia ∑’Ë‰¡à¡’√Õ¬‚√§®“°°“√ àÕß°≈âÕß „Àâ àÕß

°≈âÕß´È”∑—π∑’·≈–μ—¥™‘Èπ‡π◊ÈÕ‡æ‘Ë¡ ®“°π—Èπμ√«®μ‘¥μ“¡∑ÿ° 6-12 ‡¥◊Õπ (¿“æ∑’Ë 4)

πÕ°®“°π’È „π°√≥’∑’Ëμ√«®æ∫ intestinal metaplasia ™π‘¥ incomplete

type À√◊ÕºŸâªÉ«¬¡’ª√–«—μ‘§√Õ∫§√—«‡ªìπ‚√§¡–‡√Áß°√–‡æ“–Õ“À“√ À√◊ÕºŸâªÉ«¬ Ÿ∫

∫ÿÀ√’Ë√à«¡¥â«¬ ®–‡æ‘Ë¡‚Õ°“ ‡ªìπ¡–‡√Áß°√–‡æ“–Õ“À“√¡“°¢÷Èπ‡ªìπ 11.3 ‡∑à“17 6.1

‡∑à“17 ·≈– 1.47 ‡∑à“18 μ“¡≈”¥—∫ ¥—ßπ—Èπ Zullo ·≈–§≥–5 ®÷ß‰¥â·π–π”„Àâ∑”°“√

μ‘¥μ“¡μ√«®§—¥°√Õß¡–‡√Áß°√–‡æ“–Õ“À“√√–¬–‡√‘Ë¡μâπ (early gastric cancer) ∑ÿ°ªï
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¿“æ∑’Ë 4 °“√μ√«®μ‘¥μ“¡§—¥°√Õß„πºŸâ∑’Ë¡’ atrophic gastritis ·≈– intestinal metaplasia

„πºŸâªÉ«¬∑’Ëμ√«®æ∫ intestinal metaplasia √à«¡°—∫¢âÕ„¥¢âÕÀπ÷ËßμàÕ‰ªπ’È §◊Õ 1) in-

testinal metaplasia >20% 2) ‡ªìπ™π‘¥ incomplete type 3) ¡’≠“μ‘ “¬μ√ß

‡ªìπ¡–‡√Áß°√–‡æ“–Õ“À“√16 4)  Ÿ∫∫ÿÀ√’Ë

°“√√—°…“

°“√°”®—¥‡™◊ÈÕ H. pylori ‰¡à∑”„Àâ intestinal metaplasia À“¬‰ª5 ·μà

 “¡“√∂∑”„Àâ°“√¥”‡π‘π‚√§™â“≈ß ·≈–Õ“®∑”„Àâ atrophic gastritis ¥’¢÷Èπ‰¥â∫â“ß

®÷ß·π–π”„Àâ°”®—¥‡™◊ÈÕ H. pylori ∑ÿ°§πÀ≈—ß®“°‰¥â√—∫°“√ºà“μ—¥‰ª·≈â«‡æ◊ËÕ≈¥°“√

°≈—∫‡ªìπ´È”¢Õß¡–‡√Áß16 ¢âÕ¡Ÿ≈∑’Ë‰¥â®“°°“√»÷°…“„πªí®®ÿ∫—πæ∫«à“ °“√„™â COX-2

inhibitor, ascorbic acid À√◊Õ beta-carotene ‰¡à “¡“√∂™–≈Õ°“√°≈“¬‡ªìπ¡–‡√Áß

‰¥â16
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‡°Á∫¡“Ω“°

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

∑à“π ¡“™‘°§ß‰¥â —ß‡°μ‡ÀÁπ«à“ „π√–¬–‡«≈“√“« ‘∫ªï∑’Ëºà“π¡“π’È ¡’·æ∑¬å

®“°ª√–‡∑»‡æ◊ËÕπ∫â“π·«–‡«’¬π‡¢â“¡“√—∫°“√Ωñ°Õ∫√¡°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√

μ“¡ ∂“∫—πμà“ßÊ „πª√–‡∑»‰∑¬Õ¬Ÿà‡ªìπ√–¬– ·≈–¡’®”π«π‡æ‘Ë¡¢÷Èπ‡√◊ËÕ¬Ê ·¡â«à“

·æ∑¬å‡À≈à“π—Èπ à«πÀπ÷Ëß®–‰¥âμ‘¥μàÕ ∂“∫—πΩñ°Õ∫√¡‚¥¬μ√ß¥â«¬μπ‡ÕßÀ√◊Õºà“π

Àπà«¬ß“πμâπ —ß°—¥μà“ßÊ ·μàÕ’°™àÕß∑“ßÀπ÷Ëß∑’Ë∑à“π ¡“™‘°À≈“¬∑à“πÕ“®¬—ß‰¡à∑√“∫

À√◊Õ¬—ß‰¡à√Ÿâ®—°°Á§◊Õ »Ÿπ¬åΩñ°Õ∫√¡ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√„πª√–‡∑»‰∑¬¿“¬„μâ

°“√¥Ÿ·≈¢Õß World Gastroenterology Organization (WGO)

À“°‡¢â“‰ª¥Ÿ„π website ¢Õß WGO ∑’Ë www.worldgastroenterology.org

®–æ∫«à“ μ—Èß·μàªï 2000 ‡ªìπμâπ¡“ WGO ‰¥â°àÕμ—Èß WGO Training Centers

μ“¡ª√–‡∑»μà“ßÊ ∑—Ë«‚≈°¡“·≈â«∑—Èß ‘Èπ 23 ·Ààß ‚¥¬¡’«—μ∂ÿª√– ß§å‡æ◊ËÕ„Àâ·æ∑¬å

·≈–∫ÿ§≈“°√∑“ß°“√·æ∑¬å∑’Ë‡°’Ë¬«¢âÕß„πª√–‡∑»°”≈—ßæ—≤π“À√◊Õ¢“¥·§≈π

∑√—æ¬“°√‰¥â¡’‚Õ°“ ‡¢â“∂÷ß·À≈àß‡√’¬π√Ÿâ·≈–‡æ‘Ë¡æŸπª√– ∫°“√≥å‡æ◊ËÕæ—≤π“¢’¥

§«“¡ “¡“√∂„π¥â“π°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√„Àâ‰ª Ÿà¡“μ√∞“π√–¥—∫π“π“™“μ‘

»Ÿπ¬å àÕß°≈âÕßœª√–‡∑»‰∑¬π—∫‡ªìπÀπ÷Ëß„π 23 ·Ààß∑—Ë«‚≈° ·≈–‡ªìπ§«“¡¿“§

¿Ÿ¡‘„®¢Õßª√–‡∑»‰∑¬

„π√–¬–‡«≈“‡°◊Õ∫ ‘∫ªï∑’Ëºà“π¡“ »Ÿπ¬åΩñ°Õ∫√¡ àÕß°≈âÕßœ„πª√–‡∑»‰∑¬

¿“¬„μâ WGO ·Ààßπ’È‰¥â‡ªî¥‚Õ°“ „Àâ·æ∑¬å®“°ª√–‡∑»μà“ßÊ ‚¥¬‡©æ“–·∂∫‡Õ‡™’¬

‡¢â“¡“√—∫°“√Ωñ°Õ∫√¡°“√ àÕß°≈âÕß‡ªìπ√–¬–‡«≈“§√—Èß≈– 3-6 ‡¥◊Õπ ∑—ÈßÀ≈—° Ÿμ√ Basic

upper and lower GI endoscopy À√◊Õ°“√Ωñ°Õ∫√¡ ERCP ·≈– EUS π—∫‡ªìπ

®”π«π·æ∑¬å∑’Ë‡¢â“¡“Ωñ°Õ∫√¡·≈â«¡“°°«à“ 30 §π



74 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, æƒ…¿“§¡- ‘ßÀ“§¡ 2558

§√—Èßπ’È ‡√“®–¡“∑”§«“¡√Ÿâ®—°»Ÿπ¬åΩñ°Õ∫√¡ àÕß°≈âÕßœ·Ààßπ’È°—π¡“°¢÷Èπ ºà“π

°“√ —¡¿“…≥åÕ“®“√¬å ∂“æ√ ¡“π—  ∂‘μ¬å ´÷Ëß∑à“π‰¥â¥”√ßμ”·Àπàß President of

Thailand WGO Training Center ¡“μ—Èß·μà‡¡◊ËÕ§√—Èß°àÕμ—Èß»Ÿπ¬å®π°√–∑—Ëß

ªí®®ÿ∫—π∑’Ë∑à“π°”≈—ß®– àß¡Õ∫Àπâ“∑’ËμàÕ„Àâ·°àÕ“®“√¬åππ∑≈’ ‡ºà“ «— ¥‘Ï

¿“æ∑’Ë 1 ∫√‘‡«≥¥â“πÀπâ“

¢Õß»Ÿπ¬å àÕß°≈âÕß

∑“ß‡¥‘πÕ“À“√ «’°‘®

«’√“πÿ«—μμ‘Ï  ≥ ‚√ß

æ¬“∫“≈»‘√‘√“™ ´÷Ëß

„™â‡ªìπ∑’Ëμ—Èß¢Õß WGO

Thai Endoscopy

Training Center

¿“æ∑’Ë 2 ªÑ“¬ WGO Thai

Endoscopy Training

Center ´÷ËßÕ¬Ÿà∑’Ë∫√‘‡«≥

Àπâ“»Ÿπ¬å àÕß°≈âÕß

∑“ß‡¥‘πÕ“À“√œ ‚√ß

æ¬“∫“≈»‘√‘√“™
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§«“¡‡ªìπ¡“·≈–«—μ∂ÿª√– ß§å¢Õß°“√°àÕμ—Èß WGO training center „πª√–‡∑»
‰∑¬

Õ“®“√¬å ∂“æ√:

World Gastroenterology Organization (WGO) Endoscopy Train-

ing Center „πª√–‡∑»‰∑¬¡’°”‡π‘¥¡“®“°°“√®—¥ß“π WGO Conference „π

ª√–‡∑»‰∑¬„πªï 2002 ´÷Ëß‡ªìπß“π Gastroenterology Conference ∑’Ë„À≠à∑’Ë ÿ¥

∑’Ë‡§¬®—¥„π‡¡◊Õß‰∑¬ §√—Èßπ—Èπ¡’ºŸâ‡¢â“√à«¡ª√–™ÿ¡¡“°∂÷ß 7,000 °«à“§π ‚¥¬¡’

Õ“®“√¬å‡μ‘¡™—¬ ‰™¬πÿ«—μ‘ ·≈–Õ“®“√¬å«’°‘® «’√“πÿ«—μμ‘Ï ‡ªìπª√–∏“π·≈–ºŸâ®—¥ß“πÀ≈—°

¢Õß°“√ª√–™ÿ¡ „π°“√®—¥ª√–™ÿ¡§√—Èßπ—Èπ‰¥âª√– æ§«“¡ ”‡√Á®‡ªìπÕ¬à“ß¥’·≈–π”

™◊ËÕ‡ ’¬ß¡“ Ÿàª√–‡∑»‰∑¬‡ªìπÕ¬à“ß¡“° À≈—ß®“°π—ÈπÕ“®“√¬å‡μ‘¡™—¬ ‰™¬πÿ«—μ‘‰¥â

∑”§«“¡μ°≈ß°—∫∑“ß WGO «à“®–¢Õ®—¥μ—Èß WGO Endoscopy Training Center

¢÷Èπ„πª√–‡∑»‰∑¬‡æ◊ËÕ‡ªìπÕπÿ √≥å·Ààß§«“¡ ”‡√Á®„π°“√®—¥ß“π§√—Èßπ—Èπ √«¡∑—Èß

‡ªìπ°“√‡º¬·æ√à™◊ËÕ‡ ’¬ß¢Õßª√–‡∑»‰∑¬¥â«¬ ‚¥¬°”Àπ¥„Àâ Training Center

„πª√–‡∑»‰∑¬ª√–°Õ∫¥â«¬‚√ßæ¬“∫“≈μà“ßÊ ∑’Ë¡’»—°¬¿“æ·≈–§«“¡æ√âÕ¡‡ªìπ

·À≈àß√—∫§π®“°∑—Ë«‚≈°‡¢â“¡“Ωñ° àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ ‚¥¬‡πâπ√—∫™“«μà“ß

ª√–‡∑»„π·∂∫„°≈â‡§’¬ß‡™àπ ‡¡’¬π¡“√å ‡«’¬¥π“¡ °—¡æŸ™“ ≈“« ·≈–ª√–‡∑»„π·∂∫

Õ“‡ ’́¬π

 ”À√—∫‚√ßæ¬“∫“≈μà“ßÊ ∑’Ëæ√âÕ¡‡ªî¥√—∫∑’Ë‡ πÕ‰ª„π¢—Èπ·√°π—Èπª√–°Õ∫¥â«¬

‚√ßæ¬“∫“≈»‘√‘√“™ ‚√ßæ¬“∫“≈√“¡“∏‘∫¥’ ‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å ‚√ßæ¬“∫“≈

æ√–¡ß°ÿÆ‡°≈â“ ‚√ßæ¬“∫“≈√“™«‘∂’ ‚√ßæ¬“∫“≈¡À“√“™π§√‡™’¬ß„À¡à ‚√ßæ¬“∫“≈

»√’π§√‘π∑√å¢Õπ·°àπ ·≈–‚√ßæ¬“∫“≈ ß¢≈“π§√‘π∑√å ·μà∑—Èßπ’È¡‘‰¥â®”°—¥«à“®–μâÕß

‡ªìπ‡©æ“–‚√ßæ¬“∫“≈¥—ß°≈à“«  “¡“√∂‡æ‘Ë¡‰¥â

‡π◊ËÕß®“°«à“„π¢≥–π—Èπ‚√ßæ¬“∫“≈»‘√‘√“™¡’§«“¡æ√âÕ¡¡“°∑’Ë ÿ¥ ®÷ß¡’°“√

°”Àπ¥„Àâ„™â∑’ËÕ¬Ÿà·≈–∑’Ëμ—Èß¢Õß‚√ßæ¬“∫“≈»‘√‘√“™‡ªìπ∑’Ëμ‘¥μàÕ·≈–∑’Ëμ—Èß¢Õß Thailand

WGO Endoscopy Training Center ‰ª°àÕπ ‚¥¬¡Õ∫À¡“¬„Àâº¡‡ªìπºŸâ¥Ÿ·≈
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‚§√ß°“√·≈–√—∫μ”·Àπàß‡ªìπ President ¢Õß Thailand WGO Endoscopy Train-

ing Center „π¢≥–π—Èπ

Thailand WGO Endoscopy Training Center ‰¥â¥”‡π‘π°“√∑¬Õ¬

Ωñ°Õ∫√¡™“«μà“ßª√–‡∑»∑—Èß„π·∂∫‡Õ‡™’¬·≈–∑«’ªÕ◊ËπÊ Õ¬à“ßμàÕ‡π◊ËÕß‡√◊ËÕ¬¡“ „π

μÕπ·√° WGO ‰¡à‰¥â„Àâ¢âÕ°”Àπ¥„¥Ê «à“μâÕßΩñ°Õ∫√¡„§√∫â“ßÀ√◊ÕÕ¬à“ß‰√ ¢Õ„Àâ

„™â™◊ËÕ WGO „π°“√Ωñ°Õ∫√¡™“«μà“ßª√–‡∑»‡∑à“π—Èπ (‰¡à„™à°“√Ωñ°Õ∫√¡§π‰∑¬

¥â«¬°—π) ‚¥¬·μà≈–ªï WGO ®–æ¬“¬“¡„Àâ°“√ π—∫ πÿπ§à“„™â®à“¬®”π«πÀπ÷Ëß √«¡

∑—ÈßμÕπ·√°μ°≈ß‰«â«à“®– π—∫ πÿπ‚ μ∑—»πŸª°√≥å μ”√“·≈–«‘™“°“√¥â«¬

¿“æ∑’Ë 3 ‡¡◊ËÕ§√—Èß‡ªî¥»Ÿπ¬åÕ∫√¡ GI Endoscopy Training Center ‚¥¬°“√ π—∫ πÿπ®“° ¡“§¡

·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√œ ·≈– World Organization of Gastroenterology (WGO-

OMGE/OMED)
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§ÿ≥ ¡∫—μ‘¢ÕßºŸâ¡’ ‘∑∏‘Ï ¡—§√‡¢â“√—∫°“√Ωñ°Õ∫√¡ ™àÕß∑“ß„π°“√ ¡—§√ ·≈–°“√
§—¥‡≈◊Õ°ºŸâ ¡—§√

Õ“®“√¬å ∂“æ√:

‡π◊ËÕß®“°‚§√ß°“√π’È‡ªìπ‚§√ß°“√∑’ËμâÕß°“√ àß‡ √‘¡„Àâ¡’°“√Ωñ°Õ∫√¡∑“ß

endoscopy √–À«à“ßª√–‡∑» ‚¥¬‡πâπ°“√Ωñ°Õ∫√¡„Àâ°—∫ª√–‡∑»∑’Ë¥âÕ¬‚Õ°“ 

À√◊Õ¡’°“√Ωï°Õ∫√¡∑’Ë‰¡à‡æ’¬ßæÕ ‡√“®÷ß¡ÿàß√—∫‡©æ“–™“«μà“ß™“μ‘ ‚¥¬‡©æ“–™“μ‘°”≈—ß

æ—≤π“„π·∂∫‡Õ‡™’¬ ·μà∑—Èßπ’È°Á‰¡à®”°—¥‡™àπ°—π«à“®–μâÕß‡ªìπ™“«‡Õ‡™’¬‡ ¡Õ‰ª

 “¡“√∂√—∫®“°™“μ‘„¥°Á‰¥â WGO ¡‘‰¥â∫Õ°«à“ §π‰∑¬‡¢â“‚§√ß°“√‰¡à‰¥â ·μà‡ªìπ∑’Ë

‡¢â“„®«à“πà“®–Ωñ°Õ∫√¡™“«μà“ß™“μ‘¡“°°«à“

«‘∏’°“√ ¡—§√ à«π„À≠à°Áºà“π¡“∑“ß email À√◊Õ link ®“° website ¢Õß

WGO ·≈â«ºà“π‰ª∑“ß‡®â“Àπâ“∑’ËΩÉ“¬μà“ßª√–‡∑»¢Õß»‘√‘√“™‡ªìπºŸâ™à«¬ª√– “πß“π

‚¥¬∑—Ë«‰ªºŸâ ¡—§√‡æ’¬ß·§à àß email ¡“«à“¡’§«“¡ª√– ß§å¢Õ ¡—§√ ·≈â«ºŸâª√– “π

ß“π°Á®– àß„∫ ¡—§√´÷Ëß®–μâÕß¢Õ√“¬≈–‡Õ’¬¥¢ÕßºŸâ ¡—§√«à“ ®∫·æ∑¬å¡“°’Ëªï ∑”ß“π

∑’Ëºà“π¡“∑’Ë‰Àπ ªí®®ÿ∫—π∑”ß“πÕ¬Ÿà∑’Ë‰Àπ ‡ªìπ‚√ßæ¬“∫“≈√—∞∫“≈À√◊Õ‡Õ°™π ¡’

§«“¡ª√– ß§å®–¡“‡æ√“–Õ–‰√ ¡’§«“¡√Ÿâ¿“…“Õ—ß°ƒ…¥’·§à‰Àπ ¡’ª√– ∫°“√≥å∑”

endoscopy ¡“¡“°πâÕ¬‡æ’¬ß„¥ ‡ªìπÀ¡Õ»—≈¬°√√¡À√◊ÕÀ¡ÕÕ“¬ÿ√°√√¡ ‡§¬‰¥â

GI training ¡“°àÕπÀ√◊Õ‰¡à ·≈–√“¬≈–‡Õ’¬¥Õ◊ËπÊ Õ’°¡“°¡“¬ ‡™àπ §√Õ∫§√—« §à“

„™â®à“¬ ∑’Ëæ—° °“√ª√–°—π¿—¬ ‡ªìπμâπ ∑—Èßπ’È‡ªìπ‡√◊ËÕß∑’ËºŸâª√– “πß“πμâÕß∑”´÷Ëß‡ªìπß“π

Àπ—°æÕ ¡§«√

‡¡◊ËÕ‰¥â√“¬≈–‡Õ’¬¥·≈â« °Á®–¡’°“√π”‡ πÕ„Àâ°√√¡°“√§—¥‡≈◊Õ°æ‘®“√≥“

„π™à«ß·√°‰¥â¡’°“√·μàßμ—Èß°√√¡°“√®“° ∂“∫—πμà“ßÊ ¡“™à«¬æ‘®“√≥“§—¥‡≈◊Õ° ·μà

 à«π„À≠à°√√¡°“√®“°¿“¬πÕ°»‘√‘√“™‰¡à “¡“√∂¡“ª√–™ÿ¡‰¥â ∑“ß»‘√‘√“™®÷ß·μàßμ—Èß

Õ“®“√¬å∑’Ë‡°’Ë¬«¢âÕß∑’Ë¡’ à«π„π°“√ training ‡™àπ Õ“®“√¬åππ∑≈’ ‡ºà“ «— ¥‘Ï Õ“®“√¬å

 ¡™“¬ ≈’≈“°ÿ»≈«ß»å Õ“®“√¬å«√“¬ÿ ª√—™≠°ÿ≈ Õ“®“√¬å∏«—∏™—¬ Õ—§√«‘æÿ∑∏ Õ“®“√¬å

¥√‘π∑√å ‚≈Àå»‘√‘«—≤πå ‡ªìπ°√√¡°“√™à«¬§—¥‡≈◊Õ° ‚¥¬¡’À≈—°°“√„π°“√§—¥‡≈◊Õ°§◊Õ
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§«√‡ªìπ·æ∑¬å®“°ª√–‡∑»∑’Ë¥âÕ¬æ—≤π“ ∑”ß“π„π‚√ßæ¬“∫“≈√—∞∫“≈ ¡’‡§√◊ËÕß¡◊Õ

‡æ’¬ßæÕ‡¡◊ËÕ°≈—∫‰ªªØ‘∫—μ‘ß“π ¡’¿“…“Õ—ß°ƒ…Õ¬Ÿà„π‡°≥±å„™â‰¥â ¡’ª√– ∫°“√≥å°“√

∑” endoscopy ¡“∫â“ß ¡’Àπ—ß ◊Õ√—∫√Õß®“° ¡“§¡·æ∑¬å∑“ß‡¥‘πÕ“À“√¢Õß

ª√–‡∑»π—Èπ ‡ªìπμâπ

‡ªî¥°“√Ωñ°Õ∫√¡ àÕß°≈âÕßÀ≈—° Ÿμ√„¥∫â“ß ·≈–√–¬–‡«≈“π“π‡∑à“‰√

Õ“®“√¬å ∂“æ√:

¡’∑—Èß Basic GI endoscopy 3-6 ‡¥◊Õπ ·≈– Advanced GI endoscopy

(ERCP) π“π 6 ‡¥◊Õπ ‚¥¬ºŸâ ¡—§√μâÕß·®âßμ—Èß·μà àß„∫ ¡—§√«à“®–¢ÕΩñ°Õ∫√¡

À≈—° Ÿμ√Õ–‰√ ´÷Ëß·μà≈–À≈—° Ÿμ√¡’∑—Èß°“√ Õπ·∫∫ lecture ·≈–¡’μ“√“ß‡«≈“°“√

Ωñ°Õ∫√¡¥â«¬ ‡¡◊ËÕ®∫°“√Ωñ°Õ∫√¡·≈â«®–‰¥â√—∫ª√–°“»π’¬∫—μ√∑’Ë¡’μ√“ —≠≈—°…≥å

¢Õß ∂“∫—π∑’Ë„Àâ°“√Ωñ°Õ∫√¡·≈–μ√“ —≠≈—°…≥å¢Õß WGO ºŸâ√—∫°“√Ωñ°Õ∫√¡®–

μâÕßμÕ∫·∫∫ Õ∫∂“¡§«“¡æ÷ßæÕ„®·≈–μâÕß„Àâ∑“ß WGO  àßÀπ—ß ◊Õ‰ªμ√«® Õ∫

·≈–μ‘¥μ“¡§«“¡§◊∫Àπâ“¿“¬À≈—ß°“√Ωñ°Õ∫√¡¥â«¬

§à“„™â®à“¬„π°“√Ωñ°Õ∫√¡

Õ“®“√¬å ∂“æ√:

ºŸâ‡¢â“‡°≥±å∑’Ë “¡“√∂√—∫º‘¥™Õ∫§à“„™â®à“¬„π°“√Ωñ°Õ∫√¡‡Õß‰¥â°Á®–

„ÀâÕÕ°§à“Ωñ°Õ∫√¡‡Õß ´÷Ëß°Á®–‡ªìπ§à“À≈—° Ÿμ√∑’Ë∑“ß‚√ßæ¬“∫“≈°”Àπ¥ Õ—π‡ªìπ

§à“„™â®à“¬ ”À√—∫°√–∫«π°“√¥”‡π‘π°“√ §à“μÕ∫·∑π«‘∑¬“°√ œ≈œ ºŸâ∑’Ë‡¢â“‡°≥±å

¬—ßμâÕßÀ“∑’Ëæ—°·≈–ÕÕ°§à“„™â®à“¬„π°“√°‘πÕ¬Ÿà‡Õß ∑—Èßπ’ÈºŸâª√– “πß“πÕ“®®–

™à«¬Õ”π«¬§«“¡ –¥«°„π°“√À“∑’Ëæ—°„Àâ ·μàÀ“°ºŸâ∑’Ë‡¢â“‡°≥±å‰¡à “¡“√∂®à“¬§à“

Ωñ°Õ∫√¡‰¥â®√‘ß ∑“ß°√√¡°“√®–æ‘®“√≥“ π—∫ πÿπ‚¥¬Õ“»—¬‡ß‘π à«πÀπ÷Ëß®“°

¢Õß WGO
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π—∫μ—Èß·μà°àÕμ—Èß»Ÿπ¬åœ ·Ààßπ’È ¡’ºŸâ‡¢â“√—∫°“√Ωñ°Õ∫√¡¡“®“°∑’Ë„¥∫â“ß Õ∫√¡
À≈—° Ÿμ√„¥

Õ“®“√¬å ∂“æ√:

∑’Ëºà“π¡“¡’ºŸâ ¡—§√‡¢â“¡“‡ªìπÀ≈—°À≈“¬√âÕ¬§π ·μà¡’ºŸâºà“π°“√§—¥‡≈◊Õ°·≈–

‰¥â√—∫°“√Ωñ°Õ∫√¡μ—Èß·μàªï 2006 √«¡∑—Èß ‘Èπ 34 §π √–¬–‡«≈“§π≈– 3-6 ‡¥◊Õπ

·≈â«·μàÀ≈—° Ÿμ√∑’Ë‡≈◊Õ°  à«π„À≠à¡“√—∫°“√Ωñ°Õ∫√¡ basic upper and lower GI

endoscopy ¡’Õ¬Ÿà 8 §π∑’Ë¡“Ωñ°∑” ERCP ¡’ºŸâ¡“¢ÕΩñ°Õ∫√¡ EUS 2 §π ·≈–Ωñ°∑—Èß

ERCP ·≈– EUS Õ’° 1 §π ‡°◊Õ∫∑—ÈßÀ¡¥¡“®“°ª√–‡∑»·∂∫‡Õ‡™’¬‰¥â·°à ‡¡’¬π¡“√å

°—¡æŸ™“ ≈“« ‡πª“≈ ∫—ß§≈“‡∑» Õ‘π‡¥’¬ ª“°’ ∂“π ¡“‡≈‡´’¬ πÕ°®“°π’È°Á¡’ Õ‘√—° μÿ√°’

¿“æ∑’Ë 4 Õ“®“√¬å«‚√™“ ¡À“™—¬ √—∫¡Õ∫·ºàπªÑ“¬ WGO Thai Endoscopy Training Center ·≈–

 àß§◊π„Àâ·°àÕ“®“√¬å ∂“æ√ ¡“π—  ∂‘μ¬å μ“¡¡μ‘¢Õß ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√œ

‡æ◊ËÕ„Àâ„™â‚√ßæ¬“∫“≈»‘√‘√“™‡ªìπ ∂“π∑’Ëμ—ÈßμàÕ‰ª
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‰π®’‡√’¬ Õ’¬‘ªμå ´“Õÿ¥‘Õ“√–‡∫’¬ ·¡â·μà®“°Õ—ß°ƒ…·≈– À√—∞Õ‡¡√‘°“°Á¬—ß¡’ºŸâ¡“¢Õ√—∫

°“√Ωñ°Õ∫√¡∑’Ë‡√“

ªí≠À“¢Õß°“√¥”‡π‘πß“π„π™à«ß∑’Ëºà“π¡“ ·≈–·π«∑“ß„π°“√æ—≤π“

Õ“®“√¬å ∂“æ√:

‡π◊ËÕß®“°°“√∫√‘À“√®—¥°“√ Thailand WGO Training Center ¡’§«“¡

 ≈—∫´—∫´âÕπæÕ ¡§«√ μâÕß°“√ºŸâ∑’Ë‡ ’¬ ≈–„π°“√¥”‡π‘π°“√‚¥¬‰¡à‰¥â√—∫§à“

μÕ∫·∑π„¥Ê μâÕßμ‘¥μàÕμà“ßª√–‡∑» μÕ∫§”∂“¡ WGO ¡“°¡“¬„π·μà≈–ªï°«à“

®–‰¥â√—∫‡ß‘π π—∫ πÿπ·μà≈–ªï (‰¡à‰¥â√—∫∑ÿ°ªï‡ ¡Õ‰ª) ®”‡ªìπ®–μâÕß¡’§à“„™â®à“¬„π

°“√μÕ∫·∑πºŸâª√– “πß“π´÷ËßμâÕß‚μâμÕ∫‡ªìπ¿“…“Õ—ß°ƒ… §à“μÕ∫·∑π·æ∑¬å

ºŸâ„Àâ°“√Ωñ°Õ∫√¡∫â“ß §à“∫√√¬“¬∫â“ß ‡ß‘π∑’Ë‰¥â®“° WGO ·μà≈–ªï°Á‰¡à‡æ’¬ßæÕ∑’Ë®–

„Àâ∑ÿπΩñ°Õ∫√¡°—∫·æ∑¬åª√–‡∑»°”≈—ßæ—≤π“´÷Ëß∫“ß√“¬‰¡à¡’‡ß‘π·¡â·μà®–®à“¬ ”À√—∫

∑’Ëæ—°∑’ËÕ“»—¬ §«“¡¡’ à«π√à«¡®“°·æ∑¬å ∂“∫—πμà“ßÊ ¬—ß¡’πâÕ¬¡“°

Õ¬“°„Àâ·æ∑¬å∑“ß‡¥‘πÕ“À“√®“° ∂“∫—πμà“ßÊ ‡¢â“¡“√—∫√Ÿâ·≈–¡’ à«π√à«¡

„π°“√∫√‘À“√®—¥°“√ Thailand WGO Training Center ¡“°¢÷Èπ ‡æ◊ËÕ∑’Ë‡√“®–‰¥â

°√–®“¬ºŸâ‡¢â“‡°≥±å∑’ËμâÕß°“√√—∫°“√Ωñ°Õ∫√¡‰ªμ“¡ ∂“∫—πμà“ßÊ ∑’Ëæ√âÕ¡®–√—∫ ®√‘ßÊ

·≈â« ‡™◊ËÕ«à“∫“ß ∂“∫—π°Á¡’™“«μà“ß™“μ‘¡“¢ÕΩñ°Õ∫√¡Õ¬Ÿà∫â“ß „π°√≥’∑’ËºŸâ‡¢â“Ωñ°

Õ∫√¡¡“Õ¬Ÿà‡ªìπ‡«≈“π“πæÕ ¡§«√‡™àπ 3-6 ‡¥◊Õπ °Á “¡“√∂π”‡¢â“ Ÿà√–∫∫¿“¬„μâ

WGO training center ‚¥¬ “¡“√∂μ‘¥μàÕºà“πº¡À√◊ÕÕ“®“√¬åππ∑≈’ ´÷Ëß‡¡◊ËÕºà“π

°“√Ωñ°Õ∫√¡·≈â« ºŸâΩñ°Õ∫√¡°Á®–‰¥â√—∫ª√–°“»π’¬∫—μ√∑’Ë¡’μ√“ —≠≈—°…≥å¢Õß

 ∂“∫—π∑’Ë„Àâ°“√Ωñ°Õ∫√¡π—ÈπÊ ·≈–μ√“ —≠≈—°…≥å¢Õß WGO ¥â«¬ ªÑ“¬™◊ËÕ WGO

training center ‡æ’¬ß·μàμ—ÈßÕ¬Ÿà∑’Ë»‘√‘√“™·≈–„™â»‘√‘√“™‡ªìπ»Ÿπ¬åª√– “πß“π‡∑à“π—Èπ

·μàº≈ß“π∑—ÈßÀ≈“¬‡ªìπ¢Õßæ«°‡√“∑ÿ°§π ¢Õß ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√

·Ààßª√–‡∑»‰∑¬ μ“¡∑’Ë‰¥â‡≈à“§«“¡‡ªìπ¡“·≈â«¢â“ßμâπ Õ¬“°„Àâ™à«¬°—π∑”„Àâ Thai-

land WGO Training Center ¬—ß§ßÕ¬ŸàμàÕ‰ª ‡æ◊ËÕ‡ªìπ‡°’¬√μ‘·≈–»—°¥‘Ï»√’¢Õß

ª√–‡∑»‰∑¬ ◊∫‰ª



„∫ ¡—§√‡¢â“‡ªìπ ¡“™‘°μ≈Õ¥™’æ
 ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬

«—π∑’Ë ........... ‡¥◊Õπ ....................... æ.». ..............

¢â“æ‡®â“¢Õ ¡—§√‡¢â“‡ªìπ ¡“™‘°μ≈Õ¥™’æ¢Õß ç ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬é
‚¥¬√—∫√Õß«à“®–ªØ‘∫—μ‘μ“¡°Æ¢âÕ∫—ß§—∫·≈–√–‡∫’¬∫¢Õß ¡“§¡œ∑ÿ°ª√–°“√  √“¬√–‡Õ’¬¥¢Õß¢â“æ‡®â“¡’¥—ßπ’È

°√ÿ≥“‡¢’¬π¥â«¬μ—«∫√√®ß [ ] π“¬·æ∑¬å [ ] ·æ∑¬åÀ≠‘ß
1. ™◊ËÕ- °ÿ≈ ...........................................................................................................................................................

First Name / Last Name .............................................................................................................................
μ”·Àπàß∑“ß«‘™“°“√ ..........................................................................................................................................
‡°‘¥«—π∑’Ë ........ ‡¥◊Õπ ........................... æ.». ............... ‡™◊ÈÕ™“μ‘ .......................  —≠™“μ‘ .................................
§ÿ≥«ÿ≤‘ .............................................................................................................................................................

2. ∑à“πªÆ‘∫—μ‘ß“π¥â“π‚√§√–∫∫∑“ß‡¥‘πÕ“À“√
[ ] πâÕ¬°«à“ 50% ¢Õß‡«≈“∑”ß“π [ ] ¡“°°«à“ 50% ¢Õß‡«≈“∑”ß“π

3. ∑’ËÕ¬Ÿàªí®®ÿ∫—π (∑’Ë “¡“√∂μ‘¥μàÕ·≈– àß®¥À¡“¬∂÷ß‰¥â) ∫â“π‡≈¢∑’Ë .......... μ√Õ°/´Õ¬ ............... ∂ππ ....................
μ”∫≈/·¢«ß ..................... Õ”‡¿Õ/‡¢μ ............................ ®—ßÀ«—¥ ............... √À— ‰ª√…≥’¬å ..................................
‚∑√»—æ∑å ...............................

4. ∑’Ë∑”ß“π ...........................................................................................................................................................
‚∑√»—æ∑å ................................... ‚∑√ “√ ....................................

5. °“√μ‘¥μàÕ∑“ß‰ª√…≥’¬å  °√ÿ≥“ àß‰ª∑’Ë  [ ]  ∫â“π    [ ] ∑’Ë∑”ß“π
6. ºŸâ√—∫√Õß„π°“√ ¡—§√ ¡“™‘°¢Õß ¡“§¡œ§√—Èßπ’È §◊Õ

1) ...................................................................................................
2) ...................................................................................................

°“√ ¡—§√ ¡“™‘° ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬
1. „∫ ¡—§√ ¡“™‘°œ
2. §à“ ¡—§√ ¡“™‘°œ ®”π«π 1,000 ∫“∑ (μ≈Õ¥™’æ)

 ∂“π∑’Ë√—∫ ¡—§√
 ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬
μ÷°º–Õ∫ ™—Èπ 1   “¢“«‘™“‚√§√–∫∫∑“ß‡¥‘πÕ“À“√
‚√ßæ¬“∫“≈»‘√‘√“™ ∫“ß°Õ°πâÕ¬  °√ÿß‡∑æœ 10700 ‚∑√ 02-4197281-2 ‚∑√ “√ 02-4115013

À¡“¬‡Àμÿ: „π°“√ ¡—§√ ¡“™‘°®– ¡∫Ÿ√≥åμàÕ‰¥âºà“π¡μ‘∑’Ëª√–™ÿ¡¢Õß°√√¡°“√ ¡“§¡œ·≈â«‡∑à“π—Èπ
æ√âÕ¡°—ππ’È ¢â“æ‡®â“‰¥â™”√–‡ß‘π‡ªìπ§à“ ¡—§√ ¡“™‘°μ≈Õ¥™’æ·≈â« ‡ªìπ‡ß‘π 1,000.00 ∫“∑ (=Àπ÷Ëßæ—π∫“∑∂â«π=)

´÷Ëß¢â“æ‡®â“
‰¥â™”√–‡ªìπ [ ]  ‡ß‘π ¥     [ ]  ‡™Á§∏π“§“√ ..................  “¢“ ............... ‡≈¢∑’Ë ..................... ≈ß«—π∑’Ë ....................

≈ß™◊ËÕ .................................................................
(.................................................................)


