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2 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, °—π¬“¬π-μÿ≈“§¡ 2555

‡¡◊ËÕ«—π∑’Ë 27 μÿ≈“§¡ 2555 ∑’Ëºà“π¡“ ‡√“‰¥â Ÿ≠‡ ’¬ªŸ™π’¬∫ÿ§§≈·Ààß«ß°“√

·æ∑¬å∑“ß‡¥‘πÕ“À“√‰∑¬‰ªÕ’°∑à“πÀπ÷Ëß...

ç»“ μ√“®“√¬å°‘μμ‘§ÿ≥ π“¬·æ∑¬å ¡À¡“¬ «‘‰≈√—μπåé

∑à“π‡ªìππ“¬° ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬≈”¥—∫∑’Ë 4

·≈–‡ªìππ“¬°œ 2  ¡—¬ §◊Õ „π√–À«à“ßªï æ.». 2518-2519 ·≈– æ.». 2526-2527

∑à“π‡ªìπºŸâ∫ÿ°‡∫‘°‡√◊ËÕß°“√ àÕß°≈âÕß√–∫∫∑“ß‡¥‘πÕ“À“√„πª√–‡∑»‰∑¬ ·≈–‚¥¬

‡©æ“–Õ¬à“ß¬‘Ëß„π‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å

≥ ∑’Ëπ’È °Õß∫√√≥“∏‘°“√¢Õ√«∫√«¡ª√–«—μ‘¢Õß∑à“π ·≈–§”‰«âÕ“≈—¬¢Õß..

»“ μ√“¿‘™“π π“¬·æ∑¬åæ‘π‘® °ÿ≈≈–«≥‘™¬å √Õß»“ μ√“®“√¬åπ“¬·æ∑¬å

æ‘»“≈ ‰¡â‡√’¬ß »“ μ√“®“√¬å§≈‘π‘° π“¬·æ∑¬åÕÿ¥¡ §™‘π∑√ √«¡∑—ÈßºŸâ∑’Ë‰¥â¡’‚Õ°“ 

„°≈â™‘¥°—∫∑à“πÕ“®“√¬å ¡À¡“¬¡“‰«â„π®ÿ≈ “√©∫—∫π’È ‡æ◊ËÕ‡ªìπ°“√√”≈÷°∂÷ß∑à“π

Õ“®“√¬åÕ—π‡ªìπ∑’Ë‡§“√æ√—°¬‘Ëß¢Õßæ«°‡√“∑ÿ°§πμ≈Õ¥‰ª



3√”≈÷°∂÷ß »“ μ√“®“√¬å°‘μμ‘§ÿ≥ π“¬·æ∑¬å ¡À¡“¬ «‘‰≈√—μπå

ª√–«—μ‘ »“ μ√“®“√¬å°‘μμ‘§ÿ≥
π“¬·æ∑¬å ¡À¡“¬ «‘‰≈√—μπå

»“ μ√“®“√¬å°‘μμ‘§ÿ≥ π“¬·æ∑¬å ¡À¡“¬ «‘‰≈√—μπå ‡°‘¥‡¡◊ËÕ«—π∑’Ë 22

¡°√“§¡ æ.». 2472 ∑’Ëμ”∫≈≈”æ≠“ Õ”‡¿Õ∫“ß‡≈π ®—ßÀ«—¥π§√ª∞¡ ‡ªìπ∫ÿμ√§π

 ÿ¥∑âÕß ¢Õßπ“¬‡ Áß ·≈–π“ßæÿà¡ «‘‰≈√—μπå ¡’æ’ËπâÕß 3 §π §◊Õ

1. π“ß·©≈â¡ ∂“«√

2. π“ß≈¡—¬ ∫ÿ≠¬–√—μπå

3. »“ μ√“®“√¬å°‘μμ‘§ÿ≥ π“¬·æ∑¬å ¡À¡“¬ «‘‰≈√—μπå

°“√»÷°…“

æ.». 2497 ·æ∑¬»“ μ√∫—≥±‘μ ¡À“«‘∑¬“≈—¬·æ∑¬»“ μ√å

(·æ∑¬å®ÿÃ“ √ÿàπ∑’Ë 4)

æ.». 2497-2498 ·æ∑¬åª√–®”∫â“π ·≈–À—«Àπâ“·æ∑¬åª√–®”∫â“π ·ºπ°

Õ“¬ÿ√°√√¡ ‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å

æ.». 2500-2502 Ωñ°Õ∫√¡‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ ≥ University of

Marburg/Lahn ·≈– University of Hamburg, Ger-

many

æ.». 2502 Diploma in Tropical Medicine and Medical Para-

sitology, University of Hamburg, Germany

æ.». 2513 Certificate in Early Gastric Cancer Detection,

Tokyo, Japan

°“√∑”ß“π

æ.». 2499 Õ“®“√¬åμ√’ ·ºπ°Õ“¬ÿ√»“ μ√å §≥–·æ∑¬»“ μ√å

®ÿÃ“≈ß°√≥å ‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å

æ.». 2515 ºŸâ™à«¬»“ μ√“®“√¬å  “¢“Õ“¬ÿ√»“ μ√å §≥–·æ∑¬»“ μ√å



4 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, °—π¬“¬π-μÿ≈“§¡ 2555

®ÿÃ“≈ß°√≥å¡À“«‘∑¬“≈—¬

æ.». 2518 √Õß»“ μ√“®“√¬å  “¢“Õ“¬ÿ√»“ μ√å §≥–·æ∑¬»“ μ√å

®ÿÃ“≈ß°√≥å¡À“«‘∑¬“≈—¬

æ.». 2519 »“ μ√“®“√¬å  “¢“Õ“¬ÿ√»“ μ√å §≥–·æ∑¬»“ μ√å

®ÿÃ“≈ß°√≥å¡À“«‘∑¬“≈—¬

»“ μ√“®“√¬å°‘μμ‘§ÿ≥ π“¬·æ∑¬å ¡À¡“¬ «‘‰≈√—μπå ‰¥â√—∫μ”·Àπàß‡ªìπ

À—«Àπâ“ “¢“«‘™“‚√§∑“ß‡¥‘πÕ“À“√ ‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å  ¿“°“™“¥‰∑¬μ—Èß·μàªï

æ.». 2503 ‚¥¬∑”ß“π§π‡¥’¬«∂÷ß 7 ªï μàÕ¡“‰¥â√—∫∑ÿπ‚§≈—¡‚∫ ·æ≈π ‰ª¥Ÿß“π∑’Ë

≠’ËªÿÉπ ‡¡◊ËÕ°≈—∫¡“®“°ª√–‡∑»≠’ËªÿÉπ„πªï æ.». 2513 ‰¥âª√– “πß“π √â“ßμ÷°¢Õß

 “¢“«‘™“‚√§∑“ß‡¥‘πÕ“À“√¢÷Èπ‚¥¬¡’ §ÿ≥ª√– ‘∑∏‘Ï ·≈–§ÿ≥μÿä æ√âÕ¡æ—π∏ÿå ´÷Ëß‡ªìπºŸâ¡’

»√—∑∏“„π°“√ √â“ß∂“«√«—μ∂ÿ‡æ◊ËÕ‡ªìπ “∏“√≥°ÿ»≈ ‰¥â· ¥ß§«“¡®”πß∑’Ë®–„Àâ§«“¡

™à«¬‡À≈◊Õ„π°“√°àÕ √â“ß ‚¥¬„Àâ‡√’¬°μ÷°¢Õß “¢“«‘™“‚√§∑“ß‡¥‘πÕ“À“√π’È«à“ μ÷°

æ√âÕ¡æ—π∏ÿå À√◊Õμ÷° 36 ¢Õß‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å Õ—π‡ªìπμ÷°À≈—ß·√°∑’Ë‚√ß

æ¬“∫“≈®ÿÃ“≈ß°√≥å √â“ß‚¥¬‰¥â√—∫∑ÿπ®“°ºŸâ∫√‘®“§∑—ÈßÀ¡¥ ·≈–æ√–∫“∑ ¡‡¥Á®

æ√–‡®â“Õ¬ŸàÀ—«∑√ßæ√–°√ÿ≥“‚ª√¥‡°≈â“œ ‡ ¥Á®æ√–√“™¥”‡π‘π‡ªî¥μ÷°‡¡◊ËÕ«—π∑’Ë 3

 ‘ßÀ“§¡ æ.». 2514 À≈—ß®“°π—Èπß“π¢Õß “¢“«‘™“‚√§∑“ß‡¥‘πÕ“À“√°Á‰¥â‡®√‘≠

°â“«Àπâ“¢÷Èπ‡ªìπ≈”¥—∫

„πªï æ.». 2521-2525 »“ μ√“®“√¬å°‘μμ‘§ÿ≥ π“¬·æ∑¬å ¡À¡“¬ «‘‰≈√—μπå

·≈– “¢“«‘™“‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ ‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å ‰¥â‡ªìπºŸâª√– “πß“π

À≈—°√à«¡°—∫ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬ ®—¥∑”À≈—° Ÿμ√Ωñ°

Õ∫√¡‡√◊ËÕß°“√„™â°≈âÕß„π‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ ∑’Ë‡√’¬°«à“ Digestive Endoscopy

„πª√–‡∑»‰∑¬‡ªìπ§√—Èß·√°·≈–®—¥μàÕ‡π◊ËÕß 5 §√—Èß √Ÿª·∫∫‡ªìπ Live Demonstra-

tion ‚¥¬‡™‘≠·æ∑¬å®“°ª√–‡∑»≠’ËªÿÉπ »“ μ√“®“√¬å π“¬·æ∑¬å«’°‘® «’√“πÿ«—μμ‘Ï

·≈–‡æ◊ËÕπ·æ∑¬å¡“‡ªìπÕ“®“√¬å Õπ πÕ°®“°π’È ¬—ß‰¥â®—¥μ—Èßß“π¥â“π Therapeutic

Endoscopy ‡ªìπ∑’Ë·√°Ê ¢Õßª√–‡∑»‰∑¬Õ’°¥â«¬

»“ μ√“®“√¬å°‘μμ‘§ÿ≥ π“¬·æ∑¬å ¡À¡“¬ «‘‰≈√—μπå ‡ªìππ“¬° ¡“§¡



5√”≈÷°∂÷ß »“ μ√“®“√¬å°‘μμ‘§ÿ≥ π“¬·æ∑¬å ¡À¡“¬ «‘‰≈√—μπå

·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬ 2 «“√– √–À«à“ß æ.». 2518-2519 ·≈–

æ.». 2526-2527

§√Õ∫§√—«

»“ μ√“®“√¬å°‘μμ‘§ÿ≥ π“¬·æ∑¬å ¡À¡“¬ «‘‰≈√—μπå  ¡√ °—∫ √Õß

»“ μ√“®“√¬å ·æ∑¬åÀ≠‘ßÕ—≠™—π Õ√√∂‡«∑’ ¡’∫ÿμ√∏‘¥“ 3 §π §◊Õ

1. »“ μ√“®“√¬å π“¬·æ∑¬åæ≈√—μπå «‘‰≈√—μπå (μÿâ¬)

2. π“ß°‘Ëß·°â« («‘‰≈√—μπå) ‡∑æ¬åªØ‘æ—∏πå (μ‘Í°)  ¡√ °—∫ π“¬æ‘æ—≤πå

‡∑æ¬åªØ‘æ—∏πå (æ—≤πå) ¡’∏‘¥“ 1 §π §◊Õ ¥.≠. æ‘¡æå®‘√“ ‡∑æ¬åªØ‘æ—∏πå (‡Õæ√‘≈)

3. √Õß»“ μ√“®“√¬å π“¬·æ∑¬å«—™√– «‘‰≈√—μπå (μàÕ)  ¡√ °—∫

∑—πμ·æ∑¬åÀ≠‘ß°ÿ ≈’ (∑Õßªÿ  –) «‘‰≈√—μπå (πÿàπ) ¡’∫ÿμ√∏‘¥“ 2 §π §◊Õ ¥.≠. π≈‘π

√—μπå «‘‰≈√—μπå (¡‘Èπ∑å) ·≈– ¥.™. æ‘™≠æ—™√å «‘‰≈√—μπå (¡ÿâπ¥å)

‡§√◊ËÕß√“™Õ‘ √‘¬“¿√≥å

æ.». 2530 ¡À“«™‘√¡ß°ÿÆ

æ.». 2527 ª√–∂¡“¿√≥å™â“ß‡º◊Õ°

æ.». 2499 ‡À√’¬≠√—μπ“¿√≥å √—™°“≈∑’Ë 9 ™—Èπ∑’Ë 5

æ.». 2530 ‡À√’¬≠®—°√æ√√¥‘¡“≈“

æ.». 2514 ‡À√’¬≠°“™“¥ ¡π“§ÿ≥ ™—Èπ∑’Ë 1

‰¥â√—∫æ√–√“™∑“π‡¢Á¡°≈—¥∑Õß≈ß¬“æ√–π“¡“¿‘‰∏¬  « ( «à“ß«—≤π“) ®“°

 ¡‡¥Á®œ æ√–æ—π« “Õ—¬¬‘°“‡®â“ ≥ «—ß √–ª∑ÿ¡ ‡¡◊ËÕ«—π∑’Ë 19 °—π¬“¬π æ.». 2499
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·¥à∑à“πÕ“®“√¬å ¡À¡“¬

º¡‰ª»÷°…“∑’Ëª√–‡∑»Õ—ß°ƒ… μ—Èß·μà æ.». 2497 (§.». 1954) ®π∂÷ß æ.».

2514 (§.». 1971) ®÷ß°≈—∫¡“‡¢â“√—∫√“™°“√‡ªìπÕ“®“√¬åÀπà«¬∑“ß‡¥‘πÕ“À“√ ¿“§

«‘™“Õ“¬ÿ√»“ μ√å §≥–·æ∑¬»“ μ√å ®ÿÃ“≈ß°√≥å¡À“«‘∑¬“≈—¬ º¡®∫·æ∑¬å

(MB.Ch.B) ®“°¡À“«‘∑¬“≈—¬ Leeds ‰ª‡√’¬π‚√§‡¢μ√âÕπ∑’Ë¡À“«‘∑¬“≈—¬ Liverpool

(∑’Ë™à«¬°àÕ √â“ß ç§≥–‡«™»“ μ√å‡¢μ√âÕπ ¡À“«‘∑¬“≈—¬¡À‘¥≈é ¢Õß‰∑¬) ·≈– Õ∫‡ªìπ

 ¡“™‘°√“™«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬å¢Õß≈Õπ¥Õπ‰¥â„πªïæ.». 2513 (§.». 1970) μ—Èß·μà

ª√–¡“≥ §.». 1968  “¡√“™«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬å¢Õß London, Edinburgh ·≈–

Glasgow ‡Õ“°“√ Õ∫ MRCP ¡“√«¡°—π‡√’¬°«à“ MRCP (UK) ‡æ√“–°àÕπÀπâ“π—Èπ

¡’°“√ Õ∫ MRCP ¢Õß·μà≈–√“™«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬å·¬°°—π ¢Õß London ¬“°

·≈–¡’§à“¡“° ÿ¥ ·æ∑¬å¡—°®–‡√‘Ë¡ Õ∫∑’Ë Glasgow °àÕπ μ“¡¥â«¬ Edinburgh

·≈–≈Õπ¥Õπ ∑”„Àâ‡ ’¬‡«≈“·≈–ß∫ª√–¡“≥¡“°¡“¬ æÕ‰¥â MRCP (London, UK)

·≈â«º¡‰ª‡ªìπ Fellow °—∫ Sir Francis Avery - Jones ª√¡“®“√¬å∑“ß¥â“π√–∫∫

∑“ß‡¥‘πÕ“À“√¢ÕßÕ—ß°ƒ… ‡ªìπ‡«≈“ 1 ªï°àÕπ°≈—∫ª√–‡∑»‰∑¬

º¡°≈—∫¡“Õ¬Ÿà∑’Ë®ÿÃ“œ μÕππ—Èπ¡’Õ“¬ÿ‡°◊Õ∫ 29 ªï ‡√‘Ë¡∑”ß“πμ—Èß·μà 1 μÿ≈“§¡

æ.». 2514 ¢≥–π—Èπ ∑’ËÀπà«¬∑“ß‡¥‘πÕ“À“√ (Àπà«¬ GI) ¡’Õ“®“√¬å‡æ’¬ß 6 ∑à“π §◊Õ

∑à“πÕ“®“√¬å ¡À¡“¬ ‡ªìπÀ—«Àπâ“Àπà«¬ ¡’æ’Ë —®æ—π∏å Õ‘»√‡ π“ ≥ Õ¬ÿ∏¬“ (®ÿÃ“œ √ÿàπ

10) æ’Ë ¡‡°’¬√μ‘ ‡»√…∞¿—°¥’ (®∫®“° Australia ·≈–‰¥â American Board) §ÿ≥

À¡ÕÕ”π“® »√’√—μπ∫—≈≈å (®ÿÃ“œ √ÿàπ 13) ·≈–æ’Ë«‘√—™ ∫√‘√—°…å®√√¬“«—μ√ ´÷Ëß®∫∑’Ë √.æ.

Guyûs ∑’Ë‚¥àß¥—ß¡“°¢ÕßÕ—ß°ƒ… ´÷Ëß∫√√®ÿ‡ªìπÕ“®“√¬å°àÕπº¡ ·μà™à«ß∑’Ëº¡°≈—∫¡“

∑à“πÕ“®“√¬å«‘√—™‰¥â°≈—∫‰ª»÷°…“μàÕ∑’ËÕ—ß°ƒ…‡æ◊ËÕ Õ∫ MRCP

®π∂÷ß∫—¥π’È ‡«≈“‰¥âºà“π‰ª 41 ªï·≈â« ∑ÿ° ‘Ëß∑ÿ°Õ¬à“ß‰¥â‡ª≈’Ë¬π‰ª¡“° πâÕßÊ

 ¡—¬π’È§ß‰¡à∑√“∫∂÷ßª√–«—μ‘ §«“¡‡ªìπ¡“¢ÕßÀπà«¬∑“ß‡¥‘πÕ“À“√®ÿÃ“œ §«“¡¬“°

≈”∫“°¢Õß∑à“πÕ“®“√¬å ¡À¡“¬„π°“√∑”ß“π ‡æ√“–¢“¥∑—Èß§π ·≈–‡§√◊ËÕß¡◊Õ ‡∑à“∑’Ë

º¡∑√“∫ ∑à“π‡ªìπÀ—«Àπâ“Àπà«¬∑à“π∑’Ë 2 √Õß®“°∑à“πª√–«‘μ√ Õÿ™™‘π ´÷Ëß‡ªìπ‰¥â‰¡à
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π“π°Á≈“ÕÕ°‰ª ∑à“πÕ“®“√¬å ¡À¡“¬‡ªìπÀ—«Àπâ“Àπà«¬μ—Èß·μàªï æ.». 2503 ·≈–

∑”ß“πÕ¬Ÿà§π‡¥’¬«∂÷ß 7 ªï ®÷ß‡√‘Ë¡¡’Õ“®“√¬å∑à“πμà“ßÊ ¡“™à«¬∑”ß“π ∑à“πÕ“®“√¬å ¡

À¡“¬®∫ æ∫. ®ÿÃ“œ ‡ªìπ√ÿàπ∑’Ë 4 „πªï æ.». 2497 μÕπ¡’Õ“¬ÿ‰¥â 24 ªï ∑à“π∑”

Àπâ“∑’Ë‡ªìπ·æ∑¬åª√–®”∫â“π ·≈–À—«Àπâ“·æ∑¬åª√–®”∫â“π„πªï æ.». 2497-2498

·≈–‰¥â√—∫‡≈◊Õ°‡ªìπÕ“®“√¬å¢Õß·ºπ°Õ“¬ÿ√»“ μ√å„πªï æ.». 2499 √–À«à“ßªï æ.».

2500-2502 ∑à“π‰¥â‰ªΩñ°Õ∫√¡‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ ≥ University of Marburg/

Lahn ·≈–¡À“«‘∑¬“≈—¬ Hamburg ‡¬Õ√¡π’ ·≈–¬—ß‰¥â‡√’¬π Diploma in Tropical

Medicine and Medical Parasitology ∑’Ë Hamburg Õ’°¥â«¬ „πªï æ.». 2513

∑à“π‰¥â∑ÿπ Columbo Plan ‰ª»÷°…“μàÕ ·≈–‰¥â Certificate in Early Gastric

Cancer Detection ∑’Ë°√ÿß‚μ‡°’¬« ª√–‡∑»≠’ËªÿÉπ ´÷Ëß‡ªìπ∑’Ë∑’Ë¡’‚√§¡–‡√Áß¢Õß

°√–‡æ“–Õ“À“√¡“°∑’Ë ÿ¥·ÀàßÀπ÷Ëß¢Õß‚≈° ‚¥¬‡©æ“–‚√§¡–‡√Áß∑’Ë‡ªìπ„π√–¬–‡√‘Ë¡·√°

´÷Ëßª√–‡∑»Õ◊Ëπ¡—°‰¡à§àÕ¬æ∫ ∑à“π‰¥â‡ªìπ º».„πªï 2515 ‡ªìπ √». „πªï 2518 ·≈– ».

„πªï 2519 μ“¡≈”¥—∫ μÕππ—Èπ∑à“π¡’Õ“¬ÿ‡æ’¬ß 47 ªï‡∑à“π—Èπ

∑à“πÕ“®“√¬å ¡À¡“¬‰¥â√Ÿâ®—° π‘∑ π¡°—∫§ÿ≥ª√– ‘∑∏‘Ï §ÿ≥μÿä æ√âÕ¡æ—π∏ÿå

´÷Ëß‡ªìπ§π‰¢â¢Õß∑à“π ·≈–∑—Èß Õß∑à“π‰¥â°√ÿ≥“∫√‘®“§‡ß‘π √â“ßμ÷° ª√– ‘∑∏‘Ï-μÿä

æ√âÕ¡æ—π∏ÿå À√◊Õμ÷°æ√âÕ¡æ—π∏ÿå ´÷Ëß‡ªìπμ÷°·√°¢Õß‚√ßæ¬“∫“≈®ÿÃ“œ ∑’Ë √â“ß¥â«¬·√ß

»√—∑∏“¢Õßª√–™“™π∑—ÈßÀ¡¥ ∂◊Õ«à“‡ªìπ‡°’¬√μ‘Õ¬à“ß Ÿß ÿ¥¢Õß∑à“πÕ“®“√¬å ¡À¡“¬

∑’Ëæ√–∫“∑ ¡‡¥Á®æ√–‡®â“Õ¬ŸàÀ—«œ ·≈– ¡‡¥Á®æ√–π“ß‡®â“œ ‰¥â‡ ¥Á®æ√–√“™¥”‡π‘π

‡ªî¥μ÷°‡¡◊ËÕ«—π∑’Ë 3  ‘ßÀ“§¡ æ.». 2514 (º¡°≈—∫™â“‰ª‡æ’¬ß 2 ‡¥◊Õπ)

∑à“πÕ“®“√¬å ¡À¡“¬‡ªìπºŸâ∑’Ë¢¬—π‡ªìπÕ¬à“ß¡“° ¡’§«“¡√—∫º‘¥™Õ∫ Ÿß ¡—°

®–‰¡à§àÕ¬™Õ∫√∫°«π„§√ ‰¡à«à“®–‡ªìπ≈Ÿ°»‘…¬å ∑à“π®–∑”‡Õß∑—ÈßÀ¡¥ ∂â“„§√∑”∑à“™â“

‰¡àÕ¬“°∑” Õ◊¥Õ“¥ ∑à“π‡ªìπºŸâ∑’Ë‡™’Ë¬«™“≠ ™”π“≠‡√◊ËÕß°“√ àÕß°≈âÕß¡“° ∑à“π

 “¡“√∂∑”„Àâ¥Ÿ‡ªìπ‡√◊ËÕßßà“¬‰ªÀ¡¥ ∑à“π°≈â“μ—¥ ‘π„® ¡’§«“¡‡¥Á¥¢“¥ ∑à“π

‡™’Ë¬«™“≠¡“°∑“ß¥â“π peritoneoscopy ´÷Ëß ¡—¬‚πâπ¡’·μà rigid scope ∑à“π∑”

∫àÕ¬¡“° peritoneoscopy  “¡“√∂™à«¬«‘π‘®©—¬‚√§μà“ßÊ ‰¥â¥’¡“° («‘∏’μ√«®Õ◊ËπÊ

¬—ß‰¡à¡’ ·¡â·μà ultrasound, ‰¡àμâÕßæŸ¥∂÷ß CT, MRI ¡’·μà clinical, simple lab

test ·≈– barium ‡∑à“π—Èπ) ‚¥¬‡©æ“–«—≥‚√§„π™àÕß∑âÕß ´÷ËßÕ“®“√¬å‡ªìπºŸâ®—¥ tu-
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berculous peritonitis classification ¥â«¬ πÕ°®“°π’È peritoneoscopy

¬—ß “¡“√∂™à«¬«‘π‘®©—¬‚√§μ—∫·¢Áß‰¥â‡ªìπÕ¬à“ß¥’ ‡æ√“–‚√§μ—∫·¢Áß‡ªìπ‚√§∑—Ë«‰ª

∑—ÈßÀ¡¥¢Õß‡π◊ÈÕμ—∫ peritoneoscopy ®÷ß “¡“√∂¡Õß‡ÀÁπ‰¥â«à“‡ªìπ‚√§μ—∫·¢Áß

(‡æ√“–®–‡ÀÁπ∫πº‘«¢Õßμ—∫‰¥â)  à«πΩï¢Õßμ—∫ À√◊Õ¡–‡√Áß Õ“® —ππ‘…∞“π‰¥â ·μà¬—ß

μâÕßæ÷Ëß biopsy À√◊Õ°“√¥Ÿ¥ÀπÕßÕ’°§√—Èß

∑à“πÕ“®“√¬å‡ªìπºŸâ∫ÿ°‡∫‘°°“√®—¥∑”À≈—° Ÿμ√Ωñ°Õ∫√¡‡√◊ËÕß°“√„™â°≈âÕß„π

‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ ‚¥¬„πªï æ.». 2521-2525 ‰¥â®—¥√à«¡°—∫ ¡“§¡·æ∑¬å

√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬ ®—¥∑”À≈—° Ÿμ√∑’Ë‡√’¬°«à“ Digestive Endos-

copy ¢÷Èπ„πª√–‡∑»‰∑¬‡ªìπ§√—Èß·√° ®—¥μ‘¥μàÕ°—π 5 ªï ·∫∫ Live Demonstration

‚¥¬¡’·æ∑¬å®“°≠’ËªÿÉπ ∑à“πÕ“®“√¬å π“¬·æ∑¬å«’°‘® «’√“πÿ«—μμå ºŸâ°àÕμ—Èß·≈–‡ªìπ

π“¬° ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬∑à“π·√°¡“™à«¬ Õπ

Õ“®“√¬å ¡À¡“¬‰¥â‡ªìππ“¬° ¡“§¡œ À√◊Õ∑’Ë‡√’¬°«à“ GAT (Gastroenterological

Association of Thailand) ∂÷ß 2  ¡—¬ §◊Õ æ.». 2518-2519 ·≈– æ.». 2526-2527

πÕ°®“°π—ÈπÕ“®“√¬å¬—ß‡ªìπºŸâ√‘‡√‘Ë¡‡¢’¬πμ”√“¿“…“‰∑¬¢Õß‚√§√–∫∫∑“ß‡¥‘πÕ“À“√

‚¥¬Õ“®“√¬å¢ÕßÀπà«¬œ ¡’ à«π√à«¡‡¢’¬π ´÷Ëßμ’æ‘¡æå‰¥â 2-3 §√—Èß

º¡®”‰¥â«à“μÕπ∑’Ë°≈—∫¡“„À¡àÊ ∑—ÈßÊ ∑’Ë‡ªìπ‚√ß‡√’¬π·æ∑¬å ·μàÀπà«¬ GI

¢Õß‡√“·∑∫‰¡à¡’Õ–‰√‡≈¬ ·μàÕ¬à“ßπâÕ¬°Á¡’μ÷°¢Õßμ—«‡Õß ´÷Ëß ¡—¬‚πâπ‡ªìπμ÷°∑’Ë¥Ÿ·≈

ºŸâªÉ«¬‚√§π’È‡∑à“π—Èπ ¡’°≈âÕßÕ¬Ÿà 1 Õ—π ·≈–¡—°®– àÕß‡ªìπª√–®”«—πæƒÀ— ‡∑à“π—Èπ (·μà

«—πÕ◊ËπÊ °Á àÕß‰¥â∂â“®”‡ªìπ) ¥â«¬§«“¡¢¬—π Õÿμ “À–¢Õß∑à“πÕ“®“√¬å ‡√“°Á‰¥â§àÕ¬Ê

¢¬“¬«—π àÕß°≈âÕß¡“°¢÷Èπ®π‡ªìπ∑ÿ°Ê «—π ªí®®ÿ∫—ππ’ÈÀπà«¬œ  “¡“√∂ àÕß°≈âÕß‰¥â

„π°√≥’©ÿ°‡©‘πÀ√◊ÕπÕ°‡«≈“Õ’°¥â«¬ ‡π◊ËÕß®“°‡√“¡’Õ“®“√¬å¡“°¢÷Èπ ‡§√◊ËÕß¡◊Õ¡“°¢÷Èπ

∑” ERCP ‰¥â∑ÿ°«—π  ¡—¬°àÕπ¬—ß‰¡à¡’ ERCP ·μàμÕπ¡’„À¡àÊ ®–¢Õ∑”∑’°Á‡ªìπ‡√◊ËÕß

¬“° ‡æ√“–μâÕß‰ª√∫°«π·ºπ°√—ß ’«‘∑¬“ ·μà‡¥’Î¬«π’È∑ÿ°Ê Õ¬à“ß∑”‰ªÕ¬à“ß‡ªìπ

°‘®«—μ√ª√–®”«—π

ªí®®ÿ∫—ππ’È  “¢“«‘™“√–∫∫∑“ß‡¥‘πÕ“À“√¢Õß®ÿÃ“œ ‰¥â¡’°“√æ—≤π“‰ª¡“°

Õ“®æŸ¥‰¥â«à“‡ªìπÀπà«¬ GI ∑’Ë¥’∑’Ë ÿ¥„πª√–‡∑» À√◊Õ¥’∑’Ë ÿ¥‰¡à·æâ„§√ ‡æ√“–‡√“¡’

Õ“®“√¬åºŸâ‡™’Ë¬«™“≠∑“ß‡√◊ËÕßμà“ßÊ ∂÷ß 4 ‡√◊ËÕß¢Õßª√–‡∑»À√◊Õ√–¥—∫π“π“™“μ‘ §◊Õ
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‡√◊ËÕß°“√‡ª≈’Ë¬πμ—∫ ‡√◊ËÕß∑“ß°“√‡§≈◊ËÕπ‰À«¢Õß≈”‰ â (motility) ‡√◊ËÕß°“√ àÕß°≈âÕß

∑—Ë«Ê ‰ª √«¡∑—Èß ERCP ·≈– EUS

·μà‡∑à“∑’Ë‡√“¡’∑ÿ°«—ππ’È‰¥â°Á‡æ√“–∑à“πÕ“®“√¬å ¡À¡“¬‡ªìπºŸâπ” ºŸâ √â“ß

√“°∞“π‰«â„Àâæ«°‡√“ ®“°°“√∑’Ë‰¡à¡’Õ–‰√‡≈¬ ®π¡’μ÷°¢Õß‡√“‡Õß ¡’‡§√◊ËÕß¡◊Õ ¡’

§≥“®“√¬å 6 §π ( ¡—¬∑à“πÕ“®“√¬å) ¢¬—π ∫ÿ°‡∫‘° ∑”∑ÿ°Ê Õ¬à“ßÕ¬à“ß‰¡à∑âÕ∂Õ¬

º¡‡Õß‚™§¥’¡“°∑’Ë‡ªìπÕ“®“√¬å§πÀπ÷Ëß∑’Ë‡§¬‰¥â√à«¡ß“π°—∫∑à“πÕ“®“√¬å ¡À¡“¬ ‰¥â

‡√’¬π√ŸâÕ–‰√μàÕ¡‘Õ–‰√ ¥â“π§«“¡¢¬—π Õ¥∑π ª√–À¬—¥ ™à«¬‡À≈◊Õμπ‡Õß ‰¥â§«“¡√Ÿâ

∑—Èß∑“ß¥â“π√–∫∫∑“ß‡¥‘πÕ“À“√ °“√À“∑ÿπ ·≈–Õ◊ËπÊ Õ’°¡“°¡“¬®“°∑à“π º¡∂◊Õ«à“

∑à“π‡ªìπºŸâ„Àâ°”‡π‘¥ “¢“«‘™“√–∫∫∑“ß‡¥‘πÕ“À“√®ÿÃ“œ Õ¬à“ß·∑â®√‘ß

∑à“πÕ“®“√¬å ¡À¡“¬¡’§√Õ∫§√—«∑’ËÕ∫Õÿàπ ª√– ∫§«“¡ ”‡√Á®‡ªìπÕ¬à“ß¡“°

°≈à“«§◊Õ∑à“πÕ“®“√¬å‰¥â ¡√ °—∫ √».æ≠.Õ—≠™—π Õ√√∂‡«∑’ Õ“®“√¬å¢Õß‡√“∑’Ë·ºπ°ÀŸ

§Õ ®¡Ÿ° ·≈–¡’≈Ÿ°Ê 3 §π∑’Ëπà“√—° ·≈–ª√– ∫§«“¡ ”‡√Á®Õ¬à“ß¥’∑ÿ°Ê §π §◊Õ

»“ μ√“®“√¬å π“¬·æ∑¬åæ≈√—μπå «‘‰≈√—μπå ´÷Ëß‡§¬Õ¬Ÿà∑’ËÀπà«¬ GI ®ÿÃ“œ π“ß°‘Ëß·°â«

(«‘‰≈√—μπå) ‡∑æ¬åªØ‘æ—∏πå  ¡√ °—∫π“¬æ‘æ—≤πå ·≈– √Õß»“ μ√“®“√¬å π“¬·æ∑¬å

«—™√– «‘‰≈√—μπå ´÷Ëß·μàßß“π°—∫∑—πμ·æ∑¬åÀ≠‘ß °ÿ ≈’ (∑Õßªÿ  –)

≈Ÿ°¢Õß∑à“πÕ“®“√¬å∑’Ë‡ªìπ·æ∑¬å∑—Èß Õß§π º¡√Ÿâ®—°¥’ ‡æ√“–§ÿ≥À¡Õæ≈√—μπå

‡§¬¡“‡√’¬π∑’ËÀπà«¬ GI ®ÿÃ“œ μàÕ¡“‰ª‡ªìπÕ“®“√¬å∑’Ë§≥–‡«™»“ μ√å‡¢μ√âÕπ

¡À“«‘∑¬“≈—¬¡À‘¥≈ ·≈–ª√– ∫§«“¡ ”‡√Á®Õ¬à“ß¡“°¡“¬ ‰¥â‡ªìπ»“ μ√“®“√¬å·≈–

»“ μ√“®“√¬å√–¥—∫ 11 Õ¬à“ß√«¥‡√Á«¡“° √«¡∑—Èß‡ªìπºŸâ∫√‘À“√√–¥—∫ Ÿß∑’Ë§≥–¥â«¬

μ≈Õ¥®π¡’º≈ß“π∑“ß«‘™“°“√π“π“™“μ‘¡“°¡“¬  à«π§ÿ≥À¡Õ«—™√–°Á‡ªìπ≈Ÿ°»‘…¬å

‡°à“º¡∑’Ë®ÿÃ“œ ªí®®ÿ∫—π‡ªìπÕ“®“√¬åÕ¬Ÿà∑’Ë¿“§«‘™“ Orthopedics ®ÿÃ“œ

À≈—ßÕ“®“√¬å‡°…’¬≥Õ“¬ÿ√“™°“√ Õ“®“√¬å°Á¬—ß‡¢â“¡“™à«¬¥Ÿ·≈ºŸâªÉ«¬  Õπ

®π ŸßÕ“¬ÿ Õ¬à“ß∑’Ëº¡‡√’¬π‰«âμ—Èß·μàμâπ ∑à“π‡ªìπºŸâ∑’Ë¢¬—π¡“° ·≈–¡—°ÕÕ°°”≈—ß°“¬

Õ¬à“ß ¡Ë”‡ ¡Õ ∑à“π®÷ß¡’ ÿ¢¿“æ∑’Ë¥’°«à“«—¬ ∑√“∫«à“«—π°àÕπ∑’Ë∑à“π®–®“°‰ª ∑à“π¬—ß

‰ª‚√ßæ¬“∫“≈μ√«®ºŸâªÉ«¬¢Õß∑à“πÕ¬Ÿà ∑à“π ∫“¬¥’ ‡¢â“πÕπμ“¡ª°μ‘ ‡™â“¡“®÷ß

∑√“∫«à“∑à“π‰¥â®“°‰ª·≈â« ´÷ËßÀ≈“¬Ê §π∑’Ë∑√“∫μà“ß°ÁÕ¬“°∑’Ë®–®“°‰ªÕ¬à“ß∑à“π°—π

∑ÿ°§π (‡¡◊ËÕ∂÷ß‡«≈“Õ—π§«√) ·μà‰¡à¥’·πà ”À√—∫∑à“πÕ“®“√¬åÕ—≠™—π·≈–≈Ÿ°Ê À≈“πÊ
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‡æ√“–‰¡à¡’«’Ë·««¢Õß°“√‰¡à ∫“¬¢Õß∑à“πÕ“®“√¬å

º¡¢Õ°√“∫Õ“√“∏π“§ÿ≥æ√–»√’√—μπμ√—¬ ·≈– ‘Ëß»—°¥‘Ï ‘∑∏‘Ï∑—ÈßÀ≈“¬

®ß¥≈∫—π¥“≈„Àâ∑à“πÕ“®“√¬å ¡À¡“¬ «‘‰≈√—μπå ®ß‰ª Ÿà ÿ¢§μ‘ „π —¡ª√“¬¿æ¥â«¬

‡∑Õ≠...

»“ μ√“¿‘™“π π“¬·æ∑¬åæ‘π‘® °ÿ≈≈–«≥‘™¬å

M.B.Ch.B.(Leeds), D.T.M. & H (Liverpool), MRCP(U.K),

FRCP (Edinburgh, Glasgow, London, Thailand), NDC,

FAMM, FACG, FACP (Hon.), FRACP(Hon.), FAMS, FRCPI,

 ®«.ΩÉ“¬Õ”π«¬°“√ √ÿàπ∑’Ë 40¡ «ª√Õ.344, ªª√.14,  «ªÕ. ¡ .3

ºŸâ™à«¬‡≈¢“∏‘°“√ ¿“°“™“¥‰∑¬

Õ“®“√¬åæ‘‡»…  “¢“«‘™“‚√§∑“ß‡¥‘πÕ“À“√ ¿“§«‘™“Õ“¬ÿ√»“ μ√å

§≥–·æ∑¬»“ μ√å ®ÿÃ“≈ß°√≥å¡À“«‘∑¬“≈—¬

Õ¥’μ

 ¡“™‘°«ÿ≤‘ ¿“

‡≈¢“∏‘°“√·æ∑¬ ¿“

ª√–∏“π√“™«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬å·Ààßª√–‡∑»‰∑¬

π“¬° ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬

√Õß§≥∫¥’ΩÉ“¬°‘®°“√π‘ ‘μ §≥–·æ∑¬»“ μ√å ®ÿÃ“≈ß°√≥å¡À“«‘∑¬“≈—¬

ºŸâ™à«¬ºŸâÕ”π«¬°“√‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å  ¿“°“™“¥‰∑¬

À—«Àπâ“¿“§«‘™“Õ“¬ÿ√»“ μ√å §≥–·æ∑¬»“ μ√å ®ÿÃ“≈ß°√≥å¡À“«‘∑¬“≈—¬
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»“ μ√“®“√¬å°‘μμ‘§ÿ≥ π“¬·æ∑¬å ¡À¡“¬ «‘‰≈√—μπå
∫‘¥“¢Õß·æ∑¬å àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ ‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å

‚√§¢Õß√–∫∫∑“ß‡¥‘πÕ“À“√À≈“¬‚√§μâÕßÕ“»—¬°“√«‘π‘®©—¬¥â«¬°“√ àÕß
°≈âÕß‡¢â“‰ª¥Ÿ¿“¬„π ‡™àπ °“√μ√«®°√–‡æ“–Õ“À“√ ≈”‰ â‡≈Á° ≈”‰ â„À≠à ∑“ß‡¥‘ππÈ”¥’
·≈–‚√§¢Õß™àÕß∑âÕß μâÕß¬Õ¡√—∫§«“¡ “¡“√∂¢Õß·æ∑¬å≠’ËªÿÉπ·≈–‡¬Õ√¡—π∑’Ë‡ªìπ
ºŸâ√‘‡√‘Ë¡„π°“√§‘¥§âπ‡§√◊ËÕß¡◊Õ·≈–«‘∏’°“√ àÕß°≈âÕß„π√–¬–‡√‘Ë¡·√°

Õ“®“√¬å·æ∑¬å∑’Ë‡ªìπºŸâ√‘‡√‘Ë¡°“√μ√«®∑“ß°“√ àÕß°≈âÕß§πÀπ÷Ëß¢Õßª√–‡∑»
‰∑¬ §◊Õ »“ μ√“®“√¬å°‘μμ‘§ÿ≥ π“¬·æ∑¬å ¡À¡“¬ «‘‰≈√—μπå ∑à“π‡ªìπºŸâ√‘‡√‘Ë¡π”
‡∑§π‘°π’È¡“„™â„π°“√«‘π‘®©—¬·≈–√—°…“ºŸâªÉ«¬„π‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å ·≈–‰¥â Õπ
Õ“®“√¬å·æ∑¬å∑à“πÕ◊ËπÊ μàÕ ®π¡’«‘«—≤π“°“√∑”„Àâ‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å‡°‘¥»Ÿπ¬å
§«“¡‡ªìπ‡≈‘»∑“ß°“√ àÕß°≈âÕß‚√§∑“ß‡¥‘πÕ“À“√„πªí®®ÿ∫—π¢÷Èπ‰¥â π—∫«à“∑à“π
‡ªìπ∫‘¥“¢Õß·æ∑¬å àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√¢Õß§≥–·æ∑¬»“ μ√å ‚√ßæ¬“∫“≈
®ÿÃ“≈ß°√≥å‚¥¬·∑â

°√–º¡„π∞“π–‡ªìπ≈Ÿ°»‘…¬å∑’Ë∑à“πÕ“®“√¬å‰¥âÕ∫√¡ —Ëß Õπ¡“μ—Èß·μà‡ªìπ
π—°»÷°…“·æ∑¬å ·≈–√–À«à“ß°“√Ωñ°Õ∫√¡·æ∑¬åÕ“¬ÿ√»“ μ√å ‰¥â‡√’¬π√Ÿâ·≈–‰¥â‡ÀÁπ
Õ“®“√¬å‡ªìπμ—«Õ¬à“ß„π°“√¡ÿàß¡—Ëπ°≈â“∑”ß“π∑’Ë¬“°®π ”‡√Á® μ≈Õ¥®π°“√∑”«‘®—¬
 √â“ßÕß§å§«“¡√Ÿâ„π√–¥—∫π“π“™“μ‘

°√–º¡„π∞“π–¢Õßπ“¬° ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬
¢Õ√–≈÷°·≈–°√“∫‡§“√æÕ“®“√¬åÕ’°§√—Èß ·≈–„π∞“π–»‘…¬å‡°à“º¡¢Õ‡ªìπμ—«·∑π
¢Õß·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√∑ÿ°∑à“π∑’Ë‰¥â√—∫Õ“π‘ ß å¢Õß°“√æ—≤π“·æ∑¬å„π “¢“
π’È®“°∑à“πÕ“®“√¬å ®π∂◊Õ«à“·æ∑¬å “¢“π’È¡’§«“¡ “¡“√∂‰¡à¬‘ËßÀ¬àÕπ‰ª°«à“·æ∑¬å„π
ª√–‡∑»Õ◊ËπÊ

¢Õ„Àâ∫ÿ≠°ÿ»≈∑’ËÕ“®“√¬å‰¥â°√–∑”¡“μ≈Õ¥™’æ √à«¡°—∫Õ”π“®®‘μÕ∏‘…∞“π
¢Õß≈Ÿ°»‘…¬å√«¡∑—ÈßºŸâªÉ«¬¢Õß∑à“πÕ“®“√¬å ®ß‡ªìπæ≈—ß àßº≈„Àâ∑à“πÕ“®“√¬å¡’§«“¡
 ÿ¢  ß∫ ·≈–‡®√‘≠¥â«¬∏√√¡„π∑ÿ°¿æ∑ÿ°™“μ‘‡∑Õ≠

√Õß»“ μ√“®“√¬åπ“¬·æ∑¬åæ‘»“≈ ‰¡â‡√’¬ß
π“¬° ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬



12 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, °—π¬“¬π-μÿ≈“§¡ 2555

Õ“®“√¬å ¡À¡“¬ «‘‰≈√—μπå
çÀπ÷Ëß„πºŸâ∫ÿ°‡∫‘°°“√ àÕß°≈âÕß√–∫∫∑“ß‡¥‘πÕ“À“√‰∑¬é

∑à“πÕ“®“√¬å ¡À¡“¬ «‘‰≈√—μπå ∂◊Õ‡ªìπªŸ™π’¬∫ÿ§§≈∑à“πÀπ÷Ëß∑“ß¥â“π
√–∫∫∑“ß‡¥‘πÕ“À“√¢Õßª√–‡∑»‰∑¬ ·¡âº¡®–‰¡à‰¥â‡ªìπ≈Ÿ°»‘…¬å¢Õß∑à“πÕ“®“√¬å
‚¥¬μ√ß ·μà‰¥â‡ªìπ≈Ÿ°»‘…¬å¢Õß∑à“π„π«‘™“™’æ¥â“π√–∫∫∑“ß‡¥‘πÕ“À“√ ´÷Ëß∑à“π
Õ“®“√¬å ¡À¡“¬∂◊Õ‡ªìπÕ“®“√¬åμâπ·∫∫¥â“π∑“ß‡¥‘πÕ“À“√∑à“πÀπ÷Ëß¢Õßª√–‡∑»‡√“
∑à“π‡ªìπºŸâ∑’Ë π„®¥â“π‡∑§‚π‚≈¬’„À¡àÊ ·≈–„ΩÉ»÷°…“À“§«“¡√Ÿâ¡“æ—≤π“μπ‡ÕßÕ¬Ÿà‡ ¡Õ
∑à“πÕ“®“√¬å ¡À¡“¬∂◊Õ‰¥â«à“‡ªìπºŸâ∫ÿ°‡∫‘°‡√◊ËÕß°“√ àÕß°≈âÕß√–∫∫∑“ß‡¥‘πÕ“À“√
¢Õßª√–‡∑»„π¬ÿ§μâπÊ §Ÿà¡“°—∫∑à“πÕ“®“√¬å«’°‘® «’√“πÿ«—μμ‘Ï ∑à“πÕ“®“√¬å¡’º≈ß“π
·≈–ª√– ∫°“√≥åÕ¬à“ß¡“°„π‡√◊ËÕß°“√ àÕß°≈âÕß√–∫∫∑“ß‡¥‘πÕ“À“√®π‰¥â√—∫°“√
¬°¬àÕß«à“‡ªìπºŸâ‡™’Ë¬«™“≠∑à“πÀπ÷Ëß„π¿Ÿ¡‘¿“§π’È·≈–‰¥â√—∫‡≈◊Õ°„Àâ‡ªìπ°√√¡°“√
∫√‘À“√¢Õß ¡“§¡·æ∑¬å àÕß°≈âÕß√–∫∫∑“ß‡¥‘πÕ“À“√¿“§æ◊Èπ‡Õ‡™’¬·ª´‘øî§
¬“«π“π°«à“ 20 ªï

∑à“πÕ“®“√¬å ¡À¡“¬¡’∫ÿ§≈‘°‡ªìππ—°«‘™“°“√ π—°§‘¥ ·≈–‡ªìπºŸâ¡’§«“¡‡ªìπ
§√Ÿ Ÿß ™Õ∫ Õπ·≈–Õ∏‘∫“¬„Àâ‡¢â“„®ßà“¬ „π°“√ª√–™ÿ¡«‘™“°“√μà“ßÊ ∑à“πÕ“®“√¬å
™Õ∫· ¥ß§«“¡§‘¥‡ÀÁπÕ¬à“ßμ√ß‰ªμ√ß¡“ °√–μÿâπ„Àâ‡°‘¥°“√‡√’¬π√Ÿâ·≈–¡’
∫√√¬“°“»∑“ß«‘™“°“√ √«¡∑—Èß∂à“¬∑Õ¥ª√– ∫°“√≥åμà“ßÊ „Àâ·æ∑¬å√ÿàππâÕß‰¥âÕ¬à“ß
¥’

∑à“πÕ“®“√¬å ¡À¡“¬‡ªìπ·æ∑¬å∑’Ë¡’§«“¡‡¡μμ“ °√ÿ≥“ ·≈–„ à„®§π‰¢â
¢Õß∑à“π∑ÿ°§π μ√“∫®π‡°…’¬≥Õ“¬ÿ ∑à“π°Á¬—ß§ß∑”ß“π‡æ◊ËÕ™à«¬‡À≈◊Õ√—°…“ºŸâ∑’Ë‡®Á∫
‰¢â‰¥âªÉ«¬ ®“°§”∫Õ°‡≈à“¢Õß§π„π§√Õ∫§√—«¢Õß∑à“π æ∫«à“°àÕπ∑à“π‡ ’¬‰¡à°’Ë«—π
∑à“π¬—ßÕÕ°μ√«®§π‰¢âÕ¬Ÿà‡≈¬ Õ“®°≈à“«‰¥â«à“∑à“π‰¥â∑”Àπâ“∑’Ë¢Õß∑à“π„π∞“π–∑’Ë‡ªìπ
À¡Õ®π°√–∑—Ëß∂÷ß«“√– ÿ¥∑â“¬¢Õß™’«‘μ

‡¡◊ËÕ∑√“∫¢à“«°“√‡ ’¬™’«‘μ¢Õß∑à“π º¡®÷ß√Ÿâ ÷°μ°„® ‡ ’¬„® ·≈–‡ ’¬¥“¬
‡π◊ËÕß®“°«ß°“√°“√·æ∑¬å∑“ß‡¥‘πÕ“À“√¢Õß‡√“‰¥â‡ ’¬∫ÿ§≈“°√Õ—π¡’§à“¬‘Ëß‰ªÕ’°Àπ÷Ëß
§π·≈â« ∑—Èßπ’Èº¡¢Õ· ¥ß§«“¡‡ ’¬„®μàÕ§«“¡ Ÿ≠‡ ’¬¢Õß§√Õ∫§√—«¢Õß∑à“πÕ“®“√¬å
·≈–¢Õ„Àâ§ÿ≥ß“¡§«“¡¥’∑’Ë∑à“π‰¥â —Ëß ¡¡“ ®ß¥≈∫—π¥“≈„Àâ¥«ß«‘≠≠“≥¢Õß∑à“π®ß
æ∫·μà§«“¡ ß∫ ÿ¢„π —¡ª√“¬¿æ¥â«¬‡∑Õ≠

»“ μ√“®“√¬å§≈‘π‘° π“¬·æ∑¬åÕÿ¥¡ §™‘π∑√
§≥∫¥’ §≥–·æ∑¬»“ μ√å»‘√‘√“™æ¬“∫“≈

·≈–Õ¥’μπ“¬° ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààª√–‡∑»‰∑¬



13√”≈÷°∂÷ß »“ μ√“®“√¬å°‘μμ‘§ÿ≥ π“¬·æ∑¬å ¡À¡“¬ «‘‰≈√—μπå

Õ“≈—¬§ÿ≥À¡Õ∑’Ë√—°·≈–π—∫∂◊Õ

‡¡◊ËÕªï æ.». 2495 ¥‘©—π·≈–§ÿ≥‡°’¬√μ‘‰°√ ‰¥â‡√‘Ë¡μâπ™’«‘μ§√Õ∫§√—«∑’Ë∂ππ

°√ÿß‡°…¡ ¡’≈Ÿ°∑—ÈßÀ¡¥ 7 §π ‰¥â√Ÿâ®—°°—∫§√Õ∫§√—«§ÿ≥À¡Õ ¡À¡“¬·≈–§ÿ≥À¡Õ

Õ—≠™—π´÷Ëß‡ªî¥§≈‘π‘°„°≈â°—∫∫â“π∑’ËÕ“»—¬Õ¬Ÿà

§√—Èß·√°∑’Ë‡¥‘π‡¢â“‰ª„π§≈‘π‘° æ∫§ÿ≥À¡ÕÕ—≠™—π°”≈—ß¥Ÿ·≈‡√◊ËÕß§«“¡ –Õ“¥

§ÿ≥À¡Õ‡≈à“„Àâøíß«à“§ÿ≥À¡ÕºŸâ™“¬´÷Ëß‰ª»÷°…“μàÕ ≥ μà“ßª√–‡∑» °”≈—ß®–‡¥‘π∑“ß

°≈—∫¡“‡¡◊Õß‰∑¬ ·≈–‡ªìπ§√—Èß·√°∑’Ë§√Õ∫§√—«‡√“‰¥â√Ÿâ®—°°—∫§ÿ≥À¡Õ ¡À¡“¬

μ—Èß·μàπ—Èπ¡“®π∂÷ßªí®®ÿ∫—π ‡ªìπ√–¬–‡«≈“°«à“ 60 ªï §ÿ≥À¡Õ∑—Èß Õß°Á‡ªìπ

∑’Ëæ÷Ëßæ“∑’Ëª√÷°…“¢Õß§√Õ∫§√—«¢Õß‡√“ ∑—Èß„π¬“¡∑’Ë‡√“‡®Á∫ªÉ«¬·≈–‰¡à ∫“¬„® ≈Ÿ°Ê

À≈“πÊ ¢Õß§√Õ∫§√—«‡√“∑ÿ°§π‰¥â√—∫§«“¡‡¡μμ“°√ÿ≥“®“°§ÿ≥À¡Õ¡“μ≈Õ¥ §ÿ≥

À¡Õ®”™◊ËÕ¿“…“®’π¢Õß≈Ÿ°Ê ∑ÿ°§π‰¥â ∑—ÈßÊ ∑’Ë§ÿ≥À¡Õ‰¡à‰¥â‡√’¬π¿“…“®’π¡“‡≈¬

μÕπ∑’Ë≈Ÿ°™“¬§π∑’Ë Õß®– Õ∫‡¢â“¡À“«‘∑¬“≈—¬ ¥‘©—π·≈– “¡’Õ¬“°„Àâ‡¢“

‡√’¬π®∫¡“™à«¬¥Ÿ·≈°“√§â“¢Õß∑’Ë∫â“π ·μà≈Ÿ°™“¬Õ¬“°®–‡√’¬π·æ∑¬å ¥‘©—π·≈– “¡’

‰¥â√—∫§”·π–π”Õ¬à“ß¥’¬‘Ëß®“°§ÿ≥À¡Õ∑—Èß Õß ®÷ß‰¥âÕπÿ≠“μ„Àâ≈Ÿ° Õ∫‡¢â“‡√’¬π·æ∑¬å

‡¡◊ËÕ≈Ÿ°™“¬ Õ∫‡¢â“·æ∑¬å®ÿÃ“œ ‰¥â „π«—π¡Õ∫μ—«‡¢â“‡√’¬πμâÕß‡μ√’¬¡‡ß‘π

®”π«π¡“°‡æ◊ËÕ‡´Áπ —≠≠“§È”ª√–°—π ¥‘©—π‰¥â√—∫§«“¡‡¡μμ“®“°§ÿ≥À¡Õ ¡À¡“¬

Õ’°§√—ÈßÀπ÷Ëß„π°“√„™âμ”·ÀπàßÀπâ“∑’Ë√“™°“√‡´Áπ§È”ª√–°—π„Àâ≈Ÿ°™“¬‡¢â“‡√’¬π·æ∑¬å

‚¥¬‰¡àμâÕß«“ß‡ß‘π§È”ª√–°—π„¥‡≈¬

«—πÀπ÷Ëß≈Ÿ°™“¬∑’Ë°”≈—ß‡√’¬π·æ∑¬åªï 4 ‰¥âπ”Àπ—ß ◊Õ‡≈à¡Àπ÷Ëß¡“„Àâ¥Ÿ·≈–

∫Õ°«à“‡ªìπÀπ—ß ◊Õ∑’Ë§ÿ≥À¡Õ ¡À¡“¬¡Õ∫‰«â„ÀâÕà“π ™◊ËÕÀπ—ß ◊Õ§◊Õ «‘™“√–∫∫∑“ß

‡¥‘πÕ“À“√ ´÷Ëß »®.π.æ.  ¡À¡“¬ «‘‰≈√—μπå ‡ªìπºŸâ√«∫√«¡·≈–®—¥æ‘¡æå ¥â“π„π

Àπ—ß ◊Õ‡¢’¬π¥â«¬≈“¬¡◊Õ«à“

„Àâ ¡‡°’¬√μ‘ ‰«â ”À√—∫»÷°…“

 ¡À¡“¬ «‘‰≈√—μπå

9 ¡‘.¬. 2523

ªí®®ÿ∫—π ≈Ÿ°™“¬°Á‰¥â‡®√‘≠√Õ¬μ“¡·∫∫Õ¬à“ß∑’Ë¥’ß“¡¢Õß§ÿ≥À¡Õ ¡À¡“¬
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‡ªìπÕ“®“√¬å “¢“«‘™“‚√§À—«„®·≈–À≈Õ¥‡≈◊Õ¥ ¿“§«‘™“Õ“¬ÿ√»“ μ√å §≥–·æ∑¬»“ μ√å

®ÿÃ“≈ß°√≥å¡À“«‘∑¬“≈—¬

§√—Èß ÿ¥∑â“¬∑’Ë‰¥âæ∫§ÿ≥À¡Õ∑’Ë§≈‘π‘° ∑à“π¬—ß‰¥â∑—°∑“¬‰μà∂“¡∑ÿ°¢å ÿ¢μ“¡

ª°μ‘ ‡æ’¬ß·§à™—Ë«¢â“¡§◊π°Á∑√“∫¢à“«°“√®“°‰ªÕ¬à“ß°√–∑—πÀ—π¢Õß§ÿ≥À¡Õ ¡À¡“¬

¥‘©—π §ÿ≥‡°’¬√μ‘‰°√ ·≈–≈Ÿ°Ê ¢Õ· ¥ß§«“¡‡ ’¬„®Õ¬à“ß ÿ¥´÷ÈßμàÕ°“√®“°

‰ª¢Õß§ÿ≥À¡Õ ¡À¡“¬ ¢Õ°√“∫Õ“√“∏π“§ÿ≥æ√–»√’√—μπμ√—¬·≈– ‘Ëß»—°¥‘Ï ‘∑∏‘Ï∑—Èßª«ß

‰¥â‚ª√¥ª√–∑“πæ√π”¥«ß«‘≠≠“π¢Õß§ÿ≥À¡Õ ¡À¡“¬‰ª Ÿà ÿ¢§μ‘ ‰¥â ∂‘μÕ¬Ÿà

 √«ß «√√§å·≈–¡’§«“¡ ÿ¢„π —¡ª√“¬¿æ‡∑Õ≠

‡°’¬√μ‘‰°√ - ∫ÿ≠¬π’ · ß«—≤π“‚√®πå ·≈–§√Õ∫§√—«



15√”≈÷°∂÷ß »“ μ√“®“√¬å°‘μμ‘§ÿ≥ π“¬·æ∑¬å ¡À¡“¬ «‘‰≈√—μπå

Õ“≈—¬§ÿ≥À¡Õ ¡À¡“¬ «‘‰≈√—μπå

¥â«¬§«“¡Õ“≈—¬√—°Õ¬à“ß ÿ¥´÷Èß°—∫°“√®“°‰ª¢Õß§ÿ≥À¡Õ ‡À≈◊Õ‰«â·μà§«“¡

¥’μà“ßÊ „Àâ√–≈÷°∂÷ß ·≈–‡ªìπμ—«Õ¬à“ß∑’Ëπà“®¥®”μ≈Õ¥°“≈

μ—Èß·μà√Ÿâ®—°°—π §ÿ≥À¡Õ‡ªìπ§π¢¬—π·≈–¡’§«“¡ “¡“√∂¡“°„π°“√√—°…“

·≈–§ÿ≥À¡Õ‡ªìπ§π∑’Ë¡’¡‚π∏√√¡ Ÿß àß ·≈–‡¡μμ“∏√√¡¡“° ‡ ’¬ ≈–§«“¡ ÿ¢ à«πμ—«

‚¥¬‰¡à§”π÷ß∂÷ß§«“¡‡ÀπÁ¥‡Àπ◊ËÕ¬¢Õßμ—«§ÿ≥À¡Õ‡Õß ∑”°“√√—°…“§π‰¢â®«∫®π

«“√– ÿ¥∑â“¬¢Õß™’«‘μ ·≈–¥‘©—π°Á‡ªìπ§π‰¢â§πÀπ÷Ëß„π«—π ÿ¥∑â“¬¢Õß°“√√—°…“®“°

§ÿ≥À¡Õ

·≈–„πÀ≈“¬§√—ÈßÀ≈“¬Àπ∑’Ë¥‘©—π·≈–§√Õ∫§√—«‡®Á∫ªÉ«¬Õ¬à“ß√ÿπ·√ß §ÿ≥

À¡Õ°Á√’∫√—°…“„Àâ¥â«¬§«“¡Àà«ß„¬®πÀ“¬¥’ À√◊Õ¡‘©–π—Èπ§ÿ≥À¡Õ°Á®–·π–π”À¡Õ

‡©æ“–∑“ß„Àâ ·≈–¬—ß§Õ¬Àà«ß„¬∂“¡∂÷ßμ≈Õ¥‡«≈“®πÀ“¬¥’

¡’Õ¬Ÿà§√—ÈßÀπ÷Ëß∑’Ë¥‘©—πª«¥∑âÕß¥â“π´â“¬§ÿ≥À¡Õ‰¥âμ√«®„Àâ ·≈â«∫Õ°«à“

¥‘©—π‡ªìπ‡π◊ÈÕßÕ°„Àâ‰ª àÕß°≈âÕß∑’Ë‚√ßæ¬“∫“≈¥à«π ·≈–§ÿ≥À¡Õ‰¥â∑”°“√ àÕß

°≈âÕß¥â«¬μ—«‡Õß À≈—ß®“°§ÿ≥À¡Õ àÕß°≈âÕß·≈â« °Á·®âß„Àâ∑√“∫«à“ ç‡ªìπ‡π◊ÈÕßÕ°

·μà‰¡à„™à‡π◊ÈÕ√â“¬ ‰¡àμâÕß‡ªìπÀà«ß·μàμâÕßμ—¥∑‘Èßé ·≈–§ÿ≥À¡Õ°Á√’∫¥”‡π‘π°“√√—°…“„Àâ

‚¥¬¥à«π °àÕπ‡¢â“ÀâÕßºà“μ—¥ §ÿ≥À¡Õ∫Õ°«à“¢Õ‡«≈“∑”°“√ºà“μ—¥ 30 π“∑’ ·≈–§ÿ≥

À¡Õ°ÁæŸ¥«à“ ç‡¥’Î¬«π’ÈÀ¡Õ∑”Õ–‰√°Á™â“≈ßé æÕ¥‘©—π‡¢â“ÀâÕßºà“μ—¥  “¡’¢Õß¥‘©—π°Á

∑”°“√®—∫‡«≈“¥Ÿ ´÷Ëß§ÿ≥À¡Õ„™â‡«≈“ºà“μ—¥‡ √Á®°àÕπ 30 π“∑’π‘¥ÀπàÕ¬ ¥‘©—π°Á∂Ÿ°

‡¢ÁπÕÕ°¡“®“°ÀâÕßºà“μ—¥ ·≈–§ÿ≥À¡Õ°Á —Ëß„Àâ°≈—∫∫â“π‰ªæ—°ºàÕπ·≈–√—∫¬“°≈—∫‰ª

∑“π∑’Ë∫â“π  “¡’¥‘©—π°Á∑â«ß§ÿ≥À¡Õ«à“ ç‰¡à„Àâæ—°∑’Ë‚√ßæ¬“∫“≈‡À√Õé §ÿ≥À¡Õ°Á∫Õ°

«à“ ç‰¡àμâÕß §ÿ≥À¡Õ¢’È‡°’¬®‰ªμ√«®é ·μà§«“¡®√‘ß¥‘©—π‡¢â“„®§ÿ≥À¡Õ¥’ §ÿ≥À¡Õ‰¡à

μâÕß°“√„Àâ§π‰¢â‡ ’¬§à“„™â®à“¬¡“° ·≈–„Àâ§π‰¢â‰¥â°≈—∫∫â“π‰¥âæ—°ºàÕπ®√‘ßÊ §«“¡

®√‘ß·≈â« §ÿ≥À¡Õ‰¡à‰¥â¢’È‡°’¬®μ“¡∑’Ë§ÿ≥À¡ÕæŸ¥ ·≈–§ÿ≥À¡Õ°Áπ—¥„Àâ‰ª¥Ÿ∑’Ë§≈‘π‘°

¢Õß§ÿ≥À¡Õ„π¿“¬À≈—ß ‚¥¬§ÿ≥À¡Õ‰¡à‡°Á∫§à“μ√«® ´÷Ëß„π§«“¡‡ªìπ®√‘ß·≈â« §ÿ≥

À¡Õπà“®–μâÕß‡°Á∫§à“μ√«® ‡æ√“–‡ªìπ§à“«‘™“™’æ¢Õß§ÿ≥À¡Õ ∑’Ë‰¥â≈ß∑ÿπ≈ß·√ß‰ª

¡“°¥â«¬§«“¡‡Àπ◊ËÕ¬¬“° ́ ÷Ëß‡æ√“–§ÿ≥À¡Õ‰¡àμâÕß°“√„Àâ§π‰¢â‡ ’¬‡ß‘π‚¥¬∑’Ë‰¡à‰¥â√—∫¬“
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À≈“¬Ê §√—Èß∑’Ë§ÿ≥À¡Õ∑”‡™àππ’È‡ªìπª√–®” ¥‘©—π√Ÿâ ÷°ª√–∑—∫„®„ππÈ”„®¢Õß§ÿ≥À¡Õ

 ¡À¡“¬ «‘‰≈√—μπå ‡ªìπÕ¬à“ß¡“°

§ÿ≥À¡Õ‡ªìπºŸâ¡’æ√–§ÿ≥¡“° ‡ªìπ∑’Ëæ÷Ëß¢Õß¥‘©—π·≈– ¡“™‘°„π§√Õ∫§√—«

∑ÿ°§π‡ªìπ‡«≈“∂÷ß 39 ªï πÕ°®“°‡ªìπ∑’Ëæ÷Ëß∑“ß°“¬·≈â« ¬—ß‡ªìπ∑’Ëæ÷Ëß∑“ß„®¡“μ≈Õ¥

Õ’°¥â«¬ §ÿ≥À¡Õ‰¥â„Àâ§«“¡√Ÿâμà“ßÊ ¡“°¡“¬ ≈â«π·μà¡’ª√–‚¬™πå∑—Èß ‘Èπ ´÷Ëß¥‘©—π®–

®¥®”π”¡“ªØ‘∫—μ‘‰ªμ≈Õ¥ ·≈–¢Õ¢Õ∫æ√–§ÿ≥Õ¬à“ß Ÿß

°“√®“°‰ª¢Õß§ÿ≥À¡Õ§√—Èßπ’È ∑”„Àâ¥‘©—π√Ÿâ ÷°‡»√â“ ≈¥„®‡ªìπÕ¬à“ß¡“° ∑’Ë

¢“¥∑’Ëæ÷Ëß ”§—≠¢Õß™’«‘μ‰ª ¢Õ∫ÿ≠°ÿ»≈∑’Ë§ÿ≥À¡Õ‰¥â √â“ß¡“μ≈Õ¥™’«‘μ ®ß¥≈

∫—π¥“≈„Àâ§√Õ∫§√—«§ÿ≥À¡Õ¡’§«“¡ ÿ¢ ¡ª√“√∂π“∑ÿ°ª√–°“√‡∑Õ≠

¥â«¬§«“¡‡§“√æ√—°·≈–Õ“≈—¬

«π‘¥“  ÿ«√√≥¥‘∂’ ·≈–§√Õ∫§√—«
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Isolated Hepatitis B Core Antibody
„πºŸâªÉ«¬∑’Ë√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π

§≥‘μ“  ©—μ√“‚ ¿≥
ªî¬–«—≤πå  ‚°¡≈¡‘»√å

Àπà«¬∑“ß‡¥‘πÕ“À“√ ‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å

Review Article

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

„πªí®®ÿ∫—πæ∫°“√‡°‘¥¿“«– reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’¡“°¢÷Èπ„π

°≈ÿà¡ºŸâªÉ«¬∑’Ë‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—πÀ√◊Õ¬“μâ“π¡–‡√Áß ‚¥¬Õ“°“√· ¥ß¡’‰¥âμ—Èß·μà

‰¡à¡’Õ“°“√·≈–À“¬‰¥â‡Õß‰ª®π°√–∑—Ëß‡°‘¥¿“«–μ—∫Õ—°‡ ∫√ÿπ·√ß·≈–‡ ’¬™’«‘μ ∑—Ë«

‚≈°¡’ª√–™“°√∑’Ëμ‘¥‰«√— μ—∫Õ—°‡ ∫∫’¡“°°«à“ 2 æ—π≈â“π§π ‚¥¬ª√–¡“≥ 75%

Õ“»—¬„π·∂∫‡Õ‡™’¬μ–«—πÕÕ°‡©’¬ß„μâ·≈–·∂∫μ–«—πμ°1 Wands ·≈–§≥–2 ‰¥â

√“¬ß“π°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‡ªìπ§√—Èß·√°„πªï 1975 ‚¥¬

æ∫„πºŸâªÉ«¬∑’Ë‡ªìπ¡–‡√Áß‡¡Á¥‡≈◊Õ¥·≈–¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß∑’Ë‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π

·≈–μàÕ¡“‰¥â¡’°“√√“¬ß“π°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬∑’Ë

‡ªìπ¡–‡√Áß solid tumors3 Õ◊ËπÊ ¥â«¬ Õÿ∫—μ‘°“√≥å°“√‡°‘¥ reactivation ¢Õß‰«√— 

μ—∫Õ—°‡ ∫∫’À≈—ß‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—πÕ¬Ÿà∑’Ëª√–¡“≥ 25% ∂÷ß 40%4 ·≈–À“°‡ªìπ

ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ°æ∫¿“«– reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’

‰¥â¡“°°«à“ 50% ‡π◊ËÕß®“°‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—πª√‘¡“≥¡“°5

ªí®®ÿ∫—π¡’Õÿ∫—μ‘°“√≥å¢Õß‚√§¡–‡√Áß Ÿß¢÷Èπ ‰¡à«à“®–‡ªìπ¡–‡√Áß√–∫∫‚≈À‘μ

(hematologic malignancy) À√◊Õ solid tumors ™π‘¥μà“ßÊ πÕ°®“°π’È¬—ß¡’°“√

„™â¬“°¥¿Ÿ¡‘§ÿâ¡°—π„π‚√§¿Ÿ¡‘§ÿâ¡°—πÕ◊ËπÊ ‡™àπ SLE ‚√§¢âÕÕ—°‡ ∫√Ÿ¡“μÕ¬¥å ·≈–°“√

„™â¬“°¥¿Ÿ¡‘§ÿâ¡°—πª√‘¡“≥¡“°„πºŸâªÉ«¬∑’Ë√—∫°“√ª≈Ÿ°∂à“¬Õ«—¬«– ‡™àπ °“√ª≈Ÿ°∂à“¬

‰¢°√–¥Ÿ° °“√ª≈Ÿ°∂à“¬‰μ ¥—ßπ—Èπ®÷ßæ∫°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫
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∫’‡æ‘Ë¡¢÷Èπ ‚¥¬‡©æ“–„π endemic area ‡™àπ ·∂∫‡Õ‡™’¬μ–«—πÕÕ°‡©’¬ß„μâ °“√‡°‘¥

reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ “¡“√∂°àÕ„Àâ‡°‘¥Õ“°“√√ÿπ·√ß®π‡ ’¬™’«‘μ‰¥â

®÷ß‡ªìπ∑’Ë¡“¢Õß°“√À“·π«∑“ß ªÑÕß°—π¥Ÿ·≈·≈–√—°…“ºŸâªÉ«¬°≈ÿà¡π’ÈÕ¬à“ß‡ªìπ√–∫∫

¡“°¢÷Èπ

 ”À√—∫·π«∑“ß„π°“√¥Ÿ·≈√—°…“ºŸâªÉ«¬∑’Ë‡ªìπ‰«√— μ—∫Õ—°‡ ∫∫’ (HBsAg

positive) ∑’ËμâÕß‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π6 ‰¥â¡’°“√°”Àπ¥¢÷Èπ·≈â« „π∫∑§«“¡π’È®–

¢Õ∑∫∑«π‡©æ“–°√≥’∑’ËºŸâªÉ«¬‡ªìπ isolated Anti-HBc positive ‚¥¬∑’Ë HBsAg

negative ´÷Ëß¬—ß‰¡à‰¥â¡’¢âÕ √ÿª„π°“√„Àâ°“√ªÑÕß°—π·≈–√—°…“Õ¬à“ß‡ªìπ·∫∫·ºπ„π

ªí®®ÿ∫—π

§”®”°—¥§«“¡ ·≈– °“√«‘π‘®©—¬

1. Isolated Hepatitis B core Antibody À¡“¬∂÷ß °“√μ√«®æ∫ Anti-

HBc positive √à«¡°—∫°“√μ√«®‰¡àæ∫ HBsAg ·≈– Anti-HBs

2. Occult HBV infection À¡“¬∂÷ß °“√μ√«®‰¡àæ∫ HBsAg ·μà¬—ß

æ∫ HBV DNA Õ¬Ÿà

3. Reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ À¡“¬∂÷ß °“√æ∫°“√‡æ‘Ë¡¢÷Èπ¢Õß

HBV DNA >1 log10 √à«¡°—∫°“√‡æ‘Ë¡¢÷Èπ¢Õß§à“‡Õπ‰´¡åμ—∫Õ¬à“ßπâÕ¬ 3 ‡∑à“®“°§à“

μ—Èßμâπ

4. Seroreversion ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ À¡“¬∂÷ß °“√°≈—∫®“°°“√∑’ËºŸâ

ªÉ«¬‡§¬¡’¿Ÿ¡‘§ÿâ¡°—πμàÕ‰«√— μ—∫Õ—°‡ ∫∫’ (Anti-HBs positive ·≈– HBsAg nega-

tive) À√◊Õ‡§¬‰¥â√—∫‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’¡“·≈â«·μà¬—ß¿Ÿ¡‘§ÿâ¡°—π‰¡à¢÷Èπ (Anti-HBc

positive, HBsAg negative, Anti-HBs negative) ¡“‡ªìπ¡’ active hepatitis B

(HBsAg positive, Anti-HBs negative)

®“°¢âÕ¡Ÿ≈¢Õß Lok ·≈–§≥–7 §«“¡‡ ’Ë¬ß¢Õß°“√‡°‘¥ reactivation ¢Õß

‰«√— μ—∫Õ—°‡ ∫∫’„π°≈ÿà¡ HBsAg negative (´÷Ëß√«¡ occult hepatitis B ·≈– re-

solved À√◊Õ past hepatitis B) æ∫‡æ’¬ß 4% ‚¥¬‰¡à¡’ºŸâªÉ«¬√“¬„¥‡ ’¬™’«‘μ ´÷Ëß

Õÿ∫—μ‘°“√≥åπ’ÈμË”°«à“∑’Ëæ∫„π°≈ÿà¡ HBsAg positive ∑’Ëæ∫°“√‡°‘¥ reactivation ‰¥â
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∂÷ß 48% ·≈–Õ—μ√“°“√‡ ’¬™’«‘μ„π°≈ÿà¡π’È¡’¡“°∂÷ß 8% ‚¥¬„πºŸâ∑’ËÀ“¬®“°¿“«–μ‘¥

‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’·≈â« (HBsAg negative, Anti-HBc positive, Anti-HBs

positive) ¬—ßæ∫°“√‡æ‘Ë¡®”π«π¢Õß‰«√— „π‡π◊ÈÕμ—∫·≈– peripheral blood mono-

nuclear cells Õ¬Ÿà8,9 ®÷ß∑”„Àâ “¡“√∂‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‰¥â

·¡â«à“ºŸâªÉ«¬®–¡’¿Ÿ¡‘§ÿâ¡°—πμàÕ‰«√— μ—∫Õ—°‡ ∫∫’·≈â«°Áμ“¡ (Anti HBc positive ·≈–

Anti-HBs positive)

Wands ·≈–§≥–2 æ∫«à“„πºŸâªÉ«¬ 17 √“¬∑’Ë‡ªìπ¡–‡√Áß‡¡Á¥‡≈◊Õ¥ (hema-

tologic malignancy) ·≈–‰¥â√—∫¬“‡§¡’∫”∫—¥ ¡’ 12 √“¬∑’Ëæ∫°“√≈¥≈ß¢Õß Anti-

HBs titer Õ¬à“ß™—¥‡®π ·≈–„π 5 √“¬æ∫À≈—°∞“π¢Õß°“√‡°‘¥ seroreversion

¢Õß‰«√— μ—∫Õ—°‡ ∫∫’√à«¡°—∫æ∫°“√ª√“°Ø„À¡à (reappearance) ¢Õß HBsAg

‡™àπ‡¥’¬«°—∫√“¬ß“π¢Õß Dhedin ·≈–§≥–10 À√◊Õ√“¬ß“π¢Õß Seth ·≈–§≥–11

°Áæ∫°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‰¥â„πºŸâªÉ«¬∑’Ë¡’¿Ÿ¡‘§ÿâ¡°—π·≈â«·μà

‰¥â√—∫°“√ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ°‡π◊ËÕß®“°‡ªìπ‚√§¡–‡√Áß‡¡Á¥‡≈◊Õ¥ ‚¥¬Õÿ∫—μ‘°“√≥å¢Õß

seroreversion Õ¬Ÿà∑’Ëª√–¡“≥ 14-50%12 ·≈–‡°‘¥À≈—ß°“√ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ°ª√–¡“≥

6-52 ‡¥◊Õπ (median 19 ‡¥◊Õπ) ´÷Ëß°“√‡°‘¥ reactivation π’È‡°‘¥¢÷Èπ™â“°«à“„π°≈ÿà¡∑’Ë

¡’ HBs Ag positive Õ¬Ÿà°àÕπ·≈â« (median 2-3 ‡¥◊Õπ) ‚¥¬‡™◊ËÕ«à“ “‡Àμÿ‡π◊ËÕß®“°

„π™à«ß·√°ºŸâ√—∫Õ«—¬«–¡’ memory B cell immunity Õ¬Ÿà ·μà‡¡◊ËÕ‰¥â√—∫¬“°¥

¿Ÿ¡‘§ÿâ¡°—π∑”„Àâ√–¥—∫ Immunoglobulin ≈¥≈ß ªí®®—¬∑’Ë¡’º≈μàÕ°“√‡°‘¥ reversion

¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ ‰¥â·°à °“√‰¥â√—∫¬“ corticosteroid °“√¢“¥ Anti-HBs „π

donor ·≈–°“√‡°‘¥¢Õß graft-versus-host disease13,14

ªí®®—¬∑’Ë¡’º≈μàÕ°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’

°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’31 ¢÷ÈπÕ¬Ÿà°—∫§«“¡ ¡¥ÿ≈√–À«à“ß

°“√‡æ‘Ë¡®”π«π¢Õß‰«√— ·≈–¿“«–¿Ÿ¡‘§ÿâ¡°—π¢ÕßºŸâªÉ«¬ ¥—ßπ—Èπ‚Õ°“ „π°“√‡°‘¥ reac-

tivation ®÷ß·μ°μà“ß°—πμ“¡§«“¡√ÿπ·√ß¢Õß¿“«–μ‘¥‡™◊ÈÕ„πºŸâªÉ«¬·μà≈–√“¬°àÕπ

∑’Ë®–‰¥â√—∫¬“‡§¡’∫”∫—¥ ·≈–§«“¡√ÿπ·√ß¢Õß°“√∑’Ë¿Ÿ¡‘§ÿâ¡°—π¢ÕßºŸâªÉ«¬∂Ÿ°°¥‚¥¬¬“

°¥¿Ÿ¡‘§ÿâ¡°—π (μ“√“ß∑’Ë 1)
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1. Viral factors

‰¥â·°à

1.1 HBsAg positive ®“°√“¬ß“π¢Õß Lok ·≈–§≥–7 Yeo32 ·≈– Lau33

1.2 High HBV DNA >104 copies/mL, HBeAg positive ®“°√“¬ß“π

¢Õß Hui15 æ∫«à“¡’ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’À≈—ßÀ¬ÿ¥¬“ lamivudine

prophylaxis „π°≈ÿà¡∑’Ë¡’ HBV DNA >104 copies/mL ¡“°°«à“°≈ÿà¡∑’Ë¡’ HBV

DNA <104 copies/mL (50% vs 10%, p<0.001) ·≈–°≈ÿà¡∑’Ë¡’ HBeAg positive

æ∫ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’¡“°°«à“°≈ÿà¡∑’Ë HBeAg negative (45.5%

vs 17.1%, p=0.041)

1.3 Genotypes and mutation of HBV ®“°√“¬ß“π¢Õß Umemura34

·≈– Borentain35 æ∫«à“ genotype ∑’Ë·μ°μà“ß°—π¡’º≈μàÕ°“√‡°‘¥ reactivation

¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ √«¡∂÷ß√“¬ß“π¢Õß Ozasa36 ∑’Ëæ∫«à“‰¡à‡æ’¬ß·μà genotype

‡∑à“π—Èπ precore mutation °Á¡’º≈μàÕ°“√‡°‘¥ reactivation ¥â«¬

2. Host factors and types of immunosuppressive agents

2.1 Corticosteroid

¡’√“¬ß“π¢Õß Cheng16 ´÷Ëß‰¥â∑”°“√»÷°…“·∫∫ prospective „π

μ“√“ß∑’Ë 1 ªí®®—¬∑’Ë¡’º≈μàÕ°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬∑’Ë‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π

Viral factors Host factors

HBsAg Combination therapy with steroid

HBeAg Rituximab-plus-steroid combination therapy

Covalently closed circular DNA Malignant lymphoma

Occult HBV infection Male gender

Genotype non-A (especially genotype B) Absence of anti-HBs before chemotherapy

Gene mutation of precore and/or core promoter Decrease Anti-HBs titers during chemotherapy
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ºŸâªÉ«¬ non-Hodgkin lymphoma 50 √“¬ ‚¥¬·∫àß‡ªìπ°≈ÿà¡∑’Ë‰¥â√—∫ steroid-con-

taining regimen ·≈–°≈ÿà¡∑’Ë‰¥â steroid-free regimen æ∫«à“Õÿ∫—μ‘°“√≥å°“√‡°‘¥

reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„π°≈ÿà¡∑’Ë‰¥â steroid  Ÿß°«à“°≈ÿà¡∑’Ë‰¡à‰¥â steroid

Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ (73% vs 38%, p=0.03) ·μà°≈—∫æ∫«à“°≈ÿà¡∑’Ë‰¥â steroid

¡’ remission ·≈–Õ—μ√“°“√√Õ¥™’«‘μ Ÿß°«à“ ‚¥¬‡™◊ËÕ«à“μ—«‰«√— μ—∫Õ—°‡ ∫∫’¡’Õß§å

ª√–°Õ∫∑’Ë “¡“√∂μÕ∫ πÕßμàÕ glucocorticoid ¥—ßπ—Èπ°“√‰¥â√—∫¬“ corticoster-

oid ®÷ß∑”„Àâ‡°‘¥°“√‡æ‘Ë¡®”π«π¢Õß‰«√— μ—∫Õ—°‡ ∫∫’

2.2 Rituximab

‡ªìπ¬“°¥¿Ÿ¡‘§ÿâ¡°—π∑’Ë‡ªìπ anti-CD20 monoclonal antibody „™â√—°…“¡–‡√Áß

μàÕ¡πÈ”‡À≈◊Õß™π‘¥ B cell ®–∑”„Àâª√‘¡“≥ mature B cells ≈¥≈ß‡ªìπ√–¬–‡«≈“

‡©≈’Ë¬ 6-9 ‡¥◊Õπ ·≈–°≈—∫‡¢â“ Ÿà√–¥—∫ª°μ‘„π‡«≈“ 9-12 ‡¥◊Õπ „πªï 2001 Dervite17

·≈–„πªï 2006 Hui18 √“¬ß“π°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„π°≈ÿà¡

ºŸâªÉ«¬∑’Ë‰¥â√—∫ rituximab √à«¡°—∫ steroid ´÷Ëßæ∫∂÷ß 12.2% „π¢≥–∑’Ë°≈ÿà¡∑’Ë„™â¬“

°¥¿Ÿ¡‘·∫∫Õ◊Ëπæ∫ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‡æ’¬ß 1% ·≈–®“° multivariate

analysis æ∫«à“°“√√—°…“¥â«¬°“√„Àâ rituximab √à«¡°—∫ steroid ‡ªìπªí®®—¬‡ ’Ë¬ß∑’Ë

 ”§—≠„π°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ πÕ°®“°π’È √“¬ß“π≈à“ ÿ¥¢Õß

Yeo19 æ∫°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬∑’Ë‡ªìπ diffuse large

B cell lymphoma ∑’Ë‰¥â√—∫ R-CHOP À√◊Õ CHOP-like regimen ‚¥¬æ∫«à“ºŸâªÉ«¬∑’Ë¡’

reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‡ªìπ°≈ÿà¡∑’Ë‰¥â√—∫ R-CHOP ∑—Èß ‘Èπ (¿“æ∑’Ë 1)

®“°√“¬ß“π¢Õß ZENYAKU Company ∑’Ë√«∫√«¡°“√‡°‘¥ reactivation

¢Õß‰«√— μ—∫Õ—°‡ ∫∫’À≈—ß‰¥â√—∫‡§¡’∫”∫—¥ Ÿμ√∑’Ë¡’ rituximab ‡ªìπ à«πª√–°Õ∫æ∫

«à“‡°‘¥ reactivation „πºŸâªÉ«¬∑’Ë¡’ HBs Ag negative ‰¥â∂÷ß 45% (50/111) ‚¥¬„π

50 √“¬∑’Ë¡’ HBs Ag negative æ∫ 11 √“¬¡’ anti-HBc positive ·≈– 1 √“¬¡’

anti-HBs positive ‚¥¬‰¥â¡’°“√√«∫√«¡¢âÕ¡Ÿ≈¢Õß°“√‡°‘¥°“√ reactivation ¢Õß

‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬∑’Ë‰¥â√—∫ rituximab ‰«â„π√“¬ß“π¢Õß Kusumoto20 (μ“√“ß

∑’Ë 2) ·≈–≈—°…≥–¢Õß°“√‡°‘¥ reactivation „πºŸâªÉ«¬∑’Ë HBsAg negative (μ“√“ß

∑’Ë 3)
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·≈–‡™àπ‡¥’¬«°—∫„π√“¬ß“π¢Õß Kosei21 ∑’Ëæ∫«à“„πºŸâªÉ«¬ lymphoma 252

√“¬ À≈—ß®“°‰¥â√—∫¬“∑’Ë¡’ rituximab √à«¡¥â«¬ æ∫°“√ reactivation ¢Õß‰«√— μ—∫

Õ—°‡ ∫∫’ 5 √“¬ ´÷Ëß∑—Èß 5 √“¬π’È¡’ anti-HBc positive (‰¡àæ∫ reactivation „πºŸâ

ªÉ«¬∑’Ë‡ªìπ anti-HBc negative) ·≈– Kosei ‰¥âÕ∏‘∫“¬‡Àμÿº≈«à“ rituximab ‡ªìπ

monoclonal antibody μàÕ CD20 antigen ´÷Ëßæ∫‰¥â∑—Èß„π neoplastic B cell

·≈– normal B lymphocyte ‚¥¬ª°μ‘ B lymphocyte ∑”Àπâ“∑’Ë‡ªìπ antigen-

presenting cells (APC) „Àâ·°à CD8 positive cytotoxic T cell ´÷Ëß®–®”°—¥°“√

°√–®“¬¢Õß°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’„π‡´≈≈åμ—∫ ¥—ßπ—Èπ‡¡◊ËÕ rituximab ‰ª≈¥

°“√∑”Àπâ“∑’Ë¢Õß B lymphocyte ≈ß ®÷ß∑”„Àâ T-lymphocyte ‰¡à “¡“√∂§«∫§ÿ¡

°“√μ‘¥‡™◊ÈÕ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‰¥â ®”π«π‰«√— ®÷ß‡æ‘Ë¡¢÷Èπ

¿“æ∑’Ë 1 °“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬ diffuse large B cell lymphoma ∑’Ë‰¥â

√—∫°“√√—°…“¥â«¬ R-CHOP À√◊Õ CHOP regimen
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μ“√“ß∑’Ë 2 §«“¡ —¡æ—π∏å√–À«à“ß HBsAg status ·≈– systemic chemotherapy „πºŸâªÉ«¬∑’Ë‡°‘¥

¿“«–μ—∫Õ—°‡ ∫√ÿπ·√ßÀ≈—ß‰¥â√—∫°“√√—°…“¥â«¬¬“‡§¡’∫”∫—¥∑’Ë¡’ Rituximab (ZENYAKU

Company data)

Systemic chemotherapy HBsAg-positive (n=47) HBsAg-negative (n=50)

Rituximab monotherapy 7 2

Containing steroids (R-CHOP etc.) 24 40

Not containing steroids 15 4

(R-CHO, R-cladribine, etc.)

PBSCT 0 3

μ“√“ß∑’Ë 3 ≈—°…≥–¢Õß°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’∑’Ë‡ªìπ “‡Àμÿ¢Õß¿“«–μ—∫Õ—°‡ ∫

„πºŸâªÉ«¬∑’Ë¡’ HBsAg negative

n Inci- Modified Data collection Anti- Anti- Predisposing Mortality

dence incidence period HBc HBs factor

Hui et al 8 3.3% 12.2% Single institution, 7/8 4/8 Rituximab 12.5%

(Hong Kong) (8/24) (8/49) Jan 2001 to plus steroids (1/8)

May 2005

Yeo et al 5 6.25% 23.8% Single institution, 5/5 0/5 R-CHOP 20.0%

(Hong Kong) (5/80) (5/21) Jan 2003 to (1/5)

Dec 2006

Zenyaku 50 NA NA Multicenter, 11/11 4/11 Rituximab 50.0%

Company Sep 2001 to plus steroids

data (Japan) May 2008 (80%, 40/50) (25/50)

2.3 Hematopoietic stem cell transplantation ·≈– organ trans-

plantation

®“°√“¬ß“π¢Õß Wachs22 ´÷Ëß‡ªìπ retrospective review æ∫ de novo

hepatitis B À≈—ß°“√ª≈Ÿ°∂à“¬Õ«—¬«– (solid organs) ∑’Ë‰¥â√—∫®“° donor ∑’Ë¡’ anti-

HBc positive ‚¥¬æ∫‚Õ°“  transmission  Ÿß ÿ¥„π°√≥’ª≈Ÿ°∂à“¬μ—∫ ¡“°°«à“
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°“√ª≈Ÿ°∂à“¬‰μ·≈–°“√ª≈Ÿ°∂à“¬À—«„® „π∑’Ëπ’È¢Õ‰¡à°≈à“«∂÷ß°“√ª≈Ÿ°∂à“¬Õ«—¬«–∑’Ë‡ªìπ

solid organ

 ”À√—∫°“√ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ° μ“¡ª°μ‘ºŸâªÉ«¬∑’Ë®–‰¥â√—∫°“√∑” allogeneic

bone marrow transplantation ®–‰¥â√—∫¬“‡§¡’∫”∫—¥¢π“¥ Ÿß‡æ◊ËÕ∑”≈“¬

‰¢°√–¥Ÿ°∑’Ë¡’‚√§¢Õßμ—«‡Õß À≈—ß®“°π—Èπ®÷ß‰¥â√—∫°“√ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ°¢ÕßºŸâ„Àâ

(donor) ¥—ßπ—Èπ°“√ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ°®–‡ªìπ°“√∑’Ë‰¥â√—∫‡§¡’∫”∫—¥¢π“¥ Ÿß¡“°·≈–

¡—°®–‡°‘¥¿“«– reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‰¥â∫àÕ¬·¡âºŸâªÉ«¬®–¡’¿Ÿ¡‘§ÿâ¡°—π

·≈â«°Áμ“¡ (μ“√“ß∑’Ë 4) ¥—ß„π√“¬ß“π¢Õß Knoll14, Onozawa23 ·≈– Palmore24 ÷́Ëß

æ∫°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‰¥â∂÷ß 50%

Õ“°“√· ¥ß

μ—«Õ¬à“ßºŸâªÉ«¬25 ∑’Ë‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’·∫∫μà“ßÊ ¥—ß

· ¥ß„π¿“æ∑’Ë 2-4 ´÷Ëß°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’π—Èπ “¡“√∂·∫àß

‡ªìπ√–¬–Ê ‰¥â 3 √–¬–25 (μ“√“ß∑’Ë 5) ¥—ßπ’È

√–¬–∑’Ë 1 ‰«√— ¡’°“√‡æ‘Ë¡®”π«πÕ¬à“ß√«¥‡√Á«À≈—ß®“°∑’Ë¡’ immune sup-

pression À√◊ÕÀ≈—ß®“°‰¥â√—∫¬“ chemotherapy «—¥‰¥â®“°°“√‡æ‘Ë¡¢÷Èπ¢Õß HBV DNA

„π serum πÕ°®“°π’È „πºŸâªÉ«¬ HBeAg negative ®–°≈—∫¡“æ∫ HBeAg posi-

tive „À¡à ·≈–ºŸâªÉ«¬∑’Ë HBsAg negative °Á®–¡’ seroreversion °≈“¬‡ªìπ HBsAg

positive ‡™àπ°—π

√–¬–∑’Ë 2 ‡°‘¥¢÷Èπ‡¡◊ËÕÀ¬ÿ¥À√◊Õ≈¥¬“°¥¿Ÿ¡‘§ÿâ¡°—π·≈–‡°‘¥°“√∫“¥‡®Á∫μàÕ

hepatocytes æ∫§à“‡Õπ‰´¡åμ—∫ Ÿß¢÷Èπ·≈–Õ“®æ∫¥’́ à“π‰¥â „π√–¬–π’ÈÕ“®æ∫«à“√–¥—∫

HBV DNA ≈¥≈ß

√–¬–∑’Ë 3 ‡ªìπ√–¬–øóôπμ—«¢Õß‡´≈≈åμ—∫

°“√ªÑÕß°—π·≈–√—°…“¿“«– reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’

°“√√—°…“ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’®πªí®®ÿ∫—ππ’È¬—ß§ß‡ªìπ°“√√—°…“

·∫∫ª√–§—∫ª√–§Õß ·≈–°“√À¬ÿ¥¬“‡§¡’∫”∫—¥ √à«¡°—∫°“√„Àâ¬“μâ“π‰«√—  ·μà
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¿“æ∑’Ë 2 ºŸâªÉ«¬ HBsAg carrier À≈—ß‰¥â‡§¡’∫”∫—¥‡æ◊ËÕ√—°…“¡–‡√ÁßμàÕ¡≈Ÿ°À¡“° √–À«à“ß„Àâ¬“§√—Èß∑’Ë

2 ‡°‘¥¿“«–¥’´à“π ·≈–æ∫°“√‡æ‘Ë¡¢÷Èπ¢Õß ALT ·≈– HBV DNA Õ¬à“ß‰√°Áμ“¡ºŸâªÉ«¬

 “¡“√∂‰¥â√—∫‡§¡’∫”∫—¥§√—ÈßμàÕ‰ª‰¥â‚¥¬‰¡à‡°‘¥ reactivation Õ’° ·≈–μ‘¥μ“¡Õ“°“√ 18

‡¥◊ÕπμàÕ¡“æ∫«à“ HBsAg negative ·≈– antiHBs positive

¿“æ∑’Ë 3 ºŸâªÉ«¬ HBsAg carrier À≈—ß‰¥â√—∫‡§¡’∫”∫—¥§√—Èß∑’Ë 3 ‡æ◊ËÕ√—°…“‚√§ non-Hodgkin lym-

phoma ‡°‘¥¿“«–¥’´à“π ·≈–æ∫°“√‡æ‘Ë¡¢÷Èπ¢Õß ALT ·≈– HBV DNA ‡¡◊ËÕ‰¥â√—∫‡§¡’

∫”∫—¥§√—ÈßμàÕ‰ª ¬—ß‡°‘¥ reactivation Õ’° ·μà ALT ‡æ‘Ë¡¢÷Èπ‡æ’¬ß‡≈Á°πâÕ¬·≈–‰¡à¡’Õ“°“√

μ‘¥μ“¡Õ’° 6 ‡¥◊Õπ æ∫«à“ HBsAg negative ·≈– antiHBs positive
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‡π◊ËÕß®“°À“°‡°‘¥¿“«– reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’·≈â« ¡—°®–π”¡“´÷Ëß

§«“¡∑ÿææ≈¿“æÀ√◊Õ®π°√–∑—Ëß°“√‡ ’¬™’«‘μ¢ÕßºŸâªÉ«¬‰¡à¡“°°ÁπâÕ¬ ®÷ßπà“®–‡πâπ‰ª

„π‡√◊ËÕß¢Õß°“√ªÑÕß°—π°“√‡°‘¥ reactivation ¢Õß‰«√— ¡“°°«à“

¿“æ∑’Ë 4 ºŸâªÉ«¬ HBsAg negative ·μà¡’ anti-HBc positive °àÕπ‰¥â√—∫ rituximab-CHOP ‡æ◊ËÕ√—°…“

Large B cell lymphoma ‡√‘Ë¡μ√«®æ∫ HBV DNA √–À«à“ß‰¥â‡§¡’∫”∫—¥§√—Èß∑’Ë 6 ·≈–

μ“¡¡“¥â«¬°“√μ√«®æ∫ HBsAg °“√‡æ‘Ë¡¢÷Èπ¢Õß ALT ·≈– bilirubin ´÷ËßμàÕ¡“‡°‘¥¿“«–

μ—∫«“¬‡©’¬∫æ≈—π·≈–‡ ’¬™’«‘μ„π∑’Ë ÿ¥

μ“√“ß∑’Ë 5 √–¬–μà“ßÊ ¢Õß°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’

Phase Feature Diagnosis markers comments

1 Increase in viral HBV DNA, HBeAg, Rise of >1 log10 IU/mL,

replication HBsAg seroreversion

2 Appearance of ALT, symptoms, Rise of >3 times baseline,

disease activity jaundice indicative of more

severe injury

3 Recovery HBV DNA, ALT, Fall to baseline values may

HBsAg be cleared late
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‚¥¬„π°√≥’∑’ËºŸâªÉ«¬‡ªìπæ“À–¢Õß‰«√— μ—∫Õ—°‡ ∫∫’°àÕπ®–‰¥â√—∫‡§¡’∫”∫—¥

§«√‰¥â√—∫°“√μ√«®ª√‘¡“≥ HBV DNA °àÕπ ·≈–§«√„Àâ¬“ªÑÕß°—π°“√‡°‘¥ reacti-

vation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’°àÕπ‰¥â√—∫¬“‡§¡’∫”∫—¥ ‚¥¬¡’¡“μ√∞“π¢Õß·π«∑“ß

ªØ‘∫—μ‘„π°“√¥Ÿ·≈ºŸâªÉ«¬∑’Ëμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’ (æ∫ HBsAg positive) ∑’ËμâÕß

‰¥â√—∫‡§¡’∫”∫—¥¥—ßπ’È6

1. Hepatitis B carriers

HBsAg positive ·≈–μ√«®æ∫ HBV DNA <2,000 IU/mL §«√‰¥â√—∫

°“√ªÑÕß°—π°“√‡°‘¥ reactivation ¢Õß‰«√—  ‚¥¬°“√„Àâ¬“ lamivudine °àÕπ®–

‡√‘Ë¡¬“‡§¡’∫”∫—¥ ·≈–„ÀâμàÕ‡π◊ËÕß®π°√–∑—ËßÀ¬ÿ¥¬“‡§¡’∫”∫—¥·≈â«Õ¬à“ßπâÕ¬ 6 ‡¥◊Õπ

2. Chronic hepatitis B

HBsAg positive ·≈–μ√«®æ∫ HBV DNA >2,000 IU/mL °àÕπ®–‰¥â

√—∫¬“‡§¡’∫”∫—¥§«√‰¥â√—∫¬“μâ“π‰«√—  lamivudine À√◊Õ entecavir μ“¡¢âÕ∫àß™’È

¢Õß°“√√—°…“‰«√— μ—∫Õ—°‡ ∫∫’‰ª®π°√–∑—Ëß ‘Èπ ÿ¥°“√√—°…“‰«√— μ—∫Õ—°‡ ∫∫’

°√≥’ºŸâªÉ«¬‡§¬μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’ anti-HBc positive ·μà HBsAg

negative ·≈– anti-HBs negative ·≈–¬—ßμ√«®æ∫ HBV DNA ´÷Ëß‡√’¬°«à“‡ªìπ

occult HBV infection √«¡∑—Èß°√≥’∑’ËºŸâªÉ«¬‡§¬μ‘¥‡™◊ÈÕ·≈–¡’¿Ÿ¡‘§ÿâ¡°—π·≈â« (HBsAg

negative, anti-HBc positive, anti-HBs positive) „πªí®®ÿ∫—π¬—ß‰¡à¡’·π«∑“ß

°“√ªØ‘∫—μ‘∑’Ë™—¥‡®π ”À√—∫ºŸâªÉ«¬∑—Èß Õß°√≥’‡¡◊ËÕμâÕß‰¥â√—∫¬“‡§¡’∫”∫—¥À√◊Õ¬“∑’Ë¡’

ƒ∑∏‘Ï°¥¿Ÿ¡‘§ÿâ¡°—π ·μà„π√“¬ß“π¢Õß Lalazar26 ºŸâªÉ«¬‡À≈à“π’È§«√‰¥â√—∫°“√ªÑÕß°—π

¥â«¬¬“μâ“π‰«√—  lamivudine ‰ª°àÕπ  ◊∫‡π◊ËÕß®“°°“√»÷°…“¢Õß Wands2,

Dhedin10, Seth11, Knoll14 ·≈– Onozawa23 ∑’Ëæ∫«à“ºŸâªÉ«¬À≈—ß‰¥â√—∫¬“‡§¡’∫”∫—¥

À√◊Õ¬“∑’Ë¡’ƒ∑∏‘Ï°¥¿Ÿ¡‘§ÿâ¡°—π‚¥¬‡©æ“–∑’Ë¡’ corticosteroid À√◊Õ rituximab À√◊Õ

ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√ª≈Ÿ°∂à“¬Õ«—¬«–∑—Èß„π°“√ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ°·≈–°“√ª≈Ÿ°∂à“¬ solid

organ ¡—°¡’°“√‡æ‘Ë¡®”π«π¢Õß‰«√— μ—∫Õ—°‡ ∫∫’®π‡°‘¥¿“«– seroreversion ‚¥¬

„π√“¬ß“π¢Õß Lalazar26 ‰¥â‡ πÕ·π«∑“ß„π°“√μ√«®§—¥°√Õß·≈–°“√ªÑÕß°—π„π

ºŸâªÉ«¬°≈ÿà¡π’È‰«â (¿“æ∑’Ë 5)

ª°μ‘°“√„Àâ«—§´’π‰«√— μ—∫Õ—°‡ ∫∫’„™â Ÿμ√ 0, 1 ·≈– 6 ‡¥◊Õπ  ”À√—∫‡¢Á¡∑’Ë
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¿“æ∑’Ë 5 ·π«∑“ß°“√ªÑÕß°—π°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬¡–‡√Áß‡¡Á¥‡≈◊Õ¥μ“¡

 ∂“π–¢Õß hepatitis B marker26

1-3 °“√‡≈◊ËÕπ„Àâ‡¢Á¡∑’Ë 3 „π§πª°μ‘‰ª‡ªìπ 1 ªïÕ“®‡æ‘Ë¡√–¥—∫¿Ÿ¡‘§ÿâ¡°—π (anti-HBs

level) ¢÷Èπ‰¥â ·μà∫àÕ¬§√—Èß„πºŸâªÉ«¬¡–‡√Áß‡¡Á¥‡≈◊Õ¥°“√‰¥â√—∫«—§´’π¡—°‰¡à¡’‡«≈“æÕ∑’Ë

®–„Àâ§√∫∑—Èß 3 ‡¢Á¡ ¥—ßπ—Èπ§«√®–„Àâ°√–μÿâπ¿Ÿ¡‘§ÿâ¡°—πÕ¬à“ßπâÕ¬ 2 ‡¢Á¡ Àà“ß°—π¿“¬„π

3-4  —ª¥“Àå  à«π‡¢Á¡∑’Ë 3  “¡“√∂„ÀâÀ≈—ß®“°°“√„Àâ‡§¡’∫”∫—¥§√∫‰ª·≈â« 2-3 ‡¥◊Õπ

‰¥â26

°“√ªÑÕß°—π reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’π—Èπ¬—ß¡’·π«∑“ßÕ◊ËπÊ Õ’°

¥—ß‡™àπ„π√“¬ß“π¢Õß Lubel27 ‰¥â √ÿª·π«∑“ßªØ‘∫—μ‘„πºŸâªÉ«¬∑’ËμâÕß‰¥â√—∫¬“‡§¡’∫”∫—¥

À√◊Õ¬“°¥¿Ÿ¡‘§ÿâ¡°—π‰«â (¿“æ∑’Ë 6) ‚¥¬°≈à“««à“ºŸâªÉ«¬∑’Ëæ∫«à“¡’ HBsAg positive

∑—ÈßÀ¡¥ (∑—ÈßºŸâªÉ«¬∑’ËÕ¬Ÿà„π immune tolerance phase ·≈– immune control phase)

§«√‡√‘Ë¡°“√√—°…“·∫∫ pre-emptive therapy ¥â«¬ lamivudine À√◊Õ‡ªìπ¬“ anti-

HBV nucleos(t)ide analogue 1  —ª¥“Àå°àÕπ‡√‘Ë¡¬“‡§¡’∫”∫—¥ ·≈–§«√„ÀâμàÕ
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‡π◊ËÕß®π°√–∑—ËßÀ≈—ß‰¥â¬“‡§¡’∫”∫—¥§√∫·≈â«‡ªìπ‡«≈“ 6 ‡¥◊Õπ ‚¥¬§«√μ√«®μ‘¥μ“¡

HBV DNA ·≈–μ√«® lamivudine resistance „π°√≥’∑’Ë¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß HBV

DNA 1 log10 ∂â“æ∫«à“ºŸâªÉ«¬¡’°“√¥◊ÈÕ¬“ lamivudine §«√‡æ‘Ë¡¬“ adefovir À√◊Õ

‡ª≈’Ë¬π‡ªìπ¬“ tenofovir °√≥’∑’ËºŸâªÉ«¬ HBsAg negative ·μàæ∫ anti-HBc posi-

tive ·≈–®–μâÕß‰¥â√—∫¬“‡§¡’∫”∫—¥¢π“¥ ŸßÀ√◊Õ‰¥â¬“°≈ÿà¡ rituximab §«√‰¥â√—∫

°“√μ√«® HBV DNA À“°μ√«®æ∫ HBV DNA Õ¬Ÿà §«√‰¥â√—∫°“√√—°…“‡™àπ‡¥’¬«

°—∫°≈ÿà¡∑’Ë¡’ HBsAg positive À“°μ√«®‰¡àæ∫ HBV DNA §«√‰¥â√—∫°“√μ√«®

μ‘¥μ“¡Õ¬à“ßμàÕ‡π◊ËÕß„π™à«ß‰¥â√—∫¬“‡§¡’∫”∫—¥ ´÷Ëß„πªí®®ÿ∫—π¬—ß‰¡à¡’·π«∑“ß∑’Ë

™—¥‡®π«à“§«√¡’√–¬–Àà“ß„π°“√μ√«®μ‘¥μ“¡Õ¬à“ß‰√ ·μà§«√®–μ√«® anti-HBs,

HBsAg titers ·≈– HBV DNA „π·μà≈–√Õ∫¢Õß°“√„Àâ‡§¡’∫”∫—¥ °√≥’ºŸâªÉ«¬ anti-

¿“æ∑’Ë 6 ·π«∑“ß°“√ªÑÕß°—π°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬∑’ËμâÕß‰¥â√—∫¬“‡§¡’

∫”∫—¥À√◊Õ¬“°¥¿Ÿ¡‘§ÿâ¡°—π27
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HBc positive ∑’Ë®–μâÕß‰¥â√—∫°“√ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ° §«√„Àâ lamivudine ‡À¡◊Õπ

°—∫ºŸâªÉ«¬∑’Ë HBsAg positive ‰ª‡≈¬ ‡π◊ËÕß®“°¡’‚Õ°“ ‡°‘¥¿“«– seroreversion

‰¥âμ“¡∑’Ë‡§¬ª√“°Ø„π√“¬ß“π πÕ°®“°π’È Kusumoto20 ¬—ß‰¥â √ÿª‚Õ°“ ‡°‘¥ re-

activation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’´÷Ëß¢÷Èπ°—∫ ∂“π–¢Õß hepatitis B marker

·≈–§«“¡√ÿπ·√ß¢Õß immunosuppression æ√âÕ¡∑—Èß √ÿª·π«∑“ß°“√ªÑÕß°—π‰«â¥â«¬

(¿“æ∑’Ë 7)

°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬∑’Ë ‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π ™π‘¥
biological therapy

ªí®®ÿ∫—π¡’°“√„™â¬“°¥¿Ÿ¡‘§ÿâ¡°—π∑’Ë‡ªìπ biological therapy ‰¥â·°à infli-

ximab, etanercept ·≈– adalimumab ¡“°¢÷Èπ‡æ◊ËÕ√—°…“‚√§∑“ß¿Ÿ¡‘§ÿâ¡°—πμà“ßÊ

‡™àπ ¢âÕÕ—°‡ ∫√Ÿ¡“μÕ¬¥å Crohnûs disease ·μà¢âÕ¡Ÿ≈‡°’Ë¬«°—∫ reactivation ¢Õß

¿“æ∑’Ë 7 ‚Õ°“ ‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’μ“¡ ∂“π–¢Õß hepatitis B marker ·≈–

§«“¡√ÿπ·√ß¢Õß immunosuppression
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‰«√— μ—∫Õ—°‡ ∫∫’¬—ß¡’‰¡à¡“°æÕ  à«π„À≠à‡ªìπ case report

1. Infliximab

 à«π„À≠à„™â„π°“√√—°…“‚√§ Crohnûs disease, rheumatoid arthri-

tis, ankylosing spondylitis, Stillûs disease ·≈– psoriasis ¡’√“¬ß“π‡ªìπ case

report37 ·≈–°“√√«∫√«¡√“¬ß“π¢Õß case report38 ‡°’Ë¬«°—∫º≈¢â“ß‡§’¬ß¢Õß¬“

infliximab ‰«â „π·ßà‰«√— μ—∫Õ—°‡ ∫∫’æ∫ºŸâªÉ«¬∑’ËÕ¬Ÿà„π°“√»÷°…“«‘®—¬‡ªìπ inactive

carrier 15 √“¬ ¡’μ—∫Õ—°‡ ∫‡√◊ÈÕ√—ß 4 √“¬ ‡ªìπ occult HBV infection 1 √“¬

·≈–¡’°“√μ‘¥‡™◊ÈÕ‡¥≈μâ“‰«√—  (delta virus) 1 √“¬ √«¡ 21 √“¬ ºŸâªÉ«¬ 6 √“¬‰¥â

√—∫¬“ lamivudine ªÑÕß°—π·≈–„π®”π«ππ’È‰¡à¡’√“¬„¥‡°‘¥ reactivation ‡≈¬ ·μà

ºŸâªÉ«¬Õ’° 15 √“¬∑’Ë‰¡à‰¥â√—∫°“√ªÑÕß°—π¥â«¬ lamivudine æ∫«à“‡°‘¥ reactivation

∑ÿ°√“¬ (8 √“¬¥’¢÷ÈπÀ≈—ß‰¥â√—∫°“√√—°…“¥â«¬ lamivudine, 3 √“¬‡°‘¥¿“«–μ—∫«“¬

‡ ’¬™’«‘μ, 3 √“¬μâÕßÀ¬ÿ¥¬“ infliximab, 1 √“¬À“¬‡Õß) ‚Õ°“ ‡°‘¥ reactivation

¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬∑’Ë‰¥â√—∫¬“ infliximab æ∫ª√–¡“≥ 50-66% „°≈â

‡§’¬ß°—∫„πºŸâªÉ«¬∑’Ë‰¥â√—∫¬“‡§¡’∫”∫—¥·∫∫ª°μ‘ ¥—ßπ—Èπ®÷ß·π–π”«à“§«√„Àâ lamivudine

„πºŸâªÉ«¬∑’Ë®–μâÕß‰¥â√—∫¬“ infliximab ∑’Ëæ∫‡ªìπæ“À–‰«√— μ—∫Õ—°‡ ∫∫’‡æ◊ËÕªÑÕß°—π

°“√‡°‘¥ reactivation

2. Etanercept

¡’√“¬ß“π°“√„™â¬“π’È39 πâÕ¬°«à“ infliximab ¡“° ‚¥¬¡—°‡ªìπ case

report ´÷Ëß®“°°“√√«∫√«¡¢âÕ¡Ÿ≈‡°’Ë¬«°—∫°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫

Õ—°‡ ∫∫’À≈—ß°“√„™â¬“„πºŸâªÉ«¬ 7 √“¬ (ºŸâªÉ«¬ 5 √“¬‡ªìπ incactive carrier ºŸâªÉ«¬

1 √“¬‡ªìπ‰«√— μ—∫Õ—°‡ ∫∫’‡√◊ÈÕ√—ß ·≈–Õ’° 1 √“¬‰¡à∑√“∫º≈‰«√— μ—∫Õ—°‡ ∫∫’) æ∫

«à“‡°‘¥ reactivation „πºŸâªÉ«¬ 4 √“¬∑’Ë‰¡à‰¥â√—∫¬“ lamivudine °àÕπ∑’Ë®–‰¥â

etanercept (ºŸâªÉ«¬ 3 √“¬μÕ∫ πÕß¥’μàÕ°“√√—°…“¥â«¬ lamivudine ·≈–Õ’° 1

√“¬Õ“°“√¥’¢÷Èπ‚¥¬‰¡à‰¥â√—∫¬“√—°…“)  à«πºŸâªÉ«¬Õ’° 3 √“¬∑’Ë‰¥â√—∫°“√ªÑÕß°—π‚¥¬¬“

lamivudine ‰¡àæ∫ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’·μàÕ¬à“ß„¥ √“¬ß“π™‘Èππ’È √ÿª«à“

¬“ etanercept  “¡“√∂∑”„Àâ‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‰¥â√ÿπ·√ß

πâÕ¬°«à“¬“ infliximab
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3. Adalimumab

¡’√“¬ß“π40,41 ‡°’Ë¬«°—∫°“√„™â„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫∫’ ‡ªìπ case re-

port ‡æ’¬ß 3 √“¬∑’Ë‡ªìπæ“À–‰«√— μ—∫Õ—°‡ ∫∫’ ‚¥¬‰¥â√—∫¬“ adalimumab ‡æ◊ËÕ

√—°…“‚√§√Ÿ¡“μÕ¬¥å æ∫«à“ºŸâªÉ«¬ 1 √“¬‰¥â√—∫¬“ lamivudine ªÑÕß°—π‰«â°àÕπ·≈–

‰¡à‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ Õ’° Õß√“¬‰¡à‰¥â√—∫¬“ lamivudine

æ∫«à“¡’°“√‡æ‘Ë¡¢÷Èπ¢Õßª√‘¡“≥ HBV DNA „πºŸâªÉ«¬ 1 √“¬´÷Ëß§ß∑’Ëμ≈Õ¥ 2 ªï¢Õß

°“√√—°…“¥â«¬ adalimumab ‚¥¬‰¡à¡’°“√Õ—°‡ ∫¢Õßμ—∫  à«πÕ’°√“¬‰¡àæ∫ reacti-

vation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’

°“√√—°…“‡¡◊ËÕ‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’À≈—ß‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π

°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ Õ“®‰¡à∑”„ÀâºŸâªÉ«¬¡’Õ“°“√„¥Ê

À√◊ÕÕ“®∑”„Àâ‡°‘¥μ—∫Õ—°‡ ∫√ÿπ·√ß®π‡°‘¥¿“«–μ—∫«“¬·≈–‡ ’¬™’«‘μ‰¥â∂÷ß 20-30%

·¡â„πªí®®ÿ∫—π¬—ß‰¡à¡’§”·π–π”∑’Ë‡ªìπ·π«∑“ßªØ‘∫—μ‘™—¥‡®π ·μà The European As-

sociation for the Study of the Liver (EASL)42 ‰¥â„Àâ§”·π–π”«à“ „πºŸâªÉ«¬∑’Ë

°”≈—ß®–‰¥â√—∫¬“‡§¡’∫”∫—¥À√◊Õ‡ª≈’Ë¬π∂à“¬‰¢°√–¥Ÿ°∑ÿ°√“¬§«√μ√«® HBV serology

μ“¡∑’Ë‰¥â°≈à“«‰ª„πμÕπμâπ À“°æ∫ HBsAg positive §«√„Àâ¬“ªÑÕß°—π  à«π

°√≥’∑’Ë‡ªìπ Anti-HBc positive ‡æ’¬ßÕ¬à“ß‡¥’¬«·≈–μ√«®‰¡àæ∫ HBV DNA §«√

μ√«®μ‘¥μ“¡§à“°“√∑”ß“π¢Õßμ—∫ §à“ ALT ·≈– HBV DNA Õ¬à“ßμàÕ‡π◊ËÕß

 ”À√—∫°“√√—°…“À≈—ß‡°‘¥ reactivation ·≈â«π—Èπ ¬“ lamivudine ‡ªìπ¬“

∑’Ë„™â¡“°∑’Ë ÿ¥26 ·≈–¡’§«“¡ª≈Õ¥¿—¬„π°“√√—°…“ºŸâªÉ«¬∑’Ë‡°‘¥ reactivation √ÿπ·√ß43

Õ¬à“ß‰√°Áμ“¡ æ∫«à“°“√æ¬“°√≥å‚√§‰¡à¥’À“°‡°‘¥¿“«– hepatic decompensation

·≈â« ¬‘Ëß‰ª°«à“π—Èπ °“√∑’ËºŸâªÉ«¬‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π‡ªìπ‡«≈“π“πμ≈Õ¥™’«‘μ‚¥¬

‡©æ“–Õ¬à“ß¬‘Ëß„πºŸâªÉ«¬∑’Ë‰¥â√—∫°“√ª≈Ÿ°∂à“¬Õ«—¬«– ∑”„Àâ®–μâÕß‰¥â√—∫¬“ lamivudine

‡ªìπ‡«≈“π“π¥â«¬ Õ“®‡°‘¥ªí≠À“°“√¥◊ÈÕ¬“´÷ËßÕ“®∑”„Àâ‡°‘¥ reactivation ¢Õß‰«√— 

μ—∫Õ—°‡ ∫∫’¢÷Èπ¡“‰¥â

μàÕ¡“‡¡◊ËÕ‡√‘Ë¡¡’¬“ entecavir ´÷Ëß‰¥â√—∫°“√√—∫√Õß„π°“√√—°…“‰«√— μ—∫

Õ—°‡ ∫∫’44 ·≈–æ∫°“√‡°‘¥¿“«–¥◊ÈÕ¬“πâÕ¬°«à“ lamivudine ¡“° ‰¥â¡’√“¬ß“π°“√
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„™â¬“ entecavir „π°“√√—°…“ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬∑’Ë‰¥â√—∫

¬“°¥¿Ÿ¡‘°—π Brost45 ‰¥â√«∫√«¡ case report ¢ÕßºŸâªÉ«¬ 4 √“¬∑’Ë‰¥â√—∫¬“°¥

¿Ÿ¡‘§ÿâ¡°—π·≈–‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ æ∫«à“ “¡“√∂„™â¬“ entecavir

√—°…“ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‰¥âÕ¬à“ß¡’ª√– ‘∑∏‘¿“æ‡™àπ‡¥’¬«°—∫„π

√“¬ß“π¢Õß Sanchez46 πÕ°®“°π’È¬—ßª≈Õ¥¿—¬‚¥¬‰¡àæ∫«à“¡’º≈¢â“ß‡§’¬ß∑’Ë∑”„Àâ‡°‘¥

¿“«– lactic acidosis ¥—ß∑’Ë‡§¬¡’√“¬ß“π„π°“√„™â¬“ entecavir ¢Õß Lange47
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Endoscopic Management
of Benign Biliary Stricture

¡√°μ  ¥’ ¡»—°¥‘Ï
«√“¬ÿ  ª√—™≠°ÿ≈

 “¢“«‘™“‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ ‚√ßæ¬“∫“≈»‘√‘√“™

Review Article

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

Benign biliary stricture (BBS) §◊Õ ¿“«–∑“ß‡¥‘ππÈ”¥’μ’∫μ—π®“°‚√§∑’Ë

‰¡à„™à¡–‡√Áß æ∫‰¥â√âÕ¬≈– 10-15 ‡°‘¥‰¥â®“°À≈“¬ “‡Àμÿ ·≈–μÕ∫ πÕßμàÕ°“√

√—°…“·μ°μà“ß°—π¢÷Èπ°—∫ “‡Àμÿ

 “‡Àμÿ

 “‡Àμÿ¢Õß benign biliary stricture (μ“√“ß∑’Ë 1)  à«π„À≠à‡ªìπº≈

·∑√°´âÕπ∑’Ë‡°‘¥¢÷ÈπÀ≈—ß°“√ºà“μ—¥ (postsurgical BBS) ‚¥¬‡©æ“–°“√ºà“μ—¥‡ª≈’Ë¬πμ—∫

(orthotopic liver transplantation) ´÷Ëß¡’Õÿ∫—μ‘°“√≥å√âÕ¬≈– 12-13 ·≈–°“√

ºà“μ—¥∂ÿßπÈ”¥’∑—Èß™π‘¥‡ªî¥Àπâ“∑âÕß (open cholecystectomy) ·≈–ºà“π∑“ß°≈âÕß

(laparoscopic cholecystectomy) ´÷Ëß¡’Õÿ∫—μ‘°“√≥å√âÕ¬≈– 0.31 ·≈– 0.2-0.72,3

μ“¡≈”¥—∫  “‡ÀμÿÕ◊ËπÊ ‰¥â·°à °“√ºà“μ—¥μàÕ∑“ß‡¥‘ππÈ”¥’°—∫≈”‰ â‡≈Á° (biliary-enteric

anastomosis)  à«π “‡Àμÿ∑’Ë‰¡à‰¥â‡°‘¥®“°°“√ºà“μ—¥∑’Ëæ∫∫àÕ¬‰¥â·°à chronic pan-

creatitis, ischemic cholangiopathy, primary sclerosing cholangitis ‡ªìπμâπ

μ”·Àπàß·≈–ª√–‡¿∑¢Õß∑“ß‡¥‘ππÈ”¥’μ’∫μ—π

μ”·Àπàß·≈–ª√–‡¿∑¢Õß∑“ß‡¥‘ππÈ”¥’μ’∫μ—π¡’§«“¡ ”§—≠μàÕ«‘∏’√—°…“

º≈°“√√—°…“ Õ—μ√“‡ ’Ë¬ß ·≈–¿“«–·∑√°´âÕπ∑’ËÕ“®‡°‘¥¢÷Èπ ‚¥¬æ∫«à“°“√√—°…“∑“ß
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‡¥‘ππÈ”¥’μ’∫μ—π à«πª≈“¬ (distal CBD stricture) ßà“¬°«à“°“√√—°…“∑“ß‡¥‘ππÈ”¥’

μ’∫μ—π à«πμâπ (proximal common hepatic duct À√◊Õ confluence)

Bismuth ‰¥â·∫àß°“√μ’∫μ—π¢Õß∑“ß‡¥‘ππÈ”¥’ÕÕ°‡ªìπ 5 ª√–‡¿∑ (Bismuthûs

anatomical classification) ¥—ß¿“æ∑’Ë 1

 ‘Ëß ”§—≠°àÕπ°“√√—°…“∑“ß‡¥‘ππÈ”¥’μ’∫μ—πª√–‡¿∑π’È§◊Õ °“√·¬°√Õ¬‚√§™π‘¥

‡π◊ÈÕ√â“¬ (malignant lesion) ÕÕ°°àÕπ ‡æ◊ËÕ„Àâ‰¥â√—∫°“√√—°…“∑’Ë‡À¡“– ¡ ‡π◊ËÕß®“°

¡’º≈μàÕÕ—μ√“°“√√Õ¥™’«‘μ¢ÕßºŸâªÉ«¬ ®“°°“√»÷°…“¢Õß Al Mofleh4 æ∫«à“ºŸâªÉ«¬∑’Ë

¡’√Õ¬‚√§™π‘¥ malignant ¡—°‡ªìπºŸâªÉ«¬∑’Ë¡’Õ“¬ÿ¡“° ‡©≈’Ë¬ª√–¡“≥ 62 ªï ‡¡◊ËÕ

‡∑’¬∫°—∫√Õ¬‚√§™π‘¥ benign ´÷ËßÕ“¬ÿ‡©≈’Ë¬πâÕ¬°«à“§◊Õ 53 ªï ·≈–„π malignant

stricture ¡—°‡ªìπ∫√‘‡«≥ distal common bile duct  à«πÕ“°“√·≈–Õ“°“√· ¥ß

‡™àπ Õ“°“√ª«¥∑âÕß πÈ”Àπ—°≈¥ ‰¢â À√◊Õμ—«μ“‡À≈◊Õßπ—Èπ‰¡à·μ°μà“ß°—π  ”À√—∫º≈

°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√ æ∫«à“ √–¥—∫ bilirubin ∑’Ë Ÿß ‰¡à‰¥â∫àß∫Õ°«à“√Õ¬‚√§

‡ªìπ malignant ·μà„π°≈ÿà¡ malignant ¡—°®–¡’§à“ ALP  Ÿß°«à“°≈ÿà¡ benign

‚¥¬¡’§à“‡©≈’Ë¬Õ¬Ÿà∑’Ë 145 ·≈– 108 U/L μ“¡≈”¥—∫ πÕ°®“°π’È °“√»÷°…“¢Õß Saluja5

¿“æ∑’Ë 1 ª√–‡¿∑¢Õß∑“ß‡¥‘ππÈ”¥’μ’∫μ—π‚¥¬ Bismuth

Type I: Stricture >2 cm distal to hepatic confluence, Type II: Stricture <2 cm

distal to hepatic confluence,

Type III: Hilar stricture but hepatic confluence preserved,

Type IV: Hilar stricture involves the hepatic confluence and bile ducts are sepa-

rated,

Type V: Type I, II or III plus stricture of an isolated right duct



42 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, °—π¬“¬π-μÿ≈“§¡ 2555

æ∫«à“ √–¥—∫ CA 19-9 Õ“®™à«¬·¬°√Õ¬‚√§™π‘¥ malignant ‰¥â ‚¥¬¡’§à“ cut point

∑’Ë 100 U/mL „πºŸâªÉ«¬∑’Ë‰¡à¡’¿“«–μ—∫ÕàÕπÀ√◊Õ∑“ß‡¥‘ππÈ”¥’Õ—°‡ ∫ Õ¬à“ß‰√°Áμ“¡§à“

¥—ß°≈à“«¡’ sensitivity ‡æ’¬ß√âÕ¬≈– 45 ·≈– specificity √âÕ¬≈– 88 ‡∑à“π—Èπ

®“°°“√»÷°…“¢Õß Choi ·≈–§≥–6 ≈—°…≥–∑’Ëæ∫®“°‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å™àÕß∑âÕß

(CT abdomen) ∑’Ë “¡“√∂∫àß™’È√Õ¬‚√§∑’Ë¡’‚Õ°“ ‡ªìπ malignant ‰¥â §◊Õ √Õ¬μ’∫

·§∫∑’Ë¡’§«“¡¬“«‡©≈’Ë¬ 17.9 ¡¡. §«“¡Àπ“¢Õßºπ—ß∑àÕπÈ”¥’∑’Ë¡“°°«à“ 1.5 ¡¡. ·≈–

æ∫ hyperenhancement ¢Õß∑àÕπÈ”¥’ „π arterial À√◊Õ portal phase ¢âÕ¡Ÿ≈

¢Õß Rosch7 ‰¥â· ¥ß∂÷ß§«“¡ “¡“√∂¢Õß imaging ·μà≈–™π‘¥„π°“√·¬°√Õ¬‚√§

¥—ß°≈à“«¢â“ßμâπ (μ“√“ß∑’Ë 1)

Õ¬à“ß‰√°Áμ“¡ §”μÕ∫∑’Ë·πàπÕπ§ßμâÕß‰¥â®“°°“√μ√«®æ‘ Ÿ®πå‡π◊ÈÕ‡¬◊ËÕ (tis-

sue sampling) ∫√‘‡«≥√Õ¬μ’∫ ‡∑§π‘°∑’Ë„™â„πªí®®ÿ∫—π´÷Ëß‰¥â·°à °“√„™â·ª√ß¢—¥ (brush

cytology) °“√„™â‡¢Á¡‡®“–¥Ÿ¥ (fine needle aspiration, FNA) À√◊Õ°“√„™â

ª“°§’∫μ—¥‡π◊ÈÕ‡¬◊ËÕ∫√‘‡«≥√Õ¬μ’∫ (biopsy) π—Èπ¡’§«“¡‰«„π°“√μ√«®«‘π‘®©—¬§àÕπ

¢â“ßμË” °≈à“«§◊Õ §«“¡‰« (sensitivity) ‡æ’¬ß√âÕ¬≈– 30, 30 ·≈– 43 μ“¡≈”¥—∫

·¡â«à“§«“¡®”‡æ“– (specificity) ®– Ÿß∂÷ß√âÕ¬≈– 100, 100 ·≈– 90 μ“¡≈”¥—∫°Áμ“¡

·μà§«“¡‰«„π°“√«‘π‘®©—¬®–‡æ‘Ë¡¢÷Èπ‡ªìπ√âÕ¬≈– 62 À“°„™â∑—Èß “¡«‘∏’¥—ß°≈à“«¢â“ßμâπ√à«¡

°—π8 πÕ°®“°π’È Fukuda9 ‰¥â∑”°“√»÷°…“‡æ‘Ë¡‡μ‘¡‚¥¬„™â cholangioscope-guided

tissue sampling æ∫«à“ “¡“√∂‡æ‘Ë¡§«“¡‰«„π°“√«‘π‘®©—¬‡ªìπ√âÕ¬≈– 100 ‡¡◊ËÕ

‡∑’¬∫°—∫ ERCP ∑’Ë„Àâ§«“¡‰«„π°“√«‘π‘®©—¬‡æ’¬ß√âÕ¬≈– 58 ‡∑à“π—Èπ

μ“√“ß∑’Ë 1 ‡ª√’¬∫‡∑’¬∫°“√μ√«®«‘π‘®©—¬‚¥¬ ERCP, MRCP, CT ·≈– EUS „π°“√·¬° “‡Àμÿ¢Õß

¿“«–∑“ß‡¥‘ππÈ”¥’μ’∫μ—π

ERCP/PTC MRCP CT EUS

Sensitivity 85% 85% 77% 62%

Specificity 75% 71% 63% 79%

Positive predictive value 79% 76% 69% 76%

Negative predictive value 82% 81% 71% 66%
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‚¥¬ √ÿª °√≥’∑’Ëæ∫∑“ß‡¥‘ππÈ”¥’μ’∫μ—π∑’Ë‰¡à “¡“√∂À“‡ÀμÿÕ◊ËπÊ Õ∏‘∫“¬‰¥â

ºŸâªÉ«¬§«√‰¥â√—∫°“√¥Ÿ·≈√—°…“·∫∫¡–‡√Áß∑àÕπÈ”¥’‰«â°àÕπ ‡æ√“–«à“‚Õ°“ æ∫√Õ¬‚√§

™π‘¥ benign πâÕ¬°«à“ ´÷Ëß à«π„À≠à¡—°¡’μâπ‡Àμÿ™—¥‡®π πÕ°®“°π’È§«“¡ “¡“√∂„π

°“√«‘π‘®©—¬¡–‡√Áß∑“ß‡¥‘ππÈ”¥’„πªí®®ÿ∫—π¬—ß§àÕπ¢â“ßμË” °“√«‘π‘®©—¬º‘¥¬àÕ¡¡’º≈μàÕ

Õ—μ√“°“√Õ¬Ÿà√Õ¥¢ÕßºŸâªÉ«¬¥â«¬

°“√√—°…“

°“√√—°…“∑àÕπÈ”¥’μ’∫μ—π™π‘¥∏√√¡¥“ (benign biliary stricture) ª√–°Õ∫

¥â«¬«‘∏’À≈—° 2 «‘∏’ §◊Õ

1. °“√ºà“μ—¥μàÕ∑“ß‡¥‘ππÈ”¥’°—∫∑“ß‡¥‘πÕ“À“√ (surgical bypass) ‡™àπ

°“√ºà“μ—¥ Roux-en-Y choledochojejunostomy À√◊Õ hepaticojejunostomy

‡ªìπμâπ

2. °“√√—°…“¥â«¬«‘∏’ àÕß°≈âÕß∑“ß‡¥‘ππÈ”¥’

À≈—°°“√¢Õß°“√√—°…“∑“ß‡¥‘ππÈ”¥’μ’∫μ—π™π‘¥∏√√¡¥“¥â«¬«‘∏’ àÕß°≈âÕß§◊Õ

°“√„ à∑àÕ√–∫“¬πÈ”¥’ (stent) ‡¢â“‰ª„π∑“ß‡¥‘ππÈ”¥’ ·≈–‡æ‘Ë¡®”π«π∑àÕ√–∫“¬πÈ”¥’

(multiple stents) ¢÷Èπ„π·μà≈–™à«ß‡«≈“‚¥¬‡©≈’Ë¬ª√–¡“≥ 3 ‡¥◊Õπ ‡æ◊ËÕ‡ªìπ°“√

¢¬“¬¢π“¥∑“ß‡¥‘ππÈ”¥’„À≠à¢÷Èπ ‚¥¬Õ“®„™â√à«¡°—∫°“√¢¬“¬¥â«¬≈Ÿ°‚ªÉß (balloon

catheter) ¢π“¥¢Õß≈Ÿ°‚ªÉß¢¬“¬∑’Ëπ‘¬¡„™â§◊Õ 4 -12 ¡¡. ‚¥¬®–‡ªÉ“≈¡„Àâ≈Ÿ°‚ªÉß

¢¬“¬®π√Õ¬μ’∫À“¬‰ª·≈–∑‘Èß‰«â‡ªìπ‡«≈“ 30-60 «‘π“∑’ À≈—ß®“°π—Èπμ“¡¥â«¬°“√„ à

∑àÕ√–∫“¬„π¿“¬À≈—ß Õ¬à“ß‰√°Áμ“¡°“√°√–∑”¥—ß°≈à“«¢â“ßμâπ°Á¡’¢âÕ®”°—¥ °≈à“«§◊Õ

μâÕß¡’°“√‡ª≈’Ë¬π∑àÕ√–∫“¬πÈ”¥’∑ÿ°Ê 3 ‡¥◊Õπ ‡ªìπ‡«≈“ 1 ªï ‚¥¬æ∫«à“º≈°“√√—°…“

‚¥¬°“√„ à∑àÕ√–∫“¬À≈“¬Õ—π (multiple stents) ‰¥âº≈¥’°«à“°“√„ à∑àÕ√–∫“¬‡æ’¬ß

Õ—π‡¥’¬«

Tocchi10 ‰¥â∑”°“√»÷°…“º≈°“√√—°…“∑“ß‡¥‘ππÈ”¥’μ’∫μ—π∑’Ë‡°‘¥μ“¡À≈—ß

°“√ºà“μ—¥ cholecystectomy ¥â«¬«‘∏’ºà“μ—¥μàÕ∑“ß‡¥‘ππÈ”¥’°—∫∑“ß‡¥‘πÕ“À“√

‡ª√’¬∫‡∑’¬∫°—∫°“√√—°…“¥â«¬«‘∏’ àÕß°≈âÕß æ∫«à“ ‰¥âº≈°“√√—°…“∑’Ë¥’„°≈â‡§’¬ß°—π§◊Õ

√âÕ¬≈– 77 ·≈– 80 μ“¡≈”¥—∫ ·≈–º≈·∑√°´âÕπ¢Õß°“√√—°…“‰¡à·μ°μà“ß°—π ·μà
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æ∫«à“ ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√√—°…“‚¥¬«‘∏’ºà“μ—¥®–¡’√–¬–‡«≈“Õ¬Ÿà‚√ßæ¬“∫“≈π“π°«à“

ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√√—°…“‚¥¬«‘∏’ àÕß°≈âÕß §◊Õ 10.8 «—π ‡∑’¬∫°—∫ 5.8 «—π μ“¡≈”¥—∫

°“√√—°…“∑“ß‡¥‘ππÈ”¥’μ’∫μ—πμ“¡ “‡Àμÿ

1. ∑“ß‡¥‘ππÈ”¥’μ’∫μ—π∑’Ë‡°‘¥μ“¡À≈—ß°“√ºà“μ—¥

1.1 ∑“ß‡¥‘ππÈ”¥’μ’∫μ—πÀ≈—ß°“√ºà“μ—¥∂ÿßπÈ”¥’ (post cholecystectomy

biliary stricture)

°“√ºà“μ—¥∂ÿßπÈ”¥’ÕÕ° (cholecystectomy) ¥â«¬«‘∏’‡ªî¥Àπâ“∑âÕß (open

cholecystectomy) ·≈– «‘∏’ àÕß°≈âÕß (laparoscopic cholecystectomy)

 “¡“√∂°àÕ„Àâ‡°‘¥º≈·∑√° ấÕπ§◊Õ °“√∫“¥‡®Á∫À√◊ÕÕ—πμ√“¬μàÕ∑“ß‡¥‘ππÈ”¥’‰¥â (bile

duct injury) ·≈–∫“ß§√—ÈßÕ“®√ÿπ·√ß∂÷ß¢—Èπ¡’‚Õ°“ ‡°‘¥∑àÕπÈ”¥’μ’∫μ—π (biliary tract

stricture) μ“¡¡“¿“¬À≈—ß ‚¥¬ Strasberg ·≈–§≥–1 √“¬ß“πÕÿ∫—μ‘°“√≥å¢Õß°“√

‡°‘¥¿“«–¥—ß°≈à“««à“‡°‘¥¢÷Èπ‰¥â√âÕ¬≈– 0.3 ·≈– 0.5 μ“¡≈”¥—∫

Õ“°“√· ¥ß·∫àßÕÕ°μ“¡™à«ß‡«≈“∑’Ë‡°‘¥ °≈à“«§◊Õ ™à«ß·√°À≈—ß°“√ºà“μ—¥

´÷Ëß¡—°‡°‘¥Õ—πμ√“¬μàÕ∑“ß‡¥‘ππÈ”¥’√–À«à“ß°“√ºà“μ—¥ ·≈–°≈ÿà¡π’È¡—°¡’πÈ”¥’√—Ë« (bile leak-

age) √à«¡¥â«¬ ¥—ßπ—ÈπÕ“°“√¡—°‡°‘¥¿“¬„π —ª¥“Àå·√°À≈—ß°“√ºà“μ—¥ ‚¥¬æ∫Õ“°“√

· ¥ß ‡™àπ ‰¢â ª«¥∑âÕß ·≈–¡—°æ∫«à“¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß bilirubin ·≈– alkaline

phosphatase  à«π°≈ÿà¡∑’Ë‡°‘¥ªí≠À“¢÷Èπ¿“¬À≈—ßπ—Èπ¡—°‡°‘¥®“°Õ—πμ√“¬μàÕÀ≈Õ¥

‡≈◊Õ¥∑’Ë‰ª‡≈’È¬ß∑“ß‡¥‘ππÈ”¥’ ´÷Ëß¡’º≈∑”„Àâ‡°‘¥∑“ß‡¥‘ππÈ”¥’¢“¥‡≈◊Õ¥ (ischemic

cholangiopathy) „π¿“¬À≈—ß À√◊ÕÕ“®‡°‘¥®“°æ—ßº◊¥ (fibrosis) ´÷Ëß°≈ÿà¡π’Èº≈¢Õß

°“√√—°…“¡—°‰¡à§àÕ¬¥’

 à«π„À≠à°“√√—°…“¥â«¬«‘∏’ àÕß°≈âÕß·≈–„ à∑àÕ√–∫“¬πÈ”¥’‡æ◊ËÕ√—°…“

∑“ß‡¥‘ππÈ”¥’μ’∫μ—πÀ≈—ß°“√ºà“μ—¥π—Èπ‰¥âº≈§àÕπ¢â“ß¥’ æ∫«à“¡’Õ—μ√“°“√μÕ∫ πÕß

μàÕ°“√√—°…“√âÕ¬≈– 70-90 ∑’Ë 1 ªï ·≈–¡’Õ—μ√“°“√°≈—∫‡ªìπ´È”√âÕ¬≈– 20 „πªï∑’Ë Õß

‚¥¬º≈°“√√—°…“¢÷ÈπÕ¬Ÿà°—∫μ”·Àπàß¢Õß√Õ¬μ’∫ ·≈–®“°°“√»÷°…“¢Õß Draganov

·≈–§≥–11 æ∫«à“°“√√—°…“∑àÕπÈ”¥’μ’∫„π Bismuth I ·≈– II „Àâº≈°“√√—°…“∑’Ë¥’

°«à“ Bismuth III ‚¥¬æ∫Õ—μ√“°“√μÕ∫ πÕß∑’Ë√âÕ¬≈– 80 ·≈– 20 μ“¡≈”¥—∫
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1.2 ∑“ß‡¥‘ππÈ”¥’μ’∫μ—πÀ≈—ß°“√ºà“μ—¥‡ª≈’Ë¬πμ—∫ (post liver trans-

plantation biliary stricture)

¿“«–·∑√°´âÕπμàÕ∑“ß‡¥‘ππÈ”¥’¿“¬À≈—ß°“√ºà“μ—¥‡ª≈’Ë¬πμ—∫‡ªìπ ‘Ëß∑’Ëæ∫

‰¥â∫àÕ¬ ‰¡à«à“®–‡ªìπ∑àÕπÈ”¥’μ’∫ ∑àÕπÈ”¥’√—Ë« À√◊Õμ–°Õπ„π∑“ß‡¥‘ππÈ”¥’ ·≈–æ∫«à“

∑“ß‡¥‘ππÈ”¥’μ’∫‡ªìπ¿“«–·∑√° ấÕπ∑’Ëæ∫‰¥â∫àÕ¬∑’Ë ÿ¥ ‚¥¬·∫àßÕÕ°‡ªìπ 2 ª√–‡¿∑§◊Õ

1.2.1 ∑àÕπÈ”¥’μ’∫∫√‘‡«≥√Õ¬μàÕ (anastomotic biliary stricture)

‹¡—°‡°‘¥®“°‡∑§π‘°À√◊Õ«‘∏’°“√ºà“μ—¥ ‡™àπ °“√ºà“μ—¥∑’Ë¡’°“√‡≈“–∑àÕπÈ”¥’ (periductal

area) ‡ªìπ∫√‘‡«≥°«â“ß À√◊Õ tension ∫√‘‡«≥√Õ¬μàÕ∑’Ë¡“°‡°‘π‰ª ‡ªìπμâπ ≈—°…≥–

∑“ß‡¥‘ππÈ”¥’μ’∫·∫∫π’È¡—°®–¡’Õ“°“√·≈–Õ“°“√· ¥ßμ—Èß·μà‡¥◊Õπ·√° ‚¥¬

Verdonk12 ‰¥â∑”°“√»÷°…“æ∫«à“ À“°ºŸâªÉ«¬¡’Õ“°“√¢Õß∑àÕπÈ”¥’μ’∫∫√‘‡«≥√Õ¬μàÕ

μ—Èß·μà‡¥◊Õπ·√° ®–μÕ∫ πÕßμàÕ°“√√—°…“¥â«¬«‘∏’ àÕß°≈âÕß¿“¬„π 3 ‡¥◊Õπ ´÷Ëß„Àâ

º≈°“√√—°…“¥’°«à“°≈ÿà¡∑’Ë¡’Õ“°“√· ¥ß¿“¬À≈—ß∑’ËμâÕß„™â‡«≈“√—°…“π“π°«à“§◊Õª√–¡“≥

12-24 ‡¥◊Õπ Õ¬à“ß‰√°Áμ“¡ º≈°“√√—°…“‚¥¬√«¡„πºŸâªÉ«¬°≈ÿà¡π’ÈμÕ∫ πÕß

ª√–¡“≥√âÕ¬≈– 70-100

1.2.2 ∑àÕπÈ”¥’μ’∫∫√‘‡«≥∑’Ë‰¡à„™à√Õ¬μàÕ (non-anastomotic stric-

ture) ¡—°‡°‘¥®“°¿“«–¢“¥‡≈◊Õ¥ (ischemic process) ‚¥¬ªí®®—¬‡ ’Ë¬ß¢Õß°“√‡°‘¥

∑àÕπÈ”¥’μ’∫„πºŸâªÉ«¬°≈ÿà¡π’È ‰¥â·°à hepatic artery thrombosis, ABO incompat-

ibility, graft rejection ·≈– CMV infection ‡ªìπμâπ ¿“«–π’Èæ∫‰¥âª√–¡“≥√âÕ¬≈–

10-25 ¢Õß∑“ß‡¥‘ππÈ”¥’μ’∫ ·≈–¡—°¡’Õ“°“√·≈–Õ“°“√· ¥ßÀ≈—ßºà“μ—¥¡“°°«à“Àπ÷Ëß

‡¥◊Õπ ‚¥¬‡©≈’Ë¬ª√–¡“≥ 10 ‡¥◊Õπ ≈—°…≥–¢Õß°“√μ’∫μ—π¡—°‡ªìπÀ≈“¬μ”·Àπàß

·≈–√Õ¬μ’∫¬“«°«à“ anastomotic stricture μ”·Àπàß∑’Ëæ∫∫àÕ¬§◊Õ ∫√‘‡«≥ hilar

·≈– intrahepatic biliary ducts13 °“√μ’∫™π‘¥π’È¡—°æ∫ biliary sludge √à«¡¥â«¬

¥—ßπ—Èπ·π–π”„Àâ∑” balloon extraction √à«¡¥â«¬‡ ¡Õ °“√√—°…“ºŸâªÉ«¬°≈ÿà¡π’È¬“°

°«à“ anastomotic stricture14,15 ‚¥¬æ∫«à“μâÕß„™â√–¬–‡«≈“√—°…“π“π°«à“ §◊Õ‡©≈’Ë¬

185 «—π ‡¡◊ËÕ‡∑’¬∫°—∫ anastomotic stricture ´÷Ëß„™â‡«≈“‡©≈’Ë¬ 67 «—π √«¡∂÷ß°“√

μÕ∫ πÕßμàÕ°“√√—°…“‡æ’¬ß√âÕ¬≈– 50-75 ´÷ËßμË”°«à“„π°≈ÿà¡ anastomotic stric-

ture16
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2. ∑“ß‡¥‘ππÈ”¥’μ’∫μ—π∑’Ë‰¡à‰¥â‡°‘¥μ“¡À≈—ß°“√ºà“μ—¥

2.1 μ—∫ÕàÕπÕ—°‡ ∫‡√◊ÈÕ√—ß (chronic pancreatitis)

æ∫«à“√âÕ¬≈– 3017 ¢ÕßºŸâªÉ«¬μ—∫ÕàÕπÕ—°‡ ∫‡√◊ÈÕ√—ß®–¡’∑àÕπÈ”¥’ à«πª≈“¬

μ’∫ (distal common bile duct stricture) √à«¡¥â«¬ §«“¡¬“«¢Õß√Õ¬μ’∫ª√–¡“≥

1.6-5.7 ´¡. ¢÷ÈπÕ¬Ÿà°—∫§«“¡¬“«¢Õß∑àÕπÈ”¥’∑’ËÕ¬Ÿà„π à«πÀ—«μ—∫ÕàÕπ √Õ¬μ’∫™π‘¥π’È

‡°‘¥®“°°“√¥÷ß√—Èß¢Õß fibrosis ·≈– calcification ‚¥¬Õ“®¡’À√◊Õ‰¡à¡’Õ“°“√· ¥ß

°Á‰¥â ‡π◊ËÕß®“°°“√μÕ∫ πÕßμàÕ°“√√—°…“¥â«¬«‘∏’ àÕß°≈âÕß√à«¡°—∫°“√¢¬“¬¥â«¬∑àÕ

∑’Ë„ à„π∑“ß‡¥‘ππÈ”¥’ (endoscopic treatment with multiple stents) ‡æ’¬ß√âÕ¬≈–

6518 ¥—ßπ—Èπ°“√ºà“μ—¥®÷ß∂◊Õ‡ªìπ°“√√—°…“À≈—° ‚¥¬∑’Ë endoscopic treatment ‡ªìπ

bridging therapy °àÕπ∑’Ë®–ºà“μ—¥

2.2 Primary sclerosing cholangitis (PSC)

‡ªìπ‚√§∑’Ë¡’°“√Õ—°‡ ∫‡√◊ÈÕ√—ß¢Õß∑àÕπÈ”¥’  àßº≈„Àâ‡°‘¥°“√μ’∫·≈–¢¬“¬

¢Õß∑àÕπÈ”¥’‡ªìπ°√–‡ª“–∑—Èß à«π∑’ËÕ¬Ÿà¿“¬„πμ—∫ (intrahepatic bile duct) ·≈–

¿“¬πÕ°μ—∫ (extrahepatic bile duct) ‚¥¬æ∫√Õ¬μ’∫À≈—° (dominant stric-

ture) √âÕ¬≈– 35-50  à«π„À≠à¡—°æ∫∑’Ë∑àÕπÈ”¥’∫√‘‡«≥ extrahepatic ®“°°“√»÷°…“¢Õß

Ponsioen19 ·≈–§≥– æ∫«à“°“√√—°…“¥â«¬«‘∏’ àÕß°≈âÕß (endoscopic therapy)

 “¡“√∂∑”„ÀâÕ“°“√§—π Õ“°“√ÕàÕπ‡æ≈’¬ °“√μ‘¥‡™◊ÈÕ¢Õß∑“ß‡¥‘ππÈ”¥’ √–¥—∫ biliru-

bin, ALP ·≈– GGT ≈¥≈ßÕ¬à“ß¡’π—¬ ”§—≠ (¿“æ∑’Ë 2-3) πÕ°®“°π’È¬—ß¡’°“√»÷°…“

¢Õß Arthur20 æ∫«à“°“√√—°…“ dominant stricture ¬—ß™à«¬‡æ‘Ë¡‚Õ°“ √Õ¥™’«‘μ

„Àâ°—∫ºŸâªÉ«¬„π°≈ÿà¡π’È¥â«¬  ‘Ëß ”§—≠„π°“√∑” endoscopic therapy „πºŸâªÉ«¬ PSC

§◊Õ ·π–π”„Àâ∑” balloon dilation Õ¬à“ß‡¥’¬«‚¥¬‰¡àμâÕß„ à stents À√◊Õ„ à‡ªìπ short

term stents ª√–¡“≥ 10 «—π‡∑à“π—Èπ ‡π◊ËÕß®“°°“√»÷°…“¢Õß Kaya21 æ∫«à“ °“√„ à

stent À≈—ß®“°∑” balloon dilation ‰¡à°àÕ„Àâ‡°‘¥ª√–‚¬™πå‡æ‘Ë¡‡μ‘¡ ·μà¡’º≈

·∑√°´âÕπ®“°°“√‡°‘¥ cholangitis ¡“°¢÷Èπ ·≈–§«√„Àâ¬“ªØ‘™’«π–·°àºŸâªÉ«¬°àÕπ

∑”À—μ∂°“√‡æ◊ËÕªÑÕß°—π°“√‡°‘¥ cholangitis

2.3 IgG4-related sclerosing disease (autoimmune cholangio-

pathy)
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IgG4-related sclerosing cholangitis ‡ªìπ extrapancreatic mani-

festation ¢Õß autoimmune pancreatitis ‚¥¬μ—«‚√§‡°‘¥®“°°“√∑’Ë IgG4 posi-

tive plasma cell ·≈– T lymphocyte ‰ª – ¡∑’Ë‡π◊ÈÕ‡¬◊ËÕ√Õ∫μ—∫ÕàÕπ ·≈–Õ“®

æ∫∑’Ë∫√‘‡«≥ bile duct √à«¡¥â«¬  àßº≈„Àâ‡°‘¥°“√μ’∫μ—π¢Õß∑“ß‡¥‘ππÈ”¥’¢÷Èπ ‚¥¬

μ”·Àπàß∑’Ëæ∫∫àÕ¬®–‡ªìπ∑’Ë main pancreatic duct ·≈– distal common bile

duct ´÷Ëß°“√μ’∫∑’Ëμ”·Àπàß‡À≈à“π’ÈÕ“®‡°‘¥®“°À—«μ—∫ÕàÕπ (pancreatic head) ∫«¡

°¥∑—∫ distal common bile duct ‚¥¬∑’Ë‰¡à‰¥â¡’ autoimmune cholangiopathy

¿“æ∑’Ë 2 Õ“°“√∑’Ë¥’¢÷ÈπÀ≈—ß°“√√—°…“∑“ß‡¥‘ππÈ”¥’μ’∫μ—π„πºŸâªÉ«¬ PSC ¥â«¬ endoscopic therapy

¿“æ∑’Ë 3 º≈∑“ßÀâÕßªØ‘∫—μ‘°“√∑’Ë¥’¢÷ÈπÀ≈—ß°“√√—°…“∑“ß‡¥‘ππÈ”¥’μ’∫μ—π„πºŸâªÉ«¬ PSC ¥â«¬ endo-

scopic therapy
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√à«¡¥â«¬

‚√§„π°≈ÿà¡π’ÈμÕ∫ πÕß¥’¡“°μàÕ°“√„Àâ‹ corticosteroid22 ¥—ßπ—Èπ endo-

scopic therapy ¥â«¬°“√„ à stent ®÷ß‡ªìπ°“√√—°…“¿“«–°“√Õÿ¥μ—π¢Õß∑“ß‡¥‘π

πÈ”¥’‡æ’¬ß™—Ë«§√“«„π√–À«à“ß√Õº≈°“√μÕ∫ πÕß®“° corticosteroid23 ‡∑à“π—Èπ

ªí®®ÿ∫—π‰¥â‡√‘Ë¡¡’°“√π”∑àÕ‚≈À– (metallic stent) ‡¢â“¡“„™â„π°“√√—°…“

benign biliary stricture ‡π◊ËÕß®“°‡™◊ËÕ«à“®–™à«¬≈¥®”π«π§√—Èß„π°“√∑”À—μ∂°“√≈ß

‡æ√“–‰¡àμâÕß‡ª≈’Ë¬π stent ∫àÕ¬Ê πÕ°®“°π’È¬—ß “¡“√∂¢¬“¬¢π“¥‰¥â∂÷ß 3 ‡∑à“

À≈—ß®“°°“ß‡μÁ¡∑’Ë‡¡◊ËÕ‡∑’¬∫°—∫ plastic stent ®÷ß¡’°“√π”∑àÕ‚≈À–¡“„™â„π benign

biliary stricture ∑’Ë√—°…“¬“°·≈–μâÕß√—°…“‡ªìπ√–¬–‡«≈“π“π

∑àÕ‚≈À– (metallic stent) ¡’Õ¬Ÿà 3 ™π‘¥ §◊Õ uncovered, partially-cov-

ered ·≈– fully-covered metallic stents °“√»÷°…“¢Õß Boeckel24 ‡ª√’¬∫‡∑’¬∫

uncovered, self-expandable metallic stents (USEMS) °—∫°“√„™â multiple

plastic stents ·≈– single plastic stents „π benign biliary stricture (¿“æ∑’Ë

4-5) æ∫«à“ º≈°“√√—°…“¢Õß multiple plastic stents ¥’°«à“ USEMs ·≈– single

plastic stents μ“¡≈”¥—∫ ‚¥¬∑’Ëº≈¢â“ß‡§’¬ß¢Õß°“√„™â USEMs  Ÿß°«à“ single ·≈–

multiple plastic stents μ“¡≈”¥—∫ º≈¢â“ß‡§’¬ß∑’Ë¡—°‡°‘¥¢÷Èπ ‰¥â·°à stent occlu-

¿“æ∑’Ë 4 ‡ª√’¬∫‡∑’¬∫º≈°“√√—°…“ benign biliary stricture ¥â«¬ USEMS, multiple plastic stents

·≈– single plastic stent
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sion ®“° epithelial ingrowth „π USEMS ∑”„Àâ‡°‘¥ªí≠À“„π°“√‡Õ“ stent ÕÕ°

¥—ßπ—Èπ®÷ß‰¡à·π–π”„Àâ„™â USEMS „π°“√√—°…“ benign biliary stricture

 ”À√—∫°“√„™â partially-covered SEMS „π benign biliary stricture

æ∫«à“‰¥âº≈¥’ ‡™àπ °“√»÷°…“¢Õß Kahaleh25 æ∫«à“ ‰¥â resolution ∂÷ß√âÕ¬≈– 75

πÕ°®“°π’È¬—ß¡’°“√»÷°…“¢Õß Behm26 ∑’Ë„™â partially-coverd SEMS „π chronic

pancreatitis ´÷Ëß‡ªìπ¿“«–∑’Ë√—°…“¬“° ‰¥âº≈ resolution ∂÷ß√âÕ¬≈– 90 ·≈–√âÕ¬≈–

80 ‰¡àæ∫°“√°≈—∫‡ªìπ´È” (recurrence) „π™à«ß‡«≈“ 22 ‡¥◊Õπ ·μà°“√„™â stent

™π‘¥π’È¬—ß¡’ªí≠À“‡√◊ËÕß°“√‡Õ“ stent ÕÕ°¬“° ‡π◊ËÕß®“°¡’ epithelial ingrowth

‡¢â“‰ª„π stent

 ”À√—∫ fully-covered SEMS °Á‰¥âº≈¥’‡™àπ‡¥’¬«°—π ®“°°“√»÷°…“¢Õß

Bruno27 ∑’Ë„™â stent ª√–‡¿∑π’È„πºŸâªÉ«¬ chronic pancreatitis æ∫«à“‰¥â resolu-

tion ∂÷ß√âÕ¬≈– 75 ·≈–‰¡à¡’ªí≠À“‡√◊ËÕß°“√‡Õ“ stent ÕÕ° ‡π◊ËÕß®“°‰¡à¡’ epithelial

ingrowth ‡¢â“‰ª„π stents ·μàæ∫ªí≠À“°“√‡§≈◊ËÕπÕÕ°¢Õß stent ‰¥âª√–¡“≥√âÕ¬≈–

25

¿“æ∑’Ë 5 º≈·∑√° ấÕπ¢Õß°“√√—°…“ benign biliary stricture ¥â«¬ USEMS, multiple plastic stents

·≈– single plastic stent
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A 54-year-old Woman with Chronic
Intestinal Pseudo-obstruction

«“ π“  ≈’≈“°‘®∑√—æ¬å
æ‘»“≈  ‰¡â‡√’¬ß

Àπà«¬‚√§∑“ß‡¥‘πÕ“À“√ §≥–·æ∑¬»“ μ√å ¡À“«‘∑¬“≈—¬¢Õπ·°àπ

Interhospital Conference

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

ºŸâªÉ«¬À≠‘ß‰∑¬§Ÿà Õ“¬ÿ 54 ªï Õ“™’æ ·¡à∫â“π ¿Ÿ¡‘≈”‡π“ ®.™—¬¿Ÿ¡‘

CC: ª«¥∑âÕß·≈–§≈”‰¥â°âÕπ∑’Ë∑âÕß¡“ 6  —ª¥“Àå

PI: 9 ‡¥◊Õπ PTA ¡’Õ“°“√Õ◊¥·πàπ∑—Ë«Ê ∑âÕß ‰¡à∂à“¬Õÿ®®“√– ‰¡àº“¬≈¡ ‰¡à¡’

Õ“°“√§≈◊Ëπ‰ âÕ“‡®’¬π‰ª‚√ßæ¬“∫“≈™ÿ¡™π ·æ∑¬å ß —¬«à“≈”‰ âÕÿ¥μ—π·≈–‰¥â àßμ—«

‰ª√—°…“μàÕ∑’Ë‚√ßæ¬“∫“≈®—ßÀ«—¥ ´÷ËßμàÕ¡“·æ∑¬å«‘π‘®©—¬«à“‡ªìπ≈”‰ âÕÿ¥μ—π®√‘ß·≈–

‰¥â√—∫°“√ºà“μ—¥ À≈—ß®“°ºà“μ—¥·≈â«ºŸâªÉ«¬¢—∫∂à“¬ª°μ‘¥’

8 ‡¥◊Õπ PTA ∂à“¬Õÿ®®“√–≈”∫“° ∑âÕßºŸ° 4-5 «—π®÷ß®–∂à“¬Õÿ®®“√– ¡’

Õ“°“√Õ◊¥·πàπ∑âÕßπÈ”Àπ—°≈¥ 7 °°.„π 1 ‡¥◊Õπ ‰¥â àßμ—«¡“√—°…“μàÕ∑’Ë‚√ßæ¬“∫“≈

»√’π§√‘π∑√å ‰¥â√—∫°“√μ√«® colonoscopy ‡æ◊ËÕ·¬°‚√§¡–‡√Áß≈”‰ â„À≠àÕÕ°‰ª

ª√“°Ø«à“º≈ª°μ‘ ‰¥â√—∫°“√√—°…“¥â«¬¬“√–∫“¬ À≈—ß®“°π—ÈπÕ“°“√¥’¢÷Èπ ∂à“¬

Õÿ®®“√–‰¥â∑ÿ°«—π

6 ‡¥◊Õπ PTA ‡√‘Ë¡¡’Õ“°“√Õ◊¥·πàπ∑âÕß´È”Õ’° ‰¡à∂à“¬Õÿ®®“√– ·μàº“¬≈¡‰¥â

ºŸâªÉ«¬‰¥â‡¢â“√—∫°“√√—°…“„π‚√ßæ¬“∫“≈ ·æ∑¬å«‘π‘®©—¬«à“‡ªìπ pseudo-colonic ob-

struction ‰¥â√—∫°“√√—°…“ Õ“°“√¥’¢÷Èπ ∂à“¬Õÿ®®“√–‰¥â‡°◊Õ∫∑ÿ°«—π

2 ‡¥◊Õπ PTA ‡√‘Ë¡∂à“¬Õÿ®®“√–≈”∫“° μâÕß «π∂à“¬Õÿ®®“√– √à«¡°—∫¡’

Õ“°“√ª«¥Õ◊¥·πàπ∑âÕß  —ß‡°μ«à“∑âÕß‚μ¢÷Èπ ºŸâªÉ«¬‰¥â√—∫°“√√—°…“„π‚√ßæ¬“∫“≈Õ’°

§√—Èß ·≈–‰¥â√—∫°“√«‘π‘®©—¬‡ªìπ recurrent pseudo-colonic obstruction ·μà

‡π◊ËÕß®“°Õ“°“√‰¡à¥’¢÷Èπ ®÷ßª√÷°…“»—≈¬°√√¡ ·≈–®“°°“√μ√«®‡æ‘Ë¡‡μ‘¡‚¥¬
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‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å™àÕß∑âÕß √à«¡°—∫°“√μ‘¥μ“¡‡Õ°´‡√¬åÀπâ“∑âÕß‡ªìπ√–¬–

»—≈¬·æ∑¬å —ππ‘…∞“π«à“‡ªìπ complete colonic obstruction ºŸâªÉ«¬®÷ß‰¥â√—∫°“√

ºà“μ—¥∑” explore laparotomy ·≈– loop transverse colostomy ‚¥¬‰¥âμ—¥™‘Èπ

‡π◊ÈÕ∫√‘‡«≥ sigmoid colon ¥â«¬ À≈—ß®“°π—Èπ∂à“¬Õÿ®®“√–ºà“π∑“ß colostomy ‰¥â

μ≈Õ¥

6  —ª¥“Àå PTA ª«¥∑âÕß·≈–§≈”‰¥â°âÕπ∑’Ë∑âÕßπâÕ¬¢â“ß´â“¬ ª«¥∫‘¥‡ªìπ

æ—°Ê ‰¡à¡’‰¢â ∂à“¬ÕÕ°‰¥â∑“ß colostomy ·μàÕ“°“√ª«¥‡ªìπ¡“°¢÷Èπ ®÷ß¡“‚√ßæ¬“∫“≈

PH: ªØ‘‡ ∏‚√§ª√–®”μ—« ·¢Áß·√ß¥’¡“μ≈Õ¥ ªØ‘‡ ∏°“√√—∫ª√–∑“π¬“„¥Ê ‡ªìπª√–®”

Personal History:

‰¡à¥◊Ë¡ ÿ√“ ‰¡à Ÿ∫∫ÿÀ√’Ë

FH: ‰¡à¡’∫ÿ§§≈„¥„π§√Õ∫§√—«¡’Õ“°“√‡™àπ‡¥’¬«°—∫ºŸâªÉ«¬ ªØ‘‡ ∏ª√–«—μ‘¡–‡√Áß·≈–

«—≥‚√§„π§√Õ∫§√—«

PE: V/S: BT 37oC, PR 80/min, RR 18/min, BP 100/60 mm Hg

GA: A cachectic woman, well co-operative

HEENT: not pale, no jaundice, no thyroid gland enlargement,

impalpable cervical and supraclavicular lymph node

Heart: normal S1S2, no murmur

Lung: normal breath sound

Abdomen: mild distension, midline old surgical scar and trans-

verse colostomy at right paraumbilical area, no vis-

ible peristalsis, impalpable liver and spleen, no as-

cites, hyperactive bowel sound

A 4x5 cm-sized, tubular mass could be palpated at

left lower quadrant with firm to hard consistency and

mild tenderness. The mass was not movable.

Extremities: no pitting edema

Skin: normal
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PR: impact feces, good sphincter tone, no rectal shelf

°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√

CBC: Hb 12.4 g/dL, Hct 38.2%, WBC 10,600/mm3 (N 80%, L 13%, M

16%, E 0.6%, B 0.4%), platelets 291,000/mm3

PT 8.56 sec (9.14-13.24), INR 0.98, PTT 30.28 sec (26-37.1)

BUN 10.4 mg/dL, Cr 0.5 mg/dL, FBS 120 mg/dL

Na 136 mEq/L, K 2.8 mEq/L, Cl 98 mEq/L, CO2 28.6 mEq/L

Ca 9.8 mg/dL, PO4 3.6 mg/dL, Mg 2 mg/dL

LFT: TB 0.6 mg/dL, DB 0.1 mg/dL, AST 24 U/L, ALT 15 U/L, AP 71 U/

L, Alb 4.1 g/dL, glob 3 g/dL, Cholesterol 216 mg/dL

TFTs: FT4 1.49 ng/dL (0.78-2.11), FT3 2.5 ng/dL (2.3-6.9), TSH 3.24 mU/

L (0.2-3.2)

CRP: negative

Anti-Scl-70: negative, ANA: positive 1:80 fine speckle type, anti dsDNA:

negative

UA: normal

Stool examination: hard stool, no gross blood, no parasite, no WBC/RBC

Fecal occult blood test: negative

Õ¿‘ª√“¬

ºŸâªÉ«¬√“¬π’È¡’Õ“°“√ª«¥∑âÕß√à«¡°—∫§≈”‰¥â°âÕπ∑’Ë∫√‘‡«≥∑âÕßπâÕ¬¥â“π´â“¬

‚¥¬≈—°…≥–°“√ª«¥‡ªìπ·∫∫ª«¥∫‘¥Ê ‡ªìπæ—°Ê ∑”„Àâπ÷°∂÷ß¿“«–≈”‰ âÕÿ¥μ—π ºŸâ

ªÉ«¬‡§¬¡’ª√–«—μ‘ recurrent pseudo-colonic obstruction ·≈–‡§¬‰¥â√—∫°“√

ºà“μ—¥·≈â«√à«¡°—∫∑” colostomy ®“°°“√μ√«®√à“ß°“¬¬—ßæ∫°âÕπ∑’Ë¡’≈—°…≥–√Ÿª

√à“ß¬“«´÷Ëßπà“®–‡ªìπ°âÕπ∫√‘‡«≥≈”‰ â ·μà‰¡à “¡“√∂¢¬—∫‡≈◊ËÕπ°âÕπ‰¥â §√—Èßπ’ÈºŸâªÉ«¬

¬—ß∂à“¬Õÿ®®“√–ÕÕ°∑“ß colostomy ‰¥â· ¥ß«à“°“√Õÿ¥μ—π¢Õß≈”‰ âπà“®–‡ªìπ·∫∫
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Õÿ¥μ—π∫“ß à«π °“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√æ∫«à“°“√μ√«®‡≈◊Õ¥ FBS, thyroid func-

tion tests, metabolic ·≈– autoimmune μà“ßÊÕ¬Ÿà„π‡°≥±åª°μ‘  à«π‡Õ°´‡√¬å

™àÕß∑âÕß æ∫Õÿ®®“√–Õÿ¥μ—π‡ªìπ°âÕπ·¢Áß¥â“π´â“¬¢Õß≈”‰ â μ—Èß·μà Splenic flexure

®π∂÷ß rectum ·μà¬—ß¡’ air „π rectum (¿“æ∑’Ë 1) ‡¢â“‰¥â°—∫ partial colonic ob-

struction

‰¥â∑”°“√ àÕß°≈âÕßºà“π∑“ß colostomy ·μà‰¡à “¡“√∂ºà“π‰ª¬—ß splenic

flexure ‰¥â ·≈–‰¥â àÕßºà“π∑“ß∑«“√Àπ—° ·μà‰¡à “¡“√∂ºà“π∫√‘‡«≥ rectosigmoid

‰¥â

‡¡◊ËÕ 8 ‡¥◊Õπ°àÕπ ºŸâªÉ«¬¡’Õ“°“√Õ◊¥·πàπ∑âÕß ∂à“¬Õÿ®®“√–≈”∫“° ∑âÕßºŸ°

∑” colonoscopy º≈ª°μ‘ ·≈– 6 ‡¥◊ÕπμàÕ¡“ (2 ‡¥◊Õπ°àÕπ) ¡’Õ“°“√·∫∫‡¥‘¡ º≈

°“√μ√«®‡æ‘Ë¡‡μ‘¡«‘π‘®©—¬‡ªìπ pseudo-colonic obstruction with impact feces

μ“¡º≈∑“ßæ¬“∏‘«‘∑¬“®“°°“√μ—¥™‘Èπ‡π◊ÈÕ≈”‰ â„À≠à æ∫‡ªìπ Eosinophilic enteri-

tis ‰¥â„Àâ°“√√—°…“¥â«¬¬“ prednisolone 30 mg/day ·μàºŸâªÉ«¬°Á°≈—∫¡“¡’Õ“°“√

·∫∫‡¥‘¡Õ’° ºŸâªÉ«¬‰¥â√—∫°“√«‘π‘®©—¬«à“‡ªìπ recurrent pseudo-colonic obstruc-

tion ∑”‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å™àÕß∑âÕß‰¥âº≈¥—ß¿“æ∑’Ë 2 À≈—ß®“° conservative treat-

ment Õ“°“√‰¡à¥’¢÷Èπ ºŸâªÉ«¬®÷ß‰¥â√—∫°“√ºà“μ—¥ explor laparotomy with lysis of

adhesion, loop transverse colostomy and biopsy of sigmoid colon æ∫

¿“æ∑’Ë 1 Acute abdomen series: Generalized dilated large bowel with fecal impaction along

left-sided colon and air in rectum
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distended right-sided colon, transverse colon and proximal descending

colon ‚¥¬¡’ transitional zone at descending colon with collapse of sig-

moid colon and rectum, hard feces ‰¡àæ∫ mass ·≈–‰¡à¡’®ÿ¥ obstruction

æ∫ moderate adhesion at small bowel (¿“æ∑’Ë 3) º≈°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“

¢Õß™‘Èπ‡π◊ÈÕ∑’Ëμ—¥®“°∫√‘‡«≥ sigmoid colon æ∫ ganglion cells À≈—ß®“°‰¥â√—∫

°“√ºà“μ—¥ ºŸâªÉ«¬Õ“°“√¥’¢÷Èπ  “¡“√∂∂à“¬Õÿ®®“√–∑“ß colostomy ‰¥â ·μà§√—Èßπ’È¡’

Õ“°“√ª«¥∑âÕß∫‘¥Ê ‡ªìπæ—°Ê √à«¡°—∫§≈”°âÕπ‰¥â∑’Ë∑âÕßπâÕ¬¥â“π´â“¬ ‰¥â conser-

vative treatment Õ“°“√‰¡à¥’¢÷Èπ ª√÷°…“»—≈¬·æ∑¬åÕ’°§√—Èß ºŸâªÉ«¬®÷ß‰¥â√—∫°“√

ºà“μ—¥Õ’° æ∫¡’æ—ßº◊¥ √à«¡°—∫Õÿ®®“√–Õÿ¥μ—π∑’Ë≈”‰ â¥â“π´â“¬ ‰¥â∑”°“√ºà“μ—¥ à«π∑’Ë

‡ªìπæ—ßº◊¥ÕÕ° ·≈–μàÕ à«π¢Õß≈”‰ â∑’Ëª°μ‘‡¢â“¥â«¬°—π (¿“æ∑’Ë 4) º≈æ¬“∏‘«‘∑¬“¢Õß

≈”‰ âæ∫ marked eosinophila (¿“æ∑’Ë 5) ®“°≈—°…≥–Õ“°“√∑“ß§≈‘π‘°√à«¡°—∫º≈

æ¬“∏‘«‘∑¬“∑”„Àâ«‘π‘®©—¬‰¥â«à“ºŸâªÉ«¬‡ªìπ eosinophilic gastroenteritis √à«¡°—∫ fi-

brosis ∑”„Àâ‡°‘¥ chronic intestinal pseudo-obstruction (CIP)

¿“æ∑’Ë 2 CT abdomen: Generalized dilatation of large bowel from rectum to cecum without

point of obstruction
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¿“æ∑’Ë 3 Operative finding: Dilated right-sided

colon, transverse colon and descend-

ing colon with transitional zone at de-

scending colon

¿“æ∑’Ë 4 ºà“μ—¥æ∫≈”‰ â¥â“π ấ“¬∫«¡ ¡’Õÿ®®“√–Õÿ¥μ—π º≈∑“ßæ¬“∏‘«‘∑¬“æ∫ focal diverticula with

eosinophilic colitis, fibrosis and peritonitis

¿“æ∑’Ë 5 º≈∑“ßæ¬“∏‘«‘∑¬“¢Õß≈”‰ â à«π∑’Ëºà“μ—¥ æ∫ marked eosinophilia (no vascular involve-

ment)
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Review

Chronic intestinal pseudo-obstruction (CIP)

Chronic intestinal pseudo-obstruction (CIP) ‡ªìπÕ“°“√¢Õß¿“«–°“√

Õÿ¥μ—π¢Õß≈”‰ â‚¥¬‰¡à¡’æ¬“∏‘ ¿“æ¢Õß°“√Õÿ¥μ—π∑’Ë·∑â®√‘ß

 “‡Àμÿ¢Õß°“√‡°‘¥ CIP ·∫àß‡ªìπ primary ·≈– secondary causes (μ“√“ß

∑’Ë 1) Õ“°“√·≈–Õ“°“√· ¥ß¢ÕßºŸâªÉ«¬∑’Ë‡°‘¥¿“«–π’È ‰¥â·°à Õ“°“√ª«¥∑âÕß ∑âÕßÕ◊¥

§≈◊Ëπ‰ âÕ“‡®’¬π ∑âÕßºŸ° ·μà∫“ß§√—Èß°ÁÕ“®æ∫Õ“°“√∑âÕß‡ ’¬‰¥â®“°¿“«– bacterial

overgrowth (μ“√“ß∑’Ë 2) Õ“°“√Õ◊ËπÊ ∑’ËÕ“®æ∫√à«¡¥â«¬‰¥â·°à °≈◊π≈”∫“° Õ“°“√

¢Õß°√¥‰À≈¬âÕπ Õ‘Ë¡‡√Á« πÕ°®“°π’È ¬—ß “¡“√∂æ∫¿“«–Õ◊ËπÊ √à«¡¥â«¬ ¥—ß· ¥ß„π

μ“√“ß∑’Ë 3

‡π◊ËÕß®“°‰¡à¡’ biological marker ∑’Ë®”‡æ“–μàÕ°“√«‘π‘®©—¬¿“«– CIP ¥—ß

π—Èπ°“√´—°ª√–«—μ‘·≈–μ√«®√à“ß°“¬®÷ß¡’§«“¡ ”§—≠¡“° ·≈–μâÕß«‘π‘®©—¬·¬°‚√§Õ◊ËπÊ

ÕÕ°‰ª ¥—ß¡’·π«∑“ß°“√«‘π‘®©—¬μ“¡¿“æ∑’Ë 6

Eosinophilic gastroenteritis

Eosinophilic gastroenteritis ¡—°‡ªìπ∑’Ë°√–‡æ“–Õ“À“√·≈–≈”‰ â‡≈Á° ‚¥¬

§√÷ËßÀπ÷Ëß¢ÕßºŸâªÉ«¬®–¡’ª√–«—μ‘ atopy (hay fever, asthma, food allergy) ·≈–

ª√–¡“≥ 60-70% ¢ÕßºŸâªÉ«¬æ∫ peripheral eosinophilia

Õ“°“√· ¥ß¢ÕßºŸâªÉ«¬ eosinophilic gastroenteritis ·∫àßμ“¡μ”·Àπàß

∑’Ë‡°‘¥·≈–¢÷Èπ°—∫‡ªìπ∑’Ë√–¥—∫‡¬◊ËÕ∫ÿº‘« „μâ‡¬◊ËÕ∫ÿº‘« À√◊Õ∑’Ë™—Èπ°≈â“¡‡π◊ÈÕ ¥—ßπ’È

1. Mucosal involvement

ºŸâªÉ«¬®–¡’Õ“°“√Õ“‡®’¬π ª«¥∑âÕß ∑âÕß‡ ’¬ ∂à“¬‡ªìπ‡≈◊Õ¥ æ∫¿“«–

´’¥®“°°“√¢“¥∏“μÿ‡À≈Á°

2. Submucosal involvement

ºŸâªÉ«¬¡’Õ“°“√Õ◊¥·πàπ∑âÕß æ∫ ascites

3. Muscular involvement
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μ“√“ß∑’Ë 1  “‡Àμÿ¢Õß°“√‡°‘¥ chronic intestinal pseudo-obstruction (CIP)

Primary chronic intestinal pseudo-obstruction
Familial

Familial autonomic dysfunction
Familial visceral myopathies
Familial visceral neuropathies

Sporadic
Visceral myopathies
Visceral neuropathies

Connective tissue disorders
Scleroderma
Dermatomyositis
Polymyositis
Systemic lupus erythematosus

Secondary chronic intestinal pseudo-obstruction
Endocrine disorders

Diabetes mellitus
Hypoparathyroidism
Hypothyroidism
Pheochromocytoma

Idiopathic myenteric ganglionitis
Infections

Trypanosoma cruzii (Chagasû disease)
Viral (CMV, EBV)

Neuromuscular disorders
Amyloidosis (primary and secondary)
Muscular dystrophy (myotonic, Duchenneûs and oculopharyngeal muscular dystro-

phies)
Paraneoplastic syndrome
Parkinsonûs disease

Medications
Anticholinergic agents
Anti-Parkinson medications
Opiates
Tricyclic antidepressants

Miscellaneous
Radiation injury
Eosinophilic gastroenteritis
Sprue
Small bowel diverticulosis
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μ“√“ß∑’Ë 3 Extra-intestinal manifestations associated with chronic intestinal pseudo-ob-

struction

Hydronephrosis / hydroureter

Megacystis

Chronic hepatitis

Cardiomyopathy

Skin abnormalities: Vitiligo, angioedema

Hematological: Thrombocytopenia

Esophageal: Barrettûs, achalasia

Pancreatitis

Hypothyroidism

Retrograde ejaculation

Fecal incontinence

Chronic renal failure

μ“√“ß∑’Ë 2 Õ“°“√·≈–Õ“°“√· ¥ß¢ÕßºŸâªÉ«¬ chronic intestinal pseudo-obstruction (CIP)

Common signs and symptoms Esophageal involvement

Abdominal pain Dysphagia

Abdominal distension Esophageal reflux, heartburn

Bloating Atypical chest pain

Nausea, vomiting

Constipation Stomach

Diarrhea often due to bacterial overgrowth Early satiety

‡π◊ËÕß®“°¡’ eosinophilic infiltration ∑’Ë™—Èπ°≈â“¡‡π◊ÈÕ ∑”„Àâºπ—ß¢Õß≈”‰ â

Àπ“μ—« ‡°‘¥Õ“°“√‡À¡◊Õπ≈”‰ âÕÿ¥μ—π ´÷ËßμâÕß·¬°°—∫¿“«– mechanical obstruc-

tion ‡™◊ËÕ«à“¡’ collagen deposition ´÷Ëß¬—ß‰¡à∑√“∫°≈‰°·πà™—¥
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°“√«‘π‘®©—¬

¬—ß‰¡à¡’ gold standard „π°“√«‘π‘®©—¬¿“«–π’È ·μà¡—°Õ“»—¬°“√μ√«®æ∫

eosinophils ®”π«π¡“°·∑√°Õ¬Ÿà„π™—Èπ¢Õßºπ—ß∑“ß‡¥‘πÕ“À“√®“°°“√μ—¥™‘Èπ‡π◊ÈÕ

 àßμ√«®∑“ßæ¬“∏‘«‘∑¬“ (¿“æ∑’Ë 7) √à«¡°—∫°“√μ—¥ “‡ÀμÿÕ◊Ëπ¢Õß¿“«– eosinophilia

‡™àπ infections ·≈– inflammatory bowel diseases ÕÕ°‰ª

°“√√—°…“

„πºŸâªÉ«¬‡¥Á° °“√À≈’°‡≈’Ë¬ß‚ª√μ’π®“°Õ“À“√∑’Ë‡ªìπ “‡ÀμÿÕ“®∑”„ÀâÕ“°“√¥’

¿“æ∑’Ë 6 ·π«∑“ß°“√«‘π‘®©—¬¿“«– chronic intestinal pseudo-obstruction (CIP)
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¢÷Èπ  à«π„πºŸâ„À≠à °“√√—°…“¥â«¬¬“ ‡™àπ cromoglycate, montelukast ·≈– hista-

mine receptor antagonist ¡—°‰¡à§àÕ¬‰¥âº≈  à«π¬“„π°≈ÿà¡ anti-inflammatory

drugs ‡™àπ aminosalicylates ·≈– glucocorticoids (systemic À√◊Õ topical

steroids) Õ“®„™â‰¥âº≈ ·μà°√≥’∑’ËμâÕß°“√„Àâ‡ªìπ systemic anti-inflammation π—Èπ

°“√„Àâ intravenous antimetabolite therapy (azathioprine À√◊Õ 6-Mercap-

topurine) °Á‡ªìπÕ’°∑“ß‡≈◊Õ°Àπ÷Ëß∑’Ë “¡“√∂„™â‰¥â

¿“æ∑’Ë 7 H&E stain of eosinophilic gastroenteritis involving colon: Markedly increased tis-

sue eosinophilia in all examined segments of the colon
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∫.°. ∫Õ°°≈à“«

 «— ¥’§à– ∑à“π ¡“™‘° ¡“§¡œ

„π‡¥◊Õπμÿ≈“§¡∑’Ëºà“π¡“ æ«°‡√“‰¥â Ÿ≠‡ ’¬ªŸ™π’¬∫ÿ§§≈·Ààß«ß°“√·æ∑¬å

∑“ß‡¥‘πÕ“À“√‰∑¬‰ªÕ’°∑à“πÀπ÷Ëß.. »“ μ√“®“√¬å°‘μμ‘§ÿ≥ π“¬·æ∑¬å ¡À¡“¬

«‘‰≈√—μπå ∑à“π‰¥â∂÷ß·°àÕπ‘®°√√¡Õ¬à“ß ß∫ ‡¡◊ËÕ«—π∑’Ë 27 μÿ≈“§¡ 2555 ·≈–∑“ß ¡“§¡œ

‰¥â‡ªìπ‡®â“¿“æ «¥Õ¿‘∏√√¡»æ ≥ «—¥∏“μÿ∑Õß ‡¡◊ËÕ«—π∑’Ë 31 μÿ≈“§¡ 2555

∑à“πÕ“®“√¬å ¡À¡“¬‡ªìπºŸâ∫ÿ°‡∫‘°·≈–«“ß√“°∞“π‡√◊ËÕß°“√ àÕß°≈âÕß„π

√–∫∫∑“ß‡¥‘πÕ“À“√„πª√–‡∑»‰∑¬ ‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß∑’Ë‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å

À√◊Õ‡√’¬°‰¥â«à“‡ªìπ ∫‘¥“·Ààß°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√¢Õß‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å

∑à“π‡ªìπÕ¥’μπ“¬° ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√∂÷ß 2 «“√– μ≈Õ¥√–¬–‡«≈“

∑’Ëºà“π¡“∑à“π‰¥â¡ÿàß¡—Ëπ·≈–∑ÿà¡‡∑∑”ß“π∑—Èß¥â“π°“√‡√’¬π°“√ Õπ·≈–°“√¥Ÿ·≈√—°…“

ºŸâªÉ«¬ ·¡â°√–∑—Ëß„π«—¬ ŸßÕ“¬ÿ·≈–„π«—π°àÕπ∑’Ë∑à“π®–®“°‰ª ∑à“π°Á¬—ß∑”ß“π æ«°
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