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 «— ¥’§à– ∑à“π ¡“™‘° ¡“§¡œ

ºà“π√âÕπ ºà“πΩπ ¡“·≈â« À«—ß‡ªìπÕ¬à“ß¬‘Ëß«à“„π‡«≈“π’Èæ’ËπâÕß‰∑¬§ß‰¥â‡ªìπ ÿ¢

 ¡¥—ß‡®μπ“√¡≥å¢Õß œæ≥œ π“¬°√—∞¡πμ√’ „π°“√ ç§◊π§«“¡ ÿ¢„Àâ§π„π™“μ‘é

∑ÿ°Õ¬à“ßμâÕß¥”‡π‘πμàÕ‰ª ª√–‡∑»™“μ‘®–À¬ÿ¥π‘Ëß‰¡à‰¥â ‚§√ß°“√μà“ßÊ ∑’Ë¡ÿàßæ—≤π“

‚§√ß √â“ßæ◊Èπ∞“π¢Õß™“μ‘μà“ßμâÕß‡√àß¥”‡π‘π°“√‡æ◊ËÕ„Àâ∑—πμàÕ§«“¡‡®√‘≠¢Õß‚≈°

´÷ËßÀπ÷Ëß„ππ—Èπ¬—ßÀ¡“¬√«¡∂÷ß‚§√ß √â“ß¢Õß√–∫∫ “∏“√≥ ÿ¢¥â«¬ „π∞“π–·æ∑¬å§π

Àπ÷Ëß æ«°‡√“μà“ß¡’∫∑∫“∑„π°“√¥Ÿ·≈√—°…“ºŸâªÉ«¬ „π∞“π–¢Õß ¡“§¡·æ∑¬å√–∫∫

∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬ ‡√“¬—ß¡’ à«π„π°“√ àß‡ √‘¡ π—∫ πÿπß“π«‘®—¬∑’Ë™’È„Àâ

‡ÀÁπ∂÷ßªí≠À“À√◊Õ§«“¡ ”§—≠¢Õß‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ ´÷ËßÕ“®‡°’Ë¬«¢âÕß°—∫

√–∫∫°“√„Àâ∫√‘°“√ “∏“√≥ ÿ¢·°àª√–™“™π¥â«¬

 ¡“§¡œ ‰¥â π—∫ πÿπ„Àâ¡’°“√π”¢âÕ¡Ÿ≈∑’Ë ”π—°ß“πÀ≈—°ª√–°—π ÿ¢¿“æ

·Ààß™“μ‘ ( ª ™.) ‰¥â√«∫√«¡‡°’Ë¬«°—∫°“√¥Ÿ·≈ºŸâªÉ«¬∑’Ë√—∫‰«â„π‚√ßæ¬“∫“≈ (·¬°

‡ªìπ‚√§μà“ßÊ) ¡“∑”°“√«‘®—¬ ‚¥¬„Àâ§«“¡ π„®°—∫‚√§„π√–∫∫∑“ß‡¥‘πÕ“À“√∑’Ë‡ªìπ

ªí≠À“¢Õßª√–‡∑»‰∑¬ ºŸâªÉ«¬‡À≈à“π’È “¡“√∂·¬°μ“¡ ‘∑∏‘√—°…“æ¬“∫“≈‰¥â‡ªìπ 3

°≈ÿà¡ ‰¥â·°à ºŸâªÉ«¬∑’Ë‡ªìπ¢â“√“™°“√„™â ‘∑∏‘ «— ¥‘°“√ (°√¡∫—≠™’°≈“ß °√–∑√«ß°“√

§≈—ß ∑”Àπâ“∑’Ë¥Ÿ·≈) ºŸâªÉ«¬ª√–°—π —ß§¡ ( ”π—°ß“πª√–°—π —ß§¡ °√–∑√«ß·√ßß“π

·≈– «— ¥‘°“√ —ß§¡ ∑”Àπâ“∑’Ë¥Ÿ·≈) ·≈–ºŸâªÉ«¬ª√–°—π ÿ¢¿“æ 30 ∫“∑ ( ª ™. ∑”

Àπâ“∑’Ë¥Ÿ·≈) ¥—ßπ—Èπ°“√«‘‡§√“–Àå¢âÕ¡Ÿ≈„π√–¥—∫ª√–‡∑»·≈–·μ°¬àÕ¬‰ª∂÷ßºŸâªÉ«¬

·μà≈–°≈ÿà¡ ®÷ß¡’ª√–‚¬™πå„π·ßà°“√ª√–‡¡‘πª√– ‘∑∏‘¿“æ°“√∫√‘À“√®—¥°“√√–∫∫

∫√‘°“√¥Ÿ·≈ºŸâªÉ«¬¢Õßª√–‡∑»‰∑¬¥â«¬ °“√«‘®—¬¬—ß¡ÿàßÀ«—ß∑’Ë®–≈¥Õ—μ√“°“√‡ ’¬™’«‘μ

¢ÕßºŸâªÉ«¬  àß‡ √‘¡§ÿ≥¿“æ™’«‘μ¢Õßª√–™“™π‰∑¬„Àâ¥’¢÷Èπ ªÑÕß°—π°“√‡°‘¥‚√§∑’Ë

∫.°. ∫Õ°°≈à“«
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1) Foodborne disease - A significant burden to Thailandûs

universal health care system (Poster presentation ∑’Ë DDW ‡¥◊Õπæƒ…¿“§¡

2014)

2) Duration of hospital stay and mortality rate of the appen-

dectomy as an indicator for quality of medical care: the 2010 nationwide

study (Poster presentation ∑’Ë DDW ‡¥◊Õπæƒ…¿“§¡ 2014)

3) Burden of colorectal cancer hospitalization: the Thailand

nationwide study (Poster presentation ∑’Ë ACG ‡¥◊Õπμÿ≈“§¡ 2014)

4) The burden of Clostridium difficile infection in Thai popu-

lation: the first report in Thailand by 2010 nationwide study (®–‡μ√’¬¡

æ‘¡æå≈ß„π«“√ “√μà“ßª√–‡∑»)

5) The burden of illness associated with cirrhosis and im-

pact of universal coverage public health care system in Thailand: na-

tionwide study (Poster presentation ∑’Ë AASLD ‡¥◊Õπæƒ»®‘°“¬π 2014)

π—∫‡ªìπ§«“¡√à«¡¡◊ÕÕ—π¥’√–À«à“ß  ª ™. °—∫  ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘π

Õ“À“√·Ààßª√–‡∑»‰∑¬ ·≈–®–¡’°“√ª√– “πß“ππ” àß¢âÕ¡Ÿ≈‡æ◊ËÕ°“√«‘®—¬‡™àππ’ÈμàÕ‰ª

§à–

 ”À√—∫°“√ª√–™ÿ¡«‘™“°“√°≈“ßªï∑’Ëºà“π¡“π—Èπ ¡’ºŸâ‡¢â“√à«¡ª√–™ÿ¡®”π«π¡“°

(®π°√–∑—Ëßª√– ∫ªí≠À“∑’Ëπ—Ëß„πÀâÕßª√–™ÿ¡‰¡à‡æ’¬ßæÕ) ®“°°“√ª√–‡¡‘π§«“¡æ÷ß

æÕ„®¢ÕßºŸâ‡¢â“√à«¡ª√–™ÿ¡ ∑—Èß∑’Ë‡°’Ë¬«°—∫‡π◊ÈÕÀ“«‘™“°“√ «‘∑¬“°√ √«¡∂÷ß ∂“π∑’Ë®—¥

ª√–™ÿ¡ æ∫«à“Õ¬Ÿà„π‡°≥±å¥’¡“°·∑∫∑—Èß ‘Èπ  à«π °“√ª√–™ÿ¡«‘™“°“√ª√–®”ªï 2557

®–®—¥¢÷Èπ√–À«à“ß«—π∑’Ë 10-12 ∏—π«“§¡ 2557 ∑’Ë ‡¥Õ–°√’π‡πÕ√’Ë√’ Õ√å∑ ‡¢“„À≠à ´÷Ëß
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§√—Èßπ’È®—¥„π«—πæÿ∏-æƒÀ— -»ÿ°√å μ“¡∑’Ë ¡“™‘°À≈“¬Ê ∑à“π‡ πÕ·π–¡“ ‚¥¬«—πæÿ∏∑’Ë

10 ∏—π«“§¡ ‡ªìπ«—πÀ¬ÿ¥√“™°“√§◊Õ«—π√—∞∏√√¡πŸ≠ §≥–°√√¡°“√ºŸâ®—¥À«—ß‡ªìπ

Õ¬à“ß¬‘Ëß«à“∑à“π ¡“™‘°®–„Àâ§«“¡ π„®‡¢â“√à«¡ª√–™ÿ¡‡ªìπ®”π«π¡“°‡À¡◊Õπ‡™àπ‡§¬

π–§–

°àÕπ®–∂÷ß°“√ª√–™ÿ¡ª√–®”ªï ¬—ß¡’Õ’°‚§√ß°“√Àπ÷Ëß∑’Ë‰¥âª√–™“ —¡æ—π∏å„Àâ

∑√“∫‰ª·≈â«„π©∫—∫°àÕπ §◊Õ ç‚§√ß°“√„Àâ§«“¡√Ÿâ·≈– àÕß°≈âÕßμ√«®°√–‡æ“–Õ“À“√

·°àª√–™“™πé ´÷Ëß§√—Èßπ’È‡ªìπ§√—Èß∑’Ë “¡ ®–®—¥∑’Ë‚√ßæ¬“∫“≈π§√æπ¡ „π«—π∑’Ë 7-9

μÿ≈“§¡ 2557 ·≈–‡π◊ËÕß®“°®—ßÀ«—¥π§√æπ¡‡ªìπ®—ßÀ«—¥∑’Ë¡’ ∂‘μ‘®”π«πª√–™“°√

ªÉ«¬‡ªìπ¡–‡√Áß∑àÕπÈ”¥’‡ªìπÕ—π¥—∫Àπ÷Ëß¢Õßª√–‡∑» „π§√—Èßπ’È®÷ß¡’°“√∫√‘°“√μ√«®Õÿ≈

μ√“´“«¥å™àÕß∑âÕß à«π∫π„Àâ·°àª√–™“™π∑’Ë¡“√à«¡‚§√ß°“√¥â«¬

‡π◊ÈÕÀ“„π®ÿ≈ “√©∫—∫π’È‡μÁ¡‰ª¥â«¬∫∑§«“¡∑’Ëπà“ π„®·≈–‡ªìπ‡√◊ËÕß∑’Ë∑—π

 ¡—¬ μ—«Õ¬à“ß‡™àπ ‡√◊ËÕß°“√μ√«®«—¥æ—ßº◊¥„πμ—∫¥â«¬«‘∏’ transient elastography

„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’‡√◊ÈÕ√—ß ·≈–¬—ß¡’°√≥’ºŸâªÉ«¬∑’Ëπà“ π„®„Àâμ‘¥μ“¡„π

interhospital case conference ‡™‘≠μ‘¥μ“¡Õà“π‰¥â„π©∫—∫π–§–

°Õß∫√√≥“∏‘°“√¬‘π¥’√—∫¢âÕ‡ πÕ–·π– √«¡∑—Èß∫∑§«“¡∑’Ëπà“ π„® ®“°

∑à“π ¡“™‘°∑ÿ°∑à“π ‚¥¬ àß¡“‰¥â∑’Ë e-mail ¢â“ß≈à“ßπ’È ¢Õ∫§ÿ≥§à–

®‘π¥“√—μπå  ‡®’¬‡®…Æ“°ÿ≈

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

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

°“√ª√–™ÿ¡ §√—Èß∑’Ë 1/2557 «—π»ÿ°√å∑’Ë 7 °ÿ¡¿“æ—π∏å 255 ‡«≈“ 10.00 - 12.00 π.

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

‡ªî¥ª√–™ÿ¡‡«≈“ 10.00 π. ‚¥¬¡’ πæ.æ‘»“≈ ‰¡â‡√’¬ß ‡ªìπª√–∏“π„π∑’Ëª√–™ÿ¡

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

1.1 °“√Õπÿ¡—μ‘‡∫‘°®à“¬§à“Õÿª°√≥å·≈–°“√√—°…“æ¬“∫“≈‚√§∑“ß‡¥‘πÕ“À“√

°√¡∫—≠™’°≈“ß‰¥â√—∫¡Õ∫À¡“¬®“°°√–∑√«ß°“√§≈—ß„Àâª√–°“»

°”Àπ¥√“¬°“√Õ—μ√“ ·≈–‡ß◊ËÕπ‰¢°“√‡∫‘°®à“¬§à“Õ«—¬«–‡∑’¬¡·≈–Õÿª°√≥å„π°“√

∫”∫—¥‚√§ ´÷Ëß°àÕπÀπâ“π’È‰¥â¡’°“√ª√–™ÿ¡§≥–°√√¡°“√™ÿ¥π’È°—πÀ≈“¬§√—Èß ∑—Èßπ’È¢Õ

¢Õ∫§ÿ≥π“¬° ¡“§¡ àÕß°≈âÕßœ  ¡“§¡‚√§μ—∫  ¡“§¡ª√– “∑∑“ß‡¥‘πÕ“À“√

·≈–°“√‡§≈◊ËÕπ‰À«œ πæ.¥√‘π∑√å ‚≈àÀå ‘√‘«—≤πå ·≈– πæ.Õ¿‘™“μ‘ · ß®—π∑√å ∑’Ë‰¥â

√à«¡°—πª√–™ÿ¡√à«¡°—∫°√¡∫—≠™’°≈“ß

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

1.2 ª√–°“»‡°’¬√μ‘§ÿ≥

1) πæ. ¡æπ∏å ∫ÿ≥¬§ÿªμå ‰¥â√—∫√“ß«—≈Õ“¬ÿ√·æ∑¬å¥’‡¥àπ¥â“π§√Ÿ

·æ∑¬å ª√–®”ªï 2557 ®“°√“™«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬å·Ààßª√–‡∑»‰∑¬

2) πæ.‡Õ≈«‘≈ ‡æ™√ª≈Ÿ° ‰¥â√—∫√“ß«—≈Õ“¬ÿ√·æ∑¬å√ÿàπ„À¡à‚¥¥‡¥àπ

ª√–®”ªï 2557 ®“°√“™«‘∑¬“≈—¬Õ“¬ÿ√·æ∑¬å·Ààßª√–‡∑»‰∑¬

3) πæ.Õÿ¥¡ §™‘π∑√ ‰¥â√—∫√“ß«—≈π—°∫√‘À“√‚√ßæ¬“∫“≈¥’‡¥àπ·Ààß™“μ‘

ª√–®”ªï 2556 ®“° ¡“§¡π—°∫√‘À“√‚√ßæ¬“∫“≈·Ààßª√–‡∑»‰∑¬
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4) πæ. ÿæ®πå æß»åª√– ∫™—¬ ‰¥â√—∫√“ß«—≈§√Ÿ·æ∑¬å¥’‡¥àπ ¿“§«‘™“

Õ“¬ÿ√»“ μ√å §≥–·æ∑¬»“ μ√å»‘√‘√“™æ¬“∫“≈ ª√–®”ªï 2556

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

«“√–∑’Ë 2 √—∫√Õß√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 4/2556

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫√Õß√“¬ß“π°“√ª√–™ÿ¡§√—Èß∑’Ë 4/2556 ‚¥¬‰¡à¡’°“√·°â‰¢

«“√–∑’Ë 3 ‡√◊ËÕßæ‘®“√≥“

3.1 °“√®—¥ Õ∫·æ∑¬åª√–®”∫â“πμàÕ¬Õ¥ “¢“Õ“¬ÿ√»“ μ√å‚√§√–∫∫

∑“ß‡¥‘πÕ“À“√

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

1) °”Àπ¥°“√ Õ∫§◊Õ«—π∑’Ë 28 ¡’π“§¡ 2557

2)  π“¡ Õ∫¡’∑—ÈßÀ¡¥ 6  π“¡ Õ∫ §◊Õ √æ.®ÿÃ“≈ß°√≥å

√æ.√“¡“∏‘∫¥’ √æ.æ√–¡ß°ÿÆ‡°≈â“ √æ.√“™«‘∂’ √æ.∏√√¡»“ μ√å ·≈– √æ.»‘√‘√“™

3) °“√ Õ∫√“¬¬“«√Õ∫π’È ®–‡ªìπ°“√ Õ∫√Õ∫‡¥’¬« ‰¡àμâÕß Õ∫ 2

√Õ∫‡À¡◊Õπ‡™àπ‡¥‘¡ À“° Õ∫‰¡àºà“π√Õ∫π’È ®–„Àâ Õ∫·°âμ—«„À¡à„π‡¥◊Õπ¡‘∂ÿπ“¬π 2557

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

3.2 °“√®—¥ª√–™ÿ¡«‘™“°“√°≈“ßªï 2557

æ≠.Õ“¿— ≥’ ‚ ¿≥ ƒ…Øå ÿ¢ ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫¥—ßπ’È

1)  √ÿªº≈ª√–‡¡‘π°“√®—¥ª√–™ÿ¡«‘™“°“√ª√–®”ªï 2556

2) °”Àπ¥°“√®—¥ª√–™ÿ¡«‘™“°“√°≈“ßªï 2557 §◊Õ«—π∑’Ë 17-19

°√°Æ“§¡ 2557

3) πæ. ¡™“¬ ≈’≈“°ÿ»≈«ß»å ª√–∏“πΩÉ“¬ªÆ‘§¡ °”≈—ß¥”‡π‘π°“√

æ‘®“√≥“‡√◊ËÕß ∂“π∑’Ë®—¥°“√ª√–™ÿ¡

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

πæ.æ‘»“≈ ‰¡â‡√’¬ß ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“ ◊∫‡π◊ËÕß®“°
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∫√‘…—∑¬“‰¡à¡’∑ÿπ ”À√—∫ π—∫ πÿπºŸâ‡¢â“√à«¡ª√–™ÿ¡·≈–∑ÿπ®—¥ symposium ¥—ßπ—Èπ

®÷ß‰¥â¡’°“√ª√÷°…“À“√◊Õ°—∫∫√‘…—∑μà“ßÊ „Àâ¡“√à«¡®—¥ symposium ‚¥¬∑—Èßπ’È∑“ß

 ¡“§¡®–‡ªìπºŸâ π—∫ πÿπ§à“Õ“À“√«à“ß·≈–Õ“À“√°≈“ß«—π ®÷ß¡’∫√‘…—∑√à«¡®—¥ 4 ∫√‘…—∑

·≈–¡’√“¬‰¥â ÿ∑∏‘®“°°“√®—¥ª√–™ÿ¡§√—Èßπ’È ‡ªìπ®”π«π‡ß‘π 805,897 ∫“∑

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

3.3 °“√®—¥ª√–™ÿ¡«‘™“°“√ª√–®”ªï 2557 √à«¡°—∫ ¡“§¡ª√– “∑∑“ß‡¥‘π

Õ“À“√·≈–°“√‡§≈◊ËÕπ‰À« (‰∑¬)

πæ. ‘π Õπÿ√“…Ø√å ª√–∏“π®—¥ß“πª√–™ÿ¡ The 1st Federation of

Neurogastroenterology and Motility Meeting (FNM 2014) ‰¥â·®âß„Àâ∑’Ë

ª√–™ÿ¡∑√“∫¢≥–π’È°“√®—¥‡μ√’¬¡ß“πª√–™ÿ¡ FNM 2014 ‰¥â¥”‡π‘π°“√‰ªÀ≈“¬¢—Èπ

μÕπ·≈â« ·μà∑’Ë¡’ªí≠À“§◊Õ∫√‘…—∑¬“ à«π„À≠à¡’ªí≠À“‡√◊ËÕß∑ÿπ π—∫ πÿπ ®÷ßÕ“®®–¡’

º≈°√–∑∫μàÕ°“√ π—∫ πÿπ·æ∑¬å¡“√à«¡ª√–™ÿ¡ ∑—Èßπ’È¢Õ¢Õ∫§ÿ≥∑“ß ¡“§¡·æ∑¬å

√–∫∫∑“ß‡¥‘πÕ“À“√œ ∑’Ë„Àâ°“√ π—∫ πÿπ·≈–√à«¡®—¥¥â«¬°—π™à«ß Postgraduate

Course „π«—π∑’Ë 4 °—π¬“¬π 2557

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

«“√–∑’Ë 4 ‡√◊ËÕßÕ◊ËπÊ

4.1 °“√ ¡—§√‡≈◊Õ°μ—Èß‡ªìπºŸâ√—Èßμ”·Àπàßπ“¬° ·≈–°“√ ¡—§√‡≈◊Õ°μ—Èß

‡ªìπ°√√¡°“√Õ”π«¬°“√ «“√–æ.».2558-2559

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

μ—Èß§≥–°√√¡°“√Õ”π«¬°“√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬ „Àâ

¡’°“√‡≈◊Õ°μ”·ÀπàßºŸâ√—Èßμ”·Àπàßπ“¬° ¡“§¡ ·≈–‡≈◊Õ°μ—Èß°√√¡°“√Õ”π«¬°“√ ¡“§¡

®”π«π 4 ∑à“π „Àâ°√–∑”‚¥¬°“√≈ß§–·ππ‡ ’¬ß¢Õß ¡“™‘° “¡—≠ ·≈–π”¡“·®âß„Àâ

∑’Ëª√–™ÿ¡„À≠à “¡—≠ª√–®”ªï¢Õß ¡“§¡√—∫∑√“∫ ·≈–‡π◊ËÕß®“°„πªï 2557 ‰¥â

°”Àπ¥„Àâ¡’°“√®—¥ª√–™ÿ¡«‘™“°“√ª√–®”ªï„π«—π∑’Ë 4 °—π¬“¬π 2557 Õ“»—¬Õ”π“®

μ“¡¢âÕ∫—ß§—∫¢Õß ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬ (©∫—∫·°â‰¢
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æ.».2546) ¢âÕ 19 ·≈–‡æ◊ËÕ„Àâ°“√¥”‡π‘πß“π¢Õß ¡“§¡‡ªìπ‰ªÕ¬à“ßμàÕ‡π◊ËÕß

 ¡“§¡®÷ßμâÕß¡’°“√ √√À“ºŸâ√—Èßμ”·Àπàßπ“¬°·≈–°√√¡°“√Õ”π«¬°“√ «“√–æ.».2558-

2559 ¥—ßπ—Èπ®÷ß‰¥â·μàßμ—Èß§≥–Õπÿ°√√¡°“√¥”‡π‘π°“√‡≈◊Õ°μ—Èß¥—ß°≈à“« ‰¥â·°à πæ.æ‘»“≈

‰¡â‡√’¬ß æ≠.«‚√™“ ¡À“™—¬ æ≈.∑.πæ. ÿ√æ≈ ™◊Ëπ√—μπ°ÿ≈ ·≈– πæ. ∂“æ√ ¡“π— 

 ∂‘μ¬å ‚¥¬®–∑”°“√ àß„∫ ¡—§√‰ª¬—ß ¡“™‘° ¡“§¡ ·≈–º≈°“√√—∫ ¡—§√®–·®âß„Àâ

∑’Ëª√–™ÿ¡∑√“∫„π§√“«μàÕ‰ª

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

4.2 ‚§√ß°“√ àÕß°≈âÕß°√–‡æ“–Õ“À“√

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

°√–‡æ“–Õ“À“√·≈–°“√„Àâ§«“¡√Ÿâ·°àª√–™“™π ®–®—¥„π«—π∑’Ë 8 μÿ≈“§¡ 2557 ≥

√æ.π§√æπ¡

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

4.3 √“¬‰¥â®“°°“√®—¥ª√–™ÿ¡ APDW 2012

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

®“°°“√®—¥ª√–™ÿ¡ APDW 2012 ‡ªìπ∑’Ë‡√’¬∫√âÕ¬·≈â« ·≈–‰¥â‚Õπ‡ß‘π à«π·∫àß‰ª¬—ß

 ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√œ 7,800,000 ∫“∑ (65%)  ¡“§¡‚√§μ—∫œ 1,200,000

∫“∑ (10%)  ¡“§¡ àÕß°≈âÕßœ 1,200,000 ∫“∑ (10%) √“™«‘∑¬“≈—¬»—≈¬·æ∑¬åœ

1,200,000 ∫“∑ (10%) ·≈– ¡“§¡‚¡∏‘≈‘μ’È 600,000 ∫“∑ (5%)

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

4.4 °“√·°â‰¢√–‡∫’¬∫‡ß‘πÕÕ¡

πæ.Õÿ∑—¬ ‡°â“‡Õ’È¬π ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡∑√“∫«à“®–‡ πÕ‡√◊ËÕß°“√

·°â‰¢¢âÕ∫—ß§—∫ ¡“§¡ «à“¥â«¬√–‡∫’¬∫‡ß‘πÕÕ¡¢Õß ¡“§¡ ·μà∑—Èßπ’È®–¢Õ¥Ÿ√“¬

≈–‡Õ’¬¥°àÕπ ·≈–π”‡ πÕ„π∑’Ëª√–™ÿ¡ ¡“§¡μàÕ‰ª

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

4.5 π‚¬∫“¬§≥–°√√¡°“√ ¡“§¡œ «“√– 2558-2559
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æ≠.«‚√™“ ¡À“™—¬ ‰¥â·®âß„Àâ∑’Ëª√–™ÿ¡‡°’Ë¬«°—∫π‚¬∫“¬¢Õß§≥–

°√√¡°“√Õ”π«¬°“√ «“√–æ.».2558-2559 π—Èπ ¢≥–π’ÈÕ¬Ÿà„π√–À«à“ß¥”‡π‘π°“√

∑—Èßπ’È§ßμâÕß„Àâ Õ¥§≈âÕß°—∫ ∂“π°“√≥å„πªí®®ÿ∫—ππ’È¥â«¬

∑’Ëª√–™ÿ¡¡’¡μ‘√—∫∑√“∫

ªî¥ª√–™ÿ¡‡«≈“ 11.45 π.
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A 69-year-old woman with acute
diarrhea

≥—∞æ√  π√‡»√…∞«≥‘™¬å
√—ß √√§å  ƒ°…åπ‘¡‘μ√

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

§≥–·æ∑¬»“ μ√å ®ÿÃ“≈ß°√≥å¡À“«‘∑¬“≈—¬

Interhospital Conference

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

ºŸâªÉ«¬À≠‘ß‰∑¬§Ÿà Õ“¬ÿ 69 ªï ‰¡à‰¥âª√–°Õ∫Õ“™’æ ¿Ÿ¡‘≈”‡π“ ®.°√ÿß‡∑æœ

CC: ∑âÕß‡ ’¬¡“ 7 «—π

PI: 3  —ª¥“Àå PTA ª«¥‡¢à“¢â“ß´â“¬ ∫«¡‡≈Á°πâÕ¬ ‰¡à·¥ß ‡¥‘π·≈â«ª«¥¡“°¢÷Èπ

‰¡à¡’‰¢â ‰¡à¡’º◊Ëπ ¡“μ√«®∑’Ë§≈‘π‘°‚√§¢âÕ‰¥â¬“ Sulindac (200 mg) 1 tab po bid pc

Õ“°“√ª«¥‡¢à“∑ÿ‡≈“≈ß

7 «—π PTA  ‰¢âμË”Ê ∂à“¬Õÿ®®“√–‡À≈«‡ªìππÈ” ’πÈ”μ“≈ ‰¡à¡’°“° ‰¡à¡’¡Ÿ°‡≈◊Õ¥

«—π≈– 2 §√—Èß ∂à“¬§√—Èß≈– 1 ·°â«πÈ” ∂à“¬‡À≈«‰¡à —¡æ—π∏å°—∫¡◊ÈÕÕ“À“√ ∂à“¬∑—Èß°≈“ß

«—π°≈“ß§◊π ª«¥¡«π∑âÕßπâÕ¬‡ªìπæ—°Ê ‡∫◊ËÕÕ“À“√ √—∫ª√–∑“π‰¥âπâÕ¬ §≈◊Ëπ‰ â·μà

‰¡àÕ“‡®’¬π ÕàÕπ‡æ≈’¬ μàÕ¡“‡√‘Ë¡¡’Õ“°“√ —∫ π ∂“¡μÕ∫√Ÿâ‡√◊ËÕß·μà®–‡ª≈’Ë¬π‰ªæŸ¥

‡√◊ËÕßÕ◊Ëπ æŸ¥¡“° °≈“ß§◊π‰¡àπÕπ ‰¡à¡’Õ“°“√·¢π¢“ÕàÕπ·√ß

4 «—π PTA ≠“μ‘æ“‰ªμ√«®·≈–‰¥â√—∫°“√√—°…“‡ªìπºŸâªÉ«¬„π∑’Ë‚√ßæ¬“∫“≈

‡Õ°™π ‰¥â∑”°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√‡∫◊ÈÕßμâπ æ∫ CBC: Hb 12.1 g/dL, Hct

36.1%, MCV 91.4 fL, RDW 12.6 WBC 4,770/mm3 (N 60%, L 7%, M 3%, Eo

2%, band 28%) Platelet 124,000/mm3; BUN 52.1 mg/dL, Cr 1.55 mg/dL;

LFTs: TB/DB 1.75/1.49 mg/dL, AST/ALT 168/247 U/L, Alkaline phos-

phatase 67 U/L, albumin/globulin 3.6/2.3 g/dL; Na 143 mEq/L, K 3.4

mEq/L, Cl 103 mEq/L, CO2 25.7 mEq/L; ESR 61 mm/hr
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√–À«à“ßÕ¬Ÿà∑’Ë‚√ßæ¬“∫“≈·Ààßπ—Èπ ‰¥â√—∫°“√«‘π‘®©—¬·≈–°“√√—°…“¥—ßπ’È

1) Acute confusion; SLE with cerebritis to be ruled out (‰¡à‰¥â∑”

CT/MRI brain À√◊Õ lumbar puncture) ‰¥â√—∫°“√√—°…“¥â«¬ dexamethasone 5

mg ‡¢â“∑“ßÀ≈Õ¥‡≈◊Õ¥¥”«—π≈–§√—Èß ‡ªìπ‡«≈“ 2 «—π ·≈â«‡ª≈’Ë¬π‡ªìπ dexametha-

sone 5 mg ‡¢â“∑“ßÀ≈Õ¥‡≈◊Õ¥¥”∑ÿ° 6 ™—Ë«‚¡ß „π«—π∑’Ë “¡ À≈—ß®“°π—Èπ ‰¥â meth-

ylprednisolone 1 g ‡¢â“∑“ßÀ≈Õ¥‡≈◊Õ¥¥”«—π≈–§√—Èß „π«—π∑’Ë ’Ë πÕ°®“°π’È¬—ß‰¥â¬“

haldol, zyprexa ·≈– seroquel

2) Sepsis ‰¥â√—∫°“√√—°…“¥â«¬ ertapenem 1 g ‡¢â“∑“ßÀ≈Õ¥‡≈◊Õ¥¥”«—π

≈–§√—Èß ‡ªìπ‡«≈“ 2 «—π ·≈â«®÷ß‡ª≈’Ë¬π‡ªìπ cefditoren √—∫ª√–∑“π 2 ‡¡Á¥ «—π≈– 2

§√—Èß „π«—π∑’Ë “¡·≈– ’Ë

3) Left knee arthritis; gout to be ruled out ‰¥â√—∫°“√√—°…“¥â«¬ colchi-

cine (0.6 mg) 1 ‡¡Á¥ «—π≈– 2 §√—Èß ‡ªìπ‡«≈“ 2 «—π

2 «—π PTA √–À«à“ßπÕπÕ¬Ÿà‚√ßæ¬“∫“≈ Õ“°“√∂à“¬‡À≈«‡ªìπ¡“°¢÷Èπ ∂à“¬«—π

≈– 4-5 §√—Èß ≈—°…≥–Õÿ®®“√–‡ªìπ ’πÈ”μ“≈ ∫“ß§√—Èß¡’ ’‡¢’¬«ªπ ∂à“¬Õÿ®®“√–§√—Èß

Àπ÷Ëß‡μÁ¡ºâ“ÕâÕ¡ ª«¥¡«π∫√‘‡«≥∑âÕßπâÕ¬ ∫“ß§√—Èß¡’Õ“°“√ª«¥‡∫àß √Ÿâ ÷°‡À¡◊Õπ

∂à“¬‰¡à ÿ¥ ‰¡à¡’‰¢â ∑âÕßÕ◊¥¢÷Èπ‡≈Á°πâÕ¬ ≠“μ‘¢Õ¬â“¬¡“√—°…“μàÕ∑’Ë‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å

PH: §«“¡¥—π‚≈À‘μ Ÿß¡“ 7 ªï

SLE «‘π‘®©—¬‡¡◊ËÕ 13 ªï°àÕπ ¡“¥â«¬Õ“°“√‰¢â polyarthritis (MCP, PIP,

wrist, left knee, right. MTP), ANA >1:640 (speckle type), anti-dsDNA

positive, pancytopenia, questionable AIHA ‰¥â√—∫°“√√—°…“¥â«¬ predniso-

lone ·≈– hydroxychloroquine ‡ªìπ‡«≈“ 1 ªï§√÷Ëß®π‡¢â“ Ÿà√–¬– ß∫¢Õß‚√§

Myoma uteri S/P TAH with BSO ‡¡◊ËÕ 20 ªï°àÕπ

Hashimoto thyroiditis S/P subtotal thyroidectomy ‡¡◊ËÕ 40 ªï°àÕπ

Current medications:

amlodipine (5 mg) 1 tab OD

HCTZ (50 mg) 0.5 tab OD

prenolol (50 mg) 1 tab OD



14 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, æƒ…¿“§¡- ‘ßÀ“§¡ 2557

folic acid (5 mg) 1 tab OD

hydroxychloroquine (200 mg) 1 tab OD

Personal History:

‰¡à¥◊Ë¡ ÿ√“ ‰¡à Ÿ∫∫ÿÀ√’Ë

PE: V/S: BT 37oC, PR 100/min, RR 22/min, BP 150/80 mm Hg

GA: An elderly Thai female, good consciousness, talkative

HEENT: not pale, no jaundice, no oral ulcer

no cervical lymphadenopathy

previous surgical scar at lower neck

Heart: normal S1S2, no murmur

Lung: normal breath sound, no adventitious sound

Abdomen: mild distension, surgical scar at mid-lower abdomen

active bowel sound, soft, not tender

liver and spleen not palpable, liver span 8 cm

splenic dullness - negative

no shifting dullness

Extremities: no pitting edema

slightly warm at left knee without swelling or limit

ROM

no chronic liver stigmata

Skin: erythematous popular rash with satellite lesions at

perianal area and buttock

PR: greenish watery stool, loose sphincter tone, no rectal

shelf

Neurological examination:

E4M6V5, disorientated to place but orientated to time
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and person, attention deficit, loss of remote and re-

call memory

cranial nerves - grossly intact

motor gr 4/5 all, no pronator drift

distal myoclonus - positive

DTR 2+ all

Babinskiûs test - plantar flexion, Clonus - negative

stiffneck - negative

°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√

CBC: Hb 10.9 g/dL, Hct 31.8%, MCV 92.4 fL, RDW 12.5%, WBC 7,600/

mm3 (N 87.5%, L 9.6%, M 2.9%), platelets 188,000/mm3

BUN 22 mg/dL, Cr 0.9 mg/dL

Na 138 mEq/L, K 3.9 mEq/L, Cl 108 mEq/L, CO2 12 mEq/L

LFT: TB 0.61 mg/dL, DB 0.44 mg/dL, AST 54 U/L, ALT 143 U/L, AP 76

U/L albumin 2.4 g/dL

UA: sp.gr. 1.015, pH 5, WBC 0-1/HPF, RBC 3-5/HPF

protein - negative, sugar - negative, ketone - negative

stool exam: WBC 0-1/HPF, RBC 1-2/HPF, parasite - not found, FOBT -

positive

 √ÿªªí≠À“¢ÕßºŸâªÉ«¬

1. Acute diarrhea with low grade fever

2. History of recent NSAIDS use

3. Underlying of SLE (in remission)

4. Acute confusional state
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Õ¿‘ª√“¬

ºŸâªÉ«¬√“¬π’È¡’ªí≠À“ acute diarrhea ´÷Ëß≈—°…≥–·≈–ª√‘¡“≥¢ÕßÕÿ®®“√–

∑”„Àâ§‘¥«à“æ¬“∏‘ ¿“æ„π√“¬π’Èπà“®–Õ¬Ÿà∑’Ë≈”‰ â‡≈Á° πÕ°®“°π’ÈºŸâªÉ«¬√“¬π’È¬—ß¡’

Õ“°“√ª«¥¡«π∫√‘‡«≥∑âÕßπâÕ¬ ª«¥‡∫àß√Ÿâ ÷°‡À¡◊Õπ∂à“¬‰¡à ÿ¥ ·≈– stool exam æ∫

WBC 0-1/HPF, RBC 1-2/HPF, FOBT - positive ®÷ß∑”„Àâ ß —¬«à“Õ“®®–¡’

æ¬“∏‘ ¿“æ„π≈”‰ â„À≠à¥â«¬ ‡™àπ ¿“«– colitis

 “‡Àμÿ¢Õß acute diarrhea „π√“¬π’È∑’ËÕ“®‡ªìπ‰¥â ‰¥â·°à

1) Infection ¬—ß§ß‡ªìπ‰¥â ºŸâªÉ«¬¡’‰¢â√à«¡¥â«¬ ‚¥¬Õ“®‡ªìπ®“° infection

∑’Ë GI tract ‡ÕßÀ√◊Õ‡ªìπ secondary cause ®“° systemic infection ‡π◊ËÕß®“°

ºŸâªÉ«¬¡’ª√–«—μ‘¢Õß sepsis √à«¡¥â«¬

2) Antibiotic associated diarrhea ‡π◊ËÕß®“°ºŸâªÉ«¬¡’ª√–«—μ‘‰¥â√—∫¬“

antibiotic ¡“μ≈Õ¥

3) Drug-induced ‡π◊ËÕß®“°ºŸâªÉ«¬¡’ª√–«—μ‘∑“π¬“°≈ÿà¡ NSAIDs

(Sulindac) ´÷Ëß “¡“√∂∑”„Àâ‡°‘¥Õ“°“√∑âÕß‡ ’¬®“°º≈¢â“ß‡§’¬ß¢Õß¬“‰¥â πÕ°®“°

π’ÈºŸâªÉ«¬¬—ß‰¥â√—∫¬“ colchicine 1.2 mg/d π“π 2 «—π√–À«à“ß∑’Ë admit Õ¬Ÿà∑’Ë‚√ß

æ¬“∫“≈‡Õ°™π ´÷ËßÕ“®¡’ à«π∑”„ÀâÕ“°“√∑âÕß‡ ’¬‡ªìπ¡“°¢÷Èπ‰¥â

4) SLE ‡Õß „π√“¬π’È§‘¥∂÷ßπâÕ¬ ‡π◊ËÕß®“° “‡Àμÿ¢Õß∑âÕß‡ ’¬„π SLE

‚¥¬∑—Ë«‰ª¡—°‡ªìπ®“° malabsorption ·≈– protein-losing enteropathy ´÷Ëß‰¡à

‡À¡◊Õπ„πºŸâªÉ«¬√“¬π’È πÕ°®“°π’È‚√§ SLE ¢ÕßºŸâªÉ«¬√“¬π’ÈÕ¬Ÿà„π¿“«– remission

¡“ª√–¡“≥ 10 ªï ·≈–„π¢≥–π’È¬—ß‰¡àæ∫ organ Õ◊Ëπ∑’Ë ß —¬¡’¿“«– active SLE

√à«¡¥â«¬ πÕ°®“°Õ“°“√ª«¥‡¢à“∑’Ë‰¡à„™à arthritis  à«π GI involvement Õ◊ËπÊ ¢Õß

SLE ‰¥â·°à ¿“«–≈”‰ â¢“¥‡≈◊Õ¥®“° mesenteric vasculitis ¿“«– intestinal

pseudo-obstruction μ—∫ÕàÕπÕ—°‡ ∫‡©’¬∫æ≈—π °Á‰¡àæ∫„πºŸâªÉ«¬√“¬π’È

√–À«à“ß∑’ËºŸâªÉ«¬‰¥â√—∫°“√√—°…“Õ¬Ÿà„π‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å ¬—ß§ß¡’‰¢âμË”Ê

ª√–¡“≥ 38oC ∂à“¬‡À≈«ª√–¡“≥«—π≈– 1-2 ≈‘μ√ ·≈–‰¥â√—∫ empirical antibiotic

‡ªìπ meropenem (‡π◊ËÕß®“°ºŸâªÉ«¬¡’ª√–«—μ‘Õ¬Ÿà‚√ßæ¬“∫“≈Õ◊Ëπ¡“°àÕπ ·≈–‰¥â√—∫ ste-
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roid √–À«à“ß™à«ß∑’ËπÕπ‚√ßæ¬“∫“≈)

º≈μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√‡æ‘Ë¡‡μ‘¡ hemoculture: no growth; urine

culture: no growth; stool culture: negative for Salmonella, Shigella, Vibrio;

Stool agar plate for strongyloid: negative; Stool for C.difficile toxin: nega-

tive

Thyroid function tests: FT3 1.51 pg/mL (1.6-4), FT4 1.04 ng/dL

(0.8-1.8), TSH 2.86 mU/mL (0.3-4.1)

Anti-HIV: negative, CMV PCR <600 copies/mL

ANA <1:80, anti dsDNA <100, CH50 31.4 U/mL (19-40), C3 87.3

mg/dL (76-171), C4 23.9 mg/dL (10-40)

Plain abdomen (supine ·≈– upright) æ∫ generalized small bowel

dilatation ‚¥¬‰¡àæ∫≈—°…≥–∑’Ë™’È«à“®–¡’ gut obstruction ·≈–‰¡à¡’ free air (¿“æ

∑’Ë 1 A, B)

ºŸâªÉ«¬®÷ß‰¥â√—∫°“√ àÕß°≈âÕß∑“ß≈”‰ â„À≠à‡æ◊ËÕμ√«®À“§«“¡º‘¥ª°μ‘‡æ‘Ë¡‡μ‘¡

‚¥¬æ∫ diffuse swelling mucosa μ≈Õ¥ rectum ·≈– sigmoid colon ·≈–æ∫

multiple clean-based ulcers ´÷Ëß¡’¢Õ∫‡¢μ™—¥‡®π ¢π“¥μà“ßÊ °—π (0.5-2.5 cm)

∑’Ëμ”·Àπàß 20-40 cm ®“° anal verge ‚¥¬·º≈∑’Ë¡’¢π“¥„À≠à∑’Ë ÿ¥ (1.5x2.5 cm)

Õ¬Ÿà∑’Ëμ”·Àπàß 40 cm ®“° anal verge ‰¥â∑”°“√ àÕß°≈âÕß‰ª∂÷ß∫√‘‡«≥π’È‡∑à“π—Èπ

‡π◊ËÕß®“°‡¬◊ËÕ∫ÿ≈”‰ â∫«¡¡“° (¿“æ∑’Ë 2 A-F)

‰¥â∑”°“√μ—¥™‘Èπ‡π◊ÈÕ∫√‘‡«≥¢Õ∫·º≈‡æ◊ËÕ àßμ√«®∑“ßæ¬“∏‘«‘∑¬“ æ∫ hyper-

plastic crypts and congested vessels in the edematous lamina propria

√à«¡°—∫æ∫ mild chronic inflammatory lamina propria ‚¥¬‰¡àæ∫ vasculitis

·≈–‰¡àæ∫ organism „¥Ê ®÷ß«‘π‘®©—¬‡ªìπ organized (healed) colitis. (¿“æ∑’Ë 3)

‡π◊ËÕß®“°‰¥âμ—¥ “‡ÀμÿÕ◊Ëπ ‰¥â·°à infection ·≈– antibiotic ÕÕ°·≈â« acute

diarrhea „πºŸâªÉ«¬√“¬π’Èπà“®–‡°‘¥®“° drug-induced ¡“°∑’Ë ÿ¥ ´÷ËßºŸâªÉ«¬¡’

ª√–«—μ‘√—∫ª√–∑“π¬“ sulindac (Õ¬Ÿà„π°≈ÿà¡ NSAIDs) ¡“π“π 2  —ª¥“Àå°àÕπ‡√‘Ë¡¡’

Õ“°“√∑âÕß‡ ’¬  à«π‡√◊ËÕß‰¢âμË”Ê πà“®–Õ∏‘∫“¬‰¥â®“°¿“«– inflammation ®“° gen-
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¿“æ∑’Ë 1 Plain abdomen supine (A) and upright (B) position showed generalized small

bowel dilatation
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¿“æ∑’Ë 2 (A-F) Colonoscopy demonstrated diffuse swelling mucosa along the rectum and

sigmoid colon. There were multiple clean-based ulcers with well-defined border,

varying in size (0.5-2.5 cm) at 20-40 cm from anal verge.
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eralized colitis ∑’Ëæ∫®“°°“√ àÕß°≈âÕßμ√«®≈”‰ â„À≠à

 à«π¿“«– acute confusional state „πºŸâªÉ«¬√“¬π’È §‘¥∂÷ß delirium ®“°

metabolic cause ¡“°°«à“®“° neuropsychiatric lupus erythematosus (NPLE)

‡æ√“–¡’ fluctuation ·≈– distal myoclonus ‡¥àπ √à«¡°—∫ MRI brain ·≈– º≈

°“√μ√«® CSF ®“° lumbar puncture ª°μ‘

ºŸâªÉ«¬√“¬π’È‰¥â√—∫°“√√—°…“¥â«¬°“√ß¥πÈ”·≈–Õ“À“√‡ªìπ‡«≈“ 3 «—π ‡π◊ËÕß®“°¡’

bowel ileus ®“°π—Èπ®÷ß§àÕ¬Ê ª√—∫‡æ‘Ë¡Õ“À“√‡ªìπÕ“À“√‡À≈«·≈–Õ“À“√ÕàÕπμ“¡

≈”¥—∫ πÕ°®“°π’È ºŸâªÉ«¬¬—ß‰¥â√—∫ octreotide 200 μg/d ©’¥‡¢â“„μâº‘«Àπ—ß ‡ªìπ‡«≈“

2  —ª¥“Àå ‡æ◊ËÕ™à«¬≈¥ secretion „π≈”‰ â ·≈–≈¥°“√‡§≈◊ËÕπ‰À«¢Õß∑“ß‡¥‘πÕ“À“√

(‚¥¬§àÕ¬Ê ª√—∫≈¥¢π“¥¬“≈ß®πÀ¬ÿ¥¬“‰¥â°àÕπÕÕ°®“°‚√ßæ¬“∫“≈) ºŸâªÉ«¬¬—ß‰¥â

√—∫ mesalamine 4 gm/d ‡æ◊ËÕ≈¥°“√Õ—°‡ ∫¢Õß≈”‰ â ‚¥¬„Àâ¬“Õ¬Ÿàπ“πª√–¡“≥ 2

 —ª¥“Àå °àÕπÕÕ°®“°‚√ßæ¬“∫“≈ ºŸâªÉ«¬¡’Õ“°“√¥’¢÷Èπ¡“° ∂à“¬≈¥≈ß‡À≈◊Õ«—π≈– 2

§√—Èß À≈—ß®“°π—Èπ 1 ‡¥◊Õπ Õ“°“√°Á°≈—∫‡ªìπª°μ‘

¿“æ∑’Ë 3 (A-C) Histopathology of the colonic ulcers revealed hyperplastic crypts and con-

gested vessel in the edematous lamina propria. There was mild chronic inflamma-

tory lamina propria. Neither vasculitis nor organism was observed.
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Review

NSAID enteropathy and colopathy

Non-steroidal anti-inflammatory drugs (NSAIDs) ‡ªìπ¬“∑’Ë„™â°—π

Õ¬à“ß·æ√àÀ≈“¬„π°“√ªÑÕß°—π·≈–√—°…“‚√§μà“ßÊ ‡™àπ inflammatory diseases,

arthritis, collagen diseases, pain, fever ·≈– ischemic cerebrovascular

disorders ‡π◊ËÕß®“°μ—«¬“¡’ƒ∑∏‘ÏÀ≈“¬¬à“ß ‰¥â·°à °“√≈¥°“√Õ—°‡ ∫ ƒ∑∏‘Ï·°âª«¥ ≈¥‰¢â

·≈–ƒ∑∏‘Ï anti-platelet functions

NSAIDs ÕÕ°ƒ∑∏‘Ïºà“π°“√¬—∫¬—Èß cyclooxygenase ´÷Ëß‡ªìπ‡Õπ‰´¡å∑’Ë„™â

„π°“√ —ß‡§√“–Àå prostaglandin1 πÕ°‡Àπ◊Õ®“°°√–‡æ“–Õ“À“√·≈–≈”‰ â‡≈Á° à«π

μâπ·≈â« NSAIDs ¬—ß “¡“√∂∑”„Àâ‡°‘¥º≈¢â“ß‡§’¬ßμàÕ≈”‰ â‡≈Á°·≈–≈”‰ â„À≠à‰¥â‡™àπ

‡¥’¬«°—π

NSAID enteropathy

ºŸâªÉ«¬√âÕ¬≈– 60-70 ∑’Ë‡°‘¥ NSAID-induced enteropathy π—Èπ‰¡à¡’Õ“°“√

Õ¬à“ß‰√°Áμ“¡ Õ“°“√À√◊Õ§«“¡º‘¥ª°μ‘∑’Ë‡°‘¥¢÷Èπ ¡’‰¥âμ—Èß·μà Õ“°“√‰¡à‡©æ“– ‡™àπ

‚≈À‘μ®“ß®“°°“√¢“¥∏“μÿ‡À≈Á°∑’Ë‡°‘¥®“° occult bleeding ‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√

¿“«– hypoalbuminemia ¿“«–°“√¥Ÿ¥´÷¡«‘μ“¡‘π∫’ 12 À√◊Õ°√¥πÈ”¥’∫°æ√àÕß

Õ“°“√∑âÕß‡ ’¬·≈–ª«¥∑âÕß‡©’¬∫æ≈—π

 à«π¿“«–·∑√°´âÕπÕ◊Ëπ∑’Ëæ∫‰¥âπâÕ¬°«à“ ‰¥â·°à ¿“«–‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘π

Õ“À“√Õ¬à“ß¡“° ‡°‘¥°“√∑–≈ÿ ·≈–∑“ß‡¥‘πÕ“À“√μ’∫·∫∫∑’Ë‡√’¬°«à“ diaphragm-like

strictures (´÷Ëß‡°‘¥®“°°“√¡’ submucosal fibrosis „π™—Èπ muscularis mucosae)

Õ—μ√“°“√‡°‘¥¿“«–·∑√°´âÕπ®–‡æ‘Ë¡ Ÿß¢÷Èπ„π°≈ÿà¡∑’Ë„™â NSAID μ‘¥μàÕ°—π‡ªìπ‡«≈“

π“π·≈–„™â„π¢π“¥ Ÿß1,2

æ¬“∏‘°”‡π‘¥¢Õß mucosal injury ®“° NSAID ∑’Ë≈”‰ â‡≈Á° ‡™◊ËÕ«à“‡°‘¥

®“°°“√≈¥≈ß¢Õß intestinal mucus °“√‡°‘¥ microcirculatory disturbances

√à«¡°—∫°“√‡§≈◊ËÕπ‰À«¢Õß≈”‰ â∑’Ë‡æ‘Ë¡¢÷ÈπÕ¬à“ßº‘¥ª°μ‘ °“√‡°‘¥ nitrous oxide ®“°
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iNOS °“√‡°‘¥ inflammatory cytokines, neutrophil infiltration, reactive

oxygen species ·≈–·∫§∑’‡√’¬„π≈”‰ â‡≈Á°3 ®“°°“√»÷°…“¢Õß Watanabe ¬—ß

æ∫«à“ lipopolysaccharides (LPS)/toll-like receptor (TLR4)/ MyD88-depen-

dent signaling pathway °Á¡’∫∑∫“∑ ”§—≠„π°“√‡°‘¥æ¬“∏‘ ¿“æ„π≈”‰ â‡≈Á°4

Õ¬à“ß‰√°Áμ“¡ æ¬“∏‘°”‡π‘¥¢Õß NSAID-induced small-bowel injury

‡√‘Ë¡μâπ®“°°“√ expose ¢Õß enterocytes μàÕ NSAIDs ∑’Ë√—∫ª√–∑“π‡¢â“‰ª ∑”„Àâ

‡°‘¥°“√¬—∫¬—Èß¢Õß oxidative phosphorylation „π enterocytes ·≈–¿“«–π’È®–

exacerbate ¡“°¢÷Èπºà“π∑“ß enterohepatic circulation ¥—ßπ—Èπ¬“∑’Ë¡’ high

enterohepatic circulation ®÷ß “¡“√∂∑”„Àâ‡°‘¥ small intestinal enteropathy

‰¥â ·¡â∫√‘À“√¬“∑“ßÀ≈Õ¥‡≈◊Õ¥¥”2 „π∑“ßμ√ß°—π¢â“¡ aspirin ∑”„Àâ‡°‘¥ small-

bowel injury πâÕ¬°«à“ NSAIDs ™π‘¥Õ◊Ëπ ‡π◊ËÕß®“°ºà“π enterohepatic recircu-

lation πâÕ¬°«à“3

„πÕ¥’μ°“√«‘π‘®©—¬ NSAID-induced enteropathy „™â«‘∏’°“√μ√«® in-

testinal permeability test ´÷Ëß®–μ√«®°“√∂Ÿ°∑”≈“¬¢Õß intestinal barrier

 “√∑’Ë„™â„π°“√μ√«®π’È®–∂Ÿ°¥Ÿ¥´÷¡‡æ’¬ß‡≈Á°πâÕ¬À“° intestinal barrier ª°μ‘ ·μà

®–∂Ÿ°¥Ÿ¥´÷¡¡“°¢÷Èπ‡¡◊ËÕ intestinal barrier ∂Ÿ°∑”≈“¬ ·≈– “√π—Èπ®–∂Ÿ°æ“‰ªºà“π

∑“ß°√–· ‡≈◊Õ¥·≈â«¢—∫ÕÕ°¡“∑“ßªí  “«– ‚¥¬°“√μ√«®®–«—¥ª√‘¡“≥¢Õß reagent

∑’Ë∂Ÿ°¢—∫ÕÕ°∑“ßªí  “«–  ”À√—∫ probes ∑’Ë„™â„π°“√«—¥ intestinal permeability

tests ‰¥â·°à polyethylene glycol, cellobiose, sugars ·≈– radionuclides ‰¥â·°à

chromium-51-labeled ethylenediaminetetraacetic acid (51Cr-EDTA) ́ ÷Ëß‡√“

 “¡“√∂μ√«®æ∫°“√‡æ‘Ë¡¢÷Èπ¢Õß intestinal permeability ‰¥â¿“¬„π 12 ™—Ë«‚¡ß

À≈—ß∑“π¬“°≈ÿà¡ NSAIDs °“√∑¥ Õ∫™π‘¥π’È à«π„À≠à„™â„π°“√»÷°…“∑“ß°“√«‘®—¬

¡“°°«à“

πÕ°®“°π’È¬—ß¡’°“√μ√«®«—¥ intestinal inflammation ¥â«¬ scintigra-

phy ‚¥¬„™â 111Indium-labeled neutrophils ·μà°“√μ√«®«‘∏’π’È¡’√“§“·æß·≈–

ª√–¬ÿ°μå„™â„π∑“ß§≈‘π‘°¬“° °“√μ√«® calprotectin „πÕÿ®®“√–°Á “¡“√∂μ√«®À“

¿“«–°“√Õ—°‡ ∫¢Õß≈”‰ â®“°¬“ NSAIDs ‰¥â ·μà¡’§«“¡®”‡æ“–μË”°«à“ intestinal
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permeability test1 „πÀ≈“¬ªï∑’Ëºà“π¡“‰¥â¡’°“√„™â wireless capsule endoscopy

·≈– double-balloon enteroscopy (DBE) „π°“√μ√«®æ¬“∏‘ ¿“æ∑’Ë≈”‰ â‡≈Á°

æ¬“∏‘ ¿“æ∑’Ëæ∫„π NSAID enteropathy ´÷Ëß‰¥â·°à multiple ulcers ·≈– ero-

sions π—Èπ “¡“√∂æ∫‰¥â„π “‡ÀμÿÕ◊ËπÊ ¥â«¬ ·≈–°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“°Á‰¡à

 “¡“√∂∫Õ° “‡Àμÿ‰¥â™—¥‡®π °“√«‘π‘®©—¬·¬°‚√§Õ◊ËπÊ ‰¥â·°à ¿“«–°“√μ‘¥‡™◊ÈÕ °≈ÿà¡‚√§

IBD ≈”‰ â¢“¥‡≈◊Õ¥ ≈”‰ âÕ—°‡ ∫®“°°“√©“¬√—ß ’ À≈Õ¥‡≈◊Õ¥Õ—°‡ ∫ (vasculitides)

·≈–º≈®“°¬“ ‡™àπ potassium chloride (KCl)

Õ¬à“ß‰√°Áμ“¡ çdiaphragm-like strictureé ‡ªìπ≈—°…≥–‡©æ“–¢Õß

NSAID enteropathy ́ ÷Ëß‡°‘¥®“° secondary scar reaction μ“¡À≈—ß°“√‡°‘¥·º≈

‚¥¬¡’ non-inflammatory mucosa ´÷Ëß à«π„À≠à¡—°‡ªìπ multiple strictures

‡°‘¥¢÷Èπ∑’Ë≈”‰ â‡≈Á° à«π°≈“ßÊ  à«π ileum ·≈–∑’Ë≈”‰ â„À≠à1

Maiden5 ‰¥â∫√√¬“¬æ¬“∏‘ ¿“æ∑’Ëμ√«®æ∫‰¥â®“° video capsule en-

doscopy (VCE) „π¿“«–π’È‰«â 5 Õ¬à“ß ‰¥â·°à reddened folds, denuded area,

red spots, mucosal breaks ·≈– blood  à«π Graham6 ‰¥â∫√√¬“¬‰«â 4 Õ¬à“ß

‰¥â·°à red spots, small erosions, large erosions ·≈– ulcers

Hayashi7 ‰¥â°”Àπ¥‡°≥±å°“√«‘π‘®©—¬ NSAID-induced small intes-

tinal injuries ¥—ßπ’È

1) ¡’ª√–«—μ‘¢Õß°“√„™â NSAIDs

2) Endoscopic findings æ∫ erosion ·≈–/À√◊Õ ulcer ·≈–/À√◊Õ typi-

cal diaphragm-like strictures

3) Õ“°“√·≈–Õ“°“√· ¥ß ·≈–/À√◊Õ endoscopic findings ¥’¢÷ÈπÀ≈—ß

®“°À¬ÿ¥¬“ NSAIDs (¬°‡«âπ diaphragm disease)

4) exclude  “‡ÀμÿÕ◊Ëπ (‡™àπ malignant tumor, IBD ·≈– infectious

disease)

®“°°“√»÷°…“¢Õß Hayashi ‚¥¬„™â DBE æ∫«à“ ºŸâªÉ«¬ 16 „π 18 √“¬¡’

·º≈ ́ ÷Ëß à«π„À≠à¡’À≈“¬·º≈·≈–√Ÿª√à“ß·º≈·μ°μà“ß°—π‰ª ‚¥¬·º≈¡—°Õ¬Ÿà∑’Ë ileum

 à«πÕ’° 2 √“¬∑’Ë‡À≈◊Õæ∫ diaphragm diseases7
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Õ¬à“ß‰√°Áμ“¡ endoscopic findings ®“° balloon enteroscopy (BE) „π NSAID

enteropathy ‰¥â¡’°“√∫√√¬“¬‰«âÀ≈“°À≈“¬ ‡™àπ reddish erosions, sharply

demarcated ulcers À√◊Õ concentric stenoses ‡ªìπμâπ3 ªí®®ÿ∫—π¬—ß‰¡à¡’«‘∏’‡©æ“–

 ”À√—∫°“√ªÑÕß°—πÀ√◊Õ√—°…“¿“«– NSAID enteropathy °“√√—°…“∑’Ë¥’∑’Ë ÿ¥§◊Õ°“√

À¬ÿ¥¬“ NSAIDs °“√„™â COX-2 selective inhibitors „π√–¬– —Èπæ∫«à“‰¡à¡’º≈

μàÕ small intestinal permeability  à«π¬“Õ◊Ëπ∑’Ë¡’°“√»÷°…“«à“Õ“®¡’º≈ªÑÕß°—π

À√◊Õ√—°…“¿“«– small intestinal damage ∑’Ë‡°‘¥®“° NSAIDs1 ‰¥â·°à

1. NO, hydrogen sulfide-releasing NSAID, ·≈– zinc-NSAID: ¡’

ƒ∑∏‘Ï vasodilation, anti-inflammation ·≈– cytoprotective actions

2. Metronidazole: ÕÕ°ƒ∑∏‘Ï‚¥¬¬—∫¬—Èß oxidative phosphorylation „π

mitochondria ¢Õß intestinal cells ≈¥ intestinal inflammation ·≈– blood

loss ∑’Ë‡°‘¥®“° NSAID ·μà‰¡à¡’º≈μàÕ intestinal permeability

3. Sulfasalazine: ≈¥¿“«– NSAID-induced inflammation ·≈– blood

loss ·μàª√–‚¬™πå¬—ß‰¡à™—¥‡®π

4. Rebamipide: ‡æ‘Ë¡ mucus °√–μÿâπ°“√º≈‘μ prostaglandin ·≈– anti-

inflammation

5. Lansoprazole: ªÑÕß°—π°“√‡°‘¥ indomethacin-induced small bowel

injury ‚¥¬ upregulating heme oxygenase-1 (HO-1) ´÷Ëß¡’ƒ∑∏‘Ï anti-inflam-

mation ·≈– anti-oxidative effects

NSAID Colopathy

NSAIDs  “¡“√∂∑”„Àâ‡°‘¥ lower GI tract injury ‰¥â·°à macroscopic

colitis (Õ“®‡ªìπ primary À√◊Õ exacerbation of preexisting IBD), collagenous

colitis, GI bleeding (variety of sources), complicated diverticular disease

(bleeding, perforation ·≈– abscess formation) ‚¥¬™π‘¥¢Õß NSAID-associ-

ated colonic damage ∑’Ëæ∫¡“°∑’Ë ÿ¥ §◊Õ nonspecific colitis

°“√«‘π‘®©—¬ NSAID-associated colitis ¢÷Èπ°—∫ ª√–«—μ‘°“√„™â¬“ °“√μ—¥
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 “‡Àμÿ®“°°“√μ‘¥‡™◊ÈÕÕÕ°‰ª ·≈–°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“ ´÷ËßÕ“°“√·≈–≈—°…≥–

∑“ßæ¬“∏‘«‘∑¬“¡’‰¥âÀ≈“°À≈“¬·≈–Õ“®§≈â“¬≈—°…≥–¢Õß ischemic colitis ‰¥â8,9

„πºŸâªÉ«¬∑’Ë„™â NSAIDs  “¡“√∂æ∫ colonic erosions, ulcers, strictures

·≈– segmental ischemic-appearing colitis ‰¥â πÕ°®“°π’È concentric

çdiaphragm-likeé strictures ¢Õß≈”‰ â„À≠à°Á “¡“√∂‡°‘¥¢÷Èπ‰¥â„πºŸâªÉ«¬∑’Ë„™â long-

term NSAIDs ‡À¡◊Õπ°—∫∑’Ëæ∫„π≈”‰ â‡≈Á°10

Õ“°“√¢ÕßºŸâªÉ«¬∑’Ë¡’ NSAID-associated colitis ‰¥â·°à ∑âÕß‡ ’¬∑’ËÕ“®¡’

À√◊Õ‰¡à¡’‡≈◊Õ¥ªπ πÈ”Àπ—°≈¥ ´’¥ À√◊Õª«¥∑âÕß ·º≈∑’Ë‡°‘¥¢÷ÈπÕ“®¡’‡≈◊Õ¥ÕÕ°·≈–

∑”„ÀâºŸâªÉ«¬¡“¥â«¬ frank lower GI bleeding À√◊Õ‡°‘¥ perforation ·≈–¡’ peri-

tonitis ‰¥â

°“√ àÕß°≈âÕßμ√«®≈”‰ â„À≠àÕ“®æ∫ diffuse rectal ·≈– colonic dam-

age ‚¥¬‰¡à¡’ normal mucosa ≈—°…≥–§≈â“¬ ulcerative colitis À√◊ÕÕ“®‡ªìπ

segmental lesions §≈â“¬ Crohnûs disease8

≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“®–æ∫§«“¡º‘¥ª°μ‘∑’Ë‰¡à®”‡æ“– ‚¥¬¡’ chronic

inflammatory infiltrate „π™—Èπ lamina propria ´÷Ëß inflammatory cells  à«π

„À≠àÕ“®‡ªìπ eosinophils ·≈–¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß apoptosis ∑’Ëμ”·Àπàß basal ¢Õß

crypts ≈—°…≥–μà“ßÊ‡À≈à“π’È “¡“√∂À“¬‰¥â‡ÕßÀ≈—ß®“°À¬ÿ¥¬“9

®“°°“√»÷°…“¬âÕπÀ≈—ß¢Õß Shibuya „πºŸâªÉ«¬ colitis 75 √“¬ ·≈–ºŸâªÉ«¬

non-colitis ∑’Ë‡ªìπ°≈ÿà¡§«∫§ÿ¡ 1,801 √“¬ æ∫«à“ „π°≈ÿà¡∑’Ë¡’ colitis ·≈–°≈ÿà¡§«∫§ÿ¡

non-colitis ¡’ºŸâªÉ«¬∑’Ë„™â long-term NSAIDs (>6 ‡¥◊Õπ) ®”π«π 20% ·≈– 12.7%

μ“¡≈”¥—∫ ·≈–¡’ºŸâªÉ«¬∑’Ë„™â short-term NSAIDs (<1  —ª¥“Àå) ®”π«π 4% ·≈–

2.1% μ“¡≈”¥—∫ §à“ adjusted OR (95% confidence interval) ¢Õß colonic

mucosal lesions „π°≈ÿà¡∑’Ë„™â NSAIDs (∑—Èß short ·≈– long term) ‡∑’¬∫°—∫

°≈ÿà¡∑’Ë‰¡à„™â NSAIDs §◊Õ 2.04 (1.16-3.61) ·μà‡¡◊ËÕ·∫àßμ“¡°≈ÿà¡∑’Ë„™â short ·≈–

long-term NSAIDs §à“ adjusted ORs §◊Õ 1.48 (0.42-5.25) ·≈– 2.21 (1.19-

4.11) μ“¡≈”¥—∫ ‡¡◊ËÕ‡∑’¬∫°—∫°≈ÿà¡∑’Ë‰¡à„™â NSAIDs ®÷ß √ÿª«à“ °“√„™â NSAIDs

√–¬–¬“«‡æ‘Ë¡§«“¡‡ ’Ë¬ß¢Õß°“√‡°‘¥ colonic mucosal lesions ‰¥â·°à ulcer, ero-
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sion, erythema À√◊Õ bleeding (p=0.011 for trend)11

¡’√“¬ß“π°“√‡°‘¥ eosinophilic colitis „πºŸâªÉ«¬∑’Ë„™â naproxen ·≈– mefe-

namic acid ‚¥¬¡’Õ“°“√∑âÕß‡ ’¬√ÿπ·√ß ·≈– hypersensitivity (‰¥â·°à°“√‡°‘¥º◊Ëπ

√–¥—∫ eosinophil „π‡≈◊Õ¥ Ÿß μ—∫Õ—°‡ ∫) °“√ àÕß°≈âÕß≈”‰ â„À≠àæ∫ congested

colonic mucosa ´÷Ëß‡¡◊ËÕμ√«®∑“ßæ¬“∏‘«‘∑¬“æ∫ eosinophil infiltration „π™—Èπ

mucosa

πÕ°®“°π’È¬—ß¡’√“¬ß“π°“√‡°‘¥ microscopic colitis „πºŸâªÉ«¬∑’Ë„™â NSAIDs

‚¥¬ºŸâªÉ«¬¡—°¡’Õ“°“√∑âÕß‡ ’¬‡√◊ÈÕ√—ß ª«¥∑âÕß πÈ”Àπ—°≈¥ ·≈–°“√μ√«® investiga-

tion Õ¬à“ßÕ◊Ëπ¡—°ª°μ‘

¥—ßπ—Èπ°“√«‘π‘®©—¬®÷ßμâÕßÕ“»—¬°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“ ´÷Ëß®–¡’≈—°…≥–

‡©æ“– §◊Õ thickened subepithelial collagen plate (collagenous type) À√◊Õ

¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß intraepithelial lymphocytes (lymphocytic type) ∫π back-

ground ¢Õß mucosal inflammation ‚¥¬∑—Èß 2 ™π‘¥¡—°®–¬—ß¡’≈—°…≥–¢Õß crypt

∑’Ëª°μ‘¥’Õ¬Ÿà (preserved crypt architecture)9

°“√„™â selective COX-2 inhibitors °Á “¡“√∂∑”„Àâ‡°‘¥ NSAIDs

colopathy ‰¥â ‚¥¬¡’√“¬ß“π°“√‡°‘¥ mild/self-limited colitis, hemorrhagic

colitis ·≈– ischemic colitis12-15

°“√√—°…“¿“«– NSAID-induced colopathy §◊Õ °“√À¬ÿ¥¬“°≈ÿà¡ NSAIDs

°“√„™â balloon dilatation Õ“®¡’ª√–‚¬™πå„π√“¬∑’Ë¡’ colonic ·≈– ileo-colonic

strictures  à«π°“√ºà“μ—¥Õ“®„™â„π√“¬∑’Ë¡’ multiple strictures À√◊Õ¡’¿“«–
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Theory and Update
in Acute-on-chronic liver failure

 ÿ√—μπå  ª√“≥’π√“√—μπå
∏’√–  æ‘√—™«‘ ÿ∑∏‘Ï

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

Review Article

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

∫∑π”

„π∑“ß∑ƒ…Æ’·≈â« acute-on-chronic liver failure (ACLF) §◊Õ ¿“«–∑’Ë¡’

°“√∑”ß“π¢Õßμ—∫‡ ◊ËÕ¡≈ßÕ¬à“ß√«¥‡√Á« (acute decompensation) „πºŸâªÉ«¬∑’Ë¡’

‚√§μ—∫‡√◊ÈÕ√—ßÕ¬Ÿà‡¥‘¡ ·≈– àßº≈„Àâ°“√∑”ß“π¢ÕßÕ«—¬«–μà“ßÊ ≈â¡‡À≈« (organ fail-

ure) ·≈–∑â“¬∑’Ë ÿ¥∑”„Àâ¡’Õ—μ√“°“√‡ ’¬™’«‘μ∑’Ë Ÿß¡“° ´÷Ëß°“√¡’Õ«—¬«–≈â¡‡À≈«·≈–

‡æ‘Ë¡Õ—μ√“°“√‡ ’¬™’«‘μπ’È∂◊Õ‡ªìπ≈—°…≥–∑’Ë ”§—≠ (hallmark) ¢ÕßºŸâªÉ«¬ ACLF ·≈–

‡ªìπ¢âÕ·μ°μà“ß®“°¿“«–∑’Ë¡’°“√∑”ß“π¢Õßμ—∫‡ ◊ËÕ¡≈ßÕ¬à“ß√«¥‡√Á«∑’Ë‰¡à¡’ ACLF

‡Àμÿ∑’Ë∑”„Àâ‡°‘¥¿“«– ACLF π’È Õ“®‡°‘¥®“°¡’ªí®®—¬°√–μÿâπ∑’Ë¡’º≈°√–∑∫

μàÕμ—∫‚¥¬μ√ß ‡™àπ ‰«√— μ—∫Õ—°‡ ∫∫’°”‡√‘∫ ‡ªìπμâπ À√◊Õªí®®—¬°√–μÿâππÕ°μ—∫ ‡™àπ

°“√ºà“μ—¥ ‡ªìπμâπ Õ¬à“ß‰√°Áμ“¡À“°ºŸâªÉ«¬æâπ¿“«–«‘°ƒμπ’È‰ª‰¥â °“√∑”ß“π¢Õßμ—∫

Õ“®°≈—∫¡“ Ÿàæ◊Èπ∞“π‡¥‘¡‰¥â ´÷Ëß·μ°μà“ß°—∫¿“«–∑’Ë¡’°“√∑”ß“π¢Õßμ—∫‡ ◊ËÕ¡≈ßÕ¬à“ß

‡√◊ÈÕ√—ß (chronic decompensation) ∑’Ë°“√∑”ß“π¢Õßμ—∫®–·¬à≈ß‡√◊ËÕ¬Ê ‰¡à

 “¡“√∂°≈—∫¡“ Ÿàæ◊Èπ∞“π‡¥‘¡‰¥âÕ’°1 §«“¡·μ°μà“ß√–À«à“ß¿“«– ACLF ·≈–¿“«–

Õ◊ËπÊ „πºŸâªÉ«¬‚√§μ—∫‡√◊ÈÕ√—ß √ÿª‰«â„π μ“√“ß∑’Ë 1

‡°≥±å°“√«‘π‘®©—¬

ªí®®ÿ∫—π ACLF ¡’‡°≥±å°“√«‘π‘®©—¬∑’Ë·μ°μà“ß°—π®“° 2 °≈ÿà¡Õß§å°√§◊Õ

1. The Asian Pacific Association for the Study of the Liver
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(APASL) „πªï 2008 ‰¥â¡’°“√®—¥°“√ª√–™ÿ¡ ≥ ‡¡◊Õßπ‘«‡¥≈’ ª√–‡∑»Õ‘π‡¥’¬

°”Àπ¥§”π‘¬“¡¢Õß ACLF §◊Õ ¿“«–∑’Ë¡’°“√∫“¥‡®Á∫¢Õßμ—∫Õ¬à“ß‡©’¬∫æ≈—π‚¥¬¡’

Õ“°“√· ¥ß ‰¥â·°à ¥’´à“π (jaundice) ·≈–°“√·¢Áßμ—«¢Õß‡≈◊Õ¥º‘¥ª°μ‘

(coagulopathy) ª√–°Õ∫°—∫¡’¿“«–∑âÕß¡“π (ascites) À√◊ÕÕ“°“√∑“ß ¡ÕßÕ—π

 ◊∫‡π◊ËÕß®“°μ—∫ (hepatic encephalopathy) √à«¡¥â«¬ ´÷ËßÕ“°“√‡À≈à“π’È®–

μâÕß‡°‘¥¢÷Èπ¿“¬„π 4  —ª¥“Àå ·≈–ºŸâªÉ«¬®–μâÕß¡’‚√§μ—∫‡√◊ÈÕ√—ßÕ¬Ÿà‡¥‘¡2

2. European Association for the study of the liver (EASL) ·≈–

American Association for the Study of Liver Diseases (AASLD) ‰¥â¡’°“√

ª√–™ÿ¡√à«¡°—π„πªï 2010 ≥ ‡¡◊Õß·Õμ·≈πμ“ ª√–‡∑» À√—∞Õ‡¡√‘°“ °”Àπ¥§”

π‘¬“¡¢Õß ACLF §◊Õ ¿“«–∑’Ë¡’°“√∑”ß“π¢Õßμ—∫‡ ◊ËÕ¡≈ßÕ¬à“ß√«¥‡√Á«„πºŸâªÉ«¬∑’Ë¡’

‚√§μ—∫‡√◊ÈÕ√—ß ´÷Ëß à«π„À≠à¡—°®– —¡æ—π∏å°—∫ªí®®—¬°√–μÿâπ ·≈–∑”„Àâ¡’°“√‡æ‘Ë¡¢÷Èπ

μ“√“ß∑’Ë 1 §«“¡·μ°μà“ß√–À«à“ß¿“«– ACLF ·≈–¿“«–Õ◊ËπÊ „πºŸâªÉ«¬‚√§μ—∫‡√◊ÈÕ√—ß

¿“«–∑’Ë¡’°“√∑”ß“π ¿“«–∑’Ë¡’°“√∑”ß“π

¢Õßμ—∫‡ ◊ËÕ¡≈ßÕ¬à“ß ¢Õßμ—∫‡ ◊ËÕ¡≈ßÕ¬à“ß

√«¥‡√Á« (acute ‡√◊ÈÕ√—ß (chronic

decompensation) decompensation)

ACLF ‰¡à¡’ ACLF

¿“«–°“√∑”ß“π ¡’ ¡’ ¡’

¢Õßμ—∫‡ ◊ËÕ¡≈ß

(decompensation)

ªí®®—¬°√–μÿâπ ¡’ ¡’ ‰¡à¡’

Õ«—¬«–≈â¡‡À≈« ¡’ ‰¡à¡’ ¢÷ÈπÕ¬Ÿà°—∫√–¬–¢Õß‚√§μ—∫

Õ—μ√“°“√‡ ’¬™’«‘μ  Ÿß μË” ¢÷ÈπÕ¬Ÿà°—∫√–¬–¢Õß‚√§μ—∫

°“√¥”‡π‘π‚√§ °“√∑”ß“π¢Õßμ—∫ °“√∑”ß“π¢Õßμ—∫ °“√∑”ß“π¢Õßμ—∫

°≈—∫ Ÿàæ◊Èπ∞“π‡¥‘¡‰¥â °≈—∫ Ÿàæ◊Èπ∞“π‡¥‘¡‰¥â ·¬à≈ßÕ¬à“ß‡√◊ÈÕ√—ß

À“°æâπ¿“«–«‘°ƒμ‘

ACLF, acute-on-chronic liver failure.
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¢ÕßÕ—μ√“°“√‡ ’¬™’«‘μ¿“¬„π 3 ‡¥◊Õπ®“°°“√¡’Õ«—¬«–≈â¡‡À≈«À≈“¬Õ«—¬«–

(multiorgan failure)3

Õ¬à“ß‰√°Áμ“¡π‘¬“¡∑—Èß 2 ¢â“ßμâππ—Èπμ—Èß¢÷Èπ‚¥¬§«“¡‡ÀÁπ¢ÕßºŸâ‡™’Ë¬«™“≠

‡ªìπÀ≈—° ¬—ß‰¡à‰¥â¡’À≈—°∞“π∑“ß°“√«‘®—¬¡“ π—∫ πÿπ

°≈ÿà¡ºŸâ‡™’Ë¬«™“≠®“°¬ÿ‚√ª§◊Õ European Association for the Study of

the Liver-chronic liver failure (EASL-CLIF) Consortium ‰¥âæ¬“¬“¡»÷°…“

∂÷ßπ‘¬“¡¢Õß¿“«– ACLF ∑’Ë¡’À≈—°∞“π∑“ß°“√«‘®—¬¡“√Õß√—∫‡√’¬°«à“ CANONIC

study ·≈–‰¥âμ’æ‘¡æå„πªï 20134

CANONIC study π’È ‰¥âπ”ºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’°“√∑”ß“π¢Õßμ—∫‡ ◊ËÕ¡≈ß

Õ¬à“ß√«¥‡√Á« ‰¥â·°à 1) ¿“«–∑âÕß¡“π ≥ √–¥—∫ 2 (Õâ“ßÕ‘ß®“° International As-

cites Club §◊Õ ¿“«–∑âÕß¡“π∑’Ëμ√«®æ∫‰¥â®“°°“√μ√«®√à“ß°“¬)5 ∑’Ë‡°‘¥¢÷Èπ„À¡à„π

™à«ßπâÕ¬°«à“ 2  —ª¥“Àå À√◊Õ 2) hepatic encephalopathy „πºŸâ∑’Ë‰¡à‡§¬¡’Õ“°“√

¡“°àÕπ À√◊Õ 3) ‡≈◊Õ¥ÕÕ°®“°∑“ß‡¥‘πÕ“À“√‡©’¬∫æ≈—π À√◊Õ 4) μ‘¥‡™◊ÈÕ·∫§∑’‡√’¬

·≈â«®÷ß·∫àß°≈ÿà¡ºŸâªÉ«¬μ“¡®”π«π¢ÕßÕ«—¬«–∑’Ë≈â¡‡À≈« ‡æ◊ËÕ»÷°…“À“§«“¡·μ°μà“ß

¢ÕßÕ—μ√“°“√‡ ’¬™’«‘μ

‚¥¬„Àâ§”π‘¬“¡¢ÕßÕ«—¬«–≈â¡‡À≈«μ“¡‡°≥±å∑’Ëμ—Èß¢÷Èπ„À¡à́ ÷Ëß¥—¥·ª≈ß¡“®“°

SOFA score ∑’Ë‡√’¬°«à“ CLIF-SOFA score ´÷Ëß¡’§”π‘¬“¡¢ÕßÕ«—¬«–∑’Ë≈â¡‡À≈«

·∫àßμ“¡Õ«—¬«–μà“ßÊ 6 Õ«—¬«–¥—ßπ’È§◊Õ

1. μ—∫≈â¡‡À≈« §◊Õ √–¥—∫ total bilirubin „π‡≈◊Õ¥ ≥ 12.0 mg/dL

2. ‰μ≈â¡‡À≈« §◊Õ √–¥—∫ creatinine (Cr) „π‡≈◊Õ¥ ≥ 2.0 mg/dL

3.  ¡Õß≈â¡‡À≈« §◊Õ hepatic encephalopathy ≥ √–¥—∫ 3 μ“¡√–¥—∫

°“√·∫àß¢Õß West Haven6

4. °“√·¢Áßμ—«¢Õß‡≈◊Õ¥≈â¡‡À≈« §◊Õ INR ≥ 2.5 À√◊Õ‡°≈Á¥‡≈◊Õ¥ ≤ 20,000/

mm3

5. √–∫∫°“√‰À≈‡«’¬π‡≈◊Õ¥≈â¡‡À≈« §◊Õ ¡’§«“¡®”‡ªìπμâÕß„™â¬“ dopam-

ine À√◊Õ dobutamine À√◊Õ terlipressin À√◊Õ epinephrine À√◊Õ norepineph-

rine
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6. √–∫∫°“√À“¬„®≈â¡‡À≈« §◊Õ §à“ PaO2/FiO2 ≤ 200 À√◊Õ SpO2/FiO2

≤ 214

°“√»÷°…“π’È°”Àπ¥„Àâ °≈ÿà¡ºŸâªÉ«¬∑’Ë¡’Õ—μ√“°“√‡ ’¬™’«‘μ¿“¬„π 28 «—π >15%

‡ªìπ°≈ÿà¡∑’Ë¡’¿“«– ACLF ́ ÷Ëß‰¥â·°à°≈ÿà¡ºŸâªÉ«¬∑’Ë‡¢â“‰¥â°—∫‡°≥±å¢âÕ„¥¢âÕÀπ÷Ëß¥—ßμàÕ‰ªπ’È

‰¥â·°à

1. Õ«—¬«–≈â¡‡À≈«¡“°°«à“À√◊Õ‡∑à“°—∫ 2 Õ«—¬«– À√◊Õ

2. ‰μ≈â¡‡À≈« À√◊Õ

3. ¡’Õ«—¬«–≈â¡‡À≈«∑’Ë‰¡à„™à‰μ Õ¬à“ßπâÕ¬ 1 Õ«—¬«– √à«¡°—∫ Cr „π‡≈◊Õ¥

√–¥—∫ 1.5-1.9 mg/dL À√◊Õ¡’ hepatic encephalopathy √–¥—∫ÕàÕπÀ√◊Õª“π°≈“ß

¥—ßπ—Èπ„πªí®®ÿ∫—π®“°π‘¬“¡μà“ßÊ °“√„™âπ‘¬“¡¢Õß EASL-CLIF Consor-

tium πà“®–‡ªìππ‘¬“¡∑’Ë¡’§”®”°—¥§«“¡∑’Ë™—¥‡®π·≈–π”¡“∑”π“¬Õ—μ√“°“√‡ ’¬™’«‘μ

¢ÕßºŸâªÉ«¬‰¥â¥’∑’Ë ÿ¥

√–∫“¥«‘∑¬“

¢âÕ¡Ÿ≈„π à«π¢Õß√–∫“¥«‘∑¬“„π¿“«– ACLF π—Èπ∂◊Õ«à“¬—ß¡’πâÕ¬¡“°

‡π◊ËÕß®“°‡æ‘Ëß¡’°“√»÷°…“‰¡àπ“ππ—° ·≈–°àÕπÀπâ“π’È§”π‘¬“¡¬—ß‰¡à™—¥‡®π Õ¬à“ß‰√°Áμ“¡

®“°°“√ ”√«®„πª√–‡∑» À√—∞Õ‡¡√‘°“„πªï 2006 ¡’ºŸâªÉ«¬‚√§μ—∫·¢Áß∑’ËÕ¬Ÿà„πÀÕ

ºŸâªÉ«¬«‘°ƒμ·≈–®”‡ªìπμâÕß„™â‡§√◊ËÕß™à«¬À“¬„® À√◊ÕμâÕß¡’°“√μ√«®μ‘¥μ“¡√–∫∫

°“√‰À≈‡«’¬π‚≈À‘μÕ¬à“ß„°≈â™‘¥ (´÷ËßÕ“®®–∂◊Õ«à“‡ªìπ ACLF) ¡“°∂÷ß 26,300 §π

÷́ËßºŸâªÉ«¬°≈ÿà¡π’È¡’√–¬–‡«≈“∑’ËμâÕßπÕπ‚√ßæ¬“∫“≈‚¥¬‡©≈’Ë¬ 14 «—π7 πÕ°®“°π’È ®“°

CANONIC study æ∫«à“ „πºŸâªÉ«¬μ—∫·¢Áß∑’ËμâÕßπÕπ‚√ßæ¬“∫“≈‡π◊ËÕß®“°°“√

∑”ß“π¢Õßμ—∫‡ ◊ËÕ¡≈ßÕ¬à“ß√«¥‡√Á« ®–æ∫¿“«– ACLF ‰¥â∂÷ß 30.9%4

æ¬“∏‘ √’√«‘∑¬“

„πªí®®ÿ∫—π‡™◊ËÕ«à“°≈‰°°“√‡°‘¥ ACLF π—Èπ§≈â“¬°—∫¿“«–μ‘¥‡™◊ÈÕ„π°√–· 

‡≈◊Õ¥∑’Ë‡√’¬°«à“ çPIRO concepté ́ ÷Ëßª√–°Õ∫¥â«¬ Predisposing factors, Injury,

Response ·≈– Organ8 π—Ëπ§◊Õ ‡√‘Ë¡μâπ®“°°“√∑’ËºŸâªÉ«¬¡’‚√§μ—∫‡√◊ÈÕ√—ßÕ¬Ÿà°àÕπ ·≈â«
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¡’ªí®®—¬°√–μÿâπ∑”„Àâ‡°‘¥°“√∫“¥‡®Á∫¡“´È”‡μ‘¡ °àÕ„Àâ‡°‘¥°“√μÕ∫ πÕß§◊Õ¡’°“√Õ—°‡ ∫

(inflammation) ·≈–„π∑’Ë ÿ¥°Á®–∑”¡’Õ«—¬«–μà“ßÊ ≈â¡‡À≈«‡°‘¥¢÷Èπ1

ªí®®—¬°√–μÿâπ∑’Ë∑”„Àâ‡°‘¥°“√∫“¥‡®Á∫ (Injury)

ªí®®—¬°√–μÿâπ∑’Ë∑”„Àâ‡°‘¥ ACLF ®√‘ßÊ ·≈â«°Á§◊Õ ªí®®—¬°√–μÿâπ∑’Ë∑”„Àâ

¿“«–∑’Ë¡’°“√∑”ß“π¢Õßμ—∫·¬à≈ßÕ¬à“ß√«¥‡√Á«„πºŸâªÉ«¬∑’Ë¡’‚√§μ—∫‡√◊ÈÕ√—ß∑—Ë«Ê ‰ªπ—Ëπ‡Õß

‚¥¬Õ“®®–‡ªìπªí®®—¬°√–μÿâπ∑’Ë¡’º≈μàÕμ—∫‚¥¬μ√ß À√◊Õ‡ªìπªí®®—¬°√–μÿâπ‚¥¬ÕâÕ¡°Á‰¥â

ªí®®—¬°√–μÿâπ∑’Ë¡’º≈°√–∑∫μàÕμ—∫‚¥¬μ√ß ‰¥â·°à μ—∫Õ—°‡ ∫®“°·Õ≈°ÕŒÕ≈å

(alcoholic hepatitis) μ—∫Õ—°‡ ∫®“°¬“ (drug-induced liver injury) μ—∫

Õ—°‡ ∫®“°‰«√— ·∫∫‡©’¬∫æ≈—πÀ√◊Õ°”‡√‘∫ (acute viral hepatitis or flare)

À≈Õ¥‡≈◊Õ¥¥”æÕ√å∑—≈Õÿ¥μ—π (portal vein thrombosis) ¿“«–°“√Õÿ¥μ—π¢Õß he-

patic venous outflow (Budd-Chiari syndrome) ¿“«–μ—∫¢“¥‡≈◊Õ¥ (ischemic

hepatitis)1,9-13 ·≈–ªí®®—¬°√–μÿâπ‚¥¬ÕâÕ¡ ‰¥â·°à Õÿ∫—μ‘‡Àμÿ °“√ºà“μ—¥ °“√¡’‡≈◊Õ¥

ÕÕ°®“°À≈Õ¥‡≈◊Õ¥‚ªÉßæÕß °“√μ‘¥‡™◊ÈÕ °“√∑” transjugular intrahepatic

portosystemic shunt (TIPS)1,14 ‡ªìπμâπ

Õ¬à“ß‰√°Áμ“¡ æ∫«à“ √âÕ¬≈– 43.6 ¢ÕßºŸâªÉ«¬ ACLF μ√«®‰¡àæ∫ªí®®—¬

°√–μÿâπ∑’Ë∑”„Àâ°“√∑”ß“π¢Õßμ—∫·¬à≈ß4

°“√Õ—°‡ ∫ (Response)

À≈—ß®“°∑’Ë¡’ªí®®—¬°√–μÿâπ„πºŸâªÉ«¬‚√§μ—∫‡√◊ÈÕ√—ß·≈â«  ‘Ëß∑’Ë®–‡°‘¥¢÷Èπμ“¡¡“§◊Õ

¡’°“√Õ—°‡ ∫‡°‘¥¢÷Èπ„π√à“ß°“¬15 ‚¥¬æ∫«à“ ‡¡◊ËÕ¡’¿“«– ACLF ‡°‘¥¢÷Èπ √à“ß°“¬®–¡’

°“√ √â“ß cytokines ∑’Ë°√–μÿâπ°“√Õ—°‡ ∫·≈–μâ“π°“√Õ—°‡ ∫¡“°¡“¬ ‰¥â·°à TNF-

α, sTNF- αR1, sTNF- αR2, IL-2, IL-2R, IL-6, IL-8, IL-10 ·≈– IFN-γ16,17 ´÷Ëß

°Á®–∑”„ÀâºŸâªÉ«¬‡°‘¥ systemic inflammatory response syndrome (SIRS) ¢÷Èπ

Thabut ‰¥â∑”°“√«‘‡§√“–Àå·∫∫ multivariate analysis æ∫«à“ SIRS

‡ªìπªí®®—¬‡ ’Ë¬ß∑’Ë ”§—≠μàÕ°“√‡ ’¬™’«‘μ¢ÕßºŸâªÉ«¬‚√§μ—∫·¢Áß∑’Ë¡’‰μ∫“¥‡®Á∫·∫∫

‡©’¬∫æ≈—π ´÷Ëß‡ª√’¬∫‡ ¡◊ÕπºŸâªÉ«¬ ACLF18 À≈—ß®“°π—ÈπÀ“° SIRS ∑’Ë‡°‘¥¢÷Èπ¬—ß§ß
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¡’Õ¬ŸàÕ¬à“ßμàÕ‡π◊ËÕß·≈–·°â‰¢‰¡à‰¥â °Á®–¡’º≈∑”„Àâ√–∫∫¿Ÿ¡‘§ÿâ¡°—π¢Õß√à“ß°“¬‡ ’¬‰ª

(immune paralysis) ∑—Èß√–∫∫¿Ÿ¡‘§ÿâ¡°—π∑’Ëμ‘¥μ—«¡“·μà°”‡π‘¥ (innate immunity)

‰¥â·°à °“√≈¥≈ß¢Õß°√–∫«π°“√ phagocytosis ¢Õß neutrophils °“√∑”ß“π¢Õß

monocytes ≈¥≈ß ∑”„Àâ‰¡à “¡“√∂À≈—Ëß TNF-α ´÷Ëß™à«¬„π°“√μàÕμâ“π°“√μ‘¥‡™◊ÈÕ

‚√§ ·≈–¿Ÿ¡‘§ÿâ¡°—π∑’Ë‡°‘¥¢÷Èπ¿“¬À≈—ß (adaptive immunity) ‰¥â·°à §«“¡º‘¥ª°μ‘

„π°“√∑”Àπâ“∑’Ë·≈–‡æ‘Ë¡°“√∑”≈“¬¢Õß T-cell1,19-21  ÿ¥∑â“¬·≈â«®– àßº≈μàÕ√à“ß°“¬

∑”„Àâ¡’‚Õ°“ μ‘¥‡™◊ÈÕ‚√§ßà“¬¢÷Èπ

¿“«– SIRS ·≈–°“√μ‘¥‡™◊ÈÕ‚√§ ®– àßº≈∑”„ÀâºŸâªÉ«¬¡’Õ«—¬«–μà“ßÊ ≈â¡

‡À≈«μ“¡¡“ ·≈–∑”„ÀâÕ—μ√“°“√‡ ’¬™’«‘μ‡æ‘Ë¡¢÷Èπ„π∑’Ë ÿ¥

Õ«—¬«–≈â¡‡À≈« (Organ failure)

¿“«–Õ«—¬«–≈â¡‡À≈«∑’Ë‡°‘¥¢÷Èπ„πºŸâªÉ«¬ ACLF ¡—°¡’¡“°°«à“ 1 ·Ààß ´÷Ëß

æ∫μ—Èß·μà μ—∫ ‰μ  ¡Õß À—«„®·≈–À≈Õ¥‡≈◊Õ¥ °“√·¢Áßμ—«¢Õß‡≈◊Õ¥ ·≈–μàÕ¡À¡«°

‰μ

μ—∫≈â¡‡À≈«

®“°°“√»÷°…“¢Õß Mookerjee ‚¥¬°“√„Àâ¬“ infliximab ́ ÷Ëß‡ªìπ¬“μàÕμâ“π

TNF-α „πºŸâªÉ«¬μ—∫·¢Áß®“°·Õ≈°ÕŒÕ≈å∑’Ë¡’μ—∫Õ—°‡ ∫®“°·Õ≈°ÕŒÕ≈å√à«¡¥â«¬ æ∫

«à“™à«¬≈¥√–¥—∫ IL-6, IL-8, C-reactive protein, prothrombin time, total bi-

lirubin ·≈– hepatic venous pressure gradient (HVPG) √«¡∑—Èß∑”„Àâ¿“«–

SIRS ¥’¢÷Èπ¥â«¬22 ¥—ßπ—Èπ°“√Õ—°‡ ∫πà“®–‡ªìπ°≈‰°∑’Ë ”§—≠∑’Ë∑”‡°‘¥μ—∫≈â¡‡À≈« Õ“°“√

¢Õß¿“«–μ—∫≈â¡‡À≈«∑’Ë ”§—≠°Á§◊Õ ¥’́ à“π °“√·¢Áßμ—«¢Õß‡≈◊Õ¥º‘¥ª°μ‘1 ·≈–¡’°≈‰°

°“√‰À≈‡«’¬π‡≈◊Õ¥¢Õßμ—∫∑’Ë·¬à≈ß§◊Õ¡’ HVPG ∑’Ë‡æ‘Ë¡¢÷Èπ hepatic blood flow ∑’Ë

≈¥≈ß ·≈– intrahepatic resistance ∑’Ë‡æ‘Ë¡¢÷Èπ ´÷Ëß àßº≈„Àâ‡≈◊Õ¥¡“‡≈’È¬ßμ—∫≈¥≈ß

·≈–∑”„Àâ‡´≈≈åμ—∫∂Ÿ°∑”≈“¬¡“°¢÷Èπ®“°°“√¢“¥‡≈◊Õ¥‰ª‡≈’È¬ß23 πÕ°®“°π’È¬—ß¡’À≈—°

∞“π«à“°“√¡’ ductular bilirubinostasis „π™‘Èπ‡π◊ÈÕμ—∫¢ÕßºŸâªÉ«¬ ACLF ‡ªìπ

ªí®®—¬ ”§—≠∑’Ë∑”„Àâ¡’Õ—μ√“°“√μ‘¥‡™◊ÈÕ‚√§·≈–‡ ’¬™’«‘μ‡æ‘Ë¡¢÷Èπ¥â«¬24
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‰μ≈â¡‡À≈«

®“°‡¥‘¡∑’Ëæ∫«à“ hepatorenal syndrome ™π‘¥∑’Ë 1 ¡’°“√μÕ∫ πÕßμàÕ

°“√√—°…“¥â«¬ terlipressin ·≈– albumin ‡æ’¬ß·§à 46% ‡∑à“π—Èπ25 ¥—ßπ—Èπ °“√

∑”ß“π¢Õß‰μº‘¥ª°μ‘„π¿“«–π’È®÷ßπà“®–¡’°≈‰°Õ◊ËπÕ’° πÕ°‡Àπ◊Õ®“°√–∫∫°“√‰À≈

‡«’¬π‡≈◊Õ¥º‘¥ª°μ‘ ®“°°“√»÷°…“μà“ßÊ ∑’Ëºà“π¡“ æ∫«à“ ¬“∑’Ë¡’ƒ∑∏‘Ïμâ“π°“√Õ—°‡ ∫

(anti-inflammatory agents) ®–∑”„Àâ°“√∑”ß“π¢Õß‰μ¥’¢÷Èπ

Holt æ∫«à“ N-acetylcysteine ™à«¬∑”„Àâ¿“«– hepatorenal syndrome

(HRS) ¥’¢÷Èπ26 Akriviadis æ∫«à“ pentoxifylline °Á™à«¬≈¥¿“«– HRS27 πÕ°®“°

π’È Shah ¬—ß‰¥â∑”°“√»÷°…“„πÀπŸ∑¥≈Õß‡æ◊ËÕ„Àâ∑√“∫∂÷ß°≈‰°∑’Ë∑”„Àâ norfloxacin

 “¡“√∂≈¥°“√‡°‘¥‰μ«“¬·≈–Õ—μ√“°“√μ“¬„πºŸâªÉ«¬μ—∫·¢Áß ·≈–æ∫«à“°“√„Àâ

norfloxacin ∑”„Àâ¡’°“√ª√—∫‡ª≈’Ë¬π “√∑’Ë°àÕ„Àâ‡°‘¥°“√Õ—°‡ ∫ ‰¥â·°à renal nuclear

factor kappa ·≈– tumor necrotic factor (TNF)-α ºà“π∑“ß toll-like receptor

(TLR) 228

®“°¢âÕ¡Ÿ≈∑—ÈßÀ¡¥∑”„Àâ‡™◊ËÕ«à“ °≈‰°°“√‡°‘¥¿“«–‰μ≈â¡‡À≈«πà“®–¡’‡Àμÿ

®“°°“√Õ—°‡ ∫√à«¡¥â«¬ ‚¥¬¿“«–‰μ«“¬∑’Ë‡°‘¥¢÷Èπ„π ACLF π—Èπ ®–‡ªìπ acute tu-

bular necrosis (ATN) À√◊Õ HRS °Á‰¥â ·μàÀ“°‡ªìπ ATN °“√æ¬“°√≥å‚√§®–·¬à

°«à“29

ªí®®ÿ∫—π ‡√‘Ë¡¡’°“√μ√«® “√∫“ßÕ¬à“ß„πªí  “«–∑’Ë∫àß∂÷ß°“√Õ—°‡ ∫ ‡™àπ NAG,

NGAL, FABP, IL-18 ‡ªìπμâπ ‡æ◊ËÕπ”¡“«‘π‘®©—¬·≈–∑”π“¬‚Õ°“ ∑’ËºŸâªÉ«¬®–¡’‰μ

≈â¡‡À≈«30 Õ¬à“ß‰√°Áμ“¡ °“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√π’È¬—ßÕ¬Ÿà„π¢—ÈπμÕπ°“√«‘®—¬

‡∑à“π—Èπ

 ¡Õß≈â¡‡À≈«

∂÷ß·¡â«à“ºŸâªÉ«¬‚√§μ—∫·¢Áß®–¡’¿“«– ¡ÕßΩÉÕÕ¬Ÿà‡¥‘¡ ´÷Ëß∑”„Àâ‡°‘¥¿“«–

 ¡Õß∫«¡‰¥â¬“°°«à“ª°μ‘ ·μàÀ“°ºŸâªÉ«¬¡’ ACLF ‡°‘¥¢÷Èπ ºŸâªÉ«¬°Á “¡“√∂¡’¿“«–

 ¡Õß∫«¡‰¥â‡À¡◊ÕπºŸâªÉ«¬ acute liver failure ‡™àπ‡¥’¬«°—π31-33 ®“°°“√∑¥≈Õß

„πÀπŸ∑¥≈Õßæ∫«à“ ÀπŸ∑’Ë∑”°“√ºŸ°∑àÕπÈ”¥’·≈–„ à “√ lipopolysaccharide ´÷Ëß
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‡ª√’¬∫‡ ¡◊ÕπºŸâªÉ«¬ ACLF ®–¡’‡π◊ÈÕ ¡Õß∫«¡πÈ”¡“°°«à“ÀπŸ∑’Ë∑”°“√ºŸ°∑àÕπÈ”¥’

‡æ’¬ßÕ¬à“ß‡¥’¬«34 ºŸâªÉ«¬‡À≈à“π’È®–¡“¥â«¬Õ“°“√ hepatic encephalopathy ‡ªìπ

À≈—°35

 “‡Àμÿ∑’Ë∑”„Àâ‡°‘¥¿“«– ¡Õß∫«¡ ‰¥â·°à √–¥—∫·Õ¡‚¡‡π’¬„π‡≈◊Õ¥ Ÿß √à«¡

°—∫√–¥—∫ nitric oxide ‡æ‘Ë¡¢÷Èπ ∑”„Àâ¡’ cerebral blood flow ¡“°¢÷Èπ Õ¬à“ß‰√

°Áμ“¡√–¥—∫·Õ¡‚¡‡π’¬„π‡≈◊Õ¥°≈—∫‰¡à¡’§«“¡ —¡æ—π∏å°—∫√–¥—∫§«“¡√ÿπ·√ß¢Õß he-

patic encephalopathy36,37 „πºŸâªÉ«¬ ACLF

·¡â«à“®–¡’¿“«– ¡Õß∫«¡‡°‘¥¢÷Èπ·≈â« À“°ºŸâªÉ«¬‰¥â√—∫°“√√—°…“¥â«¬°“√

‡ª≈’Ë¬πμ—∫ °Áæ∫«à“ “¡“√∂∑”„Àâ‡π◊ÈÕ ¡Õß°≈—∫§◊π Ÿà¿“«–ª°μ‘‰¥â38

À—«„®·≈–À≈Õ¥‡≈◊Õ¥≈â¡‡À≈«

Ruiz-del-Arbol æ∫«à“ ºŸâªÉ«¬‚√§μ—∫·¢Áß∑’Ë¡’¿“«– HRS ®–¡’√–¥—∫ mean

arterial pressure (MAP), pulmonary artery pressure (PAP), pulmonary

capillary wedge pressure (PCWP), cardiac output ·≈– stroke volume ∑’Ë

≈¥≈ß39 πÕ°®“°π’È ºŸâªÉ«¬ ACLF ¬—ß¡’‚√§μ—∫‡√◊ÈÕ√—ßÕ¬Ÿà‡¥‘¡ ÷́Ëß‡ªìπªí®®—¬‡ ’Ë¬ß„π°“√

‡°‘¥ cardiomyopathy40 ®÷ß‡ªìπ‡Àμÿ„Àâ¡—°®–¡’§«“¡®”‡ªìπμâÕß„™â¬“ inotropes „π

ª√‘¡“≥¡“°‡æ◊ËÕ„Àâ “¡“√∂√—°…“√–¥—∫§«“¡¥—π‚≈À‘μ‰«â‰¥â

°“√·¢Áßμ—«¢Õß‡≈◊Õ¥≈â¡‡À≈«

ºŸâªÉ«¬ ACLF πÕ°®“°®–¡’§à“°“√·¢Áßμ—«¢Õß‡≈◊Õ¥º‘¥ª°μ‘®“°°“√∑”ß“π

¢Õßμ—∫∑’Ë·¬à≈ß·≈â« ºŸâªÉ«¬∫“ß√“¬∑’Ë¡’°“√μ‘¥‡™◊ÈÕ°Á®–æ∫ endogenous low-molecular

weight heparinoids √à«¡¥â«¬41 Õ¬à“ß‰√°Áμ“¡ „πªí®®ÿ∫—π¬—ß‰¡à¡’°“√»÷°…“„¥„™â

°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√∑’Ë· ¥ß∂÷ßº≈≈—æ∏å∑’Ë·∑â®√‘ß ‡™àπ °“√∑” throm-

boelastography ‡ªìπμâπ ‡æ◊ËÕ«‘‡§√“–Àå«à“ºŸâªÉ«¬ ACLF ¡’§«“¡‡ ’Ë¬ß„π°“√‡°‘¥

‡≈◊Õ¥ÕÕ°¡“°°«à“ª°μ‘À√◊Õ‰¡à

μàÕ¡À¡«°‰μ≈â¡‡À≈«

¿“«–μàÕ¡À¡«°‰μ∑”ß“π‰¡à‡æ’¬ßæÕ “¡“√∂æ∫‰¥â¡“°∂÷ß 51-68% ¢Õß
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ºŸâªÉ«¬ ACLF ‚¥¬®“°°“√»÷°…“¢Õß Tsai æ∫«à“ ºŸâªÉ«¬‚√§μ—∫·¢Áß∑’Ë¡’°“√μ‘¥‡™◊ÈÕ

Õ¬à“ß√ÿπ·√ß ·≈–¡’¿“«–μàÕ¡À¡«°‰μ∑”ß“π‰¡à‡æ’¬ßæÕ (√–¥—∫ cortisol „π‡≈◊Õ¥

æ◊Èπ∞“ππâÕ¬°«à“ 15 g/dL À√◊Õ√–À«à“ß 15-34 g/dL √à«¡°—∫¡’°“√‡æ‘Ë¡¢÷ÈππâÕ¬°«à“ 9

g/dL À≈—ß®“°„Àâ¬“ adrenocorticotropic hormone 250 mcg ∑“ßÀ≈Õ¥‡≈◊Õ¥

¥”) ®–¡’Õ—μ√“°“√√Õ¥™’«‘μ¿“¬„π 90 «—ππâÕ¬°«à“ºŸâ∑’Ë‰¡à¡’¿“«–μàÕ¡À¡«°‰μ∑”ß“π

‰¡à‡æ’¬ßæÕÕ¬à“ß¡’π—¬ ”§—≠ §◊Õ 15.3% ‡¡◊ËÕ‡∑’¬∫°—∫ 63.2%42

Fernandez æ∫«à“ À“°¡’°“√√—°…“ºŸâªÉ«¬°≈ÿà¡π’È¥â«¬¬“ hydrocortisone

°Á®–¡’Õ—μ√“°“√√Õ¥™’«‘μ∑’Ë¡“°°«à“ºŸâªÉ«¬∑’Ë‰¡à‰¥â√—∫¬“Õ¬à“ß¡’π—¬ ”§—≠ Õ—π‡ªìπº≈¡“

®“° hydrocortisone ∑”„Àâ√–∫∫À≈Õ¥‡≈◊Õ¥∑”ß“π‰¥â¥’¢÷Èπ ºŸâªÉ«¬®÷ß‰¡à‡°‘¥¿“«– re-

fractory shock43

Õ“°“√∑“ß§≈‘π‘°

®“°°“√»÷°…“¢Õß EASL-CLIF Consortium „πºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’°“√

∑”ß“π¢Õßμ—∫‡ ◊ËÕ¡≈ßÕ¬à“ß√«¥‡√Á« æ∫«à“ ºŸâªÉ«¬∑’Ë‡ªìπ ACLF ®–¡’¿“«–∑âÕß¡“π

¡“°°«à“·≈–¡’ MAP μË”°«à“ºŸâ∑’Ë‰¡à‡ªìπ ACLF ºŸâªÉ«¬ ACLF ¡—°‡ªìπ‚√§μ—∫·¢Áß

®“°·Õ≈°ÕŒÕ≈å ·≈–‡ªìπºŸâ∑’Ë‡§¬¡’°“√∑”ß“π¢Õßμ—∫‡ ◊ËÕ¡≈ßÕ¬à“ß√«¥‡√Á«„π™à«ß

πâÕ¬°«à“ 3 ‡¥◊Õπ √«¡∑—Èßæ∫«à“ ‰μ ‡ªìπÕ«—¬«–∑’Ëæ∫∫àÕ¬∑’Ë ÿ¥∑’Ë‡°‘¥°“√≈â¡‡À≈«4

°“√¥”‡π‘π‚√§

®“°°“√«‘®—¬μà“ßÊ ∑’Ë∑”°“√»÷°…“„πºŸâªÉ«¬‚√§μ—∫·¢Áß∑’ËÕ¬Ÿà„πÀÕºŸâªÉ«¬«‘°ƒμ

æ∫«à“ Õ—μ√“°“√‡ ’¬™’«‘μ„π‚√ßæ¬“∫“≈¡’§à“·μ°μà“ß°—πμ—Èß·μà 35-89%1 Õ¬à“ß‰√°Áμ“¡

„π°“√»÷°…“«‘®—¬‡À≈à“π’È‰¡à‰¥â¡’‡°≥±å°“√‡≈◊Õ°‡¢â“μ“¡π‘¬“¡¢Õß ACLF À“°·μà¬÷¥

‡Õ“π‘¬“¡¢Õß ACLF μ“¡ EASL-CLIF Consortium ºŸâªÉ«¬ ACLF ®–¡’Õ—μ√“

°“√‡ ’¬™’«‘μ¿“¬„π 28 «—π‡∑à“°—∫ 33.9% ·≈–¡’Õ—μ√“°“√‡ ’¬™’«‘μ¿“¬„π 90 «—π‡∑à“°—∫

51.2% „π¢≥–∑’ËºŸâªÉ«¬∑’Ë‰¡à¡’ ACLF ®–¡’Õ—μ√“°“√‡ ’¬™’«‘μ¿“¬„π 28 «—π‡æ’¬ß 1.9%

·≈–¡’Õ—μ√“°“√‡ ’¬™’«‘μ¿“¬„π 90 «—π‡æ’¬ß 9.8%4

πÕ°®“°π’È®“°¢âÕ¡Ÿ≈„π CANONIC study4 ‡√“¬—ß “¡“√∂·∫àß√–¥—∫§«“¡
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√ÿπ·√ß¢Õß ACLF ‰¥â ¥—ßπ’È

√–¥—∫ 1 ºŸâªÉ«¬∑’Ë¡’‰μ≈â¡‡À≈« À√◊Õ ¡’Õ«—¬«–∑’Ë‰¡à„™à‰μ≈â¡‡À≈«Õ¬à“ßπâÕ¬

1 Õ«—¬«–√à«¡°—∫√–¥—∫ Cr „π‡≈◊Õ¥ 1.5-1.9 mg/dL À√◊Õ ¡’Õ“°“√ hepatic en-

cephalopathy √–¥—∫ÕàÕπÀ√◊Õª“π°≈“ß

√–¥—∫ 2 Õ«—¬«–≈â¡‡À≈« 2 Õ«—¬«–

√–¥—∫ 3 Õ«—¬«–≈â¡‡À≈«μ—Èß·μà 3 Õ«—¬«–¢÷Èπ‰ª

‚¥¬®–¡’Õ—μ√“°“√‡ ’¬™’«‘μ¿“¬„π 28 «—π·≈– 90 «—π∑’Ë¡“°¢÷Èπμ“¡√–¥—∫∑’Ë

‡æ‘Ë¡¢÷Èπ ¥—ßμ“√“ß∑’Ë 2

«‘∏’°“√ª√–‡¡‘π§«“¡√ÿπ·√ß¢Õß‚√§

®“°ß“π«‘®—¬μà“ßÊ æ∫«à“ °“√ª√–‡¡‘π§«“¡√ÿπ·√ß¢Õß‚√§®“°°“√ª√–‡¡‘π

Õ«—¬«–≈â¡‡À≈«¥â«¬«‘∏’μà“ßÊ ‰¥â·°à Sequential Organ Failure Assessment

(SOFA); the Acute Physiology, Age and Chronic Health Evaluation

(APACHE) III scores ·≈– Organ Failure Scoring system (OFS)  “¡“√∂

∫Õ°Õ—μ√“°“√‡ ’¬™’«‘μ‰¥â¥’°«à“°“√ª√–‡¡‘π§«“¡√ÿπ·√ß¢Õßμ—∫‡æ’¬ßÕ¬à“ß‡¥’¬« ‚¥¬

¡’ Area under Receiver Operating Characteristic (AUROC) μ—Èß·μà 0.77-

0.94 „π¢≥–∑’Ë Child-Pugh score ¡’ AUROC ∑’ËμË”°«à“ §◊Õ μ—Èß·μà 0.70-0.831

πÕ°®“°π’È °“√„™â√–∫∫‡§√◊Õ¢à“¬ ¡Õß‡∑’¬¡ (Artificial Neural Network)

°Á “¡“√∂∑”π“¬Õ—μ√“°“√‡ ’¬™’«‘μ‰¥â¥’‡™àπ‡¥’¬«°—π44 Õ¬à“ß‰√°Áμ“¡ ¬—ß§ßμâÕß¡’°“√

»÷°…“Õ◊ËπÊ ‡æ‘Ë¡‡μ‘¡‡æ◊ËÕ π—∫ πÿπ°“√„™â«‘∏’π’ÈμàÕ‰ª

μ“√“ß∑’Ë 2 Õ—μ√“°“√‡ ’¬™’«‘μ¢Õß ACLF ·¬°μ“¡√–¥—∫§«“¡√ÿπ·√ß

Õ—μ√“°“√‡ ’¬™’«‘μ Õ—μ√“°“√‡ ’¬™’«‘μ

¿“¬„π 28 «—π (%) ¿“¬„π 90 «—π (%)

ACLF √–¥—∫ 1 23.3 40.8

ACLF √–¥—∫ 2 31.3 55.2

ACLF √–¥—∫ 3 74.5 78.4
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°“√√—°…“

°“√·°â‰¢ªí®®—¬°√–μÿâπ

®“°¢âÕ¡Ÿ≈∑’Ë°≈à“«‰ª·≈â«¢â“ßμâπ ¡’ºŸâªÉ«¬®”π«π¡“°∑’Ë‡°‘¥¿“«– ACLF À≈—ß

®“°¡’ªí®®—¬°√–μÿâπ ¥—ßπ—Èπ  ‘Ëß∑’Ë ”§—≠∑’Ë ÿ¥„π°“√ªÑÕß°—π¿“«–π’È°Á§◊ÕÀ≈’°‡≈’Ë¬ß

ªí®®—¬°√–μÿâππ—Ëπ‡Õß ‰¥â·°à À¬ÿ¥¥◊Ë¡‡§√◊ËÕß¥◊Ë¡∑’Ë¡’·Õ≈°ÕŒÕ≈å À≈’°‡≈’Ë¬ß°“√„™â¬“∑’Ë

¡’æ‘…μàÕμ—∫ À≈’°‡≈’Ë¬ß°“√ºà“μ—¥À√◊Õ°“√∑” TIPS ‡¡◊ËÕ‰¡à¡’¢âÕ∫àß™’È∑’Ë™—¥‡®π ©’¥

«—§´’πªÑÕß°—π‰«√— μ—∫Õ—°‡ ∫‡Õ„πºŸâªÉ«¬‚√§μ—∫‡√◊ÈÕ√—ß „Àâ¬“ propranolol À√◊Õ∑”

rubber band ligation ‡æ◊ËÕªÑÕß°—π¿“«–‡≈◊Õ¥ÕÕ°®“°À≈Õ¥‡≈◊Õ¥‚ªÉßæÕß„π

À≈Õ¥Õ“À“√ „Àâ¬“ªØ‘™’«π–ªÑÕß°—π°“√μ‘¥‡™◊ÈÕ„π°√≥’∑’Ë¡’¢âÕ∫àß™’È „Àâ albumin ∑“ß

À≈Õ¥‡≈◊Õ¥¥”„π°√≥’∑’Ë¡’ spontaneous bacterial peritonitis ·≈–¡’¢âÕ∫àß™’È45-47

À“°ºŸâªÉ«¬‡°‘¥ ACLF ·≈â«  ‘Ëß ”§—≠§◊Õ °“√√—°…“ªí®®—¬°√–μÿâπÕ¬à“ß√«¥‡√Á«

·≈–‡À¡“– ¡ μ“¡·π«∑“ß°“√√—°…“¢Õßªí®®—¬°√–μÿâπμà“ßÊ ‡æ◊ËÕ„Àâ°√–∫«π°“√

Õ—°‡ ∫´÷Ëß‡ªìπ°≈‰°°“√‡°‘¥‚√§∑’Ë ”§—≠ ß∫≈ß‚¥¬‡√Á« ‰¥â·°à °“√„Àâ¬“μâ“π‰«√— „π

ºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫∫’°”‡√‘∫ „Àâ¬“ prednisolone À√◊Õ pentoxifylline „πºŸâªÉ«¬

μ—∫Õ—°‡ ∫®“°·Õ≈°ÕŒÕ≈å „Àâ¬“ªØ’™’«π–Õ¬à“ß√«¥‡√Á«„πºŸâªÉ«¬‚√§μ—∫‡√◊ÈÕ√—ß∑’Ë

 ß —¬¿“«–μ‘¥‡™◊ÈÕ „Àâ¬“μâ“π°“√·¢Áßμ—«¢Õß‡≈◊Õ¥„π°√≥’∑’Ë¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥

§«∫§ÿ¡„Àâ§«“¡¥—π‚≈À‘μÕ¬Ÿà„π‡°≥±åª°μ‘„πºŸâªÉ«¬∑’Ë¡’¿“«–μ—∫¢“¥‡≈◊Õ¥ ∑”À—μ∂

°“√Àâ“¡‡≈◊Õ¥„π°√≥’∑’Ë¡’‡≈◊Õ¥ÕÕ°®“°∑“ß‡¥‘πÕ“À“√7,48

°“√√—°…“ª√–§—∫ª√–§Õß

„π°√≥’∑’Ë¡’Õ«—¬«–≈â¡‡À≈«‡°‘¥¢÷Èπ·≈â« °“√√—°…“ª√–§—∫ª√–§Õß°Á¡’§«“¡

®”‡ªìπ‡™àπ‡¥’¬«°—∫„π¿“«–μ—∫«“¬‡©’¬∫æ≈—π ‡æ◊ËÕ√Õ‡«≈“„Àâºà“πæâπ¿“«–«‘°ƒμ‘

·≈–°≈—∫¡“ Ÿà ¿“«–‡¥‘¡ °“√√—°…“ª√–§—∫ª√–§Õß ‰¥â·°à °“√„Àâ “√πÈ”Õ¬à“ß‡æ’¬ß

æÕ·≈–·°â‰¢§«“¡º‘¥ª°μ‘¢Õß‡°≈◊Õ·√à„π°√≥’∑’Ë¡’¿“«–‰μ«“¬ °“√„Àâ¬“ terlipressin

À√◊Õ midodrine À√◊Õ norepinephrine √à«¡°—∫ albumin „π°√≥’∑’Ë¡’ HRS °“√

„ÀâπÕπ»’√…– Ÿß 30 Õß»“À√◊Õ„Àâ¬“ mannitol „π°√≥’¿“«– ¡Õß∫«¡ °“√„Àâ¬“
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inotropes ‡æ◊ËÕ√—°…“§«“¡¥—π‚≈À‘μ„π°√≥’∑’Ë§«“¡¥—π‚≈À‘μ‰¡àμÕ∫ πÕßμàÕ°“√„Àâ

 “√πÈ” °“√„Àâ à«πª√–°Õ∫¢Õß‡≈◊Õ¥ ‡™àπ fresh frozen plasma ‡æ◊ËÕ·°â‰¢¿“«–

°“√·¢Áßμ—«¢Õß‡≈◊Õ¥º‘¥ª°μ‘„π°√≥’∑’Ë¡’¿“«–‡≈◊Õ¥ÕÕ° ·≈–°“√„Àâ hydrocortisone

À“°¡’¿“«–μàÕ¡À¡«°‰μ∑”ß“π‰¡à‡æ’¬ßæÕμ“¡‡°≥±å°“√«‘π‘®©—¬¢Õß¿“«–π’È´÷Ëß‰¥â

°≈à“«·≈â«¢â“ßμâπ7

°“√√—°…“®”‡æ“–

°“√√—°…“®”‡æ“–„π¿“«– ACLF ª√–°Õ∫¥â«¬ °“√„Àâ¬“ °“√„™â‡§√◊ËÕß

æ¬ÿß°“√∑”ß“π¢Õßμ—∫ (liver support device) ·≈–°“√ª≈Ÿ°∂à“¬μ—∫

1. ¬“

ªí®®ÿ∫—π ¬“®”‡æ“– ”À√—∫ ACLF ∑’Ë¡’À≈—°∞“π«à“¡’ª√–‚¬™πå §◊Õ granulo-

cyte colony stimulating factor (G-CSF) ´÷ËßÕ“»—¬À≈—°°“√∑’Ë«à“ ‡´≈≈å∑’Ë¡“

´àÕ¡·´¡ à«π∑’Ë‡ ’¬À“¬¢Õßμ—∫π—Èπ  à«πÀπ÷Ëß¡“®“°‡´≈≈åμâπ°”‡π‘¥¢Õß‰¢°√–¥Ÿ°49

Garg ‰¥â∑”°“√„Àâ¬“ G-CSF ¢π“¥ 5 g/kg ©’¥‡¢â“™—Èπ„μâº‘«Àπ—ßºŸâªÉ«¬

ACLF (μ“¡π‘¬“¡¢Õß APASL ´÷Ëß 50% ¢ÕßºŸâªÉ«¬¡’ “‡Àμÿ®“°·Õ≈°ÕŒÕ≈å) ‡ªìπ

®”π«π 12 §√—Èß ‚¥¬·∫àß‡ªìπ«—π≈–§√—Èß 5 «—π·√°μ‘¥μàÕ°—π À≈—ß®“°π—Èπ©’¥∑ÿ° 3

«—π®π§√∫ 1 ‡¥◊Õπ æ∫«à“ °≈ÿà¡ºŸâªÉ«¬∑’Ë‰¥â√—∫¬“®–¡’Õ—μ√“°“√√Õ¥™’«‘μ¿“¬„π 60

«—π¡“°°«à“°≈ÿà¡ºŸâªÉ«¬∑’Ë‰¡à‰¥â√—∫¬“Õ¬à“ß¡’π—¬ ”§—≠ §◊Õ 69.6% ‡¡◊ËÕ‡∑’¬∫°—∫ 29.2%

‚¥¬æ∫«à“°“√‡°‘¥Õ«—¬«–≈â¡‡À≈«≈¥≈ß °≈ÿà¡ºŸâªÉ«¬∑’Ë‰¥â√—∫¬“®–¡’¿“«–·∑√°´âÕπ´÷Ëß

‰¥â·°à HRS Õ“°“√∑“ß ¡Õß®“°μ—∫ ·≈–°“√μ‘¥‡™◊ÈÕ ≈¥≈ß¥â«¬50

Duan ‰¥â∑”°“√»÷°…“«‘®—¬§≈â“¬§≈÷ß°—π„πºŸâªÉ«¬ ACLF (μ“¡π‘¬“¡¢Õß

APASL ·≈–¡’ “‡Àμÿ®“°‰«√— μ—∫Õ—°‡ ∫∫’°”‡√‘∫) ‚¥¬„Àâ¬“ G-CSF ¢π“¥ 5 g/kg

©’¥‡¢â“™—Èπ„μâº‘«Àπ—ß«—π≈–§√—Èß‡ªìπ‡«≈“ 6 «—πμ‘¥μàÕ°—π æ∫«à“ °≈ÿà¡ºŸâªÉ«¬∑’Ë‰¥â√—∫¬“

®–¡’Õ—μ√“°“√√Õ¥™’«‘μ¿“¬„π 90 «—π¡“°°«à“°≈ÿà¡ºŸâªÉ«¬∑’Ë‰¡à‰¥â√—∫¬“Õ¬à“ß¡’π—¬ ”§—≠

§◊Õ 48.1% ‡¡◊ËÕ‡∑’¬∫°—∫ 21.4% ‚¥¬ “¡“√∂≈¥°“√μ‘¥‡™◊ÈÕ´÷Ëß‡ªìπ “‡Àμÿ¢Õß°“√‡ ’¬

™’«‘μ51

°“√„Àâ G-CSF ®÷ß¡’À≈—°∞“π«à“πà“®–¡’ª√–‚¬™πå„π°“√√—°…“ ACLF μ√ß
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¢â“¡°—∫°“√„™â¬“ infliximab (ÕÕ°ƒ∑∏‘Ïμâ“π TNF) ´÷Ëß°≈—∫¡’·π«‚πâ¡‡æ‘Ë¡Õ—μ√“°“√

‡ ’¬™’«‘μ ®÷ß‰¡à·π–π”„Àâ„™â52

2. °“√„™â‡§√◊ËÕßæ¬ÿß°“√∑”ß“π¢Õßμ—∫

‡π◊ËÕß®“° “√æ‘…·≈– “√°àÕ°“√Õ—°‡ ∫μà“ßÊ ∑’Ë‡°‘¥¢÷Èπ„π√–À«à“ß∑’Ë¡’ ACLF

‰¡à “¡“√∂∂Ÿ°°”®—¥∑’Ëμ—∫‰¥â‡À¡◊Õπ°—∫¿“«–ª°μ‘ °“√„™â‡§√◊ËÕßæ¬ÿß°“√∑”ß“π¢Õßμ—∫

¡“∑”Àπâ“∑’Ëπ’È·∑π ®÷ß‡ªìπ°“√ª√–§—∫ª√–§Õß√Õ‡«≈“„Àâμ—∫¥’¢÷Èπ À√◊Õ√Õ‡«≈“ª≈Ÿ°

∂à“¬μ—∫ ·≈–‡ªìπ°“√≈¥°“√Õ—°‡ ∫´÷Ëß‡ªìπ°√–∫«π°“√∑’Ë ”§—≠μàÕ°“√‡°‘¥ ACLF

Õ’°¥â«¬

ªí®®ÿ∫—π¡’°“√„™â‡§√◊ËÕßæ¬ÿß°“√∑”ß“π¢Õßμ—∫ 2 ™π‘¥53,54 §◊Õ

2.1 Bio-artificial livers

Õ“»—¬‡´≈≈åμ—∫∑’Ë‰¥â®“°¡πÿ…¬åÀ√◊Õ —μ«å ¡“∑”Àπâ“∑’Ë·∑πμ—∫¢ÕßºŸâªÉ«¬ √«¡

∂÷ß°“√ √â“ß “√μà“ßÊ ∑’Ë¡’ª√–‚¬™πåμàÕ√à“ß°“¬ ‡™àπ albumin ·≈– factor V ‡ªìπμâπ53,54

Õ¬à“ß‰√°Áμ“¡ ¢âÕ¡Ÿ≈¢Õß°“√√—°…“¥â«¬‡§√◊ËÕßæ¬ÿß°“√∑”ß“π¢Õßμ—∫™π‘¥π’È„πºŸâªÉ«¬

ACLF ¬—ß¡’®”°—¥ ‚¥¬¡’‡æ’¬ß°“√»÷°…“«‘®—¬¢π“¥‡≈Á°¢Õß Zhong-Ping Duan ∑’Ë

„™â‡§√◊ËÕß Extracorporeal Liver Assist Device (ELAD) ´÷ËßÕ“»—¬‡´≈≈åμ—∫∑’Ë®“°

‡´≈≈å¡–‡√Áßμ—∫¢Õß¡πÿ…¬å (C3A human hepatoblastoma cells) π”¡“√—°…“ºŸâªÉ«¬

ACLF ·≈â«∑”„Àâ¡’Õ—μ√“°“√√Õ¥™’«‘μ‚¥¬∑’Ë‰¡àμâÕßª≈Ÿ°∂à“¬μ—∫ (transplant free

survival) ¿“¬„π 30 «—π ‡æ‘Ë¡¢÷ÈπÕ¬à“ß¡’π—¬ ”§—≠ (86% ‡∑’¬∫°—∫ 47%) ·μà°≈—∫

æ∫«à“ Model of End-stage Liver Disease (MELD) score ‰¡à≈¥≈ß‡≈¬55 ¥—ß

π—Èπ À“°®–π”¡“„™â§ßμâÕß¡’¢âÕ¡Ÿ≈®“°°“√»÷°…“Õ◊Ëπ¡“ π—∫ πÿπ‡æ‘Ë¡‡μ‘¡

2.2 Artficial livers-acellular devices

ªí®®ÿ∫—π‡™◊ËÕ«à“ albumin π—ÈππÕ°®“°®–¡’Àπâ“∑’Ë„π°“√¥÷ß “√πÈ”„ÀâÕ¬Ÿà„π

À≈Õ¥‡≈◊Õ¥ (oncotic properties) ·≈â« ¬—ßæ∫«à“¡’Àπâ“∑’Ë ”§—≠„π°“√∑”≈“¬ “√

æ‘…·≈– “√∑’Ë°àÕ°“√Õ—°‡ ∫√à«¡¥â«¬ ®÷ß‡ªìπ∑’Ë¡“¢Õß°“√„™â albumin ®“°¿“¬πÕ°

¡“®—∫ “√μà“ßÊ ∑’Ë¡’°“√§—Ëß„π√à“ß°“¬À≈—ß®“°∑’Ë‡°‘¥¿“«–μ—∫«“¬¢÷Èπ·≈â« ‡™àπ biliru-

bin, bile acids, nitric oxide, cytokine ‡ªìπμâπ ·≈â«π”‰ª°”®—¥¥â«¬«‘∏’°“√

μà“ßÊ
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‡§√◊ËÕßæ¬ÿß°“√∑”ß“π¢Õßμ—∫∑’Ë„™â«‘∏’°“√π’È¡’À≈“¬™π‘¥ ‡™àπ molecular ad-

sorbent recirculating system (MARS), Prometheus À√◊Õ fractionated plasma

separation and adsorption, single-pass albumin dialysis, HepaWash

‡ªìπμâπ53,54,56 Õ¬à“ß‰√°Áμ“¡™π‘¥∑’Ë¡’°“√»÷°…“«‘®—¬„π°“√√—°…“ ACLF π—Èπ¡’‡æ’¬ß

MARS ·≈– Prometheus ‡∑à“π—Èπ

2.2.1 MARS

«‘∏’°“√¢Õß MARS ‡√‘Ë¡®“° dialysis catheter ¥Ÿ¥‡≈◊Õ¥¢ÕßºŸâªÉ«¬ÕÕ°

¡“‡æ◊ËÕ¡“‡¢â“ Ÿà MARS flux ´÷Ëß‡ªìπ dialysis ∑’Ë¡’ albumin-impregnated

polysulfone membrane ¡’¢π“¥„π°“√°√Õß 60 °‘‚≈¥—≈μ—π  ‘Ëß∑’Ëºà“π‡¬◊ËÕ∫ÿπ’È¡“

‰¥â®–ª√–°Õ∫¥â«¬ “√æ‘…∑’Ë≈–≈“¬πÈ” ·≈– “√æ‘…∑’Ë‰¡à≈–≈“¬πÈ” (ºà“π¡“‚¥¬°“√®—∫°—∫

albumin) Õ’°Ωíòß¢Õß‡¬◊ËÕ∫ÿ®–ª√–°Õ∫¥â«¬ dialysate ∑’Ë¡’ 20% albumin 400 ¡≈.

 “√æ‘…∑’Ë≈–≈“¬πÈ”®–∂Ÿ°°”®—¥¥â«¬ hemodialysis unit  à«π “√æ‘…∑’Ë‰¡à≈–≈“¬πÈ”

´÷Ëß®—∫Õ¬Ÿà°—∫ albumin ®–∂Ÿ°¥Ÿ¥´÷¡¥â«¬ charcoal ·≈– anion-exchange resin

À≈—ß®“°π—Èπ albumin ∑’Ë‡ªìπÕ‘ √–·≈â«°Á®–«π°≈—∫¡“∑”Àπâ“∑’Ë®—∫°—∫ “√æ‘…„π‡≈◊Õ¥

¢ÕßºŸâªÉ«¬Õ’°§√—Èß  à«π‡≈◊Õ¥∑’Ëºà“π MARS flux ·≈–∂Ÿ°¥Ÿ¥´÷¡ “√æ‘…‰ª·≈â«°Á®–

§◊π Ÿà√à“ß°“¬¢ÕßºŸâªÉ«¬57

ªí®®ÿ∫—πß“π«‘®—¬∑’Ë„™â‡§√◊ËÕß MARS „π°“√√—°…“ºŸâªÉ«¬ ACLF ∑’Ë‡ªìπ ran-

domized controlled trials ¡’Õ¬Ÿà 3 ß“π«‘®—¬

Mitzner π”ºŸâªÉ«¬‚√§μ—∫·¢Áß∑’Ë¡’¿“«– HRS ™π‘¥∑’Ë 1 ¡“√—°…“‚¥¬°“√„™â

MARS ‡∑’¬∫°—∫°“√≈â“ß‰μμ“¡ª°μ‘ æ∫«à“°≈ÿà¡ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√√—°…“¥â«¬ MARS

®–¡’Õ—μ√“°“√√Õ¥™’«‘μ¿“¬„π 7 «—π¡“°°«à“Õ¬à“ß¡’π—¬ ”§—≠§◊Õ 37.5% ‡∑’¬∫°—∫ 0%

·≈–Õ—μ√“°“√√Õ¥™’«‘μ¿“¬„π 30 «—π Ÿß∂÷ß 25%58

Heemann π”ºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’ªí®®—¬°√–μÿâπ·≈–¡’¿“«–¥’´à“π‡æ‘Ë¡¢÷Èπ ¡“

∑”°“√√—°…“‚¥¬°“√„™â MARS æ∫«à“°≈ÿà¡∑’Ë‰¥â√—∫°“√√—°…“¥â«¬ MARS ®–¡’Õ—μ√“

°“√√Õ¥™’«‘μ¿“¬„π 30 «—π¡“°°«à“Õ¬à“ß¡’π—¬ ”§—≠§◊Õ 91.7% ‡∑’¬∫°—∫ 50%

Õ¬à“ß‰√°Áμ“¡Õ—μ√“°“√√Õ¥™’«‘μ¿“¬„π 6 ‡¥◊Õπ°≈—∫æ∫«à“‰¡à·μ°μà“ß°—π59

ß“π«‘®—¬™‘Èπ≈à“ ÿ¥ ™◊ËÕ«à“ Relief Trial ´÷Ëß∑”„π°≈ÿà¡ª√–‡∑»„π¬ÿ‚√ª
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‡ªìπ°“√π”ºŸâªÉ«¬‚√§μ—∫·¢Áß∑’Ë¡’¿“«–°“√∑”ß“π¢Õßμ—∫‡ ◊ËÕ¡≈ßÕ¬à“ß√«¥‡√Á«·≈– TB

> 5 mg/dL ¡“√—°…“¥â«¬ MARS æ∫«à“¡’Õ—μ√“°“√√Õ¥™’«‘μ‚¥¬‰¡àμâÕßª≈Ÿ°∂à“¬μ—∫∑’Ë

28 «—π‰¡à·μ°μà“ß°—π§◊Õ 59.2% ‡¡◊ËÕ‡∑’¬∫°—∫ 60%60

¥—ßπ—Èπ®“°¢âÕ¡Ÿ≈¥—ß°≈à“« MARS πà“®–‰¡à¡’ª√–‚¬™πå„π·ßàÕ—μ√“°“√√Õ¥

™’«‘μ„π√–¬–¬“«  à«πÕ—μ√“°“√√Õ¥™’«‘μ√–¬– —Èππ—Èπ¬—ß √ÿª‰¡à‰¥â ‡π◊ËÕß®“°º≈≈—æ∏å

∑’ËÕÕ°¡“¢Õß·μà≈–°“√«‘®—¬·μ°μà“ß°—π ·μà°≈ÿà¡ºŸâªÉ«¬∑’ËÕ“®®–‰¥â√—∫ª√–‚¬™πå §◊Õ

°≈ÿà¡ºŸâªÉ«¬∑’Ë¡’¿“«– HRS ™π‘¥∑’Ë 1

2.2.2 Prometheus À√◊Õ fractionated plasma separation and ad-

sorption

«‘∏’°“√¢Õß Prometheus À√◊Õ fractionated plasma separation and

adsorption ‡√‘Ë¡®“° dialysis catheter ¥Ÿ¥‡≈◊Õ¥¢ÕßºŸâªÉ«¬ÕÕ°¡“‡æ◊ËÕ‡¢â“ Ÿà Albu-

Flow ´÷Ëß‡ªìπ dialysis ∑’Ë‡ªìπ albumin-permeable polysulfone filter ¡’¢π“¥

„π°“√°√Õß 250 °‘‚≈¥—≈μ—π ∑”„Àâ albumin ·≈– “√æ‘…∑’Ë®—∫°—∫ albumin

 “¡“√∂°√Õßºà“πÕÕ°‰ª‰¥â À≈—ß®“°π—Èπ “√æ‘…∑’Ë®—∫°—∫ albumin ®–∂Ÿ°¥Ÿ¥ “√æ‘…

‚¥¬ neutral resin ·≈– anion exchanger ·≈â« albumin ∑’Ë‡ªìπÕ‘ √–°Á®–°≈—∫

¡“ Ÿà‡≈◊Õ¥¢ÕßºŸâªÉ«¬Õ’°§√—Èß ‡≈◊Õ¥∑’Ë¡’ albumin °≈—∫‡¢â“¡“·≈â«®–‡¢â“ Ÿà polysulfone

dialyser ‡æ◊ËÕ°”®—¥ “√æ‘…∑’Ë≈–≈“¬πÈ”·≈â«§àÕ¬°≈—∫ Ÿà√à“ß°“¬μàÕ‰ª61,62

ß“π«‘®—¬‡°’Ë¬«°—∫°“√„™â Prometheus „π ACLF ‰¥â·°à HELIOS trial

´÷Ëß„™â√—°…“ºŸâªÉ«¬‚√§μ—∫‡√◊ÈÕ√—ß∑’Ë¡’¿“«–°“√∑”ß“π¢Õßμ—∫‡ ◊ËÕ¡≈ßÕ¬à“ß√«¥‡√Á«‚¥¬¡’ TB

>5 mg/dL ·≈– Child-Pugh score >10 ª√“°Ø«à“ °≈ÿà¡∑’Ë‰¥â√—∫°“√√—°…“·≈–‰¡à

‰¥â√—∫°“√√—°…“¥â«¬ Prometheus ¡’Õ—μ√“°“√‡ ’¬™’«‘μ¿“¬„π 28 «—π·≈– 90 «—π‰¡à

·μ°μà“ß°—π ·μàÀ“°«‘‡§√“–Àå·∫∫ subgroup analysis æ∫«à“°≈ÿà¡ºŸâªÉ«¬∑’Ë¡’ MELD

score >30 ∑’Ë‰¥â√—∫°“√√—°…“¥â«¬ Prometheus ®–¡’Õ—μ√“°“√√Õ¥™’«‘μ¡“°°«à“

°≈ÿà¡∑’Ë‰¡à‰¥â√—°…“¥â«¬ Prometheus Õ¬à“ß¡’π—¬ ”§—≠ ‚¥¬¡’Õ—μ√“°“√√Õ¥™’«‘μ¿“¬„π

28 «—π‡∑à“°—∫ 57% ‡∑’¬∫°—∫ 42% ·≈–¡’Õ—μ√“°“√√Õ¥™’«‘μ¿“¬„π 90 «—π‡∑à“°—∫ 48%

‡∑’¬∫°—∫ 9%63 ¥—ßπ—Èπ Prometheus Õ“®®–¡’ª√–‚¬™πå„πºŸâªÉ«¬ ACLF ∑’Ë¡’ MELD

score >30 ‡æ◊ËÕ™à«¬≈¥Õ—μ√“°“√‡ ’¬™’«‘μ√–¬– —Èπ
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°“√ª≈Ÿ°∂à“¬μ—∫

„πÕ¥’μ ‡§¬¡’§«“¡°—ß«≈«à“°“√ª≈Ÿ°∂à“¬μ—∫„πºŸâªÉ«¬ ACLF ®–‰¥âº≈‰¡à¥’

‡π◊ËÕß®“°ºŸâªÉ«¬¡’‚√§μ—∫‡√◊ÈÕ√—ß¡“°àÕπ∑”„Àâ ¿“æ√à“ß°“¬Õ“®¡’¿“«–∑ÿæ‚¿™π“°“√

À√◊Õ¡’¿“«–·∑√°´âÕπμà“ßÊ ®“°‚√§μ—∫‡√◊ÈÕ√—ß¡“°àÕπ·≈â« ·μà®“°°“√»÷°…“„π

ªí®®ÿ∫—πæ∫«à“°“√ª≈Ÿ°∂à“¬μ—∫¡’Õ—μ√“°“√√Õ¥™’«‘μ∑’Ë¥’ ·≈–‰¡à‡ªìπªí®®—¬‡ ’Ë¬ßμàÕ

Õ—μ√“°“√‡ ’¬™’«‘μ

Finkenstedt æ∫«à“ À“°π”ºŸâªÉ«¬ ACLF μ“¡π‘¬“¡¢Õß APASL ¡“

∑”°“√ª≈Ÿ°∂à“¬μ—∫®–¡’Õ—μ√“°“√√Õ¥™’«‘μ¿“¬„π 5 ªï‡∑à“°—∫ºŸâªÉ«¬∑’Ëª≈Ÿ°∂à“¬μ—∫

¥â«¬¢âÕ∫àß™’ÈÕ◊Ëπ∑’Ë‰¡à„™à ACLF §◊Õ 82% ·μà„π∑“ß°≈—∫°—πÀ“°ºŸâªÉ«¬ ACLF ‰¡à‰¥â

√—∫°“√ª≈Ÿ°∂à“¬μ—∫®–¡’Õ—μ√“°“√‡ ’¬™’«‘μ∑’Ë Ÿß°«à“°≈ÿà¡ºŸâªÉ«¬∑’Ë‰¡à„™à ACLF Õ¬à“ß¡’

π—¬ ”§—≠ ‚¥¬®–¡’Õ—μ√“°“√‡ ’¬™’«‘μ¿“¬„π 3 ‡¥◊Õπ¡“°∂÷ß 52%64

¥—ßπ—Èπ ºŸâªÉ«¬ ACLF ∑’Ë‰¡àμÕ∫ πÕßμàÕ°“√√—°…“·∫∫ª√–§—∫ª√–§Õß

°“√ª≈Ÿ°∂à“¬μ—∫π—∫‡ªìπ°“√√—°…“∑’Ë‰¥âº≈¥’‡™àπ‡¥’¬«°—∫‚√§μ—∫Õ◊ËπÊ πÕ°®“°π’È °“√

ª≈Ÿ°∂à“¬μ—∫„π¿“«–π’ÈÕ“®μâÕß∂◊Õ‡ªìπ¢âÕ∫àß™’ÈÕ—π¥—∫μâπÊ „π°“√ª≈Ÿ°∂à“¬μ—∫

‡π◊ËÕß®“°°“√√Õ‡«≈“®–¡’º≈‡æ‘Ë¡Õ—μ√“°“√‡ ’¬™’«‘μ¢ÕßºŸâªÉ«¬‡ªìπÕ¬à“ß¡“°

 √ÿª
¿“«– ACLF ∂◊Õ‡ªìπ¿“«–‡√àß¥à«π„πºŸâªÉ«¬‚√§μ—∫‡√◊ÈÕ√—ß ¡’Õ—μ√“°“√‡ ’¬™’«‘μ

 Ÿß ‚¥¬¡’Õ«—¬«–≈â¡‡À≈«μà“ßÊ ‡ªìπÕ“°“√· ¥ß∑’Ë ”§—≠ °≈‰° ”§—≠¢Õß°“√‡°‘¥¿“«–π’È

§◊Õ °“√¡’°√–∫«π°“√Õ—°‡ ∫´÷Ëß‡°‘¥¢÷Èπ‚¥¬¡’ªí®®—¬°√–μÿâπ Õ¬à“ß‰√°Áμ“¡ ¬—ß¡’ºŸâ

ªÉ«¬ à«πÀπ÷Ëß∑’Ë‰¡à “¡“√∂μ√«®æ∫ªí®®—¬°√–μÿâπ °“√√—°…“ ‰¥â·°à °“√·°â‰¢ªí®®—¬

°√–μÿâπμà“ßÊ °“√√—°…“ª√–§—∫ª√–§ÕßμàÕÕ«—¬«–∑’Ë≈â¡‡À≈« ·≈–°“√æ‘®“√≥“„™â¬“

∑’Ë®”‡æ“– ‰¥â·°à G-CSF „π∑’Ë ÿ¥À“°ºŸâªÉ«¬‰¡àμÕ∫ πÕßμàÕ°“√√—°…“ °“√ª≈Ÿ°∂à“¬

μ—∫∂◊Õ‡ªìπ°“√√—°…“∑’Ë∑”„ÀâÀ“¬·≈–‰¥âº≈¥’
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π‘ææ‘™¨πå  æ√À¡¡’
Õ¿‘≠≠“  ≈’√æ—π∏å

Àπà«¬‚√§∑“ß‡¥‘πÕ“À“√·≈–μ—∫ ‚√ßæ¬“∫“≈¡À“√“™π§√‡™’¬ß„À¡à

Review Article

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

∫∑π”

°“√ª√–‡¡‘π¿“«–æ—ßº◊¥„πμ—∫ (liver fibrosis assessment) π—Èπ ¡’§«“¡

 ”§—≠μàÕ°“√¥Ÿ·≈ºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’¡“° ‡æ√“–™à«¬∫Õ°∂÷ß§«“¡√ÿπ·√ß¢Õß

‚√§ §«“¡√’∫¥à«π∑’Ë®–μâÕß‰¥â√—∫°“√√—°…“ ·≈–§«“¡®”‡ªìπ∑’Ë®–μâÕß√—∫°“√ª√–‡¡‘π

¿“«–·∑√°´âÕπÕ◊ËπÊ

„πÕ¥’μ∑’Ëºà“π¡“ «‘∏’¡“μ√∞“π∑’Ë„™â„π°“√ª√–‡¡‘π¿“«–æ—ßº◊¥„πμ—∫§◊Õ°“√

μ√«®™‘Èπ‡π◊ÈÕμ—∫ (liver biopsy) ·μà¡’¢âÕ¥âÕ¬Õ¬ŸàÀ≈“¬ª√–°“√ ‡™àπ sampling er-

ror, intra- and inter-observer variation °“√°√–®“¬μ—«¢Õßæ—ßº◊¥„πμ—∫∑’Ë‰¡à

 ¡Ë”‡ ¡Õ1 °“√‰¥â§«“¡¬“«¢Õß‡π◊ÈÕμ—∫ —Èπ°«à“ 2.5 ´¡.2 ·≈–¿“«–·∑√°´âÕπ∑’Ë

√ÿπ·√ß (æ∫‰¥â 0.05-5.3%)3

ªí®®ÿ∫—π¡’°“√»÷°…“∂÷ß«‘∏’°“√„À¡àÊ ∑’Ë noninvasive Õ¬à“ß°«â“ß¢«“ß «‘∏’

·√°∑’Ë¡’°“√§‘¥§âπ·≈–√“¬ß“πÕÕ°¡“§◊Õ °“√„™â elastography4 ´÷ËßμàÕ¡“‰¥â¡’

°“√æ—≤π“·≈–‡√‘Ë¡π”¡“„™â∑“ß§≈‘π‘°„π°“√ª√–‡¡‘πæ—ßº◊¥„πμ—∫ (liver stiffness

measurement)5 À≈—ß®“°π—Èπ‰¥â¡’√“¬ß“πμà“ßÊ ‡°’Ë¬«°—∫°“√π”¡“„™â∑“ß§≈‘π‘°Õ¬à“ß

°«â“ß¢«“ß ·≈–¬—ß√«¡∂÷ß«‘∏’°“√Õ◊ËπÊ ∑’ËÕ“»—¬°“√μ√«®‡≈◊Õ¥ ‡™àπ serum biomarker

μà“ßÊ ¥â«¬6

∫∑§«“¡π’È‰¥â√«∫√«¡·≈–∑∫∑«π¢âÕ¡Ÿ≈∑’Ë¡’Õ¬Ÿà„πªí®®ÿ∫—π ‚¥¬®–‡πâπ„π·ßà
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¢Õß§«“¡·¡àπ¬”„π°“√«‘π‘®©—¬·≈–°“√π”¡“ª√–¬ÿ°μå„™â∑“ß§≈‘°π‘°¢Õß transient

elastrography

À≈—°°“√¢Õß°“√μ√«®æ—ßº◊¥¥â«¬«‘∏’ transient elastography

Õ«—¬«–∑ÿ° à«π®–¡’§ÿ≥ ¡∫—μ‘μâ“π∑“πμàÕ°“√‡ª≈’Ë¬π·ª≈ß√Ÿª√à“ß∑’Ë‡°‘¥®“°

·√ß°√–∑”¿“¬πÕ° ‡¡◊ËÕ‡√“Õ“»—¬À≈—° ¡°“√¢Õß Hookûs law ∑’Ë°≈à“««à“ §«“¡‡§âπ

(strain) ®–‡ªìπªØ‘¿“§‚¥¬μ√ß°—∫ §«“¡‡§√’¬¥ (stress) ‚¥¬∑’Ë§à“ E (elasticity)

À√◊Õ Youngûs modulus §◊Õ§à“∑’Ë∫Õ°√–¥—∫§«“¡·¢Áß·°√àßÀ√◊Õ§«“¡μ÷ßμ—« (stiff-

ness) À√◊ÕÕ’°π—¬Àπ÷Ëß§◊Õ §«“¡μâ“π∑“π¢Õß‡π◊ÈÕ‡¬◊ËÕπ—ÈπμàÕ°“√‡ª≈’Ë¬π·ª≈ß√Ÿª√à“ß

‡¡◊ËÕ∂Ÿ°·√ß¿“¬πÕ°¡“°√–∑”π—Ëπ‡Õß ¡’Àπà«¬‡ªìπ Kilo Pascals (kPa)7

°“√μ√«®À“§à“ E „π‡π◊ÈÕμ—∫‚¥¬«‘∏’π’È Õ“»—¬°“√ª≈àÕ¬ shear wave ®“°

°“√ —Ëπ¢Õß vibration generator ®“°π—Èπ®– àß§≈◊Ëπ ultrasound ÕÕ°‰ª ‡æ◊ËÕ«—¥

§«“¡‡√Á«¢Õß shear wave „π¢≥–∑’Ëºà“π‡π◊ÈÕμ—∫ ·≈–π”¡“§”π«≥‡ªìπ§à“ E ‰¥â¥—ß

 ¡°“√ E = 3pVs
2 ‚¥¬∑’Ë p = density „π‡π◊ÈÕμ—∫ ́ ÷Ëß‡ªìπ§à“§ß∑’Ë ·≈– V = velocity

¢Õß shear wave (¿“æ∑’Ë 1) ®÷ß‡√’¬°«‘∏’°“√π’È«à“ transient elastography ‡π◊ËÕß®“°

¡’°“√ª≈àÕ¬ shear wave ÕÕ°‰ª‡ªìπæ—°Ê π—Ëπ‡Õß7,8 ∫√‘…—∑ºŸâæ—≤π“«‘∏’°“√π’È§◊Õ ∫√‘…—∑

Echofrance ª√–‡∑»Ω√—Ëß‡»  ´÷Ëßπ”¡“º≈‘μ‡ªìπ‡§√◊ËÕß Fibroscan® π—Ëπ‡Õß

¿“æ∑’Ë 1 °√“ø· ¥ß shear wave ∑’Ë àßºà“π‡¢â“‰ª¬—ß‡π◊ÈÕμ—∫ ‚¥¬¡’§«“¡∂’Ë 50 Hz ·≈– amplitude 2

mm ‡¡◊ËÕ„™â M probe7
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¥â«¬À≈—°°“√¢â“ßμâπ ‡π◊ÈÕμ—∫∑’Ë¡’æ—ßº◊¥ – ¡¡“° ®–¡’¿“«–§≈â“¬¢Õß·¢Áß

¡“°¢÷Èπ (solidity) ¥—ßπ—Èπ shear wave velocity ®–‡√Á«°«à“‡π◊ÈÕμ—∫ª°μ‘ ·≈–§à“

§«“¡μ÷ßμ—«¢Õßμ—∫ (liver stiffness) °Á®– Ÿßπ—Ëπ‡Õß

«‘∏’°“√μ√«®μ“¡¡“μ√∞“π §◊Õ „ÀâºŸâªÉ«¬Õ¬Ÿà„π∑à“πÕπÀß“¬ ¬°·¢π¢«“¢÷Èπ

«“ß‰«â„μâ»’√…– ºŸâμ√«®π” probe «“ß∫π™àÕß´’Ë‚§√ß¢«“∫√‘‡«≥‡π◊ÈÕμ—∫°≈’∫¢«“ ·≈â«

°¥ªÿÉ¡ª≈àÕ¬ shear wave À≈—ß®“°π—Èπ ‡§√◊ËÕß®–∑”°“√ª√–¡«≈º≈·≈–§”π«≥§à“

liver stiffness ·≈â«√“¬ß“πÕÕ°¡“‡ªìπ§à“°≈“ß (median) ¡’Àπà«¬‡ªìπ kPa ´÷Ëß®–

μâÕß∑”°“√μ√«®‡™àππ’ÈÕ¬à“ßπâÕ¬ 10 §√—Èß ‚¥¬μâÕß¡’§à“ success rate ¡“°°«à“ 6

§√—Èß ·≈–§à“ IQR/median value <30% ®÷ß®–‰¥â§à“∑’Ëπà“‡™◊ËÕ∂◊Õ (¿“æ∑’Ë 2) ¥â«¬«‘∏’

°“√π’È∫√‘‡«≥‡π◊ÈÕμ—∫∑’Ë∑”°“√μ√«®¥â«¬ probe ¢π“¥ª°μ‘ (M) ¡’æ◊Èπ∑’Ë 1x4 μ√.´¡.

¿“æ∑’Ë 2 °“√„™â‡§√◊ËÕß Fibroscan® „π°“√μ√«® transient elastography5,7
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‚¥¬≈÷°®“°º‘«Àπ—ßª√–¡“≥ 2.5 ´¡. ¥—ßπ—Èπ®–¡’§«“¡°«â“ß°«à“°“√μ√«®‚¥¬«‘∏’

‡®“–™‘Èπ‡π◊ÈÕμ—∫ª√–¡“≥ 100 ‡∑à“

§«“¡·¡àπ¬”¢Õß transient elastography „π°“√«‘π‘®©—¬¿“«–æ—ßº◊¥„πμ—∫

‡π◊ËÕß®“°‡ªìπ‡§√◊ËÕß¡◊Õ«‘π‘®©—¬„À¡à ¥—ßπ—Èπ °“√»÷°…“‡ª√’¬∫‡∑’¬∫§«“¡

·¡àπ¬”®÷ßμâÕß‡ª√’¬∫‡∑’¬∫°—∫«‘∏’¡“μ√∞“π‡¥‘¡§◊Õ liver biopsy „πÕ¥’μπ—Èπ¡’°“√

ª√–‡¡‘πæ—ßº◊¥∑“ß histology ‰¥âÀ≈“¬«‘∏’‡™àπ Ishak score ·≈– Knodell score

ªí®®ÿ∫—πÕ“»—¬‡°≥±å¡“μ√∞“π‡¥’¬«°—π∑’Ë¬Õ¡√—∫∑—Ë«‚≈°§◊Õ METAVIR system ´÷Ëß

·∫àß√–¥—∫¢Õßæ—ßº◊¥„πμ—∫‡ªìπ 5 stages À√◊Õ F0-4 (¿“æ∑’Ë 3) ·≈–°“√»÷°…“«‘®—¬

 à«π„À≠àÕâ“ßÕ‘ß√–∫∫π’È

1. ºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’∑—Ë«‰ª (Nontransplanted-chronic hepatits

C patients)

®“°μ“√“ß∑’Ë 1 ®–‡ÀÁπ‰¥â«à“ °“√«‘π‘®©—¬æ—ßº◊¥„πμ—∫√–¬–∑’Ë Õß¢÷Èπ‰ª

(≥F2 À√◊Õ significant fibrosis) ¡’§«“¡·¡àπ¬”¥’ ·≈–¡’§«“¡·¡àπ¬” Ÿß ÿ¥ (AUROC

>90%) „π fibrosis stage 3, 4  Õ¥§≈âÕß°—∫¢âÕ¡Ÿ≈®“°ß“π«‘®—¬·∫∫ meta-analy-

sis À≈“¬™‘Èπ25-27 ∑’Ëæ∫«à“§à“ AUROC  ”À√—∫«‘π‘®©—¬¿“«–μ—∫·¢Áß (F4) ®–¥’ °«à“

°“√«‘π‘®©—¬¿“«– significant fibrosis (F2) ·≈–‡¡◊ËÕ·¬°μ“¡ “‡Àμÿ®–æ∫«à“ ºŸâ

ªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’®–¡’·π«‚πâ¡¢Õß§à“ AUROC ∑’Ë Ÿß°«à“„π∑ÿ°√–¬–¢Õß fibro-

sis stage ‡¡◊ËÕ‡∑’¬∫°—∫ “‡ÀμÿÕ◊ËπÊ25 ´÷Ëß°Á Õ¥§≈âÕß°—∫°“√‡ª≈’Ë¬π·ª≈ß∑“ßæ¬“∏‘

«‘∑¬“∑’Ë‡√‘Ë¡æ∫ fibrosis septum ·≈– bridging fibrosis „π F3 ·≈– 4 μ“¡≈”¥—∫

´÷Ëß¡’º≈¡’∑”„Àâ‡π◊ÈÕμ—∫¡’§«“¡‡ªìπ solidity ¡“°¢÷Èππ—Ëπ‡Õß

‡π◊ËÕß®“°§à“ cut-off „π·μà≈– fibrosis stage ‡ªìπ§à“∑’Ë‰¥â¡“®“°°“√À“

§à“∑’Ë¡’§«“¡‰«·≈–§«“¡®”‡æ“– Ÿß∑’Ë ÿ¥¢Õß·μà≈–°≈ÿà¡ª√–™“°√∑’Ëπ”¡“»÷°…“ ´÷Ëß„π

·μà≈–°≈ÿà¡ª√–™“°√‡À≈à“π—Èπ¡’§«“¡™ÿ° (prevalence) ¢Õß significant fibrosis ·≈–

cirrhosis ∑’Ë·μ°μà“ß°—π ®÷ß∑”„Àâ‡°‘¥§«“¡À≈“°À≈“¬¢Õß§à“ cut-off level „π

·μà≈–ß“π«‘®—¬ ¥—ßπ—Èπ°“√π”¡“ª√–¬ÿ°μå„™â®÷ß§«√Õ“»—¬¢âÕ¡Ÿ≈®“°°“√»÷°…“„π°≈ÿà¡

ª√–™“°√‡¥’¬«°—π„πª√–‡∑»‡¥’¬«°—π ºŸâ‡™’Ë¬«™“≠∫“ß∑à“π‡ πÕ§à“ cut-off ∑’Ëπà“®–
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¿“æ∑’Ë 3 Liver histology ∑’Ë¬âÕ¡¥â«¬ Trichrome stain9

A: portal tract (left) and central vein (right) without substantial fibrosis À√◊Õ METAVIR

stage 0

B: portal fibrous expansion with periportal fibrosis À√◊Õ METAVIR stage 2

C: bridging septal fibrosis with architectural distortion in the absence of regen-

erative nodules À√◊Õ METAVIR stage 3

D: marked bridging fibrosis with numerous regenerative nodules À√◊Õ METAVIR

stage 4

π”‰ª„™â‰¥âÕ¬à“ß§√à“«Ê §◊Õ 7.65  ”À√—∫ F2, 8.0  ”À√—∫ F3 ·≈– 12.5-13.01  ”À√—∫

F47,25 °“√π” transient elastography ¡“„™â·¬°√–¥—∫ fibrosis „πºŸâªÉ«¬∑’Ë¡’æ—ßº◊¥

πâÕ¬ ‡™àπ F0 À√◊Õ F1 ‰¡à§àÕ¬¡’ª√–‚¬™πå¡“°π—° ‡æ√“–§à“§«“¡·¡àπ¬”μË” Õ¬à“ß‰√

°Áμ“¡§à“∑’ËπâÕ¬°«à“ 5-6 kPa πà“®–∫Õ°‰¥â«à“‰¡à¡’¿“«– fibrosis7,28

¥â«¬«‘∏’π’È‡Õß °“√«‘π‘®©—¬ significant fibrosis (F2)  “¡“√∂≈¥°“√∑” liver

biopsy ‰¥â∂÷ß 77% (140/183 cases)15 ·≈– ”À√—∫°“√«‘π‘®©—¬ cirrhosis (F4)
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π—Èπ  “¡“√∂≈¥°“√∑” liver biopsy ‰¥â∂÷ß 90%29

ß“π«‘®—¬À≈“¬™‘Èπ„Àâº≈ Õ¥§≈âÕß°—π«à“ «‘∏’ transient elastrography ¡’

reproducibility Õ¬Ÿà„π‡°≥±å¥’ πÕ°®“°π’È¬—ß¡’ intra- ·≈– inter-observer agree-

ment ∑’Ë¥’¡“° (>90%)30,31

2. ºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’∑’Ë‰¥â√—∫°“√ª≈Ÿ°∂à“¬μ—∫ (transplanted-chronic

hepatits C recipient patient)

ªí®®ÿ∫—π°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’‡ªìπ “‡ÀμÿÀ≈—°∑’ËμâÕß‡¢â“√—∫°“√‡ª≈’Ë¬π

μ—∫∑—Èß„πÕ‡¡√‘°“·≈–¬ÿ‚√ª ·μà‡π◊ËÕßªí®®—¬μà“ßÊ ‰¥â·°à °“√μÕ∫ πÕßμàÕ°“√√—°…“∑’Ë

‰¡à¥’π—° °“√¬ÿμ‘°“√√—°…“‡π◊ËÕß®“°º≈¢â“ß‡§’¬ß À√◊Õ°“√∑”ß“π¢Õßμ—∫·¬à‡°‘π°«à“∑’Ë

®–√—∫°“√√—°…“‰¥â ¥—ßπ—Èπ°“√‡°‘¥°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’´È”„πμ—∫∑’Ë‰¥â√—∫°“√

ª≈Ÿ°∂à“¬¡“ (HCV recurrence in liver graft) ®÷ß¡’‚Õ°“  Ÿß¡“° ·≈–∑’Ë ”§—≠

∑”„Àâ‡°‘¥ fibrosis ‰¥â√«¥‡√Á« ·≈–‚Õ°“ °“√ Ÿ≠‡ ’¬μ—∫∑’Ë‰¥â√—∫°“√ª≈Ÿ°∂à“¬¡“¡’¡“°¢÷Èπ

°“√„™â transient elastogarphy „π°“√ª√–‡¡‘π¿“«–æ—ßº◊¥„πμ—∫„πºŸâ

ªÉ«¬°≈ÿà¡π’È®÷ß¡’¡“°¢÷Èπ ·≈–æ∫«à“¡’§«“¡·¡àπ¬”¡“°‡™àπ‡¥’¬«°—∫„π naive liver23,24

(μ“√“ß∑’Ë 1) ·≈–¬—ß¡’§«“¡·¡àπ¬”„π°“√«‘π‘®©—¬¿“«– portal hypertension (HVPG

≥6 mm Hg) ‰¥â¥’¡“°‡™àπ°—π (μ“√“ß∑’Ë 3)

μ“√“ß∑’Ë 2 ‡ª√’¬∫‡∑’¬∫°“√«‘π‘®©—¬ fibrosis stage ¢Õß transient elastography °—∫ serum

biomarker15

Method F ≥ 2 F ≥ 3 F = 4

FS 0.83 (0.76-0.88) 0.90 (0.85-0.94) 0.95 (0.91-0.98)

FT 0.85 (0.78-0.90) 0.90 (0.85-0.94) 0.87 (0.81-0.91)

APRI 0.78 (0.70-0.85) 0.84 (0.78-0.89) 0.83 (0.74-0.89)

FS + APRI 0.84 (0.77-0.89) 0.91 (0.85-0.94) 0.95 (0.91-0.98)

FS + FT 0.88 (0.82-0.92) 0.95 (0.91-0.97) 0.95 (0.91-0.97)

FS + FT + APRI 0.88 (0.82-0.92) 0.95 (0.91-0.97) 0.95 (0.91-0.97)

FS = Fibroscan, FT = Fibrotest, APRI = AST to Platelet ratio index
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§«“¡·¡àπ¬”„π°“√«‘π‘©—¬¢Õß transient elastography ‡ª√’¬∫‡∑’¬∫°—∫ se-
rum biomarker

®“°μ“√“ß∑’Ë 2 ®–‡ÀÁπ‰¥â«à“§«“¡·¡àπ¬”„π°“√«‘π‘®©—¬¿“«–æ—ßº◊¥„πμ—∫„π

√–¬–μà“ßÊ ¡’§«“¡„°≈â‡§’¬ß°—π °“√„™â Õß«‘∏’√à«¡°—π (Fibroscan √à«¡°—∫ serum

biomarker) ®–‡æ’Ë¡§«“¡·¡àπ¬”¡“°¢÷Èπ„π∑ÿ° stage πÕ°®“°π’È¬—ßæ∫«à“°“√„™â com-

bination noninvasive tests ¡’§«“¡·¡àπ¬”¡“°°«à“°“√„™â single test ·≈–°“√„™â

Fibroscan √à«¡°—∫ serum biomarker ¥’°«à“°“√„™â serum biomarkers 2 ™π‘¥

„π°“√«‘π‘®©—¬ significant fibrosis (F2) „π·ßà¢Õß°“√≈¥°“√∑” liver biopsy

·μà‰¡à·μ°μà“ß°—π„π°“«‘π‘®©—¬ cirrhosis (F4)32 Castera ·≈–§≥– ‰¥â‡ πÕ·π«∑“ß

°“√„™â noninvasive test ‡æ◊ËÕ«‘π‘®©—¬¿“«–æ—ßº◊¥„πμ—∫„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’

‡√◊ÈÕ√—ß‰«â¥—ß¿“æ∑’Ë 4

¿“æ∑’Ë 4 ·π«∑“ß°“√„™â noninvasive tests „π°“√«‘π‘®©—¬ fibrosis stage8
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°“√π”¡“ª√–¬ÿ°μå„™â∑“ß§≈‘π‘°

1. „™â„π°“√∑”π“¬‚Õ°“ °“√√Õ¥™’«‘μ„π√–¬–¬“« (Predict long term

survival rate)

ªí®®ÿ∫—π¡’ß“π«‘®—¬¢π“¥„À≠à 2 ™‘Èπ∑’Ë‰¥âμ‘¥μ“¡ºŸâªÉ«¬‡ªìπ√–¬–‡«≈“π“πæÕ

ß“π«‘®—¬Àπ÷Ëß∑”„πºŸâªÉ«¬ HIV/HCV coinfection ®”π«π 545 √“¬ (well-controlled

HIV disease, mean CD4 519±284 cell/mm3) μ‘¥μ“¡‰ªπ“π°«à“ 5 ªï (70±15

‡¥◊Õπ) æ∫«à“ Õ—μ√“°“√√Õ¥™’«‘μ (overall survival) ·≈– liver-events free sur-

vival rate ‡∑à“°—∫ 84.2% ·≈– 75.7%  ”À√—∫ºŸâ∑’Ë¡’§à“ liver stiffness >9.5 kPa

‡∑’¬∫°—∫ 85.6% ·≈– 84.7% ¢ÕßºŸâ∑’Ë¡’§à“ <9.5 kPa (p=0.002 ·≈– p<0.001

μ“¡≈”¥—∫)33

 à«πß“π«‘®—¬Õ’°™‘ÈπÀπ÷Ëß∑”„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’ 1,457 √“¬ æ∫«à“

 “¡“√∂∑”π“¬‚Õ°“ °“√√Õ¥™’«‘μ∑’Ë 5 ªï (5-year survival) ‰¥â ·≈–¥’°«à“°“√„™â

°“√μ√«®™‘Èπ‡π◊ÈÕμ—∫ (liver biopsy) ‚¥¬æ∫«à“Õ—μ√“°“√√Õ¥™’«‘μ∑’Ë 5 ªï ‡∑à“°—∫ 77%,

66%, 57%, 47% ·≈– 42%  ”À√—∫§à“ liver stiffness >9.5, 20, 30, 40 ·≈– 50

kPa μ“¡≈”¥—∫34

πÕ°®“°π’È·≈â«¬—ßæ∫«à“§à“¢Õß Liver stiffness π—Èπ Õ¥§≈âÕß°—∫ Child-

Pugh-Turcotte ·≈– MELD score ¥â«¬´÷Ëß¬‘Ëß π—∫ πÿπ°“√„™â§à“ liver stiffness

„π°“√∑”π“¬ long term outcome ‰¥â35

2. „™â„π°“√∑”π“¬°“√¡’ portal hypertension ·≈– esophageal va-

rices

¿“«– portal hypertension π—Èπ ∂◊Õ‡ªìπ¿“«–·∑√°´âÕπ‡√‘Ë¡·√°∑’Ë ”§—≠

¢ÕßºŸâªÉ«¬ cirrhosis ·≈–π”‰ª Ÿà¿“«– decompensation „πÕπ“§μ ‡ªìπ∑’Ë∑√“∫

°—π«à“ gold standard „π°“√«‘π‘©—¬¿“«– portal hypertension §◊Õ °“√«—¥ HVPG

(hepatic venous pressure gradient) ´÷Ëß‡ªìπ°“√μ√«®∑’Ë invasive ·≈–∑”‰¥â

‡©æ“–„π∫“ß ∂“∫—π‡∑à“π—Èπ ®÷ß‡√‘Ë¡¡’°“√»÷°…“‡°’Ë¬«°—∫°“√„™â§à“ liver stiffness „π

°“√ª√–‡¡‘π¿“«–π’È·∑π
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º≈°“√»÷°…“«‘®—¬®”π«π¡“°∑”„Àâæ∫«à“ §à“ liver stiffness ∑’Ë‡æ‘Ë¡¢÷Èπ ¡’§«“¡

 —¡æ—π∏å°—∫§à“ HVPG ∑’Ë‡æ‘Ë¡¢÷Èπ‡™àπ°—π36,37 (μ“√“ß∑’Ë 3) ·≈– performance „π

°“√«‘π‘®©—¬¿“«– portal hypertension related complication ‚¥¬°“√„™â liver

stiffness ‡∑’¬∫‡∑à“°—∫°“√«—¥ HVPG38

¬—ß‰¡à¡’¢âÕ¡Ÿ≈«à“ diagnostic performance „π°“√«‘π‘®©—¬¿“«– portal hy-

pertension ‚¥¬°“√„™â transient elastography ‡∑’¬∫°—∫ biologic marker Õ◊ËπÊ

¡’§«“¡·μ°μà“ß°—π‡æ’¬ß„¥ ¬°‡«âπ Bureau ·≈–§≥– ∑’Ëæ∫«à“§«“¡·¡àπ¬”„π°“√

«‘π‘®©—¬‰¡à·μ°μà“ß°—π√–À«à“ß°“√„™â transient elastography °—∫°“√„™â§à“ pro-

thrombin index37

„π·ßà¢Õß°“√∑”π“¬°“√¡’ esophageal varices À√◊Õ‰¡àπ—Èπ ¡’ß“π«‘®—¬

À≈“¬™‘Èπ∑’Ë»÷°…“‡√◊ËÕßπ’È (μ“√“ß∑’Ë 4) ‚¥¬ “‡Àμÿ¢Õßμ—∫·¢Áß∑’Ë‡°‘¥®“°°“√μ‘¥‡™◊ÈÕ‰«√— 

π—Èπ à«π„À≠à‡ªìπ®“°‰«√— μ—∫Õ—°‡ ∫ ’́ æ∫«à“§«“¡·¡àπ¬”„π°“√«‘π‘©—¬Õ¬Ÿà„π‡°≥±å

¥’¡“° §à“ cut-off §√à“«Ê ∑’Ëπà“®–π”¡“„™â‰¥â∑—Èß HCV monoinfection ·≈– HCV/

HIV coinfection §◊Õ >20 kPa  ”À√—∫°“√∑”π“¬«à“®–¡’ large EV ´÷Ëß Õ¥§≈âÕß

°—∫°“√»÷°…“¢Õß Ramires ·≈–§≥– ∑’Ëæ∫«à“ ∂â“§à“ liver stiffness <20 Kpa

√à«¡°—∫°“√¡’ platelet count >120x109 cell/L ®–‰¡àæ∫ esophageal varices

μ“√“ß∑’Ë 5 Diagnostic performance ¢Õß transient elastography „π°“√∑”π“¬°“√‡°‘¥ HCC

Reference n Patients Liver stiffness(Kpa) HCC Likelihood

Masuzaki et al43 262 HCV <10 0.22

(cross sectional) 10.1-15 0.73

15.1-25 1.3

>25 5.0

Masuzaki et al44 984 HCV 10.1-15 16.7

(prospective) 15.1-20 20.9

20.1-25 25.6

>25 45.5



67Clinical Application of Transient Elastography in Chronic Hepatitis C

·≈– portal hypertensive gastropathy ‡≈¬ (NPV 100%, 95% CI 77.2-100)41

πÕ°®“°π’È¬—ßæ∫«à“ ∂â“ liver stiffness >50 kPa ®–‡ ’Ë¬ßμàÕ°“√‡°‘¥ EV

bleeding (sensitivity 53%, specificity 83%, PPV 83%, NPV 53%, AUC

0.73)42 ®÷ßπà“®–¡’ª√–‚¬™πå„π°“√„™â§—¥°√ÕßºŸâªÉ«¬∑’Ë®”‡ªìπ®–μâÕß‰¥â√—∫°“√ àÕß°≈âÕß

μ√«®À“ EV À√◊Õª√–¬ÿ°μå„™â‡æ◊ËÕ„Àâ primary prophylaxis „πºŸâªÉ«¬∑’Ë‰¡àæ√âÕ¡√—∫

°“√ àÕß°≈âÕß

Õ¬à“ß‰√°Áμ“¡ ¡’¢âÕ¡Ÿ≈∑’Ëπà“ π„®«à“§«“¡ —¡æ—π∏å¢Õß§à“ liver stiffness °—∫§à“

HVPG ®–¡’§«“¡ Õ¥§≈âÕß°—πÕ¬à“ß¥’‡¡◊ËÕ§à“ HVPG ‰¡à‡°‘π 10-12 mmHg (r2=0.81

·≈– 0.91 μ“¡≈”¥—∫) ·μà‡¡◊ËÕ§à“ HVPG >12 mmHg °≈—∫æ∫«à“‰¡à§àÕ¬¡’§«“¡

 —¡æ—π∏å°—π‡∑à“∑’Ë§«√ (r2=0.35 ·≈– 0.17μ“¡≈”¥—∫)36 Õ“®‡π◊ËÕß¡“®“°°≈‰≈°“√‡°‘¥

portal hypertension π—Èπ‰¡à‰¥â¡’ªí®®—¬®“°°“√ – ¡¢Õß extracellular matrix

‡æ’¬ßÕ¬à“ß‡¥’¬« ·μà¬—ß¢÷Èπ°—∫ hyperdynamic circulation, splanchnic vasodi-

latation, portal blood flow ·≈– portosystemic shunt ¥â«¬ ´÷Ëß‰¡à “¡“√∂

«—¥‰¥â®“° liver stiffness ¥—ßπ—Èπ°“√„™â transient elastography „π°“√∑”π“¬

portal hypertension related complication Õ¬à“ßÕ◊ËππÕ°‡Àπ◊Õ®“° EV ·≈– EV

bleeding √«¡∂÷ß°“√ª√–‡¡‘π hemodynamic response §ß‡ªìπ‰ª‰¥â¬“°

3. „™â∑”π“¬‚Õ°“ °“√‡°‘¥¡–‡√Áßμ—∫

°“√«—¥ liver stiffness ¬—ß “¡“√∂„™â∑”π“¬‚Õ°“ °“√‡°‘¥¡–‡√Áßμ—∫ (HCC)

¥â«¬ ‚¥¬¡’ß“π«‘®—¬ 2 ™‘Èπ∑’Ë»÷°…“„π‡√◊ËÕßπ’È‚¥¬¡’ primary outcome ∑’Ë™—¥‡®π§◊Õ

‚Õ°“ °“√‡°‘¥ HCC (μ“√“ß∑’Ë 5) πÕ°®“°π’È ¬—ß¡’°“√»÷°…“∂÷ß°“√∑”π“¬‚Õ°“ ‡°‘¥

post operative liver failure (PLF) À≈—ß°“√√—°…“ HCC ‚¥¬°“√∑” hepatic re-

section ¥â«¬ ´÷Ëßæ∫«à“ ∂â“ iver stiffness ≥15.7 kPa ®–‡ ’Ë¬ßμàÕ°“√‡°‘¥ PLF μ“¡

¡“¡“°∑’Ë ÿ¥ (AUC 0.865) ·μà‰¡àæ∫¿“«– PLF ‡≈¬À“° liver stiffness <14.8

Kpa45

4. „™âμ√«®μ‘¥μ“¡°“√‡ª≈’Ë¬π·ª≈ß¢Õßæ—ßº◊¥„πμ—∫

¢âÕ¡Ÿ≈®“° longitudinal studies ́ ÷Ëß‰¡à¡“°π—° ‰¥â√“¬ß“πº≈‡°’Ë¬«°—∫°“√

μ‘¥μ“¡ liver stiffness „πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’∑’Ë‰¥â√—∫°“√√—°…“¥â«¬ Peg-inter-
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feron ·≈– ribavirin æ∫«à“ °≈ÿà¡∑’Ë‰¥â SVR ®–¡’§à“ liver stiffness ≈¥≈ßÕ¬à“ß¡’π—¬

 ”§—≠46,47 ´÷ËßÕ“®‡ªìπº≈¡“®“°°“√≈¥≈ß¢Õß inflammation ¡“°°«à“°“√≈¥≈ß¢Õß

fibrosis ‡Õß

¢âÕ¡Ÿ≈¥—ß°≈à“« Õ¥§≈âÕß°—∫°“√»÷°…“¢Õß Chan ·≈–§≥–48 (·μà‡ªìπ°“√

»÷°…“„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫∫’) ‚¥¬∑”°“√μ√«®™‘Èπ‡π◊ÈÕμ—∫·≈– transient

elastography °àÕπ°“√√—°…“·≈–¢≥–∑’Ë„Àâ°“√√—°…“¥â«¬ antiviral drug ·≈â« 1 ªï

æ∫«à“ ¡’°“√≈¥≈ß¢Õß liver stiffness ·μà histological fibrosis stage ‰¡à

‡ª≈’Ë¬π·ª≈ß °≈à“«§◊Õ ‰¡à‰¥â¡’ fibrosis regression ·μàÕ¬à“ß„¥ · ¥ß„Àâ‡ÀÁπ

«à“°“√μ‘¥μ“¡°“√‡ª≈’Ë¬π·ª≈ß¢Õß liver stiffness √–À«à“ß°“√√—°…“‰¡à¡’§«“¡

 ”§—≠∑“ß§≈‘π‘°¡“°π—° Õ¬à“ß‰√°Áμ“¡ §ßμâÕß√Õ¥Ÿº≈°“√»÷°…“√–¬–¬“«°«à“π’È«à“

°≈ÿà¡∑’Ë¡’°“√≈¥≈ßπ’È®–¡’ long term outcome ‡ªìπ‡™àπ‰√

°“√‡ª≈’Ë¬π·ª≈ß fibrosis stage π—Èπ„™â‡«≈“π“π ·¡â«à“®–‡ªìπ°≈ÿà¡ HCV/

HIV coinfection °Áμ“¡ ‡«≈“∑’Ë„™â„π°“√‡æ‘Ë¡¢÷Èπ 1 stage „πÕ¬Ÿà∑’Ë√“« 5 ªï49 ªí®®ÿ∫—π

®÷ß¬—ß‰¡à¡’¢âÕ¡Ÿ≈®“°°“√»÷°…“∑’Ëπ“π‡æ’¬ßæÕ

Õ¬à“ß‰√°Áμ“¡ °“√»÷°…“„πºŸâªÉ«¬∑’Ë‰¥â√—∫°“√ª≈Ÿ°∂à“¬μ—∫·≈–¡’°“√°≈—∫

¿“æ∑’Ë 5 ªí®®—¬∑’Ë¡’º≈μàÕ§à“ liver stiffness7
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‡ªìπ È́”¢Õß‰«√— μ—∫Õ—°‡ ∫´’„πμ—∫∑’Ë‰¥â√—∫°“√ª≈Ÿ°∂à“¬ (HCV recurrence after liver

transplant) æ∫«à“ serial liver stiffness measurement ‚¥¬«‘∏’ transient

elastography ∑ÿ° 3 ‡¥◊ÕπÀ≈—ß°“√‡ª≈’Ë¬πμ—∫ ™à«¬„Àâ‡√“μ√«®æ∫ºŸâ∑’Ë®–¡’‚Õ°“ 

‡°‘¥æ—ßº◊¥ – ¡„πμ—∫Õ¬à“ß√«¥‡√Á«‰¥âμ—Èß·μà‡π‘ËπÊ ‚¥¬π”§à“ liver stiffness ∑’Ë 6 ‡¥◊Õπ

¡“§”π«≥¥—ßπ’È

fibrosis score at 6 months after LT = [-4.347 + 0.264 x LSM(kPa)6m

+ 0.442 x bilirubin(mg/dL)6m] ‚¥¬¡’ AUC 0.75 ·≈– 0.83 „π estimate ·≈–

validate group μ“¡≈”¥—∫50

ªí®®—¬∑’¡’º≈μàÕ°“√·ª≈º≈ transient elastography

 “¡“√∂·∫àßÕÕ°‡ªìπ Õß°≈ÿà¡ °≈ÿà¡·√°§◊Õ ªí®®—¬∑’Ë¡’º≈μàÕ§à“ liver stiff-

ness ‰¥â·°à inflammation (hepatitis), infiltration, venous congestion, ex-

trahepatic cholestasis °“√√—∫ª√–∑“πÕ“À“√ ·≈–°“√«“ßμ”·Àπàß probe (¿“æ

∑’Ë 5) °≈ÿà¡ Õß§◊Õ ªí®®—¬∑’Ë¡’º≈μàÕ success rate ‰¥â·°à obesity §«“¡°«â“ß¢Õß

intercostal space ·≈–ª√– ∫°“√≥å¢ÕßºŸâ∑” (operator experience)

¿“«– hepatitis π—Èπ “¡“√∂‡æ‘Ë¡§à“ liver stiffness „Àâ¡“°¢÷Èπ ·≈–‡¡◊ËÕ

hepatitis ¥’¢÷Èπ §à“ liver stiffness °Á®–≈¥≈ß ´÷Ëß¢âÕ¡Ÿ≈ à«π„À≠à‰¥â®“°°“√»÷°…“

„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫∫’·≈– alcoholic hepatitis51,52 °“√»÷°…“„πºŸâªÉ«¬ alco-

holic hepatitis æ∫«à“ À“°§à“ AST >100 U/L ®–‡°‘¥ overestimate fibrosis

‰¥â¡“° À“°„ÀâÀ¬ÿ¥¥◊Ë¡·Õ≈°ÕŒÕ≈å·≈–§à“ AST <100 U/L ®–‡√‘Ë¡¡’§«“¡·¡àπ¬”

„π°“√«‘π‘®©—¬ cirrhosis ·≈–À“° AST <50 U/L ®–‡æ‘Ë¡§«“¡·¡àπ¬”„π°“√

«‘π‘®©—¬∑—Èß F3 ·≈– F47 ·≈–‡™àπ‡¥’¬«°—π°—∫°“√»÷°…“„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫∫’ À“°

ALT >ULN (1-5 ‡∑à“) ·≈–§à“ liver stiffness ∑’Ë‰¥âÕ¬Ÿà„π™à«ß 7.5-12.0 kPa ∂◊Õ«à“

‡ªìπ grey zone §«√∑” liver biopsy ´÷Ëßμ√ß¢â“¡°—∫°≈ÿà¡∑’Ë normal ALT À“°§à“

liver stiffness >9.5 kPa ®–¡’ specificity 100% „π°“√«‘π‘®©—¬ F3 ·≈–

 “¡“√∂„Àâ°“√√—°…“‰¥â‡≈¬‚¥¬‰¡àμâÕß∑” liver biopsy28 Õ¬à“ß‰√°Áμ“¡¬—ß‰¡à¡’¢âÕ¡Ÿ≈

‡™àππ’È„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’
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¡’°“√»÷°…“„πºŸâªÉ«¬ extrahepatic cholestasis (malignant biliary ob-

struction) 15 √“¬ ‚¥¬ 12/15 √“¬ ¡’§à“ liver stiffness >12.5 kPa À≈—ß®“°‰¥â

√—∫°“√∑” biliary drainage æ∫«à“§à“ liver stiffness ≈¥≈ß 2.2-9.1 kPa53 ‡™àπ

‡¥’¬«°—∫ºŸâªÉ«¬ congestive heart failure 10 √“¬ À≈—ß®“°‰¥â√—∫°“√√—°…“·≈â«

 “¡“√∂≈¥§à“ median liver stiffness ®“° 41 ‡À≈◊Õ 18 kPa54 πÕ°®“°π’È °“√¡’

focal/multiple liver mass, mast cell infiltration in systemic mastocytosis

À√◊Õ amyloid deposit °Á “¡“√∂∑”„Àâ§à“ liver stiffness ‡æ‘Ë¡¢÷Èπ‰¥â55

¥—ßπ—Èπ°“√μ√«®√à“ß°“¬‡æ◊ËÕ¥Ÿ«à“¡’≈—°…≥–∑’Ë∫àß∫Õ°∂÷ß¿“«– congestive

heart failure À√◊Õ obstructive jaundice À√◊Õ hepatomegaly ·≈–°“√‡®“–

‡≈◊Õ¥μ√«® LFT √«¡∑—Èß°“√μ√«®Õÿ≈μ√“´“«¥å¥Ÿμ—∫ ®÷ß‡ªìπ°“√μ√«®∑’Ë ”§—≠‡æ◊ËÕ

ª√–°Õ∫°“√·ª≈º≈§à“ liver stiffness ∑’Ë∂Ÿ°μâÕß

¡’¢âÕ¡Ÿ≈∑’Ëπà“ π„®«à“§à“¢Õß liver stiffness ¡’°“√‡ª≈’Ë¬π·ª≈ß°àÕπ·≈–

À≈—ß√—∫ª√–∑“πÕ“À“√ ‚¥¬À≈—ß√—∫ª√–∑“πÕ“À“√®–∑”„Àâ§à“‡æ‘Ë¡¢÷Èπ ·≈–‡°‘¥ over-

estimation ¢Õß fibrosis stage ‰¥â ·μà§à“®–°≈—∫ Ÿà baseline À≈—ß®“°√—∫

ª√–∑“πÕ“À“√‰ª·≈â« 2-3 ™—Ë«‚¡ß56,57

§«“¡Õâ«πÀ√◊ÕºÕ¡‡°‘π‰ª ¡’‚Õ°“ ∑”„Àâ°“√μ√«®‰¡à ”‡√Á®‰¥â¡“°

‡π◊ËÕß®“°§«“¡Àπ“¢Õßº‘«Àπ—ß àßº≈„Àâ°“√ àß§≈◊Ëπ‡ ’¬ß≈¥≈ß ‚¥¬‡©æ“–ºŸâ∑’Ë¡’ BMI

>30 kg/m2 À√◊Õ¡’¿“«– metabolic syndrome  à«π°“√¡’™àÕß´’Ë‚§√ß·§∫∑”„Àâ‰¡à

 “¡“√∂«“ßÀ—« probe ≈ß∫πº‘«Àπ—ß‰¥â

πÕ°®“°π’Èª√– ∫°“√≥å¢ÕßºŸâ∑”°“√μ√«®¬—ß‡ªìπÕ’°ªí®®—¬Àπ÷Ëß ‡¥‘¡‡™◊ËÕ

«à“°“√‰¥â∑”Õ¬à“ßπâÕ¬ 50 §√—Èß¢÷Èπ‰ª°Á‡æ’¬ßæÕ16 ·μàÀ≈—ß®“°¡’°“√„™âÕ¬à“ß·æ√àÀ≈“¬

·≈–¡’√“¬ß“π®“°°“√»÷°…“¢π“¥„À≠à∑’Ë∑”°“√μ√«® 13,369 §√—Èß æ∫«à“ À“°

ª√– ∫°“√≥å¢ÕßºŸâ∑”°“√μ√«®πâÕ¬°«à“ 500 §√—Èß ‚Õ°“ ∑’Ëº≈μ√«®®–‡™◊ËÕ∂◊Õ‰¡à‰¥â

π—Èπ¡’¡“°58

μ”·Àπàß¢Õß°“√«“ß probe ·¡â«à“®–Õ¬Ÿà∫√‘‡«≥ anterior to mid axillary

line ·μà°“√‡≈◊ËÕπμ”·ÀπàßÀà“ß°—π‡æ’¬ß 1 ´¡. (‚¥¬ºŸâ∑”°“√μ√«®‡ªìπ§π‡¥’¬«°—π)

®–¡’º≈∑”„Àâ§à“ liver stiffness ∑’Ë«—¥‰¥â¡’°“√‡ª≈’Ë¬π·ª≈ß®π àßº≈„Àâ fibrosis stage
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·μ°μà“ß°—π‰¥â∂÷ß 9-28% ¢÷Èπ°—∫§à“ cut-off ¢Õß fibrosis stage ∑’Ëπ”¡“„™â ( à«π

„À≠à¡’§«“¡·μ°μà“ß°—π 1 stage)59

 √ÿª

°“√ª√–‡¡‘πæ—ßº◊¥„πμ—∫„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’ ¥â«¬«‘∏’ transient

elastography ∑—Èß„π HCV monoinfection, HCV/HIV coinfection ·≈– HCV

relapse after liver transplant π—Èπ ¡’ diagnostic performance ∑’Ë¥’¡“° ”À√—∫

advanced fibrosis/cirrhosis (F3-4) ·≈–Õ¬Ÿà„π‡°≥±å¥’ ”À√—∫ significant fi-

brosis (F2)

°“√„™â transient elastography √à«¡°—∫ serum biologic marker Õ◊Ëπ

®–‡æ‘Ë¡§«“¡·¡àπ¬”„π°“√«‘π‘®©—¬¡“°¢÷Èπ πÕ°®“°π’È¬—ß “¡“√∂„™â„π°“√æ¬“°√≥å

¿“«–∑’Ë‡°’Ë¬«°—∫ liver related complication ‰¥â‡ªìπÕ¬à“ß¥’ Õ¬à“ß‰√°Áμ“¡§à“ cut-

off π—Èπ ¡’§«“¡·μ°μà“ß°—π¢÷Èπ°—∫ª√–™“°√∑’Ëπ”¡“»÷°…“ ¥—ßπ—Èπ§«√¡’°“√»÷°…“«‘®—¬

„π°≈ÿà¡ª√–™“°√‡¥’¬«°—π∑’Ë¡’®”π«π¡“°¢÷ÈπμàÕ‰ª

°“√·ª≈º≈μâÕß√–«—ß«à“‰¡à¡’ªí®®—¬Õ◊Ëπ∑’Ë¡’º≈μàÕ liver stiffness ·≈–μâÕß

‡¢â“‡°≥±å reliable result ‡ ¡Õ  à«πª√–‡¥Áπ‡√◊ËÕß°“√ß¥√—∫ª√–∑“πÕ“À“√°àÕπ

μ√«®·≈–μ”·Àπàß°“√«“ß probe π—Èπ ªí®®ÿ∫—π¬—ß‰¡à¡’§”·π–π”∑’Ë™—¥‡®π

‚¥¬¿“æ√«¡®–‡ÀÁπ‰¥â«à“°“√„™âª√–‚¬™πå®“°«‘∏’ transient elastrography

¥â«¬‡§√◊ËÕß Fibroscan π—Èπ ®–¡’‡©æ“–„π cross sectional study À√◊Õ„π pro-

spective study ∑’Ë¡’°“√«—¥ baseline LSM ·≈â«π”¡“∑”π“¬‚Õ°“ °“√‡°‘¥‚√§

À√◊Õ¿“«–∑√°´âÕπμà“ßÊ ·μà°“√π”¡“„™â·∫∫ serial measurement π—Èπ ¬—ß‰¡à¡’

¢âÕ¡Ÿ≈‡æ’¬ßæÕ∑’Ë®– √ÿª‰¥â ¬°‡«âπ„π°√≥’‰«√— μ—∫Õ—°‡ ∫´’∑’Ë°≈—∫‡ªìπ´È”À≈—ß®“°°“√
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¿“«–∑âÕßºŸ°„πºŸâªÉ«¬∑’Ë‰¥â√—∫∫“¥‡®Á∫
∑’Ë‰¢ —πÀ≈—ß

»ÿ¿√—μπå  ‡¢Á¡π“§
 ÿ‡∑æ  °≈™“≠«‘∑¬å

Àπà«¬‚√§∑“ß‡¥‘πÕ“À“√·≈–μ—∫ ‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å

Review Article

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

∫∑π”

§«“¡º‘¥ª°μ‘¢Õß√–∫∫∑“ß‡¥‘πÕ“À“√„πºŸâªÉ«¬∑’Ë‰¥â√—∫∫“¥‡®Á∫∑’Ë‰¢ —πÀ≈—ß

æ∫‰¥â¡“°∂÷ß√âÕ¬≈– 27-62 ‚¥¬Õ“°“√∑’Ëæ∫ ‰¥â·°à ∑âÕßºŸ° ∑âÕßÕ◊¥ °≈—ÈπÕÿ®®“√–‰¡à

‰¥â ª«¥∑âÕß §≈◊Ëπ‰ â ∑âÕß‡ ’¬1 ·≈–¬—ß¡’Õ“°“√∑’Ëæ∫μ“¡¡“À≈—ß¡’Õ“°“√∑“ß√–∫∫∑“ß

‡¥‘πÕ“À“√·≈â« ‰¥â·°à √‘¥ ’¥«ß∑«“√ Õÿ®®“√–Õÿ¥μ—π (fecal impaction) ºπ—ß≈”‰ â

‡ªìπ°√–‡ª“–À√◊Õ∂ÿß‡¬◊ËÕ∑’Ë≈”‰ â (diverticular disease) ·≈–≈”‰ â∫‘¥æ—π°—π (vol-

vulus)2

πÕ°®“°π’È °“√∫“¥‡®Á∫∑’Ë‰¢ —πÀ≈—ß “¡“√∂∑”„Àâ‡°‘¥¿“«–√–∫∫ª√– “∑

Õ—μ‚π¡—μ‘‰«‡°‘πÀ√◊ÕμÕ∫ πÕßº‘¥ª°μ‘ (autonomic hyperreflexia (AH) or

dysreflexia)1 ÷́Ëß‡ªìπ¿“«–∑’Ë‡°‘¥ reflex vasoconstriction „μâμàÕ√–¥—∫∑’Ë‰¥â√—∫∫“¥

‡®Á∫ (level of spinal cord injury) ‚¥¬Õ“°“√· ¥ß®–ª√–°Õ∫‰ª¥â«¬ À—«„®‡μâπ

º‘¥®—ßÀ«– Õ“®‡√Á«À√◊Õ™â“‡°‘π‰ª (tachycardia or bradycardia) §«“¡¥—π‚≈À‘μ Ÿß

‡Àß◊ËÕÕÕ°¡“°º‘¥ª°μ‘ (diaphoresis) ª«¥»’√…– °√–‡æ“–ªí  “«–À¥‡°√Áß ·≈–

∑âÕß‡ ’¬ (‚¥¬∂â“‰¥â√—∫∫“¥‡®Á∫∑’Ë‰¢ —πÀ≈—ß Ÿß°«à“√–¥—∫ T6 Õ“°“√· ¥ßÕ“®√ÿπ·√ß¡“°)

°“√°√–μÿâπ„Àâ‡°‘¥¿“«–π’È§◊Õ°“√∑”„Àâ≈”‰ â¢¬“¬À√◊Õ°“√°√–μÿâπ°√–‡æ“–ªí  “«–

‡™àπ°“√ «πªí  “«– ‡ªìπμâπ

Lynch3 ‰¥â∑”°“√«‘®—¬‚¥¬„™â·∫∫ Õ∫∂“¡„πºŸâªÉ«¬∑’Ë‰¥â√—∫∫“¥‡®Á∫∑’Ë

‰¢ —πÀ≈—ß®”π«π 467 √“¬ ·≈–»÷°…“„π 3 ª√–‡¥Áπ ‰¥â·°à
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1) √–¥—∫§«“¡√ÿπ·√ß¢Õß°“√°≈—ÈπÕÿ®®“√–‰¡à‰¥â (fecal incontinence

score) æ∫«à“ √–¥—∫§«“¡√ÿπ·√ß¢Õß°“√°≈—ÈπÕÿ®®“√–‰¡à‰¥â„π°≈ÿà¡ºŸâªÉ«¬‡À≈à“π’È¡“°

°«à“°≈ÿà¡§«∫§ÿ¡Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ ·≈–„π°≈ÿà¡∑’Ë‰¥â√—∫°“√∫“¥‡®Á∫·∫∫ com-

plete cord lesion ¡’§«“¡√ÿπ·√ß¡“°°«à“„π°≈ÿà¡ incomplete cord lesion

Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘‡™àπ°—π

2) °“√‡°‘¥º≈°√–∑∫μàÕ§ÿ≥¿“æ™’«‘μ®“°¿“«–°≈—ÈπÕÿ®®“√–‰¡à‰¥â „π°≈ÿà¡

ºŸâªÉ«¬‡À≈à“π’È‰¥â√—∫º≈°√–∑∫√âÕ¬≈– 62 ‡∑’¬∫°—∫°≈ÿà¡§«∫§ÿ¡∑’Ëæ∫‡æ’¬ß√âÕ¬≈– 8

3) ‡«≈“∑’Ë„™â„π°“√‡¢â“ÀâÕßπÈ” æ∫«à“ „π°≈ÿà¡ºŸâªÉ«¬¡’®”π«π∑’ËμâÕß„™â‡«≈“

°“√‡¢â“ÀâÕßπÈ”‡æ◊ËÕ∂à“¬Õÿ®®“√–π“π°«à“ 15 π“∑’¡“°∂÷ß√âÕ¬≈– 61 „π¢≥–∑’Ë°≈ÿà¡

§«∫§ÿ¡¡’‡æ’¬ß√âÕ¬≈– 9

¥—ßπ—Èπ ®–‡ÀÁπ‰¥â«à“°“√¢—∫∂à“¬º‘¥ª°μ‘ ‡™àπ ¿“«–∑âÕßºŸ°À√◊Õ°≈—ÈπÕÿ®®“√–

‰¡à‰¥â„πºŸâªÉ«¬°≈ÿà¡π’È∂◊Õ‡ªìπ¿“«–∑’Ë ”§—≠ ‡æ√“–¡’º≈μàÕ§ÿ≥¿“æ™’«‘μ·≈–°“√‡¢â“

 —ß§¡¢ÕßºŸâªÉ«¬ „π∑’Ëπ’È®–¢Õ°≈à“«∂÷ß¿“«–∑âÕßºŸ°‡ªìπÀ≈—°

√–∫“¥«‘∑¬“·≈–§«“¡™ÿ°¢Õß‚√§∑âÕßºŸ°„πºŸâªÉ«¬∑’Ë ‰¥â√—∫∫“¥‡®Á∫∑’Ë ‰¢ —πÀ≈—ß

§«“¡™ÿ°¢Õß¿“«–∑âÕßºŸ°„πºŸâªÉ«¬∑’Ë‰¥â√—∫∫“¥‡®Á∫∑’Ë‰¢ —πÀ≈—ßæ∫‰¥âª√–¡“≥

√âÕ¬≈– 20-584,5 ‚¥¬§«“¡™ÿ°®–·μ°μà“ß°—π‰ª„π·μà≈–√Õ¬‚√§ ∑—Èß      √–¥—∫

¢Õß°“√∫“¥‡®Á∫·≈–ª√–‡¿∑¢Õß°“√∫“¥‡®Á∫ ‡§¬¡’√“¬ß“π§«“¡™ÿ° Ÿß ÿ¥„π ºŸâªÉ«¬

∑’Ë‰¥â√—∫°“√∫“¥‡®Á∫·∫∫‰¢ —πÀ≈—ß∂Ÿ°μ—¥¢“¥Õ¬à“ß ¡∫Ÿ√≥å (complete lesion)3 ªí®®—¬

‡ ’Ë¬ßÕ◊Ëπ∑’Ë∑”„Àâæ∫§«“¡™ÿ°‡√◊ËÕß∑âÕßºŸ°¡“°¢÷Èπ ‰¥â·°à ºŸâªÉ«¬ ŸßÕ“¬ÿ ‡æ»™“¬ √–¥—∫

°“√∫“¥‡®Á∫∑’Ë‰¢ —πÀ≈—ßÕ¬Ÿà∑’Ë∫√‘‡«≥§Õ (C-level injury) ·≈–ºŸâªÉ«¬∑’Ë‰¥â√—∫∫“¥‡®Á∫

À≈“¬√–∫∫ (multisystem trauma)

æ¬“∏‘ √’√–«‘∑¬“¢Õß°“√‡°‘¥∑âÕßºŸ°„πºŸâªÉ«¬∑’Ë ‰¥â√—∫∫“¥‡®Á∫∑’Ë ‰¢ —πÀ≈—ß

·∫àßμ“¡√Õ¬‚√§∑’Ë‡°‘¥°—∫ª√– “∑§«∫§ÿ¡ (motor neurons)

1. Supranuclear (supraconal) lesion

√Õ¬‚√§Õ¬Ÿà‡Àπ◊ÕμàÕ√–¥—∫ conus medullaris/sacral level (S2-S4)
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∑”„Àâ‡°‘¥Õ“°“√· ¥ß®“°§«“¡º‘¥ª°μ‘¢Õß√–∫∫ª√– “∑ —Ëß°“√ à«π∫π (upper

motor neuron; UMN) æ∫§«“¡º‘¥ª°μ‘¢Õß√–∫∫ª√– “∑Õ—μ‚π¡—μ‘‚¥¬· ¥ßÕ“°“√

‡™àπ ‡Àß◊ËÕÕÕ° √âÕπ«Ÿ∫«“∫ ‡Àπ◊ÕμàÕ√–¥—∫¢Õß√Õ¬‚√§¢Õß‰¢ —πÀ≈—ß

¥â“π°“√¢—∫∂à“¬ ∑”„Àâ‡°‘¥Õ“°“√‰¥âμ—Èß·μà¢“¥·√ß‡∫àßÀ√◊Õ·√ß¥—π®“°

™àÕß∑âÕß ‡π◊ËÕß®“°°≈â“¡‡π◊ÈÕ™àÕß∑âÕßÕàÕπ·√ß ·μàÀ“°√Õ¬‚√§Õ¬Ÿà‡Àπ◊Õ√–¥—∫ T5 ¬—ß

æÕ àß·√ß¥—π„π™àÕß∑âÕß®“°°≈â“¡‡π◊ÈÕ√–À«à“ß´’Ë‚§√ß (intercostal muscle) ·≈–

°“√À¥‡°√Áß°√–∫—ß≈¡™à«¬‰¥â6  à«πº≈μàÕ≈”‰ â®–∑”„Àâ¡’≈—°…≥–μÕ∫ πÕß‰«‡°‘πμàÕ

 ‘Ëß°√–μÿâπ (hyperreflexic bowel) ¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß§«“¡μ÷ßμ—« (tone) ¢Õßºπ—ß

≈”‰ â„À≠à√«¡‰ª∂÷ß∑«“√Àπ—°7 ·≈–º≈μàÕÀŸ√Ÿ¥¥â“ππÕ°¢Õß∑«“√Àπ—° (external

anal sphincter; EAS) ‚¥¬®–¢“¥§«“¡§«∫§ÿ¡®“°Õ”π“®®‘μ„®  àßº≈„ÀâÀŸ√Ÿ¥ªî¥

·πàπμ≈Õ¥‡«≈“®π‡°‘¥°“√§—Ëß¢ÕßÕÿ®®“√– ¥—ßπ—Èπ°“√‡°‘¥√Õ¬‚√§μàÕ√–∫∫ª√– “∑

 —Ëß°“√ à«π∫π (UMN)  àßº≈„Àâ‡°‘¥¿“«–∑âÕßºŸ°·≈–°≈—ÈπÕÿ®®“√–‰¡à‰¥â‡≈Á°πâÕ¬

2. Infranuclear lesion

√Õ¬‚√§Õ¬Ÿà∑’Ë conus medullaris (S2-S4) ∑”„Àâ‡°‘¥Õ“°“√· ¥ß®“°

§«“¡º‘¥ª°μ‘¢Õß√–∫∫ª√– “∑ —Ëß°“√ à«π≈à“ß (lower motor neuron; LMN)

ºŸâªÉ«¬®– “¡“√∂§«∫§ÿ¡°≈â“¡‡π◊ÈÕ∫√‘‡«≥∑âÕß ∑”„Àâ¡’·√ß¥—π àß‰¥â ≈—°…≥–¢Õß

≈”‰ â®–‰¡à‡°‘¥°“√μÕ∫ πÕß (areflexic bowel) À√◊Õ‡°‘¥‰¥â·μà§«“¡μ÷ßμ—«¢Õß

ºπ—ß≈”‰ â (tone) ≈¥≈ß ‚¥¬‡©æ“– à«π¢Õß∑«“√Àπ—° (rectum)  àßº≈„Àâ°“√

§≈“¬μ—«¢Õß∑«“√Àπ—° (rectal compliance) ‡æ‘Ë¡¢÷Èπ  ”À√—∫º≈μàÕÀŸ√Ÿ¥‚¥¬

‡©æ“–ÀŸ√Ÿ¥¥â“ππÕ°®–¡’§«“¡μ÷ßμ—« (tone) ≈¥≈ß√à«¡¥â«¬ ∑”„Àâ‡°‘¥¿“«–°≈—Èπ

Õÿ®®“√–‰¡à‰¥âμ“¡¡“

∂÷ß·¡â®–¡’·√ß¥—π®“°™àÕß∑âÕß ·μàº≈∑’Ë‡°‘¥®“°°“√‡ ’¬°“√§«∫§ÿ¡¢Õß

√–∫∫ª√– “∑Õ—μ‚π¡—μ‘™π‘¥ parasympathetic μàÕÀŸ√Ÿ¥ ∑”„Àâ·√ß∫’∫μ—«¢ÕßÀŸ√Ÿ¥

∑«“√Àπ—°¢≥–æ—° (resting anal tone) μË” √«¡‰ª∂÷ß‰¡àμÕ∫ πÕßμàÕ·√ß¥—π„π

™àÕß∑âÕß ºŸâªÉ«¬°≈ÿà¡π’È∂â“¡’°“√‡æ‘Ë¡·√ß¥—π„π∑âÕß ‡™àπ °“√∑” valsava maneuver

®–∑”„ÀâÕÿ®®“√–‡≈Á¥‰¥â

ª√–°“√ ÿ¥∑â“¬ ºŸâªÉ«¬°≈ÿà¡π’È‰¡à¡’ reflex-mediated defecation °“√
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¢—∫∂à“¬®÷ß¡—°μâÕßÕ“»—¬∑—Èß°“√„™âπ‘È«≈â«ß valsava maneuver ·≈– °“√π«¥∑âÕß (ab-

dominal massage) ™à«¬

·∫àßμ“¡º≈∑’Ë‡°‘¥μàÕ°“√∂à“¬Õÿ®®“√–

‰¥â·°à º≈μàÕ°“√‡§≈◊ËÕπ‰À«¢Õß≈”‰ â„À≠à·≈–°“√≈”‡≈’¬ß º≈μàÕ°“√¢—∫∂à“¬

·≈–º≈μàÕ√–∫∫Õ◊ËπÊ ‡™àπ º≈μàÕ·√ß¥—π„π™àÕß∑âÕßÕ—π‡π◊ËÕß¡“®“°°≈â“¡‡π◊ÈÕÀπâ“∑âÕß

®–¢Õ°≈à“«„π√“¬≈–‡Õ’¬¥ ”À√—∫º≈μàÕ≈”‰ â„À≠à·≈–°“√¢—∫∂à“¬ ¥—ßμàÕ‰ªπ’È

1. º≈μàÕ°“√‡§≈◊ËÕπ‰À«¢Õß≈”‰ â„À≠à·≈–°“√≈”‡≈’¬ß (effects on

colorectal motility and transport)

1.1 º≈μàÕ°“√‡§≈◊ËÕπºà“π¢ÕßÕÿ®®“√–„π≈”‰ â„À≠à (colonic transit

time)

Krogh8 ‰¥â»÷°…“‡°’Ë¬«°—∫°“√‡§≈◊ËÕπ‰À«¢Õß≈”‰ â„À≠à„πºŸâªÉ«¬∑’Ë‰¥â√—∫

∫“¥‡®Á∫∑’Ë‰¢ —πÀ≈—ß‡ª√’¬∫‡∑’¬∫°—∫§πª°μ‘ æ∫«à“°≈ÿà¡ºŸâªÉ«¬∑’Ë‰¥â√—∫∫“¥‡®Á∫∑’Ë

‰¢ —πÀ≈—ß‡©’¬∫æ≈—π ‰¡à«à“®–‡ªìπ supraconal À√◊Õ conal/quada equina lesions

¡’ gastrointestinal Transit Time (GITT) π“π°«à“°≈ÿà¡§«∫§ÿ¡Õ¬à“ß¡’π—¬ ”§—≠

∑“ß ∂‘μ‘ ·≈–∂â“·∫àß≈”‰ â„À≠à‡ªìπ à«πμà“ßÊ (ascending, transverse, descend-

ing and rectosigmoid colon) æ∫«à“°“√‡§≈◊ËÕπºà“π¢ÕßÕÿ®®“√–„π≈”‰ â„À≠à (co-

lonic transit time; CTT) ¬—ßπ“π°«à“°≈ÿà¡§«∫§ÿ¡¥â«¬ „πºŸâªÉ«¬∑’Ë¡’√Õ¬‚√§∑’Ë conal

À√◊Õ quada equina æ∫«à“ transit time „π à«π rectosigmoid colon π“π

°«à“°≈ÿà¡§«∫§ÿ¡Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ ·≈–‡¡◊ËÕμ‘¥μ“¡ºŸâªÉ«¬°≈ÿà¡π’È‰ªª√–¡“≥ 1

ªï (ºŸâªÉ«¬‰¥â√—∫∫“¥‡®Á∫∑’Ë‰¢ —πÀ≈—ß‡√◊ÈÕ√—ß) æ∫«à“ GITT ¢ÕßºŸâªÉ«¬®–¬—ß§ßπ“π°«à“

°≈ÿà¡§«∫§ÿ¡ ·≈– CTT  à«πμà“ßÊ ∑ÿ° à«π¢Õß≈”‰ â„À≠à°Áπ“π°«à“°≈ÿà¡§«∫§ÿ¡

‚¥¬‡©æ“–ºŸâªÉ«¬∑’Ë¡’√Õ¬‚√§∑’Ë conal/quada equina æ∫«à“ transit time π“π

°«à“°≈ÿà¡§«∫§ÿ¡¡“°

1.2 º≈μàÕ°“√≈”‡≈’¬ß„π≈”‰ â„À≠à (colonic transport)

Krogh ¬—ß‰¥â»÷°…“°“√‡§≈◊ËÕπºà“π¢ÕßÕÿ®®“√–„π¢≥–¢—∫∂à“¬9 ∑—Èß co-

lonic emptying √–À«à“ß°“√¢—∫∂à“¬ ·≈–°“√≈”‡≈’¬ßºà“π‰ª„π·μà≈– à«π¢Õß
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≈”‰ â„À≠à (transport through each colorectal segment) ‚¥¬°“√„ÀâºŸâªÉ«¬√—∫

ª√–∑“πÕ“À“√∑’Ëμ‘¥ “√°—¡¡—πμ¿“æ√—ß ’‡¢â“‰ª ·≈–„π‡™â“«—π√ÿàß¢÷Èπ„Àâ¡“∂à“¬¿“æ√—ß ’‰«â

·≈â«√—∫ª√–∑“πÕ“À“√‡™â“∑’Ë‚√ßæ¬“∫“≈ À≈—ß®“°π—Èπ ‡¡◊ËÕ∂à“¬Õÿ®®“√–·≈â« ∂à“¬¿“æ

√—ß ’Õ’°§√—Èß æ∫«à“ „π°≈ÿà¡ºŸâªÉ«¬ “¡“√∂¢—∫∂à“¬ “√°—¡¡—π¿“æ√—ß ’ÕÕ°®“°

rectsigmoid (colorectal emptying during defecation) ‰¥â‡æ’¬ß√âÕ¬≈– 44

‡∑’¬∫°—∫√âÕ¬≈– 100 „π°≈ÿà¡§«∫§ÿ¡  ”À√—∫°“√≈”‡≈’¬ßºà“π‰ª„π·μà≈– à«π (trans-

port within the colorectal during defecation) π—Èπ æ∫«à“§à“‡©≈’Ë¬ (mean

antegrade transport) „π°≈ÿà¡§«∫§ÿ¡πâÕ¬°«à“°≈ÿà¡ºŸâªÉ«¬Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘

(√âÕ¬≈– 82 ‡∑’¬∫°—∫√âÕ¬≈– 27 p<0.001)

1.3 º≈μàÕ°“√‡§≈◊ËÕπ‰À«¢Õß≈”‰ â„À≠à

°“√»÷°…“‡°’Ë¬«°—∫°“√‡§≈◊ËÕπ‰À«¢Õß≈”‰ â„À≠à„πºŸâªÉ«¬∑’Ë‰¥â√—∫∫“¥‡®Á∫

μàÕ‰¢ —πÀ≈—ß ∑”‚¥¬ Fajardo ·≈–§≥–10 «‘∏’°“√§◊Õ°“√„™â “¬«—¥°“√‡§≈◊ËÕπ‰À«

(manometry catheter) μ‘¥„π≈”‰ â„À≠àμ—Èß·μà splenic flexure ≈ß¡“Àà“ß°—π 10

´¡. ‚¥¬ àÕß°≈âÕß≈”‰ â„À≠à·≈–„™â fluoroscopy ‡ªìπμ—«™à«¬«“ßμ”·Àπàß «—π√ÿàß¢÷Èπ

„Àâ√—∫ª√–∑“πÕ“À“√‡™â“„π‡«≈“ 08.00 π. ®“°π—Èπ»÷°…“°“√‡§≈◊ËÕπ‰À«¢Õß≈”‰ â„À≠à

2 √–¬– §◊Õ √–¬–æ—° (resting phase) ·≈–√–¬–°“√μÕ∫ πÕßμàÕ°“√√—∫ª√–∑“π

Õ“À“√ (food phase) (À≈—ß√—∫ª√–∑“πÕ“À“√ 1 ™—Ë«‚¡ß) ‡ª√’¬∫‡∑’¬∫√–À«à“ßºŸâªÉ«¬

∑’Ë‰¥â√—∫∫“¥‡®Á∫∑’Ë‰¢ —πÀ≈—ß°—∫°≈ÿà¡§«∫§ÿ¡ ‚¥¬«‘‡§√“–Àåº≈ÕÕ°¡“„π 2 √Ÿª·∫∫ §◊Õ

1) colonic pressure activity ´÷Ëß∑”°“√«—¥ÕÕ°¡“„π√Ÿª motility index, mean

amplitude, number of wave ·≈– percent activity 2) visual analysis wave

motor pattern ´÷Ëßª√–°Õ∫¥â«¬ 3 ≈—°…≥– ‰¥â·°à propagating wave, simulta-

neous wave ·≈– retrograde wave

æ∫«à“ baseline colonic pressure activity „π°≈ÿà¡ºŸâªÉ«¬¡’§à“πâÕ¬

°«à“°≈ÿà¡§«∫§ÿ¡Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ √«¡‰ª∂÷ß„π™à«ß√—∫ª√–∑“πÕ“À“√°Á„Àâ

º≈‡™àπ‡¥’¬«°—π  ”À√—∫°“√μÕ∫ πÕßÀ≈—ß√—∫ª√–∑“πÕ“À“√æ∫«à“ „π°≈ÿà¡ºŸâªÉ«¬

π—Èπ¡’°“√μÕ∫ πÕß‡©æ“– à«π descending colon ·μà‰¡à¡’°“√μÕ∫ πÕß„π à«π rec-

tosigmoid colon
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2. º≈μàÕ°“√¢—∫∂à“¬ (defecation)

®“°°“√«—¥°“√∑”ß“π¢ÕßÀŸ√Ÿ¥·≈–∑«“√Àπ—° (anorectal manometry)11

„πºŸâªÉ«¬∑’Ë‰¥â√—∫∫“¥‡®Á∫∑’Ë‰¢ —πÀ≈—ß 37 √“¬ æ∫«à“ rectal compliance √«¡‰ª∂÷ß

·√ß¥—πÀŸ√Ÿ¥¢≥–æ—° ¡’§à“μË”°«à“§à“ª°μ‘ ∂â“®”·π°„π√“¬≈–‡Õ’¬¥®–æ∫«à“ „π°≈ÿà¡

ºŸâªÉ«¬∑’Ë¡’ incomplete injury ®–¡’ rectal sensation ¡“°°«à“°≈ÿà¡∑’Ë¡’ complete

injury

°“√√—°…“¿“«–∑âÕßºŸ°„πºŸâªÉ«¬∑’Ë ‰¥â√—∫°“√∫“¥‡®Á∫∑’Ë ‰¢ —πÀ≈—ß

·∫àß„À≠àÊ ÕÕ°‡ªìπ 3 ª√–°“√ ‰¥â·°à °“√√—°…“‚¥¬‰¡à„™â¬“ (non-phar-

macological) °“√√—°…“‚¥¬°“√„™â¬“ (pharmacological) ·≈–°“√√—°…“‚¥¬

°“√ºà“μ—¥ (surgery)

1. °“√√—°…“‚¥¬‰¡à„™â¬“ (non-pharmacological)

¡’À≈“¬«‘∏’ ‰¥â·°à

1.1 °“√ª√—∫‡ª≈’Ë¬π‡√◊ËÕßÕ“À“√ πÈ”¥◊Ë¡ √«¡‰ª∂÷ß°“√∑”μ“√“ß°“√‡¢â“

ÀâÕßπÈ” ‡ªìπ«‘∏’∑’Ë¥’·≈–‰¥âº≈ ‚¥¬„™â≈—°…≥–‡ªìπ¢—Èπ∫—π‰¥ ¡’°“√»÷°…“„πºŸâªÉ«¬∑’Ë‰¥â

√—∫∫“¥‡®Á∫∑’Ë‰¢ —πÀ≈—ßæ∫«à“ “¡“√∂™à«¬≈¥ transit time ·≈–™à«¬‡æ‘Ë¡§«“¡∂’Ë„π

°“√∫’∫μ—«¢Õß≈”‰ â12,13

1.2 °“√°√–μÿâπ¥â«¬°“√„™âπ‘È« (digital rectal stimulation) ®“°°“√

»÷°…“æ∫«à“À≈—ß®“°„™âπ‘È«°√–μÿâπ∑«“√Àπ—° 5 √Õ∫ √Õ∫≈– 1 π“∑’ ‚¥¬‡«âπ√–¬– 2

π“∑’  “¡“√∂‡æ‘Ë¡‰¥â∑—Èß§«“¡∂’Ë„π°“√∫’∫μ—«¢Õß≈”‰ â §«“¡·√ß¢Õß°“√∫’∫μ—« √«¡

‰ª∂÷ß°√–μÿâπ°“√∂à“¬ÕÕ°¡“‰¥â‡√Á«¢÷Èπ¥â«¬14

1.3 °“√π«¥∑âÕß (abdominal massage) ®“°°“√»÷°…“æ∫«à“

 “¡“√∂≈¥ gastrointestinal transit time ‰¥â ‚¥¬«‘∏’°“√π«¥®–‡ªìπ°“√π«¥

°¥≈÷°‡√‘Ë¡μ—Èß·μà≈”‰ â„À≠à à«πμâπ (cecum) ‰ªμ≈Õ¥§«“¡¬“«¢Õß≈”‰ â„À≠à®π∂÷ß

‰ âμ√ß ‚¥¬„™â‡«≈“°“√π«¥Õ¬à“ßπâÕ¬ 15 π“∑’ ·≈–„™âπ‘È«°√–μÿâπ∑«“√Àπ—°√à«¡¥â«¬15

1.4 °“√ «π≈â“ß≈”‰ â (irrigation technique) ‚¥¬°“√„™âπÈ” «π≈â“ß

ºà“π√–∫∫ peristeen anal irrigation «‘∏’°“√ «π≈â“ß‡√‘Ë¡®“°°“√„ à rectal cath-
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eter ‡¢â“‰ª∑“ß∑«“√Àπ—°·≈â«‡ªÉ“∫Õ≈≈Ÿπ„Àâ¢¬“¬ÕÕ° ®“°π—Èπ§àÕ¬Ê „ àπÈ”‡¢â“‰ª

·≈â«®÷ß§àÕ¬≈¥∫Õ≈≈Ÿπ„Àâ∂à“¬ÕÕ°‰¥â æ∫«à“°“√∑”«‘∏’π’È “¡“√∂‡æ‘Ë¡§ÿ≥¿“æ™’«‘μ¢Õß

ºŸâªÉ«¬°≈ÿà¡π’È‰¥â¡“°16,17

1.5 Functional electrical and magnetic stimulation of skel-

etal muscles ‡ªìπ°“√°√–μÿâπ°≈â“¡‡π◊ÈÕÀπâ“∑âÕß ¡’ª√–‚¬™πå„πºŸâªÉ«¬∑’Ë°≈â“¡‡π◊ÈÕ

Àπâ“∑âÕß‰¡à¡’·√ß‡π◊ËÕß®“°√Õ¬‚√§∑’Ë‰¢ —πÀ≈—ß‡ªìπ·∫∫ ¡∫Ÿ√≥å (complete injury)

·≈–Õ¬Ÿà‡Àπ◊Õ√–¥—∫ T10 ‚¥¬°“√°√–μÿâπ®–∑”ºà“π electrode ∑’Ëμ‘¥‰«â∫√‘‡«≥°≈â“¡

‡π◊ÈÕ external oblique ·≈– rectus abdominis À≈—ß®“°¡’°“√°√–μÿâπ¥â«¬§«“¡∂’Ë

25-40 Hz ‡ªìπ‡«≈“ 6 «‘π“∑’  ≈—∫æ—° 6 «‘π“∑’ μàÕ‡π◊ËÕß√«¡ 25 π“∑’ æ∫«à“∑”„Àâ

colonic transit time ‡√Á«¢÷Èπ„π à«π ascending, transverse ·≈– descending

colon ·μà‰¡à¡’º≈μàÕ rectosigmoid colon18

2. °“√√—°…“‚¥¬°“√„™â¬“ (pharmacological)

‚¥¬∑—Ë«‰ª°“√√—°…“¿“«–∑âÕßºŸ°„πºŸâªÉ«¬∑’Ë‰¥â√—∫∫“¥‡®Á∫∑’Ë‰¢ —πÀ≈—ß

‚¥¬°“√„™â¬“®–‡≈◊Õ°„™â„πºŸâªÉ«¬∑’Ë¡’Õ“°“√∑âÕßºŸ°¡“° ´÷ËßÕ“°“√¡—°‰¡à¥’¢÷ÈπÀ≈—ß®“°

„™â«‘∏’‰¡à„™â¬“¥—ß°≈à“«¢â“ßμâπ·≈â« ·≈–¬“∑’Ë„™â°Á§◊Õ¬“√–∫“¬∑—Ë«‰ª

¬“∑’Ë‰¥â¡’°“√»÷°…“«‘®—¬„πºŸâªÉ«¬°≈ÿà¡π’È §◊Õ¬“„π°≈ÿà¡ prokinetic drugs

‡™àπ cisapride, prucalopride ·≈– neostigmine √«¡∂÷ß¬“∑’Ë„™â‡ÀπÁ∫∑“ß∑«“√

Àπ—° (suppositories)

2.1 Prokinetic drugs

Cisapride ‡ªìπ¬“∑’Ë¡’°“√»÷°…“¡“°„πºŸâªÉ«¬°≈ÿà¡π’È ¡’ß“π«‘®—¬·∫∫

randomized, controlled trial (RCT)19-21 · ¥ß„Àâ‡ÀÁπ«à“ cisapride  “¡“√∂≈¥

colonic transit time „πºŸâªÉ«¬∑’Ë‰¥â√—∫∫“¥‡®Á∫∑’Ë‰¢ —πÀ≈—ß‰¥âÕ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘

·μà„πªí®®ÿ∫—π ¬“π’È∂Ÿ°∂ÕπÕÕ°®“°μ≈“¥‡π◊ËÕß®“°º≈¢â“ß‡§’¬ßμàÕÀ—«„®

Prucalopride ¡’§ÿ≥ ¡∫—μ‘‡ªìπ highly selective serotonin recep-

tor agonist ®“°ß“π«‘®—¬·∫∫ RCTl22 æ∫«à“¬“π’È™à«¬‡æ‘Ë¡ stool frequency ∑”„Àâ

stool consistency ¥’¢÷Èπ ·≈–≈¥ gastrointestinal transit time ≈ß¥â«¬ ·μà

¬—ß§ßæ∫ªí≠À“‡√◊ËÕßº≈¢â“ß‡§’¬ßÕ¬Ÿà ‚¥¬∂â“„™âª√‘¡“≥¬“ 1 mg Õ“°“√‡√‘Ë¡¥’¢÷Èπ·μà
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¬—ß‰¡àμà“ß°—πÕ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ ∂â“„™âª√‘¡“≥¬“ 2 mg Õ“°“√μà“ßÊ ®–¥’¢÷Èπ

°«à“°≈ÿà¡§«∫§ÿ¡Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ ·μàæ∫ºŸâªÉ«¬¡’Õ“°“√ª«¥∑âÕßª“π°≈“ß

∂÷ß√ÿπ·√ß‰¥â§√÷ËßÀπ÷Ëß (‚¥¬√âÕ¬≈– 50 ¢ÕßºŸâ∑’Ëª«¥∑âÕßª“π°≈“ß∂÷ß√ÿπ·√ßμâÕßÀ¬ÿ¥

¬“)

Neostigmine ¡’°“√∑” RCT23 ‚¥¬·∫àßºŸâªÉ«¬ÕÕ°‡ªìπ 3 °≈ÿà¡ °≈ÿà¡

Àπ÷Ëß„Àâ¬“À≈Õ° (normal saline) °≈ÿà¡Àπ÷Ëß„Àâ neostigmine Õ¬à“ß‡¥’¬« ·≈–Õ’°

°≈ÿà¡Àπ÷Ëß„Àâ neostigmine √à«¡°—∫ glycoporrate (selective anticholinergic

agent) ‡æ◊ËÕ™à«¬≈¥º≈¢â“ß‡§’¬ß‡√◊ËÕßÀ—«„® æ∫«à“°≈ÿà¡∑’Ë‰¥â¬“π—ÈπÕ“°“√∑âÕßºŸ°¥’¢÷Èπ¡“°

 “¡“√∂≈¥√–¬–‡«≈“μ—Èß·μà„Àâ¬“®π∂à“¬Õÿ®®“√–ÕÕ°‰¥â (mean time to evacua-

tion) ‡¡◊ËÕ‡∑’¬∫°—∫¬“À≈Õ° (placebo) ‰¡à«à“®–‰¥â√—∫À√◊Õ‰¡à‰¥â√—∫¬“ glycoporrate

√à«¡¥â«¬°Áμ“¡

2.2 ¬“‡ÀπÁ∫∑«“√ (suppositories)

ÕÕ°ƒ∑∏‘Ï°√–μÿâπ°“√∫’∫μ—«¢Õß≈”‰ â„À≠à ¡—°π‘¬¡„™â√—°…“Õ“°“√∑âÕß

ºŸ°„πºŸâªÉ«¬∑’Ë‰¥â√—∫∫“¥‡®Á∫∑’Ë‰¢ —πÀ≈—ß ¬“∑’Ë¡’„™â ‰¥â·°à glycerine ´÷ËßÕÕ°ƒ∑∏‘Ï

°√–μÿâπ∑«“√Àπ—°‡©æ“–∑’Ë·≈–™à«¬À≈àÕ≈◊Ëπ ·≈–¬“¬Õ¥π‘¬¡§◊Õ bisacodyl ´÷ËßÕÕ°

ƒ∑∏‘Ï‚¥¬μ√ßμàÕºπ—ß≈”‰ â„À≠à ™à«¬°√–μÿâπ„Àâ¡’°“√∫’∫μ—«‰¥âμ≈Õ¥≈”‰ â„À≠à ‚¥¬

√Ÿª·∫∫¢Õß¬“®–º ¡°—∫ HVB (hydrogenated vegetable oil-based bisacodyl)

À√◊Õ PEG (polyethylene glycol-based bisacodyl) ·μàæ∫«à“ª√– ‘∑∏‘¿“æ¢Õß°≈ÿà¡

PEG base ¥’°«à“24,25

3. °“√√—°…“‚¥¬°“√ºà“μ—¥ (surgery)

‡π◊ËÕß®“°°“√√—°…“‚¥¬‰¡à„™â¬“·≈–°“√„™â¬“‰¥âº≈‡æ’¬ßª√–¡“≥√âÕ¬≈–

70 ®÷ß¡’ºŸâªÉ«¬Õ’°®”π«πÀπ÷Ëß´÷Ëß°“√√—°…“¥â«¬¬“‰¥âº≈‰¡à¥’ °“√ºà“μ—¥®÷ß‡¢â“¡“¡’∫∑∫“∑

´÷Ëß à«π„À≠à®–„™â„πºŸâªÉ«¬∑’Ë∑âÕßºŸ°¡“° ‰¡à “¡“√∂∂à“¬ÕÕ°‰¥â‚¥¬«‘∏’μà“ßÊ ¢â“ßμâπ

°“√√—°…“¡’ 3 «‘∏’ ‰¥â·°à

3.1 °“√Ωíß‡§√◊ËÕß°√–μÿâπ (implantation of electrical stimulant

systems)

°“√Ωíß‡§√◊ËÕß°√–μÿâπ√“°ª√– “∑ (sacral anterior root stimulation)
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´÷Ëß®–Ωíß‡¢â“‰ª∑’Ë∫√‘‡«≥√“°ª√– “∑ à«π S2, S3 À√◊Õ S4 ¥â“π„¥¥â“πÀπ÷Ëß ®“°π—Èπ

°√–μÿâπ¥â«¬‰øøÑ“°”≈—ßÕàÕπ 0.5 ∂÷ß 3 ‚«≈∑å ∑’Ë§«“¡∂’Ë 15 ‡Œ‘√å´ ®–∑”„Àâ‡°‘¥º≈

‚¥¬μ√ßμàÕ°≈â“¡‡π◊ÈÕ¢Õß°√–‡æ“–ªí  “«– (bladder muscle) ÀŸ√Ÿ¥∑àÕªí  “«–

(urethral sphincter) ·≈–ÀŸ√Ÿ¥∑«“√Àπ—° (anal sphincter) ‚¥¬ºà“π∑“ß motor

nerve ·μàμàÕ¡“æ∫«à“°“√ÕÕ°ƒ∑∏‘Ï àßº≈‡™‘ß´âÕπ ‚¥¬ÕÕ°ƒ∑∏‘Ï°—∫∑—Èß motor, sen-

sory √«¡‰ª∂÷ß autonomic system26 «‘∏’π’È∑”„Àâ°“√‡§≈◊ËÕπ‰À«¢Õß≈”‰ â„À≠à¥’¢÷Èπ

‡æ‘Ë¡°“√∫’∫μ—«¢Õß≈”‰ â„À≠à √«¡∂÷ß∑”„Àâ§ÿ≥¿“æ™’«‘μ¢ÕßºŸâªÉ«¬¥’¢÷Èπ¥â«¬27,28

3.2 ºà“μ—¥‡ªî¥∂à“¬∑“ßÀπâ“∑âÕß (colostomy)

„πºŸâªÉ«¬∑’Ë∑âÕßºŸ°¡“° °“√ºà“μ—¥‡ªî¥∂à“¬∑“ßÀπâ“∑âÕß “¡“√∂™à«¬„Àâ

§ÿ≥¿“æ™’«‘μ¥’¢÷Èπ ·≈–‡§¬¡’°“√»÷°…“æ∫«à“≈¥ªí≠À“‡°’Ë¬«°—∫√–∫∫∑“ß‡¥‘πÕ“À“√

·≈–≈¥Õ—μ√“°“√πÕπ‚√ßæ¬“∫“≈29,30 «‘∏’π’È®–„™â‡¡◊ËÕ√—°…“¥â«¬«‘∏’°“√¢â“ßμâπ·≈â«‰¡à

¥’¢÷Èπ πÕ°®“°π’È¬—ß‰¥âº≈¥’„π°√≥’∑’ËºŸâªÉ«¬¡’ªí≠À“Õ◊Ëπ∑’Ë‡°‘¥®“°°“√∫“¥‡®Á∫∑’Ë‰¢ —πÀ≈—ß

‡™àπ ‡°‘¥·º≈°¥∑—∫≈÷° μ‘¥‡™◊ÈÕ„°≈â∫√‘‡«≥∑«“√Àπ—° ‡ªìπμâπ

¿“æ∑’Ë 1 The Malone Antegrade Continence Enema and the Enema Continence (MACE)
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3.3 °“√ «π≈â“ß≈”‰ â‚¥¬°“√ºà“μ—¥ The Malone Antegrade Con-

tinence Enema and the Enema Continence (MACE)
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