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 «— ¥’§√—∫ ∑à“π ¡“™‘° ¡“§¡œ

®ÿ≈ “√©∫—∫π’È‡ªìπ®ÿ≈ “√©∫—∫·√° ”À√—∫°Õß∫√√≥“∏‘°“√®ÿ≈ “√ ¡“§¡œ
™ÿ¥„À¡à „π ¡—¬¢Õß∑à“ππ“¬° ¡“§¡œ æ≠. ‚©¡»√’ ‚¶…‘μ™—¬«—≤πå π–§√—∫ ´÷Ëß®–
¡’°“√‡ª≈’Ë¬π·ª≈ß√Ÿª·∫∫¢Õß®ÿ≈ “√®“°‡¥‘¡ ‚¥¬μàÕ®“°π’È®ÿ≈ “√ ¡“§¡®–®—¥
æ‘¡æå„∫√Ÿª‡≈à¡·∫∫ electronic (PDF) ‡∑à“π—Èπ ‡√“®–‰¡à®—¥æ‘¡æå‡ªìπ‡≈à¡·≈â«π–§√—∫
∑—Èßπ’È‡π◊ËÕß®“°‡∑§‚π‚≈¬’∑’Ë‡ª≈’Ë¬π·ª≈ß‰ª∑”„Àâæƒμ‘°√√¡¢ÕßºŸâÕà“π à«π„À≠à°Á
‡ª≈’Ë¬π‰ª °“√‡°Á∫‡ªìπ PDF file πà“®– –¥«°°«à“ ∑”„Àâ‡√“®—¥æ‘¡æå∫∑§«“¡‰¥â¡“°¢÷Èπ
·≈–„™âß∫ª√–¡“≥πâÕ¬≈ß§√—∫ ‚¥¬‡√“®– àß link download PDF ‰ª¬—ß email
¢Õß ¡“™‘° ¡“§¡œ ∑ÿ°§π ·≈–®–·ª–‰«â„π Facebook ·≈– website  ¡“§¡œ
(www.thaigastro.net) π–§√—∫

‡π◊ÈÕÀ“À≈—°Ê„π©∫—∫°Á¬—ß§ß‡ªìπ‡™àπ‡¥‘¡π–§√—∫ §◊Õ case discussion ®“°
interhospital conference ·≈– topic review ®“° ∂“∫—πμà“ßÊ πÕ°®“°π’È„π
‡≈à¡μàÕÊ‰ª º¡®–æ¬“¬“¡À“¢à“« “√ ·≈–¢Õ∫∑§«“¡‡æ‘Ë¡‡μ‘¡®“°Õ“®“√¬å®“°
 ∂“∫—πμà“ßÊ „π√Ÿª·∫∫¢Õß  √ÿª‡π◊ÈÕÀ“ —Èπ„π topic ∑’Ë°”≈—ß‡ªìπ∑’Ë π„® À√◊Õ guide-
line „À¡àÊ, ¿“æ‡Õ°´‡√¬å, ¿“æ àÕß°≈âÕß∑’Ë À√◊Õμ—«Õ¬à“ßºŸâªÉ«¬∑’Ëπà“ π„® ¡“‡æ‘Ë¡
‡μ‘¡„π à«π∑â“¬‡≈à¡π–§√—∫  ÿ¥∑â“¬π’Èº¡μâÕß¢Õ¢Õ∫§ÿ≥ æ≠. ¡≥±‘√“ ¡≥’√—μπ–æ√,
æ≠. æ‘¡æå»‘√‘ »√’æß»åæ—π∏å, πæ. æ‘‡»… æ‘‡»…æß…“ ·≈– πæ. ªî¬–æ—π∏å æƒ°…
æ“π‘™ ∑’Ë™à«¬ ≈–·√ß ≈–‡«≈“¡“™à«¬‡ªìπ°Õß∫√√≥“∏‘°“√¢Õß®ÿ≈ “√ “¡§¡¥â«¬§√—∫

 ¡“™‘°∑à“π„¥¡’¢âÕ‡ πÕ·π–‡æ‘Ë¡‡μ‘¡ À√◊Õ¡’∫∑§«“¡, ¿“æ‡Õ°´‡√¬å À√◊Õ
¿“æ àÕß°≈âÕßπà“ π„®  “¡“√∂ àß¡“‰¥â∑’Ëº¡ μ“¡ email ¥â“π≈à“ßπ’Èπ–§√—∫
¢Õ∫§ÿ≥¡“°§√—∫

πæ. ‡©≈‘¡√—∞ ∫—≠™√‡∑«°ÿ≈

(∫√√≥“∏‘°“√)
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A Woman with Intractable Nausea
and Vomiting

«‘®—°…≥å °“≠®πÕÿ∑—¬
¿Ÿ√‘æß»å °‘®¥”√ß∏√√¡

Àπà«¬«‘™“√–∫∫∑“ß‡¥‘πÕ“À“√ ¿“§«‘™“Õ“¬ÿ√»“ μ√å §≥–·æ∑¬»“ μ√å ¡À“«‘∑¬“≈—¬‡™’¬ß„À¡à

Interhospital Conference
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A 40-year-woman with nausea and vomiting
ºŸâªÉ«¬À≠‘ß‰∑¬§Ÿà Õ“¬ÿ 40 ªï Õ“™’æ¢â“√“™°“√§√Ÿ ¿Ÿ¡‘≈”‡π“ ®—ßÀ«—¥æ–‡¬“

CC : Õ“‡®’¬π 2 ªï °àÕπ¡“‚√ßæ¬“∫“≈

PI : 2 ªï °àÕπ¡“‚√ßæ¬“∫“≈ ºŸâªÉ«¬¡’Õ“°“√Õ“‡®’¬π¡“°‡ªìπ Ê À“¬ Ê √–¬–

‡«≈“∑’Ë¡’Õ“°“√‰¡à·πàπÕπ Õ“‡®’¬π§√—Èß≈– 1-2 «—π ·≈â«Õ“°“√¥’¢÷Èπ‡Õß ™à«ß∑’Ë¡’Õ“°“√

®–Õ“‡®’¬πμ≈Õ¥‡«≈“ √—∫ª√–∑“πÕ“À“√‰¡à‰¥â ÕàÕπ‡æ≈’¬¡“°¢÷Èπ πÈ”Àπ—°‡√‘Ë¡≈¥≈ß

28 °‘‚≈°√—¡ „π√–¬–‡«≈“ 8 ‡¥◊Õπ (70 °‘‚≈°√—¡ ≈¥≈ß‡À≈◊Õ 42 °‘‚≈°√—¡) ≈—°…≥–

¢ÕßÕ“‡®’¬π‡ªìπ‡»…Õ“À“√ªππÈ”√ ¢¡ ’‡¢’¬« ‰¡à¡’‡≈◊Õ¥ªπ ‰¡à¡’Õ“°“√«‘ß‡«’¬π

»’√…–·≈–‰¡àª«¥»’√…– ∂à“¬Õÿ®®“√–ª°μ‘¥’

√–À«à“ß∑’Ë¡’Õ“°“√ºŸâªÉ«¬¡“μ√«®∑’Ë √æ.¡À“√“™π§√‡™’¬ß„À¡à μ√«®æ∫ hy-

pokalemia with metabolic alkalosis ·≈–‰¥â„Àâ°“√√—°…“®πºŸâªÉ«¬Õ“°“√¥’¢÷Èπ

®÷ß„Àâ°≈—∫∫â“π

3  —ª¥“Àå °àÕπ¡“‚√ßæ¬“∫“≈ ºŸâªÉ«¬¡’Õ“°“√Õ“‡®’¬π¡“°π“π 2  —ª¥“Àå

‰¥â‰ª√—∫°“√√—°…“∑’Ë‚√ßæ¬“∫“≈ª√–®”®—ßÀ«—¥ μ√«®æ∫¿“«– hypokalemia with

metabolic alkalosis μ≈Õ¥ Õ“°“√‰¡à∑ÿ‡≈“®÷ß ‰¥â√—∫°“√ àßμ—«‡¢â“√—∫°“√√—°…“∑’Ë

√æ.¡À“√“™π§√‡™’¬ß„À¡à

PH : ªØ‘‡ ∏‚√§ª√–®”μ—«Õ◊Ëπ Ê

ºŸâªÉ«¬‡§¬¡’ª√–«—μ‘‰¥â√—∫°“√«‘π‘®©—¬ Acontractile bladder ‡¡◊ËÕ‡¥◊Õπ
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°—π¬“¬π 2555 ‡π◊ËÕß®“°¡’Õ“°“√¢Õß urinary retention ‰¥â√—∫°“√√—°…“μàÕ‡π◊ËÕß

∑’Ë·ºπ°»—≈¬°√√¡∑“ß‡¥‘πªí  “«– ªí®®ÿ∫—πÕ“°“√ª°μ‘¥’

Personal history :

ªØ‘‡ ∏ª√–«—μ‘¥◊Ë¡ ÿ√“  Ÿ∫∫ÿÀ√’Ë ·≈–°“√„™â “√‡ æμ‘¥

ªØ‘‡ ∏ª√–«—μ‘·æâ¬“ ·æâÕ“À“√

Family history :

ªØ‘‡ ∏ª√–«—μ‘‚√§∑“ßæ—π∏ÿ°√√¡„π§√Õ∫§√—«

ªØ‘‡ ∏∫ÿ§§≈„π§√Õ∫§√—«∑’Ë¡’Õ“°“√‡™àπ‡¥’¬«°—∫ºŸâªÉ«¬

Physical Examination

V/S : BT 36 oC, PR 108/min, RR 18/min, BP 120/84 mmHg (Body

weight 43 kg)

GA : A middle aged female, good consciousness, not pale, no

jaundice, fatigue

HEENT : No pale conjunctivae, no icteric sclerae, mild dry lips and

dry tongue

Heart : Regular rhythm, tachycardia, normal S1 & S2, no mur-

mur

Lungs : Equal breath sound, clear, no adventitious sound

Abdomen : Scaphoid abdomen, linear surgical scar below umbilicus

1 cm., hyperactive bowel sound, soft, no tenderness, liver

span 9 cm., liver and spleen canût be palpated

Neuro : E4V5M6, motor grade V/V all extremities, sensory intact

all, cranial nerve intact all

Extremities : No pitting edema, no clubbing of fingers

º≈°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√

CBC : WBC 5,900/mm3 (PMN 62.6%, L 31.5%, M 5.4%), Hb 10.8 g/dL, Hct
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39% (MCV 64.4), Platelet 317,000/mm3

BUN 6 mg/dL, Cr 0.5 mg/dL, FBS 92 mg/dL

LFT : Albumin 4.8 g/dL, Globulin 2.9 g/dL, TB 0.78 mg/dL, DB 0.29 mg/

dL, AST 22 U/L, ALT 14 U/L, ALP 39 U/L

Electrolyte : Na 143 mEq/L, K 2.4 mEq/L, Cl 97 mEq/L, CO2 33 mEq/L,

P 4.7 mg/dL, Mg 1.71 mg/dL

TFT : FT3 0.22 ng/dl (0.18-0.46)

FT4 1.11 ng/dl (0.9-1.7)

TSH 0.98 uU/ml (0.27-4.2)

Serum morning cortisol : 61.78 ng/dl

Urine pregnancy test : Negative

 √ÿªªí≠À“¢ÕßºŸâªÉ«¬

1. Intractable nausea and vomiting

2. Hypokalemia with metabolic alkalosis

3. History of acontractile bladder

Õ¿‘ª√“¬

ºŸâªÉ«¬√“¬π’È¡’ªí≠À“§≈◊Ëπ‰ â·≈–Õ“‡®’¬π¡“°‡ªìπ Ê À“¬ Ê ™à«ß∑’Ë¡’Õ“°“√

®–Õ“‡®’¬π¡“°®π∑”„Àâ¡’¿“«– hypokalemia with metabolic alkalosis ·≈–

™à«ß∑’Ë‰¡à¡’Õ“°“√®–À“¬ π‘∑ ‚¥¬∑’ËºŸâªÉ«¬¡’ª√–«—μ‘ acontractile bladder „π‡¥◊Õπ

°—π¬“¬π æ.». 2555 ´÷ËßºŸâªÉ«¬ “¡“√∂À“¬‡ªìπª°μ‘‰¥â‡Õß

 “‡Àμÿ¢Õß¿“«–§≈◊Ëπ‰ â·≈–Õ“‡®’¬π„πºŸâªÉ«¬√“¬π’È∑’ËÕ“®‡ªìπ‰ª‰¥â ´÷ËßμâÕß

Õ“»—¬°“√«‘π‘®©—¬·¬°‚√§®“°æ¬“∏‘°”‡π‘¥¢Õß¿“«–π’È√à«¡°—∫ª√–«—μ‘„πÕ¥’μ ‰¥â·°à

1.  “‡Àμÿ∑’Ë‡°‘¥®“°°“√°√–μÿâπºà“π visceral afferent fiber ‚¥¬°≈‰°

 à«π„À≠à®–ºà“π∑“ß√–∫∫∑“ß‡¥‘πÕ“À“√ ‰¥â·°à  “‡Àμÿ∑’Ë∑”„Àâ‡°‘¥°“√ distention

¢ÕßÕ«—¬«–∑’Ë‡°’Ë¬«¢âÕß°—∫√–∑“ß‡¥‘πÕ“À“√

1.1 ¿“«–°“√Õÿ¥μ—π¢Õß∑“ß‡¥‘πÕ“À“√ (gastric outlet obstruction,
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small bowel obstruction) ·≈–º≈°“√μ√«®°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√‡æ‘Ë¡‡μ‘¡

æ∫«à“ º≈ª°μ‘‰¡àÕ∏‘∫“¬ “‡Àμÿ°“√°“√§≈◊Ëπ‰ â ·≈–Õ“‡®’¬π®“°¿“«–π’È

1.2 ¿“«–°“√‡§≈◊ËÕπ‰À«¢Õß∑“ß‡¥‘πÕ“À“√∑’Ë™â“°«à“ª°μ‘ (gastropare-

sis, small bowel dysmotility)

§‘¥∂÷ß®“°¿“«–‡À≈à“π’È‰¥âπâÕ¬‡π◊ËÕß®“°ª√–«—μ‘¢ÕßÕ“°“√πà“®–‡ªìπ·∫∫

‡©’¬∫æ≈—πÀ√◊Õ§àÕ¬Ê ‡ªìπ¡“°¢÷Èπ‚¥¬∑’Ë‰¡à¡’™à«ß‡«≈“∑’ËÀ“¬ ·≈–À≈—ßÕ“‡®’¬πºŸâªÉ«¬

‰¡à¡’Õ“°“√¥’¢÷Èπ ·≈–μ√«®√à“ß°“√‰¡àæ∫ distended abdomen, high-pitched

hyperactive bowel sound, succussion splash

1.3 ¿“«–°“√Õ—°‡ ∫μ‘¥‡™◊ÈÕ (gastroenteritis, food poisoning) ¿“«–

peritoneal irritation (peritonitis) ¿“«–‚√§∑’Ë‡°‘¥®“° hepatobiliary and pan-

creatic disorder (acute viral hepatitis, acute pancreatitis, acute chole-

cystitis) ́ ÷Ëß„πºŸâªÉ«¬√“¬π’È§‘¥∂÷ß¿“«–μà“ß Ê ‡À≈à“π’ÈπâÕ¬ ‡π◊ËÕßª√–«—μ‘ºŸâªÉ«¬‰¡à¡’‰¢âÀ√◊Õ

prodromal symptoms „¥ Ê π”¡“°àÕπ ‰¡à¡’Õ“°“√ª«¥∑âÕß ∂à“¬Õÿ®®“√–ª°μ‘¥’

·≈–μ√«®√à“ß°“¬∑“ß™àÕß∑âÕßÕ¬Ÿà„π‡°≥±åª°μ‘

2. ¿“«–∑’Ë‡°’Ë¬«¢âÕß°—∫°“√√∫°«π chemoreceptor trigger zone ‰¥â·°à

2.1 ¬“∑’Ë°√–μÿâπ ‡™àπ ¬“‡§¡’∫”∫—¥ ¬“°—π™—° ¬“§ÿ¡°”‡π‘¥ ¬“√—°…“

‚√§æ“√å°‘π —π ¬“≈¥§«“¡¥—π∫“ß™π‘¥ (beta-blockers, digoxin) ´÷Ëß®“°ª√–«—μ‘ºŸâ

ªÉ«¬‰¡à‰¥â√—∫¬“¥—ß°≈à“«

2.2 °“√©“¬· ß ºŸâªÉ«¬‰¡à¡’ª√–«—μ‘°“√‡§¬√—°…“‚√§¥â«¬«‘∏’π’È

2.3 ‚√§ systemic disorder Õ◊Ëπ Ê ‡™àπ ¿“«– DKA, uremia, hy-

perthyroidism, adrenal crisis, hyponatremia, parathyroid disease, preg-

nancy ́ ÷Ëß§‘¥∂÷ß¿“«–π’ÈπâÕ¬≈ß ‡π◊ËÕß®“°ª√–«—μ‘ºŸâªÉ«¬‰¡à¡’Õ“°“√∑“ß systemic ‡À≈à“π’È

°“√μ√«®√à“ß°“¬‰¡àæ∫§«“¡º‘¥ª°μ‘ ·≈–°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√‰¡à¡’º≈∑’Ë∫àß

™’È∂÷ß¿“«–‡À≈à“π’È

3. ‚√§∑“ß√–∫∫ª√– “∑

„πºŸâªÉ«¬√“¬π’È§‘¥∂÷ß®“°¿“«–π’È‰¥â‚¥¬μâÕß exclude  “‡ÀμÿÕ◊Ëπ Ê ÕÕ°‰ª

°àÕπ √à«¡°—∫°“√μ√«®∑“ß√—ß ’«‘∑¬“‡æ‘Ë¡‡μ‘¡ ‡π◊ËÕß®“°°“√Õ“‡®’¬π∂Ÿ°§«∫§ÿ¡§ÿ¡‚¥¬
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vomiting center ´÷ËßÕ¬Ÿà∑’Ë°â“π ¡Õß à«π medulla ´÷Ëß∑”Àπâ“∑’Ë§«∫§ÿ¡°“√Õ“‡®’¬π

ºŸâªÉ«¬√“¬π’È¡’ª√–«—μ‘ acontractile bladder √à«¡¥â«¬ ·≈–Õ“°“√°Á¥’¢÷Èπ‡Õß √à«¡

°—∫¿“«–§≈◊Ëπ‰ âÕ“‡®’¬π¥’¢÷Èπ‡Õß‰¥â ́ ÷ËßÕ“®‡°‘¥®“° “‡Àμÿ„π°≈ÿà¡‚√§ demyelinating

disorder ‰¥â ·≈–®“°°“√μ√«®‡Õ°´‡√¬å§≈◊Ëπ·¡à‡À≈Á°‰øøÑ“ ¡Õß°Áæ∫√Õ¬‚√§∫√‘‡«≥

area prostema (¿“æ∑’Ë 1)

ºŸâªÉ«¬√“¬π’È‰¥â àßª√÷°…“Õ“¬ÿ√·æ∑¬å‚√§√–∫∫ª√– “∑ À≈—ß®“°∑’Ë‰¥âμ√«®

‡Õ°´‡√¬å§≈◊Ëπ·¡à‡À≈Á°‰øøÑ“ ¡Õß·≈–æ∫ “‡Àμÿ∑’Ë∑”„ÀâºŸâªÉ«¬¡’Õ“°“√§≈◊Ëπ‰ â·≈–Õ“

‡®’¬π‡ªìπÊ À“¬Ê ∑“ßÕ“¬ÿ√·æ∑¬å‚√§√–∫∫ª√– “∑‰¥â„Àâ°“√«‘π‘®©—¬‡ªìπ°≈ÿà¡

Õ“°“√¢Õß demyelinating disorder ™π‘¥Àπ÷Ëß ‡√’¬°«à“ neuromyelitis optica

·≈–‡¢â“√—∫°“√√—°…“μ—«„π‚√ßæ¬“∫“≈‡ªìπ§√—Èß§√“«·≈–¡’°“√ª√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π

ªí®®ÿ∫—πºŸâªÉ«¬‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π‡ªìπ prednisolone (5 mg) 8 ‡¡Á¥ «—π≈– 1 §√—Èß

·≈–ª√—∫≈¥≈ß∑ÿ° 2  —ª¥“Àå  —ª¥“Àå≈– 2 ‡¡Á¥ √à«¡°—∫ mycophenolate mofetil

(250 mg) 3 ‡¡Á¥ «—π≈– 3 §√—Èß ‚¥¬¡’°“√ª√—∫¬“∑ÿ°§√—Èß∑’ËºŸâªÉ«¬¡“μ‘¥μ“¡°“√√—°…“

¿“æ∑’Ë 1 ‡Õ°´‡√¬å§≈◊Ëπ·¡à‡À≈Á°‰øøÑ“ ¡Õß
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Review

§≈◊Ëπ‰ â Õ“‡®’¬π (Nausea and Vomiting)

π‘¬“¡

Õ“°“√§≈◊Ëπ‰ â (nausea) §◊Õ §«“¡√Ÿâ ÷°∑’ËÕ¬“°®–Õ“‡®’¬π ∑’Ë∫√‘‡«≥≈‘Èπªïò

À√◊Õ§Õ (feeling of impending vomiting in the epigastrium or throat)

Õ“°“√Õ“‡®’¬π (vomiting) §◊Õ ¿“«–∑’Ë¡’°“√¢—∫‡§≈◊ËÕπÕ“À“√À√◊Õ “√§—¥

À≈—Ëß„π°√–‡æ“–Õ“À“√À√◊Õ≈Ì“‰ â‡≈Á° ÕÕ°¡“∑“ßª“°‚¥¬®–μâÕß¡’°“√„™â·√ß„π°“√

¢—∫‡§≈◊ËÕπ “√¥—ß°≈à“« (Forceful expelling) „π¢≥–∑’ËÕ“‡®’¬π®–¡’°“√‡°√Áßμ—«¢Õß

°≈â“¡‡π◊ÈÕÀπâ“∑âÕß√à«¡°—∫°“√À¥μ—«Õ¬à“ß·√ß¢Õß°√–∫—ß≈¡ ·≈–¡’°“√À¥μ—«¢Õß

°√–‡æ“–Õ“À“√ à«π pylorus  à«π°≈â“¡‡π◊ÈÕ∫√‘‡«≥ cardia ¢Õß°√–‡æ“–Õ“À“√·≈–

lower esophageal sphincter ®–‡°‘¥°“√§≈“¬μ—« ∑Ì“„Àâ‡°‘¥°“√¥—π ‘Ëß∑’ËÕ¬Ÿà„π

°√–‡æ“–Õ“À“√„ÀâæÿàßÕÕ°¡“

æ¬“∏‘ √’√«‘∑¬“ (Pathophysiology)

 

°“√Õ“‡®’¬π‡ªìπ ‘Ëß∑’Ë™à«¬„π°“√°”®—¥ “√æ‘…„π√–∫∫∑“ß‡¥‘πÕ“À“√ ‚¥¬¡’

»Ÿπ¬å°≈“ß°“√§«∫§ÿ¡Õ¬Ÿà∑’Ë°â“π ¡Õß (medulla) ´÷Ëßª√–°Õ∫¥â«¬°≈ÿà¡‡´≈≈å

ª√– “∑∑’Ë§«∫§ÿ¡°“√§≈◊Ëπ‰ âÕ“‡®’¬π ‰¥â·°à area postrema, nucleus tractile
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solitaries ·≈– central pattern generator

Vomiting center ‰¥â√—∫°“√°√–μÿâπºà“π afferent input 4 ∑“ß ‰¥â·°à

1. Visceral afferent fiber ®“°∑“ß‡¥‘πÕ“À“√·≈–∑“ß‡¥‘ππÌÈ“¥’ ‚¥¬‡¡◊ËÕ

¡’ distension, mucosal irritation, peritoneal irritation ®–¡’°“√°√–μÿâπºà“π

∑“ß 5-HT3 receptor ·≈â« àß —≠≠“≥ºà“π∑“ß vagus nerve μàÕ‰ª

2. Vestibular system ‚¥¬ºà“π∑“ß histamine H1 receptor ·≈–

muscarinic cholinergic receptor

3. High central nervous system center (Amygdala) ´÷Ëß “¡“√∂

°√–μÿâπ°“√Õ“‡®’¬π‚¥¬ºà“π —≠≠“≥∑’Ë‰¥â√—∫®“° sight, smell À√◊Õ emotional

experience ‡™àπ ºŸâªÉ«¬∑’Ë‰¥â√—∫¬“‡§¡’∫”∫—¥Õ“®¡’Õ“°“√Õ“‡®’¬π‡°‘¥¢÷Èπ‰¥â°àÕπ∑’Ë®–

¡’°“√„Àâ¬“‡¢â“ Ÿà√à“ß°“¬

4. Chemoreceptor trigger zone (CTZ) ́ ÷ËßÕ¬Ÿà∫√‘‡«≥¥â“ππÕ°¢Õß blood

brain barrier „π à«π area postrema ¢Õß ¡Õß à«π medulla. ∫√‘‡«≥π’È¡’ re-

ceptors μà“ßÊ Õ¬ŸàÕ¬à“ßÀπ“·πàπ ‰¥â·°à opioid, serotonin (5-HT), neurokinin

(NK1) ·≈– dopamine receptors ́ ÷Ëß “¡“√∂∂Ÿ°°√–μÿâπ‰¥â®“° ¬“·≈– “√æ‘…μà“ßÊ,

¿“«– hypoxia, uremia, acidosis ·≈– radiation therapy ‡ªìπμâπ

 “‡Àμÿ¢ÕßÕ“°“√§≈◊Ëπ‰ âÕ“‡®’¬π

1. ‡°‘¥®“°°“√°√–μÿâπºà“π visceral afferent fiber

1.1 Abdominal cause

1.1.1  “‡Àμÿ®“° Distention

(1) Mechanical obstruction

- Gastric outlet obstruction

➣ Complication ®“° Peptic ulcer disease

➣ Malignancy

- Small bowel obstruction

➣ Adhesion
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➣ Hernia

➣ Volvulus

➣ Stricture

➣ Tumor or malignancy

(2) Motility disorders

- Functional dyspepsia

- Gastroparesis

➣ Diabetic gastroparesis

➣ Postviral gastroparesis

➣ Postvagotomy

- Small bowel dysmotility

➣ Scleroderma

➣ Amyloidosis

➣ Chronic intestinal pseudo-obstruction

1.1.2  “‡Àμÿ®“° mucosal irritation ‰¥â·°à gastroenteritis

(®“°‰«√—  À√◊Õ·∫§∑’‡√’¬), food poisoning, drugs induced (‡™àπ NSAIDs, oral

antibiotics) ·≈–·Õ≈°ÕŒÕ≈å

1.2 Peritoneal irritation ‡™àπ appendicitis, peritonitis

1.3 Hepatobiliary or pancreatic disorders ‡™àπ acute viral hepa-

titis, acute pancreatitis, acute cholecystitis

1.4 Others

● Cardiac disease ‡™àπ acute myocardial infarction, con-

gestive heart failure

● Urologic disease ‡™àπ acute pyelonephritis, stones

● Nongastrointestinal (systemic) infection

2. CNS disorders

2.1 Demyelinating disorders
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2.2 Disorder of autonomic system

2.3 Hydrocephalus

● Congenital malformations

● Increased intracranial pressure

● Low-pressure hydrocephalus

2.4 Intracerebral lesions with edema

● Abscess

● Hemorrhage

● Infarction

● Neoplasm

2.5 Labyrinthine disorders

● Labyrinthitis

● Meniereûs disease

● Motion sickness

2.6 Meningitis

2.7 Migraine headaches

2.8 Seizure disorders

2.9 Visceral neuropathy

3. Irriation of chemoreceptor trigger zone

3.1 Drugs induced

● Antitumor chemotherapy ‰¥â·°à Cis-platinum, cytarabine,

dacarbazine, etoposide, 5-Fluorouracil, methotrexate, nitrogen mustard,

tamoxifen, vinblastine

● Antimicrobials ‰¥â·°à acyclovir, antituberculosis drugs,

erythromycin, sulfonamides, Tetracycline

● Cardiovascular drugs ‰¥â·°à antiarrhythmics, antihy-

pertensives, beta-blockers, calcium channel blockers, digoxin, diuretics
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● Central nervous system drugs ‰¥â·°à antiparkinsonian

drugs (levodopa and other dopamine agonists), anticonvulsants

● Gastrointestinal medications ‰¥â·°à azathioprine,

sulfasalazine

● Antidiabetic agents ‰¥â·°à metformin, acarbose

● Antigout drugs

● Narcotics

● Oral contraceptives

● Theophylline

3.2 Radiation therapy

3.3 Metabolic and endocrine disorders

● Acute intermittent porphyria

● Addisonûs disease

● Diabetic ketoacidosis

● Diabetes mellitus

● Hyperparathyroidism and other causes of hypercalcemia

● Hypoparathyroidism

● Hyperthyroidism

● Hyponatremia

● Pregnancy

● Uremia

● Paraneoplastic syndrome

¿“«–·∑√° ấÕπ®“°Õ“°“√§≈◊Ëπ‰ âÕ“‡®’¬π

1. °“√ Ÿ≠‡ ’¬πÌÈ“·≈–‡°≈◊Õ·√à Õ“®æ∫¿“«– hyponatremia, hypokale-

mia ·≈– metabolic alkalosis ‰¥â ®“°°“√ Ÿ≠‡ ’¬πÌÈ“·≈– sodium ®“° ‘Ëß∑’ËÕ“‡®’¬π

´÷Ëß®– àßº≈„Àâ circulatory volume ≈¥≈ß ‡°‘¥°“√°√–μÿâπ rennin-angiotensin-
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aldosterone system ∑”„Àâ‡°‘¥°“√ Ÿ≠‡ ’¬ potassium ÕÕ°∑“ßªí  “«–

πÕ°®“°π—Èπ¬—ß¡’°“√°√–μÿâπ antidiuretic hormone (ADH) ∑”„Àâ‡°‘¥°“√¥Ÿ¥´÷¡

πÌÈ“°≈—∫∑’Ë‰μ‡æ‘Ë¡¢÷Èπ  àß‡ √‘¡„Àâ‡°‘¥ hyponatremia ‡æ‘Ë¡¢÷Èπ

2. ¿“«–∑ÿæ‚¿™π“°“√ ¡—°æ∫„πºŸâªÉ«¬∑’Ë¡’Õ“°“√§≈◊Ëπ‰ â Õ“‡®’¬π‡√◊ÈÕ√—ß

∑”„Àâ‰¡à‰¥â “√Õ“À“√ √«¡∂÷ßÕ“®∑”„ÀâºŸâªÉ«¬°≈—«°“√√—∫ª√–∑“πÕ“À“√¥â«¬

‡π◊ËÕß®“°‡¡◊ËÕ√—∫ª√–∑“π‡¢â“‰ª°Á®–Õ“‡®’¬πÕÕ°¡“

3. ¿“«–·∑√° ấÕπÕ◊ËπÊ

°“√Õ“‡®’¬π·√ßÊ Õ“®∑”„Àâ‡°‘¥°“√©’°¢“¥¢Õß‡¬◊ËÕ∫ÿ∫√‘‡«≥√Õ¬μàÕ

√–À«à“ßÀ≈Õ¥Õ“À“√·≈–°√–‡æ“–Õ“À“√ ®π∑”„Àâ‡°‘¥‡≈◊Õ¥ÕÕ°‰¥â ‡√’¬°¿“«–π’È«à“

Mallory Weiss tear ∂â“°“√©’°¢“¥π—Èπ≈÷°¡“°°Á®–‡°‘¥°“√∑–≈ÿ¢ÕßÀ≈Õ¥Õ“À“√‰¥â

‡√’¬°«à“ Boerhaaveûs syndrome °“√Õ“‡®’¬π‡√◊ÈÕ√—ßÕ“®¡’º≈„Àâ‡°‘¥°“√ºÿ°√àÕπ

¢Õßøíπ®“°°√¥∑’Ëªπ¡“°—∫ ‘Ëß∑’ËÕ“‡®’¬π‰¥â ·≈–„π∫“ß√“¬∑’ËÕ“‡®’¬π√ÿπ·√ßÕ“®‡°‘¥

°“√·μ°¢ÕßÀ≈Õ¥‡≈◊Õ¥ΩÕ¬∫√‘‡«≥„∫Àπâ“·≈–Àπâ“Õ°‰¥â ‡°‘¥‡ªìπ petechiae À√◊Õ

purpura

°“√ Approach ªí≠À“ºŸâªÉ«¬∑’Ë¡“¥â«¬Õ“°“√§≈◊Ëπ‰ âÕ“‡®’¬π

°“√´—°ª√–«—μ‘ ª√–«—μ‘∑’Ë ”§—≠„π°“√«‘π‘®©—¬‚√§‰¥â·°à

1. ™à«ß‡«≈“∑’Ë‡°‘¥Õ“°“√ (Timing) ∂â“‡°‘¥¢÷ÈπÀ≈—ß∑“πÕ“À“√¡—°®–æ∫„π

mechanical obstruction ¢Õß GI tract À√◊Õ GI dysmotility ´÷ËßÀ≈—ß®“°

Õ“‡®’¬π·≈â«¡—°®–¥’¢÷Èπ ‡π◊ËÕß®“°¡’¿“«– distention ≈¥≈ß „π¢≥–∑’Ë “‡ÀμÿÕ◊ËπÊ

¡—°®–¬—ß¡’Õ“°“√§≈◊Ëπ‰ âÀ√◊ÕÕ“‡®’¬πÕ¬Ÿà Õ“°“√Õ“‡®’¬π∑’Ë‡°‘¥À≈—ßμ◊ËππÕπμÕπ‡™â“

¡—°æ∫„π pregnancy, uremia À√◊Õ chronic alcoholism

2. ≈—°…≥–¢Õß ‘Ëß∑’ËÕ“‡®’¬πÕÕ°¡“ (Character of vomitus) ‡ªìπ¢âÕ¡Ÿ≈

∑’Ë™à«¬„π°“√∫Õ°μ”·Àπàß¢Õß√Õ¬‚√§„π∑“ß‡¥‘πÕ“À“√‰¥â ‡™àπ ∂â“‡ªìπÕ“À“√‡°à“Ê

∑’ËºŸâªÉ«¬‡§¬√—∫ª√–∑“π‡¢â“‰ª√à«¡°—∫¡’√ ‡ª√’È¬«®“°°√¥ ¡—°‡°‘¥®“° gastric out-

let obstruction ·μà∂â“‡ªìπÕ“À“√∑’Ë¬—ß‰¡à¡’°“√¬àÕ¬ Õ“®¡’°≈‘Ëπ‡À¡Áπ√à«¡¥â«¬

‰¡à¡’√ ‡ª√’È¬«·≈–‰¡à¡’Õ“°“√§≈◊Ëπ‰ âπ”¡“°àÕπ ¡—°®–æ∫„π achalasia, Zenker
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diverticulum ‡ªìπμâπ ∂â“¡’πÌÈ“¥’ªπ ®–∑”„Àâμ—¥ “‡Àμÿ∑’Ë‡ªìπ°“√Õÿ¥μ—π∑’Ë proximal

μàÕ ampulla of Vater ÕÕ°‰ª‰¥â ∂â“¡’°≈‘Ëπ·≈– ’§≈â“¬Õÿ®®“√– (feculent emesis)

®–æ∫‰¥â„π small bowel obstruction, ¿“«–°“√Õÿ¥μ—πÀ√◊Õ dysmotility ∑’Ë¡’

bacterial overgrowth √à«¡¥â«¬ À√◊Õ gastrocolic fistula ‡ªìπμâπ ∂â“Õ“‡®’¬π

ÕÕ°¡“‡ªìππÌÈ“≈“¬‚¥¬‰¡à¡’Õ“À“√ªπ ¡—°®–æ∫„π°≈ÿà¡Õ◊ËπÊ ∑’Ë‰¡à‰¥â‡°‘¥®“° mechani-

cal obstruction ·≈– dysmotility ‡™àπ metabolic cause, toxin, mucosal/

peritoneal irritation À√◊Õ CNS disease

3. Õ“°“√√à«¡Õ◊ËπÊ (Associated symptoms)

● ∂â“¡’Õ“°“√ª«¥∑âÕß‡ªìπÕ“°“√‡¥àπ√à«¡¥â«¬ ¡—°®–æ∫„π “‡Àμÿ∑’Ë¡’°“√

Õ—°‡ ∫¢ÕßÕ«—¬«–„π™àÕß∑âÕß ‡™àπ acute appendicitis, acute pancreatitis, acute

cholecystitis, peritonitis

● ∂â“¡’Õ“°“√∂à“¬‡À≈« ‰¢â √à«¡¥â«¬¡—°®– —¡æ—π∏å°—∫ gastroenteritis,

food poisoning

● ∂â“¡’Õ“°“√‡«’¬π»’√…–√à«¡¥â«¬ ®–æ∫„π°≈ÿà¡∑’Ë‡ªìπ vestibular dis-

order ‡™àπ motion sickness, Meniere’s disease, labyrinthitis ‡ªìπμâπ

● ∂â“¡’Õ“°“√ª«¥»’√…–, visual change, altered mental status √à«¡

¥â«¬§«√π÷°∂÷ß “‡Àμÿ∑’Ë‡ªìπ CNS cause ‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß À“°¡’°“√Õ“‡®’¬π∑’Ë

‰¡à¡’Õ“°“√§≈◊Ëπ‰ âπ”¡“°àÕπ §«√π÷°∂÷ß “‡Àμÿ®“° increased intracranial pres-

sure ·≈â«∑”„Àâ‡°‘¥°“√°√–μÿâπ vomiting center ‚¥¬μ√ß

● Õ“°“√„® —Ëπ ª“°·Àâß§Õ·Àâß Àπâ“¡◊¥ ®– —¡æ—π∏å°—∫¿“«– dehydra-

tion Õ—π‡°‘¥®“°°“√Õ“‡®’¬π·≈â«∑”„Àâ‡°‘¥°“√‡ ’¬πÌÈ“‡ªìπª√‘¡“≥¡“°

4. ª√–«—μ‘‚√§ª√–®”μ—« ÷́ËßÕ“®∫àß™’È∂÷ß‚√§∑’Ë∑”„Àâ‡°‘¥Õ“°“√Õ“‡®’¬π‰¥â ∑—Èß

®“°¿“«–·∑√°´âÕπ¢Õß‚√§·≈–®“°¬“∑’Ë„™â„π°“√√—°…“

5. ª√–«—μ‘ª√–®”‡¥◊Õπ §«√∂“¡‡ ¡Õ„πºŸâªÉ«¬À≠‘ß«—¬‡®√‘≠æ—π∏å∑ÿ°√“¬

°“√μ√«®√à“ß°“¬

1. μâÕß¡’°“√ª√–‡¡‘π¿“«– dehydration ¢ÕßºŸâªÉ«¬∑’Ë¡“¥â«¬Õ“°“√
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Õ“‡®’¬π‡ ¡Õ ‰¥â·°à °“√ª√–‡¡‘π blood pressure, pulse rate, ¡’ orthostatic

hypotension À√◊Õ‰¡à, ¡’ poor skin turgor À√◊Õ dry mucous membrane À√◊Õ‰¡à

2. À“°μ√«®æ∫«à“¡’‰¢â §«√ ß —¬¿“«– infection À√◊Õ inflammation

‰¥â·°à GI infection, hepatobiliary-pancreatic inflammation, CNS infection

‡ªìπμâπ

3. Abdominal examination ‡æ◊ËÕ·¬°°≈ÿà¡∑’Ë‡ªìπ mechanical obstruc-

tion ‡™àπ °“√μ√«®¥Ÿ«à“¡’ distended abdomen, high-pitched hyperactive bowel

sound, succession splash À“°μ√«®æ∫ abdominal tenderness §«√ ß —¬

‚√§∑’Ë¡’°“√Õ—°‡ ∫¢ÕßÕ«—¬«–„π™àÕß∑âÕß

4. °“√μ√«®√à“ß°“¬∑“ß√–∫∫ª√– “∑ ‡æ◊ËÕ·¬°‚√§∑’Ë¡’√Õ¬‚√§„π ¡ÕßÀ√◊Õ

‡¬◊ËÕÀÿâ¡ ¡Õß ́ ÷Ëß‡ªìπ¿“«–©ÿ°‡©‘π ‡™àπ meningitis À√◊Õ¿“«– increased intracra-

nial pressure ®“°  “‡Àμÿμà“ßÊ ·≈–§«√μ√«® vestibular function ‡ ¡Õ ºŸâªÉ«¬∑’Ë¡’

peripheral À√◊Õ autonomic neuropathy Õ“® —¡æ—π∏å°—∫ gastroparesis À√◊Õ

intestinal pseudo-obstruction

5. °“√μ√«®√à“ß°“¬μ“¡√–∫∫Õ◊ËπÊ ‡æ◊ËÕ™à«¬„π°“√«‘π‘®©—¬ systemic À√◊Õ

endocrine disease ‡™àπ °“√μ√«®æ∫ asterixis „πºŸâªÉ«¬ uremia, °“√μ√«®À“

sign ¢Õß thyrotoxicosis ‡ªìπμâπ

°“√ àßμ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√

„πºŸâªÉ«¬∑’Ë¡’Õ“°“√Õ“‡®’¬π¡“° À√◊Õ μ√«®æ∫ dehydration §«√ àßμ√«®

electrolyte „π‡≈◊Õ¥ ´÷ËßÕ“®æ∫ hyponatremia, hypokalemic metabolic alka-

losis ‰¥â  à«π°“√ àßμ√«®Õ◊ËπÊ ¡—°∑”μ“¡§«“¡ ß —¬«à“  “‡Àμÿ®–‡ªìπ‚√§„π°≈ÿà¡„¥

¥—ßπ’È

● ∂â“ ß —¬ ¿“«–°“√Õ—°‡ ∫„π∑“ß‡¥‘πÕ“À“√À√◊Õ™àÕß∑âÕß §«√ àßμ√«®

CBC, liver function test, serum amylase „π∫“ß√“¬Õ“®μâÕß àßμ√«® abdomi-

nal ultrasound √à«¡¥â«¬

● ∂â“ ß —¬¿“«–°“√Õÿ¥μ—π¢Õß∑“ß‡¥‘πÕ“À“√ §«√ àß plain film ¢Õß
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abdomen ∑—Èß∑à“ supine ·≈– upright ·≈–∫“ß√“¬Õ“®μâÕß àßμ√«® esophago-

gastroduodenoscopy (EGD) μàÕ‰ª

● ∂â“ ß —¬¿“«– increased intracranial pressure §«√ àßμ√«® CT

brain

● ∂â“ ß —¬ metabolic cause „Àâ àßμ√«®‡≈◊Õ¥ ‡æ◊ËÕ¥Ÿ√–¥—∫¢Õß BUN,

creatinine, calcium, glucose, thyroid function test, cortisol

● „πºŸâªÉ«¬∑’Ë‡ªìπÀ≠‘ß«—¬‡®√‘≠æ—π∏å ¡’ª√–«—μ‘¢“¥ª√–®”‡¥◊Õπ À√◊Õ  ß —¬

°“√μ—Èß§√√¿å §«√ àßμ√«® pregnancy test
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Lymphoma and Hepatitis C Virus
πææ√ ‡®√‘≠∑Õß

æ‘¡æå»‘√‘ »√’æß»åæ—π∏ÿå
 “¢“«‘™“‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ ¿“§«‘™“Õ“¬ÿ√»“ μ√å

§≥–·æ∑¬»“ μ√å ¡. ß¢≈“π§√‘π∑√å

Review Article

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

∫∑π”

‡ªìπ∑’Ë∑√“∫°—π¥’«à“ ‰«√— μ—∫Õ—°‡ ∫´’ ‡ªìπ hepatotropic virus ‚¥¬„π

ª√–‡∑»‰∑¬æ∫°“√μ‘¥‡™◊ÈÕ‰¥âª√–¡“≥ 1-2% ¢ÕßºŸâ∑’Ë¡“∫√‘®“§‚≈À‘μ1 °“√μ‘¥‡™◊ÈÕ

‰«√— μ—∫Õ—°‡ ∫´’‡√◊ÈÕ√—ß°àÕ„Àâ‡°‘¥°“√Õ—°‡ ∫¢Õßμ—∫‚¥¬μ√ß π”‰ª Ÿà¿“«–μ—∫·¢Áß·≈–

¡–‡√Áßμ—∫‰¥â ·μàπÕ°‡Àπ◊Õ®“°º≈μàÕμ—∫‚¥¬μ√ß·≈â« ‰«√— μ—∫Õ—°‡ ∫´’¬—ß “¡“√∂

∑”„Àâ‡°‘¥Õ“°“√·≈–Õ“°“√· ¥ßπÕ°μ—∫ (extrahepatic manifestation) ‰¥âÀ≈“¬

√–∫∫‡™àπ°—π √«¡∑—Èßæ∫«à“¡’§«“¡ —¡æ—π∏å°—∫°“√‡°‘¥¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß¥â«¬

Extrahepatic manifestation ¢Õß‰«√— μ—∫Õ—°‡ ∫´’

ºŸâªÉ«¬‰«√— μ—∫´’‡√◊ÈÕ√—ß¡—°‰¡à¡’Õ“°“√· ¥ß·≈–¡“æ∫·æ∑¬å¥â«¬°“√μ√«®æ∫

‡≈◊Õ¥º‘¥ª°μ‘ À√◊Õ¡“¥â«¬¿“«–·∑√°´âÕπ∑“ßμ—∫ Õ¬à“ß‰√°Áμ“¡¬—ßæ∫«à“¡’Õ“°“√

· ¥ß¢ÕßÕ«—¬«–Õ◊ËπÊ‰¥â Õ“°“√· ¥ßπÕ°μ—∫∑’Ë‡ªìπ∑’Ë∑√“∫°—π¥’‡™àπ mixed cryoglo-

bulinemia, porphyria cutanea tarda ·≈– lichen planus ‡ªìπμâπ °“√»÷°…“¢Õß

Cacoub ·≈–§≥–„πªï §.».20002 æ∫«à“„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’‡√◊ÈÕ√—ß®”π«π 321

√“¬ ¡’ 122 √“¬ (38%) ¡’ extrahepatic manifestation ‚¥¬æ∫‰¥âÀ≈“¬√–∫∫

¥—ß· ¥ß„πμ“√“ß∑’Ë 1.
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§«“¡ —¡æ—π∏å√–À«à“ß‰«√— μ—∫Õ—°‡ ∫´’·≈–¡–‡√Áß∑“ß‚≈À‘μ«‘∑¬“

®“°¢âÕ¡Ÿ≈‡™‘ßª√–®—°…å„πªí®®ÿ∫—πæ∫«à“ °“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫ ’́‡√◊ÈÕ√—ß ¡’

§«“¡ —¡æ—π∏å°—∫¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß™π‘¥ non-Hodgkin ‚¥¬ histological sub-

type ∑’Ëæ∫«à“¡’√“¬ß“π‡æ‘Ë¡¢÷Èπ¡—°‡ªìπ marginal zone lymphoma (‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß

μ“√“ß∑’Ë 1 Õ“°“√· ¥ßπÕ°μ—∫ (extrahepatic manifestation) ¢Õß‰«√— μ—∫Õ—°‡ ∫´’‡√◊ÈÕ√—ß ·∫àßμ“¡

√–∫∫μà“ßÊ2-3

Õ“°“√∑“ßº‘«Àπ—ß

- Palpable purpura (7%)

- Raynold phenomenon (7%)

- Leukocytoclastic vasculitis (6%)

- Psoriasis (2%)

- Lichen planus (1%)

- Porphyria cutanea tarda (1%)

- Necrolytic acral erythema

∑“ß√–∫∫‚≈À‘μ«‘∑¬“

- Immune thrombocytopenia

- Monoclonal gammopathy

- Cryoglobulinemia

- Lymphoproliferative disorder

Õ“°“√∑“ßÀŸ§Õ®¡Ÿ°

- Sicca (12%)

- Sjogren syndrome

- Uveitis, corneal ulcer, scleritis

∑“ß√–∫∫μàÕ¡‰√â∑àÕ

- Glucose metabolism disorder

- Hypothyroidism

√–∫∫ª√– “∑

- Depression

- Cognitive impairment

- Fatigue

- Neuropathy (14%)

Rheumatology

- RA-like arthropathy

- Hepatic osteodystrophy

- Osteosclerosis

Autoantibodies

- Rheumatoid factor

- Anticardiolipin antibodies

- Smooth muscle antibodies

- Antithyroglobulin antibodies

Õ“°“√∑“ß‰μ

- Glomerulonephritis

- Proteinuria

- Microscopic hematuria

§«“¡º‘¥ª°μ‘¢ÕßÀ≈Õ¥‡≈◊Õ¥

- Mixed cryoglobulin vasculitis

- Myocarditis
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splenic marginal zone lymphoma4), lymphoplasmacytic lymphoma (LPL)

·≈– diffuse large B-cell lymphoma (DLBCL) ‚¥¬„π ªï §.».1994 Ferri ·≈–

§≥–5 ‰¥â√“¬ß“π§«“¡ —¡æ—π∏å√–À«à“ß°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’·≈–¡–‡√ÁßμàÕ¡πÈ”

‡À≈◊Õß ‚¥¬æ∫«à“¡’ºŸâμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’ 17 √“¬ ®“°ºŸâªÉ«¬ Non-Hodgkinûs

Lymphoma ∑—ÈßÀ¡¥ 50 √“¬ (§‘¥‡ªìπ 34%) ´÷Ëß·μ°μà“ß®“° Hodgkinûs Lym-

phoma ·≈–ª√–™“°√∑—Ë«‰ª´÷Ëßæ∫‰¥â 3% ·≈– 1% μ“¡≈”¥—∫ Õ’°∑—Èß¬—ß¡’°“√

√«∫√«¡¢âÕ¡Ÿ≈·∫∫ systematic review æ∫«à“‰«√— μ—∫Õ—°‡ ∫´’π—Èπ¡’§«“¡®”‡æ“–

μàÕ¡–‡√Áß∑“ß‚≈À‘μ«‘∑¬“·μà≈–™π‘¥‰¡à‡∑à“°—π ¥—ß· ¥ß„πμ“√“ß∑’Ë 2

 ”À√—∫„πª√–‡∑»‰∑¬‡Õß ‡§¬¡’°“√»÷°…“„πºŸâªÉ«¬¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß™π‘¥

non-Hodgkin æ∫«à“¡’§«“¡™ÿ°¢Õß°“√¡’‰«√— μ—∫Õ—°‡ ∫´’√à«¡¥â«¬ª√–¡“≥ 2.3%8

´÷ËßπâÕ¬°«à“∑’Ëæ∫®“°°“√»÷°…“„πª√–‡∑»·∂∫μ–«—πμ° ´÷ËßÕ“® Õ¥§≈âÕß°—∫

 ¡¡μ‘∞“π«à“ “¬æ—π∏ÿå (genotype) ¢Õß‰«√— μ—∫Õ—°‡ ∫´’ ¡’§«“¡ —¡æ—π∏åμàÕ°“√

‡°‘¥¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß∑’Ë·μ°μà“ß°—π ‚¥¬∫“ß√“¬ß“πæ∫«à“‰«√— μ—∫Õ—°‡ ∫´’ “¬æ—π∏ÿå∑’Ë

1, 2 ¡’§«“¡ —¡æ—π∏å°—∫°“√‡°‘¥¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß¡“°°«à“ “¬æ—π∏ÿåÕ◊ËπÊ9-11 (ºŸâªÉ«¬

„πª√–‡∑»‰∑¬ à«π„À≠à‡ªìπ “¬æ—π∏ÿå∑’Ë 3)

ªí®®ÿ∫—π¡’√“¬ß“π°“√»÷°…“°≈‰°¢Õß§«“¡ —¡æ—π∏å√–À«à“ß‰«√— μ—∫Õ—°‡ ∫

´’·≈–¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß ´÷Ëß “¡“√∂Õ∏‘∫“¬‰¥â 4 °≈‰°12 ‰¥â·°à

1. ‡°‘¥°“√°√–μÿâπ®“°·Õπμ‘‡®πÕ¬à“ß‡√◊ÈÕ√—ß (Chronic antigen stimu-

lation)

°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’‡√◊ÈÕ√—ß ∑”„Àâ‡°‘¥°“√°√–μÿâπ√–∫∫¿Ÿ¡‘§ÿâ¡°—π

¢Õß√à“ß°“¬Õ¬à“ßμàÕ‡π◊ËÕß ®“°°“√»÷°…“æ∫«à“°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’ ®–

°√–μÿâπ‡¡Á¥‡≈◊Õ¥¢“«™π‘¥ B-cell „Àâ √â“ß¿Ÿ¡‘¡“°¢÷Èπ ¥—ß®–‡ÀÁπ‰¥â®“°°“√‡æ‘Ë¡¢÷Èπ¢Õß

VH 1-69 ´÷Ëß‡ªìπ¿Ÿ¡‘∑’Ë √â“ß®“°‡¡Á¥‡≈◊Õ¥¢“«™π‘¥ B-cell „πμ—∫ ‚¥¬æ∫«à“ºŸâªÉ«¬

‰«√— μ—∫Õ—°‡ ∫´’ ¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß VH1-69 ‰¥â¡“°∂÷ß 20% ´÷Ëß Ÿß°«à“§π∑—Ë«‰ª∑’Ë

æ∫‰¥â‡æ’¬ß 1.6% ‡∑à“π—Èπ13 À≈—°∞“πÕ’°ª√–°“√Àπ÷Ëß∑’ËÕ∏‘∫“¬°≈‰°π’È‰¥â§◊Õ °“√‡æ‘Ë¡

¢÷Èπ¢Õß anti-E2 antibody ‡π◊ËÕß®“°√à“ß°“¬®– √â“ß·Õπμ‘∫Õ¥’ μàÕ‰«√— μ—∫Õ—°‡ ∫

´’∑’Ëμ”·Àπàß HCV-E214 °≈‰°¥—ß°≈à“«¡’§«“¡§≈â“¬§≈÷ß°—∫°“√μ‘¥‡™◊ÈÕ Helicobacter
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pylori ∑’Ë°√–μÿâπ„Àâ‡°‘¥ monoclonal malignant proliferation ·≈–‡°‘¥ Mucosa-

associated lymphoid tissue (MALT) lymphoma15

2. °“√®—∫°—π¢Õß HCV-E2 ·≈– CD81 (High-affinity binding be-

tween HCV-E2 and CD81)

æ∫«à“°“√®—∫°—π¢Õß HCV-E2 ·≈– CD81 ‚¥¬ CD81 ®–‡ªìπμ—«°√–μÿâπ

CD19, CD 20, ·≈– ‚ª√μ’π interferon-inducible Leu-13 (CD225) Õ’°∑Õ¥Àπ÷Ëß

®“°°“√®—∫°—π¢Õß HCV-E2 ·≈– CD81 π’È‡Õß ®–°√–μÿâπ„Àâ‡°‘¥ thyrosine phos-

phorylation ·≈– hypermutation ¢Õß immunoglobulin „π‡¡Á¥‡≈◊Õ¥¢“«™π‘¥

B-cell16 °√–∫«π°“√¥—ß°≈à“« àßº≈„Àâ ¡’°“√°√–μÿâπ B-cell ¡“°¢÷Èπ ·≈–¬—∫¬—Èß

°√–∫«π°“√μ“¬¢Õß‡´≈≈å ∑”„Àâ‡æ‘Ë¡‚Õ°“ °“√‡°‘¥¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß‰¥â17

μ“√“ß∑’Ë 2 §«“¡ —¡æ—π∏å¢Õß‰«√— μ—∫Õ—°‡ ∫´’·≈–¡–‡√Áß∑“ß‚≈À‘μ«‘∑¬“·μà≈–™π‘¥6-7

Dal Maso6 De Sanjose7

§.». 2006 §.». 2008

(Relative risk) (Odd ratio)

¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß√«¡∑ÿ°™π‘¥ 2.50 1.78

Non-Hodgkinûs Lymphoma -

- Nodular 2.46

- Extranodular 3.72

Marginal Zone Lymphoma 3.41 2.47

Follicular Lymphoma 2.73 1.02

Diffuse Large B-cell Lymphoma 2.65 2.24

Chronic Lymphocytic Leukemia 1.65 1.48

Multiple myeloma 1.57 -

T-cell Lymphoma 1.52 -

Hodgkinûs Lymphoma 1.46 -

Lymphoplasmacytic Lymphoma - 2.57
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3. °“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’‡¢â“‰ª„π‡´≈≈å‡¡Á¥‡≈◊Õ¥¢“«™π‘¥ B-cell

‚¥¬μ√ß (Direct infection of B cells by HCV)

‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’πÕ°®“°®–μ√«®æ∫‰¥â„ππÈ”‡≈◊Õ¥·≈–‡´≈≈åμ—∫·≈â«

π—Èπ¬—ß “¡“√∂μ√«®æ∫‰¥â„π‡´≈≈å‡¡Á¥‡≈◊Õ¥¢“«¥â«¬‡™àπ°—π ·μà‚¥¬∑—Ë«‰ª·≈â«‡™◊ÈÕ

‰«√— μ—∫Õ—°‡ ∫´’π—Èπ‰¡à “¡“√∂∑’Ë®–·∫àßμ—«À√◊Õ‡æ‘Ë¡®”π«π‰¥â„π‡´≈≈å‡¡Á¥‡≈◊Õ¥¢“«

‰¥â18 ‡«âπ·μà°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’„π CD5+ B cells À√◊Õ¡’°“√μ‘¥‡™◊ÈÕ Epstein-

Barr virus (EBV) √à«¡¥â«¬19 ÷́Ëß®–∑”„Àâ‡°‘¥°“√‡æ‘Ë¡®”π«π¢Õß‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫

´’„π‡´≈≈å¥—ß°≈à“«‰¥â ·≈–°√–μÿâπ°“√‡°‘¥¡–‡√Áß‡¡Á¥‡≈◊Õ¥¢“«‰¥â15

4. çHit and Runé transforming events

¡’°“√»÷°…“∑’Ëæ∫«à“‡´≈≈å‡¡Á¥‡≈◊Õ¥¢“«™π‘¥ B-cell ∑’Ë‰¥â√—∫°“√μ‘¥‡™◊ÈÕπ—Èπ®–

¡’‚Õ°“ „π°“√·ª≈√À— æ—π∏ÿ°√√¡º‘¥æ≈“¥‰¥â®“°°“√∑’Ë¡’ error-prone-polymerarse

·≈– activation-induced cytidine deaminase (AID) °àÕ„Àâ‡°‘¥°“√°≈“¬æ—π∏ÿå

°≈“¬‡ªìπ proto-oncogenes ·≈–‡¡◊ËÕ¡’§«“¡º‘¥æ≈“¥¢Õß tumor suppressor

genes ‡æ‘Ë¡‡μ‘¡°Á®– àßº≈„Àâ‡°‘¥¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß °√–∫«π°“√¥—ß°≈à“«π’È‡√’¬°«à“

çHit and Runé mechanism of transformation20

°“√√—°…“

·¡â„π™à«ß‰¡à°’Ëªï∑’Ëºà“π¡“ §«“¡°â“«Àπâ“¢Õß°“√√—°…“‰«√— μ—∫Õ—°‡ ∫ ’́‡√◊ÈÕ√—ß

¥â«¬¬“ direct antiviral agents (DAA) ‰¥âæ—≤π“¢÷Èπ‡ªìπÕ—π¡“° ‰¥âº≈μÕ∫

 πÕßμàÕ°“√√—°…“„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’‡√◊ÈÕ√—ß°«à“ 90% ·μà ”À√—∫¢âÕ¡Ÿ≈°“√

»÷°…“„πºŸâªÉ«¬¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß∑’Ë¡’‰«√— μ—∫Õ—°‡ ∫ ’́√à«¡¥â«¬ ¢âÕ¡Ÿ≈°“√√—°…“¥â«¬

DAA π—Èπ¬—ß¡’πâÕ¬¡“°  à«π„À≠à·≈â«‡ªìπ¢âÕ¡Ÿ≈¢Õß°“√√—°…“¥â«¬ interferen √à«¡

°—∫ ribavirin ‡ªìπÀ≈—° ¥—ß®–‰¥â°≈à“«μàÕ‰ª„π∑’Ëπ’È

1. °“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’‡æ◊ËÕ≈¥‚Õ°“ °“√‡°‘¥¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß

®“°°≈‰°§«“¡ —¡æ—π∏å√–À«à“ß°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’‡√◊ÈÕ√—ß °“√

°√–μÿâπ√–∫∫¿Ÿ¡‘§ÿâ¡°—π ·≈–°“√‡°‘¥¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß¥—ß°≈à“«¢â“ßμâπ ®÷ß¡’

 ¡¡μ‘∞“π«à“°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’π—Èπ “¡“√∂™à«¬≈¥‚Õ°“ °“√‡°‘¥¡–‡√ÁßμàÕ¡
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πÈ”‡À≈◊Õß‰¥â ¢âÕ¡Ÿ≈®“°°“√»÷°…“·∫∫ Retrospective cohort ¢Õß Kawamura Y

·≈–§≥–21 æ∫«à“ºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’®”π«π 2,708 √“¬ ∑’Ë‰¥â√—∫°“√√—°…“¥â«¬

¬“ interferon À≈—ßμ‘¥μ“¡‰ªæ∫«à“‡°‘¥¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß 0.16%, 0.61% ·≈–

1.81% ∑’Ë 5 ªï, 10 ªï ·≈– 15 ªï μ“¡≈”¥—∫ ´÷ËßπâÕ¬°«à“‡¡◊ËÕ‡∑’¬∫°—∫ºŸâªÉ«¬‰«√— μ—∫

Õ—°‡ ∫´’®”π«π 501 √“¬∑’Ë‰¡à‰¥â√—∫°“√√—°…“ æ∫«à“‡°‘¥¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß∑’Ë 5 ªï,

10 ªï ·≈– 15 ªï‡∑à“°—∫ 0.62%, 2.26%, ·≈– 2.62% μ“¡≈”¥—∫ °“√»÷°…“‡¥’¬«°—π

π’È¬—ßæ∫«à“º≈μÕ∫ πÕßμàÕ°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’∑’Ë¥’®–≈¥‚Õ°“ °“√‡°‘¥°“√

‡°‘¥¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß‰¥â ‚¥¬ºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫ ’́∑’Ë‰¥â√—∫°“√√—°…“ ·≈–‰¥â Sus-

tained virological response (SVR) ‰¡à¡’√“¬„¥‡°‘¥¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß¿“¬

À≈—ßμ‘¥μ“¡‰ª‡ªìπ‡«≈“ 15 ªï ·μàÕ¬à“ß‰√°Áμ“¡æ∫«à“¡’ºŸâªÉ«¬ 1 √“¬∑’Ë‡ªìπ¡–‡√Áß

μàÕ¡πÈ”‡À≈◊ÕßÀ≈—ßμ‘¥μ“¡‰ª∑’Ë 19.8 ªï ‡¡◊ËÕ‡∑’¬∫°—∫ºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’∑’Ë‰¥â√—∫

°“√√—°…“·μà‰¡à‰¥â SVR æ∫«à“¡’‚Õ°“ ‡°‘¥¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß∑’Ë 5 ªï, 10 ªï ·≈– 15

ªï ‡∑à“°—∫ 0.36%, 1.49% ·≈– 2.56% μ“¡≈”¥—∫

2. °“√√—°…“ºŸâªÉ«¬¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß∑’Ë¡’‰«√— μ—∫Õ—°‡ ∫´’√à«¡¥â«¬

 ”À√—∫ºŸâªÉ«¬∑’Ë¡’°“√¥”‡π‘π‚√§‡¢â“ Ÿà¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß·≈â«π—Èπ æ∫«à“ °“√

„Àâ¬“√—°…“‰«√— μ—∫Õ—°‡ ∫´’ “¡“√∂™à«¬√—°…“¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß‰¥â‡™àπ°—π ®“°

¢âÕ¡Ÿ≈¢Õß systematic review 16 √“¬ß“π22 æ∫«à“ºŸâªÉ«¬¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß∑’Ë

‰¥â√—∫°“√√—°…“¥â«¬¬“ interferon ·≈â« ·≈–‡¡◊ËÕμ‘¥μ“¡μàÕ‰ªæ∫«à“ 75% ¢ÕßºŸâ

ªÉ«¬∑’Ë‰¥â SVR π—Èπ À“¬®“°¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß ‡™àπ‡¥’¬«°—∫°“√»÷°…“¢Õß Hermine

O23 ´÷Ëß√“¬ß“πºŸâªÉ«¬¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß∑’Ë¡â“¡∑’Ë¡’‰«√— μ—∫Õ—°‡ ∫´’√à«¡¥â«¬ ®”π«π

9 √“¬ ‰¥â√—∫°“√√—°…“¥â«¬ Interferon alfa-2b ·≈– Ribavirin æ∫«à“ºŸâªÉ«¬ 7 √“¬‰¥â

SVR ·≈–ºŸâªÉ«¬∑’Ë‰¥â SVR ∑—ÈßÀ¡¥ À“¬®“°¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß „π¢≥–∑’ËºŸâªÉ«¬

¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß∑’Ë‰¡à¡’‰«√— μ—∫Õ—°‡ ∫´’√à«¡¥â«¬®”π«π 6 √“¬π—Èπ‰¡à¡’ºŸâªÉ«¬√“¬

„¥À“¬®“°°“√√—°…“¥â«¬ Interferon alfa-2b ·≈– Ribavirin ¥—ßπ—Èπ®“°¢âÕ¡Ÿ≈¢â“ß

μâπ∑—ÈßÀ¡¥æ∫«à“°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’¥â«¬¬“ interferon  “¡“√∂√—°…“¡–‡√Áß

μàÕ¡πÈ”‡À≈◊Õß‰¥â

Õ¬à“ß‰√°Áμ“¡À“°ºŸâªÉ«¬‡¢â“ Ÿà¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß√–¬–≈ÿ°≈“¡·≈â« Õ“®
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μâÕßæ‘®“√≥“√—°…“¥â«¬¬“‡§¡’∫”∫—¥°àÕπ  à«π¬“√—°…“‰«√— μ—∫Õ—°‡ ∫ ’́π—ÈπÕ“®¡’‰¥â 2

·π«∑“ß§◊Õ °“√√—°…“∑—Èß Õß‚√§§«∫§Ÿà°—π‰ª À√◊Õ√—°…“¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß‡æ’¬ß

Õ¬à“ß‡¥’¬«°àÕπ·≈–§àÕ¬√—°…“‰«√— μ—∫Õ—°‡ ∫´’„π¿“¬À≈—ß

®“°¢âÕ¡Ÿ≈°“√»÷°…“ºŸâªÉ«¬¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß™π‘¥ Non-Hodgkinûs ∑’Ë

μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫´’ 42 √“¬ ‚¥¬ºŸâªÉ«¬°≈ÿà¡·√° 20 √“¬‰¥â°“√√—°…“·∫∫

§«∫§Ÿà∑—Èß Õß‚√§‰ªæ√âÕ¡°—π ¥â«¬¬“‡§¡’∫”∫—¥ ·≈– interferon ·≈–ºŸâªÉ«¬Õ’°

°≈ÿà¡Àπ÷Ëß®”π«π 22 √“¬‰¥â√—∫°“√√—°…“¥â«¬¬“‡§¡’∫”∫—¥‡æ’¬ßÕ¬à“ß‡¥’¬« æ∫«à“°“√

√—°…“·∫∫§«∫§Ÿàπ—Èπ‰¡à¡’ª√– ‘∑∏‘º≈‡Àπ◊Õ°«à“°“√√—°…“¥â«¬¬“‡§¡’∫”∫—¥‡æ’¬ßÕ¬à“ß

‡¥’¬«24 Õ¬à“ß‰√°Áμ“¡‡π◊ËÕß®“°®”π«πª√–™“°√„πß“π«‘®—¬¥—ß°≈à“«¡’®”π«ππâÕ¬ ·≈–

„πªí®®ÿ∫—π∑’Ë¡’¬“√—°…“‰«√— μ—∫Õ—°‡ ∫´’™π‘¥°‘π‡æ’¬ßÕ¬à“ßÕ¬à“ß‡¥’¬«‚¥¬‰¡àμâÕß

Õ“»—¬¬“©’¥ (direct antiviral agents - DAA) Õ“®„Àâº≈°“√√—°…“∑’Ë¥’¢÷Èπ°«à“‡¥‘¡

®”‡ªìπμâÕß¡’°“√»÷°…“¢âÕ¡Ÿ≈‡æ‘Ë¡‡μ‘¡μàÕ‰ª

 ”À√—∫°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’ ¿“¬À≈—ß®“°°“√√—°…“¥â«¬¬“‡§¡’∫”∫—¥

·≈â«π—Èπ ¡’√“¬ß“π°“√»÷°…“„πºŸâªÉ«¬¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß™π‘¥ Non-Hodgkinûs ∑’Ë

¡’‰«√— μ—∫Õ—°‡ ∫´’√à«¡¥â«¬ 69 √“¬ ¿“¬À≈—ß‰¥â√—∫°“√√—°…“¥â«¬¬“‡§¡’∫”∫—¥·≈â«

·∫àß‡ªìπ 25 √“¬∑’Ë‰¥â√—∫°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’μàÕ „π¢≥–∑’ËÕ’° 44 √“¬‰¡à‰¥â√—∫

°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’ ‡¡◊ËÕμ‘¥μ“¡ºŸâªÉ«¬‰ª‡ªìπ‡«≈“ 5 ªï æ∫«à“ºŸâªÉ«¬∑’Ë‰¥â√—∫

°“√√—°…“¥â«¬¬“ interferon ·≈– ribavirin ¡’‚Õ°“ °“√°≈—∫‡ªìπ´È”¢Õß¡–‡√Áß

μàÕ¡πÈ”‡À≈◊ÕßπâÕ¬°«à“°≈ÿà¡∑’Ë‰¡à‰¥â√—∫°“√√—°…“Õ¬à“ß¡’π—¬ ”§—≠ ‚¥¬Õ—μ√“°“√°≈—∫

‡ªìπ´È”Õ¬Ÿà∑’Ë 8%, 12% ·≈– 24% „π°≈ÿà¡∑’Ë‰¥â√—∫°“√√—°…“ ‡∑’¬∫°—∫°≈ÿà¡∑’Ë‰¡à‰¥â√—∫

°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’ ∑’Ë¡’‚Õ°“ °“√‡ªìπ´È”Õ¬Ÿà∑’Ë 17%, 45%, ·≈– 45% ∑’Ë 1 ªï,

3 ªï ·≈– 5 ªï μ“¡≈”¥—∫ Õ¬à“ß‰√°Áμ“¡æ∫«à“Õÿ∫—μ‘°“√≥å¢Õß°“√‡ ’¬™’«‘μ‰¡à·μ°μà“ß

°—π„πª√–™“°√∑—Èß Õß°≈ÿà¡25

°≈à“«‚¥¬ √ÿª §◊Õ À“°‡ªìπ low-grade lymphoma ∑’Ë¬—ß‰¡à¡’§«“¡®”‡ªìπ

μâÕß‰¥â√—∫¬“‡§¡’∫”∫—¥ °“√√—°…“‰«√— μ—∫Õ—°‡ ∫ ’́¥â«¬ interferon √à«¡°—∫ ribavirin

‡æ’¬ßÕ¬à“ß‡¥’¬« Õ“®™à«¬„ÀâºŸâªÉ«¬À“¬®“°¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß‰¥â¥â«¬ (regression

of lymphoma) ·μàÀ“°‡ªìπ aggressive lymphoma ·≈–¡’§«“¡®”‡ªìπμâÕß‰¥â√—∫
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°“√√—°…“¥â«¬¬“‡§¡’∫”∫—¥·≈â« „Àâ‡≈◊Õ°„Àâ°“√√—°…“ lymphoma ¥â«¬¬“‡§¡’∫”∫—¥

°àÕπ ·≈â«§àÕ¬„Àâ°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’¥â«¬ interferon ·≈– ribavirin „π

¿“¬À≈—ß®“°‰¥â remission ¢Õß lymphoma ·≈â« ‡æ◊ËÕ≈¥‚Õ°“ °“√°≈—∫‡ªìπ´È”

¢Õß¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß

 ”À√—∫°“√√—°…“¥â«¬¬“√—°…“‰«√— μ—∫ ’́„À¡à°≈ÿà¡ direct antiviral agents

(DAA) „πºŸâªÉ«¬¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß∑’ËμâÕß‰¥â¬“‡§¡’∫”∫—¥π—Èπ ¬—ß‰¡à¡’√“¬ß“π„π¢≥–π’È

§ßμâÕß°“√°“√»÷°…“‡æ‘Ë¡‡μ‘¡μàÕ‰ª

3. °“√°”‡√‘∫¢Õß‰«√— μ—∫Õ—°‡ ∫´’ √–À«à“ß°“√„Àâ°“√√—°…“¥â«¬¬“‡§¡’

∫”∫—¥

°“√»÷°…“æ∫«à“°“√„Àâ¬“‡§¡’∫”∫—¥„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’ ¡’‚Õ°“ ∑’Ë®–

∑”„Àâ‡°‘¥°“√°”‡√‘∫¢Õß‰«√— μ—∫Õ—°‡ ∫´’¡“°¢÷Èπ‰¥â ‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß„πºŸâªÉ«¬∑’Ë‰¥â

√—∫¬“ Rituximab ́ ÷Ëß¡’‚Õ°“ ∑”„Àâ‡°‘¥°“√°”‡√‘∫¢Õß‰«√— μ—∫Õ—°‡ ∫´’‰¥â Ÿß∂÷ß 48%

‡∑’¬∫°—∫ºŸâ∑’Ë‰¡à‰¥â Rituximab ´÷Ëß¡’‚Õ°“ ‡°‘¥‡æ’¬ß 13% (p<0.001) ‚¥¬¢π“¥¢Õß

Rituximab ∑’Ë¡’‚Õ°“ ‡°‘¥‰¥â¡“°§◊Õ ¡“°°«à“ 2,581.8 mg/m2 (AUC 0.815; 95%

CI, 0.681-0.95; p = 0.001) §à“§«“¡‰« 80% ·≈–§à“§«“¡®”‡æ“– 84%26 ·≈–

45% ¢ÕßºŸâªÉ«¬∑’Ë‡°‘¥°“√°”‡√‘∫ μâÕßÀ¬ÿ¥°“√√—°…“¥â«¬¬“‡§¡’∫”∫—¥°àÕπ°”Àπ¥

Õ¬à“ß‰√°Áμ“¡ ¥—ß∑’Ë‰¥â°≈à“«¡“¢â“ßμâπ °“√√—°…“¥â«¬ interferon ·≈–

ribavirin ‡æ◊ËÕ√—°…“‰«√— μ—∫Õ—°‡ ∫´’‰ªæ√âÕ¡°—∫°“√√—°…“¥â«¬¬“‡§¡’∫”∫—¥‡æ◊ËÕ

√—°…“¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õßπ—Èπ ¬—ß‰¡à‡ªìπ∑’Ë·π–π” ¥—ßπ—Èπ „πªí®®ÿ∫—π ¬—ß‰¡à¡’«‘∏’°“√

ªÑÕß°—π°“√°”‡√‘∫¢Õß‰«√— μ—∫´’√–À«à“ß°“√√—°…“¥â«¬¬“‡§¡’∫”∫—¥ «‘∏’°“√√—°…“¥â«¬

DAA ‰ªæ√âÕ¡°—∫¬“‡§¡’∫”∫—¥Õ“®‡ªìπ∑“ß‡≈◊Õ°Àπ÷Ëß∑’Ëπà“ π„® ·μà§ß¬—ßμâÕß°“√

¢âÕ¡Ÿ≈¬◊π¬—π®“°°“√»÷°…“„πÕπ“§μ‡æ‘Ë¡‡μ‘¡

 √ÿª

‰«√— μ—∫Õ—°‡ ∫´’¡’§«“¡ —¡æ—π∏å°—∫°“√‡°‘¥¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß ‚¥¬‡æ‘Ë¡

§«“¡‡ ’Ë¬ß¢Õß°“√‡°‘¥¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß‰¥â ‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß Non-hodgkin

lymphoa ™π‘¥ Marginal zone lymphoma, lymphoplasmacytic lymphoma
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·≈– diffuse large B-cell lymphoma Õ—π‡°‘¥‰¥â®“°À≈“¬°≈‰° °“√√—°…“‰«√— 

μ—∫Õ—°‡ ∫´’ “¡“√∂™à«¬≈¥‚Õ°“ „π°“√æ—≤π“°≈“¬‡ªìπ¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß Õ’°

∑—Èß°“√√—°…“‰«√— μ—∫Õ—°‡ ∫´’‡æ’¬ßÕ¬à“ß‡¥’¬«„π¢≥–∑’ËºŸâªÉ«¬°≈“¬‡ªìπ¡–‡√ÁßμàÕ¡

πÈ”‡À≈◊Õß™π‘¥‰¡à√ÿπ·√ß (Low grade lymphoma)  “¡“√∂ àßº≈„ÀâÀ“¬¢“¥®“°

¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß‰¥â¥â«¬ ·μàÀ“°ºŸâªÉ«¬‡ªìπ¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß™π‘¥√ÿπ·√ß (High

grade lymphoma) §«√„Àâ°“√√—°…“¥â«¬¬“‡§¡’∫”∫—¥°àÕπ ·≈–„Àâ°“√√—°…“‰«√— 

μ—∫Õ—°‡ ∫´’„Àâ‡√Á«∑’Ë ÿ¥‡∑à“∑’Ë®–∑”‰¥â ‡æ◊ËÕ≈¥‚Õ°“ °“√°≈—∫‡ªìπ´È”¢Õß¡–‡√ÁßμàÕ¡πÈ”
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Management of Gastric Polyps:
An Endoscopy-Based Approach

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

Review Article

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

∫∑π”

μ‘Ëß‡π◊ÈÕ„π°√–‡æ“–Õ“À“√ (gastric polyps) §◊Õ °“√‡®√‘≠¬◊Ëπ¢÷Èπ¡“·∫∫

º‘¥ª°μ‘¢Õßºπ—ß°√–‡æ“–Õ“À“√1 ´÷Ëß‡°‘¥‰¥â∑—Èß®“°™—Èπ‡¬◊ËÕ∫ÿº‘«À√◊Õ™—Èπ∑’Ë≈÷°≈ß‰ª„μâ‡¬◊ËÕ

∫ÿ°√–‡æ“–Õ“À“√ æ∫‰¥â√âÕ¬≈– 6 ®“°°“√ àÕß°≈âÕßμ√«®√–∫∫∑“ß‡¥‘πÕ“À“√ à«π

μâπ ‚¥¬ à«π„À≠à¡“°°«à“√âÕ¬≈– 90 ‰¡à¡’Õ“°“√  À“°μ‘Ëß‡π◊ÈÕ¡’¢π“¥„À≠à ºŸâªÉ«¬

Õ“®¡“¥â«¬Õ“°“√‡≈◊Õ¥ÕÕ°®“°μ‘Ëß‡π◊ÈÕ ‚≈À‘μ®“ß ∑“ß‡¥‘πÕ“À“√Õÿ¥μ—π·≈–ª«¥∑âÕß

‰¥â2 ´÷Ëßμ‘Ëß‡π◊ÈÕ„π°√–‡æ“–Õ“À“√·∫àßÕÕ°‰¥â‡ªìπ 2 ™π‘¥ ¥—ß· ¥ß„π μ“√“ß∑’Ë 13

∫∑§«“¡π’È®–°≈à“«∂÷ßμ‘Ëß‡π◊ÈÕ∑’Ëæ∫‰¥â∫àÕ¬ °“√¥”‡π‘π‚√§·≈–·π«∑“ß°“√

√—°…“‚¥¬Õ“»—¬≈—°…≥–∑’Ëμ√«®æ∫®“°°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«πμâπ

®“°°“√ àÕß°≈âÕßμ√«®√–∫∫∑“ß‡¥‘πÕ“À“√ à«πμâπ μ‘Ëß‡π◊ÈÕ„π°√–‡æ“–Õ“À“√

∫“ß™π‘¥Õ“®¡’≈—°…≥–‡©æ“–∑’Ë™à«¬„π°“√«‘π‘®©—¬ ·μàÕ¬à“ß‰√°Áμ“¡ °“√∑’Ëμ‘Ëß‡π◊ÈÕ¥—ß

°≈à“«¡’°“√‡®√‘≠∑’Ëº‘¥ª°μ‘ (dysplasia) π—ÈπÕ“®‰¡à “¡“√∂∫Õ°‰¥âÀ“°‰¡à‰¥âμ√«®

∑“ßæ¬“∏‘«‘∑¬“3 ¥—ßπ—ÈπÀ“°æ∫μ‘Ëß‡π◊ÈÕ„π°√–‡æ“–Õ“À“√ §«√μ—¥ÕÕ°¡“μ√«®∑“ß

æ¬“∏‘«‘∑¬“ (biopsy À√◊Õ polypectomy) ‡æ◊ËÕ™à«¬¬◊π¬—π°“√«‘π‘®©—¬ À“°æ∫μ‘Ëß

‡π◊ÈÕ„π°√–‡æ“–Õ“À“√À≈“¬Õ—π „Àâæ‘®“√≥“μ—¥μ‘Ëß‡π◊ÈÕ∑’Ë¡’≈—°…≥–¥—ßμàÕ‰ªπ’È ‰¥â·°à

¢π“¥„À≠à∑’Ë ÿ¥, μ‘Ëß‡π◊ÈÕ∑’Ë¡’¢π“¥¡“°°«à“ 1 ´¡, ¡’·º≈∫πμ‘Ëß‡π◊ÈÕ À√◊Õμ‘Ëß‡π◊ÈÕÕ¬Ÿà„π

μ”·Àπàß∑’Ëæ∫‰¥â‰¡à∫àÕ¬¢Õßμ‘Ëß‡π◊ÈÕ™π‘¥π—ÈπÊ ·≈–„Àâ°“√√—°…“μ“¡º≈∑“ßæ¬“∏‘«‘∑¬“μàÕ

‰ª4
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Epithelial polyps

1. Fundic gland polyps (FGPs) ‡ªìπμ‘Ëß‡π◊ÈÕ„π°√–‡æ“–Õ“À“√∑’Ëæ∫‰¥â

∫àÕ¬∑’Ë ÿ¥ (√âÕ¬≈– 47) ·≈–æ∫ª√–¡“≥√âÕ¬≈– 0.8 ∂÷ß 23 ¢Õß°“√ àÕß°≈âÕßμ√«®

∑“ß‡¥‘πÕ“À“√ ‚¥¬≈—°…≥–∑’Ëæ∫®“°°“√ àÕß°≈âÕß ®–‡ªìπμ‘Ëß‡π◊ÈÕ™π‘¥‰¡à¡’°â“π

¢π“¥‡≈Á° (<1 ´¡.) º‘«‡√’¬∫‡ªìπ¡—π«“«  ’‡À¡◊Õπ ’¢Õß‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√ ¡—°æ∫

À≈“¬Õ—π μ”·Àπàß∑’Ëæ∫∫àÕ¬§◊Õ fundus ·≈– upper body (¿“æ∑’Ë 1 ° ·≈– ¢) ®“°

≈—°…≥–∑’Ë§àÕπ¢â“ß®”‡æ“–π’È‡Õß ∑”„Àâ«‘π‘®©—¬‰¥â¢≥– àÕß°≈âÕß´÷Ëß¡’§«“¡∂Ÿ°μâÕß∂÷ß

√âÕ¬≈– 89 (16) ¬◊π¬—π°“√«‘π‘®©—¬¥â«¬°“√μ—¥μ‘Ëß‡π◊ÈÕ¡“μ√«® ́ ÷Ëß¡—°À≈ÿ¥ßà“¬¥â«¬°“√„™â

forceps ∏√√¡¥“μ—¥ÕÕ°¡“

≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“ æ∫¡’°“√¢¬“¬¢Õß oxyntic glands ´÷Ëß√“¬≈âÕ¡

¥â«¬ parietal cell ·≈– mucous cell (¿“æ∑’Ë 1 § ·≈– ß) ‚¥¬‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√

∫√‘‡«≥√Õ∫Ê®–ª°μ‘ ·≈–æ∫¡’°“√μ‘¥‡™◊ÈÕ Helicobacter pylori (H.pylori-associ-

ated gastritis) πâÕ¬

μ“√“ß∑’Ë 1 μ‘Ëß‡π◊ÈÕ„π°√–‡æ“–Õ“À“√®”·π°μ“¡™—Èπ∑’Ë°”‡π‘¥

Epithelial polyps Non-mucosal intramural polyps

● Fundic gland polyp

● Hyperplastic polyp

● Adenomatous polyp

● Hamartomatous polyp

● Juvenile polyp

● Peutz-Jeghers syndrome

● Cowdenûs syndrome

● Familial polyposis syndrome

● Juvenile polyposis

● Familial adenomatous polyposis (FAP)

● Gastrointestinal stromal tumor

● Leiomyoma

● Inflammatory fibroid polyp

● Fibroma and fibromyoma

● Lipoma

● Ectopic pancreas

● Neurogenic and vascular tumors

● Neuroendocrine tumors (carcinoids)
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Fundic gland polyps ·∫àßμ“¡≈—°…≥–∑“ß§≈‘π‘°‰¥â‡ªìπ 3 ·∫∫ §◊Õ

1.1) Sporadic FGPs ‡°‘¥®“°¡’°“√°√–μÿâπ„Àâ¡’ somatic mutations

¢Õß beta-catenin gene ́ ÷Ëß‡ªìπ¬’π∑’Ë§«∫§ÿ¡°“√∂Õ¥√À—  “√æ—π∏ÿ°√√¡ (gene tran-

scription)  à«π„À≠à¡—°æ∫„πºŸâªÉ«¬∑’Ë‰¡à¡’°“√μ‘¥‡™◊ÈÕ H. pylori ·≈–‰¡àæ∫√à«¡

°—∫°“√¡’ atrophic gastritis ®÷ßæ∫¡’ dysplasia πâÕ¬°«à“√âÕ¬≈– 1 ·≈–°“√°≈“¬

‡ªìπ¡–‡√Áß‰¥âπâÕ¬

1.2) Proton pump inhibitor (PPI) associated FGPs ‚¥¬°“√»÷°…“∑’Ë

ºà“π¡“æ∫«à“ °“√‡°‘¥ FGPs æ∫√à«¡°—∫°“√„™â¬“≈¥°√¥°≈ÿà¡ PPI ´÷Ëß®–æ∫¡“°¢÷Èπ

¿“æ∑’Ë 1 °. ¿“æ∂à“¬ fundic gland polyp ∫√‘‡«≥ fundus ®“°°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«πμâπ

¢. ¿“æ∂à“¬ fundic gland polyp ∫√‘‡«≥ body ®“°°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«πμâπ

§. ¿“æ∑“ßæ¬“∏‘«‘∑¬“¢Õß fundic gland polyp °”≈—ß¢¬“¬μË” ß. ¿“æ∑“ßæ¬“∏‘«‘∑¬“

¢Õß fundic gland polyp °”≈—ß¢¬“¬ Ÿß (¿“æ®“° Shaib YH et al. Clinical gastroenter-

ology and hepatology 2013)1
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„πºŸâªÉ«¬∑’Ë„™â¬“π“π°«à“ 1 ªï4-7 æ¬“∏‘°”‡π‘¥‡™◊ËÕ«à“‡°‘¥®“°¬“°≈ÿà¡¥—ß°≈à“«‰ª≈¥°“√

À≈—Ëß°√¥  àßº≈„Àâ‡°‘¥¿“«– hypergastrinemia ´÷Ëß®–‰ª°√–μÿâπ„Àâ¡’ enterochro-

maffin cell-like (ECL) cell hyperplasia ·≈– parietal cell protrusion π”

‰ª Ÿà°“√‡°‘¥μ‘Ëß‡π◊ÈÕ¢÷Èπ1 Õ¬à“ß‰√°Áμ“¡μ‘Ëß‡π◊ÈÕ∑’Ë‡°‘¥®“°¿“«–π’È®–À“¬‰ª‰¥âÀ“°À¬ÿ¥¬“

≈¥°√¥°≈ÿà¡ PPI

1.3) FAP associated FGPs ‡°‘¥®“°¡’ mutations ¢Õß APC gene

æ∫‰¥â√âÕ¬≈– 30-100 ¢ÕßºŸâªÉ«¬ FAP ¡—°æ∫„πºŸâªÉ«¬∑’ËÕ“¬ÿπâÕ¬°«à“ 40 ªï

≈—°…≥–μ‘Ëß‡π◊ÈÕ®–¡’®”π«π¡“°  à«π„À≠à¡“°°«à“ 20 Õ—π Õ¬Ÿà∫√‘‡«≥ body ¢Õß

°√–‡æ“–Õ“À“√ ≈—°…≥–§≈â“¬°√–‡æ“–Õ“À“√ªŸæ√¡¥â«¬μ‘Ëß‡π◊ÈÕ (ùcarpetû the body

of stomach) À“°æ∫μ‘Ëß‡π◊ÈÕ¥—ß°≈à“«√à«¡°—∫æ∫¡’ duodenal adenoma ®–™à«¬

 π—∫ πÿπ°“√«‘π‘®©—¬ FAP ¡“°¢÷Èπ ‚¥¬·æ∑¬åºŸâ¥Ÿ·≈§«√æ‘®“√≥“ àÕß°≈âÕß

μ√«®≈”‰ â„À≠àμàÕ‰ª πÕ°®“°π’È FGPs „π FAP æ∫¡’ dysplasia ‰¥â√âÕ¬≈– 25-

411,8

 ”À√—∫·π«∑“ß°“√√—°…“·≈–μ‘¥μ“¡μ‘Ëß‡π◊ÈÕ fundic gland polyps ‰¥â √ÿª

‰«â¥—ßμ“√“ß∑’Ë 21,8

2. Hyperplastic polyps (HPP) ‡ªìπμ‘Ëß‡π◊ÈÕ∑’Ë‡°‘¥®“°¡’°“√Õ—°‡ ∫‡√◊ÈÕ√—ß

¢Õß°√–‡æ“–Õ“À“√ ∑—Èß∑’Ë‡°‘¥®“°°“√μ‘¥‡™◊ÈÕ H.pylori À√◊Õ®“° autoimmune ®÷ß

 —¡æ—π∏å°—∫°“√¡’‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√ΩÉÕ∫“ß (mucosal atrophy)  ∑”„Àâ¡’°“√‡æ‘Ë¡

®”π«π¢Õß gastric foveolar cells ≈—°…≥–∑’Ëæ∫®“°°“√ àÕß°≈âÕß ®–‡ªìπμ‘Ëß‡π◊ÈÕ

‡¥’Ë¬« √Ÿª√à“ß‚¥¡ º‘«‡√’¬∫ À√◊ÕÀ¬—°À√◊Õ¡’≈Õπ‡¡◊ËÕ¢π“¥„À≠à¢÷Èπ º‘«·¥ßÀ√◊Õ¡’√Õ¬

∂≈Õ° ¢π“¥ 0.5-1.5 ´¡ æ∫∑’Ë∫√‘‡«≥ antrum ∂â“¡’¢π“¥„À≠à®–‡ªìπμ‘Ëß‡π◊ÈÕ™π‘¥¡’

°â“π ·≈–¡’√Õ¬∂≈Õ°∑’Ëº‘«μ‘Ëß‡π◊ÈÕ (¿“æ∑’Ë 2 ° ·≈– ¢) ∑”„ÀâºŸâªÉ«¬¡“æ∫·æ∑¬å¥â«¬

¿“«–‚≈À‘μ®“ßÀ√◊Õ¡’°“√Õÿ¥μ—π∑“ß‡¥‘πÕ“À“√‰¥â1,9 ≈—°…≥–∑’Ëæ∫®“°°“√ àÕß°≈âÕß

¡—°·¬°‰¡à‰¥â®“° adenomatous polyp ®÷ßμâÕß∑”°“√μ—¥™‘Èπ‡π◊ÈÕ¡“μ√«®

≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“ æ∫°“√º‘¥√Ÿª ¬◊Ëπ¬“« §¥‡§’È¬« ¢Õß foveolar

epithelium  ¡’·¢πß Õ¬Ÿà„π stroma ∑’ËÀπ“μ—« ¡’À≈Õ¥‡≈◊Õ¥ „¬°≈â“¡‡π◊ÈÕ·≈–¡’

‡´≈≈åÕ—°‡ ∫®”π«π¡“° ∫πº‘«Õ“®¡’‰ø∫√‘πª°§≈ÿ¡ (¿“æ∑’Ë 2 §)
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‡π◊ËÕß®“°μ‘Ëß‡π◊ÈÕ™π‘¥π’Èæ∫∫π‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√∑’Ë¡’°“√Õ—°‡ ∫ ®÷ß¡—°æ∫

√à«¡°—∫ H. pylori gastritis À√◊Õ autoimmune gastritis ·≈–„πºŸâªÉ«¬∑’Ë‰¥â√—∫°“√

ºà“μ—¥°√–‡æ“–Õ“À“√·∫∫ Billroth I À√◊Õ II ®–æ∫ HPP ‰¥â„°≈âμ”·Àπàß¢Õß·º≈

À√◊Õ√Õ¬μàÕ°√–‡æ“–Õ“À“√°—∫≈”‰ â‡≈Á° ´÷Ëß‡°‘¥°“√Õ—°‡ ∫‡√◊ÈÕ√—ß ‡π◊ËÕß®“°¡’°“√‰À≈

¬âÕπ¢ÕßπÈ”¥’¡“∑’Ë°√–‡æ“–Õ“À“√¥—ßπ—Èπ·æ∑¬åºŸâ àÕß°≈âÕß§«√∑”°“√ ÿà¡μ√«®‡¬◊ËÕ∫ÿ

°√–‡æ“–Õ“À“√∫√‘‡«≥∑’Ë‰¡à¡’μ‘Ëß‡π◊ÈÕ√à«¡¥â«¬Õ¬à“ßπâÕ¬ 5 ™‘Èπ ·≈–„Àâ°“√√—°…“μ√«®

μ‘¥μ“¡¥—ßμ“√“ß∑’Ë 2  à«π dysplasia æ∫‰¥â√âÕ¬≈– 1.5 ∂÷ß 4.5 μ‘Ëß‡π◊ÈÕ°≈“¬‡ªìπ

¡–‡√Áßæ∫‰¥âπâÕ¬°«à“√âÕ¬≈– 2 ºà“π°≈‰°¢Õß adenoma-carcinoma sequence17

¿“æ∑’Ë 2 °. ·≈– ¢. ¿“æ∂à“¬ hyperplastic polyp ∫√‘‡«≥ antrum ®“°°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√

 à«πμâπ §. ¿“æ∑“ßæ¬“∏‘«‘∑¬“¢Õß hyperplastic polyp (¿“æ®“° Shaib YH et al. Clinical

gastroenterology and hepatology 2013)1
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‚Õ°“ ‡ªìπ¡–‡√Áß®– Ÿß¢÷Èπ„πμ‘Ëß‡π◊ÈÕ∑’Ë¡’¢π“¥„À≠à°«à“ 2 ́ ¡.10 ‚¥¬·π«∑“ß°“√√—°…“

·π–π”„Àâμ—¥μ‘Ëß‡π◊ÈÕÕÕ°„ÀâÀ¡¥∂â“¡’ dysplasia ·≈–μ√«®μ‘¥μ“¡‚¥¬°“√ àÕß

°≈âÕß∑“ß‡¥‘πÕ“À“√ à«πμâπ´È”∑’Ë√–¬–‡«≈“ 1 ªï ∂â“‰¡à¡’μ‘Ëß‡π◊ÈÕ‡°‘¥´È” ‰¡àμâÕßμ‘¥μ“¡

Õ’°1 ∂â“‰¡à “¡“√∂μ—¥μ‘Ëß‡π◊ÈÕ‰¥â„Àâ√—°…“ “‡Àμÿ ‡™àπ °”®—¥°“√μ‘¥‡™◊ÈÕ H.pylori ·≈â«

 àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«πμâπ´È” ´÷Ëß¡’√“¬ß“π«à“μ‘Ëß‡π◊ÈÕ “¡“√∂À“¬‰ª‰¥â

3. Adenomatous polyps ‡ªìπ gastric neoplasm polyps ∑’Ëæ∫‰¥â∫àÕ¬

∑’Ë ÿ¥ ‚¥¬ WHO ·π–π”„Àâ‡√’¬°«à“ raised intraepithelial neoplasia ‡π◊ËÕß®“°

μ“¡π‘¬“¡¢Õß adenoma μâÕßª√–°Õ∫¥â«¬‡¬◊ËÕ∫ÿ∑’Ë¡’ dysplasia ®÷ß∂◊Õ«à“√Õ¬‚√§

π’È‡ªìπ neoplasia æ∫„π‡æ»™“¬·≈–‡æ»À≠‘ßæÕÊ°—π Õ“¬ÿª√–¡“≥ 60 ∂÷ß 70 ªï

¡’∑—Èß™π‘¥∑’Ë‡ªìπ sporadic ·≈–™π‘¥∑’Ëæ∫„πºŸâªÉ«¬ FAP ≈—°…≥–∑’Ëæ∫®“°°“√ àÕß

°≈âÕß ‡ªìπμ‘Ëß‡π◊ÈÕ‡¥’Ë¬« ¬◊ËπÕÕ°¡“®“°‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√ Õ“®¡’°â“πÀ√◊Õ‰¡à¡’°â“π

°Á‰¥â º‘«§≈â“¬°”¡–À¬’Ë‡ªìπ≈ÕπÊ ¢π“¥¡—°‰¡à‡°‘π 2 ´¡ (¿“æ∑’Ë 3) æ∫‰¥â∑ÿ° à«π

¢Õß°√–‡æ“–Õ“À“√·μà¡—°æ∫∑’Ë antrum ‰¥â∫àÕ¬

≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“ ®–ª√–°Õ∫¥â«¬‡¬◊ËÕ∫ÿ∑’Ë¡’ dysplasia ‡À¡◊Õπ°—∫

≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“¢Õßμ‘Ëß‡π◊ÈÕ™π‘¥ adenoma „π≈”‰ â„À≠à ®–·¬°®“°μ‘Ëß‡π◊ÈÕ

¢Õß≈”‰ â„À≠à‚¥¬ —ß‡°μ®“° remnant ¢Õß‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√∑’Ëμ‘¥¡“¥â«¬ (¿“æ

∑’Ë 4)1,9

μ“√“ß∑’Ë 2 ·π«∑“ß°“√¥Ÿ·≈ºŸâªÉ«¬∑’Ë¡’μ‘Ëß‡π◊ÈÕ™π‘¥ hyperplastic polyp ‚¥¬°“√ª√–‡¡‘π°√–‡æ“–

Õ“À“√ à«πÕ◊ËπÊ1,9

Topography and severity of background gastritis and atrophy

If H.pylori gastritis present Background of chronic atrophic gastritis/metaplasia

- Eradication of H.pylori - Severity and extent of the atrophic gastritis

- Endoscopic follow-up: - Consider risk of gastric cancer (OLGA or OLGIM*)

3 - 6 months - Individualized surveillance plan

*OLGA=the Operative Link on Gastritis Assessment, OLGIM=gastric intestinal metaplasia assessment
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Adenomatous polyp ¡’‚Õ°“ ‡°‘¥¡–‡√Áß‰¥â ‚¥¬ —¡æ—π∏å°—∫μ‘Ëß‡π◊ÈÕ∑’Ë¡’¢π“¥

„À≠à¡“°°«à“ 2 ´¡ ·≈–æ∫ dysplasia ‰¥â∫π‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√∫√‘‡«≥∑’Ë‰¡à¡’μ‘Ëß

‡π◊ÈÕ∑’Ë¡’≈—°…≥– atrophy À√◊Õ intestinal metaplasia ‰¥â ®÷ß‡°‘¥ synchronous

adenocarcinoma „π∫√‘‡«≥Õ◊Ëπ¢Õß°√–‡æ“–Õ“À“√‰¥â√âÕ¬≈– 30 ¢ÕßºŸâªÉ«¬∑’Ë¡’μ‘Ëß

‡π◊ÈÕ™π‘¥π’È1,9,11 ¥—ßπ—ÈπÀ“°æ∫μ‘Ëß‡π◊ÈÕ„π°√–‡æ“–Õ“À“√∑’Ë¡’≈—°…≥–‡¢â“‰¥â°—∫

¿“æ∑’Ë 3 ¿“æ∂à“¬ adenomatous polyp ®“°°“√ àÕß°≈âÕßμ√«®∑“ß‡¥‘πÕ“À“√ à«πμâπ (¿“æ®“°

Shaib YH et al. Clinical gastroenterology and hepatology 2013 ·≈– Islam RS et al.

Gastroenterology & hepatology. 2013)1,2

¿“æ∑’Ë 4 °. ¿“æ∑“ßæ¬“∏‘«‘∑¬“¢Õß adenomatous polyp °”≈—ß¢¬“¬μË” ≈Ÿ°»√· ¥ßμ”·Àπàß∑’Ë‡ªìπ

 à«π¢Õß‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√ ¢. ¿“æ∑“ßæ¬“∏‘«‘∑¬“¢Õß adenomatous polyp °”≈—ß¢¬“¬

 Ÿß · ¥ß≈—°…≥–‡¬◊ËÕ∫ÿ∑’Ë¡’ dysplasia (¿“æ®“° Shaib YH et al. Clinical gastroenterol-

ogy and hepatology 2013)1
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adenomatous polyps §«√μ—¥ÕÕ°„ÀâÀ¡¥9,12 √«¡∑—Èß§«√ àÕß°≈âÕßμ√«®μ‘¥μ“¡

„π√–¬–‡«≈“ 6 ‡¥◊Õπ∂â“μ—¥ÕÕ°‰¡àÀ¡¥À√◊Õ¡’ high grade dysplasia (HGD)

·≈–μ‘¥μ“¡∑’Ë 1 ªï∂â“μ—¥ÕÕ°‰¥âÀ¡¥ ¥—ß· ¥ß„π μ“√“ß∑’Ë 3

4. Hamartomatous polyps μ‘Ëß‡π◊ÈÕ™π‘¥π’Èæ∫‰¥âπâÕ¬¡“°„π°√–‡æ“–

Õ“À“√ ‰¡à¡’≈—°…≥–∑’Ë®”‡æ“–®“°°“√ àÕß°≈âÕß ª√–°Õ∫¥â«¬ juvenile polyp, polyp

„π Peutz-Jeghers syndrome ·≈– Cowdenûs disease ‚¥¬ √ÿª¥—ß μ“√“ß∑’Ë 4

4.1 Juvenile polyp ‡ªìπμ‘Ëß‡π◊ÈÕ‡¥’Ë¬« ¢π“¥ 3 ∂÷ß 20 ¡¡. æ∫∫√‘‡«≥

antrum ∑’Ëº‘«¢Õßμ‘Ëß‡π◊ÈÕÕ“®æ∫¡’·º≈·≈–¡’°“√Õ—°‡ ∫‰¥â (¿“æ∑’Ë 5 °.)1 ∫“ß§√—Èß

‡√’¬° retention polyp ≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“®–‰¡à®”‡æ“–‡À¡◊Õπ°—∫ hamartoma-

tous polyp „π‚√§ Peutz-Jegher ‚¥¬≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“æ∫‡ªìπ irregular

cyst ∑’Ë∫ÿ¥â«¬‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√ª°μ‘ ∫“ß§√—Èß¡’°“√Õ—°‡ ∫‰¥â (¿“æ∑’Ë 5 ¢.)

4.2 Peutz-Jeghers syndrome (PJS) ‡ªìπ‚√§∑“ßæ—π∏ÿ°√√¡∑’Ë

∂à“¬∑Õ¥·∫∫ autosomal dominant ®–æ∫¡’ hamartomatous polyps ‰¥â

μ≈Õ¥∑“ß‡¥‘πÕ“À“√ √à«¡°—∫¡’ mucocutaneous hyperpigmentation ‚¥¬μ‘Ëß

‡π◊ÈÕ¡—°æ∫∑’Ë≈”‰ â‡≈Á°·≈–≈”‰ â„À≠à  à«π∑’Ë°√–‡æ“–Õ“À“√æ∫‰¥â√âÕ¬≈– 15 ∂÷ß 30

‚Õ°“ ‡°‘¥¡–‡√Áß°√–‡æ“–Õ“À“√ª√–¡“≥√âÕ¬≈– 30 ´÷Ëßæ∫‰¥âμ—Èß·μàÕ“¬ÿ 30 ªï

¿“æ∑’Ë 5 °. ¿“æ∂à“¬ juvenile polyp ®“°°“√ àÕß°≈âÕßμ√«®∑“ß‡¥‘πÕ“À“√ à«πμâπ ¢. ¿“æ∑“ß

æ¬“∏‘«‘∑¬“¢Õß juvenile polyp (¿“æ®“° Shaib YH et al. Clinical gastroenterology

and hepatology 2013)1
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πÕ°®“°π’È¬—ß —¡æ—π∏å°—∫¡–‡√ÁßÕ«—¬«–Õ◊ËπÊÕ’° ‡™àπ ‡μâ“π¡ √—ß‰¢à ‡¬◊ËÕ∫ÿ¡¥≈Ÿ° μ—∫ÕàÕπ

μàÕ¡∏—¬√Õ¬¥å ‡ªìπμâπ ·π–π”„Àâ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√√«¡∑—Èß§—¥°√Õßμ‘Ëß‡π◊ÈÕ„π

≈”‰ â‡≈Á°∑ÿ° 3 ªï μ—Èß·μàÕ“¬ÿ 18 ªï §«√∑”∂’Ë¢÷ÈπÀ≈—ßÕ“¬ÿ 50 ªï ‡æ√“–‚Õ°“ ‡ªìπ

¡–‡√Áß Ÿß¢÷Èπ ∂â“¡’μ‘Ëß‡π◊ÈÕ®”π«π¡“°·π–π”„Àâμ—¥μ‘Ëß‡π◊ÈÕ∑’Ë¡’¢π“¥¡“°°«à“ 1 ́ ¡. ÕÕ°

·≈–μ‘¥μ“¡¥â«¬°“√ àÕß°≈âÕß°√–‡æ“–Õ“À“√∑ÿ°ªï √«¡∑—Èß‡ΩÑ“√–«—ß¡–‡√Áß∑’Ëμ”·Àπàß

Õ◊Ëπμ“¡™à«ßÕ“¬ÿ∑’Ë‡À¡“– ¡

≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“ ®–æ∫‡ªìπ arborization ¢Õß‡ âπ„¬°≈â“¡‡π◊ÈÕÕ¬Ÿà

√–À«à“ß hyperplastic gland1,9 (¿“æ∑’Ë 6)

μ“√“ß∑’Ë 4 ·π«∑“ß°“√√—°…“·≈–μ√«®μ‘¥μ“¡ºŸâªÉ«¬„π°≈ÿà¡ gastric polyps associated polypo-

sis syndrome1,15

Lifetime risk
Syndrome Site Surveillance recommendation

of malignancy

FAP All part 100% (colon) - EGD every 2 years after age of 18

- Biopsy >5 polyps

- Remove polyps >1 cm

- Surveillance also required for duodenal

polyps

PJS All part >50% (extra-GI) - Biopsy >5 polyps

30% (gastric cancer) - Small polyp (<1cm) : EGD every 2 years

after age 18

- Remove polyps >1 cm: annual

surveillance

Juvenile All part > 50% - EGD every 3 years after age 18

polyposis 15-20%

(gastric cancer)

Cowdenûs No data Rare - Eradicate H.pylori

disease - No further EGD needed
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4.3 Cowdenûs disease ‡ªìπ‚√§∑“ßæ—π∏ÿ°√√¡∑’Ëæ∫‰¥âπâÕ¬ ∂à“¬ ∑Õ¥

·∫∫ autosomal dominant ·≈–¡’ multisystem disorder ‚¥¬¡’≈—°…≥–®”‡æ“–

‰¥â·°à facial papules ´÷Ëß®–æ∫¡“°∫√‘‡«≥√àÕß®¡Ÿ°·≈–√Õ∫√‘¡Ωïª“°, acral kera-

tosis ∫√‘‡«≥ΩÉ“¡◊Õ ΩÉ“‡∑â“ ·≈– mucous papillomas (¿“æ∑’Ë 7) ≈—°…≥–¢Õßμ‘Ëß

‡π◊ÈÕ„π°√–‡æ“–Õ“À“√æ∫‰¥âÀ≈“¬™π‘¥ ‰¥â·°à hamartomatous, hyperplastic, in-

flammatory, juvenile ·≈– adenomatous polyps ∑’Ë¡’≈—°…≥–∑“ßæ¬“∏‘

«‘∑¬“‰¡à§àÕ¬®”‡æ“– μ‘Ëß‡π◊ÈÕ°√–‡æ“–Õ“À“√„πºŸâªÉ«¬°≈ÿà¡π’È‰¡à¡’§«“¡‡ ’Ë¬ß„π°“√

‡°‘¥¡–‡√Áß  à«π„À≠à·π–π”„Àâ§—¥°√Õß‡©æ“–¡–‡√Áß≈”‰ â„À≠à∑ÿ° 5 ªï ‡√‘Ë¡∑’ËÕ“¬ÿ 35

ªï13

5. Familial polyposis syndrome ‡ªìπ°≈ÿà¡‚√§∑’Ë¡’μ‘Ëß‡π◊ÈÕ®”π«π¡“°

·≈–¡’°“√∂à“¬∑Õ¥∑“ßæ—π∏ÿ°√√¡ ‰¥â·°à

5.1 Juvenile polyposis syndrome (JPS) ‡ªìπ‚√§∑“ßæ—π∏ÿ°√√¡∑’Ë

æ∫‰¥âπâÕ¬ ∂à“¬∑Õ¥·∫∫ autosomal dominant μ‘Ëß‡π◊ÈÕ®–æ∫∑’Ë∑“ß‡¥‘πÕ“À“√

¿“æ∑’Ë 6 °. ¿“æ∂à“¬ Peutz-Jeghers polyp ®“°°“√ àÕß°≈âÕßμ√«®∑“ß‡¥‘πÕ“À“√ à«πμâπ ¢. ¿“æ

∑“ßæ¬“∏‘«‘∑¬“¢Õß hamartomatous polyp „π‚√§ Peutz-Jeghers (¿“æ®“° Shaib YH

et al. Clinical gastroenterology and hepatology 2013 ·≈– Fatemi SR et al. Asian

Pacific journal of cancer prevention 2014)1,18
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 à«π≈à“ß¡“°°«à“ à«π∫π ·≈–¡’‚Õ°“ ‡°‘¥¡–‡√Áß„π∑“ß‡¥‘πÕ“À“√¡“°°«à“√âÕ¬≈– 50

‚¥¬ Ÿß ÿ¥∑’Ë≈”‰ â„À≠à ·≈–§«“¡‡ ’Ë¬ß¢Õß¡–‡√Áß°√–‡æ“–Õ“À“√ª√–¡“≥√âÕ¬≈– 15

∂÷ß 20 ·π–π”„Àâ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√∑ÿ° 1 ∂÷ß 2 ªï À≈—ß®“°Õ“¬ÿ 15 ªï „π

§√Õ∫§√—«∑’Ë¡’ JPS À√◊Õ‡√Á«°«à“À“°¡’Õ“°“√ ∂â“‰¡àæ∫μ‘Ëß‡π◊ÈÕ„Àâ∑”∑ÿ° 3 ªï ∂â“æ∫μ‘Ëß

‡π◊ÈÕ§«√μ—¥ÕÕ°‡æ◊ËÕªÑÕß°—π‡≈◊Õ¥ÕÕ° ≈”‰ âÕÿ¥μ—πÀ√◊Õ°≈“¬‡ªìπ¡–‡√Áß ∂â“μ‘Ëß‡π◊ÈÕ¡’

®”π«π¡“° ·π–π”„Àâºà“μ—¥≈”‰ â„À≠àÀ√◊Õ°√–‡æ“–Õ“À“√

¿“æ∑’Ë  7 §«“¡º‘¥ª°μ‘∑’Ëæ∫‰¥â „πºŸâ ªÉ «¬

Cowdenûs disease °. facial papules ¢. mu-

cous papillomas §. acral keratosis ß. μ‘Ëß

‡π◊ÈÕ∑’Ë°√–‡æ“–Õ“À“√ ®. ≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“

∑’Ë¡’∑—Èß gland, vessel ·≈– smooth muscle

(¿“æ®“° Islam RS et al. Gastroenterology &

hepatology. 2013 ·≈– Isomoto H et al. World

journal of gastroenterology 2005)2,13
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‡°≥±å„π°“√«‘π‘®©—¬ ª√–°Õ∫¥â«¬¢âÕ„¥¢âÕÀπ÷Ëß¥—ßμàÕ‰ªπ’È3,14

1. °“√¡’ juvenile polyp ¡“°°«à“ 5 Õ—π∑’Ë∫√‘‡«≥≈”‰ â„À≠à À√◊Õ

2. ¡’ juvenile polyp À≈“¬Õ—πμ≈Õ¥∑“ß‡¥‘πÕ“À“√ À√◊Õ

3. ¡’ juvenile polyp °’ËÕ—π°Á‰¥â√à«¡°—∫¡’ª√–«—μ‘§√Õ∫§√—«‡ªìπ juve-

nile polyp

5.2 Familial adenomatous polyposis (FAP) ‡ªìπ‚√§∑“ßæ—π∏ÿ°√√¡

∑’Ëæ∫‰¥âπâÕ¬ ∂à“¬∑Õ¥·∫∫ autosomal dominant ‡°‘¥®“°°“√°≈“¬æ—π∏ÿå¢Õß APC

gene ∑’ËÕ¬Ÿà∫π‚§√‚¡‚™¡§Ÿà∑’Ë 5q21 ‚¥¬ ¡“™‘°¢Õß§√Õ∫§√—«∑’Ë‡ªìπ‚√§π’È¡—°‡°‘¥

colorectal adenoma ®”π«π¡“°·≈–®–°≈“¬‡ªìπ¡–‡√Áß‡°◊Õ∫∑—ÈßÀ¡¥ À“°‰¡à‰¥â

√—∫°“√μ—¥≈”‰ â„À≠à  à«πμ‘Ëß‡π◊ÈÕ∑’Ë°√–‡æ“–Õ“À“√æ∫‰¥â√âÕ¬≈– 30-100 æ∫∑’Ë∫√‘‡«≥

antrum ‰¥â∫àÕ¬  à«π„À≠à√âÕ¬≈– 95 ‡ªìπ FGPs ¥—ß¿“æ∑’Ë 8 ·≈–Õ’°√âÕ¬≈– 5 ‡ªìπ

adenomatous polyps ·≈–∑’Ë ”§—≠¡—°æ∫√à«¡°—∫ duodenal adenomas ·≈–

periampullary adenomas ´÷Ëßæ∫‰¥â√âÕ¬≈– 50 ∂÷ß 90 ´÷Ëß à«π„À≠à®–°≈“¬‡ªìπ

¡–‡√Áß ·≈–‡ªìπ “‡Àμÿ°“√‡ ’¬™’«‘μÀ≈—°À≈—ß®“°∑’ËºŸâªÉ«¬μ—¥≈”‰ â„À≠à·≈â«3,14

Non-mucosal intramural polyps

1. Inflammatory fibroid polyps À√◊Õ‡√’¬°Õ’°™◊ËÕ«à“ Vanex tumor

¿“æ∑’Ë 8 ≈—°…≥– FGP ∑’Ë°√–‡æ“–Õ“À“√„πºŸâªÉ«¬ FAP
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æ∫‰¥âπâÕ¬°«à“√âÕ¬≈– 1 ¢Õßμ‘Ëß‡π◊ÈÕ„π°√–‡æ“–Õ“À“√ ‰¡à∑√“∫æ¬“∏‘°”‡π‘¥·πà™—¥

æ∫‰¥â∑—Èß‡æ»™“¬·≈–À≠‘ß Õ“¬ÿ 50 ∂÷ß 60 ªï  à«π„À≠à‰¡à¡’Õ“°“√ æ∫®“°°“√ àÕß

°≈âÕß‚¥¬∫—ß‡Õ‘≠≈—°…≥–®“°°“√ àÕß°≈âÕß ®–‡ªìπμ‘Ëß‡π◊ÈÕ‡¥’Ë¬« ‡π◊ÈÕ·¢Áß ¡’∞“π°«â“ß

Õ“®‡ªìπ™π‘¥·∫πÀ√◊Õ¡’°â“π·≈– à«π„À≠à¡—°¡’·º≈ ¥Ÿ·≈â«§≈â“¬ epithelial polyp

·μà®√‘ßÊ·≈â«‡ªìπ √Õ¬‚√§„π™—Èπ submucosa ∑’Ë≈ÿ°≈È”¡“∂÷ß™—Èπ‡¬◊ËÕ∫ÿ °“√«‘π‘®©—¬

Õ“®„™â°“√ àÕß°≈âÕßÕ—≈μ√“´“«π¥å (EUS) √âÕ¬≈– 80 æ∫∑’Ë antropyrolic region

≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“æ∫¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß spindle cell ‡√’¬ßμ—«√Õ∫À≈Õ¥‡≈◊Õ¥

„π™—Èπ submucosa ·≈–¡’‡´≈≈åÕ—°‡ ∫∑’Ë‡ªìπ eosinophil ‡¥àπ¥—ß· ¥ß„π¿“æ∑’Ë 91,9

¡’°“√¥”‡π‘π‚√§∑’Ë‰¡à≈ÿ°≈“¡ ‰¡à°≈“¬‡ªìπ¡–‡√Áß  à«π„À≠à “¡“√∂∑” endoscopic

resection ‰¥â ‡π◊ËÕß®“°√Õ¬‚√§Õ¬Ÿà„π™—Èπ submucosa ·π«∑“ß°“√√—°…“·≈–

μ√«®μ‘¥μ“¡¥—ß· ¥ß„πμ“√“ß∑’Ë 53

2. Gastrointestinal stromal tumor (GIST) ‡ªìπ‡π◊ÈÕßÕ°∑’Ëμâπ°”‡π‘¥

®“° interstitial cell of Cajal æ∫∑’Ë°√–‡æ“–Õ“À“√ ‰¥â√âÕ¬≈– 40-60 ·≈–¡—°Õ¬Ÿà∑’Ë

fundus ≈—°…≥–®“°°“√ àÕß°≈âÕß‡ªìπ°âÕπ‡π◊ÈÕßÕ°¢Õ∫‡¢μ™—¥„μâ™—Èπ‡¬◊ËÕ∫ÿ

°√–‡æ“–Õ“À“√ ∂â“¢π“¥‡≈Á°°«à“ 1 ´¡ ¡—°ª°§≈ÿ¡¥â«¬‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√∑’Ëª°μ‘

¿“æ∑’Ë 9 ¿“æ∂à“¬ inflammatory fibroid polyp ®“°°“√ àÕß°≈âÕßμ√«®∑“ß‡¥‘πÕ“À“√ à«πμâπ ¢.

¿“æ∑“ßæ¬“∏‘«‘∑¬“¢Õß inflammatory fibroid polyp (¿“æ®“° Shaib YH et al. Clinical

gastroenterology and hepatology 2013 ·≈– Carmack SW et al. Nature reviews

Gastroenterology & hepatology. 2009)
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·μà∂â“¡’¢π“¥„À≠àÕ“®‡ªìπ·º≈·≈–¡’‡≈◊Õ¥ÕÕ°‰¥â (¿“æ∑’Ë 10) ‡π◊ËÕß®“° GIST ‡ªìπ

√Õ¬‚√§∑’Ë¡’§«“¡‡ ’Ë¬ß¢Õß°“√‡°‘¥‡ªìπ‡π◊ÈÕ√â“¬·≈–¡’°“√·æ√à°√–®“¬¢Õß‚√§‰¥â ®÷ß

®”‡ªìπμâÕß«‘π‘®©—¬·¬°®“°√Õ¬‚√§™π‘¥Õ◊ËπÊ ‚¥¬≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“ æ∫‡ªìπ

spindle cell ¡“√«¡μ—«°—π À“°¬âÕ¡ immunostain ®–¬âÕ¡μ‘¥ CD117, DOG-1

À√◊Õ platelet-derived growth factor α (PDGFA) (¿“æ∑’Ë 11) ·π«∑“ß°“√√—°…“

·≈–μ√«®μ‘¥μ“¡¥—ß· ¥ß„πμ“√“ß∑’Ë 51,9

¿“æ∑’Ë 10 °. ¿“æ∂à“¬¢Õß GIST ́ ÷Ëß∂Ÿ°ª°§≈ÿ¡¥â«¬‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√ª°μ‘®“°°“√ àÕß°≈âÕßμ√«®

∑“ß‡¥‘πÕ“À“√ à«πμâπ ¢. ¿“æ∂à“¬¢Õß GIST ∑’Ë¡’·º≈‡≈◊Õ¥ÕÕ°∑’Ëº‘«¢Õß°âÕπ®“°°“√ àÕß

°≈âÕßμ√«®∑“ß‡¥‘πÕ“À“√ à«πμâπ (¿“æ®“° Shaib YH et al. Clinical gastroenterol-

ogy and hepatology 2013)1

¿“æ∑’Ë 11 °. ¿“æ∑“ßæ¬“∏‘«‘∑¬“¢Õß GIST ¢. ¿“æ∑“ßæ¬“∏‘«‘∑¬“¢Õß GIST ∑’Ë¬âÕ¡μ‘¥ CD 117

(¿“æ®“° Shaib YH et al. Clinical gastroenterology and hepatology 2013)1
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3. Xanthoma ≈—°…≥–∑’Ë‡ÀÁπ®“°°“√ àÕß°≈âÕßæ∫‡ªìπ yellow nodule

À√◊Õ plaque ¢π“¥‡≈Á° (< 3 ¡¡) À≈“¬Õ—π (¿“æ∑’Ë 12) ¡—°æ∫√à«¡°—∫°√–‡æ“–

Õ“À“√Õ—°‡ ∫‡√◊ÈÕ√—ß ·≈–‰¡à —¡æ—π∏å°—∫¿“«– hypercholesterolemia ·π«∑“ß°“√

√—°…“·≈–μ√«®μ‘¥μ“¡¥—ß· ¥ß„πμ“√“ß∑’Ë 51,9

4. Pancreatic heterotopia ‡ªìπ‡π◊ÈÕ‡¬◊ËÕ¢Õßμ—∫ÕàÕπ∑’Ë¡“‡®√‘≠„π

°√–‡æ“–Õ“À“√æ∫‰¥â 2 μ”·Àπàß §◊Õ esophagogastric junction ·≈– antrum

À√◊Õ prepyloric area ≈—°…≥–®“°°“√ àÕß°≈âÕß∑’Ë®”‡æ“–§◊Õ¡’ central umbilica-

tion ´÷Ëß§◊Õμ”·Àπàß√Ÿ‡ªî¥¢Õß∑àÕπÈ”¬àÕ¬μ—∫ÕàÕπ (¿“æ∑’Ë 13) ·π«∑“ß°“√√—°…“·≈–

μ√«®μ‘¥μ“¡¥—ß· ¥ß„πμ“√“ß∑’Ë 51,9

5. Gastric neuroendocrine tumor ‡ªìπ‡π◊ÈÕßÕ°∑’Ëμâπ°”‡π‘¥®“° en-

terochromaffin-like (ECL) cells ·∫àß‡ªìπ 3 ™π‘¥ ‰¥â·°à

™π‘¥∑’Ë 1: æ∫‡ªìπ à«π„À≠à¢Õß gastric NET ‡°‘¥®“° hypergastrinemia

 —¡æ—π∏å°—∫ chronic autoimmune atrophic gastritis æ∫∫àÕ¬ ÿ¥ √âÕ¬≈– 65 ∂÷ß

¿“æ∑’Ë 12 °. ¿“æ∂à“¬¢Õß xanthoma ®“°°“√ àÕß°≈âÕßμ√«®∑“ß‡¥‘πÕ“À“√ à«πμâπ (¿“æ®“°

Shaib YH et al. Clinical gastroenterology and hepatology 2013)1
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80 ¡—°æ∫„π‡æ»À≠‘ß ·≈– —¡æ—π∏å°—∫°“√¡’ pernicious anemia ¡’°“√¥”‡π‘π‚√§

‰¡à√â“¬·√ß

™π‘¥∑’Ë 2: æ∫‰¥âπâÕ¬¡“° ‡°‘¥®“° hypergastrinemia ∑’Ë —¡æ—π∏å°—∫

Zollinger-Ellison syndrome (ZES) ·≈– multiple endocrine neoplasia type

I (MEN I) æ∫‰¥â√âÕ¬≈– 3 ∂÷ß 15 ‚¥¬√Õ¬‚√§ à«π„À≠à„π°≈ÿà¡Õ“°“√ Zollinger-

Ellison ¡—°¡’¢π“¥‡≈Á°  à«π„π¿“«– MEN I ‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√ à«πÕ◊Ëπ®–ª°μ‘

À√◊ÕÕ—°‡ ∫‡≈Á°πâÕ¬·≈–‰¡à¡’ atrophy ¢≥–∑’Ë„π°≈ÿà¡Õ“°“√ Zollinger-Ellison ®–

¡’°“√Àπ“μ—«¢ÕßμàÕ¡ oxyntic ·≈–‰¡à¡’°“√Õ—°‡ ∫ °“√¥”‡π‘π‚√§§àÕπ¢â“ßª≈Õ¥¿—¬

™π‘¥∑’Ë 3: sporadic æ∫ª√–¡“≥√âÕ¬≈– 20 æ∫∫àÕ¬„π‡æ»™“¬ ‰¡à¡’§«“¡

 —¡æ—π∏å°—∫¿“«– hypergastrinemia ¡—°‡°‘¥·∫∫‡¥’Ë¬«Ê∫π‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√∑’Ë

ª°μ‘ ¡—°æ∫‡¡◊ËÕ¡’¢π“¥„À≠à (> 1.5 ´¡.) Õ“®∑”„Àâ¡’‡≈◊Õ¥ÕÕ°·≈–¡’°“√°√–®“¬

‰ªÕ«—¬«–Õ◊Ëπ‰¥â ‡ªìπ™π‘¥∑’Ë¡’Õ—πμ√“¬¡“°∑’Ë ÿ¥

≈—°…≥–®“°°“√ àÕß°≈âÕß ·π«∑“ß°“√√—°…“·≈–μ√«®μ‘¥μ“¡¥—ß· ¥ß„π

μ“√“ß∑’Ë 5 ·≈–¿“æ∑’Ë 141,9

¿“æ∑’Ë 13 ¿“æ∂à“¬¢Õß pancreatic heterotopia ®“°°“√ àÕß°≈âÕßμ√«®∑“ß‡¥‘πÕ“À“√ à«πμâπ (¿“æ

®“° Shaib YH et al. Clinical gastroenterology and hepatology 2013)
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¿“æ∑’Ë 14 ¿“æ∂à“¬¢Õß gastric neuroendocrine tumor ™π‘¥∑’Ë 1 ®“°°“√ àÕß°≈âÕßμ√«®∑“ß‡¥‘π

Õ“À“√ à«πμâπ (¿“æ®“° Shaib YH et al. Clinical gastroenterology and hepatology

20131

·π«∑“ß°“√√—°…“ºŸâªÉ«¬∑’Ë¡’μ‘Ëß‡π◊ÈÕ„π°√–‡æ“–Õ“À“√ ‚¥¬ √ÿª μ“¡ ASGE

2006 ‡°’Ë¬«°—∫ gastric epithelial polyps π—Èπ æ∫«à“≈—°…≥–®“°°“√ àÕß°≈âÕß‰¡à

 “¡“√∂·¬°μ‘Ëß‡π◊ÈÕ„π·μà≈–™π‘¥‰¥â ¥—ßπ—Èπ°“√μ—¥μ‘Ëß‡π◊ÈÕ‡æ◊ËÕμ√«®∑“ßæ¬“∏‘«‘∑¬“

®÷ß¡’§«“¡®”‡ªìπ„π°“√«‘π‘®©—¬ ‚¥¬À“°¡’À≈“¬Õ—π„Àâæ‘®“√≥“‡≈◊Õ°μ—¥μ‘Ëß‡π◊ÈÕ∑’Ë¡’

¢π“¥„À≠à ¡’·º≈∫πμ‘Ëß‡π◊ÈÕ À√◊Õμ‘Ëß‡π◊ÈÕÕ¬Ÿà„πμ”·Àπàß∑’Ëæ∫‰¥â‰¡à∫àÕ¬¢Õßμ‘Ëß‡π◊ÈÕ

™π‘¥π—ÈπÊ ‡™àπ ∂â“≈—°…≥–®”‡æ“–°—∫ fundic gland polyp „Àâ‡≈◊Õ°μ—¥μ‘Ëß‡π◊ÈÕ¡“

μ√«®‡ªìπμ—«Õ¬à“ß ∂â“¡’≈—°…≥–º‘¥ª°μ‘ À√◊Õ¡’¢π“¥„À≠à¡“°°«à“ 1 ´¡ §«√μ—¥

ÕÕ°„ÀâÀ¡¥ ∂â“√Õ¬‚√§¡’≈—°…≥–‰¡à®”‡æ“–°—∫ fundic gland polyp „Àâæ‘®“√≥“

μ—¥ÕÕ°„ÀâÀ¡¥‚¥¬‡©æ“–∂â“¡’¢π“¥„À≠à°«à“ 1 ´¡ ∂â“μ—¥∑—ÈßÀ¡¥‰¡à‰¥â„Àâ∑”°“√

μ—¥™‘Èπ‡π◊ÈÕμ—«Õ¬à“ß‰ªμ√«®  ”À√—∫ HPP ·≈– adenomatous polyp À≈—ßμ—¥μ‘Ëß

‡π◊ÈÕ·≈â«§«√μ—¥™‘Èπ‡π◊ÈÕμ—«Õ¬à“ß®“°‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√ à«πÕ◊ËπÊ¥â«¬ Õ¬à“ßπâÕ¬ 5

μ”·Àπàß §◊Õ body ·≈– antrum ¥â“π greater ·≈– lessor curve ·≈– incisura

angularis ·π–π”„Àâ·¬°™‘Èπ‡π◊ÈÕ∫√‘‡«≥ body ÕÕ°®“° antrum ·≈– incisura

‡æ◊ËÕª√–‚¬™πå„π°“√«‘π‘®©—¬ atrophic gastritis ·≈– intestinal metaplasia

·≈–§«√μ√«®À“°“√μ‘¥‡™◊ÈÕ H.pylori ¥â«¬  à«π°“√√—°…“ ·≈–μ√«®μ‘¥μ“¡„ÀâªØ‘∫—μ‘

μ“¡º≈∑“ßæ¬“∏‘«‘∑¬“¢Õßμ‘Ëß‡π◊ÈÕ¥—ß· ¥ß„π·ºπ¿Ÿ¡‘∑’Ë 111
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·ºπ¿Ÿ¡‘∑’Ë 1 · ¥ß·π«∑“ß°“√¥Ÿ·≈ºŸâªÉ«¬μ‘Ëß‡π◊ÈÕ„π°√–‡æ“–Õ“À“√ (¥—¥·ª≈ß®“° Goddard AF et

al. The management of gastric polyps. Gut 20103, Õ«¬æ√ ‡§â“ ¡∫—μ‘«—≤π“, Management of

gastric polyps, Premalignant GI conditions 2558, 61-83)
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Intraductal Papillary Neoplasm of
the Bile Duct

Õÿ¥¡√—™ ‚°«‘∑∑«‘æ—≤πå
‡æÁ™™√’ æ≈¡≥’

Àπà«¬‚√§∑“ß‡¥‘πÕ“À“√ ‚√ßæ¬“∫“≈¿Ÿ¡‘æ≈Õ¥ÿ≈¬‡¥™ °√¡·æ∑¬å∑À“√Õ“°“»

Review Article

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

μ“√“ß∑’Ë 1 WHO classification 2010 of IPNB

IPN with low grade intraepithelial neoplasia

IPN with intermediate grade intraepithelial neoplasia

IPN with high grade intraepithelial neoplasia

IPN with an associated invasive carcinoma

∫∑π”
Intraductal Papillary Neoplasms of the Bile Duct (IPNB) ‡ªìπ‡π◊ÈÕ

ßÕ°¢Õß∑àÕπÈ”¥’∑’Ëæ∫‰¡à∫àÕ¬ ·μà¡’§«“¡ ”§—≠ ‡æ√“–∂◊Õ‡ªìπ premalignant lesion

¢Õß¡–‡√Áß∑àÕπÈ”¥’ (cholagiocarcinoma) ´÷Ëß¡’≈—°…≥–°“√‚μ„π∑àÕπÈ”¥’ ·∫∫ pap-

illary À√◊Õ villous æ∫‰¥âμ≈Õ¥∑—Èß∑“ß‡¥‘ππÈ”¥’ (Intrahepatic and extrahepatic

bile duct) ·≈–Õ“®‡°‘¥æ√âÕ¡°—πÀ≈“¬®ÿ¥‰¥â (multifocal lesions)

IPNB ‡¥‘¡¡’™◊ËÕ‡√’¬°À≈“¬™◊ËÕ ‡™àπ mucin-producing cholangio-

carcinoma1-4, mucin-hypersecreting bile duct tumor5, biliary papilloma-

tosis, biliary intraductal papillary mucinous neoplasm6-7 ´÷Ëß§‘¥«à“¡’§«“¡

§≈â“¬§≈÷ß°—∫ intraductal papillary mucinous neoplasm (IPMN) of the pan-

creas ·μà„πªí®®ÿ∫—π ‡√’¬°‡ªìπ Intraductal Papillary Neoplasm of the Bile

Duct (IPNB) μ“¡ 2010 World Health Organization (WHO) classification

μ“¡μ“√“ß∑’Ë 18
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√–∫“¥«‘∑¬“
IPNB æ∫„π°≈ÿà¡ª√–‡∑»μ–«—πÕÕ°‰°≈‰¥â∫àÕ¬ ‡™àπ ‰μâÀ«—π ≠’ËªÿÉπ ‡°“À≈’

‡ªìπμâπ ´÷Ëß∫√‘‡«≥π’È¡—°æ∫ π‘Ë«„πμ—∫ (hepatolithiasis) ·≈–°“√μ‘¥‡™◊ÈÕæ¬“∏‘

Clonorchis sinensis ‰¥â∫àÕ¬ ‚¥¬ IPNB ¡—°æ∫„πºŸâªÉ«¬Õ“¬ÿ 50-70 ªï  —¥ à«π

™“¬μàÕÀ≠‘ß ·μ°μà“ß°—πμ“¡∫√‘‡«≥μà“ßÊ ‡™àπ ‰μâÀ«—π 1:2, ≠’ËªÿÉπ 1:1, ‡°“À≈’ ·≈–

„πª√–‡∑»∑“ßμ–«—πμ° 2:1 ‡ªìπμâπ9-12 ·≈–§‘¥‡ªìπ√âÕ¬≈– 9-38 ¢Õß¡–‡√Áß∑“ß‡¥‘π

πÈ”¥’13-17

 “‡Àμÿ·≈–æ¬“∏‘°”‡π‘¥

 “‡Àμÿ·≈–æ¬“∏‘°”‡π‘¥¬—ß‰¡à∑√“∫·πà™—¥ ·μà„πª√–‡∑»∑“ßμ–«—πÕÕ°‰°≈

æ∫«à“¡’ 2 ªí®®—¬‡ ’Ë¬ß∑’Ë ”§—≠ §◊Õ π‘Ë«„πμ—∫ (hepatolithiasis) ·≈–°“√μ‘¥‡™◊ÈÕæ¬“∏‘

Clonorchiasis18-19 ·μà‰¡àæ∫§«“¡ —¡æ—π∏åπ’È „πª√–‡∑»∑“ßμ–«—πμ° ´÷ËßÕ“®

‡°’Ë¬«¢âÕß°—∫‡™◊ÈÕ™“μ‘ ·≈–ªí®®—¬∑“ß ‘Ëß·«¥≈âÕ¡√à«¡¥â«¬

IPNB  “¡“√∂æ—≤π“®“° premalignant lesions ‡ªìπ‡´≈≈å¡–‡√Áß‰¥â„π

√–¬–‡«≈“ª√–¡“≥ 7-10 ªï ®“°°“√»÷°…“°àÕπÀπâ“π’È20-21 ·≈–æ∫«à“¡’ √âÕ¬≈– 40-

80 ¢Õß IPNB ¡’ à«πª√–°Õ∫¢Õß¡–‡√Áß·≈â«μ—Èß·μà·√°«‘π‘®©—¬ ´÷ËßÕ“®‡ªìπ ™π‘¥ tu-

bular adenocarcinoma À√◊Õ mucinous carcinoma ®÷ßπ—∫«à“ IPNB ¡’§«“¡

‡ªìπ¡–‡√Áß§àÕπ¢â“ß Ÿß (highly potential to malignancy)20-21

æ¬“∏‘«‘∑¬“

IPNB ¡’≈—°…≥–∑“ß¿“¬πÕ° ‡ªìπ °âÕπ‡¥’Ë¬« À√◊ÕÀ≈“¬°âÕπ ¡—°¬◊Ëπ‡ªìπ

°âÕπ polypoid ‡¢â“‰ª„π∑àÕπÈ”¥’∑’Ë¡’°“√¢¬“¬¢π“¥ ´÷ËßÕ“®¡’°“√ √â“ß mucin À√◊Õ

‰¡à°Á‰¥â ¥—ß√Ÿª∑’Ë 1

 IPNB ¡’≈—°…≥–∑“ß®ÿ≈æ¬“∏‘ ‡ªìπ papillary proliferation of neoplas-

tic biliary epithelial cells with delicate fibrovascular stalks ¥—ß√Ÿª∑’Ë 2 ´÷Ëß

·∫àß‡ªìπ 4 ™π‘¥ §◊Õ pancreaticobiliary, intestinal, gastric, ·≈– oncocytic

´÷Ëß™π‘¥ pancreaticobiliary ‡ªìπ≈—°…≥–∑’Ëæ∫‰¥â∫àÕ¬ ·≈–¡’§«“¡√ÿπ·√ß ·μà™π‘¥
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√Ÿª∑’Ë 1 A polypoid mass (arrow) is elevated into the lumen of the bile duct

√Ÿª∑’Ë 2 Microscopic findings of intraductal papillary neoplasm of the bile duct.
Prominent papillary proliferation with delicate fibrovascular cores is a characteristic
feature. Epithelial subtypes are classified as pan-creatobiliary (a), intestinal (b),
gastric (c), and oncocytic (d).
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intestinal æ∫¡’°“√ √â“ß mucin ‰¥â∫àÕ¬ ·≈– —¡æ—π∏å°—∫ ¡–‡√Áß™π‘¥ mucinous

carcinoma ́ ÷Ëß·μà≈–™π‘¥ “¡“√∂·¬°¥â«¬°“√¬âÕ¡ immunohistochemical profile

¥—ß· ¥ß„πμ“√“ß∑’Ë 2

Õ“°“√·≈–Õ“°“√· ¥ß

Õ“°“√ ·≈–Õ“°“√· ¥ß¢Õß IPNB  √ÿª¥—ßμ“√“ß∑’Ë 318-24 ‚¥¬¡—°æ∫Õ“°“√

acute cholangitis „π IPNB ‰¥â∫àÕ¬°«à“¡–‡√Áß∑àÕπÈ”¥’™π‘¥Õ◊ËπÊ (conventional

cholangiocarcinoma) ´÷ËßÕ“®‡ªìπ ‡π◊ËÕß®“° ‡´≈≈å¡–‡√Áß “¡“√∂À≈ÿ¥‰ªÕÿ¥∑àÕ

πÈ”¥’‰¥â∫àÕ¬ ·≈– mucin À√◊Õ stone  “¡“√∂Õÿ¥μ—π∑“ß‡¥‘ππÈ”¥’‰¥â‡™àπ°—π ®÷ß

∑”„Àâ‡°‘¥Õ“°“√ acute cholangitis ‰¥â∫àÕ¬°«à“¡–‡√Áß∑àÕπÈ”¥’™π‘¥Õ◊ËπÊ ·≈–‚¥¬

μ”·Àπàß¡—°æ∫ IPNB ∑’Ë hilum ·≈– left liver9

μ“√“ß∑’Ë 2 Histologic subtypes ·∫àßμ“¡ mucin core protein ·≈– cytokeratins

Profile of MUCs Cytokeratin
Histological subtype

MUC1 MUC2 MUC5AC CK7 CK20

Pancreatobiliary + - + + +

Intestinal - + + + +

Gastric - - + + +

Oncocytic Focal + Focal + + + +

MUC: Mucin core protein; CK: Cytokeratin

μ“√“ß∑’Ë 3 · ¥ßÕ“°“√ ·≈–Õ“°“√· ¥ß ¢Õß IPNB

Õ“°“√·≈–Õ“°“√· ¥ß √âÕ¬≈–

Asymptomatic 5-29

Right Upper Quadrant pain 35-89

Recurrent acute cholangitis 5-59

Previous history or concomitant existence of biliary stones 30
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°“√«‘π‘®©—¬ ·≈–°“√«‘π‘®©—¬·¬°‚√§

°“√«‘π‘®©—¬ „™âÕ“°“√ Õ“°“√· ¥ß ≈—°…≥–∑“ß√—ß ’ ·≈–≈—°…≥–∑“ßæ¬“∏‘

«‘∑¬“ √à«¡°—π ´÷Ëß¡—°æ∫«à“ IPNB ¡’æ¬“∏‘ ¿“æÀ≈“¬®ÿ¥∑’Ë·μ°μà“ß°—π (multifocal

stage) ∑”„Àâ≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“®ÿ¥‡¥’¬« Õ“®‰¡à‰¥â∫Õ°∂÷ßæ¬“∏‘ ¿“æ∑’Ë·∑â®√‘ß

∑—ÈßÀ¡¥ (actual stage)20 ·≈–≈—°…≥–·∫∫π’È¡—°æ∫„π IPNB ™π‘¥ mucin hy-

persecretion ¡“°°«à“™π‘¥‰¡à¡’ mucin hypersecretion21

IPNB ¡’≈—°…≥–∑“ß√—ß ’∑’Ëæ∫∫àÕ¬ §◊Õ ∑àÕπÈ”¥’‚μ ·≈– ¡’°âÕπ„π∑àÕπÈ”¥’

(bile duct dilatation and intraductal masses) ·≈–≈—°…≥–∑’Ë™à«¬„π°“√

«‘π‘®©—¬∑’Ë ”§—≠ §◊Õ °“√¡’∑àÕπÈ”¥’‚μ∑—Èß „π à«π∑’Ë‡Àπ◊Õ·≈–„μâμàÕæ¬“∏‘ ¿“æ (Simul-

taneous proximal and distal bile duct dilatation)  à«π √Ÿª·∫∫¢Õß¿“æ√—ß ’

·∫àß‰¥â‡ªìπ 5 √Ÿª·∫∫ æ∫‰¥â√âÕ¬≈– 45.4, 23.7, 19.6, 4.1, ·≈– 7.2 μ“¡≈”¥—∫

¥—ß· ¥ß „π√Ÿª∑’Ë 319,25

√Ÿª∑’Ë 3 Schematic drawings of intraductal papillary neoplasms of the bile duct showing the
five imaging patterns
A: Type 1: Diffuse duct ectasia with a grossly visible papillary mass; B: Type 2:
Diffuse duct ectasia without a visible mass; C: Type 3: An intraductal polypoid mass
within localized duct dilation; D: Type 4: Intraductal cast-like lesions; E: Type 5: A
focal stricture-like lesion with mild proximal ductal dilation.
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μ“√“ß∑’Ë 4 Imaging features of IPNB and Major utility of different imaging techniques

Techniques Finding / Pattern Utility

Ultrasound

EUS/IDUS

CT/MRI

Cholangiography

(ERC, PTC, MRC)

Cholangioscopy

PET/ CT

- Detection of bile duct dilatation

- Differentiation from a stone

- Assessment the depth of inva-

sion and lymph node involvement

- Detect tumors larger than 1 cm

and bile duct dilatation

- Differentiation from conventional

cholangiocarcinoma

- Define the extent of tumors

- Detection and drainage of mu-

cin in ERC and PTC

- Confirm the histology and extent

of lesions

- Adjuvant treatments

- Detection of unsuspected distant

metastasis

- Low echoic mass, bile duct di-

latation

- Wall thickness, LN invasion

- Often washout in enhancement

scanning

- Localized bile duct dilate and an

intraductal mass ¥—ß√Ÿª∑’Ë 4

- Proximal and distal bile duct di-

latation

- Slightly lower signal than hepatic

parenchyma in T1WI and slightly

higher signal in T2WI

- Multiple small irregular filling

defects in the bile duct wall ¥—ß

√Ÿª∑’Ë 5

- Patulous ampulla by mucin ¥—ß

√Ÿª∑’Ë 6

- POCS more prefer than PTCS

- Papillary tumor within the lumen

of the bile duct (√Ÿª∑’Ë 7)

-Increase Fludeoxyglucose up-

take

EUS: Endoscopic ultrasonography; IDUS: Intraductal ultrasonography; ERC: Endoscopic retro-
grade cholangiography; PTC: Percutaneous transhepatic cholangiography; MRC : Magnetic reso-
nance cholangiography; CT: Computed tomography; MRI: Magnetic resonance image; PET:
Positron emission tomography; POCS : Peroral cholangioscopy; PTCS : Percutaneous transhepatic
cholangioscopy
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√Ÿª∑’Ë 4 Representative images of intraductal papillary neoplasm of the bile duct on com-
puted tomography. Localized bile duct dilatation and an intraductal mass are shown
(arrows)

√Ÿª∑’Ë 5 Endoscopic retrograde cholang-
iography showing an amorphous
filling defect, suggesting the pres-
ence of mucobilia

√Ÿª∑’Ë 6 Duodenoscopy shows a dilated pap-

illary orifice with mucin.
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≈—°…≥–∑“ß√—ß ’ ¢Õß ultrasound, CT scan, MRI, cholangiography,

cholangioscopy, Position-emission tomography (PET)-CT ¥—ß √ÿª „πμ“√“ß

∑’Ë 426-31

°“√«‘π‘®©—¬·¬°‚√§∑’Ë ”§—≠ §◊Õ recurrent pyogenic cholangitis with

bile duct stones31, mass-forming cholangiocarcinoma27,32, biliary muci-

nous cystic neoplasms (MCNs) (cystadenoma/cystadenocarcinoma)33-36

´÷Ëß IPNB with mucin plugs À√◊Õ sloughed mass Õ“® —∫ π°—∫ stone ‰¥â

·μà “¡“√∂·¬°‰¥â¥â«¬ ERC À√◊Õ cholangioscopy  ”À√—∫ mass-forming

cholangiocarcinoma ¡—°‡ªìπ °âÕπ‡¥’¬« ¡’ upstream bile duct dilatation ·≈–

gradually persistent À√◊Õ progressive enhancement „π CT/MRI ·μà IPNB

®–‡ªìπ multifocal papillary lesions ·≈–¡’ upstream ·≈– downstream bile

duct dilatation ·≈– washout on enhancement „π CT/MRI  à«π MCNs

®–‰¡àμàÕ°—∫ bile duct  à«π„À≠à‡ªìπºŸâÀ≠‘ß‡¥àπ ·≈–®ÿ≈æ¬“∏‘«‘∑¬“ ¡’ ovarian-like

stroma

√Ÿª∑’Ë 7 Peroral cholangioscopy reveals a papillary tumor within the lumen of the bile duct,
but no obvious superficial spreading along the biliary epithelium is observed.
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°“√√—°…“

°“√ºà“μ—¥

°“√√—°…“À≈—°¢Õß IPNB §◊Õ °“√ºà“μ—¥ ∂â“‰¡à¡’ distant metastasis37-39

‡æ√“– à«π„À≠àºŸâªÉ«¬¡—°¡’Õ“°“√ ·≈–‡π◊ËÕß¥â«¬ IPNB ¡’·π«‚πâ¡‡ªìπ¡–‡√Áß§àÕπ¢â“ß Ÿß

‚¥¬°“√√–∫ÿμ”·Àπàß ·≈–°“√°√–®“¬¢Õßæ¬“∏‘ ¿“æ (location and extension

of tumor) ¡’§«“¡ ”§—≠°àÕπ°“√ºà“μ—¥

À≈—°°“√ºà“μ—¥§≈â“¬°—∫¡–‡√Áß∑àÕπÈ”¥’™π‘¥Õ◊ËπÊ (cholagiocarcinoma)

´÷ËßÕ“®∑”‡ªìπ Major hepatectomy with or without extrahepatic bile duct

resection or pancreaticoduodenectomy ´÷Ëß¢÷Èπ°—∫μ”·Àπàß¢Õßæ¬“∏‘ ¿“æ

√à«¡°—∫ regional lymphadenectomy ·≈–§«√‡ªìπ intraoperative frozen sec-

tion at the stumps of the bile duct ‡æ◊ËÕ¬◊π¬—π°“√¢Õ∫‡¢μ¢Õß°“√ºà“μ—¥

°“√√—°…“Õ◊ËπÊ

∂â“‰¡à “¡“√∂ºà“μ—¥‰¥â §«√√—°…“·∫∫ palliative treatment34 Õ“®‡ªìπ

Palliative intrahepatic tubing À√◊Õ Percutaneous transhepatic biliary drain-

age ´÷Ëß “¡“√∂≈¥Õ“°“√‰¥â  à«π°“√√—°…“„À¡àÊ ∑’Ë¡’ ‡™àπ percutaneous cholan-

gioscopic laser ablation, cholangioscopic electrocoagulation, iridium-192

intraluminal therapy, and argon plasma coagulation  “¡“√∂‡æ‘Ë¡Õ—μ√“√Õ¥™’«‘μ

‰¥â40

°“√æ¬“°√≥å‚√§ ·≈–°“√μ‘¥μ“¡

IPNB ¡’æ¬“°√≥å‚√§∑’Ë¥’°«à“¡–‡√Áß∑àÕπÈ”¥’Õ◊ËπÊ (conventional cholangio-

carcinoma)41-45  à«πªí®®—¬∑’Ë¡’º≈μàÕÕ—μ√“°“√√Õ¥™’«‘μ ‰¥â·°à √–¬–‚√§∑’Ë√ÿπ·√ß

(advance staging)9,12,18, pancreaticobiliary type19, curative resection (R0

resection)9, lymph node metastasis12

°“√μ‘¥μ“¡ ¢Õß IPNB À≈—ß°“√ºà“μ—¥ ‚¥¬ª°μ‘§«√μ‘¥μ“¡ ∑ÿ° 3 ‡¥◊Õπ„π
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ªï·√° ·≈– ∑ÿ° 6 ‡¥◊Õπ À≈—ß®“°π—Èπ ‚¥¬ MRC ‡ªìπ∑“ß‡≈◊Õ°¢Õß°“√μ‘¥μ“¡¿“æ

√—ß ’ Õ—μ√“°“√‡ªìπ´È”„π 5 ªï „π√“¬∑’Ë‡ªìπ benign √âÕ¬≈– 20 ·≈–„π√“¬∑’Ë‡ªìπ

malignant √âÕ¬≈– 609,19

∫∑ √ÿª

IPNB ¡’§«“¡§≈â“¬°—∫ IPMN of the pancreas ∑—Èß∑“ß¥â“πÕ“°“√ Õ“°“√

· ¥ß ·≈–≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“ ·μà¡’§«“¡·μ°μà“ß°—π∫â“ß ‚¥¬ Intestinal type

æ∫∫àÕ¬„π IPMN of the pancreas ·μà pancreaticobiliary type æ∫∫àÕ¬„π

IPNB ·≈– „π IPMN of the pancreas ¡—°æ∫‡ªìπ mucin producing tumors

·μà„π IPNB æ∫·§à 1 „π 3 ‡∑à“π—Èπ

IPNB ‡ªìπ‡π◊ÈÕßÕ°∑’Ë‚μ„π∑àÕπÈ”¥’ ¡’√–¬–¢Õß‚√§μ—Èß·μà premalignant

lesion ®π∂÷ß invasive cholangiocarcinoma ´÷Ëß¡’æ¬“°√≥å‚√§∑’Ë¥’°«à“¡–‡√Áß

∑àÕπÈ”¥’Õ◊ËπÊ ¡—°æ∫„π°≈ÿà¡ª√–‡∑»μ–«—πÕÕ°‰°≈ ¡’≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“ 4

™π‘¥ §≈â“¬§≈÷ß°—∫ IPMN of the pancreas °“√«‘π‘®©—¬ „™âÕ“°“√ Õ“°“√· ¥ß

≈—°…≥–∑“ß√—ß ’ ·≈–≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“ √à«¡°—π ≈—°…≥–∑“ß√—ß ’∑’Ëæ∫∫àÕ¬

§◊Õ intraductal masses and bile duct dilatation ·≈–≈—°…≥–∑’Ë™à«¬„π°“√

«‘π‘®©—¬∑’Ë ”§—≠ §◊Õ °“√¡’∑àÕπÈ”¥’‚μ∑—Èß „π à«π∑’Ë‡Àπ◊Õ·≈–„μâμàÕæ¬“∏‘ ¿“æ (simul-

taneous proximal and distal bile duct dilatation) °“√√—°…“À≈—° ‡ªìπ°“√

ºà“μ—¥ ‚¥¬„™â CT, MRI, cholangiography ‡æ◊ËÕ∫Õ°μ”·Àπàß·≈–√–¬–¢Õß‚√§  à«π

cholangioscopy „™â‡ªìπ°“√¬◊π¬—π™‘Èπ‡π◊ÈÕ ·μà¡—°æ∫«à“¡’√–¬–¢Õß‚√§∑’Ë√ÿπ·√ß·≈â«

μ—Èß·μà·√°«‘π‘®©—¬  à«π°“√√—°…“Õ◊Ëπ Ê ¬—ß§ß¡’°“√æ—≤π“‡æ◊ËÕ¬◊¥Õ“¬ÿ¢ÕßºŸâªÉ«¬ IPNB
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A Man with Massive Upper GI
Bleeding

Õ√ÿ≥ »‘√‘ªÿ≥¬å
»Ÿπ¬å‚√§∑“ß‡¥‘πÕ“À“√·≈–μ—∫ ‚√ßæ¬“∫“≈°√ÿß‡∑æ

Illustrated Clinical Case

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

ºŸâªÉ«¬™“¬‰∑¬ 65 ªï ¡’‚√ßæ¬“∫“≈¥â«¬‡√◊ËÕß massive UGIB

¡’ª√–«—μ‘∂à“¬·¥ß¥” Õ“‡®’¬π‡ªìπ≈‘Ë¡‡≈◊Õ¥ 3-4 §√—Èß Àπâ“¡◊¥‡«’¬π»√’…– °àÕπ¡“‚√ß

æ¬“∫“≈ °àÕπÀπâ“π’Èª«¥∑âÕßμ√ß‡Àπ◊Õ –¥◊Õ¡“ª√–¡“≥ 1 ‡¥◊Õπ

PH: infected abdominal aortic aneurysm (infra renal) S/P bypass graft 18 ‡¥◊Õπ

ªÆ‘‡ ∏ NSAID, ·Õ≈°ÕŒÕ≈å ·≈–¬“≈–≈“¬≈‘Ë¡‡≈◊Õ¥

‰ª √æ. „°≈â∫â“π vital signs ·√°√—∫ BP 70/49 mmHg, HR 74 /min, Temp 36.6oC

Hct 23% À≈—ß resuscitate LDPRC 2 unit vital sign stable

EGD: Found large pulsatile exposure large vessel at 3 rd part duode-

num, other part of stomach and duodenum normal

CT angiogram: Highly possible an aorto-enteric fistula (aorta to duodenum) at proximal tip of the graft
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Aortoenteric fistula

§◊Õ¿“«–∑’Ë¡’°“√‡™◊ËÕ¡μàÕ√–À«à“ß‡ âπ‡≈◊Õ¥‡ÕÕÕμ“√å„π™àÕß∑âÕß°—∫≈”„ â‡≈Á° ∂Ÿ°

°≈à“«∂÷ß§√—Èß·√° „πªï §». 1839 „πºŸâªÉ«¬∑’Ë¡“¥â«¬Õ“°“√ ç§≈”‰¥â°âÕπ∑’ËÀπâ“∑âÕß

‡μâπμ“¡™’æ®√, ∂à“¬Õÿ®®“√–‡ªìπ≈‘Ë¡‡≈◊Õ¥ ’·¥ß ¥·≈–‡ ’¬™’«‘μ‡©’¬∫æ≈—πé ®“°°“√

™—π Ÿμ√»æ æ∫«à“¡’·º≈∑’Ë≈”„ â‡≈Á° „πμ”·Àπàß∑’Ëμ‘¥Õ¬Ÿà°—∫‡ âπ‡≈◊Õ¥‡ÕÕÕμ“√å„π™àÕß

∑âÕß

 “‡Àμÿ

°àÕπªï §». 1960  “‡Àμÿ à«π„À≠à‡™◊ËÕ«à“‡°‘¥®“°°“√μ‘¥‡™◊ÈÕ ´‘øî≈‘  À√◊Õ

«—≥‚√§ ·μàÀ≈—ß®“°‡√‘Ë¡¡’°“√ºà“μ—¥„ àÀ≈Õ¥‡≈◊Õ¥‡∑’¬¡ (aortic grafts) ¡“°¢÷Èπ ®÷ß

æ∫«à“°≈“¬‡ªìπ “‡Àμÿ∑’Ëæ∫∫àÕ¬∑’Ë ÿ¥„πªí®®ÿ∫—π ‚¥¬¡’Õÿ∫—μ‘°“√≥åª√–¡“≥ 4%

μ”·Àπàß∑’Ëæ∫‰¥â∫àÕ¬∑’Ë ÿ¥§◊Õ 3rd part duodenum ‡π◊ËÕß®“°‡ªìπμ”·Àπàß≈”„ â

μ‘¥Õ¬Ÿà°—∫™àÕß∑âÕß¥â“πÀ≈—ß·≈–¡’‡ âπ‡≈◊Õ¥ ‡ÕÕÕμ“√åæ“¥ºà“π∑”„Àâ‡°‘¥·√ß°√–·∑°

´È”Êμ√ß∫√‘‡«≥¥—ß°≈à“« ‡°‘¥‡ªìπ·º≈·≈–‡π◊ÈÕμ“¬μ“¡¡“

Õ“°“√·≈–Õ“°“√· ¥ß

Õ“°“√‡©æ“–¢Õß‚√§¡’ 3 ¢âÕ ‰¥â·°à ª«¥∫√‘‡«≥°≈“ß∑âÕß, Õ“‡®’¬π‡ªìπ‡≈◊Õ¥,

§≈”‰¥â°âÕπ‡μâπ‰¥â∫√‘‡«≥Àπâ“∑âÕß ‚¥¬æ∫«à“ºŸâªÉ«¬®–¡’Õ“°“√∑—Èß 3 ¢âÕæ√âÕ¡°—π‡æ’¬ß

23% ≈—°…≥–‡©æ“–¢Õß¿“«–π’È§◊Õ Õ“°“√Õ“‡®’¬π√ÿπ·√ß‡ªìπ‡≈◊Õ¥π”¡“°àÕπ ·≈–

À≈—ß®“°π—Èπ ‰¡à°’Ë™—Ë«‚¡ßÀ√◊Õ‰¡à°’Ë«—π μ“¡¥â«¬Õ“‡®’¬π‡ªìπ‡≈◊Õ¥√ÿπ·√ß®π∂÷ß¢—Èπ‡ ’¬

™’«‘μÕ¬à“ß√«¥‡√Á«

°“√«‘π‘®©—¬

1. °“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π∫π μâÕß„Àâ§«“¡ ß —¬‡ªìπæ‘‡»…„π°≈ÿà¡

ºŸâªÉ«¬∑’Ë¡’ª√–«—μ‘°“√ºà“μ—¥À≈Õ¥‡≈◊Õ¥ ‡ÕÕÕμ“√å ·≈–¡“ √æ. ¥â«¬Õ“°“√Õ“‡®’¬π

‡ªìπ‡≈◊Õ¥∑ÿ°√“¬ °“√ àÕß°≈âÕß„πºŸâªÉ«¬°≈ÿà¡π’ÈμâÕß„Àâ§«“¡ π„®Õ¬à“ß¡“°„π∫√‘‡«≥

3rd part duodenum ‚¥¬‡√“ “¡“√∂æ∫ ·º≈∑’Ë¡’≈‘Ë¡‡≈◊Õ¥¢π“¥„À≠à ‡μâπμ“¡
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®—ßÀ«–¢Õß™’æ®√

2. ‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å ·≈–©’¥ ’¥Ÿ‡ âπ‡≈◊Õ¥·¥ß®–æ∫°“√‡™◊ËÕ¡μàÕ¢Õß

‡ âπ‡≈◊Õ¥‡ÕÕμ“√å∑’Ë‚ªÉßæÕß„π™àÕß∑âÕß °—∫ºπ—ß¢Õß≈”„ â‡≈Á°

°“√√—°…“

ºà“μ—¥√«¥‡√Á«∑’Ë ÿ¥‡∑à“∑’Ë®– “¡“√∂∑”‰¥âÀ≈—ß®“°„Àâ°“√«‘π‘®©—¬ ‡π◊ËÕß®“°Õ—μ√“

μ“¬ 100% ∂â“ºà“μ—¥‰¡à∑—π‡«≈“ À≈—ßºà“μ—¥ºŸâªÉ«¬§«√‰¥â√—∫¬“ªÆ‘™’«π– μàÕ‡π◊ËÕß 4-6

 —ª¥“Àå∂â“º≈‡æ“–‡™◊ÈÕ„Àâº≈‡ªìπ∫«°



„∫ ¡—§√‡¢â“‡ªìπ ¡“™‘°μ≈Õ¥™’æ
 ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬

«—π∑’Ë ........... ‡¥◊Õπ ....................... æ.». ..............

¢â“æ‡®â“¢Õ ¡—§√‡¢â“‡ªìπ ¡“™‘°μ≈Õ¥™’æ¢Õß ç ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬é
‚¥¬√—∫√Õß«à“®–ªØ‘∫—μ‘μ“¡°Æ¢âÕ∫—ß§—∫·≈–√–‡∫’¬∫¢Õß ¡“§¡œ∑ÿ°ª√–°“√  √“¬√–‡Õ’¬¥¢Õß¢â“æ‡®â“¡’¥—ßπ’È

°√ÿ≥“‡¢’¬π¥â«¬μ—«∫√√®ß [ ] π“¬·æ∑¬å [ ] ·æ∑¬åÀ≠‘ß
1. ™◊ËÕ- °ÿ≈ ...........................................................................................................................................................

First Name / Last Name .............................................................................................................................
μ”·Àπàß∑“ß«‘™“°“√ ..........................................................................................................................................
‡°‘¥«—π∑’Ë ........ ‡¥◊Õπ ........................... æ.». ............... ‡™◊ÈÕ™“μ‘ .......................  —≠™“μ‘ .................................
§ÿ≥«ÿ≤‘ .............................................................................................................................................................

2. ∑à“πªÆ‘∫—μ‘ß“π¥â“π‚√§√–∫∫∑“ß‡¥‘πÕ“À“√
[ ] πâÕ¬°«à“ 50% ¢Õß‡«≈“∑”ß“π [ ] ¡“°°«à“ 50% ¢Õß‡«≈“∑”ß“π

3. ∑’ËÕ¬Ÿàªí®®ÿ∫—π (∑’Ë “¡“√∂μ‘¥μàÕ·≈– àß®¥À¡“¬∂÷ß‰¥â) ∫â“π‡≈¢∑’Ë .......... μ√Õ°/´Õ¬ ............... ∂ππ ....................
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‚∑√»—æ∑å ...............................

4. ∑’Ë∑”ß“π ...........................................................................................................................................................
‚∑√»—æ∑å ................................... ‚∑√ “√ ....................................

5. °“√μ‘¥μàÕ∑“ß‰ª√…≥’¬å  °√ÿ≥“ àß‰ª∑’Ë  [ ]  ∫â“π    [ ] ∑’Ë∑”ß“π
6. ºŸâ√—∫√Õß„π°“√ ¡—§√ ¡“™‘°¢Õß ¡“§¡œ§√—Èßπ’È §◊Õ

1) ...................................................................................................
2) ...................................................................................................

°“√ ¡—§√ ¡“™‘° ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬
1. „∫ ¡—§√ ¡“™‘°œ
2. §à“ ¡—§√ ¡“™‘°œ ®”π«π 1,000 ∫“∑ (μ≈Õ¥™’æ)

 ∂“π∑’Ë√—∫ ¡—§√
 ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬
μ÷°º–Õ∫ ™—Èπ 1   “¢“«‘™“‚√§√–∫∫∑“ß‡¥‘πÕ“À“√
‚√ßæ¬“∫“≈»‘√‘√“™ ∫“ß°Õ°πâÕ¬  °√ÿß‡∑æœ 10700 ‚∑√ 02-4197281-2 ‚∑√ “√ 02-4115013

À¡“¬‡Àμÿ: „π°“√ ¡—§√ ¡“™‘°®– ¡∫Ÿ√≥åμàÕ‰¥âºà“π¡μ‘∑’Ëª√–™ÿ¡¢Õß°√√¡°“√ ¡“§¡œ·≈â«‡∑à“π—Èπ
æ√âÕ¡°—ππ’È ¢â“æ‡®â“‰¥â™”√–‡ß‘π‡ªìπ§à“ ¡—§√ ¡“™‘°μ≈Õ¥™’æ·≈â« ‡ªìπ‡ß‘π 1,000.00 ∫“∑ (=Àπ÷Ëßæ—π∫“∑∂â«π=)

´÷Ëß¢â“æ‡®â“
‰¥â™”√–‡ªìπ [ ]  ‡ß‘π ¥     [ ]  ‡™Á§∏π“§“√ ..................  “¢“ ............... ‡≈¢∑’Ë ..................... ≈ß«—π∑’Ë ....................

≈ß™◊ËÕ .................................................................
(.................................................................)




