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Management of Gastric Polyps
æ‘π‘® »√’æ∏Ÿ√“…Æ√å

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

Review Article

∫∑π”

µ‘Ëß‡π◊ÈÕ°√–‡æ“–Õ“À“√ (gastric polyp) ‡ªìπ¿“«–°“√‡®√‘≠∑’Ëº‘¥ª°µ‘¢Õß
‡π◊ÈÕ‡¬◊ËÕ´÷Ëß¡’°“√¬◊Ëπ (projecting) ®“°º‘«‡¬◊ËÕ∫ ÿ°√–‡æ“–Õ“À“√ (gastric mucosal
membrane) ‡¡ ◊ ËÕµ√«®æ∫µ‘Ëß‡π◊ ÈÕ„π°√–‡æ“–Õ“À“√§«√µâÕßæ‘®“√≥“„π·ßà¢Õß
≈ —°…≥–∑“ß‡π◊ ÈÕ‡¬ ◊ ËÕ«‘∑¬“ (histology)  “‡Àµÿ ∏√√¡™“µ‘°“√°”‡π ‘¥‚√§ √«¡∂ ÷ß
æ‘®“√≥“«à“µ‘Ëß‡π◊ÈÕ¥—ß°≈à“«®”‡ªìπµâÕß‰¥â√—∫°“√√—°…“‡©æ“–‡®“–®ßÀ√◊Õ‰¡à

„π∫∑§«“¡π ’ È®–°≈ à“«∂ ÷ß fundic gland polyp, hyperplastic gastric
polyp, gastric adenoma, gastrointestinal stromal tumor (GIST), inflam-
matory fibroid polyp ·≈– gastric neuroendocrine tumor (carcinoid) ‡ªìπ
À≈—°1

Fundic Gland Polyps

µ‘Ëß‡π◊ ÈÕ™π ‘¥π ’ È‡°‘¥®“°µàÕ¡∫√ ‘‡«≥°√–æÿâß°√–‡æ“–Õ“À“√ (fundic gland
polyp) (¿“æ∑’Ë 1) ∂◊Õ‡ªìπµ‘Ëß‡π◊ÈÕ∑’Ëµ√«®æ∫¢≥–µ√«® àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π
∫π‰¥â∫ àÕ¬∑ ’ Ë  ÿ¥ „πª√–‡∑»·∂∫µ–«—πµ°¡’º≈°“√»÷°…“¢π“¥„À≠ àæ∫«à“„π°≈ ÿ à¡
ºŸâªÉ«¬∑ ’ Ë¡“√ —∫°“√µ√«®  àÕß°≈ âÕß∑“ß‡¥‘πÕ“À“√  à«π∫πæ∫§«“¡™ÿ° (prevalence)
¢Õß°“√µ√«®æ∫µ‘Ëß‡π◊ÈÕ°√–‡æ“–Õ“À“√√âÕ¬≈– 6.35 ‚¥¬æ∫‡ªìπ fundic gland polyp
√âÕ¬≈– 77 ‡ªìπ hyperplastic polyp/polypoid foveolar hyperplasia √âÕ¬≈– 17
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‡ªìπ adenoma √âÕ¬≈– 0.69 ·≈–‡ªìπ inflammatory fibroid polyp √âÕ¬≈– 0.12

fundic gland polyp ∑’Ëµ√«®æ∫®“°°“√ àÕß°≈âÕß¡—°æ∫®”π«πµ‘Ëß‡π◊ÈÕ§√—Èß≈–À≈“¬Ê
µ‘Ëß ‚¥¬¡—°¡’¢π“¥‡≈Á° (<1 ´¡.) æ◊Èπº‘«¢Õßµ‘Ëß‡π◊ÈÕ®–¡’≈—°…≥–‡√’¬∫ (smooth) „ 
(glassy) ·≈–‰¡à¡’°â“π (sessile) À“°„™â°≈âÕß∑’Ë¡’√–∫∫ NBI (narrow band imag-
ing) ®–‡ÀÁπ≈ —°…≥–‡ªìπ√ —ßº÷Èß (honeycomb appearance) ·≈–¡’À≈Õ¥‡≈◊Õ¥Õ¬Ÿà
·π àπÀπ“ (dense vasculature) ´÷Ëß‰¡à∂◊Õ«à“‡ªìπ≈ —°…≥–®”‡æ“–‡π◊ ËÕß®“° “¡“√∂
æ∫‰¥â„πµ‘Ëß‡π◊ÈÕ™π‘¥‰¡à‡ªìπ¡–‡√Áß (hyperplastic polyp) ‰¥â3 ·√°‡√‘Ë¡∑’Ë¡’°“√§âπæ∫
¡’§«“¡‡™◊ËÕ«à“ fundic gland polyp ‡ªìπµ‘Ëß‡π◊ÈÕ™π‘¥Œ“¡“√å‚µ¡“ (hamartomatous
polyp) Õ¬à“ß‰√°Áµ“¡®“°°“√»÷°…“µàÕ¡“æ∫«à“µ‘Ëß‡π◊ ÈÕ™π ‘¥π ’ È¡’§«“¡  —¡æ—π∏ å°—∫
°“√„™â¬“≈¥°√¥™π ‘¥ PPI (proton pump inhibitor) ´÷Ëß‰¥â¡’°“√‡ πÕ«à“°≈‰°
®“°°“√¬—∫¬—Èß°“√À≈—Ëß°√¥¥â«¬¬“™π‘¥¥—ß°≈à“«πà“®–‡°’Ë¬«¢âÕß°—∫æ¬“∏‘ ¿“æ∑’Ëµ√«®
æ∫4

Fundic gland polyp ®–ª√–°Õ∫¥â«¬µàÕ¡ÕÁÕ°´‘πµ‘°∑ ’ Ë¢¬“¬ (dilated
oxyntic gland) ®”π«πÀπ ÷ ËßµàÕ¡À√◊ÕÀ≈“¬µàÕ¡ ‚¥¬‡√ ’¬ßµ—«¥â«¬‡´≈≈ åæ“‰√∑Õ≈

¿“æ∑ ’Ë 1 multiple fundic gland polyps ∑’Ëæ∫®“°°“√ àÕß°≈âÕß∫√ ‘‡«≥ gastric body
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·≈–‡´≈≈å‡¬◊ËÕ‡¡◊Õ°∑’Ë·∫π√“∫ (flattened parietal and mucous cells) (¿“æ∑’Ë 2)
°“√æ∫≈—°…≥–¥—ß°≈à“«®“°°“√¬âÕ¡ ‰≈¥å¥â«¬ hematoxylin ·≈– eosin (H&E)
∂◊Õ‡ªìπ«‘∏ ’°“√„™â®”·π°‰¥â   ‘ ËßÀπ ÷ Ëß∑ ’ Ëæ÷ß√–«—ß§ ◊ÕÀ“°æ∫«à“æ ◊ Èπº‘«¢Õßµ‘Ëß‡π◊ ÈÕ¡’
≈—°…≥–∂ Ÿ°°—¥‡´“– (eroded) ·≈–¡’≈—°…≥–¢Õß°“√ √â“ß‡π◊ÈÕ‡¬◊ËÕ„À¡à (regenera-
tive appearance) Õ“®∑”„Àâ·ª≈º≈º‘¥§‘¥«à“‡ªìπ‡´≈≈ åº‘¥ª°µ‘ (dysplasia) ‰¥â
´÷Ëß¿“«–‡´≈≈åº‘¥ª°µ‘∑’Ë·∑â®√‘ß‚¥¬‡©æ“–™π‘¥¢—Èπ  Ÿß (high grade) ∂◊Õ«à“æ∫‰¥âπâÕ¬
¡“°·≈–æ∫Õ¬à“ß®”°—¥‡©æ“–„π°≈ ÿà¡ºŸâªÉ«¬∑’Ë‡ªìπ polyposis syndrome

·π«»÷°…“∑“ß§≈‘π‘° (Clinical approach)
‚¥¬∑ — Ë«‰ª‡¡ ◊ ËÕµ√«®æ∫µ‘Ëß‡π◊ ÈÕ §«√  ÿ à¡‡≈◊Õ°µ‘Ëß‡π◊ ÈÕ·≈–∑”°“√µ—¥™‘Èπ‡π◊ ÈÕ

(biopsy) ‡æ ◊ ËÕπ”‰ªµ√«® Õ∫¬ ◊π¬—π°“√«‘π ‘®©—¬ µ‘Ëß‡π◊ ÈÕ∑ ’ Ë¡’¢π“¥„À≠ à (>1 ´¡.)
§«√®–∑”°“√µ—¥ÕÕ°∑—ÈßÀ¡¥‡æ◊ËÕ¬◊π¬—π°“√«‘π‘®©—¬‡π◊ËÕß®“° fundic gland polyp

¿“æ∑’Ë 2 ≈—°…≥– dilated oxyntic gland ∑ ’Ë‡√ ’¬ßµ—«¥â«¬ cuboidal parietal cells (a); ·≈– flattened
mucous and parietal cells (b ·≈– c)
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®”π«ππâÕ¬¡“°∑’Ë®–¡’¢π“¥„À≠à‡°‘π 1 ´¡. °“√∑” biopsy „π°√≥’π’È®–‰¡à¡’§«“¡
‡À¡“– ¡‡π◊ËÕß®“°À“°µ‘Ëß‡π◊ÈÕπ—Èπ‰¡à„™à fundic gland polyp °“√  ÿà¡ biopsy Õ“®
‰¡à§√Õ∫§≈ÿ¡æ◊Èπ∑’Ë∑’ËÕ“®®–¡’‚Õ°“ æ∫«à“‡ªìπ dysplasia À√◊Õ‡ªìπ‡π◊ÈÕßÕ° (neoplasia)
§«√∑”°“√µ√«® Õ∫µ‘Ëß‡π◊ ÈÕ∑ ’ Ë‡À≈◊Õ«à“¡’µ‘Ëß‡π◊ ÈÕÕ—π„¥∑ ’ Ë¡’√ Ÿª√ à“ßÀπ â“µ“·µ°µà“ß®“°µ‘Ëß
‡π◊ ÈÕ  à«π„À≠ àÕ¬à“ß™—¥‡®π·≈–§«√∑” biopsy ‡æ ◊ ËÕµ√«® Õ∫À√◊ÕÀ“°‡ªìπ‰ª‰¥â„Àâ
°”®—¥µ‘Ëß‡π◊ÈÕ‡À≈à“π’ÈÕÕ° ‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß„π°√≥’∑’Ëµ‘Ëß‡π◊ÈÕ¡’¢π“¥„À≠à°«à“ 1 ´¡.
¡’·º≈ ·≈–Õ¬Ÿà„πµ”·Àπàß∑’Ëæ∫‰¥â‰¡à∫àÕ¬ ‡™àπ antrum ‡ªìπµâπ ‡¡◊ËÕæ∫ fundic gland
polyps „πºŸâªÉ«¬Õ“¬ÿπâÕ¬ ‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß∂â“æ∫µ‘Ëß‡π◊ÈÕ¡’®”π«π¡“° (‡™àπ >20
µ‘Ëß) §«√§”π÷ß∂÷ß¿“«– polyposis syndrome ‰«â¥â«¬ ‚¥¬°≈ÿà¡ºŸâªÉ«¬∑’Ë‡ªìπ famil-
ial polyposis syndrome ¡—°®–¡’Õ“¬ÿπâÕ¬°«à“°≈ÿà¡ºŸâªÉ«¬∑’Ë¡’ fundic gland pol-
yps (Õ“¬ÿ‡©≈’Ë¬ 40 ªï)5-6 ·≈–∫“ß§√—Èß®–æ∫µ‘Ëß‡π◊ÈÕ∫√‘‡«≥ antrum7 ‡¡◊ËÕ„¥°Áµ“¡
∑’Ëæ∫«à“µ‘Ëß‡π◊ÈÕ°√–‡æ“–Õ“À“√¡’§«“¡‡°’Ë¬«‡π◊ËÕß°—∫‡π◊ÈÕßÕ°„π≈”‰ â‡≈Á° à«πµâπ (duode-
nal adenomas) §«√®–§‘¥∂÷ß¿“«– familial polyposis syndrome ‰«â‡ ¡Õ·≈–
§«√∑”°“√ àÕß°≈àÕß≈”‰ â„À≠à√à«¡¥â«¬

Fundic gland polyps πâÕ¬§√—Èß¡“°∑’Ë®–æ∫„π°√–‡æ“–Õ“À“√‚¥¬‡ªìπº≈
®“°°“√µ‘¥‡™◊ÈÕ Helicobacter pylori ¥â«¬ “‡Àµÿ¥—ß°≈à“«®÷ß∑”„ÀâÀ“°‡¡◊ËÕ„¥°Áµ“¡
∑ ’ Ë¬—ß‰¡àæ∫¿“«– familial polyposis syndrome °“√∑ ’ Ë®–§‘¥∂ ÷ß¡–‡√ Áß°√–‡æ“–
Õ“À“√π — Èπ®÷ß¬—ßªìπ∑ ’ Ë∂°‡∂ ’¬ß°—πÕ¬Ÿà8 Õ¬à“ß‰√°Áµ“¡°“√æ∫µ‘Ëß‡π◊ ÈÕ®”π«π¡“°À√◊Õ¡’
¢π“¥„À≠ à (>1 ´¡.) ¡—°®–µâÕßÀ“ “‡Àµÿ∑ ’ Ë‡°’ Ë¬«¢âÕß¥â«¬‡ ¡Õ ·¡â®–¬—ß‰¡à¡’
·π«∑“ßªØ‘∫ —µ‘™—¥‡®π ¡’¢âÕ·π–π”«à“À“°‡¡ ◊ ËÕ„¥∑ ’ Ëæ∫µ‘Ëß‡π◊ ÈÕ®”π«π¡“°°«à“ 20 µ‘Ëß
¢÷Èπ‰ªÀ√◊Õµ‘Ëß‡π◊ÈÕ¡’¢π“¥„À≠à°«à“ 1 ´¡. §«√∑”°“√≈¥¢π“¥À√◊ÕÀ¬ÿ¥¬“ PPI ‡æ◊ËÕ
ª√–‡¡‘π«à“µ‘Ëß‡π◊ ÈÕ®–¡’°“√≈¥¢π“¥À√◊Õ®”π«π≈ßÀ√◊Õ‰¡à À“°æ∫«à“¡’°“√≈¥≈ß¢Õß
µ‘Ëß‡π◊ ÈÕ°“√∑ ’ Ë®–„Àâ¬“ PPI °≈ —∫‡¢â“‰ª„À¡àπ — Èπ¬—ß‰¡à‡ªìπ∑ ’ Ë∑√“∫·π à™—¥„π‡√◊ ËÕß§«“¡
‡À¡“– ¡ „π∑“ßªØ‘∫—µ‘À“°æ∫«à“°“√ºà“µ—¥‰¡à„™à∑“ß‡≈◊Õ° Õ“®≈Õßæ‘®“√≥“‡ª≈’Ë¬π
™π‘¥¢Õß¬“ PPI ·≈–≈¥¢π“¥¬“„Àâ‡À≈◊ÕπâÕ¬∑’Ë  ÿ¥‡∑à“∑’Ë “¡“√∂∑”‰¥â §«√æ‘®“√≥“
µ√«®«—¥√–¥—∫ gastrin „π´’√ — Ë¡√ à«¡¥â«¬·¡â®–¬—ß‰¡àæ∫§«“¡  —¡æ—π∏ å√–À«à“ß√–¥—∫
gastrin „π´’√—Ë¡·≈–°“√‡°‘¥ fundic gland polyps9 ‚¥¬√–¥—∫„π´’√—Ë¡∑’Ë Ÿß (>400
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æ‘‚§°√ —¡/¡≈.) ®–∑”„Àâ§‘¥∂ ÷ß¿“«–∑ ’ Ë‡°‘¥®“°°“√¬—∫¬—Èß°“√À≈ — Ëß°√¥ À“°‰¡àæ∫«à“ºŸâ
ªÉ«¬¡’¿“«–À≈ — Ëß “√ gastrin ¡“°∑ ’ Ë‡°‘¥®“°¿“¬„π√ à“ß°“¬‡Õß (intrinsic hyper-
secretor) ·≈–‰¡àæ∫«à“¡’‡π◊ ÈÕßÕ°·°ä µ√ ‘‚π¡“ (gastrinoma) À√◊Õ°≈ ÿ à¡Õ“°“√‚´≈
≈‘ß‡®Õ√å-‡Õ≈≈‘ —π (Zollinger-Ellison syndrome) °Á§«√∑’Ë®–À¬ÿ¥¬“ PPI ·≈–∂â“
À“°ºŸâªÉ«¬¡’Õ“°“√¢Õß‚√§°√¥‰À≈¬âÕπ (gastroesophageal reflux disease) °Á
§«√®–„™â¬“°≈ ÿà¡¬—∫¬—Èßµ—«√—∫Œ‘ ∑“¡’π∑’Ë 2 (H2-receptor antagonist) ·∑π ®“°°“√
∑’Ë¡’√“¬ß“πæ∫§«“¡ —¡æ—π∏å√–À«à“ß‡π◊ÈÕßÕ°§“√ǻ ‘πÕ¬¥å¢Õß°√–‡æ“–Õ“À“√ (gastric
carcinoid) °—∫°“√¬—∫¬—Èß°“√À≈ — Ëß°√¥®“°°“√„™â¬“ PPI10-11 ·≈–¡’°“√‡æ‘Ë¡§«“¡
µ√–Àπ —°‡°’Ë¬«°—∫º≈¢â“ß‡§’¬ß¢Õß¬“∑ ’ ËÕ“®‡°‘¥¢÷Èπ∑”„Àâ¡’°“√  àß‡ √ ‘¡„Àâ≈¥°“√„™â¬“
„πºŸâªÉ«¬∑ ’ Ë‰¡à¡’¢âÕ∫ àß™’È™—¥‡®π·≈–À“°„™â¬“„Àâ„™â¢π“¥¬“„Àâπ âÕ¬∑ ’ Ë  ÿ¥‡∑ à“∑ ’ Ë “¡“√∂
∑”‰¥â12-14

Hyperplastic Gastric Polyps

µ‘Ëß‡π◊ÈÕ∑’Ë‰¡à°≈“¬‡ªìπ¡–‡√Áß (hyperplastic polyp) ‡°‘¥®“°°“√Õ—°‡ ∫∑’Ë¡’
°“√‡æ‘Ë¡®”π«π¢Õß‡´≈≈å‚ø«‘‚Õ≈“¢Õß°√–‡æ“–Õ“À“√ (gastric foveolar cell) ‚¥¬
‡¡ ◊ ËÕ¡’°“√Õ—°‡ ∫‡°‘¥¢÷ÈπÕ¬à“ß‡¥àπ™—¥Õ“®‡√ ’¬°µ‘Ëß‡π◊ ÈÕ™π ‘¥π ’ È«à“‡ªìπ inflammatory
polyps ‡¡ ◊ ËÕ„¥°Áµ“¡∑ ’ Ë¡’¿“«–°“√‡æ‘Ë¡®”π«πÕ¬à“ß¡“° (hyperproliferation) ¢Õß
foveolar cell Õ¬à“ß™—¥‡®π √ àÕß¢ÕßµàÕ¡„π°√–‡æ“–Õ“À“√ (gastric pits) À√◊Õ
‡√’¬°«à“‚ø«‘‚Õ‡≈ (foveolae) ®–¡’≈—°…≥–¬◊¥¬“«ÕÕ° (elongation) §¥‡§’È¬« (tor-
tuous) ·≈–¡’°“√¬°µ—«¢Õß™—Èπ‡¬◊ËÕ∫ ÿº‘« (elevation of the mucosa) ´÷Ëß≈—°…≥–
∑ — ÈßÀ¡¥π ’ ÈÕ“®√«¡‡√ ’¬°«à“ polypoid foveolar hyperplasia „πºŸâªÉ«¬∑ ’ Ë‰¥â√ —∫°“√
ºà“µ—¥°√–‡æ“–Õ“À“√¥â«¬«‘∏’ Billroth ™π‘¥∑’Ë 1 ·≈– 2 (Billroth I and II) ∫√‘‡«≥
 à«πª≈“¬∑’Ë‡À≈◊Õ¢Õß°√–‡æ“–Õ“À“√ (gastric stumps) ‡¬◊ËÕ∫ ÿ°√–‡æ“–Õ“À“√∑’ËÕ¬Ÿà
„°≈ â°—∫√Õ¬‡™ ◊ ËÕ¡µàÕ (anastomosis) ®–¡’°“√  —¡º— °—∫π È”¥’  à«π∑ ’ Ë‰À≈¬âÕπ°≈ —∫  Ÿ à
°√–‡æ“–Õ“À“√ (bile reflux) Õ¬à“ßµàÕ‡π◊ËÕß·≈–‡ªìπ “‡Àµÿ∑”„Àâ‡°‘¥ foveolar hy-
perplasia Õ¬à“ß¡’π—¬ ”§—≠ „πºŸâªÉ«¬∫“ß√“¬Õ“®æ∫°“√¢¬“¬µ—«≈—°…≥–∂ÿßπÈ” (cystic
dilatation) ¢Õß foveolae ·≈–∑”„Àâ¡’≈ —°…≥–§≈ â“¬µ‘Ëß‡π◊ ÈÕ (polypoid lesions)
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∑ ’ Ëª√–°Õ∫¥â«¬∂ ÿßπ È” (cyst) √ àÕß¢ÕßµàÕ¡∑ ’ Ë§¥‡§’È¬« (tortuous pit) ·≈–¡—°¡’æ ◊ Èπ
º‘«¢Õß‡¬◊ËÕ∫ÿº‘«∑’Ë¡’≈—°…≥–∂Ÿ°°—¥‡´“– (eroded surface epithelium) ´÷Ëß≈—°…≥–
¥—ß°≈ à“«∫“ß§√ — ÈßÕ“®‡√ ’¬°«à“ gastritis cystica polyposa ‡π◊ ËÕß®“°¿“«–∑ — ÈßÀ¡¥
¥—ß°≈ à“«¢â“ßµâπ‡°‘¥®“°√Õ¬‚√§∑ ’ Ë¡’≈ —°…≥–æ ◊ Èπ∞“π·∫∫‡¥’¬«°—π ‡æ ◊ ËÕªÑÕß°—π§«“¡
 —∫ π∑’ËÕ“®‡°‘¥¢÷Èπ®÷ß‡√’¬°√«¡«à“ hyperplastic polyps

§«“¡‡°’Ë¬«‡π◊ ËÕß¥—Èß‡¥‘¡¢Õß hyperplastic polyps „π°√–‡æ“–Õ“À“√
¡—°æ∫«à“¡’‡¬ ◊ ËÕ∫ ÿ∑ ’ ËΩ ÉÕ‡À’Ë¬« (mucosal atrophy) ´÷ËßÕ“®¡’ “‡Àµÿ®“°°“√µ‘¥‡™ ◊ ÈÕ
Helicobacter pylori À√◊Õ°√–‡æ“–Õ“À“√Õ—°‡ ∫™π‘¥ÕÕ‚µÕ‘¡¡Ÿπ (autoimmune
gastritis) °Á‰¥â15 Õ¬à“ß‰√°Áµ“¡‡√ Á«Ê π ’ È‰¥â¡’°“√æ∫«à“°“√‡°‘¥µ‘Ëß‡π◊ ÈÕ™π ‘¥π ’ È„π
ºŸâªÉ«¬∑’Ë¡’‡¬◊ËÕ∫ÿº‘«°√–‡æ“–Õ“À“√ª°µ‘À√◊Õ·∫∫µÕ∫ πÕß (normal or reactive gas-
tric mucosa) ∑’Ë‰¡àæ∫À≈—°∞“π°“√µ‘¥‡™◊ÈÕ Helicobacter pylori ¡’ —¥ à«π∑’Ë‡æ‘Ë¡
¡“°¢÷Èπ „πª√–‡∑»·∂∫µ–«—πµ°æ∫«à“ hyperplastic polyps ∑ ’ Ë∂◊Õ‡ªìπµ‘Ëß‡π◊ ÈÕ
°√–‡æ“–Õ“À“√™π ‘¥∑ ’ Ëæ∫∫ àÕ¬∑ ’ Ë  ÿ¥¢≥–∑”°“√  àÕß°≈ âÕß‰¥â‡ª≈ ’ Ë¬π¡“æ∫π âÕ¬≈ß
°«à“√âÕ¬≈– 202 hyperplastic polyps ¡—°æ∫∫àÕ¬∑—Èß„π‡æ»™“¬·≈–‡æ»À≠‘ß‰¥â„°≈â
‡§’¬ß°—π ‚¥¬æ∫¡“°™à«ßÕ“¬ÿ 60-70 ªï ‡¡ ◊ ËÕ∑”°“√  àÕß°≈ âÕß°√–‡æ“–Õ“À“√®–æ∫
µ‘Ëß‡π◊ÈÕ‰¥â∫àÕ¬∫√‘‡«≥ antrum ·≈–¡—°¡’®”π«πÀ≈“¬Ê µ‘Ëß ≈—°…≥–æ◊Èπº‘«®–‡√’¬∫
(smooth) ¡’≈—°…≥–§≈â“¬‚¥¡ (dome-shaped) ·≈–¡’¢π“¥√–À«à“ß 0.5-1.5 ´¡.
(¿“æ∑’Ë 3) µ‘Ëß‡π◊ÈÕ∑’Ë¡’¢π“¥„À≠à¡—°¡’≈—°…≥–‡ªìπ≈ÕπÀ√◊Õ°≈’∫ (lobulated) ·≈–¡’
°â“π (pedunculated)16 ·≈–æ◊Èπº‘«‡¬◊ËÕ∫ÿ¡—°¡’√Õ¬°—¥‡´“– (eroded) ́ ÷Ëß‡ªìπ “‡Àµÿ
∑”„Àâ‡°‘¥°“√‡  ’¬‡≈◊Õ¥‡√◊ ÈÕ√ —ß (chronic blood loss) ·≈–¿“«–‚≈À‘µ®“ß®“°°“√
¢“¥∏“µÿ‡À≈ Á° (iron deficiency anemia) ‰¥â π âÕ¬§√ — Èß∑ ’ Ë®–æ∫ºŸâªÉ«¬∑ ’ Ë¡’µ‘Ëß‡π◊ ÈÕ
¢π“¥„À≠à∑’Ë¡“¥â«¬Õ“°“√°√–‡æ“–Õ“À“√ à«πª≈“¬Õÿ¥µ—π (gastric outlet obstruc-
tion) ´÷Ëß‡°‘¥°“√∑ ’ Ëµ‘Ëß‡π◊ ÈÕÕ“®‰ªÕÿ¥°—ÈπÀ√◊Õ¬ ◊ Ëπ¬âÕ¬ (prolapse) ‰ª¬—ß°√–‡æ“–
Õ“À“√  à«π pylorus17 ¡’§«“¡‡™ ◊ ËÕ«à“ hyperplastic polyp π à“®–‡°‘¥®“°°“√¡’
hyperproliferation ‡æ ◊ ËÕµÕ∫ πÕß°—∫°—∫°“√∑ ’ Ë‡π◊ ÈÕ‡¬ ◊ ËÕ‰¥â√ —∫∫“¥‡®Á∫®“°°“√∂ Ÿ°
°—¥‡´“–À√◊Õ‡ªìπ·º≈ (ulcer) ‚¥¬¡’°“√‡æ‘Ë¡°“√À≈ÿ¥≈Õ°¢Õß‡´≈≈åº‘«∑’Ëµ“¬(increased
cellular exfoliation)18
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≈—°…≥–∑“ß®ÿ≈æ¬“∏‘«‘∑¬“·≈–‡°≥±å„π°“√«‘π‘®©—¬
≈—°…≥–¢Õß hyperplastic polyp ¡—°¡’°“√¬◊¥¬“« (elongated) °“√º‘¥

√Ÿª (grossly distorted) °“√·µ°·¢πß (branching) ·≈–°“√¢¬“¬µ—«¢Õß hyper-
plastic foveolae ∑ ’ Ë«“ßµ—«Õ¬Ÿà„π ‚µ√¡“∑ ’ Ë¡’≈ —°…≥–∫«¡ (edematous stroma)
´÷Ëßª√–°Õ∫¥â«¬∑ àÕ®”π«π¡“° (rich in vasculature) ·≈–æ∫¡’°“√°√–®“¬µ—«
¢Õß°≈ÿà¡°≈â“¡‡π◊ÈÕ‡√’¬∫ (smooth muscle bundles) √à«¡°—∫¡’¿“«–°“√Õ—°‡ ∫ ¡’
√“¬ß“πæ∫«à“ª√–¡“≥√âÕ¬≈– 1-20 ¢Õß hyperplastic polyps ¡’≈—°…≥–∑’Ë‡ªìπ®ÿ¥
·√°‡√‘Ë¡ (foci) ¢Õß dysplasia (¿“æ∑’Ë 4) ¥â«¬‡Àµÿπ’È®÷ßÕ“®‡ªìπ ‘Ëß –∑âÕπ„Àâ‡ÀÁπ
∂ ÷ß∑ ’ Ë¡“¢Õß°“√„™â‡°≥±å°“√«‘π ‘®©—¬∑ ’ Ë¡’§«“¡·µ°µà“ß°—π‡æ ◊ ËÕ„™â„π°“√ª√–‡¡‘π¿“«–
dysplasia ¡“°°«à“®–„™â§«“¡‡ª≈ ’ Ë¬π·ª≈ß∑ ’ Ë·∑ â®√ ‘ß∑“ß¥â“π¿Ÿ¡‘»“ µ√ åÀ√◊Õ™’«¿“æ
(real geographic or biological variability) æ∫¡’°“√°≈“¬æ—π∏ ÿå¢Õß¬’π å p53
(p53 gene) §«“¡º‘¥ª°µ‘¢Õß‚§√‚¡‚´¡ (chromosomal aberrations) ·≈–°“√

¿“æ∑ ’Ë 3 ≈—°…≥–¢Õß hyperplastic polyp ∑ ’Ëµ√«®æ∫®“°°“√  àÕß°≈âÕß∫√ ‘‡«≥ gastric antrum
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‡°‘¥ microsattelite instability ‰¥â„πµ‘Ëß‡π◊ÈÕ¥—ß°≈à“«¢â“ßµâπ19-20 ‚¥¬æ∫«à“¡’§«“¡
™ÿ°∑—ÈßÀ¡¥ (overall prevalence) ¢Õß°“√‡°‘¥‡ªìπ¡–‡√Áß (carcinoma) ¢Õß hy-
perplastic polyps πâÕ¬°«à“√âÕ¬≈– 2 ·≈–¡—°®–æ∫‰¥â∫àÕ¬„πµ‘Ëß‡π◊ÈÕ∑’Ë¡’¢π“¥„À≠à‡°‘π
2 ´¡.21-22

·π«»÷°…“∑“ß§≈‘π‘°
Hyperplastic polyps ∑’Ë¡’¢π“¥„À≠à‡°‘π 1 ´¡. ¡’‚Õ°“ ‡ ’Ë¬ß„π°“√‡°‘¥

‡ªìπ¡–‡√Áß §«√‰¥â√—∫°“√µ—¥∑‘Èß„ÀâÀ¡¥Õ¬à“ß ¡∫Ÿ√≥å (completely removed) ‚¥¬
À“°µ√«®æ∫«à“¡’ dysplasia À√◊Õ‡ªìπ¡–‡√Áß¿“¬„π‡¬◊ËÕ∫ÿ (intramucosal carcinoma)
·µàµ√«®‰¡àæ∫„π°â“π (stalk) ¢Õßµ‘Ëß‡π◊ ÈÕ „π°√≥ ’π ’ È®–∂◊Õ«à“¡’°“√µ—¥∑ ‘ ÈßÕ¬à“ß
 ¡∫Ÿ√≥å·≈â«À√◊Õ‡∑’¬∫‡§’¬ß°—∫§”«à“À“¬·≈â«π—Ëπ‡Õß23 „π°“√µ—¥ (excision) √Õ¬‚√§
∑ ’ Ë¡’≈ —°…≥–§≈ â“¬µ‘Ëß‡π◊ ÈÕ (polypoid lesion) §«√∑ ’ Ë®–  ÿ à¡‡°Á∫ (sampling) ™‘Èπ

¿“æ∑’Ë 4 ≈—°…≥–¢Õß hyperplastic polyp ∑’Ë‡®“–®ß„Àâ‡ÀÁπ∂÷ß≈—°…≥–¢Õß high grade dysplasia
‚¥¬‡ÀÁπ dysplastic epithelial cells
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‡π◊ÈÕ‡¬◊ËÕ∑’Ë‰¡à¡’√Õ¬‚√§ (unaffected mucosa) √à«¡¥â«¬‡ ¡Õ‡æ◊ËÕ„Àâ‰¥â√“¬≈–‡Õ’¬¥
¢Õß¢âÕ¡Ÿ≈∑ ’ Ë‡™ ◊ ËÕ∂◊Õ‰¥â‡°’Ë¬«°—∫¢âÕ¡Ÿ≈∑“ß°“¬¿“æ (topography) ·≈–§«“¡√ ÿπ·√ß
(severity) ¢Õß¿Ÿ¡‘À≈—ß (background) ¢Õß¿“«–°√–‡æ“–Õ“À“√Õ—°‡ ∫ (gastritis)
·≈–¿“«–ΩÉÕ‡À’Ë¬« (atrophy)

‡¡ ◊ ËÕæ∫«à“ hyperplastic polyp ‡À≈ à“π — Èπ‡°‘¥¢÷Èπ®“°¿Ÿ¡‘À≈ —ß¢Õß°“√¡’
°√–‡æ“–Õ“À“√Õ—°‡ ∫·∫∫ΩÉÕ‡À’Ë¬«™π‘¥‡√◊ÈÕ√—ß (chronic atrophic gastritis) §«√
ª√–‡¡‘π§«“¡√ ÿπ·√ß·≈–¢Õ∫‡¢µ°“√°√–®“¬ÕÕ° (extent) ¢Õß¿“«–°√–‡æ“–
Õ“À“√Õ—°‡ ∫·∫∫ΩÉÕ‡À’Ë¬«¥â«¬ ́ ÷Ëß¡’ª√–‚¬™πå„π°“√®”·π°§«“¡‡ ’Ë¬ß (risk strati-
fication) ¢Õß°“√‡°‘¥¡–‡√ Áß°√–‡æ“–Õ“À“√ (gastric cancer) ‚¥¬ “¡“√∂
ª√–‡¡‘π‰¥â®“°∑“ß‡π◊ÈÕ‡¬◊ËÕ«‘∑¬“ (histology) „™â°“√ª√–‡¡‘π¢Õß Operative Link
for Gastritis Assessment (OLGA) (µ“√“ß∑’Ë 1) À√◊Õ Operative Link on Gas-
tritis/Intestinal Metaplasia Assessment staging systems24-25 ÷́Ëß·∫∫ª√–‡¡‘π
∑ — Èß§ŸàµâÕßÕ“»—¬≈ —°…≥–°“√·∫ àß·¬° (grading) ∑“ß‡π◊ ÈÕ‡¬ ◊ ËÕ®“°™‘Èπ‡π◊ ÈÕµ—«Õ¬à“ß∑ ’ Ë

µ“√“ß∑ ’Ë 1 °“√ª√–‡¡‘π gastric staging ‚¥¬„™â OGLA system

Corpus
Atrophy score No Mild Moderate Severe

atrophy atrophy atrophy atrophy
(score 0) (score 1) (score 2) (score 3)

No atrophy (score 0) Stage 0 Stage I Stage II Stage II
(including incisura angularis)

Mild atrophy (score 1) Stage I Stage I Stage II Stage III
(including incisura angularis)
Moderate atrophy (score 2) Stage II Stage II Stage III Stage IV
(including incisura angularis)

Severe atrophy (score 3) Stage III Stage III Stage IV Stage IV
(including incisura angularis)

An
tru

m
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‡°Á∫®“°∫√ ‘‡«≥ antrum ·≈– corpus ¢Õß°√–‡æ“–Õ“À“√‚¥¬„™â«‘∏ ’ biopsy ™‘Èπ
‡π◊ÈÕµ“¡°“√·π–π”¢Õß Sydney system26 ≈—°…≥–∑“ß°“¬¿“æ∑’Ë·¬°°—π¢Õß™‘Èπ
‡π◊ÈÕµ—«Õ¬à“ß∑’Ë‰¥â®“°∫√‘‡«≥ antrum ·≈– corpus ∂◊Õ«à“‡ªìπ®ÿ¥ ”§—≠¬‘Ëß‡π◊ËÕß®“°
¿“«– pseudopyloric metaplasia ®–¡’≈ —°…≥–∑ ’ Ë‡≈ ’¬π·∫∫§≈ â“¬ (mimics)
°—∫‡π◊ÈÕ‡¬◊ËÕ∫√‘‡«≥ antrum ¡“°

À“°æ∫«à“¡’°“√µ‘¥‡™◊ÈÕ Helicobacter pylori §«√„Àâ°“√√—°…“∑ÿ°√“¬·≈–
µ‘¥µ“¡°“√√ —°…“‡æ ◊ ËÕ¬ ◊π¬—π«à“ “¡“√∂°”®—¥‡™ ◊ ÈÕ‰¥â ”‡√ Á®‚¥¬∑”°“√  àÕß°≈ âÕß‡æ ◊ ËÕ
biopsy ´È”À√◊Õ„™â«‘∏ ’°“√‡ªÉ“≈¡À“¬„®·≈–«—¥√–¥—∫¬Ÿ‡√ ’¬ (urea breath test) ¡’
ºŸâªÉ«¬À≈“¬√“¬æ∫«à“ hyperplastic polyps À“¬‰ªÀ√◊Õ≈¥®”π«π≈ß‰¥â27-28 ºŸâªÉ«¬
∑’Ë¡’ OLGA √–¥—∫ 3 ·≈– 4 (stage III and IV) §«√®–¡’°“√ àÕß°≈âÕß‡æ◊ËÕ‡ΩÑ“
√–«—ß‚√§„π√–¬–¬“« (long term endoscopic surveillance) ‚¥¬√–¬–‡«≈“
‡À¡“– ¡∑ ’ Ë  ÿ¥∑ ’ Ë®–„™â‡æ ◊ ËÕ surveillance π — Èπ¬—ß‰¡à‡ªìπ∑ ’ Ë∑√“∫·π à™—¥·≈–¬—ß‰¡à¡’
·π«∑“ßªØ‘∫—µ‘·∫∫À≈—°∞“π‡™‘ßª√–®—°…å (evidence-base guidelines)

Gastric Adenomas (Raised Intraepithelial Neoplasia)

µ‘Ëß‡π◊ÈÕ°√–‡æ“–Õ“À“√™π‘¥∑’Ë‡ªìπ‡π◊ÈÕßÕ° (gastric neoplastic polyp) ∑’Ë
æ∫∫àÕ¬∑’Ë ÿ¥§◊Õ‡¬◊ËÕ∫ÿº‘«∑’Ë¡’°“√‡®√‘≠Õ¬à“ßº‘¥ª°µ‘ (epithelial dysplastic growth)
´÷Ëß¡—°‡√’¬°µ‘Ëß‡π◊ÈÕ™π‘¥π’È«à“ adenoma ‚¥¬Õß§å°“√Õπ“¡—¬‚≈° (World Health Or-
ganization) ‰¥â¡’°“√®—¥µ—Èß™◊ËÕ„À¡à‡æ◊ËÕ„™â‡√’¬° (new nomenclature) §◊Õ raised
intraepithelial neoplasia29-30 „π°≈ÿà¡ª√–‡∑»Ωíòßµ–«—πµ°æ∫ gastric adenoma
™π‘¥∑’Ë‡°‘¥‡π◊ËÕß¡“®“°°“√µ‘¥‡™◊ÈÕ Helicobacter pylori πâÕ¬¡“° ‚¥¬æ∫πâÕ¬°«à“
√ âÕ¬≈– 1 ¢Õßµ‘Ëß‡π◊ ÈÕ°√–‡æ“–Õ“À“√∑ ’ Ëµ√«®æ∫∑ — ÈßÀ¡¥ ´÷Ëß·µ°µà“ß®“°°≈ ÿ à¡
ª√–‡∑»„π·∂∫‡Õ‡™’¬µ–«—πÕÕ°∑’Ë®–æ∫Õÿ∫—µ‘°“√≥å (incidence) ¢Õß°“√‡°‘¥ gas-
tric cancer  Ÿß·≈–æ∫ gastric adenoma ‰¥âª√–¡“≥Àπ÷Ëß„π ’Ë¢Õßµ‘Ëß‡π◊ÈÕ°√–‡æ“–
Õ“À“√31-32 gastric adenoma  “¡“√∂æ∫∑—Èß„π‡æ»™“¬·≈–À≠‘ß‰¥â‡∑à“°—π·≈–¡—°
æ∫∫àÕ¬„π™à«ßÕ“¬ÿ 60-70 ªï ®“°°“√ àÕß°≈âÕß®–æ∫≈—°…≥–‡ªìπ≈Õπ§≈â“¬°”¡–À¬’Ë
(velvety lobulated appearance) ·≈–¡—°æ∫‡ªìπµ‘Ëß‡¥’Ë¬« (solitary) (¿“æ∑’Ë 5)
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·¡â«à“®– “¡“√∂æ∫‰¥â∑ÿ°∫√‘‡«≥¢Õß°√–‡æ“–Õ“À“√·µà¡—°æ∫∫àÕ¬∫√‘‡«≥ antrum
°“√®”·π°§ÿ≥≈—°…≥– (features) ¢Õß gastric adenoma ‚¥¬„™â°≈âÕß∑’Ë¡’√–∫∫
NBI π—Èπ¬—ß‰¡à¡’°“√°”Àπ¥‡ªìπ∑’Ë™—¥‡®π3

Gastric adenoma ®–ª√–°Õ∫¥â«¬‡´≈≈ å‡¬ ◊ ËÕ∫ ÿ∑ ’ Ëº‘¥ª°µ‘ (dysplastic
epithelial cells) ´÷Ëß‡°‘¥®“°°“√¡’ atrophy ·≈– intestinal metaplasia ‚¥¬¡—°
®–¡’§«“¡ —¡æ—π∏å°—∫°“√µ‘¥‡™◊ÈÕ Helicobacter pylori ·≈– “¡“√∂‡ª≈’Ë¬π·ª≈ß®“°
dysplasia ‡ªìπ carcinoma ‰¥â‡™àπ‡¥’¬«°—∫„π≈”‰  â„À≠ à (colon) À“°µ‘Ëß‡π◊ ÈÕ¬‘Ëß
¡’¢π“¥„À≠à‡∑à“‰√°Á®–¡’§«“¡‡ªìπ‰ª‰¥â∑’Ë®–æ∫ foci ¢Õß°“√‡°‘¥‡ªìπ¡–‡√Áß (adeno-
carcinoma) ¡“°¢÷Èπ‡∑à“π—Èπ ¡–‡√Áß∑’Ë‡°‘¥¢÷Èπ„π™à«ß‡«≈“‡¥’¬«°—π (synchronous ad-
enocarcinoma) πÕ°‡Àπ◊Õ®“°∫√ ‘‡«≥∑ ’ Ëæ∫„π°√–‡æ“–Õ“À“√¡’√“¬ß“π«à“æ∫
‰¥â∂÷ß√âÕ¬≈– 30 ¢ÕßºŸâªÉ«¬∑’Ë¡’ adenoma ·≈–¡’ foci ¢Õß adenocarcinoma √à«¡¥â«¬

·π«»÷°…“∑“ß§≈‘π‘°
Gastric adenoma ¡—°æ∫«à“‡°‘¥„πºŸâªÉ«¬∑’Ë¡’¿Ÿ¡‘À≈—ß‡ªìπ chronic atro-

phic gastritis ‡π◊ ËÕß®“°µ‘Ëß‡π◊ ÈÕ™π ‘¥π ’ È∂◊Õ‡ªìπ√Õ¬‚√§π” (precursor lesion) „π

¿“æ∑’Ë 5 A: ≈ —°…≥–¢Õß flat gastric adenoma √ à«¡°—∫¡’ velvety appearance ∑ ’Ë∫√ ‘‡«≥ distal
body ¢Õß°√–‡æ“–Õ“À“√ B: ≈—°…≥–¢Õß gastric adenoma ∑ ’Ëª√–°Õ∫¥â«¬ dysplastic
columnar epithelium ·≈–¡’≈ —°…≥–∑ ’ Ë∫ àß∫Õ°«à“¡“®“°°√–‡æ“–Õ“À“√§ ◊Õ®–æ∫  à«π¢Õß
gastric tissue remnant (≈ Ÿ°»√)



44 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, æƒ…¿“§¡-  ‘ßÀ“§¡ 2559

°“√‡°‘¥ gastric adenocarcinoma ¥—ßπ — Èπ§«√ª√–‡¡‘π§«“¡√ ÿπ·√ß·≈–¢Õ∫‡¢µ
°“√°√–®“¬ÕÕ°¢Õß atrophic gastritis ¥â«¬∑ÿ°§√—ÈßπÕ°‡Àπ◊Õ‰ª®“°°“√µ—¥ ad-
enoma Õ¬à“ß ¡∫Ÿ√≥å °“√ biopsy √«¡∂÷ß°“√„™â OLGA À√◊Õ Operative Link on
Gastritis/Intestinal Metaplasia Assessment staging systems „π°“√
ª√–‡¡‘π°Á “¡“√∂„™âÀ≈—°°“√‡¥’¬«°—∫„π hyperplastic polyp24-25 ºŸâªÉ«¬∑ ÿ°√“¬∑’Ë
‰¥â√ —∫°“√«‘π ‘®©—¬«à“¡’ gastric adenoma §«√‰¥â√ —∫°“√µ‘¥µ“¡‡æ ◊ ËÕ‡Ω Ñ“√–«—ß‚√§
√«¡∑—ÈßÀ“°æ∫«à“¡’°“√µ‘¥‡™◊ÈÕ Helicobacter pylori §«√„Àâ°“√√—°…“√à«¡¥â«¬‡ ¡Õ

Gastrointestinal Stromal Tumors

Gastrointestinal stromal tumors (GISTs) ‡ªìπ‡π◊ÈÕßÕ°∑’Ë¡’°“√‡®√‘≠·∫àß
µ—«®“° interstitial cells of Cajal ´÷Ëß “¡“√∂æ∫‰¥âµ≈Õ¥™à«ß¢Õß∑“ß‡¥‘πÕ“À“√
(digestive tract) ·µàæ∫‰¥âπâÕ¬„π™àÕß∑âÕß (abdomen) ·≈–Õÿâß‡™‘ß°√“π (pelvic
cavity)33 ‚¥¬æ∫„π°√–‡æ“–Õ“À“√√âÕ¬≈– 40-60 GISTs ¡—°æ∫∫àÕ¬„π‡æ»™“¬
·≈– “¡“√∂æ∫‰¥â∑ÿ°∫√‘‡«≥„π°√–‡æ“–Õ“À“√·µà à«π„À≠à®–æ∫∫√‘‡«≥ fundus34

¬—ß‰¡à∑√“∫ªí®®—¬‡ ’Ë¬ß (predisposing factors) ∑’Ë™—¥‡®π ‡¬◊ËÕ∫ ÿº‘«°√–‡æ“–Õ“À“√
¢Õß°âÕπ‡π◊ ÈÕßÕ° (tumors) Õ“®¡’≈ —°…≥–ª°µ‘À√◊Õ¡’≈ —°…≥–¢Õß°√–‡æ“–Õ“À“√
Õ—°‡ ∫™π ‘¥„¥°Á‰¥â ‡ªìπ∑ ’ Ëπ à“ π„®«à“¡’√“¬ß“π°“√æ∫ microscopic GISTs ‰¥â
∫àÕ¬„π°√–‡æ“–Õ“À“√ à«π∫π¢Õß§π≠’ËªÿÉπ∑’Ë‰¥â√—∫°“√ºà“µ—¥°√–‡æ“–Õ“À“√‡π◊ËÕß®“°
gastric cancer ·≈–°“√»÷°…“π’È∑”„Àâ§‘¥«à“ ®√‘ßÊ ·≈â«¡’‚Õ°“ ‰¡à∫àÕ¬π—°∑’Ë®–æ∫
GIST ¢π“¥„À≠à·≈– “¡“√∂∑’Ë®–æ—≤π“»—°¬¿“æ°≈“¬‡ªìπ¡–‡√Áß (malignant po-
tential) ‰¥â35

®“°°“√ àÕß°≈âÕß®–æ∫ GISTs ¡’≈—°…≥–‡ªìπ°âÕπ„µâ‡¬◊ËÕ∫ ÿº‘« (submu-
cosal lesion) ¡’¢Õ∫‡√ ’¬∫™—¥‡®π (well-cicumscribed) æ ◊ Èπº‘«‡¬ ◊ ËÕ∫ ÿ°√–‡æ“–
Õ“À“√∑’ËÕ¬Ÿà‡Àπ◊Õ√Õ¬‚√§¡—°¡’≈—°…≥–ª°µ‘ (normal overlying gastric mucosa)
·µà°ÁÕ“®æ∫√Õ¬°—¥‡´“– (eroded) À√◊Õ·º≈µ√ß°≈“ß√Õ¬‚√§ (ulcerated center)
‰¥â (¿“æ∑’Ë 6) °“√ biopsy °âÕπ‡π◊ÈÕßÕ°™π‘¥π’È¡—°∑”‰¥â¬“°‡π◊ËÕß®“°‡¬◊ËÕ∫ÿº‘«∑’Ëª°§≈ÿ¡
Õ¬Ÿà¡—°®–≈◊Ëπ‰À≈ (slide over) ‡Àπ◊Õ°âÕπ‡π◊ÈÕßÕ° ·≈–ª“°§’∫∑’Ë„™âµ—¥™‘Èπ‡π◊ÈÕ (biopsy
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forceps) ¡—°®–®—∫‰¡à§àÕ¬∂ Ÿ°™‘Èπ  à«π‡π◊ ÈÕ‡¬ ◊ ËÕ∑ ’ Ë‡À¡“– ¡¢Õß GIST ´÷Ëß∑”„Àâæ¬“∏ ‘
·æ∑¬å¡—°√“¬ß“πº≈™‘Èπ‡π◊ ÈÕ∑ ’ Ëµ√«®æ∫«à“ª°µ‘ ¥—ßπ — Èπ°“√∑ ’ Ë®–„Àâ‰¥â¡“´÷Ëß™‘Èπ‡π◊ ÈÕ∑ ’ Ë
‡À¡“– ¡µàÕ°“√«‘π ‘®©—¬§ ◊ÕµâÕß∑”°“√Õ—≈µ√“´“«π å√ à«¡°—∫°“√„™â‡¢Á¡¢π“¥‡≈ Á°‡®“–
¥Ÿ¥ºà“π∑“ß°“√ àÕß°≈âÕß (endosonographic fine-needle aspiration) À√◊Õ°“√
„™â‡¢Á¡™π‘¥¡’ª≈Õ°‡æ◊ËÕµ—¥™‘Èπ‡π◊ÈÕ (tru-cut needle biopsy)

„π·ßà‡π◊ÈÕ‡¬◊ËÕ«‘∑¬“ GISTs ®–ª√–°Õ∫‰ª¥â«¬°≈ÿà¡‡´≈≈å√Ÿª°√– «¬ (spindle
cells) ´÷Ëß®–Õ¬Ÿà‡°“–°≈ ÿà¡°—πÕ¬à“ß·πàπÀπ“ (dense aggregate) ‚¥¬‡√’¬ßµ—«‡ªìπ°
≈ÿà¡ (arranged in bundles) „π∑‘»∑“ß∑’Ë·µ°µà“ß°—π (different direction) (¿“æ∑’Ë
7)  “¡“√∂·∫àß GISTs ‰¥â‡ªìπ 2 ™π‘¥§◊Õ·∫∫°√– «¬ (spindled) ·≈–·∫∫Õ‘æ‘∏‘≈Õ¬¥å
(epitheloid) ‚¥¬·µà≈–™π‘¥®–¡’§ÿ≥≈—°…≥–∑“ß‡π◊ÈÕ‡¬◊ËÕ (histologic characteris-
tics) ∑’Ë„™â∑”π“¬æƒµ‘°√√¡ (behavior) ‰¥â34

·π«°“√»÷°…“∑“ß§≈‘π‘°
GISTs ∑ ’ Ë¢π“¥‡≈ Á°°«à“ 1 ´¡.  à«π„À≠ à‰¡à¡’Õ“°“√·≈–¡—°µ√«®æ∫‚¥¬

¿“æ∑’Ë 6 ¿“æ®“°°“√ àÕß°≈âÕß· ¥ß„Àâ‡ÀÁπ GIST ́ ÷Ëß¡’≈—°…≥–‡ªìπ ulcerated submucosal mass
∫√‘‡«≥ gastric body
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∫—ß‡Õ‘≠√–À«à“ß∑”°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√¥â«¬¢âÕ∫àß™’ÈÕ◊Ëπ ‡¡◊ËÕ GISTs ‚µ¢÷Èπ®–
‡ªìπ “‡Àµÿ∑”„Àâ¡’√Õ¬°—¥‡´“– (erosion) À√◊Õ·º≈ (ulcerartion) ∑ ’ Ë∫√ ‘‡«≥æ ◊ Èπº‘«
‡¬ ◊ ËÕ∫ ÿÀ√◊Õ°¥‡∫ ’¬¥Õ«—¬«–¢â“ß‡§’¬ß‰¥â ·≈–À≈“¬§√ — Èß°Áæ∫«à“‡ªìπ “‡Àµÿ¢Õß¿“«–
‡≈◊Õ¥ÕÕ°À√◊Õ¡’Õ“°“√ª«¥‰¥â

∑ÿ°§√—Èß∑’Ëµ√«®æ∫ GISTs §«√®–§”π÷ß∂÷ß°“√¡’»—°¬¿“æ°“√‡ªìπ¡–‡√Áß (ma-
lignant potential) √ à«¡¥â«¬‡ ¡Õ ‚¥¬æ∫«à“¡“°°«à“√ âÕ¬≈– 50 ¢ÕßºŸâªÉ«¬∑ ’ Ë¡“
æ∫·æ∑¬å§√—Èß·√°·≈–¡’ GISTs ∑’Ë¡’¢π“¥„À≠à (> 2 ́ ¡.) ¡—°Õ¬Ÿà„π√–¬–·æ√à°√–®“¬
(metastasis) ‡√ ’¬∫√ âÕ¬·≈ â« ‚¥¬µ”·Àπ àß∑ ’ Ëæ∫«à“¡’°“√·æ√ à°√–®“¬‰¥â∫ àÕ¬§ ◊Õµ—∫
„π∑“ßªØ‘∫—µ‘æ∫«à“¡’¿“«–∑’Ë —¡æ—π∏å°—π¥’ (good correlation) √–À«à“ß¢π“¥ (size),
§«“¡ “¡“√∂„π°“√·∫àßµ—« (mitotic activity) ·≈–æƒµ‘°√√¡∑“ß§‘≈π‘° (clinical
behavior) ¢Õß GISTs ¡’¢âÕ·π–π”„Àâºà“µ—¥ ”À√—∫°âÕπ∑’Ë¡’¢π“¥„À≠à‡°‘π 2 ´¡.
‚¥¬¢π“¥∑ ’ Ë‡≈ Á°°«à“Õ“®„™â«‘∏ ’°“√‡Õ“°âÕπÕÕ°∑ — Èß°âÕπºà“π∑“ß°“√  àÕß°≈ âÕß (endo-
scopic enucleation) ·≈–µ“¡¥â«¬°“√µ‘¥µ“¡‡æ ◊ ËÕ‡Ω Ñ“√–«—ß‚√§ (surveillance)

¿“æ∑’Ë 7 ¿“ææ¬“∏‘«‘∑¬“· ¥ß≈—°…≥– stroma ∑ ’Ëª√–°Õ∫¥â«¬°≈ÿà¡¢Õß spindle cells ´÷Ëßæ∫‰¥â„π
GIST
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¡’°“√„™â¬“°≈ ÿ à¡∑ ’ Ë¬—∫¬—Èß‰∑‚√´’π‰§‡π  (tyrosine kinase inhibitors) ‡æ ◊ ËÕ‡ªìπ
°“√√—°…“·∫∫‡®“–®ß‡ªÑ“À¡“¬ (targeted therapy) „π√“¬∑’ËºŸâªÉ«¬¡’¿“«–°“√·æ√à
°√–®“¬¢Õß‚√§·≈â«À√◊Õ‰¡à “¡“√∂∑”°“√ºà“µ—¥ (unresectable) °âÕπ GIST ÕÕ°
‰¥â36 ¡’°“√„™â¬“ tyrosine kinase inhibitor ¿“¬À≈—ß°“√ºà“µ—¥µ—«°âÕπ„π√“¬∑’Ë
‡ªìπ GISTs ∑’Ë¡’§«“¡‡ ’Ë¬ß Ÿß (high-risk GISTs) ‡æ◊ËÕ∑’Ë®–¬—∫¬—Èß°“√°≈—∫‡ªìπ È́” (re-
currence) ·µà√–¬–‡«≈“„π°“√„Àâ¬“∑’Ë‡À¡“– ¡¬—ß‰¡à‡ªìπ∑’Ë°”Àπ¥™—¥‡®π37

°“√¬âÕ¡™‘Èπ‡π◊ÈÕ¥â«¬«‘∏’°“√∑“ßÕ‘¡¡Ÿ‚πæ¬“∏‘«‘∑¬“ (immunohistochemi-
cal stains) ∂◊Õ‡ªìπÀ—«„® ”§—≠„π°“√„™â«‘π‘®©—¬ GISTs ‚¥¬∂◊Õ‡Õ“°“√°≈“¬æ—π∏ ÿå
¢Õß c-kit proto-oncogene ‡ªìπ°ÿ≠·® ”§—≠„π√–¥—∫‚¡‡≈°ÿ≈∑ ’ Ë “¡“√∂®–µ√«®
æ∫‰¥â®“°°“√¬âÕ¡æ‘‡»…π’È ·Õπµ’È∫Õ¥’È (antibody) ∑’Ë„™â„π°“√¬âÕ¡§◊Õ CD117 ´÷Ëß
®–¬âÕ¡µ‘¥ GISTs ‰¥âª√–¡“≥√ âÕ¬≈– 95 ‚¥¬∑ ’ Ë‡À≈◊ÕÕ’°√ âÕ¬≈– 5 (¡—°‡ªìπ™π ‘¥
epitheloid) „™â antibody ∑’Ë¬âÕ¡µ‘¥ GIST protein À√◊Õ platelet-derived growth
factor alpha34 ‚¥¬À“°‰¡àæ∫«à“¡’°“√¬âÕ¡µ‘¥¢Õßµ—« antibody ¥—ß°≈à“«¢â“ßµâπ
§«√®– ß  —¬«à“Õ“®‡ªìπ‡π◊ ÈÕßÕ°¢Õß°≈â“¡‡π◊ÈÕ‡√’¬∫ (leiomyoma) À√◊Õ‡π◊ÈÕßÕ°¢Õß
√–∫∫ª√– “∑ (neuroma, schwannoma) ´÷Ëß§«√ àß¬âÕ¡ actin ·≈– S-100 ‡æ‘Ë¡
‡µ‘¡

§à“∑ ’ Ë„™â∑”π“¬æƒµ‘°√√¡¢Õß GIST ∑ ’ Ëæ¬“∏ ‘·æ∑¬å§«√π”¡“„™âª√–‡¡‘π
ª√–°Õ∫¥â«¬ ¢π“¥¢Õß°âÕπ‡π◊ÈÕßÕ° (tumor size) ·≈–§à“π—∫°“√·∫àßµ—« (mitotic
count) ‚¥¬∑ — Ë«‰ª‡√“ “¡“√∂∑ ’ Ë®–∫Õ°‰¥â«à“¬‘Ëß¢π“¥¢Õß‡π◊ ÈÕßÕ°‚µ¡“°·π«‚π â¡∑ ’ Ë
®–¡’‚Õ°“ ‡°‘¥ metastasis °Á¡“°¢÷Èπµ“¡‰ª¥â«¬ ¡’¢âÕ¡Ÿ≈∫àß™’È«à“ GIST ∑’Ë¡’¢π“¥
‡≈Á°°«à“ 2.5 ´¡.®–æ∫ metastasis √âÕ¬≈– 15 ·≈–‡æ‘Ë¡¢÷Èπ‡ªìπ√âÕ¬≈– 80 „π°≈ÿà¡
∑’Ë¡’¢π“¥‡°‘π 6 ´¡.34 ¡’°“√»÷°…“æ∫«à“°“√¡’§à“ mitotic count ∑’Ë  Ÿß®– —¡æ—π∏å
°—∫°“√Õ¬Ÿà√Õ¥ (survival) ∑’Ë≈¥≈ß Õ¬à“ß‰√°Á¥’°“√√“¬ß“π§à“ mitotic count ·∫∫
¥—Èß‡¥‘¡ ÷́Ëß®–√“¬ß“π‡ªìπ®”π«πµàÕÀπà«¬æ◊Èπ∑’Ë°”≈—ß¢¬“¬¢π“¥ Ÿß (per high-power
field) π—Èπæ∫«à“¬—ß‰¡à¡’§«“¡∂Ÿ°µâÕß‡æ’¬ßæÕ·≈–¬—ß‰¡à‡ªìπ¡“µ√∞“π ¡’‡æ’¬ß§à“ mi-
totic count ∑’Ë Ÿß (‡™àπ >5 mitoses/50 high-power field) √à«¡°—∫¢âÕ¡Ÿ≈∑’Ë‰¥â
®“°µ”·Àπ àß∑ ’ Ë∂ Ÿ°µâÕß (precise area) ®“° high-power field (´÷Ëß®–¡’§«“¡
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º—π·ª√·µ°µà“ß°—π‰¥âª√–¡“≥ 3 ‡∑ à“®“°Õÿª°√≥ å°≈ âÕß·µà≈–™π ‘¥∑ ’ Ë„™â) ∑ ’ ËæÕ®–
 “¡“√∂π”¡“„™âª√–‡¡‘π‡°’Ë¬«°—∫°“√æ¬“°√≥å‚√§ (prognostic assessment) ‰¥â38
¥—ßπ—Èπ‡¡◊ËÕ„¥∑’Ë·æ∑¬åºŸâ„Àâ°“√√—°…“‰¥â√—∫√“¬ß“πæ∫§à“ mitotic count ∑’Ë Ÿß„π√Õ¬
‚√§ GIST ·æ∑¬å§«√∑”°“√·ª≈º≈¥â«¬§«“¡√–¡—¥√–«—ß·≈–§«√µ—Èß§”∂“¡„π„®
‡ ¡Õ«à“æ¬“∏‘·æ∑¬å‰¥â„™â«‘∏’°“√„¥„π°“√„Àâ‰¥â¡“´÷Ëß§”µÕ∫π—Èπ

Inflammatory Fibroid Polyps

Inflammatory fibroid polyps (À√◊Õ‡√’¬°Õ’°™◊ËÕ«à“ Vanek tumors) ∂◊Õ
‡ªìπµ‘Ëß‡π◊ ÈÕ™π ‘¥∑ ’ Ë¡’‚Õ°“ æ∫‰¥âπ âÕ¬¡“° ‚¥¬æ∫π âÕ¬°«à“√ âÕ¬≈– 0.1 ®“°®”π«π
µ‘Ëß‡π◊ÈÕ°√–‡æ“–Õ“À“√∑’Ëµ√«®æ∫∑—ÈßÀ¡¥39 ®“°°“√ àÕß°≈âÕß®–æ∫µ‘Ëß‡π◊ÈÕ¡’≈—°…≥–
·¢Áß (firm) ‡ªìπµ‘Ëß‡¥’Ë¬« (solitary) ¡’°â“πÀ√◊Õ‰¡à¡’°â“π°Á‰¥â (pedunculated or sessile)
·≈–¡—°®–æ∫·º≈ (ulcerated) ‰¥â∫àÕ¬ (¿“æ∑’Ë 8) §ÿ≥≈—°…≥–∑“ß‡π◊ÈÕ‡¬◊ËÕ«‘∑¬“¢Õß
µ‘Ëß‡π◊ ÈÕ™π ‘¥π ’ È®–¡’≈ —°…≥–‡¥àπ§ ◊Õ ª√–°Õ∫¥â«¬°“√‡æ‘Ë¡®”π«πÕ¬à“ß√«¥‡√ Á«¢Õß
‡´≈≈å√Ÿª°√– «¬ (spindle cells) À≈Õ¥‡≈◊Õ¥¢π“¥‡≈Á° (small vessels) ·≈–°“√
·∑√° ÷́¡¢Õß°“√Õ—°‡ ∫ (inflammatory infiltrate) ¥â«¬‡¡Á¥‡≈◊Õ¥¢“«™π‘¥Õ’‚Õ ‘́‚πøî≈

¿“æ∑’Ë 8 A: ≈—°…≥–¢Õß inflammatory fibroid polyp ∑ ’Ëµ√«®æ∫®“°°“√  àÕß°≈âÕß∫√ ‘‡«≥ antrum
‚¥¬¡’≈—°…≥–‡ªìπ well-circumscribed submucosal lesion B: ≈ —°…≥–∑“ß‡π◊ÈÕ‡¬◊ËÕ«‘∑¬“
¡’≈—°…≥–·∫π√“∫ (flattend) √Õ¬°—¥‡´“– (eroded) ·≈– gastric epithelium ª√–°Õ∫
¥â«¬ fibrous tissue Àπ“·π àπ√à«¡°—∫¡’ inflammatory cells C: À≈Õ¥‡≈◊Õ¥ (vessels)
∂Ÿ°≈âÕ¡√Õ∫¥â«¬ fibroblasts ·≈– stroma ∑ ’Ë®–æ∫√ à«¡°—∫ eosinophils
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(eosinophils) Õ¬à“ß‡¥àπ™—¥„µâ‡¬ ◊ ËÕ∫ ÿº‘« ¥â«¬‡Àµÿ¥—ß°≈ à“«µ‘Ëß‡π◊ ÈÕ‡À≈ à“π ’ È∫“ß§√ — Èß®–
∂ Ÿ°‡√ ’¬°Õ’°™ ◊ ËÕÀπ ÷ Ëß«à“ eosinophilic granuloma æ¬“∏ ‘°”‡π ‘¥ (pathogenesis)
π — Èπ¬—ß‰¡à∑√“∫‡ªìπ∑ ’ Ë·π à™—¥ À“°¬âÕ¡¥â«¬«‘∏ ’°“√∑“ßÕ‘¡¡Ÿ‚πæ¬“∏ ‘«‘∑¬“®–æ∫«à“
µ‘Ëß‡π◊ÈÕ‡À≈à“¡’‡´≈≈å‡¥Áπ‰¥√µ‘° (dendriticcell) ‡ªìπ·À≈àß°”‡π‘¥40 ¡’√“¬ß“πæ∫«à“
√âÕ¬≈– 70 ¢Õß inflammatory fibroid polyps ∑’Ëµ√«®æ∫®–¡’ gain-of-function
mutation „π∫√ ‘‡«≥¢Õß platelet-derived growth factor receptor alpha
polypeptide gene ́ ÷Ëß¡’§«“¡§≈â“¬§≈÷ß°—∫ GIST ™π‘¥∑’Ëµ√«®‰¡àæ∫ CD117 (CD117
negative) ®÷ß‡ªìπ  à«π∑ ’ Ë∑”„Àâ§‘¥«à“π à“®–¡’§«“¡‡ªìπ‰ª‰¥â∑ ’ Ë®–∑”„Àâ‡°‘¥°√–∫«π
°“√°“√°≈“¬‡ªìπ‡π◊ÈÕßÕ° (neoplastic process) ‰¥â41

·π«»÷°…“∑“ß§≈‘π‘°
Inflammatory fibroid polyps  à«π„À≠à¡—°‰¡à¡’Õ“°“√ (asymptomatic)

·µà¢π“¥∑’Ë„À≠à “¡“√∂∑”„Àâ‡°‘¥Õ“°“√ª«¥∑âÕß (abdominal pain) Õ“°“√Õ‘Ë¡‡√Á«
(early satiety) ‚≈À‘µ®“ß (anemia) ·≈–°√–‡æ“–Õ“À“√ à«πª≈“¬Õÿ¥µ—π (gastric
outlet obstruction) ‰¥â42 ≈—°…≥–∑’Ëµ√«®æ∫®“°°“√µ√«®Õ—≈µ√“´“«¥åºà“π∑“ß°“√
  àÕß°≈ âÕß®–æ∫≈ —°…≥–¢Õ∫‡¢µ∑ ’ Ë‰¡à™—¥ (indistinct margin) √Õ¬‚√§¥Ÿ‡ªìπ‡π◊ ÈÕ
‡¥’¬«°—π·≈–„Àâ ’¥” (hypoechoic homogeneous lesion) ·≈–®–Õ¬Ÿà„π™—Èπ∑’Ë Õß
À√◊Õ “¡ (second or third layer) ‚¥¬∑’Ë™—Èπ∑’Ë ’Ë®–æ∫«à“Õ¬Ÿà„π ¿“æ∑’Ë ¡∫Ÿ√≥å¥’ (in-
tact fourth layer) ´÷Ëß®–¡’ª√–‚¬™πå„π°“√π”¡“„™â™à«¬«‘π‘®©—¬43-44

Gastric Neuroendocrine Tumors (Carcinoids)

Carcinoids ‡ªìπ‡π◊ÈÕßÕ°µàÕ¡‰√â∑àÕ (neuroendocrine tumors) ∑’Ë¡“®“°
‡´≈≈å enterochromaffin-like (ECL cell)45 °“√®—¥·∫àß™π‘¥¢ÕßÕß§å°“√Õπ“¡—¬
‚≈°§√—Èß≈à“ ÿ¥ (æ.». 2553) ‰¥â¡’°“√¬°‡≈‘°„™â§”«à“ carcinoid ‡π◊ËÕß®“°§”«à“ neu-
roendocrine tumor ¥Ÿ¡’§«“¡‡À¡“– ¡¡“°°«à“46 ¡’°“√»÷°…“æ∫«à“ neuroendo-
crine tumors ¢Õß°√–‡æ“–Õ“À“√æ∫‰¥âπâÕ¬°«à“√âÕ¬≈– 2 ®“°®”π«π√Õ¬‚√§∑’Ë¡’
≈—°…≥–§≈â“¬µ‘Ëß‡π◊ÈÕ (polypoid lesions) ∑’Ëµ√«®æ∫∑—ÈßÀ¡¥
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Gastric neuroendocrine tumors ·∫àßÀ≈—°Ê ÕÕ°‡ªìπ 3 ™π‘¥ ‰¥â·°à
1. ™π‘¥∑’Ë 1 (type I) æ∫‰¥â√âÕ¬≈– 70-80 ®“°®”π«π¢Õß¡–‡√ÁßµàÕ¡‰√â

∑àÕ¢Õß°√–‡æ“–Õ“À“√∑’Ëµ√«®æ∫‰¥â ¡—°¡’§«“¡ —¡æ—π∏å°—∫°“√¡’·°ä µ√‘π„π‡≈◊Õ¥∑’Ë Ÿß
(hypergastrinemia) ´÷Ëß‡ªìπº≈¡“®“° autoimmune atrophic gastritis ·≈–
æ∫∫ àÕ¬„π§π  ŸßÕ“¬ÿ ·≈–¡—°  —¡æ—π∏ å°—∫¿“«–‚≈À‘µ®“ß‡æÕ√ åπ ‘‡™’¬  (pernicious
anemia)47-48 ‡π◊ÈÕßÕ° (¿“æ∑’Ë 9) ‡À≈à“π’È®–¡’¢π“¥‡≈Á° (< 1 ́ ¡.) Õ¬Ÿà®”°—¥„π∫√‘‡«≥
¢Õß‡¬ ◊ ËÕ∫ ÿÕÁÕ°´‘πµ‘° (oxyntic mucosa) ·≈–¡’·π«‚π â¡æ∫®”π«π¡“°°«à“Àπ ÷ Ëß
(multiple) ·≈–¡—°æ∫√à«¡°—∫ multifocal ECL cell hyperplasia  à«π„À≠à‡π◊ÈÕ
ßÕ°π ’ È¡—°æ∫‚¥¬∫ —ß‡Õ‘≠·≈–∫ àÕ¬§√ — Èßæ∫‰¥â®“°°“√  àÕß°≈ âÕß∑“ß‡¥‘πÕ“À“√  à«π∫π
‡æ ◊ ËÕÀ“ “‡Àµÿ¢Õß‚≈À‘µ®“ß „π∑“ß‡π◊ ÈÕ‡¬ ◊ ËÕ«‘∑¬“®–ª√–°Õ∫¥â«¬°≈ ÿ à¡¢Õß‡´≈≈ åµàÕ¡
‰√â∑àÕ (nest of endocrine cells) ·≈–¡’¥—™π’°“√·∫àßµ—«∑’ËµË”¡“° (very low prolif-

¿“æ∑’Ë 9 A: ≈—°…≥–¢Õß gastric carcinoid ∑’Ë¡’ surface ulceration ∫√‘‡«≥ distal body ¢Õß°√–‡æ“–
Õ“À“√

 B: · ¥ß°“√√«¡‡¢â“¥â«¬°—π¢Õß ECL cells ́ ÷Ëß®–Õ¬Ÿà‡√’¬ßµ—«„π™—Èπ∑’Ë≈÷°¢Õß carcinoid tu-
mor

 C: ≈ —°…≥–¢Õß‡´≈≈ å neuroendocrine ´÷Ëß¬âÕ¡µ‘¥ ’‰´·πæ‚µ‰ø´‘π (synaptophysin)
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eration index)
2. ™π‘¥∑’Ë 2 (type II) æ∫«à“¡’§«“¡ —¡æ—π∏å°—∫¿“«– hypergastrinemia

´÷Ëß‡°‘¥®“° gastrin ∑ ’ ËÀ≈ — Ëß¡“®“°‡π◊ ÈÕßÕ°   à«π„À≠ à¡—°µ√«®æ∫„πºŸâªÉ«¬∑ ’ Ë‰¥â√ —∫
°“√ ß  —¬·≈–µâÕß°“√ ◊∫§âπ«à“¡’°≈ ÿ à¡Õ“°“√ MEN-1 (MEN-1 syndrome) À√◊Õ
°≈ÿà¡Õ“°“√‚´≈≈‘ß‡®Õ√å-‡Õ≈≈‘ —π (Zollinger-Ellison syndrome) À√◊Õ‰¡à49 ÷́Ëß°≈ÿà¡
Õ“°“√¥—ß°≈à“«¡—°¡’°âÕπ‡π◊ÈÕßÕ°∑’Ë¡’¢π“¥‡≈Á° (<1 ´¡.) ·≈–‰¡àæ∫≈—°…≥–¢Õß°“√
·∑√° ÷́¡ (infiltrating) À√◊Õ pleomorphic features „πºŸâªÉ«¬∑’Ë¡’°≈ÿà¡Õ“°“√ MEN-
1 ®–æ∫‡¬◊ËÕ∫ ÿ°√–‡æ“–Õ“À“√¡’≈—°…≥–ª°µ‘À√◊Õ°“√Õ—°‡ ∫‰¥â‡≈Á°πâÕ¬ ·µà®–‰¡àæ∫
°“√Ω ÉÕ‡À’Ë¬«¢Õß‡¬ ◊ ËÕ∫ ÿ∫√ ‘‡«≥°√–æÿâß¢Õß°√–‡æ“–Õ“À“√ (fundic mucosa) „π
ºŸâªÉ«¬∑’Ë¡’°≈ÿà¡Õ“°“√‚´≈≈‘ß‡®Õ√å-‡Õ≈≈‘ —π¡—°®–æ∫«à“¡’°“√¢¬“¬¢π“¥¢Õß‡´≈≈å (hy-
pertrophy) √à«¡°—∫¡’°“√‡°“–°≈ ÿà¡°—πÕ¬à“ß·πàπÀπ“¢ÕßµàÕ¡ÕÁÕ°´‘πµ‘° (oxyntic
gland) ·≈–‰¡àæ∫°“√Õ—°‡ ∫∑’Ë™—¥‡®π ‡π◊ÈÕßÕ°™π‘¥π’È∂◊Õ«à“‡ªìπ™π‘¥∑’Ëæ∫‰¥âπâÕ¬∑’Ë ÿ¥
‚¥¬æ∫‡æ’¬ß√âÕ¬≈– 5-8 ¢Õß‡π◊ÈÕßÕ°µàÕ¡‰√â∑àÕ¢Õß°√–‡æ“–Õ“À“√50

3. ™π‘¥∑’Ë 3 (type III) ‰¡àæ∫«à“¡’§«“¡ —¡æ—π∏å°—∫ hypergastrinemia
·≈–¡—°æ∫‡ªìπ°âÕπ‡¥’Ë¬« ‚¥¬ “¡“√∂æ∫‰¥â„π∫√ ‘‡«≥‡¬ ◊ ËÕ∫ ÿ°√–‡æ“–Õ“À“√¢Õß§π
ª°µ‘·≈–‰¡àæ∫ ECL cell hyperplasia ®–æ∫‡π◊ÈÕßÕ°™π‘¥π’Èª√–¡“≥√âÕ¬≈– 20
¢Õß‡π◊ÈÕßÕ°µàÕ¡‰√â∑àÕ¢Õß°√–‡æ“–Õ“À“√  à«π„À≠à®–µ√«®æ∫‡¡◊ËÕºŸâªÉ«¬¡’Õ“°“√·≈â«
‚¥¬‡°‘¥®“°°“√∑’Ë¡’°“√°—¥‡´“–¢Õß‡¬◊ËÕ∫ÿ (mucosal erosion) ·≈–°“√‡ ’¬‡≈◊Õ¥ (blood
loss) À√◊Õ°“√·æ√ à°√–®“¬ (metastasis) ´÷Ëß¡—°®–æ∫Õ“°“√¥—ß°≈ à“«‡¡ ◊ ËÕ°âÕπ‡π◊ ÈÕ
ßÕ°¡’¢π“¥„À≠à‡°‘π 1.5 ́ ¡. ·≈–¡’√Ÿª·∫∫°“√‡®√‘≠·∑√° ÷́¡ (infiltrating growth
pattern) √à«¡°—∫æ∫æ◊Èπ∑’Ë¢Õß‡π◊ÈÕµ“¬ (area of necrosis) ·≈–¡’√–¥—∫¢Õß pleo-
morphism ∑’ËÀ≈“°À≈“¬ ¥—™π’°“√·∫àßµ—«®–  Ÿß¡“° (high proliferation index)
æ∫«à“‡π◊ÈÕßÕ°™π‘¥π’È¡’°“√æ¬“°√≥å‚√§‰¡à¥’ (poor prognosis) ‚¥¬¡’°“√Õ¬Ÿà√Õ¥‡©≈’Ë¬
(mean survival) ∑’Ë 28 ‡¥◊Õπ51

·π«»÷°…“∑“ß§≈‘π‘°
‡π◊ÈÕßÕ°™π‘¥∑’Ë 1 ·≈– 2 ¡—°®– “¡“√∂µ—¥∑‘Èßºà“π∑“ß°“√ àÕß°≈âÕß‰¥â „π
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ºŸâªÉ«¬∫“ß√“¬∑ ’ Ëæ∫¡’‡π◊ ÈÕßÕ°®”π«π¡“°·≈–¡’°“√°≈ —∫‡ªìπ´È”¢Õß‡π◊ ÈÕßÕ°™π ‘¥∑ ’ Ë 1
°“√∑”°“√ºà“µ—¥°√–‡æ“–Õ“À“√ à«π antrum (antral resection) ®—¥‡ªìπ∑“ß‡≈◊Õ°
∑’Ë‡À¡“– ¡ °“√∑” antrectomy ®–∑”„Àâ®”π«π°âÕπ‡π◊ÈÕ∑’Ëº≈‘µ·°ä µ√‘π (gastrin-
producing mass) ≈¥≈ß ®÷ß‡ªìπ°“√°”®—¥ ‘Ëß°√–µÿâπ (stimulus) ∑’Ë®–∑”„Àâ‡°‘¥ECL
cell proliferation52 ·π«∑“ß°“√√—°…“„À¡àÊ Õ“∑‘ °“√„™â¬“µâ“πµ—«√—∫·°ä µ√‘π (gas-
trin receptor antagonist: netazepide) °”≈—ßÕ¬Ÿà„π™à«ß°“√§âπ§«â“«‘®—¬·≈–Õ“®
∂◊Õ‡ªìπ·π«∑“ß°“√√—°…“„À¡à„πºŸâªÉ«¬∑’Ë¡’‡π◊ÈÕßÕ°µàÕ¡‰√â∑àÕ¢Õß°√–‡æ“–Õ“À“√™π‘¥∑’Ë
1 (type 1 gastric carcinoids) ‰¥â53 ºŸâªÉ«¬∑’Ë‡ªìπ‡π◊ÈÕßÕ°™π‘¥∑’Ë 3 (type III) Õ“®
¡’Õ“°“√¢Õß‚≈À‘µ®“ß ª«¥∫√ ‘‡«≥≈ ‘ Èπªïò À√◊Õ¡’Õ“°“√·≈–Õ“°“√· ¥ß¢Õß°“√·æ√ à
°√–®“¬¢Õß‡π◊ÈÕßÕ° (metastasis) ´÷Ëß‡ªìπÕ“°“√∑’Ëæ∫‰¥âπâÕ¬¡“° ‚¥¬®–¡’≈—°…≥–
Õ“°“√∑ ’ Ëµ√«®æ∫‰¥â§ ◊Õ º‘«Àπ —ß·¥ß (cutaneous flushing) ∑ âÕß‡  ’¬ ¿“«–
À≈Õ¥≈¡‡°√ Áßµ—« (bronchospasm) ·≈–√Õ¬‚√§∑ ’ Ë≈ ‘ ÈπÀ—«„® (cardiac valvular
lesions) ∑“ß‡≈◊Õ°„π°“√√—°…“§◊Õ°“√ºà“µ—¥·≈â«µ“¡¥â«¬°“√„Àâ‡§¡’∫”∫—¥

«‘∏ ’∑ ’ Ë¥’∑ ’ Ë  ÿ¥∑ ’ Ë„™â„π°“√«‘π ‘®©—¬ neuroendocrine tumor § ◊Õ°“√¬âÕ¡  ’
∑“ßÕ‘¡¡Ÿ‚πæ¬“∏ ‘«‘∑¬“  ´÷Ëß®–¬âÕ¡µ‘¥  ’¢Õß‰´·πæ‚µ‰ø´‘π (synaptophysin)
‚§√‚¡·°√π‘π‡Õ (chromogranin A) À√◊Õ´’¥’ 56 (CD56) ‚¥¬°“√¬âÕ¡µ‘¥ ’¥—ß°≈à“«
¢â“ßµâπ®–‡ªìπµ—«∫àß™’È≈—°…≥–¢Õß neuroendocrine (neuroendocrine marker) ‰¥â

·π«°“√«‘‡§√“–Àåµ‘Ëß‡π◊ÈÕ°√–‡æ“–Õ“À“√∑’Ëæ∫®“°°“√ àÕß°≈âÕß (Approach to
Gastric Polyps Found at Endoscopy)

‡π◊ËÕß®“°µ‘Ëß‡π◊ÈÕ à«π„À≠à¡—°®–∂Ÿ°µ√«®æ∫‚¥¬∫—ß‡Õ‘≠¢≥–∑”°“√ àÕß°≈âÕß
∑“ß‡¥‘πÕ“À“√  à«π∫π ®÷ß‡ªìπ  ‘ Ëß®”‡ªìπ∑ ’ Ë·æ∑¬åºŸâ∑”°“√  àÕß°≈ âÕß (endoscopist)
§«√®–»÷°…“·≈–‡°Á∫¢âÕ¡Ÿ≈√“¬≈–‡Õ’¬¥„Àâ‰¥â¡“°∑ ’ Ë  ÿ¥¢≥–∑”°“√  àÕß°≈ âÕß‡æ ◊ ËÕ∑ ’ Ë®–
‰¥âπ”¢âÕ¡Ÿ≈¡“™à«¬‡ªìπ·π«∑“ß„π°“√∫√‘À“√®—¥°“√°—∫µ‘Ëß‡π◊ÈÕ„πÕπ“§µ‰¥â

À“°≈ —°…≥–¢Õßµ‘Ëß‡π◊ ÈÕ∑”„Àâ§‘¥∂ ÷ß fundic gland polyps °Á§«√∑”
biopsy ∑ ’ Ëµ‘Ëß‡π◊ ÈÕπ — ÈπÊ À√◊Õµ‘Ëß‡π◊ ÈÕ∫√ ‘‡«≥Õ ◊ ËπÊ √ à«¡¥â«¬  ‚¥¬¢π“¥∑ ’ Ë„À≠ à‡°‘π 1
´¡.§«√®–∑”°“√µ—¥∑‘Èß„Àâ ¡∫ Ÿ√≥å ‚¥¬§«√„Àâ§«“¡ π„®°—∫ fundic gland polyp
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∑’ Ë¡’≈ —°…≥–√Õ¬‚√§º‘¥·º°®“°ª°µ‘ (atypical-looking lesions) À“°µ√«®æ∫°Á
§«√®–∑”°“√ biopsy ‡æ◊ËÕµ√«® Õ∫‡æ‘Ë¡‡µ‘¡‡ ¡Õ À“°≈—°…≥–∑’Ëæ∫‰¡à‡¢â“°—∫ fun-
dic gland polyps ·æ∑¬åºŸâ àÕß°≈âÕß§«√æ‘®“√≥“∑”°“√µ—¥µ‘Ëß‡π◊ÈÕ∑’Ë¡’¢π“¥„À≠à >1
´¡.ÕÕ°∑ — ÈßÀ¡¥ À“°‰¡à “¡“√∂∑”‰¥âÕ¬à“ßπ âÕ¬°Á§«√∑”°“√µ—¥‡°Á∫™‘Èπ‡π◊ ÈÕµ—«Õ¬à“ß
  àßµ√«®‡ ¡Õ„π°√≥ ’¢Õßµ‘Ëß‡π◊ ÈÕ¢π“¥„À≠ àÀ≈ —ß®“°∑ ’ Ë∑√“∫º≈°“√«‘π ‘®©—¬∑“ßæ¬“∏ ‘
‡π◊ ÈÕ‡¬ ◊ ËÕ (histopathlogic diagnosis) ·≈ â« §«√æ‘®“√≥“µàÕ„π‡√◊ ËÕß°“√√ —°…“«à“
®”‡ªìπ∑ ’ Ë®–µâÕßµ—¥µ‘Ëß‡π◊ ÈÕÕÕ° (polypectomy) À√◊Õ‰¡à ·≈–À“°µâÕß∑”§«√∑”„π
√ Ÿª·∫∫„¥√–À«à“ß∑”¥â«¬«‘∏ ’°“√  àÕß°≈ âÕßÀ√◊Õ„™â«‘∏ ’ºà“µ—¥ ‚¥¬¡’ªí®®—¬∑ ’ Ë “¡“√∂π”
¡“„™â™à«¬„π°“√µ—¥  ‘π„®§ ◊Õ (1) §«“¡‡  ’ Ë¬ß„π‡√◊ ËÕß‚Õ°“ ∑ ’ Ë®–‡°‘¥§«“¡º‘¥æ≈“¥
¥â“πæ¬“∏ ‘«‘∑¬“„π°√≥ ’µ‘ Ëß‡π◊ ÈÕ¢π“¥„À≠ à55 (2) µ‘Ëß‡π◊ ÈÕ∑”„Àâ‡°‘¥Õ“°“√À√◊Õ‰¡à
(3)  ¿“«–¢ÕßºŸâªÉ«¬·≈–  ÿ¢¿“æ‚¥¬√«¡ ·≈– (4) §«“¡™”π“≠¢Õß·æ∑¬å À“°
·æ∑¬åºŸâ  àÕß°≈ âÕß  à«π„À≠ à¬—ß‰¡à¡’ª√– ∫°“√≥ å‡æ’¬ßæÕ„π°“√µ—¥µ‘Ëß‡π◊ ÈÕ∑ ’ Ë¡’¢π“¥
„À≠ à¡“° √«¡∑ — Èß¡’§«“¡°—ß«≈µàÕ¿“«–·∑√°´âÕπ∑ ’ ËÕ“®‡°‘¥¢÷Èπ‡π◊ ËÕß®“°√Õ¬‚√§∑ ’ Ë¡’
¢π“¥„À≠ à∑ — ÈßÀ≈“¬  à«π„À≠ à¡’À≈Õ¥‡≈◊Õ¥¡“‡≈ ’ È¬ß¡“°·≈–¡’·π«‚π â¡‡°‘¥‡≈◊Õ¥ÕÕ°
 Ÿß‚¥¬‡©æ“–°≈ÿà¡ inflammatory fibroid polyps, carcinoids ·≈– GISTs ∫“ß
§√ — Èß°≈ ÿ à¡∑ ’ Ë‡ªìπ°âÕπ„µâ‡¬ ◊ ËÕ∫ ÿ°Á¡’‚Õ°“ ‡  ’ Ë¬ßµàÕ°“√·µ°∑–≈ ÿ (perforation) ‰¥â °“√
∑”°“√µ—¥™‘Èπ‡π◊ ÈÕ°àÕπ°Á∂◊Õ‡ªìπ  ‘ Ëß∑ ’ Ë‡À¡“– ¡‡π◊ ËÕß®“° “¡“√∂∑ ’ Ë®–∑”„Àâ·æ∑¬å¡’
‡«≈“«“ß·ºπ°“√√ —°…“∑ ’ Ë‡À¡“– ¡À≈ —ß∑√“∫º≈°“√«‘π ‘®©—¬∑“ßæ¬“∏ ‘√«¡∑ — Èß‰¥âæŸ¥
§ÿ¬·≈–„Àâ§”ª√÷°…“„π‡√◊ËÕß√Õ¬‚√§∑’Ëæ∫°—∫ºŸâªÉ«¬·≈â«

°“√µ‘¥µ“¡Õ“°“√ (Follow-Up Evaluation)

ªí®®ÿ∫—π¬—ß‰¡à¡’·π«∑“ßªØ‘∫—µ‘∑’Ë‡ªìπ‡™‘ßÀ≈—°∞“πª√–®—°…å (evidence-based
guideline) Õ¬à“ß‰√°Á¥’°“√ àÕß°≈âÕß‡æ◊ËÕ‡ΩÑ“√–«—ß‚√§ (surveillance) „πµ‘Ëß‡π◊ÈÕ∑’Ë‰¡à„™à
fundic gland polyps ¿“¬„π√–¬–‡«≈“ 1 ªï∂◊Õ«à“π à“®–‡ªìπ·π«ªØ‘∫ —µ‘∑ ’ Ëπ à“®–
„™â‰¥â‡æ ◊ ËÕ∑ ’ Ë®–ª√–‡¡‘π«à“¡’°“√‡°‘¥¢÷Èπ´È” (recurrence) ¢Õß√Õ¬‚√§À√◊Õ¡’µ‘Ëß‡π◊ ÈÕ
„À¡à‡°‘¥¢÷ÈπÀ√◊Õ‰¡à °“√µ‘¥µ“¡Õ“°“√À≈—ß∑”°“√µ—¥µ‘Ëß‡π◊ÈÕ‰ª·≈â«‚¥¬‡©æ“–°≈ÿà¡∑’Ë‡ªìπ
high-grade dysplasia À√◊Õ¡–‡√ Áß√–¬–·√° (early cancer) §«√æ‘®“√≥“
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·π«∑“ß‡ªìπ√“¬Ê‰ª ‚¥¬Õ¬à“ßπ âÕ¬§«√¡’°“√µ‘¥µ“¡„π™à«ß 2-3 ªï·√°·≈–„™â™à«ß
√–¬–‡«≈“∑’Ë —Èπ (short duration) ‡™àπ 6 ‡¥◊Õπ ‡ªìπµâπ °≈ ÿà¡ gastric carcinoids
§«√¡’°“√ àÕß°≈âÕß‡æ◊ËÕµ‘¥µ“¡Õ“°“√∑ ÿ° 1-2 ªï
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