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1Hyponatremia in Cirrhosis

Hyponatremia in Cirrhosis
∏’√∑—»πå  ®ß∫ÿ≠≠“πÿ¿“æ

≥—¬™≠“  ®”√Ÿ≠°ÿ≈
Àπà«¬‚√§∑“ß‡¥‘πÕ“À“√·≈–μ—∫ ¿“§«‘™“Õ“¬ÿ√»“ μ√å

§≥–·æ∑¬»“ μ√å ¡À“«‘∑¬“≈—¬ ß¢≈“π§√‘π∑√å

Review Article

¿“«–‚´‡¥’È¬¡„π‡≈◊Õ¥μË” (hyponatremia) ‡ªìπ¿“«–∑’Ëæ∫‰¥â∫àÕ¬„πºŸâªÉ«¬

decompensated cirrhosis ‡π◊ËÕß®“°¡’§«“¡º‘¥ª°μ‘¢Õß°“√√—°…“ ¡¥ÿ≈¢ÕßπÈ”„π

√à“ß°“¬1 ·¡â«à“¡’°“√»÷°…“æ∫¿“«–π’È„πºŸâªÉ«¬μ—∫·¢Áß¡“π“π°«à“ 50 ªï2 ·μà„π√–¬–

·√°¬—ß‰¡à∑√“∫∂÷ß§«“¡ ”§—≠ ®π°√–∑—Ëß‡√‘Ë¡¡’°“√»÷°…“æ∫«à“ hyponatremia

‡ªìπμ—«™’È«—¥°“√æ¬“°√≥å‚√§ (prognostic indicator) „π¿“«–μ—∫·¢Áß3,4 ∑—Èß„π√–¬–

°àÕπ·≈–À≈—ß‰¥â√—∫°“√ª≈Ÿ°∂à“¬μ—∫5-9 ¿“«–π’È®÷ß‰¥â√—∫§«“¡ π„®‡æ‘Ë¡¢÷Èπ®π¡’°“√

»÷°…“«‘®—¬μà“ßÊ ¡“°¢÷Èπ‡ªìπ≈”¥—∫ ·≈–‡√‘Ë¡¡’°“√æ—≤π“§‘¥§âπ¬“‡æ◊ËÕ„™â„π°“√√—°…“

¿“«–π’È‚¥¬‡©æ“– ‡™àπ ¬“°≈ÿà¡ Vaptans ´÷ËßÕÕ°ƒ∑∏‘Ïμâ“π arginine vasopressin

„π renal tubules ∑”„Àâ “¡“√∂‡æ‘Ë¡°“√¢—∫ solute free water ‰¥âÕ¬à“ß¡’ª√– ‘∑∏‘¿“æ

¿“«– hyponatremia „πºŸâªÉ«¬μ—∫·¢Áß “¡“√∂·∫àß‰¥â‡ªìπ 2 °≈ÿà¡μ“¡

°≈‰°°“√‡°‘¥‚√§ §◊Õ 1) hypovolemic hyponatremia ·≈– 2) hypervolemic

hyponatremia À√◊Õ dilutional hyponatremia

Hypovolemic hyponatremia ‡°‘¥®“°°“√¢“¥ plasma volume ‡¡◊ËÕ

μ√«®√à“ß°“¬®–‰¡àæ∫πÈ”„π™àÕß∑âÕßÀ√◊Õ¢“∫«¡ ¡—°‡°‘¥®“°°“√‰¥â√—∫¬“¢—∫ªí  “«–

¡“°‡°‘π‰ª

Hypervolemic hyponatremia ¡—°®–μ√«®æ∫πÈ”„π™àÕß∑âÕß·≈–¢“∫«¡

‡ªìπº≈®“°°“√∑’Ë‰μ‰¡à “¡“√∂¢—∫ solute free water ‰¥â „π∑’Ëπ’È®–°≈à“«∂÷ß °≈ÿà¡

hypervolemic hyponatremia ‡ªìπÀ≈—°

○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○
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§”®”°—¥§«“¡·≈–§«“¡™ÿ°

„πªí®®ÿ∫—π§”®”°—¥§«“¡¢Õß¿“«– hyponatremia „πºŸâªÉ«¬μ—∫·¢Áß¬—ß‰¡à

™—¥‡®π«à“§«√„™â§à“ serum sodium √–¥—∫∑’ËμË”°«à“ 130 À√◊Õ 135 mEq/L „π°“√

«‘π‘®©—¬¿“«–π’È ®“°°“√»÷°…“∑∫∑«π«√√≥°√√¡ °≈ÿà¡ Gines P11 „™â√–¥—∫∑’ËμË”°«à“

130 mEq/L ‡ªìπ‡°≥±å„π°“√«‘π‘®©—¬ ‡π◊ËÕß®“°¬—ß‰¡à¡’‡°≥±å∑’Ë·πàπÕπ º≈°“√

»÷°…“À“§«“¡™ÿ°¢Õß¿“«–π’È®÷ß·μ°μà“ß°—π‰ªμ“¡§”®”°—¥§«“¡ °“√»÷°…“·∫∫ pro-

spective population survey „π°≈ÿà¡ºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’¿“«–πÈ”„π™àÕß∑âÕß√à«¡¥â«¬12

æ∫«à“§√÷ËßÀπ÷Ëß¢ÕßºŸâªÉ«¬¡’√–¥—∫ serum sodium <135 mEq/L ·≈–ª√–¡“≥Àπ÷Ëß

„πÀâ“¡’√–¥—∫ serum sodium <130 mEq/L (μ“√“ß∑’Ë 1)

æ¬“∏‘°”‡π‘¥

æ¬“∏‘°”‡π‘¥¢Õß¿“«–π’È‡°’Ë¬«¢âÕß‚¥¬μ√ß°—∫°“√‡ª≈’Ë¬π·ª≈ß¥â“π hemody-

namic ·≈– neurohormonal adaptation „πºŸâªÉ«¬μ—∫·¢Áß·≈–¡’¿“«– portal

hypertension (¿“æ∑’Ë 1) ‚¥¬¡’°≈‰°À≈—° 3 ª√–°“√ ‰¥â·°à

1. Systemic vasodilatation

°“√‡°‘¥ systemic vasodilatation π—Èπ‡ªìπº≈®“°ªí®®—¬À≈“¬Õ¬à“ß ∑—Èß

®“°°“√‡æ‘Ë¡¢÷Èπ¢Õß local ·≈– systemic vasodilators √à«¡°—∫°“√∑’ËÀ≈Õ¥‡≈◊Õ¥

splanchnic μÕ∫ πÕßμàÕ vasoconstrictors ≈¥≈ß ‚¥¬ªí®®—¬∑’Ë ”§—≠∑’Ë ÿ¥‡™◊ËÕ

μ“√“ß∑’Ë 1 Prevalence of hyponatremia in cirrhosis with ascites

Serum Na (mEq/L) Prevalence (%)

< 135 49.4

< 130 21.6

< 125 5.7

< 120 1.2
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«à“‡°‘¥®“° nitric oxide (NO)13 ÷́Ëß∂Ÿ°°√–μÿâπ„Àâ¡’°“√ √â“ß¡“°¢÷Èπ‚¥¬ endotoxin

∑’Ë∂Ÿ°¥Ÿ¥´÷¡®“°∑“ß‡¥‘πÕ“À“√·≈–∂Ÿ°°”®—¥ÕÕ°πâÕ¬≈ß„π¿“«–μ—∫·¢Áß∑’Ë¡’ portal

systemic shunting ‡æ‘Ë¡¢÷Èπ·≈–¡’°“√≈¥≈ß¢Õß reticuloendothelial cell func-

tion14,15

°“√‡°‘¥ systemic vasodilatation ∑”„Àâ systemic vascular resis-

tance ≈¥≈ß·≈–π”‰ª Ÿà°“√°√–μÿâπ endogenous vasoconstrictors μ“¡¡“

2. Activation of endogenous vasoconstrictors

º≈®“°°“√∑’Ë¡’ systemic vasodilatation ∑”„Àâ¡’·√ß¥—π∑’Ë carotid ·≈–

renal baroreceptors ≈¥≈ß ®÷ß‡°‘¥°“√°√–μÿâπ√–∫∫°≈‰°μà“ßÊ ¢Õß√à“ß°“¬„π

¿“æ∑’Ë 1 Proposed mechanism of hypersecretion and renal and systemic effects of vaso-

pressin in cirrhosis with ascites
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°“√√—°…“ serum sodium ‰«â ‰¥â·°à √–∫∫ renin-angiotensin √–∫∫ª√– “∑´‘¡

æ“‡∏μ‘° ·≈–ŒÕ√å‚¡π antidiuretic ´÷Ëß®–∑”„Àâ‡°‘¥°“√¥Ÿ¥°≈—∫¢ÕßπÈ”·≈–‡°≈◊Õ „π

√–¬–π’È®–‡√‘Ë¡‡°‘¥πÈ”„π™àÕß∑âÕß¢÷Èπ·≈–¡’°“√≈¥≈ß¢Õß systemic vascular resis-

tance

3. Water retention

°“√‡°‘¥ water retention ‡ªìπº≈®“°°“√‡æ‘Ë¡¢÷Èπ¢Õß vasopressin ‡æ◊ËÕ

μÕ∫ πÕßμàÕ¿“«–∑’Ë¡’ effective arterial volume ≈¥≈ß ‚¥¬ vasopressin ¡’

ƒ∑∏‘Ï‡ªìπ antidiuretic hormone (ADH) ∑”„Àâ‰¡à “¡“√∂¢—∫ solute free water

‰¥â ´÷Ëß∑”„Àâ‡°‘¥¿“«– hyponatremia „π∑’Ë ÿ¥16

‡¡◊ËÕæ‘®“√≥“®“°æ¬“∏‘°”‡π‘¥¢â“ßμâπ ®–æ∫«à“¿“«– hyponatremia „πºŸâ

ªÉ«¬μ—∫·¢Áß¡’§«“¡‡°’Ë¬«¢âÕß°—∫ŒÕ√å‚¡π∑’Ë ”§—≠À≈“¬™π‘¥ ·≈–¡’°“√»÷°…“°àÕπ

Àπâ“π’Èæ∫«à“ ŒÕ√å‚¡π∑’Ë¡’°“√‡æ‘Ë¡¢÷Èπ‡¡◊ËÕ√à“ß°“¬‡°‘¥ ¿“«– hypovolemia ‰¥â·°à

plasma renin, norephinephrine ·≈– ADH ́ ÷Ëß¡’§«“¡ —¡æ—π∏å‚¥¬μ√ß°—∫ renal

impairment ·≈– §«“¡√ÿπ·√ß¢Õß¿“«–μ—∫·¢Áß (¿“æ∑’Ë 2)

§«“¡ ”§—≠∑“ß§≈‘π‘°

°“√»÷°…“º≈°√–∑∫‚¥¬μ√ß®“°¿“«– hyponatremia „πºŸâªÉ«¬μ—∫·¢Áßπ—Èπ

°√–∑”‰¥â¬“° ‡π◊ËÕß®“°¿“«– hyponatremia ¡—°‡°‘¥„πºŸâªÉ«¬μ—∫·¢Áß∑’Ë‡ªìπ√–¬–À≈—ßÊ

(advanced cirrhosis) ´÷ËßºŸâªÉ«¬„π√–¬–π’È¡—°¡’Õ“°“√μà“ßÊ ¡“°¡“¬Õ¬Ÿà·≈â« ∑”„Àâ

¢âÕ¡Ÿ≈‡°’Ë¬«°—∫º≈°√–∑∫∑“ß§≈‘π‘°®“°¿“«– hyponatremia „πºŸâªÉ«¬μ—∫·¢Áß¡’

§àÕπ¢â“ß®”°—¥

º≈¢Õß hyponatremia μàÕ°“√∑”ß“π¢Õß√–∫∫ª√– “∑

„πºŸâªÉ«¬∑’Ë‰¡à¡’‚√§μ—∫ ¿“«– hyponatremia ®–∑”„Àâ‡°‘¥Õ“°“√∑“ß√–∫∫

ª√– “∑´÷Ëß‡ªìπº≈¡“®“°°“√∑’Ë¡’ ¡Õß∫«¡ (brain edema) ‡™àπ ª«¥À—«  —∫ π ™—°

·≈–Õ“®μ√«®æ∫§«“¡º‘¥ª°μ‘∑’Ë‡ªìπ focal neurodeficit „π°√≥’∑’Ë‡ªìπ√ÿπ·√ßºŸâ
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ªÉ«¬Õ“®‡ ’¬™’«‘μ‰¥â®“°°“√‡°‘¥ cerebral herniation17 ‚¥¬Õ“°“√®– —¡æ—π∏å°—∫

√–¥—∫¢Õß sodium ·≈–Õ—μ√“°“√≈¥≈ß¢Õß sodium

¬—ß‰¡à¡’°“√»÷°…“ª√–‡¡‘πÕ“°“√∑“ß√–∫∫ª√– “∑„πºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’¿“«–

hyponatremia ·μà®“°ª√– ∫°“√≥å∑“ß§≈‘π‘° æ∫«à“Õ“°“√μà“ßÊ ¢Õß¿“«– hy-

ponatremia „πºŸâªÉ«¬μ—∫·¢Áßæ∫‰¥âπâÕ¬¡“°11 ´÷Ëßπà“®–‡ªìπ‡æ√“–ºŸâªÉ«¬ à«π„À≠à

‡°‘¥ hyponatremia Õ¬à“ß™â“Ê (chronic hyponatremia) ∑”„Àâ ¡Õß “¡“√∂

ª√—∫μ—«‡¢â“°—∫¿“«–∑’Ë¡’ osmolality μË”‰¥â Õ¬à“ß‰√°Áμ“¡ æ∫«à“¿“«– hyponatremia

∑”„Àâ‡°‘¥ low grade cerebral edema18-20 ‚¥¬‡ªìπ second osmotic hit μàÕ

astrocytes (first hit §◊Õ ammonia ·≈– “√ neurotoxin Õ◊ËπÊ) ∑”„Àâ‡°‘¥¿“«–

encephalopathy (¿“æ∑’Ë 3) §«“¡ —¡æ—π∏å√–À«à“ß¿“«– hyponatremia °—∫¿“«–

hepatic encephalopathy ´÷Ëß¡’À≈—°∞“π π—∫ πÿπ ‰¥â·°à

¿“æ∑’Ë 2 Cirrhosis of increasing severity - no ascites, ascites, and ascites plus renal failure
(RF) due to hepatorenal syndrome - is associated with a progressive increase in
plasma renin activity (ng/mL per hour) and in the plasma levels of norepinephrine
(pg/mL), and antidiuretic hormone (pg/mL). This progressive rise in the secretion
of hypovolemic hormones is associated with a vasodilatation-induced fall in mean
arterial pressure (from 89 to 75 mmHg) and a reduction in the plasma sodium
concentration (from 138 to 128 mEq/L).53
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1. √–¥—∫ serum sodium ·≈– serum ammonia ‡ªìπªí®®—¬ ”§—≠∑’Ë

∑”„Àâ‡°‘¥§«“¡º‘¥ª°μ‘¢Õß electroencephalography „πºŸâªÉ«¬μ—∫·¢Áß21

2. ¿“«– hyponatremia ‡ªìπªí®®—¬‡ ’Ë¬ßÀ≈—°¢Õß°“√‡°‘¥ hepatic

encepahtlopathy „πºŸâªÉ«¬∑’Ë‰¥â√—∫°“√√—°…“¥â«¬ transjugular intrahepatic

portosystemic shunts22

3. ¿“«– hyponatremia ‡ªìπªí®®—¬‡ ’Ë¬ßμàÕ°“√‡°‘¥ hepatic encepha-

lopathy „πºŸâªÉ«¬∑’Ë‰¥â√—∫°“√√—°…“¥â«¬¬“¢—∫ªí  “«–11

4. Serum sodium ‡ªìπ independent predictive factor ¢Õß hepatic

encephalopathy23

§«“¡ —¡æ—π∏å√–À«à“ß¿“«– hyponatremia °—∫¿“«–·∑√°´âÕπ¢Õß‚√§μ—∫·¢Áß

πÕ°®“° hepatic encephalopathy ·≈â« ¬—ßæ∫«à“¿“«– hyponatremia

¡’§«“¡ —¡æ—π∏å°—∫¿“«–·∑√°´âÕπÕ◊ËπÊ ¢Õß‚√§μ—∫·¢Áß¥â«¬ ‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß

¿“æ∑’Ë 3 Proposed interaction between hyperammonia and hyponatremia on brain astro-

cytes and possible pathogenic relationship with hepatic encephalopathy
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À“°√–¥—∫ serum sodium μË”°«à“ 130 mEq/L ¿“«– hyponatremia ‡ªìπªí®®—¬

‡ ’Ë¬ß¢Õß°“√‡°‘¥ massive ascites, spontaneous bacterial peritonitis, he-

patic hydrothorax ·≈– hepatorenal syndrome24,25 πÕ°®“°π’ÈºŸâªÉ«¬μâÕß∂Ÿ°

®”°—¥πÈ”·≈–¡—°®–∑π‰¡à‰¥â ¡’°“√»÷°…“¬◊π¬—π«à“¿“«– hyponatremia ‡ªìπ inde-

pendent predictive factor ¢Õß§ÿ≥¿“æ™’«‘μ∑’Ë¥âÕ¬≈ß26

§«“¡ —¡æ—π∏å√–À«à“ß hyponatremia °—∫°“√ºà“μ—¥ª≈Ÿ°∂à“¬μ—∫

æ∫«à“¿“«– hyponatremia  “¡“√∂∑”„Àâ‡°‘¥ cental pontine myeli-

nolysis (CPM) ·≈– extrapontine myelinolysis (EPM) À≈—ß°“√ºà“μ—¥ª≈Ÿ°∂à“¬μ—∫

‚¥¬¡’Õÿ∫—μ‘°“√≥å¢Õß CPM ·≈– EPM Õ¬Ÿà√–À«à“ß 0.94-1.2%29-31 ®“°√“¬ß“π„π

™à«ßªï §.». 1987-1989 ´÷Ëß‡ªìπ retrospective review ¢Õßº≈°“√μ√«®À≈—ß°“√

‡ ’¬™’«‘μ (postmortem examination) „πºŸâªÉ«¬∑’Ë‰¥â√—∫°“√ª≈Ÿ°∂à“¬μ—∫ 14 √“¬ æ∫

CPM 4 √“¬ ·≈– EPM 3 √“¬ ‚¥¬„π 4 √“¬∑’Ë‡°‘¥ CPM æ∫«à“¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß

serum sodium Õ¬à“ß√«¥‡√Á« (21-32 mEq/L)27,28

ªí®®—¬‡ ’Ë¬ß¢Õß°“√‡°‘¥ CPM „πºŸâªÉ«¬∑’Ë‰¥â√—∫°“√ª≈Ÿ°∂à“¬μ—∫ ‰¥â·°à √–¥—∫

MELD-Na score  Ÿß ¡’¿“«– hyponatremia ·≈– hypocholesterolemia °àÕπ

ºà“μ—¥ ¡’°“√‡ª≈’Ë¬π·ª≈ß¢Õß√–¥—∫ sodium „π√–À«à“ßºà“μ—¥ ·≈–¬—ß¢÷Èπ°—∫

ª√‘¡“≥°“√„Àâ blood components ·≈–°“√„Àâ “√πÈ”®”æ«° crystalloid ∑¥·∑π32

πÕ°®“° CPM ·≈– EPM ·≈â« °“√‡°‘¥¿“«– hyponatremia ¬—ß∑”„ÀâºŸâ

ªÉ«¬À≈—ßª≈Ÿ°∂à“¬μ—∫ μâÕßÕ¬Ÿà„π‚√ßæ¬“∫“≈π“π¢÷Èπ ‡°‘¥¿“«– delirium ¿“«– acute

kidney injury ¿“«– acute cellular rejection ·≈–°“√μ‘¥‡™◊ÈÕ‡æ‘Ë¡¢÷Èπ33  à«πÕ—μ√“

°“√√Õ¥™’«‘μÀ≈—ßª≈Ÿ°∂à“¬μ—∫π—Èπ ®“°¢âÕ¡Ÿ≈„πÀ≈“¬√“¬ß“π¬—ß‰¥âº≈‰¡à‡ªìπ‰ª„π

∑“ß‡¥’¬«°—π ®÷ß¬—ß √ÿª‰¡à‰¥â«à“¿“«– hyponatremia π’È àßº≈μàÕÕ—μ√“°“√√Õ¥™’«‘μ

À≈—ßª≈Ÿ°∂à“¬μ—∫À√◊Õ‰¡à8,9,33,34

°“√√—°…“¿“«– hyponatremia

 ‘Ëß∑’Ë§«√§”π÷ß∂÷ß‡ªìπÕ—π¥—∫·√° §◊Õ °“√·¬°¿“«– hypovolemic hy-
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ponatremia ÕÕ°®“° hypervolemic hyponatremia (dilutional hyponatre-

mia) ‡π◊ËÕß®“°¡’°“√√—°…“·μ°μà“ß°—π „π hypovolemic hyponatremia ®–

√—°…“¥â«¬°“√„Àâ normal saline ‡æ◊ËÕ‡æ‘Ë¡ plasma volume √à«¡°—∫°“√μ√«®À“

·≈–·°â‰¢ “‡Àμÿ ‡™àπ °“√„Àâ¬“¢—∫ªí  “«–∑’Ë¡“°‡°‘π‰ª

„π∑’Ëπ’È®–°≈à“«∂÷ß°“√√—°…“ hypervolemic hyponatremia ‡ªìπÀ≈—° ´÷Ëß

‡ªÑ“À¡“¬¢Õß°“√√—°…“Õ¬Ÿà∑’Ë°“√‡æ‘Ë¡°“√¢—∫ solute-free water

‚¥¬∑—Ë«‰ª„Àâ‡√‘Ë¡°“√√—°…“‡¡◊ËÕ√–¥—∫¢Õß sodium <130 mEq/L35 Õ¬à“ß‰√

°Áμ“¡¬—ß‰¡à¡’¢âÕ¡Ÿ≈‡æ’¬ßæÕ∑’Ë®–·π–π”«à“§«√‡√‘Ë¡°“√√—°…“∑’Ë√–¥—∫ sodium ‡∑à“‰√

 ”À√—∫°“√√—°…“®–¢Õ°≈à“«‡ªìπÀ—«¢âÕÀ≈—°Ê 4 À—«¢âÕ ¥—ßπ’È

1. Fluid restriction

°“√®”°—¥πÈ” 1-1.5 ≈‘μ√μàÕ«—π ∂◊Õ‡ªìπ standard of care11,35 ·μàæ∫«à“

ª√– ‘∑∏‘¿“æ°“√√—°…“‰¡à§àÕ¬¥’π—°  à«π„À≠à‰¥âº≈„π°“√ªÑÕß°—π‰¡à„Àâ√–¥—∫ sodium

μË”≈ß‰ª°«à“‡¥‘¡ ·μà‰¡à™à«¬‡æ‘Ë¡√–¥—∫ sodium ´÷ËßÕ“®‡ªìπ‡æ√“–„π∑“ßªØ‘∫—μ‘ ‡√“

‰¡à “¡“√∂∑’Ë®–„ÀâºŸâªÉ«¬®”°—¥πÈ”‡À≈◊ÕπâÕ¬°«à“«—π≈– 1 ≈‘μ√

®“°°“√»÷°…“·∫∫ prospective randomized „π°“√‡ª√’¬∫‡∑’¬∫¬“°≈ÿà¡

vaptans √à«¡°—∫°“√®”°—¥πÈ” ‡∑’¬∫°—∫°≈ÿà¡§«∫§ÿ¡∑’Ë‡ªìπ°“√®”°—¥πÈ”‡æ’¬ßÕ¬à“ß‡¥’¬«

æ∫«à“°“√®”°—¥πÈ”‡æ’¬ßÕ¬à“ß‡¥’¬« “¡“√∂∑”„Àâ√–¥—∫ sodium ‡æ‘Ë¡¢÷Èπ¡“°°«à“ 5

mEq/L ‡æ’¬ß 0-26% ‡∑à“π—Èπ36-38

2. Hypertonic sodium chloride

°“√„Àâ hypertonic sodium chloride ·¡â®–∑”„Àâ√–¥—∫ sodium ‡æ‘Ë¡¢÷Èπ

‰¥â ·μà¡—°‰¥âº≈‰¡àπ“π ·≈–∑”„Àâ¡’ ascites ·≈– edema ¡“°¢÷Èπ ®÷ß‰¡à·π–π”35

3. Albumin

 ”À√—∫°“√„Àâ albumin infusion æ∫«à“ “¡“√∂‡æ‘Ë¡√–¥—∫ serum sodium

‰¥â ·μà¡’¢âÕ¡Ÿ≈¬◊π¬—π®“°ß“π«‘®—¬‡æ’¬ß 2 ™‘Èπ ß“π«‘®—¬·√°‡ªìπ case report „πºŸâ
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ªÉ«¬ 4 √“¬ æ∫«à“„π 3 √“¬∑’Ë‡ªìπ cirrhosis ‰¥âº≈∑—ÈßÀ¡¥ ·μà‰¡à‰¥âº≈„πºŸâªÉ«¬ 1

√“¬∑’Ë‡ªìπ acute liver failure39  à«πß“π«‘®—¬∑’Ë Õß‡ªìπ RCT ∑”„πºŸâªÉ«¬ refrac-

tory ascites ∑’Ë‰¥â√—∫°“√®”°—¥πÈ” 3 «—π·≈â«¬—ß‰¡à¥’¢÷Èπ ®”π«π 24 √“¬ ·∫àß‡ªìπ

 Õß°≈ÿà¡ °≈ÿà¡·√°‡ªìπ°≈ÿà¡§«∫§ÿ¡´÷Ëß‰¥â√—∫°“√®”°—¥πÈ” 1.5 ≈‘μ√μàÕ«—π √à«¡°—∫

®”°—¥‡°≈◊Õ sodium 80 mmol μàÕ«—π ‡∑’¬∫°—∫°≈ÿà¡∑’Ë Õß´÷Ëß‰¥â√—∫°“√√—°…“‡™àπ

‡¥’¬«°—∫°≈ÿà¡·√°·μà‰¥â√—∫ albumin 40 g μàÕ«—π√à«¡¥â«¬ μ‘¥μ“¡‡ªìπ‡«≈“ 7 «—π

æ∫«à“ ºŸâªÉ«¬ “¡“√∂∑πμàÕ°“√„Àâ albumin infusion ‰¥â¥’ ·≈–°“√„Àâ albumin

infusion ¬—ß “¡“√∂‡æ‘Ë¡√–¥—∫ sodium ®“° 124 mEq/L ‡ªìπ 133 mEq/L √à«¡

°—∫¡’ free water clearance ‡æ‘Ë¡¢÷Èπ ·≈–√–¥—∫ vasopressin ≈¥μË”≈ß πÕ°®“°π’È

°≈ÿà¡∑’Ë‰¥â√—∫ albumin ‡°‘¥ renal failure, severe hepatic encephalopathy

·≈–Õ—μ√“°“√‡ ’¬™’«‘μ„π‚√ßæ¬“∫“≈πâÕ¬°«à“°≈ÿà¡§«∫§ÿ¡Õ¬à“ß¡’π—¬ ”§—≠ ·≈–¡’

·π«‚πâ¡‡°‘¥°“√μ‘¥‡™◊ÈÕπâÕ¬°«à“¥â«¬40 Õ¬à“ß‰√°Áμ“¡ °“√„Àâ albumin ¬—ß‰¡à‡ªìπ

standard treatment ‡π◊ËÕß®“°¬—ß¡’°“√»÷°…“«‘®—¬‡°’Ë¬«°—∫‡√◊ËÕßπ’ÈπâÕ¬Õ¬Ÿà ∑—Èß

®”π«πºŸâªÉ«¬„πß“π«‘®—¬πâÕ¬ ª√–°Õ∫°—∫√–¬–‡«≈“∑’Ë„™â„π°“√μ‘¥μ“¡º≈°“√√—°…“ —Èπ

4. Vaptans (Vasopressin receptor antagonists)

®“°°≈‰°°“√‡°‘¥¿“«– hyponatremia „πºŸâªÉ«¬μ—∫·¢Áß∑’Ë°≈à“«¢â“ßμâπ ®–

æ∫«à“ŒÕ√å‚¡π∑’Ë¡’ à«π ”§—≠„π°“√‡°‘¥¿“«–π’È§◊Õ vasopressin ´÷ËßÀ≈—Ëß®“° hypo-

thalamus „π¿“«–∑’Ë¡’ effective arterial blood volume ≈¥≈ß ‚¥¬‡¡◊ËÕÀ≈—Ëß

ÕÕ°¡“·≈â«®–®—∫°—∫ receptors ¢Õß vasopressin ́ ÷Ëß¡’∑—ÈßÀ¡¥ 3 ™π‘¥ ‰¥â·°à V1a,

V1b, ·≈– V2 receptors ‚¥¬ V2 receptors ‡¡◊ËÕ∂Ÿ°°√–μÿâπ®–¡’Àπâ“∑’Ë‡ªìπ antidi-

uretic response  à«π V1a, V1b recepotrs ∑”„Àâ‡°‘¥ vasoconstriction ·≈–

°√–μÿâπ°“√À≈—Ëß adrenocorticotropin41 (μ“√“ß∑’Ë 2)

Vaptans ÕÕ°ƒ∑∏‘Ï‡ªìπ V2 receptor antagonist ́ ÷Ëß¬—∫¬—Èß V2 receptor

¢Õß AVP ∑’Ë principle cells ¢Õß collecting ducts ®÷ß‡ªìπ¬“∑’Ë¡’ª√– ‘∑∏‘¿“æ

„π°“√‡æ‘Ë¡√–¥—∫ serum sodium „π¿“«–∑’Ë¡’√–¥—∫ vasopressin  Ÿß ‡™àπ syn-

drome of inappropriate antidiuretic hormone secretion (SIADH), heart
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failure ·≈– cirrhosis

‚¥¬¬“„π°≈ÿà¡π’È¡’‡æ’¬ß conivaptan ‡∑à“π—Èπ∑’Ë¡’ƒ∑∏‘Ï¬—∫¬—Èß V1a receptor

´÷Ëß∑”„Àâ‡°‘¥ systemic vasodilatation ·≈–Õ“®∑”„Àâ¿“«– variceal bleeding

√«¡∂÷ß renal function ·¬à≈ß¥â«¬ ¥—ßπ—Èπ ∂â“®”‡ªìπμâÕß„™â conivaptan „πºŸâªÉ«¬

μ—∫·¢Áß §«√„™â¥â«¬§«“¡√–¡—¥√–«—ß·≈–™—ËßπÈ”Àπ—°√–À«à“ßª√–‚¬™πå°—∫§«“¡‡ ’Ë¬ß

Õ¬à“ß√Õ∫§Õ∫  ”À√—∫¬“μ—«Õ◊Ëππ—Èπ‡ªìπ selective V2 receptor antagonist ∑—ÈßÀ¡¥

(μ“√“ß∑’Ë 3)

ª√– ‘∑∏‘¿“æ¢Õß°“√√—°…“¥â«¬ vaptans „πºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’ hyponatre-

mia

¬“°≈ÿà¡ selective V2 receptor blocker ªí®®ÿ∫—π¡’ tolvaptan ‡æ’¬ß

μ—«‡¥’¬«∑’Ë‰¥â√—∫°“√√—∫√Õß®“°Õß§å°“√Õ“À“√·≈–¬“„π°“√√—°…“¿“«– hyponatremia

„πºŸâªÉ«¬μ—∫·¢Áß43 ‡π◊ËÕß¡“®“°°“√»÷°…“«‘®—¬·∫∫ randomized controlled trial

(Study of Ascending Levels of Tolvaptan in Hyponatremia - SALT trial)44

∑’Ë‡ª√’¬∫‡∑’¬∫ tolvaptan °—∫¬“À≈Õ°„πºŸâªÉ«¬∑’Ë¡’ hyponatremia ´÷Ëß„π°“√

»÷°…“π’È¡’ºŸâªÉ«¬∑’Ë‰¥â√—∫ tolvaptan ∑—ÈßÀ¡¥ 225 §π  à«π„À≠à‡ªìπ congestive heart

failure ·≈– SIADH ¡’ºŸâªÉ«¬ 63 §π∑’Ë‡ªìπμ—∫·¢Áß (·¬°ºŸâªÉ«¬∑’Ë¡’ Child-Pugh

μ“√“ß∑’Ë 2 Pharmacology of arginine vasopressin42

Receptor Type Location Pharmacology Physiologic Effect

V1a Vascular smooth muscle, Increase intracellular Vasoconstriction, aggregation,
platelets, liver Ca2+ gluconeogenesis

V1b Anterior pituitary Increases intracellular Stimulation of ACTH release
Ca2+

V2 Principle cells of the renal Triggers an increased Increased reabsorption of free
collecting duct rate of insertion of water, decreased plasma

aquaporin channels in osmolality
the apical membrane of
the renal collection duct

ACTH = adrenocorticotropic hormone
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μ“√“ß∑’Ë 3 ¢âÕ¡Ÿ≈‡°’Ë¬«°—∫¬“°≈ÿà¡ vaptans

Name Compound Rece- Route of Specific studies Current status
ptor admini- in patients of clinical

stration with cirrhosis development

Conivaptan YM-087 V1a/V2 Intravenous No Approved in the United States
for the management of hypo-
natremia in hospitalized
patients

Lixivaptan VPA-985 V2 Oral Yes36,46,47 Phase 2

Satavaptan SR-121463 V2 Oral Yes37,38,48,49 Phase 3

Tolvaptan OPC-41061 V2 Oral Yes44 Approved in the United states
for the management of hypo-
natremia in patients with
cirrhosis

Mozavaptan OPC-31260 V2 Oral Yes50 Approved in Japan for the
treatment of the syndrome
of inappropriate antidiuretic
hormone secretion

M-0002 RWJ-351647 V2 Oral Yes51 Phase 2

score >10 À√◊Õ serum sodium <120 mEq/L ÕÕ°®“°°“√«‘®—¬) ºŸâªÉ«¬‰¥â√—∫¬“

‡ªìπ‡«≈“ 30 «—π ‚¥¬„π 4 «—π·√°®–ª√—∫¢π“¥¬“μ“¡°“√μÕ∫ πÕßμàÕ°“√√—°…“

æ∫«à“°≈ÿà¡∑’Ë‰¥â√—∫ tolvaptan ¡’ serum sodium ‡æ‘Ë¡¢÷ÈπÕ¬à“ß√«¥‡√Á« ·≈–¡“°°«à“

135 mEq/L ∑’Ë 20 «—π ·μà‡¡◊ËÕÀ¬ÿ¥¬“·≈â«√–¥—∫ sodium °Á°≈—∫¡“μË”Õ’°

¡’°“√«‘®—¬∑’Ë∑”μàÕ®“° SALT trial (SALTWATER)45 ‡ªìπ open-labeled

extension ºŸâªÉ«¬ 111 §π‰¥â√—∫°“√√—°…“¥â«¬ tolvaptan ‡ªìπ‡«≈“‡©≈’Ë¬ª√–¡“≥

2 ªï  “¡“√∂√—°…“√–¥—∫ sodium ∑’Ë¡“°°«à“ 135 mEq/L ‰¥â‡¡◊ËÕ‡∑’¬∫°—∫√–¥—∫ so-

dium °àÕπ°“√√—°…“∑’Ë 131 mEq/L ·μà°≈ÿà¡ºŸâªÉ«¬∑’Ë‡ªìπμ—∫·¢ÁßμÕ∫ πÕßμàÕ°“√

√—°…“πâÕ¬°«à“°≈ÿà¡ heart failure À√◊Õ SIADH æ∫¿“«–·∑√°´âÕπ‰¥â·°à Õ“°“√
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°√–À“¬πÈ” ª“°·Àâß ªí  “«–∫àÕ¬ ÕàÕπ‡æ≈’¬ ·≈–¡’ºŸâªÉ«¬ 6 §π∑’ËμâÕßÀ¬ÿ¥¬“

‡æ√“–¡’√–¥—∫ sodium ‡æ‘Ë¡¢÷Èπ‡°‘π∑’Ë°”Àπ¥ (ºŸâªÉ«¬ 5 §πμâÕßÀ¬ÿ¥¬“μ—Èß·μà‡√‘Ë¡μâπ

‡π◊ËÕß®“°√–¥—∫ sodium ‡æ‘Ë¡¢÷Èπ‡√Á«¡“°°«à“ 1 mEq/L μàÕ™¡. Õ’° 1 §πμâÕßÀ¬ÿ¥

¬“‡π◊ËÕß®“°¡’ serum sodium >145 mEq/L)

πÕ°®“°π’È¬—ß¡’°“√»÷°…“Õ◊ËπÊ ∑’Ë· ¥ß∂÷ßª√– ‘∑∏‘¿“æ¢Õß Vaptans „π

ºŸâªÉ«¬μ—∫·¢Áß ´÷ËßÕ“®®–·∫àß‡ªìπº≈¢Õß°“√√—°…“„π√–¬– —Èπ·≈–√–¬–¬“« ¥—ßπ’È

- º≈°“√√—°…“√–¬– —Èπ

°“√»÷°…“«‘®—¬·√°¢Õß¬“°≈ÿà¡ vaptans „πºŸâªÉ«¬μ—∫·¢Áß ∑”„πºŸâªÉ«¬∑’Ë¡’

ascites ·μà‰¡à¡’ hyponatremia46-50 æ∫«à“°“√„Àâ vaptans ∑”„Àâª√‘¡“≥ªí  “«–

‡æ‘Ë¡¢÷Èπ ¡’ urine osmolality ≈¥≈ß ·≈–‡æ‘Ë¡°“√¢—∫ solute-free water ´÷Ëß∑”„Àâ¡’

negative fluid balance ·μà°“√¢—∫ urine sodium ‰¡à‡ª≈◊Ë¬π·ª≈ß ‡√‘Ë¡‡ÀÁπº≈

°“√√—°…“μ—Èß·μà 1-2 ™¡.À≈—ß®“°„Àâ¬“·≈–¬“ÕÕ°ƒ∑∏‘Ï§ßÕ¬Ÿàπ“π 4-12 ™¡.¢÷Èπ°—∫

¢π“¥¬“∑’Ë„Àâ ·μà®“°°“√»÷°…“∑—ÈßÀ¡¥æ∫«à“¡’§«“¡·μ°μà“ß√–À«à“ß∫ÿ§§≈¡“° μ—Èß

·μà‰¡à¡’°“√‡æ‘Ë¡¢÷Èπ¢Õßª√‘¡“≥ªí  “«–®π∂÷ß¡’ª√‘¡“≥ªí  “«–‰¥â 4-5 ≈‘μ√

¥—ßπ—Èπ®÷ß¡’°“√«‘®—¬μàÕÊ ¡“‡æ◊ËÕ»÷°…“º≈¢Õß¬“μàÕ√–¥—∫ sodium „π

ºŸâªÉ«¬∑’Ë‡ªìπ hyponatremia36,37,44,47,51 æ∫«à“‡¡◊ËÕ„Àâ¬“°≈ÿà¡ vaptans ‡ªìπ‡«≈“

ª√–¡“≥ 1-2  —ª¥“Àå∑”„Àâ¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß√–¥—∫ serum sodium ́ ÷Ëß®–‡æ‘Ë¡¢÷Èπμ—Èß·μà

1-2 «—π·√°¢Õß°“√„Àâ¬“ √–¥—∫ sodium ∑’Ë‡æ‘Ë¡¢÷Èπ ‡©≈’Ë¬ª√–¡“≥ 2-7 mEq/L

·≈– “¡“√∂∑”„Àâ§à“ serum sodium ª°μ‘‰¥âª√–¡“≥ 27-54% ‚¥¬‰¡àæ∫º≈

°√–∑∫μàÕ renal function, circulatory function ·≈– renin-angiotensin al-

dosterone system ·μà¡’º≈∑”„Àâ plasma AVP ‡æ‘Ë¡¢÷Èπ

- º≈°“√√—°…“√–¬–¬“«

ªí®®ÿ∫—π¡’ß“π«‘®—¬‡æ’¬ß 2 ™‘Èπ∑’Ë√“¬ß“π∂÷ßº≈√–¬–¬“«¢Õß vaptans μàÕ

serum sodium ß“π«‘®—¬·√°§◊Õ SALTWATER trial45 ´÷Ëß‰¥â°≈à“«·≈â«¢â“ßμâπ ß“π

«‘®—¬Õ’°™‘ÈπÀπ÷Ëß∑”„πºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’ hyponatremia ‚¥¬„ÀâºŸâªÉ«¬√—∫¬“ satavaptan

(ª√—∫¢π“¥¬“μ“¡√–¥—∫ serum sodium) √à«¡°—∫¬“¢—∫ªí  “«–  “¡“√∂√—°…“√–¥—∫

serum sodium ‰«â‰¥â„π√–¬–‡«≈“ 1 ªï
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º≈¢â“ß‡§’¬ß¢Õß vaptans

º≈¢â“ß‡§’¬ß∑’Ëæ∫∫àÕ¬∑’Ë ÿ¥ §◊Õ Õ“°“√°√–À“¬πÈ” ´÷Ëßæ∫‰¥â∂÷ß 29%36,37,47

πÕ°®“°π’È „π°“√„Àâ vaptans ¬—ß§«√√–«—ß¿“«–·∑√°´âÕπ∑’ËÕ“®‡°‘¥¢÷Èπ ‰¥â·°à

1) hypernatremia ‡π◊ËÕß®“°¿“«– negative fluid balance ®“°°“√

»÷°…“«‘®—¬√–¬– —Èπæ∫«à“¿“«– hypernatremia æ∫‰¥â‰¡à∫àÕ¬ ª√–¡“≥ 2-4%37 ‚¥¬

ºŸâªÉ«¬∑’Ë¡’√–¥—∫§«“¡√Ÿâ ÷°μ—«º‘¥ª°μ‘¡’§«“¡‡ ’Ë¬ß∑’Ë®–‡°‘¥ hypernatremia ‰¥â∫àÕ¬

°«à“ ‡π◊ËÕß®“°‰¡à “¡“√∂∑’Ë®–¥◊Ë¡πÈ”‰¥âÕ¬à“ß‡æ’¬ßæÕ‡æ◊ËÕ™¥‡™¬°“√ Ÿ≠‡ ’¬ free water

∑’Ë¡“°‡°‘π‰ª∑“ßªí  “«– ¥—ßπ—Èπ„πºŸâªÉ«¬∑’Ë‰¡à√Ÿâ ÷°μ—« °“√„Àâ vaptans §«√„Àâ¥â«¬

§«“¡√–¡—¥√–«—ß À√◊Õ„π°√≥’∑’Ë√Õ‰¥â§«√√Õ®π°√–∑—ËßºŸâªÉ«¬√Ÿâ ÷°μ—«¥’¢÷Èπ°àÕπ

2) °“√‡æ‘Ë¡¢÷Èπ¢Õß√–¥—∫ serum sodium ∑’Ë‡√Á«‡°‘π‰ª (>8 mEq/L „π

«—π·√°) æ∫‰¥â‰¡à∫àÕ¬ª√–¡“≥ 4-14%36,37,47 ®“°ß“π«‘®—¬∑—ÈßÀ≈“¬¬—ß‰¡àæ∫«à“‡°‘¥

¿“«– central pontine myelinolysis ®“°°“√„Àâ¬“ Õ¬à“ß‰√°Áμ“¡ „π°“√«‘®—¬

‡À≈à“π’ÈºŸâªÉ«¬‰¥â√—∫¬“√–À«à“ßÕ¬Ÿà„π‚√ßæ¬“∫“≈√à«¡°—∫¡’°“√√—°…“μ“¡ protocol ´÷Ëß

μâÕßμ√«®√–¥—∫ sodium ∑ÿ°«—π·≈–μâÕßÀ¬ÿ¥¬“∂â“√–¥—∫ sodium ‡æ‘Ë¡¢÷Èπ¡“°°«à“

8 mEq/L μàÕ«—π

3) renal failure ‡π◊ËÕß®“°¡’°“√≈¥≈ß¢Õß intravascular volume ·μà

®“°°“√»÷°…“«‘®—¬∑’Ëºà“π¡“¬—ß‰¡àæ∫«à“¬“¡’º≈°√–∑∫μàÕ°“√∑”ß“π¢Õß‰μ√«¡∂÷ß ef-

fective arterial blood volume ¥â«¬ (‚¥¬ª√–‡¡‘π®“° activity ¢Õß renin an-

giotensin system)37 Õ¬à“ß‰√°Áμ“¡°“√«—®‘¬¥—ß°≈à“«¬—ß‡ªìπ‡æ’¬ß°“√»÷°…“√–¬– —ÈπÊ

‡∑à“π—Èπ

¬“ vaptans ∂Ÿ°°”®—¥ºà“π‡Õπ‰´¡å CYP3A ®÷ßμâÕß√–«—ßÀ“°„Àâ§Ÿà°—∫¬“∑’Ë

¡’º≈μàÕ CYP3A ∑—Èß¬“∑’Ë‡ªìπ enzyme inducer (‡™àπ carbamazepine) À√◊Õ en-

zyme inhibitor (‡™àπ calcium channel blockers, clarithromycin, itraconazole)

√«¡∂÷ß grapefruit juice ¥â«¬ ´÷Ëß®–∑”„Àâ√–¥—∫¬“‡ª≈’Ë¬π·ª≈ß‰ª‰¥â

º≈¥’¢Õß°“√√—°…“¿“«– hyponatremia ¥â«¬ vaptans „πºŸâªÉ«¬μ—∫·¢Áß

1. ºŸâªÉ«¬ “¡“√∂¥◊Ë¡πÈ”‰¥âμ“¡ª°μ‘ ‰¡àμâÕß∂Ÿ°®”°—¥πÈ”

2. Õ“®ªÑÕß°—π°“√≈¥≈ß¢Õß serum sodium ´÷Ëßæ∫‰¥â∫àÕ¬„πºŸâªÉ«¬∑’Ë‰¥â
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√—∫°“√√—°…“¥â«¬¬“¢—∫ªí  “«– ∑”„Àâ·æ∑¬åºŸâ√—°…“ “¡“√∂∑’Ë®–ª√—∫¬“¢—∫ªí  “«–

‰¥â¥’¢÷Èπ„π°√≥’∑’Ë√—°…“ºŸâªÉ«¬∑’Ë‡ªìπ difficult to treat ascites

3. ‡π◊ËÕß®“°¿“«– hyponatremia ‡ªìπ§«“¡‡ ’Ë¬ßμàÕ hepatic encepha-

lopathy (HE) °“√√—°…“¥â«¬ vaptans Õ“®™à«¬≈¥§«“¡‡ ’Ë¬ßμàÕ HE ‰¥â

4. °“√√—°…“√–¥—∫ serum sodium „Àâª°μ‘μ“¡∑ƒ…Æ’·≈â«Õ“®™à«¬‡æ‘Ë¡

§ÿ≥¿“æ™’«‘μ‰¥â

5. „πºŸâªÉ«¬∑’Ë√Õ°“√ª≈Ÿ°∂à“¬μ—∫ √–¥—∫ serum sodium ∑’Ëª°μ‘°àÕπ°“√

ª≈Ÿ°∂à“¬μ—∫Õ“®™à«¬≈¥¿“«–·∑√°´âÕπ∑“ß√–∫∫ª√– “∑À≈—ß°“√ºà“μ—¥‰¥â

Õ¬à“ß‰√°Áμ“¡ ¬—ßμâÕß¡’°“√»÷°…“«‘®—¬·∫∫ prospective μàÕ‰ª°àÕπ∑’Ë®–

 √ÿª‡°’Ë¬«°—∫¢âÕ¥’μà“ßÊ ¢Õß°“√√—°…“¥—ß°≈à“« πÕ°®“°π’È °“√„Àâ vaptans „πºŸâ

ªÉ«¬μ—∫·¢ÁßÕ“®¡’ª√–‚¬™πåμàÕ°“√√—°…“ ascites ¥â«¬52 ‡π◊ËÕß®“°„π°“√»÷°…“«‘®—¬

∑’Ë„Àâ satavaptan æ∫«à“ “¡“√∂≈¥°“√‡°‘¥ ascites ‰¥â37,48 °“√„Àâ satavaptan

√à«¡°—∫¬“¢—∫ªí  “«– “¡“√∂ªÑÕß°—π°“√°≈—∫‡ªìπ´È”¢Õß ascites „πºŸâªÉ«¬μ—∫·¢Áß

À≈—ß∑” large volume paracentesis ·≈–≈¥‚Õ°“ ∑’ËμâÕß‰¥â√—∫°“√∑” abdominal

paracentesis ¥—ßπ—Èπ ascites ®÷ßÕ“®‡ªìπÕ’°¢âÕ∫àß™’È¢Õß°“√„™â¬“°≈ÿà¡π’È

ªí®®ÿ∫—π°“√„™â¬“°≈ÿà¡ vaptans ¬—ß‰¡à‰¥â¡’§”·π–π”„Àâ„™âÕ¬à“ß·æ√àÀ≈“¬

‡π◊ËÕß®“°¬—ß‰¡à¡’¢âÕ¡Ÿ≈∑’Ë™—¥‡®π‡°’Ë¬«°—∫º≈„π√–¬–¬“«·≈–§«“¡§ÿâ¡§à“¢Õß°“√„™â¬“
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«—≥‚√§„π∑“ß‡¥‘πÕ“À“√·≈–™àÕß∑âÕß
»ÿ¿¡“   ‡™‘≠Õ—°…√
π√‘π∑√å  Õ®≈–π—π∑å

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

§≥–·æ∑¬»“ μ√å‚√ßæ¬“∫“≈√“¡“∏‘∫¥’ ¡À“«‘∑¬“≈—¬¡À‘¥≈

Review Article

«—≥‚√§‡ªìπ‚√§μ‘¥‡™◊ÈÕ∑’Ë‡°‘¥®“°‡™◊ÈÕ Mycobacterium tuberculosis

 “¡“√∂°àÕ‚√§‰¥â°—∫À≈“¬Õ«—¬«–„π√à“ß°“¬‚¥¬Õ«—¬«–À≈—°§◊ÕªÕ¥1 «—≥‚√§

πÕ°ªÕ¥æ∫‰¥â 10-15% „πºŸâªÉ«¬ non-HIV ·μàæ∫‰¥â¡“°∂÷ß 50% À√◊Õ¡“°°«à“

„πºŸâªÉ«¬ HIV1-3  ”À√—∫«—≥‚√§„π™àÕß∑âÕß‡Õßæ∫‰¥âπâÕ¬‚¥¬§«“¡™ÿ°‡©≈’Ë¬Õ¬Ÿà∑’Ë

ª√–¡“≥ 3-5%1 ‡™◊ÈÕ«—≥‚√§ “¡“√∂°àÕ‚√§‰¥â°—∫∑ÿ°Õ«—¬«–„π™àÕß∑âÕß‰¡à«à“®–‡ªìπ

gastrointestinal tract, peritoneum, nodes ·≈– solid organs À√◊ÕÕ“®æ∫

À≈“¬Õ«—¬«–√à«¡°—π‰¥â ‚¥¬æ¬“∏‘°”‡π‘¥Õ“®‡ªìπ‰¥â∑—Èß·∫∫ª∞¡¿Ÿ¡‘ºà“π°“√ reacti-

vation ®“°∑’Ë‡§¬μ‘¥‡™◊ÈÕ¡“°àÕπ À√◊Õ·∫∫∑ÿμ‘¬¿Ÿ¡‘ºà“π°“√°≈◊π‡ ¡À– ºà“π°√–· 

‡≈◊Õ¥ ºà“πÕ«—¬«–¢â“ß‡§’¬ß∑’Ëμ‘¥‡™◊ÈÕÀ√◊Õºà“π°“√¥◊Ë¡π¡∑’Ë‰¡à‰¥â¶à“‡™◊ÈÕ4-7 °“√«‘π‘®©—¬

«—≥‚√§„π™àÕß∑âÕß∑”‰¥â¬“°‡æ√“–‰¡à¡’Õ“°“√· ¥ß∑’Ë®”‡æ“–·≈–°“√‡æ“–À√◊Õ¬âÕ¡

æ∫‡™◊ÈÕ«—≥‚√§∑”‰¥â¬“°æ∫‰¥â‡æ’¬ß 10-30% ‡∑à“π—Èπ ∑”„ÀâμâÕßÕ“»—¬‡§√◊ËÕß¡◊ÕÕ◊Ëπ

‰¡à«à“®–‡ªìπ™‘Èπ‡π◊ÈÕ ¿“æ∂à“¬√—ß ’ À√◊Õ·¡â·μà°“√≈Õß„Àâ¬“√—°…“·≈â«¥Ÿ°“√μÕ∫ πÕß

‡æ◊ËÕ™à«¬„π°“√«‘π‘®©—¬ ‡√“®–æ∫«—≥‚√§ªÕ¥√à«¡°—∫«—≥‚√§„π™àÕß∑âÕß‰¥â‡æ’¬ß 15%8

Gastrointestinal tuberculosis (GI TB)

·∫àßÕÕ°‡ªìπ 3 ™π‘¥

1. Ulcerative form æ∫‰¥â∫àÕ¬∑’Ë ÿ¥ §◊Õª√–¡“≥ 60% μ—«‡™◊ÈÕ bacilli

‡®“–‡¢â“ Ÿà™—Èπ mucosa ·≈–∑”„Àâ‡°‘¥°“√μ‘¥‡™◊ÈÕ„π submucosal lymphoid tissue

○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○
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°àÕ„Àâ‡°‘¥ epithelioid tubercle μàÕ¡“‡°‘¥°“√À≈ÿ¥≈Õ°¢Õß™—Èπ mucosa ·≈–Õ’°

2-3  —ª¥“ÀåμàÕ¡“°≈“¬‡ªìπ·º≈ ≈—°…≥–¢Õß·º≈®–¡’À≈“¬·º≈ ‡ªìπ·º≈‡≈Á° Ê ¢π“¥

3-6 ¡‘≈≈‘‡¡μ√ ¢Õ∫‰¡à‡√’¬∫ º‘«√Õ∫Ê ∫«¡Àπ“ μàÕ¡“®–‡°‘¥‡ªìπ granuloma,

caseous necrosis ·≈– cicatrisation μ“¡¡“9

2. Hypertrophic form æ∫‰¥âπâÕ¬∑’Ë ÿ¥‡æ’¬ß 10% ‡°‘¥®“°°“√μÕ∫

 πÕßμàÕ°“√Õ—°‡ ∫Õ¬à“ß¡“°∑”„Àâæ∫≈—°…≥–‡ªìπ multinodular mucosa À√◊Õ

‡ªìπ°âÕπ§≈â“¬‡π◊ÈÕßÕ°

3. Ulcero-hypertrophic form À√◊Õ mass-like lesions æ∫‰¥âª√–¡“≥

30%

GI-TB æ∫‰¥âμ—Èß·μà esophagus ®π∂÷ß rectum ‚¥¬μ”·Àπàß∑’Ëæ∫∫àÕ¬

∑’Ë ÿ¥§◊Õ Ileocaecal junction μàÕ¥â«¬ ileum, caecum, ascending colon, je-

junum, colon  à«πÕ◊ËπÊ, rectum, duodenum ·≈– stomach μ“¡≈”¥—∫10

Esophageal TB

æ∫‰¥âπâÕ¬¡“°‡æ’¬ß 0.15% ‚¥¬®–¡“¥â«¬Õ“°“√°≈◊π≈”∫“° ‰Õ‡«≈“

°≈◊π Õ“‡®’¬π‡ªìπ‡≈◊Õ¥ Õ“°“√· ¥ß∑’Ë√ÿπ·√ß§◊Õ°“√¡’ aorto-esophageal fistula

‚¥¬≈—°…≥–∑“ß endoscopic ¡—°æ∫‡ªìπ solitary ulcer ∑’Ë¡’ excavating base

·≈– rolled-up nodular edges μ”·Àπàß∑’Ëæ∫∫àÕ¬§◊Õ middle third ¢ÕßÀ≈Õ¥

Õ“À“√

Gastroduodenal TB

ºŸâªÉ«¬Õ“®¡“¥â«¬Õ“°“√§≈â“¬°—∫ peptic ulcer À√◊Õ¡“¥â«¬Õ“°“√¢Õß

pyloric obstruction æ∫‰¥âπâÕ¬¥â«¬‡Àμÿº≈«à“„π°√–‡æ“–Õ“À“√¡’ ¿“æ‡ªìπ°√¥

‰¡à§àÕ¬¡’ lymphoid tissue ·≈–‡™◊ÈÕºà“π‰ª‡√Á« ∂â“æ∫¡—°®–æ∫∑’Ëμ”·Àπàß antral-

pyloric complex ºŸâªÉ«¬∫“ß√“¬Õ“®¡“¥â«¬Õ“°“√¢Õß gastric outlet obstruc-

tion ‰¥â Õ“°“√· ¥ßÕ◊Ëπ‰¥â·°à pan-gastritis, non-healing ulcers, malignant-

looking ulcers ·≈– submucosal tumors À√◊ÕÕ“®æ∫‡ªìπ granulomatous

gastritis ∑’Ë‡ªìπ∑—Ë«∑—Èß°√–‡æ“–Õ“À“√∑”„Àâ¡’≈—°…≥–§≈â“¬ linitis plastica ‰¥â
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Jejunal TB

ºŸâªÉ«¬¡—°¡“¥â«¬Õ“°“√ª«¥∑âÕß‡√◊ÈÕ√—ßÀ√◊ÕÕ“®¡“¥â«¬ malabsorption ®“°

¿“«– bacterial overgrowth ·≈–„π endemic area ®–æ∫°“√μ’∫¢Õß jejunum

‰¥â¡“°∂÷ß 70%

Ileocaecal TB

æ∫‰¥â∫àÕ¬∑’Ë ÿ¥ ºŸâªÉ«¬¡“¥â«¬Õ“°“√ª«¥∑âÕß ‡≈◊Õ¥ÕÕ°®“°∑“ß‡¥‘πÕ“À“√

§≈”‰¥â°âÕπ„π∑âÕß À√◊Õ¡’°“√‡ª≈’Ë¬π·ª≈ß¢Õß°“√¢—∫∂à“¬

Appendeal TB

æ∫‰¥âπâÕ¬¡“° ∑”„Àâ‡°‘¥Õ“°“√‡À¡◊Õπ°—∫ acute appendicitis ·μàæ∫

granulomas ‚¥¬∫—ß‡Õ‘≠„π™‘Èπ‡π◊ÈÕ‰ âμ‘Ëß

Colonic TB

æ∫‰¥âª√–¡“≥ 10% ∑”„Àâ‡°‘¥Õ“°“√‡À¡◊Õπ°—∫¡–‡√Áß≈”‰ â„À≠à

Rectal TB

Õ“°“√‡¥àπ§◊Õ°“√¡’‡≈◊Õ¥ÕÕ°À√◊Õ°“√¡’ anal fistulae11

ªí≠À“À≈—°„π°“√«‘π‘®©—¬ GI-TB §◊Õ°“√μâÕß·¬°‚√§°—∫ Crohnûs disease

´÷Ëß·¬°‰¥â§√à“«Ê ‚¥¬Õ“»—¬≈—°…≥–∑’Ëæ∫®“°°“√ àÕß°≈âÕß (μ“√“ß∑’Ë 1) ·≈–·¬° ileo-

cecal involvement ¢Õß«—≥‚√§ÕÕ°®“° Crohnûs disease ‚¥¬¿“æ∂à“¬∑“ß√—ß ’

(μ“√“ß∑’Ë 2)

Tuberculous lymphadenopathy

°“√¡’μàÕ¡πÈ”‡À≈◊Õß‚μ‡ªìπÕ“°“√· ¥ßÀ≈—°¢Õß«—≥‚√§„π™àÕß∑âÕß‚¥¬¡—°

®–æ∫√à«¡°—∫ GI-TB À√◊Õ peritoneum ·≈– solid organs ·μà°ÁÕ“®æ∫·∫∫‡¥’Ë¬«Ê

‰¥â ‚¥¬‡©æ“–∫√‘‡«≥ periportal15 μ”·Àπàß∑’Ëæ∫‰¥â∫àÕ¬ ‰¥â·°à mesenteric root,

celiac, porta hepatis ·≈– peripancreatic LN ¡’√“¬ß“π¢Õß portal vein throm-

bosis ·≈– portal hypertension ∑’Ë‡°‘¥®“° tuberculous periportal lymphad-
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μ“√“ß∑’Ë 2 Differentiating imaging features of ileocaecal involvement by tuberculosis and

Crohnûs disease13,14

Tuberculosis Crohnûs disease

Asymmetric wall thickening, irregular Circumferential bowel wall thickening

Fleischner sign on barium studies Cobblestone appearance on barium

No creeping fat Creeping fat (abdominal quantity of mesenteric fat)

Positive chest film (50%) Negative chest film

Omental and peritoneal thickening Normal omentum and peritoneum

Enlarged LNs with low-density centers Enlarged soft-tissue density LNs

μ“√“ß∑’Ë 1 Endoscopic features of GI-TB and Crohnûs disease12

GI-TB Crohnûs disease

Ulcers

Circumferential orientation Longitudinal orientation

Surrounding mucosa Surrounding mucosa

- inflamed/nodular - normal

Apthus ulcers: uncommon Apthus ulcers: common

Hyperaemic nodules - isolated or in clusters Cobblestoning

Pseudopolyps Multiple skip lesions

Hypertrophic mucosa Anorectal lesions

Strictures Strictures

Destruction of ICV and/or caecum Preservation of ICV

enitis ‰¥â16

Peritoneal tuberculosis

«—≥‚√§∑’Ë peritoneum Õ¬à“ß‡¥’¬«æ∫‰¥âπâÕ¬¡“°  à«π„À≠à®–æ∫√à«¡

°—∫°“√¡’«—≥‚√§„π™àÕß∑âÕß∑’ËÕ◊Ëπ√à«¡¥â«¬ ·∫àßÕÕ°‡ªìπ 3 ™π‘¥μ“¡ª√‘¡“≥πÈ”„π™àÕß

∑âÕß13
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1. Wet type æ∫‰¥âª√–¡“≥ 90% ¡’≈—°…≥–‡ªìππÈ”„π™àÕß∑âÕßª√‘¡“≥

¡“°

2. Fibrotic-fixed type æ∫‰¥â√Õß≈ß¡“ ¡’≈—°…≥–‡ªìπ°âÕπ∑’Ë omentum

¢π“¥„À≠àμ‘¥°—∫≈”‰ â ¡’πÈ”¢—ß„π™àÕß∑âÕßª√‘¡“≥πâÕ¬

3. Dry À√◊Õ Plastic type æ∫‰¥âπâÕ¬∑’Ë ÿ¥ ≈—°…≥–‡ªìπ°âÕπ caseous

¡’æ—ßº◊¥¡“° ‰¡à¡’πÈ”„π™àÕß∑âÕß

æ∫§«“¡™ÿ°¢Õß peritoneal tuberculosis ‡æ‘Ë¡¢÷Èπ„πºŸâªÉ«¬‚√§μ—∫∑’Ë‡°‘¥

®“°°“√¥◊Ë¡ ÿ√“ ‚¥¬‡©æ“–„πª√–‡∑»∑“ßμ–«—πμ°æ∫¡“°∂÷ß 62%17 ·μ°μà“ß®“°

„πª√–‡∑»°”≈—ßæ—≤π“´÷Ëßæ∫πâÕ¬°«à“§◊Õª√–¡“≥ 13%18-21

Tuberculosis of solid organs

«—≥‚√§¢Õß solid organs „π™àÕß∑âÕß ‡°‘¥®“°«—≥‚√§ªÕ¥À√◊Õ miliary

tuberculosis À√◊Õºà“π∑“ß portal vein

Hepatic ·≈– splenic tuberculosis

æ∫‰¥â∂÷ß 80-100% ®“°°“√™—π Ÿμ√ºŸâªÉ«¬∑’Ë‡ ’¬™’«‘μ®“° disseminated TB

æ∫‰¥â 2 ·∫∫ §◊Õ

1. Fine miliary À√◊Õ micronodular pattern æ∫‰¥â∫àÕ¬18 ∂â“∑” ul-

trasound ®–‡ÀÁπ‡ªìπ bright liver À√◊Õ spleen

2. Macronodular pattern À√◊ÕÕ“®‡√’¬°«à“‡ªìπ pseudotumor À√◊Õ tu-

berculoma æ∫‰¥âπâÕ¬ ·μà¡—°æ∫‰¥â‚¥¬‰¡à¡’«—≥‚√§ªÕ¥À√◊Õ∑’Ë∑“ß‡¥‘πÕ“À“√√à«¡¥â«¬

∑—Èßπ’È®”‡ªìπμâÕß·¬°‚√§°—∫Ωï„πμ—∫·≈–¡–‡√Áß∑—Èß·∫∫ª∞¡¿Ÿ¡‘·≈–∑ÿμ‘¬¿Ÿ¡‘

Pancreatic tuberculosis

æ∫‰¥âπâÕ¬¡“° μ”·Àπàß∑’Ëæ∫¡—°‡ªìπ∑’Ë head À√◊Õ neck ¢Õßμ—∫ÕàÕπ ¡’

√“¬ß“π∑’Ë tail Õ¬Ÿà∫â“ß Õ“°“√· ¥ß§◊Õ ‡∫◊ËÕÕ“À“√ ‰¢âμË”Ê πÈ”Àπ—°≈¥ ·≈–ª«¥∑âÕß

¥â“π∫π ·μà ‘Ëß∑’Ëμà“ß®“°¡–‡√Áßμ—∫ÕàÕπ§◊Õ¡—°®–‰¡à¡’Õ“°“√ª«¥À≈—ßÀ√◊Õμ—«μ“

‡À≈◊Õß8
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Tuberculosis of gall bladder

‡ªìπμ”·Àπàß∑’Ëæ∫‰¥âπâÕ¬¡“°‡æ√“– mucosa ·≈–ºπ—ß¢Õß∂ÿßπÈ”¥’¡’ resis-

tance μàÕ‡™◊ÈÕ«—≥‚√§8 ¡—°æ∫√à«¡°—∫°“√μ‘¥‡™◊ÈÕ«—≥‚√§„π™àÕß∑âÕß∑’Ë√ÿπ·√ß¡“°

°“√μ√«®«‘π‘®©—¬

Tuberculin skin test

„πÕ¥’μ¡’°“√»÷°…“¡“°¡“¬‡°’Ë¬«°—∫°“√μ√«® PPD skin test „πºŸâªÉ«¬

«—≥‚√§ªÕ¥ ´÷Ëßμà“ß®“°„π«—≥‚√§™àÕß∑âÕß∑’Ë¬—ß‰¡à∑√“∫∂÷ß§ÿ≥§à“∑’Ë·∑â®√‘ß¢Õß°“√

μ√«®π’È Õ¬à“ß‰√°Áμ“¡®“°°“√»÷°…“∑’Ëºà“π¡“æÕ®– √ÿª‰¥â«à“ °“√·ª≈º≈¢÷Èπ°—∫°≈ÿà¡

ª√–™“°√∑’Ë àßμ√«® ‚¥¬®–∂◊Õ«à“‡ªìπ«—≥‚√§®√‘ß„π°≈ÿà¡ª√–™“°√∑’Ë§«“¡™ÿ°¢Õß

«—≥‚√§ªÕ¥∑’Ë¡’‡ ¡À–‡ªìπ∫«°¡“°°«à“ 20 μàÕ 100,000 §πμàÕªï ·μà∂â“„π°≈ÿà¡∑’Ë

§«“¡™ÿ°πâÕ¬°«à“ 10 μàÕ 100,000 §πμàÕªï®–∂◊Õ‡ªìπº≈∫«°≈«ß ‚¥¬º≈∫«°≈«ß

®– “¡“√∂æ∫‰¥â Ÿß¡“°„π°≈ÿà¡ª√–™“°√∑’Ë‰¥â√—∫«—§ ’́π Calmette-Guerin (BCG) ¡“

°àÕπ19

Quantiferon-TB gold

‡√‘Ë¡¡’°“√„™â Quantiferon-TB gold (QFT-G) ‡æ◊ËÕ„™â„π°“√«‘π‘®©—¬ la-

tent TB μ—Èß·μà‡¥◊Õπæƒ…¿“§¡ 2548 ‚¥¬ QFT-G ‡ªìπ°“√‡®“–‡≈◊Õ¥μ√«®‡æ◊ËÕ«—¥

Mycobacterium tuberculosis antigens ¢âÕ¥’¢Õß°“√μ√«®π’È§◊Õ ‰¡à¡’ cross re-

action °—∫ BCG ·≈– nontuberculous mycobacterium ‚¥¬®“° meta-analy-

sis ≈à“ ÿ¥æ∫«à“¡’ sensitivity 70% ·≈– specificity 99% „π°≈ÿà¡∑’Ë‰¡à‰¥â√—∫ BCG

·μà specificity „π°≈ÿà¡∑’Ë‰¥â√—∫ BCG ®–‡∑à“°—∫ 96%

Adenosine deaminase (ADA)

¡’°“√π”‡Õ“ Adenosine deaminase ¡“„™â‡æ◊ËÕ™à«¬„π°“√«‘π‘®©—¬

«—≥‚√§„πÀ≈“¬μ”·Àπàß ‡™àπ ∑’Ë‡¬◊ËÕÀÿâ¡À—«„® ‡¬◊ËÕÀÿâ¡ ¡Õß ‚¥¬®“° meta-analysis

ªï 2006  √ÿª«à“§à“ ADA „π ascites ∑’Ë‡À¡“– ¡§◊Õ∑’Ë cut-off level 39 IU/L
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°“√√—°…“

°“√√—°…“¡“μ√∞“π¢Õß«—≥‚√§„π™àÕß∑âÕß§◊Õ°“√„™â conventional chemo-

therapy ¥â«¬ Isoniazid + Rifampicin + Ethambutol + Pyrazinamide π“π 2

‡¥◊Õπ μàÕ¥â«¬ Isoniazid + Rifampicin Õ’° 4-7 ‡¥◊Õπ

∫∑∫“∑¢Õß¬“ corticosteroids „π°“√√—°…“«—≥‚√§„π™àÕß∑âÕß¬—ß‰¡à™—¥‡®π

μâÕßÕ“»—¬°“√»÷°…“«‘®—¬μàÕ‰ª  ”À√—∫°“√ºà“μ—¥®–„™â√—°…“„π°√≥’∑’Ë¡’°“√∑–≈ÿ¢Õß

∑“ß‡¥‘πÕ“À“√´÷Ëß®–√—°…“¥â«¬°“√μ—¥·≈–μàÕ≈”‰ â·∫∫ end to end anastomosis

À√◊Õ∂â“¡’°“√Õÿ¥μ—π¢Õß≈”‰ â°Á®–√—°…“¥â«¬°“√∑” strictureplasty À√◊Õ resection

∂â“‡ªìπ°“√Õÿ¥μ—πÕ¬à“ß√ÿπ·√ß ·μà‚¥¬ª°μ‘·≈â«°“√Õÿ¥μ—π·≈– fistulae ®– “¡“√∂

√—°…“¥â«¬¬“‡æ’¬ßÕ¬à“ß‡¥’¬«‰¥â

°“√√—°…“«—≥‚√§„π™àÕß∑âÕß„πºŸâªÉ«¬ HIV ®–¡’ªí≠À“„π·ßà¢Õß compli-

ance, drug interactions ·≈– immune reconstitution inflammatory

syndrome20 °“√À≈’°‡≈’Ë¬ß drug interactions  “¡“√∂∑”‰¥â‚¥¬°“√„™â rifabutin

·∑π rifampicin20 À√◊Õ„™â¬“μâ“π‰«√—  Ÿμ√ nucleos(t)ide ‡æ’¬ßÕ¬à“ß‡¥’¬«21

Preliminary UK recommendation22  ”À√—∫ºŸâªÉ«¬ HIV §◊Õ

1. CD4 <100 „Àâ‡√‘Ë¡ HAART ∑—π∑’

2. CD4 100-200 „Àâ¬“√—°…“«—≥‚√§‰ª°àÕππ“π 2 ‡¥◊Õπ®÷ß‡√‘Ë¡ HAART

3. CD4 >200 √—°…“«—≥‚√§®π§√∫°àÕπ®÷ß‡√‘Ë¡ HAART
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A cystic pancreatic lesion with
solid component in a young woman

Õ¿‘≠≠“  ‡®√‘≠»—°¥‘Ï
¿“§«‘™“√—ß ’«‘∑¬“ §≥–·æ∑¬»“ μ√å»‘√‘√“™æ¬“∫“≈

Radiological Corner

ºŸâªÉ«¬À≠‘ß‰∑¬ Õ“¬ÿ 19 ªï 3 «—π°àÕπ¡’Õ“°“√®ÿ°·πàπ∫√‘‡«≥™àÕß∑âÕß à«π

∫π¥â“π¢«“ §≈◊Ëπ‰ âÕ“‡®’¬π ‰¡à¡’‰¢â ‰¡à¡’Õ“°“√∑âÕß‡ ’¬ ªí  “«–ª°μ‘ ®÷ß‰ªμ√«®∑’Ë

√.æ.‡Õ°™π·ÀàßÀπ÷Ëß ‰¥â√—∫°“√μ√«®¥â«¬‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å¢Õß™àÕß∑âÕß æ∫

°âÕπ‡π◊ÈÕßÕ°∑’Ë à«πÀ—«¢Õßμ—∫ÕàÕπ ®÷ß àßμàÕ¡“¬—ß √.æ. »‘√‘√“™ ºŸâªÉ«¬„Àâª√–«—μ‘«à“

§≈”æ∫°âÕπ∑’Ë™àÕß∑âÕß à«π∫π¥â“π¢«“¡“ª√–¡“≥ 10 ªï °âÕπ‚μ¢÷Èπ‡√◊ËÕ¬Ê ‰¡à¡’

Õ“°“√º‘¥ª°μ‘Õ◊Ëπ μ√«®√à“ß°“¬æ∫ a large mass at RUQ of abdomen, not

tender, no rebound tenderness, normal bowel sound

ºŸâªÉ«¬‰¥â√—∫°“√∑” FNA ∑’Ë √.æ.‡Õ°™π ‰¥â unclotted blood 500 mL º≈

cytology æ∫ nucleated cells 3,100/mm3 (N 89%, L 9%), RBC - numerous,

amylase 157 U/L, LDH 11,000 U/L, º≈ culture - no growth, AFB - nega-

tive

Tumor markers: AFP 0.72 IU/mL (§à“ª°μ‘ 0-5.8), CEA 0.74 ng/mL

(§à“ª°μ‘ 0- 3.4), CA 19-9 57.09 U/mL (§à“ª°μ‘ 0-39)

º≈‡Õ°´‡√¬å§Õ¡æ‘«‡μÕ√å∑’Ë √.æ. »‘√‘√“™ (¿“æ∑’Ë 1) æ∫ well defined, mixed

solid-cystic mass ¢π“¥„À≠à∑’Ë pancreatic head ‚¥¬‰¡àæ∫ calcification ¡’

mild dilatation of main pancreatic duct ∑’Ë body ·≈– tail ¢Õßμ—∫ÕàÕπ (≈Ÿ°

»√¥”) °âÕπ¡’°“√‡∫’¬¥¥—π fluid-fill duodenum (≈Ÿ°»√¢“«) ·≈–™‘¥°—∫ superior

mesenteric vein ‰¡àæ∫°“√≈ÿ°≈“¡‰ª¬—ßÕ«—¬«–¢â“ß‡§’¬ß ‰¡àæ∫ lymphadenopa-

○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○
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thy ‰¡àæ∫ liver metastasis

ºŸâªÉ«¬‰¥â√—∫°“√ºà“μ—¥ pylorus preserving pancreaticoduodenectomy

(PPPD) intraoperative findings æ∫ well capsulated mass ¢π“¥ 13x10 cm

ª√–°Õ∫¥â«¬ hemorrhage ·≈– soft solid component √«¡∑—Èß¬—ß encase SMV

¥â«¬

°“√«‘π‘®©—¬‚√§

Solid pseudopapillary tumor

¿“æ∑’Ë 1 A. axial unenhanced CT, B. axial enhanced CT ·≈– C. coronal enhanced CT
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Solid pseudopapillary tumor

Solid pseudopapillary tumors (SPT) ¡’™◊ËÕ‡√’¬°Õ◊ËπÊ ‰¥â·°à solid and

papillary epithelial neoplasms (SPEN), papillary and cystic tumors, pap-

illary cystic epithelial neoplasms, solid and cystic tumors ·≈– Franz

tumor

„πªï §.». 1996 Õß§å°“√Õπ“¡—¬‚≈°‰¥â‡√’¬°™◊ËÕ‡π◊ÈÕßÕ°™π‘¥π’È„À¡à«à“ solid

pseudopapillary tumors ‡π◊ÈÕßÕ°™π‘¥π’Èæ∫‰¥âπâÕ¬¡“°  à«π„À≠àæ∫„π‡æ»À≠‘ß

Õ“¬ÿπâÕ¬ Õ“¬ÿ‡©≈’Ë¬ 28 ªï1 ®÷ß‡√’¬°‡π◊ÈÕßÕ°™π‘¥π’È«à“ daughter lesion ( à«π mu-

cinous cystic tumors ‡√’¬°«à“ mother lesion ·≈– serous cystadenoma ‡√’¬°«à“

grandmother lesion) ∫“ß°“√»÷°…“æ∫«à“‡π◊ÈÕßÕ°π’Èæ∫‰¥â∫àÕ¬„π§π‡Õ‡´’¬·≈–§π

º‘«¥”2,4 ·μà∫“ß°“√»÷°…“°Á‰¡àæ∫§«“¡·μ°μà“ß¥â“π‡™◊ÈÕ™“μ‘5 ‡π◊ÈÕßÕ°æ∫‰¥â∑ÿ°

μ”·Àπàß¢Õßμ—∫ÕàÕπ μ”·Àπàß∑’Ëæ∫‡π◊ÈÕßÕ°‰¥â∫àÕ¬¬—ß‰¡à‡ªìπ∑’Ë·πà™—¥«à“æ∫∑’Ë

μ”·Àπàß„¥¡“°°«à“™—¥‡®π ∫“ß°“√»÷°…“æ∫«à“‡π◊ÈÕßÕ°™π‘¥π’Èæ∫∫àÕ¬∑’Ë à«πÀ—«

·≈– à«πÀ“ß¢Õßμ—∫ÕàÕπ2,3

ºŸâªÉ«¬¡—°¡“¥â«¬Õ“°“√·≈–Õ“°“√· ¥ß∑’Ë‰¡à®”‡æ“– ‡™àπ §≈◊Ëπ‰ â Õ“‡®’¬π

ª«¥∑âÕß ·πàπ∑âÕß °âÕπ‡π◊ÈÕßÕ°¡—°¡’¢π“¥„À≠à ¡’¢Õ∫‡¢μ™—¥‡®π·≈–‚μ™â“Ê ‡π◊ÈÕ

ßÕ°™π‘¥π’È¡’ low malignant potential  à«π„À≠à‡π◊ÈÕßÕ°¡—°®–‡∫’¬¥¥—πÀ≈Õ¥

‡≈◊Õ¥·≈–Õ«—¬«–¢â“ß‡§’¬ß¡“°°«à“°“√≈ÿ°≈“¡ ·μà°Áæ∫‡π◊ÈÕßÕ°™π‘¥√â“¬·√ß§◊Õ solid

pseudopapillary carcinoma ‰¥âª√–¡“≥√âÕ¬≈– 156 ´÷Ëßæ∫¡’°“√≈ÿ°≈“¡Õ«—¬«–

¢â“ß‡§’¬ß·≈–°“√·æ√à°√–®“¬‰ªÕ«—¬«–Õ◊ËπÊ ‚¥¬æ∫∫àÕ¬„πºŸâ™“¬ ŸßÕ“¬ÿ μ—∫‡ªìπ

Õ«—¬«–∑’Ë¡’°“√·æ√à°√–®“¬‰ª¡“°∑’Ë ÿ¥ ‚¥¬∑—Ë«‰ªº≈°“√μ√«®‡≈◊Õ¥ ‡™àπ serum

amylase levels À√◊Õ tumor markers ¢Õßμ—∫ÕàÕπ (‡™àπ CA 19-9, carci-

noembryonic antigen, alfa fetoprotein) ¡’§à“ª°μ‘

≈—°…≥–∑“ßæ¬“∏‘«‘∑¬“

æ∫«à“‡π◊ÈÕßÕ°¡—°¡’¢π“¥„À≠à ¡’ capsule ÀàÕÀÿâ¡ (encapsulated) ·≈–
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ª√–°Õ∫¥â«¬ à«π∑’Ë‡ªìπ solid, cystic ·≈– hemorrhage °“√‡√’¬ßμ—«¢Õß‡´≈≈å¡’ 2

·∫∫§◊Õ solid ·≈– papillary ≈—°…≥–‡©æ“–¢Õß‡π◊ÈÕßÕ°™π‘¥π’È§◊Õ papillary con-

figuration ´÷Ëßª√–°Õ∫¥â«¬ fibrovascular stalk ∑’Ë≈âÕ¡√Õ∫¥â«¬ epithelial cells

À≈“¬™—Èπ

≈—°…≥–∑“ß¿“æ√—ß ’

Ultrasound ‰¡à™à«¬„π°“√«‘π‘®©—¬·¬°‡π◊ÈÕßÕ°™π‘¥π’ÈÕÕ°®“° cystic pan-

creatic tumors Õ◊ËπÊ ≈—°…≥–¿“æ∑’Ë‡ÀÁπ¢÷Èπ°—∫ à«πª√–°Õ∫ cystic, solid ·≈–

hemorrhage ¢Õß‡π◊ÈÕßÕ° Õ“®‡ÀÁπ‡ªìπ mixed solid-cystic À√◊Õ pure solid mass

Õ“®æ∫ internal septations À√◊Õ calcification

CT ¡—°æ∫°âÕπ¢π“¥„À≠à well-encapsulated ¡’ à«πª√–°Õ∫∑—Èß solid

·≈– cystic „π —¥ à«π∑’ËÀ≈“°À≈“¬ ‚¥¬ cystic ¡—°Õ¬Ÿà∫√‘‡«≥°≈“ß°âÕπ‡π◊ËÕß®“°

necrosis À√◊Õ hemorrhagic degeneration ∫√‘‡«≥∑’Ë¡’‡≈◊Õ¥ÕÕ°‡ÀÁπ‡ªìπ high

density Õ“®æ∫ peripheral, curvilinear calcifications ‰¥â πÕ°®“°π’È¬—ß¡’

√“¬ß“πºŸâªÉ«¬æ∫ central, stripple ·≈– eggshell calcifications ‰¥â¥â«¬7 ¿“¬

À≈—ß°“√©’¥ “√∑÷∫√—ß ’¡’°“√ enhancement „π∫√‘‡«≥∑’Ë‡ªìπ solid part ·≈– cap-

sule

MRI ®–æ∫°âÕπ‡π◊ÈÕßÕ°‡ªìπ well circumscribed ·≈–¡’ mixed high

·≈– low SI „π¿“æ T1w ·≈– T2w ‚¥¬ à«π∑’Ë‡ªìπ solid ¡’ mildly increased

T2w SI  à«π∑’Ë‡ªìπ cystic ¡’ high T2w SI ‡À¡◊Õπ°—∫πÈ” ∫√‘‡«≥∑’Ë¡’‡≈◊Õ¥ÕÕ°

‡ÀÁπ‡ªìπ high SI „π¿“æ T1w À≈—ß©’¥ gadolinium æ∫«à“ à«π∑’Ë‡ªìπ solid part ¡’

enhancement ∫√‘‡«≥√Õ∫πÕ°‡≈Á°πâÕ¬„π™à«ß·√° ®“°π—Èπ§àÕ¬Ê ¡’ enhancement

‡æ‘Ë¡¢÷Èπ®“°√Õ∫πÕ°‡¢â“¡“¥â“π„π ≈—°…≥–‡©æ“–∑’Ë ”§—≠Õ¬à“ßÀπ÷Ëß¢Õß‡π◊ÈÕßÕ°

™π‘¥π’È §◊Õ capsule ´÷Ëß¡—°æ∫‡ªìπ low SI ∑—Èß„π¿“æ T1w ·≈– T2w ·≈–¡’ en-

hancement ¢Õß capsule

®“°°“√»÷°…“¢Õß Lee JH ·≈–§≥–8 æ∫«à“≈—°…≥–∑“ß¿“æ√—ß ’∑’Ë™à«¬

∫àß™’È«à“‡ªìπ solid pseudopapillary carcinoma §◊Õ pancreatic duct dilation,
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vessel encasement ·≈– metastasis

°“√«‘π‘®©—¬·¬°‚√§

‡π◊ÈÕßÕ°™π‘¥π’È¡’≈—°…≥–∑“ß¿“æ√—ß ’§≈â“¬°—∫ mucinous cystadenocar-

cinoma ·≈– cystic neuroendocrine tumor ´÷Ëß°“√√—°…“‡π◊ÈÕßÕ°∑—Èß 3 ™π‘¥

μâÕßÕ“»—¬°“√ºà“μ—¥‡™àπ‡¥’¬«°—π ∂â“æ∫ cystic pancreatic tumors with solid

component „π‡æ»À≠‘ßÕ“¬ÿπâÕ¬ ∑’Ë¡’≈—°…≥–‡©æ“–¢Õß‡π◊ÈÕßÕ°™π‘¥π’È§◊Õ capsule

·≈–°“√¡’‡≈◊Õ¥ÕÕ°¿“¬„π°âÕπ‡π◊ÈÕßÕ° ´÷Ëß‰¡à§àÕ¬æ∫„π‡π◊ÈÕßÕ°μ—∫ÕàÕπ™π‘¥Õ◊Ëπ

™à«¬∫àß™’È SPT πÕ°®“°π’È°“√æ∫ gradual accumulation ¢Õß contrast ®“°

√Õ∫πÕ°‡¢â“¡“¥â“π„π‡π◊ÈÕßÕ°°Á™à«¬„π°“√«‘π‘®©—¬·¬°°—∫ cystic neuroendocrine

tumor ´÷Ëßæ∫∫àÕ¬„π§π ŸßÕ“¬ÿ´÷Ëß‰¡à¡’ female predominance πÕ°®“°π’È à«π∑’Ë

‡ªìπ solid ®–¡’ hypervascularity - early arterial enhancement

„π°√≥’∑’Ë‰¡à “¡“√∂«‘π‘®©—¬·¬°°—∫ cystic pancreatic tumors ™π‘¥Õ◊Ëπ

°“√∑” endoscopic ultrasound with fine needle aspiration  àßμ√«® cytol-

ogy ·≈– tumor markers ®–™à«¬„π°“√«‘π‘®©—¬‚√§∑’Ë∂Ÿ°μâÕß

°“√√—°…“

°“√√—°…“Õ“»—¬°“√ºà“μ—¥ „πªí®®ÿ∫—π¡’√“¬ß“π°“√ºà“μ—¥·∫∫ enucleation

‡π◊ËÕß®“°‡π◊ÈÕßÕ°¡’ fibrous capsule Àÿâ¡‚¥¬√Õ∫ ‡π◊ÈÕßÕ°™π‘¥π’È¡’°“√æ¬“°√≥å
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A 75-year-old man with
intraabdominal mass

»—°√‘π∑√å  ®‘√æß»∏√
®‘π¥“√—μπå  ‡®’¬‡®…Æ“°ÿ≈

·ºπ°‚√§∑“ß‡¥‘πÕ“À“√·≈–μ—∫ ‚√ßæ¬“∫“≈æ√–¡ß°ÿÆ‡°≈â“

Interhospital Conference

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

ºŸâªÉ«¬™“¬‰∑¬Õ“¬ÿ 75 ªï Õ“™’æ ‡°…μ√°√ ¿Ÿ¡‘≈”‡π“ ®. √–·°â«

CC: Õ◊¥·πàπ∑âÕß¡“°¢÷Èπ¡“ 2  —ª¥“Àå PTA

PI: 3 ‡¥◊Õπ PTA ¡’Õ“°“√Õ◊¥·πàπ∑âÕß∫√‘‡«≥√Õ∫Ê  –¥◊Õ ‚¥¬Õ“°“√‡ªìπ¡“°

¢÷Èπ‡¡◊ËÕ√—∫ª√–∑“πÕ“À“√ ‰¡à¡’Õ“°“√§≈◊Ëπ‰ âÀ√◊ÕÕ“‡®’¬π ‰¡àª«¥∑âÕß ‰¡à¡’Õ“°“√

· ∫¬Õ¥Õ°À√◊Õ‡√Õ‡ª√’È¬« ‰¡à√Ÿâ ÷°¡’≈¡„π°√–‡æ“–Õ“À“√¡“°º‘¥ª°μ‘ ‰¡à√Ÿâ ÷°√—∫

ª√–∑“πÕ“À“√·≈â«Õ‘Ë¡‡√Á«°«à“ª°μ‘ ·μà√—∫ª√–∑“πÕ“À“√‰¥â≈¥≈ß‡π◊ËÕß®“°¡’Õ“°“√

Õ◊¥·πàπ∑âÕß ∂à“¬Õÿ®®“√–ª°μ‘ ‰¡à¡’‰¢â μàÕ¡“Õ“°“√Õ◊¥·πàπ∑âÕß‡ªìπ¡“°¢÷Èπ‡√◊ËÕ¬Ê

·μà‰¡à¡’Õ“°“√ª«¥∑âÕß ‰ªæ∫·æ∑¬å∑’Ë§≈‘π‘° ‰¥â¬“™à«¬¬àÕ¬·≈–¬“≈¥°√¥¡“√—∫

ª√–∑“π Õ“°“√‰¡à¥’¢÷Èπ

2  —ª¥“Àå PTA Õ“°“√Õ◊¥·πàπ∑âÕß‡ªìπ¡“°¢÷Èπ®πºŸâªÉ«¬√Ÿâ ÷°‰¡àÕ¬“°

√—∫ª√–∑“πÕ“À“√ ‡√‘Ë¡∂à“¬Õÿ®®“√–≈¥≈ß ¬—ßº“¬≈¡‰¥â Õ“°“√Õ◊¥·πàπ®–¥’¢÷ÈπÀ“°

ºŸâªÉ«¬‰¡à‰¥â√—∫ª√–∑“π ≠“μ‘ —ß‡°μ«à“ºÕ¡≈ß ®÷ßæ“¡“æ∫·æ∑¬å∑’Ë‚√ßæ¬“∫“≈

æ√–¡ß°ÿÆ‡°≈â“

PH: ¡’‚√§ª√–®”μ—«‡ªìπ‚√§§«“¡¥—π‚≈À‘μ Ÿß√—°…“∑’Ë‚√ßæ¬“∫“≈®—ßÀ«—¥ √—∫ª√–∑“π

¬“ enalapril 5 mg «—π≈– 1 ‡¡Á¥ §«∫§ÿ¡§«“¡¥—π‚≈À‘μ‰¥â¥’

‰¡à‡§¬ºà“μ—¥™àÕß∑âÕß¡“°àÕπ

‰¡à‡§¬·æâ¬“À√◊Õ„™â¬“≈Ÿ°°≈Õπ ¬“μâ¡ ¬“À¡âÕ ¬“ ¡ÿπ‰æ√ ·≈–Õ“À“√‡ √‘¡

‰¡à¡’√Õ¬ —° ‰¡à‡§¬‰¥â√—∫‡≈◊Õ¥ ‰¡à‡§¬„™â “√‡ æμ‘¥©’¥‡¢â“À≈Õ¥‡≈◊Õ¥
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Personal History:

‰¡à¥◊Ë¡ ÿ√“ ‰¡à Ÿ∫∫ÿÀ√’Ë

FH:  ÿ¢¿“æ·¢Áß·√ß¥’∑ÿ°§π ‰¡à¡’ª√–«—μ‘¡–‡√Áß„π§√Õ∫§√—«

PE: V/S: BT 37oC, PR 90/min, RR 18/min, BP 140/70 mm Hg

Height 163 cm, BW 65 kg

GA: An old man with normosthenic build, fully conscious,

looked weak, well co-operative

HEENT: mildly pale conjunctivae, anicteric sclerae, no thyroid

gland enlargement, impalpable cervical lymph node

Heart: normal S1S2, no murmur

Lung: normal breath sound

Abdomen: no surgical scar, mild distension, normoactive bowel

sound, palpable ill-defined border mass at LUQ, firm

consistency, smooth surface, size about 10 cm, mov-

able, can get above the mass border, not pulsatile, no

bruit, no splashing sound no hepatosplenomegaly, no

ascites

PR: no rectal shelf

NS: grossly intact

Lymph nodes: not palpable

°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√

CBC: Hct 29.4%, WBC 16,500/mm3 (N 84%, L 9%, M 7%, E 0%), plate-

lets 549,000/mm3

BUN 10.5 mg/dL, Cr 0.8 mg/dL

Na 133 mEq/L, K 3.5 mEq/L, Cl 98.2 mEq/L, CO2 25.3 mEq/L
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LFT: TB 0.4 mg/dL, DB 0.2 mg/dL, AST 26 U/L, ALT 18 U/L, AP 96 U/

L, Alb 3.2 g/dL, glob 4.7 g/dL

 √ÿªªí≠À“

1. Ill-defined mass at LUQ of abdomen

2. Clinical suspicious of partial gut obstruction

Õ¿‘ª√“¬

ºŸâªÉ«¬¡“æ∫·æ∑¬å¥â«¬Õ“°“√Õ◊¥·πàπ∑âÕß∫√‘‡«≥√Õ∫Ê  –¥◊ÕÀ≈—ß√—∫

ª√–∑“πÕ“À“√¡“ 2 ‡¥◊Õπ ‚¥¬‰¡à¡’Õ“°“√Õ“‡®’¬π  “¡“√∂º“¬≈¡·≈–∂à“¬Õÿ®®“√–

‰¥â μàÕ¡“Õ“°“√Õ◊¥·πàπ‡ªìπ¡“°¢÷Èπ®π‰¡àÕ¬“°√—∫ª√–∑“πÕ–‰√ ·≈–‡√‘Ë¡∂à“¬

Õÿ®®“√–≈¥≈ß ·μà “¡“√∂º“¬≈¡‰¥âμ“¡ª°μ‘ ®“°Õ“°“√‚¥¬√«¡∑—ÈßÀ¡¥∫àß∫Õ°«à“

¡’æ¬“∏‘ ¿“æ∑’Ë ß —¬°“√Õÿ¥°—Èπ„π∑“ß‡¥‘πÕ“À“√ à«π°≈“ß ‡π◊ËÕß®“°Õ“°“√Õ◊¥·πàπ

‡ªìπ∑’Ë∫√‘‡«≥√Õ∫Ê  –¥◊Õ‚¥¬‰¡à¡’Õ“°“√Õ“‡®’¬πμ“¡À≈—ß°“√√—∫ª√–∑“πÕ“À“√

μ”·Àπàß¢Õß°“√Õÿ¥°—Èπ∑’Ë§‘¥∂÷ß πà“®–‡ªìπ∫√‘‡«≥ jejunum ®π∂÷ß≈”‰ â„À≠à à«πμâπ

‚¥¬®“°°“√∑’ËºŸâªÉ«¬¡’Õ“°“√‡¥àπÀ≈—ß°“√√—∫ª√–∑“πÕ“À“√ ·μà¬—ß§ß “¡“√∂º“¬≈¡

·≈–∂à“¬Õÿ®®“√–‰¥â‡ªìπª°μ‘„π™à«ß·√° ∑”„Àâ§‘¥∂÷ßμ”·Àπàß¢Õß°“√Õÿ¥°—Èπ∑’Ë∫√‘‡«≥

jejunum ¡“°°«à“ ´÷Ëß®“°°“√μ√«®√à“ß°“¬°Á¬—ßæ∫°âÕπ∑’Ë∫√‘‡«≥ LUQ √à«¡°—∫

μ√«®‰¡àæ∫ splashing sound ®÷ß π—∫ πÿπ¿“«– partial jejunal obstruction

¡“°∑’Ë ÿ¥

 ”À√—∫ “‡Àμÿ¢Õß partial jejunal obstruction „πºŸâªÉ«¬√“¬π’È πà“®–¡’

§«“¡ —¡æ—π∏å°—∫°âÕπ¢π“¥„À≠à ∑’Ë§≈”æ∫‰¥â∑“ßÀπâ“∑âÕß ´÷Ëß°âÕπ∑’Ëμ√«®æ∫§‘¥∂÷ß

intraperitoneal mass ¡“°°«à“ retroperitoneal mass ‡π◊ËÕß®“°„π¢≥–μ√«®

 “¡“√∂‡§≈◊ËÕπμ—«°âÕπ‰¥â ∂â“‡ªìπ°âÕπ®“° retroperitoneum ∂÷ß·¡â®– “¡“√∂‚μ

‡¢â“¡“„π™àÕß∑âÕß‰¥â ·μà≈—°…≥–¢Õß°âÕπ¡—°®–¬÷¥μ‘¥°—∫ retroperitoneum ®π‰¡à

 “¡“√∂‡§≈◊ËÕπ‰¥â∑—Èßμ“¡°“√À“¬„®À√◊Õ„π¢≥–μ√«® °âÕπ¢π“¥„À≠à∑’Ë§≈”‰¥âπ’È

Õ“®‡ªìπ‡π◊ÈÕßÕ°¢π“¥„À≠à¢Õß≈”‰ â‡≈Á°‡Õß À√◊Õ‡ªìπ‡π◊ÈÕßÕ°Õ◊ËπÊ ∑’Ë¡“¬÷¥μ‘¥
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∫√‘‡«≥≈”‰ â  “‡Àμÿ¢Õß‡π◊ÈÕßÕ°‰¥â √ÿª°“√«‘π‘®©—¬·¬°‚√§‰«â„π μ“√“ß∑’Ë 1 ‚¥¬§‘¥∂÷ß

 “‡Àμÿ¢Õß‡π◊ÈÕßÕ°®“°≈”‰ â‡≈Á°‡Õß ‰¥â·°à gastrointestinal stromal tumor (GIST),

adenocarcinoma ·≈– lymphoma ¢Õß jejunum  à«π carcinoid tumor

§‘¥∂÷ßπâÕ¬‡π◊ËÕß®“°¡—°‡ªìπ‡π◊ÈÕßÕ°¢π“¥‡≈Á° À√◊Õ‡ªìπ‡π◊ÈÕßÕ°∑’Ë¡“®“°∑’ËÕ◊Ëπ ‡™àπ germ

cell tumor, peritoneal tumor À√◊Õ omental tumor ∑’ËÕ“®¡“¬÷¥μ‘¥°—∫≈”‰ â

À√◊Õ‡°‘¥®“° metastatic tumor ∑’Ë¡’°“√·æ√à°√–®“¬¡“∑’Ë jejunum ‰¥â·°à mela-

noma ¡–‡√Áß≈”‰ â„À≠à ¡–‡√Áß°√–‡æ“–Õ“À“√ ·≈–¡–‡√ÁßªÕ¥

‰¥â∑”°“√ ◊∫§âπ‡æ‘Ë¡‡μ‘¡‡√◊ËÕß∑“ß‡¥‘πÕ“À“√Õÿ¥°—Èπ ‚¥¬°“√ àß∑” plain film

x-ray abdomen supine ·≈– upright position ‰¡àæ∫≈—°…≥–∑’Ë™’È∫àß°“√Õÿ¥μ—π

¢Õß≈”‰ â™—¥‡®π μàÕ¡“®÷ß‰¥â∑”°“√ àßμ√«® CT abdomen æ∫ a well-defined,

exophytic, hypervascular mass in the jejunum ºŸâªÉ«¬®÷ß‰¥â√—∫°“√∑” double

balloon enteroscopy æ∫≈—°…≥– submucosal round mass with normal

overlying mucosa at proximal jejunum (¿“æ∑’Ë 1) ·≈–‰¥âª√÷°…“»—≈¬·æ∑¬å

æ‘®“√≥“ºà“μ—¥ æ∫°âÕπ¢π“¥ 10 ´¡. ∑’Ë jejunum (¿“æ∑’Ë 2)

μ“√“ß∑’Ë 1 Differential diagnosis of the left upper quadrant mass in this patient

Tumors of the small intestine
Gastrointestinal stromal tumor (GIST)
Adenocarcinoma
Lymphoma
Carcinoid tumor

Other tumors with jejunal involvement
Germ cell tumor
Peritoneal tumor

Omental tumor
Metastatic tumors spread to small intestine

Melanoma
Colon cancer
Gastric cancer
Lung cancer
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º≈°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“„πºŸâªÉ«¬√“¬π’È æ∫‡ªìπ submucosal mass

with spindle cell proliferation ‚¥¬‡¡◊ËÕ¬âÕ¡ immunohistochemistry æ∫‡ªìπ

diffusely positive cytoplasmic staining for CD117 (c-kit) æ∫ mitotic count

= 1-2/50 HPFs ‚¥¬‡¡◊ËÕ¬âÕ¡ CD34, S-100 ·≈– SMA º≈‡ªìπ negative stain-

ing (¿“æ∑’Ë 3-5)

¿“æ∑’Ë 1 Double balloon enteroscopy shows submucosal round mass with overlying normal

mucosa at proximal jejunum

¿“æ∑’Ë 2 A 10-cm-sized, jejunal mass involving multiple bowel loops with partial jejunal

obstruction
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¿“æ∑’Ë 3 Submucosal mass with spindle cell proliferation in patternless, like smooth muscle

cells

¿“æ∑’Ë 4 spindle cell proliferation with mitotic count 1-2/50 HPFs
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À≈—ß°“√ºà“μ—¥ºŸâªÉ«¬ ∫“¬¥’ √—∫ª√–∑“πÕ“À“√‰¥â ‰¡à¡’·πàπ∑âÕß ‰¡àæ∫

¿“«–·∑√°´âÕπ„¥Ê „π¢≥–π’ÈÕ¬Ÿà√–À«à“ß°“√μ‘¥μ“¡°“√√—°…“ ‡æ◊ËÕ‡ΩÑ“√–«—ß°“√

°≈—∫¡“‡ªìπ´È”¢Õßμ—« tumor

Review

Gastrointestinal stromal tumor (GIST)

GIST ∂◊Õ‡ªìπ mesenchymal tumor ∑’Ëæ∫‰¥â∫àÕ¬∑’Ë ÿ¥„π√–∫∫∑“ß‡¥‘π

Õ“À“√1 ´÷Ëßμ—«‡π◊ÈÕßÕ°‡°‘¥®“° intestinal cell of Cajal ∑’ËÕ¬Ÿà„π™—Èπ°≈â“¡‡π◊ÈÕ¢Õß

≈”‰ â¡’°“√·∫àßμ—«∑’Ëº‘¥ª°μ‘®“°°“√¡’ over-expression of the tyrosine kinase

receptor KIT2 °“√«‘π‘®©—¬Õ“»—¬°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“´÷Ë ß®–æ∫

histomorphology ∑’Ë‡ªìπ≈—°…≥– spindle cell proliferation „π™—Èπ submucosal

layer √à«¡°—∫¬âÕ¡ immunohistochemistry æ∫ c-kit (CD117) diffusely posi-

tive Õÿ∫—μ‘°“√≥å¢Õß GIST æ∫‰¥âª√–¡“≥ 1.5 √“¬ μàÕª√–™“°√ 100,000 §πμàÕªï3

‚¥¬¡—°æ∫„π™à«ßÕ“¬ÿ 50-70 ªï  —¥ à«π¢Õß‡æ»À≠‘ß·≈–‡æ»™“¬æÕÊ °—π4

GIST ¡—°æ∫∑’Ë∫√‘‡«≥°√–‡æ“–Õ“À“√§◊Õ√âÕ¬≈– 60 ·≈–√Õß≈ß¡“§◊Õ∑’Ë

≈”‰ â‡≈Á°æ∫√âÕ¬≈– 305 Õ“°“√¢ÕßºŸâªÉ«¬¢÷ÈπÕ¬Ÿà°—∫¢π“¥·≈–μ”·Àπàß¢Õß°âÕπ ‚¥¬

¿“æ∑’Ë 5 immunohistochemistry shows diffusely positive staining for CD117 ( ấ“¬) ·≈– negative

staining for smooth muscle actin (¢«“)
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GIST ∑’Ë¡’¢π“¥‡≈Á°¡—°®–‰¡à∑”„Àâ‡°‘¥Õ“°“√·μàμ√«®æ∫‚¥¬∫—ß‡Õ‘≠  ”À√—∫Õ“°“√

π”∑’Ë∑”„ÀâºŸâªÉ«¬¡“æ∫·æ∑¬å∑’Ë∫àÕ¬∑’Ë ÿ¥§◊Õ ¿“«–‡≈◊Õ¥ÕÕ°„π√–∫∫∑“ß‡¥‘πÕ“À“√

´÷Ëß‡°‘¥®“° mucosal erosion „π∫√‘‡«≥∑’Ëª°§≈ÿ¡μ—«°âÕπ6

°“√μ√«®∑“ß√—ß ’«‘∑¬“æ∫«à“ ‰¡à¡’°“√μ√«®„¥∑’Ë®”‡æ“–„π°“√«‘π‘®©—¬ GIST

°“√ àßμ√«® CT scan Õ“®¡’ª√–‚¬™πå„π°“√∫Õ°√–¬–¢Õß‚√§  à«π°“√μ√«®¥â«¬

«‘∏’°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√Õ“®¡’ª√–‚¬™πå„π°“√™à«¬«‘π‘®©—¬‚¥¬‡©æ“–°“√„™â en-

doscopic ultrasound (EUS) ´÷Ëß®–æ∫≈—°…≥– hypoechoic solid tumor μàÕ

‡π◊ËÕß¡“®“°™—Èπ∑’Ë 4 (muscularis propria) À√◊Õ™—Èπ∑’Ë 2 (muscularis mucosae)

¢Õßºπ—ß∑“ß‡¥‘πÕ“À“√ (¿“æ∑’Ë 6) °“√∑” fine needle aspiration (FNA) ·≈â« àß

immunohistochemical analysis ®–™à«¬„π°“√«‘π‘®©—¬ GIST ‰¥â·¡àπ¬”¡“°¢÷Èπ

(¿“æ∑’Ë 7) ·≈–Õ“®„™â‡ªìπ¢âÕ¡Ÿ≈„π°“√æ‘®“√≥“„Àâ adjuvant chemotherapy ¥â«¬

imatinib ·μà°“√∑” biopsy Õ“®‡æ‘Ë¡§«“¡‡ ’Ë¬ßμàÕ°“√‡°‘¥ tumor rupture À√◊Õ

¿“æ∑’Ë 6 EUS shows hypoechoic solid tumor contiguous with the fourth (muscularis propria;

MP) or second (muscularis mucosae) layer of the normal gut wall (adapted from

Akahoshi K, Oya M. Gastrointestinal stromal tumor of the stomach: How to man-

age? World J Gastrointest Endosc 2010; 2:271-7)
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‡°‘¥ tumor cell seeding √–À«à“ß°“√ biopsy À√◊Õ‡æ‘Ë¡°“√°√–®“¬¢Õß tumor

cells ºà“π peritoneal cavity À√◊Õ mesentery ¥—ßπ—Èπ„π√“¬∑’Ë “¡“√∂ºà“μ—¥‰¥â

°“√∑” biopsy °àÕπºà“μ—¥Õ“®‰¡à¡’§«“¡®”‡ªìπ

„πªï §.». 2001 the National Institutes of Health (NIH) ·Ààß

 À√—∞Õ‡¡√‘°“‰¥â®—¥·∫àß°“√æ¬“°√≥å‚√§¢Õß GIST «à“¡’§«“¡‡ ’Ë¬ß„π°“√°≈—∫‡ªìπ

´È”À√◊Õ¡’‚Õ°“ ‡°‘¥ metastasis ¡“°πâÕ¬‡æ’¬ß„¥‚¥¬Õ“»—¬¢π“¥¢Õß°âÕπ ·≈– tu-

mor cell proliferating activity7 (μ“√“ß∑’Ë 2) Õ¬à“ß‰√°Áμ“¡¬—ßæ∫√“¬ß“π°“√‡°‘¥

metastasis ·¡â„π GIST ∑’Ë¡’¢π“¥‡≈Á°·≈–¡’ mitotic activity μË” ‡æ√“–©–π—Èπ

°“√√—°…“®÷ß§«√ºà“μ—¥‡Õ“°âÕπÕÕ°∑ÿ°√“¬

¬“„π°≈ÿà¡ selective tyrosine kinase inhibitor targeting KIT ∂◊Õ‡ªìπ

targeted therapy „π°“√√—°…“ GIST ®“°°“√ÕÕ°ƒ∑∏‘Ï∑’Ë‰ª¬—∫¬—Èß°“√°√–μÿâπ KIT

pathway ∑”„Àâ‡°‘¥°“√¬—∫¬—Èß°“√·∫àßμ—«¢Õß‡´≈≈å∑’Ëº‘¥ª°μ‘ ·≈–‡°‘¥ apoptosis ¢Õß

¿“æ∑’Ë 7 The immunohistochemical finding of EUS-FNA specimen of GIST. The tumor is

diffusely positive for c-kit (adapted from Akahoshi K, Oya M. Gastrointestinal

stromal tumor of the stomach: How to manage? World J Gastrointest Endosc

2010; 2:271-7)
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tumor cells μ“¡¡“  ”À√—∫¬“„π°≈ÿà¡π’È imatinib mesylate (Glivec®) ∂◊Õ‡ªìπ

¬“μ—«·√°∑’Ëπ”¡“„™â„π°“√√—°…“·≈–¡’¢âÕ¡Ÿ≈¡“°∑’Ë ÿ¥ ‚¥¬¡’¢âÕ¡Ÿ≈°“√√—°…“∑—Èß„π

advanced stage ∑’Ë‡ªìπ metastatic À√◊Õ unresectable GIST8 À√◊Õ„π°“√„™â

‡ªìπ adjuvant therapy ¢Õß early stage GIST ‡æ◊ËÕ≈¥°“√°≈—∫‡ªìπ´È”‚¥¬

‡©æ“–„π°√≥’∑’Ë°âÕπ¡’¢π“¥„À≠à¡“° ·≈–¡’®”π«π‡´≈≈å∑’Ë¡’ mitotic figures μàÕ

50 HPFs  Ÿß ´÷Ëß≈—°…≥–¥—ß°≈à“«®– —¡æ—π∏å°≈—∫°“√°≈—∫‡ªìπ´È”¢Õß‚√§ ·≈–¡’°“√

°√–®“¬¢Õß‚√§‰¥â∫àÕ¬ Õ¬à“ß‰√°Áμ“¡ ª√–‚¬™πå„π°“√ªÑÕß°—π°“√°≈—∫‡ªìπ´È”„π

√–¬–¬“«¬—ß§ßμâÕß√Õ°“√»÷°…“μàÕ‰ª9

μ“√“ß∑’Ë 2 NIH consensus classification of primary GIST by mitotic index and size

Risk Category Tumor size in greatest dimension Mitotic count (per 50 HPFs)

Very low < 2 cm < 5

Low 2 - 5 cm < 5

Intermediate < 5 cm 6 - 10

5 - 10 cm < 5

High > 5 cm > 5

> 10 cm Any size

Any mitotic > 10
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Multiple gastric and colonic
tumors in a young man

Õ¿‘™“μ  · ß®—π∑√å
Àπà«¬∑“ß‡¥‘πÕ“À“√ ‚√ßæ¬“∫“≈»√’π§√‘π∑√å

Endoscopic Corner

ºŸâªÉ«¬™“¬‰∑¬ Õ“¬ÿ 29 ªï ¿Ÿ¡‘≈”‡π“®—ßÀ«—¥¡À“ “√§“¡ ¡’Õ“°“√‰¢âμË”Ê

7  —ª¥“Àå°àÕπ¡“ √.æ. ·≈–‰ª√—°…“∑’Ë‚√ßæ¬“∫“≈„°≈â∫â“π ·æ∑¬å«‘π‘®©—¬«à“‡ªìπ«—≥‚√§

‰¥â„Àâ¬“ INH, rifampicin ·≈– ethambutol ¡“√—∫ª√–∑“π À≈—ß‰¥â¬“ª√–¡“≥ 2

 —ª¥“Àå‡°‘¥¿“«–μ—∫Õ—°‡ ∫ ·æ∑¬å®÷ßª√—∫¬“‡ªìπ ethambutol ·≈– ofloxacin

·≈–√—∫ª√–∑“π¬“¡“μ≈Õ¥

5  —ª¥“Àå°àÕπ¡“ √.æ. ‡√‘Ë¡¡’μÿà¡ ’¡à«ß§≈È”¢÷Èπμ“¡μ—« ¢“·≈–ΩÉ“‡∑â“ μàÕ¡“

‡ªìπ≈ÿ°≈“¡¡“°¢÷Èπ ª«¥ΩÉ“‡∑â“®π‡¥‘π‰¡à‰¥â μ√«®√à“ß°“¬æ∫ multiple violaceous

nodule and plaque at face, trunk, lower extremities and plantar surface

of both feet

º≈μ√«®‡≈◊Õ¥ anti-HIV: positive º≈ skin biopsy ‡ªìπ Kaposi sar-

coma (KS) ºŸâªÉ«¬‡√‘Ë¡¡’Õ“°“√∂à“¬‡À≈«μ—Èß·μà‡√‘Ë¡‡¢â“πÕπ√—°…“„π‚√ßæ¬“∫“≈

»√’π§√‘π∑√å ºŸâªÉ«¬‰¥â√—∫°“√ àÕß°≈âÕßμ√«®∑“ß‡¥‘πÕ“À“√ à«πμâπ (esophago-

gastroduodenoscopy; EGD) ·≈–≈”‰ â„À≠à (colonoscopy) ‡æ◊ËÕª√–‡¡‘π«à“¡’ KS

„π GI tract √à«¡¥â«¬À√◊Õ‰¡à

EGD (¿“æ∑’Ë 1) æ∫«à“„πÀ≈Õ¥Õ“À“√¡’ linear violaceous plaque ·≈–

nodule  à«π∑’Ë‡ªìπ linear plaque ¡’≈—°…≥–§≈â“¬‡ âπ‡≈◊Õ¥¢Õ¥ ·μà‡¡◊ËÕ„™â§’¡§’∫

™‘Èπ‡π◊ÈÕ°¥®–‡ªìπ‡π◊ÈÕ·¢Áß‰¡àÕàÕπ¬ÿ∫μ—«‡À¡◊Õπ‡ âπ‡≈◊Õ¥¢Õ¥  à«π√Õ¬‚√§„π

°√–‡æ“–Õ“À“√·≈–≈”‰ â‡≈Á° à«π¥Ÿ‚Õ¥’π—¡¡’≈—°…≥–‡ªìπ erythematous nodule ·≈–

○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○
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flat polyps ´÷Ëß¡’À≈“¬¢π“¥μ—Èß·μà 5-20 ¡¡.

Colonoscopy (¿“æ∑’Ë 2) æ∫√Õ¬‚√§¢Õß KS °√–®“¬Õ¬Ÿà∑—Ë«≈”‰ â„À≠à

≈—°…≥–§≈â“¬°—∫∑’Ëæ∫„π°√–‡æ“–Õ“À“√·≈–≈”‰ â‡≈Á° à«π¥Ÿ‚Õ¥’π—¡·≈–æ∫ multiple,

discreate ulcer covered with white and yellow exudate √à«¡¥â«¬∑’Ë sig-

moid colon ´÷Ëß‡°‘¥®“°°“√∑’ËºŸâªÉ«¬‡§¬‰¥â¬“√—°…“«—≥‚√§·≈–¬“ªØ‘™’«π–§√Õ∫

§≈ÿ¡‡™◊ÈÕ·∫§∑’‡√’¬‡æ◊ËÕ√—°…“Õ“°“√‰¢â∑’Ë¬—ß‰¡à∑√“∫μ”·ÀπàßÕ«—¬«–∑’Ëμ‘¥‡™◊ÈÕ™—¥‡®π

∑”„Àâ‡°‘¥ antibiotic associated colitis √à«¡¥â«¬

°“√«‘π‘®©—¬‚√§

ºŸâªÉ«¬‡ªìπ‚√§¿Ÿ¡‘§ÿâ¡°—π∫°æ√àÕß (AIDS) ¡’√Õ¬‚√§∑’Ëº‘«Àπ—ß‡ªìπ violaceous

¿“æ∑’Ë 1 Multiple linear violaceous plaques ·≈– nodules „πÀ≈Õ¥Õ“À“√ (A) Erythematous

nuodules ·≈– flat polyps ¢π“¥ 5-20 mm „π gastric body (B) gastric antrum (C)

·≈– duodenal bulb (D)
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plaque ·≈– nodule ·≈–¡’√Õ¬‚√§∑’Ë¡’≈—°…≥–‡ªìπ violaceous and erythema-

tous nodules ·≈– flat polyp „πÀ≈Õ¥Õ“À“√ °√–‡æ“–Õ“À“√ ≈”‰ â‡≈Á° à«πμâπ

·≈–≈”‰ â„À≠à ∑”„Àâπ÷°∂÷ß Kaposi sarcoma ¡“°∑’Ë ÿ¥

º≈μ√«®∑“ßæ¬“∏‘¢Õß™‘Èπ‡π◊ÈÕ∑’Ëμ—¥®“°À≈Õ¥Õ“À“√ °√–‡æ“–Õ“À“√·≈–

≈”‰ â„À≠à™à«¬¬◊π¬—π°“√«‘π‘®©—¬«à“‡ªìπ Kaposi sarcoma

Kaposi sarcoma „π∑“ß‡¥‘πÕ“À“√

Kaposi sarcoma ‡ªìπ‡π◊ÈÕßÕ°∑’Ëæ∫∫àÕ¬∑’Ë ÿ¥„πºŸâªÉ«¬ AIDS1 ‚¥¬æ∫∫àÕ¬

∑’Ë ÿ¥∑’Ëº‘«Àπ—ß  à«π√Õ¬‚√§„π∑“ß‡¥‘πÕ“À“√æ∫‰¥âª√–¡“≥√âÕ¬≈– 40 ¢ÕßºŸâªÉ«¬

¿“æ∑’Ë 2 Multiple violaceous and erythematous flat polyps ∑’Ë cecum ·≈– ascending colon

(A), transversecolon (B), descending colon (C) √à«¡°—∫æ∫√Õ¬‚√§¢Õß pseudomem-

branous colitis ∑’Ë sigmoid colon (D)
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´÷Ëß à«π„À≠à®–¡’√Õ¬‚√§∑’Ëº‘«Àπ—ß√à«¡¥â«¬‡ ¡Õ2 √Õ¬‚√§„πÕ«—¬«–Õ◊ËπÊ∑’Ëæ∫√à«¡‰¥â

‰¥â·°à ªÕ¥ μ—∫ μàÕ¡πÈ”‡À≈◊Õß μ—∫ÕàÕπ À—«„® ·≈–Õ—≥±– °“√æ∫√Õ¬‚√§„π

Õ«—¬«–¿“¬„π∂◊Õ«à“‡ªìπ‚√§∑’Ë√ÿπ·√ß3

KS  “¡“√∂æ∫‰¥â„π∑“ß‡¥‘πÕ“À“√∑ÿ° à«π μ—Èß·μà„π™àÕßª“°®π∂÷ß≈”‰ â„À≠à

Õ“°“√¢Õß√–∫∫∑“ß‡¥‘πÕ“À“√∑’Ëæ∫§◊Õ odynophagia, dysphagia, nausea, vom-

iting, abdominal pain, hematemesis, hematochezia, melena, bowel ob-

struction ·μàºŸâªÉ«¬ à«π„À≠à¡—°‰¡à¡’Õ“°“√¢Õß√–∫∫∑“ß‡¥‘πÕ“À“√

Õ¬à“ß‰√°Áμ“¡ „πºŸâªÉ«¬∑’Ë¡’√Õ¬‚√§∑’Ëº‘«Àπ—ß ·¡â«à“‰¡à¡’Õ“°“√„π√–∫∫∑“ß

‡¥‘πÕ“À“√ ·μà°Á¡’§«“¡®”‡ªìπμâÕßμ√«®À“√Õ¬‚√§„π∑“ß‡¥‘πÕ“À“√√«¡∂÷ßÕ«—¬«–

¿“¬„π¥â«¬ ‡æ√“–∂â“æ∫√Õ¬‚√§„πÕ«—¬«–¿“¬„π√à«¡°—∫√Õ¬‚√§∑’Ëº‘«Àπ—ß ®–∂◊Õ«à“

‡ªìπ‚√§∑’Ë√ÿπ·√ß ́ ÷Ëß®”‡ªìπμâÕß„Àâ¬“‡§¡’∫”∫—¥‡æ‘Ë¡‡μ‘¡πÕ°‡Àπ◊Õ®“°°“√„Àâ HAART

(highly active antiretroviral therapy) ∑’Ë‡ªìπ¬“À≈—°Õ¬Ÿà·≈â«„π°“√√—°…“ KS

∑ÿ°√–¬–

¬“‡§¡’∫”∫—¥∑’Ë‡ªìπ first-line §◊Õ liposomal doxorubicin, liposomal

daunorubicin „πºŸâªÉ«¬∑’Ë‰¡àμÕ∫ πÕßμàÕ°“√√—°…“¥â«¬¬“¢â“ßμâπ “¡“√∂„™â¬“

‡§¡’∫”∫—¥ second-line §◊Õ paclitaxel À√◊Õ oral etoposide1 πÕ°®“°π’È¬—ß¡’°“√

»÷°…“«‘®—¬‡°’Ë¬«°—∫ targeted therapy ‡æ◊ËÕπ”¡“„™â√—°…“ KS „πÕπ“§μ¥â«¬ ‡™àπ

¬“„π°≈ÿà¡ angiogenesis inhibitors ·≈– platelet-derived growth factor in-

hibitor ‡ªìπμâπ

ºŸâªÉ«¬√“¬π’È‰¥â√—∫ HAART ‡ªìπ tenofovir, lamivudine ·≈– efavirenz

·≈–‰¥â¬“‡§¡’∫”∫—¥ paclitaxel ∑ÿ° 2  —ª¥“Àå À≈—ß‰¥â‡§¡’∫”∫—¥ 2 §√—Èß ºŸâªÉ«¬

Õ“°“√§ß∑’Ë ‡π◊ÈÕßÕ°‰¡à≈ÿ°≈“¡¡“°¢÷Èπ

‡Õ° “√Õâ“ßÕ‘ß

1. Cheung MC, Pantanowitz L, Dezube BJ. AIDS-related malignancies: emerging
challenges in the era of highly active antiretroviral therapy. Oncologist 2005;10:412-
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26.
2. Dezube BJ, Pantanowitz L, Aboulafia DM. Management of AIDS-related Kaposi

sarcoma: advances in target discovery and treatment. AIDS Read 2004;14:236-8,
243-4, 251-3.

3. Ioachim HL, Adsay V, Giancotti FR, Dorsett B, Melamed J. Kaposiûs sarcoma of
internal organs. A multiparameter study of 86 cases. Cancer 1995;75:1376-85.
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Gastric Mucosal Defense
and Cytoprotection

«‘¿“°√  ‡æ‘Ë¡æŸ≈
»Ÿπ¬å∑“ß‡¥‘πÕ“À“√·≈–μ—∫ ‚√ßæ¬“∫“≈∫”√ÿß√“…Æ√å

Special Article

‡π◊ÈÕ‡¬◊ËÕ¢Õß°√–‡æ“–Õ“À“√ “¡“√∂§ßÕ¬Ÿà‰¥â∑—ÈßÊ ∑’Ë¡’°“√ —¡º— °—∫°√¥

HCl ∑’Ë¡’§«“¡‡¢â¡¢âπ 0.1 mol/L ·≈–πÈ”¬àÕ¬ pepsin ´÷Ëß¡’§«“¡ “¡“∂„π°“√

¬àÕ¬‡π◊ÈÕ‡¬◊ËÕ‰¥â ∑—Èßπ’È‡π◊ËÕß¡“®“°°≈‰°°“√ª°ªÑÕß‡¬◊ËÕ∫ÿº‘«°√–‡æ“–Õ“À“√ ´÷Ëß

ª√–°Õ∫‰ª¥â«¬™—Èπμà“ßÊ ¥—ßπ’È

1. ™—Èπ pre-epithelial layer ª√–°Õ∫¥â«¬ mucus bicarbonate-phos-

pholipid

2. ™—Èπ epithelium ª√–°Õ∫¥â«¬ °“√μàÕ°—π¢Õß‡´≈≈å‚¥¬¡’ tight junc-

tion ·≈–¡’°“√ √â“ß bicarbonate ‡¡◊Õ° phospholipid, trefoil peptide, pros-

taglandin (PG) ·≈– heat shock protein √«¡∑—Èß¡’°“√ √â“ß‡´≈≈å„À¡à §«∫§ÿ¡

‚¥¬ growth factor, PGE2 ·≈–°“√‰À≈‡«’¬π¢Õß‡≈◊Õ¥

3. ™—Èπ endothelium ª√–°Õ∫¥â«¬ √–∫∫ª√– “∑·≈–¡’°“√ √â“ß PG,

nitric oxide (NO)

„π∫∑§«“¡π’È®–°≈à“«∂÷ß°“√‡°‘¥§«“¡º‘¥ª°μ‘¢Õß‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√ ∑’Ë

¡’ “‡Àμÿ¡“®“°°“√„™â¬“ NSAID ·≈– stress-related mucosal disease (SRMD)

ªí®®—¬∑’Ëª°ªÑÕß‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√

°“√∑’Ë‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√ “¡“√∂∑πμàÕ§«“¡‡ªìπ°√¥‰¥âπ—Èπ πà“®–‡°‘¥

®“°°“√‰À≈‡«’¬π¢Õß‡≈◊Õ¥∑’Ë‡ªìπ¥à“ß ªí®®—¬∑’Ëª°ªÑÕß‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√„Àâæâπ®“°

○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○ ○
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°“√‡ª≈’Ë¬π·ª≈ß¥â“π§«“¡‡ªìπ°√¥¥à“ß Õÿ≥À¿Ÿ¡‘ ·≈– osmolality (¿“æ∑’Ë 1) ª√–°Õ∫

¥â«¬

1. ªí®®—¬∑’ËÕ¬Ÿà„π°√–‡æ“–Õ“À“√

1.1 ™—Èπ¢Õß mucus-bicarbonate-phospholipid ‡ªìπ¥à“π·√°„π°“√∑”

Àπâ“∑’Ëª°ªÑÕß‡¬◊ËÕ∫ÿº‘«°√–‡æ“–Õ“À“√ ‡´≈≈å‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√ (epithelial cells)

À≈—Ëß bicarbonate ÕÕ°¡“‡æ◊ËÕª√—∫ ¿“æ pH „ÀâÕ¬Ÿàª√–¡“≥ 7 ·≈–À≈—Ëß‡¡◊Õ°∑’Ë

ª√–°Õ∫¥â«¬ phospholipid πÈ” mucin ·≈– glycoprotein ‡æ◊ËÕª°§≈ÿ¡‡¬◊ËÕ∫ÿº‘«

°√–‡æ“–Õ“À“√ ‚¥¬¡’ trefoil factor family peptide (TFFS) ‡ªìπμ—«‡æ‘Ë¡§«“¡

¿“æ∑’Ë 1 ªí®®—¬∑’Ëª°ªÑÕß‡¬◊ËÕ∫ÿº‘«°√–‡æ“–Õ“À“√
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Àπ◊¥¢Õß‡¡◊Õ°·≈–∑”„Àâ‡¡◊Õ°§ßÕ¬Ÿà‰¥â °“√À≈—Ëß¢Õß‡¡◊Õ°∂Ÿ°°√–μÿâπ‚¥¬ŒÕ√å‚¡π

gastrin, secretin, PGE2 ·≈– cholinergic agent ·μà‡¡◊Õ°®–∂Ÿ°∑”≈“¬®“°º≈

¢Õß¬“ aspirin ·≈–‡°≈◊ÕπÈ”¥’  à«π “√∑’Ë°√–μÿâπ°“√À≈—Ëß¢Õß bicarbonate ‰¥â·°à

PG °√¥„π°√–‡æ“–Õ“À“√ corticotrophin-releasing factor (CRF), melatonin,

uroguanylin ·≈– orexin A

1.2 Surface epithelial cells ‡ªìπ‡´≈≈å∑’ËÀ≈—Ëß‡¡◊Õ°, HCO3, PG, heat

shock protein, TFF ·≈– cathelicidin ‡π◊ËÕß®“°¡’ phospholipid Õ¬Ÿà∑’Ëº‘«

‡´≈≈å‡À≈à“π’È®÷ß¡’§ÿ≥ ¡∫—μ‘‡ªìπ hydrophobic

Heat shock protein π—Èπ∂Ÿ° √â“ß¢÷Èπ‡¡◊ËÕ¡’§«“¡‡§√’¬¥ ‡™àπ ¡’‰¢â ‡°‘¥

oxidative stress ·≈– “√∑’Ë¡’º≈∑”≈“¬‡´≈≈å heat shock protein π’È “¡“√∂

ªÑÕß°—π‡´≈≈å·≈–ªÑÕß°—π°“√ ≈“¬¢Õß‚ª√μ’π

 à«π Cathelicidin ·≈– β-defengine ‡ªìπ‚ª√μ’π∑’Ë¡’Àπâ“∑’ËªÑÕß°—π

°“√‡°“–μ—«¢Õß·∫§∑’‡√’¬·≈–‡æ‘Ë¡Õ—μ√“°“√À“¬¢Õß·º≈

1.3 °“√ √â“ß‡´≈≈å„À¡à®“° mucosal progenitor cells °“√∑¥·∑π‡´≈≈å

∑’Ëº‘«¢Õß°√–‡æ“–Õ“À“√®–„™â‡«≈“ 3-7 «—π ·μà®–„™â‡«≈“‡ªìπ‡¥◊Õπ„π°“√·∑π∑’Ë

‡´≈≈å∑’Ë¡’Àπâ“∑’ËÀ≈—Ëß “√μà“ßÊ  à«π°“√∑¥·∑π epithelial cells À≈—ß®“°‡°‘¥§«“¡

º‘¥ª°μ‘∑’Ëº‘«‡°‘¥¢÷Èπ‚¥¬„™â‡«≈“‡ªìππ“∑’‚¥¬°“√¢¬—∫μ—«¢Õß epithelial cells ∑’ËÕ¬Ÿà

∫√‘‡«≥§Õ¢ÕßμàÕ¡„π°√–‡æ“–Õ“À“√¢÷Èπ¡“ °“√·∫àßμ—«¢Õß progenitor cells ∂Ÿ°

§«∫§ÿ¡‚¥¬ growth factor À≈—°§◊Õ epidermal growth factor receptor (EGF-

R), transforming growth factorα (TGF-α), insulin-like growth factor-1

1.4 Alkaline tide ‡°‘¥¢÷Èπ‡π◊ËÕß®“°°“√°√–μÿâπ°“√À≈—Ëß°√¥®“°‡´≈≈å

parietal ·≈–„π¢≥–‡¥’¬«°—π°Á¡’°“√À≈—Ëß HCO3 ‡¢â“‰ª„π‡π◊ÈÕ‡¬◊ËÕ√–À«à“ß‡´≈≈å´÷Ëß

HCO3 π’È®–∂Ÿ° àß¢÷Èπ‰ª‡Àπ◊ÕμàÕ¡„π epithelial cell ·≈–‡¢â“‰ª„π™àÕß«à“ß„π°√–‡æ“–

Õ“À“√

1.5 °“√‰À≈‡«’¬π¢Õß‡≈◊Õ¥„π™—Èπ¢Õß°≈â“¡‡π◊ÈÕ À≈Õ¥‡≈◊Õ¥·¥ß®–·μ°

·¢πßÕÕ°‡ªìπÀ≈Õ¥‡≈◊Õ¥ΩÕ¬‡¢â“ Ÿà™—Èπ lamina propria ·≈–‡¢â“ Ÿà epithelial cells

„π∑’Ë ÿ¥ endothelial cells ´÷ËßÕ¬Ÿà∑’Ëºπ—ß¢ÕßÀ≈Õ¥‡≈◊Õ¥®– √â“ß “√∑’Ë¡’ƒ∑∏‘Ï¢¬“¬
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À≈Õ¥‡≈◊Õ¥ ‰¥â·°à NO ·≈– PGI2 ´÷Ëß “√ 2 ™π‘¥π’È ¡’§ÿ≥ ¡∫—μ‘„π°“√ªÑÕß°—π°“√

‡°“–μ—«¢Õß‡°≈Á¥‡≈◊Õ¥·≈–‡¡Á¥‡≈◊Õ¥¢“«∑’Ëºπ—ß¢Õß‡ âπ‡≈◊Õ¥ΩÕ¬ ‡¡◊ËÕºπ—ß¢Õß

°√–‡æ“–Õ“À“√∂Ÿ°∑”≈“¬ ®–¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß°“√‰À≈‡«’¬π¢Õß‡≈◊Õ¥´÷Ëß®–æ“‡Õ“

 “√æ‘…μà“ßÊ ÕÕ°‰ª·≈–∑”„Àâ°√¥∑’Ëºà“π‡¢â“¡“„π‡´≈≈å‡®◊Õ®“ß≈ß Hydrogen sul-

fide ‡ªìπ “√Õ’°μ—«Àπ÷Ëß∑’Ë¡’§ÿ≥ ¡∫—μ‘„π°“√ªÑÕß°—πº‘«¢Õß°√–‡æ“–Õ“À“√‚¥¬°“√≈¥

TNF-α ≈¥°“√‡°“–μ—«¢Õß‡¡Á¥‡≈◊Õ¥¢“«∑’Ëºπ—ßÀ≈Õ¥‡≈◊Õ¥·≈–≈¥°“√‡°‘¥·º≈„π∑“ß

‡¥‘πÕ“À“√®“°¬“ NSAIDs

1.6 ‡ âπª√– “∑∑’Ë¡“‡≈’È¬ßºπ—ß¢Õß°√–‡æ“Õ“À“√ À≈Õ¥‡≈◊Õ¥∑’Ë¡“‡≈’È¬ß

°√–‡æ“–Õ“À“√®–∂Ÿ°§«∫§ÿ¡‚¥¬‡ âπª√– “∑´÷Ëß‡¢â“¡“„π™—Èπ lamina propria

æ√âÕ¡°—∫À≈Õ¥‡≈◊Õ¥ΩÕ¬·≈–¡“ ‘Èπ ÿ¥∑’Ë epithelial cells ‚¥¬‡ âπª√– “∑‡À≈à“π’È

 “¡“√∂√—∫√Ÿâ§«“¡‡ªìπ°√¥∑’Ëº‘«¢Õß‡´≈≈å‰¥â °“√°√–μÿâπ‡ âπª√– “∑‡À≈à“π’È®–¡’º≈

∂÷ßºπ—ß¢ÕßÀ≈Õ¥‡≈◊Õ¥·¥ß´÷Ëß§«∫§ÿ¡°“√‰À≈‡«’¬π¢Õß‡≈◊Õ¥¥â«¬

1.7 °“√ √â“ß PGE2 ·≈– PGI2 Õ¬à“ßμàÕ‡π◊ËÕß PG ¡’§ÿ≥ ¡∫—μ‘„π°“√

¬—∫¬—Èß°“√À≈—Ëß°√¥ °√–μÿâπ°“√ √â“ß‡¡◊Õ° HCO3 ·≈–°“√À≈—Ëß phospholipid ‡æ‘Ë¡

°“√‰À≈‡«’¬π¢Õß‡≈◊Õ¥·≈–°√–μÿâπ°“√√—°…“·º≈ ¬—∫¬—Èß mast cells ‡¡Á¥‡≈◊Õ¥¢“«

·≈– ‡°≈Á¥‡≈◊Õ¥‰¡à„Àâ¡“‡°“–μ‘¥∑’Ëºπ—ß¢ÕßÀ≈Õ¥‡≈◊Õ¥Õ’°¥â«¬

PG ∑”Àπâ“∑’Ëºà“π EP receptor ∑’Ë 1-4 ‚¥¬∑’Ë

EP1 receptor ®–‡æ‘Ë¡°“√À≈—Ëß¢Õß HCO3

EP2 receptor ‡æ‘Ë¡‡≈◊Õ¥‰ª‡≈’È¬ß∫√‘‡«≥∑’Ë¡’°“√∑”≈“¬¢Õßºπ—ß°√–‡æ“–

Õ“À“√·≈–≈¥°“√‡§≈◊ËÕπ‰À«¢Õß°√–‡æ“–Õ“À“√

EP3 receptor ¡’Àπâ“∑’Ë‡°’Ë¬«°—∫°“√§«∫§ÿ¡°“√À≈—Ëß°√¥

EP4 receptor ¡’Àπâ“∑’Ë§«∫§ÿ¡°“√À≈—Ëß‡¡◊Õ°

2. °“√§«∫§ÿ¡‚¥¬√–∫∫ŒÕ√å‚¡π

°“√ª°ªÑÕß‡¬◊ËÕ∫ÿº‘«°√–‡æ“–Õ“À“√∂Ÿ°§«∫§ÿ¡‚¥¬√–∫∫ª√– “∑ à«π°≈“ß

·≈–ŒÕ√å‚¡π °“√°√–μÿâπ√–∫∫ª√– “∑ vagal ®–‡æ‘Ë¡°“√À≈—Ëß¢Õß‡¡◊Õ°·≈–‡æ‘Ë¡ pH

„π‡´≈≈å °“√À≈—Ëß “√ glucocorticoid ®“°μàÕ¡À¡«°‰μ„π¢≥–∑’Ë¡’§«“¡‡§√’¬¥
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‡ªìπ à«πÀπ÷Ëß¢Õß°“√ª°ªÑÕß‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√ ·≈–°“√„Àâ¬“ corticosteriod

 “¡“√∂™à«¬≈¥°“√‡°‘¥·º≈„π°√–‡æ“–Õ“À“√‰¥â

 “‡Àμÿ∑’Ë∑”„Àâ‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√∂Ÿ°∑”≈“¬

1. NSAIDs

„π√–¬–·√°·Õ ‰æ√‘π∑”„Àâ‡°‘¥·º≈„π°√–‡æ“–Õ“À“√®“°°“√√–§“¬‡§◊Õß

∑’Ëº‘«‚¥¬μ√ß NSAIDs  à«π„À≠à¡’§«“¡‡ªìπ°√¥ÕàÕπÊ ®÷ß “¡“√∂ºà“πºπ—ß‡´≈≈å

‡¢â“‰ª¥â“π„π‰¥â §«“¡‡ªìπ°≈“ß¢Õß pH ¿“¬„π‡´≈≈å∑”„Àâ¡’°“√‡ª≈’Ë¬π ¿“æ¢Õß

NSAIDs ‰ª‡ªìπ„π√Ÿª¢Õß ionized form  – ¡Õ¬Ÿà¿“¬„π‡´≈≈å·≈–¡’º≈∑”≈“¬

‡´≈≈å‰¥â ¡’°“√∑¥≈Õßæ∫«à“ À≈—ß®“°„Àâ·Õ ‰æ√‘π¢π“¥ 650 ¡‘≈≈‘°√—¡‡ªìπ‡«≈“ 10

π“∑’ Àπ÷Ëß„π ’Ë¢Õß‡´≈≈å®–∂Ÿ°∑”≈“¬„π‡«≈“ 15-30 π“∑’ À≈—ß®“°π—Èπ®–æ∫‡≈◊Õ¥

ÕÕ°∑’Ëº‘«‡´≈≈å‚¥¬°“√ àÕß°≈âÕßμ√«®°√–‡æ“–Õ“À“√ ‡¡◊ËÕºŸâªÉ«¬‰¥â√—∫·Õ ‰æ√‘π

¢π“¥‡¥‘¡ 4 §√—Èß „π‡«≈“ 1 «—π ®–‡°‘¥·º≈„π°√–‡æ“–Õ“À“√‚¥¬‡©æ“–∫√‘‡«≥ an-

trum ‚¥¬∑’Ë‰¡à‡°‘¥‡≈◊Õ¥ÕÕ°√ÿπ·√ßÀ√◊Õ‡°‘¥°“√∑–≈ÿ¢Õß∑“ß‡¥‘πÕ“À“√

º≈¢â“ß‡§’¬ß¢Õß NSAIDs μàÕ‡¬◊ËÕ∫ÿ∑“ß‡¥‘πÕ“À“√ à«π„À≠à‡°‘¥¢÷Èπ®“°

°“√¬—∫¬—Èß°“√ √â“ß PG ‚Õ°“ ‡°‘¥·º≈„π°√–‡æ“–Õ“À“√·≈–≈”‰ â‡≈Á°æ∫‰¥âª√–¡“≥

15-30% „πºŸâªÉ«¬∑’Ë√—∫ª√–∑“π NSAIDs ∑—Ë«Ê ‰ª ·μàÀ“°√—∫ª√–∑“π¬“μàÕ‡π◊ËÕß

‡ªìπ‡«≈“ 6 ‡¥◊Õπ ®–¡’Õ—μ√“°“√‡°‘¥·º≈‡æ‘Ë¡‡ªìπ 45% ‚¥¬‡°‘¥·º≈„π°√–‡æ“–

Õ“À“√¡“°°«à“·º≈„π≈”‰ â‡≈Á° 4 ‡∑à“

°“√„™â NSAIDs μàÕ‡π◊ËÕßÀ≈—ß®“°∑’Ë‡°‘¥·º≈∑’Ë‡¬◊ËÕ∫ÿ∑“ß‡¥‘πÕ“À“√ ¬—ß¡’º≈

°√–∑∫μàÕÕ—μ√“°“√À“¬¢Õß·º≈ ·¡â®–„Àâ¬“≈¥°√¥§«∫§Ÿà‰ª¥â«¬·≈â«°Áμ“¡ À√◊Õ

·¡â·μà°“√„™â NSAIDs ™π‘¥∑’Ë¡’º≈‡©æ“–°—∫ COX-2 °Á àßº≈°√–∑∫μàÕ°“√À“¬

¢Õß·º≈¥â«¬‡™àπ°—π (μ“√“ß∑’Ë 1)

COX-1 ·≈– COX-2 μà“ß°Á‡ªìπ‡Õπ‰´¡å∑’Ë„™â„π°“√ √â“ß PG §«“¡·μ°μà“ß§◊Õ

COX-1 æ∫„πÕ«—¬«–À≈“¬™π‘¥  à«π COX-2 ‰¡àæ∫„πÕ«—¬«– à«π„À≠à·μà∂Ÿ°

°√–μÿâπ‚¥¬ growth factor ·≈– cytokines PG ∑’Ë √â“ßºà“π∑“ß COX-1 ¡’Àπâ“∑’Ë
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„π°“√ª°ªÑÕß‡¬◊ËÕ∫ÿº‘«°√–‡æ“–Õ“À“√ ¬“∑’Ë¡’º≈μàÕ COX-1 ‡™àπ indomethacin ·≈–

ibuprofen ∑”„Àâ‡°‘¥·º≈„π°√–‡æ“–Õ“À“√‚¥¬∑”„Àâª√‘¡“≥¢Õß PGE2 ≈¥≈ß

πÕ°®“°π’È¬—ß‡°’Ë¬«¢âÕß°—∫°“√¬—∫¬—Èß¢Õß oxidative phosphorylation „π mitochon-

dria °“√¬—∫¬—Èß¢Õß kinase (phosphorylating enzyme) ·≈–¡’°“√°√–μÿâπ

°√–∫«π°“√ apoptosis ·≈– “√ leukotrienes

‡¡◊ËÕ‡ª√’¬∫‡∑’¬∫√–À«à“ß°“√„™â·Õ ‰æ√‘π°—∫°“√„™â NSAIDs ™π‘¥Õ◊Ëπ·≈â«

·Õ ‰æ√‘π¡’·π«‚πâ¡„π°“√∑”≈“¬‡¬◊ËÕ∫ÿº‘«°√–‡æ“–Õ“À“√πâÕ¬°«à“ ‡π◊ËÕß®“°

·Õ ‰æ√‘πμà“ß®“° NSAIDs Õ¬à“ßÕ◊Ëπ‚¥¬ “¡“√∂°√–μÿâπ„Àâ‡°‘¥ “√ aspirin-trig-

gered lipoxin ´÷Ëß¬—∫¬—Èß°“√√«¡μ—«°—π¢Õß‡¡Á¥‡≈◊Õ¥¢“«™π‘¥ neutrophils ¬‘Ëß‰ª

°«à“π—Èπ ·Õ ‰æ√‘π¬—ß‰¡à‡æ‘Ë¡°“√‡§≈◊ËÕπ‰À«¢Õß°√–‡æ“–Õ“À“√Õ’°¥â«¬

μ“√“ß∑’Ë 1 · ¥ß°“√‡ª√’¬∫‡∑’¬∫ß“π«‘®—¬μà“ßÊ ‡°’Ë¬«°—∫º≈¢â“ß‡§’¬ß¢Õß NSAIDs μàÕ√–∫∫∑“ß‡¥‘πÕ“À“√

MUCOSA CLASS VIGOR TARGET

(n = 4,439) (n = 3,981) (n = 4,029) (n = 9,127)

Type of arthritis RA OA (73%), RA (27%) RA OA

NSAIDs 10 specified Ibuprofen 800 mg Naproxen Ibuprofen 800 mg

NSAIDs thrice daily, 500 mg thrice daily,

diclofenac 75 mg twice daily naproxen 500 mg

twice daily twice daily

Low-dose aspirin Not stated 22% Exclusion 24%

criterion

Median follow-up 6 months 9 months 9 months 12 months

Upper GI complications 1.5 1.0 1.4 1.3

(annualized incidence; %)

Upper GI clinical events 2.7 2.8 4.5 2.8

(annualized incidence; %)

OA, osteoarthritis; RA, rheumatoid arthritis
Upper GI complications include bleeding, perforation, or obstruction.
Clinical events include complications plus uncomplicated symptomatic ulcers
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2. Stress related mucosal disease (SRMD)

¡—°‡°‘¥¢÷Èπ„πºŸâªÉ«¬«‘°ƒμ ‡™àπ ºŸâªÉ«¬∑’Ë‰¥â√—∫Õÿ∫—μ‘‡ÀμÿÕ¬à“ß√ÿπ·√ß ¡’·º≈

‰ø‰À¡â‡°‘πÀπ÷Ëß„π “¡¢Õßæ◊Èπ∑’Ëº‘«Àπ—ß ‚√§„π√–∫∫ ¡Õß∑’Ë√ÿπ·√ß °“√ºà“μ—¥„À≠à

·≈–‚√§∑“ßÕ“¬ÿ√°√√¡Õ◊ËπÊ ∑’Ë√ÿπ·√ß ·μàªí®®—¬À≈—°∑’Ë∑”„Àâ‡°‘¥‡≈◊Õ¥ÕÕ°®“°

°√–‡æ“–Õ“À“√¡’ 2 ª√–°“√ ‰¥â·°à °“√„™â‡§√◊ËÕß™à«¬À“¬„®π“π‡°‘π 48 ™—Ë«‚¡ß ·≈–

§«“¡º‘¥ª°μ‘„π°“√·¢Áßμ—«¢Õß‡≈◊Õ¥ ®“°°“√ àÕß°≈âÕß°√–‡æ“–Õ“À“√„πºŸâªÉ«¬

«‘°ƒμ‡À≈à“π’Èæ∫·º≈„π°√–‡æ“–Õ“À“√ 75-100% „π 1-3 «—π·√° ·≈–æ∫≈—°…≥–

‡ªìπ®ÿ¥‡≈◊Õ¥ÕÕ°¢π“¥‡≈Á°∑—Ë«Ê ‰ª ‚¥¬æ∫¡“°∑’Ë à«πμâπ¢Õß°√–‡æ“–Õ“À“√  à«π

„À≠à¡—°¡’‡≈◊Õ¥ÕÕ°‰¡à¡“° æ∫ºŸâªÉ«¬∑’Ë¡’‡≈◊Õ¥ÕÕ°¡“°‡æ’¬ß 20%

æ¬“∏‘ ¿“æ¢Õß SRMD ‡°‘¥®“°¿“«–¢“¥‡≈◊Õ¥À√◊Õ¿“«–∑’Ë§«“¡¥—π‚≈À‘μ

μË”≈ß®π‡À≈◊Õ‡æ’¬ß 40% ¢Õß¿“«–ª°μ‘ ‡¬◊ËÕ∫ÿº‘«°√–‡æ“–Õ“À“√¬—ß∂Ÿ°∑”≈“¬Õ’°

À≈—ß®“°∑’Ë‡≈◊Õ¥°≈—∫¡“‡≈’È¬ß∑’Ë°√–‡æ“–Õ“À“√·≈â« ®“°°“√∑’Ë¡’ oxygen-free radi-

cals (´÷Ëß “¡“√∂ªÑÕß°—π‰¥â‚¥¬°“√„™â¬“ allopurinol) πÕ°®“°π’È °“√≈¥≈ß¢Õß

nitric oxide (NO) ·≈–°“√‡æ‘Ë¡¢÷Èπ¢Õß endothelin-1 ¬—ß¡’ à«π„π°“√°àÕ„Àâ‡°‘¥

SRMD ¥â«¬

3. °“√‡ ◊ËÕ¡¢Õß°√–‡æ“–Õ“À“√®“°Õ“¬ÿ

Õ“¬ÿ∑’Ë¡“°¢÷Èπ∑”„Àâ√–∫∫°“√ªÑÕß°—πμ—«¢Õß‡¬◊ËÕ∫ÿº‘«°√–‡æ“–Õ“À“√‡ ◊ËÕ¡

 ¿“æ≈ß ‡™àπ °“√≈¥≈ß¢Õß°“√À≈—Ëß‡¡◊Õ° HCO3, PG, NO ·≈–°“√≈¥≈ß¢Õß°“√

μÕ∫ πÕß¢Õß‡ âπª√– “∑μàÕ°√¥ √«¡∑—Èß°“√À“¬¢Õß·º≈°Á™â“≈ß¥â«¬

4. Portal hypertensive gastropathy

¡’º≈∑”„Àâ°“√ªÑÕß°—πμ—«¢Õß‡¬◊ËÕ∫ÿº‘«°√–‡æ“–Õ“À“√≈¥≈ß ‡π◊ËÕß®“°

ÕÕ°´‘‡®π∑’Ë‰ª‡≈’È¬ß‡π◊ÈÕ‡¬◊ËÕ≈¥≈ß  “‡Àμÿ‡°‘¥®“°°“√≈¥≈ß¢Õß¢π“¥À≈Õ¥‡≈◊Õ¥ 3.5

‡∑à“¢Õß¢π“¥À≈Õ¥‡≈◊Õ¥ª°μ‘ ∑”„Àâ°“√À“¬¢Õß·º≈™â“≈ß¥â«¬ „πºŸâªÉ«¬∑’Ë¥◊Ë¡

·Õ≈°ÕŒÕ≈åæ∫«à“¡’°“√ √â“ßÀ≈Õ¥‡≈◊Õ¥„À¡à≈¥≈ß 10 ‡∑à“ ‡¡◊ËÕ‡∑’¬∫°—∫ºŸâªÉ«¬∑’Ë‰¡à
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¥◊Ë¡·Õ≈°ÕŒÕ≈å

°“√ªÑÕß°—π°“√∑”≈“¬‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√®“° “‡Àμÿμà“ßÊ

 “√ PG ®–ªÑÕß°—π°“√‡°‘¥·º≈„π°√–‡æ“–Õ“À“√®“° NSAID ‡°≈◊ÕπÈ”¥’

πÈ”√âÕπ ·Õ≈°ÕŒÕ≈å °√¥ ¥à“ß ·≈–¬—ß “¡“√∂ªÑÕß°—π°“√∂Ÿ°∑”≈“¬„πÕ«—¬«–Õ¬à“ß

Õ◊Ëπ‰¥âÕ’° ‰¥â·°à μ—∫ μ—∫ÕàÕπ ‰μ À≈Õ¥‡≈◊Õ¥ À—«„®  “√Õ◊Ëπ∑’Ë¡’º≈ªÑÕß°—π°“√‡°‘¥

·º≈°√–‡æ“–Õ“À“√ ‰¥â·°à sucralfate ¬“ antacid ∑’Ë¡’ à«πº ¡¢Õß aluminum

·≈–¬“ rebamipide °“√ √â“ß “√ PG ®–¡“°¢÷Èπ‡¡◊ËÕ¥◊Ë¡·Õ≈°ÕŒÕ≈åÀ√◊Õ‰¥â√—∫ “√

capsaicin ‚¥¬ºà“π°“√°√–μÿâπ EP-1 receptor ·μà°√–∫«π°“√π’È®–∂Ÿ°¢—¥¢«“ß‚¥¬

NSAIDs

°“√ªÑÕß°—π°“√‡°‘¥·º≈„π∑“ß‡¥‘πÕ“À“√∑’Ë‡°‘¥®“° NSAID

¡’°“√«‘®—¬æ∫«à“°“√„™â¬“ misoprostol, H2RA À√◊Õ PPI √à«¡°—∫ NSAIDs

·≈–°“√„™â COX2-selective inhibitors (COXIBs) ≈¥°“√‡°‘¥·º≈„π∑“ß‡¥‘π

Õ“À“√∑’Ë‡°‘¥®“° NSAIDs ‰¥â (μ“√“ß∑’Ë 2)

ºŸâªÉ«¬°≈ÿà¡∑’Ë¡’§«“¡‡ ’Ë¬ß∑’Ë®–‡°‘¥ªí≠À“®“° NSAIDs ‰¥â·°à ºŸâªÉ«¬∑’Ë

¡’Õ“¬ÿ¡“°°«à“ 65 ªï ºŸâªÉ«¬∑’Ë‡§¬¡’‡≈◊Õ¥ÕÕ°„π√–∫∫∑“ß‡¥‘πÕ“À“√¡“°àÕπ ‰¥â√—∫¬“

μ“√“ß∑’Ë 2 ß“π«‘®—¬‡ª√’¬∫‡∑’¬∫°“√„™â¬“μà“ßÊ „π°“√ªÑÕß°—π°“√‡°‘¥·º≈„π∑“ß‡¥‘πÕ“À“√∑’Ë‡°‘¥

®“° NSAIDs

Gastric ulcer Duodenal ulcer

Misoprostol cotherapy 0.26(0.17-0.39) 0.47(0.33-0.69)

H2RA (standard dose) cotherapy 0.73(0.50-1.09) 0.36(0.18-0.74)

H2RA (double dose) cotherapy 0.44(0.26-0.74) 0.26(0.11-0.65)

PPI cotherapy 0.40(0.32-0.51) 0.19(0.09-0.37)

COX-2 selective inhibitor 0.21(0.18-0.25) 0.34(0.25-0.45)

Relative risk (95% CI) of traditional NSAIDS + medical cotherapy or of COX-2 selective inhibitors vs
traditional NSAIDs alone
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corticosteroid À√◊Õ¬“μâ“π°“√·¢Áßμ—«¢Õß‡≈◊Õ¥√à«¡¥â«¬ ºŸâªÉ«¬‡À≈à“π’È§«√‰¥â

√—∫°“√ªÑÕß°—π°“√‡°‘¥·º≈®“° NSAIDs ‚¥¬

1. „™â¬“√à«¡°—π°—∫ NSAIDs

1.1 Misoprostol

‡ªìπ “√ —ß‡§√“–Àå∑’Ë‡À¡◊Õπ°—∫ PGE1 ¡’ à«π„π°“√‡æ‘Ë¡ PG „πºπ—ß

°√–‡æ“–Õ“À“√ ®“°°“√«‘®—¬æ∫«à“º≈„π°“√ªÑÕß°—π°“√‡°‘¥·º≈„π∑“ß‡¥‘πÕ“À“√

‡æ‘Ë¡¢÷Èπ‡¡◊ËÕ‡æ‘Ë¡¢π“¥ misoprostol ®“° 400 ‡ªìπ 800 ‰¡‚§√°√—¡

°“√„™â misoprostol ‰¥âº≈¥’„π°“√ªÑÕß°—π°“√‡°‘¥·º≈„π°√–‡æ“–

Õ“À“√¡“°°«à“°“√„™â H2RA ·μà‰¡àμà“ß°—∫ H2RA „π°“√ªÑÕß°—π°“√‡°‘¥·º≈„π

≈”‰ â‡≈Á° ¢âÕ‡ ’¬¢Õß misoprostol §◊Õ¡’º≈¢â“ß‡§’¬ß‰¥â·°à ∑âÕß‡ ’¬·≈–∑âÕßÕ◊¥

1.2 ¬“μâ“π H2-receptor

®“°°“√»÷°…“æ∫«à“ H2RA ‰¡à “¡“√∂ªÑÕß°—π°“√‡°‘¥·º≈°√–‡æ“–

Õ“À“√®“° NSAIDs ·μàªÑÕß°—π°“√‡°‘¥·º≈„π≈”‰ â‡≈Á°‰¥â Õ¬à“ß‰√°Áμ“¡ ∂â“„Àâ H2RA

„π¢π“¥‡æ‘Ë¡‡ªìπ 2 ‡∑à“ °Á®– “¡“√∂ªÑÕß°—π°“√‡°‘¥·º≈„π°√–‡æ“–Õ“À“√®“° NSIAD

‰¥â‡™àπ°—π

1.3 PPI

 “¡“√∂™à«¬≈¥°“√‡°‘¥·º≈„π°√–‡æ“–Õ“À“√·≈–≈”‰ â‡≈Á°‰¥â ·≈–¡’

ª√– ‘∑∏‘¿“æ¥’°«à“ misoprostol „π°“√ªÑÕß°—π°“√‡°‘¥·º≈„π≈”‰ â‡≈Á°∑’Ë‡°‘¥®“°

NSAID ·μà∂â“„Àâ misoprostol „π¢π“¥ Ÿß §◊Õ 200 ‰¡‚§√°√—¡ «—π≈– 4 §√—Èß ®–¡’

º≈„π°“√ªÑÕß°—π°“√‡°‘¥·º≈°“√–‡æ“–Õ“À“√¥’°«à“ PPI

2. °“√„™â¬“„π°≈ÿà¡ COXIBs

°“√„™â¬“„π°≈ÿà¡π’È “¡“√∂≈¥°“√‡°‘¥·º≈„π°√–‡æ“–Õ“À“√·≈–≈”‰ â‡≈Á°‰¥â

‡¡◊ËÕ‡∑’¬∫°—∫°“√„™â NSAIDs ∑—Ë«‰ª ¬°‡«âπ diclofenac ´÷Ëß‰¡àæ∫‡≈◊Õ¥ÕÕ°√ÿπ·√ß

®“°·º≈ Õ“®‡π◊ËÕß®“° diclofenac ¡’§ÿ≥ ¡∫—μ‘μâ“π‡°≈Á¥‡≈◊Õ¥πâÕ¬ (μ“√“ß∑’Ë 3)

ºŸâªÉ«¬∑’Ë‡§¬¡’ª√–«—μ‘‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ À√◊Õ¡’ªí®®—¬‡ ’Ë¬ß¥—ß°≈à“«

¢â“ßμâπÀ≈“¬¢âÕ ®—¥«à“¡’§«“¡‡ ’Ë¬ß Ÿß¡“°∑’Ë®–‡°‘¥Õ“°“√·∑√°´âÕπ®“°·º≈„π∑“ß

‡¥‘πÕ“À“√ §«√‰¥â√—∫¬“ COXIBs √à«¡°—∫ PPI
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μ“√“ß∑’Ë 3 º≈¢â“ß‡§’¬ßμàÕ√–∫∫∑“ß‡¥‘πÕ“À“√ à«πμâπ‡¡◊ËÕ„™â COXIBs ‡ª√’¬∫‡∑’¬∫°—∫ NSAIDs ∑—Ë«‰ª

CLASS VIGOR TARGET SUCCESS MEDAL

(n = 3,981) (n = 4,029) (n = 9,127) (n = 13,274) (n = 34,701)

Type of OA (73%), RA OA OA OA (72%),

arthritis RA (27%) RA (28%)

COXIBs Celecoxib 400 Rofecoxib 50 Lumiracoxib Celecoxib 100, Etoricoxib 60,

mg twice daily mg daily 400 mg daily 200 mg twice daily 90 mg daily

Traditional Ibuprofen 800 Naproxen Ibuprofen 800 Naproxen 500 Diclofenac 50

NSAIDs mg 3 times daily, 500 mg mg 3 times daily, mg twice daily, mg 3 times

diclofenac 75 mg twice daily naproxen 500 mg diclofenac 50 mg daily, 75 mg

twice daily twice daily twice daily twice daily

Low-dose 22% Exclusion 24% 7% 33%

aspirin use criterion

PPI use Exclusion Exclusion Exclusion Exclusion 40%

criterion criterion criterion criterion

Median 9 months 9 months 12 months 12 weeks mean 18

follow-up months

Upper GI complications

RR (95% CI) 0.77 0.43 0.34 0.14 0.91

(0.41-1.46) (0.24-0.78) (0.22-0.52) (0.03-0.69) (0.67-1.24)

NNT - 128(1year) 120(1year) 714(12weeks) -

Upper GI clinical events

RR (95% CI) 0.66 0.46 0.46 0.50 0.69

(0.45-0.98) (0.33-0.64) (0.36-0.60) (0.26-0.96) (0.57-0.83)

NNT 111(1year) 41(1year) 64(1year) 476(12weeks) 333(1year)

Clinical events include complications plus uncomplicated symptomatic ulcers
NNT, number-needed-to-treat (at specific time period based on individual study)
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°“√ªÑÕß°—π°“√‡°‘¥ SRMD

®“°°“√«‘®—¬æ∫«à“°“√„™â H2RA ‰¥âº≈¥’°«à“ sucralfate „π°“√ªÑÕß°—π°“√

‡°‘¥ SRMD ‚¥¬‰¡àæ∫Õ—μ√“°“√‡°‘¥ªÕ¥Õ—°‡ ∫®“°°“√„™â‡§√◊ËÕß™à«¬À“¬„®‡æ‘Ë¡

¡“°¢÷Èπ °“√‡√‘Ë¡„ÀâÕ“À“√∑“ßª“°Õ¬à“ß√«¥‡√Á«‡ªìπªí®®—¬ ”§—≠Õ’°ª√–°“√Àπ÷Ëß„π

°“√≈¥Õ—μ√“°“√‡°‘¥‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ °“√„Àâ PPI  “¡“√∂≈¥‡≈◊Õ¥ÕÕ°

„π∑“ß‡¥‘πÕ“À“√™π‘¥√ÿπ·√ß‰¥â ·μà ”À√—∫ misoprostol ¬—ß‰¡à¡’À≈—°∞“π∑“ß°“√

«‘®—¬‡°’Ë¬«°—∫°“√„™â¬“π’È„π°“√ªÑÕß°—π°“√‡°‘¥ SRMD

°“√æ—≤π“Õß§å§«“¡√Ÿâ „πÕπ“§μ

®“°§«“¡√Ÿâ∑—ÈßÀ¡¥„π‡√◊ËÕß¥—ß°≈à“«¢â“ßμâπ®–°àÕ„Àâ‡°‘¥

1. °“√æ—≤π“„π à«π¢Õß¬“ ‰¡à«à“®–‡ªìπ No-NSAID, H2s-NSAID ·≈–

phosphatidylcholine-NSAID

2. °“√·∫àß·¬°ª√–‡¿∑ºŸâªÉ«¬∑’Ë¡’§«“¡‡ ’Ë¬ßμàÕ°“√„™â¬“π’È

3. ¢¬“¬º≈§«“¡√Ÿâ‰ª„™âª√–‚¬™πå°—∫Õ«—¬«–Õ◊Ëπ ‡™àπ PEG2 „π°“√ª°ªÑÕß

μ—∫ μ—∫ÕàÕπ °≈â“¡‡π◊ÈÕÀ—«„®

4. °“√»÷°…“«‘®—¬‡°’Ë¬«°—∫°≈‰°°“√ªÑÕß°—π√–¥—∫‡´≈≈å

‡Õ° “√Õâ“ßÕ‘ß

Laine L, Takeuchi K, Tarnawski A. Gastric mucosal defense and cytoprotection:
bench to bedside. Gastroenterology. 2008;135:41-60.
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ß“πª√–™ÿ¡ GAT °≈“ßªï 2555

‡°Á∫ (¿“æ) ¡“Ω“°

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

ºà“π‰ª·≈â«‡√’¬∫√âÕ¬°—∫ß“πª√–™ÿ¡ GAT

°≈“ßªï∑’Ëºà“π¡“ ´÷Ëß®—¥¢÷Èπ‡¡◊ËÕ«—π∑’Ë 12-14 °√°Æ“§¡

2555 ∑’Ë‚√ß·√¡Œ‘≈μ—π À—«À‘π ¡’ºŸâ π„®≈ß∑–‡∫’¬π∑—Èß

 ‘Èπ 306 §π ·≈–¡“‡¢â“ª√–™ÿ¡°—πÕ¬à“ßÕÿàπÀπ“Ω“§—Ëß

„πß“ππ’È Õ“®“√¬åÕ“¿— ≥’ ‚ ¿≥ ƒ…Æå ÿ¢

ª√–∏“πΩÉ“¬«‘™“°“√·≈–°“√»÷°…“μàÕ‡π◊ËÕß ‰¥â®—¥

‚ª√·°√¡°“√ª√–™ÿ¡„Àâ¡’°“√π”‡ πÕº≈ß“π«‘®—¬¢Õß

fellow ‡æ◊ËÕ‡ªî¥‡«∑’«‘™“°“√„Àâ fellow ‰¥â¡’‚Õ°“ 

‡ πÕÕß§å§«“¡√Ÿâ®“°ß“π«‘®—¬∑’Ë‰¥â∑ÿà¡‡∑∑”¡“μ≈Õ¥‡«≈“

2 ªï ‚¥¬¡’§≥“®“√¬å„π‚√ß‡√’¬π·æ∑¬å‡ªìπ∑’Ëª√÷°…“

°“√‡ πÕº≈ß“π¢Õß fellow ª√–°Õ∫¥â«¬ oral presentation ·≈– poster

presentation  ”À√—∫ oral presentation °√√¡°“√‰¥â§—¥‡≈◊Õ°®“°°“√Õà“πº≈

ß“π∑’Ë àß‡¢â“¡“„Àâ‡À≈◊Õ®”π«π 5 §π‡æ◊ËÕ¡“π”‡ πÕ„πß“πª√–™ÿ¡ ´÷Ëß¡’ºŸâ π„®‡¢â“øíß

®”π«π¡“° πÕ°®“°π’È §≥–°√√¡°“√¬—ß‰¥âμ—¥ ‘π°“√ª√–°«¥ oral presentation

ª√“°Ø«à“ √“ß«—≈∑’Ë 1 ‡ªìπ¢Õß fellow ®“°‡™’¬ß„À¡à §◊Õ π“¬·æ∑¬å π‘∏‘ ∏‘π√ÿàß‚√®πå

„πÀ—«¢âÕ‡√◊ËÕß çAlginate Accelerates Healing of Post-banding Ulcers - A

Randomized Controlled Trialé ÷́Ëß‰¥â¡’‚Õ°“ ‰ª‡ πÕº≈ß“π«‘®—¬ (poster pre-

sentation) ∑’Ëß“π DDW 2012 ∑’Ëºà“π¡“¥â«¬ ‚ª√¥μ‘¥μ“¡√“¬≈–‡Õ’¬¥„π«“√ “√

Thai Journal of Gastroenterology

·æ∑¬åÀ≠‘ß Õ“¿— ≥’ ‚ ¿≥ ƒ…Æå ÿ¢
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π“¬·æ∑¬å π‘∏‘ ∏‘π√ÿàß‚√®πå ¿“æ∫π oral presentation „πß“πª√–™ÿ¡ GAT °≈“ßªï

¿“æ≈à“ß poster presentation DDW 2012
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 à«π poster presentation „πªïπ’È ‰¥â®—¥„Àâ¡’°“√π”‡ πÕ‡ªìπ e-poster

‚¥¬μ—Èß LCD ¢π“¥ 22 π‘È« ®”π«π 2 ®Õ ‰«â∫√‘‡«≥Àπâ“ÀâÕßª√–™ÿ¡ ‰¥â√—∫§«“¡

 π„®®“°ºŸâ‡¢â“√à«¡ª√–™ÿ¡‡ªìπÕ¬à“ß¡“° ·≈–∑“ß ¡“§¡œ ‰¥âπ”‰ª post ≈ß∫π

website ¢Õß ¡“§¡œ ‡ªìπ∑’Ë‡√’¬∫√âÕ¬·≈â« ‡™‘≠·«–‡¢â“‰ª™¡·≈–Õà“π√“¬≈–‡Õ’¬¥

‰¥â§à–

e-poster „πß“πª√–™ÿ¡ ´÷ËßºŸâ™¡ “¡“√∂ —¡º— Àπâ“®Õ ·≈–‡≈◊Õ°À—«¢âÕ∑’Ë π„®Õà“π‰¥â
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 ”À√—∫À—«¢âÕª√–™ÿ¡„π§√—Èßπ’È ®“°°“√ª√–‡¡‘πº≈æ∫«à“À—«¢âÕ∑’Ë¡’°√–· 

μÕ∫√—∫¡“°∑’Ë ÿ¥ ‰¥â·°à Highlight 2 ‡√◊ËÕß §◊Õ Highlight ‡°’Ë¬«°—∫ GI ·≈– Endo-

scopy ∑”„Àâ§≥–ºŸâ®—¥§ß®–μâÕßæ¬“¬“¡π” Highlight „πÀ—«¢âÕμà“ßÊ ∑’Ëπà“ π„®

¡“‰«â„π°“√ª√–™ÿ¡§√—ÈßμàÕÊ ‰ª √«¡∑—Èß¡’·ºπ°“√∑’Ë®–π”‰ª post ≈ß∫π website

¢Õß ¡“§¡œ ‡æ◊ËÕ‡ªìπª√–‚¬™πå°—∫ ¡“™‘°∑ÿ°Ê ∑à“π ∑—ÈßºŸâ∑’Ëæ≈“¥‚Õ°“ ‡¢â“øíß ·≈–

ºŸâ∑’Ë¬—ßμâÕß°“√∑∫∑«π„π√“¬≈–‡Õ’¬¥ ∑“ßºŸâ®—¥¬—ßΩ“°ª√–™“ —¡æ—π∏å¥â«¬«à“ §√—ÈßμàÕ

‰ª®–¡’ session  ”À√—∫æ¬“∫“≈‚√§∑“ß‡¥‘πÕ“À“√  àÕß°≈âÕß ·≈–‚√§μ—∫¥â«¬

∫√√¬“°“»Àπâ“ÀâÕßª√–™ÿ¡

ºŸâ≈ß∑–‡∫’¬π ·≈– ºŸâ π—∫ πÿπ
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°“√ª√–°«¥º≈ß“π«‘®—¬„πß“πª√–™ÿ¡ªïÀπâ“ §ß®–‰¡à‰¥â¡’‡æ’¬ßº≈ß“π¢Õß

fellow ‡∑à“π—Èπ ·μà¢Õ‡™‘≠™«π∑à“π ¡“™‘°∑ÿ°∑à“π∑’Ë¡’§«“¡ π„®¥â“π°“√∑”«‘®—¬

 “¡“√∂‡μ√’¬¡º≈ß“π àß‡¢â“ª√–°«¥·≈–π”‡ πÕ„πªïÀπâ“π–§– §≥–ºŸâ®—¥À«—ß∑’Ë®–

‡ÀÁπ∫√√¬“°“»«‘™“°“√‡¢â¡¢âπ„π°“√ª√–™ÿ¡ GAT ¢Õß‡√“ ·≈–μâÕß°“√‡ªî¥‚Õ°“ 

„Àâ ¡“™‘°∑ÿ°∑à“π‰¥â¡’ à«π√à«¡§à–



67∫.°. ∫Õ°°≈à“«

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

∫.°. ∫Õ°°≈à“«

 «— ¥’§à– ∑à“π ¡“™‘° ¡“§¡œ ∑ÿ°∑à“π ‡æ‘Ëßºà“πæâπ‰ª‰¡àπ“π°—∫°“√

ª√–™ÿ¡«‘™“°“√°≈“ßªï¢Õß ¡“§¡œ „π‡¥◊Õπ°√°Æ“§¡ ´÷Ëß°“√ª√–™ÿ¡§√—Èßπ’È¡’

 ‘Ëß„À¡àÊ ‡°‘¥¢÷Èπ μ“¡¬ÿ§ ¡—¬∑’Ë‡√“μâÕßª√—∫μ—«„Àâ∑—π°—∫‡∑§‚π‚≈¬’∑’Ë°â“«Àπâ“ ß“ππ’È

‡√“‰¥â‡°Á∫¿“æ·≈–‡√◊ËÕß√“«∫“ß à«π¡“Ω“°∑à“πºŸâÕà“π°—π¥â«¬π–§–

‡π◊ÈÕÀ“„π©∫—∫π’È §ß√Ÿª·∫∫À≈—°Ê ‰«â‡À¡◊Õπ‡¥‘¡ ¥â«¬ Review Article

∑’Ëπà“ π„® 2 ‡√◊ËÕß®“° GI Fellow §◊Õ Hyponatremia in Cirrhosis ´÷Ëßæ∫‰¥â

∫àÕ¬·≈–ªí®®ÿ∫—π¡’¬“„À¡à∑’Ë‡¢â“¡“¡’∫∑∫“∑„π°“√√—°…“ °—∫Õ’°‡√◊ËÕßÀπ÷Ëß∑’Ë‡ªìπ‚√§

„π∫â“π‡√“§◊Õ «—≥‚√§„π∑“ß‡¥‘πÕ“À“√·≈–™àÕß∑âÕß ¿“æ «¬Ê „π Endoscopic

Corner ·≈– Radiological Corner ®“°Õ“®“√¬åÕ¿‘™“μ · ß®—π∑√å ·≈– Õ“®“√¬å

Õ¿‘≠≠“ ‡®√‘≠»—°¥‘Ï ́ ÷Ëß‡√“§ß‰¡à¡’‚Õ°“ ‰¥â‡ÀÁπ∫àÕ¬π—° ”À√—∫ Kaposi sarcoma „π

GI tract ·≈– Solid Pseudopapillary Tumor of Pancreas

·≈–∑’ËμâÕß¢Õ¢Õ∫§ÿ≥‡ªìπæ‘‡»…§◊Õ ·æ∑¬åÀ≠‘ß «‘¿“°√ ‡æ‘Ë¡æŸ≈ ®“°»Ÿπ¬å

∑“ß‡¥‘πÕ“À“√·≈–μ—∫ ‚√ßæ¬“∫“≈∫”√ÿß√“…Æ√å ∑’Ë‰¥â· ¥ß§«“¡®”πß¢Õ àß∫∑

§«“¡æ‘‡»…¡“¬—ß∫√√≥“∏‘°“√ ‡°’Ë¬«°—∫ Gastric Mucosal Defense and

Cytoprotection ´÷Ëß¡’‡π◊ÈÕÀ“§«“¡√Ÿâ∑’Ë‡ªìπª√–‚¬™πå ·≈–À“°·æ∑¬å∑à“π„¥μâÕß°“√

 àß∫∑§«“¡¥’Ê ¡’ª√–‚¬™πå„π≈—°…≥–π’È¡“¬—ß∫√√≥“∏‘°“√‡æ◊ËÕ‡º¬·æ√à§«“¡√Ÿâ·°à

‡æ◊ËÕπ ¡“™‘° °Á “¡“√∂ àß¡“‰¥â∑’Ë drjindarat@yahoo.com §à–

ß“π APDW 2012 ´÷Ëß‡√“‡ªìπ‡®â“¿“æ ‰¥â„°≈â‡¢â“¡“Õ’°∑ÿ°¢≥– ¢Õ‡™‘≠

 ¡“™‘°∑’Ë‰¥â≈ß∑–‡∫’¬π∑ÿ°∑à“π‡¢â“√à«¡ª√–™ÿ¡ ‡æ√“–πÕ°®“°„π∞“π–‡®â“¿“æ·≈â«

°“√ª√–™ÿ¡§√—Èßπ’È¬—ßÕ—¥·πàπ‰ª¥â«¬‡π◊ÈÕÀ“ “√–§√∫∑ÿ°·¢πß ∑à“π®–‰¥â update
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§«“¡√Ÿâ„À¡àÊ ‚¥¬¡’«‘∑¬“°√∑’Ë¡’™◊ËÕ‡ ’¬ß®“°μà“ßª√–‡∑»¡“∫√√¬“¬À≈“¬μàÕÀ≈“¬

∑à“π ·≈–¡’°“√· ¥ßº≈ß“π«‘®—¬Õ’°¡“°¡“¬ À«—ß«à“∑à“π§ß‰¡àæ≈“¥‚Õ°“ π’Èπ–§–

®‘π¥“√—μπå  ‡®’¬‡®…Æ“°ÿ≈

drjindarat@yahoo.com
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