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çMysterious Cause of Gastric and
Colonic Submucosal Hemorrhageé

√¿—   æ‘∑¬“ππ∑å
√—ß √√§å  ƒ°…åπ‘¡‘μ√

 “¢“«‘™“‚√§∑“ß‡¥‘πÕ“À“√

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

Interhospital Conference

ºŸâªÉ«¬À≠‘ß‰∑¬§Ÿà Õ“¬ÿ 57 ªï

‰¡à‰¥âª√–°Õ∫Õ“™’æ ¿Ÿ¡‘≈”‡π“  ¡ÿ∑√ª√“°“√ »“ π“Õ‘ ≈“¡

Õ“°“√ ”§—≠

ª«¥∑âÕß¡“°¢÷Èπ 2 ™—Ë«‚¡ß°àÕπ¡“‚√ßæ¬“∫“≈

ª√–«—μ‘ªí®®ÿ∫—π

10 ‡¥◊Õπ°àÕπ¡“‚√ßæ¬“∫“≈ ¡’Õ“°“√ª«¥®ÿ°∑âÕß∫√‘‡«≥≈‘Èπªïò·≈–ª«¥∫’∫Ê √Õ∫

 –¥◊Õ ‰¡à√â“«‰ª∑’Ë„¥ ‰¡à —¡æ—π∏å°—∫¡◊ÈÕÕ“À“√ ¡—°‡ªìπ‡«≈“°≈“ß§◊πÀ≈—ß®“°πÕπÀ≈—∫‰ª·≈â«

À√◊Õμ◊ËππÕπμÕπ‡™â“ ‡«≈“∂Ÿ°Õ“°“»‡¬Áπ À√◊Õ‡«≈“Õ“∫πÈ”‡¬Áπ §≈◊Ëπ‰ â ‰¡àÕ“‡®’¬π ¡’∑âÕßºŸ°

 ≈—∫∑âÕß‡ ’¬ ‡ªìπÊ À“¬Ê ‰¡à¡’¡Ÿ°‡≈◊Õ¥ªπ πÈ”Àπ—°≈¥®“° 95 °°.‡ªìπ 89 °°. „π 2 ‡¥◊Õπ

‡∫◊ËÕÕ“À“√ ¡“√æ. ‰¥â√—∫°“√μ√«® EGD æ∫ subepithelial hemorrhge at gastric fun-

dus, rapid urease test ‰¥âº≈∫«° ‰¥â√—∫°“√√—°…“ Helicobacter pylori ¥â«¬ standard

triple therapy ‰¥â∑” colonoscopy æ∫ healed ulcer at sigmoid colon with pustule

on top, scar retraction (√Ÿª∑’Ë 1) º≈™‘Èπ‡π◊ÈÕæ∫‡ªìπ organizing ulcer with increased
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eosinophils À≈—ß°‘π¬“ Õ“°“√¥’¢÷Èπ‡≈Á°πâÕ¬·μà‰¡àÀ“¬ π‘∑

7 ‡¥◊Õπ°àÕπ ¡’Õ“°“√∫«¡∑’ËÀπ—ßμ“ Àπâ“ ¢“∫«¡°¥∫ÿã¡∑—Èß Õß¢â“ß ‰¥â√—∫°“√μ√«®

·≈–«‘π‘®©—¬«à“‡ªìπ nephrotic-nephritis syndrome  ß —¬ membranoproliferative glom-

erulonephritis À√◊Õ diabetic nephropathy ·μàºŸâªÉ«¬ªØ‘‡ ∏°“√∑” kidney biopsy

4 ‡¥◊Õπ°àÕπ ¡’Õ“‡®’¬π‡ªìπ‡»…Õ“À“√ ’¥” ‰¡à¡’∂à“¬¥” μ√«®√à“ß°“¬æ∫«à“´’¥

nasogastric lavage ‰¥â coffee ground content μ√«®‡æ‘Ë¡‡μ‘¡æ∫ Hct 19.9%, Cr 1.85

mg/dL, albumin 1.6 g/dL, globulin 4.3 g/dL ∑” EGD æ∫ edematous mucosa with

subepithelial hemorrhage and clearly-demarcated 2 x 6 cm healing ulcer (√Ÿª∑’Ë 2)

º≈™‘Èπ‡π◊ÈÕæ∫‡ªìπ chronic active gastritis

2 ‡¥◊Õπ°àÕπ ‰ªμà“ßª√–‡∑» ®÷ß‰¡à‰¥â¡“μ√«®μ‘¥μ“¡

8 «—π°àÕπ ¬—ßª«¥∑âÕßÕ¬Ÿà≈—°…≥–‡¥‘¡ ∂à“¬‡ªìπ‡≈◊Õ¥ ¥ª√–¡“≥ 10 ¡≈.ªπ°—∫

Õÿ®®“√– ’¥”‡ªìπ°âÕπ À≈—ß∂à“¬Õ“°“√ª«¥∑âÕß¥’¢÷Èπ ‰¡à¡’Õ“°“√«‘ß‡«’¬π»’√…– ‰¡à‰¥â¡“æ∫·æ∑¬å

2 ™—Ë«‚¡ß°àÕπ ª«¥∑âÕß¡“°®πμâÕßμ◊Ëπ¢÷Èπ ‰ªÀâÕßπÈ”∂à“¬‡ªìπ‡≈◊Õ¥ ¥ªπÕÿ®®“√– ’

¥”·¬°°—π À≈—ß∂à“¬¬—ßª«¥∑âÕßÕ¬Ÿà Õ“‡®’¬π‡ªìπ‡»…Õ“À“√ 4-5 §√—Èß ≠“μ‘®÷ßæ“ àß‚√ßæ¬“∫“≈

„π 12 ‡¥◊Õπ∑’Ëºà“π¡“ πÈ”Àπ—°≈¥ 33 °°. ®“° 95 °°. ‡ªìπ 62 °°.

ºŸâªÉ«¬¡’‚√§ª√–®”μ—«‡ªìπ type 2 DM «‘π‘®©—¬¡“ 8 ªï HbA1C 6.1% ¢≥–π’È

√Ÿª∑’Ë 1 Colonoscopy · ¥ß healed-

ulcer with pustule on top ∑’Ë

sigmoid colon
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√—°…“‚¥¬§ÿ¡Õ“À“√, hypertension ·≈– dyslipidemia «‘π‘®©—¬¡“ 3 ªï, obesity ª°μ‘πÈ”

Àπ—° 93-95 °°. BMI ‡¥‘¡ 37.1 °°./¡2

¬“∑’Ë‰¥âÕ¬Ÿà„πªí®®ÿ∫—π: furosemide 20 ¡°./«—π, enalapril 20 ¡°./«—π, ferrous

sulfate ·≈– folic acid

μ√«®√à“ß°“¬

Vital signs: BT 38oC, RR 20 /min, PR 102 /min full, BP 140/80 mm Hg

BW 62 kg, HT 160 cm BMI 24.2 kg/m2

General appearance: An elderly Thai woman, looked chronically ill

Skin: No skin lesion

HEENT: Mildly pale, no icteric sclerae, no oral thrush, no oral

hairy leukoplakia

CVS: Normal

RS: Normal

Abdomen: No distention, normoactive bowel sound, soft, mild ten-

der at epigastrium

Liver and spleen not palpable, no shifting dullness, bi-

manual palpation negative

√Ÿª∑’Ë 2 °. ·≈– ¢. EGD · ¥ß edematous mucosa with subepithelial hemorrhage ∑’Ë¡’ clear

demarcation line (≈Ÿ°»√) §. ·º≈¢π“¥ 2 x 6 ´¡. ∑’Ë gastric body
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Rectal exam: Hematochezia, external hemorrhoid, no thrombosed /

bleeding, no rectal shelf, no mass

Extremities: No clubbing of fingers, genu varus, crepitus both knees

NS: Intact

LN: No lymphadenopathy

°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√

CBC: Hb 10.3 g/dL, Hct 34% (MCV 64 fL, RDW 17%), WBC

7,390/mm3 (N 52%, L 40%), platelets 169,000 /mm3

BUN 32 mg/dL, creatinine 2.55 mg/dL

PT 9.9 sec. (9.5-12.5), INR 0.9, PTT 33.5 sec. (28-32)

Sodium 139, potassium 3.4, chloride 109, HCO3 23 mmol/L

LFT: TB 0.16 mg/dL, DB 0.04 mg/dL, AST 27 U/L, ALT 12 U/

L, ALP 100 U/L, albumin 2.1 g/dL, globulin 5 g/dL

UA: Sp.gr 1.015, protein 3+, glucose 1+, WBC 2-3/HPF, RBC

30-50/HPF, no RBC cast, squamous epithelium 3-5/HPF

Problem list

1. Intermittent intestinal colic with recurrent GI bleeding

2. Nephrotic-nephritis syndrome

3. Hyperglobulinemia

°“√Õ¿‘ª√“¬

ºŸâªÉ«¬√“¬π’È¡’ªí≠À“ª«¥∑âÕß‡√◊ÈÕ√—ß¡“π“π ‚¥¬μ”·Àπàß°“√ª«¥ Õ¬Ÿà∑’Ë≈‘Èπªïò·≈–

√Õ∫ –¥◊Õ ´÷Ëß≈—°…≥–°“√ª«¥√Õ∫ –¥◊Õ‡ªìπ·∫∫ intestinal colic ∫àß∫Õ°«à“§«“¡º‘¥

ª°μ‘Õ¬Ÿà∑’Ë foregut ·≈– midgut ‚¥¬∑’Ë “‡Àμÿπà“®–‡ªìπ®“°°√–‡æ“–Õ“À“√≈ß¡“∂÷ß

≈”‰ â‡≈Á°¡“°∑’Ë ÿ¥ πÕ°®“°π’ÈºŸâªÉ«¬¬—ß¡’ªí≠À“∑âÕß‡ ’¬·≈–‡≈◊Õ¥ÕÕ°∑“ß‡¥‘πÕ“À“√√à«¡¥â«¬
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´÷Ëß∫àß∫Õ°∂÷ß mucosal involvement ¥—ßπ—Èπæ¬“∏‘ ¿“æ¢Õß§«“¡º‘¥ª°μ‘π’Èπà“®–‡ªìπ

 “‡Àμÿ∑’Ë∑”„Àâ‡°‘¥ªí≠À“∑—Èß∑’Ë mucosa ·≈– muscular layer ́ ÷ËßÕ“®‡ªìπ®“° vascular supply

º‘¥ª°μ‘ À√◊Õ¡’·º≈∑’Ë‡°‘¥∑’Ë‡¬◊ËÕ∫ÿ≈”‰ â‡Õß°Á‰¥â ·μà„π√“¬π’È ‰¥â√—∫°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√

·≈–æ∫§«“¡º‘¥ª°μ‘„π°√–‡æ“–Õ“À“√ ´÷Ëß¡’≈—°…≥–‡ªìπ clear demarcation line ¢Õß

‡¬◊ËÕ∫ÿ°√–‡æ“–Õ“À“√∑’Ëª°μ‘ ´÷Ëß∫àß∫Õ°∂÷ß vascular supply º‘¥ª°μ‘

„π√–À«à“ß°“√μ√«®μ‘¥μ“¡ºŸâªÉ«¬¡’ªí≠À“∑“ß‚√§‰μ‚¥¬¡’§«“¡º‘¥ª°μ‘‡ªìπ·∫∫

glomerular disease √à«¡°—∫Õ“°“√ª«¥∑âÕß‰¡àÀ“¬‰ª πà“®–Õ∏‘∫“¬‰¥â®“°‡ âπ‡≈◊Õ¥∑’Ë¡“

‡≈’È¬ß∑’Ë‰μº‘¥ª°μ‘¥â«¬

‡ªìπ∑’Ëπà“ —ß‡°μÿ«à“Õ“°“√ª«¥∑âÕß¡—°‡ªìπμÕπ°≈“ß§◊πÀ√◊Õ™à«ß∑’ËÕ“°“√‡¬Áπ ∑”„Àâ

π÷°∂÷ß cryoglobulinemia ‡ªìπÕ—π¥—∫·√°  à«π‚√§Õ◊ËπÊ ∑’Ëπ÷°∂÷ß§◊Õ SLE ‡æ√“–ºŸâªÉ«¬‡ªìπ

ºŸâÀ≠‘ß ∂÷ß·¡âÕ“¬ÿ§àÕπ¢â“ß¡“°·≈–‰¡à¡’Õ“°“√Õ◊Ëπ∑’Ë∫àß∫Õ°∂÷ß autoimmune disease ·μà

‚√§∑’Ë®–æ∫§«“¡º‘¥ª°μ‘ ∑’Ë‡ âπ‡≈◊Õ¥À≈“¬Ê μ”·Àπàß°Á¬—ß¡’‚Õ°“ ‡ªìπ®“° SLE ‰¥â

πÕ°®“°π’ÈÕ“®‡ªìπ®“° small to medium vasculitis Õ◊ËπÊ ‡™àπ Behcet disease, pol-

yarteritis nodosa, Churg-Strauss syndrome (CSS), Henoch-Schonlein purpura

(HSP) ·≈– Wegener granulomatosis ‚¥¬„π¢≥–π’È¬—ß‰¡àæ∫À≈—°∞“πÕ◊ËπÊ ∑’Ë∫àß™’È‚√§‡À≈à“π’È

·≈– Wegener granulomatosis ‰¡à§àÕ¬æ∫Õ“°“√∑“ß∑“ß‡¥‘πÕ“À“√ Õ¬à“ß‰√°Áμ“¡§ß

μâÕßπ÷°∂÷ß amyloidosis ¥â«¬ ‡π◊ËÕß®“° “¡“√∂‡°‘¥§«“¡º‘¥ª°μ‘∑’Ë‡ âπ‡≈◊Õ¥‰¥â ·≈–¡’º≈

°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√∑’Ë π—∫ πÿπ«à“Õ“®®–‡°‘¥®“° amyloidosis ∑’Ë¡’ “‡Àμÿ®“° mul-

tiple myeloma §◊Õ√–¥—∫‚°≈∫Ÿ≈‘π∑’Ë Ÿß¡“° ·μà°“√μ√«®∑’Ëºà“π¡“¬—ß‰¡à “¡“√∂∫Õ° “‡Àμÿ

¢Õß§«“¡º‘¥ª°μ‘∑’Ë‡°‘¥¢÷Èπ‰¥â

§√—Èßπ’ÈºŸâªÉ«¬¡“¥â«¬Õ“°“√ª«¥∑âÕß¡“°¢÷Èπ ‚¥¬¡’ lower GI bleeding √à«¡¥â«¬

®÷ß‰¥â√—∫°“√ àÕß°≈âÕß∑“ß≈”‰ â„À≠à„À¡à‡æ◊ËÕÀ“§«“¡º‘¥ª°μ‘·≈–μ—¥™‘Èπ‡π◊ÈÕ àßμ√«®∑“ß

æ¬“∏‘«‘∑¬“ ‚¥¬æ∫ submucosal hematoma in colon and terminal ileum, well de-

marcated-multiple shallow ulcers with some exudative discharge on top at

terminal ileum (√Ÿª∑’Ë 3 ·≈– 4) º≈°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“æ∫ acute organizing ulcer

with deposition of eosinophilic material ∑”„Àâπ÷°∂÷ß amyloidosis À√◊Õ¿“«– fibrosis

‚¥¬ trichrome stain · ¥ß∂÷ß fibrotic change ·μà¬âÕ¡ congo red ‰¡à‰¥âº≈∫«° ®÷ß
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‰¥âª√÷°…“Õ“¬ÿ√·æ∑¬å‚√§‰μ‡æ◊ËÕ∑”°“√μ√«® kidney biopsy æ∫º≈∑“ßæ¬“∏‘«‘∑¬“‡ªìπ

focal segmenal glomerulosclerosis with cresents and positive congo red stain-

ing in the mesangium and vascular wall, consistent with amyloidosis

ºŸâªÉ«¬‰¥â√—∫°“√μ√«®‰¢°√–¥Ÿ°æ∫«à“ ¡’ mature plasma cell √âÕ¬≈– 16-20

·≈–μ√«® serum protein electrophoresis (SPEP) æ∫ monoclonal gammopathy,

√Ÿª∑’Ë 3 Colonoscopy revealed submucosal

hematoma in colon

√Ÿª∑’Ë 4 °. Colonoscopy revealed well demarcated-multiple shallow ulcers with some exu-

dative discharge on top ¢. Multiple submucosal hematoma at terminal ileum
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M-spike presented μ√«® urine immunoelectrophoresis æ∫ IgG, IgM, kappa/

Lambda: thin band, not found IgA ®÷ß‰¥â√—∫°“√«‘π‘®©—¬«à“‡ªìπ systemic (AL) amy-

loidosis secondary to multiple myeloma (MM)

Systemic AL amyloidosis with GI involvement

¿“«– systemic AL (amyloid light chain) amyloidosis À√◊Õ primary amy-

loidosis ‡ªìπ amyloidosis ™π‘¥∑’Ëæ∫¡“°∑’Ë ÿ¥ · ¥ßÕ“°“√„π√–∫∫∑“ß‡¥‘πÕ“À“√¡“°

∑’Ë ÿ¥1,2 ¡’ “‡Àμÿ®“°§«“¡º‘¥ª°μ‘„π‡´≈≈åμâπ°”‡π‘¥¢Õßæ≈“ ¡“‡´≈≈åÀ√◊Õ∫’≈‘¡‚ø‰´μå2,3 ´÷Ëß

æ∫«à“√âÕ¬≈– 15 ¢ÕßºŸâªÉ«¬°≈ÿà¡π’È ‰¥â√—∫°“√«‘π‘®©—¬‡ªìπ MM4 ·≈–„π°√≥’∑’Ë§«“¡º‘¥ª°μ‘

‡°‘¥®“°æ≈“ ¡“‡´≈≈å®– “¡“√∂μ√«®æ∫ circulating light-chain protein ∑’Ë‡√’¬°«à“ Bence-

Jones protein ‰¥â¥â«¬3

ºŸâªÉ«¬ systemic AL amyloidosis ¡—°¡’Õ“°“√· ¥ß·μ°μà“ß°—π‰ªμ“¡Õ«—¬«–∑’Ë

amyloid light chain ‰ª – ¡Õ¬Ÿà ‚¥¬Õ“°“√∑’Ëæ∫¡—°‡ªìπÀ≈“¬Ê√–∫∫√à«¡°—π ‡™àπ 1) √–∫∫‰μ

¡—°¡“¥â«¬ proteinuria ·≈–°“√∑”ß“π¢Õß‰μ≈¥≈ß 2) √–∫∫À—«„® ¡’Õ“°“√¢Õß restrictive

cardiomyopathy, ¿“«–À—«„®≈â¡‡À≈«À√◊Õ‡μâπº‘¥®—ßÀ«– 3) √–∫∫º‘«Àπ—ß Õ“®æ∫ plethora

∑’Ë√Õ∫¥«ßμ“À√◊ÕÕ“®¡’Õ“°“√¢Õß carpal tunnel syndrome 4) √–∫∫¢âÕ ¡’Õ“°“√ª«¥μ“¡¢âÕ

5) √–∫∫ª√– “∑ à«πª≈“¬ ¡“¥â«¬Õ“°“√ peripheral neuropathy ‡ªìπμâπ2,3

 ”À√—∫Õ“°“√· ¥ß„π√–∫∫∑“ß‡¥‘πÕ“À“√  “¡“√∂æ∫‰¥âμ≈Õ¥∑“ß‡¥‘πÕ“À“√μ—Èß

·μà„π™àÕßª“° ®π∂÷ß‡√§μ—¡ √«¡∑—Èßμ—∫·≈–¡â“¡ ‚¥¬¡’Õ“°“√· ¥ß¥—ß„π μ“√“ß∑’Ë 1 ∂÷ß·¡â®–

æ∫‰¥â∫àÕ¬ ·μà¡—°«‘π‘®©—¬‰¥â¬“° ‡π◊ËÕß®“°Õ“°“√· ¥ß∑’Ë‰¡à‡©æ“–‡®“–®ß ‚¥¬‡©æ“–ºŸâªÉ«¬

∑’Ë‰¡à‡§¬‰¥â√—∫°“√«‘π‘®©—¬«à“‡ªìπ multiple myeloma ¡“°àÕπ1,2,5

Õ“°“√‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√„πºŸâªÉ«¬ systemic AL amyloidosis ∑’Ë‡°‘¥

®“° MM ∂◊Õ«à“‡ªìπÕ“°“√π”∑’Ëæ∫‰¥âπâÕ¬¡“° ‡æ√“–ª°μ‘ºŸâªÉ«¬®–¡’Õ“°“√¢Õß√–∫∫Õ◊ËπÊ

°àÕπ∑’Ë®–¡’ªí≠À“‡≈◊Õ¥ÕÕ°∑“ß‡¥‘πÕ“À“√5 ºŸâªÉ«¬Õ“®æ∫§«“¡º‘¥ª°μ‘®“°°“√ àÕß°≈âÕß‰¥â

‚¥¬∑’Ë¬—ß‰¡à¡’Õ“°“√º‘¥ª°μ‘„¥Ê ‚¥¬∑’Ë§«“¡º‘¥ª°μ‘¥—ß°≈à“«‰¡à¡’≈—°…≥–∑’Ë‡©æ“–‡®“–®ß°—∫

amyloidosis ‡™àπ°—π®÷ß∑”„Àâ¬“°„π°“√«‘π‘®©—¬‚√§ ∂â“‰¡à‰¥â∑”°“√ àß™‘Èπ‡π◊ÈÕμ√«®∑“ßæ¬“∏‘

«‘∑¬“6
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μ“√“ß∑’Ë 1 Õ“°“√· ¥ß„π√–∫∫∑“ß‡¥‘πÕ“À“√¢Õß systemic AL amyloidosis1,2,5

Õ«—¬«– ≈—°…≥–§«“¡º‘¥ª°μ‘∑’Ëæ∫ √âÕ¬≈–

™àÕßª“° ≈‘Èπ‚μ (macroglossia) 10-20

º◊Ëπ papules, vesicles, bullous lesion À√◊Õ·º≈ (ulcer) Õ“®æ∫‰¥â

ª“°·Àâß (xerostomia ®“° submandibular gland involvement) Õ“®æ∫‰¥â

Swelling of the floor of the mouth Õ“®æ∫‰¥â

Hardening of the soft tissues in the perioral region Õ“®æ∫‰¥â

Loss of facial expression Õ“®æ∫‰¥â

Õâ“ª“°≈”∫“° (difficulty in opening the mouth) Õ“®æ∫‰¥â

À≈Õ¥Õ“À“√ °≈◊π≈”∫“° (®“° motility disorder §◊Õ atonic esophagus) 22

· ∫√âÕπÕ° ·πàπÀπâ“Õ° (®“° low LES pressure)

∂à“¬‡ªìπ‡≈◊Õ¥ (varices ®“° “√ amyloid  – ¡„πμ—∫) æ∫‰¥âπâÕ¬¡“°

°√–‡æ“–Õ“À“√ §≈◊Ëπ‰ â Õ“‡®’¬π Õ‘Ë¡‡√Á« (®“° gastroparesis)

‡≈◊Õ¥ÕÕ°∑“ß‡¥‘πÕ“À“√ (®“° Dieulafoyûs, submucosal hematoma 12

or gastric ulcer) (¡’Õ“°“√√âÕ¬≈– 1)

Gastric outlet obstruction (®“° submucosal tumor, polyp,

plasmacytoma or thickened gastric folds)

≈”‰ â‡≈Á° ‡≈◊Õ¥ÕÕ° (®“° amyloid infiltrate, ischemia À√◊Õ infarction) 25-45

∑âÕß‡ ’¬ (®“° small bowel bacterial overgrowth, malabsorption) 13

Steatorrhea (®“° bile salt malabsorption, dysmotility) <5

≈”‰ â°≈◊π°—π ≈”‰ â∑–≈ÿ À√◊Õ pseudo-obstruction Õ“®æ∫‰¥â

≈”‰ â„À≠à Motility disorder (∑âÕßºŸ° ∑âÕß‡ ’¬ °≈—ÈπÕÿ®®“√–‰¡à‰¥â) -

Pseudo-obstruction (®“° “√ amyloid  – ¡„π™—Èπ°≈â“¡‡π◊ÈÕ) -

‡≈◊Õ¥ÕÕ°®“°‡√§μ—¡, submucosal hemorrhage, volvulus, ≈”‰ â -

¢“¥‡≈◊Õ¥ À√◊Õ≈”‰ â∑–≈ÿ

μ—∫, ¡â“¡ μ—∫‚μ 57-83

¡â“¡‚μ 15-31

¥’´à“π 5

Portal hypertension / sign of chronic liver disease æ∫‰¥âπâÕ¬¡“°

Cholestasis æ∫‰¥âπâÕ¬¡“°
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¿“«–‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√„πºŸâªÉ«¬ systemic AL amyloidosis ∑’Ë‡°‘¥®“°

MM ‡°‘¥‰¥â®“°À≈“¬°≈‰° ‰¥â·°à6

1. ¿“«–≈”‰ â¢“¥‡≈◊Õ¥ ®“°°“√ – ¡¢Õß “√ amyloid „πºπ—ß¢Õß≈”‰ â À√◊Õ – ¡

„πºπ—ß¢Õß‡ âπ‡≈◊Õ¥∑’Ë‰ª‡≈’È¬ß ”‰ â

2. ·º≈ ∑’Ë‡°‘¥®“°°“√ – ¡¢Õß “√ amyloid

3. ‡ âπ‡≈◊Õ¥‡ª√“– (vascular fragility) ®“° “√ amyloid ‰ª – ¡„πºπ—ß¢Õß

‡ âπ‡≈◊Õ¥„π™—Èπ submucosa ¢Õß≈”‰ â ∑”„Àâ‡°‘¥ submucosal hematoma ‡¡◊ËÕ·μ°ÕÕ°

®÷ß‡°‘¥‡≈◊Õ¥ÕÕ°∑“ß‡¥‘πÕ“À“√„π∑’Ë ÿ¥ (≈—°…≥–‡À¡◊Õπ°—∫√Ÿª∑’Ë 3)

4. ªí®®—¬°“√·¢Áßμ—«¢Õß‡≈◊Õ¥∫°æ√àÕß ®“° amyloid fibrils ‰ª®—∫°—∫ factor X

·≈–∂Ÿ°°”®—¥ÕÕ°®“°°√–· ‡≈◊Õ¥Õ¬à“ß√«¥‡√Á«7

 ”À√—∫ºŸâªÉ«¬∑’Ëπ”‡ πÕ¢â“ßμâπ °≈‰°°“√‡°‘¥‡≈◊Õ¥ÕÕ°∑“ß‡¥‘πÕ“À“√πà“®–‡°‘¥

®“°°≈‰°∑’Ë 3 ‡ªìπ°≈‰°À≈—° ‡π◊ËÕß®“°≈—°…≥–Õ“°“√∑’Ë¡“‚√ßæ¬“∫“≈∑’Ë¡’‡≈◊Õ¥ÕÕ°¡“°‡ªìπ

™à«ßÊ ·≈–‡ÀÁπ submucosal hematoma ®“°°“√∑” colonoscopy

°“√«‘π‘®©—¬¿“«–π’È∑”‰¥â‚¥¬°“√μ—¥™‘Èπ‡π◊ÈÕ„π∫√‘‡«≥∑’Ë ß —¬ àßμ√«®∑“ßæ¬“∏‘«‘∑¬“

®–æ∫ amorphous amyloid deposition in blood vessels and/or submucosal layer

(√Ÿª∑’Ë 5) ‡¡◊ËÕπ”¡“¬âÕ¡ Congo red ®–‡ÀÁπ ’™¡æŸ™—¥¢÷Èπ (√Ÿª∑’Ë 6 °)1 ·≈–∂â“π”‰ª¥Ÿºà“π

°≈âÕß polarized light ®–‡ÀÁπ≈—°…≥–∑’Ë‡ªìπ pathognomonic ¢Õß amyloidosis §◊Õ apple

√Ÿª∑’Ë 5 Amorphous eosinophilic material

within the media (amyloid, arrow)

in vessel wall1
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green birefringence (√Ÿª∑’Ë 6 ¢)2

°“√√—°…“¢÷ÈπÕ¬Ÿà°—∫§«“¡√ÿπ·√ß¢Õß‡≈◊Õ¥∑’ËÕÕ°·≈–Õ«—¬«–∑’Ë “√ amyloid ‰ª – ¡

‚¥¬∂â“‡≈◊Õ¥ÕÕ°¡“° °“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√¡—°‰¡à “¡“√∂À“μ”·Àπàß∑’Ë‡≈◊Õ¥ÕÕ°‰¥â

·π–π”„Àâ∑” intra-operative enteroscopy ‡æ◊ËÕÀ“μ”·Àπàß∑’Ë‡≈◊Õ¥ÕÕ° ·≈–∑”°“√ºà“μ—¥

≈”‰ â„πμ”·Àπàßπ—ÈπÕÕ°6 ·≈–ºŸâªÉ«¬μâÕß‰¥â√—∫¬“‡§¡’∫”∫—¥μàÕ‡æ◊ËÕ≈¥ª√‘¡“≥¢Õß parapro-

tein ·≈–æ≈“ ¡“‡´≈≈å ¬“‡§¡’∫”∫—¥∑’Ë„Àâ¡’À≈“¬™π‘¥´÷ËßÕ“®‡≈◊Õ°„™â‡æ’¬ßμ—«‡¥’¬« ‡™àπ

melphalan À√◊Õ dexamethasone À√◊Õ Ÿμ√¬“À≈“¬μ—« ‡™àπ pulse melphalan with pred-

nisolone, velcade with dexamethaxone À√◊Õ thalidomide with dexamethasone

‡ªìπμâπ ∑—Èßπ’È¢÷Èπ°—∫ ¿“æ¢ÕßºŸâªÉ«¬ πÕ°®“°π’È„πªí®®ÿ∫—π¬—ß “¡“√∂∑”°“√ª≈Ÿ°∂à“¬‰¢

°√–¥Ÿ° (stem cell transplantation, SCT) √à«¡°—∫°“√„Àâ¬“‡§¡’∫”∫—¥‡æ◊ËÕ√—°…“ MM with

amyloidosis ‰¥â ´÷Ëßº≈°“√√—°…“§àÕπ¢â“ß¥’ §◊ÕÕ—μ√“°“√√Õ¥™’æ∑’Ë 1 ªï ª√–¡“≥√âÕ¬≈– 60-

708

„πºŸâªÉ«¬√“¬π’È ¿“«–‡≈◊Õ¥ÕÕ°‰¡à√ÿπ·√ß °“√√—°…“®÷ß‡πâπ∑’Ë√—°…“‚√§∑’Ë‡ªìπ “‡Àμÿ

‡ªìπÀ≈—° ´÷Ëßª°μ‘®–„Àâ¬“‡§¡’‚¥¬‡≈◊Õ° Ÿμ√∑’Ë‰¡à¡’º≈μàÕ°“√∑” SCT ·μà‡π◊ËÕß®“°ºŸâªÉ«¬√“¬

π’È¡’¢âÕÀâ“¡¢Õß°“√∑” SCT §◊Õ ¡’¿“«–‰μ«“¬ (¡’§à“ creatinine >1.7 ¡°./¥≈.9) ·≈–√à«¡

°—∫Õ“°“√‡¥àπ¢ÕßºŸâªÉ«¬§◊Õ amyloid deposition ¥—ßπ—Èπ¬“‡§¡’∑’ËºŸâªÉ«¬√“¬π’È‰¥â§◊Õ melphalan

√Ÿª∑’Ë 6 °. Congo red staining of amyloid deposits in submucosal vessels2 ¢. Under polar-

ized light, apple green birefringence2
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with prednisolone (MP regimen) ´÷Ëß‡ªìπ Ÿμ√∑’Ë·π–π”„πªí®®ÿ∫—π‡æ◊ËÕ√—°…“ºŸâªÉ«¬ amy-

loidosis ∑’Ë‰¡à “¡“√∂ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ°‰¥â9 ¢≥–π’ÈºŸâªÉ«¬Õ¬Ÿà√–À«à“ß°“√√—°…“·∫∫ª√–§—∫

ª√–§ÕßÕ¬à“ßμàÕ‡π◊ËÕß
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¿“«–‰μ«“¬„πºŸâªÉ«¬‚√§μ—∫
√ÿâß∑‘«“  æÿ≤‘æ‘∑¬“∏√

Õ¿‘≠≠“  ≈’√æ—π∏å

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

Review Article

¿“«–‰μ∑”ß“πº‘¥ª°μ‘ “¡“√∂æ∫‰¥â∑—Èß„πºŸâªÉ«¬ acute liver disease (ALD) À√◊Õ

chronic liver disease (CLD) ·∫àß‰¥â‡ªìπ 3 ™π‘¥§◊Õ

1. Renal functional impairment (RFI)

„π CLD ®–¡’¿“«–§«“¡¥—π‚≈À‘μμË”·≈–°“√À¥μ—«¢Õß‡ âπ‡≈◊Õ¥‰μ ∑”„Àâ‰μ¢“¥

‡≈◊Õ¥ vasoactive substance μà“ßÊ ‡ ’¬ ¡¥ÿ≈¬å·≈–¡’°“√§—Ëß¢Õß‚´‡¥’¬¡·≈–πÈ” ‡™àπ ¿“«–

hepatorenal syndrome (HRS) ‡ªìπμâπ  à«π„π ALD °“√∑”ß“π¢Õß‰μ∑’Ëº‘¥ª°μ‘¡—°

æ∫„π¿“«–μ‘¥‡™◊ÈÕ À√◊Õ‰¥â√—∫ “√æ‘… ‡™àπ ¿“«–æ‘…®“°¬“æ“√“‡´μ“¡Õ≈ ´÷Ëßæ∫ RFI ‰¥â∂÷ß

√âÕ¬≈– 401

2. Renal tubular acidosis (RTA)

RTA „π ALD ¡—°‡°‘¥‡¡◊ËÕ¡’ cholestasis ´÷Ëßæ∫‰¥â„π‚√§¡–‡√ÁßÀ√◊Õ°“√

μ‘¥‡™◊ÈÕ ‡ªìπμâπ  à«π RTA ∑’Ë‡°‘¥„π CLD ¡—°‡ªìπº≈®“°∫‘≈‘√Ÿ∫‘π bile acid À√◊Õ circulat-

ing endotoxin ∑’Ë‡æ‘Ë¡¢÷Èπ™—°π”„Àâ‡´≈≈å∫ÿ∑àÕ‰μ∑”ß“πº‘¥ª°μ‘·≈–‡°‘¥ RTA2

RTA ∑ÿ°™π‘¥ “¡“√∂‡ªìπ∑—Èß·∫∫ complete À√◊Õ incomplete ·μà„πºŸâªÉ«¬

‚√§μ—∫®–æ∫ complete form ¢Õß RTA type I πâÕ¬¡“°·≈–¡—°®– —¡æ—π∏å°—∫

nephrocalcinosis3  à«π incomplete form π—Èπæ∫‰¥â¡“°°«à“‚¥¬‡©æ“–‚√§μ—∫™π‘¥

ÕÕ‚μÕ‘¡¡Ÿπ μ—∫Õ—°‡ ∫‡√◊ÈÕ√—ß ·≈– cryptogenic cirrhosis ¡’¢âÕ¡Ÿ≈«à“„π‚√§μ—∫®“° ÿ√“¡’

RTA type I ·∫∫ incomplete √âÕ¬≈– 38 „π¢≥–∑’Ë‡ªìπ complete form ‡æ’¬ß√âÕ¬≈– 3
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Õ“°“√¢Õß incomplete form ®–¡’πâÕ¬·≈–‡°‘¥‡¡◊ËÕ‰¥â√—∫°√¥¡“°Ê ‡∑à“π—Èπ Õ“°“√‰¥â·°à

¿“«–‡≈◊Õ¥‡ªìπ°√¥ ‚ª·μ ‡´’¬¡μË” ª«¥°√–¥Ÿ° osteomalacia °≈â“¡‡π◊ÈÕÕàÕπ·√ß neph-

rocalcinosis À√◊Õ π‘Ë«„π‰μ ‚¥¬°≈‰°‡°‘¥®“°§«“¡º‘¥ª°μ‘¢Õß‰μ„π°“√¢—∫∑Õß·¥ß

(§≈â“¬°—∫„π Wilson disease)

3. Chronic renal impairment

§«“¡º‘¥ª°μ‘¢Õß glomeruli „πºŸâªÉ«¬‚√§μ—∫‡™◊ËÕ«à“‡°‘¥®“°°“√ – ¡¢ÕßÕ‘¡

¡Ÿπ§Õ¡‡æ≈Á°´å ‚¥¬‡©æ“– IgA ¿“«– IgA nephropathy æ∫‰¥â∫àÕ¬„πºŸâªÉ«¬‚√§μ—∫®“°

 ÿ√“·≈–μ—∫·¢Áß ´÷Ëß IgA nephropathy ∑’Ë‡°‘¥®“°‚√§μ—∫π—Èπ¡’Õ“°“√‰¡àμà“ß°—∫ IgA nephr-

opathy ™π‘¥ª∞¡¿Ÿ¡‘‚¥¬ºŸâªÉ«¬¡—°¡’ microhematuria ·≈–¡’ proteinuria ‰¡à¡“° °“√

μ√«®™‘Èπ‡π◊ÈÕ‰μ®–æ∫ mild mesangial cell proliferation ´÷Ëß¬âÕ¡μ‘¥ IgA  à«π severe

mesangial proliferation À√◊Õ crescent formation π—Èπæ∫‰¥âπâÕ¬¡“°

ºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫∫’‡√◊ÈÕ√—ßÕ“®‡°‘¥ membranoproliferative glomerulo-

nephritis (MPGN) √à«¡°—∫ C3, C4 μË”·≈–¡’ IgE μ‘¥∑’Ë subepithelial space ´÷Ëß

 —¡æ—π∏å°—∫·Õπμ‘‡®π¢Õß‰«√— ∫’

ºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫´’‡√◊ÈÕ√—ßÕ“®¡’§«“¡º‘¥ª°μ‘∑“ß‰μ‰¥âÀ≈“¬·∫∫‚¥¬

‡©æ“–ºŸâªÉ«¬∑’Ë‚√§‡ªìπ¡“°  à«π„À≠à®–‡ªìπ MPGN  à«π™π‘¥Õ◊ËπÊ ®–æ∫„πºŸâªÉ«¬§π∑’Ë¡’

mixed cryoglobulinemia À√◊Õ„π primary biliary cirrhosis

°≈ÿà¡‚√§‰μ∑’Ëæ∫„πºŸâªÉ«¬‚√§μ—∫· ¥ß„πμ“√“ß∑’Ë 1

Acute kidney injury „πºŸâªÉ«¬μ—∫·¢Áß

§”®”°—¥§«“¡¢Õß acute kidney injury (AKI) ‚¥¬ Acute Kidney Injury

Network §◊Õ ¡’°“√∑”ß“π¢Õß‰μ≈¥≈ßÕ¬à“ß√«¥‡√Á«¿“¬„π‡«≈“ 48 ™¡. ‚¥¬¡’´’√—Ë¡§√’Õ–μ‘

π’π‡æ‘Ë¡¢÷Èπ¡“°°«à“ 0.3 ¡°./¥≈. À√◊Õ¡“°°«à“√âÕ¬≈– 150 (1.5 ‡∑à“¢Õß√–¥—∫‡¥‘¡) À√◊Õ

ªí  “«–ÕÕ°πâÕ¬°«à“ 0.5 ¡≈./°°./™¡. „π‡«≈“¡“°°«à“ 6 ™¡. ·∫àß AKI ‰¥â‡ªìπ 3 √–¬–¥—ß

μ“√“ß∑’Ë 2

AKI ·∫àßÕÕ°‡ªìπ 3 ™π‘¥§◊Õ

1. Pre-renal failure ‡°‘¥®“°‡≈◊Õ¥‰ª¬—ß‰μ≈¥≈ß‚¥¬‰¡à¡’√Õ¬‚√§¢Õß glomeruli
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μ“√“ß∑’Ë 1 °≈ÿà¡‚√§‰μ∑’Ëæ∫„πºŸâªÉ«¬‚√§μ—∫

§«“¡º‘¥ª°μ‘∑“ß‰μ∑’Ëæ∫ §«“¡™ÿ° (√âÕ¬≈–) §«“¡ ”§—≠

μ—∫·¢Áß

Glomerulosclerosis À≈“°À≈“¬ πâÕ¬

Acute tubular necrosis æ∫πâÕ¬¡“° ∂â“‰¡à¡’ æ¬“°√≥å‚√§·¬à¡“°

¿“«–™ÁÕ°

Renal hemodynamic alteration (arterio-venous æ∫∫àÕ¬„π‚√§μ—∫ ª“π°≈“ß ‡æ√“–‡ªìπ

shunt, GFR, RPF,  “‡Àμÿ¢Õß ascites ¿“«– √–¬–∑â“¬ √–¬–°àÕπ®–‡°‘¥ HRS

‚´‡¥’¬¡§—Ëß·≈– oliguria

RTA type I, II 25 ¡’∫â“ß ‡™àπ º≈μàÕ°√–¥Ÿ°

Incomplete RTA 65

HRS 5 æ¬“°√≥å‚√§·¬à¡“°

Pre-renal failure

Drug-induced tubulopathy (aminoglycoside,

NSAID)

Osmotic tubulopathy (contrast agent,

hydroxyethyl starch)

Alcohol-related IgA nepropathy

HCV-related MPGN

HBV-related MN

Primary biliary cirrhosis

GFR, RPF ≈¥≈ß 40

Intrahepatic cholestasis

Incomplete RTA 70-75 ¡’∫â“ß

À√◊Õ∑àÕ‰μ

2. Intrinsic renal failure ‡°‘¥®“° acute tubular necrosis (ischemic À√◊Õ

toxic), glomerulonephritis À√◊Õ interstitial nephritis

3. Post-renal failure ‡°‘¥®“°°“√Õÿ¥°—Èπ∑“ß‡¥‘πªí  “«–

AKI æ∫‰¥â∫àÕ¬„πºŸâªÉ«¬μ—∫·¢Áß‡π◊ËÕß®“°ºŸâªÉ«¬¡’·π«‚πâ¡®–‡°‘¥ volume deple-
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tion ‰¥âßà“¬®“°¿“«–‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ °“√„™â¬“¢—∫ªí  “«– ∑âÕß‡ ’¬®“°¬“·≈§μŸ

‚≈  ‰¥â¬“∑’Ë‡ªìπæ‘…μàÕ‰μ ¬“¢¬“¬À≈Õ¥‡≈◊Õ¥ ·≈–¬“∑’Ë∑”„Àâ‡°‘¥°“√À¥μ—«¢Õß‡ âπ‡≈◊Õ¥‰μ

‡™àπ ¬“μâ“π°“√Õ—°‡ ∫∑’Ë‰¡à„™à ‡μ’¬√Õ¬¥å  “√∑÷∫√—ß ’ À√◊Õ‡°‘¥μ“¡À≈—ß°“√μ‘¥‡™◊ÈÕ ‡ªìπμâπ

ºŸâªÉ«¬μ—∫·¢Áß∑’Ë√—°…“μ—«„π‚√ßæ¬“∫“≈‡°‘¥ AKI ª√–¡“≥√âÕ¬≈– 20  “‡Àμÿ∑’Ëæ∫∫àÕ¬∑’Ë ÿ¥

§◊Õ pre-renal (√âÕ¬≈– 68) ·≈–„π pre-renal ‡Õß®–‡ªìπ®“° HRS √âÕ¬≈– 25 À√◊Õ§‘¥‡ªìπ

√âÕ¬≈– 17 ¢Õß AKI √Õß≈ß¡“§◊Õ renal (√âÕ¬≈– 32)  à«π post-renal æ∫πâÕ¬°«à“√âÕ¬≈– 1

Õÿ∫—μ‘°“√≥å·≈–æ¬“°√≥å‚√§¢Õß¿“«–‰μ«“¬·∫∫μà“ßÊ „πºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’
ascites

¡’°“√»÷°…“‚¥¬μ‘¥μ“¡ºŸâªÉ«¬μ—∫·¢ÁßÀ≈—ß®“°∑’Ë‡√‘Ë¡¡’ ascites ®”π«π 263 √“¬

‡ªìπ‡«≈“‡©≈’Ë¬ 41 ‡¥◊Õπ æ∫«à“‡°‘¥‰μ«“¬ 129 √“¬ (√âÕ¬≈– 49) ‚¥¬‡ªìπ®“° pre-renal

√âÕ¬≈– 27 ‰μ«“¬®“°¿“«–μ‘¥‡™◊ÈÕ√âÕ¬≈– 14 HRS √âÕ¬≈– 8 ·≈–‚Õ°“ ‡°‘¥‰μ«“¬„π 1 ªï

Õ¬Ÿà∑’Ë√âÕ¬≈– 24

ªí®®—¬‡ ’Ë¬ß¢Õß°“√‡°‘¥‰μ«“¬§◊Õ Õ“¬ÿºŸâªÉ«¬‡¡◊ËÕ‡°‘¥ ascites, Child-Pugh score,

μ“√“ß∑’Ë 2 °“√®”·π°·≈–·∫àß√–¬–¢Õß acute kidney injury

√–¬– ‡°≥±å¢Õß´’√—Ë¡§√’Õ–μ’π’π ‡°≥±å¢Õßª√‘¡“≥ªí  “«–

1 ´’√—Ë¡§√’Õ–μ’π’π‡æ‘Ë¡¢÷Èπ¡“°°«à“ 0.3 ¡°./¥≈. πâÕ¬°«à“ 0.5 ¡≈./°°./™¡.

À√◊Õ‡æ‘Ë¡¡“°°«à“√âÕ¬≈– 150-200 (¡“°°«à“ ‡ªìπ‡«≈“π“π°«à“ 6 ™¡.

1.5-2 ‡∑à“) ®“°‡¥‘¡

2 ´’√—Ë¡§√’Õ–μ’π’π‡æ‘Ë¡¢÷Èπ¡“°°«à“√âÕ¬≈– 200-300 πâÕ¬°«à“ 0.5 ¡≈./°°./™¡.

(¡“°°«à“ 2-3 ‡∑à“) ®“°‡¥‘¡ ‡ªìπ‡«≈“π“π°«à“ 12 ™¡.

3* ´’√—Ë¡§√’Õ–μ’π’π‡æ‘Ë¡¢÷Èπ¡“°°«à“√âÕ¬≈– 300 πâÕ¬°«à“ 0.3 ¡≈./°°./™¡.

(¡“°°«à“ 3 ‡∑à“) ®“°‡¥‘¡ À√◊Õ ’́√—Ë¡§√’Õ–μ’π’π ‡ªìπ‡«≈“π“π°«à“ 24 ™¡. À√◊Õ

¡“°°«à“ 4.0 ¡°./¥≈. √à«¡°—∫‡æ‘Ë¡¢÷Èπ¡“°°«à“ anuria ‡ªìπ‡«≈“π“π°«à“ 12 ™¡.

0.5 ¡°./¥≈.

*ºŸâªÉ«¬∑’ËμâÕß‰¥â renal replacement therapy ∂◊Õ«à“‡ªìπ√–¬–∑’Ë 3 ∑—ÈßÀ¡¥
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´’√—Ë¡§√’Õ–μ’π’π∑’Ë‡√‘Ë¡μâπ æ∫«à“Õ—μ√“°“√√Õ¥™’«‘μ∑’Ë 1 ªï„π§π∑’Ë‰¡à¡’‰μ«“¬‡∑à“°—∫√âÕ¬≈– 91

 à«π√“¬∑’Ë¡’‰μ«“¬®–‡À≈◊Õ‡æ’¬ß√âÕ¬≈– 475

æ¬“∏‘ √’√«‘∑¬“¢Õß°“√‡°‘¥‰μ«“¬„πºŸâªÉ«¬μ—∫·¢Áß

‰μ«“¬„πºŸâªÉ«¬μ—∫·¢Áß‡ªìπº≈®“°°“√√–∫∫‰À≈‡«’¬π‚≈À‘μ‡ ’¬ ¡¥ÿ≈¬å ‡π◊ËÕß®“°

systemic vascular resistance ≈¥≈ß·≈–°“√¢¬“¬μ—«¢ÕßÀ≈Õ¥‡≈◊Õ¥ splanchnic ®“°

º≈¢Õß‰πμ√‘°ÕÕ°‰´¥å §“√å∫Õπ¡ÕππÕ°‰´¥å ·≈– endogenous canabenoid ∑’Ë‡æ‘Ë¡¢÷Èπ

μ“¡À≈—ß¿“«– portal hypertension

„πμ—∫·¢Áß√–¬–·√°‡¡◊ËÕ¡’ portal hypertention „π√–¥—∫ª“π°≈“ß ®–¡’°“√‡æ‘Ë¡

¢÷Èπ¢Õß cardiac output ‡æ◊ËÕ™¥‡™¬°“√≈¥≈ß¢Õß systemic vascular resistance

∑”„Àâ§«“¡¥—π„πÀ≈Õ¥‡≈◊Õ¥·¥ß·≈– effective circulatory volume ¬—ßÕ¬Ÿà„π‡°≥±åª°μ‘

·μà‡¡◊ËÕμ—∫·¢Áß‡ªìπ¡“°¢÷Èπ cardiac output ®–‰¡à “¡“√∂™¥‡™¬‰¥â‡æ’¬ßæÕ ®÷ß‡°‘¥

underfilling ¢ÕßÀ≈Õ¥‡≈◊Õ¥·¥ß ∑”„Àâ§«“¡¥—π„πÀ≈Õ¥‡≈◊Õ¥·¥ß∂Ÿ°§«∫§ÿ¡‚¥¬√–∫∫

À¥À≈Õ¥‡≈◊Õ¥‰¥â·°à renin-angiotensin system, ª√– “∑´‘¡æ“‡∑μ‘° ·≈–ŒÕ√å‚¡π

ADH ‡æ◊ËÕ§ßª√‘¡“≥‡≈◊Õ¥·≈–§«“¡¥—π„πÀ≈Õ¥‡≈◊Õ¥·¥ß„Àâª°μ‘ ·μà°≈‰°‡À≈à“π’È®–¡’

º≈μàÕ°“√∑”ß“π¢Õß‰μ ‚¥¬∑”„Àâ‡°‘¥°“√§—Ëß¢ÕßπÈ”·≈–‚´‡¥’¬¡ ‡°‘¥°“√∫«¡·≈– ascites

·≈– ÿ¥∑â“¬‡°‘¥°“√À¥μ—«¢ÕßÀ≈Õ¥‡≈◊Õ¥„π‰μ, hypoperfusion ‡°‘¥‰μ«“¬„π∑’Ë ÿ¥ (√Ÿª∑’Ë

1)

πÕ°®“°π’Èæ∫«à“°“√‡§≈◊ËÕπ¬â“¬¢Õß·∫§∑’‡√’¬ (bacterial translocation) ‡ªìπªí®®—¬

 ”§—≠∑’Ë∑”„Àâ‡°‘¥§«“¡º‘¥ª°μ‘„π√–∫∫‰À≈‡«’¬π„πºŸâªÉ«¬μ—∫·¢Áß√–¬–∑â“¬‡π◊ËÕß®“°®–

°√–μÿâπ„Àâ‡°‘¥°“√Õ—°‡ ∫ ‡æ‘Ë¡°“√ √â“ß cytokine °“√Õ—°‡ ∫ (‚¥¬‡©æ“– TNF ·≈– IL-6)

 √â“ß “√¢¬“¬À≈Õ¥‡≈◊Õ¥ (‡™àπ ‰πμ√‘°ÕÕ°‰´¥å) „πÀ≈Õ¥‡≈◊Õ¥ splanchnic ¡’°“√»÷°…“

æ∫«à“ºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’°“√‡æ‘Ë¡¢Õß lipopolysaccharide - binding protein ·≈– DNA

¢Õß·∫§∑’‡√’¬ (‡ªìπÀ≈—°∞“π¢Õß°“√‡§≈◊ËÕπ¬â“¬¢Õß·∫§∑’‡√’¬) ®–¡’°“√‡æ‘Ë¡¢Õß cytokine

≈¥ systemic vascular resistance ·≈–‡æ‘Ë¡ cardiac output ·≈–¡’√“¬ß“π«à“°“√„Àâ

norfloxacin „πºŸâªÉ«¬μ—∫·¢Áß àßº≈„Àâ hemodynamic ∑’Ëº‘¥ª°μ‘¥’¢÷Èπ·¡â®–‰¡à “¡“√∂

°≈—∫ Ÿàª°μ‘°Áμ“¡
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°“√ª√–‡¡‘π°“√∑”ß“π·≈–§«“¡º‘¥ª°μ‘¢Õß‰μ„πºŸâªÉ«¬μ—∫·¢Áß

´’√—Ë¡§√’Õ–μ‘π’π

§√’Õ–μ’π √â“ß∑’Ëμ—∫·≈–‰ª – ¡„π°≈â“¡‡π◊ÈÕ·≈â«∂Ÿ°‡ª≈’Ë¬π‡ªìπ§√’Õ–μ‘π’π °“√ √â“ß

§√’Õ–μ‘π’π¡’°“√‡ª≈’Ë¬π·ª≈ß∑ÿ°«—π·≈–°√ÕßÕÕ°‚¥¬‰μ §à“§√’Õ–μ‘π’π®– —¡æ—π∏å°—∫À≈“¬

ªí®®—¬ ‡™àπ ª√‘¡“≥°≈â“¡‡π◊ÈÕ ‚ª√μ’π∑’Ë‰¥â√—∫ Õ“¬ÿ ‡æ» ‡™◊ÈÕ™“μ‘ ‡ªìπμâπ ºŸâªÉ«¬μ—∫·¢Áß®–

 √â“ß§√’Õ–μ‘π’π≈¥≈ß®“°μ—∫∑”ß“π‰¥âπâÕ¬ ¡’¿“«–¢“¥Õ“À“√ √à«¡°—∫¡’°“√ΩÉÕ≈’∫¢Õß°≈â“¡

‡π◊ÈÕ πÕ°®“°π’È∂â“¡’¿“«–∫«¡°Á®–¡’ volume of distribution ¢Õß§√’Õ–μ‘π’π‡æ‘Ë¡¢÷Èπ àßº≈

„Àâ§√’Õ–μ‘π’π„π§π∑’Ë‡ªìπμ—∫·¢ÁßμË” πÕ°®“°π’È„π¿“«–¥’´à“ππ—Èπ∫‘≈‘√Ÿ∫‘π®–√∫°«π°“√«—¥§√’

√Ÿª∑’Ë 1 æ¬“∏‘°”‡π‘¥¢Õß§«“¡º‘¥ª°μ‘„π√–∫∫‰À≈‡«’¬π‡≈◊Õ¥·≈–°“√‡°‘¥‰μ«“¬„πºŸâªÉ«¬μ—∫·¢Áß
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Õ–μ‘π’π∑”„Àâ§à“§√’Õ–μ‘π’πμË”°«à“§«“¡‡ªìπ®√‘ß ´’√—Ë¡§√’Õ–μ‘π’π®÷ß‡ªìπμ—«™’È«—¥∑’Ë‰¡à¥’„π°“√

ª√–‡¡‘π°“√∑”ß“π¢Õß‰μ„πºŸâªÉ«¬μ—∫·¢Áß‡æ√“–§à“´’√—Ë¡§√’Õ–μ‘π’π®–¬—ßª°μ‘·¡âºŸâªÉ«¬®–¡’‰μ

‡ ◊ËÕ¡·≈â«6

Creatinine clearance

„πºŸâªÉ«¬μ—∫·¢Áß urine creatinine clearance ®–ª√–‡¡‘π GFR  Ÿß°«à“§«“¡

‡ªìπ®√‘ß‰ªª√–¡“≥ 13 ¡≈./π“∑’/1.73 ‡¡μ√2 ‡¡◊ËÕ‡∑’¬∫°—∫ inulin clearance ´÷Ëß‡ªìπ°“√

«—¥∑’Ë¡“μ√∞“π3 ‡π◊ËÕß®“°„πμ—∫·¢Áß‡´≈≈å∫ÿ∑àÕ‰μ®–¢—∫§√’Õ–μ‘π’π‡æ‘Ë¡¢÷Èπ‡¡◊ËÕ‡∑’¬∫°—∫∑’Ë∂Ÿ°°√Õß

ºà“π glomeruli ¥—ßπ—Èπ creatinine clearance ®÷ß‰¡à·¡àπ¬”„π°“√ª√–‡¡‘π°“√∑”ß“π¢Õß

‰μ„πºŸâªÉ«¬μ—∫·¢Áß

 ¡°“√§”π«≥§√’Õ–μ‘π’π

 ¡°“√ Cockcroft-Gault ·≈– MDRD (Modification of Diet in Renal Dis-

ease) ‡ªìπ ¡°“√∑’Ë„™â§à“§√’Õ–μ‘π’π·≈–πÈ”Àπ—°„π°“√§”π«≥ ́ ÷ËßºŸâªÉ«¬μ—∫·¢Áß¡—°¡’¿“«–∫«¡

·≈–§√’Õ–μ‘π’π‡Õß°Á¡’¢âÕ®”°—¥¥—ß°≈à“«¡“·≈â«¢â“ßμâπ ®÷ß‰¡à‡À¡“–∑’Ë®–„™âª√–‡¡‘π°“√∑”ß“π

¢Õß‰μ„πºŸâªÉ«¬μ—∫·¢Áß

≈à“ ÿ¥¡’°“√π” ¡°“√ CKD-EPI (for Chronic Kidney Disease Epidemiology

Collaboration) ¡“„™â„π°“√§”π«≥ GFR ´÷Ëß·¡àπ¬”°«à“ Cockcroft-Gault method

·≈– MDRD ·μà‡ªìπ Ÿμ√∑’Ë„™â§√’Õ–μ‘π’π„π°“√§”π«≥Õ¬Ÿà¥’·≈–¬—ß‰¡à¡’°“√»÷°…“„πºŸâªÉ«¬

μ—∫·¢Áß

Inulin clearance

Inulin clearance ‡ªìπ°“√μ√«®¡“μ√∞“π„π°“√«—¥ GFR ‚¥¬ inulin ¡’°“√°√Õß

ºà“π glomerulus ‰¡à¡’°“√¢—∫ÕÕ° ¥Ÿ¥°≈—∫  √â“ß„À¡à À√◊Õ‡¡μ“∫Õ‰≈´å‚¥¬‰μ §«“¡‡¢â¡¢âπ

¢Õß inulin ®÷ß§ß∑’Ë„πæ≈“ ¡“ ª√‘¡“≥∑’Ë°√Õßºà“π glomerulus ®–‡∑à“°—∫∑’Ë«—¥‰¥â„π

ªí  “«–7 Õ¬à“ß‰√°Áμ“¡‡∑§π‘§∑”‰¥â¬“°‡æ√“–μâÕß©’¥ inulin ‡¢â“À≈Õ¥‡≈◊Õ¥¥”·≈–‡°Á∫

ªí  “«–‡ªìπ‡«≈“π“πÀ≈“¬™—Ë«‚¡ß ®÷ß¡’°“√„™â synthetic inulin-like polyfructosans, ra-

dio labeled compounds C51Cr-EDTA, 99mTc-DPTA ·≈– 125I-iothalamate À√◊Õ

„™â “√ non-radioactive (iohexol À√◊Õ iothalamate) ¡“«—¥8,9 ·μà∂Ÿ°®”°—¥¥â«¬√“§“·≈–

°“√ —¡º— μàÕ√—ß ’·≈–¬—ß‰¡à∑√“∫«à“„™â„πºŸâªÉ«¬μ—∫·¢Áß‰¥âÀ√◊Õ‰¡à
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Cystatin C ·≈–Õ◊ËπÊ

Cystatin C ‡ªìπ‚ª√μ’π∑’Ë √â“ß‚¥¬‡´≈≈å∑’Ë¡’π‘«‡§≈’¬ ·≈–∂Ÿ°°√ÕßÕÕ°‡°◊Õ∫∑—ÈßÀ¡¥

‚¥¬ glomeruli À≈—ß®“°π—Èπ·≈â« cystatin C ®–∂Ÿ°¥Ÿ¥°≈—∫·≈–§“μ–∫Õ‰≈´å‚¥¬‡´≈≈å∫ÿ∑àÕ

‰μ∑”„Àâ‰¡à “¡“√∂«—¥ urine clearance ‰¥â cystatin C ‰¡à¢÷Èπ°—∫ ‡æ» Õ“¬ÿ °≈â“¡‡π◊ÈÕ ∫‘≈‘

√Ÿ∫‘π À√◊Õ°“√Õ—°‡ ∫

Meta-analysis „πºŸâªÉ«¬∑’Ë‰¡à„™àμ—∫·¢Áßæ∫«à“§à“ cystatin C ®– —¡æ—π∏å°—∫ GFR

¥’°«à“§√’Õ–μ‘π’π °“√ª√–‡¡‘π°“√∑”ß“π¢Õß‰μ‚¥¬„™â§à“ cut-off ∑’Ë 1.25 ¡°./¥≈. ¡’§«“¡

‰«„°≈â‡§’¬ß°—π∑—Èß„πºŸâªÉ«¬μ—∫·¢ÁßÀ√◊Õ‰¡à„™àμ—∫·¢Áß10 ·μà¡’¢âÕ®”°—¥§◊Õ √“§“ Ÿß °“√«—¥μâÕß

‰¥â¡“μ√∞“π·≈–∂Ÿ°√∫°«π‚¥¬¿“«–μ‘¥‡™◊ÈÕÀ√◊Õ¬“∫“ß™π‘¥ ‡™àπ §Õ√åμ‘‚§ ‡μ’¬√Õ¬¥å, ACEI

À√◊Õ calcineurin inhibitor

πÕ°®“° cystatin c ·≈â«¬—ß¡’ biomarker Õ◊Ëπ∑’Ë°”≈—ß‰¥â√—∫°“√»÷°…“ ‡™àπ beta

2-microglobulin À√◊Õ beta-trace protein ·μà¬—ß‰¡à·¡àπ¬”æÕ∑’Ë®–ª√–‡¡‘π°“√∑”ß“π¢Õß‰μ

‰¥â11

Renal doppler ultrasonography

¡’°“√„™âÕ—≈μ√“´“«π¥å doppler «—¥ spectral waveform ¢Õß‡ âπ‡≈◊Õ¥‡æ◊ËÕ§”π«≥

resistive index (RI) ´÷Ëßæ∫«à“„πºŸâªÉ«¬∑’Ë¡’§à“§√’Õ–μ‘π’πª°μ‘ §à“ RI ∑’Ë Ÿß®– —¡æ—π∏å°—∫

§«“¡‡ ’Ë¬ß∑’Ë®–¡’°“√∑”ß“π¢Õß‰μ≈¥≈ß12 ºŸâªÉ«¬μ—∫·¢Áß¡—°¡’ RI  Ÿß°«à“§πª°μ‘13 ¡’À≈“¬

°“√»÷°…“æ∫«à“ HRS °Á¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß RI

„πºŸâªÉ«¬μ—∫·¢Áß∑’Ë‰¡à¡’ refractory ascites §à“ RI ®–≈¥≈ß®“° hilum ‰ª¬—ß pa-

renchyma  à«π¢Õ∫ · ¥ß«à“‡≈◊Õ¥∑’Ë‰ª§Õ√å‡∑°´å¬—ß¡’Õ¬Ÿà ·μà„π refractory ascites π—Èπ§à“

RI ®–‡æ‘Ë¡¢÷Èπ∑’Ë§Õ√å‡∑°´å∫àß∫Õ°«à“¡’°“√À¥μ—«¢ÕßÀ≈Õ¥‡≈◊Õ¥ ·≈–æ∫«à“À≈—ß®“°∑”°“√

‡®“–∑âÕß√à«¡°—∫„Àâ·Õ≈∫Ÿ¡‘πÀ√◊Õª≈Ÿ°∂à“¬μ—∫ ®–¡’§à“ RI ≈¥≈ß ·≈–„π°≈ÿà¡∑’Ë¡’§à“ RI  Ÿß

°àÕπª≈Ÿ°∂à“¬μ—∫®–¡’§«“¡‡ ’Ë¬ß Ÿß∑’Ë®–‡°‘¥‰μ·¬à≈ßÀ√◊ÕμâÕßøÕ°‰μÀ≈—ßª≈Ÿ°∂à“¬μ—∫

‚¥¬ √ÿªÕ—≈μ√“´“«π¥å doppler Õ“®„™â®”·π°ºŸâªÉ«¬∑’Ë¡’§«“¡‡ ’Ë¬ß∑’Ë®–‡°‘¥‰μ

∑”ß“π≈¥≈ß„π√–¬–‡√‘Ë¡μâπ ·μà§à“ RI ‰¡à —¡æ—π∏å°—∫ GFR14 ·≈–¬—ß‰¡à¡’¢âÕ¡Ÿ≈„π°“√„™â·¬°

°≈ÿà¡∑’Ë‡ªìπμ—∫·¢Áß∑’Ë¡’°“√∑”ß“π¢Õß‰μ≈¥≈ß«à“‡ªìπ®“°°“√À¥μ—«¢ÕßÀ≈Õ¥‡≈◊Õ¥Õ¬à“ß‡¥’¬«

À√◊Õ¡’‚√§‰μ®√‘ßÊ √à«¡¥â«¬
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°“√μ√«®™‘Èπ‡π◊ÈÕ‰μ

°“√μ√«®™‘Èπ‡π◊ÈÕ‰μ‰¡à¡’§«“¡®”‡ªìπ„πºŸâªÉ«¬μ—∫·¢Áß∑’Ë‡°‘¥‰μ«“¬‡©’¬∫æ≈—π ‡æ√“–

 “‡Àμÿ à«π„À≠à¡—°‡ªìπ®“° pre-renal failure ·≈– HRS ·μàÕ“®¡’ª√–‚¬™πå„π°≈ÿà¡‰μ«“¬

‡√◊ÈÕ√—ß‚¥¬¢âÕ·π–π”· ¥ß„πμ“√“ß∑’Ë 3

°“√ª√–‡¡‘πºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’¿“«–‰μ«“¬

ºŸâªÉ«¬μ—∫·¢Áß√–¬–∑’Ë‡ªìπ¡“°·≈â«‚¥¬‡©æ“–∑’Ë¡’ ascites ·≈â« §«√‰¥â√—∫°“√

ª√–‡¡‘π°“√∑”ß“π¢Õß‰μÕ¬à“ß‡ªìπª√–®” (μ“√“ß∑’Ë 4) πÕ°®“°π’È„π√“¬∑’Ë¡’ hyponatremia

μ“√“ß∑’Ë 3 ¢âÕ·π–π”°“√μ√«®™‘Èπ‡π◊ÈÕ‰μ„πºŸâªÉ«¬μ—∫·¢Áß15

Acute renal failure
No biopsy in pre-renal failure, HRS type I or acute tubular necrosis, except if

Abnormal duration and no recovery with specific therapy, or

Candidate for liver transplantation and suspicion of superimposed chronic kidney

disease

Biopsy if suspicion of uncommon intrinsic kidney disease (systemic disease,

immunoallergic-induced drug toxicity, thrombotic microangiopathy) with potential cura-

tive intervention

Chronic kidney failure
Biopsy questionable in patients not eligible for liver transplantation. Biopsy not system-

atically recommended

In patients eligible for liver transplantation: indications depending of GFR*

GFR < 15 ml/min/1.73 m2 : no indication

GFR between 15 to 30 ml/min/1.73 m2: systematic biopsy

GFR between 30 to 60 ml/min/1.73 m2: biopsy if suspicion of parenchymal kidney

disease as indicated by proteinuria > 500 mg/day, microhematuria (>50 RBC/HPF)

and / or a recognized cause of chronic kidney disease (DM, past history of HT, HBV

and HCV infection)

GFR > 60 ml/min/1.73 m2: no indication

*A decision should be based on measured GFR with exogenous markers, not on estimated GFR.
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μ“√“ß∑’Ë 4 ·π«∑“ß°“√ª√–‡¡‘πºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’¿“«–‰μ«“¬16

Evaluation of renal function
Serum creatinine should be measured daily in patients with acute impairment of renal
function; increases of 0.3 to 0.5 mg/dl may indicate marked reduction in GFR.
Serum sodium and potassium concentrations should be monitored daily in patients
with acute renal failure and monthly or every other month in patients with chronic
renal failure; hyponatremia is common; potassium-sparing diuretics should be dis-
continued to prevent hyperkalemia.
Electrolytes and protein should be measured (preferably in 24-hr urine samples) in all
patients with renal failure; significant proteinuria (>500 mg of protein/day) and urine-
sediment abnormalities usually indicate parenchymal renal disease.
Renal ultrasonography rules out urinary tract obstruction, but the ultrasonographic
appearance of the kidney is normal in most cases of cirrhosis with renal failure;
abnormal renal ultrasonograms indicate chronic parenchymal renal disease.
A renal biopsy is helpful when parenchymal renal disease is suspected because of
proteinuria, hematuria, or both and is also helpful in deciding on simultaneous kidney
transplantation in candidates for liver transplantation; renal biopsy is contraindicated if
severe coagulation abnormalities are present; there is little information on the use of
transvenous renal biopsy.

Evaluation of liver function
Liver disease should be evaluated by means of standard liver-function tests and
abdominal ultrasonography.
Liver biopsy should be performed if the diagnosis of liver disease is not clear and if
biopsy is not contraindicated by the results of clotting studies.
Upper gastrointestinal endoscopy is helpful for detecting esophageal varices; if large
varices are present, prophylactic measures should be taken (i.e., beta-blocker therapy,
variceal ligation, or both).

Assessment of bacterial infection
Bacterial infection should be ruled out in all patients with acute renal failure or wors-
ening of renal function.
Leukocytosis may be absent owing to hypersplenism in patients with cirrhosis and
infection.
In patients with ascites, cell count and culture should be performed to rule out infec-
tion of ascitic fluid.
Blood and urine cultures should be carried out even in the absence of obvious signs
of infection.
Chest radiography should be performed to rule out lung infection.
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¡’°“√μ‘¥‡™◊ÈÕ ‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ ·≈–ºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’ acute decompensation

∂◊Õ«à“‡ªìπ°≈ÿà¡∑’Ë¡’§«“¡‡ ’Ë¬ß Ÿß∑’Ë®–‡°‘¥‰μ«“¬

°“√√—°…“¿“«–‰μ«“¬„πºŸâªÉ«¬μ—∫·¢Áß

 ‘Ëß ”§—≠∑’Ë ÿ¥§◊Õ À“ “‡Àμÿ ·≈–√—°…“μ“¡ “‡Àμÿ °“√¥Ÿ·≈ºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’‰μ«“¬

π—Èπ¢÷ÈπÕ¬Ÿà°—∫§«“¡√ÿπ·√ß·≈–¿“«–·∑√°´âÕπ ‡™àπ °“√μ‘¥‡™◊ÈÕ ·≈–¿“«–‡≈◊Õ¥ÕÕ°„π∑“ß

‡¥‘πÕ“À“√ ‡ªìπμâπ ºŸâ∑’Ë¡’°“√μ‘¥‡™◊ÈÕ·∫§∑’‡√’¬°“√√—°…“‡∫◊ÈÕßμâπ∑’Ë·π–π”§◊Õ °“√„Àâ third

generation cephalosporin ºŸâªÉ«¬‰μ«“¬∑’Ë¡’¿“«–μ‘¥‡™◊ÈÕÕ¬à“ß√ÿπ·√ßÕ“®¡’¿“«– adrenal

insufficiency √à«¡¥â«¬´÷ËßÕ“®‰¥âª√–‚¬™πå®“°°“√√—°…“¥â«¬ hydrocortisone ·≈–

πÕ°®“°π’ÈμâÕß√–«—ß„π°“√„Àâ “√πÈ”∑“ßÀ≈Õ¥‡≈◊Õ¥¥”‡æ√“–Õ“®‡°‘¥¿“«–πÈ”·≈–‚´‡¥’¬¡‡°‘π

 àßº≈„Àâ‡°‘¥ hyponatremia, ascites ·≈–°“√∫«¡μ“¡¡“‰¥â √–À«à“ß∑’Ë¡’‰μ«“¬‰¡à§«√„™â

¬“¢—∫ªí  “«–°≈ÿà¡ potassium-sparing ‡π◊ËÕß®“°‡ ’Ë¬ßμàÕ°“√‡°‘¥ hyperkalemia ·μà¬—ß

 “¡“√∂„™â loop diuretic ‰¥â

Hepatorenal syndrome (HRS)

°“√«‘π‘®©—¬

‡°≥±å°“√«‘π‘®©—¬ HRS ≈à“ ÿ¥· ¥ß„πμ“√“ß∑’Ë 5

HRS ·∫àß‡ªìπ 2 type ́ ÷Ëß¡’§«“¡·μ°μà“ß°—π„π·ßà°“√¥”‡π‘π‚√§·≈–æ¬“°√≥å‚√§

‡ªìπ

Type 1 ¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß§√’Õ–μ‘π’π¡“°°«à“ 2.5 ¡°./¥≈. „π‡«≈“πâÕ¬°«à“

2  —ª¥“Àå ¡—°¡’ multiorgan dysfunction ∑’Ë√ÿπ·√ß

Type 2 ¡’°“√¥”‡π‘π‚√§π“π°«à“ type 1 ·≈–¡—° —¡æ—π∏å°—∫°“√¡’ refrac-

tory ascites

°“√·¬°√–À«à“ß pre-renal azotemia, HRS ®“° acute tubular necrosis (ATN)

π—ÈπÕ“®·¬°‰¥â‚¥¬„π pre-renal azotemia ·≈– HRS ‡´≈≈å∫ÿ∑àÕ‰μ¬—ß¥’Õ¬Ÿà®÷ß “¡“√∂¥Ÿ¥

°≈—∫‚´‡¥’¬¡·≈–¥Ÿ¥πÈ”„Àâªí  “«–‡¢â¡¢âπ‰¥â „π¢≥–∑’Ë ATN °“√∑”ß“π¢Õß‡´≈≈å∫ÿ∑àÕ‰μ
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≈¥≈ß „π pre-renal azotemia ·≈– HRS ®–¡’ urine Na πâÕ¬°«à“ 20 mEq/L, FENa

πâÕ¬°«à“√âÕ¬≈– 1, urine osmolarity ¡“°°«à“ 500 mOsm/kg  à«π ATN ®–¡’ urine Na

¡“°°«à“ 40 mEq/L, FENa ¡“°°«à“√âÕ¬≈– 2, urine osmolarity πâÕ¬°«à“ 350 mOsm/kg

·μàÕ¬à“ß‰√°Áμ“¡„π HRS ∑’Ë‰¥â¬“¢—∫ªí  “«–¢π“¥ Ÿß®–¡’ urine Na ¡“°°«à“ 10 mEq/L

·≈– ATN ∑’Ë‡°‘¥„πºŸâªÉ«¬μ—∫·¢Áß°Á®–¡’ FENa πâÕ¬°«à“√âÕ¬≈– 1 ‰¥â ¥—ßπ—Èπ urine Na ·≈–

FENa ®÷ß‰¡à§àÕ¬¡’ª√–‚¬™πå„πºŸâªÉ«¬μ—∫·¢Áß °“√μ√«®æ∫‡´≈≈å∫ÿ∑àÕ‰μ„πªí  “«– ¡’

ª√–«—μ‘¢“¥πÈ”À√◊Õ™ÁÕ°°àÕπÀπâ“®–¡’‰μ«“¬®–∫àß™’È‰ª∑“ß ATN ¡“°°«à“ HRS πÕ°®“°π’È¡’

°“√»÷°…“„πºŸâªÉ«¬∑’Ë‰¡à„™àμ—∫·¢Áßæ∫«à“ IL-18 „πªí  “«–™à«¬·¬° ATN ®“° pre-renal

azotemia °“√μ‘¥‡™◊ÈÕ∑“ß‡¥‘πªí  “«– ·≈–‚√§‰μ‡√◊ÈÕ√—ß‰¥â  à«π„πºŸâªÉ«¬μ—∫·¢Áßπ—Èπ°”≈—ß

»÷°…“Õ¬Ÿà18

Pre-renal azotemia ·≈– HRS π—Èπ®–·¬°°—π‰¥â¬“° °“√∑∫∑«π‚¥¬ Guadalupe

·≈–§≥–4 æ∫«à“ºŸâªÉ«¬ HRS ¡—°®–¡’‚√§μ—∫∑’Ë√ÿπ·√ß ‚¥¬¡’§à“‡©≈’Ë¬¢Õß Child-Pugh score

‡∑à“°—∫ 11, ¡’§«“¡¥—π„πÀ≈Õ¥‡≈◊Õ¥·¥ß‡©≈’Ë¬μË” (‡©≈’Ë¬ 74 ¡¡.ª√Õ∑) ·≈–¡’´’√—Ë¡‚´‡¥’¬¡

μË” (‡©≈’Ë¬ 127 mEq/L) ´÷Ëß∂â“‰¡àæ∫ ‘Ëß‡À≈à“π’È°Á‰¡àπà“„™à HRS

μ“√“ß∑’Ë 5 ‡°≥±å°“√«‘π‘®©—¬ HRS17

Cirrhosis with ascites

Serum creatinine >1.5 mg/dL

HRS-1 doubling of the initial serum creatinine concentrations to a level greater than 2.5

mg/dL in less than 2 weeks

No improvement in serum creatinine (decrease to 1.5 mg/dL or less) after at least 2 days

of diuretic withdrawal and expansion of plasma volume with albumin (1 g/kg/day up to a

maximum of 100 g/day)

Absence of shock

No current or recent treatment with nephrotoxic drugs or vasodilators

Absence of parenchymal kidney disease as indicated by proteinuria >500 mg/day,

microhematuria (>50 red blood cells per HPF), or abnormal renal ultrasonography
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°“√√—°…“

°“√ºà“μ—¥ª≈Ÿ°∂à“¬μ—∫∂◊Õ‡ªìπ°“√√—°…“®”‡æ“–‡æ’¬ßÕ¬à“ß‡¥’¬« ”À√—∫ HRS °“√ª≈Ÿ°

∂à“¬μ—∫„πºŸâªÉ«¬ HRS ¡’¿“«–·∑√°´âÕπ·≈–Õ—μ√“°“√‡ ’¬™’«‘μ Ÿß°«à“°≈ÿà¡∑’Ë‰¡à¡’ HRS ·μà

∂â“‡ªìπ°“√ª≈Ÿ°∂à“¬μ—∫„πºŸâªÉ«¬ HRS ∑’Ë‰¥âÕπÿæ—π∏å¢Õß vasopressin °àÕπª≈Ÿ°∂à“¬μ—∫®–

‰¥âº≈‰¡à·μ°μà“ß°—∫°≈ÿà¡∑’Ë‰¡à¡’ HRS19

°“√„Àâ¬“À¥À≈Õ¥‡≈◊Õ¥√à«¡°—∫·Õ≈∫Ÿ¡‘π

 “‡ÀμÿÀ≈—°∑’Ë∑”„Àâ‡°‘¥ HRS §◊Õ°“√¢¬“¬μ—«¢ÕßÀ≈Õ¥‡≈◊Õ¥ splanchnic ·≈–

systemic ¥—ßπ—Èπ°“√„Àâ¬“À¥À≈Õ¥‡≈◊Õ¥®–™à«¬·°â‰¢ effective circulatory volume,

°“√À¥μ—«¢ÕßÀ≈Õ¥‡≈◊Õ¥‰μ ∑”„Àâ‡≈◊Õ¥‰ª‡≈’È¬ß‰μ‰¥â¥’¢÷Èπ °“√„Àâ¬“À¥À≈Õ¥‡≈◊Õ¥√à«¡°—∫

·Õ≈∫Ÿ¡‘π®–™à«¬‡æ‘Ë¡ effective circulatory volume ‰¥â‡π◊ËÕß®“°·Õ≈∫Ÿ¡‘π®–‰ª®—∫°—∫ “√

¢¬“¬À≈Õ¥‡≈◊Õ¥ ®÷ß™à«¬‡æ‘Ë¡§«“¡¥—πÀ≈Õ¥‡≈◊Õ¥‰¥â æ∫«à“°“√„Àâ terlipressin Õ¬à“ß‡¥’¬«

‰¥âº≈¥âÕ¬°«à“°“√‰¥â terlipressin √à«¡°—∫·Õ≈∫Ÿ¡‘π

°“√„Àâ noradrenaline20 À√◊Õ midodrine √à«¡°—∫ octreotide21-23 „π HRS

æ∫«à“™à«¬≈¥§«“¡º‘¥ª°μ‘¢Õß hemodynamic ·≈–‰μ‰¥â  à«π octreotide Õ¬à“ß‡¥’¬«‰¥â

º≈‰¡àμà“ß®“°¬“À≈Õ°24 ·μà„π¢≥–π’È¬—ß‰¡à¡’¢âÕ¡Ÿ≈‡ª√’¬∫‡∑’¬∫√–À«à“ß midodrine °—∫

midodrine √à«¡°—∫ octreotide

º≈°“√√«∫√«¡°“√»÷°…“∑’Ë‡ªìπ·∫∫ uncontrolled „πºŸâªÉ«¬ HRS 258 √“¬ æ∫

«à“‚¥¬√«¡‰¥âº≈¥’¡“° (§√’Õ–μ‘π’π≈¥≈ß®πμË”°«à“ 1.5 ¡°./¥≈.) √âÕ¬≈– 60 ‚¥¬°≈ÿà¡∑’Ë‰¥â

terlipressin ®–‰¥âº≈√âÕ¬≈– 65 ·≈–¡’°“√°≈—∫‡ªìπ HRS ´È”√âÕ¬≈– 22 √–¬–‡«≈“√Õ¥

™’«‘μ‡©≈’Ë¬„π°≈ÿà¡∑’Ë√—°…“‡∑à“°—∫ 41 «—π‡∑’¬∫°—∫ 14 «—π„π°≈ÿà¡∑’Ë‰¡à‰¥â√—∫°“√√—°…“11

°“√»÷°…“·∫∫ ÿà¡‡ª√’¬∫‡∑’¬∫√–À«à“ß terlipressin √à«¡°—∫·Õ≈∫Ÿ¡‘πÀ√◊Õ¬“À≈Õ°

(μ“√“ß∑’Ë 6) æ∫«à“°≈ÿà¡∑’Ë‰¥â terlipressin ¿“«– HRS À“¬‰¥â√âÕ¬≈– 46 ‡∑’¬∫°—∫√âÕ¬≈– 11

„π°≈ÿà¡§«∫§ÿ¡ ·≈–°≈ÿà¡∑’Ë‰¥âº≈¡’Õ—μ√“°“√√Õ¥™’«‘μ‡æ‘Ë¡¢÷Èπ ·μà‡π◊ËÕß®“°Õ—μ√“°“√√Õ¥™’«‘μ

‰¡à‰¥â‡æ‘Ë¡„π 2 °“√»÷°…“¢π“¥„À≠à∑”„Àâ°“√ª≈Ÿ°∂à“¬μ—∫®÷ß¬—ß‡ªìπ°“√√—°…“∑’Ë¥’∑’Ë ÿ¥¢Õß HRS

·μà terlipressin ¬—ß∂◊Õ«à“‡ªìπ°“√√—°…“∑“ß‡≈◊Õ°„π√–À«à“ß∑’Ë√Õ°“√ª≈Ÿ°∂à“¬μ—∫

Meta-analysis ¢Õß°“√»÷°…“·∫∫ ÿà¡‡ª√’¬∫‡∑’¬∫ 4 ™‘Èπ‡ª√’¬∫‡∑’¬∫√–À«à“ß
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°“√„Àâ terlipressin √à«¡°—∫·Õ≈∫Ÿ¡‘π°—∫·Õ≈∫Ÿ¡‘πÕ¬à“ß‡¥’¬« æ∫«à“ terlipressin √à«¡°—∫

·Õ≈∫Ÿ¡‘π “¡“√∂‡æ‘Ë¡‚Õ°“ À“¬®“° HRS (RR 3.8, 95% CI, 2.2-6.4) ·≈–¡’°“√∑”ß“π

¢Õß‰μ¥’¢÷Èπ (RR, 2.0, 95%CI, 1.1-3.6)25

Transjugular intrahepatic portosystemic shunt (TIPS)

¡’°“√»÷°…“¢π“¥‡≈Á° 3 ™‘Èπ»÷°…“°“√∑” TIPS „π HRS æ∫«à“∑”„Àâ§√’Õ–μ‘π’π≈¥

≈ß„πºŸâªÉ«¬ à«π„À≠à·μà™â“°«à“°≈ÿà¡∑’Ë‰¥â terlipressin √à«¡°—∫·Õ≈∫Ÿ¡‘π ·≈–∂â“ shunt ¬—ß

∑”ß“πÕ¬Ÿà®–‡°‘¥ HRS ´È”‰¥âπâÕ¬ ·μà¡’ hepatic encephalopathy ∫àÕ¬¢÷Èπ22,26,27 ∂â“∑”

TIPS ·≈â« HRS ¥’¢÷Èπ®–¡’Õ—μ√“°“√√Õ¥™’«‘μ¥’¢÷Èπ¥â«¬ ·≈–®–¥’¬‘Ëß¢÷Èπ∂â“∑” TIPS À≈—ß®“°

‰¥â¬“À¥À≈Õ¥‡≈◊Õ¥√à«¡°—∫·Õ≈∫Ÿ¡‘π ·μà„π°“√»÷°…“∑—Èß 3 ™‘Èπ ºŸâªÉ«¬ à«π„À≠à‡ªìπμ—∫·¢Áß

®“° ÿ√“∑’ËÀ≈“¬√“¬¬—ß¥◊Ë¡ ÿ√“Õ¬Ÿà ·≈–‰¥â§—¥ºŸâªÉ«¬∑’Ë¡’ child-pugh score ≥ 12 ÕÕ°‰ª·≈â«

¥—ßπ—Èπ°“√∑’Ë HRS ¥’¢÷ÈπÕ“®‡ªìπº≈®“°¿“«– acute-on-chronic process ¥’¢÷Èπ°Á‰¥â ¥—ßπ—Èπ

ªí®®ÿ∫—πª√–‚¬™πå¢Õß TIPS ¬—ß¡’¢âÕ¡Ÿ≈‰¡à‡æ’¬ßæÕ

Extracorporeal albumin dialysis

¡’°“√»÷°…“·∫∫ ÿà¡‡ª√’¬∫‡∑’¬∫¢π“¥‡≈Á°„™â extracorporeal albumin contain-

μ“√“ß∑’Ë 6 °“√»÷°…“·∫∫ ÿà¡‡ª√’¬∫‡∑’¬∫√–À«à“ß terlipressin (√à«¡°—∫·Õ≈∫Ÿ¡‘π) °—∫¬“À≈Õ°11

Author Definition of Group N Complete HRS Median

complete response recurrence survival

response N (%) (%) (days)

Solanki Improvement in renal Terlipressin 12 5 (42) Some 9

function Control 12 0 - 9

Neri ↓ sCR ≤1.5 mg/dL Terlipressin 26 21 (81) NA 90

Control 26 5 (19) NA 15

Sanyal ↓ sCR ≤1.5 mg/dL without Terlipressin 56 19 (34) 1 (5) 24

dialysis Control 56 7 (13) 1 (14) 31

Martin-Llahi ↓ sCR <1.5 mg/dL Terlipressin 23 9 (39) 1 (10) 27

Control 23 1 (4) NA 19
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ing dialysate „πºŸâªÉ«¬ HRS 8 √“¬æ∫«à“¡’Õ—μ√“°“√√Õ¥™’«‘μ„π 30 «—π ¥’¢÷Èπ‡¡◊ËÕ‡∑’¬∫°—∫

5 √“¬∑’Ë∑” intermittent venovenous hemofiltration ·μà¢âÕ¡Ÿ≈∑’Ë¡’°Á¬—ß‰¡à¡“°æÕ∑’Ë®–

·π–π”„Àâ„™â„π HRS type1 „π¢≥–π’È28

Renal replacement therapy

„™â„π°“√√—°…“ HRS „π√–À«à“ß∑’Ë√Õ°“√ª≈Ÿ°∂à“¬μ—∫ À√◊Õ¡’¿“«–‰μ«“¬‡©’¬∫æ≈—π

∑’Ë “¡“√∂·°â‰¢ “‡Àμÿ‰¥â ·μà¬—ß‰¡à¡’¢âÕ¡Ÿ≈™—¥‡®π«à“«‘∏’„¥¥’∑’Ë ÿ¥„π HRS ·≈–®–‡ª≈’Ë¬π

æ¬“°√≥å‚√§¢ÕßºŸâªÉ«¬„π°√≥’∑’Ë‰¡à‰¥âª≈Ÿ°∂à“¬μ—∫‰¥âÀ√◊Õ‰¡à ¢≥–π’È¬—ß‰¡à¡’°“√»÷°…“‡ª√’¬∫

‡∑’¬∫√–À«à“ß renal replacement therapy °—∫°“√„Àâ¬“À¥À≈Õ¥‡≈◊Õ¥ ¥—ßπ—Èπ„πªí®®ÿ∫—π

§«√∑”„π√“¬∑’Ë¡’¢âÕ∫àß™’È ‡™àπ severe hyperkalemia, metabolic acidosis À√◊Õ volume

overload ‡ªìπμâπ

 √ÿª°“√√—°…“ HRS ‰¥â„πμ“√“ß∑’Ë 7

æ¬“°√≥å‚√§ºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’¿“«–‰μ«“¬

ºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’¿“«–‰μ«“¬π—Èπ¡’æ¬“°√≥å‚√§‰¡à¥’ Õ—μ√“°“√√Õ¥™’«‘μ„π 1 ‡¥◊Õπ

Õ¬Ÿà∑’Ë√âÕ¬≈– 50 ·≈– 6 ‡¥◊ÕπÕ¬Ÿà∑’Ë√âÕ¬≈– 20 °≈ÿà¡∑’Ë‡ªìπ HRS type 1 ®–¡’Õ—μ√“°“√‡ ’¬

™’«‘μ Ÿß°«à“ type 2 ‚¥¬Õ—μ√“°“√√Õ¥™’«‘μÕ¬Ÿà∑’Ë 1 ‡¥◊Õπ„π type 1 ‡∑’¬∫°—∫ 6 ‡¥◊Õπ„π type

2 °“√„Àâ¬“À¥À≈Õ¥‡≈◊Õ¥‰¡à‰¥â‡æ‘Ë¡Õ—μ√“°“√√Õ¥™’«‘μ ·μà„π§π∑’ËμÕ∫ πÕßμàÕ¬“®–¡’°“√

√Õ¥™’«‘μ¡“°°«à“§π∑’Ë‰¡àμÕ∫ πÕßμàÕ¬“

°“√ªÑÕß°—π

ºŸâªÉ«¬ spontaneous bacterial peritonitis (SBP) ∑’Ë‰¥â√—∫·Õ≈∫Ÿ¡‘π (1.5 °√—¡/

°°.) „π«—π∑’Ë«‘π‘®©—¬ SBP ·≈–μ“¡¥â«¬ 1 °√—¡/°°. „π 48 ™¡. ®–‡°‘¥ HRS ≈¥≈ß ·≈–

°“√„Àâ norfloxacin 400 ¡°. μàÕ«—π„πºŸâªÉ«¬∑’Ë¡’‚ª√μ’π„π ascites πâÕ¬°«à“ 1.5 °√—¡≈‘μ√

·≈–¡’∫‘≈‘√Ÿ∫‘π¡“°°«à“ 3 ¡°./¥≈., Child - Pugh score ¡“°°«à“ 10, ´’√—Ë¡‚´‡¥’¬¡πâÕ¬°«à“

130 ¡‘≈≈‘‚¡≈/≈‘μ√, §√’Õ–μ‘π’π¡“°°«à“ 1.2 ¡°./¥≈. ™à«¬≈¥°“√‡°‘¥ HRS ·≈–‡æ‘Ë¡Õ—μ√“

°“√√Õ¥™’«‘μ‰¥â

§«√À≈’°‡≈’Ë¬ß°“√„™â¬“μâ“πÕ—°‡ ∫∑’Ë‰¡à„™à ‡μ’¬√Õ¬¥åÀ√◊ÕÕ–¡‘‚π‰°≈‚§‰´¥å„π
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μ“√“ß∑’Ë 7 °“√√—°…“ HRS

Therapy Regimen and Comment Adverse Events

Vasoconstrictor drugs
Terlipressin

Norepinephrine

Midodrine

Octreotide +
Midodrine

Albumin

Other therapy

0.5-1 mg every 4-6 hr intravenously, with
an increase up to 2 mg every 4-6 hr until
serum creatinine decreases to 1-1.2 mg/
dl; usual duration of therapy, 5-15 days.

0.5-3 mg/hr given as continuous intrave-
nous infusion with the aim of increasing
mean arterial pressure by 10 mm Hg; treat-
ment is maintained until serum creatinine
decreases to 1-1.2 mg/dl
7.5 mg given orally 3 times daily, with an
increase to 12.5 mg 3 times daily if needed,
in association with octreotide (100 μg given
subcutaneously 3 times daily, with an in-
crease to 200 μg 3 times daily if needed).
100-200 μg subcutaneously three times a
day 7.5-12.5 mg orally three times a day
25 μg → 25 μg/h (continuous intravenous
infusion) 2.5 mg/day orally
Intravenous administration of albumin to-
gether with vasoconstrictor drugs (1 g of
albumin/ kg of body weight on day 1, fol-
lowed by 20-40 g/day).
TIPS may be effective in selected patients,
but available data are very limited. Renal
replacement therapy should be considered
in patients who do not have a response to
vasoconstrictor drugs

GI: abdominal cramps associ-
ated with increased bowel
movements, diarrhea, N/V, in-
testinal ischemia
Cardiac: arrhythmia, chest
pain, MI
Peripheral: livedo reticularis,
finger ischemia, cutaneous ne-
crosis at the infusion site, scro-
tal necrosis, skin lymphangitis
Chest pain with or without ven-
tricular hypokinesia

Diarrhea, tingling, goose bumps
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ºŸâªÉ«¬∑’Ë‡ªìπμ—∫·¢Áß‡æ√“–®–∑”„Àâ°“√∑”ß“π¢Õß‰μ≈¥≈ß  à«π°“√ªÑÕß°—π glomerulonephritis

∑’Ëæ∫√à«¡°—∫‚√§μ—∫π—Èπ¬—ß‰¡à¡’¢âÕ¡Ÿ≈‡æ’¬ßæÕ

¿“«–‰μ«“¬·≈–°“√ª≈Ÿ°∂à“¬μ—∫16

ºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’¿“«–‰μ«“¬¡’Õ—μ√“°“√‡ ’¬™’«‘μ Ÿß¡“° ‚¥¬‡©æ“–°≈ÿà¡ HRS type

1 ®÷ß§«√æ‘®“√≥“ª≈Ÿ°∂à“¬μ—∫∂â“‰¡à¡’¢âÕÀâ“¡·≈–§«√∑”Õ¬à“ß‡√àß¥à«π ‡æ√“–∂â“‡°‘¥‰μ«“¬

√ÿπ·√ß·≈â«®– àßº≈„Àâ°“√ª≈Ÿ°∂à“¬μ—∫‰¥âº≈≈—æ∏å∑’Ë‰¡à¥’ ¡’√“¬ß“π«à“°“√„Àâ·Õ≈∫Ÿ¡‘π·≈–

terlipressin °àÕπª≈Ÿ°∂à“¬μ—∫™à«¬„Àâ°“√∑”ß“π¢Õß‰μÀ≈—ßª≈Ÿ°∂à“¬μ—∫¥’¢÷Èπ

MELD score ·≈–º≈μàÕ°“√ª≈Ÿ°∂à“¬μ—∫

π—∫μ—Èß·μà¡’°“√„™â MELD score (Model of End Stage Liver Disease) ¡“μ—Èß

·μà §.». 2002 ¡’ºŸâªÉ«¬μ—∫«“¬∑’Ë¡’‰μ«“¬√à«¡¥â«¬‰¥â√—∫°“√ª≈Ÿ°∂à“¬μ—∫‡æ‘Ë¡¢÷Èπ ‚¥¬ºŸâªÉ«¬∑’Ë

¡’§√’Õ–μ‘π’π¡“°°«à“ 2 ¡°./¥≈. ∑’Ë‰¥âª≈Ÿ°∂à“¬μ—∫π—Èπ‡æ‘Ë¡®“°√âÕ¬≈– 8 ‡ªìπ√âÕ¬≈– 10 ·≈–

√âÕ¬≈– 4 ‡ªìπ√âÕ¬≈– 5 „πºŸâªÉ«¬∑’Ë‰¥â renal-replacement therapy Õ¬à“ß‰√°Áμ“¡Õ—μ√“

√Õ¥™’«‘μ„π 3 ªï ‰¡à·μ°μà“ß°—π„π™à«ß∑’Ë¡’°“√„™â MELD score ‡∑’¬∫°—∫™à«ß∑’Ë‰¡à‰¥â„™â MELD

score (√âÕ¬≈– 75 ·≈–√âÕ¬≈– 73) ¥—ßπ—Èπ°“√„™â MELD score ‰¡à‰¥â™à«¬‡æ‘Ë¡Õ—μ√“°“√

√Õ¥™’«‘μ¢ÕßºŸâ∑’Ëª≈Ÿ°∂à“¬μ—∫

°“√∑”ß“π¢Õß‰μ

ºŸâªÉ«¬∑’Ë°àÕπª≈Ÿ°∂à“¬μ—∫¡’ GFR ¡“°°«à“ 80 ¡≈./π“∑’/1.73 ‡¡μ√2 æ∫«à“μâÕßøÕ°

‰μÀ≈—ßª≈Ÿ°∂à“¬μ—∫πâÕ¬°«à“√âÕ¬≈– 10 ·≈–®–‡°‘¥‰μ«“¬√ÿπ·√ß (GFR πâÕ¬°«à“ 30 ¡≈./

π“∑’) „π 6 ‡¥◊ÕπÀ≈—ßª≈Ÿ°∂à“¬μ—∫‡æ’¬ß√âÕ¬≈– 7

ºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’¿“«–¥◊ÈÕ¬“¢—∫ªí  “«–‡¡◊ËÕμ‘¥μ“¡‰ª 6 ‡¥◊ÕπÀ≈—ßª≈Ÿ°∂à“¬μ—∫

æ∫«à“‰μ¬—ß∑”ß“π‰¥â¥’ (GFR ¡“°°«à“ 60 ¡≈./π“∑’) ·≈–√âÕ¬≈– 60 ¢ÕßºŸâ∑’Ë¡’ GFR πâÕ¬°«à“

40 ¡≈./π“∑’°àÕπª≈Ÿ°∂à“¬μ—∫®–¡’ GFR ¥’¢÷ÈπÀ≈—ß∑” 1 ªï ¥—ßπ—Èπ‰μ«“¬Õ“®¥’¢÷ÈπÀ≈—ß°“√

ª≈Ÿ°∂à“¬μ—∫‰¥â

‚¥¬∑—Ë«‰ªºŸâ∑’Ë¡’°“√∑”ß“π¢Õß‰μ¥’°àÕπª≈Ÿ°∂à“¬μ—∫À≈—ß®“°μ‘¥μ“¡‰ª 1 ªï‰μ°Á¡—°
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¬—ß¥’Õ¬Ÿà ·μà°ÁÕ“®‡°‘¥ chronic allograft nephropathry ‰¥â´÷Ëß‡ªìπ “‡ÀμÿÕ—π¥—∫ 3 ∑’Ë∑”„Àâ

ºŸâªÉ«¬μâÕß‡ª≈’Ë¬π‰μ

°“√„™âÀ√◊Õ‰¡à„™â MELD score „π°“√ª≈Ÿ°∂à“¬μ—∫π—Èπ ®“°°“√μ‘¥μ“¡‰ª 3 ªï

À≈—ßª≈Ÿ°∂à“¬μ—∫æ∫«à“º≈∑’Ë‰¥â‰¡à·μ°μà“ß°—π„π∑—Èß°“√‡æ‘Ë¡¢Õß§√’Õ–μ‘π’π·≈–°“√øÕ°‰μ

°“√ª≈Ÿ°∂à“¬μ—∫·≈–‰μ

‡¡◊ËÕ¡’°“√„™â MELD score ¡“ª√–‡¡‘πºŸâªÉ«¬∑”„Àâ¡’°“√ª≈Ÿ°∂à“¬μ—∫·≈–‰μ ‡æ‘Ë¡

®“°√âÕ¬≈– 2.6 ‡ªìπ√âÕ¬≈– 4.4 „π∑“ß∑ƒ…Æ’°“√ª≈Ÿ°∂à“¬μ—∫·≈–‰μ§«√„™â„π°√≥’∑’Ë¡’¿“«–

‰μ«“¬∑’Ë‰¡à “¡“√∂°≈—∫øóôπ‡ªìπª°μ‘‰¥â ‚¥¬°“√¡’‰μ«“¬μàÕ‡π◊ËÕß°àÕπª≈Ÿ°∂à“¬μ—∫‡ªìπ¢âÕ∫àß

™’ÈÀ≈—°„π°“√ª≈Ÿ°∂à“¬μ—∫·≈–‰μ

°“√¡’ HRS ‰¡à‡ªìπ¢âÕ∫àß™’È„π°“√ª≈Ÿ°∂à“¬μ—∫·≈–‰μ‡æ√“–Õ—μ√“°“√√Õ¥™’«‘μ„π

§π∑’Ëª≈Ÿ°∂à“¬μ—∫Õ¬à“ß‡¥’¬«‡∑’¬∫°—∫ª≈Ÿ°∂à“¬μ—∫·≈–‰μ‰¥âº≈‰¡àμà“ß°—π ¬°‡«âπ∂â“¡’√–¬–

‡«≈“¢Õß°“√∑” renal replacement therapy °àÕπª≈Ÿ°∂à“¬μ—∫π“π°«à“ 8-12  —ª¥“Àå®–¡’

Õ—μ√“°“√√Õ¥™’«‘μ¥’°«à“∂â“ª≈Ÿ°∂à“¬μ—∫·≈–‰μ

°“√«‘‡§√“–Àå¢âÕ¡Ÿ≈√“¬ß“π¢Õß United Networks for Organ Sharing (UNOS)

‡æ◊ËÕª√–‡¡‘πª√–‚¬™πå¢Õß°“√ª≈Ÿ°∂à“¬μ—∫·≈–‰μæ∫«à“„π¬ÿ§∑’Ë¡’°“√„™â MELD score (À≈—ß

®“°∑” matching  ”À√—∫ donorûs age, race, cause of death ·≈– ”À√—∫ recipientûs

MELD score ·≈– dialysis status) æ∫«à“Õ—μ√“√Õ¥™’«‘μ¢ÕßºŸâªÉ«¬ª≈Ÿ°∂à“¬μ—∫‰¥âº≈‰¡à

μà“ß°—∫ª≈Ÿ°∂à“¬μ—∫·≈–‰μ (√âÕ¬≈– 82 ‡∑à“°—π) ·≈–‰¡à·μ°μà“ß°—π√–À«à“ß°≈ÿà¡∑’Ë‰¥â√—∫°“√

øÕ°‰μ°—∫‰¡à‰¥âøÕ°‰μ°àÕπª≈Ÿ°∂à“¬μ—∫ ·μàºŸâ∑’ËøÕ°‰μπ“π°«à“ 3 ‡¥◊Õπæ∫«à“∂â“‰¥âª≈Ÿ°

∂à“¬μ—∫·≈–‰μ®–¡’Õ—μ√“√Õ¥™’«‘μ∑’Ë 1 ªï¥’°«à“°“√ª≈Ÿ°∂à“¬μ—∫Õ¬à“ß‡¥’¬« (√âÕ¬≈– 87 ‡∑’¬∫

°—∫√âÕ¬≈– 75) ·≈–§«“¡‡ ’Ë¬ß∑’Ë®–‡°‘¥ liver-graft failure °Á≈¥≈ß„π°≈ÿà¡∑’Ëª≈Ÿ°∂à“¬μ—∫

·≈–‰μ‡¡◊ËÕ‡∑’¬∫°—∫ª≈Ÿ°∂à“¬μ—∫Õ¬à“ß‡¥’¬« (√âÕ¬≈– 85 ‡∑’¬∫°—∫√âÕ¬≈– 71) ·μàÕ—μ√“°“√

Õ¬Ÿà√Õ¥¢Õß kidney-graft ∑’Ë 1 ªïÀ≈—ßª≈Ÿ°∂à“¬μ—∫·≈–‰μπ—Èπ·¬à°«à“°“√ª≈Ÿ°∂à“¬‰μÕ¬à“ß‡¥’¬«

(√âÕ¬≈– 77 ‡∑’¬∫°—∫√âÕ¬≈– 89)

®“°¢âÕ¡Ÿ≈∑’Ë¡’„πªí®®ÿ∫—π®÷ß¬—ß‰¡à¡’·π«∑“ß∑’Ë™—¥‡®π«à“‡¡◊ËÕ„¥§«√ª≈Ÿ°∂à“¬μ—∫·≈–‰μ

·μà¡’§”·π–π”«à“§«√®–∑”„π°√≥’∑’Ë‡ªìπ



33¿“«–‰μ«“¬„πºŸâªÉ«¬‚√§μ—∫

‰μ«“¬√–¬– ÿ¥∑â“¬„πºŸâªÉ«¬μ—∫·¢Áß∑’Ë¡’ portal hypertension ∑’Ë¡’Õ“°“√À√◊Õ

¡’ hepatic venous pressure gradient ¡“°°«à“ 10 ¡¡.ª√Õ∑

‰μ«“¬‡©’¬∫æ≈—π À√◊Õ HRS ∑’Ë¡’§√’Õ–μ‘π’π¡“°°«à“ 2 ¡°./¥≈. ·≈–‰¥â√—∫

°“√øÕ°‰μπ“π¡“°°«à“ 8  —ª¥“Àå

μ—∫«“¬∑’Ë¡’‰μ«“¬‡√◊ÈÕ√—ß∑’Ë GFR πâÕ¬°«à“ 30 ¡≈./π“∑’ À√◊Õμ√«®™‘Èπ‡π◊ÈÕ‰μ

æ∫«à“¡’ glomerulosclerosis À√◊Õ¡’æ—ßº◊¥¡“°°«à“√âÕ¬≈– 30
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How Experts Do It?

∂“¡ Chronic diarrhea ‡ªìπ‡√◊ËÕß·æ∑¬å„Àâ§«“¡ π„®‡æ√“–¡’ªí≠À“„π‡«™ªØ‘∫—μ‘

¡“°Ê §”®”°—¥§«“¡¢Õß chronic diarrhea π—Èπ¡’°“√„™â√–¬–‡«≈“¢ÕßÕ“°“√ diar-

rhea ∑’Ë·μ°μà“ß°—π‰ª Õ“®“√¬å„™â√–¬–‡«≈“‡°‘π°’Ë —ª¥“Àå§√—∫?

μÕ∫ §”®”°—¥§«“¡¡’∑—Èßπ“π°«à“ 3 À√◊Õ 4  —ª¥“Àå ·μàπ’Ë§◊Õ∑“ß∑ƒ…Æ’ ‡æ√“–‚¥¬

ª°μ‘ acute diarrhea ¡—°À“¬„π 3-5 «—π ¥—ßπ—Èπ∂â“‡¢â“ —ª¥“Àå∑’Ë 2 ¬—ß‰¡àÀ“¬°Á§«√

μâÕß ◊∫§âπ∫“ßÕ¬à“ß‰¥â·≈â« ‡™àπ §«√‡√‘Ë¡μ√«®Õÿ®®“√– ‡æ“–‡™◊ÈÕ À√◊Õ∫“ß√“¬Õ“®μâÕß∑”

sigmoidoscopy À√◊Õ colonoscopy ·≈â«‰¡à„™àμâÕß√Õ„Àâ‡°‘π 3 À√◊Õ 4  —ª¥“Àå®π

§√∫‡°≥±å¢Õß chronic diarrhea °àÕπ§àÕ¬∑”°“√ ◊∫§âπ

∂“¡  “‡Àμÿ¢Õß chronic diarrhea „πª√–‡∑»‰∑¬‡§¬¡’ß“π«‘®—¬À√◊Õ√“¬ß“π„À≠àÊ

∫â“ßÀ√◊Õ‰¡à§√—∫«à“¡’ “‡Àμÿ®“°Õ–‰√∫â“ß?

μÕ∫ ¡’πâÕ¬§√—∫ ‡∑à“∑’Ë¡’‡ªìπ¢âÕ¡Ÿ≈√«∫√«¡¢ÕßÕ“®“√¬å∫ÿ≠ «π“ ‘π ‚√ßæ¬“∫“≈»‘√‘√“™

Chronic Diarrhea
 ∂“æ√  ¡“π—  ∂‘μ¬å
√Õß»“ μ√“®“√¬å  “¢“«‘™“‚√§√–∫∫∑“ß‡¥‘πÕ“À“√

‚√ßæ¬“∫“≈»‘√‘√“™

ç°“√√—°…“‚√§‡ªìπ∑—Èß ç»“ μ√åé ·≈– ç»‘≈ªáé °“√„™â ç»“ μ√åé ‡æ’¬ß

Õ¬à“ß‡¥’¬«∫“ß§√—Èß°Á‰¡àæÕ μâÕß¡’ ç»‘≈ªáé ´÷Ëß®–‡°‘¥‰¥â°Á¥â«¬®“°§«“¡

‡™’Ë¬«™“≠·≈–ª√– ∫°“√≥å §Õ≈—¡πåπ’È§◊Õ°“√·∫àßªíπ ·π«§‘¥ ‡∑§π‘§

·≈–ª√– ∫°“√≥å®“°ºŸâ∑’Ë‰¥â√—∫°“√¬Õ¡√—∫«à“‡ªìπºŸâ‡™’Ë¬«™“≠„π‡√◊ËÕßπ—Èπé
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ª√–¡“≥°«à“ 20 ªï¡“·≈â« ·μà‰¡à‰¥â¡’°“√μ’æ‘¡æå ´÷Ëß “‡Àμÿ°Á¡’À≈“°À≈“¬√«¡∑—Èß¡’

∫“ß à«π∑’Ë‰¡à∑√“∫ “‡Àμÿ

∂“¡  “‡Àμÿ„π ¡—¬°àÕπÕ“®·μ°μà“ß®“°ªí®®ÿ∫—ππ–§√—∫ ‡™àπ  ¡—¬°àÕπÕ“®¡’ inflam-

matory bowel disease (IBD) πâÕ¬ ·≈– irritable bowel syndrome (IBS) °Á

¬—ß‰¡à√Ÿâ®—°°—π¥’ ·≈â«„πª√– ∫°“√≥å¢ÕßÕ“®“√¬å‡∑à“∑’Ë‡ÀÁπ„π√–¬–À≈—ßÊ  “‡Àμÿ∑’Ëæ∫

∫àÕ¬¢Õß chronic diarrhea ¡’Õ–‰√∫â“ß§√—∫?

μÕ∫ „πª√–‡∑»‰∑¬ “‡Àμÿ¢Õß chronic diarrhea ¬—ß‰¡à¡’°“√»÷°…“·∫∫‰ª¢â“ßÀπâ“

À√◊Õ°“√√«∫√«¡ºŸâªÉ«¬™—¥‡®π ‡æ√“–¡’ªí≠À“‡√◊ËÕß§”®”°—¥§«“¡ ‡™àπ diarrhea §◊Õ

μâÕß∂à“¬‡°‘π 3 §√—Èß„π 1 «—π ·μàºŸâªÉ«¬‰∑¬∑’Ë∂à“¬‰¡à¡“°°Á¡—°¬—ß‰¡à¡“æ∫·æ∑¬å °Á

®–‰¡à∂Ÿ°‡°Á∫√«∫√«¡ À√◊ÕºŸâªÉ«¬„π∑’Ë¡“¥â«¬‚√§Õ◊Ëπ·μà¡’ diarrhea √à«¡¥â«¬´÷Ëß‰¡à

¡“°®–√«¡¥â«¬À√◊Õ‰¡à À√◊ÕμâÕß‡Õ“∑’Ë¡“¥â«¬Õ“°“√ diarrhea ‡ªìπÕ“°“√π”‡∑à“π—Èπ

‡ªìπμâπ ¥—ßπ—Èπ¢âÕ¡Ÿ≈∑“ß ∂‘μ‘¢Õß chronic diarrhea ®÷ß¡’πâÕ¬¡“° „πμà“ß

ª√–‡∑»∑’Ëæ∫∫àÕ¬®–‡ªìπ celiac sprue, IBD ·≈– IBS  à«π„πª√–‡∑»‰∑¬∂â“‡ªìπ

ºŸâªÉ«¬μà“ß®—ßÀ«—¥μâÕß√–«—ß°“√μ‘¥‡™◊ÈÕª√ ‘μ‡ ¡Õ ‡æ√“–¡—°μ√«®Õÿ®®“√–‰¡à¥’·≈–

Õ“®‰¥â√—∫°“√√—°…“¡“·≈â«∫“ß à«π ‡«≈“ºŸâªÉ«¬∂Ÿ° àßμàÕ‡¢â“°√ÿß‡∑æœ ∫“ß§√—ÈßμâÕß

μ√«®Õÿ®®“√–∂÷ß§√—Èß∑’Ë 10 ®÷ß®–æ∫ capillariasis °Á¡’ ∑—Èß∑’Ëμ“¡∑ƒ…Æ’μ√«® 3 §√—Èß

∂◊Õ«à“πà“®–‡æ’¬ßæÕ·≈â«  “‡ÀμÿÕ◊ËπÊ ∑’Ë√Õß≈ß¡“ ‰¥â·°à «—≥‚√§≈”‰ â ·≈â«®÷ß

‡ªìπ “‡Àμÿ°≈ÿà¡∑’Ë‰¡à„™à‚√§μ‘¥‡™◊ÈÕ ‡™àπ ‰∑√Õ¬¥å‡ªìπæ‘… ≈‘¡‚ø¡“ ·≈– IBD ∂â“‡ªìπ

ºŸâªÉ«¬„π°Á‡ªìπ antibiotic-associated diarrhea

∂“¡ IBS °Áπà“®–‡ªìπ “‡Àμÿ∑’Ëæ∫∫àÕ¬π–§√—∫

μÕ∫ „™à§√—∫ πà“®–∫àÕ¬∑’Ë ÿ¥ ·μà∑’Ë‡√“æŸ¥∂÷ß§◊Õ°√≥’∑’Ë‡ªìπ organic chronic diar-

rhea

∂“¡ ‚√§μ‘¥‡™◊ÈÕ¥Ÿ®–¬—ß‡ªìπ “‡Àμÿ∑’Ë ”§—≠Õ¬Ÿà ¥—ßπ—Èπ‡™àπ°√≥’ºŸâªÉ«¬‡Õ¥ å∑’Ë¡’ chronic

diarrhea √–À«à“ß∑’Ë√Õ°“√μ√«®Õÿ®®“√–À√◊Õ colonoscopy Õ“®“√¬å¡’À≈—°°“√„Àâ

¬“·∫∫ empiric ‰ª°àÕπÀ√◊Õ‰¡à Õ¬à“ß‰√§√—∫?

μÕ∫ ‚¥¬ª°μ‘ºŸâªÉ«¬‡Õ¥ å “‡Àμÿ¡—°‡ªìπ‚√§μ‘¥‡™◊ÈÕ ·μà¡’ “‡ÀμÿÀ≈“°À≈“¬¡“°Ê

∑—Èß cryptosporidium, isospora, microsporidium, cyclospora ·≈â«¬—ß¡’«—≥‚√§
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‡™◊ÈÕ√“Õ’° º¡‡Õß‰¡à·π–π”„Àâ empiric ·μà§«√ ◊∫§âπ°àÕπ‚¥¬μ√«®Õÿ®®“√– ¬âÕ¡

AFB, modified AFB, modified trichrome ∂â“‰¡àæ∫°Á§«√∑” colonoscopy

·≈–μ√«®™‘Èπ‡π◊ÈÕ ·μà„π°√≥’∑’Ë‰¡à‰¥â§”μÕ∫°ÁÕ“®„Àâ ciprofloxacin, metronidazole

·≈– cotrimoxazole ‰¥â ·≈–·¡â·μà°“√„Àâ¬“ antiretroviral (ARV) °Á∑”„ÀâºŸâªÉ«¬

¡’Õ“°“√ diarrhea ∑ÿ‡≈“‰¥â §◊Õ®“°‡ªìπ‚√§ (ª√ ‘μÀ√◊Õ‚ª√‚μ´—«) °Á°≈“¬‡ªìπæ“À–

‡©¬Ê

∂“¡ °≈—∫¡“„π°√≥’‡ªìπºŸâªÉ«¬ª°μ‘∑—Ë«‰ª∑’Ë¡’ chronic diarrhea √–À«à“ß√Õº≈μ√«®

Õÿ®®“√– Õ“®“√¬å¡’À≈—°Õ¬à“ß‰√«à“√“¬„¥§«√≈Õß„Àâ°“√√—°…“‡™◊ÈÕª√ ‘μ·∫∫ empiric

‰ª‡≈¬¡’À√◊Õ‰¡à§√—∫?

μÕ∫ °“√‡≈◊Õ°°“√ ◊∫§âπÀ√◊Õ≈Õß√—°…“ºŸâªÉ«¬

chronic diarrhea §«√¥Ÿ∑’Ë§«“¡ —¡æ—π∏å√–À«à“ß

√–¬–‡«≈“·≈–§«“¡√ÿπ·√ß¢Õß‚√§ ∂â“‡ªìπ¡“π“π

·≈â«·μàºŸâªÉ«¬¬—ß¥Ÿ¥’ · ¥ß«à“°“√¥”‡π‘π‚√§‰¡à

√ÿπ·√ß º¡Õ“®„Àâ°“√√—°…“μ“¡Õ“°“√‰ª√–À«à“ß

°“√ ◊∫§âπ “‡Àμÿ √—°…“æ≈“ß  ◊∫§âπæ≈“ß ´÷Ëß

∫“ß∑’‚√§°ÁÀ“¬‰ª‡Õß (´÷ËßÕ“®‡ªìπ IBS ‡ªìπμâπ)

·μà∂â“ºŸâªÉ«¬¡’ª√–«—μ‘ —Èπ À√◊Õ¡’Õ“°“√√ÿπ·√ß πÈ”

Àπ—°≈¥¡“° ·Õ≈∫Ÿ¡‘πμË” ´’¥ ¢“¥Õ“À“√ μâÕß ◊∫

§âπÀ“ “‡Àμÿ„Àâ∂÷ß∑’Ë ÿ¥°àÕπ ‰¡à§«√√—°…“·∫∫ empiric

∂“¡ ¥—ßπ—ÈπÀ≈—°¢ÕßÕ“®“√¬å§◊Õ chronic diarrhea §«√μâÕß√Ÿâ “‡Àμÿ°àÕπ√—°…“ ´÷Ëß

μà“ß®“° acute diarrhea ́ ÷Ëß‰¡àμâÕß√Ÿâ “‡Àμÿ®”‡æ“–·μà√—°…“§√Õ∫§≈ÿ¡‡ªìπÀ≈—° ¬°‡«âπ

chronic diarrhea ∑’Ë‡ªìπ¡“π“π¡“°·μà¥Ÿ¥’Õ“® empiric ‰¥â

μÕ∫ À√◊ÕÕ’°°√≥’Àπ÷Ëß §◊Õ‡ªìπ¡“‰¡àπ“π ‡™àπ 2-3  —ª¥“Àå ·≈–¬—ß‰¡à¡’Õ“°“√„¥Ê

¢Õß¿“«–μ‘¥μ“¡¡“¢Õß diarrhea °ÁÕ“®√—°…“·∫∫ empiric ‡™◊ÈÕ·∫§∑’‡√’¬À√◊Õ

ª√ ‘μ¥Ÿ‰¥â

∂“¡ ∂â“„™âÀ≈—°«à“∂â“μÕπ‡√‘Ë¡ (onset) ¢Õß chronic diarrhea ∂â“§àÕπ¢â“ß sud-

den, acute πà“®–‡ªìπ°≈ÿà¡μ‘¥‡™◊ÈÕ ‡™àπ ·∫§∑’‡√’¬ °ÁÕ“®√—°…“·∫∫ empiric À√◊Õ
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∂â“æ∫ eosinophilia °ÁÕ“®„Àâ¬“√—°…“ª√ ‘μ®–‰¥âÀ√◊Õ‰¡à§√—∫?

μÕ∫ ‰¥â§√—∫

∂“¡ Õ“®“√¬å¡’ routine lab ∑’Ë§«√μ√«®‡ ¡Õ ‡™àπ anti HIV, thyroid function

test, albumin, CBC, ESR À√◊Õ‰¡à§√—∫?

μÕ∫ ‰¡à∂÷ß°—∫‡ªìπ routine ·μà à«π„À≠à anti HIV ·≈– thyroid function test

°Áπà“μ√«®‡æ√“–μ√«®‰¡à¬“°·≈–∫“ßÕ¬à“ß∂â“æ∫°Á√—°…“‰¥â‡≈¬ ·≈–°“√ ◊∫§âπÕ◊ËπÊ

¢Õß chronic diarrhea ‡√“°Á∑”‰¥â‰¡à¡“°Õ¬Ÿà·≈â« °“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√‡À≈à“

π’È¡’ª√–‚¬™πå¡“°„π√“¬∑’Ë°È”°÷Ëß«à“‡ªìπ functional À√◊Õ organic ∂â“‡ªìπ organic

™—¥‡®π°“√μ√«®‡À≈à“π’È°Á¥Ÿ¡’ª√–‚¬™πåπâÕ¬

∂“¡ „πμà“ßª√–‡∑»·π«∑“ß°“√ ◊∫§âπ¡—°„™â°“√ approach ∑“ßæ¬“∏‘ √’√«‘∑¬“

(pathophysiology) ‡™àπ ‡ªìπ secretory, osmotic, fatty ·≈– inflammatory

diarrhea ·μà„πª√–‡∑»‰∑¬¥Ÿ®– approach ‡ªìπ small bowel À√◊Õ large bowel

diarrhea ¡“°°«à“ Õ“®“√¬å¡’§«“¡‡ÀÁπ«à“Õ¬à“ß‰√§√—∫?

μÕ∫ „πμà“ßª√–‡∑»ºŸâªÉ«¬ chronic diarrhea ®–‰¥â√—∫°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√

‡ªìπ™ÿ¥‡≈¬ ‡™àπ CBC, ESR, thyroid function test, anti HIV À√◊Õ·¡â·μàŒÕ√å‚¡π

‡™àπ gastrin, À√◊Õ vasoactive intestinal peptide (VIP) °Á‡ªìπ à«πÀπ÷Ëß¢Õß°“√

μ√«®‡≈◊Õ¥¥â«¬´È” ´÷Ëß„πª√–‡∑»‰∑¬∑”·∫∫π’È‰¡à‰¥â º¡‡Õß®–æ¬“¬“¡‡≈◊Õ°°“√

 ◊∫§âπ‚¥¬¥ŸºŸâªÉ«¬«à“¡’Õ“°“√· ¥ß¢Õß§«“¡√ÿπ·√ßÀ√◊Õº≈æ«ß (consequence) ¢Õß

diarrhea μàÕ ÿ¢¿“æ¡“°πâÕ¬‡æ’¬ß„¥ ‚¥¬¥ŸÕ“°“√ μ√«®√à“ß°“¬ º≈°“√μ√«®∑“ß

ÀâÕßªØ‘∫—μ‘°“√ ‡™àπ ́ ’¥ hypoalbuminemia, hypocholesterolemia ‡ªìπμâπ ‡æ√“–

chronic diarrhea ·μà≈–‡Àμÿ°Á¡’º≈μàÕ√à“ß°“¬·μ°μà“ß°—π ‡™àπ lactose intoler-

ance ‰¡àπà“¡’º≈¡“° small bowel bacterial overgrowth syndrome ¡’

 ‡ª§μ√—¡°«â“ß ∂â“‡ªìπ≈‘¡‚ø¡“À√◊Õ«—≥‚√§°Á®–√ÿπ·√ß ‡ªìπμâπ

∂“¡ · ¥ß«à“Õ“®“√¬å®–ª√–‡¡‘π°àÕπ«à“∂â“‡ªìπ çminoré chronic diarrhea Õ“®“√¬å

°ÁÕ“®®–‰¡àμâÕß ◊∫§âπ¡“°π—° ·μà∂â“‡ªìπ çmajoré chronic diarrhea °Á®–À“·∫∫¥ÿ

‡¥◊Õ¥°«à“„™àÀ√◊Õ‰¡à§√—∫?

μÕ∫ „™à§√—∫ Õ¬à“ß°√≥’·√°π—Èπ‡√“°ÁÕ“®®–≈Õß√—°…“¥Ÿæ≈“ßÊ √–À«à“ß∑’Ë ◊∫§âπ ‡™àπ
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„Àâ loperamide, cholestyramine ‰ª√–À«à“ß∑’Ë ◊∫§âπ ‡æ√“–∂â“∑ÿ‡≈“°àÕπ°Á®–‰¥â

‰¡àμâÕß ◊∫§âπμàÕ

∂“¡ „π√“¬ chronic diarrhea ∑’Ë§àÕπ¢â“ß minor À√◊Õ‡ªìππ“πÊ Õ“®“√¬å®– ◊∫§âπ

¡“°πâÕ¬‡æ’¬ß„¥?

μÕ∫ Õ“®∑”·§àμ√«®Õÿ®®“√–„Àâ¥’Ê ·≈–∑” colonoscopy Õ¬à“ß‡¥’¬«°ÁæÕ·≈â« À√◊Õ

Õ“®®–‡≈◊Õ°∑” barium enema °ÁæÕÕπÿ‚≈¡‰¥â·¡â®–‰¡à¥’‡∑à“ colonoscopy  à«π

H2-breath test  ”À√—∫ small bowel bacterial overgrowth syndrome π—Èπº¡

‰¡à§àÕ¬ àß∑”¬°‡«âπ¡’§«“¡‡ ’Ë¬ß¢Õß¿“«–π’È ‡™àπ ºà“μ—¥™àÕß∑âÕß À√◊Õ‡ªìπ scleroderma

‡ªìπμâπ

∂“¡ ∂â“ colonoscopy ª°μ‘ Õ“®“√¬å®–μ√«®™‘Èπ‡π◊ÈÕ (biopsy) ‡ªìπ routine À√◊Õ

‰¡à§√—∫?

μÕ∫ ‰¡à∑”‡ªìπ routine ‡æ√“– microscopic colitis π—Èπæ¬“∏‘·æ∑¬å„πª√–‡∑»

‰∑¬¡—°‰¡àÕà“π ®÷ß‰¡à‡ª≈’Ë¬π·π«∑“ß°“√√—°…“·∫∫ empiric ¢Õßº¡π—° „π√“¬∑’Ë

§àÕπ¢â“ß‡À¡◊Õπ functional À√◊Õ IBS º¡Õ“®∑”·§à colonoscopy Õ¬à“ß‡¥’¬«‚¥¬

‰¡àμ√«®™‘Èπ‡π◊ÈÕ

∂“¡ „π√“¬ çminoré chronic diarrhea Õ“®“√¬å®–‰¡à ◊∫§âπ∑“ß≈”‰ â‡≈Á° (small

bowel diarrhea) ‡≈¬„™àÀ√◊Õ‰¡à§√—∫?

μÕ∫ ‰¡à∑”§√—∫ ·≈–„π√“¬∑’Ë°È”°÷Ëß°—∫ functional (IBS) º¡Õ“®„Àâ™—Ëß stool weight

24 ™—Ë«‚¡ß‡≈¬ ‚¥¬„ÀâºŸâªÉ«¬‡°Á∫Õÿ®®“√–„ à∂ÿß·≈â«™—Ëßμ“™—Ëß¥‘®‘μÕ≈‡≈Á°Ê ∑’Ë¡’∑—Ë«‰ª

∂â“¡“°°«à“ 500 °√—¡/«—π°Á®– ◊∫§âπμàÕ ∂â“πâÕ¬°«à“ 300 °√—¡/«—π°Á∂◊Õ‡ªìπ functional

°Á‰¡àμâÕß ◊∫§âπμàÕÕ’° ∂â“Õ¬Ÿà√–À«à“ß 300-500 °√—¡/«—π°Á√Õμ√«®´È”„À¡àÕ’°§√—Èß

∂“¡ „π√“¬∑’Ë colonoscopy ª°μ‘·μàº≈™‘Èπ‡π◊ÈÕÕà“π«à“¡’ mild colitis, nonspe-

cific colitis Õ“®“√¬å¡’·π«∑“ß°“√¥Ÿ·≈Õ¬à“ß‰√§√—∫?

μÕ∫ μâÕß¢÷Èπ°—∫Õ“°“√·≈–º≈ colonoscopy ¥â«¬«à“ª°μ‘®√‘ßÀ√◊Õ‰¡à ‡æ√“–

colonoscopic finding ¢Õß mild colitis Õ“®‡ÀÁπ·§à§«“¡¡—π¢Õß mucosa À“¬

‰ª ‡∑à“π’È°Á‡Õ“·≈â« ®÷ß¢÷Èπ°—∫§π∑’Ë¥Ÿ ∂â“¥Ÿ¡’ mild colitis ·≈â«º≈™‘Èπ‡π◊ÈÕÕà“π«à“¡’ coli-

tis °Á§ßμâÕß‡Õ“ ·μà∂â“¥Ÿ colonoscopy ª°μ‘·πàÊ ·μà™‘Èπ‡π◊ÈÕÕà“π colitis Õ¬à“ßπ’È§ß
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μâÕß¥ŸÕ“°“√∑“ß§≈‘π‘°‡ªìπ ”§—≠

∂“¡ ©–π—Èπ∂â“‡Õ“«à“‡ªìπ mild colitis ®√‘ß®–√—°…“Õ¬à“ß‰√§√—∫?

μÕ∫ ∂â“„πμà“ßª√–‡∑» ∂â“æ∫ mild colitis ‡¢“®–π—∫‡ªìπ ulcerative colitis (UC)

·≈â« ¥—ßπ—Èπ„π∫â“π‡√“§ßμâÕß°≈—∫¡“¥ŸºŸâªÉ«¬Õ¬Ÿà¥’ ∂â“ºŸâªÉ«¬¥’¡“° ∂à“¬‡ªìπ çminoré

¡“°Ê °ÁÕ“®®–√—°…“μ“¡Õ“°“√‰ª°àÕπ ·μà∂â“∂à“¬¡“° ¥Ÿ‰¡à¥’°ÁÕ“®μâÕß√—°…“·∫∫ UC

πÕ°®“°π’È°ÁÕ“®‡ªìπ mild antibiotic-associated colitis ‰¥â‡æ√“–°“√μ√«® C.

difficile toxin ‡√“°Á¬—ß∑”‰¥â‰¡à¥’π—°

∂“¡ °√≥’·∫∫π’ÈÕ“®“√¬å®–‡≈◊Õ°√—°…“ UC °àÕπÀ√◊Õ C. difficile-associated colitis

°àÕπ?

μÕ∫ ‡≈◊Õ°√—°…“ C. difficile °àÕπ ‡™àπ metronidazole ·≈â« 2-3  —ª¥“Àå°Á àÕß

°≈âÕßμ‘¥μ“¡ È́”«à“¥’¢÷ÈπÀ√◊Õ‰¡à ‡æ√“–∂â“√—°…“ UC μâÕß√Õ 2-3 ‡¥◊Õπ®÷ß§àÕ¬ àÕß°≈âÕß

´È”

∂“¡ ‡§¬‡ÀÁπ∫àÕ¬Ê §√—∫«à“·æ∑¬å àÕß°≈âÕßæ∫ mild colitis ·¥ßÊ °Á„Àâ

sulphasalazine À√◊Õ 5-ASA ‰ª‡≈¬

μÕ∫ °Á‰¡à∂÷ß°—∫º‘¥ ·μà∑’Ë ”§—≠§◊Õ°“√ àÕß°≈âÕßμ‘¥μ“¡ ‡æ√“– UC μâÕß‡ªìπ‡¥◊Õπ

®÷ß®–¥’¢÷Èπ ¥—ßπ—Èπ∂â“‰¡à°’Ë —ª¥“Àå°ÁÀ“¬·≈â«‰¡àπà“„™à UC

∂“¡ §√“«π’È°≈—∫¡“∂â“‡ªìπ chronic diarrhea ∑’Ë√ÿπ·√ß (çmajoré) Õ“®“√¬å®– ◊∫§âπ

Õ–‰√°àÕπ§√—∫?

μÕ∫ ¢÷Èπ°—∫»—°¬¿“æ¢Õß ∂“πæ¬“∫“≈∑’ËÕ¬Ÿà ∂â“∑”‰¥â¡“° °Á§«√∑”„ÀâÀ¡¥∑ÿ°Õ¬à“ß

‡∑à“∑’Ë∑”‰¥â ‡™àπ colonoscopy, small bowel biopsy, thyroid function test,

anti HIV ·¡â·μà H2-breath test º¡°Á§‘¥«à“πà“®–∑”

∂“¡ Õ“®“√¬å„™â clinical clue Õ–‰√À√◊Õ‰¡à§√—∫«à“√“¬„¥§«√ colonoscopy °àÕπ

√“¬„¥§«√μ√«®≈”‰ â‡≈Á°‰ª‡≈¬?

μÕ∫ ∂â“¡’Õ“°“√¢Õß malabsorption ™—¥‡®π ‡™àπ ·Õ≈∫Ÿ¡‘πμË” ́ ’¥ ¢“¥Õ“À“√ À√◊Õ

∂à“¬‡ªìππÈ”¡“°Ê ‰¡à∫àÕ¬§√—Èß ¡«π°≈“ß∑âÕß °Á§«√μ√«®≈”‰ â‡≈Á° ∂â“∂à“¬‡ªìπ¡Ÿ°‡≈◊Õ¥

À√◊Õ∂à“¬πâÕ¬Ê ∫àÕ¬Ê °Á§«√ colonoscopy ∂â“Õ“°“√°È”°÷Ëß§«√μ√«®≈”‰ â„À≠à

°àÕπ‡æ√“–¡’‚Õ°“ æ∫‚√§¡“°°«à“ ·μàÕ¬à“ß‰√°Áμ“¡∂â“μ√«®∑“ßÀπ÷Ëß·≈â«æ∫§”
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μÕ∫∑’ËÕ∏‘∫“¬‰¥â‰¡à¥’°Á§«√μ√«®Õ’°∑“ßÀπ÷Ëß‡ ¡Õ

∂“¡ „π√“¬∑’Ë ß —¬√Õ¬‚√§„π≈”‰ â‡≈Á° Õ“®“√¬å™Õ∫„™â°“√μ√«® esophago-

gastroduodenoscopy (EGD) ‡¢â“‰ªμ√«®™‘Èπ‡π◊ÈÕ≈÷°Ê À√◊Õ∑” small bowel fol-

low through (SBFT) À√◊Õ CT scan §√—∫?

μÕ∫ EGD ≈÷°Ê ‡™àπ‡Õ“°≈âÕß colonoscope ¡“∑”„Àâ≈÷°·≈â«μ√«®™‘Èπ‡π◊ÈÕ§√—∫

 à«π SBFT ¡’§«“¡‰« §«“¡®”‡æ“–μË” ®÷ßæ≈“¥°“√«‘π‘®©—¬‰¥â∫àÕ¬¡“° °ÁÕ“®∑”„π

√“¬∑’Ë§‘¥«à“πà“®–¡’æ¬“∏‘ ¿“æ¡“°Ê À√◊Õ„π√“¬∑’Ë§‘¥«à“‰¡àπà“¡’Õ–‰√·≈â«∂â“‡ÀÁπ villi

™—¥Ê  «¬Ê °ÁæÕ®–¡—Ëπ„®‰¥â  à«π CT scan º¡®–„™â‡ªìπÕ—π¥—∫∑â“¬Ê „π√“¬∑’Ë

∂à“¬‡ªìππÈ”¡“°Ê ®√‘ßÊ À√◊Õ‡ªìπÊ À“¬Ê À√◊Õ∑’Ë ß —¬ neuroendocrine tumor ‡∑à“π—Èπ

∂“¡ ∫∑∫“∑¢Õß enteroscopy À√◊Õ capsule endoscopy ¡’À√◊Õ‰¡à§√—∫?

μÕ∫ ¡’‰¡à¡“°§√—∫ ‡æ√“–ªí≠À“ ”§—≠¢Õß chronic diarrhea „π∫â“π‡√“§◊Õ ¡—π

‰ª¡’§«“¡º‘¥æ≈“¥∑’Ë√–À«à“ß°“√ ◊∫§âπ¢—ÈπμâπÊ ¡“°°«à“ ‡™àπ μ√«®Õÿ®®“√–‰¡à¥’

À√◊Õ‰¡à¡“°æÕ μ√«®™‘Èπ‡π◊ÈÕ∑“ßæ¬“∏‘·≈â«Õà“πº≈‰¡à‰¥â¡“°°«à“ ‡ªìπμâπ ∑”„Àâ°“√

«‘π‘®©—¬æ≈“¥À√◊Õ∂Ÿ°¡Õß¢â“¡‰ª·≈â« ‚Õ°“ ∑’Ë®–‡ªìπ‚√§∑’Ë´àÕπÕ¬Ÿà„π≈”‰ â‡≈Á°®π

μâÕß‰ª∑” enteroscopy πà“®–¡’‰¡à¡“° ·μà∂â“§‘¥«à“μ≈Õ¥∑“ß∑”°“√ ◊∫§âπ¡“Õ¬à“ß

¥’·≈â« °Á§«√∑” enteroscopy μ√«®™‘Èπ‡π◊ÈÕ àßæ¬“∏‘·æ∑¬å∑’Ë«“ß„®‰¥â°ÁÕ“®®–«‘π‘®©—¬

eosinophilic enteritis, celiac sprue, Whipple disease À√◊Õ IPSID ‰¥â‡ªìπμâπ

∂“¡ ªí≠À“∑’Ëæ∫∫àÕ¬Õ—πÀπ÷Ëß‰¥â·°à colonoscopy æ∫·º≈∑’Ë ileocaecal area ‡≈Á°

πâÕ¬ º≈™‘Èπ‡π◊ÈÕÕà“π‡ªìπ acute ulcer À√◊Õ nonspecific ileitis ·∫∫π’ÈÕ“®“√¬å¡’

·π«∑“ß°“√¥Ÿ·≈Õ¬à“ß‰√§√—∫?

μÕ∫ Õ¬à“ßπâÕ¬°Á· ¥ß«à“‡√“æ∫‚√§·≈â« ·μà‡æ’¬ßæ¬“∏‘·æ∑¬å‰¡àÕà“π‡∑à“π—Èπ ®÷ß¢÷Èπ

°—∫‡√“‡ªìπ ”§—≠ ‡æ√“–°“√«‘π‘®©—¬·¬°‚√§·∂«π’È¡’‰¡à¡“° ‡™àπ IBD, Behcetûs dis-

ease, vasculitis, CMV ´÷Ëßπà“®–«‘π‘®©—¬®“°∑“ß§≈‘π‘°‰¥â„π∑’Ë ÿ¥ ¥—ßπ—Èπ®÷ß‰¡àπà“

Àà«ß‡æ√“–∂◊Õ«à“‡√“æ∫‚√§·≈â« ·μà°Á¡’Õ’°¿“«–Àπ÷Ëß§◊Õ idiopathic ulcer ¥â«¬´÷Ëß‰¡à

∑√“∫ “‡Àμÿ

∂“¡ Õ—πÀ≈—ßπ’ÈÕ“®‡ªìπ NSAID-induced ulcer ‰¥âÀ√◊Õ‰¡à?

μÕ∫ ‡ªìπ‰¥â ·μà∂â“‰¡à¡’ª√–«—μ‘ NSAID √“¬·∫∫π’Èº¡®–„Àâ·§à sulphasalazine À√◊Õ
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5-ASA ·μà®–„Àâ¢π“¥ Ÿß·∫∫„π IBD ·≈–®–‰¡à„Àâ§Õ√åμ‘‚§ ‡μ’¬√Õ¬¥å ·≈â«„Àâπ“π

‰ª‡≈¬ ‡™àπ 6 ‡¥◊Õπ ·≈â« àÕß°≈âÕßμ‘¥μ“¡ ∂â“∑ÿ‡≈“°ÁÀ¬ÿ¥¬“ ∂â“¬—ß‰¡à∑ÿ‡≈“¥’°Á®–π÷°∂÷ß

IBD ¡“°¢÷Èπ

∂“¡ „πª√– ∫°“√≥å¢ÕßÕ“®“√¬å¡’ºŸâªÉ«¬ chronic diarrhea ∑’Ë„π∑’Ë ÿ¥·≈â«°ÁÀ“‰¡à

æ∫ “‡Àμÿ ·≈â« àß¡“À“Õ“®“√¬å¡“°πâÕ¬‡æ’¬ß„¥§√—∫?

μÕ∫ ªï≈–ª√–¡“≥ 1 √“¬´÷Ëß°ÁμâÕß„™â°“√μ‘¥μ“¡‰ª  à«πÀπ÷Ëß°ÁÀ“¬‡Õß ·μàºŸâªÉ«¬∑’Ë

®–„™â«‘∏’μ‘¥μ“¡‰¥â§◊ÕÕ“°“√μâÕß‰¡à¡“° ∂â“Õ“°“√Àπ—°À“‰¡àæ∫Õ–‰√°ÁμâÕßÀ“„À¡à

∑—ÈßÀ¡¥´È”Õ’°

∂“¡ ∑â“¬∑’Ë ÿ¥π’È Õ“®“√¬å¡’¢âÕ§‘¥Õ–‰√∑’ËÕ¬“°®–„Àâ·°à·æ∑¬å∑’ËμâÕß¥Ÿ·≈ºŸâªÉ«¬ chronic

diarrhea §√—∫?

μÕ∫ æ¬“¬“¡¥ŸºŸâªÉ«¬«à“∂â“¡’Õ“°“√‰¡à√ÿπ·√ß (çminoré chronic diarrhea) ´÷Ëß

§ÿ≥ “¡“√∂¥Ÿ·≈ ◊∫§âπ‰¥â‡Õß ·≈–„Àâ°“√√—°…“·∫∫ empiric ‰¥â ‡™àπ „Àâ loperamide

·μà∂â“¬—ß‰¡à¡—Ëπ„®«à“Õ“®¡’ “‡Àμÿ®“°‚√§μ‘¥‡™◊ÈÕ°ÁÕ“®„Àâ cholestyramine ·μà√“¬

∑’Ë‡ªìπ√ÿπ·√ß (çmajoré chronic diarrhea) μâÕßÀ“„Àâ∂÷ß∑’Ë ÿ¥·≈–∑ÿà¡‡∑À“·∫∫

ç‡∑Àπâ“μ—°é ‰¡à§«√√—°…“·∫∫ empiric
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Endoscopic Corner

ºŸâªÉ«¬™“¬‰∑¬§ŸàÕ“¬ÿ 50 ªï ‡ªìπ‚√§μ—∫·¢Áß®“° ÿ√“ æ∫«à“¡’¿“«–´’¥ ‰¡à¡’

ª√–«—μ‘∂à“¬¥”À√◊ÕÕ“‡®’¬π‡ªìπ‡≈◊Õ¥ ‰¥â√—∫°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π∫πæ∫

≈—°…≥–¥—ß√Ÿª∑’Ë 1

®ß„Àâ°“√«‘π‘®©—¬

√Ÿª∑’Ë 1 √Ÿª°√–‡æ“–Õ“À“√®“°°“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ à«π∫π

Õ¿‘ª√“¬

°“√μ√«®æ∫ erythematous mucosa with or without red spots

„π°√–‡æ“–Õ“À“√¢ÕßºŸâªÉ«¬μ—∫·¢Áß ¡’°“√«‘π‘®©—¬·¬°‚√§∑’Ë ”§—≠ ‰¥â·°à portal

hypertensive gastropathy (PHG), gastric antral vascular ectasia (GAVE)

·≈– hemorrhagic gastritis

Portal hypertensive gastropathy

°“√«‘π‘®©—¬ PHG ®“°≈—°…≥–®“°°“√ àÕß°≈âÕß °≈ÿà¡ Northern Italian

Endoscopic Club ‰¥â®”·π° PHG ‡ªìπ mild PHG, moderated PHG, severe
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PHG1 ‚¥¬ key endoscopic feature §◊Õ°“√¡’ mosaic-like pattern (snake

skin appearance; √Ÿª∑’Ë 2) μ”·Àπàß∑’Ëæ∫ à«π„À≠à®–‡ªìπ°√–‡æ“–Õ“À“√ à«πμâπ

§◊Õ fundus ·≈– body ·μà‰¡à§àÕ¬æ∫∫√‘‡«≥ antrum ¿“«– moderate PHG ®–

·μ°μà“ß®“° hemorrhagic gastritis §◊Õ PHG ®–‡ªìπ mosaic pattern ∑’Ë¡’ red

point lesion „À≠à°«à“ 2 ¡¡.

√Ÿª∑’Ë 2 Portal hypertensive gastropathy

°“√√—°…“ PHG §◊Õ °“√„Àâ beta blocker „π¢π“¥ Ÿß  “¡“√∂™à«¬≈¥°“√

‡°‘¥‡≈◊Õ¥ÕÕ°´È”®“° severe PHG ‰¥â πÕ°®“°π’È¡’°“√»÷°…“∑’Ë„Àâ somatostatin

·≈– octeotide „π°“√√—°…“¿“«–‡≈◊Õ¥ÕÕ°‡©’¬∫æ≈—π®“° severe PHG «à“‰¥âº≈

¥’°«à“ vasopressin À√◊Õ omeprazole2 °“√∑” TIPS √«¡‰ª∂÷ß°“√ª≈Ÿ°∂à“¬μ—∫‡ªìπ

«‘∏’·°â‰¢¿“«– portal hypertension ·≈– PHG ∑’Ë¥’∑’Ë ÿ¥

Gastric antral vascular ectasia

æ∫‰¥â„πºŸâªÉ«¬μ—∫·¢Áßª√–¡“≥√âÕ¬≈– 30 ≈—°…≥–∑“ß°“√ àÕß°≈âÕß∑’Ë ”§—≠

§◊Õ °“√æ∫ red spot ‚¥¬‰¡à¡’ mosaic background ·≈–¡—°®–√«¡°—πÕ¬Ÿà∫√‘‡«≥

antrum „πºŸâªÉ«¬μ—∫·¢Áß¡—°æ∫‡ªìπ punctuate type ∫√‘‡«≥ antrum (´÷Ëß·μ°
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μà“ß®“° PHG ∑’Ë®–æ∫Àπ“·πàπ∑’Ë upper body ·≈– fundus) ·≈– —¡æ—π∏å°—∫

§«“¡√ÿπ·√ß¢Õß‚√§μ—∫ ¿“«– GAVE ¡—°∂Ÿ°«‘π‘®©—¬º‘¥‡ªìπ hemorrhagic gastri-

tis Õ¬Ÿà∫àÕ¬Ê

≈—°…≥–∑“ß°“√ àÕß°≈âÕß¢Õß GAVE ·∫àß‡ªìπ 3 ·∫∫3

1. Classical type (striped type, çwater melon stomaché) ‡ªìπ flat

or raised erythematous çstripeé ·ºà¢¬“¬®“° pylorus ‰ª¬—ß antrum (√Ÿª∑’Ë 3

B)

2. Punctuate type (honey comb stomach) ‡ªìπ clearly demar-

cated, punctate red spots diffusely scattered ∑’Ë antrum (√Ÿª∑’Ë 3 A)

3. Unclassified type ‡ªìπ discrete erythematous patchy and punc-

tate lesions ∑—Èß∑’Ë∫π longitudinal folds ·≈–√–À«à“ß folds ∑’Ë antrum (√Ÿª∑’Ë 3 C)

√Ÿª∑’Ë 3 Gastric antral vascular ectasia A. punctuate type B. striped type C. unclassified type3

°“√√—°…“¿“«– GAVE ®–·μ°μà“ß®“° PHG ‡æ√“– GAVE „πºŸâªÉ«¬

μ—∫·¢Áß®–‰¡àμÕ∫ πÕßμàÕ¬“ beta blocker À√◊Õ°“√∑” TIPS ‡æ√“–‰¡à‰¥â —¡æ—π∏å

°—∫¿“«– portal hypertension4 °“√√—°…“∑’Ë‡ªìπ first line §◊Õ Nd:YAG-laser

À√◊Õ argon plasma coagulation (APC) √à«¡°—∫°“√√—°…“‚√§∑’Ë‡ªìπ “‡Àμÿ ∂â“‰¡à

‰¥âº≈ °“√„Àâ estrogen-progesterone À√◊Õ¬“§ÿ¡°”‡π‘¥Õ“®™à«¬≈¥°“√„Àâ‡≈◊Õ¥‰¥â

 à«π°“√ª≈Ÿ°∂à“¬μ—∫‡ªìπ°“√·°â‰¢∑’Ëμâπ‡Àμÿ§◊Õ μ—∫·¢Áß ¡’√“¬ß“π«à“∑”„Àâ GAVE À“¬

‰¥â5
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Hemorrhagic gastritis

‡ªìπ¿“«–∑’Ëæ∫‰¥â∫àÕ¬ ‡°‘¥®“°À≈“¬ “‡Àμÿ ‰¥â·°à ¬“  ÿ√“  “√‡§¡’  “√æ‘…

μà“ßÊ ·≈–°“√μ‘¥‡™◊ÈÕ Helicobacter pylori ≈—°…≥–∑’Ëæ∫®“°°“√ àÕß°≈âÕß §◊Õ

multiple small red spots ∫“ßÕ—π√«¡°—π‡ªìπ°≈ÿà¡∑”„Àâ¡’¢π“¥¡“°°«à“ 2 ¡¡.

´÷Ëß∂â“¡’‡ªìπ®”π«π¡“° À≈“¬®ÿ¥ Õ“®·¬°¬“°®“° moderate PHG ·μà≈—°…≥–

°“√°√–®“¬®–¥Ÿ‰¡à‡ªìπ√–‡∫’¬∫ ‰¡àæ∫ mosaic background μ”·Àπàß∑’Ëæ∫¡—°Õ¬Ÿà

∫√‘‡«≥ upper body °“√√—°…“§◊Õ √—°…“∑’Ëμâπ‡Àμÿ „Àâ ¬“ PPI √à«¡°—∫°“√°”®—¥‡™◊ÈÕ

H. pylori „π°√≥’∑’Ë¡’‡™◊ÈÕ

°“√«‘π‘®©—¬„πºŸâªÉ«¬√“¬π’È (√Ÿª∑’Ë 1) ‡¢â“‰¥â°—∫ hemorrhagic gastritis

∑—»π’¬å »√’ª√–¬Ÿ√

 ÿæ®πå æß»åª√– ∫™—¬

»Ÿπ¬å àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√ «’°‘® «’√“πÿ«—μμ‘Ï ‚√ßæ¬“∫“≈»‘√‘√“™

‡Õ° “√Õâ“ßÕ‘ß

1. Primignani M, Carpinelli L, Preatoni P, et al. Natural history of portal hyperten-
sive gastropathy in patient with liver cirrhosis. Gastroenterology 2000;119:181-7.

2. Zhou Y, Qiao L, Wu J, et al. Comparison of the efficacy of octreotide, vaso-
pressin and omeprazole in the control of acute bleeding in patient with portal
hypertensive gastropathy. a controlled study. J Gastroenterol Hepatol 2002;17:973-
9.

3. Ito M, Uchida Y, Kamano S, Kawabata H, Nishioka M. Clinical comparisons
between two subsets of gastric antral vascular ectasia. Gastrointest Endosc
2001;53:764-70.

4. Boyer TD, Haskal ZJ. The role of transjugular intrahepatic portosystemic shunt
in the management of portal hypertension. Hepatology 2005;41:386-400.

5. Vincent C, Pomier-Layrargues G, Dagenais M, et al. Cure of gastric antral vas-
cular ectasia by liver transplantation despite persistent portal hypertension: a
clue for pathogenesis. Liver Transpl 2002;8:717-20.
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«—™√»—°¥‘Ï  ‚™μ‘¬–ªÿμμ–

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

Research Highlight

Angiographic embolization or surgery after failed endoscopic hemo-
stasis

°“√‡°‘¥‡≈◊Õ¥ÕÕ°´È”¢Õß·º≈‡ªìªμ‘°À≈—ß®“°√—°…“‚¥¬°“√ àÕß°≈âÕß (endo-

scopic hemostasis) æ∫‰¥âª√–¡“≥√âÕ¬≈– 10 ‚¥¬°“√∑” transarterial embo-

lization (TAE) À√◊Õ°“√ºà“μ—¥‡ªìπ°“√√—°…“¢—ÈπμàÕ‰ªÀ“°“√ àÕß°≈âÕß‰¡à “¡“√∂

À¬ÿ¥‡≈◊Õ¥‰¥â °“√»÷°…“π’È‡ªìπ°“√»÷°…“·∫∫¬âÕπÀ≈—ß„πºŸâªÉ«¬∑’Ë¬—ß¡’‡≈◊Õ¥ÕÕ°À√◊Õ

‡≈◊Õ¥ÕÕ° È́” (π‘¬“¡§◊Õ ¡’§«“¡¥—π ’́ ‚μ≈‘°πâÕ¬°«à“ 90 ¡¡.ª√Õ∑ À√◊Õ™’æ®√‡√Á«°«à“

110 §√—Èß/π“∑’ À≈—ß®“° resuscitation À√◊Õ¡’Œ’‚¡‚°≈∫‘π≈¥≈ß¡“°°«à“ 2 °√—¡/¥≈.

¿“¬„π 24 ™—Ë«‚¡ß ·¡â‰¥â√—∫‡≈◊Õ¥Õ¬à“ß‡æ’¬ßæÕ) ®–‰¥â√—∫°“√∑” TAE À√◊Õ°“√

ºà“μ—¥μàÕ‰ª

º≈°“√»÷°…“æ∫«à“¡’ºŸâªÉ«¬∑—Èß ‘Èπ 3,271 √“¬ „π®”π«ππ’È¡’ 36 √“¬∑’Ë‡≈◊Õ¥

ÕÕ°‰¡àÀ¬ÿ¥·≈– 52 √“¬¡’‡≈◊Õ¥ÕÕ°´È” ∑ÿ°√“¬Àâ“¡‡≈◊Õ¥‚¥¬°“√ àÕß°≈âÕß‰¡à ”‡√Á®

®“°π—Èπ·∫àßºŸâªÉ«¬‡ªìπ 2 °≈ÿà¡§◊Õ°≈ÿà¡∑’Ë∑” TAE ®”π«π 32 √“¬ (13 √“¬‡≈◊Õ¥ÕÕ°

‰¡àÀ¬ÿ¥ 19 √“¬‡≈◊Õ¥ÕÕ°´È”) ·≈–°≈ÿà¡∑’Ëºà“μ—¥ 56 √“¬ (23 √“¬‡≈◊Õ¥ÕÕ°‰¡àÀ¬ÿ¥ 33

√“¬‡≈◊Õ¥ÕÕ°´È”) æ∫«à“°≈ÿà¡∑’Ë∑” TAE ‡°‘¥‡≈◊Õ¥ÕÕ°´È” 11 √“¬ (√âÕ¬≈– 34.4) ‚¥¬

8 √“¬μâÕß‰ªºà“μ—¥·≈– 3 √“¬‰¥â√—∫°“√ àÕß°≈âÕß´È”Õ’°§√—Èß  à«π°≈ÿà¡∑’Ë‰¥â√—∫°“√

ºà“μ—¥‡°‘¥‡≈◊Õ¥ÕÕ°´È” 7 √“¬ (√âÕ¬≈– 12.5) ‚¥¬ 4 √“¬‰ª∑” TAE ‡æ‘Ë¡‡μ‘¡ 1

√“¬‰¥â√—∫°“√ºà“μ—¥´È”·≈– 2 √“¬‰¥â√—∫°“√ àÕß°≈âÕß æ∫«à“ºŸâªÉ«¬ 8 √“¬ (√âÕ¬≈–

25) „π°≈ÿà¡ TAE ·≈– 17 √“¬ (√âÕ¬≈– 30.4) „π°≈ÿà¡ºà“μ—¥‡ ’¬™’«‘μ¿“¬„π 30 «—π

(p = 0.77) πÕ°®“°π—Èπæ∫«à“Õ—μ√“°“√πÕπ„π‚√ßæ¬“∫“≈·≈–®”π«π¬Ÿπ‘μ∑’ËμâÕß„Àâ
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‡≈◊Õ¥‰¡àμà“ß°—π„π 2 °≈ÿà¡ ·μàºŸâªÉ«¬∑’Ë‰¥â√—∫°“√ºà“μ—¥®–¡’¿“«–·∑√°´âÕπ¡“°°«à“°≈ÿà¡

TAE (√âÕ¬≈– 40.6 ·≈– 67.9 μ“¡≈”¥—∫, p = 0.01)

°“√»÷°…“π’È‰¥âº≈§≈â“¬°—∫°“√»÷°…“°àÕπÀπâ“π’È§◊Õ °“√∑” TAE ≈¥¿“«–

·∑√°´âÕπ‰¥â¡“°°«à“°“√ºà“μ—¥ ·≈– “¡“√∂∑” TAE °àÕπ∑”°“√ºà“μ—¥‰¥â Õ¬à“ß‰√

°Áμ“¡¢âÕ®”°—¥¢Õß°“√»÷°…“‡ª√’¬∫‡∑’¬∫√–À«à“ß TAE °—∫°“√ºà“μ—¥§◊Õ ¬—ß‰¡à‡§¬

¡’°“√»÷°…“∑’Ë‡ªìπ·∫∫ ÿà¡‰ª¢â“ßÀπâ“ πÕ°®“°π’È°“√∑” TAE ‡æ◊ËÕÀ¬ÿ¥‡≈◊Õ¥ÕÕ°®“°

·º≈‡ªìªμ‘°Õ¬à“ß¡’ª√– ‘∑∏‘¿“æπ—ÈπμâÕß¡’·æ∑¬å√—ß ’√à«¡√—°…“∑’Ë¡’§«“¡™”π“≠¥â«¬

Wong TC,Wong KT,Chiu PW, et al. A comparison of angiographic
embolization with surgery after failed endoscopic hemostasis to

bleeding peptic ulcer. Gastrointest Endosc 2011;73:900-8

Aspirin or nonsteroidal anti-inflammatory drugs increases risk for
complicated diverticulosis

Nonsteroidal anti-inflammatory drugs (NSAID) ·≈–·Õ ‰æ√‘πæ∫

«à“∑”„Àâ¡’¿“«–·∑√°´âÕπ¢Õß diverticulosis ¡“°¢÷Èπ °“√»÷°…“π’È‡ªìπ°“√»÷°…“

¢π“¥„À≠à·∫∫‰ª¢â“ßÀπâ“‚¥¬¡’«—μ∂ÿª√– ß§å‡æ◊ËÕæ‘ Ÿ®πå‚Õ°“ ‡°‘¥ diverticulitis ·≈–

diverticular bleeding „πºŸâªÉ«¬∑—Èß ‘Èπ 47,210 √“¬ ºŸâªÉ«¬‡ªìπ∫ÿ§§≈“°√∑“ß°“√

·æ∑¬å‡æ»™“¬ Õ“¬ÿ√–À«à“ß 40-75 ªï ´÷Ëßμ‘¥μ“¡‚¥¬°“√∑”·∫∫ Õ∫∂“¡ª√–‡¡‘π

¥â«¬μπ‡Õß‡°’Ë¬«°—∫ ÿ¢¿“æ °“√°‘πÕ“À“√·≈–¬“∑ÿ°Ê 2-4 ªï ‚¥¬¡’ primary end

point §◊Õ°“√‡°‘¥ diverticulitis À√◊Õ diverticular bleeding

º≈°“√»÷°…“æ∫«à“¡’ºŸâªÉ«¬√âÕ¬≈– 29 „™â·Õ ‰æ√‘π‡ªìπª√–®” (¡“°°«à“ 2

§√—ÈßμàÕ —ª¥“Àå) ·≈–√âÕ¬≈– 5 ¡’°“√„™â NSAID ‡ªìπª√–®” ®“°°“√μ‘¥μ“¡‡ªìπ

√–¬–‡«≈“ 22 ªï æ∫«à“¡’ºŸâªÉ«¬ 939 √“¬‡ªìπ diverticulitis ·≈– 256 √“¬‡ªìπ di-

verticular bleeding ®“° multivariate analysis æ∫«à“ºŸâªÉ«¬∑’Ë‰¥â·Õ ‰æ√‘π

‡ªìπª√–®”¡’ hazard ratio (HR) = 1.25 ‡∑à“ (95% CI, 1.05-1.47)  ”À√—∫°“√‡°‘¥

diverticulitis ·≈– 1.70 ‡∑à“ (95% CI, 1.21-2.39)  ”À√—∫°“√‡°‘¥ diverticular
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bleeding ‡¡◊ËÕ‡∑’¬∫°—∫ºŸâªÉ«¬∑’Ë‰¡à‰¥â„™â·Õ ‰æ√‘πÀ√◊Õ NSAID ·≈–‡¡◊ËÕ„™â

·Õ ‰æ√‘π„π¢π“¥ Ÿß§◊Õ 325 ¡°./ —ª¥“Àå ®–¡’‚Õ°“ ‡°‘¥ diverticular bleeding

 Ÿß¢÷Èπ 2.32 ‡∑à“ (95% CI =1.34-4.02) ·≈–∂â“„™â·Õ ‰æ√‘π∫àÕ¬¢÷Èπ§◊Õ Õ¬à“ßπâÕ¬ 4-

6 §√—Èß/ —ª¥“Àå®–¡’‚Õ°“ ‡°‘¥ diverticular bleeding 3.13 ‡∑à“ (95% CI, 1.82-

5.38) πÕ°®“°π’È„πºŸâªÉ«¬∑’Ë„™â NSAID ‡ªìπª√–®”®–¡’‚Õ°“ ‡°‘¥ diverticulitis  Ÿß¢÷Èπ

1.72 ‡∑à“ (95% CI, 1.40-2.11) ·≈– diverticular bleeding 1.74 ‡∑à“ (95% CI,

1.15-2.64)

°“√»÷°…“π’Èæ∫«à“°“√„™â·Õ ‰æ√‘πÀ√◊Õ NSAID ‡°’Ë¬«¢âÕß°—∫°“√‡°‘¥ diver-

ticulitis À√◊Õ diverticular bleeding ¡“°¢÷Èπ Õ¬à“ß‰√°Áμ“¡º≈°“√»÷°…“π’È‰¡à

Õ“®π”‰ª„™â°—∫ª√–™“°√∑—Ë«‰ª‰¥â‡π◊ËÕß®“°‡ªìπ°“√»÷°…“„π∫ÿ§§≈“°√∑“ß°“√·æ∑¬å

·≈–‡ªìπ™“¬‡∑à“π—Èπ πÕ°®“°π’È·¡âº≈°“√»÷°…“®–æ∫«à“¡’π—¬ ”§—≠∑“ß ∂‘μ‘ ·μà

§«“¡ ”§—≠∑“ß§≈‘π‘°§ßμâÕß√Õ°“√»÷°…“‡æ◊ËÕ¬◊π¬—πμàÕ‰ª

Strate LL, Liu YL, Huang ES, Giovannucci EL, Chan AT. Use of
aspirin or nonstroidal anti-inflammatory drugs increases risk for

diverticulitis and diverticular bleeding.
Gastroenterology 2011;140:1427-33

Gastrin measurement in Zollinger-Ellison syndrome

Zollinger-Ellison syndrome (ZES) ‡°‘¥®“°¡’°“√À≈—Ëß°√¥¡“°‡°‘π‰ª

∑”„Àâ‡°‘¥·º≈∑’Ë°√–‡æ“–Õ“À“√·≈–≈”‰ â‡≈Á° à«πμâπ ·≈–Õ“®¡’Õ“°“√Õÿ®®“√–√à«ß

´÷Ëß “¡“√∂«‘π‘®©—¬®“°°“√∑’Ë¡’√–¥—∫ gastrin „π‡≈◊Õ¥ Ÿß Õ¬à“ß‰√°Áμ“¡æ∫«à“√âÕ¬≈–

0.3-3 ¢ÕßºŸâªÉ«¬ ZES ¡’√–¥—∫ gastrin ∑’Ëª°μ‘À√◊ÕμË”‰¥â ‚¥¬ gastrin ∑’ËÕ¬Ÿà„π

‡≈◊Õ¥π—Èπª√–°Õ∫¥â«¬ gastrin À≈“¬™π‘¥‰¥â·°à gastrin-71, gastrin-52, gastrin-

34, gastrin-17 ·≈– gastrin-14 ‡ªìπμâπ °“√»÷°…“π’È¡’«—μ∂ÿª√– ß§å‡æ◊ËÕμ√«®

§«“¡∂Ÿ°μâÕß¢Õß™ÿ¥μ√«®„π∑âÕßμ≈“¥∑’Ë„™â«—¥√–¥—∫ gastrin (™π‘¥ RIA 7 ™ÿ¥·≈–

™π‘¥ ELISA 5 ™ÿ¥) „π°“√»÷°…“π’È¡’°“√μ√«®‡≈◊Õ¥ºŸâªÉ«¬∑—ÈßÀ¡¥ 40 √“¬ ™“¬ 21
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√“¬·≈–À≠‘ß 19 √“¬∑’Ë ß —¬«à“‡ªìπ ZES Õ“¬ÿ‡©≈’Ë¬ª√–¡“≥ 53 ªï ‚¥¬‡≈◊Õ¥„π

·μà≈–μ—«Õ¬à“ß®–∂Ÿ°μ√«® Õ∫«‘‡§√“–Àå¥â«¬™ÿ¥μ√«®∑—Èß 12 ™ÿ¥ ´÷Ëß™ÿ¥μ√«®·μà≈–

™ÿ¥®– “¡“√∂μ√«®™π‘¥¢Õß gastrin μà“ßÊ ‰¡à‡À¡◊Õπ°—π º≈°“√»÷°…“æ∫«à“¡’ 4

™ÿ¥μ√«®‰¥â§à“μË”°«à“∑’Ë§«√‡π◊ËÕß®“°·Õπμ‘∫Õ¥’∑’Ë„™âμ√«®‰¥â·§à gastrin-17 ·≈–¡’ 3

™ÿ¥μ√«®μ√«®‰¥â§à“ Ÿß°«à“∑’Ë§«√‡π◊ËÕß®“°™ÿ¥μ√«®¡’ªØ‘°‘√‘¬“μàÕ sulfated gastrin

¡“°‡°‘π‰ª ¥—ßπ—Èπ¡’·§à 5 ™ÿ¥μ√«®‡∑à“π—Èπ∑’Ë “¡“√∂«—¥√–¥—∫ gastrin ‰¥â∂Ÿ°μâÕß

®“°º≈°“√»÷°…“π’È √ÿª«à“æ∫«à“™ÿ¥μ√«® 7 ™ÿ¥®“° 12 ™ÿ¥«—¥√–¥—∫ gas-

trin ‰¥â‰¡à‡À¡“– ¡‡π◊ËÕß®“°„™â·Õπμ‘∫Õ¥’„π°“√«—¥∑’Ë‰¡à®”‡æ“–æÕ ´÷ËßÕ“®π”‰ª Ÿà

°“√μ√«®·≈–°“√√—°…“ºŸâªÉ«¬ ZES Õ¬à“ß‰¡à‡À¡“– ¡ ¥—ßπ—Èπ§«√¡’°“√»÷°…“‡æ‘Ë¡

‡μ‘¡‡æ◊ËÕμ√«®À“§«“¡‰«·≈–§«“¡®”‡æ“–¢Õß°“√μ√«® immunoassay ‡À≈à“π’È

·≈–§«√»÷°…“«à“·Õπμ‘∫Õ¥’„π assay ‡À≈à“π’È‡æ’¬ßæÕÀ√◊Õ‰¡à„π°“√«‘π‘®©—¬ ZES

Rehfeld JF, Gingras MH, Bardram L, Hilsted L, Goetze JP, Poitras P.
The Zollinger-Ellison syndrome and measurement of gastrin.

Gastroenterology 2011;140:1444-53

Single-balloon versus double-balloon endoscopy for achieving total
enteroscopy

ªí®®ÿ∫—π°“√μ√«®æ¬“∏‘ ¿“æ„π≈”‰ â‡≈Á°∑”‰¥â¡“°¢÷Èπ‚¥¬°≈âÕß double-

balloon endoscopy (DBE) ·≈– single-balloon endoscopy (SBE) °“√»÷°…“

π’ÈμâÕß°“√‡ª√’¬∫‡∑’¬∫Õ—μ√“§«“¡ ”‡√Á®„π°“√∑” bidirectional balloon endoscopy

„πºŸâªÉ«¬∑’Ë¡’ªí≠À“≈”‰ â‡≈Á° √–À«à“ß°“√„™â DBE ·≈– SBE πÕ°®“°π’È¬—ßμâÕß°“√

‡ª√’¬∫‡∑’¬∫Õ—μ√“°“√‡°‘¥¿“«–·∑√°´âÕπ®“°°“√∑”¥â«¬ °“√»÷°…“π’È‡ªìπ°“√»÷°…“

·∫∫ ÿà¡‡ª√’¬∫‡∑’¬∫‰ª¢â“ßÀπâ“ ‚¥¬·∫àß‡ªìπ°≈ÿà¡∑’Ë∑” DBE ·≈– SBE ºŸâªÉ«¬∑’Ë‡¢â“

√à«¡°“√»÷°…“‰¥â·°à ºŸâªÉ«¬ obscure GI bleeding,  ß —¬¡’‡π◊ÈÕßÕ°≈”‰ â‡≈Á°  à«π

exclusion criteria §◊ÕºŸâªÉ«¬∑’Ë‡§¬∑” balloon endoscopy (BE) ¡“°àÕπÀ√◊ÕºŸâ

ªÉ«¬∑’Ë√Õ¬‚√§Õ¬Ÿà∫√‘‡«≥‡®®Ÿπ—¡ à«πμâπ (¿“¬„π 15 π“∑’À≈—ß®“°ºà“π pylorus)
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À√◊ÕÕ‘‡≈’¬¡μÕπª≈“¬ (¿“¬„π 15 π“∑’°àÕπ∂÷ß cecum)

º≈°“√»÷°…“¡’ºŸâªÉ«¬∑—ÈßÀ¡¥ 38 √“¬ ‚¥¬ 20 √“¬∑” DBE ·≈– 18 √“¬∑”

SBE ºŸâªÉ«¬∑’Ë‡¢â“√à«¡°“√»÷°…“®–‰¥â√—∫°“√∑” bidirectional BE ·μà¬°‡≈‘° sec-

ond BE „πºŸâªÉ«¬°≈ÿà¡ SBE 4 √“¬·≈–°≈ÿà¡ DBE 6 √“¬‡π◊ËÕß®“°æ∫√Õ¬‚√§

 “‡Àμÿ·≈â« Õ—μ√“°“√μ√«®≈”‰ â‡≈Á°‰¥â§√∫ (total enteroscopy) §◊Õ √âÕ¬≈– 57

„π°≈ÿà¡ DBE ·≈– 0 „π°≈ÿà¡ SBE (p = 0.002)  à«π¿“«–·∑√°´âÕππ—Èπæ∫ 1 √“¬

„π°≈ÿà¡ DBE ∑’Ë‡ªìπ Mallory-Weiss syndrome ·≈– 1 √“¬„π°≈ÿà¡ SBE ∑’Ë‡ªìπ

hyperamylasemia  ”À√—∫ diagnostic ·≈– therapeutic yield ¢Õß SBE (√âÕ¬≈–

61.1) ‰¡àμà“ß®“°°≈ÿà¡ DBE (√âÕ¬≈– 50; p = 0.53) æ¬“∏‘ ¿“æ∑’Ëæ∫§◊Õ ·º≈ √Õß

≈ß¡“§◊Õ angiodysplasia

º≈°“√»÷°…“π’È· ¥ß«à“°“√∑” total enteroscopy ‚¥¬ DBE π—Èπßà“¬°«à“

SBE Õ¬à“ß‰√°Áμ“¡‡¡◊ËÕ¥Ÿº≈¢Õß diagnostic ·≈– therapeutic yield §◊Õº≈≈—æ∏å

∑“ß§≈‘π‘° æ∫«à“ SBE ·≈– DBE ‰¡àμà“ß°—π Õ¬à“ß‰√°Áμ“¡°“√»÷°…“π’È¡’¢âÕ®”°—¥§◊Õ

‚√ßæ¬“∫“≈∑’Ë∑”°“√»÷°…“π’È·æ∑¬å∑’Ë∑”°“√ àÕß°≈âÕß¥Ÿ®–¡’§«“¡™”π“≠„π°“√∑” DBE

¡“°°«à“°“√∑” SBE ´÷Ëß —ß‡°μ‰¥â®“°√–¬–‡«≈“„π°“√∑” DBE π—ÈππâÕ¬°«à“§à“

‡©≈’Ë¬¢Õß°“√∑” DBE ®“°‚√ßæ¬“∫“≈Õ◊ËπÊ ∑”„Àâº≈°“√»÷°…“Õ“®¡’§«“¡§≈“¥

‡§≈◊ËÕπ‰¥â

Takano N,Yamada A,Watabe H, et al. Single-balloon versus double-
balloon endoscopy for achieving total enteroscopy: a randomized,

controlled trial. Gastrointest Endosc 2011;73:734-9

Intramuscular double doses and intradermal low doses versus stan-
dard hepatitis B vaccine regimen

°“√„Àâ«—§´’π‰«√— μ—∫Õ—°‡ ∫∫’·∫∫¡“μ√∞“π„πºŸâªÉ«¬∑’Ëμ‘¥‡™◊ÈÕ‡Õ¥ åπ—Èπ¡’

ª√– ‘∑∏‘¿“æ„π°“√‡°‘¥¿Ÿ¡‘§ÿâ¡°—π‡æ’¬ß√âÕ¬≈– 17.5-72 ‡∑à“π—Èπ °“√»÷°…“π’ÈμâÕß°“√

‡ª√’¬∫‡∑’¬∫°“√©’¥·∫∫ double-dose ‡¢â“°≈â“¡ 4 ‡¢Á¡ ·≈–·∫∫ low dose ‡¢â“
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„μâº‘«Àπ—ß 4 ‡¢Á¡«à“¥’°«à“°“√©’¥·∫∫¡“μ√∞“π„πºŸâªÉ«¬μ‘¥‡™◊ÈÕ‡Õ¥ åÀ√◊Õ‰¡à °“√

»÷°…“π’È‡ªìπ phase 3, multicenter, randomized, open-label, parallel-group

1:1:1 allocation ratio „πºŸâªÉ«¬μ‘¥‡™◊ÈÕ HIV-1 ∑’Ë¡’ CD4 ¡“°°«à“ 200 ‡´≈≈å/‰¡‚§√≈‘μ√

·≈–‰¡à¡’ serological marker ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ (HBsAg, anti-HBs, anti-

HBc) exclusion criteria §◊Õ ‡§¬‰¥â√—∫«—§´’π‰«√— μ—∫Õ—°‡ ∫∫’¡“°àÕπ ¡’ª√–«—μ‘

AST À√◊Õ ALT  Ÿß°«à“ 5 ‡∑à“„π™à«ß 3 ‡¥◊Õπ°àÕπ°“√»÷°…“ ‰¥â√—∫«—§´’π™π‘¥„¥°Á

‰¥â„π™à«ß 1 ‡¥◊Õπ°àÕπ ¡’‚√§¡–‡√Áß ¡’°“√μ‘¥‡™◊ÈÕ©«¬‚Õ°“  ¡’‰¢â‰¡à∑√“∫ “‡Àμÿ ‰¥â

√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π ‡§¬ºà“μ—¥¡â“¡ μ—∫·¢Áß™π‘¥ decompensated ·≈–°“√∑”ß“π

¢Õß‰μ∫°æ√àÕß

ºŸâªÉ«¬‡¢â“√à«¡°“√»÷°…“®–·∫àß‡ªìπ 3 °≈ÿà¡§◊Õ °≈ÿà¡∑’Ë‰¥â√—∫ recombinant

HBV vaccine ¢π“¥¡“μ√∞“π (20 ‰¡‚§√°√—¡) ∑—ÈßÀ¡¥ 3 ‡¢Á¡∑’Ë —ª¥“Àå 0, 4, 24

(IM20x3) °≈ÿà¡∑’Ë‰¥â√—∫«—§ ’́π double dose (40 ‰¡‚§√°√—¡) ∑—ÈßÀ¡¥ 4 ‡¢Á¡∑’Ë —ª¥“Àå

0, 4, 8 ·≈– 24 ‚¥¬©’¥‡¢â“°≈â“¡ (IM40x4) ·≈–°≈ÿà¡∑’Ë‰¥â√—∫«—§´’π low dose (4

‰¡‚§√°√—¡) ∑—ÈßÀ¡¥ 4 ‡¢Á¡∑’Ë —ª¥“Àå 0, 4, 8 ·≈– 24 (ID4x4) ¡’°“√μ√«®‡≈◊Õ¥∑’Ë

 —ª¥“Àå∑’Ë 0, 4, 8, 12, 24 ·≈– 28 ‡æ◊ËÕª√–‡¡‘π anti-HBs ‰μ‡μÕ√å, AST, ALT,

CD4/CD8 count ·≈–√–¥—∫¢Õß HIV-1 RNA ºŸâªÉ«¬∑’ËμÕ∫ πÕßμàÕ°“√„Àâ«—§´’π®–

∂Ÿ°μ‘¥μ“¡∑’Ë‡¥◊Õπ∑’Ë 18, 30 ·≈– 42  à«π primary end point §◊Õ®”π«πºŸâªÉ«¬∑’Ë¡’

anti-HBs ¡“°°«à“ 10 mIU/mL ∑’Ë 4  —ª¥“ÀåÀ≈—ß®“°‰¥â«—§´’π§√∫ ( —ª¥“Àå∑’Ë 28)

º≈°“√»÷°…“¡’ºŸâªÉ«¬ 426 √“¬ ·∫àß‡ªìπ°≈ÿà¡ IM20x3 141 √“¬ °≈ÿà¡ IM40x4

145 √“¬·≈– °≈ÿà¡ ID4x4 140 √“¬ æ∫«à“„π°≈ÿà¡ IM20x3 ¡’ºŸâªÉ«¬‰¥âº≈À≈—ß©’¥

«—§´’π 91 √“¬ (√âÕ¬≈– 65, 95% CI √âÕ¬≈– 56-72) °≈ÿà¡ IM40x4 ¡’ºŸâªÉ«¬‰¥âº≈

119 √“¬ (√âÕ¬≈– 82, 95% confidence √âÕ¬≈– 77-88; p < 0.001 ‡¡◊ËÕ‡∑’¬∫°—∫

°≈ÿà¡ IM20x3) ·≈–°≈ÿà¡ ID4x4 ¡’ºŸâªÉ«¬‰¥âº≈ 108 √“¬ (√âÕ¬≈– 77, 95% CI √âÕ¬

≈– 69-84; p = 0.02 ‡¡◊ËÕ‡∑’¬∫°—∫°≈ÿà¡ IM20x3)  à«π°“√μÕ∫ πÕß anti-HBs ¡“°

°«à“ 100 mIu/mL °≈ÿà¡ IM20x3 æ∫ 58 √“¬ (√âÕ¬≈– 41, 95% CI √âÕ¬≈– 33-50)

°≈ÿà¡ IM40x4 æ∫ 107 √“¬ (√âÕ¬≈– 74, 95% CI √âÕ¬≈– 66-81, p < 0.001 ‡∑’¬∫

°—∫°≈ÿà¡ IM20x3) ·≈– ID4x4 æ∫ 74 √“¬ (√âÕ¬≈– 53, 95% CI √âÕ¬≈– 44-6; p =
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0.006 ‡∑’¬∫°—∫°≈ÿà¡ IM20x3) ∑’Ë —ª¥“Àå 28 §à“‡©≈’Ë¬¢Õß anti-HBs ‡∑à“°—∫ 55, 795

·≈– 104 IU/mL „π°≈ÿà¡ IM20x3, IM40x4 (p < 0.01 ‡∑’¬∫°—∫ IM20x3) ·≈–

ID4x4 μ“¡≈”¥—∫ ‡¡◊ËÕ«‘‡§√“–Àå multivariate analysis °“√„Àâ«—§´’π·∫∫ IM40x4

·≈– ID4x4 §√—Èß‰¥âº≈¥’‡∑à“°—∫°“√„Àâ·∫∫¡“μ√∞“π ‡æ»À≠‘ß Õ“¬ÿπâÕ¬  Ÿ∫∫ÿÀ√’ËπâÕ¬

°«à“ 5 ¡«πμàÕ«—π √–¥—∫ CD4 ∑’Ë Ÿß·≈– undetectable plasma HIV-1 RNA

°“√»÷°…“π’È √ÿª«à“°“√„Àâ«—§´’π‰«√— μ—∫Õ—°‡ ∫∫’‚¥¬©’¥ double-dose ‡¢â“

°≈â“¡ 4 §√—Èß·≈–°“√©’¥ low dose „μâº‘«Àπ—ß 4 §√—Èß ‰¥âº≈¥’°«à“°“√„Àâ·∫∫

¡“μ√∞“π„πºŸâªÉ«¬μ‘¥‡™◊ÈÕ‡Õ¥ å Õ¬à“ß‰√°Áμ“¡‰¡à¡’°“√»÷°…“‡ª√’¬∫‡∑’¬∫«à“°“√©’¥·∫∫

double dose ‡¢â“°≈â“¡ 4 §√—ÈßÀ√◊Õ low dose „μâº‘«Àπ—ß 4 §√—Èß Õ¬à“ß‰Àπ¥’°«à“°—π

¥—ßπ—Èπ°“√π”¡“ª√–¬ÿ°μå„™â„πºŸâªÉ«¬∑’Ë‰¡àμÕ∫ πÕßμàÕ°“√„Àâ«—§´’π·∫∫¡“μ√∞“π

 “¡“√∂„™â‰¥â∑—Èß Õß·∫∫ ‡æ’¬ß·μà°“√„Àâ·∫∫ low dose ©’¥„¥âº‘«Àπ—ß 4 §√—Èßπà“

®–ª√–À¬—¥‡ß‘π¡“°°«à“

Launay O, van der Vliet D, Rosenberg AR, et al. Safety and immuno-
genicity of 4 intramuscular double doses and 4 intradermal low doses

vs standard hepatitis B vaccine regimen in adults with HIV-1: a
randomized controlled trial. JAMA 2011;305:1432-40

Zinc monotherapy or chelating agents in treatment of Wilson Dis-
ease

Wilson disease ‡ªìπ‚√§∑“ßæ—π∏ÿ°√√¡´÷Ëß¡’º≈„Àâ‡°‘¥¿“«–μ—∫«“¬À√◊Õ¡’

§«“¡º‘¥ª°μ‘∑“ß√–∫∫ª√– “∑‰¥â °“√√—°…“∑’Ë ”§—≠§◊Õ°“√„Àâ¬“¢—∫∑Õß·¥ß (cop-

per chelator) ‰¥â·°à D-penicillamine ·≈– trientine Õ’°°≈ÿà¡§◊Õ zinc ·μà

ªí®®ÿ∫—π¡’°“√»÷°…“‡ª√’¬∫‡∑’¬∫√–À«à“ß¬“ 2 °≈ÿà¡‡æ◊ËÕ¥Ÿª√– ‘∑∏‘¿“æ¢Õß°“√√—°…“

πâÕ¬·≈–¡—°‡ªìπ°“√»÷°…“‡≈Á°Ê °“√»÷°…“π’È‡ªìπ·∫∫¬âÕπÀ≈—ß‡æ◊ËÕª√–‡¡‘πº≈¢Õß

°“√√—°…“¢Õß¬“μà“ßÊ √«¡∂÷ß‡Àμÿº≈¢Õß°“√À¬ÿ¥¬“ ‚¥¬·∫àßºŸâªÉ«¬ÕÕ°‡ªìπ°≈ÿà¡μà“ßÊ

μ“¡≈—°…≥–Õ“°“√π” §◊Õ ‰¡à¡’Õ“°“√ Õ“°“√∑“ßμ—∫ Õ“°“√∑“ß√–∫∫ª√– “∑ ·≈–
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Õ“°“√º ¡À≈“¬Ê Õ¬à“ß  à«π¬“√—°…“®–·∫àß‡ªìπ°≈ÿà¡ chelation therapy (D-peni-

cillamine ·≈– trientine), zinc ·≈–°≈ÿà¡∑’Ë„™â√à«¡°—π√–À«à“ß chelator ·≈– zinc

‚¥¬∑”°“√«‘‡§√“–Àåº≈¢Õß°“√√—°…“‚¥¬·∫àß‡ªìπÕ—μ√“°“√√—°…“≈â¡‡À≈« ·≈–°“√

À¬ÿ¥¬“‡π◊ËÕß®“°º≈¢â“ß‡§’¬ß ‡ªìπμâπ

º≈°“√»÷°…“æ∫«à“¡’ºŸâªÉ«¬∑—ÈßÀ¡¥ 288 √“¬ ‡¢â“√à«¡°“√»÷°…“‚¥¬·∫àß

‡ªìπÀ≠‘ß 165 √“¬ ºŸâªÉ«¬∑’Ë¡’Õ“°“√∑“ßμ—∫ 196 √“¬ (√âÕ¬≈– 68.1) Õ“°“√∑“ß

√–∫∫ª√– “∑ 99 √“¬ (√âÕ¬≈– 34.3) ·≈–‰¡à¡’Õ“°“√ 23 √“¬ (√âÕ¬≈– 11.1) „π

®”π«ππ’È 19 √“¬ (√âÕ¬≈– 6.6) ¡’Õ“°“√μ—∫«“¬ (fulminant hepatic failure) ‰¥â

μ‘¥μ“¡‡ªìπ‡«≈“‡©≈’Ë¬ 17.1 ªï (0.4-54.1 ªï) æ∫μ—∫«“¬„πºŸâªÉ«¬∑’Ë‰¥â√—∫ zinc (14/

88) ‡¡◊ËÕ‡∑’¬∫°—∫ºŸâªÉ«¬∑’Ë‰¥â√—∫¬“ chelator (4/13 √“¬, p < 0.001)  à«π°“√À¬ÿ¥

¬“∑’Ë‡°‘¥®“°º≈¢â“ß‡§’¬ßæ∫„πºŸâªÉ«¬∑’Ë‰¥â chelators ¡“°°«à“·μà§«“¡·μ°μà“ßπ’È

‰¡à¡’§«“¡ ”§—≠∑“ß ∂‘μ‘

°“√»÷°…“π’È‡ªìπ°“√»÷°…“∑’Ë¡’¢âÕ¡Ÿ≈¢ÕßºŸâªÉ«¬®”π«π¡“°·≈–μ‘¥μ“¡‡ªìπ

‡«≈“π“π‚¥¬‡©≈’Ë¬ª√–¡“≥ 17 ªï º≈°“√»÷°…“æ∫«à“ª√– ‘∑∏‘¿“æ¢Õß zinc „π

°“√√—°…“ Wilson disease π—Èπ¡’§àÕπ¢â“ßπâÕ¬ ¥—ßπ—Èπ zinc ®÷ß‡À¡“–„πºŸâªÉ«¬∑’Ë

‰¡à¡’Õ“°“√ À√◊Õ¡’Õ“°“√∑“ß√–∫∫ª√– “∑¡“°°«à“ Õ¬à“ß‰√°Áμ“¡°“√»÷°…“π’È¡’¢âÕ

®”°—¥§◊Õ°“√»÷°…“π’È‰¡à¡’¢âÕ¡Ÿ≈ adherence μàÕ¬“∑’Ë√—°…“ ‡π◊ËÕß®“°ªí®®—¬π’È‡ªìπ

ªí®®—¬∑’Ë ”§—≠„π°“√∫àß™’È∂÷ß§«“¡ ”‡√Á®„π°“√√—°…“

Weiss KH, Gotthardt DN, Klemm D, et al. Zinc monotherapy is not as
effective as chelating agents in treatment of Wilson disease.

Gastroenterology 2011;140:1189-98
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„∫ ¡—§√¢Õ√—∫∑ÿπ«‘®—¬ ”À√—∫ ¡“™‘° ¡“§¡·æ∑¬å

√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬

‡æ◊ËÕπ”‡ πÕ„πß“πª√–™ÿ¡«‘™“°“√ APDW 2012

1. §ÿ≥ ¡∫—μ‘¢ÕßºŸâ√—∫∑ÿπ

1.1 ‡ªìπ ¡“™‘° ¡“§¡‚√§√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬
1.2 ‰¡à‡§¬°√–∑”º‘¥∑“ß®√‘¬∏√√¡∑“ß°“√«‘®—¬

2. ¢âÕºŸ°æ—π¢Õß∑ÿπ

2.1 ‚§√ß√à“ßß“π«‘®—¬∂Ÿ°μâÕßμ“¡À≈—°‡°≥±å°“√«‘®—¬ ·≈– “¡“√∂∑”«‘®—¬
‰¥â ”‡√Á®¿“¬„π‡«≈“ 1 ªï

2.2 ‰¥â√—∫§«“¡‡ÀÁπ™Õ∫‚§√ß√à“ß°“√«‘®—¬®“°§≥–Õπÿ°√√¡°“√ΩÉ“¬«‘®—¬
2.3 ß“π«‘®—¬π’ÈμâÕß‰¡à‰¥â√—∫°“√ π—∫ πÿπ§à“„™â®à“¬®“°…√‘…—∑¬“À√◊Õ

‡§√◊ËÕß¡◊Õ∑“ß°“√·æ∑¬å
2.4 √“¬ß“π§«“¡°â“«Àπâ“¢Õßß“π«‘®—¬„Àâ§≥–Õπÿ°√√¡°“√ΩÉ“¬«‘®—¬

∑√“∫ ¿“¬À≈—ß‰¥â√—∫∑ÿπ«‘®—¬ß«¥·√°¿“¬„π 6 ‡¥◊Õπ À√◊Õ°àÕπ 31 ∏—π«“§¡ æ.».
2554

2.5  àßπ‘æπ∏åμâπ©∫—∫‡ªìπ¿“…“‰∑¬À√◊Õ¿“…“Õ—ß°ƒ…„Àâ·°à§≥–
Õπÿ°√√¡°“√ΩÉ“¬«‘®—¬¿“¬„π‡«≈“ 6 ‡¥◊Õπ¿“¬À≈—ß‰¥â√—∫∑ÿπ«‘®—¬ß«¥∑’Ë 2 ·≈â« À√◊Õ
°àÕπ 31 æƒ…¿“§¡ æ.». 2555

2.6 π”‡ πÕº≈ß“π«‘™“°“√‡ªìπ oral À√◊Õ poster presentation „π
°“√ª√–™ÿ¡«‘™“°“√ ¡“§¡‚√§√–∫∫∑“ß‡¥‘πÕ“À“√œ À√◊Õ°“√ª√–™ÿ¡«‘™“°“√√–¥—∫
π“π“™“μ‘

2.7  àßº≈ß“π°“√«‘®—¬μ’æ‘¡æå„π«“√ “√‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ À“°
μâÕß°“√ àß«“√ “√√–¥—∫π“π“™“μ‘‡≈à¡Õ◊Ëπ ¢Õ„Àâ·®âß§≥–Õπÿ°√√¡°“√ΩÉ“¬«‘®—¬
∑√“∫¥â«¬

*„πº≈ß“π«‘®—¬∑’Ëπ”‡ πÕ„π°“√ª√–™ÿ¡«‘™“°“√·≈–μ’æ‘¡æåμâÕß„ à™◊ËÕ ¡“§¡

‚√§√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬ ‡ªìπºŸâ„Àâ∑ÿπ„π°‘μμ‘°√√¡ª√–°“»

(Acknowledgement)*
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2.8 §≥–°√√¡°“√∫√‘À“√¢Õß ¡“§¡œ ®–®à“¬∑ÿπ«‘®—¬ß«¥∑’Ë 2 À≈—ß

‰¥âª√–‡¡‘π√“¬ß“π§«“¡°â“«Àπâ“ ·≈–®–®à“¬∑ÿπ«‘®—¬ß«¥∑’Ë 3 ‡¡◊ËÕ‰¥â àßπ‘æπ∏åμâπ©∫—∫

·≈–π”‡ πÕº≈ß“π«‘™“°“√‡ªìπ oral À√◊Õ poster presentation „π°“√ª√–™ÿ¡«‘™“

°“√ ¡“§¡‚√§√–∫∫∑“ß‡¥‘πÕ“À“√œ À√◊Õ°“√ª√–™ÿ¡ª√–™ÿ¡«‘™“°“√ APDW 2012

3. √“¬≈–‡Õ’¬¥¢Õß∑ÿπ: ®”π«π 20 ∑ÿπ ‰¡à‡°‘π∑ÿπ≈– 100,000 ∫“∑ ‚¥¬

·∫àß®à“¬‡ªìπ 3 ß«¥

ß«¥·√° √âÕ¬≈– 40 ¢Õß∑ÿπ

ß«¥∑’Ë 2 √âÕ¬≈– 40 ¢Õß∑ÿπ ‚¥¬ª√–‡¡‘π®“°√“¬ß“π§«“¡°â“«Àπâ“

¢Õßß“π«‘®—¬

ß«¥∑’Ë 3 √âÕ¬≈– 20 ¢Õß∑ÿπ ‚¥¬ª√–‡¡‘π®“°°“√ àßπ‘æπ∏åμâπ©∫—∫

·≈–°“√π”‡ πÕº≈ß“π«‘™“°“√‡ªìπ oral À√◊Õ poster presentation „π°“√

ª√–™ÿ¡«‘™“°“√¢Õß ¡“§¡œ À√◊Õ°“√ª√–™ÿ¡«‘™“°“√ APDW 2012

4. °“√√–ß—∫∑ÿπ: §≥–°√√¡°“√∫√‘À“√ ¡“§¡œ ‡ÀÁπ§«√„Àâ√–ß—∫∑ÿπ

5. ºŸâ¢Õ√—∫∑ÿπ

™◊ËÕ- °ÿ≈ ºŸâ¢Õ√—∫∑ÿπ .........................................................................

 ∂“π∑’Ë∑”ß“π ..................................................................................

™◊ËÕ‚§√ß°“√«‘®—¬ ...............................................................................

√“¬™◊ËÕºŸâ«‘®—¬ ....................................................................................

‚∑√»—æ∑å ......................................... ‚∑√ “√ ..................................

¢Õ√—∫√Õß«à“¢âÕ§«“¡∑’Ë„Àâ‰«â‡ªìπ§«“¡®√‘ß∑ÿ°ª√–°“√

≈ß™◊ËÕºŸâ¢Õ√—∫∑ÿπ ..........................................................

( )

«—π∑’Ë ...................................................
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6. §«“¡‡ÀÁπ¢Õß§≥–Õπÿ°√√¡°“√ΩÉ“¬«‘®—¬

........................................................................................................

........................................................................................................

........................................................................................................

........................................................................................................

........................................................................................................

≈ß™◊ËÕ ..............................................................................

( )

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

«—π∑’Ë...................................................
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 ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬

‡√◊ËÕßÀ≈—°‡°≥±å·≈–Õ—μ√“°“√®à“¬‡ß‘π√“ß«—≈·°àºŸâ¡’º≈ß“π«‘®—¬

∑’Ë‰¥âπ”‡ πÕ„πß“πª√–™ÿ¡«‘™“°“√ APDW 2012

‡æ◊ËÕ„Àâ¡’°“√æ—≤π“§ÿ≥¿“æ¢Õßß“π«‘®—¬ μ≈Õ¥®π àß‡ √‘¡°“√‡º¬·æ√àº≈

ß“π«‘®—¬„π√–¥—∫ “°≈ §≥–°√√¡°“√∫√‘À“√¢Õß ¡“§¡œ ®÷ß°”Àπ¥À≈—°‡°≥±å

·≈–Õ—μ√“°“√®à“¬‡ß‘π√“ß«—≈·°àºŸâ¡’º≈ß“π«‘®—¬∑’Ë‰¥âπ”‡ πÕ„πß“πª√–™ÿ¡«‘™“°“√

APDW 2012 ¥—ßμàÕ‰ªπ’È

1. ºŸâ ¡—§√

ºŸâ ¡—§√¢Õ√—∫‡ß‘π√“ß«—≈®–μâÕß¡’§ÿ≥ ¡∫—μ‘¥—ßπ’È

1. ‡ªìπ ¡“™‘°¢Õß ¡“§¡‚√§√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬ ≥

«—π∑’Ëº≈ß“π«‘®—¬‰¥âπ”‡ πÕ„πß“πª√–™ÿ¡

2. ‡ªìπºŸâπ‘æπ∏å™◊ËÕ·√°À√◊Õ corresponding author À√◊Õ™◊ËÕ√Õß„π

°√≥’º≈ß“π‡ªìπß“π«‘®—¬∑’Ë‡°‘¥¢÷Èπ‚¥¬‡ªìπºŸâ§«∫§ÿ¡ß“π«‘®—¬¢Õßπ—°»÷°…“ ·æ∑¬å

ª√–®”∫â“π À√◊Õ·æ∑¬åºŸâ™à«¬Õ“®“√¬å

2. º≈ß“π«‘®—¬

º≈ß“π«‘®—¬∑’Ëπ”‡ πÕ„πß“πª√–™ÿ¡¡’≈—°…≥–‡ªìπº≈ß“π«‘®—¬™π‘¥ original

article, case report À√◊Õ case series ∑’Ë»÷°…“„πª√–‡∑»‰∑¬·≈–‰¡à‰¥â√—∫°“√

 π—∫ πÿπ§à“„™â®à“¬®“°…√‘…—∑¬“À√◊Õ‡§√◊ËÕß¡◊Õ∑“ß°“√·æ∑¬å

º≈ß“π«‘®—¬∑’Ë‡ªìπß“π»÷°…“∑¥≈Õß„π¡πÿ…¬åμâÕßºà“π°“√æ‘®“√≥“·≈–‡ÀÁπ

™Õ∫®“°§≥–°√√¡°“√®√‘¬∏√√¡°“√«‘®—¬„π§π°àÕπ‡√‘Ë¡¥”‡π‘π°“√«‘®—¬

3. ‡ß‘π√“ß«—≈ æ‘®“√≥“μ“¡°“√π”‡ πÕ„πß“πª√–™ÿ¡ ¥—ßπ’È

Oral presentation „Àâ‡ß‘π√“ß«—≈ 50,000 ∫“∑ μàÕ 1 º≈ß“π«‘®—¬

Poster presentation „Àâ‡ß‘π√“ß«—≈ 20,000 ∫“∑ μàÕ 1 º≈ß“π«‘®—¬

¬°‡«âπ„π°√≥’∑’Ëß“π«‘®—¬¥—ß°≈à“«‰¥â√—∫∑ÿπ π—∫ πÿπ ”À√—∫ ¡“™‘° ¡“§¡‚√§√–∫∫

∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬ ‡æ◊ËÕπ”‡ πÕ„πß“πª√–™ÿ¡«‘™“°“√ APDW 2012
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¡“°àÕπ

‡ß‘π√“ß«—≈π’È¡’„Àâ·°àºŸâ∑’Ë‡ªìπ ¡“™‘°¢Õß ¡“§¡‚√§√–∫∫∑“ß‡¥‘πÕ“À“√·Ààß

ª√–‡∑»‰∑¬ ‚¥¬§‘¥μ“¡ —¥ à«π√âÕ¬≈–¢Õß§«“¡¡’ à«π√à«¡„πº≈ß“π©∫—∫π—Èπ

4. °“√ ¡—§√√—∫‡ß‘π√“ß«—≈

ºŸâ ¡—§√ “¡“√∂ ¡—§√¢Õ√—∫‡ß‘π√“ß«—≈¿“¬À≈—ßπ”‡ πÕº≈ß“π«‘®—¬„πß“π

ª√–™ÿ¡«‘™“°“√ APDW 2012 ‚¥¬°“√¬◊Ëπ‡Õ° “√ª√–°Õ∫°“√æ‘®“√≥“ ¥—ßπ’È

- ·∫∫øÕ√å¡·®âß§«“¡®”πß

- ·∫∫øÕ√å¡· ¥ß√âÕ¬≈–¢Õß§«“¡¡’ à«π√à«¡„πº≈ß“π¢ÕßºŸâπ‘æπ∏å

∑ÿ°∑à“π ·≈–¡’≈“¬¡◊Õ™◊ËÕ°”°—∫√“¬≈–‡Õ’¬¥¢Õß§«“¡¡’ à«π√à«¡„πß“π«‘™“°“√

- Reprint À√◊Õ ”‡π“º≈ß“π∑’Ë‰¥â√—∫°“√μ’æ‘¡æå„π‡Õ° “√ª√–°Õ∫°“√

ª√–™ÿ¡ APDW 2012

- ‡Õ° “√√—∫√Õß®“°§≥–°√√¡°“√®√‘¬∏√√¡°“√«‘®—¬„π§π
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®“°∫√√≥“∏‘°“√

 «— ¥’∑à“πºŸâÕà“π∑ÿ°Ê ∑à“π§√—∫ ®ÿ≈ “√©∫—∫·√°‰¥âÕÕ° Ÿà “¬μ“∑à“πºŸâÕà“π

·≈â« Õ“®®–¬—ßμ‘¥¢—¥„π‡√◊ËÕß√Ÿª·∫∫·≈–Õ“√åμ‡«‘√å§∫â“ß·μàπà“®–‡¢â“√Ÿª‡¢â“√Õ¬¢÷Èπ

„π©∫—∫μàÕÊ ‰ª§√—∫ ·μà∑à“πºŸâÕà“πÕ“®®–‡√‘Ë¡ —ß‡°μ«à“π—∫μ—Èß·μàπ’È®ÿ≈ “√®–‡ªìπ

√Ÿª ’∑ÿ°√Ÿª (∑’Ë§«√®–‡ªìπ ’) ‚¥¬‰¡à°≈—«¢“¥∑ÿπ ‡æ◊ËÕ„Àâ°“√ ◊ËÕ§«“¡À¡“¬·≈–

√“¬≈–‡Õ’¬¥‰ª Ÿà∑à“πºŸâÕà“π·∫∫ ¡∫Ÿ√≥å∑’Ë ÿ¥ ®ÿ≈ “√©∫—∫∑’Ë 2 π’È¬—ß§ß‡π◊ÈÕÀ“‰«âÕ¬à“ß

‡¢â¡¢âπ ∑—Èß Interhospital Conference ∑’Ëπà“ π„®¡“°®“°‚√ßæ¬“∫“≈®ÿÃ“≈ß°√≥å,

Review Article ‡√◊ËÕß¿“«–‰μ«“¬„πºŸâªÉ«¬‚√§μ—∫ ´÷Ëß∑“ß‚√ßæ¬“∫“≈¡À“√“™π§√

‡™’¬ß„À¡à‰¥â∑∫∑«πÕ¬à“ß ¡∫Ÿ√≥å·≈–≈–‡Õ’¬¥¡“°, How Experts Do It ©∫—∫π’È

‡ªìπ§‘«¢Õßπ“¬·æ∑¬å ∂“æ√ ¡“π—  ∂‘μ¬å ç‡®â“æàÕé diarrhea ¡“‡º¬·π«∑“ß¢Õß

∑à“π„π°“√ ◊∫§âπºŸâªÉ«¬ chronic diarrhea ‰«âÕ¬à“ßπà“ π„® ·≈–À“øíß‰¥â¬“°¡“°

∑à“πºŸâÕà“πÀ“° π„®Õ¬“°øíß‡√◊ËÕß„¥ ®“°ºŸâ‡™’Ë¬«™“≠∑à“π„¥  “¡“√∂Õ’‡¡≈å·®âßº¡

¡“‰¥â‡≈¬§√—∫ ‡√“®–‰ª —¡¿“…≥å¡“„Àâ∑—π∑’  à«π Endoscopic Corner ©∫—∫π’ÈÕ“®

®–‰¡à‡Õ“‚√§∑’Ë·ª≈°¡“°π—° ·μàæ∫∫àÕ¬·μà¡—°«‘π‘®©—¬ —∫ π·≈–º‘¥æ≈“¥°—π  à«π

Research Highlight °Á¬—ß √ÿªß“π«‘®—¬∑’Ë ”§—≠Ê ·∫∫™π‘¥ çμâÕßÕà“πé πà“ π„®

‡™àπ‡¥‘¡

∑à“πºŸâÕà“π∑’ËÕ¬“°„Àâ¡’§Õ≈—¡πåÕ–‰√Õ’°„π®ÿ≈ “√ ¡“§¡œ °Á·®âßº¡¡“‰¥â

¡“‰¥â‡≈¬§√—∫ ·≈â«æ∫°—π„π©∫—∫Àπâ“§√—∫

πæ. ÿæ®πå  æß»åª√– ∫™—¬
supotpong@gmail.com



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

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

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

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

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

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

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

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

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

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

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

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

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

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

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


