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√¿—   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¬¡“°



12 ®ÿ≈ “√ ¡“§¡·æ∑¬å√–∫∫∑“ß‡¥‘πÕ“À“√·Ààßª√–‡∑»‰∑¬, ¡’π“§¡-‡¡…“¬π 2554

¿“«–‡≈◊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




