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Hepatic Fascioliasis
«‘®—°…≥å  °—≠≠“§”1

æ‘»“≈ ‰¡â‡√’¬ß1, «—≤π“   ÿ¢’ ‰æ»“≈‡®√‘≠1

π‘µ¬“ ©¡“¥≈2, ‡Õ¡Õ√ ‰¡â‡√’¬ß2

1Àπà«¬‚√§∑“ß‡¥‘πÕ“À“√ ¿“§«‘™“Õ“¬ÿ√»“ µ√å §≥–·æ∑¬»“ µ√å ¡À“«‘∑¬“≈—¬¢Õπ·°àπ
2¿“§«‘™“√—ß ’«‘∑¬“ §≥–·æ∑¬»“ µ√å ¡À“«‘∑¬“≈—¬¢Õπ·°àπ

Review Article

∫∑π”

Fasciola ‡ªìπæ¬“∏‘„∫‰¡â„πµ—∫ °“√µ‘¥‡™◊ÈÕ„π¡πÿ…¬å à«π„À≠à‡°‘¥®“°°“√
µ‘¥‡™◊ÈÕæ¬“∏‘„πµ√–°Ÿ≈ Fasciola hepatica ·≈– Fasciola gigantica

Esteban ·≈–§≥–1 ‰¥â∑”°“√∑∫∑«π°“√√“¬ß“πºŸâªÉ«¬∑ ’ Ëµ‘¥‡™ ◊ ÈÕ®”π«π
7,071 √“¬®“° 51 ª√–‡∑» æ∫¡’√“¬ß“π„π∑«’ªÕ‡¡√‘°“ 3,267 √“¬ ∑«’ª¬ÿ‚√ª 2,951
√“¬ ∑«’ª·Õø√‘°“ 487 √“¬ ∑«’ª‡Õ‡™’¬ 354 √“¬ ·≈–‚Õ‡´’¬‡π’¬ 12 √“¬ ‚¥¬æ∫
¡“° ÿ¥„πÕ‡¡√‘°“„µâ ∑’Ëª√–‡∑»‚∫≈‘‡«’¬

„πª√–‡∑»‰∑¬ «—≤π“ · «ß°‘®2 ‰¥â√«∫√«¡√“¬ß“π°“√µ‘¥‡™◊ÈÕæ¬“∏‘ ‡¡◊ËÕ
ªï æ.». 2533 ‚¥¬¡’ºŸâªÉ«¬®”π«π 25 √“¬ ‡ªìπ‡æ»™“¬ 2 √“¬ ‡æ»À≠‘ß 23 √“¬
æ∫„π™à«ßÕ“¬ÿ 9-71 ªï Õ“¬ÿ‡©≈’Ë¬ 40 ªï  à«π„À≠àª√–°Õ∫Õ“™’æ∑”π“ ¿Ÿ¡‘≈”‡π“æ∫
Õ¬Ÿà„π¿“§µ–«—πÕÕ°‡©’¬ß‡Àπ◊Õ 19 √“¬ (¢Õπ·°àπ 5 √“¬ ™—¬¿Ÿ¡‘ 4 √“¬ Õÿ¥√∏“π’ 3
√“¬ °“Ã ‘π∏ÿå 2 √“¬ π§√√“™ ’¡“ 2 √“¬  °≈π§√ 2 √“¬ ·≈–√âÕ¬‡ÕÁ¥ 1 √“¬) Õ’° 6
√“¬¡“®“°¿“§°≈“ß·≈–¿“§‡Àπ◊Õ ‰¥â·°à °√ÿß‡∑æ¡À“π§√ æ√–π§√»√’Õ¬ÿ∏¬“  ÿ‚¢∑—¬
æ‘…≥ ÿ‚≈° ·≈–‡™’¬ß„À¡à æ¬“∏ ‘∑ ’ Ëæ∫‡ªìπ Fasciola hepatica 3 √“¬ Fasciola
gigantica 13 √“¬ æ∫‰¢àæ¬“∏‘ Fasciola gigantica 3 √“¬ ·≈–‰¡à∑√“∫™π‘¥ 3
√“¬ ́ ÷Ëßµà“ß®“°√“¬ß“π„πµà“ßª√–‡∑»∑’Ëæ∫ Fasciola hepatica ¡“°°«à“æ¬“∏‘„∫‰¡â
„πµ—∫
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«ß®√™’«‘µ¢Õßæ¬“∏‘ Fasciola

‡ªìπæ¬“∏‘„∫‰¡â„πµ—∫ —µ«åæ«° «—« §«“¬ ·æ– ·°– ´÷Ëß‡ªìπ definite host
  à«π¡π ÿ…¬å‡ªìπ accidental host ‰¢à¢Õßæ¬“∏ ‘ªπÕÕ°¡“°—∫Õÿ®®“√–·≈–ªπ‡ªóôÕπ
„π·À≈àßπÈ” „π√–¬– miracidia ·≈â«‡¢â“‰ªÕ“»—¬„πÀÕ¬§—π°âπ·À≈¡ (G.lymnnea)
´÷Ëß‡ªìπ intermediate host ·≈â««à“¬ÕÕ°®“°ÀÕ¬„π√–¬– cercariae ‡¢â“‰ªÕ“»—¬
„πæ◊™πÈ”‡™àπ º—°∫ÿâß º—°°√–‡©¥ ‡¡◊ËÕ¡πÿ…¬åπ”æ◊™πÈ”¡“√—∫ª√–∑“π®–µ‘¥æ¬“∏‘„π√–¬–
encysted metacercariae æ¬“∏ ‘®–‰™∑–≈ ÿºà“πºπ —ß≈”‰  â  à«πµâπ‡¢â“  Ÿ à™àÕß∑ âÕß
·≈â«‰™∑–≈ ÿ‡¬◊ËÕÀÿâ¡µ—∫ (Glisson capsule) ‡¢â“‰ª„πµ—∫ ‡®√‘≠‡µ‘∫‚µ®π‡ªìπµ—«‡µÁ¡
«—¬„π∑ àÕπ È”¥’ ÕÕ°‰¢à·≈ â«ª≈ àÕ¬ÕÕ°¡“∑“ß∑ àÕπ È”¥’ªπ¡“°—∫Õÿ®®“√– æ¬“∏ ‘„™â‡«≈“
µ—Èß·µà‡¢â“‰ª„π≈”‰  â¡π ÿ…¬å®π°√–∑ — Ëß‚µ‡µÁ¡«—¬·≈ â«ÕÕ°‰¢à√«¡‡ªìπ‡«≈“ 3-4 ‡¥ ◊Õπ
‚¥¬æ¬“∏‘µ—«‡µÁ¡«—¬ “¡“√∂Õ“»—¬Õ¬Ÿà„πµ—∫‰¥âπ“π∂÷ß 9-13.5 ªï3

¿“æ∑’Ë 1 «ß®√™’«‘µæ¬“∏‘ Fasciola (¿“æ®“° WWW.dpd.cdc.gov)
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Õ“°“√·≈–Õ“°“√· ¥ß

Fascioliasis   à«π„À≠ à· ¥ßÕ“°“√‡°’Ë¬«°—∫§«“¡º‘¥ª°µ‘¢Õßµ—∫·≈–∑“ß
‡¥‘ππ È”¥’Õ—π‡π◊ ËÕß¡“®“°¡’°“√Õ—°‡ ∫¢Õß∑ àÕπ È”¥’‡√◊ ÈÕ√ —ß·≈–‡°‘¥æ—ßº ◊¥µ“¡¡“ ‚¥¬‰¡à
 —¡æ—π∏å°—∫°“√‡°‘¥¡–‡√Áß¢Õß∑àÕπÈ”¥’ πÕ°®“°π’È æ¬“∏‘Õ“®‰™‰ª∑’ËÕ«—¬«–Õ◊Ëπ·≈–°àÕ
„Àâ‡°‘¥Õ“°“√· ¥ßπÕ°µ—∫®“°°“√Õ—°‡ ∫¢Õß√Õ¬∑’Ëæ¬“∏‘‰™ºà“π (ectopic foci) ‡™àπ
√–∫∫∑“ß‡¥‘πÕ“À“√ ™—Èπ„µâº‘«Àπ—ß À—«„® À≈Õ¥‡≈◊Õ¥ ªÕ¥ ‡¬◊ËÕÀÿâ¡ªÕ¥  ¡Õß µ“
‰ âµ‘Ëß µ—∫ÕàÕπ ¡â“¡ µàÕ¡πÈ”‡À≈◊Õß∑’Ë§Õ µàÕ¡πÈ”‡À≈◊Õß∑’Ë¢“Àπ’∫ ·≈–Õ—≥±–4

Õ“°“√∑“ß§≈‘π‘°·∫àß‡ªìπ 4 √–¬–
1. Incubation phase

‡ªìπ√–¬–‡«≈“µ—Èß·µà√—∫ª√–∑“πÕ“À“√∑’Ëªπ‡ªóôÕπ metacercariae ‡¢â“‰ª®π
°√–∑—Ëß‡√‘Ë¡ª√“°ØÕ“°“√ „™â√–¬–‡«≈“µ—Èß·µà 2-3 «—π À√◊ÕÕ“®¡“°°«à“ 3 ‡¥◊Õπ
2. Acute À√◊Õ invasive phase

‡ªìπ√–¬–∑’Ëæ¬“∏‘‰™‰ª Ÿàµ—∫ ·≈â«¡’°“√∑”≈“¬‡π◊ÈÕ‡¬◊ËÕºπ—ßÀπâ“∑âÕß·≈–µ—∫ ®–
¡’Õ“°“√‰¢â ª«¥∑’Ë™“¬‚§√ß¢«“ º◊Ëπ·æâ (urticaria with dermatographia) Õ“°“√
Õ◊ËπÊ ‡™àπ ª«¥»’√…– ª«¥‡¡◊ËÕ¬µ“¡°≈â“¡‡π◊ÈÕÀ√◊Õ°√–¥Ÿ° ÕàÕπ‡æ≈’¬ ‡∫◊ËÕÕ“À“√ §≈◊Ëπ‰ â
πÈ”Àπ—°≈¥ µ√«®√à“ß°“¬æ∫¡’‰¢â ́ ’¥ ‡®Á∫„µâ™“¬‚§√ß¢«“ µ—∫‚µ ¡â“¡‚µ (æ∫‰¥â 25%)
‡À≈◊Õß (æ∫‰¥â‰¡à∫ àÕ¬) ·≈–µ√«®æ∫¡’‡¡Á¥‡≈◊Õ¥¢“«™π ‘¥ eosiophil   Ÿß¢÷Èπ µ√«®
æ∫°“√∑”ß“π¢Õßµ—∫º‘¥ª°µ‘‰¥â
3. Latent phase

‡ªìπ√–¬–∑’Ëæ¬“∏‘Õ“»—¬Õ¬Ÿà„π∑àÕπÈ”¥’®π°√–∑—ËßÕÕ°‰¢à „™â‡«≈“‡ªìπ‡¥◊ÕπÀ√◊Õ
Õ“®‡ªìπªï √–¬–π’È à«π„À≠à‰¡à¡’Õ“°“√ Õ“®¡’Õ“°“√¢Õß√–∫∫∑“ß‡¥‘πÕ“À“√ ‰¢â ·≈–
µ√«®æ∫‡¡Á¥‡≈◊Õ¥¢“«™π‘¥ eosinophil  Ÿß
4. Chronic obstruction

√–¬–π’È‡°‘¥À≈—ß°“√µ‘¥‡™◊ÈÕ‡ªìπ‡¥◊ÕπÀ√◊ÕÕ“®„™â‡«≈“À≈“¬ªï ‡π◊ËÕß®“°¡’°“√
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Õ—°‡ ∫¢Õß∑àÕπÈ”¥’∑—Èß∑àÕπÈ”¥’„πµ—∫·≈–πÕ°µ—∫ ∑àÕπÈ”¥’·≈–∂ÿßπÈ”¥’®–Àπ“·≈–¢¬“¬¢÷Èπ
√ à«¡°—∫æ¬“∏ ‘Õÿ¥µ—π∑“ß‡¥‘ππ È”¥’∑”„Àâ‡°‘¥Õ“°“√§≈◊ Ëπ‰  â §—π ª«¥∑ âÕß·∫∫ biliary
colic ‡°‘¥¿“«–∑ àÕπ È”¥’Õ—°‡ ∫ (cholangitis) ∂ ÿßπ È”¥’Õ—°‡ ∫ (cholecystitis) π ‘ Ë«
„π∂ÿßπÈ”¥’ (cholelithiasis) ¿“«–∑àÕπÈ”¥’Õÿ¥µ—π (biliary obstruction) ¿“«–‡≈◊Õ¥
ÕÕ°„π∑“ß‡¥‘ππÈ”¥’ (haemobilia) ®“°‡´≈≈å‡¬◊ËÕ∫ÿ∑“ß‡¥‘ππÈ”¥’‰¥â√—∫∫“¥‡®Á∫ µ—∫¡â“¡‚µ
¡’π È”„π™àÕß∑ âÕß º≈°“√µ√«®‡≈◊Õ¥¥Ÿ°“√∑”ß“π¢Õßµ—∫æ∫≈ —°…≥–∑ ’ Ë∫ àß™’È°“√Õÿ¥µ—π
¢Õß∑“ß‡¥‘ππÈ”¥’

„π√–¬–¬“« “¡“√∂‡°‘¥ biliary cirrhosis, secondary sclerosing cho-
langitis ·≈–Ωï„πµ—∫‰¥â5 ·µà¬—ß‰¡àæ∫«à“¡’§«“¡ —¡æ—π∏å¢Õß fascioliasis °—∫°“√
‡°‘¥¡–‡√Áß

°“√«‘π‘®©—¬

Õ“°“√ ”§—≠¢Õß‚√§π’È ª√–°Õ∫¥â«¬ ‰¢â µ—∫‚µ ¡’‡¡Á¥‡≈◊Õ¥¢“«™π‘¥ eosi-
nophil  Ÿß √à«¡°—∫¡’ª√–«—µ‘√—∫ª√–∑“πæ◊™º—°À√◊Õ¥◊Ë¡πÈ”∑’Ëπ”¡“®“°Àâ«¬ ÀπÕß §≈Õß
∫÷ß

1. °“√µ√«®∑“ßÀâÕßªØ‘∫—µ‘°“√‡∫◊ÈÕßµâπ
µ√«® CBC ®–æ∫¿“«–´’¥‡≈Á°πâÕ¬ ·≈–¡’ Rouleaux formation „π∫“ß

√“¬ æ∫‡¡Á¥‡≈◊Õ¥¢“«ª√‘¡“≥ª°µ‘À√◊ÕÕ“®  Ÿß¢÷Èπ‰¥â∂÷ß 35,000/mm3 ¡’ eosinophil
¢÷Èπ  Ÿß ́ ÷Ëßæ∫‰¥â√âÕ¬≈– 80-90 ¢ÕßºŸâªÉ«¬‚¥¬‡©æ“–„π√–¬– invasive phase ·≈–¡’
ESR  Ÿß

µ√«®ªí  “«–  à«π„À≠à‰¡àæ∫§«“¡º‘¥ª°µ‘ ¬°‡«âπæ¬“∏‘‰™‡¢â“‰ªÕ¬Ÿà„π‰µ
∑”„Àâæ∫§«“¡º‘¥ª°µ‘‡™àπ albuminuria ‰¥â

√–¥—∫ aspartate aminotransferase (AST), alanine aminotransferase
(ALT) ·≈– lactate dehydrogenase (LDH) ‡æ‘Ë¡  Ÿß¢÷Èπ„π —ª¥“Àå∑’Ë 4 À≈—ß®“°¡’
°“√µ‘¥‡™◊ÈÕ ®“°π—Èπ®÷ß§àÕ¬Ê ≈¥≈ß‡ªìπª°µ‘∑’Ë —ª¥“Àå∑’Ë 11 ·≈– 15 À≈—ß°“√µ‘¥‡™◊ÈÕ
√–¥—∫ Gamma-glutamyl transpeptidase (GGT) ‡æ‘Ë¡¢÷Èπ∑’Ë —ª¥“Àå∑’Ë 9 À≈—ß°“√
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µ‘¥‡™◊ÈÕ ·≈–¬—ß§ß‡æ‘Ë¡¢÷Èπ®π∂÷ß —ª¥“Àå∑’Ë 186 æ∫√–¥—∫ globulin  Ÿß¢÷Èπ

2. Direct parasitological techniques
À≈—ß®“°¡’°“√µ‘¥‡™◊ÈÕ 10  —ª¥“Àå  “¡“√∂µ√«®æ∫‰¢àæ¬“∏‘®“°Õÿ®®“√–‰¥â

πÕ°®“°π’È ‰¢àæ¬“∏‘·≈–µ—«‡µÁ¡«—¬ “¡“√∂µ√«®æ∫®“°πÈ”§—¥À≈—Ëß®“°≈”‰ â‡≈Á° à«πµâπ
π È”¥’ (duodenal and biliary drainage) æ∫‰¢àæ¬“∏ ‘‰¥â∂ ÷ß√ âÕ¬≈– 50 À√◊Õ®“°
°“√µ√«®∑“ßæ¬“∏‘¢Õß™‘Èπ‡π◊ÈÕ7

Õÿ®®“√– µ√«®æ∫‰¢àæ¬“∏ ‘ ≈ —°…≥–‡ªìπ«ß√ ’   ’‡À≈◊Õßªππ È”µ“≈ ¢π“¥
§«“¡¬“« 130-150 ‰¡§√Õπ ·≈–°«â“ß 60-90 ‰¡§√Õπ °“√µ√«®Õÿ®®“√–À≈“¬
§√—Èß®–‡æ‘Ë¡‚Õ°“ µ√«®æ∫‰¢àæ¬“∏‘‰¥â‡æ‘Ë¡¢÷Èπ‡æ√“–æ¬“∏‘ÕÕ°‰¢à‡ªìπ§√—Èß§√“« (inter-
mittent)

¿“æ∑’Ë 2 Fasciola hepatica egg ¢π“¥ 30-150 micron x 60-90 micron (¿“æ®“° www.cdc.gov)
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3. Indirect immunological techniques (serological examination)
√–¥—∫ IgG µàÕ F. hepatica ‡æ‘Ë¡√–¥—∫¢÷Èπ„π 2  —ª¥“ÀåÀ≈—ß°“√µ‘¥‡™◊ÈÕ8

‚¥¬°“√„™â indirect immunological techniques  “¡“√∂µ√«®æ∫‰¥â∑ ÿ°√–¬–
¢Õß‚√§·≈– “¡“√∂„™â„π°“√µ‘¥µ“¡À≈ —ß„Àâ°“√√ —°…“ºŸâªÉ«¬ Enzyme linked
immunosorbent assay (ELISA) °Á‡ªìπÕ’°«‘∏’Àπ÷Ëß∑’Ë„™â„π°“√µ√«®À“·Õπµ‘∫Õ¥’ (IgG
antibody) µàÕæ¬“∏‘„π‡≈◊Õ¥9

Figueroa-Santiago12 ‰¥â»÷°…“°“√„™â ELISA „π°“√«‘π‘®©—¬°“√µ‘¥‡™◊ÈÕ
F. hepatica ‚¥¬µ√«®À“ human IgG antibodies against Fasciola hepatica
saposin-like protein-2 „πºŸâªÉ«¬∑’Ëµ‘¥‡™◊ÈÕæ¬“∏‘ F. hepatica ®”π«π 37 √“¬ ºŸâ
ªÉ«¬∑’Ëµ‘¥‡™◊ÈÕæ¬“∏‘Õ◊Ëπ 40 √“¬ ·≈–°≈ÿà¡§«∫§ÿ¡ 50 √“¬ æ∫«à“¡’ sensitivity 100%
·≈– specificity 95.6%

».¥√.«—π™—¬ ¡“≈’«ß…å ·≈–§≥–13 ‰¥â»÷°…“ °“√„™â ELISA „π°“√«‘π‘®©—¬
°“√µ‘¥‡™◊ÈÕ F. gigantica ‚¥¬‡ª√’¬∫‡∑’¬∫°“√µ√«®À“ somatic antigen extract
·≈– excretory secretory antigen æ∫«à“°“√µ√«® ELISA À“ somatic antigen
extract ¡’ sensitivity 100%, specificity 98%, PPV 70% ·≈– NPV 100%  à«π
somatic antigen extract antigen ¡’ sensitivity 100%, specificity 99.3%,
PPV 87.5% ·≈– NPV 100%

°“√µ√«® Serology „Àâº≈∫«°µ— Èß·µà™à«ß·√°¢Õß°“√µ‘¥‡™ ◊ ÈÕ ®÷ß¡’
ª√–‚¬™πå„π°“√«‘π‘®©—¬„πºŸâªÉ«¬∑’Ë ß —¬µ—Èß·µà‡√‘Ë¡¡’Õ“°“√

4. °“√µ√«®∑“ß√—ß ’«‘∑¬“
4.1 °“√µ√«®¥â«¬Õÿ≈µ√“´“«¥å

Parenchymal phase
„π√–¬–·√°¬—ß‰¡à¡’°“√µ√«®æ∫∑ ’ Ë®”‡æ“– ®π°√–∑ — ËßÀ≈ —ßµ‘¥‡™ ◊ ÈÕπ“π 8

 —ª¥“Àå®–æ∫ focal hypo- ·≈– hyperechoic lesions ‰¥â∑—Ë«Ê ‰ª„πµ—∫ (¿“æ∑’Ë 3)
„πºŸâªÉ«¬∑ ’ Ë¡’°“√µ‘¥‡™ ◊ ÈÕ‰¡à√ ÿπ·√ß Õ“®æ∫‡æ’¬ß echogenicity ¢Õßµ—∫∑ — Ë«Ê À“°
°“√µ‘¥‡™◊ÈÕ√ÿπ·√ß æ∫ hypoechoic lesions with irregular distribution „π liver
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parenchyma
Ductal phase
„π ductal phase §«“¡º‘¥ª°µ‘„π‡π◊ÈÕµ—∫®–‰¡à™—¥‡®π æ∫ ductal ecta-

sia ‰¥âÀ≈—ß°“√µ‘¥‡™◊ÈÕ 8  —ª¥“Àå ‚¥¬®–æ∫ºπ—ß∑àÕπÈ”¥’Àπ“ ∑àÕπÈ”¥’¢¬“¬„À≠à·≈–
§¥‡§’È¬« Õ“®æ∫æ¬“∏‘„π∑àÕπÈ”¥’ À√◊Õ∂ ÿßπÈ”¥’‰¥â (¿“æ∑’Ë 4-5)
4.2 °“√µ√«®¥â«¬‡Õ°´‡√¬å§Õ¡æ‘«‡µÕ√å

Parenchymal phase
æ∫≈—°…≥– hypodensity lesions ¢π“¥‡≈Á° √ Ÿª√à“ß°≈¡À√◊Õ√’ ‡ªìπ°≈ÿà¡

À≈“¬Õ—π (multiple, small, round or oval clustered hypodense lesions) Õ“®æ∫
hyperdense content „π∫√ ‘‡«≥∑ ’ Ë¡’æ¬“∏ ‘ ¿“æ‰¥â®“°ÀπÕß∑ ’ Ë¢âπÀ√◊Õ¡’‡≈◊Õ¥ÕÕ°
∫√‘‡«≥√Õ∫Ê ®–∫«¡∑”„Àâ‡ÀÁπ≈—°…≥– thick hypodense rim ‡¡◊ËÕ©’¥ “√∑÷∫· ß

¿“æ∑’Ë 3 Parenchymal phase of fascioliasis æ∫ increased portal echo ·≈– inhomogeneous
focal hypoechoic lesion (‡Õ ◊ÈÕ‡øóôÕ‚¥¬ ».æ≠.‡Õ¡Õ√ ‰¡â‡√’¬ß)
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¿“æ∑’Ë 4 Mild intrahepatic duct dilatation (‡Õ ◊ÈÕ‡øóôÕ‚¥¬ ».æ≠.‡Õ¡Õ√ ‰¡â‡√’¬ß)

¿“æ∑’Ë 5 Parasitic echo „π bile duct (‡Õ ◊ÈÕ‡øóôÕ‚¥¬ ».æ≠.‡Õ¡Õ√ ‰¡â‡√’¬ß)
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®–æ∫¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß “√∑÷∫· ß∫√‘‡«≥√Õ∫Ê µ”·Àπàß∑’Ë¡’æ¬“∏‘ ¿“æ (peripheral
contrast enhancement) (¿“æ∑’Ë 6-7) ‚¥¬§«“¡º‘¥ª°µ‘‡°‘¥∑’Ëµ”·Àπàß√Õ∫Ê ‡¬◊ËÕ
Àÿâ¡µ—∫°àÕπ (subcapsular area) πÕ°®“°π’È ¬—ßæ∫¡’°“√Àπ“µ—«¢Õß‡¬◊ËÕÀÿâ¡µ—∫‡ªìπ
À¬àÕ¡Ê (focal liver capsule thickening) ®“°°“√‰™¢Õßæ¬“∏‘∑–≈ÿ Glisson cap-
sule

¿“æ∑’Ë 6 Non contrast-enhanced CT scan æ∫ low attenuation lesion „πµ—∫ (‡Õ◊ÈÕ‡øóôÕ‚¥¬
».æ≠.‡Õ¡Õ√ ‰¡â‡√’¬ß)

¿“æ∑’Ë 7 Contrast enhanced CT scan æ∫ irregular low attenuated lesions with peripheral
enhancement πÕ°®“°π ’È¬—ßæ∫ linear lesion ¢Õß parasitic tract (arrow) (‡Õ ◊ÈÕ‡øóôÕ‚¥¬
√».æ≠.π‘µ¬“ ©¡“¥≈)
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Ductal phase
æ∫ dilated biliary ducts with periportal tracking ∫√‘‡«≥√Õ∫Ê ∑àÕ

πÈ”¥’ (periductal area) ¡’≈—°…≥– low attenuation πÕ°®“°π’ÈÕ“®æ∫¡’°“√‡°“–
¢Õß·§≈‡´’¬¡„π‡π◊ÈÕµ—∫‰¥â (¿“æ∑’Ë 8)

π‘µ¬“ ©¡“¥≈ ·≈–§≥–17 ‰¥â»÷°…“‡ª√’¬∫‡∑’¬∫°“√µ√«® CT ¢ÕßΩï„π
µ—∫∑’Ë‡°‘¥®“°‡™◊ÈÕæ¬“∏‘ Fasciola (¿“æ∑’Ë 9) ·≈– melioidosis æ∫«à“ „π°≈ÿà¡ºŸâªÉ«¬
Ωï„πµ—∫®“°æ¬“∏‘ Fasciola ∑—ÈßÀ¡¥ 14 √“¬ ¡’ 1 √“¬∑’Ë¡’Ωï∑’Ë¡â“¡√à«¡¥â«¬  à«π„π
°≈ÿà¡ºŸâªÉ«¬∑’Ë¡’Ωï„πµ—∫®“° melioidosis ∑—ÈßÀ¡¥ 16 √“¬æ∫Ωï„π¡â“¡ 12 √“¬ (p =
0.000) ≈—°…≥– subcapsular lesions æ∫„πºŸâªÉ«¬Ωï„πµ—∫®“°æ¬“∏‘ Fasciola 53.3%
 à«π„π°≈ÿà¡ºŸâªÉ«¬∑’Ë¡’Ωï„πµ—∫®“° melioidosis æ∫ 12.5% (p = 0.019) ºŸâªÉ«¬Ωï
„πµ—∫®“°æ¬“∏‘ Fasciola æ∫≈—°…≥–¢ÕßΩï°≈¡À√◊Õ√’ ·≈–¡’ linear tracts ´÷Ëßæ∫
‰¥â 53.3% ·µà‰¡àæ∫„π°≈ ÿà¡ºŸâªÉ«¬∑’Ë¡’Ωï„πµ—∫®“° melioidosis ‡≈¬ (p = 0.001)

¿“æ∑’Ë 8 Localized bile duct dilatation (‡Õ ◊ÈÕ‡øóôÕ‚¥¬ ».æ≠.‡Õ¡Õ√ ‰¡â‡√’¬ß)
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‚¥¬ √ ÿª≈ —°…≥–∑ ’ Ëæ∫®“° CT ∑ ’ Ë™à«¬„π°“√«‘π ‘®©—¬·¬° Fasciola ®“°
meliodosis ‰¥â·°à 1) multiple, small round or oval (with linear tracts) con-
glomerates presenting as hypodense lesions; 2) no (or minimal) periph-
eral contrast enhancement; 3) subcapsular lesions; 4) less frequent co-
occurrence with splenic abscesses
4.3 °“√µ√«®¥â«¬ MRI

Parenchymal phase
„π T2 weighted (T2W) ®–æ∫ capsular hyperintensity ·≈–æ∫√Õ¬

‰™¢Õßæ¬“∏‘≈—°…≥–‡ªìπ hypointense line „π T1W ·≈– hyperintense line „π
T2W ∑ ’ Ë∫√ ‘‡«≥ subcapsular area   à«π§«“¡º‘¥ª°µ‘„π‡π◊ ÈÕµ—∫®–æ∫‡ªìπ
hyperintensity „π T2W ·≈– hypointensity „π T1W À≈—ß©’¥ “√∑÷∫· ßæ∫¡’
°“√‡æ‘Ë¡¢÷Èπ¢Õß “√∑÷∫· ß√Õ∫µ”·Àπàß∑’Ë¡’æ¬“∏‘ ¿“æ (peripheral enhancement
after contrast administration)

Ductal phase
æ∫¡’°“√¢¬“¬¢Õß∑àÕπÈ”¥’ ·≈–æ∫ capsular and subscapsular fibrotic

scars with irregular heterogeneity Õ“®æ∫µ—«æ¬“∏‘„π∑àÕπÈ”¥’‰¥â
πÕ°®“°π ’ È °√≥ ’∑ ’ Ë‡°‘¥¿“«–∑“ß‡¥‘ππ È”¥’Õÿ¥µ—π °“√µ√«®«‘π ‘®©—¬·≈–

¿“æ∑’Ë 9 Parasitic abscess A) noncontrast study B) contrast study (‡Õ ◊ÈÕ‡øóôÕ‚¥¬ √».æ≠.π ‘µ¬“
©¡“¥≈)
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√–∫“¬∑àÕπÈ”¥’‚¥¬°“√∑” ERCP °Á “¡“√∂µ√«®æ∫ filling defect ¢Õßµ—«æ¬“∏‘∑’Ë
Õ“»—¬Õ¬Ÿà„π∑àÕπÈ”¥’‰¥â¥â«¬ (¿“æ∑’Ë 10)

°“√«‘π ‘®©—¬·¬°‚√§

1. Amoebic liver abscess
‡°‘¥®“°°“√µ‘¥‡™◊ÈÕ Entamoeba histolytica ®“°°“√√—∫ª√–∑“πÕ“À“√À√◊Õ

¥ ◊ Ë¡π È”∑ ’ Ëªπ‡ªóôÕπ‡™ ◊ ÈÕ‚ª√‚µ´—«™π ‘¥π ’ È ‚¥¬‡™ ◊ ÈÕ®–Õ¬Ÿà∑ ’ Ë≈”‰  â„À≠ à∑”„Àâ‡°‘¥≈”‰  â„À≠ à
Õ—°‡ ∫ (amoebic colitis) ‡™◊ÈÕ‚ª√‚µ´—« “¡“√∂µ‘¥‡™◊ÈÕπÕ°≈”‰ â‚¥¬ trophozoi-
tes ®–‡¢â“ Ÿà°√–· ‡≈◊Õ¥ ºà“π portal circulation ‡¢â“‰ª∑’Ëµ—∫ ‡°‘¥Ωï„πµ—∫ (amoe-
bic liver abscess) Ωï “¡“√∂·µ°‡¢â“‰ª„π™àÕß∑âÕß ™àÕß‡¬◊ËÕÀÿâ¡ªÕ¥ ·≈–™àÕß‡¬◊ËÕ
Àÿâ¡À—«„® °“√µ√«®Õÿ®®“√–æ∫‡™◊ÈÕπâÕ¬°«à“ 10% Õÿ≈µ√“´“«¥å æ∫ oval or round

¿“æ∑’Ë 10 ERCP · ¥ß linear filling defect ¢Õß fasciola „π common bile duct
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hypoechoic lesion with low-level internal echoes and absence of signifi-
cant wall echoes ¡—°æ∫∑’Ëµ”·Àπàß„°≈â°—∫ liver dome

Contrast-enhanced CT æ∫ well-defined round lesions, with com-
plex fluid attenuation ‚¥¬¡’≈—°…≥–®”‡æ“–§◊Õ ¡’ thick enhancing wall with
peripheral edema πÕ°®“°π’È¬—ß¡’≈—°…≥–∑’Ë ”§—≠§◊Õ°“√°√–®“¬¢ÕßΩï‰ª∑’Ë™àÕßÕ°
™àÕß‡¬◊ËÕÀÿâ¡ªÕ¥ ™àÕß‡¬◊ËÕÀÿâ¡À—«„® ·≈–Õ«—¬«–¢â“ß‡§’¬ß°—∫µ—∫  à«π„π MRI ®–æ∫
homogeneous low-signal intensity „π T1W ·≈– high-signal intensity „π
T2W

2. Hydatid cyst disease
‡°‘¥®“°µ‘¥‡™ ◊ ÈÕ Echinococcus granulosus, Echinococcus mul-

tilocularis, Echinococcus vogeli ‚¥¬°“√√—∫ª√–∑“πº—°∑’Ëªπ‡ªóôÕπÕÿ®®“√–¢Õß
  ÿπ —¢∑ ’ Ë¡’‰¢àæ¬“∏ ‘ ‡™ ◊ ÈÕ‡¡ ◊ ËÕ‡¢â“‰ª∑ ’ Ë ”‰  â®–‰™‡¢â“‰ª„πÀ≈Õ¥‡≈◊Õ¥À√◊Õ∑ àÕπ È”‡À≈◊Õß
 à«π„À≠à‡™◊ÈÕ®–‰ª°àÕ‚√§∑’Ëµ—∫ πÕ°®“°π’È¬—ßæ∫∑’Ë ªÕ¥ ‰µ ¡â“¡  ¡Õß ·≈–°√–¥Ÿ°

°“√«‘π ‘®©—¬Õ“»—¬°“√µ√«®∑“ß√ —ß  ’«‘∑¬“·≈–°“√µ√«®·Õπµ‘∫Õ¥’ µ√«®
plain film ®–æ∫°“√ – ¡¢Õß·§≈‡´’¬¡„πµ—∫ (ring like calcification) °“√
µ√«®¥â«¬Õÿ≈µ√“´“«¥å®–æ∫ unilocular cyst with internal echo ¡’ detached
membrane æ∫ multivesicular, multiseptated cyst ·≈–¡’ daughter cysts
‰¥â πÕ°®“°π’È¬—ßæ∫ wall calcification  à«π°“√µ√«®¥â«¬ CT scan æ∫ well-
defined, hypoattenuating lesion with a distinguishable wall ·≈–æ∫ coarse
wall calcifications ‰¥â 50% °“√µ√«®¥â«¬ MRI æ∫ hypointense lesion „π
T1W ·≈– markedly hyperintense lesion „π T2W °“√µ√«®«‘π‘®©—¬‚¥¬ ELISA
¡’ sensitivity 84-90%

3. Pyogenic liver abscess
‡™◊ÈÕ∑’Ëæ∫∫àÕ¬§◊Õ Escherichia coli, Klebsiella pneumonia, Proteus,

Pseudomonas, Streptococcus species, Burkholderia pseudomallei
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ºŸâªÉ«¬®–¡’Õ“°“√‰¢â ‡Àπ◊ ËÕ¬‡æ≈ ’¬ ª«¥∑ âÕß Õ“®ª«¥√ â“«‰ª∑ ’ Ë‰À≈ à¢«“ ·≈–Õ“®¡’
Õ“°“√‡ªìπ‡¥◊Õπ°àÕπ‰¥â√—∫°“√«‘π‘®©—¬ µ√«®√à“ß°“¬æ∫ ¡’‰¢â µ—∫‚µ°¥‡®Á∫ ¡â“¡‚µ
æ∫πÈ”„π™àÕß∑âÕß ¥’´à“π Õ“°“√¢Õß portal hypertension ®“°¿“«–≈‘Ë¡‡≈◊Õ¥Õÿ¥„π
portal vein

°“√µ√«®¥â«¬Õÿ≈µ√“´“«¥å®–æ∫ hypoechoic nodules °“√µ√«®¥â«¬ CT
®–æ∫ multiple small, well-defined hypoattenuating lesions  à«π MRI ®–
æ∫§«“¡º‘¥ª°µ‘‰¥âÀ≈“¬·∫∫¢÷ Èπ°—∫ª√ ‘¡“≥‚ª√µ’π„πΩ ï  ‚¥¬  à«π„À≠ àæ∫
hypointense lesion „π T1W ·≈– hyperintense lesion „π T2W ‡¡◊ËÕ©’¥ “√
∑÷∫· ß ∑—Èß CT ·≈– MRI ®–¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß “√∑÷∫· ß∑’Ë∫√‘‡«≥¢Õ∫Ωï (rim en-
hancement) πÕ°®“°π’ÈÕ“®æ∫øÕßÕ“°“»„πΩï‰¥â (intralesional air)

¿“«–·∑√°´âÕπ¢Õß fascioliasis

‰¥â·°à acute cholangitis ·≈– cholecystitis  à«π subcapsular hem-
orrhage and hematoma æ∫‰¥â‰¡à∫àÕ¬π—° ‡°‘¥„π™à«ß∑’Ëæ¬“∏‘‰™‡¢â“‰ª„π‡π◊ÈÕµ—∫
À“°‡≈◊Õ¥ÕÕ°¡“°®–∑”„Àâ‡ ’¬™’«‘µ‰¥â

°“√√—°…“

Triclabendazole (10 mg/kg single dose) ‡ªìπ imidazole derivative
¡’ª√–  ‘∑∏ ‘¿“æ„π°“√√ —°…“°“√µ‘¥‡™ ◊ ÈÕ Fasciola ∑ ÿ°√–¬–14 ‚¥¬ Villegas ·≈–
§≥–15 »÷°…“°“√√—°…“ fascioliasis „π‡¥Á° 90 √“¬¥â«¬ triclabendazole 10 mg/
kg º≈ª√“°Ø«à“ ‰¥â cure rates 77.8% ®“°°“√„Àâ¬“§√—Èß‡¥’¬« ·≈– 97.8% À≈—ß
„Àâ¬“ Õß§√—Èß ‚¥¬æ∫º≈¢â“ß‡§’¬ß®“°°“√√—°…“πâÕ¬ ‰¥â·°à Õ“°“√ª«¥∑âÕß ª«¥‡¡◊ËÕ¬
·≈–¡’‰¢â

¬“Õ◊Ëπ∑’Ë‡ªìπ∑“ß‡≈◊Õ°‰¥â·°à nitazoxanide ¢π“¥ 500 mg «—π≈– Õß§√—Èß
„Àâ‡ªìπ‡«≈“ 7 «—π æ∫«à“ ∂â“‡ªìπ„π‡¥Á°√—°…“À“¬ 40%  à«π„πºŸâ„À≠à√—°…“À“¬ 60%
‡¡◊ËÕ‡ª√’¬∫‡∑’¬∫°—∫°≈ÿà¡∑’Ë‰¥â¬“À≈Õ° æ∫«à“√—°…“À“¬ 6%15

°“√√—°…“¿“«–·∑√°´âÕπ ‰¥â·°à ¿“«– ascending cholangitis §«√„Àâ¬“
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ªØ‘™’«π–À√◊Õºà“µ—¥À“°¡’°“√Õÿ¥µ—π¢Õß∑“ß‡¥‘ππÈ”¥’ æ‘®“√≥“∑” ERCP
À≈—ß°“√√—°…“ §«√µ‘¥µ“¡°“√µÕ∫ πÕß‚¥¬µ‘¥µ“¡ª√‘¡“≥‡¡Á¥‡≈◊Õ¥¢“«

eosinophil µ√«®Õÿ®®“√–À“‰¢àæ¬“∏ ‘·≈–¥Ÿ°“√≈¥≈ß¢Õß serology titers À≈ —ß
°“√√—°…“ 3 ‡¥◊Õπ

πÕ°®“°π ’ È§«√·π–π”„Àâæ“ ¡“™‘°„π§√Õ∫§√ —«¡“µ√«® serology ®“°
Õÿ®®“√– À“°µ√«®æ∫°“√µ‘¥‡™◊ÈÕ·¡â‰¡à¡’Õ“°“√°Áæ‘®“√≥“„Àâ°“√√—°…“‡≈¬

 ”À√—∫¬“ praziquantel, mebendazole ·≈– albendazole π—Èπ ‰¥âº≈
„π°“√√—°…“‰¡à·πàπÕπ ·≈–¬—ß‰¡à¡’¢âÕ·π–π”«à“§«√„Àâ¬“π“π‡∑à“„¥

°“√ªÑÕß°—π‚√§

®“°«ß®√™’«‘µ¢Õßæ¬“∏ ‘ ¥—ß°≈ à“«¢â“ßµâπ §π‰¥â√ —∫‡™ ◊ ÈÕ‚¥¬°“√√ —∫ª√–∑“π
º—°¥‘∫∑ ’ Ëªπ‡ªóôÕπ°—∫Õÿ®®“√–¢Õß  —µ«å ®”æ«°«—« §«“¬ ·æ– ·°– ∑ ’ Ë¡’æ¬“∏ ‘√–¬–
metacercaria Õ¬Ÿà ¥—ßπ—Èπ°“√ªÑÕß°—π§◊Õ √–¡—¥√–«—ß‰¡à√—∫ª√–∑“πº—° ¥∑’Ë‡°Á∫®“°
∑âÕß‰√à∑âÕßπ“∑’Ë‡≈’È¬ß —µ«å‡À≈à“π’È ·≈–∂à“¬¡Ÿ≈≈ß Ÿà·À≈àß¡’º—°‡À≈à“π’È¢÷ÈπÕ¬Ÿà
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