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„π°≈ÿà¡‚√§∑’Ëæ∫¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥π—Èπ ¡’ “‡Àμÿ∑’Ëæ∫‰¥â§◊Õ ‡°‘¥

®“°¿“«–°“√·¢Áßμ—«¢Õß‡≈◊Õ¥º‘¥ª°μ‘ ´÷Ëß antiphospholipid syndrome (APS)

‡ªìπÀπ÷Ëß„π “‡Àμÿ¢Õß¿“«–π’È

Antiphospholipid antibodies (aPL) ‡ªìπ immunoglobolins ∑’ËÕ¬Ÿà„π

°√–· ‡≈◊Õ¥ ®–¡’ªØ‘°‘√‘¬“μàÕ cell membrane phospholilids  àßº≈„Àâ‡°‘¥¿“«–

hypercoagulable states

aPL ¡’ 2 ™π‘¥ ª√–°Õ∫¥â«¬ anticardiolipin antibody (aCL) ·≈– lu-

pus anticoagulant (LA) ‚¥¬ antibodies ‡À≈à“π’È “¡“√∂æ∫‰¥â„π§πª°μ‘ª√–¡“≥

2% ·μàæ∫‰¥â„πºŸâªÉ«¬ SLE ∂÷ß 30-40%1

 à«π§”«à“ antiphospholipid syndrome „™âÕ∏‘∫“¬∂÷ß¿“«–∑’Ë¡’°“√Õÿ¥μ—π

¢ÕßÀ≈Õ¥‡≈◊Õ¥‚¥¬¡’ “‡Àμÿ®“° antibodies ‡À≈à“π’È ‚¥¬ à«π„À≠àºŸâªÉ«¬¡’°“√Õÿ¥

μ—π´È”¢ÕßÀ≈Õ¥‡≈◊Õ¥¥”À√◊Õ·¥ß ·≈–æ∫«à“ºŸâªÉ«¬¡—°¡“¥â«¬Õ“°“√·∑âß´È”Ê ·≈–

¿“«–‡°≈Á¥‡≈◊Õ¥μË”

‡°≥±å°“√«‘π‘®©—¬

Õ“»—¬Õ“°“√∑“ß§≈‘π‘°√à«¡°—∫º≈°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√29
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1. Clinical criteria

1.1 Vascular thrombosis

- One or more clinical episodes of arterial, venous, or small-

vessel thrombosis, occurring within any tissue or organ

1.2 Complications of pregnancy

- One or more unexplained deaths of morphologically nor-

mal fetuses at or after the 10th week of gestation; or

- One or more premature births of morphologically normal

neonates at or before the 34th week of gestation; or

- Three or more unexplained consecutive spontaneous abor-

tions before the 10th week of gestation

2. Laboratory criteria

2.1 Anticardiolipin antibodies

- Anticardiolipin IgG or IgM antibodies present at moderate

or high levels in the blood on two or more occasions at least six weeks

apart

2.2 Lupus anticoagulant antibodies

- Lupus anticoagulant antibodies detected in the blood on

two or more occasions at least six weeks apart, according to the guide-

lines of the International Society on Thrombosis and Hemostasis

Õ“°“√·≈–Õ“°“√· ¥ß„π√–∫∫∑“ß‡¥‘πÕ“À“√·≈–μ—∫

Antiphospholipid syndrome æ∫§√—Èß·√°„πºŸâªÉ«¬ SLE ‚¥¬‡√’¬°«à“ sec-

ondary APS ·μàºŸâªÉ«¬ à«π„À≠à∑’Ë‡ªìπ APS ‰¡àæ∫«à“¡’‚√§∑“ß‡π◊ÈÕ‡¬◊ËÕ‡°’Ë¬«æ—π

·≈–‡√’¬°°≈ÿà¡π’È«à“ primary APS Õ“°“√¢Õß‚√§¡—°¡“¥â«¬À≈Õ¥‡≈◊Õ¥Õÿ¥μ—π2
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Õ“°“√· ¥ß¢Õß APS ∑’Ëæ∫∫àÕ¬§◊ÕÀ≈Õ¥‡≈◊Õ¥¥”Õÿ¥μ—π ‚¥¬‡©æ“–∑’Ë¢“

(deep venous thrombosis) æ∫‰¥âª√–¡“≥ 29-55% ·≈–§√÷ËßÀπ÷Ëß¢ÕßºŸâªÉ«¬

°≈ÿà¡π’È¡’À≈Õ¥‡≈◊Õ¥¥”∑’ËªÕ¥Õÿ¥μ—π (pulmonary embolism) μ“¡¡“  à«πÀ≈Õ¥

‡≈◊Õ¥·¥ßÕÿ¥μ—πæ∫‰¥âπâÕ¬°«à“ ‚¥¬Õ“®¡’Õ“°“√∑’Ë‡°‘¥®“° ischemia À√◊Õ infarc-

tion À≈Õ¥‡≈◊Õ¥·¥ß¢Õß ¡Õß‡ªìπμ”·Àπàß∑’Ëæ∫∫àÕ¬‚¥¬Õ“®∑”„ÀâºŸâªÉ«¬¡“¥â«¬

stroke À√◊Õ transient ischemic attack °Á‰¥â À≈Õ¥‡≈◊Õ¥Õ◊Ëπ∑’Ëæ∫°“√Õÿ¥μ—π‰¥â

Õ’° ‡™àπ À≈Õ¥‡≈◊Õ¥ coronary, subclavian, renal, retinal, pedal arteries

 ”À√—∫Õ“°“√·≈–Õ“°“√· ¥ß¢Õß¿“«–π’Èæ∫‰¥âÀ≈“¬Õ¬à“ß ¢÷ÈπÕ¬Ÿà°—∫

Õ«—¬«–∑’Ë‡ªìπ ́ ÷Ëßæ∫«à“Õ“°“√∑“ßμ—∫æ∫‰¥â∫àÕ¬∑’Ë ÿ¥ „π∑’Ëπ’È®–°≈à“«∂÷ßÕ“°“√· ¥ß¢Õß

antiphospholipid syndrome ∑’Ë‡°’Ë¬«‡π◊ËÕß°—∫√–∫∫∑“ß‡¥‘πÕ“À“√·≈–μ—∫ (μ“√“ß

∑’Ë 1)

1. Hepatic manifestations

Õ“°“√∑“ßμ—∫π—ÈπÕ“®‡°‘¥®“°°“√‡°‘¥À≈Õ¥‡≈◊Õ¥Õÿ¥μ—π„πμ—∫ ´÷Ëß‡°‘¥‰¥â

°—∫∑—ÈßÀ≈Õ¥‡≈◊Õ¥·¥ß„À≠à À≈Õ¥‡≈◊Õ¥¥” À√◊Õ°—∫À≈Õ¥‡≈◊Õ¥‡≈Á°Ê „π≈—°…≥–

microthrombosis √«¡∂÷ß∑’Ë‰¡à‰¥â‡°‘¥°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥ (non-thrombotic

liver disease)

1.1 Thrombotic liver disease

1.1.1 Budd-Chiari syndrome (BCS)

‡ªìπ¿“«–∑’Ë‡°‘¥°“√Õÿ¥μ—π¢Õß hepatic vein ¡’Õ“°“√ª«¥∑âÕß μ—∫‚μ

μ√«®æ∫ ascites æ∫Õ“°“√‰¥âÀ≈“°À≈“¬ μ—Èß·μà‰¡à¡’Õ“°“√®π°√–∑—Ëß∂÷ßμ—∫«“¬

¡’°“√√“¬ß“π§«“¡ —¡æ—π∏å¢Õß BCS °—∫ APS §√—Èß·√°‚¥¬ Pomeroy4

„πªï 1984 ®“°π—Èπ®÷ß¡’√“¬ß“π‡æ‘Ë¡‡μ‘¡¢Õß Espinosa „πºŸâªÉ«¬ 43 √“¬∑’Ë¡’ BCS

®“°¿“«– APS ´÷ËßºŸâªÉ«¬ à«π„À≠à (67%) ‡ªìπ‡æ»À≠‘ß ¡’Õ“¬ÿ‡©≈’Ë¬ª√–¡“≥ 31 ªï

·≈– “‡Àμÿ¢Õß APS π—Èπ 74% ‡ªìπ primary APS æ∫«à“¡’ºŸâªÉ«¬ 65% ¡’Õ“°“√

‡π◊ËÕß®“° BCS ‡ªìπÕ“°“√· ¥ß·√°¢Õß APS ºŸâªÉ«¬ 21% ‡§¬¡’°“√Õÿ¥μ—π¢Õß

À≈Õ¥‡≈◊Õ¥∑’ËÕ◊Ëπ¡“°àÕπ
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°“√√—°…“π—Èπ à«π„À≠à‰¥â√—∫¬“ anticoagulant (84%) ·≈–¬“Õ◊ËπÊ ‰¥â·°à

steroids (37%), aspirin (11%), cyclophosphamide (8%) ·≈– plasmapher-

esis (3%) ºŸâªÉ«¬∫“ß à«π (19%) ‡ ’¬™’«‘μ®“°μ—∫«“¬ ‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√

μ‘¥‡™◊ÈÕ„π°√–· ‡≈◊Õ¥ À√◊Õ‡≈◊Õ¥ÕÕ°¡“°„πªÕ¥5

1.1.2 Hepatic-veno-occlusive disease (HVOD)

 à«π„À≠àæ∫¿“«–π’È„πºŸâªÉ«¬‡ª≈’Ë¬π∂à“¬‰¢°√–¥Ÿ° ‚¥¬μ√«®æ∫μ—∫‚μ

¡’ ascites ¡’√“¬ß“π§√—Èß·√°‚¥¬ Pappas6 „πºŸâªÉ«¬ SLE ®“°π—Èπ®÷ß¡’√“¬ß“π

ª√–ª√“¬„πºŸâªÉ«¬ APS7,8

1.1.3 Hepatic infarction

¿“«–π’Èæ∫‰¥âπâÕ¬ ‡π◊ËÕß®“°μ—∫√—∫‡≈◊Õ¥®“° Õß√–∫∫ ¡’°“√√“¬ß“πºŸâ

μ“√“ß∑’Ë 1 Õ“°“√· ¥ß∑“ß™àÕß∑âÕß∑’Ë —¡æ—π∏å°—∫ antiphospholipid syndrome3

Abdominal organ Manifestations

Hepatic Budd-Chiari Syndrome
Hepatic-veno-occlusive disease and occlusion of small hepatic veins
Nodular regenerative hyperplasia
Hepatic infarction
Cirrhosis
Portal hypertension
Autoimmune hepatitis
Biliary cirrhosis
Liver transplantation

Intestine Acute intestinal infarction
Intestinal angina
Intestinal bleeding
High prevalence of aPL but no increased vascular thromboses in

inflammatory bowel disease
Spleen Splenic infarction

Autosplenectomy or functional asplenia
Pancreas Acute pancreatitis
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ªÉ«¬‚¥¬ Mor9, Kinoshita10 ·≈– Millan-Mon11 „πºŸâªÉ«¬μ—Èß§√√¿å∑—Èß ‘Èπ∑’Ë¡“¥â«¬

hepatic infarction √à«¡°—∫μ√«®æ∫ APS ‡ªìπ°“√»÷°…“¬âÕπÀ≈—ß„πºŸâªÉ«¬ APS

215 √“¬ æ∫ abdominal thrombosis 42 √“¬ ·≈–¡’‡æ’¬ß 1 √“¬‡ªìπ hepatic

infarction12

1.1.4 Hepatic artery thrombosis and retransplantation

Vivarelli13 ‰¥â∑”°“√»÷°…“„πºŸâªÉ«¬ 24 √“¬∑’Ë∑” retransplantation

¢Õßμ—∫®“° “‡Àμÿ hepatic artery thrombosis „π®”π«πºŸâªÉ«¬∑’Ë∑” liver trans-

plantation ∑—ÈßÀ¡¥ 624 √“¬ æ∫¡’ aPL ‡ªìπ∫«° 3 √“¬ ·μà°Á¡’°“√»÷°…“∑’Ëæ∫

¢âÕ¡Ÿ≈μà“ßÕÕ°‰ª‚¥¬ Van Thiel ‰¥â∑”°“√»÷°…“„πºŸâªÉ«¬ 12 √“¬∑’Ë¡’ aPL ‡ªìπ

∫«°°àÕπ∑” liver transplantation ·≈–μ‘¥μ“¡‰ª‡ªìπ‡«≈“ 1 ªï æ∫«à“ºŸâªÉ«¬ 2

√“¬¡’§à“ aPL μË” ·≈–Õ’° 10 √“¬μ√«®‰¡àæ∫ aPL πÕ°®“°π’È¬—ß‰¡àæ∫«à“¡’°“√Õÿ¥

μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥´È”14

1.2 Non-thrombotic liver disease

1.2.1 Nodular regeneraltive hyperplasia (NRH)

‡ªìπ¿“«–∑’Ë liver parenchyma ¡’°“√‡ª≈’Ë¬π·ª≈ß‡ªìπ nodule ‚¥¬

¡’°“√¢¬“¬¢π“¥¢Õß‡´≈≈åμ—∫ (hyperplastic hepatocytes) ́ ÷Ëß¿“«–π’È„π‡π◊ÈÕμ—∫‰¡à¡’

fibrosis æ¬“∏‘«‘∑¬“¢Õß°“√‡°‘¥ NRH π—Èπ ‡™◊ËÕ«à“‡°‘¥®“° thrombosis ¢Õß he-

patic microcirculation „π√–¥—∫∑’Ë¬—ß‰¡à∑”„Àâ‡´≈≈åμ“¬15

Perez-Ruiz16 æ∫«à“ ºŸâªÉ«¬ rheumatic disorder ∑’Ë¡’ NRH ®”π«π

4 „π 7 §π μ√«®‡≈◊Õ¥æ∫ LA ‡ªìπ∫«° ¡’°“√»÷°…“Õ—μ√“°“√μ√«®æ∫ aPL „πºŸâ

ªÉ«¬ NRH ‚¥¬‡ª√’¬∫‡∑’¬∫°—∫ºŸâªÉ«¬ autoimmune liver disease ·≈–§πª°μ‘

æ∫«à“ºŸâªÉ«¬ NRH ¡’ aPL ‡ªìπ∫«° 77%  à«πºŸâªÉ«¬ autoimmune liver disease

·≈– §πª°μ‘ ¡’ aPL ‡ªìπ∫«°‡∑à“°—π§◊Õ 14% (p<0.05)17

¡’√“¬ß“πºŸâªÉ«¬∑’Ë¡“¥â«¬Õ“°“√Õ“‡®’¬π‡ªìπ‡≈◊Õ¥´÷Ëß‡°‘¥®“° isolated

gastric varices ‚¥¬‰¡àæ∫¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥„π™àÕß∑âÕß ·≈– liver bi-

opsy æ∫¡’ NRH æ∫«à“ºŸâªÉ«¬°≈ÿà¡π’È‡§¬¡’ª√–«—μ‘ recurrent venous thrombosis

®“° APS ¡“°àÕπ15 ·μà∑—Èßπ’È§«“¡ —¡æ—π∏å√–À«à“ß aPL °—∫ NRH ¬—ß‰¡à‡ªìπ∑’Ë √ÿª
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·πà™—¥

1.2.2 Cirrhosis

Talenti ‰¥â√“¬ß“πºŸâªÉ«¬ thrombotic vascular occlusion √à«¡

°—∫μ√«®æ∫ aCL „πºŸâªÉ«¬ cryptogenic cirrhosis ‡¡◊ËÕªï 1994 ®“°π—Èπ¡’À≈“¬

√“¬ß“π∑’Ë‡ πÕ§«“¡ —¡æ—π∏å√–À«à“ß aPL °—∫ severity of alcoholic liver cirrho-

sis √«¡∂÷ß degree of histological damage „π alcoholic liver disease18-21

§«“¡ —¡æ—π∏å√–À«à“ß aPL °—∫ cirrhosis ¬—ß‰¡à™—¥‡®π ‚¥¬ aPL Õ“®‰¡à„™à “‡Àμÿ

¢Õß°“√‡°‘¥ cirrhosis ·μà°“√μ√«®æ∫ antibodies ¥—ß°≈à“«∫àß∫Õ°∂÷ß immuno-

logic dysfunction ¡“°°«à“ true thrombotic potential

1.2.3 Idiopathic portal hypertension

¡’√“¬ß“π§àÕπ¢â“ßπâÕ¬ Bayraktar22 ‰¥â√“¬ß“πºŸâªÉ«¬ primary APS

∑’Ë¡’ porto-pulmonary hypertension ´÷Ëß —ππ‘…∞“π«à“‡°‘¥®“° microthombi ∑’Ë

 —¡æ—π∏å°—∫ aPL

1.2.4 Autoimmune hepatitis (AIH)

Liaskos23 æ∫Õÿ∫—μ‘°“√≥å¢Õß°“√μ√«®æ∫ aCL „π AIH ¡“°°«à“∑’Ë

æ∫„πºŸâªÉ«¬‚√§μ—∫Õ◊ËπÊ ·≈–„π§πª°μ‘ ‚¥¬æ∫∂÷ß§√÷ËßÀπ÷Ëß¢ÕßºŸâªÉ«¬ AIH (IgG ·≈–/

À√◊Õ IgM) ·≈–æ∫«à“ —¡æ—π∏å°—∫§«“¡√ÿπ·√ß¢Õß‚√§ (disease severity and ac-

tivity) ¥â«¬ Õ¬à“ß‰√°Áμ“¡ ‰¡àæ∫«à“ºŸâªÉ«¬‡À≈à“π’È¡’Õ“°“√¢Õß APS

 à«π°“√»÷°…“¢Õß Larranaga24 æ∫¡’ aPL ‡ªìπ∫«°‡æ’¬ß 3% „πºŸâ

ªÉ«¬ AIH ¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥ §“¥«à“§«“¡·μ°μà“ßπ’ÈÕ“®‡°‘¥®“°«‘∏’°“√

μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√·≈–°“√ÕÕ°·∫∫°“√«‘®—¬

‚¥¬∑—Ë«‰ª§“¥«à“°“√μ√«®æ∫ aPL π—Èππà“®–‡°‘¥®“°°“√°√–μÿâπ∑’Ë¡“°

‡°‘πª°μ‘¢Õß√–∫∫¿Ÿ¡‘§ÿâ¡°—π ∑”„Àâμ√«®æ∫ antibodies μà“ßÊ ¡“°¡“¬ ´÷Ëß‡ªìπ

≈—°…≥–¢Õß‚√§π’È

1.2.5 Biliary cirrhosis

°≈ÿà¡‚√§∑’Ëæ∫ ‰¥â·°à primary biliary cirrhosis (PBC) ·≈– pri-

mary sclerosing cholangitis (PSC) ´÷Ëß¡’ “‡Àμÿ‡°’Ë¬«¢âÕß°—∫ immune-medi-
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ated ∑”„Àâ‡°‘¥ chronic cholestatic liver disease

Zacchou25 ‰¥â∑”°“√»÷°…“„πºŸâªÉ«¬ PBC 99 √“¬·≈– PSC 41 √“¬

æ∫«à“¡’ aPL ∫«° (IgG ·≈–/À√◊Õ IgM) 40% „π¢≥–∑’Ë§πª°μ‘æ∫‡æ’¬ß 2.25%

(p<0.05) „π PBC π—Èπæ∫«à“°“√∑’Ë¡’ aPL ∫«°¡’§«“¡ —¡æ—π∏å°—∫°“√‡°‘¥ cirrhosis

∑”„Àâ¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß Mayo risk score ´÷Ëß‡ªìπ§–·ππ∑’Ë„™âª√–‡¡‘πÕ“¬ÿ¢—¬¢ÕßºŸâ

ªÉ«¬·≈–ª√–‡¡‘π§«“¡®”‡ªìπ„π°“√∑” liver transplantation  à«π„π PSC æ∫«à“

ºŸâªÉ«¬∑’Ë‡ªìπ‚√§¡“π“π°«à“®–æ∫ aPL ∫«°‰¥â¡“°°«à“ ·≈–°“√μ√«®æ∫ aPL ¡’

§«“¡ —¡æ—π∏å°—∫ biochemical activity Õ¬à“ß‰√°Áμ“¡ ·¡â®–μ√«®æ∫ aPL ·μà°Á

‰¡àæ∫«à“ºŸâªÉ«¬‡À≈à“π’È¡’Õ“°“√∑“ß§≈‘π‘°¢ÕßÀ≈Õ¥‡≈◊Õ¥Õÿ¥μ—π

2. Intestinal manifestations

Õ“°“√∑“ß≈”‰ â®–∑”„Àâ‡°‘¥≈”‰ â¢“¥‡≈◊Õ¥ ´÷Ëß “¡“√∂æ∫‡ªìπÕ“°“√· ¥ß

¢Õß autoimmune disease ‰¥âÀ≈“¬‚√§ ‡™àπ rheumatoid arthritis, systemic

lupus erythematosus, Behcetûs disease, polyarteritis nodosa ·≈–

antiphospholipid syndrome

æ¬“∏‘«‘∑¬“¢Õß°“√‡°‘¥≈”‰ â¢“¥‡≈◊Õ¥®“°‚√§°≈ÿà¡ autoimmune disease

π—Èπ ‡°‘¥®“°°“√Õ—°‡ ∫‡√◊ÈÕ√—ß¢ÕßÀ≈Õ¥‡≈◊Õ¥·≈–‡π◊ÈÕ‡¬’ËÕ‡°’Ë¬«æ—π ¿“«–≈”‰ â¢“¥

‡≈◊Õ¥‡©’¬∫æ≈—π√ÿπ·√ß¡—°‡°‘¥®“° mesenteric vasculitis ·≈– thromboembo-

lism

Õ“°“√∑“ß≈”‰ â¢Õß APS ∑’Ë‡°‘¥®“° mesenteric artery thrombosis

 à«π¡“°ºŸâªÉ«¬®–¡“¥â«¬Õ“°“√ª«¥∑âÕß‡©’¬∫æ≈—π Õ“°“√Õ◊ËπÊ ∑’Ëæ∫‰¥âπâÕ¬°«à“ ‰¥â·°à

∂à“¬‡ªìπ‡≈◊Õ¥ ·≈–∑âÕßÕ◊¥  à«π„À≠à·≈â«ºŸâªÉ«¬®–¡’Õ“°“√‰¡à√ÿπ·√ß ·≈–À“¬‡Õß‰¥â

ºŸâªÉ«¬πâÕ¬√“¬Õ“®‡°‘¥¿“«–≈”‰ âμ“¬ (infarction) ´÷ËßμâÕß‰¥â√—∫°“√ºà“μ—¥

μà“ß®“°ºŸâªÉ«¬∑’Ë‡°‘¥¿“«– mesenteric vein thrombosis ´÷Ëß¡—°¡’Õ“°“√

√ÿπ·√ß ºŸâªÉ«¬Õ“®¡“¥â«¬‡≈◊Õ¥ÕÕ°„π∑“ß‡¥‘πÕ“À“√ ≈”‰ âÕÿ¥μ—π ≈”‰ â∑–≈ÿ À√◊Õ

°“√Õ—°‡ ∫„π™àÕß∑âÕß (peritonitis) ´÷ËßÕ“®Õ—πμ√“¬∂÷ß·°à™’«‘μ‰¥â

°“√»÷°…“¢Õß Kim26 „πºŸâªÉ«¬ 14 √“¬∑’Ë‰¥â√—∫°“√«‘π‘®©—¬‡ªìπ primary
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APS ·≈–¡’Õ“°“√ª«¥∑âÕß ∑âÕßÕ◊¥ ¢“∫«¡ æ∫«à“¡’ 10 √“¬ (72%) ∑’Ë¡’°“√Õÿ¥μ—π

¢Õß venous system ¡’ 2 √“¬ (14%) ¡’°“√Õÿ¥μ—π¢Õß arterial system ·≈–Õ’° 2

√“¬ (14%) ¡’°“√Õÿ¥μ—π∑—Èß arterial ·≈– venous system ‚¥¬°“√Õÿ¥μ—π¢Õß venous

system π—Èπ ‡ªìπ∑’Ë inferior vena cava, hepatic vein, superior mesenteric

vein, splenic vein, adrenal vein ·≈– renal vein ´÷Ëß°“√Õÿ¥μ—πÕ“®‡ªìπÀ≈“¬

μ”·Àπàßæ√âÕ¡°—π‰¥â  à«π°“√Õÿ¥μ—π¢Õß arteries æ∫∑’Ë hepatic artery, aorta,

renal artery, pancreatic arcade ·≈– splenic artery

 ”À√—∫°“√μ√«®∑“ßÀâÕßªØ‘∫—μ‘°“√·≈–∑“ß√—ß ’ ¡’°“√»÷°…“¢Õß Shaifali

„πºŸâªÉ«¬ 1,218 §π∑’Ë ß —¬¿“«– hypercoagulable state, SLE À√◊Õ„π√“¬∑’Ë¡’

prolonged aPTT ·≈–μ√«®‡≈◊Õ¥æ∫ aPL ´÷ËßÀ≈—ß®“°§—¥·¬°°≈ÿà¡∑’Ëæ∫ “‡ÀμÿÕ◊Ëπ

∑’Ë∑”„Àâ‡°‘¥ hypercoagulable state ÕÕ°‰ª (‰¥â·°à ‚√§¡–‡√Áß ‚√§ sickle cell

anemia ¿“«– hemoglobinopathy ¿“«– protein S, protein C À√◊Õ antithrombin

III deficiency) ·≈â« ·≈–π—∫‡©æ“–∑’ËÕ“¬ÿπâÕ¬°«à“ 65 ªï √à«¡°—∫¡’Õ“°“√μàÕ‰ªπ’È

Õ¬à“ßπâÕ¬ 2 ¢âÕ‰¥â·°à °“√‡ªìπ´È”¢Õß deep vein thrombosis °“√‡°‘¥ early stoke

or TIA ¿“«–·∑âß´È” ·≈– livedo reticularis §ß‡À≈◊ÕºŸâªÉ«¬„π°≈ÿà¡∑’Ë»÷°…“∑—ÈßÀ¡¥

215 §π Shaifali æ∫«à“¡’ºŸâªÉ«¬ 42 √“¬ (19.5%) ¡’Õ“°“√¢ÕßÕ«—¬«–„π™àÕß∑âÕß

¢“¥‡≈◊Õ¥ ‚¥¬ºŸâªÉ«¬∑—Èß 215 §π ‰¥â√—∫°“√∑” abdominal CT ´÷Ëßæ∫°“√Õÿ¥μ—π

¢ÕßÀ≈Õ¥‡≈◊Õ¥‰¥âÀ≈“¬μ”·Àπàß ∑—Èß∑’Ë inferior vena cava, portal vein, supe-

rior mesenteric vein, splenic vein ·≈– aorta  à«πÕ“°“√¢“¥‡≈◊Õ¥π—Èπæ∫

‰¥âÀ≈“¬Õ«—¬«– ‡™àπ ‰μ ≈”‰ â ¡â“¡ μ—∫ÕàÕπ ·≈–μ—∫

¿“«–¢“¥‡≈◊Õ¥¢ÕßÕ«—¬«–„π™àÕß∑âÕß‰¥â√—∫°“√«‘π‘®©—¬‡¡◊ËÕæ∫≈—°…≥–

wedge-shaped, nonenhancing, capsular-based area ´÷Ëß¡’¢Õ∫‡¢μ·¬°°—π

‰¥â™—¥‡®π®“°∫√‘‡«≥∑’Ë‰¡à¢“¥‡≈◊Õ¥  à«π≈”‰ â¢“¥‡≈◊Õ¥‰¥â√—∫°“√«‘π‘®©—¬‡¡◊ËÕæ∫°“√

Àπ“μ—«¢Õßºπ—ß≈”‰ â¡“°°«à“ 3 ¡¡. √à«¡°—∫¡’ submucosal edema or hemor-

rhage, pneumatosis, mesenteric infiltration À√◊Õ ileus

°“√»÷°…“π’Èæ∫ºŸâªÉ«¬∑—Èß ‘Èπ 22 §π ∑’Ë¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥„π™àÕß∑âÕß

‚¥¬‡ªìπ°“√Õÿ¥μ—π∑’Ë inferior vena cava 10 §π ∑’Ë portal ·≈– superior mesen-
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teric vein 7 §π ∑’Ë splenic vein 4 §π ·≈–∑’Ë aorta 1 §π

Õ«—¬«–„π™àÕß∑âÕß∑’Ë¢“¥‡≈◊Õ¥ æ∫∑’Ë‰μ 22 §π ≈”‰ â 13 §π (æ∫∑’Ë

μ”·Àπàß≈”‰ â‡≈Á° 8 §π ≈”‰ â„À≠à 6 §π ‚¥¬¡’ 1 §π∑’Ë¡’°“√¢“¥‡≈◊Õ¥∑—Èß≈”‰ â‡≈Á°

·≈–≈”‰ â„À≠à) ¡â“¡ 6 §π μ—∫ÕàÕπ 3 §π ·≈–μ—∫ 2 §π

≈—°…≥–∑’Ëæ∫®“° CT „πºŸâªÉ«¬∑’Ë¡’≈”‰ â¢“¥‡≈◊Õ¥ §◊Õ intestinal wall

thickening (edema or hemorrhage) dilated bowel, mesenteric infiltra-

tion, abnormal bowel wall enhancement (double halo or target sign),

pneumatosis, mesenteric edema, engorged mesenteric vessel ·≈– as-

cites

∫“ß§√—ÈßÕ“°“√· ¥ß∑’Ë√ÿπ·√ßÕ“®∑”„Àâ —∫ π°—∫Õ“°“√· ¥ß¢Õß¿“«–Õ◊Ëπ ‡™àπ

sepsis, thrombotic thrombocytopenic purpura À√◊Õ disseminated intra-

¿“æ∑’Ë 1 Bowel infarction due to APS in a 48-year-old man. Transverse nonenhanced CT

section demonstrates extensive infiltration of the mesentery with bowel wall thick-

ening and pneumatosis (arrows).1
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vascular coagulation1 Õ¬à“ß‰√°Áμ“¡≈—°…≥–¥—ß°≈à“«Õ“®æ∫‰¥â„π¿“«–Õ◊Ëπ‡™àπ

pancreatitis, mechanical bowel obstruction, peritonitis ·≈– inflamma-

tory bowel disease27

3. Splenic manifestations

¡’°“√√“¬ß“πºŸâªÉ«¬∑’Ë¡’ splenic infarction ®”π«ππâÕ¬  à«π„À≠à¡—°¡’

°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥Õ◊ËπÊ √à«¡¥â«¬ ‡™àπ mesenteric and renal vessels28,29

4. Pancreatic manifestations

Bird30 ‰¥â√“¬ß“πºŸâªÉ«¬∑’Ë¡’ aPL ∫«° ·≈–¡“¥â«¬ acute severe intra-

vascular coagulation ¢Õßμ—∫ μ—∫ÕàÕπ ‰μ ·≈– ischemic necrosis ¢Õß·¢π¢“

πÕ°®“°π’È ¬—ß¡’√“¬ß“πºŸâªÉ«¬∑’Ë¡“¥â«¬ acute severe pancreatitis ́ ÷Ëßº≈ autopsy

æ∫ chronic inflammation with thrombi „π pancreatic arteries ·≈–¡’

√“¬ß“πºŸâªÉ«¬ primary APS, SLE ∑’Ë¡’ √–¥—∫ aPL  Ÿß¡“¥â«¬ acute hemor-

rhagic pancreatitis31-33

¿“æ∑’Ë 2 Abdominal CT scan shows circumferential wall thickening and target sign in small

and large bowels. Mesenteric change is also noted with engorged mesenteric

vessels and haziness.27
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¥—ßπ—Èπ„πºŸâªÉ«¬ SLE ·≈– APS ∑’Ë¡“¥â«¬Õ“°“√ª«¥∑âÕß §«√¡ÕßÀ“¿“«–

acute pancreatitis ¥â«¬ ªí®®ÿ∫—π°“√‡°‘¥‚√§ pancreatitis ¬—ß‰¡à™—¥‡®π„π°≈ÿà¡π’È

·μà®“°°“√∑” autopsy  —ππ‘…∞“π«à“‡ªìπ®“° thrombotic ¡“°°«à“ inflammation

5. Gall bladder disease

¿“«–∑’Ë‡°’Ë¬«¢âÕß°—∫ APS æ∫‰¥âπâÕ¬¡“° ¡’√“¬ß“πºŸâªÉ«¬∑’Ë‡ªìπ SLE √à«¡°—∫

APS ¡“¥â«¬Õ“°“√ª«¥∑âÕß∫√‘‡«≥™“¬‚§√ß¢«“√à«¡°—∫ Murphy’s sign positive

‰¥â√—∫°“√«‘π‘®©—¬‡ªìπ acalulous cholecystitis ‚¥¬°“√μ√«®∑“ßæ¬“∏‘«‘∑¬“æ∫

vasculitis with thrombotic microangiopathy34

6. The catastrophic antiphospholipid syndrome (CAPS)

‡ªìπ¿“«–∑’ËÕ—πμ√“¬‡π◊ËÕß®“°¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥À≈“¬μ”·Àπàß„π

«ß°«â“ß ´÷Ëßæ∫ GI ischemia 14-38%35-38 ¡’√“¬ß“πºŸâªÉ«¬ 250 √“¬∑’Ë‡ªìπ CAPS

´÷Ëß¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥À≈“¬μ”·Àπàß ‰¥â·°à ∑’Ëμ—∫ 34% ∑’Ë≈”‰ â 24% ∑’Ë¡â“¡

18% ¢âÕ¡Ÿ≈®“°°“√∑” autopsy æ∫°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥∑’Ë≈”‰ â 30.5% ∑’Ë¡â“¡

28.8% ·≈–∑’Ëμ—∫ 20.3%39

°“√»÷°…“„πºŸâªÉ«¬ classic APS 37 √“¬ ‡ª√’¬∫‡∑’¬∫°—∫ºŸâªÉ«¬ CAPS 60

√“¬∑’Ë¡“¥â«¬Õ“°“√∑“ß≈”‰ â æ∫«à“ Õ“°“√ª«¥∑âÕß∑’Ë‡°‘¥®“° intestinal ischemia

æ∫„πºŸâªÉ«¬ classic APS ¡“°°«à“ (76% vs 37%, p<0.005) ‚¥¬ histopatho-

logic finding æ∫≈—°…≥– microthrombi „πºŸâªÉ«¬ CAPS ¡“°°«à“ (55% vs

17%, p<0.005)40

°“√√—°…“

ºŸâªÉ«¬∑’Ë¡’ aPL ·μà‰¡à‡§¬¡’°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¡“°àÕπ ¡’‚Õ°“ ‡°‘¥

À≈Õ¥‡≈◊Õ¥Õÿ¥μ—πμË” §◊Õ πâÕ¬°«à“ 1% μàÕªï ºŸâªÉ«¬°≈ÿà¡π’È§«√‰¥â√—∫°“√μ‘¥μ“¡‰ª

°àÕπ  à«πºŸâªÉ«¬À≠‘ß∑’Ë‡§¬·∑âß‚¥¬‰¡à‡§¬¡’À≈Õ¥‡≈◊Õ¥Õÿ¥μ—π¡“°àÕπ ¡’‚Õ°“ ‡°‘¥

À≈Õ¥‡≈◊Õ¥Õÿ¥μ—π 10% μàÕªï ·≈–ºŸâ∑’Ë‡§¬¡’À≈Õ¥‡≈◊Õ¥Õÿ¥μ—π·≈â«À¬ÿ¥¬“ antico-
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agulant ¡’‚Õ°“ ‡°‘¥À≈Õ¥‡≈◊Õ¥Õÿ¥μ—π´È” ¡“°°«à“ 10% μàÕªï

1. °“√‡ΩÑ“√–«—ß·≈–ªÑÕß°—π°“√‡ªìπ´È”¢Õß°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥„À≠à

·π–π”„Àâ„™â aspirin „πÀ≠‘ß∑’Ë¡’ª√–«—μ‘·∑âß®“° APS ·≈– “¡“√∂„Àâ as-

pirin À√◊Õ anticoagulant „π√“¬∑’Ë¡’À≈Õ¥‡≈◊Õ¥ ¡ÕßÕÿ¥μ—π√à«¡°—∫μ√«®æ∫ aPL

1 ™π‘¥41  à«πºŸâªÉ«¬ SLE ∑’Ë¡’ secondary APS ¡’¢âÕ¡Ÿ≈∑’Ë· ¥ß«à“°“√„Àâ

hydroxychloroquine ‰¥âª√–‚¬™πå ‚¥¬∑—Èßπ’ÈμâÕß·°â‰¢¿“«– àß‡ √‘¡Õ◊ËπÊ ∑’ËÕ“®

∑”„Àâ‡°‘¥°“√Õÿ¥μ—π¢ÕßÀ≈Õ¥‡≈◊Õ¥¥â«¬

2. °“√√—°…“¿“«–À≈Õ¥‡≈◊Õ¥Õÿ¥μ—π‡©’¬∫æ≈—π

°√≥’≈”‰ â¢“¥‡≈◊Õ¥ æ‘®“√≥“„Àâ anticoagulation √à«¡°—∫°“√ºà“μ—¥‡¡◊ËÕ¡’

¢âÕ∫àß™’È‡™àπ°“√μ√«®æ∫ peritoneal signs ·π–π”„Àâ systemic heparin À≈—ß

°“√ºà“μ—¥ 5,000 IU bolus μàÕ¥â«¬ infusion drip ‚¥¬„Àâ§à“ PTT ¡“°°«à“ 2 ‡∑à“

¢Õßª°μ‘ ‡¡◊ËÕÕ“°“√§ß∑’Ë ®÷ß‡ª≈’Ë¬π‡ªìπ oral anticoagulant μàÕ‰ª42-44

°“√„Àâ¬“ warfarin ‚¥¬„Àâ INR Õ¬Ÿà„π™à«ß 2-2.9 ®–≈¥°“√‡°‘¥À≈Õ¥

‡≈◊Õ¥Õÿ¥μ—π´È”‰¥â ·≈–∫“ß√“¬Õ“®μâÕß°“√√–¥—∫ INR §àÕπ¢â“ß Ÿß (INR>3) ®÷ß®–

ªÑÕß°—π°“√‡ªìπ´È”‰¥â ·μà§«“¡‡ ’Ë¬ß¢Õß°“√‡°‘¥‡≈◊Õ¥ÕÕ°º‘¥ª°μ‘°Á¬àÕ¡ Ÿß¢÷Èπ¥â«¬45

ºŸâªÉ«¬ antiphospholipid syndrome ∑’Ë‰¥â√—∫¬“ oral anticoagulant Õ¬Ÿà·≈â«·μà

¬—ß¡“¥â«¬Õ“°“√≈”‰ â¢“¥‡≈◊Õ¥´È”Õ’° ¡’√“¬ß“π°“√„Àâ aspirin 100 mg ‡æ‘Ë¡‡¢â“‰ª

¥â«¬ ´÷Ëßæ∫«à“‰¡à¡’º≈¢â“ß‡§’¬ß46
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