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Gastrointestinal Manifestations of
Systemic Lupus Erythematosus
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·ºπ°‚√§√–∫∫∑“ß‡¥‘πÕ“À“√ °ÕßÕ“¬ÿ√°√√¡ ‚√ßæ¬“∫“≈æ√–¡ß°ÿÆ‡°≈â“

Review Article

∫∑π”

ªí≠À“∑“ß¥â“π√–∫∫∑“ß‡¥‘πÕ“À“√·≈–µ—∫„πºŸâªÉ«¬ systemic lupus
erythematosus (SLE) ‡ªìπªí≠À“∑’Ë∑â“∑“¬„π∑“ß§≈‘π‘° ‡π◊ËÕß®“°ºŸâªÉ«¬¡“¥â«¬
Õ“°“√·≈–Õ“°“√· ¥ß‰¥âÀ≈“¬√ Ÿª·∫∫ (µ“√“ß∑’Ë 1) ·≈–Õ“®¡“¥â«¬Õ“°“√∑’Ë‰¡à®”‡æ“–
‡®“–®ß ∑”„ÀâµâÕß„™â≈—°…≥–∑“ß§≈‘π‘°·≈–°“√µ√«®‡æ‘Ë¡‡µ‘¡„π°“√«‘π‘®©—¬

Gastrointestinal manifestations

Õ“°“√·≈–Õ“°“√· ¥ß„π√–∫∫∑“ß‡¥‘πÕ“À“√æ∫‰¥â√âÕ¬≈– 3.8 æ∫¡“°„π
°≈ÿà¡∑’Ë¡’Õ“°“√∑“ß‰µ·≈–√–∫∫‚≈À‘µ (renal and haematological manifestation)
·≈–æ∫‰¥âπâÕ¬„π°≈ÿà¡∑’Ë¡’ mucocutaneous manifestation Õ“°“√‡°‘¥‰¥âµ≈Õ¥
∑“ß‡¥‘πÕ“À“√µ—Èß·µàª“°®π∂÷ß∑«“√Àπ—°2

Oral ulcer
·º≈„π™àÕßª“° ¡’ 3 ™π‘¥ (¿“æ∑’Ë 1-3)3
1. Discoid lesion: red center with telangiectasia and light col-

ored borders
2. Erythematous lesion: flat macules with telangiectasia and

lack the distinct border
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µ“√“ß∑’Ë 1 ‚√§∑“ß√–∫∫∑“ß‡¥‘πÕ“À“√·≈–µ—∫∑’Ëæ∫∫àÕ¬„πºŸâªÉ«¬ SLE

Gastrointestinal manifestations Hepatobiliary and pancreatic manifestations

Oral ulcer
Dysphagia (1-13%)
GERD (11-15%)
Dyspepsia
Malabsorption of D-xylose steatorrhea
Protein-losing enteropathy
Pneumatosis cystoides intestinalis Lupus
Gastrointestinal vasculitis (2%)
Nausea, vomitting (53%)1

Anorexia (49%)
Intestinal pseudo-obstruction

Peritonitis and ascites

Small artery lupus vasculitis (21%)
Nonalcoholic fatty liver (20-73%)
Hepatomegaly, splenomegaly
Nodular regenerative hyperplasia (5-7%)
Cirrhosis (1.1%)
Fatty liver6

Abnormal liver biochemical tests (25-50%)
Autoimmune hepatitis
Thrombotic and thromboembolic disorders
Pancreatitis1
Primary sclerosing cholangitis and autoimmune
cholangiopathy1

Acalculous cholecystitis1

¿“æ∑ ’Ë 1 Discoid lesion
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¿“æ∑’Ë 3 Oral ulcer

¿“æ∑ ’Ë 2 Erythematous lesion
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3. Ulcer like: crop and shallow with average diameter 1-2 mm
ºŸâªÉ«¬∑’Ë¡’ discoid ·≈– ulcerative lesion ¡—°¡’Õ“°“√‡®Á∫  à«π erythema-

tous lesion ®–‰¡à‡®Á∫ ¡—°æ∫√Õ¬‚√§∫√‘‡«≥ hard palate (√âÕ¬≈– 89) ·µà°Á
 “¡“√∂æ∫„π∫√‘‡«≥Õ◊Ëπ‰¥â ‡™àπ °√–æÿâß·°â¡ vermilion border ·≈–≈”§Õ ·º≈
„πª“° —¡æ—π∏å°—∫°“√µ√«®æ∫ anti-smith antibodies „π‡≈◊Õ¥ ·≈–¡—°®–
 —¡æ—π∏å°—∫ disease activity

°“√√—°…“¡—°„Àâ topical agent ‡™àπ oral lidocaine, anesthetic mouth-
wash ∂â“‰¡à¥’¢÷Èπ„Àâ√—°…“¥â«¬ systemic agents ‡™àπ hydroxychlorquine, aza-
thioprine, dapsone, high dose corticosteroid4

Vasculitis
Õÿ∫—µ‘°“√≥å¢ÕßÀ≈Õ¥‡≈◊Õ¥Õ—°‡ ∫§‘¥‡ªìπ√âÕ¬≈– 53 ºŸâªÉ«¬Õ“®¡“¥â«¬

Õ“°“√ª«¥∑âÕß §≈◊Ëπ‰ âÕ“‡®’¬π ´÷Ëß¡—°®– —¡æ—π∏å°—∫Õ“°“√°”‡√‘∫¢ÕßÕ«—¬«–Õ◊ËπÊ
¿“«–À≈Õ¥‡≈◊Õ¥Õ—°‡ ∫¡—°π”‰ª Ÿà°“√‡°‘¥·º≈∑’Ë≈”‰ â ·≈–¿“«–‡≈◊Õ¥ÕÕ°„π∑“ß
‡¥‘πÕ“À“√‰¥â ́ ÷ËßÕ“°“√¡—°¥’¢÷ÈπÀ≈—ß®“°‰¥â¬“ corticosteroid À√◊Õ cyclophospha-
mide

„π¢≥–∑’Ë¡’Õ“°“√„π√–∫∫∑“ß‡¥‘πÕ“À“√ ¡—°æ∫¡’ SLE disease activity
index (SLEDAI) ‡æ‘Ë¡¡“°¢÷Èπ §à“‡©≈’Ë¬¢Õß SLEDAI §◊Õ 6.9±9.9 ‚¥¬ºŸâªÉ«¬∑’Ë¡’
Õ“°“√ª«¥∑âÕß à«π„À≠à¡—°¡’ SLEDAI score >8 ·≈–¡—°æ∫æ¬“∏‘ ¿“æ∑’Ë supe-
rior mesenteric artery ‚¥¬‡©æ“– à«π∑’Ë¡“‡≈’È¬ß≈”‰ â‡≈Á° à«π jejunum ·≈– il-
eum2

°“√µ√«®‚¥¬ barium enema ®–æ∫ thumb printing sign ‡π◊ËÕß®“°¡’
submucosal hemorrhage À√◊Õ edema °“√ àÕß°≈âÕß∑“ß‡¥‘πÕ“À“√®–æ∫ dif-
fuse inflammation, friability, ulceration, irregularly-shaped or punched
out with intervening normal mucosa

°“√µ√«®‡Õ°´‡√¬å§Õ¡æ‘«‡µÕ√å™àÕß∑âÕß®–æ∫ segmental or multifocal
bowel wall thickening, target sign, ascites, prominent engorged mesen-
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teric vessels with palisade pattern (comb sign) (¿“æ∑’Ë 4)
°“√µ√«® mesenteric angiography ®–æ∫ diffuse irregularities

¢Õß≈”‰ â‡≈Á° ·µà∂â“‰¡àæ∫§«“¡º‘¥ª°µ‘°Á¬—ß‰¡à “¡“√∂µ—¥‚√§π’ÈÕÕ°‰ª‰¥â ‡π◊ËÕß®“°
Õ“®‡°‘¥æ¬“∏‘ ¿“æ°—∫À≈Õ¥‡≈◊Õ¥·¥ß¢π“¥‡≈Á°Ê ∑’Ë‰¡à “¡“√∂µ√«®æ∫

°“√µ√«®∑“ßæ¬“∏ ‘®–æ∫ small vessel arteritis and venulitis ·≈–
deposit ¥â«¬ immune complex, C3 complement ·≈– fibrinogen

°“√√—°…“ §◊Õ °“√„Àâ corticosteroids (pulse methylprednisolone 500
mg µàÕ«—π∑—ÈßÀ¡¥ 3 «—π)4 À√◊Õ„Àâ cyclophosphamide „π√“¬∑’Ë√—°…“¬“° ´÷Ëß®–
µâÕß·¬°¿“«–µ‘¥‡™◊ÈÕÕÕ°‰ª°àÕπ„Àâ¬“‡ ¡Õ ‚¥¬‡©æ“–„π√“¬∑’ËÕ«—¬«–Õ◊Ëπ‰¡à°”‡√‘∫1

„πºŸâªÉ«¬∑’Ëæ∫«à“¡’ bowel wall thickening ¡“°°«à“ 9 ¡‘≈≈‘‡¡µ√ æ∫«à“
¡’Õÿ∫—µ‘°“√≥å¢Õß°“√‡°‘¥‚√§´È”  Ÿß ¥—ßπ—Èπ§«√‰¥â√—∫°“√√—°…“¥â«¬ corticosteroids
„π√–¬–‡«≈“∑’Ë¬“«π“π¢÷Èπ À√◊Õ„Àâ°“√√—°…“¥â«¬ immunosuppressive drugs
√à«¡¥â«¬2

Esophageal involvement
‰¥â·°à Õ“°“√ heartburn ·≈– regurgitation (æ∫∫àÕ¬∑’Ë ÿ¥) ·≈–Õ“°“√

°≈◊π≈”∫“° ´÷Ëß‡°‘¥¢÷Èπ‰¥â®“°°“√‡§≈◊ ËÕπ‰À«¢ÕßÀ≈Õ¥Õ“À“√º‘¥ª°µ‘ ·≈–ª√ ‘¡“≥
πÈ”≈“¬∑’ËπâÕ¬≈ß ´÷ËßÕ“®‡°’Ë¬«¢âÕß°—∫ Sjögrenûs disease

ºŸâªÉ«¬®”π«πÀπ÷Ëß„π “¡æ∫«à“¡’ myopathy ¢Õß°≈â“¡‡π◊ÈÕ„π à«π larynx,

¿“æ∑’Ë 4 bowel wall thickening „π gastrointestinal vasculitis A: antrum B: jejunum C: cecum
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pharynx ·≈–À≈Õ¥Õ“À“√ à«πµâπ ∑”„Àâ∫“ß§√—Èß«‘π‘®©—¬·¬°‰¥â¬“°«à“ºŸâªÉ«¬‡ªìπ SLE
‡Õß À√◊Õ‡ªìπ SLE overlap °—∫ polymyositis πÕ°®“°π ’ ÈÕ“®æ∫ aperistalsis
¢ÕßÀ≈Õ¥Õ“À“√ ·≈– hypotony ¢ÕßÀŸ√Ÿ¥À≈Õ¥Õ“À“√ à«π≈à“ß‰¥â

 √ÿª‚¥¬√«¡·≈â« °“√‡ª≈’Ë¬π·ª≈ß°“√‡§≈◊ËÕπ‰À«¢ÕßÀ≈Õ¥Õ“À“√πà“®–
‡°‘¥®“°°“√Õ—°‡ ∫¢Õß°≈â“¡‡π◊ÈÕ muscle atrophy ·≈– ischemic vasculitis1

Stomach and duodenum
‰¥â·°àÕ“°“√ dyspepsia ´÷Ëßæ∫„πºŸâªÉ«¬ SLE ‰¥â√âÕ¬≈– 4-21

 —ππ‘…∞“π«à“‡°‘¥®“°µ—«‚√§ SLE ‡Õß À√◊Õ®“°º≈¢Õß°“√√—°…“ ‡™àπ°“√‰¥â¬“
NSAIDs, steroid °“√µ‘¥‡™◊ÈÕ H.pylori °“√„Àâ¬“‡æ◊ËÕªÑÕß°—π°“√‡°‘¥·º≈„π°√–‡æ“–
Õ“À“√·°àºŸâªÉ«¬®–‰¥âª√–‚¬™πå„π√“¬∑’Ë¡’ª√–«—µ‘ peptic ulcer À√◊Õ‰¥â√—∫°“√√—°…“
¥â«¬ NSAIDs À√◊Õ steroid4

Pneumatosis cystoides intestinalis
¡—°æ∫√ à«¡°—∫Õ“°“√¢ÕßÕ«—¬«–Õ ◊ ËπÊ æ∫√Õ¬‚√§¡—°æ∫∑ ’ Ë≈”‰  â„À≠ à ‚¥¬

¡—°¡’≈—°…≥–°≈¡ ‡ªìπ well defined, intramural gas collection °“√√—°…“¥â«¬
¬“ steroid À√◊Õ cyclophosphamide ∑”„Àâ¥’¢÷Èπ‰¥â ·µà„π√“¬∑’Ë°“√√—°…“¥â«¬¬“
‰¡à‰¥âº≈ ·≈–æ¬“∏‘ ¿“æ‡°‘¥‡©æ“–∑’Ë≈”‰ â„À≠à À√◊Õ‡ªìπ necrotizing enterocoli-
tis °ÁÕ“®µâÕß∑”°“√ºà“µ—¥ subtotal colectomy1

Intestinal pseudo-obstruction (IPO)
æ∫‰¥â‰¡à∫àÕ¬π—° ·µà°Áæ∫‡ªìπÕ“°“√· ¥ß·√°¢Õß SLE ‰¥â∂÷ß√âÕ¬≈– 41-

50 ºŸâªÉ«¬¡’Õ“°“√·∫∫ intestinal obstruction ·µà‰¡à¡’ mechanical cause
·≈–‚¥¬¡“°‡ªìπ∑’Ë≈”‰ â‡≈Á°¡“°°«à“≈”‰ â„À≠à ºŸâªÉ«¬¡—°®–¡“¥â«¬Õ“°“√ª«¥∑âÕß
§≈◊Ëπ‰ âÕ“‡®’¬π Õ◊¥·πàπ∑âÕß ·≈–∑âÕßºŸ° Õ“®¡’Õ“°“√ªí  “«–· ∫¢—¥ ‚¥¬∑’Ë‡æ“–
‡™◊ÈÕ®“°ªí  “«–‰¡à¢÷Èπ µ√«®√à“ß°“¬æ∫ abdominal distension without rebound
tenderness, hypoactive or absent bowel sounds ·≈– ascites ·∑∫∑ÿ°√“¬¡’
active serology √à«¡¥â«¬ ¿“æ‡Õ°´‡√¬å™àÕß∑âÕßæ∫ dilated, fluid filled bowel
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loops with thickening bowel wall and multiple air-fluid levels
Õ¬à“ß‰√°Áµ“¡§«√·¬°®“° “‡ÀµÿÕ◊Ëπ∑’Ë∑”„Àâ≈”‰ â‡≈Á°Õÿ¥µ—π‰¥â °“√»÷°…“

°“√‡§≈◊ËÕπ‰À«¢Õß≈”‰ âæ∫ intestinal hypomotility, esophageal sphincter pres-
sure ≈¥≈ß ¡’ delayed gastric emptying Õ“®µâÕßæ‘®“√≥“∑” double balloon
enteroscopy ‡æ◊ËÕµ√«®À“§«“¡º‘¥ª°µ‘Õ◊ËπÊ ¢Õß≈”‰ â‡≈Á°5

IPO ¡—°æ∫√à«¡°—∫ ureterohydronephrosis ´÷Ëß§“¥«à“‡°‘¥®“° smooth
muscle dysmotility À√◊Õ spasm ¢Õß detrusor muscle spasm ·≈–‡°‘¥®“°
vesiculoureteric reflux À√◊Õ¡’ fibrosis µ√ßµ”·Àπàß ureterovesicular junc-
tion Àπ÷Ëß„π “¡¢ÕßºŸâªÉ«¬ SLE ∑’Ë‡ªìπ interstitial cystitis æ∫«à“‡°‘¥®“° im-
mune complex deposit ∑’Ëºπ—ßÀ≈Õ¥‡≈◊Õ¥¢Õß°√–‡æ“–ªí  “«–

πÕ°®“°π’È¬—ßæ∫«à“¡’ extrahepatic common biliary tract ·≈– pan-
creatic duct dilatation2 √à«¡¥â«¬‰¥â

æ¬“∏‘°”‡π‘¥¢Õß IPO ‡°‘¥®“°À≈Õ¥‡≈◊Õ¥Õ—°‡ ∫·≈â«π”‰ª  Ÿà¿“«–≈”‰ â
¢“¥‡≈◊Õ¥·∫∫‡√◊ÈÕ√—ß ‡°‘¥ myopathy, neuropathy À√◊Õ¡’ antibody µàÕ smooth
muscle ¢Õß≈”‰ â‡≈Á°‚¥¬µ√ß °“√µ√«®∑“ßæ¬“∏‘«‘∑¬“¡—°æ∫ myocyte necro-
sis, atrophy ·≈– fibrosis ¢Õß muscularis propria ‚¥¬∑’Ë‰¡àæ∫≈—°…≥–¢Õß
thromboembolic disease

°“√√—°…“ ‰¥â·°à °“√„Àâ high dose corticosteroids ·≈–/À√◊Õ immu-
nosuppressive drugs ·≈–Õ“®„Àâ erythromycin ´÷ËßÕÕ°ƒ∑∏‘Ï‡ªìπ prokinetic
√à«¡¥â«¬1 √«¡∑—Èß„Àâ°“√√—°…“µ“¡Õ“°“√ ‡™àπ „ à “¬ nasogastric tube µàÕ°—∫
intermittent suction °“√„Àâ “√π È”∑“ßÀ≈Õ¥‡≈◊Õ¥¥” ·≈–°“√„Àâ¬“√–ß—∫Õ“°“√
‡®Á∫ª«¥  à«π°“√µÕ∫ πÕßµàÕ°“√√—°…“Õ“®„™â‡«≈“‡ªìπ«—π ‡ªìπ —ª¥“Àå À√◊Õ‡ªìπ‡¥◊Õπ
°Á‰¥â2

Protein losing enteropathy
æ∫¡“°„πºŸâÀ≠‘ßÕ“¬ÿπâÕ¬¡—°¡“¥â«¬Õ“°“√·≈–Õ“°“√· ¥ß¢Õß¿“«–Õ—≈∫Ÿ¡‘π

„π‡≈◊Õ¥µË” ‡™àπ ¢“∫«¡ æ∫πÈ”„π™àÕß∑âÕß (ascites) ¡’ pleural effusion ·≈– peri-
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cardial effusion ¡’Õ“°“√∑âÕß‡ ’¬ §≈Õ‡≈ ‡µÕ√Õ≈„π‡≈◊Õ¥  Ÿß ¢≥–∑’Ë¡’Õ“°“√¡—°
µ√«®æ∫ ANA, anti-dsDNA, anti-ribonucleoprotein (anti-RNP) ·≈– anti-
extractable nuclear antigen (anti-ENA) „π‡≈◊Õ¥ πÕ°®“°π’È®–æ∫√–¥—∫ se-
rum complement µË”

‚ª√µ’π∑’Ë Ÿ≠‡ ’¬‰ª„π∑“ß‡¥‘πÕ“À“√ “¡“√∂µ√«®‰¥â‚¥¬ technetium-99m
labeled albumin scintigraphy (Tc-99m HSA) À√◊Õµ√«® alpha-1 anti-trypsin
®“°Õÿ®®“√–´÷Ëß “¡“√∂∫àß∂÷ß¿“«– protein losing enteropathy ‰¥â ·µà‰¡à
 “¡“√∂√–∫ ÿµ”·Àπàß∑’Ë¡’æ¬“∏‘ ¿“æ‰¥â

 à«π„À≠àæ∫¿“«–π’È„πºŸâÀ≠‘ßÕ“¬ÿª√–¡“≥ 30 ªï ·≈–æ∫«à“‡ªìπÕ“°“√·√°
∑’Ëπ”‰ª  Ÿà°“√«‘π‘®©—¬ SLE ∂÷ß√âÕ¬≈– 67.42 (µ“√“ß∑’Ë 2)

 “‡Àµÿ¢Õß protein losing enteropathy ‡°‘¥®“° villi edema ·≈– leu-
kocyte infiltration √«¡∑—Èß‡ªìπº≈®“°¿“«–Õ◊ËπÊ ‰¥â·°à pericarditis, pericardial
effusion, bacterial overgrowth, thrombosis, vasculitis ∑’Ë∑”„Àâ‡°‘¥¿“«– in-
creased membrane permeability ·≈–‡°‘¥®“° activated complement À√◊Õ
immune complex deposit À√◊Õ®“° lymphangiectasia2

°“√√—°…“ ‰¥â·°à °“√„Àâ steroid Õ“®√à«¡°—∫„Àâ cytotoxic agents À√◊Õ‰¡à
°Á‰¥â ¡’°“√»÷°…“«à“°“√„Àâ high dose prednisolone (0.8-1 mg/kg/day) ‡ªìπ‡«≈“
6  —ª¥“Àå ·≈â«§àÕ¬Ê ≈¥ª√‘¡“≥¬“≈ß«—π≈– 10 mg √à«¡°—∫„Àâ azathioprine 2mg/
kg/day ∑”„ÀâÕ“°“√¥’¢÷Èπ‰¥â ‚¥¬√âÕ¬≈– 88 ¡’ complete clinical response ∑’Ë
À°‡¥◊Õπ¢Õß°“√√—°…“

Peritonitis and ascites
¿“«– primary lupus peritonitis æ∫‰¥âπâÕ¬¡“° ºŸâªÉ«¬Õ“®¡“¥â«¬

Õ“°“√ª«¥∑ âÕß‡©’¬∫æ≈ —π ¡’ ascites À√◊Õ∫“ß§√ — ÈßÕ“®‰¡à¡’ ascites °Á‰¥â ºŸâªÉ«¬
chronic lupus peritonitis ®–¡“¥â«¬ ascites ‚¥¬‰¡à¡’Õ“°“√ª«¥∑âÕß ·≈–‡°‘¥
¢÷Èπ‰¥â·¡âπ«à“®–‰¡à¡’Õ“°“√· ¥ß¢ÕßÕ«—¬«–√–∫∫Õ◊Ëπ

°“√‡°‘¥ ascites „πºŸâªÉ«¬ SLE ®”‡ªìπµâÕß·¬° “‡ÀµÿÕ◊ËπÊ ÕÕ°‰ª ‰¥â·°à
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°“√µ‘¥‡™◊ÈÕ ¿“«–≈”‰ â¢“¥‡≈◊Õ¥ ≈”‰ â∑–≈ ÿ µ—∫ÕàÕπÕ—°‡ ∫ À≈Õ¥‡≈◊Õ¥ mesenteric
Õ—°‡ ∫ (mesenteric vasculitis) ºŸâªÉ«¬ SLE ∑’Ë¡’ chronic ascites  à«π„À≠à®–
 —¡æ—π∏å°—∫ nephrotic syndrome, heart failure, protein losing enteropathy,
constrictive pericarditis, lupus peritonitis ·≈– indolent infection ‡™àπ Tu-
berculosis

Ascites ∑’Ë‡°‘¥„π¿“«– primary lupus peritonitis ®–¡’≈—°…≥–‡ªìπ sterile
ascites ·≈–¡’ compliment level µË” √«¡∑—Èß¡’ positive ANA ·≈– anti-DNA
antibody

°“√µ√«®«‘π ‘®©—¬‡æ‘Ë¡‡µ‘¡„πºŸâªÉ«¬‡À≈ à“π ’ È ‡¡ ◊ ËÕ∑”°“√µ√«® small bowel
series ®–æ∫≈ —°…≥–∑ ’ Ë‡√ ’¬°«à“ speculation with tethering æ∫ angulation
¢Õß≈”‰ â ·≈–‡°‘¥¿“«–≈”‰ âÕÿ¥µ—π‰¥â ‡Õ°´‡√¬å§Õ¡æ‘«‡µÕ√åæ∫ ascites, asymmet-
ric thickening ¢Õß≈”‰ â‡≈Á° „π à«π peritoneum ®–æ∫«à“¡’ hyperemia, thick-
ening and nodular peritoneum ·≈–¡’ adhesion ‰¥â ‡¡◊ËÕµ√«®∑“ßæ¬“∏‘
«‘∑¬“®–æ∫ chronic inflammation ·≈– small vessel vasculitis

∑—Èß acute ·≈– chronic lupus peritonitis ®–µÕ∫ πÕß¥’µàÕ°“√√—°…“
¥â«¬ steroids À√◊Õ cyclophosphamide  à«π°“√„Àâ¬“¢—∫ªí  “«–¬—ß‰¡à‰¥âº≈™—¥‡®π

§«“¡ —¡æ—π∏å¢Õß gastrointestinal manifestation °—∫Õ“°“√¢ÕßÕ«—¬«–√–∫∫
Õ ◊Ëπ„πºŸâªÉ«¬ SLE

¡’°“√»÷°…“æ∫«à“ºŸâªÉ«¬ SLE ∑’Ë¡’Õ“°“√· ¥ß∑“ß√–∫∫∑“ß‡¥‘πÕ“À“√
¡—°®– —¡æ—π∏å°—∫¿“«– Raynaudûs phenomenon ·≈– pyeloureterectasis
(µ“√“ß∑’Ë 3) πÕ°®“°π’È¬—ß¡—°æ∫¿“«– hypoalbuminemia ·≈–æ∫¡’√–¥—∫ C3 ·≈–
CH50 µË” √à«¡°—∫¡’ positive ANCA (µ“√“ß∑’Ë 4)5

Hepatopancreatobiliary manifestations

Hepatomegaly and abnormal liver function tests
¿“«– hepatomegaly æ∫‰¥â∫àÕ¬∂÷ß√âÕ¬≈– 40 ·≈–æ∫ splenomegaly
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µ“√“ß∑’Ë 3 Õ“°“√· ¥ß¢Õß SLE „πºŸâªÉ«¬∑’Ë¡’·≈–‰¡à¡’ gastrointestinal manifestation

With GI Without GI
Characteristic p value(n=39) (n=138)

Raynaudûs phenomenon (cases) 13 21 0.020
Fever (cases) 24 64 0.105
Mucocutaneous disease (cases) 25 80 0.581
Pyeloureterectasis (cases) 9 0 0.000
Glomerulonephritis (cases) 25 82 0.711
Nervous system involvement (cases) 6 26 0.814
Hematological involvement (cases) 20 53 0.197
Musculoskeletal involvement (cases) 13 47 1.000
Cardiovascular involvement (cases) 13 28 0.131
SLEDAI (activity index) 10.95 ± 6.93 9.56 ± 5.91 0.217

µ“√“ß∑’Ë 4 º≈°“√µ√«®∑“ßÀâÕßªØ‘∫ —µ‘°“√¢ÕßºŸâªÉ«¬ SLE ∑’Ë¡’·≈–‰¡à¡’ gastrointestinal manifes-
tation

With GI Without GI
Laboratory tests p value(n=39) (n=138)

Serum albumin (g/L) 26.89 ± 5.54 30.83 ± 7.15 0.002
ESR (mm/h) 46.31 ± 41.62 46.42 ± 37.25 0.989
C3 (g/dL) 39.27 ± 29.02 64.21 ± 32.83 0.000
C4 (g/dL) 9.34 ± 9.10 12.76 ± 8.51 0.051
CH50 (g/dL) 22.30 ± 19.86 35.45 ± 21.38 0.001
ANCA (+/- cases) 3/20 1/59 0.030
Anti-Sm (+/- cases) 7/32 28/110 0.746
Anti-SSA (+/- cases) 18/21 58/80 0.646
Anti-SSB (+/- cases) 6/33 8/130 0.085
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‰¥â√âÕ¬≈– 6 °“√µ√«®æ∫ liver function tests (LFTs) º‘¥ª°µ‘æ∫‰¥â√âÕ¬≈– 23-
79 ‚¥¬ alanine aminotransferase (ALT) ®–‡æ‘Ë¡¢÷Èπ —¡æ—π∏å°—∫Õ“°“√°”‡√‘∫¢Õß
SLE „πÕ«—¬«–Õ◊ËπÊ ‰¥â ‡√“¬—ßæ∫«à“‡°‘¥¿“«– hepatic steatosis ‡æ‘Ë¡¢÷Èπ‰¥â‡π◊ËÕß
¡“®“°µ—«‚√§ SLE ‡Õß ·≈–®“°°“√√—°…“¥â«¬¬“ corticosteroid

Õ¬à“ß‰√°Áµ“¡ À“°æ∫§«“¡º‘¥ª°µ‘¢Õß LFTs §«√À“ “‡ÀµÿÕ◊Ëπ√à«¡¥â«¬
‡™àπ µ√«® viral hepatitis profile, infectious panel, GGT, specific autoanti-
body to liver ·≈–æ‘®“√≥“µ√«® imaging studies ‡æ‘Ë¡‡µ‘¡ ‡™àπ Õÿ≈µ√“´“«¥å
‡ªìπµâπ

ºŸâªÉ«¬ SLE √âÕ¬≈– 2.4 ®–¡’µ—∫Õ—°‡ ∫‡√◊ÈÕ√—ß ·≈–√âÕ¬≈– 1.1 °≈“¬‡ªìπ
µ—∫·¢Áß‰¥â  à«π„À≠à§«“¡º‘¥ª°µ‘¢Õß LFTs ¡—° —¡æ—π∏å°—∫°“√µ√«®æ∫ anti-ri-
bosomal P antibodies „π‡≈◊Õ¥ ·≈–¬—ßæ∫«à“√–¥—∫¢Õß dsDNA, LE cells ·≈–
anti-ribosomal P antibodies ∑’Ë  Ÿß„π‡≈◊Õ¥ ®–‡ªìπµ—«∫àß™’È∂÷ß¿“«– chronic hepa-
titis

°“√√—°…“ ‰¥â·°à °“√„Àâ steroid À√◊Õ steroid sparing agents ‡™àπ aza-
thioprine, other DMARDs5

Nodular regenerative hyperplasia (NRH)
¿“«–π’È®–æ∫ multiple hepatic nodules ‚¥¬∑’Ë‰¡à¡’ liver fibrosis °“√

µ√«® LFTs ®–ª°µ‘ ¿“«–π’È‡ªìπ “‡ÀµÿÀπ÷Ëß¢Õß°“√‡°‘¥ portal hypertension
·≈–∑”„Àâ¡’Õ“°“√·∑√°´âÕπµ“¡¡“ ‡™àπ variceal bleeding ‡ªìπµâπ

°“√«‘π‘®©—¬∑”‰¥â‚¥¬°“√µ√«® MRI ·µà°“√¬◊π¬—πº≈°“√«‘π‘®©—¬µâÕß
Õ“»—¬°“√µ√«®∑“ßæ¬“∏‘«‘∑¬“ ́ ÷Ëß®–æ∫ noncirrhotic architecture with hyper-
plasia of hepatocytes forming a nodule

NRH ¡—° —¡æ—π∏å°—∫ antiphospholipid antibody  —ππ‘…∞“π«à“∫√‘‡«≥
∑’Ë‡ªìπ nodule π—Èπ‡°‘¥®“°°“√´àÕ¡·´¡ parenchyma ´÷Ëß∂ Ÿ°∑”≈“¬®“°¿“«–¢“¥
‡≈◊Õ¥ Õ—π‡ªìπº≈ ◊∫‡π◊ËÕß¡“®“° hypercoagulable state
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°“√√—°…“ ‰¥â·°à °“√√—°…“Õ“°“√·∑√°´âÕπ¢Õß¿“«– portal hyperten-
sion6

Autoimmune hepatitis (AIH)
‚√§π’È·∫àß‡ªìπ 3 types

1. Type 1 (lupoid hepatitis): anti smooth muscle antibodies
(ASMA) positive

2. Type 2: anti liver kidney mouse antibodies (LKM) positive
3. Type 3: anti soluble liver antigen (SLA) positive

„πºŸâªÉ«¬ SLE ∑’Ë‡ªìπ AIH æ∫«à“‡ªìπ type 1 ¡“°∑’Ë  ÿ¥6 ºŸâªÉ«¬ AIH ¡—°
æ∫ extrahepatic manifestation √à«¡¥â«¬·≈–¡—°¡’ overlap °—∫ connective
tissue disease Õ◊ËπÊ ºŸâªÉ«¬®–¡“¥â«¬Õ“°“√‰¡à®”‡æ“– ‡™àπ ÕàÕπ‡æ≈’¬ ‡∫◊ËÕÕ“À“√
ª«¥∑âÕß √–¬–‡«≈“∑’Ë‡√‘Ë¡¡’Õ“°“√¡—°‰¡à·πà™—¥ πÕ°®“°π’È¬—ß¡’Õ“°“√¢Õß autoimmu-
nity ‡™àπ ª«¥¢âÕ ·≈–‰¢â ‡ªìπµâπ

‡√“ “¡“√∂«‘π‘®©—¬¿“«–π’È‰¥â®“° immune profile (hypergamma-
globulinemia ·≈– autoantibodies) √ à«¡°—∫°“√µ√«®∑“ßæ¬“∏ ‘«‘∑¬“´÷Ëß®–æ∫
interface hepatitis, lymphocyte infiltrate ∑’Ë periportal area

„πºŸâªÉ«¬ autoimmine hepatitis π—Èπ æ∫«à“√âÕ¬≈– 10 ¡’ criteria §√∫
∑’Ë®–«‘π‘®©—¬ SLE ‰¥â  à«πºŸâªÉ«¬ SLE æ∫«à“¡’ chronic hepatitis ·≈–«‘π‘®©—¬‡ªìπ
autoimmune hepatitis √âÕ¬≈– 2.4-4.7 ‚¥¬®–¡’°“√· ¥ßÕÕ°¢Õß antibody ri-
bosomal P protein1

ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√«‘π‘®©—¬‡ªìπ SLE √à«¡°—∫ AIH ¡—°‡ªìπºŸâÀ≠‘ßÕ“¬ÿπâÕ¬ ¡’
mild to moderate lupus activity ¡’ strong positive ANA ·≈– high titer
dsDNA √à«¡°—∫µ√«®æ∫ chronic liver dysfunction
°“√√—°…“ AIH „π SLE ‰¥â·°à °“√„Àâ prednisolone √à«¡°—∫ azathioprine ·≈â«
maintenance ¥â«¬ steroid sparing therapy ‡™àπ cyclosporine À√◊Õ
mycophenolate
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Thrombotic and thromboembolic disorders
‰¥â·°à venoocclusive disease ·≈– Budd Chiari syndrome ¿“«–π’È

æ∫‰¥â∫ àÕ¬ ‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß„π√“¬∑ ’ Ë¡’ antiphospholipid antibodies ºŸâªÉ«¬
¡—°¡“¥â«¬Õ“°“√ª«¥∑âÕß µ√«®æ∫ ascites ¡’Õ“°“√·∑√°´âÕπ¢Õß portal hyper-
tension ·≈–‡°‘¥¿“«–µ—∫·¢Áß‰¥â °“√µ√«® LFTs „π√–¬–·√°Õ“®ª°µ‘ °“√√—°…“
‰¥â·°à°“√„Àâ anticoagulant6

Fatty degeneration of liver
¿“«–π’Èæ∫‰¥â∫àÕ¬ ¥—ß‰¥â°≈à“«·≈â«¢â“ßµâπ«à“‡°‘¥®“°µ—«‚√§ SLE ‡Õß √à«¡

°—∫º≈¢â“ß‡§’¬ß¢Õß°“√√—°…“¥â«¬ corticosteroids ‡ªìπ‡«≈“π“π∑”„Àâ‡°‘¥ fat de-
posit6

Pancreatitis
ºŸâªÉ«¬ SLE ‰¡à§àÕ¬æ∫µ—∫ÕàÕπÕ—°‡ ∫ °“√‡°‘¥µ—∫ÕàÕπÕ—°‡ ∫„π SLE

 —ππ‘…∞“π«à“‡°‘¥®“° vascular damage ‡™àπ necrotizing vasculitis ¡’ thrombi
Õÿ¥ arteries À√◊Õ arterioles ·≈–‡°‘¥°“√Àπ“µ—«¢Õß‡¬◊ËÕ∫ ÿ™—Èπ„π¢ÕßÀ≈Õ¥‡≈◊Õ¥ (in-
timal thickening and proliferation) ®“° immune complex ∑’Ë¡“‡°“–∑’Ëºπ—ß
¢Õß arteries7

¿“«–µ—∫ÕàÕπÕ—°‡ ∫„πºŸâªÉ«¬ SLE ¡—°®–‡°‘¥¿“¬À≈—ß®“°∑’Ë‰¥â√—∫°“√«‘π‘®©—¬
SLE ·≈â« ¡’√“¬ß“π«à“√âÕ¬≈– 60 ¢ÕßºŸâªÉ«¬‡À≈à“π’È‡°‘¥µ—∫ÕàÕπÕ—°‡ ∫À≈—ß®“°«‘π‘®©—¬
SLE ·≈â«‡ªìπ‡«≈“ 2 ªï ·µà°Á¡’√“¬ß“π«à“ “¡“√∂‡°‘¥‰¥â„π§√—Èß·√°∑’Ë«‘π‘®©—¬ SLE
‰¥â∂÷ß√âÕ¬≈– 227 ¿“«–µ—∫ÕàÕπÕ—°‡ ∫¡’‚Õ°“ ‡°‘¥ È́”‰¥â∂ ÷ß√âÕ¬≈– 43 ·≈–‡ªìπ‡√◊ÈÕ√—ß
‰¥â√âÕ¬≈– 141 πÕ°®“°π’È ºŸâªÉ«¬ SLE  à«πÀπ÷Ëß¬—ßÕ“®µ√«®æ∫¿“«– hyper-
amylasemia ‰¥â∑—ÈßÊ ∑’Ë‰¡à¡’Õ“°“√∑“ß§≈‘π‘°¢Õßµ—∫ÕàÕπÕ—°‡ ∫

Primary sclerosing cholangitis and autoimmune cholangiopathy
¡—°‡°‘¥®“° vasculitis ¢Õß intramural capillaries °“√µ√«®¿“æ√—ß ’
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®–æ∫ irregularity ¢Õß∑àÕ∑“ß‡¥‘ππÈ”¥’

Acalculous cholecystitis
¿“«–π’È‡°‘¥®“° vasculitis ‡™àπ‡¥’¬«°—π  à«π„À≠àµâÕß√—°…“‚¥¬°“√ºà“µ—¥

¬°‡«âπ∫“ß√“¬∑’Ë‰¡à¡’ distended gallbladder ·≈–‰¡à¡’¿“«– sepsis Õ“®µÕ∫
 πÕß¥’µàÕ°“√√—°…“¥â«¬ corticosteroid
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