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Abstract 
 Pemphigus vulgaris (PV) is a chronic 

autoimmune intraepithelial vesiculobullous 

disease of the skin and mucous membranes. PV 

commonly affects the oral mucosa and it can be 

the initial site of presentation. Oral lesions 

present as painful ulcers preceded by bullae. The 

diagnosis of PV is based on clinical, histo-

pathologic and immunopathologic examination. 

Systemic steroids are the mainstay of treatment 

for PV. This article reviews the etiology, 

pathogenesis, clinical presentations, diagnosis 

and management of PV. 
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∫∑π” 
 ‡æ¡øî°—‡ªìπ‚√§∑’Ë¡’§«“¡º‘¥ª°µ‘∑’Ë·¥ß≈—°…≥–

‡ªìπµÿà¡πÈ”¢Õßº‘«Àπ—ß ·≈–‡¬◊ËÕ‡¡◊Õ° ‡°‘¥®“°¿Ÿ¡‘µâ“π 

∑“π‡π◊ÈÕ‡¬◊ËÕµ—«‡Õß„π™—Èπ‡¬◊ËÕ∫ÿº‘« ∑”„Àâ‡°‘¥µÿà¡πÈ”™π‘¥„π

™—Èπ‡¬◊ËÕ∫ÿº‘« (intraepithelium bullae) ´÷ Ëß¡’≈—°…≥–

‡©æ“–∑“ß®ÿ≈æ¬“∏‘«‘∑¬“§◊Õµ√«®æ∫°“√·¬°™—Èπ¢Õß‡¬◊ËÕ

∫ÿº‘« ·≈–°“√µ√«®∑“ßÕ‘¡¡Ÿ‚πø≈ŸÕÕ‡√‡´π´å (immuno-

fluorescence) ¢Õß√Õ¬‚√§®–æ∫·Õπµ‘∫Õ¥’ (antibody) 

™π‘¥Õ‘¡¡Ÿ‚π‚°≈∫Ÿ≈‘π®’ (immunoglobulin G; IgG) ‡°“–

µ‘¥∫√‘‡«≥“√¬÷¥µàÕ√–À«à“ß‡´≈≈å (intercellular sub-

stance) ¢Õß‡¬◊ËÕ∫ÿº‘« ‡æ¡øî°—®–·∫àß‡ªìπ 4 ™π‘¥ ‰¥â·°à 

‡æ¡øî°—«—≈°“√‘ (pemphigus vulgaris; PV) ‡æ¡-
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øî°—‡«®‘·∑πå (pemphigus vegetans) ‡æ¡øî°—‚ø≈‘-

‡Õ‡™’¬ (pemphigus foliaceus) ·≈–‡æ¡øî°—Õ’√‘∑’¡“- 

‚µ´— (pemphigus erythematosus)(1-6) 

 ‡æ¡øî°—«—≈°“√‘‡ªìπ‚√§∑’Ë¡’§«“¡º‘¥ª°µ‘·¥ß

≈—°…≥–‡ªìπµÿà¡πÈ”¢Õßº‘«Àπ—ß ·≈–‡¬◊ËÕ‡¡◊Õ° ‡ªìπ‡æ¡-

øî°—™π‘¥∑’Ëæ∫‰¥â∫àÕ¬∑’Ëÿ¥  

 ∫∑§«“¡π’È®–°≈à“«∂÷ß‡©æ“–‡æ¡øî°—«—≈°“√‘ ·≈–

æ“√“π’‚Õæ≈“µ‘°‡æ¡øî°— (paraneoplastic pem-

phigus) ´÷Ëß‡ªìπ‡æ¡øî°—™π‘¥∑’Ëæ∫‰¥â„π™àÕßª“° 

 

‡æ¡øî°—«—≈°“√‘ 
“‡Àµÿ·≈–æ¬“∏‘°”‡π‘¥  
 ‡æ¡øî°—«—≈°“√‘®—¥Õ¬Ÿà„π°≈ÿà¡‚√§¿Ÿ¡‘µâ“π∑“π‡π◊ÈÕ 

‡¬◊ËÕµ—«‡Õß (autoimmune disease) ∑’Ë‰¡à∑√“∫“‡Àµÿ°“√

‡°‘¥·πàπÕπ ¡’√“¬ß“π∂÷ß°“√‡°‘¥‚√§π’È—¡æ—π∏å°—∫°“√ 

‰¥â√—∫¬“√—°…“‚√§ ‡™àπ ‡æπ‘´‘≈≈“¡’π (penicillamine) 

·§ª‚∑æ√‘≈ (captopril) ·≈–°≈‘‡∫π§≈“‰¡¥å (gliben-

clamide)(1-4) 

 ‡æ¡øî°—«—≈°“√‘‡ªìπ‚√§∑’Ë¡’§«“¡—¡æ—π∏å°—∫ªí®®—¬

æ—π∏ÿ°√√¡ (genetic factor) ·≈–‡ºà“æ—π∏ÿå ‚¥¬®–æ∫‚√§

π’È∫àÕ¬„π™π™“µ‘¬‘«·Õ™‡§‡π´‘° (Ashkenazic Jews) 

ª√–™“°√·∂∫‡¡¥‘‡µÕ√å‡√‡π’¬π (Mediterranean) ·≈–

·∂∫‡Õ‡™’¬„µâ ·≈–æ∫§«“¡—¡æ—π∏å¢Õß‚√§π’È°—∫°“√¡’ 

Œ‘«·¡π≈‘«‚§‰´µå·Õπµ‘‡®π (human leukocyte antigen; 

HLA) ®”‡æ“–∫“ß™π‘¥ ‰¥â·°à HLA-DR4, HLA-DRw14 

·≈– DRw6
(4,7-9) πÕ°®“°π’È¬—ßæ∫§«“¡—¡æ—π∏å°—∫ HLA-

B15 family „πºŸâªÉ«¬‡æ¡øî°—«—≈°“√‘™“«≠’ËªÿÉπ(10)                                                     

 ‚√§π’ÈÕ“®æ∫√à«¡°—∫‚√§¿Ÿ¡‘µâ“π∑“π‡π◊ÈÕ‡¬◊ËÕµ—«‡Õß

Õ◊ËπÊ ‰¥â·°à ‚√§°≈â“¡‡π◊ÈÕÕàÕπ·√ß™π‘¥√â“¬ (myasthenia 

gravis) ‚√§¢âÕÕ—°‡∫√Ÿ¡“∑Õ¬¥å (rheumatoid arthritis) 

≈ŸªíÕ’√‘∑’¡“‚µ´— (lupus erythematosus) ·≈–°≈ÿà¡

Õ“°“√‚™‡°√πå (Sjögren’s syndrome)(2-4) 

 ‡æ¡øî°—«—≈°“√‘‡ªìπ‚√§µÿà¡πÈ”∑’Ë‡°‘¥¢÷Èπ¿“¬„π™—Èπ

‡¬◊ËÕ∫ÿº‘« ∑’Ë‡°’ Ë¬«¢âÕß°—∫ÕÕ‚µ·Õπµ‘∫Õ¥’ (autoanti-

bodies) ∑’Ë∑”„Àâ‡°‘¥¿Ÿ¡‘µâ“π∑“πµ—«‡ÕßµàÕ·Õπµ‘‡®π¢Õß

‡´≈≈å‡¬◊ËÕ∫ÿº‘« ‰¥â·°à ‡¥‚¡°√‘π 1 ·≈– 3 (desmoglein 

1,3; Dsg1,3)(4,11,12) ∑”„Àâ‡°‘¥°“√∑”≈“¬‚ª√µ’π∑’Ë„™â¬÷¥

√–À«à“ß‡´≈≈å∫√‘‡«≥™àÕß«à“ß√–À«à“ß‡´≈≈å ·≈–‡°‘¥°“√

Ÿ≠‡’¬°“√¬÷¥‡°“–√–À«à“ß‡´≈≈å ∑’Ë‡√’¬°«à“ Õ–·§π‚∑-

≈—¬´‘ (acantholysis) ∑”„Àâ‡°‘¥æ¬“∏‘¿“æ¢Õß‚√§∑’Ë

‡ªìπµÿà¡πÈ”√–À«à“ß‡´≈≈å‡¬◊ËÕ∫ÿº‘« ¡’º≈∑”„Àâ‡´≈≈å‡¬◊ËÕ∫ÿº‘«

·¬°ÕÕ°®“°°—π ´÷Ëßæ∫≈—°…≥–‡ªìπÕ–·§π‚∑≈—¬µ‘°

‡´≈≈å (acantholytic cells)(1-4) 

 ®“°°“√»÷°…“°“√µ√«®·Õπµ‘∫Õ¥’µàÕ‡¥‚¡°√‘π 1 

·≈– 3 „πºŸâªÉ«¬‡æ¡øî°—«—≈°“√‘æ∫«à“„πºŸâªÉ«¬∑’Ë¡’√Õ¬

‚√§‡©æ“–∑’Ë‡¬◊ËÕ‡¡◊Õ°®–µ√«®æ∫·Õπµ‘∫Õ¥’µàÕ‡¥‚¡-

°√‘π 3 ·µà„πºŸâªÉ«¬∑’Ë¡’√Õ¬‚√§∑—Èß‡¬◊ËÕ‡¡◊Õ° ·≈–º‘«Àπ—ß 

®–µ√«®æ∫·Õπµ‘∫Õ¥’µàÕ∑—Èß‡¥‚¡°√‘π 1 ·≈– ‡¥‚¡-

°√‘π 3(11)  

 ÕÕ‚µ·Õπµ‘∫Õ¥’∑’Ë‡°’Ë¬«¢âÕß°—∫°≈‰°°“√°“√∑”≈“¬

„π‚√§‡æ¡øî°—«—≈°“√‘ ‰¥â·°à Õ‘¡¡Ÿ‚π‚°≈∫Ÿ≈‘π®’ 1 ·≈– 

4 (IgG1, IgG4) ‚¥¬°“√∑’ËÕÕ‚µ·Õπµ‘∫Õ¥’®—∫°—∫‡¥‚¡-

°√‘π®–‰ª¡’º≈°√–µÿâπ§Õ¡æ≈’‡¡πµå (complement) ‚¥¬

°“√°√–µÿâπÕ“®∑”„Àâ‡°‘¥°“√∑”≈“¬‚¥¬µ√ß À√◊Õ°“√

°√–µÿâπ§Õ¡æ≈’‡¡πµå ®–∑”„Àâ‡°‘¥“√πÈ”∑’Ë‡°’Ë¬«¢âÕß°—∫

°“√Õ—°‡∫ (inflammatory mediators) ·≈–¡’º≈∑”≈“¬

“√¬÷¥√–À«à“ß‡´≈≈å‡¬◊ËÕ∫ÿº‘«(2-4,13) 

 

√–∫“¥«‘∑¬“ 
 ‡æ¡øî°—«—≈°“√‘æ∫‰¥â‰¡à∫àÕ¬π—° Õÿ∫—µ‘°“√≥å°“√

‡°‘¥‚√§¬—ß‰¡à™—¥‡®π ·µà¡’√“¬ß“π«à“‡æ¡øî°—«—≈°“√‘æ∫

‰¥âª√–¡“≥ 0.1-0.5 §πµàÕª√–™“°√·π§πµàÕªï ‚√§π’È

æ∫‰¥â„π∑ÿ°‡æ» ´÷Ëß®–æ∫„π‡æ»À≠‘ß‡∑à“°—∫™“¬ ·µà„π

∫“ß°“√»÷°…“®–æ∫‚√§π’È„π‡æ»À≠‘ß¡“°°«à“™“¬‡≈Á°

πâÕ¬ ‡æ¡øî°—«—≈°“√‘æ∫‰¥â∫àÕ¬„π™π™“µ‘¬‘« πÕ°®“°

π’ÈÕ“®æ∫„π™π™“µ‘Õ‘µ“≈’ °√’° ·≈–Õ“À√—∫ ‚¥¬®–æ∫

¡“°„πºŸâªÉ«¬«—¬°≈“ß§π Õ“¬ÿÕ¬Ÿà„π™à«ßª√–¡“≥ 40-60 

ªï Õ“®æ∫‰¥â„π°àÕπ«—¬‡®√‘≠æ—π∏ÿå ·≈–„π‡¥Á°·µàæ∫‰¥â

πâÕ¬(2-4)  

 ®“°°“√»÷°…“¢âÕ¡Ÿ≈∑“ß√–∫“¥«‘∑¬“¢ÕßºŸ âªÉ«¬

‡æ¡øî°—«—≈°“√‘™“«‰∑¬®”π«π 18 √“¬ æ∫«à“ºŸâªÉ«¬

¡’Õ“¬ÿ‡©≈’Ë¬ 38 ªï ·≈–æ∫„π‡æ»À≠‘ß¡“°°«à“™“¬„π

Õ—µ√“à«π 2:1(14) 

  

≈—°…≥–∑“ß§≈‘π‘° 
 ≈—°…≥–∑“ß§≈‘π‘°¢Õß‡æ¡øî°—«—≈°“√‘Õ“®æ∫√Õ¬



17 CM Dent J Vol. 29 No. 2 July-December 2008™¡. ∑—πµ“√ ªï∑’Ë 29 ©∫—∫∑’Ë 2 °.§.-∏.§. 2551 

‚√§‡©æ“–∑’Ë‡¬◊ËÕ‡¡◊Õ°À√◊ÕÕ“®æ∫√Õ¬‚√§∑’Ëº‘«Àπ—ß√à«¡

¥â«¬ ‡¬◊ËÕ‡¡◊Õ°™àÕßª“°‡ªìπ∫√‘‡«≥∑’Ëæ∫√Õ¬‚√§∫àÕ¬ ‚¥¬

æ∫«à“ºŸâªÉ«¬ª√–¡“≥√âÕ¬≈– 66-90 ®–æ∫√Õ¬‚√§„π™àÕß

ª“°√–À«à“ß°“√‡°‘¥‚√§ ·≈–æ∫«à“√âÕ¬≈– 60 ¢ÕßºŸâªÉ«¬

®–æ∫Õ“°“√„π™àÕßª“°‡ªìπÕ“°“√‡√‘Ë¡·√° ∫“ß§√—Èß√Õ¬

‚√§„π™àÕßª“°Õ“®‡°‘¥°àÕπ√Õ¬‚√§∑’Ëº‘«Àπ—ßπ“π‡ªìπ

‡¥◊ÕπÊ(1-6,15) 

 √Õ¬‚√§„π™àÕßª“°®–¡’≈—°…≥–‡ªìπµÿà¡πÈ”„ µÿà¡πÈ”

¡—°®–·µ°ÕÕ°Õ¬à“ß√«¥‡√Á« ·≈–®–æ∫‡ªìπ·º≈∂≈Õ°

µ◊ÈπÊ ®“°°“√À≈ÿ¥≈Õ°¢Õß‡π◊ÈÕ‡¬◊ËÕ∫ÿº‘« ·º≈¡’¢Õ∫‡¢µ

‰¡à™—¥‡®π √Õ¬‚√§®–æ∫∫àÕ¬∑’Ë∫√‘‡«≥‡¬◊ËÕ‡¡◊Õ°·°â¡ 

(buccal mucosa) (√Ÿª∑’Ë 1) ‡æ¥“πª“° (√Ÿª∑’Ë 2) ·≈–√‘¡

Ωïª“° (√Ÿª∑’Ë 3) √Õ¬‚√§∑’Ë‡Àß◊Õ°æ∫‰¥â‰¡à∫àÕ¬π—° ´÷Ëß®–

æ∫≈—°…≥–‡ªìπ‡Àß◊Õ°Õ—°‡∫À≈ÿ¥≈Õ° (desquamative 

gingivitis) (√Ÿª∑’Ë 4) À√◊Õ·º≈∂≈Õ° (√Ÿª∑’Ë 5)(1-6) 

 ®“°°“√»÷°…“¢Õß °Õ∫°“≠®πå ªï 1999 ´÷Ëß»÷°…“

„πºŸâªÉ«¬‡æ¡øî°—«—≈°“√‘∑’Ë¡“√—∫°“√√—°…“∑’Ë§≥–∑—πµ-

·æ∑¬»“µ√å ®ÿÃ“≈ß°√≥å¡À“«‘∑¬“≈—¬ ®”π«π 8 §π 

æ∫«à“√Õ¬‚√§„π™àÕßª“°à«π„À≠à®–æ∫‡√‘ Ë¡·√°∑’ Ë

∫√‘‡«≥‡Àß◊Õ° ·≈–®–‡°‘¥√Õ¬‚√§µ”·ÀπàßÕ◊ËπÊ ‰¥â·°à 

‡¬◊ËÕ‡¡◊Õ°·°â¡ æ◊Èπª“° ‡æ¥“πª“° ·≈–≈‘Èπ µ“¡¡“(6,16) 

·≈– °“√»÷°…“¢Õß Iamaroon ·≈–§≥– ´÷Ëß»÷°…“„π 

ºŸâªÉ«¬‡æ¡øî°—«—≈°“√‘™“«‰∑¬∑’Ë¡“√—°…“∑’Ë§≈‘π‘°‡«™-

»“µ√å™àÕßª“° §≥–∑—πµ·æ∑¬»“µ√å À≈“¬Ê ∂“∫—π 

®”π«π 18 √“¬ æ∫«à“µ”·Àπàß∑’Ëæ∫∫àÕ¬„π™àÕßª“° 

‰¥â·°à ‡Àß◊Õ° ·≈–‡¬◊ËÕ‡¡◊Õ°·°â¡(14) 

 ºŸâªÉ«¬¡—°®–¡’Õ“°“√ª«¥·∫ª«¥√âÕπ„π™àÕßª“°

√à«¡¥â«¬ „π√“¬∑’Ë‡ªìπ√ÿπ·√ßºŸâªÉ«¬®–‡®Á∫ª«¥¡“° °≈◊π

Õ“À“√≈”∫“° ·≈–Õ“®¡’Õ“°“√‡®Á∫§Õ√à«¡¥â«¬ √Õ¬‚√§

®–„Àâº≈∫«°µàÕ°“√∑¥Õ∫π‘‚§≈°’‰´πå (Nikolsky’s 

sign) ´÷Ëß∑”‰¥â‚¥¬„™â¥â“¡‡§√◊ËÕß¡◊Õ°¥·≈–¢Ÿ¥‚¥¬ÕÕ° 

·√ß‡∫“Ê ∫π‡π◊ÈÕ‡¬◊ËÕ„π™àÕßª“°∑’Ë‰¡à¡’√Õ¬‚√§ (√Ÿª∑’Ë 6) 

∂â“„Àâº≈∫«°®–æ∫¡’°“√√â“ßµÿà¡πÈ”„ À√◊ÕÕ“®æ∫‡ªìπ

√Õ¬∂≈Õ°·¥ß„π∫√‘‡«≥∑’Ë°¥ ”À√—∫°“√∑¥Õ∫π’È®–‰¡à

®”‡æ“–‡®“–®ß”À√—∫‡æ¡øî°—«—≈°“√‘‡∑à“π—Èπ °“√

∑¥Õ∫π’È¬—ß„Àâº≈∫«°„π‚√§Õ◊ËπÊ ‰¥â·°à ∫’‰ππå¡‘«§—-

‡¡¡‡∫√π‡æ¡øî°Õ¬¥å (benign mucous membrane 

pemphigoid) ∫ÿ≈≈—‡æ¡øî°Õ¬¥å (bullous pemphigoid) 

√Ÿª∑’Ë 1 ·º≈∂≈Õ°À≈“¬·º≈∫√‘‡«≥‡¬◊ËÕ‡¡◊Õ°·°â¡ ·≈–

·ºàππ«¡∑â“¬øíπ°√“¡≈à“ß„πºŸâªÉ«¬‡æ¡øî°—«—≈°“√‘ 
Figure 1 Multiple ulcers on the buccal mucosa and 

retromolar pad in a PV patient 

√Ÿª∑’Ë 2 √Õ¬∂≈Õ°·¥ß∫√‘‡«≥‡æ¥“πª“°„πºŸ âªÉ«¬‡æ¡-

øî°—«—≈°“√‘ 
Figure 2 Red erosions on the palate in a PV patient 

√Ÿª∑’Ë 3 ·º≈∫√‘‡«≥‡¬◊ËÕ‡¡◊Õ°√‘¡Ωïª“° ·≈–√‘¡Ωïª“°≈à“ß„πºŸâ

ªÉ«¬‡æ¡øî°—«—≈°“√‘ 
Figure 3 Ulcers on the labial mucosa and lower lip 

in a PV patient 
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‰≈‡§π·æ≈π— (lichen planus) Õ’æ‘‡¥Õ√å‚¡≈—¬´‘∫ÿ≈- 

‚≈´“ (epidermolysis bullosa) ·≈–Õ’√‘∑’¡“¡—≈µ‘øÕ√å‡¡ 

(erythema multiforme)(1-4,17) 

 ”À√—∫√Õ¬‚√§∑’Ëº‘«Àπ—ß„π√–¬–·√°¡—°ª√“°Ø‡ªìπ

µÿà¡πÈ”„≈—°…≥–‰¡àµ÷ß (√Ÿª∑’Ë 7) µÿà¡πÈ”®–·µ°ßà“¬∑”„Àâ

‡°‘¥·º≈∂≈Õ°∑’Ë‡®Á∫ª«¥·≈–¡—°¢¬“¬¢π“¥„À≠à‡™◊ËÕ¡

°—∫·º≈¢â“ß‡§’¬ß ∂â“°¥∫√‘‡«≥µÿà¡πÈ”„µÿà¡πÈ”„®–¢¬“¬

¢π“¥ ·≈–∂â“°¥∫√‘‡«≥º‘«Àπ—ßª°µ‘®–‡°‘¥‡ªìπ√Õ¬‚√§

„À¡à¢ ÷ Èπ¡“‡√ ’¬°«à“º≈∫«°µàÕ°“√∑¥Õ∫π‘‚§≈°’-

‰´πå(2,3,17) 
√Ÿª∑’Ë 4 ‡Àß◊Õ°Õ—°‡∫À≈ÿ¥≈Õ°„πºŸâªÉ«¬‡æ¡øî°—«—≈°“√‘ 
Figure 4 Desquamative gingivitis in a PV patient 

√Ÿª∑’Ë 5 ‡Àß◊Õ°Õ—°‡∫À≈ÿ¥≈Õ°·≈–·º≈∂≈Õ°‡ªìπ·Õàß„π  

ºŸâªÉ«¬‡æ¡øî°—«—≈°“√‘ 
Figure 5 Desquamative gingivitis with ulcerative 

craters in a PV patient 

√Ÿª∑’Ë 6 °“√∑¥Õ∫π‘‚§≈°’‰´πå ‚¥¬„™â¥â“¡°√–®°àÕß

ª“°°¥‡∫“Ê ∫π‡π◊ÈÕ‡¬◊ËÕ„π™àÕßª“° 
Figure 6 Application of gentle pressure with mouth 

mirror handle to oral tissue, known as 

Nikolsky’s sign 

√Ÿª∑’Ë 7 √Õ¬‚√§‡æ¡øî°—«—≈°“√‘∫√‘‡«≥º‘«Àπ—ß ¡’≈—°…≥–

‡ªìπµÿà¡πÈ”„≈—°…≥–‰¡àµ÷ß 
Figure 7 Flaccid bullae on the skin in a PV patient 

 πÕ°®“°π’È¬—ßÕ“®æ∫√Õ¬‚√§∑’Ë‡¬◊ËÕ‡¡◊Õ°Õ◊ËπÊ ‰¥â·°à 

‡¬◊ËÕ‡¡◊Õ°µ“ (conjunctiva) °≈àÕß‡’¬ß (larynx) §ÕÀÕ¬ 

(pharynx) À≈Õ¥Õ“À“√ (esophagus) Õß§™“µ (penis) 

™àÕß§≈Õ¥ (vagina) ·≈–∑«“√Àπ—° (anus)(2-4)  

 

°“√„Àâ°“√«‘π‘®©—¬‚√§ 
 °“√„Àâ°“√«‘π‘®©—¬‚√§®–¢÷Èπ°—∫°“√µ√«®√Õ¬‚√§∑“ß

§≈‘π‘° ∑¥Õ∫π‘‚§≈°’‰´πå °“√µ√«®∑“ß«‘∑¬“‡´≈≈å 

(cytology) ≈—°…≥–∑“ß®ÿ≈æ¬“∏‘«‘∑¬“ (histopatho-

logy) ·≈–≈—°…≥–∑“ßÕ‘¡¡Ÿπæ¬“∏‘«‘∑¬“ (immuno-

pathology)(2,3,18) 

  

°“√´—°ª√–«—µ‘ ·≈–µ√«®√Õ¬‚√§∑’Ë‡ªìπµÿà¡πÈ” 
 ∑—πµ·æ∑¬å§«√µ√«®√Õ¬‚√§ ·≈–´—°∂“¡ºŸâªÉ«¬„Àâ

‰¥â¢âÕ¡Ÿ≈∑’Ë”§—≠∑’Ë¡’ª√–‚¬™πå„π°“√«‘π‘®©—¬‚√§ ‰¥â·°à 

≈—°…≥–¢Õß√Õ¬‚√§ ®”π«π¢Õß√Õ¬‚√§«à“‡ªìπ√Õ¬‚√§

‡¥’Ë¬« À√◊ÕÀ≈“¬Ê √Õ¬‚√§ Õ¬Ÿà°—π‡ªìπ°≈ÿà¡À√◊Õ°√–®“¬ 
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µ”·Àπàß¢Õß√Õ¬‚√§„π™àÕßª“° ·≈–√Õ¬‚√§∑’Ëµ”·Àπàß

Õ◊ËπÊ ¢Õß√à“ß°“¬ ‡™àπ º‘«Àπ—ß √«¡∑—Èß‡¬◊ËÕ‡¡◊Õ°Õ◊ËπÊ 

‰¥â·°à ‡¬◊ËÕ‡¡◊Õ°µ“ °≈àÕß‡’¬ß §ÕÀÕ¬ À≈Õ¥Õ“À“√  

Õß§™“µ ™àÕß§≈Õ¥ ·≈–∑«“√Àπ—° √«¡∑—Èß§«√´—°ª√–«—µ‘

Õ“°“√¢Õß‚√§ ¡’Õ“°“√‡®Á∫ ª«¥·∫ª«¥√âÕπÀ√◊Õ‰¡à  

ºŸâªÉ«¬‡§¬¡’√Õ¬‚√§¡“°àÕπ·≈â«À“¬‰ª ·≈–°≈—∫¡“‡ªìπ

„À¡à À√◊Õ‡ªìπ‡√◊ÈÕ√—ß‰¡à‡§¬À“¬ √«¡∑—Èßª√–«—µ‘°“√‡°‘¥µÿà¡

πÈ”°àÕπ·≈â«·µ°‡ªìπ·º≈(1-3,19) 

   

≈—°…≥–∑“ß®ÿ≈æ¬“∏‘«‘∑¬“ 
 ≈—°…≥–∑“ß®ÿ≈æ¬“∏‘«‘∑¬“¢Õß‡æ¡øî°—«—≈°“√‘ 

®–æ∫≈—°…≥–Õ–·§π‚∑≈—¬´‘ ∑”„Àâ‡°‘¥°“√·¬°™—Èπ∑’Ë

‡Àπ◊Õ™—Èπ‡∫´—≈‡´≈≈å (suprabasal) ‚¥¬æ∫‡∫´—‡´≈≈å¬—ß

§ß¬÷¥µ‘¥°—∫‡∫‡¡πµå‡¡¡‡∫√π (basement membrane) 

∑”„Àâ‡°‘¥‡ªìπµÿà¡πÈ”„π™—Èπ‡¬◊ËÕ∫ÿº‘« ·≈–®–æ∫¢Õß‡À≈«

Õ¬Ÿà¿“¬„πµÿà¡πÈ” (√Ÿª∑’Ë 8) ‡´≈≈å‡¬◊ËÕ∫ÿº‘«∑’Ëæ∫„πµÿà¡πÈ”®–

¡’≈—°…≥–°≈¡ π‘«‡§≈’¬„À≠à ·≈–µ‘¥’‡¢â¡ (hyper-

chromatic staining) ‡√’¬°«à“·´ß°å‡´≈≈å (Tzanck cells) 

À√◊ÕÕ–·§π‚∑≈—¬µ‘°‡´≈≈å(1-4) (√Ÿª∑’Ë 9) 

 ”À√—∫µÿà¡πÈ”∑’Ë¬—ß‰¡à·µ°Õ“®„Àâ°“√«‘π‘®©—¬‚¥¬«‘∏’

«‘∑¬“‡´≈≈å ‚¥¬°“√∑”„Àâµÿà¡πÈ”·µ° ·≈–π”¢Õß‡À≈«∑’Ë

Õ¬Ÿà¢â“ß„πµÿà¡πÈ”ªÑ“¬≈ß∫π·ºàπ‰≈¥å ·≈–π”‰ª¬âÕ¡’

¥â«¬«‘∏’æ“æ“π‘‚§‡≈“«å (Papanicolaou stain) ‚¥¬‡√’¬°

°“√µ√«®π’È«à“°“√∑¥Õ∫·´ß°å (Tzanck test) ´÷ Ëß

≈—°…≥–∑“ß°≈âÕß®ÿ≈∑√√»πå®–æ∫·´ß°å‡´≈≈å(1-4) 

 ”À√—∫≈—°…≥–Õ‘¡¡Ÿ‚πø≈ŸÕÕ‡√‡´π´å¢Õß√Õ¬‚√§

®–æ∫·Õπµ‘∫Õ¥’™π‘¥ IgG ·≈–§Õ¡æ≈’‡¡πµå C3 ¡’

ªØ‘°‘√‘¬“µàÕ“√¬÷¥µàÕ√–À«à“ß‡´≈≈å¢Õß‡¬◊ËÕ∫ÿº‘« ”À√—∫

°“√µ√«®ÕÕ‚µ·Õπµ‘∫Õ¥’µàÕ“√¬÷¥µàÕ√–À«à“ß‡´≈≈å„π 

´’√—¡¡—°„Àâº≈∫«°(1,20-22) ª√‘¡“≥§«“¡‡¢â¡¢âπ¢Õß·Õπµ‘-

∫Õ¥’„π´’√—¡ (serum antibody titers) ¡’ª√–‚¬™πå„π°“√

„™âª√–‡¡‘π§«“¡√ÿπ·√ß ·≈–§«“¡”‡√Á®„π°“√„Àâ°“√

√—°…“‚√§(2,23) 

 

°“√«‘π‘®©—¬·¬°‚√§ 
 ≈—°…≥–∑“ß§≈‘π‘°¢Õß‡æ¡øî°—«—≈°“√‘µâÕß„Àâ°“√

«‘π‘®©—¬·¬°‚√§°—∫∫’‰ππå¡‘«§—‡¡¡‡∫√π‡æ¡øî°Õ¬¥å  

∫ÿ≈≈—‡æ¡øî°Õ¬¥å Õ’√‘∑’¡“¡—≈µ‘øÕ√å‡¡ ·≈–‰≈‡§π·æ≈π— 

√Ÿª∑’Ë 8 ≈—°…≥–∑“ß®ÿ≈æ¬“∏‘«‘∑¬“¢Õß‡æ¡øî°—«—≈°“√‘æ∫

°“√·¬°™—Èπ¢Õß‡¬◊ËÕ∫ÿº‘«∑’Ë‡Àπ◊Õ™—Èπ‡∫´—≈‡´≈≈å æ∫

‡∫´—≈‡´≈≈å¬—ß§ß¬÷¥µ‘¥°—∫‡∫‡¡πµå‡¡¡‡∫√π  

 (‰¥â√—∫§«“¡Õπÿ‡§√“–Àå®“° º».¡‘Ëß¢«—≠  ¡à«ß¡≥’) 
Figure 8 Histopathologic features of PV showing 

the suprabasal cleft formation with intact 

basal cell layer  

 (Courtesy of Dr.Mingkwan  Muangmanee) 

√Ÿª∑’Ë 9 ≈—°…≥–∑“ß®ÿ≈æ¬“∏‘«‘∑¬“¢Õß‡æ¡øî°—«—≈°“√‘  

≈Ÿ°»√·¥ß·´ß°å‡´≈≈å∑’Ë≈Õ¬µ—«„π√Õ¬·¬°™—Èπ¢Õß

‡¬◊ËÕ∫ÿº‘«  

 (‰¥â√—∫§«“¡Õπÿ‡§√“–Àå®“° º».¡‘Ëß¢«—≠  ¡à«ß¡≥’) 
Figure 9 Histopathologic features of PV showing 

Tzanck cells (arrows) sitting within  

the intraepithelial cleft  

 (Courtesy of Dr.Mingkwan  Muangmanee) 

°“√„Àâ°“√«‘π‘®©—¬‚√§®–Õ“»—¬≈—°…≥–∑“ß§≈‘π‘° º≈

µ√«®∑“ß®ÿ≈æ¬“∏‘«‘∑¬“ ·≈–Õ‘¡¡Ÿ‚πø≈ŸÕÕ‡√‡´π´å(1,2) 
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°“√√—°…“ 
 °“√„Àâ°“√«‘π‘®©—¬√Õ¬‚√§„π™àÕßª“°Õ¬à“ß∂Ÿ°µâÕß

·≈–√«¥‡√Á«®–∑”„Àâª√–∫§«“¡”‡√Á®„π°“√√—°…“ 

‡π◊ËÕß®“°√Õ¬‚√§„π™àÕßª“°¡—°‡°‘¥„π√–¬–·√°·≈–‡°‘¥

°àÕπ√Õ¬‚√§∑’Ëº‘«Àπ—ß °“√√—°…“‡æ¡øî°—«—≈°“√‘¡—°®–

„Àâ‡µ’¬√Õ¬¥å∑“ß√–∫∫ (systemic steroids) ·∫∫√—∫

ª√–∑“π ´÷Ëß°“√„™â‡µ’¬√Õ¬¥å„π°“√√—°…““¡“√∂≈¥

°“√‡’¬™’«‘µ≈ß‰¥â¡“° ·µà®–∑”„Àâ‡°‘¥º≈·∑√°´âÕπÕ◊ËπÊ 

µ“¡¡“´÷Ëß‡ªìπº≈®“°‡µ’¬√Õ¬¥å ¥—ßπ—Èπ„π∫“ß§√—ÈßÕ“®

æ‘®“√≥“„Àâ‡µ’¬√Õ¬¥å√à«¡°—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π (immuno-

suppressant) ‡æ◊ËÕ≈¥ª√‘¡“≥°“√‰¥â√—∫‡µ’¬√Õ¬¥å(1-4)  

 „πºŸâªÉ«¬∑’Ë¡’Õ“°“√√ÿπ·√ß ·≈–µ√«®æ∫ª√‘¡“≥

§«“¡‡¢â¡¢âπ¢ÕßÕÕ‚µ·Õπµ‘∫Õ¥’„π´’√—¡Ÿß ®”‡ªìπµâÕß

„Àâ°“√√—°…“¥â«¬‡µ’¬√Õ¬¥å∑“ß√–∫∫ ‚¥¬Õ“®„™â√à«¡°—∫

¬“°¥¿Ÿ¡‘§ÿ â¡°—π ·µà„π°√≥’∑’ËÕ“°“√¢Õß‚√§‰¡à√ÿπ·√ß 

·≈–æ∫√Õ¬‚√§‡©æ“–„π™àÕßª“° “¡“√∂„Àâ°“√√—°…“

¥â«¬‡µ’¬√Õ¬¥å‡©æ“–∑’Ë (topical steroids) ·µà®–µâÕßπ—¥

ºŸâªÉ«¬¡“µ√«®Õ“°“√‡ªìπ√–¬–∂â“√Õ¬‚√§¡’Õ“°“√√ÿπ·√ß

„Àâ√—°…“¥â«¬‡µ’¬√Õ¬¥å∑“ß√–∫∫(3,24) 

 ‡µ’¬√Õ¬¥å∑“ß√–∫∫∑’Ë„™â ‰¥â·°à ‡æ√Á¥π‘‚´π (predni- 

sone) À√◊Õ‡æ√Á¥π‘‚´‚≈π (prednisolone) ‚¥¬Õ“®„™â·∫∫

√—∫ª√–∑“πÕ¬à“ß‡¥’¬« À√◊Õ„™â√à«¡°—∫‡µ’¬√Õ¬¥å‡©æ“– 

∑’Ë À√◊Õ ‡µ’¬√Õ¬¥å·∫∫©’¥∑’Ë√Õ¬‚√§ (intralesional 

steroids) ‡æ√Á¥π‘‚´π À√◊Õ‡æ√Á¥π‘‚´‚≈π·∫∫√—∫ª√–∑“π

„Àâ«—π≈– 40-80 ¡‘≈≈‘°√—¡ ·≈–§àÕ¬Ê ≈¥¢π“¥¢Õß¬“ 

≈ß ‚¥¬·π–π”„Àâ≈¥¬“„πª√‘¡“≥ 5 ¡‘≈≈‘°√—¡µàÕ

—ª¥“Àå(2-5,25,26) °“√„Àâ‡µ’¬√Õ¬¥å∑“ß√–∫∫ºŸâªÉ«¬Õ“®

‡°‘¥Õ“°“√¢â“ß‡§’¬ß¢Õß¬“ ‰¥â·°à °“√§—Ëß¢Õß“√πÈ”„π

√à“ß°“¬ §«“¡¥—π‚≈À‘µŸß πÈ”Àπ—°µ—«‡æ‘Ë¡ ¿“«–‡≈◊Õ¥¡’

πÈ”µ“≈¡“° (hyperglycemia) Õ“√¡≥å·ª√ª√«π πÕπ

‰¡àÀ≈—∫ ª«¥»’√…– √–§“¬‡§◊ÕßµàÕ√–∫∫∑“ß‡¥‘πÕ“À“√ 

¿“«–°√–¥Ÿ°æ√ÿπ (osteoporosis) ·≈–°“√°¥µàÕ¡À¡«°

‰µ (adrenal suppression)(27) 

 πÕ°®“°π’È¬—ß¡’°“√„Àâ‡µ’¬√Õ¬¥å∑“ß√–∫∫‚¥¬©’¥

‡¢â“À≈Õ¥‡≈◊Õ¥¥”„π°“√√—°…“‡æ¡øî°—«—≈°“√‘∑’ Ë¡’

Õ“°“√√ÿπ·√ß ‚¥¬æ∫«à“°“√©’¥¬“‡¢â“À≈Õ¥‡≈◊Õ¥¥”¡’

ª√–‘∑∏‘¿“æ¥’„π°“√√—°…“ ·≈–ºŸâªÉ«¬µÕ∫πÕß°“√

√—°…“‡√Á«°«à“°“√„Àâ¬“·∫∫√—∫ª√–∑“π ‡µ’¬√Õ¬¥å∑’Ë„™â

„π√Ÿª·∫∫π’È∑’Ë¡’°“√»÷°…“ ‰¥â·°à ‡∫µâ“‡¡∑“‚´π (beta-

methasone)(28) ‡¡∏‘≈‡æ√Á¥π‘‚´π (methylpredni-

sone)(29) ·≈–‡¡∏‘≈‡æ√Á¥π‘‚´‚≈π (methylprednisolone)(30) 

 ‡µ’¬√Õ¬¥å‡©æ“–∑’Ë®–·π–π”„Àâ„™â„π°√≥’∑’ËÕ“°“√

¢Õß√Õ¬‚√§‰¡à√ÿπ·√ß æ∫√Õ¬‚√§‡©æ“–„π™àÕßª“° ·≈–

ºŸâªÉ«¬¡’√–¥—∫§«“¡‡¢â¡¢âπ¢ÕßÕÕ‚µ·Õπµ‘∫Õ¥’„π´’√—¡

µË”(24) ‡µ’¬√Õ¬¥å‡©æ“–∑’Ë∑’Ë·π–π” ‰¥â·°à ø≈Ÿ‚Õ´‘‚π‚≈π

Õ–‡´∑‚∑‰π¥å (fluocinolone acetonide)(6) ø≈Ÿ‚Õ´‘‚π-

‰π¥å (fluocinonide)(31) ·≈–§≈Õ‡∫∑“‚´≈‚æ√æ‘ÕÕ‡πµ 

(clobetasol propionate)(32,33)   

 ¬“°¥¿Ÿ¡‘§ÿâ¡°—π¡’ª√–‘∑∏‘¿“æ¥’·≈–·π–π”„Àâ„™â„π

ºŸâªÉ«¬∑’Ë‰¡àµÕ∫πÕßµàÕ‡µ’¬√Õ¬¥å À√◊Õ„πºŸâªÉ«¬∑’Ë‰¡à

“¡“√∂∑πÕ“°“√¢â“ß‡§’¬ß¢Õß‡µ’¬√Õ¬¥å‰¥â ¬“°¥

¿Ÿ¡‘§ÿâ¡°—π∑’Ë·π–π”„π°“√√—°…“ ‰¥â·°à Õ–´“‰∑‚Õæ√’π 

(azathioprine) ´—¬‚§≈øÕø“‰¡¥å (cyclophospha-

mide) ·≈–´—¬‚§≈ªÕ√‘π (cyclosporine)(2-4,34,35)    

 Õ–´“‰∑‚Õæ√’π‡ªìπ¬“°¥¿Ÿ¡‘§ÿâ¡°—π´÷Ëß“¡“√∂„™â„π

°“√√—°…“‚√§¿Ÿ¡‘µâ“π∑“π‡π◊ÈÕ‡¬◊ËÕµ—«‡Õß„π™àÕßª“°∑’Ë¡’

Õ“°“√√ÿπ·√ß √«¡∑—Èß‡æ¡øî°—«—≈°“√‘¥â«¬ ¬“π’È®–„™â„π

¢π“¥ 1-2.5 ¡‘≈≈‘°√—¡/°‘‚≈°√—¡/«—π Õ“°“√¢â“ß‡§’¬ß¢Õß

¬“π’È ‰¥â·°à æ‘…µàÕµ—∫ º≈µàÕπÈ”¥’ §≈◊Ëπ‰â Õ“‡®’¬π ∑âÕß

‡’¬ °¥°“√∑”ß“π¢Õß‰¢°√–¥Ÿ° (bone marrow sup-

pression) ¿“«–‡¡Á¥‡≈◊Õ¥¢“«πâÕ¬‡°‘π (leukopenia) àß

‡√‘¡°“√µ‘¥‡™◊ÈÕ ¿“«–‚≈À‘µ®“ß (anemia) ·≈–¿“«–

‡°≈Á¥‡≈◊Õ¥πâÕ¬ (thrombocytopenia) „πºŸâªÉ«¬∫“ß√“¬

Õ“®æ∫º◊Ëπº‘«Àπ—ß‡ª≈’ Ë¬π·ª≈ß§à“°“√∑”ß“π¢Õßµ—∫  

√«¡∑—Èßàß‡√‘¡°“√‡°‘¥‡π◊ÈÕßÕ°(34-37)     

 ¡’√“¬ß“π°“√»÷°…“°“√„™â´—¬‚§≈øÕø“‰¡¥å„π°“√

√—°…“‡æ¡øî°—«—≈°“√‘„πºŸâªÉ«¬∑’Ë¡’Õ“°“√¢Õß‚√§√ÿπ·√ß 

·≈–‰¡àµÕ∫πÕßµàÕ°“√√—°…“¥â«¬‡µ’¬√Õ¬¥å ¬“π’È®–„™â

„π¢π“¥ 1.1-1.5 ¡‘≈≈‘°√—¡/°‘‚≈°√—¡/«—π Õ“°“√¢â“ß‡§’¬ß

¢Õß¬“π’È ‰¥â·°à §≈◊Ëπ‰â Õ“‡®’¬π ∑âÕß‡’¬ æ‘…µàÕµ—∫ æ‘…

µàÕ‰µ ·≈–°¥°“√∑”ß“π¢Õß‰¢°√–¥Ÿ°(34,35,38,39)      

 ´—¬‚§≈ªÕ√‘π¡’ª√–‘∑∏‘¿“æ¥’„π°“√√—°…“‡æ¡-

øî°—«—≈°“√‘„πºŸâªÉ«¬∫“ß√“¬‚¥¬„Àâ„™â√à«¡°—∫‡µ’¬-

√Õ¬¥å ¬“π’È®–„™â„π¢π“¥ 2.5-3 ¡‘≈≈‘°√—¡/°‘‚≈°√—¡/«—π 

Õ“°“√¢â“ß‡§’¬ß¢Õß¬“π’È ‰¥â·°à ¿“«–‡≈◊Õ¥¡’πÈ”µ“≈¡“° 

¿“«–‡≈◊Õ¥¡’“√‰¢¡—π¡“° (hyperlipidemia) æ‘…µàÕµ—∫ 
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æ‘…µàÕ‰µ ·≈–¿“«–°√–¥Ÿ°æ√ÿπ(34,35,40)         

 ·¥ª‚´π‡ªìπ¬“„π°≈ÿà¡´—≈‚øπ“‰¡¥å (sulfona-

mides) „™â„π°“√√—°…“‚√§‡√◊ÈÕπ (leprosy) ¬“π’È“¡“√∂

π”¡“„™â„π°“√√—°…“‚√§µÿà¡πÈ”„π™àÕßª“° √«¡∑—Èß‡æ¡-

øî°—«—≈°“√‘¥â«¬ ‚¥¬·π–π”„Àâ„™â√à«¡°—∫‡µ’¬√Õ¬¥å„π

ºŸâªÉ«¬∑’Ë‰¡à“¡“√∂≈¥¢π“¥‡µ’¬√Õ¬¥å≈ß‰¥â ¢π“¥¢Õß

¬“∑’Ë„Àâ®–„Àâ√—∫ª√–∑“π«—π≈– 50-100 ¡‘≈≈‘°√—¡ Õ“°“√

¢â“ß‡§’¬ß∑’ËÕ“®æ∫‰¥â·°à °“√≈“¬¢Õß‡¡Á¥‡≈◊Õ¥·¥ß 

(hemolysis) Õ“°“√§—π º◊Ëπº‘«Àπ—ß º‘«Àπ—ßÕ—°‡∫ µ—∫

Õ—°‡∫ ‚√§‡âπª√–“∑À≈“¬‡âπ (peripheral neuro-

pathy) ·≈–¿“«–·°√πŸ‚≈‰´µåπâÕ¬ (agranulocy-

tosis)(41,42)         

 πÕ°®“°π’È¬—ß¡’√“¬ß“π°“√„™â¬“Õ◊ËπÊ „π°“√√—°…“

‡æ¡øî°—«—≈°“√‘ ‰¥â·°à Õ’∑√’µ‘‡πµ (etretinate)(43) ¡‘‚π-

´—¬§≈’π (minocycline)(44) ·≈– ∑“‚§≈‘¡ÿ (tacro-

limus)(45)   ´÷Ëß„Àâº≈°“√√—°…“‡ªìπ∑’Ëπà“æÕ„® 

 ¡’√“¬ß“π°“√„™âÕ‘¡¡Ÿ‚π‚°≈∫Ÿ≈‘π·∫∫©’¥‡¢â“À≈Õ¥

‡≈◊Õ¥¥” (intravenous immunoglobulin) „πºŸâªÉ«¬

‡æ¡øî°—«—≈°“√‘∫“ß√“¬∑’Ë‰¡àµÕ∫πÕßµàÕ°“√√—°…“

¥â«¬‡µ’¬√Õ¬¥å·≈–¬“°¥¿Ÿ¡‘§ÿâ¡°—π ‚¥¬æ∫«à“¡’ª√–‘∑∏‘- 

¿“æ¥’ ·≈–¡’§«“¡ª≈Õ¥¿—¬„π°“√√—°…“(46,47)         

 °“√°”®—¥‘Ëß√–§“¬‡§◊Õß À‘ππÈ”≈“¬ ·≈–°“√·π– 

π”°“√¥Ÿ·≈√—°…“ÿ¢¿“æ™àÕßª“°®–™à«¬„Àâ√Õ¬‚√§µÕ∫

πÕßµàÕ°“√√—°…“¥â«¬¬“¥’¢÷Èπ(2-4,48)         

 „π°“√¥Ÿ·≈ºŸâªÉ«¬‚√§π’È®”‡ªìπµâÕß¥Ÿ·≈√à«¡°—∫·æ∑¬å

‡©æ“–∑“ßÕ◊ËπÊ ‰¥â·°à ·æ∑¬åºŸâ‡™’Ë¬«™“≠∑“ß‚√§º‘«Àπ—ß 

(dermatologist) ®—°…ÿ·æ∑¬å (ophthalmologist) ·≈–

‚µÕπ“‘°·æ∑¬å (otolaryngologist) √«¡∑—Èßπ—°«‘∑¬“

µàÕ¡‰√â∑àÕ (endocrinologist)(1-6)          

 

¢âÕ·π–π”ºŸâªÉ«¬‡æ¡øî°—«—≈°“√‘(1-6)          
 1. ‡æ¡øî°—«—≈°“√‘‡ªìπ‚√§‡√◊ÈÕ√—ß ‰¡à“¡“√∂√—°…“

„ÀâÀ“¬¢“¥‰¥â ·µà“¡“√∂√—°…“„ÀâÕ“°“√¥’¢÷Èπ‚¥¬„™â¬“ 

 2. ‚√§π’È‰¡à„™à‚√§µ‘¥µàÕ  

 3. ºŸâªÉ«¬§«√‰¥â√—∫°“√°”®—¥À‘ππÈ”≈“¬ ·≈–‘Ëß

√–§“¬‡§◊Õß √«¡∑—ÈßÕπ°“√¥Ÿ·≈ÿ¢¿“æ™àÕßª“° 

 4. §«√√–«—ß°“√∫“¥‡®Á∫ (trauma) ‡æ√“–®–∑”„Àâ

‡°‘¥µÿà¡πÈ” À√◊Õ·º≈∂≈Õ°‰¥â 

 5. ·π–π”ºŸ âªÉ«¬‡°’ Ë¬«°—∫¬“∑’ Ë„™â„π°“√√—°…“‚√§ 

√«¡∑—ÈßÕ“°“√¢â“ß‡§’¬ß∑’ËÕ“®‡°‘¥¢÷Èπ 

 6. ·π–π”‡°’Ë¬«°—∫°“√¥Ÿ·≈·º≈·°àºŸâªÉ«¬ 

 

°“√æ¬“°√≥å‚√§ 
 °“√æ¬“°√≥å‚√§„πºŸâªÉ«¬‡æ¡øî°—«—≈°“√‘®–‰¡à¥’

π—° (guarded prognosis) Õ—µ√“°“√‡’¬™’«‘µ®“°‚√§π’Èæ∫

‰¥âª√–¡“≥√âÕ¬≈– 5-15 ´÷Ëß‡ªìπº≈·∑√°´âÕπ®“°°“√„™â 

‡µ’¬√Õ¬¥å„πª√‘¡“≥Ÿß ·≈–°“√æ¬“°√≥å‚√§®–‰¡à¥’„π

ºŸâªÉ«¬∑’Ë‡ªìπ‚√§√ÿπ·√ß ·≈–„πºŸâªÉ«¬ŸßÕ“¬ÿ(2,3,49)  

  πÕ°®“°π’È∑—πµ·æ∑¬å§«√µâÕß§”π÷ß«à“ Õ“®æ∫

‡æ¡øî°—«—≈°“√‘√à«¡°—∫‚√§¿Ÿ¡‘µâ“π∑“π‡π◊ÈÕ‡¬◊ËÕµ—«‡Õß

Õ◊ËπÊ ‰¥â·°à ‚√§°≈â“¡‡π◊ÈÕÕàÕπ·√ß™π‘¥√â“¬ ‚√§¢âÕÕ—°‡∫

√Ÿ¡“∑Õ¬¥å ≈ŸªíÕ’√‘∑’¡“‚µ´— ·≈–°≈ÿà¡Õ“°“√‚™‡°√πå 

´÷Ëß®–¡’º≈µàÕ°“√æ¬“°√≥å¢Õß‚√§(2-4) 

 

æ“√“π’‚Õæ≈“µ‘°‡æ¡øî°—  
(Paraneoplastic pemphigus, PNP) 
 æ“√“π’‚Õæ≈“µ‘°‡æ¡øî°—‡ªìπ°≈ÿà¡Õ“°“√∑’Ëæ∫‰¥â

πâÕ¬ ‚¥¬®–µ√«®æ∫‡æ¡øî°—√à«¡°—∫¡–‡√Áß™π‘¥Õ◊ËπÊ  

 Anhalt (2004)(50) ‰¥â°”Àπ¥‡°≥±å„π°“√„Àâ°“√

«‘π‘®©—¬‚√§π’È§◊Õ 

 1. æ∫√Õ¬‚√§„π™àÕßª“° ∑”„Àâ‡°‘¥¿“«–ª“°Õ—°‡∫ 

≈ÿ°≈“¡ (progressive stomatitis) ·≈–‡®Á∫ª«¥ √Õ¬‚√§

¡—°æ∫∑’Ë≈‘Èπ 

 2. ≈—°…≥–∑“ß®ÿ≈æ¬“∏‘«‘∑¬“æ∫≈—°…≥–Õ–·§π-

‚∑≈—¬´‘ À√◊Õ‰≈‡§πÕ¬¥å (lichenoid) 

 3. µ√«®æ∫·Õπµ‘æ≈“§‘πÕÕ‚µ·Õπµ‘∫Õ¥’ (antipla-

kin autoantibodies) 

 4. æ∫‡π◊ÈÕßÕ°‡°’Ë¬«°—∫‡π◊ÈÕ‡¬◊ËÕπÈ”‡À≈◊Õß‡æ‘Ë¡®”π«π 

(lymphoproliferative neoplasm) 

 ®–æ∫«à“æ“√“π’‚Õæ≈“µ‘°‡æ¡øî°—¡’≈—°…≥–√à«¡

°—∫‡æ¡øî°—«—≈°“√‘ §◊Õæ∫√Õ¬‚√§∫√‘‡«≥‡¬◊ËÕ‡¡◊Õ°™àÕß

ª“° √«¡∑—Èß¡’≈—°…≥–∑“ß®ÿ≈æ¬“∏‘«‘∑¬“ ·≈–Õ‘¡¡Ÿπ

æ¬“∏‘«‘∑¬“‡™àπ‡¥’¬«°—∫‡æ¡øî°—«—≈°“√‘ 

 ¡’√“¬ß“π«à“æ“√“π’‚Õæ≈“µ‘°‡æ¡øî°—“¡“√∂

‡°‘¥√à«¡°—∫‚√§¡–‡√ÁßÀ≈“¬™π‘¥(50,51) ‰¥â·°à   
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 1. πÕπŒÕ¥®å°‘π≈‘¡‚ø¡“ (Non-Hodgkin’s lym-

phoma) 

 2. ‚§√π‘°≈‘¡‚ø‰´µ‘°≈‘«§’‡¡’¬ (Chronic lympho-

cytic leukemia) 

 3. ‚√§·§‡∑‘≈·¡π (Castleman’s disease) 

 4. ‡π◊ÈÕßÕ°µàÕ¡‰∑¡— (Thymoma) 

 5. ¡–‡√Áß‡π◊ÈÕ‡¬◊ËÕ‡°’Ë¬«æ—π (Sarcomas) 

 6. ¡–‡√Áßµ—∫ÕàÕπ (Pancreatic carcinoma) 

 7. ¡–‡√Áß§«Õ¡—‡´≈≈å¢ÕßÀ≈Õ¥≈¡ (Broncho-

genic carcinoma)  

 8. ¡–‡√Áß‡µâ“π¡ (Breast carcinomas) 

 ”À√—∫°“√√—°…“‚√§æ“√“π’‚Õæ≈“µ‘°‡æ¡øî°—

∑”‰¥â¬“° ·≈–º≈°“√√—°…“¡—°‰¡à‡ªìπ∑’Ëπà“æÕ„® °“√

æ¬“°√≥å‚√§®–¢÷Èπ°—∫‚√§¡–‡√Áß∑’Ë‡°‘¥√à«¡ °“√√—°…“

æ“√“π’‚Õæ≈“µ‘°‡æ¡øî°—∑”‰¥â‚¥¬„Àâ‡µ’¬√Õ¬¥å∑“ß

√–∫∫ ·≈–¬“°¥¿Ÿ¡‘§ÿâ¡°—π ‰¥â·°à Õ–´“‰∑‚Õæ√’π  ´—¬

‚§≈øÕø“‰¡¥å  ·≈–´—¬‚§≈ªÕ√‘π √«¡∑—Èß¡’√“¬ß“π

°“√„™â¬“ À√◊Õ«‘∏’°“√√—°…“Õ◊ËπÊ ‰¥â·°à ·¥ª‚´π Õ‘¡¡Ÿ‚π

‚°≈∫Ÿ≈‘π·∫∫©’¥‡¢â“À≈Õ¥‡≈◊Õ¥¥” ·≈–‚ø‚µøï√’´‘ 

(photopheresis) ºŸâªÉ«¬æ“√“π’‚Õæ≈“µ‘°‡æ¡øî°—¡—°

æ∫°“√µ‘¥‡™◊ÈÕ¢Õß√–∫∫À“¬„® ·≈–‡’¬™’«‘µ®“°√–∫∫

À“¬„®≈â¡‡À≈«(2,52)   

 

√ÿª 
 ‡æ¡øî°—«—≈°“√‘‡ªìπ‚√§∑’Ë¡’§«“¡º‘¥ª°µ‘·¥ß

≈—°…≥–‡ªìπµÿ à¡πÈ”™π‘¥∑’ Ë‡°‘¥„π™— Èπ‡¬◊ ËÕ∫ÿº‘«∫√‘‡«≥

º‘«Àπ—ß ·≈–‡¬◊ËÕ‡¡◊Õ° ´÷Ëß“‡Àµÿ‡°‘¥®“°¿Ÿ¡‘µâ“π∑“π

‡π◊ÈÕ‡¬◊ËÕµ—«‡Õß„π™—Èπ‡¬◊ËÕ∫ÿº‘« ‚√§π’È®–æ∫∫àÕ¬„πºŸâªÉ«¬«—¬

°≈“ß§π ≈—°…≥–√Õ¬‚√§„π™àÕßª“°®–‡ªìπ·º≈∂≈Õ°

´÷Ëß‡ªìπº≈µ“¡®“°°“√·µ°ÕÕ°¢Õßµÿà¡πÈ” °“√√—°…“„π

ªí®®ÿ∫—π®–∑”‚¥¬„Àâ‡µ’¬√Õ¬¥å∑“ß√–∫∫ ‚¥¬Õ“®„Àâ

√à«¡°—∫¬“°¥¿Ÿ¡‘§ÿ â¡°—π ‚√§π’ÈÕ“®æ∫√à«¡°—∫‚√§¿Ÿ¡‘

µâ“π∑“π‡π◊ÈÕ‡¬◊ËÕµ—«‡ÕßÕ◊ËπÊ πÕ°®“°π’ÈÕ“®æ∫‡æ¡-

øî°—«—≈°“√‘√à«¡°—∫¡–‡√Áß∫“ß™π‘¥ ´÷Ëß‡√’¬°°≈ÿà¡Õ“°“√π’È

«à“æ“√“π’‚Õæ≈“µ‘°‡æ¡øî°— 

 

°‘µµ‘°√√¡ª√–°“» 
 ¢Õ¢Õ∫§ÿ≥ º». ∑æ≠. ¡‘Ëß¢«—≠  ¡à«ß¡≥’  ¿“§«‘™“

∑—πµ«‘∑¬“-æ¬“∏‘«‘∑¬“™àÕßª“° §≥–∑—πµ·æ∑¬»“µ√å 

¡À“«‘∑¬“≈—¬‡™’¬ß„À¡à ∑’Ë„Àâ§”·π–π”„π°“√‡¢’¬π

∫∑§«“¡ ·≈–„Àâ§«“¡Õπÿ‡§√“–Àå√Ÿª∂à“¬∑“ß®ÿ≈æ¬“∏‘

«‘∑¬“ 
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