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Abstract
It is well-awared worldwide that gastrointestinal tract diseases obviously are the major problems

in public health, particularly in developing countries. Probiotics have been thoroughly studied for its

potentialities in treatment and prevention of gastrointestinal tract infections. Probiotics are viable

microorganisms, which insert its beneficial effects on the health of their hosts upon administering in

adequate amounts. In recent years, there are a number of studies demonstrating the capability of

probiotics to prevent and decrease the risks of gastrointestinal tract infections and gastrointestinal

tract disorders. This article reviews entirely about probiotics including its background, definition, properties,

mechanisms, strains and its potential roles in gastrointestinal tract infection. In addition, intestinal microbial

balance and ingestion of prebiotics to promote probiotics growth will also be provided.

Keywords:  Probiotics, Gastrointestinal infection, Lactic acid bacteria, Prebiotics

‚æ√‰∫‚Õµ‘°·≈–°“√µ‘¥‡™◊ÈÕ„π∑“ß‡¥‘πÕ“À“√
PROBIOTICS AND GASTROINTESTINAL INFECTIONS

¡“≈—¬ ∑«’‚™µ‘¿—∑√å
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∫∑π”
‚√§µ‘¥‡™◊ÈÕ„π∑“ß‡¥‘πÕ“À“√‡ªìπ “‡Àµÿ

¢Õß°“√‡®Á∫ªÉ«¬ (morbidity) ·≈–°“√‡ ’¬™’«‘µ

(mortality) „π‡¥Á° ºŸâªÉ«¬µ“¡‚√ßæ¬“∫“≈ À√◊ÕºŸâ∑’Ë

¡’¿“«–¿Ÿ¡‘§ÿâ¡°—πµË” ́ ÷Ëß‡ªìπªí≠À“ “∏“√≥ ÿ¢∑—Ë«‚≈°

‚¥¬‡©æ“–„πª√–‡∑»∑’Ë°”≈—ßæ—≤π“ [1] ‡™◊ÈÕ°àÕ‚√§

„π∑“ß‡¥‘πÕ“À“√ (gastrointestinal pathogens)

 à«π„À≠à‡°‘¥®“°‡™◊ÈÕ·∫§∑’‡√’¬ ‡™àπ pathogenic

Escherichia coli, Salmonella, Shigella,

Campylobacter jejuni, Vibrio cholerae [2-3] ‡ªìπµâπ

„πºŸâªÉ«¬∑’Ë‰¥â√—∫¬“ªØ‘™’«π–‡ªìπ‡«≈“π“π¡—°®–‡°‘¥

‡ªìπ‚√§ antibiotics-associated diarrhea ‡π◊ËÕß®“°

‡™◊ÈÕ toxigenic Clostridium difficile [4]  à«π°“√

µ‘¥‡™◊ÈÕ Helicobacter pylori ‡ªìπ “‡Àµÿ¢Õß‚√§

°√–‡æ“–Õ“À“√Õ—°‡ ∫ (gastritis) À√◊Õ ·º≈„π

°√–‡æ“–Õ“À“√ (peptic ulcer) [1] πÕ°®“°π’È

°“√µ‘¥‡™◊ÈÕ‰«√— ∫“ß™π‘¥ ‰¥â·°à rotavirus °Á‡ªìπ

 “‡Àµÿ ”§—≠∑’Ë°àÕ„Àâ‡°‘¥‚√§Õÿ®®“√–√à«ß (diarrhea)

„π‡¥Á°

‡π◊ËÕß®“°ªí≠À“¢Õß‡™◊ÈÕ¥◊ÈÕµàÕ¬“ªØ‘™’«π–

(antibiotic resistance) ·≈–§«“¡ ”§—≠¢Õß°“√

 àß‡ √‘¡ ÿ¢¿“æ ®ÿ≈‘π∑√’¬å∑’Ë„Àâª√–‚¬™πå (beneficial

microorganisms) µàÕ ÿ¢¿“æ À√◊Õ ‡√’¬°«à “

‚æ√‰∫‚Õµ‘° (probiotics) ‰¥â‡¢â“¡“¡’∫∑∫“∑ ·≈–

‡ªìπ∑’Ëπ‘¬¡·æ√àÀ≈“¬„π¬ÿ§ªí®®ÿ∫—π ∑—Èß¥â“π°“√·æ∑¬å

º≈‘µ¿—≥±åÕ“À“√ ÿ¢¿“æ ·≈–Õÿµ “À°√√¡Õ“À“√ —µ«å

‡æ◊ËÕ∑¥·∑π°“√„™â¬“ªØ‘™’«π– À√◊Õ‡æ◊ËÕ‡æ‘Ë¡∑“ß‡≈◊Õ°

„π°“√ªÑÕß°—π°“√µ‘¥‡™◊ÈÕ [1,4]

°“√„™â‚æ√‰∫‚Õµ‘°‡ªìπ ‘Ëß∑’Ëπ—°«‘∑¬“»“ µ√å

„πªí®®ÿ∫—π‡ÀÁπ§«“¡ ”§—≠·≈–„Àâ§«“¡ π„®Õ¬à“ß

®√‘ß®—ß ¡’°“√»÷°…“∫∑∫“∑¢Õß‚æ√‰∫‚Õµ‘°„π°“√

ªÑÕß°—π·≈–√—°…“‚√§µ‘¥‡™◊ÈÕ ‚¥¬‡©æ“–‚√§µ‘¥‡™◊ÈÕ

„π∑“ß‡¥‘πÕ“À“√ ∑—Èß„πÀâÕß∑¥≈Õß  —µ«å∑¥≈Õß

·≈–„πÕ“ “ ¡—§√ ÷́Ëßæ∫«à“®ÿ≈‘π∑√’¬åÀ≈“¬™π‘¥

¡’§«“¡ª≈Õ¥¿—¬ ·≈–¡’»—°¬¿“æ„π°“√ªÑÕß°—π À√◊Õ

≈¥√–¬–‡«≈“ ·≈–≈¥§«“¡º‘¥ª°µ‘¢Õß‚√§„π∑“ß‡¥‘π

Õ“À“√‰¥â

1. ‚æ√‰∫‚Õµ‘° (Probiotics)
1.1 ª√–«—µ‘§«“¡‡ªìπ¡“¢Õß‚æ√‰∫‚Õµ‘°

(Background of probiotics)

®ÿ¥‡√‘Ë¡µâπ¢Õß‚æ√‰∫‚Õµ‘°¡’¡“µ—Èß·µà

µâπªï §.». 1900 ‚¥¬ Elie Metchnikoff

π—°«‘∑¬“»“ µ√å √“ß«—≈‚π‡∫≈ ™“«√— ‡ ’́¬ ‰¥âµ—Èß

¢âÕ —ß‡°µ »÷°…“·≈–§âπ§«â“ ®π‰¥â¢âÕ‡ πÕ·π–«à“

ª√–™“°√∑’Ë∫√‘‚¿§π¡‡ª√’È¬« À√◊Õ‚¬‡°‘√åµ ´÷Ëß¡’

·∫§∑’‡√’¬°√¥·≈§µ‘° (lactic acid bacteria) ‡ªìπ

ª√–®” ®–¡’ ÿ¢¿“æ¥’ ·¢Áß·√ß ·≈–Õ“¬ÿ¬◊π ´÷Ëß

®ÿ≈‘π∑√’¬å∑’Ë‰¥â√—∫‡¢â“‰ª®–°àÕ„Àâ‡°‘¥ª√–‚¬™πåµàÕ

√à“ß°“¬ ‚¥¬™à«¬≈¥°“√‡πà“‡ ’¬ ·≈–≈¥ “√∑’Ë‡ªìπæ‘…

®“°Õ“À“√ ·≈–∑’Ë‡°‘¥®“°‡™◊ÈÕ°àÕ‚√§ (pathogens)

À√◊Õ ‡™◊ÈÕ∑’Ë‰¡à¥’„π≈”‰ â ´÷Ëß®ÿ≈‘π∑√’¬å “¬æ—π∏ÿå∑’Ë¥’

™à«¬„Àâ‡°‘¥ autointoxication [5] ®“°°“√»÷°…“

¿“¬À≈—ßæ∫«à“®ÿ≈‘π∑√’¬åπ—Èπ‡ªìπ·∫§∑’‡√’¬™π‘¥

Lactobacillus bulgaricus µàÕ¡“„πªï §.» 1930

·æ∑¬å™“«≠’ËªÿÉπ ™◊ËÕ Minoru Shirota ºŸâ´÷Ëß‡ÀÁπ§«“¡

 ”§—≠¢Õß°“√ªÑÕß°—π‚√§ ·≈–°“√ª√—∫ ¡¥ÿ≈¢Õß

‡™◊ÈÕª√–®”∂‘Ëπ„π∑“ß‡¥‘πÕ“À“√ ‰¥â»÷°…“§âπ§«â“

®π “¡“√∂§—¥·¬°·≈–‡æ“–‡≈’È¬ß·∫§∑’‡√’¬™π‘¥

L. casei ®“°§π‰¥â ”‡√Á® ´÷Ëß L. casei  “¬æ—π∏ÿå

Shirota π’È π”¡“„™â„πº≈‘µ¿—≥±åπ¡‡ª√’È¬«∑’Ëª√– ∫

§«“¡ ”‡√Á®®π∂÷ßªí®®ÿ∫—π [6] „π√–¬–‡«≈“ª√–¡“≥

20 ªï¡“π’È π—°«‘∑¬“»“ µ√å π„®»÷°…“®ÿ≈‘π∑√’¬å∑’Ë¡’

ª√–‚¬™πåµàÕ√à“ß°“¬¡“°¢÷Èπ ∑—Èß„π¥â“π “¬æ—π∏ÿå

·≈–§ÿ≥ ¡∫—µ‘°“√‡ªìπ‚æ√‰∫‚Õµ‘° ·∫§∑’‡√’¬

„π≈”‰ âÀ≈“¬ “¬æ—π∏ÿå  ¡’°“√»÷°…“æ∫«à“¡’

§ÿ≥ ¡∫—µ‘·≈–§«“¡‡ªìπ‰ª‰¥â„π°“√‡ªìπ‚æ√‰∫‚Õµ‘°

[7] °“√«‘®—¬·≈–æ—≤π“‚æ√‰∫‚Õµ‘°¡’·π«‚πâ¡‡æ‘Ë¡

¡“°¢÷Èπ‡√◊ËÕ¬Ê ‚¥¬‡©æ“–„π À√—∞Õ‡¡√‘°“ ¬ÿ‚√ª

·≈–≠’ËªÿÉπ [8]  à«πº≈‘µ¿—≥±å‚æ√‰∫‚Õµ‘°¡’

„πÀ≈“¬√Ÿª·∫∫ ‡™àπ º ¡„ππ¡ π¡‡ª√’È¬« ‚¬‡°‘√åµ

À√◊ÕÕ“À“√‡ √‘¡„π√Ÿª·§ª Ÿ́≈ ‡ªìπµâπ ¥—ßµ—«Õ¬à“ß

· ¥ß„π¿“æ∑’Ë 1 [9]
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¿“æ∑’Ë 1 µ—«Õ¬à“ßº≈‘µ¿—≥±åÕ“À“√∑’Ë¡’‚æ√‰∫‚Õµ‘°

∑’Ë¡“:Parkes, G.C., Sanderson, J.D. and Whelan, K. (2009). The mechanisms and efficacy of probiotics

in the prevention of Clostridium difficile-associated diarrhoea,  Lancet Infect Dis,  9, 237-244.

1.2 §”®”°—¥§«“¡¢Õß‚æ√‰∫‚Õµ‘°

(Definition of probiotics)

§”«à“ çprobioticsé ‡ªìπ§”µ√ß¢â“¡

°—∫§”«à“ çantibioticé ‚¥¬ probiotics ‡ªìπ§”¡“

®“°¿“…“°√’° ·ª≈«à“ ‡æ◊ËÕ™’«‘µ (for life) [10] ´÷Ëß

‚æ√‰∫‚Õµ‘°¡’À≈“¬§”®”°—¥§«“¡ ·≈–¡’°“√

ª√—∫‡ª≈’Ë¬π¡“‡√◊ËÕ¬Ê ‚¥¬°àÕπÀπâ“π’È §”®”°—¥§«“¡

∑’Ë‡ªìπ∑’Ë¬Õ¡√—∫¡“°∑’Ë ÿ¥ ‡ πÕ‚¥¬π—°«‘∑¬“»“ µ√å

™◊ËÕ Fuller ´÷Ëß‰¥â„Àâ§”®”°—¥§«“¡‰«â«à“ ‚æ√‰∫‚Õµ‘°

À¡“¬∂÷ß ®ÿ≈‘π∑√’¬å∑’Ë¡’™’«‘µ ‡¡◊ËÕ„Àâ‡ √‘¡‡¢â“‰ª®–¡’

ª√–‚¬™πåµàÕ√à“ß°“¬‚¥¬‰ª‡æ‘Ë¡ ¡¥ÿ≈¢Õß®ÿ≈‘π∑√’¬å

„π≈”‰ â [11] µàÕ¡“§”®”°—¥§«“¡°Á‰¥â°”Àπ¥¢÷Èπ

¡“‚¥¬§≥–∑”ß“π¢Õß Food and Agriculture

Organization of the United Nations (FAO) ·≈–

World Health Organization (WHO) ́ ÷Ëß§”®”°—¥§«“¡π’È

‰¥â°”Àπ¥«à“ ‚æ√‰∫‚Õµ‘° À¡“¬∂÷ß ®ÿ≈‘π∑√’¬å

∑’Ë¡’™’«‘µ‡¡◊ËÕ‰¥â√—∫„πª√‘¡“≥∑’Ë‡æ’¬ßæÕ ®–°àÕ„Àâ‡°‘¥

ª√–‚¬™πåµàÕ ÿ¢¿“æ√à“ß°“¬ºŸâ‡ªìπ‡®â“¢Õß [12] ÷́Ëß

∂◊Õ‡ªìπ§”®”°—¥§«“¡∑’Ë‡ªìπ∑“ß°“√ ‡ªìπ∑’Ë¬Õ¡√—∫

Õ¬à“ß°«â“ß¢«“ß„π«ß°“√«‘∑¬“»“ µ√å ·≈–„™â„π

ªí®®ÿ∫—π

1.3 §ÿ ≥   ¡ ∫— µ‘ ¢ Õ ß ‚ æ √ ‰ ∫ ‚ Õ µ‘ °

(Properties of probiotics)

°“√‰¥â√—∫‚æ√‰∫‚Õµ‘°‡¢â“‰ª®–™à«¬

„π°“√‡æ‘Ë¡ ¡¥ÿ≈¢Õß®ÿ≈‘π∑√’¬å„π√à“ß°“¬ ·≈–°àÕ„Àâ

‡°‘¥ª√–‚¬™πå¥â“πµà“ßÊ µàÕ√à“ß°“¬ [13] ¥—ßπ—Èπ

„π°“√§—¥‡≈◊Õ° ·≈–ª√–‡¡‘π§ÿ≥ ¡∫—µ‘¢Õß®ÿ≈‘π∑√’¬å

‡æ◊ËÕ‡ªìπ‚æ√‰∫‚Õµ‘°π—Èπ ®ÿ≈‘π∑√’¬å®–µâÕß¡’§ÿ≥ ¡∫—µ‘

µ“¡À≈—°‡°≥±å¢Õß°“√‡ªìπ‚æ√‰∫‚Õµ‘°∑’Ë¥’ ‡™àπ

®ÿ≈‘π∑√’¬å‚æ√‰∫‚Õµ‘°§«√‡ªìπ “¬æ—π∏ÿå∑’Ë‰¥â®“°§π

‡æ√“–®– “¡“√∂ª√—∫µ—«·≈–¡’°“√· ¥ßÕÕ°¢Õß

§ÿ≥ ¡∫—µ‘µà“ßÊ ‰¥â¥’„π ‘Ëß·«¥≈âÕ¡∑’Ë§ÿâπ‡§¬ ¡’

§«“¡ª≈Õ¥¿—¬µ“¡À≈—°¢Õß Generally recognized

as safe status (GRAS)  “¡“√∂¡’™’«‘µ√Õ¥

·≈–¡’§ÿ≥ ¡∫—µ‘∑πµà Õ ¿“æ§«“¡‡ªìπ°√¥

„π°√–‡æ“–Õ“À“√ (resistance to gastric acidity)

·≈–πÈ”¥’ (bile acid resistance)  “¡“√∂¬÷¥‡°“–

°—∫‡´≈≈å‡¬◊ËÕ∫ÿ≈”‰ â (intestinal epithelial cells)
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 “¡“√∂ √â“ß “√µâ“π®ÿ≈‘π∑√’¬åÕ◊Ëπ (antimicrobial

substances) [14] §«“¡ “¡“√∂„π°“√ª√—∫

¿Ÿ¡‘§ÿâ¡°—π (modulate immune response) °Á¡’

§«“¡ ”§—≠„π°“√π”¡“„™â°—∫ºŸâ∑’Ë¡’ ¿“«–¿Ÿ¡‘§ÿâ¡°—π

∫“ßÕ¬à“ß‰¡à∑”ß“πÀ√◊Õ‰¡àª°µ‘ [15-16] ·≈–

πÕ°®“°π’È “¬æ—π∏ÿå∑’Ë ‡À¡“– ¡®–µâÕß “¡“√∂

‡æ“–‡≈’È¬ßÀ√◊Õº≈‘µ„π√–¥—∫Õÿµ “À°√√¡ ·≈– “¡“√∂

¡’™’«‘µ√Õ¥„π ¿“«–À√◊Õ¢—ÈπµÕπ °√–∫«π°“√º≈‘µ

·≈–°“√«“ß®”Àπà“¬ [15,17]

2. °≈ ‰ °° “ √∑” ß “π¢Õß ‚æ√ ‰∫ ‚ Õµ‘ °
(Mechanism of action of probiotics)

°“√∑”ß“π¢Õß‚æ√‰∫‚Õµ‘°„π°“√ªÑÕß°—π

·≈–≈¥Õ“°“√¢Õß‚√§∑’Ë°àÕ„Àâ‡°‘¥§«“¡º‘¥ª°µ‘µà“ßÊ

¡’À≈“¬°≈‰°∑’Ë¡’¢âÕæ‘ Ÿ®πå™—¥‡®π ·µàÀ≈“¬°≈‰°

¬—ß¢“¥¢âÕ¡Ÿ≈·≈–¬—ßµâÕßæ‘ Ÿ®πåµàÕ‰ª ¥—ß· ¥ß

„π¿“æ∑’Ë 2 [18] ß“π«‘®—¬ à«π„À≠à¬—ß§ß»÷°…“

°≈‰°°“√∑”ß“π¢Õß‚æ√‰∫‚Õµ‘°µàÕ‡™◊ÈÕ°àÕ‚√§

®”‡æ“– (specific pathogen) Õ¬à“ß‰√°Áµ“¡§ÿ≥ ¡∫—µ‘

‚æ√‰∫‚Õµ‘° ‡ªìπ§ÿ≥ ¡∫—µ‘∑’Ë®”‡æ“–¢Õß·µà≈– “¬æ—π∏ÿå

(strain dependent) ‚æ√‰∫‚Õµ‘°™π‘¥ (species)

‡¥’¬«°—π ·µà§π≈– “¬æ—π∏ÿå (strain) Õ“®®–¬—∫¬—Èß‡™◊ÈÕ

°àÕ‚√§µà“ß°—π ·≈–¥â«¬°≈‰°∑’Ëµà“ß°—π [19] °≈‰°

∑’Ë ”§—≠∫“ßÕ¬à“ß¢Õß‚æ√‰∫‚Õµ‘°¥—ß®–‰¥â°≈à“«

µàÕ‰ªπ’È

¿“æ∑’Ë 2 · ¥ß∂÷ß°≈‰°°“√∑”ß“π¢Õß‚æ√‰∫‚Õµ‘° ‚¥¬®–À≈—Ëß “√∑’ËµàÕµâ“π°“√µ‘¥‡™◊ÈÕ √«¡∑—Èß°“√¡’

interaction °—∫ intestinal epithelial cells ·≈– macrophages ́ ÷Ëß®–™à«¬ àß‡ √‘¡°“√∑”ß“π¢Õß barrier

ª√—∫√–∫∫¿Ÿ¡‘§ÿâ¡°—π·≈–‡æ‘Ë¡§«“¡ “¡“√∂„π°“√µâ“π°“√µ‘¥‡™◊ÈÕ

∑’Ë¡“:Britton, R.A. and Versalovic, J. (2008). Probiotics and gastrointestinal infections, Interdiscip

Perspect Infect Dis, 1-10.
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2.1 Production of antimicrobial

substances

®ÿ≈‘π∑√’¬å‚æ√‰∫‚Õµ‘°  “¡“√∂¬—∫¬—Èß

°“√‡®√‘≠¢Õß‡™◊ÈÕ°àÕ‚√§Õ◊Ëπ‰¥â ‚¥¬§ÿ≥ ¡∫—µ‘∑—Ë«‰ª

 à«π„À≠à®– √â“ß°√¥·≈§µ‘° (lactic acid) ·≈–

°√¥Õ–´‘µ‘° (acetic acid) ‰¥â àßº≈„Àâ ¿“æ

·«¥≈âÕ¡‡ªìπ°√¥ ®÷ß‰ª¬—∫¬—Èß°“√‡®√‘≠¢Õß‡™◊ÈÕ

°àÕ‚√§Õ◊ËπÊ πÕ°®“°π’È‚æ√‰∫‚Õµ‘°∫“ß “¬æ—π∏ÿå

 “¡“√∂ √â“ß‚ª√µ’π À√◊Õ‡ªª‰µ∑å ‰¥â·°à bacteriocin

´÷Ëß®–¬—∫¬—Èß (inhibit) ‡™◊ÈÕ°àÕ‚√§Õ¬à“ß®”‡æ“–

(specific pathogenic strains) ‚æ√‰∫‚Õµ‘°

∫“ß “¬æ—π∏ÿå ‡™àπ L. reuteri ®– √â“ß “√∑’Ë‡√’¬°«à“

reuterin ÷́Ëß “¡“√∂¬—∫¬—Èß‡™◊ÈÕ®ÿ≈‘π∑√’¬åÕ◊Ëπ‰¥âÕ¬à“ß

°«â“ß¢«“ß ∑—Èß·∫§∑’‡√’¬·°√¡∫«° (gram-positive

bacteria), ·∫§∑’‡√’¬·°√¡≈∫ (gram-negative

bacteria), ¬’ µå (yeast), ‡™◊ÈÕ√“ (fungi), ‚ª√‚µ —́«

(protozoa) ·≈–‰«√—  (virus) [20-21]

2.2 Anti-adhesive effects

§«“¡ “¡“√∂„π°“√¬÷¥‡°“–°—∫

intestinal mucosa ·≈–°“√·¬àß®—∫°—∫∑’Ë√—∫ (receptor)

∑’Ëµ”·Àπàß¢Õß intestinal epithelial surface ‡ªìπ

°≈‰°∑’Ë ”§—≠Õ’°Õ¬à“ßÀπ÷Ëß¢Õß·∫§∑’‡√’¬‚æ√‰∫‚Õµ‘°

[22] ‚æ√‰∫‚Õµ‘°∑’Ë “¡“√∂¬÷¥‡°“–°—∫ intestinal

epithelial cells ®–∑πµàÕ°“√∫’∫µ—«·∫∫ peristalsis

‰¡à∂Ÿ°¢—∫ÕÕ°πÕ°∑“ß‡¥‘πÕ“À“√ ¢≥–‡¥’¬«°—π

¬—ß‡ªìπ°“√‰ª°’¥¢«“ß°“√¬÷¥‡°“– (adhere) ·≈–

‡ªìπ°“√·¢àß·¬àß°—π®—∫√–À«à“ß‚æ√‰∫‚Õµ‘°°—∫

‡™◊ÈÕ°àÕ‚√§„π∑“ß‡¥‘πÕ“À“√Õ’°¥â«¬ ‚æ√‚∫‚Õµ‘°

Õ“®®–·¢àß°—∫‡™◊ÈÕ°àÕ‚√§„π°“√®—∫°—∫ receptor

‡¥’¬«°—π À√◊Õ “¡“√∂¬àÕ¬ (degrade) carbohydrate

receptor À√◊Õ°“√ √â“ß biofilm ¢Õß‚æ√‚∫‚Õµ‘°‡Õß

µ≈Õ¥®π°“√ √â“ß analogues receptor À√◊Õ°“√ √â“ß

biosurfactants [23]

2.3 Competition for nutrients

§«“¡ “¡“√∂„π°“√·¬àßÕ“À“√∑’Ë¡’

Õ¬à“ß®”°—¥ ¡’§«“¡ ”§—≠„π°“√°”Àπ¥‡™◊ÈÕª√–®”∂‘Ëπ

(normal microbiota) „π∑“ß‡¥‘πÕ“À“√ ‡™◊ÈÕ species

„¥ ∑’Ë‰¡à “¡“√∂·¬àßÕ“À“√°Á®–∂Ÿ°°”®—¥ÕÕ°‰ª

®“°√–∫∫π’È °“√‡æ‘Ë¡®”π«π¢Õß probiotic lactobacilli

®–∑”„Àâ‡°‘¥°“√≈¥ “√Õ“À“√∑’Ë®”‡ªìπ ”À√—∫‡™◊ÈÕ

°àÕ‚√§Õ◊Ëπ ‡™àπ °“√¡’ª√‘¡“≥∏“µÿ‡À≈Á°Õ¬à“ß®”°—¥

´÷Ëß®ÿ≈‘π∑√’¬å‡°◊Õ∫∑ÿ°™π‘¥µâÕß°“√„π°“√‡®√‘≠‡µ‘∫‚µ

[7] ·µà ”À√—∫ lactobacilli  “¡“√∂·¢àß¢—π„π°“√

·¬àß∏“µÿ‡À≈Á°∑’Ë¡’Õ¬à“ß®”°—¥‰¥â¥’°«à“‡™◊ÈÕ°àÕ‚√§

‡π◊ËÕß®“° “¡“√∂ uptake ‡À≈Á°‰¥â‚¥¬µ√ß∑’Ë

cell surface ‰¡àµâÕßÕ“»—¬°“√ √â“ß siderophores

ÕÕ°¡“‡æ◊ËÕ¥÷ß‡À≈Á°‰ª„™â„π°“√‡®√‘≠‡µ‘∫‚µ [24]

2.4 Antitoxin effects

Toxin ‡ªìπªí®®—¬ (virulence factor)

∑’Ë ”§—≠¢Õß‡™◊ÈÕ„π°“√°àÕ‚√§ °≈‰°¢Õß‚æ√‰∫‚Õµ‘°

 “¡“√∂ªÑÕß°—π‰¡à„Àâ¡’°“√· ¥ßÕÕ° (express)

¢Õß toxin ¢Õß‡™◊ÈÕ°àÕ‚√§„π√à“ß°“¬‰¥â ¡’°“√»÷°…“

æ∫«à“ Bifidobacterium breve Yakult ·≈– B.

pseudocatenulatum DSM 20439  “¡“√∂¬—∫¬—Èß

°“√ express ¢Õß shiga toxin ‚¥¬ E. coli (STEC)

O157:H7 ‰¥â „πÀ≈Õ¥∑¥≈Õß (in vitro) ·≈–

„πÀπŸ∑ÿ°µ—« ∑’Ë‰¥â√—∫ B. breve Yakult  ¡’™’«‘µ√Õ¥

®“°°“√ challenge ¥â«¬ STEC [25] πÕ°®“°π’È¡’

°“√»÷°…“æ∫«à“ çSaccharomyces boulardiié

 “¡“√∂µàÕµâ“π‡™◊ÈÕ C. difficile ‚¥¬°“√¬àÕ¬ toxin

receptor „π intestinal mucosa ‰¥â [26-27]

2.5 Modulation of immunity

°“√¬÷¥‡°“–°—∫‡¬◊ËÕ∫ÿ≈”‰ âÕ“®®–

 àßº≈„Àâ¡’ interaction √–À«à“ß‚æ√‰∫‚Õµ‘°°—∫

epithelial cells ‚¥¬µ√ß À√◊Õ ‚æ√‰∫‚Õµ‘°Õ“®®– √â“ß

soluble factor ∫“ßÕ¬à“ß ‡™àπ immunmodulin [28]
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·≈–Õ“®®–‰ª¡’º≈„π°“√°√–µÿâπ signaling cascade

¢Õß epithelial cells À√◊Õ immune cells π”‰ª Ÿà

°“√ª√—∫¿Ÿ¡‘§ÿâ¡°—π (immunomodulation) [23]

¡’°“√»÷°…“ ex vivo æ∫«à“ human monocyte derived

dendritic cells ∑’Ë‡®√‘≠„π ¿“«–∑’Ë¡’‚æ√‰∫‚Õµ‘°

·∫§∑’‡√’¬™π‘¥ L. rhamnosus ¡’Õ—µ√“°“√·∫àßµ—«

‡æ‘Ë¡®”π«π≈¥≈ß ·≈–¡’°“√‡ª≈’Ë¬π·ª≈ß°“√ √â“ß

cytokine ™π‘¥ interleukin-2 (IL-2), interleukin-

4(IL-4) ·≈– interleukin-10 (IL-10) [29]

Õ¬à“ß‰√°Áµ“¡‚æ√‰∫‚Õµ‘°¡’∫∑∫“∑∑—Èß¿Ÿ¡‘§ÿâ¡°—π

·∫∫‰¡à®”‡æ“– (non-specific immunity) ·≈–

¿Ÿ¡‘§ÿâ¡°—π·∫∫®”‡æ“– (specific immunity) ÷́Ëß‡ªìπ

Õ’°°≈‰°Àπ÷Ëß∑’Ë‚æ√‰∫‚Õµ‘°™à«¬„Àâ√à“ß°“¬µàÕµâ“π

§«“¡º‘¥ª°µ‘µà“ßÊ „π≈”‰ â‰¥â [30]

3. ®ÿ≈‘π∑√’¬å “¬æ—π∏ÿå∑’Ë „™â‡ªìπ‚æ√‰∫‚Õµ‘°
(Strains use as probiotics)

®ÿ≈‘π∑√’¬åÀ≈“¬™π‘¥¡’§ÿ≥ ¡∫—µ‘‡ªìπ‚æ√‰∫

‚Õµ‘° ´÷Ëß‡ªìπ§ÿ≥ ¡∫—µ‘‡©æ“–¢Õß·µà≈– “¬æ—π∏ÿå

(strain dependent) ¥—ßπ—Èπ ®÷ßµâÕß¡’°“√§—¥‡≈◊Õ°

 “¬æ—π∏ÿå∑’Ë„Àâª√–‚¬™πå »÷°…“§ÿ≥≈—°…≥–·≈–

§ÿ≥ ¡∫—µ‘µà“ßÊ ¢Õß “¬æ—π∏ÿå ‡æ◊ËÕ°“√‡ªìπ‚æ√‰∫‚Õµ‘°

∑’Ë¥’ µ“¡‡°≥±å¢Õß FAO/WHO À√◊Õµ“¡¢âÕ°”Àπ¥

¢Õß·µà≈–ª√–‡∑» ´÷Ëß®–§≈â“¬Ê °—π ·≈–∑’Ë ”§—≠

®ÿ≈‘π∑√’¬å‚æ√‰∫‚Õµ‘°π—ÈπÊ ®–µâÕß¡’§«“¡ª≈Õ¥¿—¬

µ“¡À≈—°¢Õß GRAS ·∫§∑’‡√’¬ “¬æ—π∏ÿå‚æ√‰∫‚Õµ‘°

®–¡’§«“¡ “¡“√∂Õ¬à“ß„¥Õ¬à“ßÀπ÷Ëß À√◊ÕÀ≈“¬Ê

Õ¬à“ß ‡™àπ ªÑÕß°—π°“√µ‘¥‡™◊ÈÕ„π√–∫∫∑“ß‡¥‘πÕ“À“√

§«∫§ÿ¡°“√µÕ∫ πÕß∑“ß¿Ÿ¡‘§ÿâ¡°—π (immune

regulation) ≈¥°“√Õ—°‡ ∫ (anti-inflammatory)

À√◊Õ  “¡“√∂¬—∫¬—Èß°“√‡®√‘≠¢Õß‡´≈≈å¡–‡√Áß (anti-

cancer) ‡ªìπµâπ °“√π”‚æ√‰∫‚Õµ‘°¡“„™âÕ“®®–

ª√–°Õ∫‰ª¥â«¬®ÿ≈‘π∑√’¬å “¬æ—π∏ÿå‡¥’¬« À√◊ÕÀ≈“¬Ê

 “¬æ—π∏ÿå ®ÿ≈‘π∑√’¬å‚æ√‰∫‚Õµ‘° à«π„À≠à®–Õ¬Ÿà„π

°≈ÿà¡·∫§∑’‡√’¬°√¥·≈§µ‘° ´÷Ëß‡ªìπ·∫§∑’‡√’¬·°√¡

∫«° (gram-positive bacteria) ¡’∑—Èß√Ÿª√à“ß°≈¡

(cocci) ·≈–√Ÿª√à“ß·∑àß (bacilli) ∑’Ë “¡“√∂º≈‘µ

°√¥·≈§µ‘°‰¥â ∑’Ë ”§—≠ ‰¥â·°à  °ÿ≈ (genus)

Lactobacillus, Streptococcus, Enterococcus,

Lactococcus, Bifidobacterium, Pediococcus,

Leuconostoc πÕ°®“°π’È°Á¡’®ÿ≈‘π∑√’¬å„π °ÿ≈ Bacillus

À√◊Õ ‡™◊ÈÕ√“™π‘¥ Sacharomyces ·≈– Aspergillus

[31] ÷́Ëß Lactobacillus ·≈– Bifidobacterium ‡ªìπ

®ÿ≈‘π∑√’¬å “¬æ—π∏ÿå∑’Ë¡’°“√»÷°…“ ·≈–π”¡“„™â‡ªìπ

‚æ√‰∫‚Õµ‘°¡“°∑’Ë ÿ¥ [19] ∑—Èß Õß™π‘¥π’È‡ªìπ

Õß§åª√–°Õ∫∑’Ë ”§—≠¢Õß‡™◊ÈÕª√–®”∂‘Ëπ„π∑“ß‡¥‘π

Õ“À“√ (gut microbiota) ·≈–‡ªìπ®ÿ≈‘π∑√’¬å∑’Ë‰¡à°àÕ‚√§

(non-pathogenic)  ”À√—∫ Lactobacillus π—Èπ

¡’À≈“¬ “¬æ—π∏ÿå∑’Ëπ”¡“„™â‡ªìπ‚æ√‰∫‚Õµ‘° ‡æ√“–

‡ªìπ·∫§∑’‡√’¬∑’Ë ‡≈’È¬ßßà“¬ ¡’ª√–«—µ‘°“√∫√‘‚¿§

¡“¬“«π“π ·≈–¡’§«“¡ª≈Õ¥¿—¬„πÕ“À“√À¡—°

(fermented food) À≈“¬™π‘¥ [32] ®ÿ≈‘π∑√’¬å

 “¬æ—π∏ÿå∑’Ë¡’°“√»÷°…“·≈–π”¡“„™â‡ªìπ‚æ√‰∫‚Õµ‘°

¥—ß· ¥ß„πµ“√“ß∑’Ë 1 [17]
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µ“√“ß∑’Ë 1 · ¥ß™π‘¥¢Õß®ÿ≈‘π∑√’¬å∑’Ë„™â‡ªìπ‚æ√‰∫‚Õµ‘°

Lactobacillus species Bifidobacterium species Other species

Lactobacillus acidophilus Bifidobacterium bifidum Bacillus cereus

Lactobacillus  rhamnosus AnimalisBifidobacterium  longum Clostridium butyricum

Lactobacillus gasseri Bifidobacterium  breve Escherichia coli

Lactobacillus  casei Bifidobacterium  infantis Proprionibacterium

Lactobacillus  reuteri Bifidobacterium  lactis Freundendsreichii

Lactobacillu  bulgaricus Bifidobacterium  adolescentis çSaccharomyces boulardiié

Lactobacillus plantarum Enterococcus feecalis

Lactobacillus  johnsonii Streptococcus thermophilus

Lactococcus species

VSL#3 (L.bulgaricus, L. plantarum,

B. longum, B. infantis, B. breve,

S. salivarius subsp. thermophilus)

∑’Ë¡“: Gorbach, S. L.  (2002). Probiotics in the third millennium, Digest Liver Dis, 34 (21), S2- S7.

4. ∫∑∫“∑¢Õß‚æ√‰∫‚Õµ‘°„π°“√µàÕµâ“π°“√
µ‘¥‡™◊ÈÕ„π∑“ß‡¥‘πÕ“À“√ (Role of probiotics
in gastrointestinal infections)

‚æ√‰∫‚Õµ‘° ‡ªìπ®ÿ≈‘π∑√’¬å∑’Ë™à«¬ª√—∫ ¡¥ÿ≈

¢Õß‡™◊ÈÕª√–®”∂‘Ëπ„π∑“ß‡¥‘πÕ“À“√ [13] ´÷Ëß¡’

∑—Èß®ÿ≈‘π∑√’¬å∑’Ë¡’ª√–‚¬™πå·≈–¡’‚∑…Õ“»—¬Õ¬Ÿà ∂â“

ª√‘¡“≥®ÿ≈‘π∑√’¬å∑’Ë¡’ª√–‚¬™πå¡’¡“°®–™à«¬ªÑÕß°—π

‰¡à„Àâ®ÿ≈‘π∑√’¬å∑’ËÕ¬Ÿà„π≈”‰ â°àÕ‚√§¢÷Èπ‡Õß À√◊Õ∑’Ë‰¥â

√—∫‡¢â“‰ª„π√à“ß°“¬¡“¬÷¥‡°“– epithelial cells

·≈–À≈—Ëß “√∑’Ë¡’º≈∑”„Àâ‡°‘¥æ¬“∏‘ ¿“æ ·≈–§«“¡

º‘¥ª°µ‘µ“¡¡“ [1] ‡π◊ËÕß®“°§ÿ≥ ¡∫—µ‘∑’Ë¥’¢Õß

‚æ√‰∫‚Õµ‘°¥—ß∑’Ë°≈à“«¡“·≈â«„πµÕπµâπ ®÷ß¡’°“√

»÷°…“‡æ◊ËÕπ”‚æ√‰∫‚Õµ‘°¡“„™â„π°“√ªÑÕß°—π·≈–

√—°…“‚√§µ‘¥‡™◊ÈÕ„π∑“ß‡¥‘πÕ“À“√ √«¡∑—Èß‚√§∑’Ë

°àÕ„Àâ‡°‘¥§«“¡º‘¥ª°µ‘Õ◊ËπÊ „π√à“ß°“¬ [18]

´÷Ë ß „π∑’Ëπ’È ®–°≈à“«∂÷ß∫∑∫“∑¢Õß‚æ√‰∫‚Õµ‘°

„π°“√µàÕµâ“π‚√§µ‘¥‡™◊ÈÕ„π∑“ß‡¥‘πÕ“À“√ ‰¥â·°à

antibiotic-associated diarrhea, Clostridium

difficile-associated diarrhea, travelerûs diarrhea,

food-borne pathogen-associated gastrointestinal

infections, Helicobacter pylori gastroenteritis

·≈– rotavirus diarrhea

4.1 Antibiotic-associated diarrhea

„πºŸâªÉ«¬∑’Ë‰¥â√—∫¬“ªØ‘™’«π– æ∫«à“

ª√–¡“≥ 20% ®–¡’º≈¢â“ß‡§’¬ß∑”„Àâ‡°‘¥‚√§

Õÿ®®“√–√à«ß [33] °≈‰°°“√‡°‘¥‚√§¬—ß‰¡à∑√“∫·πà™—¥

·µà¡—°®–¡’§«“¡ —¡æ—π∏å¥â“πª√‘¡“≥·≈–§ÿ≥¿“æ

¢Õß®ÿ≈‘π∑√’¬åª√–®”∂‘Ë π „π≈”‰ â (intestinal

microbiota) [34] ¡’À≈“¬°“√»÷°…“∑’Ë· ¥ß„Àâ‡ÀÁπ

ª√–‚¬™πå¢Õß‚æ√‰∫‚Õµ‘° „π°“√√—°…“‚√§π’È

°“√»÷°…“„π§π‰¢â 388 √“¬ ‚¥¬·∫àß‡ªìπºŸâ∑’Ë‰¥â√—∫

tetracycline À√◊Õ beta-lactam ·≈–°≈ÿà¡‰¥â√—∫
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‚æ√‰∫‚Õµ‘°   çS. boulardiié ‡∑’¬∫°—∫°≈ÿà¡ placebo

º≈æ∫«à“°≈ÿà¡ placebo ‡ªìπ diarrhea 17.5%

„π¢≥–∑’Ë°≈ÿà¡∑’Ë‰¥â√—∫ çS.  boulardiié  ‡ªìπ diarrhea

4.5% ́ ÷Ëßº≈ Õ¥§≈âÕß°—∫°“√»÷°…“„π§π‰¢â∑’Ë‰¥â√—∫

beta-lactam °“√»÷°…“‚¥¬„Àâ 97 §π ‰¥â√—∫

çS. boulardiié ÷́Ëß„π°≈ÿà¡π’Èæ∫«à“ 7.2% ∑’Ë‡ªìπ

antibiotic-associated diarrhea (AAD)  à«π„π°≈ÿà¡

placebo ®”π«π 96 §π æ∫«à“ 14.6% ‡ªìπ

antibiotic-associated diarrhea [35] „π°“√»÷°…“

Õ◊ËπÊ °—∫§π‰¢â∑’Ëæ—°√—°…“µ—«„π‚√ßæ¬“∫“≈

®”π«π 79 §π ∑’Ë‰¥â√—∫¬“ ampicillin ´÷Ëß°“√√—°…“

¥â«¬¬“ªØ‘™’«π–π—Èπ¡—°®–∑”„Àâ Lactobacillus

„π≈”‰ â≈¥≈ß °“√»÷°…“π’È  ‰¥â„™â Lactinex

´÷Ëßª√–°Õ∫¥â«¬‡™◊ÈÕ‚æ√‰∫‚Õµ‘° L.  acidophilus

·≈–   L.  bulgaricus ‚¥¬ 36 §π ‰¥â√—∫ Lactinex

Õ’° 43 §π ‡ªìπ°≈ÿà¡∑’Ë„Àâ placebo º≈§◊Õ„π°≈ÿà¡∑’Ë

‰¥â√—∫ Lactinex ‰¡à¡’√“¬„¥‡ªìπ ampicillin-induced

diarrhea „π¢≥–∑’Ë°≈ÿà¡∑’Ë„Àâ placebo ‡°‘¥ diarrhea

14% [36] πÕ°®“°π’Èæ∫«à“°“√„™â Lactobacillus GG

„π‡¥Á° ‡æ◊ËÕªÑÕß°—π°“√‡°‘¥ AAD  “¡“√∂≈¥Õ—µ√“

°“√‡°‘¥‚√§‰¥â 60% [37]

4.2 Clostridium difficile - associated

diarrhea

C. difficile  ‡ªìπ‡™◊ÈÕ·∫§∑’‡√’¬·°√¡∫«°

√Ÿª√à“ß·∑àß ·≈– √â“ß ªÕ√å ‡ªìπµ—«Õ¬à“ß∑’Ë ”§—≠

¢Õß‡™◊ÈÕ©«¬‚Õ°“ ‡æ‘Ë¡®”π«π (opportunistic

proliferation) ·≈–°àÕ‚√§„π∑“ß‡¥‘πÕ“À“√ ªí®®—¬‡ ’Ë¬ß

∑’Ë ”§—≠∑’Ë∑”„Àâ‡°‘¥ Clostridium difficile-associated

diarrhea (CDAD) §◊Õ °“√„™â¬“ªØ‘™’«π– ´÷Ëß®–

∑”„Àâ‡™◊ÈÕª√–®”∂‘Ëπ (normal microbiota) ∂Ÿ°∑”≈“¬

ª√‘¡“≥≈¥≈ß ·≈–§«“¡ ¡¥ÿ≈¢Õß‡™◊ÈÕª√–®”∂‘Ëπ

‡ ’¬‰ª  àßº≈„Àâ‡™◊ÈÕ C. difficile ‡æ‘Ë¡®”π«π¡“°¢÷Èπ

·≈– colonized Õ¬Ÿà„π≈”‰ â À≈—ß®“°π—Èπ®–ª≈àÕ¬ toxin

ÕÕ°¡“ 2 ™π‘¥ §◊Õ enterotoxin A ·≈– cytotoxin B

´÷Ëß∑”„Àâ‡°‘¥ diarrhea ·≈– colitis ‡™◊ÈÕ C. difficile

 “¬æ—π∏ÿå∑’Ë √â“ß toxin ‡ªìπ “‡Àµÿ¢Õß°“√‡°‘¥

antibiotic-associated diarrhea ª√–¡“≥ 20-40%

[38-40]  ∑“ß‡≈◊Õ°∑’Ëπà“ π„® §◊Õ °“√π”‚æ√‰∫‚Õµ‘°

¡“„™â‡æ◊ËÕ„Àâ‡°‘¥§«“¡ ¡¥ÿ≈ (homeostasis)

¢Õß‡™◊ÈÕª√–®”∂‘Ëπ„π≈”‰ â ¡’°“√»÷°…“æ∫«à“

L paracasei, L. plantarum ·≈– L. salivarius  “¡“√∂

¬—∫¬—Èß C. difficile  “¬æ—π∏ÿå∑’Ë √â“ß toxin ‰¥â®”π«π

À≈“¬ “¬æ—π∏ÿå [41-42] °“√»÷°…“¢Õß McFarland

·≈–§≥– ªï §.». 1994 „π§π‰¢â 124 §π ‚¥¬„Àâ

‰¥â√—∫ antibiotic, çS.  boulardiié À√◊Õ placebo

æ∫«à“ 64 §π∑’Ë‡√‘Ë¡‡ªìπ Clostridium difficile-

associated diarrhea ·≈– 60 §π ∑’Ë¡’ª√–«—µ‘‡§¬‡ªìπ

‰¡à¡’§«“¡·µ°µà“ß°—π¢Õß°“√ recurrence „π°≈ÿà¡

placebo À√◊Õ°≈ÿà¡‰¥â√—∫ çS. boulardiié Õ¬à“ß‰√°Áµ“¡

„π§π‰¢â∑’Ë‡§¬‡ªìπ C.  difficile-associated diarrhea

‡¡◊ËÕ„Àâ çS. boulardiié ®–≈¥°“√ recurrence

¢Õß‚√§Õ¬à“ß¡’π—¬ ”§—≠ [43]

4.3 Travelerûs diarrhea

Õÿ∫—µ‘°“√≥å (incidence) ¢Õß°“√

‡ªìπ‚√§Õÿ®®“√–√à«ß„ππ—°∑àÕß‡∑’Ë¬« À√◊ÕºŸâ‡¥‘π∑“ß

∑’Ë‡ªìπ™“«µà“ß™“µ‘ ®–æ∫‰¥âª√–¡“≥ 20-50%

¢÷ÈπÕ¬Ÿà°—∫ª√–‡∑»µâπ∑“ß·≈–ª≈“¬∑“ß µ≈Õ¥®π

ª√–‡¿∑¢Õß°“√‡¥‘π∑“ß Õ¬à“ß‰√°Áµ“¡ ‡™◊ÈÕ°àÕ‚√§

∑’Ë¡—°®–‡ªìπ “‡Àµÿ¢Õß travelerûs diarrhea ‰¥â·°à

non-inflammatory E. coli °“√„Àâ§«“¡√Ÿâ‡√◊ËÕßÕ“À“√

πÈ” ·≈– hygiene ‡ªìπÀ≈—°‡∫◊ÈÕßµâπ„π°“√ªÑÕß°—π

·≈–™à«¬≈¥°“√µ‘¥‡™◊ÈÕ„π∑“ß‡¥‘πÕ“À“√ ®“° food-

born ·≈– water-born ‰¥â „πªí®®ÿ∫—π‡æ◊ËÕªÑÕß°—π

·≈–≈¥Õ“°“√¢Õß‚√§ °“√„™â‚æ√‰∫‚Õµ‘°‰¥â‡¢â“¡“

¡’∫∑∫“∑·∑π°“√„™â¬“ªØ‘™’«π–¡“°¢÷Èπ [44] ·≈–

¡’°“√»÷°…“æ∫«à“‚æ√‰∫‚Õµ‘°™π‘¥ L. rhamnosus

GG ·≈–‚æ√‰∫‚Õµ‘°∑’Ëª√–°Õ∫¥â«¬·∫§∑’‡√’¬

Bifidobacterium, Streptococcus ·≈– Saccharomyces
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 “¡“√∂ªÑÕß°—π travelerûs diarrhea ‰¥â [45-46]

4.4 Food-borne pathogen-associated

gastrointestinal infections

°“√‡ ’¬ ¡¥ÿ≈¢Õß‡™◊ÈÕª√–®”∂‘Ëπ

∑’ËÕ“»—¬Õ¬Ÿà‡ªìπª√–®”„π∑“ß‡¥‘πÕ“À“√ ∑”„Àâ‡°‘¥

°“√‡¢â“¬÷¥‡°“–·≈–‡®√‘≠‡µ‘∫‚µ¢Õß‡™◊ÈÕ°àÕ‚√§

(transient enteropathogens) ‡™àπ Salmonella,

Campylobacter, E. coli ·≈– Shigella spp. ¡’°“√

»÷°…“·≈–∑¥ Õ∫‚æ√‰∫‚Õµ‘° Lactobacillus

æ∫«à“ “¡“√∂¬—∫¬—Èß (antagonist) ‡™◊ÈÕ Bacillus

cereus, E. coli, S. aureus, Yesinia enterocolitica

·≈– Listeria ‰¥â „πÀ≈Õ¥∑¥≈Õß [47] ·≈–æ∫«à“

L. acidophilus, L. plantarum ·≈– L. brevis  “¡“√∂

¬—∫¬—È ß C. jejuni, E. coli O157:H7 ·≈– S.

Typhimurium ‰¥â [42, 48]  à«π°“√»÷°…“„π —µ«å

∑¥≈Õß æ∫«à“‚æ√‰∫‚Õµ‘°¥—ß°≈à“«  “¡“√∂¬—∫¬—Èß

‡™◊ÈÕ°àÕ‚√§‰¥â [7]

4.5 Helicobacter pylori gastroenteritis

H. pylori ‡ªìπ‡™◊ÈÕ·∫§∑’‡√’¬·°√¡≈∫

√Ÿª·∑àß ‡ªìπ “‡Àµÿ ”§—≠¢Õß°“√‡°‘¥ chronic

gastritis µ≈Õ¥®π gastric ulcer ·≈– duodenal ulcer

´÷Ëß°“√µ‘¥‡™◊ÈÕ H. pylori ‡√◊ÈÕ√—ß Õ“®®–π”‰ª Ÿà°“√

‡°‘¥¡–‡√Áß„π°√–‡æ“–Õ“À“√·≈–≈”‰ â ¡’°“√»÷°…“

æ∫«à“‡™◊ÈÕ L. acidophilus ·≈– L. rhamnosus  “¡“√∂

¬—∫¬—Èß°“√‡®√‘≠¢Õß H. pylori ‰¥â „πÀ≈Õ¥∑¥≈Õß

[49]  à«π‡™◊ÈÕ L. salivarious  “¡“√∂¬—∫¬—Èß H. pylori

‰¥â„π gnotobiotic mice [50] °“√»÷°…“„π§πæ∫«à“

L. acidophilus  “¡“√∂¬—∫¬—Èß°“√ colonize ¢Õß‡™◊ÈÕ

H. pylori ‰¥â [51] „πÀ≈“¬Ê °“√»÷°…“æ∫«à“

‚æ√‰∫‚Õµ‘°π—Èπ‰¡à‰¥â∑”„Àâ H. pylori À¡¥‰ª ·µà

‚æ√‰∫‚Õµ‘°  “¡“√∂≈¥ª√‘¡“≥¢Õß‡™◊ÈÕ ·≈–

≈¥°“√Õ—°‡ ∫‰¥â

4.6 Rotavirus diarrhea

Rotavirus æ∫‰¥â‡ ¡Õ∑’Ë∑”„Àâ‡°‘¥

‚√§Õÿ®®“√–√à«ß„π‡¥Á° (infantile diarrhea) ‚¥¬

‡©æ“–‡¥Á°™à«ßÕ“¬ÿ 3-24 ‡¥◊Õπ [18] ‡ªìπ “‡Àµÿ

°“√ªÉ«¬·≈–°“√µ“¬„π‡¥Á° ‚¥¬‡©æ“–„πª√–‡∑»

∑’Ë°”≈—ßæ—≤π“ [52] rotavirus ∑”„Àâ‡°‘¥°“√µ‘¥‡™◊ÈÕ

„π à«π¢Õß distal small intestine ·≈– barrier

®–∂Ÿ°∑”≈“¬¥â«¬ enterotoxin [18] ®“°°“√»÷°…“

¢Õß Isolauri „π‡¥Á°∑’Ë‡ªìπ‚√§Õÿ®®“√–√à«ß ‚¥¬ 80%

æ∫«à“¡’ rotavirus ·≈–„Àâ‰¥â√—∫ L.  rhamnosus GG

(LGG) À√◊Õ‰¥â√—∫ placebo æ∫«à“„π°≈ÿà¡∑’Ë‰¥â√—∫

LGG π—Èπ √–¬–‡«≈“¢Õß°“√‡ªìπ diarrhea ≈¥≈ß

Õ¬à“ß¡’π—¬ ”§—≠ [53]  à«πÕ’°°“√»÷°…“‚¥¬„Àâ

L. reuteri æ∫«à“ “¡“√∂ªÑÕß°—π‚√§Õÿ®®“√–√à«ß

„π∑“√°‰¥â Õ¬à“ß‰√°Áµ“¡ §ÿ≥ ¡∫—µ‘¢Õß L.  reuteri

„π°“√µàÕµâ“π°“√µ‘¥‡™◊ÈÕ rotavirus ¥—ß°≈à“« °Á¬—ß

‰¡à∑√“∫°≈‰°∑’Ë·πà™—¥ [54]

5. æ√’‰∫‚Õµ‘° (Prebiotics)
§«“¡ —¡æ—π∏å√–À«à“ß®ÿ≈‘π∑√’¬å„π∑“ß‡¥‘π

Õ“À“√Õ“®®–¡’º≈µàÕ ÿ¢¿“æ¢Õß¡πÿ…¬å °“√¡’

®ÿ≈‘π∑√’¬å∑’Ë¥’Õ¬Ÿà„π¿“«– ¡¥ÿ≈¬àÕ¡ àßº≈¥’µàÕ ÿ¢¿“æ

‚¥¬‡©æ“–∑“ß‡¥‘πÕ“À“√ ÷́Ëß®–™à«¬ªÑÕß°—π·≈–≈¥

°“√‡°‘¥‚√§µà“ßÊ √«¡∑—Èß°“√°√–µÿâπ¿Ÿ¡‘§ÿâ¡°—π¢Õß

√à“ß°“¬ π—°«‘∑¬“»“ µ√å‰¥â»÷°…“§«“¡ —¡æ—π∏å¢Õß

‚æ√‰∫‚Õµ‘° ·≈– “√Õ“À“√∑’Ë‡√’¬°«à“ æ√’‰∫‚Õµ‘°

(prebiotics) ´÷Ëßæ√’‰∫‚Õµ‘° À¡“¬∂÷ß  à«πª√–°Õ∫

¢ÕßÕ“À“√∑’Ë√à“ß°“¬‰¡à “¡“√∂¬àÕ¬·≈–¥Ÿ¥´÷¡‰¥â ·µà

®ÿ≈‘π∑√’¬å‚æ√‰∫‚Õµ‘°„π≈”‰ â  “¡“√∂¬àÕ¬ ≈“¬‰¥â

¥’ ´÷Ëß®–™à«¬ àß‡ √‘¡°“√‡®√‘≠‡µ‘∫‚µ¢Õß®ÿ≈‘π∑√’¬å

¥—ß°≈à“« [55-56] æ√’‰∫‚Õµ‘° à«π„À≠à®–‡ªìπ

oligosaccharides À√◊Õ πÈ”µ“≈‡™‘ß´âÕπ (complex

saccharides) ´÷Ëß®–À¡—° (ferment) ‰¥â‡©æ“–

·∫§∑’‡√’¬ª√–®”∂‘Ëπ„π∑“ß‡¥‘πÕ“À“√ ‚¥¬‡©æ“–

species ∑’Ë„Àâª√–‚¬™πåµàÕ√à“ß°“¬ [20,55-56]

§ÿ≥ ¡∫—µ‘ ”§—≠¢Õß “√∑’Ë®—¥‡ªìπæ√’‰∫‚Õµ‘° ®–¡’
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≈—°…≥–‡ªìπ “√Õ“À“√∑’Ë√à“ß°“¬‰¡à “¡“√∂¬àÕ¬

(digestion) ·≈–¥Ÿ¥ ÷́¡ (absorption) „π≈”‰ â

°àÕπ∑’Ë®–¡’°“√À¡—°‚¥¬ resident microbiota ´÷Ëß®–

™à«¬„Àâ‡°‘¥°“√¢—∫∂à“¬‰¥â¥’ °“√¬àÕ¬ ≈“¬ “√∑’Ë‡ªìπ

æ√’‰∫‚Õµ‘° ‚¥¬‚æ√‰∫‚Õµ‘°·∫§∑’‡√’¬®–™à«¬‡æ‘Ë¡

°“√¥Ÿ¥´÷¡ “√Õ“À“√∑’Ë¡’ª√–‚¬™πåµàÕ√à“ß°“¬‡æ‘Ë¡¢÷Èπ

·≈–πÕ°®“°π’È®–™à«¬‡ª≈’Ë¬πÕß§åª√–°Õ∫¢Õß

®ÿ≈‘π∑√’¬å‚æ√‰∫‚Õµ‘° À√◊Õ‡™◊ÈÕª√–®”∂‘Ëπ∑’Ë¥’ „Àâ¡’

§«“¡ ¡¥ÿ≈¡“°¢÷Èπ ´÷Ë ß®– à ßº≈¥’µàÕ ÿ¢¿“æ

Õ’°∑“ßÀπ÷Ëß µ—«Õ¬à“ß¢Õßæ√’‰∫‚Õµ‘° ‡™àπ inulin

´÷Ëßæ∫„πæ◊™ ª√–‡¿∑ ‡ÀÁ¥ À—«ÀÕ¡ À—«°√–‡∑’¬¡

°≈â«¬ ‡ªìπµâπ fructo-oligosaccharide (FOS)

„πæ◊™º—° ·≈– galacto-oligosaccharide (GOS)

„ππÈ”π¡·¡à [55] ®“°ª√–‚¬™πå¢Õßæ√’‰∫‚Õµ‘°

¥—ß°≈à“« ®÷ß¡’°“√º ¡„πº≈‘µ¿—≥±åÕ“À“√øíß°å™—π

(functional food) ·≈–ªí®®ÿ∫—ππ‘¬¡π”‡Õ“æ√’‰∫‚Õµ‘°

·≈–‚æ√‰∫‚Õµ‘°∑’Ë¡’§«“¡®”‡æ“–µàÕ°—π ¡“√«¡°—π

‰«â„πº≈‘µ¿—≥±å™π‘¥‡¥’¬«°—π ‡√’¬°«à“ synbiotics

´÷Ëß®–™à«¬‡ √‘¡ƒ∑∏‘Ï´÷Ëß°—π·≈–°—π [56] ™à«¬‡æ‘Ë¡

ª√‘¡“≥·∫§∑’‡√’¬‚æ√‰∫‚Õµ‘° ™à«¬ àß‡ √‘¡°“√

‡®√‘≠‡µ‘∫‚µ·≈–°“√Õ¬Ÿà√Õ¥ ®“°°“√„™âæ√’‰∫‚Õµ‘°

‡ªìπ·À≈àßÕ“À“√ ·≈–™à«¬°√–µÿâπ metabolism

¢Õß·∫§∑’‡√’¬‚æ√‰∫‚Õµ‘° ·≈–∑’Ë ”§—≠™à«¬„Àâ

∑“ß‡¥‘πÕ“À“√¡’§«“¡ ¡¥ÿ≈¢Õß®ÿ≈‘π∑√’¬å∑’Ë¡’ª√–‚¬™πå

™à«¬ªÑÕß°—π°“√‡®√‘≠ ·≈–°“√‡°“–µ‘¥¢Õß‡™◊ÈÕ°àÕ‚√§

„π∑“ß‡¥‘πÕ“À“√‰¥âÕ’°¥â«¬ [20,55]

∫∑ √ÿª
Õ“®®–°≈à“«‰¥â«à“ ¡πÿ…¬å√Ÿâ®—°·≈–∫√‘‚¿§

®ÿ≈‘π∑√’¬å∑’Ë¡’ª√–‚¬™πå À√◊Õ®ÿ≈‘π∑√’¬å‚æ√‰∫‚Õµ‘°¡“

·≈â«°«à“»µ«√√… ´÷Ëß®ÿ≈‘π∑√’¬å ‡À≈à“π’È∫“ß™π‘¥

æ∫Õ¬Ÿàµ“¡ª°µ‘„π∑“ß‡¥‘πÕ“À“√¢Õß¡πÿ…¬å·≈– —µ«å

°“√¡’®ÿ≈‘π∑√’¬å∑’Ë¥’„π√à“ß°“¬Õ¬à“ß ¡¥ÿ≈ À√◊Õ¡’

ª√‘¡“≥¡“°æÕ ®–™à«¬ àß‡ √‘¡ ÿ¢¿“æ∑’Ë¥’„Àâ·°à

ºŸâ‡ªìπ‡®â“¢Õß‚æ√‰∫‚Õµ‘°‰¥â‡¢â“¡“¡’∫∑∫“∑„π¥â“π

°“√ªÑÕß°—π ·≈–√—°…“‚√§µ‘¥‡™◊ÈÕ„π∑“ß‡¥‘πÕ“À“√

´÷Ëß™à«¬≈¥§«“¡√ÿπ·√ß (severity) ¢Õß‚√§ À√◊Õ

™à«¬≈¥√–¬–‡«≈“ (duration) ¢Õß°“√‡ªìπ‚√§‰¥â

‚¥¬Õ“»—¬°≈‰°µà“ßÊ ´÷Ëß∫“ß°≈‰°¬—ß‰¡à∑√“∫

™—¥‡®ππ—° ·≈–À≈“¬°≈‰°¬—ßµâÕß¡’°“√»÷°…“µàÕ‰ª

¢≥–‡¥’¬«°—π°“√»÷°…“§«“¡ —¡æ—π∏å¢Õß‚æ√‰∫‚Õµ‘°

°—∫√à“ß°“¬ (host-probiotics interaction) °Á¡’

§«“¡ ”§—≠‡æ◊ËÕ§«“¡‡¢â“„®∫∑∫“∑¢Õß‚æ√‰∫‚Õµ‘°

¡“°¢÷Èπ §ÿ≥ ¡∫—µ‘¢Õß‚æ√‰∫‚Õµ‘°‡ªìπ strain

specific ÷́Ëß°“√‡æ‘Ë¡ª√– ‘∑∏‘¿“æ  “¡“√∂∑”‰¥â

‚¥¬°“√„™â‚æ√‰∫‚Õµ‘°√«¡°—πÀ≈“¬ “¬æ—π∏ÿå À√◊Õ

º ¡°—∫æ√’‰∫‚Õµ‘° ‚æ√‰∫‚Õµ‘°πÕ°®“°®–¡’

∫∑∫“∑ ”§—≠°—∫‚√§µ‘¥‡™◊ÈÕ„π∑“ß‡¥‘πÕ“À“√·≈â«

¬—ß¡’∫∑∫“∑„π°“√ªÑÕß°—π·≈–™à«¬≈¥Õ“°“√∑’Ëº‘¥ª°µ‘

®“°‚√§Õ◊ËπÊ Õ’ ° ÷́Ë ß¡’∑—È ß√“¬ß“π°“√»÷°…“

∑’Ë™—¥‡®π·≈–Õ¬Ÿà√–À«à“ß°“√«‘®—¬ ‡™àπ urinary tract

infection, vaginitis, respiratory tract infection,

cancer, allergy ·≈– inflammatory bowel disease

‡ªìπµâπ „πªí®®ÿ∫—ππ—°«‘∑¬“»“ µ√å π„®»÷°…“«‘®—¬

‚æ√‰∫‚Õµ‘°‡æ‘Ë¡¢÷Èπ ¡’°“√«‘®—¬·≈–æ—≤π“Õ¬à“ß

µàÕ‡π◊ËÕß √«¡∑—Èß°“√∫√‘‚¿§ functional food ‰¥â√—∫

§«“¡ π„®‡æ‘Ë¡¢÷ÈπÕ¬à“ß√«¥‡√Á« ∑—Èß„π À√—∞Õ‡¡√‘°“

¬ÿ‚√ª ·≈–∫“ßª√–‡∑»„π‡Õ‡™’¬  ”À√—∫„πª√–‡∑»

‰∑¬π—Èπ °“√»÷°…“«‘®—¬‚æ√‰∫‚Õµ‘°¬—ß¡’πâÕ¬

 à«π„À≠à‡ªìπ°“√»÷°…“«‘®—¬ ·≈–°“√„™â‚æ√‰∫‚Õµ‘°

„π —µ«å Õ¬à“ß‰√°Áµ“¡ °“√»÷°…“‚æ√‰∫‚Õµ‘°

„π√–¬–¬“« ®–™à«¬„Àâ¡’À≈—°∞“π∑“ß«‘∑¬“»“ µ√å

‡æ◊ËÕ π—∫ πÿπ°“√„™â∑“ß§≈‘π‘°‡æ‘Ë¡¡“°¢÷Èπ ·≈–¬—ß¡’

ª√–‚¬™πå„π°“√æ—≤π“ “¬æ—π∏ÿå¢Õß‚æ√‰∫‚Õµ‘°

Õ’°¥â«¬
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