
Eye Manifestations of Intrauterine Infections
·æ∑¬åÀ≠‘ß√«‘«“√ ®“√ÿ‡°…μ√æ√

ºŸâ™à«¬»“ μ√“®“√¬å π“¬·æ∑¬å»—°¥‘Ï™—¬ «ß»°‘μμ‘√—°…å (∑’Ëª√÷°…“)
¿“§«‘™“®—°…ÿ«‘∑¬“ §≥–·æ∑¬»“ μ√å ¡À“«‘∑¬“≈—¬∏√√¡»“ μ√å

¥«ßμ“‡ªìπÕ«—¬«–Àπ÷Ëß∑’Ë¡’º≈°√–∑∫®“°°“√μ‘¥‡™◊ÈÕ

¢Õß∑“√°μ—Èß·μàÕ¬Ÿà„π§√√¿å∑’Ëæ∫‰¥â∫àÕ¬ ‚¥¬ “‡Àμÿ¢Õß con-

genital intrauterine infections ∑’Ëæ∫§«“¡º‘¥ª°μ‘„πμ“

‰¥â∫àÕ¬·≈–®—°…ÿ·æ∑¬å§«√∑√“∫ (mnemonic TORCHES)

‰¥â·°à

1. Toxoplasmosis

2. Rubella

3. Cytomegalovirus

4. Herpes simplex virus

5. Epstein-barr virus

6. Syphilis (Treponema pallidum )

 à«π “‡Àμÿ®“°°“√μ‘¥‡™◊ÈÕ™π‘¥Õ◊ËπÊ‰¥â·°à varicella-

zoster virus, human immunodeficiency virus, lympho-

cytic choriomeningitis virus, West Nile virus ´÷Ëß

ªí®®ÿ∫—πæ∫‰¥âπâÕ¬≈ß ‚¥¬‡™◊ÈÕ‡À≈à“π’È¡’º≈μàÕ°“√‡®√‘≠

‡μ‘∫‚μ¢Õß∑“√°„π§√√¿å·≈–Õ“®∑”„Àâ‡°‘¥¿“«–·∑âß À√◊Õ

∑“√°‡ ’¬™’«‘μ„π§√√¿å‰¥â ·≈–À“°μ‘¥‡™◊ÈÕ„π™à«ß 3 ‡¥◊Õπ

·√°¢Õß°“√μ—Èß§√√¿å ÷́Ëß‡™◊ÈÕμ‘¥μàÕºà“π∑“ß√° ∑”„Àâ¡’º≈

μàÕ∑“√°„π§√√¿å∑—Èß¥â“π°“√æ—≤π“Õ«—¬«–μà“ßÊº‘¥ª°μ‘ ·≈–

Õ“®∑”„Àâ‡°‘¥¿“«–μ‘¥‡™◊ÈÕ‡√◊ÈÕ√—ß‰¥â

°“√«‘π‘®©—¬¿“«– congenital intrauterine infections

‰¥â·°à °“√æ∫√–¥—∫¢Õß IgM ·≈– IgA antibodies ¢Õß

∑“√°∑’Ë‡æ‘Ë¡¡“°¢÷Èπ ‚¥¬ √ÿª·≈â«∑“√°®–‰¥â¿Ÿ¡‘§ÿâ¡°—π®“°

¡“√¥“μ—Èß·μà„π§√√¿å ‰¥â·°à IgG ·≈–¿Ÿ¡‘§ÿâ¡°—π∑’Ë‰¥âÀ≈—ß

®“°§≈Õ¥®“° colostrums ·≈– breast milk ÷́Ëß‚¥¬ à«π

¡“°‡ªìπ IgA ·≈– à«ππâÕ¬‡ªìπ IgG ·≈– IgM ÷́Ëß∑“√°

‡Õß “¡“√∂º≈‘μ IgM ‰¥â∑—π∑’À≈—ß§≈Õ¥ ·μà IgG ®–‡√‘Ë¡

º≈‘μ∑’ËÕ“¬ÿ 6 ‡¥◊ÕπÀ≈—ß®“°§≈Õ¥ ¥—ßπ—Èπ„π™à«ß 6 ‡¥◊Õπ

·√°À≈—ß§≈Õ¥ √–¥—∫ IgG ∑’Ë Ÿß¢÷Èπ à«π¡“°¡“®“° IgG

¢Õß¡“√¥“∑’Ë àßºà“π¡“∑“ß√°π—Ëπ‡Õß ·≈–®“°√–¥—∫ IgM

antibodies ∑’Ë Ÿß¢÷Èπ„π¡“√¥“®–¬‘Ëß™à«¬ π—∫ πÿπ “‡Àμÿ

°“√μ‘¥‡™◊ÈÕ«à“¡“®“°¡“√¥“®√‘ß ‚¥¬®“°Õÿ∫—μ‘°“√≥å°“√‡°‘¥

‚√§∑’Ëæ∫‰¥â∫àÕ¬ ¡’¥—ßπ’È

Toxoplasmosis
Toxoplasma gondii ‡ªìπ intracellular parasite ∑’Ë

æ—≤π“¡“®“° “À√à“¬‡´≈≈å‡¥’¬« «ß®√™’«‘μª√–°Õ∫¥â«¬ 3

√Ÿª·∫∫ §◊Õ oocyst æ∫„π∑“ß‡¥‘πÕ“À“√¢Õß·¡«, tissue

cyst, tachyzoites (active À√◊Õ proliferative form) ·≈–

μ‘¥μàÕ‚¥¬ oocyst „πÕÿ®®“√–¢Õß·¡«∑’ËÕ“®ªπ‡ªóôÕπÕ¬Ÿà

„π¥‘πÀ√◊Õ‡π◊ÈÕ —μ«å¥‘∫ ÷́ËßÕ“®Õ¬Ÿà„π√–¬–μ‘¥μàÕ‰¥âπ“π∂÷ß 1

ªï ·≈–§πμ‘¥μàÕ‚¥¬°“√°‘π‡π◊ÈÕ —μ«åÀ√◊Õº—°¥‘∫∑’Ëªπ‡ªóôÕπ

¥‘πÀ√◊ÕπÈ”∑’Ë¡’ oocyst ‡¢â“‰ª ‡™◊ÈÕ√–¬– cyst ∑’Ë‡¢â“‰ª„π

√à“ß°“¬§π®–‡¢â“‰ªΩíßÕ¬Ÿàμ“¡°≈â“¡‡π◊ÈÕ ‡™àπ À—«„® À√◊Õ

‡π◊ÈÕ‡¬◊ËÕ√–∫∫ª√– “∑ ‡™àπ retina ·≈– cyst π’È®–·μ°

ÕÕ°∑”„Àâ‡°‘¥°“√·æ√à°√–®“¬¢Õß tachyzoites ®”π«π

100,000 tachyzoites ÕÕ°¡“

∑“√°®– “¡“√∂‰¥â√—∫‡™◊ÈÕ®“°¡“√¥“‚¥¬ºà“π∑“ß

transplacental tachyzoites Õÿ∫—μ‘°“√≥å°“√‡°‘¥ congenital

toxoplasmosis Õ¬Ÿà„π™à«ß 1-10 : 10,000 ¢Õß®”π«π

∑“√°∑’Ë§≈Õ¥∑—ÈßÀ¡¥ ÷́ËßÕ“¬ÿ§√√¿å¢≥–∑’Ë¡“√¥“‰¥â√—∫‡™◊ÈÕ

¡’º≈μàÕÕ—μ√“‡ ’Ë¬ß„π°“√μ‘¥‡™◊ÈÕºà“π‰ª¬—ß∑“√°·≈–§«“¡

√ÿπ·√ß∑’ËÕ“®‡°‘¥¢÷Èπ ‚¥¬æ∫‚Õ°“ °“√μ‘¥‡™◊ÈÕºà“π‰ª¬—ß

∑“√°¢≥–∑’Ë¡“√¥“‰¥â√—∫‡™◊ÈÕ„π™à«ß 3 ‡¥◊Õπ·√° 25% ·≈–

„π 3 ‡¥◊ÕπÀ≈—ß∑’Ë 75% ·≈–¡“°∂÷ß 90% „π 2-3  —ª¥“Àå

 ÿ¥∑â“¬¢Õß°“√μ—Èß§√√¿å ·≈–Õ“°“√· ¥ß®–√ÿπ·√ß∑’Ë ÿ¥

∂â“¡’°“√μ‘¥‡™◊ÈÕ„π™à«ß·√°¢Õß°“√μ—Èß§√√¿å

°“√«‘π‘®©—¬‚√§

1. ELISA  ”À√—∫μ√«® IgM ·≈– IgA ¢Õß∑“√°

2. PCR  ”À√—∫ Toxoplasma DNA

Õ“°“√· ¥ß¢Õß‚√§ 3 Õ“°“√· ¥ß∑’Ë‡ªìπ≈—°…≥–

‡©æ“– ‰¥â·°à chorioretinitis, hydrocephalus ·≈– intra

Toxoplasmosis
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æ—≤π“¡“®“° “À√à“¬‡´≈≈å‡¥’¬« «ß®√™’«‘μª√–°Õ∫¥â«¬ 3
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1. ELISA  ”À√—∫μ√«® IgM ·≈– IgA ¢Õß∑“√°
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cranial calcifications

90% ¢Õß∑“√°∑’Ëμ‘¥‡™◊ÈÕæ∫«à“‰¡à· ¥ßÕ“°“√º‘¥ª°μ‘

·≈–¡’®”π«π 85% ∑’Ëμ√«®æ∫ chorioretinitis  à«π

Õ“°“√∑“ß§≈‘π‘°Õ◊ËπÊ∑’Ëæ∫∫àÕ¬ §◊Õ flue like illness, sore

throat, lymphadenopathy πÕ°®“°π’Èæ∫«à“∑“√°§≈Õ¥

°àÕπ°”Àπ¥®–· ¥ßÕ“°“√∑“ß√–∫∫ª√– “∑·≈–∑“ßμ“

„π™à«ß 3 ‡¥◊Õπ·√°À≈—ß§≈Õ¥ „π¢≥–∑’Ë∑“√°§≈Õ¥§√∫

°”Àπ¥®–· ¥ßÕ“°“√√ÿπ·√ßπâÕ¬°«à“ μ√«®æ∫μ—∫·≈–

¡â“¡‚μ μàÕ¡πÈ”‡À≈◊Õß‚μ ‚¥¬· ¥ßÕ“°“√„π™à«ß 2 ‡¥◊Õπ

·√° ́ ÷ËßÕ“°“√· ¥ß∑“ßμ“¢ÕßºŸâªÉ«¬ congenital toxoplas-

mosis ‰¥â·°à

1. Anterior segment : æ∫ microcornea 19%, cata-

racts 10% ¡—°®–æ∫√à«¡°—π

2. Retina : §«“¡º‘¥ª°μ‘∑’Ëμ√«®æ∫‰¥â∫àÕ¬§◊Õ

chorioretinal scars æ∫‰¥â 79% ‚¥¬μ”·Àπàß‡©æ“–μàÕ

congenital toxoplasmosis §◊Õ macula Õ¬à“ß‰√°Áμ“¡

μ”·Àπàß∑’Ëæ∫∫àÕ¬∑’Ë ÿ¥Õ¬Ÿà∑’Ë∫√‘‡«≥ periphery æ∫‰¥â 64%

πÕ°®“°π’È¬—ßæ∫ active retinitis ÷́Ëß¡’≈—°…≥–Àπ“μ—«¢Õß

retina ¡’ ’¢“«§√’¡ ‚¥¬æ∫∫√‘‡«≥μ‘¥°—∫ old flat atrophic

scar ¡—°æ∫ dense vitritis ∫√‘‡«≥∑’Ë retina Àπ“μ—«√à«¡

¥â«¬ ∑”„Àâ¡’≈—°…≥–‡À¡◊Õπ headlight in a fog ·≈–æ∫

retinal detachment ‰¥â 10%

3. Optic Nerve :  “¡“√∂æ∫ optic atrophy ‰¥â∂÷ß

20%

4. Microphthalmia and Phthisis : æ∫‰¥â 13% ·≈–

4% μ“¡≈”¥—∫

 “‡Àμÿ¢Õß visual impairment À≈—°Ê‰¥â·°à macular

scars, dragging of macula ®“° peripheral lesion, retinal

detachment

Õ—μ√“°“√‡ªìπ È́”æ∫‰¥â 13% ¢ÕßºŸâªÉ«¬∑’Ë‰¥â√—∫°“√

√—°…“ ·≈– 44% ‡ªìπºŸâªÉ«¬∑’Ë‰¡à‡§¬‰¥â√—∫°“√√—°…“¡“

°àÕπ·≈–¡—°‡°‘¥∫√‘‡«≥μ”·Àπàß‡¥‘¡¡“°°«à“μ”·Àπàß„À¡à

°“√√—°…“

®–„Àâ°“√√—°…“ ocular toxoplasmosis „π°√≥’∑’Ë¡’

threathen vision ‚¥¬·π«∑“ß°“√√—°…“ §◊Õ

Triple therapy : pyrimethamine, sulfadiazine, pred-

nisolone

Quadruple drug therapy : Triple therapy + clindamycin

ªí®®ÿ∫—ππ’È standard treatment §◊Õ „Àâ triple therapy

®π∑“√°Õ“¬ÿ 1 ªï ‚¥¬æ∫«à“√Õ¬‚√§®–¥’¢÷ÈπÀ≈—ß®“°

„Àâ°“√√—°…“ª√–¡“≥ 1-2  —ª¥“ÀåÀ≈—ß‡√‘Ë¡¬“ ·≈–„Àâº≈

§àÕπ¢â“ß¥’‚¥¬‡©æ“–„π congenital toxoplasmosis

°“√ªÑÕß°—π‚√§ À≈’°‡≈’Ë¬ß°“√√—∫ª√–∑“π‡π◊ÈÕ —μ«å¥‘∫

À√◊ÕÕ“À“√∑’Ëªπ‡ªóôÕπÕÿ®®“√–¢Õß·¡« ‚¥¬‡©æ“–¢≥–

μ—Èß§√√¿å

Rubella Virus
Rubella virus ®—¥Õ¬Ÿà„π Togaviridae family ‡ªìπ

 “‡Àμÿ¢Õß congenital rubella (German measles) syn-

drome ÷́Ëß¡’§«“¡º‘¥ª°μ‘∑’Ëæ∫‰¥âÀ≈“¬√–∫∫ ‰¥â·°à ocu-

lar, otologic, cardiac defect, microcephaly, mental defi-

ciency ‚¥¬æ∫«à“ rubella virus ‡ªìπ “‡ÀμÿÀ≈—°¢Õß¿“«–

blindness „πª√–‡∑»°”≈—ßæ—≤π“

Õÿ∫—μ‘°“√≥å°“√‡°‘¥ congenital infection ¢÷ÈπÕ¬Ÿà°—∫

Õ“¬ÿ§√√¿å¢≥– —¡º— ‡™◊ÈÕ ÷́Ëß∑“√°®– “¡“√∂√—∫‡™◊ÈÕ‚¥¬

ºà“π∑“ß√° ‚¥¬æ∫«à“ Ÿß∂÷ß 90% „π™à«ß 11  —ª¥“Àå·√°

·≈– 50% „π™à«ß —ª¥“Àå∑’Ë 11-20 ·≈– 37% „π™à«ß

 —ª¥“Àå∑’Ë 20-35 æ∫Õ—μ√“°“√‡°‘¥ congenital defects  Ÿß

∂÷ß 100% „π™à«ß 11  —ª¥“Àå·√° ·≈– 30% „π™à«ß

 —ª¥“Àå∑’Ë 11-20 ‚¥¬ cataracts ·≈– glaucoma ®–‡°‘¥

„π∑“√°∑’Ë‰¥â√—∫‡™◊ÈÕ„π™à«ßÕ“¬ÿ§√√¿å 2 ‡¥◊Õπ·√° ·≈–¿“«–

retinopathy ®–æ∫‰¥â„π∑“√°∑’Ë‰¥â√—∫‡™◊ÈÕ„π™à«ß°àÕπ 5

‡¥◊Õπ·√° πÕ°®“°π’È‡™◊ÈÕ‰«√— ™π‘¥π’È¬—ß “¡“√∂§ßÕ¬Ÿà„π

∑“√°‡ªìπ√–¬–‡«≈“À≈“¬‡¥◊Õπ®π∂÷ßÀ≈“¬ªïÀ≈—ß§≈Õ¥

°“√«‘π‘®©—¬‚√§

1. ELISA æ∫ IgM antibodies μàÕ rubella ∑’Ë cord

blood

2. μ√«® viral throat culture

3. μ√«® serially rising ¢Õß IgG titers

Õ“°“√· ¥ß

Õ“°“√· ¥ß‚¥¬∑—Ë«‰ª∑’Ëæ∫∫àÕ¬∑’Ë ÿ¥ §◊Õ hearing loss

÷́Ëßæ∫‰¥â 44%  à«π§«“¡º‘¥ª°μ‘Õ◊ËπÊ‰¥â·°à intrauterine
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3. Optic Nerve :  “¡“√∂æ∫ optic atrophy ‰¥â∂÷ß

20%

4. Microphthalmia and Phthisis : æ∫‰¥â 13% ·≈–

4% μ“¡≈”¥—∫

 “‡Àμÿ¢Õß visual impairment À≈—°Ê‰¥â·°à macular

scars, dragging of macula ®“° peripheral lesion, retinal

detachment

Õ—μ√“°“√‡ªìπ È́”æ∫‰¥â 13% ¢ÕßºŸâªÉ«¬∑’Ë‰¥â√—∫°“√

√—°…“ ·≈– 44% ‡ªìπºŸâªÉ«¬∑’Ë‰¡à‡§¬‰¥â√—∫°“√√—°…“¡“

°àÕπ·≈–¡—°‡°‘¥∫√‘‡«≥μ”·Àπàß‡¥‘¡¡“°°«à“μ”·Àπàß„À¡à

°“√√—°…“

®–„Àâ°“√√—°…“ ocular toxoplasmosis „π°√≥’∑’Ë¡’

threathen vision ‚¥¬·π«∑“ß°“√√—°…“ §◊Õ

Triple therapy : pyrimethamine, sulfadiazine, pred-

 Quadruple drug therapy : Triple therapy + clindamycin
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growth retardation, microcephaly, mental retardation, heart

disease, hepatitis, hepatomegaly, petechiae ®“° thromb-

ocytopenia, diabetes, hypospadias

Õ“°“√· ¥ß∑“ßμ“

1. External Dacryostenosis

2. Cornea : Õ“®æ∫ edematous cornea ®“° endo-

theliopathy (®“° live virus „π aqueous) À√◊Õ®“° glau-

coma, keratoconus

3. Iris ·≈– Ciliary Body : iris hypoplasia À“°¡’

°“√μ‘¥‡™◊ÈÕ„π™à«ß 3 ‡¥◊Õπ·√°¢Õß°“√μ—Èß§√√¿å ‡π◊ËÕß®“°

∑”„Àâ iris ¡’°“√æ—≤π“‰¥â™â“ æ∫ chronic granulomatous

iridocyclitis ‰¥â

4. Lens : cataract æ∫‰¥â 30% ·≈–¡—°æ∫™π‘¥ nuclear

cataract À“°¡’°“√μ‘¥‡™◊ÈÕ„π™à«ß 3 ‡¥◊Õπ·√°¢Õß°“√μ—Èß

§√√¿å ‚¥¬‰«√— ®– “¡“√∂§ßÕ¬Ÿàπ“π 30 ‡¥◊Õπ ¥—ßπ—Èπ

§«√¡’°“√ªÑÕß°—π∑’Ë‡À¡“– ¡¢≥–ºà“μ—¥‡æ◊ËÕ≈¥°“√·æ√à

°√–®“¬¢Õß‡™◊ÈÕ®“° cortical material ·≈–Õ“®æ∫ inflam-

matory reaction À≈—ßºà“μ—¥‰¥â¡“°°«à“ª°μ‘ Õ“®®”‡ªìπ

μâÕß„Àâ systemic steroids

5. Retina : salt and pepper retinopathy ‡ªìπ

≈—°…≥–‡©æ“–∑’Ëæ∫‰¥â∫àÕ¬∑’Ë ÿ¥ §◊Õ 24-62% ÷́Ëß≈—°…≥–

∑“ß histology æ∫ histopathologic depigmentation ¢Õß

RPE without associated inflammation ÷́Ëß√Õ¬‚√§®–

°√–®“¬„π retina æ∫‰¥â∑—Èß∑’Ë macular ·≈– periphery ·≈–

„Àâº≈μ√«® ERG, EOG ª°μ‘ πÕ°®“°π’È¬—ß “¡“√∂æ∫

CNV ‰¥â

6. Optic Nerve : Õ“®æ∫ primary optic atrophy ‰¥â

7. Glaucoma : æ∫‰¥â 10% ÷́Ëß pathogenesis Õ“®

‡°‘¥®“°§«“¡º‘¥ª°μ‘¢Õß°“√æ—≤π“ angle ÷́Ëß§≈â“¬°—∫„π

primary congenital glaucoma À√◊Õ phacolytic glaucoma

À√◊Õ angle closure ®“° large cataractous lens

8. Microphthalmos æ∫‰¥â 10%

°“√√—°…“·≈–ªÑÕß°—π‚√§ „Àâ°“√√—°…“μ“¡Õ“°“√ ·≈–„™â

«—§ ’́π MMR ‡æ◊ËÕ≈¥Õÿ∫—μ‘°“√≥å°“√‡°‘¥ congenital rubella

Cytomegalovirus
®—¥Õ¬Ÿà„π°≈ÿà¡ herpes virus ∑”„Àâ‡°‘¥ cytomegalic

inclusion disease ∑—Èß„π∑“√°„π§√√¿å·≈–‡¥Á°·√°‡°‘¥

÷́Ëß‡ªìπ intrauterine infection ∑’Ëæ∫‰¥â∫àÕ¬∑’Ë ÿ¥§◊Õ 0.5%

∂÷ß 2.4% ¢Õß‡¥Á°·√°‡°‘¥

°“√μ‘¥‡™◊ÈÕ¡—°‰¡à· ¥ßÕ“°“√ ÷́Ëßæ∫‰¥â∂÷ß 90% ·μà

„π∫“ß°√≥’®–· ¥ßÕ“°“√ ‰¥â·°à acquired infection „π

°≈ÿà¡ºŸâªÉ«¬∑’Ë¡’¿Ÿ¡‘§ÿâ¡°—π∫°æ√àÕß Õÿ∫—μ‘°“√≥å°“√‡°‘¥¢Õß

latent infections ®–‡æ‘Ë¡¡“°¢÷Èπμ“¡Õ“¬ÿ·≈–‡æ‘Ë¡¢÷Èπ„π

ª√–‡∑»°”≈—ßæ—≤π“ ‚¥¬æ∫∂÷ß 80%

prenatal transmission æ∫‰¥â 39% ‡°‘¥®“°¡“√¥“¡’

°“√μ‘¥‡™◊ÈÕ ÷́ËßÕ“®‡°‘¥®“° primary infection ÷́Ëß¡’º≈‡ ’¬

μàÕ∑“√°„π§√√¿å¡“°∑’Ë ÿ¥ À√◊ÕÕ“®‡°‘¥®“°¡“√¥“¡’°“√

μ‘¥‡™◊ÈÕ È́”  à«π neonatal transmission æ∫‰¥â 61% ®”·π°

‡ªìπ perinatal transmission Õ“®‡°‘¥®“°°“√ —¡º— °—∫ genital

secretions ¢≥–§≈Õ¥ ·≈– postnatal transmission Õ“®

‡°‘¥®“°∑“√°°‘ππÈ”π¡¡“√¥“∑’Ëμ‘¥‡™◊ÈÕ

°“√«‘π‘®©—¬‚√§

1. virus culture ®“° urine, saliva „π∑“√° ‚¥¬

μ√«®¿“¬„π 3  —ª¥“Àå·√°

2. °“√μ√«®À“ specific IgM antibody „π∑“√°

3. PCR analysis ‡æ◊ËÕμ√«® CMV nucleic acids „π

blood and cerebrospinal fluid, aqueous

Õ“°“√· ¥ß

90-95% æ∫«à“‰¡à· ¥ßÕ“°“√„π™à«ß neonatal pe-

riod ÷́Ëß°“√μ‘¥‡™◊ÈÕ„π§√√¿å∑’Ë∑“√°· ¥ßÕ“°“√¡—°‡°‘¥

®“°¡“√¥“¡’ primary infection ‚¥¬Õ“°“√∑“ß§≈‘π‘§∑’Ë

 ”§—≠‰¥â·°à IUGR, thrombocytopenic purpura, micro-

cephaly, periventricular calcifications, hepatosplenom-

egaly, jaundice, pneumonia, sensorineural deafness

Õ“°“√· ¥ß∑“ßμ“

1. Anterior segment :  “¡“√∂æ∫ corneal opaci-

ties, bilateral anterior polar cataracts

2. Retina : Õÿ∫—μ‘°“√≥å°“√‡°‘¥æ∫‰¥â 15% ¢ÕßºŸâªÉ«¬

การรักษาและปองกันโรค

 ใหการรักษาตามอาการ และใชวัคซีน MMR 

เพื่อลดอุบัติการณการเกิด congenital rubella

°“√«‘π‘®©—¬‚√§

1. virus culture ®“° urine, saliva „π∑“√° ‚¥¬

μ√«®¿“¬„π 3  —ª¥“Àå·√°

2. °“√μ√«®À“ specific IgM antibody „π∑“√°

3. PCR analysis ‡æ◊ËÕμ√«® CMV nucleic acids „π

blood and cerebrospinal fluid, aqueous

Õ“°“√· ¥ß

90-95% æ∫«à“‰¡à· ¥ßÕ“°“√„π™à«ß neonatal pe-

riod ÷́Ëß°“√μ‘¥‡™◊ÈÕ„π§√√¿å∑’Ë∑“√°· ¥ßÕ“°“√¡—°‡°‘¥

®“°¡“√¥“¡’ primary infection ‚¥¬Õ“°“√∑“ß§≈‘π‘§∑’Ë

 ”§—≠‰¥â·°à IUGR, thrombocytopenic purpura, micro-

cephaly, periventricular calcifications, hepatosplenom-

egaly, jaundice, pneumonia, sensorineural deafness

Õ“°“√· ¥ß∑“ßμ“

1. Anterior segment :  “¡“√∂æ∫ corneal opaci-

ties, bilateral anterior polar cataracts

Õ“°“√· ¥ß

90-95% æ∫«à“‰¡à· ¥ßÕ“°“√„π™à«ß neonatal pe-

riod ÷́Ëß°“√μ‘¥‡™◊ÈÕ„π§√√¿å∑’Ë∑“√°· ¥ßÕ“°“√¡—°‡°‘¥

®“°¡“√¥“¡’ primary infection ‚¥¬Õ“°“√∑“ß§≈‘π‘§∑’Ë

 ”§—≠‰¥â·°à IUGR, thrombocytopenic purpura, micro-

cephaly, periventricular calcifications, hepatosplenom-

egaly, jaundice, pneumonia, sensorineural deafness

Õ“°“√· ¥ß∑“ßμ“Õ“°“√· ¥ß∑“ßμ“

1. Anterior segment :  “¡“√∂æ∫ corneal opaci-

ties, bilateral anterior polar cataracts
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·≈–æ∫ 22% ∑’Ë· ¥ßÕ“°“√ retinitis ®–¡’≈—°…≥– diffuse

retinal necrosis æ∫∫√‘‡«≥∑’Ë¡’ ’¢“«Àπ“μ—«¢÷Èπ  “¡“√∂æ∫

intraretinal hemorrhage, vitritis ·≈– venous sheathing

‰¥â

3. Optic Nerve : Õ“®æ∫ optic nerve hypoplasia

·≈– optic nerve coloboma

°“√√—°…“ IV ganciclovir, valacyclovir, foscarnet,

cidofovir ·≈– fomivirsen

°“√ªÑÕß°—π‚√§ À≠‘ßμ—Èß§√√¿å∑’Ë seronegative §«√¡’

°“√¥Ÿ·≈ ÿ¢Õπ“¡—¬∑’Ë¥’ À“°¡’§«“¡‡ ’Ë¬ß ‡™àπ μâÕß§≈ÿ°§≈’

°—∫‡¥Á°‡≈Á°®”π«π¡“°

Herpes Simplex Virus
‡ªìπ double-stranded DNA virus ®—¥Õ¬Ÿà„π Herpes

virus family ‚¥¬ herpes simplex virus ¡’ 2 ™π‘¥ §◊Õ

HSV type 1 ·≈– type 2

HSV-1 ‡ªìπ oral strain ®–∑”„Àâ‡°‘¥ mouth lesions,

eye infections, encephalitis

HSV-2 ‡ªìπ genital strain ‡ªìπ “‡Àμÿ¢Õß genital

infection μ‘¥μàÕ∑“ß‡æ» —¡æ—π∏å ·≈–æ∫«à“ —¡æ—π∏å°—∫ neo-

natal infection ¡“°°«à“ HSV-1

Congenital infection æ∫‰¥â 4% ‚¥¬‡™◊ÈÕ‰«√— μ‘¥

μàÕ‰ª¬—ß∑“√°„π§√√¿åºà“π∑“ß√° natal transmission æ∫

‰¥â∫àÕ¬∑’Ë ÿ¥ §◊Õ 86% ‡°‘¥®“°∑“√° ”≈—° vaginal secre-

tions ∑’Ë¡’‡™◊ÈÕÕ¬Ÿà¢≥–§≈Õ¥ πÕ°®“°π’È¬—ß “¡“√∂μ‘¥‡™◊ÈÕ

ºà“π∑“ß eyes, scalp, skin ·≈– umbilical cord

°“√«‘π‘®©—¬¢÷ÈπÕ¬Ÿà°—∫Õ“°“√· ¥ß ª√–°Õ∫°—∫

1. °“√μ√«® viral culture ®“° vesicular fluid, nasal

secretions, conjunctival secretions À√◊Õ corneal swab,

blood, CSF

2. PCR μ√“«®À“ viral nucleic acid

3. Direct fluorescent antibody testing (DFA) „™â‰¥â

‡©æ“–„π cutaneous lesions

Õ“°“√· ¥ß

1. Neonatal HSV infection ‡°‘¥„π™à«ßÕ“¬ÿ 1 ‡¥◊Õπ

·√° ‚¥¬ 2 „π 3 °“√μ‘¥‡™◊ÈÕÕ“®®–·æ√à°√–®“¬‰ªÀ≈“¬

Õ«—¬«–  à«π∑’Ë‡À≈◊Õ1 „π 3 ®–‡ªìπ°“√μ‘¥‡™◊ÈÕ‡©æ“–∑’Ë ‚¥¬

®”·π°‡ªìπ

1.1. skin/eye/mouth (SEM) ‰¥â·°à vesicular skin

lesion, ulcerative mouth sores, keratoconjunctivitis

1.2. localized CNS disease ®–· ¥ßÕ“°“√‡À¡◊Õπ

„π bacterial sepsis ·≈– “¡“√∂æ∫ vesicular skin lesion

√à«¡¥â«¬ 60-70%

æ∫«à“Õ—μ√“°“√μ“¬®“° neonatal HSV infection ∑’Ë

‰¡à‰¥â√—∫°“√√—°…“ Ÿß∂÷ß 49% ·≈–‡æ’¬ß 26% ¢Õß∑“√°

∑’Ë√Õ¥™’«‘μ¡’°“√æ—≤π“∑’Ëª°μ‘

2. Congenital HSV infection

Õ“°“√· ¥ß∑—Ë«‰ª ‰¥â·°à low birth weight, SGA,

microcephaly, seizures, diffuse brain damage, intracranial

calcifications, scars ∫π skin À√◊Õ digits, pneumonitis,

hepatomegaly

Õ“°“√· ¥ß∑“ßμ“ 13% ¢Õß∑“√°∑’Ëμ‘¥‡™◊ÈÕ HSV ¡’

Õ“°“√· ¥ß∑“ßμ“ ÷́Ëß„™â·¬°‚√§ congenital ·≈–

neonatal ÕÕ°®“°°—π‰¥â¬“°

1. Anterior segment :  “¡“√∂æ∫ conjunctivitis,

epithelial or stromal keratitis, iridocyclitis, iris atrophy,

posterior synechiae, cataract „π congenital ·≈– neona-

tal herpes

2. Retina : retinitis, chorioretinitis, chorioretinal

scarring, massive exudate ·≈– retinal necrosis

3. Optic nerve : optic neuritis ·≈– optic atrophy

4. Microphthalmia

°“√√—°…“ herpes conjunctivitis/ epithelial keratitis

¡—°À“¬‰¥â‡Õß„πºŸâªÉ«¬∑’Ë¡’¿Ÿ¡‘§ÿâ¡°—πª°μ‘ À√◊ÕÕ“®

√—°…“‚¥¬„Àâ topical antiviral ‰¥â·°à 1% Trifluridine drop

9 §√—ÈßμàÕ«—π À√◊Õ vidarabine, idoxuridine §«∫§Ÿà‰ª°—∫

°“√ debridement À√◊ÕÕ“®„Àâ oral acyclovir

°“√√—°…“ neonatal herpes infections

acyclovir (drug of choice) 60 mg/kg iv per day „Àâ

π“π 14 «—π  ”À√—∫ SEM ·≈–„Àâπ“π 21 «—π  ”À√—∫

disseminated disease ÷́Ëßº≈¢â“ß‡§’¬ß¢Õßμ—«¬“‰¥â·°à renal

toxicity

·≈–æ∫ 22% ∑’Ë· ¥ßÕ“°“√ retinitis ®–¡’≈—°…≥– diffuse

retinal necrosis æ∫∫√‘‡«≥∑’Ë¡’ ’¢“«Àπ“μ—«¢÷Èπ  “¡“√∂æ∫

intraretinal hemorrhage, vitritis ·≈– venous sheathing

‰¥â

3. Optic Nerve : Õ“®æ∫ optic nerve hypoplasia

·≈– optic nerve coloboma

°“√√—°…“ IV ganciclovir, valacyclovir, foscarnet,

cidofovir ·≈– fomivirsen

°“√ªÑÕß°—π‚√§ À≠‘ßμ—Èß§√√¿å∑’Ë seronegative §«√¡’

°“√¥Ÿ·≈ ÿ¢Õπ“¡—¬∑’Ë¥’ À“°¡’§«“¡‡ ’Ë¬ß ‡™àπ μâÕß§≈ÿ°§≈’

°—∫‡¥Á°‡≈Á°®”π«π¡“°

2. Retina : Õÿ∫—μ‘°“√≥å°“√‡°‘¥æ∫‰¥â 15% ¢ÕßºŸâªÉ«¬

Õ“°“√· ¥ß

1. Neonatal HSV infection ‡°‘¥„π™à«ßÕ“¬ÿ 1 ‡¥◊Õπ

°“√√—°…“ herpes conjunctivitis/ epithelial keratitis

¡—°À“¬‰¥â‡Õß„πºŸâªÉ«¬∑’Ë¡’¿Ÿ¡‘§ÿâ¡°—πª°μ‘ À√◊ÕÕ“®

√—°…“‚¥¬„Àâ topical antiviral ‰¥â·°à 1% Trifluridine drop

9 §√—ÈßμàÕ«—π À√◊Õ vidarabine, idoxuridine §«∫§Ÿà‰ª°—∫

°“√ debridement À√◊ÕÕ“®„Àâ oral acyclovir

°“√√—°…“ neonatal herpes infections

acyclovir (drug of choice) 60 mg/kg iv per day „Àâ

π“π 14 «—π  ”À√—∫ SEM ·≈–„Àâπ“π 21 «—π  ”À√—∫

disseminated disease ÷́Ëßº≈¢â“ß‡§’¬ß¢Õßμ—«¬“‰¥â·°à renal

toxicity

Herpes Simplex Virus
‡ªìπ double-stranded DNA virus ®—¥Õ¬Ÿà„π Herpes

virus family ‚¥¬ herpes simplex virus ¡’ 2 ™π‘¥ §◊Õ

HSV type 1 ·≈– type 2

HSV-1 ‡ªìπ oral strain ®–∑”„Àâ‡°‘¥ mouth lesions,

eye infections, encephalitis

HSV-2 ‡ªìπ genital strain ‡ªìπ “‡Àμÿ¢Õß genital

infection μ‘¥μàÕ∑“ß‡æ» —¡æ—π∏å ·≈–æ∫«à“ —¡æ—π∏å°—∫ neo-

natal infection ¡“°°«à“ HSV-1

Congenital infection æ∫‰¥â 4% ‚¥¬‡™◊ÈÕ‰«√— μ‘¥

μàÕ‰ª¬—ß∑“√°„π§√√¿åºà“π∑“ß√° natal transmission æ∫

‰¥â∫àÕ¬∑’Ë ÿ¥ §◊Õ 86% ‡°‘¥®“°∑“√° ”≈—° vaginal secre-

tions ∑’Ë¡’‡™◊ÈÕÕ¬Ÿà¢≥–§≈Õ¥ πÕ°®“°π’È¬—ß “¡“√∂μ‘¥‡™◊ÈÕ

ºà“π∑“ß eyes, scalp, skin ·≈– umbilical cord

°“√«‘π‘®©—¬¢÷ÈπÕ¬Ÿà°—∫Õ“°“√· ¥ß ª√–°Õ∫°—∫

1. °“√μ√«® viral culture ®“° vesicular fluid, nasal

secretions, conjunctival secretions À√◊Õ corneal swab,

blood, CSF

2. PCR μ√“«®À“ viral nucleic acid

3. Direct fluorescent antibody testing (DFA) „™â‰¥â

‡©æ“–„π cutaneous lesions
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°“√ªÑÕß°—π‚√§ °“√∑” perinatal screening

Syphilis
‡°‘¥®“°‡™◊ÈÕ Treponema pallidum ®—¥Õ¬Ÿà„π family

Spirochaeteceae ‡ªìπ “‡Àμÿ∑’Ë∑”„Àâ‡°‘¥‚√§μ‘¥μàÕ∑“ß‡æ»

 —¡æ—π∏å‡ªìπÀ≈—° ‚√§Õ“®μ‘¥μàÕ∑“ß√° ÷́Ëß‡°‘¥„π™à«ß se-

ronegativity ¢Õß¡“√¥“ À√◊Õ‰¥â√—∫ breast feeding ®“°

¡“√¥“∑’Ëμ‘¥‡™◊ÈÕ πÕ°®“°π’È°“√μ‘¥μàÕ®“°§π Ÿà§π Õ“®‡°‘¥

®“° transfusion of fresh blood À√◊Õ®“° —¡º— °—∫ in-

fected lesion

∑“√°∑ÿ°§π∑’Ë¡’ aseptic meningitis, enlarged liver,

hematological abnormalities μâÕß∑”°“√μ√«® serologic

test ‡æ◊ËÕμ√«®À“‡™◊ÈÕ syphilis ‡æ√“–∑“√°¡—°‰¡à· ¥ß

Õ“°“√¢Õß congenital syphilis

®“° recommendation of CDC (Center for Disease

Control) μâÕß∑”°“√μ√«® serologic screens ¢Õß¡“√¥“

„π™à«ß·√°¢Õß°“√Ω“°§√√¿å·≈–„π‡¥◊Õπ∑’Ë 7

Serologic tests „π°“√«‘π‘®©—¬ syphilis ·∫àß‡ªìπ 2 °≈ÿà¡

1. Detect antibody to cardiolipin-lecithin-choles-

terol antigen (non-treponemal tests) ∑’Ëπ‘¬¡„™â §◊Õ Vene-

real Disease Research Laboratory (VDRL) ·≈– Rapid

Plasma Reagin (RPR)

¡—°„™â‡ªìπ screening test ‡π◊ËÕß®“°¡’ sensitivity ∑’Ë¥’

√“§“∂Ÿ° „™â√–¬–‡«≈“∑¥ Õ∫πâÕ¬ „Àâº≈∫«°≈«ß‰¥â„π

∫“ß°√≥’

2. Detect antibody against treponemal antigens „Àâ

º≈∫«°≈«ß„π°√≥’ spirochetal diseases ·≈–º≈∫«°®–

§ßÕ¬Ÿà‰ªμ≈Õ¥ ¥—ßπ—Èπ°“√μ√«®®”‡ªìπ®–μâÕß„™â°“√μ√«®∑—Èß

2 ™π‘¥√à«¡°—π ·≈–μâÕßæ‘®“√≥“Õ“°“√¢ÕßºŸâªÉ«¬√à«¡¥â«¬

CDC (Center for Disease Control) „Àâ°“√«‘π‘®©—¬

congenital syphilis ®“°

1. T. pallidum by dark-field microscopy

2. VDRL test √à«¡°—∫°“√μ√«®æ∫¢âÕ„¥¢âÕÀπ÷Ëß¥—ß

μàÕ‰ªπ’È

1. Evidence ¢Õß congenital syphilis ®“°°“√

μ√«®√à“ß°“¬

2. Long-bone radiographic evidence

3. μ√«® VDRL„π CSF º≈‡ªìπ∫«°

4. ¡’¿“«– CSF protein À√◊Õ cell count  Ÿß¢÷Èπ ÷́Ëß

À“ “‡ÀμÿÕ◊ËπÕ∏‘∫“¬‰¡à‰¥â

5. æ∫ Quantitative nontreponemal serologic titer

 Ÿß°«à“¡“√¥“ 4 ‡∑à“¢÷Èπ‰ª

6. FTA-ABS º≈‡ªìπ∫«°

7. Serologic testing

Congenital syphilis
· ¥ßÕ“°“√‡¡◊ËÕ„¥°Á‰¥â  “¡“√∂∑”„Àâ‡°‘¥¿“«–

§≈Õ¥°àÕπ°”Àπ¥‰¥â  ‚¥¬„π™à«ß·√°¬— ßæ∫°“√

· ¥ßÕÕ°∑“ßμ“πâÕ¬ early ·≈– late congenital syphilis

π—Èπ∂Ÿ°·∫àß∑’ËÕ“¬ÿ 2 ªï ÷́ËßÕ“°“√®–· ¥ßÕÕ°„π™à«ß«—¬

‡¥Á°μÕπª≈“¬‰ª®π∂÷ß«—¬√ÿàπ ÷́Ëß≈—°…≥–‡©æ“–∑’Ëæ∫ ‡√’¬°

«à“ hutchinson triad ‰¥â·°à peg-shaped teeth, CN8th deaf-

ness, interstitial keratitis (æ∫ bilateral ‰¥â 10%) πÕ°®“°

π’È¬—ßμ√«®æ∫≈—°…≥– saddle nose, short maxilla, linear

scar √Õ∫Ê body orifices

Õ“°“√· ¥ß∑“ßμ“

syphilitic interstitial keratitis ¡—°æ∫„π congenital

syphilis ¡’≈—°…≥– stromal vascularization ·μà¡Õß‡ÀÁπ

§àÕπ¢â“ß¬“°∂â“¡’ stromal scar (ghost vessels) ·≈–Õ“®

æ∫ congenital ·≈– acquired cataracts ∑’Ë‡°‘¥®“° uveal

inflammation

Õ“°“√· ¥ß¢Õß syphilitic chorioretinitis ª√–°Õ∫

¥â«¬ vasculitis ‚¥¬Õ“®®–æ∫ arterial occlusion √à«¡¥â«¬‰¥â,

macular edema, stellate maculopathy, disciform macular

detachment, pseudoretinitis pigmentosa (¡’≈—°…≥– salt

and pepper appearance), retinal detachment, uveal effu-

sion, CRVO, retinal necrosis, neuroretinitis

Glaucoma secondary glaucoma „π syphilis ‡°‘¥

‰¥â¡“®“°À≈“¬ “‡Àμÿ ‡™àπ

1. complete dislocation À√◊Õ subluxation ¢Õß lens

∑”„Àâ‡°‘¥ angle closure

2. uveitic glaucoma  “¡“√∂æ∫‰¥â∑—Èß congenital

À√◊Õ acquired syphilitic iridocyclitis
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3. inflammatory pseudotumor ¢Õß iris

4. syphilitic interstitial keratitis  “¡“√∂∑”„Àâ‡°‘¥

∑—Èß open ·≈– closed forms ¢Õß glaucoma

Pupillomotor Pathways
≈—°…≥–‡©æ“–„π pupillary finding ®“° syphilis §◊Õ

Argyll Robertson pupil ́ ÷Ëßæ∫‰¥â∫àÕ¬„π late neurosyphilis

·μà “¡“√∂æ∫‰¥â„π™à«ß·√°‡™àπ°—π pupil ¡’≈—°…≥– un-

equal, irregular, profoundly miotic with light-near dis-

sociation

°“√√—°…“

Penicillin G ‡ªìπ drug of choice  ”À√—∫°“√√—°…“

syphilis „π∑ÿ° stages

°“√√—°…“ early syphilis (primary, secondary, À√◊Õ

latent ∑’Ë‡ªìππâÕ¬°«à“ 1 ªï) : benzathine penicillin G

°“√√—°…“ syphilis ∑’Ë‡ªìπ¡“°°«à“ 1 ªï : benzathine

penicillin G ‚¥¬„ÀâÕ“∑‘μ¬å≈– 1 §√—Èß √«¡∑—ÈßÀ¡¥ 3 dose

°“√√—°…“ neurosyphilis : aqueous penicillin G 2-4

≈â“π¬Ÿπ‘μ iv ∑ÿ° 4 ™—Ë«‚¡ß √«¡ 10-14 «—π

°“√√—°…“ congenital syphilis : aqueous penicillin

G À√◊Õ procaine penicillin G iv √«¡ 10-14 «—π

°“√„Àâ°“√√—°…“ È́” ®–∑”‡¡◊ËÕº≈‡≈◊Õ¥¬—ßæ∫ positive

titers À√◊Õ Positive CSF VDRL test ∑’Ë√–¬–‡«≈“ 6 ‡¥◊Õπ
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