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„πªí®®ÿ∫—πæ∫°“√‡°‘¥¿“«– reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’¡“°¢÷Èπ„π

°≈ÿà¡ºŸâªÉ«¬∑’Ë‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—πÀ√◊Õ¬“μâ“π¡–‡√Áß ‚¥¬Õ“°“√· ¥ß¡’‰¥âμ—Èß·μà

‰¡à¡’Õ“°“√·≈–À“¬‰¥â‡Õß‰ª®π°√–∑—Ëß‡°‘¥¿“«–μ—∫Õ—°‡ ∫√ÿπ·√ß·≈–‡ ’¬™’«‘μ ∑—Ë«

‚≈°¡’ª√–™“°√∑’Ëμ‘¥‰«√— μ—∫Õ—°‡ ∫∫’¡“°°«à“ 2 æ—π≈â“π§π ‚¥¬ª√–¡“≥ 75%

Õ“»—¬„π·∂∫‡Õ‡™’¬μ–«—πÕÕ°‡©’¬ß„μâ·≈–·∂∫μ–«—πμ°1 Wands ·≈–§≥–2 ‰¥â

√“¬ß“π°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‡ªìπ§√—Èß·√°„πªï 1975 ‚¥¬

æ∫„πºŸâªÉ«¬∑’Ë‡ªìπ¡–‡√Áß‡¡Á¥‡≈◊Õ¥·≈–¡–‡√ÁßμàÕ¡πÈ”‡À≈◊Õß∑’Ë‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π

·≈–μàÕ¡“‰¥â¡’°“√√“¬ß“π°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬∑’Ë

‡ªìπ¡–‡√Áß solid tumors3 Õ◊ËπÊ ¥â«¬ Õÿ∫—μ‘°“√≥å°“√‡°‘¥ reactivation ¢Õß‰«√— 

μ—∫Õ—°‡ ∫∫’À≈—ß‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—πÕ¬Ÿà∑’Ëª√–¡“≥ 25% ∂÷ß 40%4 ·≈–À“°‡ªìπ

ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ°æ∫¿“«– reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’

‰¥â¡“°°«à“ 50% ‡π◊ËÕß®“°‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—πª√‘¡“≥¡“°5

ªí®®ÿ∫—π¡’Õÿ∫—μ‘°“√≥å¢Õß‚√§¡–‡√Áß Ÿß¢÷Èπ ‰¡à«à“®–‡ªìπ¡–‡√Áß√–∫∫‚≈À‘μ

(hematologic malignancy) À√◊Õ solid tumors ™π‘¥μà“ßÊ πÕ°®“°π’È¬—ß¡’°“√

„™â¬“°¥¿Ÿ¡‘§ÿâ¡°—π„π‚√§¿Ÿ¡‘§ÿâ¡°—πÕ◊ËπÊ ‡™àπ SLE ‚√§¢âÕÕ—°‡ ∫√Ÿ¡“μÕ¬¥å ·≈–°“√

„™â¬“°¥¿Ÿ¡‘§ÿâ¡°—πª√‘¡“≥¡“°„πºŸâªÉ«¬∑’Ë√—∫°“√ª≈Ÿ°∂à“¬Õ«—¬«– ‡™àπ °“√ª≈Ÿ°∂à“¬

‰¢°√–¥Ÿ° °“√ª≈Ÿ°∂à“¬‰μ ¥—ßπ—Èπ®÷ßæ∫°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫
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∫’‡æ‘Ë¡¢÷Èπ ‚¥¬‡©æ“–„π endemic area ‡™àπ ·∂∫‡Õ‡™’¬μ–«—πÕÕ°‡©’¬ß„μâ °“√‡°‘¥

reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ “¡“√∂°àÕ„Àâ‡°‘¥Õ“°“√√ÿπ·√ß®π‡ ’¬™’«‘μ‰¥â

®÷ß‡ªìπ∑’Ë¡“¢Õß°“√À“·π«∑“ß ªÑÕß°—π¥Ÿ·≈·≈–√—°…“ºŸâªÉ«¬°≈ÿà¡π’ÈÕ¬à“ß‡ªìπ√–∫∫

¡“°¢÷Èπ

 ”À√—∫·π«∑“ß„π°“√¥Ÿ·≈√—°…“ºŸâªÉ«¬∑’Ë‡ªìπ‰«√— μ—∫Õ—°‡ ∫∫’ (HBsAg

positive) ∑’ËμâÕß‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π6 ‰¥â¡’°“√°”Àπ¥¢÷Èπ·≈â« „π∫∑§«“¡π’È®–

¢Õ∑∫∑«π‡©æ“–°√≥’∑’ËºŸâªÉ«¬‡ªìπ isolated Anti-HBc positive ‚¥¬∑’Ë HBsAg

negative ´÷Ëß¬—ß‰¡à‰¥â¡’¢âÕ √ÿª„π°“√„Àâ°“√ªÑÕß°—π·≈–√—°…“Õ¬à“ß‡ªìπ·∫∫·ºπ„π

ªí®®ÿ∫—π

§”®”°—¥§«“¡ ·≈– °“√«‘π‘®©—¬

1. Isolated Hepatitis B core Antibody À¡“¬∂÷ß °“√μ√«®æ∫ Anti-

HBc positive √à«¡°—∫°“√μ√«®‰¡àæ∫ HBsAg ·≈– Anti-HBs

2. Occult HBV infection À¡“¬∂÷ß °“√μ√«®‰¡àæ∫ HBsAg ·μà¬—ß

æ∫ HBV DNA Õ¬Ÿà

3. Reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ À¡“¬∂÷ß °“√æ∫°“√‡æ‘Ë¡¢÷Èπ¢Õß

HBV DNA >1 log10 √à«¡°—∫°“√‡æ‘Ë¡¢÷Èπ¢Õß§à“‡Õπ‰´¡åμ—∫Õ¬à“ßπâÕ¬ 3 ‡∑à“®“°§à“

μ—Èßμâπ

4. Seroreversion ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ À¡“¬∂÷ß °“√°≈—∫®“°°“√∑’ËºŸâ

ªÉ«¬‡§¬¡’¿Ÿ¡‘§ÿâ¡°—πμàÕ‰«√— μ—∫Õ—°‡ ∫∫’ (Anti-HBs positive ·≈– HBsAg nega-

tive) À√◊Õ‡§¬‰¥â√—∫‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’¡“·≈â«·μà¬—ß¿Ÿ¡‘§ÿâ¡°—π‰¡à¢÷Èπ (Anti-HBc

positive, HBsAg negative, Anti-HBs negative) ¡“‡ªìπ¡’ active hepatitis B

(HBsAg positive, Anti-HBs negative)

®“°¢âÕ¡Ÿ≈¢Õß Lok ·≈–§≥–7 §«“¡‡ ’Ë¬ß¢Õß°“√‡°‘¥ reactivation ¢Õß

‰«√— μ—∫Õ—°‡ ∫∫’„π°≈ÿà¡ HBsAg negative (´÷Ëß√«¡ occult hepatitis B ·≈– re-

solved À√◊Õ past hepatitis B) æ∫‡æ’¬ß 4% ‚¥¬‰¡à¡’ºŸâªÉ«¬√“¬„¥‡ ’¬™’«‘μ ´÷Ëß

Õÿ∫—μ‘°“√≥åπ’ÈμË”°«à“∑’Ëæ∫„π°≈ÿà¡ HBsAg positive ∑’Ëæ∫°“√‡°‘¥ reactivation ‰¥â
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∂÷ß 48% ·≈–Õ—μ√“°“√‡ ’¬™’«‘μ„π°≈ÿà¡π’È¡’¡“°∂÷ß 8% ‚¥¬„πºŸâ∑’ËÀ“¬®“°¿“«–μ‘¥

‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’·≈â« (HBsAg negative, Anti-HBc positive, Anti-HBs

positive) ¬—ßæ∫°“√‡æ‘Ë¡®”π«π¢Õß‰«√— „π‡π◊ÈÕμ—∫·≈– peripheral blood mono-

nuclear cells Õ¬Ÿà8,9 ®÷ß∑”„Àâ “¡“√∂‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‰¥â

·¡â«à“ºŸâªÉ«¬®–¡’¿Ÿ¡‘§ÿâ¡°—πμàÕ‰«√— μ—∫Õ—°‡ ∫∫’·≈â«°Áμ“¡ (Anti HBc positive ·≈–

Anti-HBs positive)

Wands ·≈–§≥–2 æ∫«à“„πºŸâªÉ«¬ 17 √“¬∑’Ë‡ªìπ¡–‡√Áß‡¡Á¥‡≈◊Õ¥ (hema-

tologic malignancy) ·≈–‰¥â√—∫¬“‡§¡’∫”∫—¥ ¡’ 12 √“¬∑’Ëæ∫°“√≈¥≈ß¢Õß Anti-

HBs titer Õ¬à“ß™—¥‡®π ·≈–„π 5 √“¬æ∫À≈—°∞“π¢Õß°“√‡°‘¥ seroreversion

¢Õß‰«√— μ—∫Õ—°‡ ∫∫’√à«¡°—∫æ∫°“√ª√“°Ø„À¡à (reappearance) ¢Õß HBsAg

‡™àπ‡¥’¬«°—∫√“¬ß“π¢Õß Dhedin ·≈–§≥–10 À√◊Õ√“¬ß“π¢Õß Seth ·≈–§≥–11

°Áæ∫°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‰¥â„πºŸâªÉ«¬∑’Ë¡’¿Ÿ¡‘§ÿâ¡°—π·≈â«·μà

‰¥â√—∫°“√ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ°‡π◊ËÕß®“°‡ªìπ‚√§¡–‡√Áß‡¡Á¥‡≈◊Õ¥ ‚¥¬Õÿ∫—μ‘°“√≥å¢Õß

seroreversion Õ¬Ÿà∑’Ëª√–¡“≥ 14-50%12 ·≈–‡°‘¥À≈—ß°“√ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ°ª√–¡“≥

6-52 ‡¥◊Õπ (median 19 ‡¥◊Õπ) ´÷Ëß°“√‡°‘¥ reactivation π’È‡°‘¥¢÷Èπ™â“°«à“„π°≈ÿà¡∑’Ë

¡’ HBs Ag positive Õ¬Ÿà°àÕπ·≈â« (median 2-3 ‡¥◊Õπ) ‚¥¬‡™◊ËÕ«à“ “‡Àμÿ‡π◊ËÕß®“°

„π™à«ß·√°ºŸâ√—∫Õ«—¬«–¡’ memory B cell immunity Õ¬Ÿà ·μà‡¡◊ËÕ‰¥â√—∫¬“°¥

¿Ÿ¡‘§ÿâ¡°—π∑”„Àâ√–¥—∫ Immunoglobulin ≈¥≈ß ªí®®—¬∑’Ë¡’º≈μàÕ°“√‡°‘¥ reversion

¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ ‰¥â·°à °“√‰¥â√—∫¬“ corticosteroid °“√¢“¥ Anti-HBs „π

donor ·≈–°“√‡°‘¥¢Õß graft-versus-host disease13,14

ªí®®—¬∑’Ë¡’º≈μàÕ°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’

°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’31 ¢÷ÈπÕ¬Ÿà°—∫§«“¡ ¡¥ÿ≈√–À«à“ß

°“√‡æ‘Ë¡®”π«π¢Õß‰«√— ·≈–¿“«–¿Ÿ¡‘§ÿâ¡°—π¢ÕßºŸâªÉ«¬ ¥—ßπ—Èπ‚Õ°“ „π°“√‡°‘¥ reac-

tivation ®÷ß·μ°μà“ß°—πμ“¡§«“¡√ÿπ·√ß¢Õß¿“«–μ‘¥‡™◊ÈÕ„πºŸâªÉ«¬·μà≈–√“¬°àÕπ

∑’Ë®–‰¥â√—∫¬“‡§¡’∫”∫—¥ ·≈–§«“¡√ÿπ·√ß¢Õß°“√∑’Ë¿Ÿ¡‘§ÿâ¡°—π¢ÕßºŸâªÉ«¬∂Ÿ°°¥‚¥¬¬“

°¥¿Ÿ¡‘§ÿâ¡°—π (μ“√“ß∑’Ë 1)
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1. Viral factors

‰¥â·°à

1.1 HBsAg positive ®“°√“¬ß“π¢Õß Lok ·≈–§≥–7 Yeo32 ·≈– Lau33

1.2 High HBV DNA >104 copies/mL, HBeAg positive ®“°√“¬ß“π

¢Õß Hui15 æ∫«à“¡’ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’À≈—ßÀ¬ÿ¥¬“ lamivudine

prophylaxis „π°≈ÿà¡∑’Ë¡’ HBV DNA >104 copies/mL ¡“°°«à“°≈ÿà¡∑’Ë¡’ HBV

DNA <104 copies/mL (50% vs 10%, p<0.001) ·≈–°≈ÿà¡∑’Ë¡’ HBeAg positive

æ∫ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’¡“°°«à“°≈ÿà¡∑’Ë HBeAg negative (45.5%

vs 17.1%, p=0.041)

1.3 Genotypes and mutation of HBV ®“°√“¬ß“π¢Õß Umemura34

·≈– Borentain35 æ∫«à“ genotype ∑’Ë·μ°μà“ß°—π¡’º≈μàÕ°“√‡°‘¥ reactivation

¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ √«¡∂÷ß√“¬ß“π¢Õß Ozasa36 ∑’Ëæ∫«à“‰¡à‡æ’¬ß·μà genotype

‡∑à“π—Èπ precore mutation °Á¡’º≈μàÕ°“√‡°‘¥ reactivation ¥â«¬

2. Host factors and types of immunosuppressive agents

2.1 Corticosteroid

¡’√“¬ß“π¢Õß Cheng16 ´÷Ëß‰¥â∑”°“√»÷°…“·∫∫ prospective „π

μ“√“ß∑’Ë 1 ªí®®—¬∑’Ë¡’º≈μàÕ°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬∑’Ë‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π

Viral factors Host factors

HBsAg Combination therapy with steroid

HBeAg Rituximab-plus-steroid combination therapy

Covalently closed circular DNA Malignant lymphoma

Occult HBV infection Male gender

Genotype non-A (especially genotype B) Absence of anti-HBs before chemotherapy

Gene mutation of precore and/or core promoter Decrease Anti-HBs titers during chemotherapy
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ºŸâªÉ«¬ non-Hodgkin lymphoma 50 √“¬ ‚¥¬·∫àß‡ªìπ°≈ÿà¡∑’Ë‰¥â√—∫ steroid-con-

taining regimen ·≈–°≈ÿà¡∑’Ë‰¥â steroid-free regimen æ∫«à“Õÿ∫—μ‘°“√≥å°“√‡°‘¥

reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„π°≈ÿà¡∑’Ë‰¥â steroid  Ÿß°«à“°≈ÿà¡∑’Ë‰¡à‰¥â steroid

Õ¬à“ß¡’π—¬ ”§—≠∑“ß ∂‘μ‘ (73% vs 38%, p=0.03) ·μà°≈—∫æ∫«à“°≈ÿà¡∑’Ë‰¥â steroid

¡’ remission ·≈–Õ—μ√“°“√√Õ¥™’«‘μ Ÿß°«à“ ‚¥¬‡™◊ËÕ«à“μ—«‰«√— μ—∫Õ—°‡ ∫∫’¡’Õß§å

ª√–°Õ∫∑’Ë “¡“√∂μÕ∫ πÕßμàÕ glucocorticoid ¥—ßπ—Èπ°“√‰¥â√—∫¬“ corticoster-

oid ®÷ß∑”„Àâ‡°‘¥°“√‡æ‘Ë¡®”π«π¢Õß‰«√— μ—∫Õ—°‡ ∫∫’

2.2 Rituximab

‡ªìπ¬“°¥¿Ÿ¡‘§ÿâ¡°—π∑’Ë‡ªìπ anti-CD20 monoclonal antibody „™â√—°…“¡–‡√Áß

μàÕ¡πÈ”‡À≈◊Õß™π‘¥ B cell ®–∑”„Àâª√‘¡“≥ mature B cells ≈¥≈ß‡ªìπ√–¬–‡«≈“

‡©≈’Ë¬ 6-9 ‡¥◊Õπ ·≈–°≈—∫‡¢â“ Ÿà√–¥—∫ª°μ‘„π‡«≈“ 9-12 ‡¥◊Õπ „πªï 2001 Dervite17

·≈–„πªï 2006 Hui18 √“¬ß“π°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„π°≈ÿà¡

ºŸâªÉ«¬∑’Ë‰¥â√—∫ rituximab √à«¡°—∫ steroid ´÷Ëßæ∫∂÷ß 12.2% „π¢≥–∑’Ë°≈ÿà¡∑’Ë„™â¬“

°¥¿Ÿ¡‘·∫∫Õ◊Ëπæ∫ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‡æ’¬ß 1% ·≈–®“° multivariate

analysis æ∫«à“°“√√—°…“¥â«¬°“√„Àâ rituximab √à«¡°—∫ steroid ‡ªìπªí®®—¬‡ ’Ë¬ß∑’Ë

 ”§—≠„π°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ πÕ°®“°π’È √“¬ß“π≈à“ ÿ¥¢Õß

Yeo19 æ∫°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬∑’Ë‡ªìπ diffuse large

B cell lymphoma ∑’Ë‰¥â√—∫ R-CHOP À√◊Õ CHOP-like regimen ‚¥¬æ∫«à“ºŸâªÉ«¬∑’Ë¡’

reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‡ªìπ°≈ÿà¡∑’Ë‰¥â√—∫ R-CHOP ∑—Èß ‘Èπ (¿“æ∑’Ë 1)

®“°√“¬ß“π¢Õß ZENYAKU Company ∑’Ë√«∫√«¡°“√‡°‘¥ reactivation

¢Õß‰«√— μ—∫Õ—°‡ ∫∫’À≈—ß‰¥â√—∫‡§¡’∫”∫—¥ Ÿμ√∑’Ë¡’ rituximab ‡ªìπ à«πª√–°Õ∫æ∫

«à“‡°‘¥ reactivation „πºŸâªÉ«¬∑’Ë¡’ HBs Ag negative ‰¥â∂÷ß 45% (50/111) ‚¥¬„π

50 √“¬∑’Ë¡’ HBs Ag negative æ∫ 11 √“¬¡’ anti-HBc positive ·≈– 1 √“¬¡’

anti-HBs positive ‚¥¬‰¥â¡’°“√√«∫√«¡¢âÕ¡Ÿ≈¢Õß°“√‡°‘¥°“√ reactivation ¢Õß

‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬∑’Ë‰¥â√—∫ rituximab ‰«â„π√“¬ß“π¢Õß Kusumoto20 (μ“√“ß

∑’Ë 2) ·≈–≈—°…≥–¢Õß°“√‡°‘¥ reactivation „πºŸâªÉ«¬∑’Ë HBsAg negative (μ“√“ß

∑’Ë 3)
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·≈–‡™àπ‡¥’¬«°—∫„π√“¬ß“π¢Õß Kosei21 ∑’Ëæ∫«à“„πºŸâªÉ«¬ lymphoma 252

√“¬ À≈—ß®“°‰¥â√—∫¬“∑’Ë¡’ rituximab √à«¡¥â«¬ æ∫°“√ reactivation ¢Õß‰«√— μ—∫

Õ—°‡ ∫∫’ 5 √“¬ ´÷Ëß∑—Èß 5 √“¬π’È¡’ anti-HBc positive (‰¡àæ∫ reactivation „πºŸâ

ªÉ«¬∑’Ë‡ªìπ anti-HBc negative) ·≈– Kosei ‰¥âÕ∏‘∫“¬‡Àμÿº≈«à“ rituximab ‡ªìπ

monoclonal antibody μàÕ CD20 antigen ´÷Ëßæ∫‰¥â∑—Èß„π neoplastic B cell

·≈– normal B lymphocyte ‚¥¬ª°μ‘ B lymphocyte ∑”Àπâ“∑’Ë‡ªìπ antigen-

presenting cells (APC) „Àâ·°à CD8 positive cytotoxic T cell ´÷Ëß®–®”°—¥°“√

°√–®“¬¢Õß°“√μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’„π‡´≈≈åμ—∫ ¥—ßπ—Èπ‡¡◊ËÕ rituximab ‰ª≈¥

°“√∑”Àπâ“∑’Ë¢Õß B lymphocyte ≈ß ®÷ß∑”„Àâ T-lymphocyte ‰¡à “¡“√∂§«∫§ÿ¡

°“√μ‘¥‡™◊ÈÕ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‰¥â ®”π«π‰«√— ®÷ß‡æ‘Ë¡¢÷Èπ

¿“æ∑’Ë 1 °“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬ diffuse large B cell lymphoma ∑’Ë‰¥â

√—∫°“√√—°…“¥â«¬ R-CHOP À√◊Õ CHOP regimen
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μ“√“ß∑’Ë 2 §«“¡ —¡æ—π∏å√–À«à“ß HBsAg status ·≈– systemic chemotherapy „πºŸâªÉ«¬∑’Ë‡°‘¥

¿“«–μ—∫Õ—°‡ ∫√ÿπ·√ßÀ≈—ß‰¥â√—∫°“√√—°…“¥â«¬¬“‡§¡’∫”∫—¥∑’Ë¡’ Rituximab (ZENYAKU

Company data)

Systemic chemotherapy HBsAg-positive (n=47) HBsAg-negative (n=50)

Rituximab monotherapy 7 2

Containing steroids (R-CHOP etc.) 24 40

Not containing steroids 15 4

(R-CHO, R-cladribine, etc.)

PBSCT 0 3

μ“√“ß∑’Ë 3 ≈—°…≥–¢Õß°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’∑’Ë‡ªìπ “‡Àμÿ¢Õß¿“«–μ—∫Õ—°‡ ∫

„πºŸâªÉ«¬∑’Ë¡’ HBsAg negative

n Inci- Modified Data collection Anti- Anti- Predisposing Mortality

dence incidence period HBc HBs factor

Hui et al 8 3.3% 12.2% Single institution, 7/8 4/8 Rituximab 12.5%

(Hong Kong) (8/24) (8/49) Jan 2001 to plus steroids (1/8)

May 2005

Yeo et al 5 6.25% 23.8% Single institution, 5/5 0/5 R-CHOP 20.0%

(Hong Kong) (5/80) (5/21) Jan 2003 to (1/5)

Dec 2006

Zenyaku 50 NA NA Multicenter, 11/11 4/11 Rituximab 50.0%

Company Sep 2001 to plus steroids

data (Japan) May 2008 (80%, 40/50) (25/50)

2.3 Hematopoietic stem cell transplantation ·≈– organ trans-

plantation

®“°√“¬ß“π¢Õß Wachs22 ´÷Ëß‡ªìπ retrospective review æ∫ de novo

hepatitis B À≈—ß°“√ª≈Ÿ°∂à“¬Õ«—¬«– (solid organs) ∑’Ë‰¥â√—∫®“° donor ∑’Ë¡’ anti-

HBc positive ‚¥¬æ∫‚Õ°“  transmission  Ÿß ÿ¥„π°√≥’ª≈Ÿ°∂à“¬μ—∫ ¡“°°«à“
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°“√ª≈Ÿ°∂à“¬‰μ·≈–°“√ª≈Ÿ°∂à“¬À—«„® „π∑’Ëπ’È¢Õ‰¡à°≈à“«∂÷ß°“√ª≈Ÿ°∂à“¬Õ«—¬«–∑’Ë‡ªìπ

solid organ

 ”À√—∫°“√ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ° μ“¡ª°μ‘ºŸâªÉ«¬∑’Ë®–‰¥â√—∫°“√∑” allogeneic

bone marrow transplantation ®–‰¥â√—∫¬“‡§¡’∫”∫—¥¢π“¥ Ÿß‡æ◊ËÕ∑”≈“¬

‰¢°√–¥Ÿ°∑’Ë¡’‚√§¢Õßμ—«‡Õß À≈—ß®“°π—Èπ®÷ß‰¥â√—∫°“√ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ°¢ÕßºŸâ„Àâ

(donor) ¥—ßπ—Èπ°“√ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ°®–‡ªìπ°“√∑’Ë‰¥â√—∫‡§¡’∫”∫—¥¢π“¥ Ÿß¡“°·≈–

¡—°®–‡°‘¥¿“«– reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‰¥â∫àÕ¬·¡âºŸâªÉ«¬®–¡’¿Ÿ¡‘§ÿâ¡°—π

·≈â«°Áμ“¡ (μ“√“ß∑’Ë 4) ¥—ß„π√“¬ß“π¢Õß Knoll14, Onozawa23 ·≈– Palmore24 ÷́Ëß

æ∫°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‰¥â∂÷ß 50%

Õ“°“√· ¥ß

μ—«Õ¬à“ßºŸâªÉ«¬25 ∑’Ë‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’·∫∫μà“ßÊ ¥—ß

· ¥ß„π¿“æ∑’Ë 2-4 ´÷Ëß°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’π—Èπ “¡“√∂·∫àß

‡ªìπ√–¬–Ê ‰¥â 3 √–¬–25 (μ“√“ß∑’Ë 5) ¥—ßπ’È

√–¬–∑’Ë 1 ‰«√— ¡’°“√‡æ‘Ë¡®”π«πÕ¬à“ß√«¥‡√Á«À≈—ß®“°∑’Ë¡’ immune sup-

pression À√◊ÕÀ≈—ß®“°‰¥â√—∫¬“ chemotherapy «—¥‰¥â®“°°“√‡æ‘Ë¡¢÷Èπ¢Õß HBV DNA

„π serum πÕ°®“°π’È „πºŸâªÉ«¬ HBeAg negative ®–°≈—∫¡“æ∫ HBeAg posi-

tive „À¡à ·≈–ºŸâªÉ«¬∑’Ë HBsAg negative °Á®–¡’ seroreversion °≈“¬‡ªìπ HBsAg

positive ‡™àπ°—π

√–¬–∑’Ë 2 ‡°‘¥¢÷Èπ‡¡◊ËÕÀ¬ÿ¥À√◊Õ≈¥¬“°¥¿Ÿ¡‘§ÿâ¡°—π·≈–‡°‘¥°“√∫“¥‡®Á∫μàÕ

hepatocytes æ∫§à“‡Õπ‰´¡åμ—∫ Ÿß¢÷Èπ·≈–Õ“®æ∫¥’́ à“π‰¥â „π√–¬–π’ÈÕ“®æ∫«à“√–¥—∫

HBV DNA ≈¥≈ß

√–¬–∑’Ë 3 ‡ªìπ√–¬–øóôπμ—«¢Õß‡´≈≈åμ—∫

°“√ªÑÕß°—π·≈–√—°…“¿“«– reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’

°“√√—°…“ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’®πªí®®ÿ∫—ππ’È¬—ß§ß‡ªìπ°“√√—°…“

·∫∫ª√–§—∫ª√–§Õß ·≈–°“√À¬ÿ¥¬“‡§¡’∫”∫—¥ √à«¡°—∫°“√„Àâ¬“μâ“π‰«√—  ·μà
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¿“æ∑’Ë 2 ºŸâªÉ«¬ HBsAg carrier À≈—ß‰¥â‡§¡’∫”∫—¥‡æ◊ËÕ√—°…“¡–‡√ÁßμàÕ¡≈Ÿ°À¡“° √–À«à“ß„Àâ¬“§√—Èß∑’Ë

2 ‡°‘¥¿“«–¥’´à“π ·≈–æ∫°“√‡æ‘Ë¡¢÷Èπ¢Õß ALT ·≈– HBV DNA Õ¬à“ß‰√°Áμ“¡ºŸâªÉ«¬

 “¡“√∂‰¥â√—∫‡§¡’∫”∫—¥§√—ÈßμàÕ‰ª‰¥â‚¥¬‰¡à‡°‘¥ reactivation Õ’° ·≈–μ‘¥μ“¡Õ“°“√ 18

‡¥◊ÕπμàÕ¡“æ∫«à“ HBsAg negative ·≈– antiHBs positive

¿“æ∑’Ë 3 ºŸâªÉ«¬ HBsAg carrier À≈—ß‰¥â√—∫‡§¡’∫”∫—¥§√—Èß∑’Ë 3 ‡æ◊ËÕ√—°…“‚√§ non-Hodgkin lym-

phoma ‡°‘¥¿“«–¥’´à“π ·≈–æ∫°“√‡æ‘Ë¡¢÷Èπ¢Õß ALT ·≈– HBV DNA ‡¡◊ËÕ‰¥â√—∫‡§¡’

∫”∫—¥§√—ÈßμàÕ‰ª ¬—ß‡°‘¥ reactivation Õ’° ·μà ALT ‡æ‘Ë¡¢÷Èπ‡æ’¬ß‡≈Á°πâÕ¬·≈–‰¡à¡’Õ“°“√

μ‘¥μ“¡Õ’° 6 ‡¥◊Õπ æ∫«à“ HBsAg negative ·≈– antiHBs positive
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‡π◊ËÕß®“°À“°‡°‘¥¿“«– reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’·≈â« ¡—°®–π”¡“´÷Ëß

§«“¡∑ÿææ≈¿“æÀ√◊Õ®π°√–∑—Ëß°“√‡ ’¬™’«‘μ¢ÕßºŸâªÉ«¬‰¡à¡“°°ÁπâÕ¬ ®÷ßπà“®–‡πâπ‰ª

„π‡√◊ËÕß¢Õß°“√ªÑÕß°—π°“√‡°‘¥ reactivation ¢Õß‰«√— ¡“°°«à“

¿“æ∑’Ë 4 ºŸâªÉ«¬ HBsAg negative ·μà¡’ anti-HBc positive °àÕπ‰¥â√—∫ rituximab-CHOP ‡æ◊ËÕ√—°…“

Large B cell lymphoma ‡√‘Ë¡μ√«®æ∫ HBV DNA √–À«à“ß‰¥â‡§¡’∫”∫—¥§√—Èß∑’Ë 6 ·≈–

μ“¡¡“¥â«¬°“√μ√«®æ∫ HBsAg °“√‡æ‘Ë¡¢÷Èπ¢Õß ALT ·≈– bilirubin ´÷ËßμàÕ¡“‡°‘¥¿“«–

μ—∫«“¬‡©’¬∫æ≈—π·≈–‡ ’¬™’«‘μ„π∑’Ë ÿ¥

μ“√“ß∑’Ë 5 √–¬–μà“ßÊ ¢Õß°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’

Phase Feature Diagnosis markers comments

1 Increase in viral HBV DNA, HBeAg, Rise of >1 log10 IU/mL,

replication HBsAg seroreversion

2 Appearance of ALT, symptoms, Rise of >3 times baseline,

disease activity jaundice indicative of more

severe injury

3 Recovery HBV DNA, ALT, Fall to baseline values may

HBsAg be cleared late
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‚¥¬„π°√≥’∑’ËºŸâªÉ«¬‡ªìπæ“À–¢Õß‰«√— μ—∫Õ—°‡ ∫∫’°àÕπ®–‰¥â√—∫‡§¡’∫”∫—¥

§«√‰¥â√—∫°“√μ√«®ª√‘¡“≥ HBV DNA °àÕπ ·≈–§«√„Àâ¬“ªÑÕß°—π°“√‡°‘¥ reacti-

vation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’°àÕπ‰¥â√—∫¬“‡§¡’∫”∫—¥ ‚¥¬¡’¡“μ√∞“π¢Õß·π«∑“ß

ªØ‘∫—μ‘„π°“√¥Ÿ·≈ºŸâªÉ«¬∑’Ëμ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’ (æ∫ HBsAg positive) ∑’ËμâÕß

‰¥â√—∫‡§¡’∫”∫—¥¥—ßπ’È6

1. Hepatitis B carriers

HBsAg positive ·≈–μ√«®æ∫ HBV DNA <2,000 IU/mL §«√‰¥â√—∫

°“√ªÑÕß°—π°“√‡°‘¥ reactivation ¢Õß‰«√—  ‚¥¬°“√„Àâ¬“ lamivudine °àÕπ®–

‡√‘Ë¡¬“‡§¡’∫”∫—¥ ·≈–„ÀâμàÕ‡π◊ËÕß®π°√–∑—ËßÀ¬ÿ¥¬“‡§¡’∫”∫—¥·≈â«Õ¬à“ßπâÕ¬ 6 ‡¥◊Õπ

2. Chronic hepatitis B

HBsAg positive ·≈–μ√«®æ∫ HBV DNA >2,000 IU/mL °àÕπ®–‰¥â

√—∫¬“‡§¡’∫”∫—¥§«√‰¥â√—∫¬“μâ“π‰«√—  lamivudine À√◊Õ entecavir μ“¡¢âÕ∫àß™’È

¢Õß°“√√—°…“‰«√— μ—∫Õ—°‡ ∫∫’‰ª®π°√–∑—Ëß ‘Èπ ÿ¥°“√√—°…“‰«√— μ—∫Õ—°‡ ∫∫’

°√≥’ºŸâªÉ«¬‡§¬μ‘¥‡™◊ÈÕ‰«√— μ—∫Õ—°‡ ∫∫’ anti-HBc positive ·μà HBsAg

negative ·≈– anti-HBs negative ·≈–¬—ßμ√«®æ∫ HBV DNA ´÷Ëß‡√’¬°«à“‡ªìπ

occult HBV infection √«¡∑—Èß°√≥’∑’ËºŸâªÉ«¬‡§¬μ‘¥‡™◊ÈÕ·≈–¡’¿Ÿ¡‘§ÿâ¡°—π·≈â« (HBsAg

negative, anti-HBc positive, anti-HBs positive) „πªí®®ÿ∫—π¬—ß‰¡à¡’·π«∑“ß

°“√ªØ‘∫—μ‘∑’Ë™—¥‡®π ”À√—∫ºŸâªÉ«¬∑—Èß Õß°√≥’‡¡◊ËÕμâÕß‰¥â√—∫¬“‡§¡’∫”∫—¥À√◊Õ¬“∑’Ë¡’

ƒ∑∏‘Ï°¥¿Ÿ¡‘§ÿâ¡°—π ·μà„π√“¬ß“π¢Õß Lalazar26 ºŸâªÉ«¬‡À≈à“π’È§«√‰¥â√—∫°“√ªÑÕß°—π

¥â«¬¬“μâ“π‰«√—  lamivudine ‰ª°àÕπ  ◊∫‡π◊ËÕß®“°°“√»÷°…“¢Õß Wands2,

Dhedin10, Seth11, Knoll14 ·≈– Onozawa23 ∑’Ëæ∫«à“ºŸâªÉ«¬À≈—ß‰¥â√—∫¬“‡§¡’∫”∫—¥

À√◊Õ¬“∑’Ë¡’ƒ∑∏‘Ï°¥¿Ÿ¡‘§ÿâ¡°—π‚¥¬‡©æ“–∑’Ë¡’ corticosteroid À√◊Õ rituximab À√◊Õ

ºŸâªÉ«¬∑’Ë‰¥â√—∫°“√ª≈Ÿ°∂à“¬Õ«—¬«–∑—Èß„π°“√ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ°·≈–°“√ª≈Ÿ°∂à“¬ solid

organ ¡—°¡’°“√‡æ‘Ë¡®”π«π¢Õß‰«√— μ—∫Õ—°‡ ∫∫’®π‡°‘¥¿“«– seroreversion ‚¥¬

„π√“¬ß“π¢Õß Lalazar26 ‰¥â‡ πÕ·π«∑“ß„π°“√μ√«®§—¥°√Õß·≈–°“√ªÑÕß°—π„π

ºŸâªÉ«¬°≈ÿà¡π’È‰«â (¿“æ∑’Ë 5)

ª°μ‘°“√„Àâ«—§´’π‰«√— μ—∫Õ—°‡ ∫∫’„™â Ÿμ√ 0, 1 ·≈– 6 ‡¥◊Õπ  ”À√—∫‡¢Á¡∑’Ë
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¿“æ∑’Ë 5 ·π«∑“ß°“√ªÑÕß°—π°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬¡–‡√Áß‡¡Á¥‡≈◊Õ¥μ“¡

 ∂“π–¢Õß hepatitis B marker26

1-3 °“√‡≈◊ËÕπ„Àâ‡¢Á¡∑’Ë 3 „π§πª°μ‘‰ª‡ªìπ 1 ªïÕ“®‡æ‘Ë¡√–¥—∫¿Ÿ¡‘§ÿâ¡°—π (anti-HBs

level) ¢÷Èπ‰¥â ·μà∫àÕ¬§√—Èß„πºŸâªÉ«¬¡–‡√Áß‡¡Á¥‡≈◊Õ¥°“√‰¥â√—∫«—§´’π¡—°‰¡à¡’‡«≈“æÕ∑’Ë

®–„Àâ§√∫∑—Èß 3 ‡¢Á¡ ¥—ßπ—Èπ§«√®–„Àâ°√–μÿâπ¿Ÿ¡‘§ÿâ¡°—πÕ¬à“ßπâÕ¬ 2 ‡¢Á¡ Àà“ß°—π¿“¬„π

3-4  —ª¥“Àå  à«π‡¢Á¡∑’Ë 3  “¡“√∂„ÀâÀ≈—ß®“°°“√„Àâ‡§¡’∫”∫—¥§√∫‰ª·≈â« 2-3 ‡¥◊Õπ

‰¥â26

°“√ªÑÕß°—π reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’π—Èπ¬—ß¡’·π«∑“ßÕ◊ËπÊ Õ’°

¥—ß‡™àπ„π√“¬ß“π¢Õß Lubel27 ‰¥â √ÿª·π«∑“ßªØ‘∫—μ‘„πºŸâªÉ«¬∑’ËμâÕß‰¥â√—∫¬“‡§¡’∫”∫—¥

À√◊Õ¬“°¥¿Ÿ¡‘§ÿâ¡°—π‰«â (¿“æ∑’Ë 6) ‚¥¬°≈à“««à“ºŸâªÉ«¬∑’Ëæ∫«à“¡’ HBsAg positive

∑—ÈßÀ¡¥ (∑—ÈßºŸâªÉ«¬∑’ËÕ¬Ÿà„π immune tolerance phase ·≈– immune control phase)

§«√‡√‘Ë¡°“√√—°…“·∫∫ pre-emptive therapy ¥â«¬ lamivudine À√◊Õ‡ªìπ¬“ anti-

HBV nucleos(t)ide analogue 1  —ª¥“Àå°àÕπ‡√‘Ë¡¬“‡§¡’∫”∫—¥ ·≈–§«√„ÀâμàÕ
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‡π◊ËÕß®π°√–∑—ËßÀ≈—ß‰¥â¬“‡§¡’∫”∫—¥§√∫·≈â«‡ªìπ‡«≈“ 6 ‡¥◊Õπ ‚¥¬§«√μ√«®μ‘¥μ“¡

HBV DNA ·≈–μ√«® lamivudine resistance „π°√≥’∑’Ë¡’°“√‡æ‘Ë¡¢÷Èπ¢Õß HBV

DNA 1 log10 ∂â“æ∫«à“ºŸâªÉ«¬¡’°“√¥◊ÈÕ¬“ lamivudine §«√‡æ‘Ë¡¬“ adefovir À√◊Õ

‡ª≈’Ë¬π‡ªìπ¬“ tenofovir °√≥’∑’ËºŸâªÉ«¬ HBsAg negative ·μàæ∫ anti-HBc posi-

tive ·≈–®–μâÕß‰¥â√—∫¬“‡§¡’∫”∫—¥¢π“¥ ŸßÀ√◊Õ‰¥â¬“°≈ÿà¡ rituximab §«√‰¥â√—∫

°“√μ√«® HBV DNA À“°μ√«®æ∫ HBV DNA Õ¬Ÿà §«√‰¥â√—∫°“√√—°…“‡™àπ‡¥’¬«

°—∫°≈ÿà¡∑’Ë¡’ HBsAg positive À“°μ√«®‰¡àæ∫ HBV DNA §«√‰¥â√—∫°“√μ√«®

μ‘¥μ“¡Õ¬à“ßμàÕ‡π◊ËÕß„π™à«ß‰¥â√—∫¬“‡§¡’∫”∫—¥ ´÷Ëß„πªí®®ÿ∫—π¬—ß‰¡à¡’·π«∑“ß∑’Ë

™—¥‡®π«à“§«√¡’√–¬–Àà“ß„π°“√μ√«®μ‘¥μ“¡Õ¬à“ß‰√ ·μà§«√®–μ√«® anti-HBs,

HBsAg titers ·≈– HBV DNA „π·μà≈–√Õ∫¢Õß°“√„Àâ‡§¡’∫”∫—¥ °√≥’ºŸâªÉ«¬ anti-

¿“æ∑’Ë 6 ·π«∑“ß°“√ªÑÕß°—π°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬∑’ËμâÕß‰¥â√—∫¬“‡§¡’

∫”∫—¥À√◊Õ¬“°¥¿Ÿ¡‘§ÿâ¡°—π27
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HBc positive ∑’Ë®–μâÕß‰¥â√—∫°“√ª≈Ÿ°∂à“¬‰¢°√–¥Ÿ° §«√„Àâ lamivudine ‡À¡◊Õπ

°—∫ºŸâªÉ«¬∑’Ë HBsAg positive ‰ª‡≈¬ ‡π◊ËÕß®“°¡’‚Õ°“ ‡°‘¥¿“«– seroreversion

‰¥âμ“¡∑’Ë‡§¬ª√“°Ø„π√“¬ß“π πÕ°®“°π’È Kusumoto20 ¬—ß‰¥â √ÿª‚Õ°“ ‡°‘¥ re-

activation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’´÷Ëß¢÷Èπ°—∫ ∂“π–¢Õß hepatitis B marker

·≈–§«“¡√ÿπ·√ß¢Õß immunosuppression æ√âÕ¡∑—Èß √ÿª·π«∑“ß°“√ªÑÕß°—π‰«â¥â«¬

(¿“æ∑’Ë 7)

°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬∑’Ë ‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π ™π‘¥
biological therapy

ªí®®ÿ∫—π¡’°“√„™â¬“°¥¿Ÿ¡‘§ÿâ¡°—π∑’Ë‡ªìπ biological therapy ‰¥â·°à infli-

ximab, etanercept ·≈– adalimumab ¡“°¢÷Èπ‡æ◊ËÕ√—°…“‚√§∑“ß¿Ÿ¡‘§ÿâ¡°—πμà“ßÊ

‡™àπ ¢âÕÕ—°‡ ∫√Ÿ¡“μÕ¬¥å Crohnûs disease ·μà¢âÕ¡Ÿ≈‡°’Ë¬«°—∫ reactivation ¢Õß

¿“æ∑’Ë 7 ‚Õ°“ ‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’μ“¡ ∂“π–¢Õß hepatitis B marker ·≈–

§«“¡√ÿπ·√ß¢Õß immunosuppression
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‰«√— μ—∫Õ—°‡ ∫∫’¬—ß¡’‰¡à¡“°æÕ  à«π„À≠à‡ªìπ case report

1. Infliximab

 à«π„À≠à„™â„π°“√√—°…“‚√§ Crohnûs disease, rheumatoid arthri-

tis, ankylosing spondylitis, Stillûs disease ·≈– psoriasis ¡’√“¬ß“π‡ªìπ case

report37 ·≈–°“√√«∫√«¡√“¬ß“π¢Õß case report38 ‡°’Ë¬«°—∫º≈¢â“ß‡§’¬ß¢Õß¬“

infliximab ‰«â „π·ßà‰«√— μ—∫Õ—°‡ ∫∫’æ∫ºŸâªÉ«¬∑’ËÕ¬Ÿà„π°“√»÷°…“«‘®—¬‡ªìπ inactive

carrier 15 √“¬ ¡’μ—∫Õ—°‡ ∫‡√◊ÈÕ√—ß 4 √“¬ ‡ªìπ occult HBV infection 1 √“¬

·≈–¡’°“√μ‘¥‡™◊ÈÕ‡¥≈μâ“‰«√—  (delta virus) 1 √“¬ √«¡ 21 √“¬ ºŸâªÉ«¬ 6 √“¬‰¥â

√—∫¬“ lamivudine ªÑÕß°—π·≈–„π®”π«ππ’È‰¡à¡’√“¬„¥‡°‘¥ reactivation ‡≈¬ ·μà

ºŸâªÉ«¬Õ’° 15 √“¬∑’Ë‰¡à‰¥â√—∫°“√ªÑÕß°—π¥â«¬ lamivudine æ∫«à“‡°‘¥ reactivation

∑ÿ°√“¬ (8 √“¬¥’¢÷ÈπÀ≈—ß‰¥â√—∫°“√√—°…“¥â«¬ lamivudine, 3 √“¬‡°‘¥¿“«–μ—∫«“¬

‡ ’¬™’«‘μ, 3 √“¬μâÕßÀ¬ÿ¥¬“ infliximab, 1 √“¬À“¬‡Õß) ‚Õ°“ ‡°‘¥ reactivation

¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬∑’Ë‰¥â√—∫¬“ infliximab æ∫ª√–¡“≥ 50-66% „°≈â

‡§’¬ß°—∫„πºŸâªÉ«¬∑’Ë‰¥â√—∫¬“‡§¡’∫”∫—¥·∫∫ª°μ‘ ¥—ßπ—Èπ®÷ß·π–π”«à“§«√„Àâ lamivudine

„πºŸâªÉ«¬∑’Ë®–μâÕß‰¥â√—∫¬“ infliximab ∑’Ëæ∫‡ªìπæ“À–‰«√— μ—∫Õ—°‡ ∫∫’‡æ◊ËÕªÑÕß°—π

°“√‡°‘¥ reactivation

2. Etanercept

¡’√“¬ß“π°“√„™â¬“π’È39 πâÕ¬°«à“ infliximab ¡“° ‚¥¬¡—°‡ªìπ case

report ´÷Ëß®“°°“√√«∫√«¡¢âÕ¡Ÿ≈‡°’Ë¬«°—∫°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫

Õ—°‡ ∫∫’À≈—ß°“√„™â¬“„πºŸâªÉ«¬ 7 √“¬ (ºŸâªÉ«¬ 5 √“¬‡ªìπ incactive carrier ºŸâªÉ«¬

1 √“¬‡ªìπ‰«√— μ—∫Õ—°‡ ∫∫’‡√◊ÈÕ√—ß ·≈–Õ’° 1 √“¬‰¡à∑√“∫º≈‰«√— μ—∫Õ—°‡ ∫∫’) æ∫

«à“‡°‘¥ reactivation „πºŸâªÉ«¬ 4 √“¬∑’Ë‰¡à‰¥â√—∫¬“ lamivudine °àÕπ∑’Ë®–‰¥â

etanercept (ºŸâªÉ«¬ 3 √“¬μÕ∫ πÕß¥’μàÕ°“√√—°…“¥â«¬ lamivudine ·≈–Õ’° 1

√“¬Õ“°“√¥’¢÷Èπ‚¥¬‰¡à‰¥â√—∫¬“√—°…“)  à«πºŸâªÉ«¬Õ’° 3 √“¬∑’Ë‰¥â√—∫°“√ªÑÕß°—π‚¥¬¬“

lamivudine ‰¡àæ∫ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’·μàÕ¬à“ß„¥ √“¬ß“π™‘Èππ’È √ÿª«à“

¬“ etanercept  “¡“√∂∑”„Àâ‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‰¥â√ÿπ·√ß

πâÕ¬°«à“¬“ infliximab
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3. Adalimumab

¡’√“¬ß“π40,41 ‡°’Ë¬«°—∫°“√„™â„πºŸâªÉ«¬‰«√— μ—∫Õ—°‡ ∫∫’ ‡ªìπ case re-

port ‡æ’¬ß 3 √“¬∑’Ë‡ªìπæ“À–‰«√— μ—∫Õ—°‡ ∫∫’ ‚¥¬‰¥â√—∫¬“ adalimumab ‡æ◊ËÕ

√—°…“‚√§√Ÿ¡“μÕ¬¥å æ∫«à“ºŸâªÉ«¬ 1 √“¬‰¥â√—∫¬“ lamivudine ªÑÕß°—π‰«â°àÕπ·≈–

‰¡à‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ Õ’° Õß√“¬‰¡à‰¥â√—∫¬“ lamivudine

æ∫«à“¡’°“√‡æ‘Ë¡¢÷Èπ¢Õßª√‘¡“≥ HBV DNA „πºŸâªÉ«¬ 1 √“¬´÷Ëß§ß∑’Ëμ≈Õ¥ 2 ªï¢Õß

°“√√—°…“¥â«¬ adalimumab ‚¥¬‰¡à¡’°“√Õ—°‡ ∫¢Õßμ—∫  à«πÕ’°√“¬‰¡àæ∫ reacti-

vation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’

°“√√—°…“‡¡◊ËÕ‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’À≈—ß‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π

°“√‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ Õ“®‰¡à∑”„ÀâºŸâªÉ«¬¡’Õ“°“√„¥Ê

À√◊ÕÕ“®∑”„Àâ‡°‘¥μ—∫Õ—°‡ ∫√ÿπ·√ß®π‡°‘¥¿“«–μ—∫«“¬·≈–‡ ’¬™’«‘μ‰¥â∂÷ß 20-30%

·¡â„πªí®®ÿ∫—π¬—ß‰¡à¡’§”·π–π”∑’Ë‡ªìπ·π«∑“ßªØ‘∫—μ‘™—¥‡®π ·μà The European As-

sociation for the Study of the Liver (EASL)42 ‰¥â„Àâ§”·π–π”«à“ „πºŸâªÉ«¬∑’Ë

°”≈—ß®–‰¥â√—∫¬“‡§¡’∫”∫—¥À√◊Õ‡ª≈’Ë¬π∂à“¬‰¢°√–¥Ÿ°∑ÿ°√“¬§«√μ√«® HBV serology

μ“¡∑’Ë‰¥â°≈à“«‰ª„πμÕπμâπ À“°æ∫ HBsAg positive §«√„Àâ¬“ªÑÕß°—π  à«π

°√≥’∑’Ë‡ªìπ Anti-HBc positive ‡æ’¬ßÕ¬à“ß‡¥’¬«·≈–μ√«®‰¡àæ∫ HBV DNA §«√

μ√«®μ‘¥μ“¡§à“°“√∑”ß“π¢Õßμ—∫ §à“ ALT ·≈– HBV DNA Õ¬à“ßμàÕ‡π◊ËÕß

 ”À√—∫°“√√—°…“À≈—ß‡°‘¥ reactivation ·≈â«π—Èπ ¬“ lamivudine ‡ªìπ¬“

∑’Ë„™â¡“°∑’Ë ÿ¥26 ·≈–¡’§«“¡ª≈Õ¥¿—¬„π°“√√—°…“ºŸâªÉ«¬∑’Ë‡°‘¥ reactivation √ÿπ·√ß43

Õ¬à“ß‰√°Áμ“¡ æ∫«à“°“√æ¬“°√≥å‚√§‰¡à¥’À“°‡°‘¥¿“«– hepatic decompensation

·≈â« ¬‘Ëß‰ª°«à“π—Èπ °“√∑’ËºŸâªÉ«¬‰¥â√—∫¬“°¥¿Ÿ¡‘§ÿâ¡°—π‡ªìπ‡«≈“π“πμ≈Õ¥™’«‘μ‚¥¬

‡©æ“–Õ¬à“ß¬‘Ëß„πºŸâªÉ«¬∑’Ë‰¥â√—∫°“√ª≈Ÿ°∂à“¬Õ«—¬«– ∑”„Àâ®–μâÕß‰¥â√—∫¬“ lamivudine

‡ªìπ‡«≈“π“π¥â«¬ Õ“®‡°‘¥ªí≠À“°“√¥◊ÈÕ¬“´÷ËßÕ“®∑”„Àâ‡°‘¥ reactivation ¢Õß‰«√— 

μ—∫Õ—°‡ ∫∫’¢÷Èπ¡“‰¥â

μàÕ¡“‡¡◊ËÕ‡√‘Ë¡¡’¬“ entecavir ´÷Ëß‰¥â√—∫°“√√—∫√Õß„π°“√√—°…“‰«√— μ—∫

Õ—°‡ ∫∫’44 ·≈–æ∫°“√‡°‘¥¿“«–¥◊ÈÕ¬“πâÕ¬°«à“ lamivudine ¡“° ‰¥â¡’√“¬ß“π°“√
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„™â¬“ entecavir „π°“√√—°…“ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’„πºŸâªÉ«¬∑’Ë‰¥â√—∫

¬“°¥¿Ÿ¡‘°—π Brost45 ‰¥â√«∫√«¡ case report ¢ÕßºŸâªÉ«¬ 4 √“¬∑’Ë‰¥â√—∫¬“°¥

¿Ÿ¡‘§ÿâ¡°—π·≈–‡°‘¥ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’ æ∫«à“ “¡“√∂„™â¬“ entecavir

√—°…“ reactivation ¢Õß‰«√— μ—∫Õ—°‡ ∫∫’‰¥âÕ¬à“ß¡’ª√– ‘∑∏‘¿“æ‡™àπ‡¥’¬«°—∫„π

√“¬ß“π¢Õß Sanchez46 πÕ°®“°π’È¬—ßª≈Õ¥¿—¬‚¥¬‰¡àæ∫«à“¡’º≈¢â“ß‡§’¬ß∑’Ë∑”„Àâ‡°‘¥

¿“«– lactic acidosis ¥—ß∑’Ë‡§¬¡’√“¬ß“π„π°“√„™â¬“ entecavir ¢Õß Lange47
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