
Êåñáõíïâüëïò çðáôßôéäá Â
ìåôÜ áðü ÷çìåéïèåñáðåßá

¢ôïìá ìå ÷ñïíßá ëïßìùîç ìå ôïí éü çðáôßôéäáò Â (H -
BV) êáé íåïðëÜóìáôá, ðïõ ëáìâÜíïõí êõêëéêÞ ÷çìåéïèå-
ñáðåßá (×/È), ìðïñåß íá ðáñïõóéÜóïõí ïîåßá çðáôïêõô-
ôáñéêÞ âëÜâç Üëëïôå Üëëçò âáñýôçôáò, óõíÞèùò 3–4
åâäïìÜäåò ìåôÜ áðü ôç äéáêïðÞ ôçò ×/È.1–3

ÐåñéãñÜöåôáé ðåñßðôùóç êåñáõíïâüëïõ çðáôßôéäáò
áðü ðáñüîõíóç ÷ñïíßáò HBV-ëïéìþîåùò, ðïõ Þôáí
ðñïçãïõìÝíùò Üãíùóôç, óå áóèåíÞ ðïõ åëÜìâáíå ×/È
ëüãù Â-ìç-Hodgkin ëåìöþìáôïò õøçëÞò êáêïÞèåéáò.
Ðáñüôé ðáñüìïéá ðåñéóôáôéêÜ Ý÷ïõí Þäç ðåñéãñáöåß óôçí
îÝíç êáé åëëçíéêÞ âéâëéïãñáößá áðü áñêåôÜ ÷ñüíéá,1–4

ùóôüóï ï ðñïëçðôéêüò Ýëåã÷ïò ãéá ïñïëïãéêïýò äåßêôåò
÷ñïíßáò HBV-ëïéìþîåùò óå áóèåíåßò ðïõ õðïâÜëëïíôáé
óå ×/È óõ÷íÜ ðáñáìåëåßôáé óôçí êëéíéêÞ ðñÜîç. Ç âñá÷åßá
áõôÞ äçìïóßåõóç Ý÷åé ùò óôü÷ï íá õðåíèõìßóåé óôïõò
êëéíéêïýò ãéáôñïýò ôï óõ÷íü óôçí ÅëëÜäá áõôü ðñüâëçìá.

ÐÅÑÉÃÑÁÖÇ ÐÅÑÉÐÔÙÓÅÙÓ

¢íäñáò 55 åôþí, óõíôáîéïý÷ïò, êÜôïéêïò Êïñßíèïõ, åéóÞ÷èç
óôçí ÊëéíéêÞ ëüãù ðõñåôïý Ýùò 39 °C ÷ùñßò ñßãïò, éêôÝñïõ êáé

õðåñ÷ñþóåùò ïýñùí áðü 4çìÝñïõ. Äåí ðáñïõóßáæå êíçóìü,
åìÝôïõò Þ êïéëéáêü Üëãïò.

Ðñï 6ìÞíïõ åß÷å äéáãíùóôåß Â-ìç-Hodgkin ëÝìöùìá, õøç-
ëÞò êáêïÞèåéáò, óôáäßïõ IV. Ï áóèåíÞò õðïâëÞèçêå óå
ìåôáããßóåéò êáé óå åðéèåôéêÞ ×/È. Áêïëïýèçóáí 6 êýêëïé CHOP
(êõêëïöùóöáìßäç, äïîïñïõìðéêßíç, âéíêñéóôßíç, ðñåäíéæïëü-
íç), ðïõ ïëïêëçñþèçêáí ðñéí áðü 3 åâäïìÜäåò.

ÊáôÜ ôçí åéóáãùãÞ, óôçí êëéíéêÞ åîÝôáóç, äéáðéóôþèçêáí
èåñìïêñáóßá 38 °C, âáèýò ßêôåñïò, áíþäõíç çðáôïìåãáëßá,
óðëçíïìåãáëßá êáé ìÝôñéïò áóêßôçò.

Åñãáóôçñéáêþò, äéáðéóôþèçêáí ôá åîÞò: Hct 34%, Hb 11,3
g/dL, MCH 30,6 pg, MCHC 33,2 g/dL, MCV 92,1 fL, ëåõêÜ
áéìïóöáßñéá 3000/mm3 (ðïëõìïñöïðýñçíá 76%, ëåìöïêýô-
ôáñá 20%, ìåãÜëá ìïíïðýñçíá 4%), áéìïðåôÜëéá 80000/mm3,
ÔÊÅ 26 mm, ïõñßá 30 mg/dL, êñåáôéíßíç 1,1 mg/dL, ãëõêüæç
100 mg/dL, ÷ïëçóôåñßíç 106 mg/dL, ôñéãëõêåñßäéá 198
mg/dL, ëåýêùìá 5,5 g/dL, ëåõêùìáôßíåò 3,1 g/dL, AST 1400
U/L (öõóéïëïãéêÝò ôéìÝò, ÖÔ, 5–40), ALT 1420 U/L (ÖÔ 5–40),
ALP 117 U/L (ÖÔ 30–125), ã-GT 110 U/L (ÖÔ 10–75), LDH
380 U/L, CPK 68 U/L, ÷ïëåñõèñßíç ïëéêÞ 22,2 mg/dL (ÖÔ
0,1–1,1), Üìåóç 12,6 mg/dL (0,1–0,3), ïõñéêü ïîý 2,1 mg/dL,
Na 137 mEq/L, K 4,2 mEq/L, áóâÝóôéï 9,1 mg/dL, öùóöüñïò
2,5 mg/dL, ÷ñüíïò ðñïèñïìâßíçò 20,5 sec (INR 1,83). HB-
sAg (+), áíôé-HBc (+), áíôé-ÇÂs (+), ÇBeAg (-), áíôé-HBe (+),
áíôé-HBc IgM 0,775 U, HBV-DNA 12,7 pg/mL, áíôé-ä (-), áíôé-
HAV (+), áíôé-HAV IgM (-), áíôé-HCV (-). Ïé ïñïëïãéêÝò
åîåôÜóåéò ãéá áíáæÞôçóç áíïóïóöáéñéíþí êëÜóåùò IgM Ýíáíôé
ìåãáëïêõôôáñïúïý, éïý Epstein-Barr êáé éþí Ýñðçôá Þôáí
áñíçôéêÝò. ANA (-), AMA (-), SMA (-), áíôé-DNA (-), êõáíï-
ðëáóìßíç 31,9 mg/dL, öåñéôßíç >1000 ng/mL, á1-åìâñõúêÞ
ðñùôåÀíç 10,5 ng/mL, C-áíôéäñþóá ðñùôåÀíç 2,45 mg/dL.
ÃåíéêÞ ïýñùí: ×ïëï÷ñùóôéêÝò (+++), ëïéðÜ ê.ö. Çëåêôñï-
öüñçóç ëåõêùìÜôùí: ëåõêùìáôßíç 44,6%, á1-óöáéñßíç 4%,
á2 5%, â 6,7%, ã 39,7%. Ðïóïôéêüò ðñïóäéïñéóìüò áíïóï-
óöáéñéíþí: IgG 1764 mg/dL (ÖÔ 844–1912), IgA 292 mg/dL
(ÖÔ 68–423), IgM 63,9 mg/dL (ÖÔ 50–196), ê-áëõóßäåò 1318
mg/dL (ÖÔ 625–1668), ë-áëõóßäåò 634 mg/dL (ÖÔ 368–803).
Ïé êáëëéÝñãåéåò áßìáôïò êáé ïýñùí Þôáí óôåßñåò.

Óå áîïíéêÞ ôïìïãñáößá êáé óå õðåñç÷ïãñÜöçìá Üíù êáé
êÜôù êïéëßáò äéáðéóôþèçêáí áóêßôçò, áýîçóç ôùí äéáóôÜóåùí
ôïõ Þðáôïò ÷ùñßò åóôéáêÝò áëëïéþóåéò, áýîçóç ôùí äéáóôÜóåùí
ôïõ óðëçíüò, êáèþò êáé õðüðõêíç åóôßá äéáìÝôñïõ 2 cm óôï
ïðßóèéï õðïäéáöñáãìáôéêü ôìÞìá áõôïý, óõìâáôÞ ìå äåõôåñï-
ðáèÞ åíôüðéóç.
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ÂÑÁ×ÅÉÁ ÄÇÌÏÓÉÅÕÓÇ
SHORT COMMUNICATION



¸ãéíå äéáãíùóôéêÞ ðáñáêÝíôçóç ôïõ áóêéôéêïý õãñïý.
ÌáêñïóêïðéêÜ, Þôáí åëáöñþò èïëü, êßôñéíï êáé óôçí åîÝôáóÞ
ôïõ äéáðéóôþèçêáí ôá åîÞò: pH 7,5, åéäéêü âÜñïò 1015, êýôôáñá
270/mm3 (ðïëõìïñöïðýñçíá 16%, ëåìöïêýôôáñá 55%, Üôõðá
29%), óÜê÷áñï 149 mg/dL, ÷ïëçóôåñüëç 13 mg/dL, ôñéãëõ-
êåñßäéá 34 mg/dL, LDH 55 U/L, ïëéêü ëåýêùìá 1,0 g/dL,
ëåõêùìáôßíåò, 0,5 g/dL, áìõëÜóç 35 U/L. Ç êáëëéÝñãåéÜ ôïõ
Þôáí óôåßñá êáé ç êõôôáñïëïãéêÞ åîÝôáóç ãéá áíáæÞôçóç
íåïðëáóìáôéêþí êõôôÜñùí Þôáí áñíçôéêÞ.

Óå ìõåëüãñáììá, äéáðéóôþèçêå äéÞèçóç áðü Â-ëåìöïêýô-
ôáñá ìå ÷áñáêôÞñåò áùñüôçôáò.

ÊáôÜ ôçí Ýâäïìç çìÝñá íïóçëåßáò, ï áóèåíÞò ðáñïõóßáóå
ðñïïäåõôéêþò õðíçëßá, äéáôáñá÷Ýò ôïõ åðéðÝäïõ êáé ôïõ ðåñéå-
÷ïìÝíïõ óõíåéäÞóåùò êáé ðôåñõãïåéäÞ ôñüìï. Ï åñãáóôçñéáêüò
Ýëåã÷ïò Ýäåéîå ôá åîÞò: ÷ïëåñõèñßíç ïëéêÞ 33,2 mg/dL ìå
Üìåóç 20,9 mg/dL, ëåýêùìá 6,2 g/dL, ëåõêùìáôßíåò 2,8 g/dL,
÷ñüíïò ðñïèñïìâßíçò 45 sec (INR 4,13), AST 1800 U/L, ALT
2620 U/L, áììùíßá 145 ìg/dL. ×ïñçãÞèçêå èåñáðåßá ìå

ðñåäíéæïëüíç 50 mg. Ï áóèåíÞò êáôÝëçîå ôç 14ç çìÝñá
íïóçëåßáò.

Ç éóôïëïãéêÞ åîÝôáóç ôïõ Þðáôïò Ýäåéîå åêôåôáìÝíç êáôá-
óôñïöÞ ôùí çðáôïêõôôÜñùí, ðñùôïðëáóìáôéêÞ áíïóïúóôï÷ç-
ìéêÞ ÷ñþóç HBsAg, ÷ùñßò äéÞèçóç áðü ìç-Hodgkin ëÝìöùìá
(åéêüíåò 1, 2).

Ó×ÏËÉÏ

Ïé çðáôïðÜèåéåò åßíáé óõ÷íÝò óå áóèåíåßò ðïõ ëáìâÜ-
íïõí ×/È ãéá êáêïÞèç íåïðëÜóìáôá. Áðïäßäïíôáé óõíÞ-
èùò óå öáñìáêåõôéêÞ çðáôïôïîéêüôçôá, ÷ïëïóôáôéêÞ
óõíäñïìÞ ðïõ óõíïäåýåé ôç óçøáéìßá, äéÞèçóç ôïõ
Þðáôïò Þ ôïõ ÷ïëçöüñïõ äÝíäñïõ áðü ôçí êáêïÞèç
íüóï, éïãåíåßò çðáôßôéäåò Þ åíåñãïðïéÞóåéò ÷ñïíßùí
éïãåíþí ëïéìþîåùí (Ýñðçôáò áðëüò, Ýñðçôáò æùóôÞñáò,
ìåãáëïêõôôáñïúüò). Áðü ôï 1975 Ý÷åé áíáãíùñéóôåß üôé
Üôïìá ìå ÷ñïíßá HBV-ëïßìùîç ìðïñåß íá ðáñïõóéÜóïõí
ïîåßá çðáôïêõôôáñéêÞ âëÜâç ìåôÜ áðü äéáêïðÞ ôçò ×/È,
ðïõ óõíÞèùò óõìðåñéëáìâÜíåé ãëõêïêïñôéêïåéäÞ.1–4

Ðïëëïß áóèåíåßò, ðñéí áðü ôçí Ýíáñîç ôçò ×/È, Þôáí
áóõìðôùìáôéêïß, ìå öõóéïëïãéêÝò áìéíïôñáíóöåñÜóåò,
÷ùñßò óçìáíôéêÞ HBV-éáéìßá êáé åèåùñïýíôï «öïñåßò»
ôïõ éïý. Óôéò ðåñéðôþóåéò áõôÝò, ï éüò ðïëëáðëáóéÜæåôáé
åëÜ÷éóôá, äéáôçñþíôáò üìùò ôç äõíáôüôçôá åðáíáäñáóôç-
ñéïðïéÞóåùò.5,6 Ìå ôç äéáêïðÞ ôçò ×/È, ç áðïêáôáóôá-
èåßóá áíïóéáêÞ áðÜíôçóç Ýíáíôé ôïõ Ýíôïíá ðïëëáðëá-
óéáóèÝíôïò HBV ðñïêáëåß Üëëïôå Üëëçò êëéíéêÞò
âáñýôçôáò çðáôïêõôôáñéêÞ âëÜâç, ðïõ ðïéêßëëåé áðü ôçí
áóõìðôùìáôéêÞ, ðïõ äéáãéãíþóêåôáé âéï÷çìéêþò áðü ôçí
áýîçóç ôùí áìéíïôñáíóöåñáóþí óå åðßðåäá ïîåßáò
çðáôßôéäáò, ìÝ÷ñé ôçí éêôåñéêÞ çðáôßôéäá, ðïõ ìðïñåß íá
èÝôåé äéáöïñïäéáãíùóôéêÜ ðñïâëÞìáôá áðü ôçí ïîåßá
çðáôßôéäá Â. Ç áíïóéáêÞ áðÜíôçóç åßíáé åíôïíüôåñç óå
Üôïìá ðïõ åëÜìâáíáí ãëõêïêïñôéêïåéäÞ, åðåéäÞ åß÷å
áõîçèåß óçìáíôéêÜ ï ééêüò ðïëëáðëáóéáóìüò ëüãù
äéåãÝñóåùò ðåñéï÷Þò ôïõ HBV-ãïíéäéþìáôïò ðïõ äñá ùò
õðïäï÷Ýáò óôåñïåéäïýò.7 Ç ðëÝïí óïâáñÞ êëéíéêÞ åêäÞ-
ëùóç ôçò HBV-ðáñïîýíóåùò åßíáé ç åìöÜíéóç ïîåßáò
çðáôéêÞò áíåðÜñêåéáò ìå óçìáíôéêÞ äéáôáñá÷Þ ôçò
ðÞîåùò êáé çðáôéêÞ åãêåöáëïðÜèåéá, ðïõ ðïëý óõ÷íÜ
Ý÷åé êáêÞ Ýêâáóç. Óôçí Éáðùíßá, áðü ôïõò áóèåíåßò ìå
÷ñïíßá çðáôßôéäá Â ðïõ õðïâëÞèçêáí óå ×/È, ôï 52,7%
áíÝðôõîå óïâáñÞ çðáôßôéäá êáé ôï 23,6% êáôÝëçîå ëüãù
ôçò çðáôéêÞò íüóïõ.8 ÌÜëéóôá, ìåãáëýôåñç èíçôüôçôá
ðáñïõóßáæáí üóïé åß÷áí áñíçôéêü HBeAg (óõíÞèùò ìå
èåôéêü áíôé-HBe), ðéèáíüí ëüãù åíôïíüôåñçò áíïóéáêÞò
áðáíôÞóåùò, ðïõ ðñïêáëåß ôçí åêôåôáìÝíç íÝêñùóç ôùí
ìïëõóìÝíùí çðáôïêõôôÜñùí.9 Ïé áíôßóôïé÷åò óõ÷íüôçôåò
óôç ÷þñá ìáò äåí åßíáé ãíùóôÝò, áëëÜ ôï öáéíüìåíï
áíáãíùñßæåôáé üëï êáé óõ÷íüôåñá. Óôçí ðåñßðôùóç ðïõ
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Åéêüíá  1 . ÅêôåôáìÝíç çðáôïêõôôáñéêÞ íÝêñùóç, õðåñðëáóßá ÷ïëáã-
ãåßùí, öëåãìïíþäåéò ðïëõìïñöïðõñçíéêÝò äéçèÞóåéò. Áéìáôïîõëßíç-
çùóßíç×100.

Åéêüíá 2. Ïîåßá çðáôïêõôôáñéêÞ íÝêñùóç. ÐñùôïðëáóìáôéêÞ ÷ñþóç
HBsAg. Áíïóïúóôï÷çìéêÞ ÷ñþóç×100.



ðåñéãñÜöåôáé, ç ðáñüîõíóç ôçò ÷ñïíßáò HBV-ëïéìþîåùò
åðçñÝáóå óçìáíôéêÜ ôçí çðáôéêÞ ëåéôïõñãßá, äåäïìÝíïõ
üôé ðáñïõóéÜóôçêå áóêéôéêü õãñü, õðïëåõêùìáôéíáéìßá,
ðáñÜôáóç ôïõ ÷ñüíïõ ðñïèñïìâßíçò êáé çðáôéêÞ åãêåöá-
ëïðÜèåéá (ïîåßá çðáôéêÞ áíåðÜñêåéá-êåñáõíïâüëïò
çðáôßôéäá). Áíôßóôïé÷ï öáéíüìåíï åðéäåéíþóåùò ôçò
÷ñïíßáò HCV-çðáôßôéäáò ìåôÜ ôç äéáêïðÞ èåñáðåßáò ìå
áíïóïêáôáóôáëôéêÜ öÜñìáêá Ý÷åé ðåñéãñáöåß ó÷åôéêÜ
ðñüóöáôá.10

Ç äéÜãíùóç ôçò åíåñãïðïéÞóåùò ôïõ éïý ãßíåôáé ìå ôçí
ðáñïõóßá HBV-DNA éáéìßáò êáé ìå ôçí áíß÷íåõóç õøçëþí
ôßôëùí áíôéóùìÜôùí Ýíáíôé ôïõ ðõñçíïêáøéäßïõ ôïõ HBV
êëÜóåùò IgM (áíôé-HBc IgM, áíïóïåíæõìéêÞ ìÝèïäïò óå
ìéêñïóùìÜôéá-ÌÅÉÁ)11 êáé äéáöïñïäéáãéãíþóêåôáé áðü
Üëëá áßôéá ïîåßáò çðáôïêõôôáñéêÞò âëÜâçò (çðáôïôñüðïé
éïß, öÜñìáêá ê.ëð.). 12 Ç áðëÞ ðáñïõóßá ôïõ áíôéãüíïõ
åðéöáíåßáò ôïõ éïý (HBsAg) äåí áñêåß ãéá ôç äéÜãíùóç,
áöïý åêöñÜæåé ìüíï ôç ÷ñïíßá HBV-ëïßìùîç.

Óå ðáñüìïéåò ðåñéðôþóåéò, ç Ýãêáéñç èåñáðåßá ìå
áíïóïêáôáóôáëôéêÜ öÜñìáêá (ãëõêïêïñôéêïåéäÞ, êõêëï-
óðïñßíç)13 ìðïñåß íá ðåñéïñßóåé ôçí Ýíôïíç áíïóéáêÞ
áðÜíôçóç ðñïò ôïí éü, óå ìéá ðñïóðÜèåéá íá áíáêïðåß
ç êõôôáñüëõóç áðü ôá åíåñãïðïéçìÝíá ëåìöïêýôôáñá. Ç
áãùãÞ áõôÞ ðñÝðåé íá ÷ïñçãçèåß åãêáßñùò êáé äåí åßíáé
ðÜíôïôå áðïôåëåóìáôéêÞ, üðùò óõíÝâç êáé óôïí áóèåíÞ
ìáò. Åöüóïí åêäçëùèåß êåñáõíïâüëïò çðáôßôéäá, èá
ðñÝðåé íá ëçöèåß õðüøç üôé ïé íåïðëáóìáôéêïß áóèåíåßò
äåí ìðïñåß íá ìåôáìïó÷åõèïýí êáé ðñÝðåé íá áíôé-
ìåôùðßæïíôáé ìüíï óõíôçñçôéêÜ. Ãåíéêþò, ç ÷ïñÞãçóç
ãëõêïêïñôéêïåéäþí áíôåíäåßêíõôáé óå Üôïìá ìå ÷ñïíßá
HBV-ëïßìùîç, åêôüò óðáíßùí ðåñéðôþóåùí, üðùò åßíáé
ç ðåñéãñáöüìåíç. Óôéò ðåñéðôþóåéò üðïõ áðáéôåßôáé ç
÷ïñÞãçóç X/È óå áóèåíÞ ìå ÷ñïíßá ÇÂV-ëïßìùîç, êáëü
èá åßíáé ï áóèåíÞò íá ëáìâÜíåé ðñïöõëáêôéêþò
ãëõêïêïñôéêïåéäÞ (15 mg ðñåäíéæïëüíçò) Þ áõôÜ íá
äéáêïðïýí âñáäÝùò. Ôá ôåëåõôáßá ÷ñüíéá, ç ÷ñÞóç
íïõêëåïóéäéêþí ðáñáãþãùí ãéá ôçí áíôéìåôþðéóç ôçò
÷ñïíßáò HBV-ëïéìþîåùò êáé ôïí Üìåóï ðåñéïñéóìü ôïõ
ééêïý ðïëëáðëáóéáóìïý öáßíåôáé íá ôñïðïðïéåß ôéò ðá-
ñáðÜíù ãåíéêÝò áñ÷Ýò èåñáðåõôéêÞò áíôéìåôùðßóåùò.14

ÓõìðåñáóìáôéêÜ, ôá Üôïìá ðïõ õðïâÜëëïíôáé óå ×/È
èá ðñÝðåé íá åëÝã÷ïíôáé ãéá ïñïëïãéêïýò äåßêôåò ÷ñïíßáò
HBV-ëïéìþîåùò êáé íá ðáñáêïëïõèïýíôáé ôáêôéêÜ ìå
áìéíïôñáíóöåñÜóåò, HBV-DNA êáé ôßôëïõò ôïõ áíôé-HBc
IgM, ãéá ôçí Ýãêáéñç äéÜãíùóç ôçò åðáíáäñáóôçñéï-
ðïéÞóåùò ôïõ HBV. Ç åêäÞëùóç éêôÝñïõ Þ áõîÞóåùò ôùí
áìéíïôñáíóöåñáóþí äåí èá ðñÝðåé íá áðïäßäåôáé åýêïëá
óå åêäÞëùóç ôçò õðïêåßìåíçò íåïðëáóìáôéêÞò íüóïõ Þ
óå öáñìáêåõôéêÞ çðáôïôïîéêüôçôá.
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A case of a patient who developed fulminant hepatitis fol-
lowing chemotherapy for B-cell non-Hodgkin’s lym -
phoma is presented. The patient was anicteric before and
during chemotherapy, with normal aminotransferase lev-
els and was not tested for serological markers of hepati-
tis B virus (HBV) infection. Three weeks after the 6th
course of CHOP chemotherapy, the patient became jaun-
diced with marked increase in serum aminotransferase
levels. In the following days, he developed ascites, hepatic
encephalopathy and prolongation of the prothrombin
time. The diagnosis of acute exacerbation of chronic H-
BV infection was confirmed by an increase in the level of
antibodies to the core antigen of HBV of IgM class (anti-
HBc IgM) and the detection of HBV-DNA viremia by so-
lution hybridization assay. He was unsuccessfully treated
with steroids and died in hepatic coma. Nucleoside ana-
logues were not available. In conclusion, patients who are
going to receive chemotherapy should be screened for H-
BV infection and those who test positive carefully moni-
tored for the development of acute exacerbation of chron-
ic HBV infection.

Key words: Chemotherapy, Hepatitis, Hepatitis B virus,
Non-Hodgkin’s lymphoma
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