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AdgBevric 34 eTwv TIPOCNABE AOYyw TTOPQPUPIKOU E€EavVOnUATOC
YOO TPOKVNUIWY TTPOODEUTIKA ETTIOEIVOUPEVO ATTO UNVOG.

H tmapouca vooog ApxeTal TTPO OIUNVOU UE oidnua Kal euaiobnaia
TWV TTOOOKVNUIKWY.

[lepitou 15 NUEPEG META TO OIONUA TWV TTOOOKVAMIKWY AVOPEPEI
ECEPUBPO TTETEXEIWOEG €cavOnua OTNV TIEPIOXN TOU KOTWTEPOU
TPITNUOPIOU TWY YOOTPOKVNUIWY JE TTPOOOEUTIKI ETTIOEIVWON.

AVOQEPEI OUVOOO CUMTITWHPATA OTTWG EVIOVN VUXTEPIVR £QIOPWAn,
opBOTTVOIO KAl AVOPECIA, XWPIGC VA QVAQPEPEl PEIWMEVN AEITOUPYIKN
IKOVOTNTA.

O aagbevng emaokeprnke 71O [.N. XaAkidog OTTOU aTTO TOV
EPYOAOTNPIOKO €AeyxO OlammioTwenke avaipia (Hb=9.1, MCV=84) kai
QucNUEVEG TINEG TayxutnTag Kabicnong epubpwv (TKE=120mm).
[TapameEPPONKe O€ TPITOBABUIO VOOOKOUEIOD.

Eicaywyn omn peupatoloyikn KAIVIKn yia miBavn mopeupa Henoohs: '
Schonlein. }



ATOMIKO ANAMNHZTIKO

|OTOPIKO PIKPNG METOKOIAIOKNG ETTIKOIVWVIOG.
loTOpIKO VEQPPOAIBIaONG.
Augnuevn KatavaAwaon aAKOOANG, PEXPI TTPO 2€ETIOG.

Xpnaon IvOIKNG Kavvane Kal WUXoTPOTTWY OUTIWY, JEXP!
TTPO ETOUG.

Epyoaia pe Bapea peTaAAa (kaaaio), pexpl to 2008.
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KAINIKH EZETA2H

[Tadoyxouoa own.

QxpoTnra.

A€EKQTIKH TTUPETIKN KIVNON.

YnAaontn ToppuUPa 0€ YOOTPOKVNMIA, OKPOUG TTOOEG Kal TTEAUATA.

YTTapgn MIKPWY EUKIVATWY OVWOUVWY  Aep@adevwy  (0<1mm),

TTPOTBI01 TPAXNAIKOI, JaagXaAIQiol Kal [BOUBWVIKOI Au®w.
PuUaIoAOYIKO QVOTTVEUTTIKO WIBUPITUA.

KolNid© paAokr) €uTTiedTn, ME WwnAa®nto NImape 3mm KATw O1ro
TTAEUPITIKO TOZO, aVWOUVO KOl JE OPOAA OpIa Kal OTTANVA wnAa®nTo
oTn BaBeia €10TTVON, AVWOUVO.

Al=100/80mmHg, KX=115bpm.

S1, S2 Ttaxeig, pubBuikoi. Tpaxu OAOTUOTOAIKO @uaonua (20-30
METOTTAEUPIO. YTTOPEN POICOU OPIOTEPA TTAPATTEPVIKA.

AGKTUAIKI EEETAQN OPVATIKA.
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EPIA2ZTHPIAKOXZ EAEI XOZ

Hct = %, Hb="mg/dI
WBC = 6520/mm?
TKE = mm

Cr= mg/dl
(GFR =65.2ccs/min)

U = 96 mg/dl

Na = 138 mmol/l

K =4.55 mmol/l
SGOT = 23 IU/L
SGPT = 27 IU/L

LDH =278 IU/L

CPK =17 IU/L
CK-MB = 3 IU/L
hsTrop-T = 3.58

CRP =6.7

Deppitivn = ng/ml

B < <

ANA : apvntikd,

AMA : apvnrtikd
ASMA : apvnrikd
Anti-dsDNA : apvntikd

‘Eleyyoc mpmteivav

IgG = mg/dl (1)
[gA =189 mg/dl
[gM = mg/dl (1)
C3= mg/dl (])
C4= mg/dl (])
Rf = [U/ml (1)
HAextpopopnon Aevkouatmv
Albumin = % (1)
Al = 8.7%
A2 = 12.1%
BETA = 9.0%
GAMA =




EPIA2ZTHPIAKOXZ EAEI XOZ

MIKPOZKOIIKH E=ZETA2H OYPQN:
XPOIA axupwdng, own eAa@pwc BoAn, €101kd Bapoc=1016,PH=5,

aigoagaipivn (5+), Aeukwpua (1+)
[Mapouaia epuBpwv aipoagaipiwv Kotr, 90% duauoppa.

v O¢U PAEYPOVWOEC TUVOPOLO
v OpBoyxpwun opBoKUTTAPIKA OVAIUIa
v 2TTEIPOATOVEPPITION




Biowia 0OtppaTroGg  : OAAOIWOEIC  OTa  TTACICIO

TOU OEPUOTOG
g€ (pAan armodPOoPNG TTOU GUVOUACETAI UE TTPOEXOUTEG
evaTToBeTEIC IgA a@aIpIviG.




v EANeOncav topAd otpokaAAMEPYELEC.

v TEbnKe vo aymyn pe TPeovICoAovn 50mg
NUEPNGLOG.




v O agBevnc TTapouaiage atrooArn aiuaTog ATTo TO
0p00.

v EVIVE EAEYXOC TTETTTIKOU.

v H yaoTpoOKOTTNON AVEDEICE EAKOGC OWOEKOOAKTUAOU.

v H KOAovooKkOTTn@n apvnTIKN.

v AIEKOTTN N TTPEOVICOAOVN.

v MeTayyioOnKe QVETTITTAEKTA JJE TUUTTUKVWUEVA £pUBpa.



A/a O®poaKog

CT 0opakog

ExTeTapévn TTukvoateAekTagia AKA
ME auvodO UTTECWKOTIKH) OUAAOYH.

MikpOTEPN UTTECWKOTIKI) TUAAOYI
AP pe pikpny ateAekTaaia.

Mikpoi Aep@adEVES UPNAQ
TTAPATPAXEIAKA KOl OTO
QOPTOTTVEUNOVIKO TTapadupo.




AMNOTEAEZMATA MNMPQTHZ K/A AIMATOZ

(viridans Streptococcus group)

ANTIBIOI PAMMA : Penicillin G MIC <=0.12S
Ceftriaxone MIC <=0.12S

Ampicillin MIC <=0.25S
Erythromycin MIC <=0.12S
Vancomycin MIC 1S

[MOIA ©OEQPEITE THN KATAAANHAOTEPH
E-ETAZH 2TH 2YNEXEIA ;




European Heart Journal (2009) 30, 23692413 ESC GUIDELINES
EUROPEAN deiz10.1093/eurheartj/ehp2 85
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Guidelines on the prevention, diagnosis,
and treatment of infective endocarditis

(new version 2009)

The Task Force on the Prevention, Diagnosis, and Treatment of
Infective Endocarditis of the European Society of Cardiology (ESC)

Endorsed by the European Society of Clinical Microbiology and Infectious Diseases
(ESCMID) and by the International Society of Chemotherapy (ISC) for Infection and

Cancer




|E must be suspected in the following situations

1. New regurgitant heart murmur
(D)Embolic events of unknown origh
3. Sepsis of unknown origin (especially if associated with IE causative organism)
ever: the most frequent sign of IE.*
IE should be suspected if fever s associated with:
2. Intracardiac prosthetic material (e.g. prosthetic valve, pacemaker, implantable defibrillator, surgical baffle/conduit)
b. Previous history of [E
(© Previous valvular or congenital heart disease
d. Other predisposition for IE (e.g. immunocompromised state, IVDA)
e. Predisposition and recent intervention with associated bacteraemia
f. Evidence of congestive heart failure
g. New conduction disturbance
(® Positive blood cultures with typical |E causative organism or positive serology for chronic Q fever (microbiological findings may
precede cardiac manifestations)
@ Vascular or immunologic phenomena: embolic event, Roth spots, splinter haemorrhages, Janeway lesions, Osler’s nodes
|- Focal or non-specific neurological symptoms and signs
(@® Evidence of pulmonary embolism/infiltration (right-sided IE)
|. Peripheral abscesses (renal, splenic, cerebral, vertebral) of unknown cause




ITAOOI'ONOI MIKPOOPT'ANXMOI YIIEYOYNOI I'TA AOIMQAH
ENAOKAPAITIAA

[leTTTOOTPETTTOKOKOI (S. sanguis, S. mitis, S. salivarius, S. mutans, Gemella
morbillorum, kaBwg kal TNG opadag ‘S. milleri’ ) ‘S. anginosus’ OTTWG 0 S. anginosus,
S. intermedius kai S. constellatus)

2 TPETTTOKOKKOI opadag D (S. bovis, S. equinus)
Evrepokokkol (E. faecalis, E. faecium, E durans)
XpUuaiCwyv OTAaPUAOKOKKOG (S. aureus)
KoaykouAdaan apvnTikoi oTa@UAOKOKKOI (CNS)

HACEK (Haemophilus parainfluenzae, H. aphrophilus, H. paraphrophilus, H.
influenzae, Actinobacillus actinomycetemcomitans, Cardiobacterium hominis,
Eikenella corrodens, Kingella kingae, and K. denitrificans), Brucella ka1 puknTeg.

Evookuttapia Baktnpia ottwe N Coxiella burnetii, n Bartonella, Ta Chlamydi
Tropheryma whipplel.

F‘\



O POAOXZ TOY YIIEPHXOI' PAOHMATOX XTH AOIMQAH
ENAOKAPAITIAA

Clinical Suspicion of IE

If initial TEE is negative but suspicion for IE remains,
repeat TEE within 7-10 days




MAJOR CRITERIA

Blood cultures positive for IE:

* Typical microorganisms consistent with |E from two separate blood cultures:
Viridans streptococci, Streptoceccus bovis, HACEK group, Staphylococcus aureus; or
Community-acquired enterococci, in the absence of a primary focus;
or
Microorganisms consistent with IE from persistently positive blood cultures:
At least two positive blood cultures of blood samples drawn > 12 h apart; or
All of three or a majority of > 4 separate cultures of blood (with first and last sample
drawn at least 1 h apart)
or
Single positive blood culture for Coxiella burnetii or phase | IgG antibody titer > 1 : 800

Evidence of endocardial involvement

*+ Echocardiography positive for IE _
Vegetation - Abscess - New partial dehiscence of prosthetic valve

* New valvular regurgitation

MINOR CRITERIA

* Predisposition: predisposing heart condition, injection drug use _

+ Fever: temperafture = 38 C

* Vascular phenomena: major arterial emboli, septic pulmonary infarcts, mycotic aneurysm, intracranial haemorrhages, conjunctival _
haemorrhages, Janeway lesions

* Immunologic phenomena: glomerulonephritis, Osler’s nodes, Roth's spots, rheumatoid factor _

* Microbiological evidence: positive blood culture but does not meet a major criterion or
serological evidence of active infection with organism consistent with IE

Diagnosis of IE is definite in the presence of Diagnosis of IE is possible in the presence of
1 major and 1 minor criteria, or

2 major criteria, or
1 major and 3 minor criteria, or <:| 3 minor criteria

5 minor criteria




v TiBeTan n diayvwaon
AOIUWOOUG EVOOKAPDITIOAC ETTI
UIETOKOIAIOKNG ETTIKOIVWVIOG.

v Metapopa atn B KapdioAoyikr KAIVIKI).

[TOIA ©OEQPEITE THN KATAAAHAOTEPH
ANTIMETQIMIZH;




Penicillin G* 12—18 miillion W/day i.v. in 6 doses 4= 1 B
or
Amoxicillin® 100—200 mglkg/day i.v. in 4—6 doses 4¢ 1B
or
Ceftriaxone® 2 g/day iv. or i.m.in 1 dose 4= 1B
Paediatric doses:'
Penicillin G 200,000 U/kg/day i.v. in 4—6& divided doses.
Amoexicillin 300 mg/kg/day i.v. in 4—6 equally divided doses.
Cefrriaxone 100 mg/kg/day iv. or im. in 1 dose.
Penicillin G 12—18 miillion U/day i.v. in 6 doses 2 1B
or
Amoxicillin® 100—200 mg/kg/day i.v. in 4—6 doses 2 I B
or
Ceftriaxone® 2 giday i.v.or i.m.in 1 dose 2 1B
with
Gentamicin®” 3 mg/kg/day i.v. or i.m. in 1 dose 2 i B
or
MNetilmicin 4—5 mg/kg/day i.v.in 1 dose 2 1B
Paediatric doses:!
Penicillin, amexicillin and ceftriaxone as above.
Gentamicin 3 mg/kg/day i.v. or iim.in 1 dose or in 3 equally
divided doses.
WVancomycin' 30 mglkg/day iv. in 2 doses 4 1<
Paediatric doses:f
Vancomycin 40 mgfkg/day i.v.in 2—3 equally divided doses.
Penicillin G 24 million U/day i.v. in 6 doses 4= 1 B
or
Amoxicillin® 200 mg/kg/day i.v. in 4—6 doses 4= 1 B
wicth
Gentamicin® 3 mg/kg/day i.v. or i.m.in 1 dose 2
Vancomycin' 30 mglkg/day i.v. in 2 doses <4< 1C
Paediatric doses:!
As above.
with
Gentamicin® 3 mg/kg/day i.v. or i.m.in 1 dose 2




ANTIMETQII2H

v Evapen aywyng JUE KEPTPIACOVN Kal YEVIAUUKIVA.

v EmavaAnmmikn CT Bwpakog (id1a eupnuara) kabws kal CT
EYKEPOAOU (XWpPIC TTABOAOYIKA EUPHUATA).

v [Napakevrnan TTAEUPITIKNG CUAAOYNG (XWPIG EIKOVO
EUTTUNMATOG).




[MTOPEIA AXOENOYX

O aagBevnc Aoyw ETTIOEIVIWANG VEPPIKNG AEITOUPYIOG
(ommepaparoveppiTida arro AE, To¢IkoTnTA ATTO YEVTAMUKIVN)
TTAPEUEIVE OE YOVOBEPATTEIO UE KEPTPIACOVN.

O agBevng TTOPOUTIaTE APVNTIKOTTOINGN TWV QINOKOAANIEPYEIWV.

EmmaveAeyxoc pe TTE (BeATiwon TNG EIKOVAG TWV EKBACCTNOEWY).
2 UUTTANPWON AVTIRIOTIKNG aywyns 4 £fOouadwY.

[TapEPEIVE OTTUPETOG KOl oTABEPOTTOINONKAY 01 OEIKTEG VEPPIKNG
AEITOUPYIAG.




O A2OENHX ©A TPEINEI NA OAHIHOEI 2E
XEIPOYPI'IKH ANTIMETQIN2ZH KAI TTOTE;




Aortic or mitral IE with severe acute regurgitation or valve obstruction causing refractory Emergency |

pulmonary oedema or cardiogenic shock

Aortic or mitral IE with fistula into a cardiac chamber or pericardium causing refractory Emergency |

pulmonary oedema or shock

Aortic or mitral IE with severe acute regurgitation or valve obstruction and persisting heart Urgent I

failure or echocardiographic signs of poor haemodynamic tolerance (early mitral closure or

pulmonary hypertension)

Aortic or mitral IE with severe regurgitation and no HF Elective lla
@ 1 B &

Locally uncontrolled infection (abscess, false aneurysm, fistula, enlarging vegetation) Urgent I

Persisting fever and positive blood cultures > 7-10 days Urgent I

Infection caused by fungi or multiresistant organisms Urgent/elective |

& L] 5L

Aortic or mitral [E with large vegetations (> 10 mm) following one or more embolic episodes Urgent |

despite appropriate antibiotic therapy

Aortic or mitral IE with large vegetations (> 10 mm) and other predictors of complicated course Urgent I

(heart failure, persistent infection, abscess)

Isolated very large vegetations (> 15 mm)* Urgent lb




In summary, right-sided IE is most frequently observedin
IVDAs and CHD. Diagnostic features include respiratory
symptoms and fever. TTE is of major value in these patients.
Despite relatively low in-hospital mortality, right-sided IE
has a high risk of recurrence in IVDAs and a conservative
approach to surgery is recommended in this group.

Part 4. Infective endocarditis in
congenital heart disease

The population of children and adults with CHD is expanding, and
this is the major substrate for IE in younger patients. However, our
knowledge of IE in this setting is limited since systematic studies are
few and often retrospective, and selection bias associated with
studies from highly specialized centres hampers universal
application.

The reported incidence of IE in CHD iz 15-140 times higher
than that in the general population (the highest estimate originating
from a highly specialized unit).”*'"** The reported proportion of
CHD in patients with IE varies, probably due to selection bias,

343365
between 2 and 18%,
58,362,366

with a consisternt minor male
dominance,

Treatment of IE in CHD follows general principles. Cardiac
surgery is appropriate when medical therapy fails, when serious
haemodynamic complications arise, and when there is a high risk
of devastating septic embolism.

IE in CHD carries a mortality of 4—10%.%25% This better
prognosis in comparison with acquired heart disease may reflect
the higher proportion of right heart. |E.

Primary prevention is vital”™ The importance of good oral
dental, and skin hygiene has already been emphasized, and anti-
biotic prophylaxis is indicated in high-risk groups as defined in
Section E However, there is also an educational problem, and
awareness of the risk of IE and need for preventive measures are
not satisfactorily spread in the population with CHD.”® Cosmetic
piercing, at least involving the tongue and mucous membranes,
should be discouraged in this group.

Surgical repair of CHD often reduces the risk of IE, provided there is
no residual lesion, " However, in other cases when artificial valve
substitutes are implanted, the procedure may increase the overal risk
of I[E. There are no scientific data justifying cardiac surgery or percuta-
neous interventions (eg. closure of a patent ductus arteriosus) with
the sole purpose of eliminating the risk of IE” " Cardiac repair asa sec-
ondary preventive measure to reduce the risk of recurrent IE has been

described but not systematically studied.




Indications for Intervention in
Ventricular Septal Defect

Class® Levelb

e Patients with symptoms that can be attributed to L-R shunting through the (residual)
VSD and who have no severe pulmonary vascular disease (see below) should
undergo surgical VSD closure.

e Asymptomatic patients with evidence of LV volume overload attributable to the VSD
should undergo surgical VSD closure.

-Patients with a history of IE should be considered for surgical VSD closure.

e Patients with VSD associated prolapse of an aortic valve cusp causing progressive
AR should be considered for surgery.

e Patients with VSD and PAH should be considered for surgery when there is still net
L-R shunt (Qp:Qs > 1.5) present and PAP or PVR are < 2/3 of systemic values
(baseline or when challenged wich vasodilators, preferably nitric oxide, or after
targered PAH therapy).

e Surgery must be avoided in Eisenmerger VSD and when exercise induced
desaturation is present.

e [f the VSD is small, not subarterial, does not lead to LV volume overload or pulmonary
hypertension and there is no history of IE, surgery should be avoided.

AR = aortic regurgitation; |E = infective endocarditis; LV = left ventricle; PAH = pulmonary arterial hypertension;
L-R shunt = left-to-right shunt; PVR = pulmonary vascular resistance; Qp:Qs = pulmonary to systemic flow ratio;
VSD = ventricular septal defect. "

EUROPEAN

al 2010; doi:10.1093/eurhearj/lehq249  sociery or


http://www.escardio.org/guidelines

EpBoAika ¢aivopeva trapouaialovrial g€ moooadTto 20-50%
etmi AE.

Nea €TTEI000IO META TNV €VOPEN QVTIPIOTIKNG OYWYNG
gupupaivouv ge TToooadTo 6-21% (UE PEYOAUTEPO KIVOUVO TNV
TTPWTN €ROoada Evapens BEPATTEING).

H mrepieyxeipnTikn BvnaipotnTa avepxeTal ato 5-15% (ayyicel
10 15% TNV TTPWTN €£ROOMAdO EVOPENG TNG QAVTIBIOTIKNG
aywyng).

Kupla aiTia TTEPIEYXEIPNTIKNG BvNoIuoTNTAG N TTOAUOPYOVIKN
QVETTAPKEIA, N KAPOIOKN QVETTAPKEIA, N ONWn, N KOTOOTATEIG
UTTEPTTNKTIKOTATOG KAl TO AYYEIOKO EYKEPOAAIKO ETTEITOOIO.

H avTIgeTwITIonN



Henoch-Schonlein purpura secondary to infective endocarditis in a

patient with pulmonary valve stenosis and a ventricular septal defect.

Korean | Intern Med. 2015 May;30(3):406-10.



http://www.ncbi.nlm.nih.gov/pubmed/?term=Ha%20SE%5BAuthor%5D&cauthor=true&cauthor_uid=25995673
http://www.ncbi.nlm.nih.gov/pubmed/?term=Ban%20TH%5BAuthor%5D&cauthor=true&cauthor_uid=25995673
http://www.ncbi.nlm.nih.gov/pubmed/?term=Jung%20SM%5BAuthor%5D&cauthor=true&cauthor_uid=25995673
http://www.ncbi.nlm.nih.gov/pubmed/?term=Bae%20KN%5BAuthor%5D&cauthor=true&cauthor_uid=25995673
http://www.ncbi.nlm.nih.gov/pubmed/?term=Chung%20BH%5BAuthor%5D&cauthor=true&cauthor_uid=25995673
http://www.ncbi.nlm.nih.gov/pubmed/?term=Park%20CW%5BAuthor%5D&cauthor=true&cauthor_uid=25995673
http://www.ncbi.nlm.nih.gov/pubmed/?term=Choi%20BS%5BAuthor%5D&cauthor=true&cauthor_uid=25995673
http://www.ncbi.nlm.nih.gov/pubmed/25995673

Isolated right-sided mural infective endocarditis in a 32-year-old woman
ith muscular ventricular septal defect.

Abstract

Bacterial endocarditis secondary to jet streams from a

congenital heart defect without valvular involvement is very rare, especially
in adult patients. We report an unusual case of a 32-year-old woman with a
previously known unrepaired ventricular septal defect (VSD) who
presented with intermittent fever and chills after dental treatment and was
diagnosed with isolated right-sided mural infective endocarditis associated
with a muscular-type VSD. Echocardiography revealed a low echogenic,
mobile vegetation along the right ventricular outflow tract (RVOT) free wall
and a small-sized muscular-type VSD. The patient's blood culture grew
Streptococcus viridians. After 3 weeks of antibiotic treatment, VSD patch
closure was performed, and the vegetation on the RVOT endomyocardium
was removed.

Cardiology. 2014:129(1):65-8.


http://www.ncbi.nlm.nih.gov/pubmed/?term=Lee%20KY%5BAuthor%5D&cauthor=true&cauthor_uid=25116463
http://www.ncbi.nlm.nih.gov/pubmed/?term=Yi%20JE%5BAuthor%5D&cauthor=true&cauthor_uid=25116463
http://www.ncbi.nlm.nih.gov/pubmed/?term=Moon%20D%5BAuthor%5D&cauthor=true&cauthor_uid=25116463
http://www.ncbi.nlm.nih.gov/pubmed/?term=Jung%20HO%5BAuthor%5D&cauthor=true&cauthor_uid=25116463
http://www.ncbi.nlm.nih.gov/pubmed/?term=Youn%20HJ%5BAuthor%5D&cauthor=true&cauthor_uid=25116463
http://www.ncbi.nlm.nih.gov/pubmed/?term=Lim%20J%5BAuthor%5D&cauthor=true&cauthor_uid=25116463
http://www.ncbi.nlm.nih.gov/pubmed/?term=Lee%20JE%5BAuthor%5D&cauthor=true&cauthor_uid=25116463
http://www.ncbi.nlm.nih.gov/pubmed/25116463

H voookopeiaky Ovnrotnta otnv AE aveépxetar oto  9,6-26%
2¢ NE emi €dApoug  couyyevoug  kapdlomadeiag  4-10%
Kakoi TTpoyvwaoTIKOi TTapayovTteg éKBaong aogBevwyv pe AE avagepovral
Ol TTAPAKATW:

Patient characteristics
* Older age
* Prosthetic valve IE
* Insulin-dependent diabetes mellitus
* Comorbidity (e.g. frailty, previous cardiovascular, renal or pulmonary disease)

Presence of complications of IE
* Heart failure
* Renal failure
* Stroke
* Septic shock
* Periannular complications

Microorganism
+ S. aureus
* Fungi
+ Gram-negative bacilli

Echocardiographic findings
* Periannular complications
* Severe left-sided valve regurgitation
* Low left ventricular ejection fraction
* Pulmonary hypertension
* Large vegetations
* Severe prosthetic dysfunction
* Premature mitral valve closure and other signs of elevated diastolic pressures




Recommendations: prophylaxis

Antibiotic prophylaxis should only be considered for patients at highest risk of IE
1. Patients with a prosthetic valve or a prosthetic material used for cardiac valve repair
2. Patients with previous |E
3. Patients with congenital heart disease
a. cyanotic congenital heart disease, without surgical repair, or with residual defects, palliative shunts or conduits
b. congenital heart disease with complete repair with prosthetic material whether placed by surgery or by
percutaneous technique, up to 6 months after the procedure
. when a residual defect persists at the site of implantation of a prosthetic material or device by cardiac surgery
or percutaneous technique

Class?

Level®

Antibiotic prophylaxis is no longer recommended in other forms of valvular or congenital heart disease

Recommendations: prophylaxis Class* Level®

A - Dental procedures:
Antibiotic prophylaxis should only be considered for dental procedures requiring manipulation of the gingival ar
periapical region of the teeth or perforation of the oral mucosa

Antibiotic prophylaxis is not recommended for local anaesthetic injections in non-infected tissue, removal of
sutures, dental X-rays, placement or adjustment of removable prosthodontic or orthodontic appliances or braces.
Prophylaxis is also not recommended following the shedding of deciducus teeth or trauma to the lips and oral mucosa

B - Respiratory tract procedures*:
Antibiotic prophylaxis is not recommended for respiratory tract procedures, including bronchoscopy or
laryngoscopy, transnasal or endotracheal intubation

C - Gastrointestinal or urogenital procedures™:
Antibiotic prophylaxis is not recommended for gastroscopy, colonoscopy, cystoscopy or transoesophageal
echocardiography

D - Skin and soft tissue*:
Antibiotic prophylaxis is not recommended for any procedure




Complicated subacute bacterial endocarditis in a patient with ventricular
septal defect.

Abstract

Infective endocarditis (IE) is an uncommon but life-threatening infection.
Despite advances in management, it still causes high morbidity and mortality.
\We report the case of an 8-year-old girl who presented with a prolonged fever
of 2.5 months duration and a history of a small perimembranousventricular
septal defect. She was diagnosed with subacute

bacterial endocarditis secondary to Streptococcus mutans. The patient
developed a septic pulmonary embolism; however, with the use of
appropriate antimicrobial therapy, she made an uneventful recovery.
Clinicians should have a high index of suspicion for IE as the possible cause
of a prolonged fever, especially in the presence of congenital heart disease
(CHD). Currently, IE prophylaxis is not indicated for unrepaired acyanotic
CHD. Nevertheless, with the new changes in the guidelines, more
prospective studies are needed to investigate the incidence of IE in such
lesions, before long-term conclusions can be drawn.

Sultan Qaboos Univ Med J. 2014 Feb;14(1):e130-3.



http://www.ncbi.nlm.nih.gov/pubmed/?term=Al-Senaidi%20KS%5BAuthor%5D&cauthor=true&cauthor_uid=24516745
http://www.ncbi.nlm.nih.gov/pubmed/?term=Abdelmogheth%20AA%5BAuthor%5D&cauthor=true&cauthor_uid=24516745
http://www.ncbi.nlm.nih.gov/pubmed/?term=Balkhair%20AA%5BAuthor%5D&cauthor=true&cauthor_uid=24516745
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Changes in patient characteristics of infective endocarditis with congenital heart disease: 25
ears experience in a single institution.

BACKGROUND AND OBJECTIVES: The profile of infective endocarditis (IE) has changed
and is now showing an increasing prevalence of IE among congenital heart disease (CHD)
patients. We studied the change of clinical profiles of IE over the past 25 years in patients with
CHD at a single institution.

SUBJECTS AND METHODS: We reviewed medical records retrospectively for 325 patients
diagnosed with |IE between January 1, 1987, and March 31, 2012. We analyzed and
compared the differences in patient characteristics and outcomes between 1987-2000 (group
A) and 2001-2012 (group B).

RESULTS: Over the 25-year period, 93 cases of IE in CHD patients were diagnosed (59
cases in group A and 34 cases in group B). Ventricular septal defect was the most common
underlying cardiac disease observed during the entire period. The most common causative
pathogen was Streptococcus in both groups. Group A contained 16 cases (27.1%) that had
undergone cardiac surgery, whereas this number was 19 (55.8%) in group B. The number of
patients who had undergone palliative care or surgery using prosthetic materials was higher
among group B patients (p<0.001). Surgical procedures due to uncontrolled infection were
performed in three cases in group A and 10 cases in group B.

CONCLUSION: Infective endocarditis and CHD show a close correlation, and the profile of IE
patients can change in line with an increase in the survival rate of patients with complex CHD
and the improvement of surgical techniques. Ongoing reassessment and the systematic
management of these patients is crucial in the prevention and treatment of |E.

Korean Circ J. 2014 Jan;44(1):37-41.
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v Elval evOIa@EPOV VA TOVIOOUPE OTI O OUYKEKPIUEVOS AaBevVNG
QVEPEPE ECAYWYN 0OOVTOG TTPO 4urnvou. ETTiaong €ixe TTOAU
KOKI GTOUATIKIN UYIEIVN.

v [1apOAO TTOU OTOV OCUYKEKPIPMEVO aaBevn N TTPoPUAacn OEV
EIXE EVOEICN UMWY LE TIC EUpWTTAIKEG 0ONYIEC Ba TTPETTEI
Va TOVIOTEI O POAOG TNG KOANG OTOMATIKNG UYIEIVAG KOl
TOKTIKNG OOOVTIATPIKNG TTapaKkoAoubnaong

v 2/YoUpO EIVAI OTI TTAEOV O OUYKEKPIIIEVOSG ATBEVIIG XPEIACETA
TTOOWYUAGCH yia TUXOV OOOVIIaTeIKT. ETELBaan!!!
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