AoOevNC HeE UPETO Kail uonua

e AoBevinc 58 eTwv mpooEpxeTal Adyw mupeToU weg 38 C,

ewi 1 ynva, xwpic oapn eoTia.
o ‘Exel Aapel didapopec avTiPiwoeic and Tov taGoAdyo Tou
o Avayépel aduvapia, kakouxia kai anwAeia Papoug
o ‘Exel oyn waoxovroc kai wxpornra

o Bépel aipyaToAoyikég e€eTaoeic pe avaigia, avénuévn CRP

kai TKE kai eAappa avnpuéva WBC

v % Patras University Hospital




AoOevNC HeE UPETO Kail uonua

e 2TNV Kapdidkn akpoaon mapouaialel 2/6 d1aoToAiko
puonpua avewdpKeldg TNG AOPTAC, XWPIC onHEia Xpoviag

ooPapnNC AopTIKNG aAVETAPKEIAC...
o TiOeTal unoyia AoiHwdouc evdokapdiTidac

o AvayEpel 0dOVTIATPIKEC EPYATIEC PO HNVOC, KaBwe Kai

KATOI0 «EK YEVETNC» mpoPAnpa PpaAPidac...

v % Patras University Hospital




AoOevNC HeE UPETO Kail uonua

Vepetotions over
= Aortic valve

Area of infection
of the oortic valve
caused by
Bacterial Endocarditis

v % Patras University Hospital




AoOevNC HeE UPETO Kail uonua

Splinter
he morrhage

Roth's spot

x}gjé %, Patras University Hospital




Osler nodes.

Roth spots.

Splinter hemorrhages.
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AoOevNC HeE UPETO Kail uonua

o Aappavovral aiHoKaAAMIEPYEIEC Kal EI0AYETAI OTNV

waBoAoyikn KAIvikn yia Oepaneia

o AlpVIdiweg TOo Ppadu mapouoialel opOomvoia Kai TeAIKA

PapUTaro mveUUOVIKO oidnua HE TAXUkapdia kai uwoTaon
(ZATT < 90 mmHg) pe oAiyoupia

v % Patras University Hospital




Ofcia avendpkeia aopTAG

e 2UVHOWC oYeileTal oe PakTnplakh evookapdiTidda,

d1axXwWpPIoHO dopTAC K Tpaupua aTto Bwpaka

e AlyoTepa ouxva aiTia: gyn paktnpiakh evookapdiTidd, Tpavud
dopTNC KAl ETITTAOKEC €TTeUPATIKWY HEOOOWY OTTWC AOPTIKA

BPaAPi1doTTAAOTIKA, KAl AyyEIOoTTAAOTIKA OTEvwong 100uoU

dopTAG

v % Patras University Hospital




O€cia averrapkela aoptnc (AR)

e H oCcia AR odnyei oe ypnyopn amodiopydvwaon
e€aitiac ¥ KAOA Kai TTVEUHOVIKAC GUH®OPNONG

D Aev undpxel Xpovocg yia avrioTaduioTIKR didtaon TG

ap. KolAiag

D Inuavrikh T LVEDP xwpic diaraon

e 2 0papn umdTtaon Kai shock

v % Patras University Hospital




Fulmonary
Aorta W“E!Ejt_ril

Fressure
_ T

ALUTE

ACRTIC
REGURGITATION

8 % Patras University Hospital
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Acute
regurgitation

Hypertrophy Chronic
regurgitation

B ™

Marmal

LV pressure (mm Hg)

T | | B | B I
20 40 860 80 100 120 140 180

LV volume (mm/mZ

Chronic
decompensated
AR

\V end-diastolic pressure

Chronic AR

& 20
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Epunveia gpuoikne e€éraonc oTnv averdpKela AdopTNC

Xpovia AR

5M B

H d1aoT1oAIKn TTiEon TNG ap. KoIAiag augaveral
ATTOTOMA KAl UWPNAQ, JE ATTOTEAECHA EEiCWaN TNG

,i', TTiEONG ME AUTH TNG AOPTNG TIPIV TEAEIWOEI N
OIaCTOAN...

% Patras University Hospital




Epunveia @uoikng e§étaonc oTnv avewdpkeia aopTAC

Aortic Hegurgitation

H copapn olcia AR mpokaAei TpwTo-01a0TOAIKO pUONHA AdYyw Taxeiac

e€iowonc méoswyv aopTnc-LV

oy

I%r!“fu
A\

v Patras University Hospital

Eaty



HEMODYNAMIC DERANGEMENTS THAT ACCOMPANY ACUTE SEVERE AORTIC REGURGITATION AND ITS CLINICAL CORRELATES

Abnormal hemodynamics Sudden anatomic disruption ‘ ______________________________________ g
of the aortic valve " """"""""""""""""""""
Mormal left Moderate to large Mormal left
ventricular size regurgitant volume ventricular size
and compliance Jin and compliance
Reflex activation | Effective stroke Filling — steep portion —
volume diastolic left ventricular |- - - - - - - - - - - -
ﬁﬁ lL pressure-volume curve !
t Peripheral t Heart Cardiac output normal 11 Left ventricular Dlastolic or RICITIEENE
vascular rate or decreased end-diastolic pressure closure of the mitral valve
resistance : : 3 F E

|

Left ventricle—left atrium
Pressure Crossover

Diastelic or premature

Systolic blood pressure narmal anenine of the aortle valve
{4 N or slightly increased Aorta—left ventricle sishibi 2 - =
Diastolic blood pressure normal pressure equilibration ot esiE——

Jiit
Jii
]

é il
or slightly increased r £ = - s
s S e - 5

___________________

Ku
B

e ¥ | et | e | ]

& & Soft-orabsent firsthearisound  |[deessssssmuesrasmmminnietasuintam s

Near-narmal Short or medium-length : B e e et S R et et : :
pulse pressure aortic diastolic murmur RHE eSS e

CECEREOECINRGCCaonent.
Clinical correlates of the second heartsound (~~ """~~~ """ """t o oo




Aortic Regurgitation
CxR

LVE with noermal pulmonary Normal size LV with pulmonary
vasculature vascular congestion

v % Patras University Hospital




CHRONIC VERSUS ACUTE AORTIC REGURGITATION

PARAMETER CHRONIC ACUTE

ETIOLOGY(examples) BICUSPID VALVE ENDOCARDITIS
HYPERTENSION AORTIC DISSECTION

LV Size DIALATED NORMAL

NORMAL ELEVATED

PULSE PRESSURE NARROW




PATHOPHYSIOLOGY OF AORTIC REGURGITATION ug.?
Early Mild Aortic Regurgitation Acute Severe Aortic Regurgitation

Acute Aortic Regurgitation =
Aortic Regurgitation can lead to LY Volums sudden and severe clinical
110 Cwerload (0 LVEDW... detenoration

//'/ (il LY Pressurs Owerload [as U LVEDWY The LV: @ time to compensate for
keads to Systolic Aoetlc HTH) rapid Li LY volume
But if Mid AR: apased 2 "
- ug.ruﬁl.ui:::;urytlnl 'll':::r and P“:!I'HI!I Cardisc Output decresses repidly

are genavally ssymplomatic = Cardiogenic Shock

Ll LU LVEDP and LV
decompeniation cin lead to
U diastolic MR =¥ Pulmonary Edema

Chronic Severe Aortic Regurgitation Decompensated Aortic Regurgitation

Ll LVEDY leads to L8 LV 'Wall
l"ju.ll 5D Stieds |Laiacs Lave - [Pressurs
Wil Pt P Repdbriifla = Vet horidl] ::’ o Owver time: L LY Yolume Owerlaad,

: ik Myocardial Fibrosis, snd L LV
j S0 to compensate, there is LV Compliance

remodeling with eccentric e L e
hypertrophy i - o, L
sl 8 cheronic decompernsated state
a5 This helps maintain LV
compliance and LV
Voldume Mass Ratio

Mg Baely to see CHE symaioms ard
easrticonal dyipnea ot this stsge

LVEF Preserved in this Stage

;

A

g
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AoOevnc

e luvaika 52 eTwv pe olcia duomvola

diakopi(eTal oTO TUAUA ETTEIYOVTWY
o ETIdcIVOUpEVN dUOTIVOIa amd TpInpéPou

e LoTOPIKO pevupATIKOU TTUPETOU

I w % Patras University Hospital




Puoikn e€Ertaon
e ATT 160/90 mmHg, o9. 130 bpm, TaxUnvoia, appuBun
o TpiCovrec oTic Paocic appw. Oidnpara opuptsv. T JVP
o TTpwT0d1a0TOAIKOC TTPOOOETOC TOVOC

o TTpwTt0d1a0TOAIKO YUonpa 2/6 oTnv Kopuwn HE

TPOOUOTOAIKN Evioxuon.
e TTowTodiaoToAikd wUonua 2/6 oto 20 MTTA apioTepa

e 2UOTOAIKO @Uonua 2/6 oTnv Kopuyn HE avTavakAdon otn

paoxaAn kair 3/6 oto 30 MTTA ap. mapaoTepvika

v % Patras University Hospital




Puoikn e€ETaon
o ATT 160/90 mmHg, op. 130 bpm, Taxunvoia, appuBun

d w % Patras University Hospital
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» KoAmikn papuapuyn, 8€€16¢ dgovag, paBeia S otig V3-V6,
f» :
emikpaTéc R atnv V1 (RVH?) “
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v Patras University Hospital




Puoikn e€ETaon

TpiCovrec oTic Paoceic appw. Odnpuara opuptsv. T JVP

w % Patras University Hospital




AKTIvoypayia

| o udiohoyikoc KOA

o AITAR TTapuyn de€id
(BéAag)

) B Aidtaon ap. KéAtou

e Avakartavopn
TIVEUHOVIKAC

aigdatwong

ZEL\, Patras University Hospital




Puoikn e€Ertaon
o TTpwT0d1a0TOAIKOC TTPOOOETOC TOVOC

o TTpwTt0d1a0TOAIKO YUonpa 2/6 oTnv Kopuwn HE

TPOOUOTOAIKN Evioxuon.
e TTowTodiaoToAikd wUonua 2/6 oto 20 MTTA apioTepa

e 2UOTOAIKO @Uonua 2/6 oTnv Kopuyn HE avTavakAdon otn

paoxaAn kair 3/6 oto 30 MTTA ap. mapaoTepvika

w % Patras University Hospital




AiaotoAika puonpara

o Avemtdpkela pnvoeidwy paApidwyv (aopTh-
TIVEUHOVIKRA)

o 2 Tévwon KoATrokolAlakwy PaApidwy (HiTpoeldng-
TpIyAWXIva)

o T dykoc aipatoc di1a Twv KK PaApidwv (AsiToupyikh

oTévwon)

. AusTm Flint

v % Patras University Hospital




Aiapopikn diayvwon

o EikOVa apioTephC KapdIaKNC aveTTAPKeEIAC
o KoATtIKA Happapuyn
o AiaoToAIké wUonua & TTPHaOETOC AXOC

e 2 nueia mveupovikAc uttéptaong & deCIdc
KapOIaKAC AVETTAPKEIAC

e LoTOPIKO peupATIKOU TTUPETOU

# B8\, Patras University Hospital




Aiapopikn diayvwon

2. TéEvwon HITPOoEIOOUC

‘__ w % Patras University Hospital



2. Tévwon HiTpoeidouc

o 2/3 yuvaikeg

o PeuparikA aiTioAoyia (40% Twv acBevwv pe RHD),
oTtdvid OUYYEVAC

o Peupatikoc mupeToc (2 dekaceTieg)> AidxuTn
TTdxuvon YAwXivwy, cuyXWwVveuon TEVOVTIWY XopOwWwvV

Kail ppdxuvon => "fish-mouth" valve

/1 & % Patras University Hospital




2 Tévwon HiTpoeidouc (MS)

e Peupatikn MS: ivwon,
acPpeoToToinon,
TTaxuvon YAwxivwy Kai
TTAXUvon-ocuyxwveuon

TEVOVTIWY X0pOWV

v % Patras University Hospital




12010
LV

Mitral Stenosis

8 % Patras University Hospital



2. Tévwon HiTpoeidouc

e 2TOHIO MV 4-6 cm2. Z¢ oopapn MS < 2 cm?2
e PG (pressure gradient) am6 LA oe LV

e MVA (MV area) <1 cm2, ("critical" MS), anaiteitai

TouAdxiotov LAP 25 mmHg yia diathpnon Tou




Mitral valve stenosis

- T LAP and pressure
gradient across valve
during diastole due to
high inflow resistance

12010 and turbulence

Diastole - 4 LVEDP & LVEDV
- LA hypertrophy

Normal Mitral Stenosis

x}gjé %, Patras University Hospital




Apiotepoc - Aelioc KaBeTnpiaopog: MS

duoioloyikd

atrial
id filli illi systole
IR | rapid filling slow filling — ¥

LV KoATiki) ougftoAR
— - = ] Normal EDP‘
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Left ventricle
.

Left atrium in
mitral sltenosis

Pressure (mmHg)

'h*.-

|
!
|
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|
|
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|
|

%iﬂ.f II Mitral valve Mitral valve
| ?’ opening closure
#1 ,_f&
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Opening snap

S1

Decrescendo

murmur ;
Pre-systolic

accentuation

Pressure
Gradient
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NL
Mild M5
= Cevers MS |

Aortic pressure

—
—_—
"J-n_
-_—

—

80 mm Hg
- LV pressure

Mitral stenosis — 40 mm Hg

Severs

LA
pressure

.
| e

' T 0 mm Hg
AV MS ML
closure —— m"‘
MV opening MY closure
Naormal H
Mild MS
Severe MS ’—H r A RO

Sp

Copyright © 2005 by Elsevier Inc.

KAayyn d1avoigewg: onuaivel un
oof3apn OTEVWON UITPOEIOOU
Ortav 10 A2-OS Bpaxuveral, n
OTEVWON €ival TTIo cofapr)
Etriong 10 A2-OS BpaxuveTal o€

Bpaxeig Kapdlakoug KUKAOUG =>

Tpwiun diavoign MV => Bpaxuvon
A2-0OS




TTpwTodiaoToAikoi AXoO!

D KAayynh diavoilewc
D TTepikapdiakdg KTUTTOC
P MU€wua (tumor plop)

D Mnxavikh HITpo€IdNC

7B\, Patras University Hospital




2 Tévwon HiTpocidouc: PE

Diastolic Filling Murmur (Rumble)
Mitral Stenosis

Sy

Sp Sp
0.5. 0.5.
| I NIE
Az Po Az Pa

= S, S

2 0.8
‘ IH.|||||||||IIH| I J

Az Po

& 20
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Rest Exercise

200
PAWP 18 mm Hg PAWP 41 mm Hg
MV gradient 8 mm Hg MV gradient 29 mm Hg

N

_ “M“f T HR (11X. Aoknon, Afib)

Rest Exercise

v— g P

PAWP 13 mm Hg PAWP 41.mm Hg
ﬂ => T LAP (PCWP) =>

ouUaTTVOIa

S —

=> 3pdaxuvaon 0Ia0TOANG

=4In

x’ Eés_. Patras University Hospital



Mitral stenosis
(diminished MV area)

v

Elevated LA-to-LV
diastolic gradient

|

Elevated
left atrial pressure

!

¥ Left heart failure L

Pulmonary Left atrial
hypertension enlargement

Y }

Secondary right-heart changes
{RV dysfunction;
tricuspid regurgitation)

Atrial fibrillation
and LA thrombus

» @ 4 Right Risk of
’.}‘@J ' heartrgailure thrnmh:nﬁen?hnliﬁm

. Patras University Hospital




MVA = 4.0 cm?

PC
SVC Y
\

Normal RA RV PA —_— PV
IVC
Fi
20/8 (12) N’ W‘?"*“%’
120/80

MVA =10 cm?
Tight

. Without pulmonary g
! vascular disease /\ /‘m
mitral
stenosis _\U
- 4’ Flow
@ @ A
120/5
MVA =0.5 cm?
. |th pulmonary
Tight ﬂ vasculardmeaﬂe /\
mitral
stenosis _ ,
..l 30/80 (100) ‘ . ‘

#ER\, Patras University Hospital
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TTveupgovikn urépTaon

e (1) TTadnTikA peTddoon T micong LA

e (2) Zuomaon mveupovikwy apthpidiwv (reactive pulmonary

hypertension)
e (3) Aidpeoo oidnua ToIXWHATWY ayyegiwv

e (4) Opyavikéc amoppakTIKEC PAAPEC

D AnotéAeopa: TR & PR & right-sided heart failure

v % Patras University Hospital




Pulmonary artery
vasoconstriction

Interstitial oedema <

Pulmonary vascular
changes

Y

RVH followed
by RV dilatation

¥

i TR and raised
' RA pressure - CHF

Elevated LA Pressure <«

Mitral valve Discase

Elevated LVEDP

Aortic valve disease

. T
Py ]
x’ Eés_. Patras University Hospital




Severe MS

\ _’ LA LV
RV PV
e LD

Lung
N,

PVR normal or T

mPAPT mPAWPT LAPT ( LVEDP normal

O, CO, Severe MR

\ _’ LA LV
RV PV

PA
CHm LD

PVR normal or T

mPAPT mPAWPT LAPT LVEDP?T

% Patras University Hospital

Severe AS
LA LV

77\ Aorta

Lun MV & ———n
IR S

PVR normal or T

mPAPT mPAWPT LAPT LVEDPT

Severe AR

Lung

PVR normal or T

mPAPT mPAWPT LAPT LVEDPT




PH in Left-Sided VHD

354
32%
30+
254
23% 23% 28.7%
204
17.4%
154 14%
104 |9.6% 9% 9.4%
5 4.7%
0 N
Aortic Stenosis Mitral Stenosis Aortic Regurgitation Mitral Regurgitation
n=2185 n=312 n =802 n =955
B il PH [ moderate PH [ severe PH
100
90 - :
©
' Gas Exchange 2 80 4
l /LA Pressure nperm—— T |
= 70 4
| - :
Cascade @ 60 ;
Hemodynamic AV Remodaling s No exercise PHT
LA compliance and Dysfunction E 50
! f T
=
Bm"‘““‘r“ vl pres /7 RV Afterload D 40 -
Ll
Pathological o in pulmanarny — __T__ ]
e e aones Pulmonary Early Phase -~ e ;
« Muscularization of arericles —  Hypertension S p=0014 Exercise PHT
» Madial hyperirophy i il i i = 20
« Nzaintima formation of distal arteries Alveolar-capillary Pathophysiological Cascade o
- Lale
1 Reversible Meurshumaoral Impairment of phase Pulmanary 10 4
Increase in PVR | alveolar-capillary —— activation —— endothelial ————— alveolar-capillany
l‘ stress tailure (Angiotensin 1), permeability remadeling 0 3 : : z : - : .
hyposic and cytotaxic Extracellular
ZFAD (TNF and ET1) stimuli  matrix thickening 0 6 12 18 24 30 36 42 48

Follow-up (Months)

#ER\, Patras University Hospital




Group Hemodynamic constellation

1 Pulmonary arterial hypertension Pre-capillary PH: mPAP >25 mmHg,
mPAWP <15 mmHg

2 PH due to left-sided heart disease Post-capillary PH: mPAP 225 mmHg,

2.1. Left ventricular systolic dysfunction mPAWP >15 mmHg

2.2. Left ventricular diastolic dysfunction e |solated post-capillary (pcPH): PVR <3 WU

2.3. Valvular disease » (Combined pre- and post-capillary (CpcPH): PVR

2.4, Left heart inflow/outflow tract >3 WU

obstruction

2.5. Pulmonary vein stenocsis

3 PH due to lung disease and/or Pre-capillary PH: mPAP =25 mmHg,

hypoxia mPAWP <15 mmHg

4 Chronic thromboembolic PH and Pre-capillary PH: mPAP 225 mmHg,

other pulmonary artery obstructions mPAWP <15 mmHg

5 PH associated with unclear and/or Pre-capillary and post-capillary

multifactorial mechanisms forms of PH

MPAP: mean pulmonary artery pressure, mPAWP: mean pulmonary artery wedge
pressure, PVR: pulmonary vascular resistance (in Wood units, WU)




Lung

Normal PVR
Normal Normal Normal Normal \
mPAP mPAWP  LAP LVEDP Postcapillary
Non-severe 0, CO,
MS/MR/AS/AR Non-severe MS/MR/AS/AR
LV
LA RV UV LA
7~ T\ Aorta PA Aorta
—— MV —> AV — Lun MV —> —_
ZEEE Lung N J ¢ 7
PAH PVR lor T
PH in lung disease/hypoxemia normator LV dysfunction not due
CTEPH to valve disease
PVR T
mPAPT mPAWP LAP  LVEDP

normal* normal normal mPAPT mPAWP?T LAPT LVEDP?T -

#ER\, Patras University Hospital




2.TéEvwon HITPOoEIdoUC: 2ZudrTWHATA

e AUonvoia - PpAxac - aigonTUON

o OpBdnvoia - NTTA - OTTO

o Afib => Taxeia emdcivwon

o TTveupovikéc Aolpweeic

o TTveupovIKEG eUPOAEC - ZuoTNHATIKEC EHPOAEC
o XapnAn mapoxn

e TTveugovikn unéptaon

v % Patras University Hospital




2. Tévwon HiTpoeidouc

o LV diastolic pressure & EF = normal in isolated MS

e Sinus rhythm =>T LA & PA wedge pressures (T atrial

contraction-a wave) & Ppadeia mTwaon Tou y

o [TpoodeuTIKA eyKATAOTAON HOVIUNG TIVEUHOVIKAC UTTEPTACNC
(T PAP)=>T RV end-diastolic pressure & volume

D Aduvapia T KAOA otnv doknon (6tav T PAP, kai aThv npepia) =>

KOTTWOon

v % Patras University Hospital




2 Tévwon piTpoeidoug: BE

o EpuBpoTnTa mapeiwv
e T JVP (a wave ge PHT)
o \ ATT

e RV won (diaraon RV ot PHT)

o AlaoToAIkOC poiloc KopUPRC

d v % Patras University Hospital




Malar flush

v % Patras University Hospital

Signs (Face)

Severe mitral stenosis with pulmonary
hypertension

Mitral fascies / malar rash

Bilateral

Cyanotic or dusky pink
discolouration

Over the upper cheeks
Due to atriovenous anastomosis &
Vascular stasis




2 Tévwon piTpoeidoug: BE

e S1 duvaroc
o P2 evioxupévoc, dixaopoc S2 (PHT)
e Pulmonary systolic ejection click (PHT)

o KAayynh diavoifewc (OS) oTnv ekTvon, Kapdidkn KOPU®H,
uetd Tov A2 (0.05-0.12 s)

o OS-A2 didoTnpua, £vdeifn paputntac MS

o AilaoToAiké @Uonpa (evioxuon pe doknon), TPOoUOTOAIKA

gvioxuaon

sd@hnaropeyahia, oidnua, TAEUPITIKEG GUAOYES, AOKITNG (PHT)

#’ & . Patras University Hospital




2 Tévwon piTpoeidouc: Aigpelvnon

e AvVAKATAVOURA TTVEUUOVIKAG aIgdTwaong
o Kerley "A" lines

| o Female aged 52. Severe dyspoenia.
Mitral diastolic murmur. ECG atrial
fibrillation and right ventricular
hypertrophy. The mitral valve was
much stenosed and was dilated with

clinical improvement.

v % Patras University Hospital




2 Tévwon piTpoeidouc: Aigpelvnon

v % Patras University Hospital

T mveugovikn, ayyelakn epApwon

miveupovwy (PHT)

Female aged 38. Increasing
dyspnoea for past 5 years.
Mitral diastolic murmur. ECG
right ventricular hypertrophy.
P.A. 105/35. L.A. 22mm Hg.

mean pressure.




2 Tévwon piTpoeidouc: Aigpelvnon

"B\ Patras University Hospital




Long axis #1 Long axis #2

Short axis

qflm
N

Area = 1.21 cm®
Perimeter = 5.80 cm

=E
38

I"'I=..IIU;'
=38 cm/sec TEm|

U % X

2 % 7% 12 X (Vg / Vimax) % (Angle / 180°)

MWVA = .
P2 = 314 % (1.2)% = (38 / 210) = {130/ 180°)
B Distance between grid points = 5 mm D MVA = 1.18 cmé

. Patras University Hospital
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MS, MR: EEéAEn

e Natural history of 159 patients with
isolated mitral stenosis (solid blue
line) or mitral regurgitation (solid
purple line) who were not operated on
(even though the operation was

=
oy - i i
ﬁ’ETI -y ‘|,4£|,|
K e W
-

(19)

indicated) compared with patients

@
o
b
=
@
2
@D
o

treated with valve replacement for
mitral stenosis (dashed blue line) or
mitral regurgitation (dashed purple

line). The expected survival rate in
6 8 10 12 14

S the absence of mitral valve disease is

indicated by the upper curve (dashed
black line).




MS: BaApidorrAaoTikn

o
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MS: BaApidorrAaoTikn

Early inflation Full expansion

_opyright © 20035 by Elsevier Inc.

v % Patras University Hospital
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Droming
of AML

Commissural Commissural
fusion fusion

Rheumatic mitral stenosis: LV perspactive

Commissural Commissural
separation saparation

balloon

Balloon inflation: LA perspective

.
f ,.-. -
Torn AML

-

N
“
E
-
- -

Rheumatic mitral stenosis post PMBY:
LV perspective

Rheumatic mitral stenosis post PMBV: LY perspective

D T




MS: BaApidorrAaoTikn

Mean gradient, 11 mm Hg Mean gradient, 4 mm Hg

- [ [

% | 1
1 1
1 1
L 5 | ¥
L k 1 i 1 J
|
| | 2 1 N 1 It
1 . |
it '] ! o RET i "y \
- | y i ., |
| L L - L | L L .
1 . | i r
| L5 o
'\._.l

Before valvuloplasty After valvuloplasty

:.; _ Copyright © 2005 by Elsevier Inc.
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MS: BaApidorrAaoTikn

e Long-term survival (A) and event-
free survival (B) after balloon
mitral valvotomy for 879 patients

who were stratified by baseline

Survival (%)

P — echocardiographic morphology
= Total group
[P <0.0001 || — Echo score > 8 | score: ¢ 8 (blue line) or > 8 (gold

0 20 40 60 80 100 120 140 160 180
Time of follow-up (months) i
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line). Patients with the lower echo

outcome initially and over the next

12 to 13 years.
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Mitral valve area before and 6
months and 7 years after valvotomy in
a prospective, randomized trial of
balloon mitral valvotomy (BMV, yellow
bars), open surgical mitral
commissurotomy (OMC, purple bars)
and closed mitral commissurotomy
(CMC, blue bars). At 6 months and 7
years, the results of BMV were
equivalent to those of OMC, and
superior to those of CMC.




Management of clinically significant rheumatic mitral stenosis (MVA = |.5 cm?)

[

Symptoms
!

-
L

High risk of embaolism
or haemodynamic

decompensation®

¥
Contraindication
or high risk —
for surgery

w

Favourable
or unfavourable anatomical — —
characteristics for PMC characteristics®

1 !
L

qumﬂe
clinical
characteristics®

5

Surgery




TABLE 219-1 Summary of Useful Medical Treatments in Valvular Heart

Disease

SyYmptom
Control

Mitral
regurgitation

ortic stenosis

Aortic
regurgitation

]

#

i I ]
4
& ﬂs_. % Patras University Hospital

Mitral stenosis

Ciuretics and vasodilators
(usually ACE inhibitors) for
heart failure

Diuretics for heart failure;
nitrates and 3 blockers for
andgina

Ciuretics and vasodilators
(usually ACE inhibitors) for
heart failure

Fenicillin prophvlaxis
against recurrent episodes
of rheumatic fever;
Anticoagulants to prevent
systemic
thromboembolism.

Mo proven treatment

Mo proven treatment but
lipid lowering therapy may
slow progression of calcific
aortic stenosis

Vasodilators (nifedipine or
ACE inhibitors) to protect
the left ventricular
myocardium and delay the
need for surgery
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