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AmepunkaHckas Accounaums

Cepaua
OcHoBaHa 26 dpeBpand
1924 .

MecTo HaxoXxaeHus:
7272 I'puHBMNN ABEHIO

[Jannac , Texac 75231-4596

AmepukaHckasn kapguorornydeckas accounaums (AHA) — HekomMepyeckas
opraHusaums B CLUA, cnoHcupytowas megnumMHckne nccrneqoBaHus B obnactu
Kapgmonorum, obpasoBaresibHble NPOEKTbl O 30OPOBOM 00pa3e >XN3HW U
crnoco6CTByOLWas Hagnexallen MeguLMHCKON MOMOLLM B LIENSX CHUXKEHUS
WHBaNUOHOCTM U CMEPTHOCTW, BbI3BaHHbIX KApAMONOrMYECKMMU BONE3HAMMN.
MepBoHavanbHO 6bina cosgaHa B Huto-Mopke B 1924 rogy kak Accouuauus no
npodunakTuke n obrnerdeHnto cepaeyHbix 3aboneBaHuin, HO B HacTOsILLIEE BPEMS ee
wTab-kBapTMpa Haxogutca B [lannace, wrat Texac. AMepurKaHckasa kapguonormyeckas
accoumauus ABnseTcs HaluMoHanbHbIM 4OOPOBOSbHBIM areHTCTBOM 34paBOOXPaHEHMS.
Accoumaums n3sectHa nybnvkaumen pyKoBoACTB MO CEpAEYHO-COCYQUCTBIM
3aboneBaHuaAM v npodunakTike, a B 2014 rogy 6bim BbinyLLEHbI NEpBbIE
pekoMeHAaLmm No NPouIakTMKe MHCYMLTOB Y XeHLWKH. [1poBoauT kKamnanum B ccpepe
06LLEeCTBEHHbIX yCnyr, Ha4MHas ¢ 1970-x rogos, MeponpusaThsa no coopy cpeacts. B
1994 rogy onybnvkoBana nccnegoBaHme, KOTOpoe nokasarno, YTo AMepuKaHckas
Kapauonormyeckas accoumaums 3aHsina natoe MecTo B CMMCKE «CaMblX NOMYMsiPHbIX
OnaroTBopuTENbHBIX / HEKOMMEPYECKNX OpraHm3auni B Amepuke». Accoumanms bbina
BKItOYEHa B CMMCOK 22 KpyMNHEeNLWnX bnarotBopuTenbHbIX opraHu3aumin Forbes B 2018
rogy.

Muccust opranmsauumn, obHoerneHHas B 2018 rogy, 3aknoyaeTcs B TOM, YTOObI «ObITb
HeocrnabeBatoLlen cunon anga 6onee OOMTON N 340POBON XU3HWY.

ContactUs

Address

7272
AMepUKaHcKad GreenvilleAve.
é;;;t‘;‘a““” N> Dallas, TX 75231
soresorronsaoposcimaomoes | ﬁ CustomerService

CepPAeYHO-COCYAUCThbIX 3abonesanmnin

NOXEPTBOBATL CEMNAC

| 1-800-AHA-USA-1

ex: blood pressure

1-800-242-8721

1-888-474-VIVE



ACC/AHA 2006
Guidelines for the
Management of Patients With Valvular Heart
Disease

[MaymeHTbl ¢ KnanaHHbIMK NOopoKamMu cepaua — 31O ONMEHb BaXXHad U
bonbLias KaTteropmd naumeHToB, KOTopas Tpe6yeT Nnoa4vacC CJ10XKHbIX
ANarHoCTn4eCKUX rnpouenyp m AnnTeribHOro Jyie4eHus.

B TeyeHne nocnegHunx OByx AeCATUIETUN (OT MOMEHTA BbIXO4a
pPeKoMeHaaLUnmn) OCHOBHbIE JOCTUXKEHMS MPON3OLLIN KaK B
HEWMHBAa3MBHOW, TaK U B UHBA3UBHOW OAMArHOCTUKE, a Takxe B
XUPYPru4yeckom fiedeHnn KnanaHHbIX NOPOKOB cepaua. IATu
OOCTMXEHUS 3aKIioYarnmcb B 3HaYNTENBHOM YTOYHEHNU
ANarHocTukn 6onesHu n B kKavyecTse oTbopa NnaumueHToB A5
XUPYPru4yeckoro neyeHud. A tTakke B OTHOCUTENBLHOM
YBENTMYEHNN KaTETEPHbIX MHBA3MBHbLIX BMELLATENIbCTB MPOTUB
MeONKaAMEHTO3HOrO fle4eHUss U B YBENUYEHUN BbKMBAHUA
nauMeHTOoB C KrnanaHHbIMU NOopoKamMun cepaua
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Knaccudpumkaumsa nonoxeHmm
peKkomMeHpauum C y4eToMm

O00OOCHOBaAHHOCTU U OOKa3aHHOCTM.

CTteneHb 060CHOBAHHOCTU NPUMEHEHNSI BMELLATENbLCTBRA:

Knacc I. CyuwectByoT gokasaTtenbctea u/unmu obLlee cornatlieHme, 4to
npouenypa nnn Metoq feyveHns nonesHbl 1 aPPEKTUBHDI.

Knacc lll. CywecTByoT gokasaTtenbcrsa u/unm obllee cornaiwleHme, 4Yto
npouenypa unn Metof fevyeHnsa He Nosie3Hbl, He 3 MEKTUBHBI N B
HEeKOTOPLIX CIly4asix MOryT O6bITb OnNacHbIMN.



"
Knaccudukauma nonoxeHmn

pekoMmeHAauum ¢ y4eTOM BECOMOCTMU
N OOKa3aHHOCTM.

CTeneHb HaOeXHOCTU AoKa3aTelbCTB, NIeXallnxX B OCHOBE
pekoMeHaaLuniA:

YpoBeHb AokasaHHOCTU A (HauBbICLUMN) — OAHHbIE NOMYyYeHbl BO
MHOIMMX paHOOMU3NPOBaHHbLIX KITMHUYECKNX UCCneaoBaHNAX.

YpoBeHb Agoka3aHHOCTU C (HN3KNIK) — pekoMeHaaumm
OCHOBbIBAIOTCA MPeMMyLLECTBEHHO Ha cornalleHnn 3KCNepToB.
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Coodep)xaHue OOKyMeHma

» PykoBoacTtBo paccmartpuBaeT obwme npobremMbl ANarHoCTUKMU N nevYeHns
naumMeHToB C WymMamn B obrnactun cepaua, npodunakTukm n neveHms
NHAEKLMOHHOIO aHAoKapanTa, HabnogeHust n nevyeHnsa NpnodpeTeHHbIX
NOPOKOB cepaua npn 6epemMeHHOCTN, ANArHOCTUKN U NTeYEHUST NaLUNEHTOB C

NBC

n PykoBO4CTBO MNOCBALLEHO B OCHOBHOM KrarnaHHbIM MopoKam cepauay
B3POCNbIX U, OTAENbHO, KnanaHHbIM MOpoKaMm Yy NOAPOCTKOB N OeTEN.

n [narHos u rnevyeHne geten ¢ BPOXAEHHbIMU NOPOKaMm cepaua He
paccmMmaTpmuBaloTCA B JaHHOM PYyKOBOLCTBE.

n OTO PYKOBOACTBO NOBTOPSIET HEKOTOPLIE MOSTOXEHUSA OPYrNX

pykoBoacts ACC/AHA, B YaCTHOCTM pyKOBOACTBA O pagVOHYKITMOHbIX

ncernegoBaHnAax , pykosoacTBa rno 3xoxapguorpa¢vw| , PyKOBOACTBaA o

YPECKOXXHOM KOpPOHaponacTuke .



OueHka nayueHma c cepOdeYHbIM WYMOM
BBenenue

Ayckynbrauusi cepaua octaertca Hanbornee WMUpoKo
NCNonNb3yeMbliM METOAOM ANArHOCTUKU KnanaHHbIX
nopokoB cepaua. Llymbl cepgua BoO3HMKAOT BCneacTeme
3 rmaBHbIX (OaKTOPOB:

* BbICOKaA CKOPOCTb KPOBOTOKa 4Yepe3 HoOpMallbHblE UJTA
N3IMEHEHHbIE OTBEPCTUA

* MOTOK KPOBW Yepe3 CyXeHHoe unn aedopmMmmnpoBaHHoE
OTBEPCTME B PACLUMPEHHYIO KaMepy cepaua

YacTo, umeet mecto boriee yem 1 U3 aTUX pakTopoB
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NOTA BENE! Note!

Ha 3ameTky!

LLlym B cepaue MOXeT He UMETb
HUKAKOro NaTosiIorM4eckoro 3Ha4eHunsa nnu
MOXET ObITb Ba)XHbIM KITHOYOM K
ONarHoCTUKE NpPUoOpPETEHHBIX,
BPOXAOEHHbIX, UNTN OPYIrUX CTPYKTYPHbIX
OTKIMOHEHUW cepaLia.
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BONbLWMHCTBO CUCTONMMNYECKNX CEPOAEYHbIX
LLIYMOB He CBA3aHO C 3abofieBaHMeM

cepaua.

s [10BONbLHO 4YacTo WyMbl CBA3aHbl C PU3NONOrM4YeCKnUMm
yBenmM4eHmnemM CKOPOCTU KPOBOTOKA.

s B TOXE Bpems, lyM B cepaue MOXET ABMATLCA KINOYOM K
OnarHosy CKpbITon cepaedHon bonesHu (Hanpumep,
KranaHHbIN CTEHO3 YCTbA aopThl). B 9TOM cryyae nokasaHbl
pa3nnyHble HEMHBA3UBHbIE UMM MHBA3UBHbIE NCCNEO0BAHUS
cepaua anga ycTaHoBIeHUs AnarHo3a U opraHusaumm
HabnaeHna N NeYeHns.

s IJXokapauorpacdumna ocobeHHO nosfie3Ha B 3TOM
oTHouwleHuun, kak obcyxaeHo B “ACC/AHA/ASE 2003 ”




[Ounactonuyeckue LymMmbl NOYTU BCEraa
ABMNSTCS NATONOIMYECKUMU N TPEBYIOT
nanbHeuwen oMarHoCTM4YeCKou OLEeHKHU,
TakKXKe KakK U LyMbl, HE CBA3aHHbIE
HernocpeacTBeHHO ¢ da3on cepaeyHoro
unkia. K nocneaHnm, B YaCTHOCTMU,
OTHOCATCA "HEBWUHHbIE" BEHO3HbIE U
OblIXaTernbHbIE LUYMBbI.
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Knaccmnopukauusa cepgeyHbixX WyMoB

TpagUMOHHBLIN METO, OLIEHKN cepae4vHoro
LUyMa Npu aycKyrnbTaumm OCHOBaH Ha
crneayrLnx XxapakTepucTukax wyma:

BpeMEHHaA CBA3b C (baSBMVI cepaeyHoro uukna,

KOHdpUrypaumsa MoxeT bbITb: crescendo,
decrescendo,
crescendo-decrescendo (pomMboBUaHbIN),
nnaro.

TOYKa BbICNyLLUNBAHUA
nppaguaums,

BblCOTa (4acTtoTa),

MHTEHCMBHOCTb (CTeNeHb OT © 0 6)
NPOOOIMKNTENBHOCTb.

Bpewms Havarna u npekpauweHusi
rnamojsioau4yecko2o cepdeyHo20 wyma

3asucum om epadueHma OaerieHUs1 Mexoy

coobwarwumucs kamepamu cepoua.

Knaccundmkauns cepaeyHblxX LWYyMOB npvBeaeHa

B Tabnwuue.

Tabnuua. Knaccudumkaumns cepaeyHblX LWyMOB

1.
a.

D No O

wo o

Cucronnyeckue Wwymbl

[oniocucTonuyeckue (MaHcUCTonuyeckue) wy
Mbl

CpenHecuctonmyeckme (cnctonnyeckoe
N3rHaHue) LWyMmbl

PaHHMe cnctonuyeckue Lwymsbl
CpegHe-no3aHue CUCTONNYECKUE LWYMbI

. lnacTonnyeckue Wwymbl

PaHHMe BbICOKOYaCTOTHbIE ANAcToNMYeckue
LLIYMb!

CpegHegmacTtonnyeckue wymbl
[Mpecuctonuyeckme Wymbl

. HenpepbiBHbIE

(cucTonogunacronnyeckue) Wymbl



[CepaeyHBIN Wwym
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CPe/IHECHCTOMMYBCKWH, || pawenii eveTonUueEKM
erenet 2 un Mesbiwe |l coo 1 yerveromueckit
(cMoTpH TeKer) cTenetb 3 unw fonblue

* [T03,1HMH CHETONMMYECKUH
* [ onecHCTONMUECKUH

HOrpafua
Hert cHMNTOMOB M Het CvMNTOMbI MIK m 1 * BEHO3HbIM LLIYM
COMYTETBYIOLLMX sgyrue PH3HAKY = ::J::'m;" *MaMMapHblit Lyw
NneBaKuA cepaLa
Haxo,0K e Npy GepemerHocT

Her Hyx b B
JlanbHeiiuem
nfinnn nnpawma

Puc . AnroputMm OUEHKM cepaeyHbIX LYMOB. *9xoKapauorpadua nokasaHa, ecrnm eCTb NaToriorndyeckne N3MeHeHns Ha
peHTreHorpaMmme opraHoB rpygHoun Knetku unmn Ha OKT.



" S
JlornosfiHUMesribHbIe CUMIMMOMbI

s [lnarHocTnyeckn BaXkHbIM y NaLMEHTa C
cepaeYHbIM LUYMOM ABMNSAETCA Hanuyue unm
OTCYTCTBME APYIrUX CUMMNTOMOB.

x Hanpumep: oOMOpOK, cTeHoKapansa nnm
cepaeYyHas HelocTaToYHOCTh Y NauueHTa co
CpeaAHECUCTOSNTMYECKUM LLIYMOM
npmBOAAT OObLIYHO K Bosriee cTporomy
OUarHoCTUYECKOMY noaxoay, Yem y naumeHTa C
nogobHbIM LLIYMOM 6€3 3TUX CUMIMTOMOB



JlononmHuUmMeribHble CUMMMOMBbI

s [1na Toro, 4to Obl NOATBEPANTL NN UCKITIOYNTL 3HAYUTENBLHbLIA CTEHO3 YCTbS a0pPThl MOKa3aHa
axokapauorpadus.

s [pomboambonua B aHamHese TpebyeT 6onee TwartensHoro obcrnegoBaHus.

[ | SXOKapnmorpachﬂ NoKa3aHa naunmeHTtam c cepgev4HbiMmn Liymamm n KnMHM4YeCKMMnN JaHHbIMN,
Nno3BOoNAKLWLNMN MNMPpeanonoXnTb SHAOOKaApPAWUT.

= HaobopoT, MHOro 6eccMMNTOMHbBIX AETEN U MOAPOCTKOB CO CPEAHECUCTONNYECKNM LLIYMOM
CTeneHun 2-6, Ho 6e3 apyrmx NpM3HaKkoB cepaedHbIX 3aboneBaHn He HYXXOaloTCs B
goobcrnenoBaHun nocne cbopa aHaMHe3a U OCMOTpa.

= TpebyeT BHMMaHUSA 6onbluas rpynna 6ecCUMNTOMHbIX NOXUNbIX NaLWEeHTOB, MHOTUE C
CUCTEMHOWN rMNepTeH3nen, y KOTOPbIX BbICNYLUMBAETCS CPEAHECUCTONNYECKUIA LLIYM OObIYHO
cTenenn -2,

. TN WYMbl HAZO OTNMYaTb OT TaKuUX XKe, Bbl3BaHHbIX B6oriee cyLeCcTBEHHbLIMY
yTOMNLEHVEM U KanbLmMUKaLyei KnanaHa n CHIKEHNEM SKCKYPCUU CTBOPOK B pesynbTaTe
YMEPEHHOWN UNU BbICOKOW CTEMEHU KnanaHHOro cTeHo3a ycTbsa aopThl . OTCyTCTBUE
rmneptpodun JIK Ha anekTpokapanorpamme (KM MoXeT BbITb 4OCTAaTOMHO YOeauTeNbHO, HO
yacTo TpebyeTtcsa axokapanorpadusi.

s CKiiepo3s aopmbl MoXXem rposiensimbCs IOKanu308aHHbIMU y4acmKamu MoebilueHHOU
9X02eHHOCMU, YMOJIUueHUEeM CmeopoK 6e3 o2paHuYeHUs UX nod8UXHOCMU U MaKCUMaribHOU
CKOPOCMbIO KPOBOMOKa MeHbwe, Yem 2.0 Mempa 8 CeKyHOy.

= BbisiBneHue ckneposa aopTanbHOro KrnanaHa MOXeT NPMBECTU K 6ornee akTUBHOM
npodunakTnuke KopoHapHon 6onesHn cepaua. Y nauMeHToB CO CTEHO30M YCTbsl a0PThl TPYAHO
OLIEHUTb Cepbe3HOCTb bonesHu, 6asnpysicb TONbKO Ha aycKynbsTauun cepaua.




" JE
JXoKapauorpacdpuns

Knacc |

1. Ixokapanorpadua pekomeHayeTcd 6€CCMMNTOMHBLIM NauMeHTaMm C ANacToNMMYECKUMUN LWyMamu,
HenpepbIBHbIMY LLYMaMU, FONIOCUCTONNYECKUMU LLUYMaMU, NO3AHUMUN CUCTOSNTUYECKUMU LLYyMaMWU,
LUyMaMu1, COMPOBOXAAKLLMMUCA LEeNTYKaMn U3rHaHUS, Unu wymamu, uppaganmpyowmmmn B
LIe wunu cnuny. (YpoeeHb dokaszaHHocmu: C)

2. Oxokapavorpadus pekoMeHayeTcs naumeHTaM ¢ cepaevHbIMU LyMaMn U NpusHakamm
cepae4vHon HeJoCTaTOYHOCTU, UWEeMUM MUoKapaa Unu nHdapkta, obmMopoka,
TPOMBO3MBONNN, MHIEKLMOHHOIO 3HAOKapAMTA UNWN APYroro KNMMHUYECKU BbISBITIEHHOIO
opraHu4eckoro 3abonesaHuns cepgua. (YpoeeHb dokazaHHocmu: C)

3. Oxokapaunorpadusa pekomeHayeTcsi 6eCCMMNTOMHbBIM NaUUeHTamM C CUCTONTMYECKUM LLYMOM C

MaKCMMyMOM B CEPeAMHEe CUCTONbl U CO cTeneHbio 3 unu donblue. (YpoeeHb dokazaHHOCMU:
C)

1. Oxokapanorpadust MOXeT ObITb NOME3HON AN OLUEHKM 6eCCMMNTOMHBIX NALMEHTOB C LUyMaMu,
KOTOpble CONPOBOXAATCA OO bEKTUBHBIMU CUMATOMaMU N C LLyMaMu, CONpoBOXaatoLLMMUCS
natosniornyeckon AKI nnm n3amMeHeHHOM peHTreHOrpaMMoOWn OpraHoB rPYAHOU KNETKU. (YpoeeHb
dokazaHHocmu: C)

2. Oxokapguorpadmsa MOXeT ObITb NONE3HOW ANs NauMeHTOB C CUMNTOMaMN CEPAEYHOro

3abonesaHna n/unn npusHakaMmm BEpPOSTHO HeCEPOEHHOIO NPOUCXOXKAEHUS, HO Y KOTrO
cepaeyHoe 3aboneBaHne He MOXET ObITb UCKMNIOYEHO. (¥YposeHb dokazaHHocmu: C)

Knacc lll

IxoKkapguorpadus He pekoMeHayeTCcs nayneHTam Co CpeaHECUCTONNYECKMM LYMOM CTEMNEHN 2 U
HWXe, OLeHMBaeMbIM KaK HEBUHHBIN UM OYHKUMOHASTbHBIW OMbITHBIM UCCIieoBaTenem.
(YpoeeHb dokazaHHocmu: C)



" S
[lononHuUTenNbHblE 3aMeYaHUs

= X0oT4 axokapauorpaduns MOXeT HECTU BaXXHYIO MHGOpMaLMIO, Takoe
obcrnenoBaHne He NokasaHo A51s BCEX NMALIMEHTOB C cepaeYHbIMU LLIYMaMu, B
YACTHOCTW Mario NOMOraeT B OUeHKe BECCUMMNTOMHbIX MOMOAbIX NauNeHTOB
C KOPOTKNM CPEAHECUCTONNYECKUM LLYMOM CTEMEHN | — 2 NMPU HOPMaIbHbIX
busunkanbHbIX AaHHbIX. C ApYro CTOPOHbI, At HEKOTOPbLIX MNALMEHTOB C
cepAeyHbIM LWYMOM TpaHCTOpakasibHOW axokapanorpadum HegoctaTouHO
018 NOCTaHOBKN AMarHosa. B 3aBUCMMOCTU OT KIMMHUKK, Ype3nuileBoaHas
axokapauorpadus, MarHUTHO-pe3oHaHCHas Towlorpacbm cepaua unum
30HOMpPOBaHME cepaua MoryT ObITb NOKa3aHbl AN YTOYHEHUS
XapaKTepPUCTUKN KIianaHHOro NoBpeXaeHus.

=  BaxHo oTMeTuTb, YTO JoNnIepoBCKME YyrbTPa3ByKOBble MPUOOPbLI O4YEHL
YyBCTBUTESTbHbI U MOTYT ODHapPYXUTb nnm
KnanaHHyo peryprutauuto Ha HeM3MeHEHHbIX TPUKycnmgarbHOM U
NIero4HOM KnanaHax y 00sbLLoro npoueHTa MonoabiX 300pP0BbIX CYOLEKTOB
N Ha HOpMarsibHbIX KranaHax nesbix otaenos cepaua (ocobeHHo MK), Ho B
bonee HN3KOM NPOLEHTE Crny4vaes.

s  OOuue pekomeHOaunm No NPoOBEAEHUIO AXoKapanorpadum y nauneHToB C
cepaeydHbIMU WymMamMun paspaboTaHbl , HO BO3MOXHbI MHAVMBUAYASIbHbIE
NCKITHOYEHUSA U3 3TUX PeKoMeHaauunun.
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KitariaHHbIe MOPOKM JIEBBIX OTIEJ/IOB

AopTanbHbI CTEHO3

MNokasaTtenb INerkun Taxenbin
. MakcumanbHasa cKopocCTb (M/CeK) MeHee 3.0 3.04.0 Bonee 4.0
. CpeaHui rpagmeHT (Mm Hg)* MeHee 25 25-40 Bonee 40
. Mnowaab otBEpCTUA (CM2) Bonee 1.5 1.0-1.5 Menee 1.0
. NHpekc nnowaau

oTBepcTus (cm2/m2)

MeHee 0.6

MuTtpanbHbIN CTEHO3
INerkun Taxenbin

. CpeaHuii rpagneHT (MM pT.CT.)* MeHee 5 5-0 Bonee 10
. CucTtonuyeckoe gaBrneHne B NEero4yHon aptepum (Mm pr.

CT.) Menee 30 30-50 Bonee 50

. Mnowaab otBEpPCTUA (CM2) Bonee 1.5 1.0-1.5 Menee 1.0



exoMeH aanumu 2014t

< Aortic Stenosis
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Table 7. Stages of Valvular Aortic Stenosis (AS)

Hemodynamic
Stage Definition Valve Anatomy Valve Hemodynamics Consequences Symptoms
A Atrisk of AS o Bicuspid aortic valve (or other Aortic Vo, <2 m/s None None
congenital valve anomaly)
o Aortic valve sclerosis
B Progressive AS o Mild-to-modcrate leaflee « Mild AS: o Early LV diastolic None
cakification of a bicuspid Aortic Vo 2.0-29 m/s or d)\(unc(ion may be
or trileaflet valve with some APmean <20 mm Hg present
reduction in systolic motion or o Modcrate AS: o Normal lefe ventricular
o Rheumatic valve changes with Aortic Vo, 3.0-39 m/sor cjection fraction (LVEF)
commissural fusion APmean 20-39 mm Hg
C: Asymptomatic severe AS
C1 Asympromatic severe AS Severe leaflet calcification or o Aortic Vi, 24 m/s or o LV diastolic dysfunction | None: Excrcise
congenital stenosis with severely APmean 240 mm Hg o Mild LV hypertrophy testing is reasonable
reduced leaflet opening o Aortic valve arca (AVA) o Normal LVEF to confirm symptom
typically £1.0 cm® status
{or AVAi 0.6 em*/m’?)
o Very severe AS:
Aortic Vo, 25 m/sor
APwean 260 mm Hg
C2 Asympromatic severe AS with LV | Severe leafler calcification or o Aortic V.., 24 m/sor LVEF <50% None
dysfunction congenital stenosis with severcly APmen 240 mm Hg
reduced leaflet opening o AVA typically 1.0 em®
(or AVAi $0.6 cm*/m?)
D: Sympromatic severe AS
D1 Symptomatic severe high- Severe leaflet calcification or o Aortic V., 24 m/sor o LV diastolic dysfunction | e Exertional dyspnea
gradient AS congenital stenosis with severely APwcan 240 mm Hg o LV hypertrophy or decreased exercise
reduced leafict opening o AVA typically $1.0 em® (or o Pulmonary hypertension tolerance
AVAI £0.6 cm’/m’) but may (PHTN) may be present | o Excrtional angina
be larger with mixed AS/AR  Excrtional syncope
or presyncope
D2 Symptomatic scvere low-Aow/low- | Severe leaflet calcification with o AVA 1.0 cm’ with resting o LV diastolic dysfunction | e Heart failure (HF)
gradient AS with reduced LVEF severcly reduced leaflet motion aortic Vo <4 m/s o LV hypertrophy o Angina
or APmean <40 mm Hg o LVEF <50% ¢ Syncope or
o Dobutamine stress presyncope
cchocardiography (DSE)
shows AVA £1.0 cm® with
Vi 24 m/s at any flow rate
D3 Symptomatic scvere low-gradient | Severc leafler calcification wich o AVA < 1.0 cm’ with o Increased LV relative wall | ¢ HF
AS with normal LVEF or severely reduced leafler motion a0rtic Vo <4 m/s or thickness o Angina
paradoxical low-flow severe AS APwmean <40 mm Hg o Small LV chamber with | o Syncope or
o Indexed AVA 0.6 cm/m® and | low stroke volume presyncope
o Stroke volume index o Restrictive diastolic
<35 mL/m’ filling
¢ Mcasurced when patient is o LVEF 250%
normotensive (systolic blood
pressurc [BP] <140 mm Hg)

o
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Table 14. Stages of MS

Hemodynamic
Stage  Definition Valve Anatomy Valve Hemodynamics® Consequences Symptoms

A At risk of MS o Mild valve doming during diastole o Normal transmitral flow velocity o Nonc None

B Progressive MS o Rheumatic valve changes with o Increased transmitral flow velocities | o Mild-to-modcrate None
commissural fusion and diastolic o MVA>15em? lefe atrium (LA)
doming of the MV leaflets o Diastolic pressure half-time <150 ms enlargement

o Planimetered MVA > 1.5 em? o Normal pulmonary
pressurc at rest

C Asymptomatic severe MS o Rheumatic valve changes with o MVA 515 cm’ e Severe LA None
commissural fusion and diastolic (MVA < 1.0 em? with severe MS) enlargement
doming of the MV leaflets o Diastolic pressure half-time 2150 ms | o Elevated PASP

o Planimetered MVA 5 1.5 em® (Diastolic pressure half-time 2220 ms | >30 mm Hg
o (MVA 51.0 em® with very severe with severe MS)
MS)

D Symptomatic severe MS o Rheumatic valve changes with e MVA 515cm’ e Severe LA o Decreased
commissural fusion and diastolic (MVA 51,0 cm’ with very severe MS) | enlargement exercise
doming of the MV lcaflets o Diastolic pressure half-time 2150 ms | o Elevated PASP tolerance

o Planimetered MVA S 1.5 em? (Diastolic pressure half-time 2220 ms >30 mm Hg o Excrtional
with very severe MS) dyspnea

* The transmiteal APwmen should be obtained to further determine the hemodynamic effect of the MS
and is usually >5-10 mm Hgin severe MS. However, duc to the variability of the APmee with heare
rate and forward flow, it has not been inchuded in the criteria for severity.
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KayecTBeHHble

AHrnorpadmnyeckas cteneHo

LiBeTHas gonnneporpadus, COOTHOLLEHNE CKOPOCTM
peryprutaumu u WnpwuHbl BeixogHoro Tpakta JIXK (%)

Doppler vena contracta - wnprHa cTpym peryprutauum
y OCHOBaHus (CM)
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1+

LleHTpanbHas cTpys,
meHee 25%

MeHee 0.3
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MeHee 30
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1+
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[ononHuTenbHble OCHOBHbIE KpUTEpUn

Pasmep nesoro npeacepaus

Pasmep neBoro xenygoyka

MeHee 30
Menee 30
Menee 0.20
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2+
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0.3-0.6
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0.10-0.29
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6e3 kputepues Tsxkenon MP

0.3-0.69

30-59
30-49
0.2-0.39
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34+
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bonee nnu pasHo 60
Bonee unu pasHo 50
bonee nnu pasHo 0.30

YBenu4yeH
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3-4+
Vena contracta ¢ lwpuHon
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Table 11. Stages of Chronic Aortic Regurgitation (AR)

Hemodynamic
Stage  Definition Valve Anatomy Valve Hemodynamics Consequences Symptoms
A Arcrisk of AR  Bicuspid aortic valve (or other AR severity: none or trace None None
congenital valve anomaly)
o Aortic valve sclerosis
o Discases of the aortic sinuscs or
ascending aorta
o History of rheumatic fever or known
rhcu'lll(l\- h(ll‘ lliwl‘(
o Infective endocardicis (1E)
B Progressive AR o Mild-to-moderate calcification of a Mild AR: o Normal LV systolic None
trilcaflet valve, bicuspid aortic valve o Jet width <25% of left ventricular function
(or other congenital valve anomaly) outflow trace (LVOT); o Normal LV volume or
o Dilated aortic sinuses o Vena contracta <0.3 em; mild LV dilation
o Rheumatic valve changes o RVol <30 mL/beat;
o Previous IE o RF <30%;
o Effective regurgitane orifice (ERO)
<0.10 cm’;
o Angiography grade 1+
Moderate AR:
o Jet width 25%-64% of LVOT;
o Vena contracea 0.3-0.6 em;
o RVol 30-59 mL/beat;
o RF 30%-49%:;
¢ ERO0.10-0.29 cm’;
o Angiography grade 2+
C Asympromatic severe AR o Calcific aortic valve discase Severe AR: Cl: None; exercise
o Bicuspid valve (or other o Jet width 265% of LVOT; o Normal LVEF (250%) testing is
congenital abnormality) o Vena contracta >0.6 cm; and mild-to-moderate reasonable to
o Dilated aortic sinuses or o Holodiastolic flow reversal in the LV dilation (LVESD confirm symptom
ascending aorta proximal abdominal aorta; <50 mm) status
¢ Rhcumatic valve changes o RVol 260 mL/beat; C2:
o 1E with abnormal leaflet closure or o RF 250%; o Abnormal LV systolic
perforation e ERO 203 cm*; function with Jcprt\\cd
o Angiography grade 3+~4+4; LVEF (<50%) or severe
o In addition, diagnosis of chronic LV dilatation (LVESD
severe AR requires evidence of LV >$0 mm or indexed
dilation LVESD >25 mm/m*)
D Symptomatic severe AR o Cakific valve disease Severe AR: ¢ Symptomatic severe ¢ Excrtional

Bicuspid valve (or other
congenital abnormality)

Dilated aortic sinuses or
ascending aorta

Rhcumatic valve changes
Previous IE with abnormal leaflet
closure or perforation

Doppler jet width 265% of LVOT;
Vena contracta >0.6 em;
Holodiastolic flow reversal in the
proximal abdominal aorta;

RVol 260 mL/bear;

RF 250%;

ERO 20.3 em®;

Angiography grade 34-4+;

In addition, diagnosis of chronic
severe AR requires evidence of
LV dilation

AR may occur with
normal systolic function
(LVEF 250%), mild-to-
moderate LV dysfunction
(LVEF 40%-50%), or
severe LV dysfunction
(LVEF <40%)
Moderate-to-severe LV
dilation

dyspnea or
angina or morc
severe HF
symptoms




exoMmeHgaimu 2014r.

< Mitral Regurgitation

AMERICAN
COLLEGE of
CARDIOLOGY

72 Americon
O
Association .

o & why

ble 16A. Stages of Primary MR

Hemodynamic

Stage  Definition Valve Anatomy Valve Hemodynamics® Consequences Symptoms
A Atrisk of MR o Mild MV prolapsc with normal o No MR jet or small central jet arca None None
coaptation <20% LA on Doppler
o Mild valve thickening and leaflet o Small vena contracta <0.3 cm
restriction
B Progressive MR o Severe MV prolapse with normal o Central jet MR 20%-40% LA or o Mild LA enlargement None
coapration late systolic cccentric jet MR o No LV enlargement
o Rheumatic valve changes with o Vena contracta <0.7 em o Normal pulmonary
leaflct restriction and loss of central « RVol <60 mL pressurc
coaptation o RF <50%
o Prior IE o ERO <0.40 ey’
o Angiographic grade 1+-2+
C Asympromatic severe MR o Scvere MV prolapse with loss of o Central jet MR >40% LA or o Moderatc or scvere LA | None
coaptation or flail leaflct holosystolic cccentric jet MR enlargement
o Rheumatic valve changes with o Vena contracea 20.7 cm e LV enlargement
leaflet restriction and loss of central ¢ RVol 260 mL o PHTN may be present at
coaptation « RF 250% rest or with exercise
o Prior IE e ERO 20.40 cm® o CI: LVEF >60% and
o Thickening of leaflcts with radiation o Angiographic grade 3+-4+ LVESD <40 mm
heare discase o C2: LVEF <60% and
LVESD 240 mm
D Symptomatic severe MR o Scvere MV prolapse with loss of o Central jet MR >40% LA or o Moderatc or severe LA | o Decreased
coaptation or flail leaflct holosystolic cccentric jet MR enlargement excreise
o Rheumatic valve changes with o Vena contracta 20.7 cm o LV enlargement tolerance
leaflet restriction and loss of central * RVol 260 mL e PHTN present o Excrtional
coaptation o RF 250% dyspnea
o Prior IE o ERO 2040 em?
o Thickening of leaflets with radiation o Angiographic grade 3+-4+

heart discase

23-24of 6

* Sevenal valve hemod

¢ criteria are p

ded for asscssment of MR severity, but not all critenia

for each category will be present in cach patient. Categorization of MR severity as mild, moderate,
or severe depends on data quality and integration of these parameters in conjunction with other

clinical evidence.
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Associated Cardiac
Stage Definition Valve Anatomy Valve Hemodynamics® Findings Symptoms
A Atrisk of MR o Normal valve leaflets, chords, o No MR jet or small central jer | o Normal or mildly dilated | o Symptoms duc to
and annulus in a patiene area <20% left atrium (LA) LV size with fixed coronary ischemia
with coronary discase or on Doppler (infarction) or inducible or HF may be
cardiomyopathy o Small vena contracta (ischemia) regional wall present that respond
<0.30 em motion abnormalitics to revascularization
o Primary myocardial and appropriate
discase with LV dilation medical therapy
and systolic dysfunction
B Progressive MR ¢ Regional wall motion « ERO <0.40 cm*® ¢ Regional wall motion o Symptoms duc to
abnormalitics with mild tethering o Regurgitant volume <60 mL abnormalities with coronary ischemia
of mitral leaflce o Regurgitant fraction <50% reduced LV systolic or HF may be
o Annular dilation with mild loss function present that respond
of central coaptation of the mitral o LV dilation and systolic to revascularization
leaflets dysfunction duc to and appropriate
primary myocardial medical lhcupy
discase
C Asympromatic severe MR o Regional wall motion o ERO 20.40 cm*® e Regional wall motion o Symproms duc to
abnormalicics and/or LV dilation o Regurgitant volume 260 mL abnormalities with coronary ischemia
with severe tethering of mitral o Regurgitant fraction 250% reduced LV systolic or HF may be
leaflet function present that respond
o Annular dilation with severe loss o LV dilation and systolic to revascularization
of central coaptation of the mitral dysfunction duc to and appropriate
leaflees primary m)'m:ardi.:l medical th:rapry'
discase
D Sympromatic severe MR o Regional wall morion o ERO 20.40 em?® o Regional wall motion o HF symproms
abnormalitics and/or LV dilation « Regurgitant volume 260 mL abnormalitics with duc to MR
with severe tethering of mitral o Regurgitant fraction 250% reduced LV systolic persist even after
leaflet function revascularization
o Annular dilation with severe loss LV dilation and systolic and optimization of
of central coaptation of the mitral dysfunction duc to medical therapy
leaflets primary myocardial o Deercased excrcise
discasc tolerance
o Excrtional dyspnca
* Several valve hemodynamic criteria are provided for asscssment of MR severity, but not all ¢riteria

for cach category will be present in cach patient. Categorization of MR severity as mild, moderate,
or severe depends on data quality and integration of these paramcters in conjunction with other
clinical evidence.

The measurement of the proximal isovelocity surface arca by 2-dimensional (2D) TTE in patients
with secondary MR underestimates the true ERO because of the crescentic shape of the proximal
convergence.

5-26 0f 63
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KnanaHHble NOPOKU npaBbIX
oTOenoB

TspkenbIn TpUKycnuaasbHbIM CTEHO3: [Mnowaab otBepcTMsa meHee 1.0 cm2

Tsrkenasa TpukycnuaanoHas peryprutaumsa Vena contracta — wnpuHa 6onee 0.7 cm 1 obpaTHbIn
CUCTONNYECKUN KPOBOTOK B NEYEHOYHbIX BEHAX

TshKenbl CTEHO3 YCTbS NIErOYHON apTepuun: MakcumanbsHas ckopocTb 6onee 4 m/c unm
MaKcumanbHbIM rpagneHT 6onee 60 MM pT. CT.

Tskenasi nerodHas peryprutauus: LiBeTHasa cTpys 3anonHsaeT BbIXOAHOW TPAKT;

NnoTHad HenpepbiBHaA gornmnepoBcKasd BOJIHA
C KPYyTbIM HUCXOOALLNM HAKITOHOM

*KnanaHHbIN rpaguMeHT 3aBUCUT OT NOTOKAa M KOraa UCNONb3YeTCs AN OLEHKM TSXKECTU KrnanaHHOro
CTeHO03a, JOSMKeH OblTb paccunTaH ¢ y4eTom cepaedHoro Belbpoca unum npeobnagarowiero notoka
Yyepes KnanaH (cTeHo3/peryprutauus).
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Table 20. Stages of Tricuspid Regurgitation (

Hemodynamic

Stage Definition Valve Anatomy Valve Hemodynamics® Consequences Symptoms
A Acrisk of TR Primary: Noor trace TR None Nonc or in
o Mild rheumatic change relation to
o Mild prolapsc other left heart
o Other (c.g.. IE with vegetation, carly or pulmonary/
carcinoid deposition, radiacion) pulmonary
o Intra-annular RV pacemaker or vascular discase
implantable cardioverter-defibrillator
(ICD) lead
o Postcardiac transplant (biopsy related)
Functional:
o Normal
o Early annular dilation
B Progressive TR Primary: Mild TR: Mild TR: Nonc or in
o Progressive leaflet detcrioration/ o Central jet arca <5.0 cm? o RV/RA/IVC size normal | relation to
destruction o Vena contracta width not defined other left heart
o Moderate-to-severe prolapse, limited o Continuous wave (CW) jet density or pulmonary/
chordal rupture and contour: soft and parabolic pulmonary
Functional: o Hepatic vein flow: systolic dominance vascular discase
o Early annular dilation Moderate TR: Moderate TR:
o Moderate leaflet tethering o Central jet area 5-10 em? o No RV enlargement
o Vena contracta width not defined o Noor mild right atrium
but <0.70 cm (RA) enlargement
o CW jet density and contour: dense, o Noormild IVC
variable contour enlargement with normal
o Hepatic vein flow: systolic blunting respirophasic variation
o Normal RA pressure
C Asymptomatic severe TR Primary: o Central jet area >10.0 e’ o RV/RA/IVC dilated None, orin
o Flail or grossly distorted leaflcts o Vena contracta width >0.7 cm with decreased IVC relation to
Fonctional o CW jet density and contour: respirophasic variation | other left heare
o Severc annular dilation (>40 mm or dense, triangular with carly peak o Elevated RA pressure or pulmonary/
21 mm/m?) o Hepatic vein flow: systolic reversal with “¢-V” wave pulmonary
o Marked leaflet tethering  Diastolic interventricular | vascular discase
sepral flattening may be
present
D Symptomatic severe TR Primary: o Central jet area >10.0 cm’ o RV/RA/IVC dilated Fatiguc,
o Flail or grossly distorted leaflets o Vena contracta width >0.70 em with decreased IVC palpitations,
Functioaal: o CW jet density and contour: respirophasic variation | dyspnea,
o Scverc annular dilation (>40 mm or dense, triangular with carly peak o Elevated RA pressure lominal
>21 mm/m?) o Hepatic vein flow: systolic reversal with “¢-V" wave bloaring,
o Marked leaflet tethering ¢ Diastolic interventricular | anorexia,
septal flattening cdema
o Reduced RV systolic
function in latc phasc
* Several valve hemodynamic criteria are provided for of severity of TR, but notall

criteria for cach caregory will necessarily be f
TR as mild, moderate, or severe also Jq»cn
with clinical findings.

resent in every patient. Categorization of severity of
s on image quality and integration of these parameters
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Table 24. Stages of Severe Pulmonic Regurgitation (PR)

C,.D

Valve Valve Hemodynamic
Stage Definition Anatomy H dy i q ymp
Scvere PR Distorted | ¢ Color jer e Paradoxical Nonc or

or absent

lcaflces, venericular
annular outflow tract
dilation (RVOT)

o CW jer

fills righe

density and
contour:
densc
laminar flow
with stcep
deccleration
\l(‘P:; "’IJ'\‘
terminace

abruptdy

scptal motion
(volumec
overload
pattern)

e RV enlargement

variablc and
dependent
on causc of
PR and RV
function

Stage Definition Valve Anatomy

Table 25. Stages of Severe PS

C. D

Scvere PS

Valve Hemodynamic
Hemody Conseq Sympt
e Thickened, Viw >4 m/s; e Righe [ Nonc or
distorted, peak ventricular | variable and
possibly instantancous hyperwrophy | dependent
calcified gradient (RVH) on
lcaflces wich >64 mm Hg e Possible scverity of
systolic RV, RA obstruction
doming and/ enlargement
or reduced o Poststenotic
excursion enlargement
e Other of main PA
anatomic
abnormalities
may be

present., such
as narrowed

RVOT

“0
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