Viem Co Tim Cé‘ip' Cap nhat
Chan doan va Diéu tri 2017

PGS.TS. TA MANH CUONG

PHO VIEN TRUONG

TRUONG PHONG CAP CUU VA HOI SUC TICH CUC TIM MACH C1
VIEN TIM MACH VIET NAM



Pinh nghia va tan suat mac bénh

v Viém co tim cap la tinh trang viém cua co tim ma trong do, t€ bao viém
cO mat dong tho1 vaot hién tuong co tim b1 hoat tir trong cung mot don vi
co tim.

v Viém co tim co6 thé bi€u hién vdi nhicu triéu chirng va dau hiu, tir kho
thd murc d§ vura, dau nguc khong do vol cac di€u tr1 dac hi€u dén soc

tim va tur vong.

v Bénh co tim gian vd1 suy tim man tinh 1a hau qua 1én nhat cua viém co

tim.



v Theo WHO/ISFC: viém co tim la tinh trang co’ tim bi viém,
chan doan bang té bao hoc, mién dich hoc va héa mién dich
té bao.

v CO 3 thé viém co tim (viém co tim phdi hop vai roi loan chire
nang tim): tw phat (idiopathic), tw mién (autoimmune) va

nhiém tring (infectious)

v Nhiéu tac nhan nhiém khuan gay viém co’ tim nhwng chud yéu

la viém co tim do virus.

Circulation 1996; 93:341-2



v Tiéu chuan Dallas kinh dién (Classic Dallas Criteria) chan
doan bénh hoc viém co’ tim bao gdm céc té bao viém xuat
hién trén ciing mdt mau co' tim v&i bang chirng cla viém co
tim hoai tur.

v Viém co tim gianh gi¢i (bordeline myocarditis) d&c trwng la té
bao viém xam nhiém nhwng khéng c6 hién twong co tim hoat

-

tur.

Am J Cardiovasc Pathol 1:3, 1987



Té bao viém (inflammatory cells) va té bao co tim bi pha hay



v Tiéu chuan Dallas c6 mdt s6 gidi han khi phan tich, thiéu gia

tri tién lwong va dé nhay thap.

v Phan loai bénh hoc bd sung dwa trén nhuém mién dich dac
hiéu té bao (cell specific immunoperoxidase stains) doi v&i
khang thé bé mat (surface antigen); anti-CD3, anti-CD4, anti-
CD20, anti-CD68, anti-HLA

v Tiéu chuan chan doan trén c6 do nhay cao hon va cé y nghia
tien lvong.

Herskowitz et al, JACC 1990:15:624-32
Kindermann | et al,Circulation 2008;118:639-48



Té bao lympho trong viém co’ tim cap

Herskowitz et al, JACC 1990:15:624-32



v Ty I1& mac chinh xac viém co tim kho xac dinh chinh xac
v Cac thdong ké trén nguoi tredng thanh bi dét tlr goi y ty 1& mac
VCT khoang 8.6%.
Fabre A,Sheppard MN:Heart 92:316,2006
v O bénh nhan mac bénh co tim gian thay cé viém co tim tir 10-
40%
Nugent et al, NEJM 348:1639,2003



Tac nhan gay bénh
v Virus la nguy@n nhan thuwédng gap nhat

v Phé virus da chuyén tir coxsackievirus B sang adenovirus tw

cudi nhirng nam 1990

v Enterovirus (1980s) — Adenovirus (1990s) — parvovirus B19

va human herpesvirus 6
v Nhiém Adenovirus c6 thé nang hon coxsackievirus va co thé

té bao co tim chét nhiéu hon mdc dd dap ng viém.

Kuhl U et al, Circulation 2005:112:1965-70
Mahrholdt H et al, Circulation 2006;114:1581-90



v Bowles va CS phan tich mau sinh thiét ciia 624 BN bang PCA
thay dwong tinh véi virus 38% (239/624)

v 22% dwong tinh v&i adenovirus, 13,6% voi enterovirus va 1%

vOI parvovirus.



Nguyén nhan viem co tim

Virus (adenovirus, coxsakievirus, HCV, HIV)

Vi khuan (mycobacterial, streptococal species, mycoplasma pneumoniae)

Nam (aspegilus, candida...)

Ky sinh trung
Toxin (anthracyclines, cocaine...)

Qu4 man (sulfonamides, cephalosporins, loi tiéu, digoxin, thudc chéng trAm cam 3
vong)

Mién dich




Table 1 Causes of myocarditis

Viruses/disor ders
Adenovirus®
Coxsachevieus 8°
Cytomegdowrus®
Epstem=-Sar virus
Hepatitis C virus
Hepes smplex virus
HN*

hiluenza virus
Mumgs

Parvovirus B1D
Poliovirus

Rabies

Rubella

Vanoella zoster virus
Yellow fever

*Freguent cause of myocardites,

Bacteri&/disorders
Chamydia

Cholera
Mycoplasma

Nas seria
Samonella

Saphylococous
Streptococcus
Tetanus
Tubgroulosis

Spirochetal
Leptosprosis
Lyme dsaase
Reapsing fever
Syohiks

Nguyén nhan viem co tim

Cardiotoxins
Ethand*
Amthacydine dugs”
Arsanic

Cabon manoxade
Catechdammnas
Cocaime*

Heavy metals
Comer

Mercury

Lead

Pratozoa
Chagas dissase
Lashmanises
Mdana

Hypersensitivity
Caphdospomns
(ozpine
Dhuratics

Isect bies
Lithium

Smake bees
Sufonamades
Tetanus taxod
Tetmcydine

Systemic disorders
Hyperaosnophiia
Kawasda deseass
Sarcodoss

Wegener grandomatosis




Sinh ly bénh hoc viem co tim

v Sinh bénh hoc gdm 3 pha:
v Pha 1: tén thwong co tim va hoat hoéa dap trng mién dich cta co thé
v Pha 2: viém co tim cap (doi hdi cé dap irng mién dich)

v Pha 3: phuc hdi hodc mac bénh co’ tim man tinh

N Engl J Med 2009;360:1526-38



Direct Myocardial Injury

Apopiosis
Necioss

Resolution
Immune Systam down-reguisied
No luriher myocardal injury

Viral Infection

Entry via cell surface receptors
Viral reglication

Immune Response
Innate
Cytokone producton
(TNF, INF, inforleulins)
Rolease of ntnc aude

Acquired
Monocyles and maceophages
T lymphocytes
B lymphocyles
Antibodies

Autoantibodes

Autoimmune Myocarditis

Immung resHense remans active
Ongong myooardial injury

Direct Myocardial Injury|

' Dilated Cardiomyopathy

Ongoing immune response
Ongoing myccardial injury

Prog Cardiovasc Dis 2010;52:274-288




Bénh canh lam sang



v Bénh canh |am sang da dang, c6 thé khéng cé dau hiéu trén
ECG hodc ECHO, hoac ciing c6 thé biéu hién bang suy tim,
loan nhip hoac soc tim.

v Viém co tim dién hinh 1a hay gap & nguoi tré hodc ngudi co
tudi

v Viém co tim cap thworng gap & ngwdi tré, ngworc lai, thé 1am
sang khdng dién hinh hodc cwe ky nang, déi khi 1a cd bénh co

tim gian, suy tim lai hay gap & nguwi co tudi.
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am sang

Viém co’ tim cap (acute myocarditis)

Viém co tim toi cap (fulminant myocarditis)

Viém co tim té bao khéng 16 (giant cell myocarditis)

Viém co tim man tinh tién trién (choronic active myocarditis)

Bénh co tim sau dé (peripartum cardiomyopathy)



Triéu chirng lam sang

v Triéu ching nhiém virus: sot, lanh nguwoi, dau co... cé & 20-
80% bé&nh nhan (c6 thé khéng gap - khéng cho phép loai trir
chan doan)

v Viém co tim toi cap:

v thwdng xay ra dét ngdt (sau khoang 2 tuan nhiém virus)
v soOc
v thwéng phai cé dung cu hé tro that trai co hoc.

v ¢6 thé phuc hoi



The New England Journal of Medicine

LONG-TERM OUTCOME OF FULMINANT MYOCARDITIS AS COMPARED WITH
ACUTE (NONFULMINANT) MYOCARDITIS

Rosert E. McCaatny LI, M.D., Joun P. Boeumer, M.D., Raced H. Hrusan, M.D., Grover M. Hurcuins, M.D.,
Eowarp K. Kasrer, MD., Joskua M. Hare, M.D., AND KENNETH L. BauGHMman, M.D.

v Trong tong s 147 bénh nhan (15 BN t6i cap va 132 BN viém co tim
cap) theo ddi trong 5.6 nam,

v Viém co tim toi cap la mét yéu to dw doan doc lap doi véi sy sdng sot
sau khi diéu chinh theo tudi, t& bao hoc va cac thédng s6 vé huyét
dong.

N Engl J Med 2000;342:690-5



Viém co tim t0i cap & nguwdi ghép tim song sét 93% trong 11 nam
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Survival Rate (%)

0 32 3 4 8% 71 883P1N"N 0 12 3 4 56 6 7 8 9 101 12
Years Years

Ty |& s6ng sot & nguwdi thay tim trong dai han khéng khac biét co y nghia véi mére do viém
trén sinh thiét.

N Engl J Med 2000;342:690-5



Viém co tim té bao khdng 16 séng sét dwdi 6 thang va cai thién véi diéu tri
bang thudc trc ché mién dich.

Viém co tim té bao khdng 16 ddi khi di kém nhirng réi loan mién dich nhw u

tuyén (rc hoac bénh Crohn.

Viém co tim man tinh tién trién co thé khéi dau nang va gap & ngudi co
tuoi.

Viém co tim té bao wa kiém (eosinophilic myocarditis) la dang viém co tim
do phan (*ng qua man véi thudc hodc xay ra & nhirng bénh nhan rdi loan

eosin hé thong (systemic eosinophilic disorders).



Chan doan



Tiéu chuan m& réng chan doan viém co tim

Goi y viém co tim 2 dac tinh (categories) dwong tinh

Twong dong va&i viém co’ tim 3 dac tinh dwong tinh

Kha nang cao vi viém co tim Ca 4 dac tinh dwong tinh

Bat ctr dic diém nao trong mdi dic tinh phu hop = dwong tinh cho dac tinh do



Pbac tinh |

v Triéu chirng lam sang:

L

)

L

Suy tim lam sang

Sot

Tién triéu nhiém virus
Mét moi

Khé thé khi gang strc
Dau nguc

Hoi hop

Xiu hodc ngat



bac tinh Il

v Bang chirng cau tric hodc chire néng tim bj ton thwong trong
khi khdng co dau hiéu bénh tim thiéu mau cuc bé:
v Siéu am tim: budng tim gian, phi dai ttrng ving
v Men troponin tang
Va
v BPOng mach vanh binh thwong hoac

v Khoéng cé sw phuc hoi thi€u mau do phan bé mau mach vanh trong thi

twdl mau trén scintigraphy



Dac tinh Il

v COng hwang tr hat nhan:

v Tang tin hiéu T2 co tim trong pha phuc héi nguoc
(inversion recovery seguence)

v Pong thudc doéi quang tr sau tiém gadolinium-DTPA



bac tinh IV

v Phan tich gidi phau bénh ly co tim hodc phan
tr
v DAau hiéu bénh ly twong rng vai tiéu chuan Dallas
v Tim thay gen virus trén PCA.



XET NGHIEM



C4ac yéu to viém

v Cac marker viém khéng dac hiéu nhw ESR, CPR va bach cau
thwdng tang trong viém co’ tim nhwng it khi dung dé chan
doan

v Tang néng dd huyét thanh céc cytokines TNFa,IL1B va IL10

bao hiéu tang nguy co t&r vong cua bénh nhan viém co tim.

JACC 2004;44:1292-7

Heart 2004:90:464-70



Cac tw khang thé

v Khang thé khang myosin phoi hgp véi roi loan chirc néng tam
thu that trai va do gian tam trwong @ bénh nhan viém co tim
man tinh.

Lauer B et al,JACC 2000;35:11-18

v Khang thé khang receptor B1 phoi hop véi nguy co tlr vong
nhiéu hon hoac phai thay tim.

Stork S et al,Am Heart J 2006;152:697-704

v Gan 59% bénh nhan viém co tim trong mét nghién ctu
dwong tinh v&i khang thé tim dac hiéu trén XN
Immunofluorescence.

Neumann DA et al,JACC 1990;16:839-46



Troponins

v Troponins hiéu qua hon khi dung cac troponin dé nhay cao (>
0.1 ng/ml)

v Troponins tdng dan sau 24h, dat dinh cao trong ngay hoac
cao hon mirc tang ban dau cé thé giup ich cho chan doan

phan biét thiéu mau tén thuwong co tim cap.



bién tim
v ECG: nhip xoang, doan ST-T bién doi khong dac hiéu, ST
chénh Ién hoac song Q bénh ly.
v Do nhay ctia ECG v&i viém co tim thap (47%).
Am Heart J1992;124:455-67
v QRS réng va séng Q phdi hop véi ty 18 chét do tim va sb bénh
nhan phai thay tim tang.

Nakasima et al,Intern Med 1994:33:659-66

Nakasima et al,Jpn Heart J 1998;39:763-74



Siéeu am tim

v Khéng cd dau hiéu co tim dac hiéu clia viém co tim va thwéong dung dé
loai trv cac nguyén nhan khac gay suy tim.

v Suy chlrc nang that phai 1a yéu to dw doan manh dai véi t& vong va thay
tim trong moét nghién clru gom 23 bénh nhan dwoc sinh thiét chan doan
viém co tim.

Mendes LA et al, Am Heaert J 1994;128;301-7

v Trong thr nghiém diéu tri viém co’ tim (Myocarditis Traetment Trial), téng
kich thwée va thé tich that trai xuat hién & nhirng bénh nhan viém co tim
tién trién

v Viém co tim tdi cAp co6 thé phan biét khi buéng that nhé va bé day thanh
tim tang.

Am Heart J1999;138:303-8
Felker et al, J Am Coll Cardiol 2000;36:227-32



MRI tim

v MRI tim dwoc dung ngay cang nhiéu & b&nh nhan nghi ng® viém co tim
v MRI tim c6 thé danh gia 3 markers ton thwong trong té bao va phu khoang

ké& (T2W), xung huyét va thoat quan (EGE), hoai tlr va xo héa (LGE)

v Phdi hop trong lwong hinh anh T1 va T2 mang lai dé nhay va do dac hiéu

tdi da.



v M6t bdo cdo dong thuan gan day vé CMRI tronng viém co’ tim
cho thay nén lam MRI cho nhi*ng bénh nhan co triéu chirng
nghi ngo viem co’ tim.

v 3 tiéu chuan hinh anh dé khang dinh chan doan viém co tim

(Lake Louise criteria) bang MRI da dwoc trinh bay.

v It nhat co 2 tiéu chuan trén CMR dé chan doan viém co’ tim.



4" / -
PTD cta BN nam 35 tudi, khéng cé yéu td nguy co tim f o
mach, nhap vién sau 8h bi dau ngwc. BN da dwgc dung
thudc tiéu soi huyét. Troponin T (+) nhwng khéng thay roi , ,
loan van déng vung trén siéu am tim. Khéng xac dinh Cham ngam thuoc trén MRI tim va vung duéi néi
dwoc ddng mach tha pham trén chup BMV. tam mac ngam thudc doi quang tw it, khong

twong trng v&i vung twdi mau cua DMV.



+1 month

+5 months 6

Tién trién theo thdi gian va mirc dd xo héa nang trong viém co tim cép.




Circulation 69?31?:

JOUSINAL OF THE AMEIFICAN MEART ASSOCIATION

Cardiovascular Magnetic Resonance Assessment of Human Myocarditis : A Comparison
to Histology and Molecular Pathology

Hetko Mahrholdy, Christine Goedecke, Anja Wagner, Gabriel Meinhardt, Anasthasios
Athanasiadss, Holger Vogelsberg, Peter Fritz, Kann Klingel, Reinhard Kandolf and Udo
Sechiem

Circulation. 2004;109:1250-1258; onginally published online March 1, 2004;
dox: 10.116101.CIR.0000118493.13323 .81
Circulation is published by the American Heart Association, 7272 Greenville Avenue, Dallas, TX 75231
Copyright © 2004 Amencan Heart Association, Inc. All rights reserved.
Print ISSN: 0009-7322. Online ISSN: 1524-4539




MRI tim...

v Contrast MRI tim c6 thé duwoc s& dung dé huwdng dan sinh thiét ndi mac
co tim.

v Trong mét nghién ctru cia Mahrholdt va cong sw, danh gia giai phau bénh
ly cla manh sinh thiét dwdi hwéng dan ctia MRI cho thay cé viém co tim

19 BN/21 BN.

v Nguwoc lai, sinh thiét khéng hwéng dan ciia MRI chi phat hién dwoc 1/11
BN.

v M6t diéu dang lwu y 1a MRI tim phat hién thay tén thwong viém hau nhu &

thanh bén chr khédng phai & vach lién that

Mahrholdt H et al, Circulation 2004;109:1250-58



Sinh thiét ndi mac co’ tim

L

Mac du do nhay trong phat hién viém co tim nhwng tiéu chuan Dallas van la tiéu chuan

vang trong chan doan.

Chow va McManus chi ra rang v&i chi mét mau EMB, chan doan té bao hoc cta viém

co tim (VCT) chi dung 25% bénh nhan.
Tiéu chuan Dallas c6 thé phat hién dwoc 2/3 bénh nhan viém co’ tim.

Gan day khuyén cao ctia ACC/ESC mé ta 2 bénh canh 1am sang ma trong dé khuyén

cao murc dé | 1a sinh thiét ndi mac co tim.

Thé 1am sang 1 la viém co tim toi cap, vd, triéu chirng suy tim m&i xuat hién khdng giai

thich dwoc <2 tuan, budng tim trai binh thwéng hodc gian va suy sup huyét dong.

Circulation 2007;116:2216-2233



v Bénh canh |am sang thi 2 mé ta viém co tim té bao khong 16 (giant cell
myocarditis), triéu chirng suy tim m&i xuat hién tlr 2 tuan — 3 thang két hop
v&i budng tim trai gian, réi loan nhip that maéi bloc nhi that dé cao, hoac

suy tim dap rng vai diéu tri trong 1-2 tuan.



Céach thirc chan doan
ECG thay dbi (bloc N-T, séng Q, ST thay d6i)
Troponin (>0.1 ng/mL)

CK-MB

Khéng thé khang virus hodc myosin

Xa hinh Indium 111 antimyosin
Siéu am tim (chitrc nang that trai)
MRI tim

Sinh thiét co tim (tiéu chuan Dallas)

Sinh thiét co’ tim (gen virus bang PCR)

Do nhay (%)

Do dac hiéu (%)







Patient with myocarditis

Stabilize hemodynamics | Unstable | Hemodynamic support

: : , (Inotropic agents,
(diuretics, vasodilators) balloon pump, VAD)

Stable Unstable

- immune ther
sgg?:sgngi tgle rakpy 'Uns table (Consider Bx; stzelfgidsl
; + Aldo ania'x 'o,‘,’ig,,‘;"s azathioprine, interferons,
- - | immune adsorption)

Stable
Stable
Unstable

Follow up:
Repeat echo, CMR , o)
Con‘t)iﬁue effective Rx Cardiac transplant_atuon |
(If LVEF persists < 35%, S0 el S,
may consider AICD indiv)

Diéu tri ban dau cho bénh nhan viém co’ tim



Piéu tri bang thudc trc ché mién dich

The New England
Journal of Medicine

DCopynight, 195, by the Massachusetts Medical Society

Volume 333 AUGUST 3, 1995 Number 5

A CLINICAL TRIAL OF IMMUNOSUPPRESSIVE THERAPY FOR MYOCARDITIS

Jay W Mason, M.D., Joun B, O'CosnserL, M.D., Auvie HERsKOwITZ, M.D.. NOEL R. Rosg, M.D.. PH.D.,
Bruce M. McoMaxuvs, MDD, Pu.D.. MARGARET E. Biruncuam, M.D., Taomas E. Moox, PH.D.,
AND THE MYOCARDITIS TREATMENT TRIAL INVESTIGATORS®

111 bénh nhan vi@m coO’ tirp cO LVEF < 450(0 dwoc phan thanh 2 nhém diéu tri
thworng quy va diéu tri phdi hop 24 tuan bang thudc (rc ché mién dich



Abstract Background. Myocarditis is a senous disor
der, and treatment options are limited. This tnal was de-
sgned to determine whether immunosuppressive therapy
mproves left ventricular function in patients with myocar
atis.

Methods. We randomly assigned 111 patients with
a histopathological diagnosis of myocardtis and a left
venlricular ejection fraction of less than 0.45 fo receive
conventional therapy alone or combined with a 24-week
regimen of immunosuppressve therapy. Immunosup-
pressive therapy consisted of prednisone with either cy
closporine or azathiopnine. The prmary outcome meas-
ure was a change in the left ventncular ejection fraction
at 28 weeks.

Resutts. In the group as a whole, the mean (+SE) left
ventricular ejection fraction improved from 0.2520.01 at
base line to 0.34x0.02 at 28 weeks (P<0.007). The
mean change in the left ventricular ejection fraction at 28
weeks did not differ significantly between the group of pa-

tients who received immunosuppressive therapy (a gain
of 0.10, 95 percent confidence interval, 0.07 to 0.12) and
the control group (a gain of 0.07; 95 percent confidence
nterval 0.03 to 0.12). A higher left ventncular ejection
fraction at base line, less intensive conventiona drug
therapy at base Ine, and & shorter duration of disease,
but not the treatment assgnment, were positive nde-
pendent predictors of the et ventricular ejection fraction
at week 28

r the entire group was 20 percent at 1 year and 56 per
cent at 4.3 years. fFeatures suggesting an effective in-
flammatory response were associated with less severe
nitial disease.

Conclusions. Our results do not support routine treats
ment of myocarditis with immunosuppressive drugs. Ven-
tricular function improved regardless of whether patients
received immunosuppressive therapy, but long-term mor-
tality was high. (N Engl J Med 1995,333.269-75.)




The MNew England Journal of Medicine

IDIOPATHIC GIANT-CELL MYOCARDITIS — NATURAL HISTORY
AND TREATMENT

Lesuie T. Coorer, Jr., M.D., GeraLh J. Berry, M.D., AND RaLPH SHaBeTAl, M.D.,
FOR THE MULTICENTER GanNT CELL MY OCARDITIS STUDY GROUP | NVESTIGATORS™

ABSTRACT

Background |diopathic giant-cell myocarditis is a
rare and frequently fatal disorder. We used a multi-
center data base to define the natural history of gi-
ant-cell myocarditis and the effect of treatment.

Methods We identified 63 patients with idiopath-
ic giant-cell myocarditis through journal announce-
ments and direct mailings to cardiovascular centers
worldwide.

Results The patients consisted of 33 men and 30
women with an average age of 42.6 years; 88 percent
were white, 5 percent were black, 5 percent were
Southeast Asian or Indian, and 2 percent were Mid-
dle Eastern. Most presented with congestive heart
failure (47 patients, or 75 percent), ventricular ar-
rhythmia (9 patients, or 14 percent), or heart block
(3 patients, or 5 percent), although in some cases the
initial symptoms resembled those of acute myocar-
dial infarction (4 patients). Nineteen percent had as-
sociated autoimmune disorders. The rate of survival
was worse than among 111 patients with lympho-
cytic myocarditis in the Myocarditis Treatment Trial
(P=0.001); among our patients, the rate of death or
cardiac transplantation was 89 percent, and median

Proportion Surviving

— Giant-cell myocarditis
- = Lymphocytic myocarditis

Survival in Years

N Engl J Med 1997;336:1860-6



survival was only 55 months from the onset of
symptoms. The 22 patients treated with corticoster-
oids and cyclosporine, azathioprine, or both thera-
pies survived for an average of 12.3 months, as com-
pared with an average of 3.0 months for the 30
patients who received no immunosuppressive ther-
apy (P=0.001). Of the 34 patients who underwent
heart transplantation, 9 (26 percent) had a giant-cell
infiltrate in the transplanted heart and 1 died of re-
current giant-cell myocarditis.

Conclusions Giant-cell myocarditis is a disease of
relatively young, predominantly healthy adults. Pa-
tients usually die of heart failure and ventrcular
arrhythmia unless cardiac transplantation is per-
formed. Despite the possibility of fatal disease recur-
rence, transplantation is the treatment of choice for
most patients. (N Engl J Med 1997,336:1860-6.)
©1997, Massachusetts Medical Society.

N Engl J Med 1997;336:1860-6



v Nhing nghién ctu nay goi y rang thudc trc ché mién dich khéng cé lgi ich
trong phac do diéu tri thwérng quy viém co tim lympho bao cap (acute

lymphocytic myocarditis).
v Nhwng & bénh nhan ghép tim bi viém co’ tim té bao khéng 16, két hop
cyclosporine va corticosteroids cé thé kéo dai cuéc sébng nguwdi bénh.

v HFSA 2010 khéng khuyén céo diéu tri bénh nhan viém co tim bang thubc

(rc ché mién dich (mc dd bang chirng A)



Truyén globulin mién dich



Association.

BB T TNE AT R C AN MEART AR ARTE

Circulation q"p pascn

Controlled Trial of Intravenous Immune Globulin in Recent-Onset Dilated Cardiomyopathy
Dennis M. McNamara, Richard Holubkov, Randall C, Starling, G. Wilham Dec, Evan Loh, Guillermo

Torre-Amione, Alan Gass, Karen Janosko, Tammy Tokarczyk, Paul Kessler, Douglas L. Mann and Arthur
M. Feldman

Cirendation. 2000 :103:2254-2259
dov 10.116101.CIR.103.18.2254

Ciresdarion 1s published by the Amercan Heant Asociation, 7272 Greenville Avenue, Dallas, TX 75231

Copyright © 2001 American Heart Assocation, Inc. ‘\Ilnﬁm reserved,
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Controlled Trial of Intravenous Immune Globulin in
Recent-Onset Dilated Cardiomyopathy

Dennmis M. McNamam, MD; Richard Holubkoy, PhD; Randall C, Staring, MD; G, Willam Dee, MD:
Evan Loh, MD; Guillermo Torre-Amione, MD: Alan Gass, MD; Karen Janosko, RN, MSN;
fammy lTokarezyk, RN, BSN: Paul Kessler, MD; Douglas L. Mann, MD; Arthur M. Feldman, MD, Phi);
for the Intervention in Myocardins and Acute Cadiomyopathy (IMAC) Investgators

McNamara DM et al.Circulation 2001;103:2254-9 (IMAC 1l trial)



Bachground—This praspective placebo-controlked tnal wis designed 1o determune whether imtravenous immune globihn
(IVIG) mproves kft ventnicular gpection fraction (LVEF) 10 adults with recent onset of idiopathic dilated cardiomy-
opathy of myocarditis.

Methods and Resubs—Sixty-two patents (37 men, 25 women; mean age =SD 4302 12,3 wears) with recent onset (=6
months of symptons) of dilsed cadiomyopathy and LV EF 0,40 were randomized o 2 g/kg [VIG or placebo. All
underw ent an endomryocardial biogsy before randomization, which revealed collular inflammanon in 16%. The prinary

outcome was change i LVEF a1 6 and 12 months after randomeation. Overall, LVEF mprovad from 0252008 10
(.41 20,17 a1 6 months (P<O.001) and 0.4220.14 (P<0001 versus baseling) & |2 months, The increase was virtually

identical in patiens receiving IVIG and those given placeto (6 moaths: [VIG 0.1420.12, placebo 0.1420.14; 12
months: [VIGO. 162012, placebo 0.1520.16), Overall, 31 (56%) of 53 patients at | year had an increase i LVEF
20.10 from study entry, and 20 (36%) of 56 nomal zod therr eection fraction ( 20.50). The tramsplant-free survival rate
was Y% & | year and 8¥% af ) yeass,

Conebesion —These results suggest that for patents with recent-onset diksted cardiomyopathy, IVIG does not augment the
improvement in LVEF. However, in tis overall cohont, LVEF improved significandy during follow-up, and the
shot-lenn prognosss remains lavorable, (Clewlagon, 2001:103:228-2259,)

Tuy nhién, khédng khuyén céo dung globulin mién dich thwdng quy cho
nhirng bénh nhan trwédng thanh bj viém co tim céap.
McNamara DM et al.Circulation 2001;103:2254-9 (IMAC Il trial)
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Gamma-globulin treatment of acute myocarditis in the pediatric population.
N A Drucker, S D Colan, A B Lewis, A S Beiser, D L Wessel, M Takahashi, A L Baker, A R
Perez-Atayde and J W Newburger
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Background Myocardial damage in myocarditis is medi-
ated, in part, by immunological mechanisms. High-dose intra-
venous y-globulin (IVIG) is an immunomodulatory agent that
is beneficial in myocarditis secondary to Kawasaki disease, as
well as in murine myocarditis, Since 199, the routine man-
agement of presumed acute myocarditis at Children's Hospi-
tal, Boston, and Children's Hospital, Los Angeles, has in-
cluded administration of high-dose [VIG,

Methods and Results We treated 21 consecutive children

presenting with presumed acute myocarditis with IVIG, 2
g/kg, over 24 hours, in addition to anticongestive therapies, A
comparison group comprised 25 recent historical control pa-
tients meeting identical eligibility criteria but not receiving
IVIG therapy, Left ventricular function was assessed during

five time intervals: 0 to 7 days, 1 to 3 weeks, 3 weeks to 3
months, 3 to 6 months, and 6 to 12 months. At presentation,
the IVIG and non-IVIG groups had comparable left ventric-
ular enlargement and poor fractional shortening. Compared

with the non-IVIG group, those treated with IVIG had 3
smaller mean adjusted left ventricular end-diastolic dimension
and higher fractional shortening in the periods from 3 to 6
months (P=008 and P=033, respectively) and 6 to 12 months
(P=072 and P=.029, respectively). When adjusting for age,
biopsy status, intravenous inotropic agents, and angiotensin-
converting enzyme inhibitors, patients treated with IVIG were
more likely to achieve normal left ventricular function during
the first year after presentation (P=.03). By 1 year after
presentation, the probability of survival tended to be higher
among [VIG-treated patients (.84 versus .60, P=.069). We
observed no adverse effects of IVIG administration.

Conclusions These data suggest that use of high-dose
IVIG for treatment of acute myocarditis is associated with
improved recovery of left ventricular function and with a
tendency to better survival during the first year after presen-
tation. (Circulation. 1994;89:252-257.)

Key Words » cardiomyopathy e myocardium e y-globulin

v Vivay, IVIG co thé co ich v&i tré em bj viém co tim.
Drucker NA et al.Circulation 1994:89:252-7
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Background—Viral infections are important causes of myocarditis and may induce cardiac dysfunction and finally lead
o dilated cardiomyopathy. We investigated whether interferon (IFN)-B therapy is safe and may achieve virus ¢learance
and prevent deterioration of lefl ventricular (LV) function in patients with myocardial virus persistence.

Methods and Results—In this phase 11 study, 22 consecutive patients with persistence of LV dysfunction (history of
symptoms, 44227 months) and polymerase chain reaction=proven enteroviral or adenoviral genomes were treated with
18X10° [Utweek IFN-B (Beneferon) subcutancously for 24 weeks. Histological and immunohistological analysis of
endomyocardial biopsies was used to characterize myocardial inflammation. LV diameters and ejection fraction were

assessed by echocardiography and angiography, respectively. During the treatment period, IFN- was well tolerated by
all patients. No patient deteriorated. Clearance of viral genomes was observed in 22 of 22 of patients after antiviral
therapy. Virug clearance was paralieled by a significant decrease of LV end diastolic and end systolic diameters,
decreasing from 59.7x11.1 to 56.5210.0 mm (7<0.001) and 43.2213.6 to 3942 12.1 mm (P<0.001), respectively.
LV ejection fraction increased from 44,6215.5% 10 53.1216.8% (P<0.001).

Conclusions—A 6 months, IFN-B treatment was safe in patients with myocardial enteroviral or adenovial persistence and
LV dysfunction and resulted in elimination of viral genomes (22 of 22 patients) and improved LV function (15 of 22
patients). (Circlation, 2003;107:2793-2798.)

v Céc phuong phap tiép can khac dé thay doi hoat héa mién dich nhw diéu
hoa mién dich (immunomodulation), hap thu mién dich
(immunoadsorption) dang dwoc nghién ctru






Dieu tri chuan quy wéc
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Diéu tri quy woc

German register of
sport-related sudden deaths

1. ACEI/ARB
2. Beta Blocker
3. MRA (EF <35%)

Mcardrbs

4. Diuretics — = Uescves

CAD

5. Ivabradine (+F > 74 bpm) e (T
SUD by autopsy
6. No Sport oA

Brugada syndrom

Recommendation

. Physical activity should berestrictedduning the acute phase
of myocardiis and fc monthsin athletes sndnon-
athletes. This reco #ion & basad upon expert

opmnion of this Task Force,

Eur J Prev Cardiol. 2016 Apr; 23(6): 649—-656.



A
o - 4 Management of ventricular arrhythmias in
D I e u tr! q u y UJO’C inflammatory heart disease
Anti-arrhythmic therapy should be

considered in patients with
symptomatic non-sustained or

ACEI/ARB

Beta Blocker

MRA (EF <35%)
Diuretics

lvabradine (HF > 74 bpm)
No Sport (for 6 months)

sustained VT during the acute ph
myocarditis.

The implant of an IZ0 or pacemaker
in patients with inflammatory
considered resclution of the
arute episode.

In patients with haemodynamically

compromising sustained VT occ

the resolution of acute episodes,
an_|CD implantation should be
considered if the patient is expected to

Devices

survive =1 year with good functional
STaMLS,

Chronic phase: GL

Management of ventricular arrhythmias in
inflammatory heart disease

recovery or ICD implantation in
patients i nflammatory heart
diseases with residual severe LYV

A wearable defibrillator should be

considered for bridg"ng until full dysfunction andlor ventricular electrical

instakility,

recovery or |CD implantation in
patients after inflammatory heart
diseases with residual severe LV
dysfunction and/or ventricular electrical 2015 ESC Guidelines
instability.




Méc du diéu tri suy tim chuan, 45% BN
MC/DCMi van khéng phuc hoi

Spontaneous Course of biopsy proven MC/DCMi *
(clinical mean follow-up: 30 months, n=922)
wLV-EF baseline o LV-EF follow-up

54% 27% 19,4%
recov Defect stay atrisk
healing

i

normal improved | recovered mildly deteriorated | impaired
Improved

(22.8%) {12.1%) (19.4%) (27.4%) (1.3%) (17.1%)

Kuhl et al



Xac dinh diéu tri that bai

v Ty I& phuc héi 1am sang phj thudc vao:
1. D0 1én cua vung co tim tén thwong
2. Kiéu va giai doan dap (rng viém

3. Sw ton lwu va loai virus



Mrc do ton thwong ban dau va kiéu
dap wng viem

Viém co tim téi cap Viém co tim té bao 16n Viém co tim té bao wa axit

(EF: 32%)

Tién lwong dé dat Tién lwong xau Tién lwong xau



Puwong cong song sét Kaplan—Meier cua
bénh nhan viem co tim té bao khong 106

Cooper LT Jr et al. N Engl J Med 1997



Cac phwong an co the lwa chon diéu tri viem co
tim té bao khong 16
v Viém co tim té bao khdng 16
v Antithymoglobulin
v 275 mg/500 mL NaCl 0.9% TM 12h/24h
v 1-5 ngay
v Theo ddi monitor
v Cyclosporine
v Liéu kh@i ddu 200mg/24h (100mg/12h)
v Merc muc tiéu: 100-120ug/mL
v Thot gian: 1 ndm
v MethylPrednisolone
v Liéu khéi ddu: 1mg/kg
v Sau 4 tuan: giam 10mg, sau d6 giam 10mg mdi 2 tuan, duy tri 5-10 mg/ngay

v Thot gian: 1 ndm
Tschope Cardiology Caforio et al, Eur Heart J 2013
Dominguez F , Tschope et al, Rev. Esp Cardiol 2016



Cac giai doan cua viém co tim

Pha cap

Nhiém virus mau

Tang hiéu gia virus trong té
bao co tim

Pha hady co tim cp tinh
Cac 6 vi can xi hoa

Pha ban cap

Quét virus

Tham nhidm té bao Pha man tinh

Hoat hda macrophage mi&n dich (T, B)

. Khong con virus
Trung hoa khéng thé C6 RNA virus
Trung hoa té bao tiéu Xo hda co tim
diét (killer cells) Gian co tim

Suy tim

Giai phéng sé'm interleukin-13mmmmm) Cytokines tién viém
inter2, TNF-a2, inerferon-y

Fandiarei et al., Annu. Rev. Pathol. Mech. Dis 2008



Su ton luu va loai virus - Yéu cau doi volr mot chién luoc diéu tr1 cu thé
cho viém co tim la mdt chan doan toan dién la sinh thiét nd1 mac co tim

Té bao hoc Mién dich té bao Sinh hoc phan tir

Parvovirus
B19

Caforio et al, Eur Heart J 2013



ién lwgng cua viém co tim do Coxsacki virus va
cO virus ton lwu

EV clearance (n=47)

EV persistence (n=21)
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Tién lvong cua viem co tim do Coxsacki virus va cé
virus ton lwu

EV clearance (n=47)

EV persistence (n=21)
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[3-Interferon trong bénh co tim do viem co tim
virus man tinh - RCT Phase |l — BICC Study

Response vanable Adeno/enterovinus Parvow ras Differences
(strtum |, = 13) (straum 2, n = |28) betwern strata

p (twe-  p treatment cf fect
(n = 4&2) n = B sided)  (inGeraction test)
Owerall response ( vines elimination'reduction, primary) 1 (167 %) A%) BMVD%) V01T 0646 (0652
NYHA improve ment (m = 3) = (n=31/39) in=80)

Weck (-12 | 200 %) 6 (B5.7 T{IE9 %) 2W(O363%) 0039 0160

Weok =24 | (200 %) 6 (KT Il 282 %) 31 ORE%) 0100 0094
Randomisad untreated patients

3 L

Schultheiss et al CRC 2016



Khuyén cdo ctiia nhom cong tac ESC 2013

Anti-viral therapies Current state of knowledge on aetiology, diagnosis,
Thereis still no approved antiviral-therapy for the treatment of enter- management, and therapy of myocarditis:

oviral infections. Vaccines may be an option in the future.'®® Treat- a position statement of the European Society
ment  with acyclovir, gancyclovir, and valac:-ﬁ:_l_rox-ir may be of Cardiology Working Group on Myocardial
considered in patients with herpes virus infection, ~” although their and Pericardial Diseases

efficacy is unproven in myocarditis. Preliminary data on interferon- y Y ) ) ) B
’ ’ Alida L. P. Caforio '™, Sabine Pankuwceit®!, Eloisa Arbustini®, Cristina Basso®,

beta treatment suggest that it eliminates enteroviral and adenoviral Juan Gimeno-Blanes®, Stephan B, Felix®, Michael Fu?, Tiina Helio?, Stephane Heymans®,
e . [T T T e T SRS [-1 - P Roland Jahns'9, Karin Klingel'', Ales Linhart', Bernhard Maisch?, William McKenna ',
genomes in patients with left ventricular dysfunction, ™" is associated Jons Mogensen™, Yigal M. Pinto’S, Arsen Ristic'$, Heinz-Peter Schultheiss',

with improvement in NYHA functional class,'® and, specifically in :;:fmsccﬁswﬂ;:'-::ige T":!‘é"l-‘ Gastano Thiona', Al Yikmaz™,
Kppc MTOoNn o oLt

L . . 4 . 152
enteroviral infection, with a better 10-year prognosis. 7 In general,

Cho dén nay van chwa chap nhan diéu tri bang thudc khang virus voi
nhirng bénh nhan nhiém virus dwdng tiéu hoa. Vaccines co thé 1a mét lwa
chon trong twong lai. Diéu t ri bang acyclovir, gancyclovir, valacyclovir co
thé dung cho nhirng bénh nhan nhiém herpes mac du hiéu qué cta thudc
chwa dwgc chirng minh trong viém co tim...

Caforio et al, Eur Heart J 2013



Khuyén cao ctia nhém cdng tac ESC 2013

@ Europban Haswt Journal [3013) 34, 26362648 ESC REPORT
EuTOEEa dok 10109 Yeurheartfehr 210

Current state of knowledge on aetiology, diagnosis,
management, and therapy of myocarditis:

Thuoc trc ché mién dich cho sau khi
da het virus ton lwu

Caforio et al, Eur Heart J 2013



Cac bd gen virus trong manh sinh thiét co tim

HCY

ADV+PVELY

ADY
EBY

PVBI9+ HHV-6

Kuhl et al., Circulation 2005



Khuyén cdo clia nhém céng tac ESC 2013

@ European Heart jourral (2013) 34,2635-2648 ESC REPORT

doe 10909 Yeurhertfae 210
CAPTAN OOV

Current state of knowledge on aetiology, diagnosis,
management, and therapy of myocarditis:

and Pericardial Diseases

Alida L. P. Caforio '™, Sabine Pankuweit??, Eloisa Arbustini®, Cristina Basso?,

Juan Gimeno-Blanes®, Stephan B. Felix®, Michael Fu’, TiinaHeli 6%, Stephane Heymans?®,
Roland Jahns'?, Karin Klingel'!, Ales Linhart'2, Bernhard Maisch?, William McKenna®3,
Jens Mogensen', Yigal M. Pinto ", Arsen Ristic'®, Heinz-Peter Schultheiss'’,

Hubert Seggewiss', Luigi Tavazzi'?, Gaetano Thiene?, Ali Yilmaz?®,

Philippe Charron?!, and Perry M. Elliott'?

Caforio et al, Eur Heart J 2013



C6 DNA cua virus B19V trong t6 chirc ngoai hong
cau: c6 the co vai tro cua bénh va qua trinh viém
Summary of B19V DNA detection in various tissue types
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Adamson-Small LA et al, Virus Research 2014



Khéng c6 tac dong cua tai lwong B19V DNA trong
EMBs vé ty |é sdng s6t cua BN BCT gian

C Kaplan Meier Survival Curve: Viral Copy Load and All Cause Death

—0-95 100-499 ——500+

T30 1095

Days since Biopsy
Paotients at risk
Copy Load 0-99
Copy Load 100-499
Copy Load = 500

Greulich et al CRC 2016



Ty 1& sdng sot khéng diéu chinh tir sO bénh nhan t& vong
va thay tim theo két qua sinh thiét néi mac co tim

Virus positive
;|%  PVE,
1% HHVE i
3,3% Epstein 91% Bystander|
48.5% Mix
E% Entero,
2.7% Adeno

Log-rank p = 0.893
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e e Months after biopsy

Virus nagative 101 &4 H
Virus positive 79 51 16

Kindermann et al. Circulation. 2008;118:639-648



Sih thiét ndi mac co tim la co s& dé diéu tri
VIEM co’ tim

Inflammation negative Inflammation positive Inflammation positive

Y
Antiviral Tharapy
INF pozsiblae,
if Adeno/Coxsackl viruses




Tém tat diéu tri viem co tim

v Diéu tri suy tim Ia diéu tri kh&i dau cda viém co tim cap, theo ddi bénh
nhan la can thiét

v Néu sinh thiét co’ tim c6 dau hiéu viém thi nén diéu tri bang thudc trc ché
mién dich néu bénh nhan bi séc¢ tim hoac cé dau hiéu séc¢ tim

v Diéu tri dwa trén két qua sinh thiét co tim khi viém co’ tim > 6 thang va cé
biéu hién gian co tim.
v Wc ché mién dich sau khi loai trir virus Coxsacki va Adenovirus

v Interferon 3 trong diéu tri viém co tim do Coxsacki / adenoviruses khong
dwoc chap thuan

v Vai trd cua parvovirus cling nhw virut herpes xam nhap nhah la khéng rd
rang.



Thuwc té cta ching ta



Chan doan viém co tim cap

v Lam sang thwong phong phu: 6 thé triéu chirng nghéo nan, chi cé mét so
bién dbéi trén dién tim. Nang co thé loan nhip that 4c tinh, soc tim.

v Thélam sang 1:

L

L

L

Bénh nhan tré, khong cé (hoac it) nguy co tim mach
Pau nguc.

C6 thé co sbt + hoi chirng cum (dau co, viem long duwéorng hd hap trén, dau
bung...).

Pién tim: nhip tim thwdng nhanh, cé6 mét s6 NTT, cé thé nghi ng® d6 14 hinh
anh cua HCbMVC.

Kho khan trong chan doan lac nay 1a Troponin T thwéng tang

Néu si@u am tim: c6 rdi loan van déng vung co tim, budc nguoi thay thudc phai
nghi dén NMCT. Can nhac v&i nhivng bénh nhan qua tré (nir < 25 tudi): lam lai
siéu am tim, lam lai troponin T (theo d6i dong hoc)



Chan doan viém co tim cap...

v Néu lam k¥ si€éu am ma khong théy roi loan van dong khu trt cac thanh tim,
troponin T khong tang ti€p tuc ma c6 xu huéng giam di: nghi dén viém co tim.

v Thé 1am sang 2:

1)

L

L

Bénh nhan tudi trung nién tré 1én
Khong co/it yéu td nguy co tim mach

Ho1 chirg ciim ¢c6 + sot + DT khong dién hinh cta bénh mach vanh + Troponin
khong tang dong hoc + siéu am tim khong co roi loan van dong vung

v Thé 1am sang 3:

L

L

Bénh nhan tudi trung nién trd 1én, ¢ nhiéu yéu to nguy co tim mach
Pau nguc, HC cim: khong, khong sot

Pién tim: rat khé phan biét vi bénh mach vanh

Troponin tang dong hoc

Si€u am tim hinh anh mo, khong r6 ro1 loan van dong vung: phai chan doan phan biét
vG1 nhoi mau co tim (theo doi 1am sang, xét nghiém hodc néu rat can: chup mach vanh



Chan doan vi€ém co tim cap...

v Thé 1am sang 4:

L

Bénh nhan xuat hién triéu ching dot ngot: kho thd, dau nguc va roi ngay vao
tinh trang ro1 loan huyét dong: nhip tim nhanh va HA thap ngay tir ¢ nha, dua
1én vién thi tinh trang da nang: soc tim

Khai thac k¥: trude dé c6 thé co sot, co thé thdy mot vai dau hiéu nghi 1a cam.
Khong c6 nhitng con dau nguc trong ti€én sur

Pién tim: roi loan nhip that: nhip nhanh that, ngoai tam thu that da 6, R/T,
phirc bd QRS gian rong, tham chi c6 bénh nhan vao da rung that, ngirng tuan
hoan.

Cap curu va Hoi suec tich cuc
Siéu am tim ngay khi co thé

Cac XN kem theo (SH + HH + BM)



Dicu tr1 viem co tim cap

v Cham soc bénh nhan 13 yéu to quan trong hang dau: dinh dudng, cung cap day
du nang luong cho té bao co tim, khong duoc dé ha duong huyét.

v Néu viém co tim cap, huyét dong bi anh hudng nhiéu hay soc tim: hoi st tich
cuc vé huyét dong, ting cudng can thiép bang thudc, gom cac thudc ting
cudng co bop co tim, dung cu ho tro that trai... giong nhu nhitng bénh nhan
suy tim mat bu ning

v Néu tang ap luc tim truong that trai: truyén nitroglycerin hoic nitroprusside

v Dung cu ho tro that trai, EMO (extracorporeal membrane oxygenation) c6 thé
phai chi dinh d6i v&i bénh nhan dai dang, khong thoat soc tim.

v Nhimg thiét bi nay tic dong 1én hinh thé tam that, giam sirc cang thanh that,

giam luong cytokin hoat hoa, cai thién chirc nang co bop cua co tim.



Piéu tri

v Sau gial doan tam thoi 6n dinh vé huyét dong, diéu tri nén theo
AHA/ACC: UCMC, loi tiéu, khang aldosterol, chen bé ta giao cam.

v Céc thude trc ché mién dich: con nhiéu y kién chua thong nhat. Khong
nén cho mot cach hé théng vO1 mo1 bénh nhan viém co tim, nén cho
corticoid hodc cyclosporin, azathioprine voi nhitng bénh nhan cé yéu to
tu mién (lupus ban dé hé thong, xo cling bi, viém da co) hoic viém co
tim tu mién té bao khong 16 (idiophthic giant cell myocarditis).

v Truyén tinh mach globin mién dich: khong rd rang vé hiéu qua. Tuy
nhién c6 thé dung d6i véi nhirg bénh nhan mién dich kém, giam bach

cau hat va/hodc giam bach cau lympho.



Kinh nghiém cua chung t6i

v Viém co tim khong phai 1a hiém gap

v Bénh nhan thuong vién voi dau hiéu dau nguc, roi loan nhip va roi loan huyét
dong

v Chan doan phan biét vi nhoi mau co tim hay mot con dau that nguc 1a rat
kho khan nhat 1a trong gio dau, ngay dau.

v Nguoi thay thudc thuong dung trude mot lua chon khé khan: c6 chup dong
mach vanh cap ctru hay khong (d€ tan dung gio vang trong can thi¢p)

v Mot thuc té khong may man 13 néu bénh nhan bi viém co tim ning, dién bién
thuong nang 1€n rat nhi€u sau khi chup dong mach vanh.

v Diéu nay doi hoi kinh nghiém viing vang trong nghé nghiép ctia nguoi thay
thude



Kinh nghiém lam sang

v Ho1 bénh, tham kham Iam sang ti mi, két hop si€u am tim, cac xét nghiém
SH, HH, nhat 1a troponin T, CK-MB, ¢6 thé phai lam la1 vai lan dé so
sanh. Thuong VCT sé& khong ¢6 16i loan van dong khu trt cac thanh tim.

v Khi siéu am khong thay roi loan van dong khu tra cac thanh tim ma dién
tdm do, men tim giong nhu NMCT thi phai nghi dén VCT.

v Trong truong hop kho phan biét, nhiéu khi budc phai diéu tri thir (diéu tri
ca NMCT va VCT: khang sinh, thuoc chong két tap tiéu cau, statin). Néu
tinh trang 1am sang it cai thi€n, loan nhip nhiéu, co bn phai dung thém ca
corticoid roi tiép tuc theo ddi. Nhitng ngay sau néu lam sang + XN khong
ctiing c6 cho HCDDMVC: ngimng cac thude da cho ngay hom truée.



Kinh nghiém diéu tri

v DO6i véi bénh nhan tré, khi chan doan VCT dat ra, néu céc

dau hiéu vé nhiém tring nghéo nan (BC khong cao,
Procalcitonin tang khong nhiéu), r6i loan nhip de doa roi
loan huyét dong thi nén dung corticoid sém (methyl
prednisolon 2-3 mg/kg/24h)

v Néu bn sau chup dong mach vanh kiém tra, xuat hién tinh

trang soc: nén chi dinh ECMO sém.

v Néu bn soc tim nang van mach ma chi co nhip tim tang,
HA khong I€n: nén chi dinh ECMO sém.



Kinh nghiém diéu tri

v Nguyén nhan tir vong:
v Thuong 1a nhitng bénh nhan so¢ tim nang,
v RoOi loan nhip nang

v Khoé khin trong chan doan xac dinh hodc nham hudng trong chan
doan xac dinh:
v Chan doan va diéu tri theo huéng NMCT, ning 1én sau khi chup PMV

v Phén van giita 2 chan doan, thoi gian diéu tri bao vay (vira diéu tri NMCT,
vura diéu tr1 VCT) kéo dai.






