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Background: Thoracic and abdominal aortic calcification are an independent predictor of cardiovascular morbidity
and mortality, irrespective of traditional coronary risk factors. However, none assessed the calcification of the entire
aorta and its prognostic effect. We aimed to determine whether calcification of the entire aorta is an independent

and incremental predictor of cardiovascular outcomes over the models with age and systolic or diastolic function.

Methods and Results: We retrospectively reviewed the records of 485 patients (median age,71+13 years;
288males) who underwent clinically-indicated computed tomography and echocardiography at our hospital between
October 2012 and July 2014. The calcification volume at the aortic wall was assessed as any area >1 mm3 with
attenuation >200 Hounsfield units. The median aortic calcification volume was 9.9 mL (25th and 75th percentile,
2.6, 21.1). Primary endpoint was major adverse cardiac and cerebrovascular events (MACCE). During a median
follow-up of 959 days, 30 MACCE occurred. Calcification volume (CV) was significantly larger in patients with
MACCE than those without (p=0.003). In multivariable analysis, CV was independently associated with MACCE
after adjusting for age and E/e’ (HR, 1.02; 95% CI, 1.01-1.04; p=0.008) or LVEF (HR, 1.02; 95% CI, 1.00-1.04;

p=0.019) and improved predictive value over the models with age and cardiac function, but not over BNP.

Conclusions: Calcification of the whole aorta provided independent and incremental prognostic information over
age and cardiac function. Our data suggest that wall stress from elevated afterload is key underlying mechanism in

the link between aortic calcification and adverse prognosis.



RENRARIGIE, DEERRR K OFERICM Lo DE A N FOFREFTH S

RHTH>3E 1, E < UCF 1 MRS, B L BN e VR JEFIE S ARRES 1 i
i

| BERYEBRE R AR
D k=R
e e

R A

R E =X ME S O KRB PR ALIE, TSk D HEBIARY A2 K 712 X653, DIiLE ORBRBLOELCERD
MU= T RIK ST b, REINRERO A IR BEZ DT B RE2FR L -5 1l =120, 22T,
KENIREIRO T JRAL DN i & 2 SRR BE £/ 1 T ERME BE &M 2 728 7 /L O L& A~ hOMST L7
FHRIR T-THDHNEINE T L=, 2012 4E 10 A 725 2014 45 7 A ORI, FRIFICHIEE CT &%
FBE oo — XA 25217 7- 485 NOBFE (7113 5%, BPE 288 N) OFiekz M K& AIZFHIE L 7=, KEh
AR PRARIE . REIREED 200HU LA o> 1mm3 DL EDOfEIRE E L . BfEA RO 7=, £ RILRREDFEHE
(Z1E Ele’ | ZESRINARRE DFEREIZITAE FER H =R (LVER) &2 V=, KENIR A RAL RS O o 13 9.9mL
(IQR:2.6-21.1) Tho7-, FHEZURARA NI, FELLfE- KM E A~~~ (MACCE) L7, 1 4uiB bR
1 959 H (IQR:345-1335)(Z. 30 57X MACCE %4 L7=, KAk fEi%,. MACCE ZFJELI-BE DS,
FIEL TUVVRWBRE 0L A B ICRKED 7= (p = 0.003) , 25 BEHT Tl 4L Ele '(HR 1.02; 95%Cl,
1.01-1.04, p=0.008) £7=i% LVEF (HR 1.02; 95%Cl, 1.00-1.04) ZFH*& L 7-1% . KENR A PRLIZ MACCE &
AT U C R TV (p=0.019) , ZAUC KL . BNP CHi#si% 134 /e RSN 8h-7=, LL XD,
KEYIRERO A RACIE, FEEF L OVMEREIC B 32 L=t 0 7e PR I A R L7, BT
—HZMBIE, RAR O EFIZKDBEAN AN KEINRAKALE TR B EOREO EE /2 LD AT =
AL THDHZEEREL TWDERbNS,



BHRINE
e
KENRA KA LD BFED FANZTT > T, JEEEIC O W TR L 722> 97,

R

Agaston A7 72l DIINT, AIRLDOREEEDT-FAMLEE ThHD, Lol BEICKEIRAIKLOUR
EIVLEEDO T NI FHEEDT-OMBENRNIENREIN TV, ;@f_&ﬁiw IEREARAIKIEE
O EAT -T2,

B 2:
KENRA KA DV AV R A THHBENTERE D 10% 53 FALTWD, BT EE LIEEITEE TEWLIEHD
AN

B 2:

BT EBF DM A IKIED AT =X KLU T, BIfREEAL LIS IR T AR £7f)> DO | BHTEE TR
AT DIEIWLELDDPBLNIRNEE R T, LInLIENTEE 2R LTS E . AU MDD 7eleoTL
FHTD BT & B DT AAT o T2, BHTRE CTHDHMEFEIL. MACCE %fﬁikéﬁﬁifﬁﬁ LD
mfcﬁﬁ)/)f:o

gﬁnﬁ 3:
CT BT & L MO E LA WD,

I 3
ER CT CEUML CT Wi F2&® TRY, limitation DHYHD—2LE 26D, Ll MEBBLIOHEN
RRAEDOFHNEI T 722 A, KREARAIRILBREO T — 23+ 5 TELL DO ThHEHIWT L=,

‘B 4.
KENRARAL LIS, BIREEA L0t A ORI DWW TCEHMliZ B 72 5720,

I 4

A EIDOFRE TIIRL TRV, DEa—RREO T — & LM EHEN D KBk T A4 A (Ed), K&
k=t 75 A7 A(TAC)., &5 ML & HPUEIREL(SVRI) ., £V # DY 7 7 )L —7 T brachial-ankle
pulse wave velocity (ba-PWV) DaFAfit 1777, Ea & TAC 1d, KENRAIRALEFBI DGR BT,



