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[HZE] a4« HIMEECHIFREE (HBV ) By 0o 1AM, Sk ark Lo 1) 75 B 4 4t B 3R 4K
o FeE WA 2013 4F 1 H % 2017 4 6 AERBATERSINGHENIEZ 8RN EE (CTA) fad, HEMATEEL
g s MEE ARG 759 i), HE IR I SR RERR LR A AT 25 A0 L4 HBV Bezl (38 f4i], ¥ok18k HBV J&gL )
FIXTHRZE (721 f81)) , LEERPAERBIIRIARIE DL, T o8tk HBV B 5 e oert. 4% &aikailik CTA
Ky, P ORI R 22 5 G047 X [21.05% (8/38 ) vs 28.02% (202/721) , P>0.05]. HBV JEULAH eIk 5h
Jo AR I SRR . BRERSEAL R RES 2 A8 S A 55 0 B2 L 2 ﬁjﬁﬁfréﬁ%‘x (P¥5>005) o WASEAIE LS
F G RENE HBY B SO TR (7=0.034, P>005) . % 121 HBV B 57600 =2 8] G RAH S
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Correlation between chronic hepatitis B virus infection and coronary heart disease
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[Abstract] Objective To investigate the correlation between chronic hepatitis B virus (HBV) infection and coronary
heart disease (CHD), so as to provide basis for decision-making in the prevention of CHD. Methods A total of 759 healthy
volunteers without history of CHD, who received coronary computed tomography angiography (CTA) examination between
Jan. 2013 and Jun. 2017 in our hospital, were included in the study. According to the levels of hepatitis B virus surface antigen
(HBsAg), they were divided into HBV infection group (38 cases, all had chronic HBV infection) and control group (721
cases). Then we compared coronary artery lesions between the two groups, and analyzed the correlation between chronic
HBYV infection and CHD. Results Coronary CTA examination results showed that there was no significant difference in
the prevalence of CHD between the two groups (21.05%[8/38] vs 28.02%[202/721], P>0.05). In addition, there were no
significant differences in the number of coronary artery lesions, the type of plaque lesions or the distribution of diseased
vessels with plaque between the HBV infection group and the control group (all 7>0.05). Bivariate correlation analysis
showed that there was no correlation between chronic HBV infection and CHD (#r=0.034, P>0.05). Conclusion There is
no clinical correlation between chronic HBV infection and CHD.
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X EE KRB, EEREA D Z
WA AN RAETE I ks, eIk 30 Tk ok i A Ak
O MERS (TRTARR RO ) R FR I 1Y S R B A T
1R, PRI IR O i X — 1 P 118 T )7 5 4 ) B
HEWI SR Lo W R R & R R J i L R
TE B K s AR RE AL %) A A= L e v 493 Y 3 o A
@2, X F HBV IR 75 2 56 0 14 5 o (8]
£, HETF oK, MESE W, HAHCH5
Z e X 2 R OR A HE HBV 2 58 1Y [a] o 1
SR R TMELIEGE HBV YL B2 5 e Ok Y
BFESE R I A%, PRI ANGERE HBV B2
SRR IER N ZE . hit, ARFFRIEET 2013
AF 1A ZE 2017 4F 6 ATEFRBEAZZC IR TR )
ok AN Z T3 104 E 5 ( computed tomography
angiography, CTA ) {gtREIAK: HREAE IG5 0o S Y
NBHE MBS, W ORI RGN 5 kS s,
R, HMEME HBV B 5.0 Ao, LU
T T HBV BRI O (1) A R AR LB

1 X&IFE

1.1 A% %2013 4E 1 HZE 2017 4FE 6 H
TR GEARZWIRH TR B ik CTA K i fe A

K Rt 4, It 852 fil, YA AFiE: (1) 4F
>18 ¥ (2) BRAEIE.0W ;s (3) AR
CHIRT 9 5 RGIEE R . HEBRbrifE: (1) A

PRSI A s (2) ARG AR 4,

1.2 & HBV BES Wiz LRI RMER
MPLJE (hepatitis B surface antigen, HBsAg ) FHM:
6 M H LA 18 M HBV .

1.3 Rk CTA o E A B SRHmEL IRBIIK
CTA 1R PEAG LR Sl ko A8 i o A =X, I
B ER T AR BN, IR AR Bl ko 22
(A TB . AR ERR NS CT Phastar,
Y A TR =50% I A] 12 K A O
RIBESR S B B sl DA R A8 3 1T e | i o
SR Y BEHSH . MR CT (H4r s fLEE
Peo SRR G, b BEHCh AR E
BEde, HABMZE AR E T

1.4 #FR7F&E RA 256 ZWE CT Uik sh
ik CTA fi#r, SRGMHZFHEEHE (multiplane
reconstruction, MPR) . T K EIH 5 ( maximum

intensity projection, MIP) . ZFFE# ( volume

reconstruction, VR ) SEH ARXEHE T E A, W
LR B K B 28 R BE RN BERR T . e SR R
W EZIMAE S (AEFT . Ak, XA, A
WEZ . gk ARSI IR RS ) AR
Ol (BEZERGEROL S FREE . B ) | S50
B 5 WK S 45 R A OCH 2 i . #% HBsAg
FHME S ST S0 HBV YL 2 FIXt HEAH
1.5 itz i SAS 8.0 FiFik T4
SATe THETORILL X+ FRon, AR ¢ K
55 THECTOR UGBS A R s, AL LR
o Ko SRADMAS ARS8 1 HBV J8&
Pe 5E 00 AR S . US55, RS K (o)
4 0.05,

2 & B

2.1 AR F—ETA RIEHA L HEBRPR
e, AN 759 B, 53 HBV JEGL A1 FIX AR
2. HBV BG4 38 ], 55 24 i, % 14 i, ¥y
AEE (60.05+9.56) %, AR S X REH: 2 AU R
WEE 5 BRI A5 RIS 12 ME HBV &Yy, 70
JHFRE Ak g 0 % B S D R St o X BEA 721 41,
5 384 5l . 2 337 B, 4FE (64.64110.50) %,
PHZHAE ARG © PRI AR b 25 3 e gt it 22 X
(P¥)>0.05) .

22 WmARCHERELE HBV RYUAA 8 i
LR BNIK CTA ZWER O, BER 21.05%
(8/38) ; XA 202 HHEW N, BIRR
h 28.02% (202/721) o PR o %25 570
it L (=087, P=0.35) .

23 WHABKIIIRE RE AL HBV YL
HRIRBIPK B . WM EZ 3 (=3) WA EE
BTk 4. 1, 3 6, XTRRA 5300 82, 56,
64 i, PIdlbH 2R ILGITFE XL (£=0.90,
P=0.64) .

2.4 WAZKRIF RIS EA LK HBV R4
TR IKES L BEHe . BRBEH . RS BEHE
14, 5. 3, XTHRA5510 282, 44, 117, Widltt
BESTGIFE L (=457, P=0.10) .

2.5 WUAERF KRB E S Z a5 a4
WAZ 1o PHLIEER SN K BEH AR 1M 48 52 73 A 22 500
it ram L (f=2.64, P=0.85) .

2.6 12 HBV B35 B smegtaAmadr WA
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B ZEBE R 2018 4R 7 H, 539 %

AT R R, 18 HBV B 55008 0
MHXFHZR (r=0.034, P=0.35) .

®1 MABKIFBERFEENEZSH

Xl HBV &Ly X2
fEET 4 60
JeikE L 6 152
POy B3 0 22
)5 3 71
fligk X 0 4
AR Bk 3 93
fiakEsE 0 10

HBV: 2R EE

33 it

Sk R it . REEFE 2R R T
52 22 40 M8 R RGN, A AL B
P8 B & s R iR . R A B AL
W 4 e 55 R PR A M R 55 . I LA M A RS
LE | SRR . BFSEUESE B A
G PNV R SN R BESIE . R A
PRI, 1T A SR S 8 1 48 P s g A Ji [
22—, PR g SRR 11 12 R W BB S 38 in Bh
Jhk oA A L AR O 1) 9 IRUBR T 5 — T
VZ O EEIFBRA G MERm R, X i
FNTE I 9 AR 55 48493 1 AR v AT e A A A R i
HZE . ERIEMREZ N2 REEEN
1) 5 ol T AR J e 5 8 ik ot AR B T i 1) AH G
P HBY J& 3R E R 85k ™ R 0 9 R
AN, BRTE NSNS HBV 8 5 3 ks ke a4
TR R R TEARA L, HLBFSE 45 R R A7 7E
BMRZER . AN HBV RGeS 38 N 3l ik ok
BERGE A s 5095 B4 RO RV 2 (Lt A A 9 3
HBV B4 5.0 B JC oGk, B HBV BRI A&
SEE Lo A FE G P R

ARFFFELE R R, FEBEAE JC O S A A
o R Bk CTA Ky, 7850 e 38
o A8 I AE SR, BEH IS TR B B O AR I A 4 A
I, HBV J&Yed] 5%l bR 2= R BG4 E
(P 3#9>0.05) , H WA AH AT 45 R R
M HPV Sy 556005 (B JTCAH M (7=0.034,
P=0.35) . —HTY8A 2 974 FlpH1RY ol BAERTF 5T

N HBV G 55 O fEEARDCE , (AR E
Mg, R AR HAE L (odds ratio, OR) ¥
o 1.230%, AR B HAR I R, —
T RGP BRI & B il 218 HBV JEe A
TRERE FREE O B ST FE R PR Y, T 563t A
FERBFFR 25 SRR T 225 . AR —I0T meta 43 AT
[FFEFH] HBV B AFEAEE R BRI L, 0
o 119 9 XU, TG S 1 25 5% [OR=0.68, 95% HEF
[X[d] ( confidence intervel, CI) : 0.40~1.13]"7,

AR5 BA RS IERLRE . e, AR
SRR EI K CTA T2 HBV J& Y3 5X)
HE e R sl ko S 1 L, — T B4 T 20 (8] 11 5
ARENWKR NGB, J— 7 T HL T 0L 1) 1 B
ARRDL o AHIFFE B YO 19 2 8] 95 78 B e e o i 1 7
Fedg, 4558 HBV Y2 At B 41 78 ek 3h
kR 2 A O AN BB A8 T T 22 R G T L
(P $>0.05) o oIt &btk el ks 1% ik & BF
Yorw 502 HBV BRI WC R, Hik, #
WYKL 5 008 2 AAEDC, FEBJER i T
fRBF T IIRE TR . ARG s 55 HLAR B 5 3R ek
FJRA S AR 38 FliEE HBV
Y F BIICIRE A 0 s BH S D RE S, BN
FEAEIFREAL R 22 5 . e AN IS IR 6 52
WEAETC e 0o s A HE, TERB AR SR — M AR R
U U Gl e T 8 QS K o S W2 55
g HBV B 5 bR AE 1 R o

ZE LA, 1B HBV YL 556 00m oIl R AR
M, ARERCH IR BRI R N R, HRETH G
UEHE SCHRELE S T 7 I 75 0 A HBV JR
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