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Corrected transposition of great arteries complicate with visceral inversion,

patent foramen ovale and cerebral infarction: a case report
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Summary Corrected transposition of great arteries (CTGA) is exceptionally rare, totaling approximately
0.4% —1% of all congenital heart diseases. Studies have demonstrated that 80 % —95% of CTGA patients had si-

tus solitus, while 5% —20% had situs inversus. We describe a patient with congenitally corrected transposition

and situs inversus, complicated with patent foramen ovale and stroke. How should we treat such complicated pa-

tients? In this paper, we review a large number of relevant literatures combined with the patients treatment expe-

rience to provide some suggestions.
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Figure 1 A head CT image of the patient
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A AT IE R R Bl KR 0 I A IR S A3 K% B B LA A - e I RE BT 1 451

LI Lei,et al. Corrected transposition of great arteries complicate with visceral inversion, patent ...

* 285

XF T & I 2 ) B SR e i Sl bk Bk 2 i
CTGA B3, BARTCRE R B A ) BE U5 ik 51 47 2 10
NBE S =R R AR EREE, GHIRE
125 08 A B IO HER TE 1 CTGA i35 27 45
BRI = D RE R, 0 67 00 5 JF HoA O E
Wi T (% [ B R 451 12 1l 3 Bk B 28) 1) CTGA SR & &
RAEMRAERE=®Y ., — BN R@EH A EY)
AE il 5 SO OGN R B HEAT VRS 3 R S
SEWA KD, AUITHRGE 1 0] 82 % Jo H b0 I B
B CTGA WIE B AL 83 AR A AT ™ T =R
INEEA R BLL R AN LT P A = e
U2 Bl S O R R L AR e B ) A A A AT Y
b I A ) A = 2R Ak T 51 A = T AR R R
A % BE R BLT AL 5 RO AR I i 5 A 3 AR i
O3S R )RR R A G, AR
HBif Tk ) A g vl R L, R S T A
EAT i B 30 B U A ) A = T RE . U R R B
TR 2 - 300 9 4 0 T A A AT MR O &
BEA A1 — TG A5 .

CTGA BHEHEAMREF AL, —2%
SRR T AR A 4 3 B b L 0 U AR RE
BB AR S = IR ANEE e, 5 — KR B
i NN NEOPRE (RN QN TN EI R AN S -y i P )
2 B 3K G B 00 KO A ZE B SRR A E R
TRAE B8, 9/ fife 0 A % D) 8 e vy A = R AT BEAS 42
MR, E AR B AR O I R L SR
WAFTER Z I R . FH BB L2 WA A4, X TAF
T A EEEE B CTGA & JF 0 Bk & 07 &
AT AT R0 A - R A TR YT

CTGA 7] & 3 PFO, CTGA &3F PFO # %
IR FE AT 3E . A7 WF 5245 o i R ZE G (risk
of paradoxical embolism, RoPE) & ¥ iF 43 7E 7.8
9 gy WF PFO 5 Jiki £ 36 J5U N B 7206, 84040 Fil
881 . MR#E RoPE REGT Sy AP H 48 7
g3 o A R A5 TC R A AE B Jkoows A 5 Ak K i A L TG
A rbeig DL e 6 PR 3R S I TR R D il AR SR L T8 T B R AT
s, MR TE . 455 s R RoPE ¥ 43 2% 1 i 491 5E
5 PFO A K. A W58 i 18 1 Ba i ik 2 b i 2
A 4000 LA W B A o TR RS AT
PFO" , X%FF PFO A 5 il #E5E 1Y) — G Wi By , K i
IRIEFEIE B PEO B 3500 77 18 B AR — Y ik AR 5E I
B NG 9T, 5 PUEE 25 WA T C 25 B
PFO HHGIT W RE 25 3 80— 70 A B O
Jo BBy ATUBE 245 W) A AE BT XU | AR 1) AR N
TEREMR AP AT J7 1k o PRI A8 2 00 B A B A
TEA ARG AT o S S MR R RS T %

5% 3k
[1] Bjarke BB,Kidd BS. Congenitally corrected transposi-

2]

(3]

[4]

(6]

7]

[8]

(9]

(10]

[11]

[12]

[13]

[14]

tion of the great arteries. A clinical study of 101 cases
[J]. Acta Paediatr Scand,1976,65(2) :153-160.
Ferencz C, Rubin JD, McCarter R]J, et al. Congenital
heart disease: prevalence at livebirth. The Baltimore-
Washington Infant Study[ J]. Am J Epidemiol, 1985,
121(1):31-36.
Alva-Espinosa C. Corrected transposition of the great
arteries[ ] ]. Gac Med Mex,2016,152(3) :397-406.
Alghamdi AA,McCrindle BW, Van Arsdell GS. Phys-
iologic versus anatomic repair of congenitally correc-
ted transposition of the great arteries: meta-analysis of
individual patient data[ J]. Ann Thorac Surg,2006,81
(4):1529-1535.
Shiba M, Fukui S, Ohuchi H., et al. Congenitally cor-
rected transposition of the great arteries and situs in-
versus in an octogenarian with systemic right ventric-
ular failure[J]. Int Heart J,2017,58(1) :151-154.
Attie F, Cerda J. Richheimer R, et al. Congenitally
corrected transposition with mirror-image atrial ar-
rangement[ ] . Int J Cardiol,1987,14(2) :169-175.
Oliver JM, Gallego P,Gonzalez AE, et al. Comparison
of outcomes in adults with congenitally corrected
transposition with situs inversus versus situs solitus
[J]. Am J Cardiol,2012,110(11) :1687-1691.
Wilkinson JL, Smith A, Lincoln C, et al. Conducting
tissues in congenitally corrected transposition with si-
tus inversus[J]. Br Heart J,1978,40(1) :41-48.
Graham TP Jr, Bernard YD, Mellen BG, et al. Long-
term outcome in congenitally corrected transposition
of the great arteries:a multi-institutional study[J]. J
Am Coll Cardiol,2000,36(1):255-261.
Spigel Z, Binsalamah ZM, Caldarone C. Congenitally
corrected transposition of the great arteries:anatomic,
physiologic repair, and palliation [ J]. Semin Thorac
Cardiovasc Surg Pediatr Card Surg Annu, 2019, 22.
32-42.
Herrmann F,Fichtner S,Sadoni S. Successful left ven-
tricular lead placement in congenitally corrected trans-
position of the great arteries and situs inversus[ ] ].
JACC Clin Electrophysiol,2019,5(3) :404-405.
Collado F, Poulin MF, Murphy JJ. et al. Patent fora-
men ovale closure for stroke prevention and other dis-
orders[J]. ] Am Heart Assoc,2018,7(12):e007146.
Lechat P,Mas JL,Lascault G,et al. Prevalence of pa-
tent foramen ovale in patients with stroke[J]. N Engl
J Med,1988,318(18) :1148-1152.
Diener HC, Gerloff C,Thaler DE,et al. Closure of pa-
tent foramen ovale and cryptogenic stroke: unresolved
issues[ J ]. Curr Neurol Neurosci Rep,2018,18(12):
92.

(A5 B H1:2020-08-09)



