S BRI IS R 220194 11 25274855 1 13 ML : hup: //www.syxnfanet - 59.

* JrR LB -

OREIFL SR SR S 25 e S 4 DRIE BB 7T
F BB B 7L 5K B 58 = RF05 R I R S SR M0 EL B 5

BRI, AR HC, xiEw !, xR

([HE] Br &EPEILKM (PFO) 334 RS %5487 FHFREEEREL (CCL) 4 PFO &% =4
BrP ey AR, Ak A 20105F1 A—2018 5 A AT £ ZERXRFOHRERANZE WAL CClL4E PFO &4
163 4, RAEE T 7 ERE 9 A F R4 67 BlAhapa 96 #. F RAFB L RIPFO 3 RE77, Hapadd ofiih
PHRBEBHRFEDS, CERAELFEEEITAMEEE TSR (NIHSS) ##5, PR ILSFAE, K700 A S
P e R AR BT BB b b i s AR B IE RAFAE . NTHSS 4. 97 B LA AR B8 97 ik P A CCT
AF PFO & S o b i 3 F4E %ok Bl F 475K A § 7T Cox W) UG & )2 47, %2%) Kaplan—Meier 4 7 i &£ 43R 5
RAFh WM EH T i F A BRI, R (1) BHABE NIHSS #F5. 28 RETIAIL» AT @ .
M7 AT, R R R AR M s e A A (TIA ) R AR E, 2F A% FEL (P>0.05) ; FRAEH PFO AKX
Tehahtn, w#HRETIRILI AR 2 BH BWW & T, kAL F A b b i f 3 4 8 & AT
Bl (P<0.05) o (2) A Rl & B H WA, BRRAEL., BORBmE., BERBEL. SR FRR
PR B AR FIRE R AFE | RFHR LY R A A F . NIHSS #4, PFO ARAZ#HKRETIHRILI AT @, 5k
SUE, E2FARGIHFEEL (P>0.05) ; ARbhtiEnad it EEris ShEmRL, RBE KEL, S50
FERAER, BRTRBELEERGH FELE, ZRFA%ITFENL (P<0.05) ., (3) %7 Cox sl KA = 3 5 #7245 R
TR, AT MG T 69 P F A CCLAE PRO % 3 B ot b i ofn 45 SF 40 2 2 KU 2 4T PRO 3135 K % %69 6.120 45 [ 95%CI( 1.450,
17.420), P<0.05 ], (4)Kaplan-Meier £ & W & 2.7, 5 K48 ok dobd i o 5 F 4 & AR U T 254048 ( P<0.05)
i ATH MBI R T E A CCLAE PFO & & S bk i o B 44 A2 R 2 47 PFO 3135 R & %49 6.120 45, K 2k PFO
HE AL P FHF CCIAE PRO & F R FAB5 F o9 5 R SOk E4E,

[k#A] rRMEmRR; FEILAR; HHER; RskHh; Ra b RRBREN;, ZAR; 77ROLEMAR

[hESEE] R74333 R541.1 [ X#ERIRAE] A DOI: 10.3969/j.issn.1008-5971.2019.11.013

BRI, GR%F, MW, P EILR M E ARG s A P EF ISR AR SUAE I B SUK A B A = R
P oE A AR AR (1] . FA S Rk E, 2019, 27 (11) : 59-63, 68. [ www.syxnf.net ]

ZHANG G R, ZOU X J, LIUD S, et al.Application effect of patent foramen ovale closure and drug therapy on secondary
prevention in young and middle—aged cryptogenic cerebral infarction patients accompanied with patent foramen ovale: a
comparative study [ J] .Practical Journal of Cardiac Cerebral Pneumal and Vascular Disease, 2019, 27 (11) : 59-63, 68.

Application Effect of Patent Foramen Ovale Closure and Drug Therapy on Secondary Prevention in Young and Middle—
aged Cryptogenic Cerebral Infarction Patients Accompanied with Patent Foramen Ovale: a Comparative Study
ZHANG Guangrong', ZOU Xingju®, LIU Daoshen', LIU Zhirong'
1.Department of Neurology, Xijing Hospital of Air Force Military Medical University, Xi’ an 710032, China
2.Department of Neurology, Ankang Central Hospital, Ankang 725000, China
Corresponding author: LIU Zhirong, E—-mail: liuzhir@fimmu.edu.cn
[ Abstract]  Objective To compare the application effect of patent foramen ovale ( PFO ) closure and drug therapy on

secondary prevention in young and middle—aged cryptogenic cerebral infarction ( CCI ) patients accompanied with PFO. Methods

From January 2010 to May 2018, a total of 163 young and middle—aged CCI inpatients accompanied with PFO were selected
in the Department of Neurology, Xijing Hospital of Air Force Military Medical University, and they were divided into operation
group (n=67 ) and drug group (n=96 ) according to different therapeutic methods. Patients in operation group received
PFO closure, while patients in drug group received oral anti—platelet drugs or anticoagulants. NIHSS score, characteristics of

foramen ovale, duration of follow—up and incidence of ischemic cerebrovascular events were compared between the two groups;
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clinical features, NIHSS score, characteristics of foramen ovale and therapeutic method were compared between patients with
and without ischemic cerebrovascular events; multivariate Cox proportional hazard regression analysis was used to analyze
the influencing factors of ischemic cerebrovascular events in young and middle—aged CCI patients accompanied with PFO,
and Kaplan—Meier survival curve was drawn to evaluate the survival status in patients without ischemic cerebrovascular events
between operation group and drug group. Results (1) There was no statistically significant difference in NITHSS score, the
shunt direction of foramen ovale in quirt state, duration of follow—up, fatality rate or incidence of TIA between the two groups
(P>0.05) ; diameter of PFO in operation group was statistically significantly larger than that in drug group, proportion of
patients with 2—grade shunt of foramen ovale in quirt state in operation group was statistically significantly higher than that in
drug group, while recurrence rate of cerebral infarction and incidence of ischemic cerebrovascular events in operation group
were statistically significantly lower than those in drug group ( P>0.05) . (2) There was no statistically significant difference in
gender, history of diabetes, CHD or migraine, incidence of hyperhomocysteinemia, arteritis or deep vein thrombosis, NIHSS
score, diameter of PFO, shunt direction of foramen ovale at static condition or shunt grade of foramen ovale between patients
with and without ischemic cerebrovascular events ( P>0.05) , while there was statistically significant difference in history
of hypertension, smoking and drinking, incidence of hyperlipidemia, atrial septal tumor and therapeutic methods between
patients with and without ischemic cerebrovascular events, respectively ( P<0.05) . (3) Multivariate Cox proportional hazard
regression analysis results showed that, risk of ischemic cerebrovascular events in patients received drug therapy was 6.120 times
(95%CI (1.450, 17.420) ) than that in patients received PFO closure. (4 ) Kaplan—Meier survival curve showed that,
survival status in patients without ischemic cerebrovascular events in operation group was statistically significantly better than that
in patients without ischemic cerebrovascular events in drug group ( P<0.05) . Conclusion Risk of ischemic cerebrovascular
events in patients received drug therapy is 6.120 times than that in patients received PFO closure, therefore, application effect

of PFO closure is more better than drug therapy on secondary prevention in young and middle—aged CCI patients accompanied

with PFO.
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Table 1 Comparison of clinical features between the two groups

5 ik 5] FH MRS BRI RO RS s W A s
(B 714) (x5, %) (n (%)) (n(%)) (n (%)) (n (%)) (n (%))
FARH 67 52/15 41.8+12.0 21 (31.3) 8 (11.9) 1(1.5) 5(75) 29 (43.3)
Bt/ 96 80/16 449 £10.5 37 (38.5) 10 (10.4) 4(42) 7(73) 52 (54.2)
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Table 2 Comparison of NIHSS score and characteristics of foramen ovale between the two groups
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Table 3 Comparison of duration of follow—up and incidence of ischemic

cerebrovascular events between the two groups
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Table 6 Multivariate Cox proportional hazard regression analysis on
influencing factors of ischemic cerebrovascular events in young and middle—

aged CCI patients accompanied with PFO

Tt B SE- Wady’ff P HR (95%CI )
LRI 0012 0026 0215 0643 0988 (0,939, 1.040)
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Table 4 Comparison of clinical features, NIHSS score, characteristics of foramen ovale and therapeutic methods between patients with and without

ischemic cerebrovascular events

BMPERDE HEA) A IR EREEE EORRE  RRREE AR PO mlIE EEREMER sk
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Figure 1 Kaplan—Meier survival curve of without ischemic cerebrovascular

events between the two groups
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