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4 CF6 & =45 M (198. 5443, 7). (167. 7+89.8) ,(304.4480.7) pg/mL,HH B4 CF6 & MAM A AT &, . Z25H
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Fe 5% R CF6 A& B IE A (r=0. 781, P<0.01), £+ K5I P& SR & I 55 i 37 ks & L3¢ CFe & &
B IR R AR E A kS R EEH R —,

[xgiA] Bl bR st (B 7 6 i 3h Bk s &

[FEHZES] R725.411.1 [XHkFRERB] A [XEHS] 0258-879X(2014)03-0301-04

Plasma coupling factor 6 is increased in children with large atrial septal defect and severe pulmonary

hypertension
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[Abstract| Objective To explore the changes of plasma coupling factor 6 (CF6) in children with large atrial septal defect
and different degrees of pulmonary hypertension. Methods A total of 160 patients with large atrial septal defect and different
degrees of pulmonary hypertension from January 2010 to August 2012 were retrospectively analyzed. The age of the patients
ranged from 4 to 16 (mean 9. 7 £ 2. 1) months old, and the weight ranged from 3.5 to 8. 3 (mean 6. 9+ 2. 1) kg. The
participants were divided into three groups: atrial septal defect without pulmonary artery hypertension (control group, n=41) ;
atrial septal defect with pulmonary artery hypertension, but not to a severe degree (A group, n=76); and atrial septal defect
with severe pulmonary artery hypertension (B group, n=43). The plasma CF6 levels were determined and compared by
radioimmunoassay between different groups; the relation of CF6 levels with degree of pulmonary artery hypertension was
analyzed. Results The plasma CF6 level was (198.5%43.7) pg/mL in the control group, (167.7489.8) pg/mL in A group,
and (304.4+80.7) pg/mL in B group, showing no significant difference between control group and A group (P>>0.05), but
with that in B group being significantly higher than those of control group and A group (P<C0.01). We also found that the ratio
of systolic pulmonary artery pressure to systolic blood pressure was positively correlated with plasma level of CF6 in atrial septal
defect children with severe pulmonary artery hypertension (r=0. 781, P <C0. 01). Conclusion The plasma CF6 level is
obviously increased in children with large atrial septal defect and severe pulmonary artery hypertension. CF6 may be one of the
reasons for severe pulmonary artery hypertension.
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IR T 6 (CF6) & =B MR IR (ATP) & il B8 3 4. ASD K& JF Il 3h bk m 5 & 41 6k
A — AN BT, LR N R RE AL S R, XL ASD A Il Bl ks TR A R 3k 21 5 il 3h bk
CF6 BRAFAE T 4 Fl 4 il i 2o R AR h Ab i nl I m RS 76 1 A 41, ASD & I 55 B2 fili ) ik = TR 3%
P2 4l (vascular endothelial cell, VEC) 43S H 43 Bih B4L, Wi BEHERATAR B OB R4, (H 2
A LA O — YU B0 R T ) SR R S B, B R IR ORI AR gy b 18 5 (i BRAH 2 i, A 21
AT E IR ERS . ARBE I E AT E KRR 6 6B AL 10 6 PR AR e g E A TR FAE A
Bedil (atrial septal defect, ASD) B IFAR BN 2 % (CU) , BIRITIFF# FAT T RIGIT .
Jik s K LI T CF6 K F 383 CF6 #EE K ASD 1.2 3 CF16 A&l ®  AR§i2as I8 R BE# Ik i 2
A 91 Bl Bh ks R B B i AR B R T BE ml B TS WK EF (500 TU/mL) 9 EDTA-K.
F14) 9 3L A R S (1 mg/mI) WA IS IR 2] .4°C 3 000 r/min (5
A2 M 15 em) B0 10 min, 2085 113, F —80°C %
FERE R, o DN RE AR 22 R AL IS, FH RS e % 1 )
L1 s ARFTH  HEEC2010 4F 1 HE 2012 4F 8 H CF16 &, BARS BHGAH & W B #E. A CF6
TIREEAE B LI A WA E K ASD BIL U %9 38570 & B 5% B Phoenix Pharmaceuti Cals
160 ), Hevh B 4 72 ) e 88 i, A 4~16 4 Inc. 324, 1C0 4 8 pg/8  HURIX N 10~100 pg/4,
HF¥ .72, DAH K& 3.5~8. 3 kg, P BARFTIREE 1 pg/4 LA 5 RE<5%0, it N A2
(6.942.1) kg; ASD K/NHH 55 U /R SR8 L AZ) S RE<<4%., CF6 ZwkEdiik 5 A\ CF6 58 X I
16.4~32. 1 mm, F#(28. 14+4. 9 mm, HAFRHE:  HHH 1% 2%, S ANEER 1 .MEEKEIL.C
(DAFB<I8 D H s (O BTE <10 kg; (HBA LB BIBIRK 22 FXH I LR, M Wallac1470 A y
FIK A K ASD; (D SEMEOE UIZEm A or i PHEOO e i o 140, AR 45 300 & i T3 CF 16
F LTI KA A T A R S O A (O HE i
BrHA e R OIER . A BILRFfGBA O 1.3 %it$FL4® KA SPSS 13. 0 4741
PR A OB B3 X s I TARSMERR BT E 0 Fr dH SR L o £ s R, 2 0] bE 3R 9
T I il B B L BN K TR B2 WIS 2007 ST REAR ¢ KGR L BUAS B A S S0 BT SR ] Pearson 25 4%
AR Bh ok R O AR 12 W SR T B R SE ORI E MHOGHE. KK HE (o) R 0. 05,
Joy ot WE R B 42 R il Bh Bk 0 45 K > 30 mmHg
(1 mmHg= 0. 133 kPa) A1 () i *F ¥ 3 ik
JE=>25 mmHg ARG OB R AR AMER AT B 2.1 BOUAATH W3 1 R, 3 4B LTEE IR
S5O s Dk TR/ i RO b >0, 75 B MRS K T & R ASD RN 5 TE 22 O S R
Jifi s bk s L ¥ 160 B LAREE B IRt sl bk @ . L(P>0.05).

1 FERMTGE

F1 =4 ASD BILETIERLER
Tab 1 Comparison of data among the three groups of ASD children

. i Male/female Age Weight Atrial scptal , _LFG -
Group N iy /month. s ke Tt defect size o/ (pg+ mL™1),
vn / » 7Kg, T l/mm, x+s Tts
Control 41 19/22 9.744.1 6.8+2.5 28.0+5.12 198.5+43.7
Group A 76 40/36 9.7+1.3 6.9+1.1 28.1+4.07 167.7+89.8
Group B 43 13/30 9.6+2.7 6.74+3.3 28.1+4.02 304.4480. 7

ASD: Atrial septal defect; CF6. Coupling factor 6. Control: Atrial septal defect without pulmonary artery hypertension;
Group A Atrial septal defect with pulmonary artery hypertension, but not to a severe degree; Group B: Atrial septal defect

with severe pulmonary artery hypertension. * P<C0. 05 vs control group
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2.2 CF6 mE£R Wk 1 From., B4 5
CF6 &0 (198. 5+43.7) pg/mL,A 4l CF6 )+
O (167. 7+£89. 9) pg/mL.B 4 CF6 & & K
(304, 47480.7) pg/mL, XI5 A H2ZEZERT
Gt L (P>0.05),B 4l CF6 & & Xt 18 41 fn
AT R ZFAHSEFE L (P<0.0D),

2.3 ASD A} EEMAIEGELE P CF6 A5
B9k F MR 1 BT, OBl S ko i R L 3 ik
W 26 R /i FE MR B A5 i R CF6 /Y 75 B 5L 1E A
XKFER(r=0.781, P<<0.01),
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Fig 1 Association of sPAP/sBP ratio with
plasma CF6 level in ASD children with
severe pulmonary artery hypertension
sPAP: Systolic pulmonary artery pressure; sBP. Systolic

blood pressure; CF6; Coupling factor 6
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FERMECIER B R ASD & I il 2h ik & e L 3L
TG SE RO R K R 1 45 AN B B ARG O
il s ok 25 1) LK ASD S T A AR X6 28 R IE L Ry S
RIT . S RO WE B R B vA TR
BLEs , SO TR 05 58 38, 7 AR 43 % 5 KA 0 B
i LK ASD A& I it 3 ok i He 19 4 s AL, LA ARSIE T
R4, s B F IR e m)E., MLEXR
ASD JEFRHE R, 17 kg H B ER KT 28
mm, 12 kg F P H 2 KT 24 mm" ™, A 455

LY B ol (6. 9412, 1) kg, M B B4R N
(28.1£4.9) mm, G E K ASD,

CF6 & Osanai %™ § WO JR & ¥ 5 i He /)
B JFF LB 25 A 2 e i ) — b RE 10 7 i 4 36 3R 2
(prostacyclin 2, PGI2) & LA 1% P9 5T, HA 2L
W 45 1M RN . CF6 R 76 DR SR AL AL , & 2k ki
& ATP & U0 — A5, 2l VEC B CA I
W5 VEC MBS ATP & Ul g W3 % 4. 5 50
WL, N5 VEC Z4#., A5l CF6 LA
8 BRI 28R 7 2™ AR i A Tk ) T A T I AR ) 2
RORE i a4 ) 3% PGI2 K H AT A W R A8 2R DU 4
B2, 25 VEC TIRE AL R ol 1 2 Fos 3 4
PR R BFSE s L I I TP T A O — P U
PE PGI2 A= 530 il 9wk J& CF6' ., CF6 B A I
6 B Ji5 410 0 5 i I A2 4 3 L O/ JB B A A= DU 97
W2 1 BRI, M T S 0 PGI2 44 1, LA 5 21 A0 1 4%
Wi v Osanai 585 HiRIE CF6 & 6 1) i
% Fla (6-ketoprostaglandin Fla,6-keto-PGF1q) ME
— M IR L AT RE S S T sh bk s TE B
B RE . ARTLER R R B, ASD & G I il 2 ik =
BILE ASD A I il 3 bk & He 5 o ik 21 50 R i 3l ik
BB L M h CF6 M & 22 R Eg it = E X
(P>0.05), 1M ASD 4 Jf 5 Ji& fili 2l bk = J& 28 L 1 2%
i CF6 & it B W 3% in (P <<0. 01). %34 Tanaka
U R I, CF6 3 i i AR ik B 3% 35 0y =X 5 B4t i vy
P — AL A T (NOS) 0 57 2 1 58 22 | [ it
Ul L A A R P HE R R ) P R AR — A Ak A
(NO)Y G R, BN B i A W 58 8 i /Al 3 Ak B
NOS 5 fili 2l bk &5 Fe (9 T2 B 2 67 A 26 56 R 1, A
S8R ASD 4 Jf 5 B il 3l bk & R 4 AR L i 3
CF6 17 i 55 A [l A2 82 i s ok i e 22 ] 522 1 AH 26 56
F(r=0.781) ,$&78 CF6 7] fE -t J2& fili 2 bk = & % 1
MEZEKNERZ —,

4 FEmHR
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