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PL, K Akt 5.0 FEERZI BE HMEMAREE XXM

TRAE M B AKA Kk B OEREF KRTK

m OE BH OB W R L P BEIE BELEE 3 - B (posphoinositide 3 - kinase, P1,K) (25 1 #/ B( protein kinase
B, Akt) BRIk, IF4 0T H 5.0 B g &0 LA S ROR 5 2R ARG, AiE S BRI 2019 4E 1 H ~ 2020 4 11 Hmﬂ;iﬁlzi
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P 5. feke o A G 11 0 P T 2 0 Ay 5 A0 R 010 B R G 25 120 311 kg o R, SR FH Tt I B 932 1R BfF 30 3 ( enzyme linked immunosorbent

assay, ELISA ) Kl 37 38 3 1L 2% ' P1,K Akt 7K - ; Western blot 32 K I 41 Ji IfiL % 4% 41 ifE ( peripheral blood mononuclear cells, PBMCs)
MR AL PLK Akt 2 [ 335K, X AR JF B H AT R 11,21 20,42 A H BBETT , 2087 & 0778 0 B 87 3 535 vh & 5 LA 55 49314 Bl
RIEEEHFEENL, R ELISA K455 B/R, SCs dl frm %% P1LK Akt K 5 35 & T X BRAL (P <0.01) . Western blot 46
M2l FWoR LA B RR L PLK Akt B (R A KCF ST RAH R T ABE, ZFHLI¥E (P <0.01) , FWBRIL PLK,
Akt B R IR KT AE O B 8 8l 838 vh (9 3R 35 2 BRI Y 5 5 5030 Al R 5 R B R LB L3 PLK Akt W3R, 5 R 41584 B 1B e AIX
(P<0.001), &i& OHEWINESE KIEUIFIHEBMAGWE R RS PLK/ A 1558 R IE T A X,
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Correlation of PI; K, Akt and Recurrence in Patients with Atrial Fibrillation after Radiofrequency Ablation. XI/NG Budian, WEI Ting,
LENG Junjie, et al. The First Affiliated Hospital of Bengbu Medical College, Anhui 233000, China

Abstract Objective  To investigate the expression of posphoinositide 3 — kinase (PI,K) and protein kinase B( Akt) in plasma of
patients with atrial fibrillation, and to analyze the correlation between the expression of them and the incidence of atrial fibrillation and the
recurrence of radiofrequency ablation. Methods A total of 145 patients with atrial fibrillation who were admitted to the First Affiliated
Hospital of Bengbu Medical College from January 2019 to November 2020 and received radiofofency ablation for the first time were selected
as the experimental group, 120 patients who underwent physical examination at the First Affiliated Hospital of Bengbu Medical College
during the same period were selected as the control group. The expression levels of PI,K and Akt in plasma were detected by enzyme
linked immunosorbent assay (ELISA). the protein expression levels of phosphorylation PI,K and Akt in peripheral blood mononuclear
cells (PBMCs) were detected by Western blot. Patients were followed up for (11.21 +0.42) months after surgery, to analyze the signifi-
cance in patients with atrial fibrillation and their recurrence after radiofrequency ablation. Results ELISA results showed that the levels
of PI,K and Akt in plasma in experimental group were significantly higher than those in the control group (P <0.01). Western blot test
results showed that the protein expression levels of phosphorylation PI,Kand Akt in the experimental group were significantly lower than
those in the control group, and there were significant differences between the two groups (P <0.01), indicating that the protein expres-
sion levels of phosphorylation PI,K and Akt were decreased in patients with atrial fibrillation. Compared with plasma P1,K and Akt in pa-
tients in the non — recurrent group after radiofrequency ablation, plasma PI,K and Akt were significantly decreased in the recurrent group,
(P <0.001). Conclusion The occurrence, development and recurrence of atrial fibrillation after radiofrequency ablation may be related
to the down — regulation expression of PI,K/Akt signaling pathway.
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ter, LAD) | 2.0 & 4 Ml 43 %X ( left ventricular ejection
fraction, LVEF ) 2 [H] B9 AH 5 5, i 2 — 25 £ 3
PL K/ Akt {5538 B 7E AF & P A SCPEH
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1. AR . B B2 1k PLK BUik (585 . 17366, 3%
E CST A#]) Rk Akt PLIK (525 :4060, 35 [# CST
v H)) F B - actin HUiK (5545 .8457 , 35 F CST A H)) 5
ELISA £ I i€ 7 & : HumanPL,K ( 4% 5. YX -
160914H, BRI GA YR AR A A Akt (575 .
YX -011120H, P AM R A RAF)
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G ANEBEHEEMNGRZN R T RRMBEE
P R (o e S S AR | AR A G (o e S R A
2019KY023) .

3.7 (1) BEAS UE A . B LS 50 20 R i B X R
240 # KM 10m], & TR g be sl g 1, 2h W
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1. 3232 I IR R L3 R A B 0}, 52 1l 3 7
JFEDIRe A LT bn LR, Z F G IH =B X (P >
0.05) ,%iX# LAD \LVEF /&0 % &F 5K R A 42 (left
ventricular end — diastolic diameter, LVDd) UL Jt 2.0 &
o] ol 4 o 2R ( shortening rate of left ventricular short ax-
is, LVFS) le# , 2 R A G 2#E X (P <0.05,% 1),

2. &M Z IR MM P PLK Akt (A S
A5, ELISA Kol 25 58 Won |, SC5G 40 i 2% v PLK Akt &
KRR T X B4, 22 S A 41t 2# 8 L (P <0.05,
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3. P4l PBMCs H Bz 16 PLK DL & Akt 8 3R
IR IK A S 4H W R AL PILK (0. 51 £0.07mU/L) |, Akt
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x1 FAHEREZZIRLER (%) ,x=5] %2 W4HPBMC # PLK Akt KFELLB (2 +5)
W H X 2] S P 2 31 PL,K(mU/L) Akt(ng/ml)
() 63.20 +11.28 64.60 +11.07 0.349 Xt MR 2 179.54 +81.16 12.11 £7.73
Wk Lok 67/53 69/76 0.118 S 111.96 +40.78 8.47 £2.70
5 1R 55(45.83) 67(46.21) 0.750 P <0.01 <0.01
VIR IR 31(25.83) 45(31.03) 0.351
W% i sl 38(31.67) 55(37.93) 0.288 . )
; S %55 Yo BB 4 A
TR 41(34.17) 43(29.66) 0.432 (0.72 £0. 09ng/ml) [ 3% 1k K ¥ Bk 41 2 1k
BMI(kg/m?*) 23.19£2.12 24.16+1.78 0.356 PLLK(0.97 +0.18mU/L) ,Akt(1.13 0. 09ng/ml) &
RBC( x10°/L) 4.66 £0.48 4.57 +0.65 0.387 Tl 2 RAG%E L (P<0.01,K 1),
WBC( x10°/L) 5.79 £1.29 5.96 £1.17 0.095 . .
S U 4 ! = N
ALT(U/L) 23.41 +6.89 23.52+8.86 0.40 4. S AL AR PLK Akt 5 LAP\LVEF )
AST(U/L) 24.85 +9.01 26.48 +8.38 0.24 AT . Pearson AH S PEAS B0 45 3 7R, AF B
HDL( mmol/L) 1.17 £0.31 1.11 £0.25 0.26 M PLK 5 LAD =[] 2 W 3 A 06 (r = - 0. 549,
LDL( mmol/L) 1.81 £0.50 1.87 £0.68 0.73 E S B F S £ N _
Ser( wmmol/L) 59.48 £8.32 61.72 £11.18 0.15 P <0.001), Akt 55 LAD ZWIE%)‘ *ﬁ?i(r B
LAD (mm) 31.89 +4.94 39.64 £9.91 0.00 -0.641,P <0.001); PLLK 5 LVEF Z[a] 2 & 3 1EAH
LVDd(mm) 46.55 +4.89 49.93 +7.67 0.00 F(r=0.565,P <0.001),Akt 5 LVEF Z[d] & i &
LVEF 58.50 +4.84 50.46 +8.67 0.00 EMIX (r=0.463,P <0.001) .
LVFS 31.32+3.89 28.49 +7.26 0.00

BMI. {& & 5 % ; RBC. ZL 40 Ml 1140 ; WBC. 40 ML 11450 ALT. 5%
i S LR RS il 5 AST. R 1) & &0 MR & 3k % B Wi ; HDL. & %5 B e 2 115
LDL. &% & 15 2 11 ; Ser. MLULET ; LAD. 2.0 B3Rl JE 42 ; LVD. 720 &
SRR AR LVEF. 7.0 %8 5 ML 43 %505 LVEFS. 6.0 % 5 il 4 5 %
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KN, HREME PLK Akt KPR T RE LKA, %
SAGEIFEL(P ¥ < 0.001); 8 %4l LAD & F
KEERMN, ZFAEHITFEX(P<0.001,%3), X
TRARNFBRE UERELEEE R N ZE, LIEK3
FRTEAE 22 S 128 B (PLK Akt \LAD) My s &, B i —
JC Logistic [FF50#7, .78 PLK(OR = 1.478, 95% CI.
1.098 ~2.021, P =0.002) ,Akt(OR =1.072,95% CI;

®3 SEHMEMAREMABXERBEER (v xs)

4 51 PI,K(mU/L) Akt(ng/ml) LAD (mm)

KERM  151.99 +45.72 9.39+2.32 34.40 +5.84

"2EA 110.63 £44.25 6.60 +3.10 44.64 £11.78
P <0.001 <0.001 <0.001
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1.027 ~1.136, P =0.004) .LAD(OR =1.179, 95%
CI.1.070 ~1.346, P =0.010) & AF RJ5 & & M1
fERHER(F4),

R4 AF RFEE% EEZE_T Logistic B35

i H OR(95% CI) P

PL,K 1.478(1.098 ~2.021) 0. 002
Akt 1.072(1.027 ~1.136) 0. 004
LAD 1.179(1.070 ~1.346) 0.010
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S0 WUEF de b 1) J7 2XAR A0 s T AL, SR 5 & T AF
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