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[Abstract]  Objecitve To determine the mRNA expressions of PPARa and PPARR in peripheral blood
mononuclear cells of non-vavular hypertensive atrial fibrillation ( AF) patients and elucidate its possible role in the
pathogenesis of AF. Methods Peripheral blood samples were collected from 103 patients with hypertensive AF
(persistent AF: 55, paroxysmal AF:. 48) and 50 age-adjusted hypertension patients without AF. The mRNA
expressions of PPARa, PPARR, interleukin-6 (IL-6), and tumor necrosis factor-a ( TNF-¢) in monocytes were
detected by using a Real time polymerase chain reaction. The concentrations of high sensitive C-reactive protein
(CRP) and interleukin-1 (IL.-1) were measured by immunoenzymetric method. Results The PPARa mRNA
expression level was persistently decreased in hypertensive non-AF group, paroxysmal AF group, and persistent AF
group (1.34+0, 17,1. 09 £ 0. 23,0. 85+ 0. 22), while the difference was statistically significant (P <C0. 001;
respectively). TNF-o¢ mRNA, IL-6 mRNA, CRP and IL-1 persistently increased in hypertensive non-AF group,
paroxysmal AF group, persistent AF group, also the difference was statistically significant (P < 0. 001;
respectively). The difference of PPARB mRNA was not statistically significant between non-AF group, paroxysmal
AF group and persistent AF group. Left atrial diameter (LAD) was in positive correlation with CRP, IL.-1, IL-6
mRNA and TNF-¢ mRNA (P<C0.05). PPARe mRNA level was in negative correlation with CRP, IL-1, IL-6
mRNA and TNF-« mRNA, the correlation coefficient was —0.519, —0.532, —0.491 and —0. 528, respectively
(P<C0.05). Conclusion In hypertensive patients with AF, increased inflammatory cytokines were associated with
atrial remodeling and lead to the development of atrial fibrillation; PPARa was negatively correlated with these
inflammatory cytokines and may play a vital role in the process of atrial fibrillation development.
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MR AZ ANE , SRR RNA, Jf i 6 36918 H 3L A
JCWE T . fff | RPMIL640 ¥ 10 mL 5 & #
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20 minBLO JE AR A 4 2 BRI TR OO I
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W Bl ¥: 5-GCGTTGAACTTGACAGCAAA-3,
TNFeo F#81#:5 -CTCTCTCCCCTGGAAAGG
AC-3', FiiEBI 4 :5'-GCCAGAGGGCTGATTAGA
GA-3', IL-6 FiF51#9:5-AGGAGACTTGCCTG
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Table 1  Comparision of baseline characteristics between 3 study
groups
Variable Non-AF Paroxysmal AF Persistent AF
e (n=150) (n=48) (n=155)
Age (yr.) 68.38+8.82 64.44+11.72 65.93£10. 90

Male/female Cease (%)) 21/29 (72.4) 21/27 (77.8) 25/30 (83.3)

Heart rate (beats/min) 73.62+11.98 72.50411.99 69.55+7.72

Smoking Ccase (%)) 8(16) 6(12.5) 7(12.7)
Drinking Ccase (%)) 19(38) 21(43.8) 23(41.8)

BMI (kg/m?)
SBP (mmHg)
DBP (mmHg)

24.6842.89 24.94%2.68 24.63£2.85
123.28+£12.41 125.02+£16.10 125.2413.99
70.76£7.01  69.17+£9.48 67.64+11.31

TC (mmol/L) 4.83+0.83 4.89=+0.66 .08£1.07
LDL-C (mmol/L) 2.96+0.86 3.01£0.54 .10£0.87
HDL-C (mmol/L) 1.454+0.39 1.434+0.33 .4140.37
TG (mmol/L) 1.68+0.63 1

64.18£11.06 69.55£16.68 67.62+15.97
4.68+0. 84 4.7640.79 .694+0.61
7.42+1.33 7.39£1.18 .39+1.34

Creatinine (umol/L)
FBG (mmol/L)

5
3
1
.88+£0.84  1.89+0.83
7
4
WBC (X109/L) 7

LAD (mm) 30.14£3.16  37.35£6.13* 45.56£6.00* +
LVD (mm) 43.9444.45  42.7144.49 42.93+£4.12
EF (%) 61.52+9.81 60.60+8.83 61.49+9.49

% P<C0. 001, vs. non-AF group; # P<C0. 001, vs. paroxysmal AF;
BMI: Body mass index; SBP: Systolic blood pressure; DBP: Diastolic blood
pressure; TC:Total cholesterol; LDL-C: Low density lipoprotein cholesterol;
HDL-C: High density lipoprotein cholesterol; TG: Triglyceride; FBG: Fasting
blood glucose; WBC: White blood cell; LVD. Left ventricular diameter; EF.

Ejection fraction

% 2 PPARo.PPARP R RIEHXIEREI AEEFMLILE
Table 2 Comparision of PPARa, PPARB and inflammatory markers between 3 study groups

Variable Non-AF Paroxysmal AF PersistePt AF
(n=50) (n=48) (n=55)
PPARa mRNA 1.3440.17 1.09+0.23" 0.8540.22" %
PPARB mRNA 1.3940. 31 1.4540. 26 1.3840. 31
TNFa mRNA 0.61+£0. 20 0.85+0.17* 1.0840.23%+%
IL-6 mRNA 0.72+0. 22 0.9340.23" 1.1440.23% %
1L-1 (ng/mL) 128.81429. 96 211.194+64. 91" 334.33+83.01*#

CRP (ng/mL) 3696.10£290. 28

4169. 94287, 95~ 4904. 68£279.85* 7

* P<C0.001, vs. non-AF group; # P<C0.001, vs. paroxysmal AF
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Table 4  Correlation analysis of TNF-0 mRNA, IL-6 mRNA, IL-1

and CRP with PPARe mRNA
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Fig 2 PPARp primer melting curve (Tm=288. 85 C)

PPARa mRNA
TNF-¢ mRNA IL-1 IL-6 mRNA CRP
SCC —0.513 —0.332 —0.416 —0.606
P <20. 001 <20. 001 <20. 001 <20. 001
PCC —0.528 —0.532 —0.491 —0.519
P <0. 001 <20. 001 <0.001 <0.001

SCC: Simple correlation coefficient; PCC: Partial correlation

coefficient
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FEIE MR U L AT R T SO 2 AR PSS . R R
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PPAR-B 5 R AE K F 1 BIF 5% 245 S R # oE » i  aff —
HAE5E .

AR L FRATT Y BIF 58 A0 A7 AE — 2 09 Ja BR A s 4
o &L T J2 PPARa RH Y36 R RESE 2 UEE
F 5 3838 7K F — 25 A DU A0 5 L33 G B AR 5%
B B L 40 B 2 M R . PPARa 3 [H Ail
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