BRI el 2016 4E 9 H545 % 49 W)

e B

X 3 R ST R AR 19 52 R L BB AN A AR T R T AT
25 3 B HT B AR I 8] A T A 5T SR TR HRV 23 #r
AHE 3 BT Smin I B, 7T AE Xk LUK i) S i A L 1] 1A
NS e S 2R LR oY F

FI 3 i 2 28 0 0 = BT i e 4 10 AR FH A T RS
B B A A R 3 R B T BE (AN LR AR o 2 0
RIS ) Rk — 2 B WY, H H ia] LT, R &
PSR 19 % A 50 R BA R E AR G, P2
SR AL R PR 5 1 ST AT AR A0S 22 A ] Y
VT T 0 RGN I AR 2 i Z I g0 =
W ETWc s G B — 2 AR S0 o Bl T
FRIGPRIT T e i) 5 PRI ATUACAR L B 32 MR BEL 7R AT RE ST
RO A T 3R G I B & ) s PRI T UAC A4, L A
1o W — B A AR T8), 6 e PR L ) S5 0031 Rl I O A R N
fif o AR R S PR 3R AT R LA A i i
VR T M 2 4 D7 018 0 SR AT BRI 300 i A
(AU , S S5 000 1 Tl 3 97 B (3L )

5% ik

1 Zimmermann M. Sympathovagal balance prior to onset of repetitive

monomorphic idiopathic ventricular tachycardia [ J].

Electrophysiol ,2005,28 ( Suppl 1) :163 - 167

Pacing Clin

2 Yoshida A, Inoue T, Ohnishi Y, et al. Heart rate variability before
spontaneous episodes of ventricular tachycardia originating from right
ventricular outflow tract in patients without organic heart disease [ J].
Jpn Cire J,1998,62(10) :745 — 749

3 Hasdemir C, Alp A, Aydin M, et al. Human model simulating right
ventricular outflow tract tachycardia by high — frequency stimulation in
the left pulmonary artery: autonomics and idiopathic ventricular ar-

thythmias [ J]. J Cardiovasc Electrophysiol ,2009,20(7) :759 - 763

13

Hachiya H, Aonuma K, Yamauchi Y, et al. Edrophonium — induced
right ventricular outflow tract tachycardia [ J]. Pacing Clin Electro-
physiol ,2005,28 (Suppl 1) :158 — 162

Physick — Sheard PW, McGurrin MK. Ventricular arrhythmias during
race recovery in standardbred racehorses and associations with auto-
nomic activity [J]. J Vet Intern Med,2010,24(5) ;1158 - 1166
Kanei Y, Friedman M, Ogawa N, et al. Frequent premature ventricu-
lar complexes originating from the right ventricular outflow tract are as-
sociated with left ventricular dysfunction [ J]. Ann Noninvasive Elec-
trocardiol ,2008 ,13 (1) :81 -85

Task Force of the European Society of Cardiology and the North Ameri-
can Society of Pacing and Electrophysiology. Heart rate variability:
standards of measurement, physiological interpretation and clinical
use. [J]. Circulation,1996,93(5) :1043 - 1065

Bjelakovic B, Ilic S, Chouliaras K, et al. Heart rate variability in
children with exercise — induced idiopathic ventricular arrhythmias
[J]. Pediatr Cardiol ,2010,31(2) :188 — 194

Stec S, Sikorska A, Zaborska B, et al. Benign symptomatic prema-
ture ventricular complexes: short — and long — term efficacy of antiar-
thythmic drugs and radiofrequency ablation [ J]. Kardiol Pol,2012,
70(4) :351 -358

Markowitz SM, Lerman BB. Mechanisms of focal ventricular tachycar-
Heart Rhythm,2009,6 ( Suppl 8) :S81 -85
PRIBIZR. SO HER 2 [ M. 4 B B B IERb A H0R ikt , 2007
Chang PC, Hsieh YC, Hsueh CH, et al. Apamin induces early after-

dia in humans [J].

depolarizations and torsades de pointes ventricular arrhythmia from
failing rabbit ventricles exhibiting secondary rises in intracellular cal-
cium [J]. Heart Rhythm,2013,10(10) ;1516 — 1524
Weiss JN, Garfinkel A, Karagueuzian HS, et al. Early afterdepolar-
Heart Rhythm,2010,7 (12) :
(& H 391 :2016 — 02 - 08)

(& 19 H #1:2016 - 02 -20)

izations and cardiac arrhythmias [ J].

1891 - 1899

TRAF6 #1 IFN - A\R1 B E A ERZEZ XT3
IFN -\l 15 S 1@ FE A 22 M

RIRL &

Py
S

X A A

B ok wEA

# E BH W5 IFN - N1 il NF - «B #36 F1 TRAF6 #i il ISRE $4IG A9 FHLE . A% FIRHAMRE 3% Mg %
eI VTYE .SDS - PAGE % Western blot 2875 B4 IFN — A1 Xf TRAF6 32 21k, I %I 2 % $: i TRAF6 %} IFN — N1 A 32 /A& IFN —

FEGTUH < K A ARFLA L4 BB H (81372354,81302186) ;b 50T A SRR 2 55 4 T By 01 H (7132034 ) 5 25 49y 15 HI B4 6k b 50 52 6 28 4 4 W )
Tt H (56 [2013]133 45 ) s b mt T TAR R G0 J2 R A BOR A A 15 35 310 (2013 -2 - 018) 5 AL 50T i 22 S0 BHBF 58 7 G187 3 4 % By i B (7 7%

4 -2014 - 003)

YEE BAAL 1100050 5 AR B2 R 2% BHE Hb 50 K32 B e /b 5T 4 28 S0 RLOF 58 BT A o 988 9F 5 v o0 (IR AR SC K 805 X AR A ) 5100005

Jent,

FE] B 27 ) 2% o B At 2 F 9 T/ 3 0 R 2 B 2 i b ot I R IR 2% o B il 2% B 5 2 0 F AR W 2 R R S 3 2 (TR AR S0 M I DR D5 (BRI B SR
WIREE B, BT {546 :hbr541@ 163. com, liufushengs@ hotmail. com

.43 .



e B

J Med Res,Sep 2016, Vol. 45 No.9

AR Z RALHITEH . &R
ART 517 % K63 fi i 4 & . &k
TRAF6 fgiZz Ak IFN — NR1, AT 01 ISRE #9380
X4 IFN-\ IFN-ARl TRAF6 NF-«B ISRE
HESES RT3 -36 XHEARIREE A

Molecular Mechnism of the Respective Inhibition Effect of IFN — Al to NF — kB and TRAF6 to ISRE.

IFN - A1 241 TRAF6 (1) B &2 %4k, TRAF6 G317 Z 4k 2 & IFN — AR1, 3 H. IFN - A1 288 fj1 IFN —
IFN = N1 #0 ] T NF - «B 09 3806 09 J2 B J& IFN — N1 BB % 3 ] TRA¥6 19 [ Bz £ 1k,

DOI 10.11969/j. issn. 1673-548X.2016.09.012

Zhang Junwen, Yang Xia, Mi Rui-

Jang, et al. Beijing Tiantan Hospital ,Capital Medical University , Beijing 100050 , China

Abstract Objective To investigate the molecular mechnism of IFN — \1 depressing the activation of NF — kB and TRAF6 inhibi-

ting the activation of ISRE. Methods Cell culture, cell transfection, immunoprecipitation and Western blot were used to check the influ-

ence of IFN — A1 in TRAF6 ubiquitination and the function of TRAF6 in IFN — AR1 ubiquitination. Results

IFN = X1 depressed the

self — ubiquitination of TRAF6 and TRAF6 can ubiquitate IFN — NR1. IFN — A1 promoted the linkage of IFN — AR1 with K63 Ub protein.

Conclusion [FN - \1 depressed the activation of NF — kB because of the decreased self — ubiquitination of TRAF6 evoked by the IFN —
N. The over — expression of TRAF6 ubiquitated the IFN — AR1, and then inhibited the following activation of ISRE.
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Relationship between Platelet to Lymphocyte Ratio and Clinical Characteristics of Acute Coronary Syndrome. Fang Zhao, Jiang Xuejun ,
Tao Bo,et al. Department of Cardiology, Renmin Hospital of Wuhan University, Hubei 430060, China

Abstract Objective To predict the association between platelet to lymphocyte ratio (PLR) and acute coronary syndrome. Meth-
ods Two hundred and sixty — three cases of coronary heart disease patients were enrolled in the stady, including 127 cases of unstable
angina (UA) patients and 136 cases of acute myocardial infarction ( AMI) patients. In the same period,53 cases of coronary angiography
negative patients were taken as the control group. Platelet and lymphocyte count was detected and PLR was calculated. Clinical data, bio-

chemical indicators, inflammatory markers and PLR with coronary artery disease of three groups were compared. Results Compared with
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