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Summary As a rare hereditary disease, catecholaminergic polymorphous ventricular tachycardia (CPVT) is
considered as a major cause of sudden unexpected cardiac death. Amount of research have reveal that the gene mu-
tations of Ryanodine receptor 2 (RyR2) was recognized as a part of the pathophysiology of CPVT. The RyR2,a
Ca’" release channel on the sarcoplasmic reticulum, plays a key role in the event of spontaneous Ca’" leakage and
sequential cardiac disease,even heart failure and sudden cardiac death, which was mainly due to the abnormal regu-
lation and structural modifications of RyR2. In the present article, we present an overview of the advances in the

gene mutations of RyR2 in CPVT and discuss the implications of the findings for CPVT therapy and forensic diag-
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nosis.
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T wave memory after a pacemaker implantation:a case report
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Summary Cardiac memory is a unique phenomenon of electrical remodeling characterized by marked diffuse

T-wave inversions (TWD that can be misdiagnosed as myocardial ischemia. Misdiagnosis of cardiac memory can be

easily result in unnecessary diagnostic investigations or therapeutic interventions. We report a case of T wave mem-

ory after a pacemaker implantation in acute inferior myocardial infarction.

Key words

1 f=EHHER

BELHT6 %, WU 3 h” ABE, ABEHET
3 WA A B B 58 S B 9 RS AN W L B 2R
ik ANFRBEQFR . ABERKE (R 35. 8°C, k4
32 YK /min, I’ 23 YK /min, Ifil. & 100/60 mmHg
(1 mmHg=0. 133 kPa) , 2R , 44 5w B, XUl
S N S BRI TAL 2 a7 N NPT € 55 SPTI
232 I/ min, 1§ K, JC R R B kR LR T R
fih B B B AEAE R B B A S, O E R

"R FEFPHELASERSIES T ALFR 1022000
BAZHEH . %) E45 ,E-mai _L1u>hdnwe1135l356163. com

T wave memory; pacemaker implantation;electrocardial vector

SO, S EEMA. T .aVF S8 ST B
e, 2B NUSEN 1(TnDO0. 42 pg/L, TALH
A B R A7 D = AR L MR 70 I /min,
ARHEAERBRKSEZE. 7412 CAGHPCL AR, R
AT LA R B0 ok Gt ko Hh BE R 3z 3t 52 4 1] % . TMI
ML 0 K. 25 FEAYK IR AU ML 45 Sk A e ok ik ok I
WA K (B 1D . BEARSE IR B 54T 0 B E R
AL, AEDRERM(E 2,

AR S KOTSRS A I B R A B A
O B R SEE OB A R S R, LI
aVE Vi, BT EE (K3 .k H R RE & O

(9] SRakyy. B VO mRH Mg e Z )], 16RO
I8 4% 7 ,2015,31(11) : 1141 —11486.

[10] Venetucci L, Denegri M, Napolitano C,et al. Inherited
calcium channelopathies in the pathophysiology of ar-
rhythmias[ ] ]. Nat Rev Cardiol, 2012, 9(10): 561 —
571.

[11] Priori SG,Chen SR. Inherited dysfunction of sarcopi-
asmic reticulum Ca®" handling and arrhythmogenesis
[J]. Circ Res,2011,108(7):871—883.

Zhao YT, Valdivia CR, Gurrola GB, et al. Arrhythmo-
genic mechanisms in ryanodine receptor channelopa-

thies[ ] ]. Sci China Life Sci,2015,58(1) :54—58.

Priori SG, Napolitano C. Cardiac and skeletal muscle

[12]

[13]
disorders caused by mutations in the intracellular Ca~
(2+) release channels[J]. J Clin Invest, 2005, 115

(8):2033—2038.

Meli AC, Refaat MM, Dura M, et al. A novel ryanod-

ine receptor mutation linked to sudden death increases

[14]

sensitivity to cytosolic calcium[]J]. Circ Res,2011,109
(3):281—290.
Leren IS, Saberniak J, Majid E,et al.

the incidence and severity of ventricular arrhythmias

Nadolol decreases

[15]
during exercise stress testing compared with betal-se-
lective beta-blockers in patients with catecholaminer-
gic polymorphic ventricular tachycardia [ J]. Heart
Rhythm,2016,13(2) :433—440.

[16] Bannister ML, Thomas NL, Sikkel MB, et al. The
mechanism of flecainide action in CPVT does not in-
volve a direct effect on RyR2[J]. Circ Res,2015,116
(8):1324—1335.

[17] Thevis M, Schianzer W. Analytical approaches for the

detection of emerging therapeutics and non-approved

drugs in human doping controls[J]. ] Pham Biomed

Anal,2014,101:66—83.

ClkA% 8 #1:2017-11-01)



