-y —
BB AE 2013431 2% 3N *1E =1
ﬁ{i{ﬁfiy&,b =1 E*&ﬁfi , ﬂﬁﬁ}(d‘i‘l’ﬁ;,[‘\ @95 ”rr_ﬁ’ [Y) i electrocardiographic manifestations of the long — QT syndrome [ J].

Uﬂu%ﬁﬁ\ﬁ Circulation, 1998, 98(18) :1928 - 1936

8  Antzelevitch C, Oliva A. Amplification of spatial dispersion of repo-

ZE FrR Ok R QTd . QTed K Te — Te B
b B 2 T S 0 A K R R A Y TG A M L H A A

larization underlies sudden cardiac death associated with catecholamin-

ergic polymorphic VT, long QT, short QT and Brugada syndromes

b, BT Ay L 10 B R — R E B9 S B, 5 QTd, QTed [1].] Intern Med, 2006, 259(1) :48 — 58
H:ii Tp —Te I}ﬂ/ﬂ;}a“g %Eﬁ%i&}i [N E@E*&ﬁ%ﬁ , 9 Xia Y, Liang Y, Kongstad O, et al. T peak — tend interval as an in-
E?ﬁ{muﬁ ﬁ L @9& Eﬁ)‘i EI/J *El *T t[:jj% %IJ 2 él Te — dex of global dispersion of ventricular repolarization: evaluations using

monophasic action potential mapping of the epi — and endocardium in

swine[ J]. J Interv Card Electrophysiol, 2005, 14(2) .79 - 87

Te > 148ms W], B AR R BT B 7

&% ik 10 Castro HJI, Antzelevitch C, Tornes BF, et al. T peak — tend and T
1 Roche BM, Kijtawornrat A, Robert L, et al. Relationship between pro- peak —tend dispersion as risk factors for ventricular tachycardia/ven-
longation of QTc and prolongation of the peak of T(Tp) to the end of T tricular fibrillation in patients with the Brugada syndrome[J]. J Am
(Te)[J]. J Pharmacol Toxicol Methods, 2005,52(1) :178 — 181 Coll Cardiol, 2006, 47(9) :1828 - 1834
2 Hitender J, Avasthi R. Correlation between dispersion of repolariza- 11 Xia Y, Liang Y, Kongstad O, et al. T peak - tend interval as an index
tion ( QT dispersion) and ventricular ectopic beat frequency in patients of global dispersion of ventricular repolarization: evaluations using
with acute myocardial infarction:a marker for risk of arrhythmogene- monophasic action potential mapping of the epi and endocardium in
sis? [ J]. International Journal of Cardiology, 2004, 93.69 —73 swine[ J]. J Interv Card Electrophysiol, 2005, 14(2) :79 -87
3 Yan GX,Wu Y, Liu T,et al. Phase 2 early after depolarizaton as a 12 Hlaing T, Dimino T, Kowey PR, et al. ECG repolarization waves:
trigger of polymorphic ventrieular tachycardia in aequired long QT syn- their genesis and clinical implications [ J]. Ann Noninvasive Electro-
drome[ J]. Circulation, 2001, 103.2851 cardiol, 2005,10(2) :211 -223
4 Di Diego JM, Belardinelli L, Antzeleviteh C. Cisapride - induced 13 Antzelevitch C, Sicouri S, Di diego JM, et al. Does T peak - tend
transmural dispersion of repolarization and torsade de pointes in the provide an index of transmural dispersion of repolarization? [ J].
canine left ventrieular wedge preparation during epicardial stimulation Heart Rhythm, 2007, 4(8) :1114 - 1116
[J]. Circulation, 2003, 108(8) ;1027 — 1033 14 Hx AL, T W A0 Az BEAL I S H 4 [T ] o0
5 BRYE, M ER, Tl H, % 2 R A 0 LB 0 R T2 i1 ,2010,31(4) :497 - 500
WA — PR [T]. 022 ,2003,22(1) 18 - 20 15 BRIGEH] M A 3r, XRG4 20O URBESE T g — 5K (] 39 69 I
6 R I AR A, () MR S P LB 5 B B U B PR LT PR L B 2 2010, 4(26) 1275 —277
W SEH TS ], RO HER 2 2R ,2002,6(5) 1285 - 288 CHchis H 391 :2012 - 08 ~17)
7  Yan GX, Antzelevitch C. Cellular basis for the normal T wave and the (&1 H 1 :2012 - 08 -27)

EffnmERELBILRGAREE
IKEBEZEERZSESHR

Ruerr A % BN nRE

# E BN HRUAOIAR AR REORZE (KIR) ILE 285 NE 4K (HCMV) B2 B AFAE XK, FiE
K H PCR 754 5 ¥ 51 %) (PCR — SSP) Jr 4 Wl 76 {51 L 410 A 5 7 Jk 4 8 LN 96 B 1E % X MR KIR BN 280, &R &L
20 KIR2DS1 KIR2DS2 \KIR2DSS5 J [ 45 % 1 35 i T~ f Je % B4 (® = 9. 145, P =0. 002;)° =15.167,P =0. 000;y" =4. 611,P =
0.032) ; HAv 4 KIR B [543 5% 5 % B4 LA, 2 R AT L (P ¥ >0.05) . BHA 3 45k 3 AL R dE KIR 5 K 1A~k
EBILA T Y 63.16% ,fEXTIEZ d (5 32.29% , % R EG ¥ L ()Y =16.273,P =0.000) . #i¢ KIR ZEE L A5 HCMV
SR A CHR AL M KIR B[R H 16 2 vl fig & HCMV IR 5 BRI R Z —.

KR RUMBeEkEONEZEK BRZEE AEHMKNR

FELTE RN TR R 3 E (Y20100107 )
3 B 2325027 RN BE 2% B B R 55 05 B K e Bt
WIRMEE S BERE , B T[54 : 2xq@ wzhealth. com

.97 .



J Med Res,Mar 2013 ,Vol. 42 No.3

Association of Killer Cell Inmunoglobulin Like Receptor ( KIR) Gene Polymorphism with Human Cytomegalovirus Infection in Children.
Chen Xiaoqing ,Yu Jian, Ge Haifeng ,Zheng Xiaoqun. The Second Affiliated Hospital of Wenzhou Medical College, Zhejiang 325027 ,China

Abstract Objective To investigation whether the killer cell immunoglobulin like receptor ( KIR) gene polymorphism is associated
with human cytomegalovirus( HCMV ) infection. Methods Seventy six children infected with HCMV and 96 normal controls were en-
rolled to detect the KIR gene by PCR — SSP. Results The gene frequencies of KIR2DS1,KIR2DS2,KIR2DS5 were significantly higher in
children infected with HCMV than in the healthy controls()(2 =9.145,P =0. 002 3X2 =15.167,P =0. 000 ;)(2 =4.611,P =0.032). The

rest of the gene frequencies was found to have no statistically significantly difference compared with healthy controls(P >0.05). Individu-

als who possessed three or more than three activating KIR genes were more patients than control subjects (63.16% vs 32.29% ,respec-

tively, y* =16.273,P =0.000). Conclusion
KIR genes may be onset of the genetic factor.
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