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Relation of T Wave Polarity in
Precordial Vi Lead to Right Coronary
Pathoanatomy in Inferoposterior Wall
Acute Myocardial Infarction
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Yoshiaki MIKURIYA

To test the hypothesis that right ventricular (RV) involvement may affect precordial T wave polarity,
the relationship of T wave polarity in lead V. to right coronary pathoanatomy was examined in 61 patients
with first inferoposterior wall acute myocardial infarction (AMI) due to right coronary occlusion within 5
hours of symptom onset. One hundred healthy subjects served as normal controls. The patients were
divided into two major groups based on the site of right coronary occlusion: group A (n=34) with proxi-
mal occlusion and group B (n=27) with distal occlusion. Each major group was classified into two sub-
groups according to the direction of the ST segment shift in lead V1. Group A was divided into subgroups
Al (27 patients with isoelectric or ST segment elevation) and A2 (7 patients with ST segment depression),
and group B into subgroups B1 (8 patients with isoelectric or ST segment elevation) and B2 (19 patients
with ST segment depression).

The incidence of upright T wave in lead Vi (= 0.15 mV) was higher in the patients with proximal right
coronary occlusion (70.6%) than in the controls (27%) (p<0.001) or the patients with distal right coro-
nary occlusion (18.5%) ( p<<0.001). Upright T wave occurred most frequently in subgroup Al (89%) (p
<0.001 vs controls), and least in subgroup B2 (6%) ( p<0.05 vs controls). T wave polarity agreed with
the direction of the ST segment shift in 40 of 61 AMI patients (66%) and disagreed in only one patient
2%).

An upright T wave in precordial lead Vi is common in patients with inferoposterior wall AMI due to
proximal right coronary occlusion but is rare in patients with distal occlusion. A modifying effect of
concomitant ischemic RV involvement on the precordial T wave polarity in inferoposterior wall AMI is
suggested.
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Table1 Clinical characteristics of study groups
Controls A Al A2 B B1 B2
(n=100) (n=34) (n=27) n=17) (n=27) (n=38) (n=19)
Sex (male/female) 63/35 20/14 16/11 4/3 19/8 5/3 14/5
Age (yrs) 63.5+t11.5 67.5+8.1 66.318.3 72.1+8.6 64.4£10.6 65.41+12.0 64.5+10.6
ECG records from onset (hrs) — 242+1.1 248%1.1 22112 265%1.2 2.56+1.2 269t14
Multi-vessel disease — 11(32.4%) 9(33.3%) 2(28.6%)  8(29.6%) 2(25.0%) 6(31.6%)
ECG=electrocardiogram
Table 2 T wave polarity in precordial lead Vi: Comparison between major different groups
Controls Group A Group B
= = = Controls Controls Group A
(n=100) (=34 =27 vs Group A vs Group B vs Group B

n % n % n % p value p value p value
Upright 27 27 24 70.6 5 18.5 <0.001 NS <0.001
Isoelectric 29 29 3 8.8 10 37.0 <0.02 NS <0.01
Inverted 44 44 7 20.6 12 44.5 <0.02 NS <0.05

NS =not significant
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Table3 ECG results: Comparison between controls and different subgroups of patients

Controls Al A2 B1 B2
(n=100) (n=27) n=7) (n=38) n=19)
Precordial V1 lead
T wave polarity (No.)
Upright 27(27%) 24(89%) 0 4(50%) 1( 5%)
Isoelectric 29(29%) 2( 7%) 1(14%) 3(37%) 7(37%)
Inverted 44(44%) 1( 4%) 6(86%) 1(13%) 11(58%)
ST 21 mm (No.) 10(10%) 15(56%) — 2(25%) —
Inferior limb leads
Upright T wave (No.) — 27(100%) 7(100%) 8(100%) 19(100%)
Mean of maximum
ST elevation(mm) — 343%1.52 3.98+1.71 3.32+1.98 3.67+1.81
Table4 Relationship between T wave polarity and ST segment
shift in lead V1 in patients with inferoposterior myo- e %=

cardial infarction

T wave polarity

Upright Isoelectric Inverted
(n=29) n=12) (n=20)
ST segment shift
Elevated (n=17) 17 0 0
Isoelectric (n=18) 11 5 2
Depressed (n=26) 1 7 18

Bltp 3 6l) B VIEEEMBRICHRTHERECEP-
72 (p<0.001).
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A B C
AMI Postero- Combined
Area Inferior v Pure RV A and B
Postero-
Inferior
Anterior

Fig.1 Relationship between precordial T wave polarity and infarct
extent in patients with acute myocardial infarction due to right
coronary artery occlusion
(A) When the infarcted myocardium is limited to the left ven-
tricle, the recorded T wave in Vi may become negative, where
T wave polarity in this lead is drawn posteroinferiorly by left
ventricular repolarizing forces. (B) When the infarction is
limited to the right ventricles, the T wave in lead V1 may be-
come positive as a reflection of acute right ventricle ischemia
beneath the Vi lead. (C) when the infarct involves both left
and right ventricle, T wave in Vi is often positive, where a
negative T wave produced by left ventricle infarction is offset
by an anteriorly directed, underlying right ventricular T wave
vector.

LV =left ventricular; RV =right ventricular
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