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Errata

Volume 32, No. 12, page 5281, right column: Line 16 should read:

control group (Figure 4A). After treatment of 100 nM DTX-K

Volume 32, No. 12, page 5283-4: The section of References should read:
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Volume 33, No. 8, page 3330: Figures 1 and 2 should read:
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Figure 1. Kaplan-Meier curves for progression-free survival (PFS) (N=50).
The median PFS (N=50) was 4.3 months (A). The median PFS in subgroups
of with patients with anaplastic lymphoma kinase (ALK) translocation,
epidermal growth factor receptor (EGFR) mutation, wild-type for both ALK

and EGFR (WT/WT) were 3.0, 5.5 and 4.0 months, respectively (B).
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Figure 2. Kaplan—Meier curves for overall survival (OS) (N=50). The overall
median OS (N=50) was 22.2 months (A). The median OS had not yet been
reached in the patients with epidermal growth factor receptor (EGFR)
mutations or anaplastic lymphoma kinase (ALK) translocation, but was 15.8
months in wild-type for both ALK and EGFR (WT/WT) patients (B).

Volume 33, No. 8, page 3462: The last two lines of Table I should read:

3-Year
5-Year

443
343
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Volume 33, No. 8, page 3463: Table II should be replaced with:

Table II. Cox proportional hazard regression analysis for overall survival in 47 consecutive patients with Siewert type Il adenocarcinoma.

Variable Univariate p-value! Multivariate?
HR 95% CI p-value?

Gender

Male vs. female 0.0561 - - -
Age

<67 vs. >68 0.3494 - - -
Approach

Abdominal vs. thoracotomy 0.1276 - - -
Histological type

Undifferentiated and others vs. differentiated 0.3904 - - -
Macroscopic type

Type 3-5 vs. type 0-2 0.0018 - - -
Tumor depth

pT3-4 vs. pT1-2 0.0513 - - -

pT4 vs. pT1-3 0.0049 - - -
Lymph node involvement

Positive vs. negative 0.0001 12.9270 1.512-110.533 0.0194
Lymphatic invasion

Positive vs. negative 0.0077 - - -
Histological venous invasion

Positive vs. negative 0.7160 - - -

Univariate analysis using the log-rank test. 2Cox proportional hazard regression analysis for overall survival. Considered significant at 0.05.

Hazard ratio; CI, 95% confidence interval.

Volume 33, No. 8, page 3463: Left column, lines 4 and 5 should read:

group of patients with tumor depth pT1-3 (n=24, 5-year
overall survival rate; 51%) than in the group of patients with
tumor depth pT4 (n=23, 5-year overall survival rate; 49%)

Volume 33, No. 8, page 3464: The legend of Figure 1 should read:

Figure 1. Overall survival rates after surgery of Siewert type II
adenocarcinoma (n=47). The 5-year overall survival rate is significantly
better in the group of patients with tumor depth pTI1-3 (n=24, 5-year
overall survival rate; 51%) than in the group of patients with tumor
depth pT4 (n=23, 5-year overall survival rate; 49%) (p=0.0049).

Volume 33, No. 8, page 3481: The name of the 4th author should read:
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