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Table 1 Risk factors of postoperative lymph node
recurrence (Univariate analysis)

p values

Logranic |Scneralized Maniel
Sex 0.0883 0.0735
Age 0.5165
Site 0.9539 0.9532
X-ray length 0.1857
X-ray type 0.0531 0.1557
Invasion to organs 0.7375 0.7922
Histologic type 0.2946 0.2922
skip lesion 0.0266 0.0318
DNA ploidy 0.1876 0.1408
DNA index 0.6114 0.7077
DNA heterogeneity 0.0005 0.0041
hst-1 amplification 0.4011 0.4010
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Zhs 6EED S 5 HG & skip lesion 28, #fi#g ) > /%
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7z (Table 2), 1T HGRELEERGREAF T
Holz,

Fig. 1 i, skip lesion 8 & ' HG Offite ) >/ SHifE
BRELOBERRLI:bDTH S, skip lesion (+)
BliEFE (—) ghatby, %%, HG (+) BlIERE (-)

Skip lesion
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Table 2 Risk factors of postoperative lymph node
recurrence (Multivariate analysis)

Risk factors g
DNA
stemline 1.466306
heterogeneity
Skip lesion 1.98117

Risk ratio

p values

0.0008 |4.33(4.16—4.32)

0.0111 |7.25(6.88—7.64)

Table 3 The rate of postoperative lymph node
recurrence by combination of DNA heterogeneity

and skip lesion

Abse

skip lesion

it Present

Present

5/25(20.0%)
8/16(50.0%)

3/76(50,0%)
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Table 4 Risk factors of postoperative organ recur-
rence (Univariate analysis)
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p values

Log Rank 957e7elzed| Mante,
Sex 0.6507 0.9915
Age 0.0790
Site 0.2263 0.1365
X-ray length 0.1139
X-ray type 0.2048 0.2890
Invasion to organs 0.6746 0.8525
Histologic type 0.0614 0.1807
skip lesion 0.0236 0.0264 |
DNA ploidy 0.5520 0.3783
DNA index 0.2412 0.2361
DNA heterogeneity 0.0289 0.1032
hst-1 amplification 0.0122 0.0068
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hst-1 amplification
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Table 5 Risk factors of postoperative organ recur-
rence (Multivariate analysis)
Risk factors B p values Risk ratio
hst-1 amplification 1.064780 | 0.0068 | 2.90(2.80-3.00)
1.094720 | 0.0323 |2.99(2.88-3.11)
1.518172 | 0.0437 | 4.56(4.37-4.76)

Histologic type*
Skip lesion

*Histologic type; well and moderately differentiated
squamous cell carcinomas vs. poorly differentiated
squamous cell carcinoma, undifferetiated carcinoma
and others
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Table 6 The rate of postoperative organ recur-
rence by combination of hst-1 amplification and
histologic type

Well and moderately leu y di
differentiated SCC* | * ==

8/24(33.3%)
6/13(46.2%)

3/6(50.0%)
5/7(71.4%)

*SCC ; squamous cell carcinoma
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Prediction of Postoperative Organ and Lymph Node Recurrences in Esophageal cancer

Takao Saito”, Kiyone Chikuba?®, Sinya Uchino?, Kazutoshi Kaketani?, Kaoru Etoh?
Masaki Miyahara®, Michio Kobayashi? and Motonosuke Furusawa®
YDepartment of Gastroenterological Surgery, National Kyushu Cancer Center
?First Department of Surgery, Oita Medical University

In an attempt to preoperatively predict organ and lymph node recurrence after radical resection of
esophageal cancer, risk factors associated with these recurrences were studied. Twelve factors consisting
of hst-1 amplification, DNA ploidy, DNA index, stemline heterogeneity (HG) and 8 known clinicopath-
ological prognostic factors were analyzed in 77 patients with thoracic esophageal cancer using univariate
and Cox’s multivariate analyses. Amplification of hst-1, histology and skip lesion were statistically
significant as independent risk factors for organ recurrence, while HG and skip lesion were factors for
lymph node recurrence. By analyzing combinations of these factors, the incidence of organ recurrence
was found to be 71% when hst-1 amplification was positive and the histology was a poorly differentiated
squamous cell carcinoma, an undifferentiated carcinoma or other histologic types. Amplification of hst-
1 and HG were accurately measured in biopsy specimens from most patients. Thus, as far as organ
recurrence is concerned, a combination of two risk factors, hst-1 amplification and histology, may be
preoperatively predictive of this recurrence following radical resection of esophageal cancer.
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