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Fig. 1. Expression of RUNX3 in Gastric carcinomas. Immuno-
. S - "’j,‘ SR histochemical staining findings. Four types of staining patterns for
e et T , : RUNX3 were observed: (A) both negative, (B) positive in nucleus,
s T R L (O) positive in cytoplasm, (D) both positive, (E) normal gastric

Normal gastric mucosa (H&E stain, x200) mucosa stain.
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Table 1. Clinicopathologic characteristics of patients and 5 year survival rates

P value
Variables No. of case 5YSR* (%)
Univariate Multivariate
Age <60 yr 55 81.5 0.096 0.043
260 yr 69 67.3
Sex Male 81 70.3 0.349
Female 43 77.6
Stage
IA 50 93.6 <0.001 0.000
IB 16 90.9
n 26 81.7
1IA 13 30.8
1B 3 313
v 11 22.7
Size (cm) 0< <5 65 92.7 <0.001 0.306
5< <10 52 50.6
10= 7 57.1
Borrmann B1 2 Cannot be computed <0.001 0.783
B2 9 66.7
B3 50 59.2
B 4 9 37.0
EGC' 53 94.0
Unclassified 0.0
Histology Differentiated 66 79.1 0.270 0.319
Undifferentiated 58 66.2
Location Upper third 1 Cannot be computed 0.806 0.482
Middle third 26 73.1
Lower third 96 72.1
Entire stomach 1 Cannot be computed
RUNX3 (-) both 50 653 0.712 0.626
(tumor) (+) in cytoplasm 65 76.1
(+) in nucleus or both 9 88.9

*SYSR = 5 year survival rate; "EGC = early gastric cancer.
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Table 2. RUNX3 expression rate according to differentiation of
gastric carcinoma (P=0.133).

national Union Against Cancer)®-Froll wel Efslietl
TNM #7714 59 AZEgo| 1A (50%)93.6%, IB (16%)-
90.9%, 11 (26™)-81.7%, A (13%)-30.8%, IIIB (8%)-31.3%,
IV (11%)-22.7% & vFebykch(Table 1).
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Well to Moderately  Poorly 4) 58 MESA RE QX BHHEE CHHE EY
. . . : Total
differentiated  differentiated
e FAellA ulzt g A5 UICC TNM H 7,
Neg.a.tlve. 22 (33.3%) 28 (48.3%) 50 (40.3%) Zok=7|, Borrmann -5 50910} ch ek B4 &
P"Z‘r‘“t;zﬂ‘l“ mucles 6 (9.19) 3G62% 9(73%  ARLE ek IR A UICC TNM 7139t
Positive in cytoplasm 38 (57.6%) 27 (46.6%) 65 (524%)  ‘leble 1, Fig. 3).
Total 66 58 124 (100%)
Table 3. Difference of RUNX3 expression according to UICC stage (P=0.414)
Negative Positive in nucleus or both Positive in cytoplasm Total
1A 19 (38.0%) 4 (8.0%) 27 (54.0%) 50 (100%)
B 5 (31.3%) 2 (12.5%) 9 (56.3%) 16 (100%)
Ir 10 (38.5%) 2 (7.7%) 14 (53.8%) 26 (100%)
mA 7 (53.8%) 0 6 (46.2%) 13 (100%)
1B 4 (50.0%) 1 (12.5%) 3 (375%) 8 (100%)
v 5 (45.5%) 0 6 (54.5%) 11 (100%)
Total 50 (40.3%) 9 (7.3%) 65 (52.4%) 124 (100%)
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Fig. 2. 5-year survival rates according to RUNX3 expression on
cancer tissue of gastric cancer patients. *RUNX-3 {nucleus/cytoplasm):
RUNX3 expression on gastric cancer tissue.
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Fig. 3. 5-year survival rates according to UICC staging of gastric
Cancer.
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Expression of RUNX3 in Human Gastric Cancer

Sung Hwa Jang, M.D., Dong Gue Shin, M.D., Il Myung Kim, M.D., Byung Ook You, M.D., Jin Yoon, M.D., Sang
Su Park, M.D., Sung Gu Kang, M.D., Yun Kyung Lee, M.D.", Su Hak Heo, Ph.D.” and Ik Hang Cho, M.D.’

Departments of Surgery, 'Pathology and “Research Institute, Seoul Medical Center and *Department of Surgery, Seoul
Municipal Dongbu Hospital, Seoul, Korea

Purpose: RUNX3, a novel tumor suppressor, is frequently inactivated in gastric cancer. In the present study, we
examined the pattern of RUNX3 expression in gastric cancer cells from gastric cancer specimens and the impact
of its alteration on clinical outcome.

Materials and Methods: A total of 124 samples of both gastric cancer and normal tissue were obtained from 124
patients who underwent curative gastrectomy at the Seoul Medical Center from January 2001 to December 2005.
RUNX3 expression was determined by immunohistochemical staining, and the results were analyzed. Statistical analysis
wabased on clinicopathological findings and differences in survival rates.

Results: The mean age of the patients was 61 years, and the male:female ratio was 1.9:1. The expression rate
of RUNX3 was 59.7% (74/124). The expression rate was higher in differentiated gastric cancers (nucleus: 9.1%,
cytoplasm: 57.6%) than in the undifferentiated types (nucleus: 5.2%, cytoplasm: 46.6%) (P=0.133). The 5-year survival
rates according to RUNX3 expression determined from cancer tissue were 88.9% for the nucleus + cytoplasm(+) group
of patients, 76.1% for the cytoplasm only (+) group of patients, and 65.3% for the RUNX3 negative expression group
of patients (P=0.626). Only UICC TNM staging showed statistical significance related to the survival rate, as determined
by multivariate analysis.

Conclusion: The RUNX3 expression rate was higher in differentiated gastric cancer than in the undifferentiated types
without significance. Although RUNX3 expression predicted better survival, based on multivariate analysis, the finding
was not statistically significant. More cases should be further evaluated. (J Korean Gasfric Cancer Assoc
2007;7:185-192)
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