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3% 2. Comparison of Death Rates between Korea
and the US. in 1997

Korea Us.
per 100,000

All causes(female and man) 5133 865
Malignant neoplasms 1122 201.9
Stomach 254 49

Colon 4.1 18

Liver 209 2.1

Lung 20.6 576
Breast(female) 42 30.7
Prostate 15 25.1

Diabetes mellitus 187 234
Circulatory diseases 120.3 354.1
Hypertensive 96 159
Pulmonary heart 218 847
Cerebrovascular 729 5.5
Chronic liver disease(male) 308 124

From WHO, World Health Statistics 1977-1999 Online
Version (1999)

Dreath/ 100,000

30
9% 539
20! 3%
10; +75%
0 | I |

Lung

1990
19949

+63%
+37%

Colon  Pancrea. Breast

+200%

Stomach  Liver Prostate

From Korea National Statistic Office

a2 1. Trend of Cancer Incidence in Korea
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COX-2 ®ae 9T S whdth 9
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inflammatory drugs, NSAIDs)2] 41#7F o<l
el Aok Sl det SO 3 SES
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A sulindac)©] AR 52 oA 9 MVIP A}
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(17,18). Piroxicam, sulindac,celecoxib 22 A1 €14
COX-2 AdiAlE FErdolr fetal Aeke]
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3.4. Matrix metelloproteinases (MMPs)
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