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Expressions of p14*** and p16™** proteins in small cell lung cancer and the clinical sig-
nificance

LI Jun—guol, YE Ming—fuz, HU Yi-de' ('Cancer Research Center, “Department of Pathology, Xingiao Hospitah Third Military Medical Uni-
vesily, Chongqing 400037, China)

Abstract: Objective To study the expressions of pl4ARF and p16lM<&4a poteins in small cell lung cancer (SCLC)
and the clinical significance. Methods The expressiors of p14*™ and pl6™* proteins in 24 SCLC samples were de-
tected by immunohistochemistry (SP method). Results The negative expression rates of p14*™ and p16™"* were 62.
50% (15/24) and 16.67% (4/24), respeciively. Negative expressions of pl4*™ and p16™** were found in 3 cases
(12.50%). The negative expression rates of pl4™ and pl6™* were not associated with the clinical stages, lymph
node metastasis, age, and sex of the patients (P=>0.05). Conclusion The negative expressions of pl4*™ and

pl6™* proteins in SCLC, particularly that of p14*™, may be associated with the genesis of SCLC.
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Tab1 Relationship of p14*%F and p16™'? protein expressons with clinicopathological characteristics of SCLC
pI4ARE plENKda
Charactetistics n — —— Negative rate ( %5) P — T Negative rate (%)) P
Sex 0.675 0.593
Male 16 10 6 62. 50 3 13 18.75
Female 8 5 3 62. 50 1 7 12.50
Age 0.122 0.637
<50 11 5 6 45. 45 2 9 18.18
=50 13 10 3 45. 45 2 11 15.38
Lymph node metastasis 0.640 0.365
Withaut 19 12 7 63. 16 15 21.05
With 1-3 5 3 2 60. 00 0
Clinical stage 0.461 0.538
Localized 17 10 7 58. 82 4 13 23.53
Extensive 7 5 2 71. 43 1 6 14.29
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Early observations and nursing care for patients with severe acute pancreatitis compli-

cated with ARDS
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