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Expression of p27“"' in the Thyroid Neoplasms

Jong-Won Yoo, M.D., Tae-Jin Lee, M.D.", Seong-Jae Cha,
M.D., Sung-Jun Park, M.D., Hyun-Muck Lim, M.D. and
Seung-ll Park, M.D.

Purpose: Cyclin-dependent kinase inhibitor, p27*"' is an
important cell-cycle regulator. In recent studies, the loss of
p27""" expression has been examined in many neoplasms
including colorectal cancer and breast cancer. The aims of
this study are to evaluate the correlation between p27
expression and carcinogenesis of the thyroid gland and to
determine its clinical applications. ,

Methods: Immunohistochemical staining for p27*' was per-
formed in 10 nodular goiters, 12 follicular adenomas, 8
minimally invasive follicular carcinomas, 6 widely invasive
follicular carcinomas, and 26 papillary carcinomas.
Results: p27""" was expressed in 90.0% (9/10) of nodular
goiters, 66.7% (8/12) of follicular adenomas, 62.5% (5/8) of
minimally invasive follicular carcinomas, 33.3% (2/6) of wide-
ly invasive follicular carcinomas, and 46.2% (12/26) of
papillary carcinomas (P>0.05). The expression of p27‘*'
was not found to be correlated with tumor size in either
neoplasms or nodal metastasis in papillary carcinoma.
Conclusion: These results suggest that p27k'”1 does play
some role in the tumorigenesis of thyroid cancer but is not
a prognostic factor. (J Korean Surg Soc 2001;60:386-390)
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Table 1. Sex, age, and size distribution

Mean size
(n) Sex (M/F) Mean age (cm)

Follicul
otteutar 12 0/12 395 3.10+0.83
adenoma
MI* follicul

rofiieutar 8 26 350  421+130
carcinoma
Wit follicul

fotetar 6 1/5 273 333+166
carcinoma
Papill
apriary 26 511 443 2474139
carcinoma

*MI = minimally invasive; Twr = widely invasive.
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p27 W o A E 120]] F 409(33.3%) A 54 0]
RIL, 8o4](66.7%)0ll 4] kAl o]l o= (Fig. 1), ] A4 o
FACHE 8ol F 341(37.5%)0llA] A 541(62.5%)0l A =
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Fig. 1. Immunohistochemical staining for p27°™ in the follicular
adenoma, p27klpl is expressed in the more than 10% of the
nuclei, x200.



388 [HSIANSISIXI - I 60 #H K4S 2001

Fig. 2. Immunohistochemical staining for p27kipl in the papillary
. kipl . . .
carcinoma, p27 " is not expressed in the nuclei of tumor
cells, x<400.

kipl

Fig. 3. Immunohistochemical staining for p27™"" in the nodular
goiter, p27k“’1 is expressed in the almost nuclei of the folli-
cular cells, x<200.

o] A= 3.67+£0.58 cmo| 3 A Fol| A= 4544157 cm
olQith. B9 HKA o TAFE] p27 thu] L4 o
A= 3784095 cmo| L, ATl A= 3.25+3.32 cmo|
Qo §EAFE A p27 Thall LA Foll A= 2.69+1.28
cmo| g ar kA FollA = 2204141 cm o]0 A] ZF Fokd|
A p27 S i of ol w2 FFe] A7]E SAISHY
So)Ao] 9 HP>0.05)(Table 3).
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o|(62.5%) FAe] 36(37.5%) % HZA o7t = Tl
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SAARD FA2 gl thP>0.05)(Table 4).
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Table 2. Expression of p27 in the thyroid neoplasms

p27
(m)
(=) (+)
Nodular goiter 10 1 (10.0%) 9 (90.0%)
Follicular adenoma 12 4 (33.3%) 8 (66.7%)
MI* follicular carcinoma 8 3 (37.5%) 5 (62.5%)
WI' follicular carcinoma 6 4 (66.7%) 2 (33.3%)
Papillary carcinoma 26 14 (53.9%) 12 (46.2%)

*MI = minimally invasive; fwr = widely invasive. P>0.05

Table 3. Association between p27 expression and tumor size

p27
()
(=) (+)

Follicular adenoma 12 3.05+0.90 cm  3.12+0.92 c¢cm
MI* follicul

Joriewar 8 3674058 cm  4.54+157 cm
carcinoma
wI' follicul

Jotentar 6 3784095 cm  325+332 cm
carcinoma
Papillary carcinoma 26 2.69+128 cm  220+1.41 cm

*MI = minimally invasive; fwr = widely invasive. P>0.05

Table 4. Association between p27 expression and nodal meta-
stasis in papillary carcinoma

p27
m)
(=) (+)
Nodal metastasis (—) 5 2 (40.0%) 3 (60.0%)
Nodal metastasis (+) 8 5 (62.5%) 3 (37.5%)
= 0.429
| &
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