e ghe o) ¥h8) %) 1996; 30: 680 ~686

=z 2 A2 E X B7) AFWe FAF Fuky
A 49) Aol v]x| = g

Al Fchyelat 9l g e Radalu gl il g) e
4 7 M- oz @

il

=]
T

Effects of Progesterone Treatment on the Squamous or Morular
Metaplasia Associated with Endometrial Hyperplasia

Kyu Rae Kim, M.D. and Hee Jeong Ahn, M.D.*

Department of Diagnostic Pathology, Samsung Medical Center
and Department of Pathology, Kyunghee Bundang Cha General Hospital*

During evaluation of follow-up curettage of endometrial hyperplasia after progesterone
treatment, we have noticed that the foci of squamous or morular metaplasia are persistent or
even markedly increased after the hyperplastic glands have all disappeared. These observations
have led us to study the histological changes of squamous or morular metaplasia in the
hyperplastic endometrium afier progesterone treatment and to examine the changes of estrogen
recepiors(ER) and progesterone receptors(PR) to find out, if there is any pathogenetic role of
progesterone administration on the squamous or morular metaplasia. Squamous or morular
metaplasia was associated in 21 cases (13.5 %) out of 156 endometrial hyperplasia during the
study periods and all of them were associated with complex hyperplasia, but not associated with
simple hyperplasia. At follow-up curcttage after progesterone treatment, squamous metaplasia
newly appeared in 3 cases(20 %), markedly increased in 4 cases(26.7%), persisted in 4
cases(26.7%) and decreased in 4 cases(26.7%), even after hyperplastic glands have all disappeared
or were markedly decreased. On immunohistochemical staining, metaplastic foci showed ER- and
PR- in 13 cases (87 %) in contrast to the surrounding endometrium and the remaining 2 cases
showed minimal ER+ and PR+ confined to several nuclei. Intensity or staining pattern of ER
and PR in metaplastic foci were not changed with progesterone treatment. In the background
endometrium, intensity of glandular ER+ and PR + was higher than that of the stroma at the
initial curettage, however, progesterone treatment predominantly down-regulated glandular ER+
more than stromal ER+, Increment or persistence of squamous metaplasia along the progesterone
treatment seemingly would implicate hormonal influences as playing a significant role in the
tormation of squamous or morular metaplasia and the absence of cellular receptors for these
hormones in the metaplastic foci may suggest qualitative changes in the receptors. (Korean J
Pathol 1996; 30: 680 —686)

Key Words: Endometrial hyperplasia, Progesterone treatment, Squamous metaplasia, Histo-
logic change
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Fig. 1A & 1B.
A @ Before progesierone treatment, complex hyperplasia without atypia and morule formation (arrow, score 2).

B : After progesterone treatment, the entire endometrium is replaced by the metaplastic squamous epithelium, which
is mimicking squamous cell carcinoma (score 4). Note atrophic gland between the morular areas and absence of nuclear
pleomorphism in the morular epithelium.

Table 1. Incidence of squamous/morular metaplasia in the
endometrial hyperplasia at initial curettage

Classification of No, of Mo, of

endo, hyperplasia cases(%)  metaplasia(%)
Simple hyperplasia

without atypia 70 ( 44.9) 0(0)
Simple hyperplasia

with atypia E( 51 000
Complex hyperplasia

without atypia 42 ( 26.9) 12 (26.1)
Complex hyperplasia

with atypia 6 (231 9 (25 )

Total 156 (100.0) 21 (13.5)
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Table 2. Histological changes of endometrial hyperplasia
at follow-up curettage

< 3 mo (8) 46 mo (7) =7 mo (5)
Progressed 1 0 0
Persisted 0 | 0
Decreased 3 4 ]
Perished 4 2 3

* No. of curetage : 1 iime{10), 2 times(4), 3 times(1)

i Fig. 2. Atrophic endometrium
after progesterone treatment. Hy-
perplastic glands are all dis-
appeared, but foci of sguamous
metaplasia are persisient within
atrophic or decidualized stroma.

Table 3. Changes of squamous/morular metaplasia at follow-up curettage

Changes of metaplasia

Score of metaplasia

Mo, of cases (%)

Newly appeared ( 20 % ) : score 00 -> | 2 (13.3)
0> 2 1 (6T
Increased ( 26.7 % ) D oscoTe 2 -2 4 2 (13.3)
1 > 3 2 (13.3)
Persisted ( 26,7 %) ;oscore 1 == | 2 (133
2 =2 2 (133
Decreased ( 26.7 %) : score 2 --> 0 2 (13.3)
1 >0 {67
3= 1 1(67)
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Fig. 3A & 3B, Immunchistochermical stins for ER(IAY und PRI3E) ar e initial biopsy. Tricrwity of plandular FR+
and PR+ was higher than that of the stroma. Not: the negativity of ER and PR in the squamous metaplsiic foci

cohiasl o the background endometrium (arrow).

Fig. 4. lmmunchistochemical stains for ER(4A) and PR{4B) ar the fallow up biopsy after progesicrons mreatment, Tntensity
ol glandular ER+ and PR+ was decreased compured to that of the stromal ER+ and PR+, Infensity of siining pattern
in the metaplastic foci was not changed (armow),

Table 4. Changes of intensiv of ER+ and PR+ in the
endimetrial hyperplasia®

EE - FE -
G 4 G 5
Incraased U 0 B 2
Trecrensed I3 7 I3 i
Nut changed 2 3 2 7

* Intensartics of the stwin were compared between the

initial and the scoond cureftage (G alandular, 8 stromal)
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