Fﬂ?}'ﬁ efehal=] @ A1237 A 15 1989
. 1. Path, Vol. 23(1): 65- 74

o144 AT 2d o] At 270 Bt
94 % ey A7

e St S oo et o of e}

Z H E-9 # 2.3 2 F

A 2

e AT EEE FolFdddel £ e d
e8 Aal| Feolabdghe] 5~15%, #Ha| ApFuubials
2] 60%& AR Pop?, 2 AL 19679 BeachamE
off* ol #f &t 8=, sichA, 48 o8 A4s5n
Fo 94F, o4, W) A 7| Hael i)
fle A=tz Aol v} gl

AL 19329 Ziesermane| o] £9)3
2} 407 ol A 509} Ful g4 gl2 L F 4 o] & ofz] 2
AEe] ol d4=gE 2] vistdol Lo 4E 2z 47
+ sl ftod 2 AzEalele dab4e] gigieh,
5% Jeffocatet™ o| 4al733 2] 713 B& gle| w]
s Edolatetn 278 epimenorrheas =1=d3hgl
2, Arronet2} Arrata 4| - (1966) ] A+ 5 =}
glem™ 19801 d Handrikson 2 Kempsone]'® £
Mol M St} Yol L57E S8 AT ks
AME2e] LR35 ol2gich, Hasiz] $avelel iz
ok} AFutAE dgalol A4 ¢ vl gle
upieial ka2 A 3}ep Aeldle] B4 FAA vasl

€ Ao, = g w|FopdsbagL u] Tokd o]y}
A abH Lof Milleriandd 2 Halsie gew
A8 o] = 8 estrogen o AZ WA Abals] 33
o] Hehe Mgl !#i0 o] F 7| FdalT ey o
fa|o] 73 e obF §ic}, o] 22} Handri-

kson # Kempson®| £474& o| &-3le] A3 ks

¥ o=To 24 1988 Al40H 2A USR] Ui
59 &,

R W7 e 19885 o dateed Tl 2 o] Sof
AL,

A BB obge] vlFokd s dte] At o) 7 3a)
8 AFuepae] 53 & gofianA £ A7 A Wiyl
o},

AT e 9 Uy
L T AE

1984 1845 19874 12400 ol2& = 3 Fat o
Al gha o) e wiejelmde] o|AdalFEHz &g
H 3 d47¢d ] ATt 2 S fabe 2 sl

2 A7 4y

1) AFZietbs] wel==4=2 24 5 Handrickson
3} Kempson 4] 3§ | 42|22 d2 A45 5)slde
10% 4 gl of msle] sle}sle] Ze|® block
+eoldEteen] S pm 5 R S s SalEe] duls
9l =2 4£4§ 27139 hematoxylin-eosin <42} %
83 AF dEzuie @ periodic-acid-Schiff, Alcian-
blue, reticulin 443 A3l FalHv)z]ez galgt
o 2 4 Handrikson® Kempson o =& #3455 4
el e,

2} F 4745 47159 FE7} A5 EE 34400
o M g, Y7Fr], FHok, A A8 A, 3
©2] 4 fabey, Aguntis) 52 € F 4
qdA, e Falda Age] o, A FE Ay
of, AFAAEe] 5 A=y 2960 H = =Fo
7134 Wi zalelbglcl, T by o 8LE HAE)
=l glo] Zl2ME, TEEEAES ABE Y-Fale
W7 F717h 28U elz WA F7) 149H vizle] Hche
HE gt ol H 2 o o|He e FE o 4+
WA ollell A 2 F2]of Shauo] wjabdal-g #Elgl



—eff b 2 wha] 2] D oA234 #) 1 & 1989—

A 7 A
1. 715 Hol X2 FYS X2 uety BR

7% Aol dAZEEE Akl $ MTF F4H
2930 (65, 55%), 2u]&lo| 154ed (34, 45%) it A4
AFuutas val ol FAE 2034F 149+ (33, 33
g), Hul#E 15403 6500 (14, 54%) 2 H =l 47, 89%
= Aspgch, 244 v|@aapile AAE 2l &lF
ol 4= Aol A =4]7) 7} 81a (18, 12%) & 713 @3t
2 choo] jetajebEal (276, 6,04%) oldled, ¥
Ml 8 W] A Al Ao b AkS W ool 89 el A £
dyssynchronous® ¢| 21 (4, 70%) £ 7} 83 under-
developed® ¢| 16 (3, 58%) 2 2 5tet(Table 1),
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Table 1, Classification of dysfunctional uterine bleeding
according to endometrial histology (n=447)
Type No Percentage
Proliferative 293 65.55
Atophy 12 2.68
Weaklt proliferative 24 5.37
Mormal proliferative 145 33.33
Disordered proliferative 81 1812
Cystic hyperplasia 18 4.03
Adenomatous hyperplasia 9 2.0
Secretory 154 34.45
Interval 5 1.11
Mormal secretory B3 14.54
Decidual reaction 14 313
Menstrual 20 4.47
Out of phase 2 0.45
Underdeveloped 16 3.58
Dyssynchronous 21 4.07
Hypersecretory & 1.34
SSNP 5 1.12
Total 447 100,00

S5MP: Secretory change superimposed on abnormal non-
secretory pattern
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195+ 2 713 ohE2 J04lel A 394712 24
1206 7} olefl &5t &) 04| A7 = Fold o F
Agle] wlsshA wagsteA] gk 404 o] ol = i 5hA|
F4 8ol wghe,

3. 7= Bojd A FHoll2] wigtd

# 5 Aol Al AT &4 447 F LA SE st
dgiel A 36l dglen o F AAFY WL F
A8 A7 veoda wighdl el f55 o o g Ael
dfell gl o WG] 149 ol el e S AFuleradd
& 2ol szl Stz FAEe 49 v F
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Table 2. Incidence of dysfunctional wuterine bleeding
according to age and endometrial histology
(n=447})

Histology 29 39 49 $9 ®85 Tou
Monsecretory
AD 0 0 5 & 2 12
Al 1 5013 5 0 24
AZ 27 40 64 18 0 149
A3 6 10 40 24 1 &1
Ad 2 4 7 4 1 18
A5 1 2 3 3 0 9
Secretory
BO 0 1 3 1 0 5
B1 13 23 27 2 0 65
B2 3 4 & 1 0 14
B3 4 10 4 2 ] 20
B4 1 1 0 0 0 2
BS 3 7 6 0 4 16
B 1 8 11 1 0 21
B7 0 2 4 0 0 6
BE 0 3 2 0 0 5
Tﬁﬁl 62 120 195 66 4 447
1387 26,85 4362 14.77 0.89 100,00
AD - atrophy BO : interval B6 : dyssnchronous
Al : weakly prolifer- B1': normal B7 : hypersecretory
ative seeretory
A2 : normal prolifer- B2 : decidual B8 : SSNP (secret-
ative reaction ory change sup-
A3 : disordered prolif- B3 : menstrual  erimposed on
erative abnormal non-
Ad o ovstic hyperplasia B4 : out of phase :-::_-‘;;EIDF'F patt-
A5 1 adenomatous B5 : underdevel-
hyperplasia aped
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1. BESdT "Sdietdate] A
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57al (22, 7%) 2 7h Wk of22 % spottingo] 45

Table 3. Owvulation status of patients with dysfunctional
uterine bleeding (n=361)

=

20— 30— 40— 50— 60—

Age
Type 29 39 49 59 69 1ot (%)
Proliferative 243 | 67.31)
LNMP<14 6 11 26 3 0 46 ( 12.74)
LNMP=14 20 34 B84 57 2 197 ( 54.57)
Secretory 118 32.69)
LNMP<14 i 6 B8 o 0 17
LNMP>=14 19 30 44 8 0 101
Total 42 B1 162 68 2 361

LNMP: Last normal menstual period

(17.93%) & wokch, 5% sizz] 294000 el 4
TH718 27§ vele Ao ez plelc(3g 78
%) (Table 4),

5. HHESE HH7|E TE slvi=] RSui=t

A Fell= 43| 524 (82, 54%) 2 555 3
A st e FuldEe] Al 119 (17, 46%) o1 A
#ibe] slcic, S48F Al F47]7) 2342 5 A
7lz2] 2] 36,51%F A dted 7w oEe g =t
HedgAae] 7o (11, 11%) 24 A Aol 4 54 7] 2
28, 40%, FebFAF2 40, T4%-cl sidelsch, s34
ek Gelloll ] (9,52%) HaEs] AH H34Ad9} 12
o 5 50%71 A7 dAlgen] ol F45 5 Gel2
ulafdFA ] E Vvl F HMolF 25%cl | d5hach
(Table 5).
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v 2okdHg 8 wal AL 2F gTeled o] o F 64
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Table 4. Bleeding pattern according to endometrial histology (n=251)

—

Pattern

Histology A B C D E F G H Total
Atrophic 0 1 1 0 0 2 4 0 B
Weakly pro. 2 3 (1] 0 0 2 & 0 13
Normal pro. 20 13 19 5 1 16 9 3 86
Disordered pro, 10 7 7 2 1 B 19 1 55
Cystic hyper. 2 0 1 2 1 1 2 0 9
Adenomatous 0 3 1 0 0 1 1 0 6
hyperplasia
Interval 0 (1] 1 0 1 0 1 0 3
Mormal secretory B 4 5 1 0 8 5 1 32
Decidual reaction 2 0 1 0 1] 1 1 1 ]
Menstrual 5 1 3 1 1 1 1 0 13
Out of phase i 0 1 0 1 4] (1] 1] 2
Underdeveloped 2 2 0 0 0 1 0 0 5
Dyssynchronous 5 0 1 1 0 2 0 o 9
Hypersecetory 0 0 1 0 0 1 1] 1] 2
SSPN 1 0 0 0 0 1 0 0 2
Total 57 34 42 12 B 45 49 [ 251
(%) 22.7 13.5 16.7 4.8 2.4 17.9 19.5 2.4 100.0

A: metrorrhagia B: Menometrorrhagia C: hypermenorrhea D: hypomenorrhea E: oligomenarrhes F:spotting
G: postmenopausal bleeding H: prolonged bleeding Pro.: proliferative Hyper.: hy perplasia
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Table 5. Histology of patients with postmenopausal u| 7ol 4] ZatElglieh, B3 446l Aol FT4 7)o H
bleeding (n=63) BRaslo] A vl Fok4) S4e) 50,57%F A= Haleh, ol
Histology Number Percentage (%)  + Sel43471 5 valeg] 54 32% 24 ol 4 F47]
Proliferative £7 82.54 of w|Fokd o] A 2AYE & 4 Unich Hv7
Atrophic 6 9.52 o] 42 Evii 2o 2+ dyssynchronous® o] 13
Normal proliferative b 9,52 o 2 (14, 94%) 713 whokel, ©] Fokd S o f £ A2
Weakly proliferative 10 15.87 A4 s} 54 shgoza 7zt 340l (39, 08%)
E;z‘:f::':‘:ﬂf::;:“"“ s ey o} 2701 (33, 33%) e}, Clear cell SH44& 20004 B2
i .
Adenomatous hyperplasia ; 317 o| =l 26 =5 Hulrlol Satdct, AAUsAE
Secretory 11 17.46 Aol 4 6ol Fuldely 5ell7p FAk=l 2ok (Table
Interval 1 1.59 7.
Mormal secretory [ 9.52
Decidual reaction 1 1.59 7. 7|et xt2 Fdzle] BA
Menstrual 1 1.59 ; o T e
Out of phase 0 0.00 7| e} Zg-d e she) Fubd 29¢o4 & 4 glaled
Underdeveloped 1 1.59 a3 AFT2Fe] 1342 713 Bk 53 124+ F4
Dyssynchronous 1 1.59 ol 4] atslglch, AFAFL Gl Fabks]e] U
Hypersecretory 1] 0.00 on 23 Sul EHHAE A Z47 el H gt
SSPN 0 0.00 o, A= £Fe] S od 265 2F 24715
Total 63 100.00 {Table 7).
Table 6. Incidence of non-neoplastic metaplasia in dysfunctional uterine bleeding (n=87)
Metaplasi
Histology A B c D E F G Total (%)
Proliferative 64  T73.56
Atrophic 0 1] 0 0 1 1] 0 1 1.15
Weakly proliferative 1 0 0 0 0 1] 0 1 1.15
Mormal proliferative 3 2 1 0 0 0 0 & 6.90
Disordered proliferative 15 17 3 4 2 0 1 44  50.57
Cystic hyperplasia B 2 1] 0 0 0 0 3 3.45
Secretory 23 2644
Interval 0 0 1 0 0 0 0 1 1.15
Mormal secretory 2 0 0 0 0 1 0 3 3.45
Decidual reaction 0 1] 0 0 0 0 1] 0 0.00
Menstrual 0 0 0 0 i 0 1] 0 0.00
Out of phase 0 0 0 0 0 0 1] 1] 0.00
Underdeveloped 0 2 0 1 1 0 0 4 4,60
Dyssyhchronous & 1 3 1 1] 1 1 13 1494
Hypersecretory 0 1 0 0 0 0 ] 1 1.15
55PN 0 0 1 0 0 0 0 1 1.15
Total 34 27 11 7 4 2 2 a87 100,00

A: tubal B: papillary C: mucinous D:eosinophilic E: hobnall F:clear cell G squamold
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Table 7. Associated lesion in 29 hysterectomy cases
with dysfunctional uterine bleeding (n=29)

Lesi.nn c D

Histology A B E Others
Atrophie 1 0 0 0 0 0
Mormal proliferative 3 1 1 1 0 0
Disordered proliferative 3 o 0o 0 0 *1
Cystic hyperplasia 3 0 1] 0 0 #¥]
Adenomatous hyperpla -2 0 0 1 i i
sia
Mormal secretory 0 0 3 1] 0
Decidual reaction 1] o o o o 0
Dyssynchronous 0 0 0 0 1 1
Total 13 6 5 2 1 2

=

A: Leiomyoma B: Adenomyosis C: Cervical polyp
[D: Endometrial polyp E: Hemorrhagic corpus luteum
*: Thecofibroma **: Hydrosalpinx

Table 8. Endometrial pattern of oral pill or intrauterine
device users (n=12)

Contraceptives Oral pill [TH]¥

Total

Histology

Weakly proliferative 2 4 (]
Mormal proliferative 1 0 1
Cystic hyperplasia 0 1 1
MNormal secretory 1 1 2
Menstrual 0 1 1
Dyssynchronous 0 1 1
Total ' 4 B 12
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Clinicopathologic Study of the Endometrium
of Dysfunctional Uterine Bleeding

Nam Hoon Cheo, M.D.,, Chanil Park, M.D,
and In Joon Chei, M.D.

Department of pathology, Younsei Universily
College of Medicine

One of the most common symptoms in gynecologic
disorders is an abnormal utirine bleeding, of which
dysfuncyional uterine bleeding (DUB) is frequently en-
countered. DUB is defined as an endocrinologic imbal-
ance of the axis of hypothalamus-pituitary-ovary-
endometrium without organic diseases such as a neo-
plasm, an inflammation, a pregnancy, a trauma, Alth-
ough the correct diagnosis of DUB depends on various
assessments such as a menstrual cycle, basal body tem-
perature, endocrine assay, vaginal cytology and en-
dometrial histology, in many circumstances pathologist
have only the endometrial histology with trivial clinical
information to make a diagnosis. Therefore, the present
study was aimed at assessing the pattern of the en-
dometrium as precisely as possible, The histologic pat-
tern was classified according to the Handrickson and
kempson classification (1980). The authors also attempt-
ed to correlate the non-neoplastic metaplasia with the
endometrial histology.

The material consisted of 447 cases of endometrial
curettage specimens diagnosed clinically as DUB during
recent 4 years. The histologic examination was carried
out through the routine formalin fixed-paraffin embed-
ding method, followed by hematoxylin-eosin staining in
routine and other special staining as required.

The following results were ogtained;

1) The pattern of the endometrium in DUB was
predominently the proliferative type (239 cases, 65.55%).
Of these 293 cases, 144 were of the abnormal prolifer-
atrive phase, and particulary most were the disordered
proliferative phase. The remaining 154 cases (34.45%)
were found to have secretory endometrium, of which 50
cases belonged to the abnormal secretory type. Most of
the cases shewing abnormal secretory patterns appeared
dyssynchronous or underdeveloped.
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2) Of the 361 patients with DUB for whom the clinical
records were available, 197 (54.57%) were non-ovulatory
and 118 (32.69%) were ovulatory.

3} Non-neoplazic metaplasia was found in BY cases, of
which cililated and papillary types were most commaon.
The endometrium was of the proliferative phase in 73.56
% of the cases with metaplasia, and the disordered
proliferative pattern showed a particular correlation
with the metaplasia (44 cases).

4) Among 63 postmenopausal DUB patients, 52 (82.53
%) appeared to have the proliferative endometrium, and
in particular 23 (36.51%) had the disordered proliferative
endometrium.

Key Words: Dysfunctional uterine bleeding, Dis
ordered proliferative phase, Non-
neoplastic metaplasia, Dys-synchronous,
Post-menopausal bleeding




