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Fine Needle Aspiration Cytology of Breast Ductal Carcinoma in situ

Sun Young Kwon, M.D., Hye Ra Jung, M.D., Yu Na Kang, M.D., Sang Pyo Kim, M.D.,
Kwan Kyu Park, M.D., Kun Young Kwon, M.D., Sang Sook Lee, M.D, Ji Min Jeon, M.D.

Department of Pathology,
Keimyung University School of Medicine, Daegu, Korea
Department of Pathology, Kumi CHA Hospital,
College of Medicine, Pochon University T, Kumi, Korea

Abstract : With widespread use of mammographic screening, ductal carcinoma in situ
(DCIS) is more frequently detected. Fine needle aspiration cytology (FNAC) is a reliable
method for confirming diagnosis of the breast cancer. To distinguish the cytologic
findings between DCIS and invasive ductal carcinoma is important to decide the surgical

management of patients, because the surgical management of DCIS differs from that of

invasive ductal carcinoma. DCIS is unnessary axillary lymph node dissection or

aggressive chemotherapy. The authors retrospectively reviewed 13 breast FNACs that
were confirmed histologically as being exclusive DCIS. On slides review, eleven cases
(84.6%) showed a necrotic background. Ten cases (76.9%) had the presence of
myoepithelial cells overlying clusters of tumor cells. Nine cases (69.2%) revealed a
cribriform, papillary or micropapillary patterns of clusters of tumor cells, We have
founded these cytologic criteria that are suggestive of a DCIS.

Key Words : Breast ductal carcinoma in situ, Fine needle aspiration, Invasive ductal

carcinoma
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Table 1. Diagnosis of breast lesions according to cytology and tissue biopsy

Case Cytopathologic diagnosis Histopathologic diagnosis

1 Malignant cells present DCIS, clinging type, intermediate grade

2 Malignant cells present DCIS, cribriform and micropapillary type

3 Malignant cells present DCIS, comedo type

4 Malignant cells present DCIS, comedo type

5 Atypical cells present Apocrine DCIS, cribriform and solid type,
micropapillary type

6 Atypical cells present DCIS, cribriform and solid type
with stromal microinvasion

Atypical cells present DCIS, cribriform type

Suggestive of malignancy

9 Malignant cells present
10 Suspicious of malignancy
11 Malignant cells present
12 Suspicious of malignancy
13 Suspicious of malignancy

Invasive ductal carcinoma

with extensive intraductal component
(cribriform and solid type)

Ductal carcinoma, minimally invasive
DCIS (more than 95% of tumor volume)
(cribriform and solid type,

papillary, micropapillary, and comedo type)
DCIS, cribriform and solid type

Ductal carcinoma with microinvsion
DCIS with comedo type

(more than 95% of tumor volume)
DCIS, comedo type

DCIS, comedo and cribriform type

DCIS : ductal carcinoma in situ.



231

N

g

Table 2. Fine needle aspiration cytology findings

%
84.6

Number

Cytologic findings

11

Necrotic background

30.8

Bloody background

7.7
61.5

Cystic background

Foamy macrophage

46.2

Three dimensional cell clusters

76.9

10

Loosely dispersed cell clusters

30.8

Scattered single tumor cells

69.2

Cribriform, papillary or micropapillary pattern

7.7
23.1

Intracytoplasmic vacuole

Scattered myoepithelial cells

76.9

10

Tumor cell clusters surrounded by myoepithelial cells

53.8

Adipose tissue or stroma invasion
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Fig. 3. A. Fine needle aspiration cytology finding: the smear shows scattered tumor cells with cribriform pattern

(Papanicolaou, x200). B. Histologic finding: cribriform ductal carcinoma in situ (H&E, x 100).
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Fig. 4. Fine needle aspiration cytology finding. The
tumor cells are closely attached to the fragment
of adipose tissue (Papanicolaou stain, > 200).
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Changes of BMD and Bone Turnover Marker after Estrogen and Alendronate
Therapy in Postmenopausal Women with Osteoporosis

Dong Hee Park, M.D., Eui Hyun Kim, M.D., Won Ho Kim, M.D., Sung Jae Kim, M.D. *,
Hee Kyoung Kim, M.D. *, Sang Won Lee, M.D. * | In Kyu Lee, M.D. *

Department of Internal medicine, Fatima Hospital, Daegu, Korea
Department of Internal medicine, Keimyung University School of Medicine *, Daegu, Korea

Abstract : ‘The aim of this study was to investigate the effect of different classes of
drugs, which are currently available for the treatment of osteoporosis. Forty nine
postmenopausal women with osteoporosis participated in this study. Subjects were
divided into IV groups: Group I was treated with activated vitamin D, Group 1I with
estrogen, Group III with alendronate, and Group IV with estrogen and alendronate.
Treatment duration was one year. The levels of serum calcium, phosphorous and alkaline
phosphate (ALP) and urine deoxypyridinoline (DPD), osteocalcin and bone mineral
densities (BMD) were determined before and after the treatment. The total serum ALP
and osteocalcin were significantly decreased, and BMD was significantly increased in
Group IV. However, significant difference in the markers to indicate bone metabolism
was not found among Group I, II and III. The present study showed the combination
therapy of alendronate and estrogen to be the most effective in improving BMD and bone

chemical marker.

Key Words : Alendronate, Biochemical marker, Hormone replacement therapy,

Osteoporosis
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Group I (n=12)

Group II (n=13)

Group III (n=11) Group IV (n=13)

Age (yr) 61.8 = 45
Height (cm) 151.0 £ 12
Weight (kg) 563 = 3.9
BMI (kg/m?) 246 1L 14
Calcium (mg/dL) 8.6 = 0.5
Phosphorus (mg/dL) 33 £ 03
ALP (IU/L) 74.6 = 10.9
Osteocalcin (ng/mL) 79 £ 04
UDP (nmol/mmolCr) 52+ 09

62.1 £1.9 643 + 33 63.1 = 1.8
544 £ 1.5 1512 £ 1.3 1542 £ 2.0
57.8 £ 1.7 559 £ 3.7 55.8 = 2.0
242 1 0.6 243 1 13 233 1 0.8
8.7=x0.1 89 + 02 8.8 = 0.1
334102 35+ 02 34 + 0.7
72.7 £ 6.7 78.6 =11.9 86.6 £11.7
5.8+ 11 75 + 34 54+ 09
8535 6.1 £ 0.6 55 £ 0.7

Group [; active vitamin D therapy; Group II: hormone replacement therapy; Group III: alendronate
therapy; Group IV: hormone replacement therapy + alendronate therapy. ALP: alkaline phosphatase;

UDP: urine deoxypyridinoline.
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Table 2. Changes of bone mineral density in each group between baseline and after therapy

Spine level Time Group I Group II Group III Group IV

L1 Baseline -3.33 £0.35 -2.84 £0.20 -3.55 £023  -3.01 £0.24
12 months -2.96 +0.38 -2.67 +0.16 -2.80 + 042 -2.86 +0.23

P value NS NS NS NS
L2 Baseline -3.34 +0.37 -2.89 +0.21 -332 022 -3.55 £0.26
12 months -3.11 £ 0.34 -2.83 = 0.17 -3.30 £0.273  -3.00 £0.28

P value NS NS NS 0.01
L3 Baseline -2.86 1 0.41 -2.54 1.0.18 -3.10 L 042  -291 L 0.26
12 months -2.36 + 0.41 -2.25 +0.29 -273 =035 228 +0.24

P value NS NS NS 0.003
L4 Baseline -2.44 + 0.41 -2.52 +0.23 2259 +049  -2.73 +£0.22
12 months -2.07 £0.30 -1.94 + 024 -231 £039 221 £0.15

P value NS 0.01 NS 0.013

Group I; active vitamin D therapy; Group II: hormone replacement therapy; Group III: alendronate

therapy; Group IV: hormone replacement therapy + alendronate therapy. NS: not significnat.
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Table 3. Changes of biochemical markers between baseline and after therapy
Time Group I Group 11 Group III Group IV
Ca Baseline 8.6 £0.5 8.7+0.1 89+ 02 8.8 £ 0.1
12monh 85+04 89+02 9.1 + 02 8.7 = 0.1
P value NS NS NS NS
P Baseline 3303 33+02 35+ 02 34 £ 02
12month 3.6 £0.1 33102 33+ 02 3.0 £ 02
P value NS NS NS NS
ALP Baseline 74.6 110.9 727 167 786 L 119  86.6 L11.2
12 month 95.3 £23.6 60.0 == 4.2 578 226 546 + 45
P value NS NS NS 0.003
Osteocalcin ~ Baseline 79 +0.4 58+ 1.1 75+ 34 54+ 09
12 months 59=*15 45+09 34+ 07 2.8 = 0.6
P value NS NS NS 0.047
UDP Baseline 52 +09 8.5%35 6.1 £ 0.6 55+ 07
12 months 6.0 13 49+0.7 26 = 0.8 46 ~ 09
P value NS NS NS NS

Group [; active vitamin D therapy; Group II: hormone replacement therapy; Group III: alendronate
therapy; Group IV: hormone replacement therapy + alendronate therapy. ALP: alkaline phosphatase;

UDP: urine deoxypyridinoline; NS: not siginificant.
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Usefullness of Ultrasonography-Guided Mammotome Biopsy using
8-Gauge Probe

Seong Ku Woo, M.D., Kab Chul Kim, M.D., Jin Hee Lee, M.D. *

Department of Diagnostic Radiology,
Keimyung University School of Medicine, Daegu, Korea
Department of Radiology, Kumi CHA Hospital
Pochon CHA University *, Kumi, Korea

Abstract : The purpose of this study is to evaluate the clinical usefulness of
ultrasonography (US) —guided Mammotome biopsy by a new large 8—gauge biopsy probe.
Seventeen cases were included in this study: 14 cases of ultrasonically benign—looking
nodules of breasts and three cases of entensive microcalcifications by film
mammography. We analyzed the safety and patient acceptance of Mammotome biopsy
and the results of short—term follow—up US study. Pathological results of breast nodules
revealed 12 cases of fibroadenoma and two cases of fibrocystic change, and the results
of microcalcifications showed two cases of invasive ductal carcinoma and one case of
ductal carcinoma in situ. We removed the targeted nodule completely in 9 cases (64%).
Adverse events included mild—to—moderate pain during or after biopsy, ecchymosis, and
some bleeding. Patient satisfaction and acceptance were high. Concerning short—term
follow—up US study, there were four cases of hematoma (24%). We conclude that US—
guided Mammotome biopsy using a large 8—gauge biopsy probe is feasible and safe
diagnostic modality. This procedure would be diagnostic as well as therapeutic in the
management of breast nodules and in the evaluation of mammographically visible

extensive microcalcifications.

Key Words : Breast biopsy, Breast ultrasonography



244 B BAEE K BRI 35 5008 238 2003

gt Fat & lel el ste] g T Atell A
Y o] W Eel Aol R W A s T

=
rhu

H AT T AR dAurAQ] 14 9 olA] Mammotomes o] &gt A HJ g b
AR Sy 2/ AeS 98 AAs RE s = % 11-gauge el 8—gauge W73 = ol&st
Hel whh {4 R 9 A go] Fob AL glom, of AAE AP 1498y A5FEEd =Y 74
o] MWEY A5 kg f& T2 Aol A A A3 FtE Hel 34s AR A7
AE A QY. FElels 24 49 F&ol gk AAl AT 2SI AN category 2 52 32 ¥4
Aol AR oY 2 gAY H ARl oR wEE S EW Mammotome 3 & A3
of W ® Qlste] NP 4l 4y 4 Adem o SFAL Tk
2 Ha o 1-3]. 2498 AABHeRE AA
A dAAReE @A (core biopsy) o em, 2.4 9
F2 B AERYEYE E 253 FEotel Al
Ao k. 53] Ae A TS o83 A9 A4 A BE #FAolA 250 FE5He] 8-gauge
AL 329 EHS Zojx HexF T4 At directional vacuum assissted biopsy
el 7)ol 828 278 w2 A 7fe] 48 4 9l (Mammotome, Biopsys/Ethicon Endo-—
o] Wo] o] gy It} [1-4]. =& 3 FE3}el Al surgery INC., Johnson & Johnson Co.,
Be 29 Y (stereotactic) FHAY AR T} vEARA Cincinnati, USA) & ol&stel Atk 25 9
O] =Eglo] AAAY AvE =7 AASHA A /121 Sequoia 512 (Acuson, USA) Y 8-14
oA 23 @& F AA[15], T A9l MHz A& 9525 ARSIt Ales d 25 34
259 F5 WU 28 A3 318 Aol AR WY A S Elsh 7 T oAvlsk £
FHEds e WS dssta o £ 4 #F FHE F3 vhsg AYE 9AE gkt
5 Hola QUTH6,7]. ol F AR el 2ol of wl uH A AH el FE WA 9 A=
"t I AE E5, Ad St e WAt g o] glovn JE AATY AR &
ek T ZobtH[8 9], wEbA vHE 2 A A RSk B Y E A5 F xR g v
715 A AA G QAL 24 A E S EolatA sk o] o2 799 v-g B g {zs,
At Ay A=ol Ly EHo £ 235 v 3l WS o F A vz 2] Fol A F §-9) 2] 24
Uk Mammotome < 90X FRbe] 7iRg Fn] = A S 2% lidocaine 10-20 mLE npF] §F 5 =
A 11-gauged] & AA I AFAs9 &34 o 5-6 mm9 A S 9al =53 flostel vk
FUoR JueM &3] HaHAL o, AT == skt
of t]& & 8-gauge W77 AA S ALskth Hz 9] 912 = A 9 ofg Fol] T AR w2
AALEE 25 3 fFlostel 8—gauge FAE °l& = @& AAAFH G DG Y (excursion) &
$F Mammotome A8~ AE & Warstal dAF4 o2 gk | ol PR F FRle ¥ 4 g AF S
£9 & Aol A} 3]t ANE AT, olm AlEAl oF SO R 47 §E A

St AR E A, Al B vksd A7 9EkA
A FEF gelslon Rt dEd HdAE
M= 3y AFsAT T 2F0] dARAY =53

ol Aol ol AW BT B3 e A

1. A st (Fig. 1). 43139 A7 A= 2394 9%

2 A% The SRH THE WO o A7 WA
20024 1998 F9 6977 6709 Bok A 5-6 8 A= AW AU ol B F



2o fEE g7H APAL o143 Mammotome AP %9 444 245

Fig. 1. Fibroadenoma in a 37-year-old woman with palpable nodule in the left breast. Longitudinal ultrasonographic
scan shows a 15 x 11 x 15 mm slightly lobulated hypoechoic mass in UOQ of left breast (A). During biopsy,
mass reveals diminished size gradually (B, after 2nd fire; C, after 9th fire). After 12th fires, there is no longer
visible nodule ultrasonically (D).

BE SHolA 2g3he UL AAT ¥ 30] TANCH category 4 % 59 FAEE 99

ol USld Ael g uksol Bolnd Al wek  th WY Ade] 33, bl Aol 119098
Eheo R 1087 S So] ATl WA & o, RS 4% M D70 & Ade 4as

m Sglon] B0l P AL AT F IRY  fovl, AWY A7) Y7ol 10-17 mm Rk,
A g SEE WFTE w0 e @E 40e AR A o148 AERe, 4
Mo WAAE 2-38 GESH) AT F RATH 3 THAANNT5-6 8 AT T o1T F0 3
UE olgskel 30-50% 71 el Tt 712 olgstel A 485 A7 233
4Y F S o BT AN NIL Y i 2). AR A EEE ThSE
PzE s 3 wRH 2N BHE 5ol AU BAV Qo Bold dyET
o 72 24 Sk, AATE 2 9eE NEuF 2o 28 o
AAED O 5HT AR Herlt A B

s T
25 0AAl A PR S 1ol 142 A TAA A g MY A A5 BT
52 229 BFA category 271 74, category 2d, #3USF 1



246 BB KB $22% 258 2003

Mammotome A% ¥ 1-4%0] A& 255t vHed 49 ao% BSIooF §7] vzl e
Al A 48 (24%) 014 BFol BAHAOY  HE

H Az glo] A= om (Fig. 3) 1 ¢ 5olsh 7+ 0% A] lﬁﬂ]* 60%77}X] Nawa
S 7=

2
HHN’
_O'h
2
)
H
©
P/
2
_>L
i}
Ulo
o
o o
PN

71&E A &l Ble FZe s H

Mammotome A4 s ¥ Y o 2t ] A

a & 7F 2R Aol 953 Bk Aol 360%

w4 dAstE A 24 & AEck ok ¢

HT IR0 EY D 259 90 HEE & 9 A9l ez oy W Aol Jhsslm Wy EY
wpeke] W go] fgolbxar Qlom 7)o oA F: S o8] wiitel W xA o] AEEO R St
S sk gt A eI S 9 = A9 s 49 4 0om[13,14], &
th gEu el s AR 2 ExlelA Bl AR o] b B VE S 3T f3el 4
A olm AjFko] gol A2 3, oy Halup th o] QtH15,16], ©AHO R E H 2T}
F sol Do, A AC R b argol Wol oot AleEit g, A Ao w7 By Als
=, 2= Fgo] HA ok ATk 7] o 5 o] AT TR E 2001 Mammotome
ol el A4 Frostel Yol vk AAzo] LY o @Al e Bl =3
ofell ieks] A AN &S AT 2A FEE S5 Al&sty 9o orHF T By
AY glal Ad 7] e Fof o] & LTk A& F UATFI17]. o] Al AAlho = 413 u]/] wjite]
7Fskar 9lom AR E Al Eol £45 vty A Foll WS A7 7F Fob A= A& ERl e
i vk By 7Y AEFE ol Y A Ao (Fig 1), o] nesete 2 Soj 9+ 7%
ANS T4 FAR A5t W9 Aol & g ] wiEel v 9A7F oRF I E o
#d 7 dar, A4S WY Al 7 S Wi Af-ol% vhs g #9E ot Wger I
TS AT Ado] e T2 5 iy ThA FH a9 AHS & 4 %lo) VEY AT h

Fig. 2. Magnification X-ray radiograph of biopsed specimen. Note much large size of the specimen materials and more
number of calcifications in the case of §-gauge Mammotome probe (B) than in the case of 11-gauge probe (A).
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Fig. 3. Fibroadenoma in a 39-year-old woman. Ultrasonography shows a 17 x 8 x 12 mm oval-shaped hypoechoic
mass (not shown). She was biopsed 14 times with 8-gauge probe. There is a 21 x 14 x 18 mm hematoma at the
biopsy site at post-biopsy 22 days, but resolved spontaneously.
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Effect of Hematopoietic Growth Factors on the Generation of
Megakaryocyte Colony Forming Units (CFU-MK)

Yong Seok Chang, M.D., Ki Young Kwon, M.D.

Department of Internal Medicine,
Keimyung University School of Medicine, Daegu, Korea

Abstract : 1n vitro colony assay procedures for expansion of human erythroid and
granulocyte —macrophage progenitors have been used for many years. However, the
development of reproducible assay method for human megakaryocyte (MK) progenitors
considerably lagged behind. Cytokines such as stem cell factor (SCF), thrombopoietin
(TPO), IL—6 and IL—11 have been demonstrated to have effects on the production of
colony forming units (CFU)—-MK. This study was undertaken to investigate the ex vivo
expansion of megakaryocyte progenitors, derived from mononuclear cells of normal bone
marrow. Bone marrow mononuclear cells were incubated in serum —free medium
(MegaCult™, Stem Cell Technologies, Vancouver, Canada) and supplemented with SCF,
granulocyte—colonystimulating factor (G=CSF), TPO, IL =11, combinations of SCF + G-
CSF + TPO and SCF + G—-CSF + TPO + IL—-11. The effect of hematopoietic growth
factors on ex vivo expansion of megakaryocyte progenitor cells was evaluated. These
cytokines were able to generate of CFU—MK in the media and to increase
megakaryocyte colony formation: Numbers of pure MK colonies increased in the media
supplemented with SCF, IL—11 and combination of cytokines. Mixed MK colonies also

increased m the media supplemented with SCF, G=CSF and combination groups.

Key Words : Megakaryocyte, Hematopoietic grwoth factor, Thrombopoietin, 1L =6,
IL-11, Stem cell factor
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%*Q%Oﬂﬁ 10 mLe =
= WA 2793 Ak 3
31-68) Al vk i
TA T 318.4

T A

ME

re
ol
rflo -
o
o

A% 10 mL9
Hypaque £ 9o =
SAEE ettt Seld @9
Ma* o] §li= A ekFAAr=E 23 A%
Isocove's modified Dulbecco’s medium (] 3}
IMDM, Gibco Life Technologies, Paisley, UK)
gol o] £33}

3. 73 7 El2t uf

MegaCult™ (Stem Cell Technology Inc.,
Vancouver, Canada) & o|&3sto] AF T A
H S A9, 1%9 bovine serum
albumin (Sigma, St Louis, USA), 200 ug/mL2
human transfernn (approximately 98% pure, Sigma, St
Laouis, USA), TPO 50 ng/mL, IL—6 10 ng/mL7}
Z3rE o] A 2 mLef Akl Fel st weAx
2.2 % 10°78 & IMDMell 3] 4sto] =33ttt
37C e & A ¥ agars 1.2 mL
oS chamber slide® 271 wellel 42F Ui-of 4
ForATk 4 Cel Al 2023 & F 377C, 5% CO:-

HEE A FE S BE 1A WeE A W

¥ o] EF

A

2UAFANE WA e dETH 4
X E Sl AHE Fol WgE
| w3kt MegaCult™ wi#]o] SCF(Stem
Cell Technologies, Vancouver, Canada) 10
ng/mL, granulocyte colony stimulating
factor (G—=CSF, Neutrogen® T A ) 100
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ng/mL, TPO(R&D Systems, Mineapolis,
USA) 100 ng/mL, IL-11(Genzyme Corp.,
Cambridge, USA) 100 ng/mLE Z2 @5 Ao

2 Hbe 73 g2 9 SCF + G-CSF +
TPOE W& A7k +, 78] 3 SCF + G-CSF +
TPO + IL-11% W&t J7hsh 9 670 Lo
Fbrol 1247 Wikl th

_I.

5 A

I

T Zl2to| X 9l 040d XIS oA

derol 34 chamber slide® 100 mL9]
methanol:acetone 1:3 92 2023 ¥ s+
Atk 37 $F chamber slideS A4 30%3F
AxAZ F Az A G2 H7-A 4C d%
aroll Waetth Wz E A LS 26k
500 4.2 0.1 M Tris/NaCl¥ 500 (L 2 5% B3
dglo 2 2041F 3k AlE = 1&F FA 9
GPII b/Ma 9E& %A (PharMingen, SanDiego,
USA) S 6087 HHe-51== s th oA 24 8
A 9 biotinylated anti—mouse ¥ A
(PharMingen, SanDiego, USA)% 30T7F whE
% alkaline phosphatase anti alkaline
phosphatase complex(Dako, Glostrup,
Denmark) o 1587 9+2-& 4o 7l t}2 Evans
blue® sk & EH A stoll A F=& &
CiA=y

Qe Mok wES £4 AST F(pure

A
Fig. 1. Microphotograph of pure CFU-MK (Evans blue
stain, x 40).
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MK colony) < 371 ©]
He AR AYstda, £ A
)2 A e vhE AEZTE 2T A5

14
1o

MK colony
E STk

6. S 2|

Mann—Whitney testo] €&+ H] 2 AF o=m
SAEA S Ao AL, p #2 0.05 9IS /-9
g Ao g At

hid

M A
o |
1. 787 Fl2to| Bot TAIBIR M

AT e gl flsto] A mH el &
A3k GPIb/Ma ZHel thet & GPIb/Mla ©&
ETAR Az A5 AU & GP
Mb/lla GEEFA] FHO= o
FoM, SR T AEES T8
th 2070 ol ske] AR P U= FHE
small CFU-MK, 2170el A 507 Ale] & A8 F=
T Sl AB S medium CFU-MK, 5071 ]
Fe A TR 7 E e A9-F large CFU-
MK = 42ttt Fig. 12 small CFU-MK= -/
e 4 AT Aebolm, Fig, 21 CFU-MK$

Ve A EE S

i

Fig. 2. Microphotograph of mixed CFU-MK (Evans
blue stain, x 40).



2. H3H L zl=h HMof| chEh Sy = MEol
A2 &3
SCFel =4}

)
JdAel A 28 AR E HrrstA] 2 A
= AT AR S 445 + 37,79 0.1,
AT AL £1-9.4 = 9.37, = AT A
1= 53.9 L 46. 1709t}

9549l 28 A Hrka SCRel st
£ AT M A g2 586 £ 5227, &

5487]% SCF & H7MA] <=

ek gago] TS Ko, o
Ag e F7FgE Aol vlsko] F3 g
Atk T A F d7r g Aol SCFY HVb=
IS S7H7F A A e 7 [F2 8 Aol & Wl ot
(p<0.05), &7 AT F&t 4 F A+ F&9
QA9 TIkelA - A 4] Ao E Kol A sk

H(Fig. 3).

90
70 -

50 -

Number of CFU-MK

30 -

p=0.041

Pure MK Mixed MK Total

%4 Control M SCF

Fig. 3. Effect of stem cell factor (SCF) on CFU-MK.
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(2) G-CSFo &1}

G-CSF¥ 247}011 g =5 A J= 394y
WS-8 43.4 L 25, 67H AT A Y W
2 22.0 £ 11.671, & A+ H<h P4 kg2
65.4 = 34 47H°ﬂv} G-CSFyF 7psk 49 gz
ol vlal =5 A 7Y A SO §ske
U 23 A8 7= SCFE W H7bsk 23 3
el H7 T Tl AE 7T wol FUhskl e, o

it

el F A H e TIbek S Ve
Ark. a#i vk, G-CSFE] 9@ H7F= Q1 &3 7
A A=Y S/ A AR 99 E BolAE ¢
Sk (Fig. 4).

G

3

42

(3) TPO2| &1t
MegaCult™ iAo XFH TPO el F717
Q1 TPOS 7kl g -5 Ao F=t 94
2 43.2 £ 42,070, 3 AT F= I
8.97 123 T AT A 34
54.8 & 46.270% L}E‘r‘;m. TPOS F7F
A7HA EF A 7Y Aol AR Fohshe
AFE RGOy, HHLA o g Fest TS Ko

A Yk (Fig. 5).

70 -
60 |-
50
40

30

Number of CFU-MK

20

Pure MK Mixed MK Total

[& Control W G-CSF]

Fig. 4. Effect of gramulocyte colony stimulating factor
(G-CSF) on CFU-MK.
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50

30

Number of CFU-MK

20

Pure MK Mixed MK Total

B Control M TPO

Fig. 5. Effect of thrombopoietin (TPO) on CFU-MK.

(4) IL-112 53

[L=11¢ A7bel Wt = A2 d2 3
W2 58.7 £ 47.670, £F #1¥ 79 W ¥
NS 149 £ 165/, F A7 Ao F4 2
73.6 T 59.7/ATE TF A A A2
SCF& wg A7 ?4 AV = S R
Ao, F& AR A Aol = AR T
%HUL% R GO W ZAR
th f# AT AR 8 2 AT A 7 T

A o = YA ok (Fig. 6).

3. AT T2 Ao tiF T ATIRIS
st
=

(1) SCF, G-CSF, TPOS| et M7t &3t

SCF + G-CSF + TPOY =8 &4 ¥
AR S5 AT JeE £ 59.7 £ 36.87,
E3 AT AT £ 26.1 L 30,470, F AS P
de 4+ 85.8 £ 65.9/M% dAHom T3
T7he BT &4 AT J= gL SCFe
IL-119 & H7F8 A$-9F & Ao & Hol A

L T o w3 7%311# e FA Ot Hh

hu

BB KRB $22% 25k 2003
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e
S
4 50 |
L
[}
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21—) 40 —
o
1S
>
Z 30 |
20
il 1
0 1 1
Pure MK Mixed MK Total
&4 Control W IL-11

Fig. 6. Effect of IL-11 on CFU-MK.

ol Hlmal AAF FAE BT e
SCF, G-CSF, TPO & #3% %17}& A &= A
zsﬂ—l ;QE]" r!] 161— 7%:511—1 s

=
A oo 5 vehA = itk (Fig 7).

(2) SCF, G-CSF, TPO, IL—-112| Het &7t 51}

SCF + G-CSF + TPO + IL-119 =¥ A
AR WY AR e AT FE A e
51.1 £ 41.670, &% AT A 5+ 234 =
19.970, = A7 A £ 745 + 60.87F
2ol vl F7hs LAtk &5 AST JAY
4L SCFRE IL-11S v ﬂﬂﬂ 9 Ae-9
SCF + G—CSF + IL—11¢ #3 H7latel nls)
938 42 A s nlod, £ A EY 4
2 P oA = T 7Ll HlE M ST E R
9o SCF + G-CSF + TPO W3 A7ty 2

el vl 4 Foht A% E Rk gebd 23
AT B A Aol UoiA [L-119)

F7bz | e 23 e e SCR o+
G-CSF + TPO + IL-119 ®BF #A7t= Ast
F AT QY W TE ART M2k 5 T o

Al EAAR]L A7 YA = skt (Fig. 8).
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Fig. 7. Effect of combined treatment with stem cell
factor, granulocyte colony stimulating factor and

thrombopoietin on CFU-MK.
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80 —
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50

40

Number of CFU-MK
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[© Control W S+G+T+I |

Fig. 8. Effect of combined treatment with stem cell
factor, granulocyte colony stimulating factor,
thrombopoietin and IL-11 on CFU-MK.

= Fels7] f8A ¥ GP Ib/lla GE=IA S
£ 3k W
b(CD41)9L GPIMa(CD6) & AZ 7S FAs)
] A8lA] T2 AEHE 2719 AE T ot
6]. olgf st Yo7 A @ag HHC*%L T 9
oH, 49 AY A

E

o 24 TH Oﬂ/\ﬂ# 39 =8 GPI

~N

32 32
ok

e

=5 AT AR Mgl = wd 3R A
F 8 A SCF H7Fa3h IL-11 FA7batel A 7k
¢ W g o SUbE M on, TPOS G-
CSFE ©el H7Fet Aol vzl nls] A=
F7F S7FSA kokvh &3 AT A vldelA
T T O AR A AR ] T E WS
™ SCF& G-CSF& 9% H7Hs 2% 7 538
g A= SUhE Bk aeba) bl A7 A
Sl A= WAl SCE A7zl A F AT A%
ol 7 Wol F7rati o™, IL-113% G-CSF &
d AN eo 2 F AT AR 7 T S
th SCF & A3l 4o Fgato] 71379 A= 4
e A doy AT A= e A5

st thE AEIRIY g5 SUHA7IM[11],

N

N



256

[L-112 Af o] Aol A2 der]al12],
GM-CSF&= A9 78 T4 % w3t s 245k 2
o2 A UTH[13]. o] o= o8] 7hA] 9 Al
7HIS0l Af 4 4 g elA w5 o)A o)A
Al w7 e Rl JIFE

IL—-3% TPORY 2/] 9A ol 2§ 35ke] A8 79
THI e 2 Ao aHA o

—

al

1, erythropoieting 73 4 =X I A EE

(2
T EPLEEQC% AEP

ro

9 Aol 1 %Lé;ﬂv} AR gk,
ol MegaCult™ A= o 7|&H o2 oln] TPO7Zk
T Eol 7] Wit e = 7P TPOE AT
J F el 7P 23 AR IR shut R 1l

pY

G4

St 2 E BEA x| A AT FJow o F3F U
Ao #dsty [15], erythropoietin, SCF, 1L—
1 238 A Akele] B3 ARSol A

ox

re iooff o —J
M o o 1 1» 2 o
It
i
N

ol
[o3

m £ m
50 rfa

UTFar e A Aok (2], =g v A
It el & o] g5t A3 5 A
, TPO7} 1 ng/mL o<l AL 1
Herol gAdo] Trhethar B

o] A¥elAi= TPOY F7I=

ol

Yo =
il

tlo

B

o ye 2
o &
2y
)
gﬂ

o @a% FAsrA Fetdled, A=
J|R Ao 7 R o E@% FH T 1343 TPOY A

gol 9
T Ut 2R s Jﬂ,%ﬁ}. ol & H ‘&S ’o‘ 1
= = A7, g
A3} A E 9] Aol 2 < %ﬂ TPOY HHg ] z]—o]
7FAAYE Fe AR 2y E 4 St

B H7H Y AT dE Wlgel A= SCF +
G-CSF + TPOS W3 H7belA 7Fd B &
& = AR B Z8 A3 e o] B o
HAE Y 998 Eﬂégiour RN DR |
el A7bEd B wst 2717 BA Al ¢ E 1
o A= ¢tk IL-118 F7Fe H 748 SCF +

G-CSF + TPO + IL-118 ¥3 7o) AlE
IL-118 XE3ekA &2 e A7batel vx A %
S A%E Kol IL-110 AA L $2 A8 A
T g0 FH A %S Ve AL el v
U gelo] Ao E Aow AztAY} w3 2

BB KB $22% 258 2003
QA HE AT AT Het Y Weke
G5 ART ALY Wk EF AT W G4
A Y FEE S WA e ATl E 3
ol B4 T ol aol ARTFY AN FHE A
A5t u TPOS IL-3, GM—CSF, SCF %9
Shhe BESE A% ART Aol 424
O, oI5 WE AE T Aol WA AT
A% 942 %%M% A 9 v ek 1

o]—ol—.‘:L-ﬂ

ofX
~
2
2
2
of
X,
_e
)
rO
G 1o oy
1o
rr
T
o
A,

2 EF e Aol 9l

%*4 of TheFst AT B AR JFS
EhiA BE o ATk AP F e Al
o T 2FE ZoHT w2 ALHHY %o
m, o] AgelA &4 AT Y2 A9 SCF9
IL-11, & A+ J&+2 G-CSF % SCFY A
7F Alell AR - 2 @Adol FrF HA A, SCF +
G-CSF + TPOY & A7t 78 £2 29 =

WO £ O R F o|F ygow WA ANT A
o ool U o AT T Wa Y, %
& FF AT ALY AN EALOR A4
Ha e AT AR 9F 4G F7 i o
AQAEY Bolol d3t JFE Ao 5
B U S RS A8 e A S e
F2 4Tk Qolok & Aol k

—le Flf

QL A7kl A8 T WY P4
W, ol A AR el el Y HA



25 HAAE) ART P ] o 2AYFAR G

SFA T

AAAA 7715 S 71K A0y 25 dY
AF et G AEZE TE SRS o
MegaCult™ H] x| of] o] A G
g GP IIb/lla HEE=IAE o] &ste] AP+ A
g gt on ZHE A stelA 47 5
#&sGoh wdk SCF, G-CSF, TPO, IL-11 %
47V A8 A EIFRIS e e W gsto] ke
TE9 A 78 vtk

HEE AT o] YA HE
o, g AT 2 EF AT A
FoARS A 7FeA] o YRR Al Ak
A7ret Joll A A= el T ek, o %
H7hdY A e A8 J= 442 1L-1
2 SCF H7brel A, &8 A7 JoF JA S
SCF % G-CSF ®5 7ol A A= T7H7F
vebd S Fold & dddth d Wi AR
A wd A7l vla 3 AT d= g4

o )39,

-

ool ok 32

— I

i

4
of
o:

[

1. Rabinowe SN, Nemunaitis J, Armitage J, Nadler LM.
The impact of myeloid growth factors on engraftment
following autologous bone marrow transplantation
for malignant lymphoma. Semin Hematol 1991;28:6-
16.

2. Broudy VC, Lin NL, Kaushansky K. Thrombopoietin
(c-mpl ligand) acts synergistically with
erythropoietin, stem cell factor, and interleukin-11 to
enhance murine megakaryocyte colony growth and
increases megakaryocyte ploidy in vitro. Blood
1995;85:1719-26.

3. Angchaisuksiri P, Carlson PL, Dessypris EN. Effects
of recombinant human thrombopoietin on
megakaryocyte colony formation and megakaryocyte
ploidy by human CD34+ cells in a serum free
system. Brit J Haematol 1996;93:13-7.

4. Sawai N, Koike K, Ito S, Okumura N, Kamijo T,

257

Shiohara M, et al. Aberrant growth of granulocyte-
macrophage progenitors in juvenile chronic
myelogenous leukemia in serum-free culture. Exp
Hematol 1996;24:116-22.

5. Bertolini F, Battaglia M, Pedrazzoli P, Da prada GA,
Lanza A, Soligo D, et al. Megakaryocytic
progenitors can be generated ex vivo and safely
administered to autologous peripheral blood
progenitor cell transplant recipients. Blood
1997;89:2679-88.

6. Kersey JH, Weisdorf D, Nesbit ME, LeBien TW,
Woods WG, McGlave PB, et al. Comparison of
autologous and allogenic bone marrow
transplantation after failure of conventional
chemotherapy in adults with intermediate grade non-
Hodgkin’s lymphoma. N Engl J Med 1987;317:461-
7.

7. Huan SD, Hester J, Spitzer G, You JC, Dunphy FR,
Wallerstein RO, et al. Influence of mobilized
peripheral blood cells on the hematopoietic recovery
by autologous marrow and recombinant human
granulocyte-macrophage colony- stimulating factor
after high-dose cyclophosphamide, etoposide, and
cisplatin. Blood 1992;79:3388-93.

8. Minchinton RM, Waters AH, Malpas JS, Kendra JR,
Barrett AJ, Starke I. Autoimmune thrombocytopenia
after autologous bone marrow transplantation. Lancet
1982;2:391-6.

9. Kaushansky K, Lok S, Holly RD, Broudy VC, Lin N,
Bailey MC, et al. Promotion of megakaryocyte
progenitor expansion and differentiation by the c-Mpl
ligand thrombopoietin. Nature 1994;369:568-71.

10. Schneider JG, Crown J, Shapiro F. Ex vivo cytokine
expnasion of CD34-positive hematopoietic
progenitors in bone marrow (BM), placental cord
blood (CB), and cyclophosphamide and G-CSF
mobilized peripheral blood (PB). Blood 1992;
80(suppl):268a.

11. Briddell RA, Bruno E, Cooper RJ, Brandt JE,
Hoffman R. Effect of c-kit ligand on in vitro human



258

megakaryocytopoiesis. Blood 1991;78:2854-9.

12. Burstein SA, Mei RL, Henthorn J, Friese P, Turner
K. Leukemia inhibitory factors and interleukin 11
promote maturation of murine and human
megakaryocytes in vitro. J Cell Physiol
1992;153:305-12.

13. Bruno E, Cooper RJ, Briddell RA, Hoffman R.
Further examination of the effects of recombinant
cytokines on the proliferation of human
megakaryocyte progenitor cells. Blood 1991;77
:2339-46.

14. An E, Ogata K, Kuriya S, Nomura T. Interleukin-6
and erythropoietin act as direct potentiators and
inducers of in vitro cytoplasmic process formation
on purified mouse megakaryocytes. Exp Hematol
1994;22:149-56.

BB KB $22% 258 2003

15. Debili N, Wendling F, Katz A, Guichard J, Breton-
Gorius J, Hunt P, Vainchenker W. The Mpl ligand or
thrombopoietin megakaryocyte growth and
differentiative factor has both direct proliferative
and differentiative activities on human
megakaryocyte progenitors. Blood 1995;86:
2516-25.

16. Won JH, Cho SD, Park SK, Lee GT, Baick SH, Suh
WS. Thrombopoietin is synergistic with other
cytokines for expansion of cord blood progenitor
cells. J Hematother Stem Cell Res 2000;9:465-73.

17. Blair A, Baker CL, Pamphilon DH, Judson PA. Ex
vivo expansion of megakaryocyte progenitor cells
from normal bone marrow and peripheral blood and
from patients with haematological malignancies. Br
J Haematol 2002;116:912-9.



BE BB BE 224 2
Kemmyung Med J
Vol. 22, No. 2, December, 2003

[l =]
=™

L

=4

OF>

Surgical management of parathyroid adenoma and hyperplasia

Dal Won Song, M.D.

Department of Otolaryngology,
Keimyung University School of Medicine, Daegu, Korea

Abstract : Hyperparathyroidism is commonly seen in adenoma and hyperplasia, and
1s classified mto primary, secondary and tertiary. However, its etiology, pathogenesis,
clinical feature and treatment differ from each another. Most primary
hyperparathyroidism can be treated by surgical procedures, and the secondary and
tertiary hyperparathyroidism can be treated with medication, However, surgical
procedures are necessary, if the symptoms persist after taking appropriate medication.
This study was undertaken to review the surgical management and postoperative clinical
course of three cases of primary and one case of tertiary hyperparathyroidism. Many
different preoperative symptoms such as ureteral stone, osteoporosis, gait disturbance
and pathologic features were noted during the course of study. Among the imagine
studies conducted to localize parathyroid mass, the authors found the parathyroid scan to
be most accurate. All four cases underwent surgery which involved removal of only
adenoma in two adenoma cases, removal of only enlarged parathyroid gland in one case
of hyperplasia with no postoperative, evidence of recurrence, and total
parathyroidectomy with autotransplantationin one case of hyperplasia. The hypocalcemia
was noted in all four cases after the surgery. Of these four cases, two recovered slowly
from hypocalcemia, and one recovered with no symptom of hypocalcemia, but had to take
oral calcium and vitamin D for low calcium level. Finally one case with tertiary
hyperparathyroidism developed hypocalcemia postoperatively due to chronic renal failure
and died of heart failure.

Key Words : Hyperparathyroidism, Parathyroid adenoma, Parathyroid hyperplasia
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Table 1. Laboratory findings of presented cases
Preoperative Postoperative
Total
Total Ca* P BUN/Cr  ALP PTH  protein/ Total Ca* P PTH
(mEq/dL) (mg/dL) (mg/dL) (IU/L) (pg/mL) a(lgyg;l (mEq/dL) (mg/dL) (pg/mL)
1 10.6 1.9 13/1.1 77 203.8  7.7/4.6 8.8 3.0 47.0
2 15.1 2.1 10/1.1 193 416.6  7.6/4.9 8.0 3.0 343
3 11.9 1.8 12/0.5 2129 1721 7.2/4.9 7.9 42 13.6
4 9.7 3.0 62/8.0 814  >3000  6.8/3.8 6.5 33 59.8
A 2ol FE9 A E A el Mg -85t 5. 702 A & 24
9t} (Table 2, Fig. 1-3).
48 2w el G AARR B S Y
4. 2] THEH A XS HAF 5 UYL FEHR REH W
HE AASAY. T 114+ 3.0 x1.0x1.0
48 BFOA FAE AEE FAZAL 4F om A9 G HAY T2o] 935 A sk
O Aol F2 Bl tF Y (im) & #& of f1x18l AR AAZF EE T HUHow SN
@5 AR FAFY APl A FE o Ygod 79 29 A4S BRE F 9
5 PIHT e (pseudorim) B B2 E 4 AR TR U REAH 3 44 2719 2YUE
(Fig. 4&5). spelaka WEshol ar w2 dH oA AlFola HE

Table 2. Preoperative localization study and operative results

Localization study Pathology and Location of
Case Ultra-  Computerized  Parathyroid size (cm) tumor
sonography tomography scan
Adenoma
1 _ _ + (3.0 x1.0 1.0 cm) Right Lower
Adenoma
2 + — + (2.3 0.8 0.6 cm) Right Lower
Hyperplasia
3 + + + (2.9 x1.6 0.7 cm) Right Upper
Hyperplasia
4 + + (3.0x1.8 1.0 cm Right Upper
0.8 0.8 X0.3 cm Left Upper
1.3 x1.0 x0.7 cm Right Lower
1.3 1.8 X1.2 cm) Left Lower

+ : detected the parathyroid mass; - : can 't detected the parathyroid mass; blank : not examined.
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Fig. 1. Neck ultrasonogram in case 4 shows 16 x 8 mm
sized hypoechogenic mass at inferior to right
thyroid gland.

Fig. 2. Neck dynamic computerized tomogram in case
3 shows 13 X22 mm sized well defined low
density mass (arrow) lesion behind the right

thyroid gland.
P AL HFOR gk, T8 200 At
RE 2ol £3

2 2.3%0.8x0.6 cm 37]4
ZAFA SHEo) 98] 99 F9 7%17}4 o

2 X U A B 3 Ay 2019 B2
TS oty HESIG AL A AN HF
- MEgow Ugth & 1

=3 - 0]

& WY Aol A = 3
= A2 A 29x1.6%0.7 cm 2719 &
37 2-

Tol & Fede] 95 A Aol 9

BB KRB $22% 25k 2003

EIM 0K CHOOL 1696305  To-9%m 22002001 UNIV. HOSP.
73-1-0,F "

ANT-ZHR RAC-2HR LAO-2HR

Fig. 3. Parathyroid scan (Tc-99m tetrofosmin) in case 1
shows a focal spot (arrow) on inferior pole of
right thyroid gland in early phase, without
washout in delay phase.

32
&
oty
4o
BN
>
&
Jo
Y
o rlo

2

2,

o

i)

-

)

A o_|>_,‘

P o
m
oz
2,
o

B
d
i
o
k)
N

nef o

i
o\
<3
A
™
;
<h
Il
-z
e
o
2

=
B
2
_O'h
2
u}
d
i
=
s
T
B
ofN
o
o

Nz oot o
1>
o ofN
lo
o
Fﬁ
Lo
Lo
3
5
ol
o,
e
1c
ol
o
I, o
il
2 2
o

[

PR SR, AF YA AR 2 e
X1.8X1.0 cm, 1.3X1.0X0.7 ¢cm, O
3cm, 1.3%X1.8X1.2cm /19 —rt]r

al

=

Mo o2

S A stel FAAAE Y

B Al

0.¢]
Tz 3w

SE 19 A A & F 240MEAR 8F 7
(8.8 mEq/dL) 9 PTH (47.0 pg/mL) + A4
3 Yl vy 1 oA ZAF 9lo] #F X
Lo éﬂﬂ 29 A A & F 40N A = DA
ZH5 (8.0 mEq/dL) % PTH (34.3 pg/mL)+ &
A3t Hda T glol & Aua vk ZE3Y



263

Fig. 4. A. Microscopic finding in case 1 showing a rim of a tumor mass is well-circumscribed and contains no stromal
fat cells (H&E stain, X 20). B. A glandular pattern and the majority of tumor cells are composed of closely

packed chief cells in same case (H&E stain, < 100).

Fig. 5. A. Microscopic finding in case 4 showing a multinodular arrangement of proliferating chief cells (H&E stain,
x 20). B. Individual nodules were composed of chief cells although nodules of oncocytic cells were also seen

in same case (H&E stain, x 100).

A+ & 5 34MEAR PTH (13.6 pg/mL) +
A4 A5 Holy €% 24 (79 mEg/dL) <

AR 29 W AR S Hol A& AE T )|
UHIDE Fofstar olar g4 B3 W G4 =l
2 RS FAF 57 27 wola glo 3¢ 2
Foll A At A2 AEE F A Td 49
AL 4 5 21794 PTH (59.8 pg/mL) = A4
3 U9 dAHAG(6.5 mEq/dL)S AZGES
2AE Ko 7§ 23 nugvD ARt A
Wk 7h s 1d 3AE A4 s Ao & Qlgh

ARHo 7 APt (Fig 6 & 7).
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Fig. 7. The graphs show the change of parathyroid hormone level following surgery for hyperparathyroidism (normal
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A Case Report of Osteoblastoma Treated with
Postoperative Radiotherapy

Ok Bae Kim, M.D., Jin Hee Kim,M.D., Dong Won Kim, M.D.*,
Sung Moon Lee, M.D. 7, Sang Pyo Kim, M.D. "

Department of Radiation Oncology, Neurosurgry*, Diagnostic Radiology’, and Pathology*
Keimyung University School of Medicine, Daegu, Korea

Abstract : We report a case of osteoblastoma, arising at the C7—spine of a 23—-year—
old man. The patient underwent laminectomy of C6—7 spines, and received postoperative
radiotherapy. Review of literature indicates that the radiotherapy has rarely been used
for this tumor because of detrimental effect. Nevertheless, the radiotherapy could be
beneficial for those cases in which adequate surgical resection is not possible.
Furthermore, postoperative radiotherapy would be helpful to prevent recurrence in the
case of incomplete removal. Therefore, the radiotherapy might be used for unresectable

tumors in place of surgery.

Key Words : Osteoblastoma, Radiotherapy
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MNESTES TAa2 WES 234 FdAbelA 79 A5 A gkokar, wdk Fgo] ASHA koAl 9 giell A
of A TAA TFHFAESE(aggressive FABAS R StG T8 Y 2003 9€7 A
osteoblastoma) &] &FWALNAEE A ot 7] 718 Fdo] ofghH o AV T G ANSE THA
of B¥ A I FA KISk A; g AAtom, A7 Fde F e FHdKET &

A AR Has #2E 5 ASH(Fig 2). 183
S AABT CT AR elH e 70 A% 57

| Bool =g PHo Awy, A5 FEEK
HaTh 5ol th

ol

2002 5] 23419 EA7F 23 FoF oo} 20039 10€ 79 6-791 AF 5 FT @A
AL W B3 0EF oY BES FA Hw ALHYI, 2 AAS $8 AT £
= A3 9% 99 E PEIAL. dAAA AN Qo £F ) BFS edsl 2
AF5-9) A7) ¥ QYA T AF 92 7] &5 Y 2R AP A ERAEEY
2 ol 5 mm A WAt HAHY, B AAS MR Ot (Fig 3), WA el F43) 4
of T AF AN, FAAFTY B, ¢ HF E AT AN FYE s, ¥ VAT
T ¢ ARG Ao FUR AT 2AE Fom AR U
Bol f¥ BF E- TRAZES JUAT £F 37 7E PAANES AFSon,
(Fig. 1. 2ol 450747 359 24 Bo] AR &7 PHAR] 71250 61 35

T1 —sagittal T2—sagittal

T1—axial T2 —axial

Fig. 1. Small (5Smm) intramedullary lesion in the junction of pedical and lamina of C7 spine (—) with increased
marrow signal intensity involving right half of C7 body ( | ) and right paraspinous muscle ( 1).
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T2 —sagittal
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Fig. 2. Large well defined expansile bony lesion involving right posterior neural arch and articular facet (—) with Gd

enhancement which shows more aggrevation of lesion compared with previous study.
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Fig. 3. Histopathologic findings of aggressive osteoblastoma. (A) There are numerous irregular shaped bony
trabeculae lined by prominent osteoblastic rimming and some multinucleated giant cells. The stroma contains
many vascular spaces and much extravasated blood in a loose fibrous background. (B) Large epithelioid
osteoblasts (arrows) with irregularly intermixed osteoid are present. (H&E, A, original magnification x 100; B,

original magnification x 200).
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A Case of Breast Cancer Metastatic to Uterine Leiomyoma

Sun Hee Kang, M.D., You Sah Kim, M.D., Sang Sook Lee, M.D. *

Department of Surgery, and Pathology *
Keimyung University School of Medicine, Daegu, Korea

Abstract : Although extrapelvic tumors have been considered to rarely metastasize

to the uterus, primary breast carcinoma is the most common type involved. In March,
1995, a 46—year—old woman presented with hypermenorrhea. The pelvic examination

showed that the uterus was about the size of 16 weeks gestation, symmetrically

enlarged, nontender, and without adnexal pathology. Total abdominal hysterectomy

revealed an infiltrating

lobular carcinoma metastasized from primary breast carcinoma.

We treated the patient by bilateral modified radical mastectomy, followed by

chemotherapy and hormonal therapy. However, bone metastasis developed in 3

3 years

after the operation, and she died of widespread metastasis in November, 2000. In this

paper, we reviewed the incidence of extrapelvic malignancies metastasized to the uterus.

Key Words : Breast cancer, Uterine metastasis
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A Case of Inflammatory Fibroid Polyp Producing Ileo-ileal Intussusception

Gab Chul Kim, M.D., Seong Ku Woo, M.D., Hee Jung Lee, M.D., Yu Na Kang, M.D. *,
Jung Hyeok Kwon, M.D.

Department of Diagnostic Radiology, and Pathology ™,
Keimyung University School of Medicine, Daegu, Korea

Abstract : The inflammatory fibroid polyp of the small bowel producing ileo—ileal
intussusception is a rare disease entity., We present herein a case of inflammatory fibroid
polyp arising from the distal ileum which resulted in the ileo—ileal intussusception. We
also reviewed the literatures in this field, especially in reference to characteristic

features of the inflammatory fibroid polyp as well as its radiological aspects.

Key Words : Benign polyp, [leum, Inflammatory fibroid polyp, Intestine, Intussusception
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Two Cases of Castleman’ s Disease in Head and Neck

Dal Won Song, M.D.

Department of Otolaryngology
Keimyung University School of Medicine, Daegu, Korea

Abstract : Castleman’s disease is histologically a kind of atypical lymphoproliferative
disorders of unknown cause, characterized by massive proliferation of lymphoid tissue.
Two histologic variations (hyaline—vascular and plasma cell) and two clinical types
(localized and multicentric) have been described. The author experienced 2 cases of
Castleman’s disease (hyaline—vascular, plasma cell). The first case was a 52 year—old
female presented with a single lateral neck mass which was diagnosed as hyaline—
vascular type by excisional biopsy. The second case was a 54 year—old male presented
with both cervical, both axillary and left inguinal lymphadenopathy. The diagnosis of
plasma cell type was confirmed by excisional biopsy of the right axillary nodes. The
author reports herein the above two cases along with a review of pertinent literature.

Key Words : Castleman’s disease, Hyaline —vascular type, Plasma cell type
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Fig. 1. Neck dynamic computer tomographic scan revealing a large oval shaped, well enhanced mass (arrrow) lateral
to the right thyroid gland (A: non-enhanced view, B: enhanced view).
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Fig. 2. Small follicular center exhibiting prominent
central hyalinized vessel, is surrounded by
concentric layers of follicular center cells (H&E
stain, x 100).
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Fig. 3. The interfollicular area shows vascular
proliferation and absence of sinuses (H&E stain,

x 400).
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Fig. 4. The axillary lymph node show many lymphoid
follicles with prominent central vessels,
surrounded by concentric layers of follicular
center cells (H&E stain, x 40).
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Fig. 5. Interfollicular area of the axillary lymph node
shows diffuse sheets of plasma cells masking
vascular proliferation (H&E stain, x 400).
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