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Table 1. Immunoreactivity for Bcl-2 in developmental human tissues

Organ (number) 14w 15w 16W  19W  20W  2IW  22W 24w 25W  28W  30W
Lung (26) ttg tte TFTte Tto  toe +@ +a +e +o + +o
Kidney (24) ++o t+te tte o N +a +a +@ +ay +t@ o
Thymus(20) +o +0 ++g ++o to +@ +a +o N to +o
Placenta(23) N ++a ++w 1o +o ) + +e N t@ +o
Endometrium (4) +a N +o N N N N e N N N

Testis(6) +u N +u N N +a +a N N +a e
Small intestine (25) +o +i Rt +w +© +@a +@ to +w +@ +o
Pancreas(16) to  to to  tw N g ta te  to  to g

N: Tissue specimens are not available.
+: Weak, +: Moderate, ++: Strong
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o} (Figs. 2, 3).

=t
=

)
Ol

WA 14~ 19F0] ZFA1AEA v A (metanephric
blastema), 4% Akw] o} 19wk Frir] AkslelA] 2]
S AAsT P2 A4 weEe 4
]‘C‘ °“‘W°] SR A3 AT e dAE A=

43k} (Figs. 4, 5).

rlr

1o

7t

of>
it

WA 14~ 3050 715 A A =7 9
Hdom 1659} 1950 MM o] =713t 57} 20

Foll ;43 e} (Figs. 6, 7).

"k 15~305o) efut-g-gMErF A= 21
FHEY ]z Zaes A" g E 471
Zastar G4 = okl Aot (Figs. 8, 9).

5. A3
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% Alzell A @A = it (Fig. 10).
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6. 0z
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(interstitial cell)7} =gl (Figs. 11, 12).

7. segx
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thelium)7} 3 = 91} (Figs. 16, 17).
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Legendsfor Figures

Various human organs in development immunostained for Bcl -2 followed by counterstaining with Mayer’s hematoxylin.

Fig. 1. Antissue-array slide.

Fig. 2. Lung (16 wk). Immunoreactivity for Bcl-2 appeared in the most of basal cellsin the bronchus. x 100.

Fig. 3. Lung (28 wk). Immunoreactivity for Bcl-2 appeared in the alveolar interstitium. x 100.

Fig. 4. Kidney (16 wk). Immunoreactivity for Bcl-2 appeared densely in the tubular cells and the epithelium of Bowman's capsule.
% 100.

Fig. 5. Kidney (28 wk). Immunoreactivity for Bcl-2 appeared weakly in the epithelium of Bowman's capsule. x 100.

Fig. 6. Thymus(16 wk). Immunoreactivity for Bcl -2 appeared in the lymphocytes of thymic medulla. x 100.

Fig. 7. Thymus(28 wk) Immunoreactivity for Bcl-2 decreased in the lymphocytes of thymic medulla. x 100.

Fig. 8. Placenta(19 wk). Immunoreactivity for Bcl-2 appeared in the syncytiotrophoblastic cells densely. x 100.

Fig. 9. Placenta(28 wk). Immunoresactivity for Bcl-2 in syncytiotrophoblastic cellsis decreased. x 100.

Fig. 10. Endometrium (16 wk). Immunoreactivity for Bcl -2 appeared in the basal cells of endometrial epithelium. x 100.

Fig. 11. Testis(16 wk). Immunoreactivity for Bcl -2 appeared in the tubular interstitium. x 100.

Fig. 12. Testis(28 wk). Immunoreactivity for Bcl-2 is not changed in the tubular interstitium. x 100.

Figs. 13-15. Small intestine (16 wk, 19 wk and 28 wk). Immunoreactivity for Bcl-2 appeared in the epithelium of intestinal gland,
myenteric plexus and submucosal plexus. x 100.

Fig. 16. Pancreas(16 wk). Immunoreactivity for Bcl-2 appeared in the interlobular space. x 100.

Fig. 17. Pancreas (28 wk). Immunoreactivity for Bcl-2 appeared in the ductal epithelium. x 100.
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Abstract

Study on the Bcl-2 Expression in Korean Fetal Development Using
a Tissue-array Technique

Young-Bok Yoo, Young-1I Lee, Byung-Lan Lee?

Department of Anatomy, College of Medicine, *Seoul National University, Seoul, Korea,
Dankook University, Chonan, Korea

Apoptosis is a genetically programmed cell death that is required for morphogenesis during embryogenic
development and for tissue homeostasis in adult organisms. Although apoptosis is important in the development,
expression of apoptosis-related genes has been studied mostly in the cancers and neurodegenerative diseases. We
intended to obtain the basic data in order to understand the role of the apoptosis-related genes including bcl-2 in the
apoptosis in the human development. |mmunohiostochemistry for Bcl-2 was performed using Korean fetal lung,
kidney, thymus, placenta, testis, small intestine, pancrease, skin, urinary bladder tissues in the 14~ 30 weeks of the
human development. Our results showed that Bcl-2 appeared in early stages of human development in the lung,
kidney, thymus, placenta, small intestine, pancreas. As differentiation grew, expression of Bcl-2 decreased and had the
tendency of localizing in the bronchial epitheliums, tubular epitheliums, Bowman's epithelium, lymphocytes,
synchytial trophoblasts, intestinal epitheliums, ganglionic cells, ductal epitheliums of pancreas. We suggested that in
the early stages when differentiation didn’t occur cell death was suppressed, in the |ate stages when differentiation was
achieving cell death increased to remove the innecessary portions of the organs to protect the specific cells of the
organs having functions.

For the efficiency of the experiment, a high-throughput technique, a tissue-array method was applied which
contributed to save time, money and labor without performance errors. Tissue-array technique will be useful to fasten
the developmental studies.
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