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> '2t & X (oncogene)
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Ex) HPV (Human Papilloma Virus)

THPV EJ1 28 Al > ANH=sZFEBEMNESS 24
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> Cell viability

The measurement of cell viability and growth (proliferation)
- drug sensitivity, cytotoxicity, response to growth factors, etc.

Trypan blue staining
: a simple way to evaluate cell membrane integrity

not sensitive
(and thus assume cell proliferation or death)

MTT assay
: the reduction of yellow tetrazolium salt (MTT)
to form insoluble purple formazan crystals
by the "succinate-tetrazolium reductase" system
(only active in metabolically intact cells)

Measuring the uptake of radioactive substances
: usually tritium-labeled thymidine,

accurate
but it is also time-consuming & handling of radioactive sub.

b
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» Apoptosis : in tumor cell as the subject of study

Chromatin condensation, nuclear condensation
: Hochest (H33258) %% dye

DNA fragmentation (A) Normal cells (B) Arrows indicate apoptotic cells
agrarose gel0il 2|8t detection : & ZAM0 2t detection :

C 12 24 36 48 M C 12 24 36 48 (h)

TUNEL-assay for the cerebellar granule cells (red)
with fragmented chromatin (yellow) in the primary culture
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