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Fig. 1. CDK-Cyclin Complexes and the Cell Cycle:
Whether a cell undergoes S phase or M phase
depends on the CDK-cyclin complex. Shifting
between G1 and G2 is possible by interch-
anging the complex between the G1/S and
G2/M forms.
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Table 1. Cyclin-CDK Complexes and Their Connection with Cancer

Cyclin Cell Cycle Role Associated CDK Associated Proteins

Stabili}y Degradation Link to Cancer

A S plus G2—M Cdc2 and CDK2 pl07 plus E2F, p21,
PCNA

Bl G2 M Cdc2 (p21), (PCNA)

B2 G2—M (p21), (PCNA)

C-type ? CDK X? ND

D1 Gl CDK4 Rb, p21, p27, PCNA,
plé, pls

D2 Gl CDK4 Rb, p21, p27, PCNA,
pl6, pl5

D3 Gl CDK4 Rb, p21, p27, PCNA,
pl6, pl5

All D-types

E Gl plus G1--§ CDK2 pl07 plus E2F, p2l,
PCNA

p27 after TGFB

treatment

F ND

G ND

H All phases CDK7 ND

Unstable in  Ubiquitin ~ Stabilization in hepatoccliular
mitosis carcinoma; complex with E2F
disrupted by E1A; p21, PCNA
not associated in cancer
Unstable in  Ubiquitin ~ No

mitosis
Unstable in  Ubiquitin ~ No
mitosis
ND PEST ND
Rapid PEST PRADI, BCLI proto-oncogenes
tumover
Rapid PEST vin-1 proto—oncogené
tumover
Rapid PEST
tumover
p21, p27, PCNA not associated in
cancer
Rapid PEST Altered levels and protein in
tumover tumors; complex with E2F
disrupted by E1A; p21, PCNA
not associated in cancer
ND
ND
ND ND ND

ND, not determined.
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Fig. 2. Cell Cycle Regulators Implicated in Cancer: Shown here is a highly schematic
view of points of action of mammalian cyclin-CDK complexes in the cell cycle.
Stippled are those components implicated in cancer through mutation or
overexpression(e.g., p53 and cyclin D) or through their absence in tumors or

transformed cells(e.g., p16 and p21).
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Fig. 3. Mammalian G1 Regulators (A) G1 progression (B) G1 arrest.
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