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in the DNA sequence?
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Biology Learning Objectives

* Describe the epigenetic code using
methylcytosine and its effects on gene activity.

* Evaluate experimental design and analyze data
from research on DNA as molecular
information.
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Thin Layer Chromatography
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Bases of Active vs Inactive DNA
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Bases of Active vs Inactive DNA

What 1s the general rule about gene
activity and methylation?
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Bases of Active vs Inactive DNA

What 1s the general rule about gene
activity and methylation?
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Cause vs Correlation
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Pharmacological Gene Regulation

Can genes be regulated by epigenetic changes?
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Pharmacological Gene Regulation

fetal hemoglobin levels over time
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Pharmacological Gene Regulation
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Pharmacological Gene Regulation
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Pharmacological Gene Regulation
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Pharmacological Gene Regulation
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Pharmacological Gene Regulation
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Cause vs Correlation
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End of Chapter 1

Exam questions drawn from:

* IQs

* Review Questions

Look at old tests.

Use this weekend to catch up.
Pace will pick up from now on.
First exam 1n 2 weeks.

End of Chapter



