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Hundreds of Genes Cycle with a Circadian Rhythm

Dawn l/ /2 b
Agreed Time G
. .3 AT'/
% e b

> @
Midnight A Brain/Body Conflict \ / / =

A
Dawn ° 3 w b

A¥Ez 3

aEore 7

[

A5

& &

o E@{F\é
PR A

/.
®

Home Actigraphy and Sleep Log

Control

v M
A sl sl [TRTUR TR Ty |

¥ inbed

Subject

v M v
Al b e e ) o aabitn sk ind o
v v v

¥ out of bed

1
2
3
4 \ g
5 v
6

Day

Y bt

v
v

* Sunday

vl

Midnight Noon

Midnight Noon

nwp X
Midnight o T}

Lo dbapii it

AT

DSPD
Subject

v
L

ddailh o doghaiils o LlIL

oty
[#AGCARGGTANGAATGAAG

4
duli

il oo L

v

T IN T IRN YPTY AT

<
<E<i:<

v

* uuh.n-l..nl;;

ki o Mduid)

£5 0

==
/:AI4 Bb ’

G
’f‘"-ﬂ-@/r% @’ﬁ'“?’?/ ’

| Protein
‘ 0304 05 060708091011 12 1314151617 18 19 20 21

e ST IY—E’; =

%

+—r-m

Overlap Between Circadian Genes, Known
Disease-Associated Genes, and Drug Targets

A 2014 study found rhythmic activity in genes targeted
by 56 of the top 100 best-selling drugs in the U.S.

D all genes
circadian genes

D drug targets
O genes associated
with disease

Zhang et al., PNAS, Nov. 11, 2014
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