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Figure 2

A) ADA Signal Increased with Acid Treatment B) Target Tolerance Level Improved
with
HuAb1 and pH 8.3
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Figure 3

A) Target Concentration in Clinical Samples
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Figure 3

C) Drug X Concentration in Clinical Samples
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Figure 4
A) Signal:Background
(B3
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C) Signal:Background

Signal/Noise

1.8,

3 MaBRHUADZRMES W MR MadbRepM 8.3

29 57 113
Clinical Sample Time Points {Days)



711

sojduies WINISS 12OID
¥

&

oLy ABG W 15 AR0T U

3
3
L (ERVRPRIVRVRPRRR:

72z

7
o
7

7

ooz

- (5

SHNOD U VAV

gkt

£'¢ Hd pue 4SSN ‘2avsIN yum sajdweg [eajul|d uil jeubis vavy

G 24nb14



< pesig | poolg Z pasid | paalg

8/11

) =
> >
. = 0002
o000z P g
2 000 2
o000t ®
S - 000% 3
0000y O o
8 o00s O
: 3 3
00008 2 0008
060009 0004
2 Hgqey b Hqaqey

£'8 HA+ZQVSI+NSSIN 2z [BHNIN+ZOVSN+YSSI

sjuabeay Bunjoolg
196ie) pue Hd oisegq pliIN Aq spas|g Hgqgey ul uoiddleg YAy |eay uo joedw| fewiuip (v

g 24nb14



9/11

004

Target Levels (ng/mlL)

5003 4

{sAeq) syui0d i}

8L §8 82 L 4% sz esl b
: . “ , w,
o,
: 2
o0t B
: =
“000L &
" =
-00003 G
“
-00000}
z 1wy b3ey - 000000}

uonenusauo bzl I

sjpubis vQv

sojdweg AB0j021Xx0] Jey ul uonaalaq jeubis vav 1eo2y (g

g 24nb14



10/11

{s} stuyy

03, 00L 038 000 0S¢ 00§ 09y 00y 0T 00 09T O0F 09l

€8 HA Usyng uBg '3

£'2 Hd seyng yueig '3

Z'8 Hd ‘yssprzaveiaebiey g
£ ¢ HA ussyZaysastiel D
28 yd 3ebiny g

4 44 3ebiey 1y

UOHBIOOSSI] 'S  UUNRIOOSSY ‘7 aueseq '}

HSSIN PUB ZqVSIN JO 9oudsald pue aduasqy ayl ul ‘6nug o} 10b6.1e] jo Buipuig ayy uo Hd jo 10edw (v

/ 2inbi4



11/11

Figure 7

B) Effect of pH on ADA Signal Observed from Clinical Samples, in the Absence or
Presence of MsAb2 and MsSR
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