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Table S1. Overview of frequently studied biomarkers belonging to the different processes linked to

AD, in plasma, CSF and brain of AD patients and the most frequently used rat and mouse models of

AD.
Brain
Biomarker AP0 AB1a2 ABia/ P-tau T-tau | NfL | Neuro- SNAP- GFAP YKL-40
AP0 granin 25
‘ Human
AD Patient [1] (1] [2] (6] [7]
(8]
(cerebellum)
Transgenic mice
PDAPP [9]
Tg2576 [10-12] [10,12,13]
APP/PS1 [11,14-16] | [14,15] [14]
3xTg-AD [17,18] [17,18] [18] [19]
APPPS1 [20-22] [20-22] [20]
APP23 [11,21,23] | [21,23,24] [25]
Transgenic rat
McGill-R-Thy1-APP [26] [26,27] [27]
Tg478/Tgl116/Tgl1587 | [28] [28,29] [28]
triple homozygous
TgF344-AD [30] [30] [30,31] [30]
‘ Chemical induced non transgenic rat model
Ferrous amyloid [32] [32] [32]
buthionine (FAB) rat
AB42 oligomer (ABO) [33] [33]
induced rat
Changes with respect to the control group versus AD patients or young versus old
animals:
= Increase - =Decrease = No change = No data
Biomarker AP0 Af1a2 AB1ar/ P-tau T-tau NfL Neuro- SNAP- GFAP YKL-40
AP0 granin 25
AD patients [34-39] [5,39,43-50,55] | [5,36,38, | [39,56,57] | [3643465 | [549,60, | [56,62] | [7,45,56,5
Control 39,42— 0,58,59] 61] 8,63,64]
894 + CUAB- 50,55,56] | Control Control Control
759pM 17.545.3pg/ml 13831 ng/l | Control Exact | 0.665ng | 145
AD 981 + CUAB+ Control AD 7.8(1.5- data are | /ml ng/ml
409pM 28.5+12 pg/ml | 168pg/m | 346176 22.8) display | (IQR (IQR 115-
[34]; MCIAB- 1(IQR | ng/l [57]; pg/ml ed in 0.409- | 161) AD
Control 16.9+6.4 pg/ml | 132-228) | Control 595 | MCI 33.8 figures. | 0.978) 240
1415.5+48 MCIAB+ AD pg/ml (IQR | (19.0- AD ng/ml
2.0pM 32.2+12.5pg/ml | 698pg/m | 430-831) 73.3)pg/ml 1.081ng | (IQR 176-
MCI ADAB+ 1 (IQR AD AD 36.6 /ml 193) [56];
1579.9+69 36.3+16.3 491- 1405pg/ml (22.4- (IOR CDR(clin
2.1pM AD pg/ml [39] 1013) (IQR 942— 51.9)pg/ml 0.534— ical




1387.9+51
8.6pM
[35];
Control
4688.5+16
50.0
pg/ml
SCD
4966.5+17
50.5pg/ml
MCI
4765.3tpg
/ml AD
4387.2+17
61.pg/ml
Pa.
CUAB-
18.2+5.2
ng/ml
[37];
CUAB+
19.5+5.9ng
/ml
MCIAB-
17.3+5.7ng
/ml
MCIAB+
17.8+5.0ng
/ml
ADAB+
17.9+6.2
ng/ml
[391;
Control
4531
(3216-
5703)
pg/ml
MCI 5093
(4290-
6999)
pg/ml AD
4917
(4143-
5460)
pg/ml
High Tau
6039
(5104-
8380)
pg/ml [36]

Transgenic mice

[51]
(familial AD)

[56];
Control
215
(134-
295)
pg/ml
MCI 434
(331-
580)
pg/ml
AD 506
(423-
585)
pg/ml
High
Tau 813
(703—
1041)
pg/ml
[36]

1730) [56];
CUAB-918
+490 pg/ml
CUAB+
1216842
pg/ml
MCIAB-
16481517
pg/ml
MCIAB+
1531+1195p
g/ml
ADAB+
2002+1835
pg/ml [39]

High Tau
102.3
(68.9—
149.4)pg/
ml [36];
Control
291 (MSD
251-
438)pg/ml
AD 620
(MSD 521-
818)pg/ml
[591;
Control
324 (IQR
191-
468)pg/ml
MCI 455
(IQR 267-
657)pg/ml
AD 471
(IQR 347-
675)pg/ml
(50]

1.422)
[56];
Control.
M
2.08+0.7
7ng/ml
Control.
F
2.27+0.9
4ng/ml
ADM
3.05+1.0
Ing/ml
AD.F
2.73+0.9
6ng/ml
[62]

dementia
rating)0
282.1+6.7
ng/ml
CDRO0.5
358.9+16.
9ng/ml
CDRI1
351.7+22,
6ng/ml
[63];
Anto.
Control
260.5+71.
6ng/ml
pre-AD
330+120.
Ing/ml
Prod-AD
364.1+81.
9ng/ml
[45]

PDAPP

Tg2576

(12]
6month
12000pM(
6month)
8000pM(2
3month)

APP/PS1




3xTg-AD

APPPS1 [21] [67]
1100pg/ | 500pg/ml
ml (3month)
(6month | 3600pg/ml
) (12month)
2700pg/ | 12700pg/ml
ml (18month)
(18mont
h)

APP23 [21]
300pg/m
1
(12mont
h)
1350pg/
ml
(24mont

h)

Transgenic rats

McGill-R-Thy1-APP

Tg478/Tg1116/Tgl115

87 triple

homozygous

TgF344-AD

Chemical induced non transgenic rat models

Ferrous amyloid [32]

buthionine (FAB) 429+175 pg/ml

rat (after
treatment)
N/A in control

AB42 oligomer

(ABO) induced rat

Changes with respect to the control group versus AD patients or young versus old
animals:

= Increase - =Decrease = No change = No data




Blood(plasma)

Biomarker AP0 AB1a P-tau T-tau NfL Neuro- SNAP-25 GFAP YKL-40
granin
AD patients [1,35,69,70] [1,35,69,70 [73] [36,39] [38,39,48 | [36,59] [76] [63,77]
] ,74,75] (serum)
Control Exact CUAB- Control CDR(cli
64.8+17.0pm | Control data 16.6+4.7 CUAB- 1.29 (0.15- Control nical
MCI 25.4+27.6p are pg/ml 21.0£11. | 3.78) ng/ml 157 (IQR dementi
61.1+16.3pm | m MCI displa | CUAB+ 8 pg/ml | MCI 0.14 126- a
AD 20.6+11.9p yedin | 17.9+5.4 CUAB+ | (0.05-1.01) 218)pg/ml | rating)0
60.2+13.1pm | m figure | pg/ml 29.1+59. | ng/ml AD AD 376 62.5+3.4
[35]; AD s. MCIAB- 6 pg/ml 0.88 (0.03— (IQR 294- ng/ml
Control 21.6+19.1p 18.76.1 MCIAB- | 2.91) ng/ml 537)pg/ml | CDRO0.5
157.8+31.9 m [35]; pg/ml 28.3+28. | High Tau 81.1+8ng
pg/ml MCI Control MCIAB+ 4 pg/ml | 0.11 (0.02— /ml
166.9+37.6pg | 34.9:9.4 19.1#52pg | MCIAB+ | 1.91) ng/ml CDR1
/ml AD pg/ml /ml 29.0+17. [36]; 91.9+15n
172.2440.9pg | MCI ADAB+ 9pg/ml Control g/ml
/ml [70] 33.6+11.6p 16.7:6.0pg | ADAB+ | 47451(MS [63];
g/ml AD /m [39]; 43.8+28. D 21904- Control
34.6+10.7p Control 7pg/ml 90320)pg/ 84+84ng/
g/m [70] 11.7 (5.7- [39] ml AD ml AD
26.7)AU 36525 133+110
MCI 16.7 (MSD ng/ml
(10.3— 25324- [77]
26.2)AU 57715)pg/
AD 165 ml [59]
9.7-
24.3)AU
High Tau
13.4 (6.6
22.2)AU
[36]
[44,73]
[51] [47]
(familial Increase/n

AD)

o




Change

(dependin
&
on
included
study)
Transgenic mice
PDAPP
Tg2576
APP/PS1
[16] [16]
Decrease/Inc | 1200pg/ml
rease (3month
(sex M/F) 1100-
dependent) 1400
750pg/ml pg/ml
(3month M) (15month
500pg/ml M/F)
(15month M)
750pg/ml
(3month F)
1500pg/ml
(15month F)
3xTg-AD [66] [66] [78] [78]
Age Age (in
dependent: dependent some
first up then | : first up cases
down then no
70pg/ml down chang
(5month) 25pg/ml e,
190pg/ml (5month) depen
(9month) 70pg/ml ding
20pg/ml (9month) on
(12month) 20pg/ml antibo
(12month) dy)
APPPS1 [22] [67]
0.15pg/ml/u 15pg/ml
g protein (1.5mont
(3.5month) h)
0.132 57pg/ml
(8month) (7.5mont
h)
APP23
Transgenic rat
McGill-R-Thy1-APP
Tg478/Tg1116/Tg1158
7 triple homozygous
TgF344-AD
| Chemical induced non transgenic rat model
Ferrous amyloid
buthionine (FAB) rat
Ap42 oligomer (ABO)
induced rat




Changes with respect to the control group versus AD patients or young versus old

animals:
= Increase - =Decrease = No change = Inconsistent = No data
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