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Supplementary Figures

A SH2(GRB2) — 3xSH2 of GRB2

DNA sequence:

atgeTGtggttttttggcaaaatecccagagecaaggeagaagaaatgcttageaaacageggeacgatggggee

Protein sequence:

DYHRSTSVSRNQQIFLRDIEGCHGS LOCSG SWFGKI PRAKAEEML SKQRHDGAF LIRESESAPGDES LSVKEGN
DVORFKVLRDGAGKYFLWVVKFNSLNELVDYHRSTSVSRNQOTFLRDIEC 555 T3 36 SEFGKI PRAKAEEML,

b sH2(sHC1) - 3xSH2 of SHCL

DNA sequence:

+tqGIGtggt tecat gggaagetoageeggcgggagaetgaggeactgetgeaget caat ggggact tectggta

GGTAGCACCGGTGGAGGAGGTAGCtggttecatgggaagetgagecggegggaggctgaggeactgetgeagete

Protein sequence:

DNHLPITSAGSELCLOQPVGICHST 300 SSNFHGKLSRREAEALLOLNGDF LVRESTTTPGOYVLTGLOSGOPKH

LLLVDPEGVVRTKDHRFESVSHLISYHMDNRLPT ISAGSELCLOQPYS(C 55T 050G SFHGKLSRREAEALLQL




Fig. S1 continued

C  SH2(PIK3R1) — 3xSH2 of PIK3R1(SH2a, SH2a, SH2b)

DNA sequence:

atgGTGtggtactggggagatatetcgagggaagaagtgaatgaaaaacttegagatacageagacgggacettt

aaccactaccggaatgaatctetagetcagtataatcecaaattggatgtgaaattactttatccagtaGGAGGT
GGAGGTAGCACCGGTGGAGGAGGTAGCtggtactggggagatatetegagggaagaagtgaatgaaaaacttcga

aaagggggaaataacaaattaatcaaaatatttcatcgagatgggaaatatggcttctectgacccattaaccttce
agttctgtggttgaattaataaaccactaccggaat

EtactttatecagtaGGaGGTGGAGGTAGCACCGGTGGAGGAGGTAGCEggaatgtEggaageageaaccgaaad

Protein sequence:

NHYRNESLAQYNPKLDVKLLYPVCGCGSTCGCGSHYWGDT SREEVNEKLRDTADGTFLVRDASTKMHGDY TLTLR
KGGNNKLIKIFHRDGKYGFSDPLTFSSVVELINHYRNESLAQYNPKLDVKLLYPVCGGOSTCOGCSHNVGS SNRN

d SH2(mix) — 1xSH2 of GRB2, 1xSH2 of SHC1, 1xSH2a of PIK3R1

DNA sequence:

+tqGIGtggtttttggeaaaatocccagageeaaggeagaagaaatget tageaaacageggcacgatggggce

gattatcacagatctacatctgtotecagaaaccageagatattoctgegggacatagaascheTaCAGETARE
GGAGGTCGACOTAGC Eggtceat gggaagetyageeggcgggaggctaggcactactycagetcantagggac

taccacatggacaatcacttgeccatcatcetetgegggeagegaactgtgtetacageaacctgtgGGAGGTGEA
GGTAGCGGAGGTGGAGGTAGCEggtactggggagatatetegagggaagaagtgaatgaaaaacttcgagataca

Protein sequence:

MVWFFGKTPRAKAEEMLSKQRHDGAFLIRESESAPGDFSLSVKFGNDVOHFKVLRDGAGKYFLWVVKFNSLNELV
DYHRSTSVSRNQOTFLRDIEGCGGSGGEGSWFHGKLSRREAFALLQLNGDFLVRESTTTPGOY VL TGLOSGQPKH

LLLVDPEGVVRTKDHRFESVSHLISYHMDNRLPT ISAGSELCLOQPY S SECO5C S WYHGDI SREEVNEKLRDT



Fig. S1. DNA and protein sequences of concatenated SH2 domain adapters.

SH2 domains are highlighted in cyan (for DNA sequences) and green (for protein sequences). SH2
domains are spaced by flexible linkers (with protein sequence GGGGSTGGGGS). (a) Three
concatenated SH2 domains of human GRB2; denoted as SH2(GRB2). (b) Three concatenated SH2
domains of human SHC1; denoted as SH2(SHC1). (c) Three concatenated SH2 domains of human
PIK3R1, using twice the N-terminal SH2 domain (SH2-N) of PIK3R1, and once the C-terminal SH2
domain (SH2-C) of PIK3R1; denoted as SH2(PIK3R1). (d) Three concatenated SH2 domains of human
GRB2, human SHC1, and the N-terminal SH2 domain (SH2-N) of human PIK3R1; denoted as SH2(mix).
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Fig. S2. Experimental time line for agonist and antagonist ERBB split TEV recruitment assays.
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Fig. S3. Split TEV ERBB4 recruitment assays optimally respond after 16 h of stimulation.

The ERBB4-NTEV-tcs-GV (ERBB4) receptor plasmid was transfected into PC12 cells together with a
firefly luciferase (Fluc) reporter plasmid, and either a plasmid encoding the full-length adapter
PIK3R1-CTEV (assay: ERBB4/PIK3R1) (a) or the SH2-domain adapter SH2(GRB2)-CTEV (assay:
ERBB4/SH2(GRB2) (b). Luciferase activity was measured every 10 minutes. Time point at 0 h denotes
the start of the stimulation phase at which 10 ng/mL EGF-like domain (EGFId) were added to the
medium. The dashed line at 16 h represents the highest ratio of stimulation to baseline activity. An
average of three samples is shown, error bars represent SD.
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Fig. S4. Constitutive Renilla luciferase readings are stable in growth factor stimulated RTK split TEV
recruitment assays.

Thymidine kinase-driven Renilla luciferase signals were assessed in EGFR (a), ERBB2/ERBB3 (b),
ERBB4 (c), IGF1R (d), and MET (e) split TEV recruitment assays under control and stimulated
conditions in PC12 cells. EGF was applied to stimulate EGFR, EGF-like domain (EGFId) to stimulate
ERBB3 and ERBB4, IGF1 to stimulate IGF1R and HGF to stimulate MET. The indicated receptor fusions
were transfected together with indicated adapters that were fused to the CTEV moiety. Note that for
the ERBB2/ERBB3 assay (b), ERBB2 is co-transfected to allow heterodimerisation and thus ERBB3
phosphorylation, which is required for the recruitment of adapters. Assays were stimulated for 16 h,
lysed and analysed for Renilla activity. Non-stimulated samples are shown as open bars and
stimulated once as grey bars. Error bars represent SD, with 6 replicates per condition. Fig. S5
correlates to Figs. 2 and 3.



a 1200 - EGFR-NTEV-tcs-GV b
1000 -
[ Non-stimulated
. 800 [ Stimulated with
s 30 ng/mL EGF
S 600 A
i@
400 -
200 -
FC:O- 1.05 175 169 155 188 1.58 1.55 1.41
ng/well: N 2.5 10 50 10 10 50 10
ctev: & & O &£ N N N &
o F & &L B
RUSIROIN A
c £ & S d

1000 ERBB3-NTEV-tcs-GV | ERBB2

900 -

%g [ Non-stimulated
2o = s,
3 500 ng/m
L 400

300

200

100

FC: 0.39 253 237 287 261 157 1.84 1.52

ng/well: - 25 10 50 10 10 50 10
Q N N A \ N\ WY
crev: & & & £ & O L &
o ¢ N & £ ¥F L
] Q@k Q\’L\ "],8 6\2\ f
) ) "o‘b
€ .. ERBB4-NTEV-tcs-GV
500 A . o b
[ Non-stimulated
_ 400 + [ Stimulated with
X 10 ng/mL EGFId
\J300 E
3
% 200 -
100
0 4
FC: 099 194 181 177 196 161 1.15 0.94
ng/well: - 25 10 50 10 10 50 10
cTev: & & Q\o\ £ P DD O
& & L & &8
] ‘2@\ Q\q’\ 8 6‘2‘
g N M
S =k
.22 ¥ o=
8 5 g Qo o E
e £ 3 ¢ ¢ ¢ ¢
O » a » »w B v
ng/well: 25 10 50 10 10 50 10
M (kDa)
— 100
HA — —70
(ERBB3)
— 50
. — 40
— 35
TUB

EGFR-NTEV-tcs-GV

700 -

a)o Jd ok ok ok
500 [ Non-stimulated
- [ Stimulated with
X 400 A 30 ng/mL EGF
o
Z 300 A
200 4
100 -
0
FC: 118 187 179 194 202 189 1.28 1.89
ng/well: - 10 10 10 10 10 10 10
N N NN N D
crev: & & O O S &
N
%‘?‘ %‘2‘ (o‘zilz
200 ERBB3-NTEV-tcs-GV | ERBB2
* %k
600
500 [ Non-stimulated
S vees HH Stimulated with
g w0 10 ng/mL EGFId
% 300
200
100
:0.0.9 2.06 2.06 232 391 167 294 145
ng/well: - 10 10 10 10 10 10 10
Q N N .
crev & @& & L PO S @
o & q,\cgq' q'@‘z‘ oF %Q:L\
N
S X (_OQQ,
. ERBB4-NTEV-tcs-GV
wo ] * ok Kk
500 [ Non-stimulated
9 [ Stimulated with
§ 400 + 10 ng/mL EGFId
L 300 -
200
100 -
FC:O- 127 214 233 227 256 136 157 164
ng/well: - 10 10 10 10 10 10 10
& o N N N N @
cTEV: & &' O & & O §
& & & & Q\\@G of
R SO
2 = S
. 2 g =
¥r @ - O o O E -
s § 298 § T 5
CTEV2HA: & »w »w »w O »w »w o
ng/well: 10 10 10 10 10 10 10 M (kDa)
- —100
e — 70
- - — 50
— 35
TUB T e Y1)




Fig. S5. Transient RTK split TEV recruitment assays tolerate differences in transfected adapter
plasmids.

a—f Split TEV recruitment assays for EGFR (a, b), ERBB2/ERBBS3 (c, d), and ERBB4 (e, f). Note that for
the ERBB2/ERBB3 assay (c), ERBB2 is co-transfected to allow heterodimerisation and thus ERBB3
phosphorylation, which is required for the recruitment of adapters. Assays were stimulated for 16 h,
and analysed by a firefly luciferase assay. Non-stimulated samples are shown as open bars and
stimulated once as grey bars. Ctrl, control (no adapter transfected). Non-stimulated samples are
shown as open bars and stimulated once as grey bars. FC, fold change; Ctrl, control (no adapter
transfected). Results are shown as average of 6 samples, error bars are shown as SEM. Significance
was calculated using the unpaired t-test, with **, p<0.01; ***, p<0.001; ****, p<0.0001; n.s. not
significant.

g, h Biochemical validation of the expression of titrated (g) vs. non-titrated (h) adapters. Plasmids
encoding adapter proteins (all tagged with CTEV-2HA) were transiently transfected into PC12 cells,
allowed to express for 16 h, and lysed. Lysates were subjected to Western blotting using the
indicated antibodies. Note that PIK3R1 is very low expressed in (g), whereas GRB2 is strongly
expressed in (h). SH2(PIK3R1) is below detection limit in (h). Calculated sizes of fusion proteins are
provided in Table S1.
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| EGFR | ERBB3 || ERBB4 " IGF1R ” MET | ERBB2

Fig. S6. RTK split TEV fusions are expressed at the cell membrane in PC12 cells.

HA
V5

DAPI + HA
[ DAPI+V5 |

RTK fusions are expressed at the cell membrane. Plasmids encoding EGFR, ERBB3, ERBB4, IGF1R, and
MET (all tagged with NTEV-tcs-GV-2HA), ERBB2-V5, and adapter proteins (all tagged with CTEV-2HA)
were transiently transfected into PC12 cells and fixed 20 h later for immunocytochemistry stainings.
Receptor expression is displayed for EGFR-, ERBB3-, ERBB4-, IGF1R-, and MET-NTEV-tcs-GV-2HA (red,
HA staining) as well as for ERBB2-V5 (red, V5 staining). Nuclei are displayed in blue (Dapi staining).
Scale bar represents 5 uM.
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Fig. S7. Constitutive Renilla luciferase readout is stable at increasing ligand concentrations.

Split TEV recruitment assays monitoring the activity of EGFR (a), ERBB2/ERBB3 (b), ERBB4 (c), IGF1R
(d), and MET (e). Each receptor fusion (NTEV-tcs-GV tag for EGFR, ERBB3, ERRB4, IGF1R, and MET;
V5-tagged ERBB2) plasmid is co-transfected with the universal SH2(GRB2) CTEV adapter plasmid into
PC12 cells. Depicted are dose—response curves, with agonists applied at increasing concentrations as
indicated (EGF, EGFId, IGF1, HGF). Firefly luciferase is shown in black (as in Fig. 4), the constitutive
Renilla luciferase signal is shown in grey. Error bars are shown as SEM, with 6 replicates per

condition.
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Fig. S8. Agonist dose—response data of split TEV recruitment assays for EGFR, ERBB2/ERBB3, and

ERRB4 using full length and concatenated SH2 domain adapters.

EGFR (a—e), ERBB2/ERBB3 (f—j) and ERBB4 (k—o0) split TEV recruitment assays were performed as
dose-response assays in PC12 cells using full-length adapters of GRB2 (a, f, k), SHC1 (b, g, I), PIK3R1
(c, h, m), as well as SH2 domain adapters SH2(SHC1) (d, i, n) and SH2(mix) (e, j, 0). Agonists EGF and
EGF-like domain (EGFId) were applied at increasing concentrations as indicated. For each assay,
plasmids encoding a receptor and an adapter, were co-transfected with a 10xUAS-minCMVp-driven
firefly luciferase (Fluc) reporter plasmid shown in black and the constitutive Renilla luciferase is
shown in grey, as follows:

(a) EGFR-NTEV-tcs-GV, GRB2-CTEV

(b) EGFR-NTEV-tcs-GV, SHC1-CTEV

(c) EGFR-NTEV-tcs-GV, PIK3R1-CTEV

(d) EGFR-NTEV-tcs-GV, SH2(SHC1)-CTEV

(e) EGFR-NTEV-tcs-GV, SH2(mix)-CTEV

(f) ERBB3-NTEV-tcs-GV, ERBB2, GRB2-CTEV

(g) ERBB3-NTEV-tcs-GV, ERBB2, SHC1-CTEV
(h) ERBB3-NTEV-tcs-GV, ERBB2, PIK3R1-CTEV
(i) ERBB3-NTEV-tcs-GV, ERBB2, SH2(SHC1)-CTEV
(j) ERBB3-NTEV-tcs-GV, ERBB2, SH2(mix)-CTEV
(k) ERBB4-NTEV-tcs-GV, GRB2-CTEV

(1) ERBB4-NTEV-tcs-GV, SHC1-CTEV

(m) ERBB4-NTEV-tcs-GV, PIK3R1-CTEV

(n) ERBB4-NTEV-tcs-GV, SH2(SHC1)-CTEV

(0) ERBB4-NTEV-tcs-GV, SH2(mix)-CTEV

Error bars represent SEM, with 6 replicates per condition.
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Fig. S9. Antagonists lapatinib, linsitinib and foretinib inhibit their cognate RTK targets.

a—d Split TEV recruitment assays monitoring the lapatinib-mediated inhibition of EGFR (a),
ERBB2/ERBB3 (b), and ERBB4 (c), but not IGFR1 (d) nor MET (e). f, g Linsitinib-mediated inhibition of
IGF1R (d), and foretinib-mediated inhibition of MET (e). Each receptor fusion (NTEV-tcs-GV tag for
EGFR, ERBB3, ERRB4, IGF1R, and MET; V5-tagged ERBB2) plasmid is co-transfected with the universal
SH2(GRB2)-CTEV adapter plasmid into PC12 cells as indicated. Depicted are dose-response curves
with a constant agonist (EGF, EGFId, IGF1, HGF) and increasing concentrations of lapatinib (a—d),
linsitinib (e) and foretinib (g). Firefly luciferase is shown in black (as in Fig. 5), the constitutive Renilla
luciferase is shown in grey. Note that the constitutive Renilla luciferase readout indicates toxicity of
lapatinib, linsitinib, and foretinib at 30 uM. Error bars are shown as SEM, with 6 replicates per
condition.

15



a EGFR/GRB2 b EGFR/SHC1 c EGFR/PIK3R1
100] 100 100 ] .t
< 80 } + < 80 < 80- }
g 604 g 60 g 60
@ h T @
40 40 40
20 20 20 ]
0] 0] 0]
107 10° 10° 107 10¢ 10° 107 10° 10° 107 10° 105 107 10° 10° 107 10¢ 10°
Lapatinib (M) | pIC50: 5.55 Lapatinib (M) | pIC50: 5.34 Lapatinib (M) | pIC50: 6.14
in EGF 3*10* (g/l) in EGF 3*10° (g/l) in EGF 3*10* (g/l)
d e f
EGFR/SH2(SHC1) ERBB3, ERBB2/GRB2 ERBB3, ERBB2/SHC1
100 100 + } 100- }
. 80 . 80J —~ 80-
S g thy 2 +
8 604 g 604 8 60-
(T (' w
40 40 40/
4
20 20 204
0] 0] 0]
10 10° 10% 107 10% 10° 107 10% 10% 107 10° 10° 1070 10° 10° 107 10¢ 10°
Lapatinib (M) pC50: 5.60 Lapatinib (M) pIC50: 6.13 Lapatinib (M) pIC50: 7.21
in EGF 3*10° (g/l) in EGFId 10° (g/l) in EGFId 10° (g/l)
g h
ERBB3, ERBB2/PIK3R1 ERBB3, ERBB2/SH2(SHC1) ERBB4/GRB2
100 * 100 4 1004
— 80 — 80, . 80]
S S t S
g 0] g 60 g 60
[T [T + (T
404 40 40
20 20 20
0. 0] 0]
100 109 10® 107 10€ 10° 100 109 10° 107 10° 10° 1010 10° 10® 107 10¢ 10°
Lapatinib (M) pIC50: 7.70 Lapatinib (M) pIC50: 5.96 Lapatinib (M) pIC50: 5.05
in EGFId 10° (g/l) in EGFId 10 (g/1) in EGFId 10° (g/l)
] ERBB4/SHC1 k ERBB4/PIK3R1 l ERBB4/SH2(SHC1)
1004 100 100 +
. 80] ¢ 8 . 80. _ 80
s ¢ X 2 +
S 60- 3 60 g 60
T i o
404 40 404
204 20 20
0] 0. 0.
1070 10° 10® 107 10° 105

100 109 10° 107 10° 10°
Lapatinib (M) pIC50: 5.37
in EGFId 107 (g/1)

1040 10° 10® 107 106 10%
Lapatinib (M) pIC50: 6.49
in EGFId 10 (g/l)

Lapatinib (M) pIC50: 5.87
in EGFId 10 (g/l)

Fig. $10. Dose—response data of ERBB family split TEV recruitment assays using full length and

concatenated SH2 domain adapters testing lapatinib inhibition.
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EGFR (a—d), ERBB2/ERBB3 (e—h) and ERBB4 (i-l) split TEV recruitment assays were performed as
dose-response assays in PC12 cells using full-length adapters of GRB2 (a, e, i), SHC1 (b, f, j), PIK3R1
(c, g, k), and the SH2 domain adapter SH2(SHC1) (d, h, I). The ERBB family antagonist lapatinib was
applied at increasing concentrations as indicated. Agonists EGF and EGF-like domain (EGFId) were
applied at constant concentrations as indicated. For each assay, plasmids encoding a receptor and an
adapter, were co-transfected with a 10xUAS-minCMVp-driven firefly luciferase (Fluc) reporter
plasmid, as follows:

(a) EGFR-NTEV-tcs-GV, GRB2-CTEV

(b) EGFR-NTEV-tcs-GV, SHC1-CTEV

(c) EGFR-NTEV-tcs-GV, PIK3R1-CTEV

(d) EGFR-NTEV-tcs-GV, SH2(SHC1)-CTEV

(e) ERBB3-NTEV-tcs-GV, ERBB2, GRB2-CTEV
(f) ERBB3-NTEV-tcs-GV, ERBB2, SHC1-CTEV
(g) ERBB3-NTEV-tcs-GV, ERBB2, PIK3R1-CTEV
(h) ERBB3-NTEV-tcs-GV, ERBB2, SH2(SHC1)-CTEV
(i) ERBB4-NTEV-tcs-GV, GRB2-CTEV

(j) ERBB4-NTEV-tcs-GV, SHC1-CTEV

(k) ERBB4-NTEV-tcs-GV, PIK3R1-CTEV

(1) ERBB4-NTEV-tcs-GV, SH2(SHC1)-CTEV

Error bars represent SEM, with 6 replicates per condition.
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Fig. S11. Lapatinib and WZ4002 reduce p-EGFR (Y1068) and p-ERBB4 (Y1284) levels in A549 cells and
T-47D cells.

Starved cells were treated for 1 h with increasing concentrations of lapatinib (a, b) or WZ4002 (c, d)
and stimulated for 5 mins with 30 ng/ml EGF (a, ¢) or 10 ng/ml EGFId (b, d) where indicated. Lysates

were subjected to Western blotting and probed with indicated antibodies.
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Fig. $12. Spironolactone inhibits ERBB receptor activities using the universal SH2 domain adapter in
the split TEV recruitment assay.

Antagonist dose—response split TEV recruitment assays using spironolactone (a—c) and canrenone (d-
f), which were both applied at increasing concentrations as indicated. EGFR (a, d), ERBB2/ERBBS3 (b,
e), and ERBB4 (c, f) split TEV recruitment assays were performed in PC12 cells using the SH2 domain
adapter SH2(GRB2). Agonists EGF and EGF-like domain (EGFId) were applied at constant
concentrations as indicated. For each assay, plasmids encoding a receptor and an adapter, were co-
transfected with a 10xUAS-minCMVp-driven firefly luciferase (Fluc) reporter plasmid, as follows:

(a) EGFR-NTEV-tcs-GV, SH2(GRB2)-CTEV

(b) ERBB3-NTEV-tcs-GV, ERBB2, SH2(GRB2)-CTEV
(c) ERBB4-NTEV-tcs-GV, SH2(GRB2)-CTEV

(d) EGFR-NTEV-tcs-GV, SH2(GRB2)-CTEV

(e) ERBB3-NTEV-tcs-GV, ERBB2, SH2(GRB2)-CTEV
(f) ERBB4-NTEV-tcs-GV, SH2(GRB2)-CTEV

Error bars represent SEM, with 6 replicates per condition.
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Supplementary Tables

Table S1. Calculation of p-values using an unpaired t-test for assay data shown in Fig. 2.

Receptor-NTEV-tcs-GV EGFR ERBB2/ ERBB4 IGF1R MET
Adapter-CTEV ERBB3

Control 0.4756 0.1443 0.9645 0.790 0.3153
GRB2 0.0137 <0.0001 <0.0001 0.0016 0.0002
SHC1 0.0005 0.0003 0.0006 0.0004 0.0406
PIK3R1 0.0032 <0.0001 0.0064 <0.0001 0.0017
SH2(GRB2) <0.0001 <0.0001 <0.0001 <0.0001 0.0004
SH2(SHC1) 0.0390 0.0048 0.0182 0.0716 0.0009
SH2(PIK3R1) 0.1228 0.0207 0.1822 0.0042 0.0897
SH2(mix) 0.0079 0.0088 0.7840 0.0224 0.8422

The unpaired t-test was run using GraphPad Prism (version 5).

Table S2. Calculated sizes of fusion proteins.

Fusion protein Size (kDa)
EGFR-NTEV-tcs-GV-2HA 187.4
ERBB2-V5 141.2
ERRB3-NTEV-tcs-GV-2HA 201.3
ERBB4-NTEV-tcs-GV-2HA 200.1
IGF1R-NTEV-tcs-GV-2HA 208
MET-NTEV-tcs-GV-2HA 210.9
SHC1-CTEV-2HA 67.4
PIK3R1-CTEV-2HA 99.3
GRB2-CTEV-2HA 40.9
SH2(GRB2)-CTEV-2HA 49.9
SH2(SHC1)-CTEV-2HA 48.4
SH2(PIK3R1)-CTEV-2HA 50.3
SH2(mix)-CTEV-2HA 49.5

Receptors were fused to NTEV-tcs-GV-2HA, adapters to CTEV-2HA.

kDa kilodaltons
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Table S3. ICso and plCso values for lapatinib obtained from dose—response split TEV recruitment

assays as indicated.

Receptor-NTEV-tcs-GV EGFR ERBB2/ERBB3 ERBB4

Adapter-CTEV ICso [uM] pICso ICso [UM] pICso ICso [uM] | pICso
GRB2 2.791 5.55 0.747 6.13 9,005 5.05
SHC1 4561 534 0.062 7.21 4275 | 537
PIK3R1 0.730 6.14 0.020 7.70 0.321 6.49
SH2(GRB2) 0.305 6.52 0.072 7.14 0.166 6.78
SH2(SHC1) 2.511 5.60 1.091 5.96 1.356 5.87
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