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Backgrou nd Figure 1: Mean Change from Baseline in Clinical and Complement Biomarkers
e C3 Glomerulopathy (C3G), defined by dominant C3 deposition on kidney bi opsy, Complement C3 Mean Change After Drug Initiation eGFR Mean Change After Drug Initiation
is a rare disease characterized by persistent dysregulation of the alternative 10} 150-

complement pathway.

* Complement targeted therapeutics are currently not available for use; >50% of

patients progress to ESRD within 10 years. As complement inhibitors progress

through clinical trials, there are questions regarding their impact on the various

100

aspects of disease as compared to current drugs.

* In this single-center study, we sought to describe and compare changes in clinical

and complement biomarker labs before and after initiation of complement

eGFR (mllmin):

Complement C3 (g/L)

inhibitors or standard treatment.

Methods 0.1 50:

* |9 pediatric and 24 adult C3G patients (n=43) from the University of lowa’s C3G

Natural History Study were included in the cohort. 26 were enrolled in

complement inhibitor (Cl) trials. Specific trial n’s are listed in Table I.

* Cl trials included Novartis APPEAR (NA-FBi), Novartis Extension (NE-FBi), MAP-
LNPO023 (NC-FBi), Apellis VALIANT (AV-C3i), MAP-APL2 (AC-C3i), Avacopan 0.01 — : - .
ACCOLADE (C5aRi), and Achillion (FDi). Guideline-recommended treatment 0-6mo Prior o12mo After 0-6mo Prior o-12mo After

groups included Eculizumab (C5i) and Mycophenolate Mofetil + Prednisone
(MMF+P). Controls were placebos in the Novartis APPEAR trial.

* Lab results were collected 0-6 months prior and 6-12 months after drug

10
initiation. Complement biomarker testing included Complement C3 and Soluble ] A
C5b-9. Clinical biomarkers included eGFR and Urine Protein/Creatinine Ratio “

(UPC). Mean percent change from baseline was calculated from these timepoints

and compared across treatment groups. ]

Results

* Complement C3:C3 showed little mean change in standard treatment and

—
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control groups (MMF+P, +7%, Control +9%), while Cl groups ranged from decline

(C5aRi -54%) and little change (C5i, +7%), to large increases, as was the case for
most Cl trials (+116-4523%) ]

UPC (g/g)

Soluble C5b-9 Level (mg/L)
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* eGFR: NA-FBi,AV-C3i, and C5aRi groups showed small mean increases in eGFR
(+1-23%), albeit with significant variability, while FDi had the greatest mean drop (-

| 7%). Standard treatment and control groups demonstrated small changes in
eGFR (MMFiP _6%’ COhtI’Ol +4%), W|th Slmllar Val"lablllt)' to CI grOUPS. Y . W

-
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* UPC:AIl C| groups had a mean reduction in UPC after initiation, ranging from -
1% (C5aRi) to -65% (NC-FBi). The control group showed little mean change (-2%), 0.1 ; 0.01 |

4 MME+P had a modest red >0% 0-6mo Prior 6-12mo After 0-6mo Prior 6-12mo After
+ . . . . _
o =1 hada modest reduction In proteinuria ( O)° Figure |:Plotted before and after symbols are the mean value at that timepoint for each group.The cutoff of normal

ranges are represented by dashed lines.The AC-C3i group only had one participant.

* Soluble C5b-9: All Cl groups showed a drop in Soluble C5b-9 besides C5aRi
(+56%), with the largest declines observed in C3i (-80%- -75%) and FBi (-79%- - Table 1: Mean Percent Change from Baseline Across Treatment Groups

46%) trials. Standard treatment and control groups had modest (MMF=P, 13%) to
no effect (Control, +1%). C3Mean% | GFRMean% | UPC Mean % |00 007 Mean -
ean mprovement in
C Change (SD) | Change (SD) | Change (SD) Change (gD) All I:I):our Markers
onclusions
In our cohort, clinical and complement biomarker impact are mixed. IZ:Q-IFOP; +236% (+318%) +1% (£25%) -49% (+49%) -68% (+26%) Yes
* Ultimately, two treatment groups, NA-FBi and AV-C3i, saw improvements in all '\(I:;I;?' +47% (£10%) -8% (£11%) -15% (£15%) -46% (£13%) No
four clinical markers— a circumstance which we may have predicted by underlying NC_FE;
disease pathology of the alternative pathway. (n=-3) ! +382% (£565%) -11% (£7%) -65% (+32%) -19% (£ 1 1%) No
* There were several treatment groups that saw improvements in three of four AV'_C;3i :??Z:;A +23% (£39%) -15% (+78%) -80% (+11%) Yes
markers, providing additional options for potential clinical use. Complement () & °)
inhibitors, as a whole, had improved outcomes when compared to standard AZE:LCI:)BI +251% (n=1) 7% (n=1) -49% (n=1) -75% (n=1) No
MMF+P and controls. —
(:ESI) +116% (:217%) -17% (£28%) -44% (£36%) -15% (£65%) No
 These results, while derived from small cohort data and from trials with variable CCaR
inclusion criteria, are promising evidence of the targeted nature of complement (n=aS)I -54% (£37%) +3% (£14%) -1% (£99%) +56% (£56%) No
inhibitors. Future investigations will focus on changes in additional clinical markers C5;i
and examining increased cohort sizes as trials continue to progress. (n=10) +77% (£10%) -1% (+32%) -60% (+44%) | -66% (+30%) No
MMF £ P
= OO i OO = oO i oO = oC) + OO = oO L oO
References and Acknowledgements (n=9) % (£75%) 6% (£37%) | -20% (£37%) | -13% (+45%) No
E ) Tarragon.Estebanez B, Bomback.AS.C3 G.Ion?erulopathy: Novel Treatment Paradigms. Kidney Int Rep. 2023;9(3):569- Controls
. 2) g?iﬂflljﬁhFTTSPZe?zG?’BDglir:fAﬁl:eltoéll Oégljg.lfaﬂnezr%ﬁbﬁhg()? understanding a rare complement-driven renal =5 +9% (30%) +4% (il 3%) -2% (i48%) +17% (i47%) No
disease. Nat Rev Nephrol. 2019; 15(3):129-143. doi: 10.1038/s41581-018-0107-2 (n=3)
We are grateful for the support of the families with C3G and the Table |: Mean percent change, SD, and sample size are shown for each trial, with >10% (C3, UPC, Soluble C5b-9) or >0%

NIDDK: R01 110023 and 5T35DK135446-02 (eGFR) improvements highlighted in green. The AC-C3i group only had one participant.
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a rare disease characterized by persistent dysregulation of the alternative ;
complement pathway. Control4 ¥ Control- —o—
* Complement targeted therapeutics are currently not available for use; >50% of MMFLP I'._I MMFP- | .
patients progress to ESRD within 10 years. As complement inhibitors progress C5i . C5i- | .
through clinical trials, there are questions regarding their impact on the various C5aRi . C5aRi- | . |
aspects of disease as compared to current drugs. Fpid | o Foid | Ve :
* In this single-center study, we sought to describe and compare changes in clinical AC-C3i ® AC-C3i-] ®
and complement biomarker labs before and after initiation of complement inhibitors
AV-C3i : O | AV-C3i- | @ |
or standard treatment.
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Methods NE-FBi o NE-FBi I—.——I
* |9 pediatric and 24 adult C3G patients (n=43) from the University of lowa’s C3G NA-FBi | — I NA-FBI- | . |
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Natural History Study were included in the cohort. 26 were enrolled in -200 200 400 600 800 1000 509 10000 15000 -50 100
complement inhibitor trials. Specific trial n’s are listed in Table |. o Change from Baseline " Change from Baselne
UPC Mean % Change from Soluble C5b-9 Mean % Change from
* Trials included Novartis APPEAR (NA-FBi), Novartis Extension (NE-FBi), MAP- Baseline with SD Baseline with SD
LNPO023 (NC-FBi), Apellis VALIANT (AV-C3i), MAP-APL2 (AC-C3i), Avacopan Control : ControIJ | . |
ACCOLADE (C5aRi), and Achillion (FDi). Guideline-recommended treatment
MMFxP MMFP- | - —
groups included Eculizumab (C5i) and Mycophenolate Mofetil + Prednisone :
(MMF+P). Controls were placebos in the Novartis APPEAR trial. Cai CSi —@— 5
Ri Ri- | |
* Biomarkers were collected 0-6 months prior and 6-12 months after drug initiation. CoaR! CoaRi ¢
Complement biomarker testing included C3 and Soluble C5b-9. Clinical biomarkers FDi FDi- | ® |
included eGFR and Urine Protein/Creatinine Ratio (UPC). Mean percent change AC-C3i AC-C3i:| @ .
from baseline was calculated between timepoints and compared across groups. AV-C3i AV-C3i Py
B | NC-FBi NC-FBi- a4
esults NE-FBi NE-FBi- @
 Complement C3: C3 showed little mean change in standard treatment and NA-EBi NA-FBi- I @—
control groups (MMF+P, +7%, Control +9%), while Cl groups ranged from decline : < o TEEE" ; 1,
(C5aRi -54%) and little change (C5i, +7%), to large increases, as was the case for % Change from Baseline % Change from Baseline
most Cl trials (+116-4523%). Figure |: Changes in biomarkers were calculated as mean percent change from baseline value (with SD) for each
. . . . . group. Dotted line represents 0% or no change.The following had a mean value prior to drug initiation in normal
* eGFR: NA-FBi,AV-C3i,and C5aRi groups showed small mean increases in eGFR range: Complement C3- NE-FBi, eGFR- AV-C3i, MMF+P, Control, UPC- NE-FB, Soluble C5b-9- AC-C3i, NE-FBi.

(+1-23%), albeit with significant variability, while FDi had the greatest mean drop (-

Table 1: Mean Percent Change from Baseline Across Treatment Groups

| 7%). Standard treatment and control groups demonstrated small changes in eGFR
(MMF1P -6%, Control +4%), with similar variability to Cl groups.
Soluble C5b-9 Mean

Mean % Stabilization in
Change (SD) |All Four Markers

 UPC:AIl C| groups had a mean reduction in UPC after initiation, ranging from -1% C3 Mean % GFR Mean % | UPC Mean %
(C5aRi) to -65% (NC-FBi).The control group showed little mean change (-2%), and Change (SD) | Change (SD) | Change (SD)
MMF+P had a modest reduction in proteinuria (-20%).

* Soluble C5b-9: All Cl groups showed a drop in Soluble C5b-9 besides Cb5aRi NA-FBi +236%
(+56%), with the largest declines observed in C3i (-80%- -75%) and FBi (-79%- - (n=10) (+318%) 1% (£25%) | -49% (+49%) | -68% (£26%) Yes
46%) trials. Standard treatment and control groups had modest (MMF=P, 13%) to no NE.FB;
effect (Control, +1%). (n;Z)I +47% (£10%) | -8% (1 1%) -15% (£15%) | -46% (=13%) No
Conclusions NC-FBI | #382% 1 1o (17%) | -65% (+32%) | -79% (+11%) No

(n=3) (+565%)

* In our cohort, clinical and complement biomarker impact are mixed.

AV-C3i +5928% o 5 o 5 o 5
* Ultimately, two treatment groups, NA-FBi and AV-C3i, saw improvements in all four (n=3) (+7366%) +23% (£39%) | -15% (£78%) | -80% (£11%) Yes

clinical markers— a circumstance which we may have predicted by underlying disease

pathology of the alternative pathway. AC-C3i

(n=1) +251% (n=1) -7% (n=1) -49% (n=1) =715% (n=1) No
* There were several treatment groups that saw improvements in three of four D £116%
markers, providing additional options for potential clinical use. Complement _; Py 7; -17% (£28%) | -44% (£36%) | -15% (£65%) No
inhibitors, as a whole, had improved outcomes when compared to standard MMF+P (N3 & °)
d controls. C5aRi
A EOTER (njs)' 54% (£37%) | +3% (£14%) | -1% (199%) | +56% (+56%) No
* These results, while derived from small cohort data and from trials with variable .
inclusion criteria, are promising evidence of the targeted nature of complement ES' +7% (£10%) 1% (£32%) -60% (+44%) | -66% (+30%) No
inhibitors. Future investigations will focus on changes in additional clinical markers (n=10)
and examining increased cohort sizes as trials continue to progress. MMF + P
(n=9) 4% (£75%) | -6% (£37%) | +37% (£174%) | -13% (+45%) No
References and Acknowledgements .
=0 arragon Estebanez B, Bomback AS. C3 Glomerulopathy: Novel Treatment Paradigms. Kidney Int Rep. o o o o o L°/ o o o
E E L -{023;%9(3)?529?579. P?Jbl?ishelzj ZIC()'ZA?B Dec Ié. doi:l(l). rOflg)llj.L\ll(inZg;B.ltZ.007t A (n=5) +97% (30/0) +4% (il 3A) 2% (i48/)) +1% (i47/’) No

2) Smith RJH,Appel GB, Blom AM, et al. C3 glomerulopathy - understanding a rare complement-driven renal
disease. Nat Rev Nephrol. 2019;15(3):129-143. doi:10.1038/s41581-018-0107-2

We are grateful for the support of the families with C3G and o , o , , .
the NIDDK: RO1 110023 and 5T35DK135446-02 or >0% (eGFR) improvements highlighted in green. The AC-C3i group only had one participant.

Table |: Mean percent change, SD, and sample size are shown for each trial, with >10% (C3, UPC, Soluble C5b-9)
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* C3 Glomerulopathy (C3G), defined by dominant C3 deposition on kidney biopsy,

is a rare disease characterized by persistent dysregulation of the alternative

complement pathway.

 Complement targeted therapeutics are currently not available for use; >50% of

patients progress to ESRD within 10 years. As complement inhibitors progress
through clinical trials, there are questions regarding their impact on the various

aspects of disease as compared to current drugs.

* |n this single-center study, we sought to describe and compare changes in clinical

and complement biomarker labs before and after initiation of complement

inhibitors or standard treatment.

|9 pediatric and 24 adult C3G patients (n=43) from the University of lowa’s C3G
Natural History Study were included in the cohort. 26 were enrolled in
complement inhibitor trials. Specific trial n’s are listed in Table |.

Trials included Novartis APPEAR (NA-FBi), Novartis Extension (NE-FBi), MAP-
LNPO23 (NC-FBi), Apellis VALIANT (AV-C3i), MAP-APL2 (AC-C3i), Avacopan
ACCOLADE (C5aRi), and Achillion (FDi). Guideline-recommended treatment
groups included Eculizumab (C5i) and Mycophenolate Mofetil + Prednisone
(MMFzP). Controls were placebos in the Novartis APPEAR trial.

Biomarkers were collected 0-6 months prior and 6-12 months after drug initiation.
Complement biomarker testing included C3 and Soluble C5b-9. Clinical biomarkers
included eGFR and Urine Protein/Creatinine Ratio (UPC). Mean percent change

from baseline was calculated between timepoints and compared across groups.

C3 showed little mean change in standard treatment and control groups (MMFP,
+7%, Control +9%), while targeted inhibitor groups ranged from decline (C5aRi -
54%) and little change (C5i, +7%), to large increases, as was the case for most CI
trials (+116-4523%). Mean values were normal for all C3i, FBi and FDi groups 6-12
months after drug initiation.

NA-FBi, AV-C3i, and C5aRi groups showed small mean increases in eGFR (+1-23%),
albeit with significant variability, while FDi had the greatest mean drop (-17%).The

only complement inhibitor trial with a mean value in the normal range 6-12 months
after initiation was the AV-C3i group. Standard treatment and control groups
demonstrated small changes in eGFR (MMFzP -6%, Control +4%), with similar
variability to complement inhibitors over this period.

All Cl groups had a mean reduction in UPC after initiation, ranging from -1% (C5aRi)
to -65% (NC-FBi). Only the NE-FBi trial mean was within normal range 6-12 months
after initiation. The control group showed little mean change (-2%), and MMF£P had
generally worsening proteinuria (+37%).

Soluble C5b-9 dropped in all Cl groups besides C5aRi (+56%), with the largest
declines observed in C3i (-80%- -75%) and FBi (-79%- -46%) trials. Standard
treatment and control groups had modest (MMFP, 13%) to no effect (Control, +1%).
Groups decreasing to the normal range 6-12 months after initiation included both
C3i and FBi trials, and the C5i group.

In our cohort, clinical and complement biomarker impact are mixed.

Ultimately, two treatment groups, NA-FBi and AV-C3i, saw improvements in all
four clinical markers— a circumstance which we may have predicted by underlying
disease pathology of the alternative pathway.

There were several treatment groups that saw improvements in three of four
markers, providing additional options for potential clinical use. Complement
inhibitors, as a whole, had improved outcomes when compared to standard
MMF£P and controls.

These results, while derived from small cohort data and from trials with variable
inclusion criteria, are promising evidence of the targeted nature of complement
inhibitors. Future investigations will focus on changes in additional clinical markers
and examining increased cohort sizes as trials continue to progress.
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Figure |: Changes in biomarkers were calculated as mean percent change from baseline value (with SD) for each group.

Dotted line represents 0% or no change. The following had a mean value prior to drug initiation in normal range:
Complement C3- NE-FBi, eGFR- AV-C3i, MMF%P, Control, UPC- NE-FBi, Soluble C5b-9- AC-C3i, NE-FBi.

C3 Mean %
Change (SD)

GFR Mean %
Change (SD)

UPC Mean %
Change (SD)

% Change from Baseline

Soluble C5b-9
Mean %
Change (SD)

Mean
Stabilization in

All Four
Markers

NAFBi | +236%
% (£25% = % (£49% = % (£267%
10, +318%) +1% (£25%) | -49% (+49%) | -68% (+26%) Yes
'\(':;Fz'?' +47% (£10%)| -8% (£11%) | -15% (£15%) | -46% (+13%) No
NC-FBi | +382%
-1 1% (+7% -65% (+32% -79% (£1 1%
o3 | (ses | NVBETR) | 65% (£32%) | -79% (£11%) No
AV-C3i | +5928%
% (£39% = % (£78% = % (£11%
me | raeew) | *23% (39%) | -15% (78%) | -80% (+11% Yes
A(ﬁ;cljf [+251% (n=1)| 7% (n=1) | -49% (n=1) | -75% (n=1) No
FDi +116%
-17% (+28% -44% (£36% -15% (£65%
sy | (217 | 1T (28%) | -44% (£36%) | -15% (+65% No
?nsj;' 54% (£37%) | +3% (£14%) | 1% (199%) | +56% (+56%) No
(nc=:5|IO) +7% (£10%) | -1% (32%) | -60% (:44%) | -66% (£30%) No
M(’:E;P 4% (L75%) | -6% (£37%) | +37% (£174%) | -13% (+45%) No
Controls | ., (30%) | +4% (£13%) | -2% (+48%) | +1% (+47%) No

(n=5)

Table |: Mean percent change, SD, and sample size are shown for each trial, with >10% (C3, UPC, Soluble C5b-9) or >0%
(eGFR) improvements highlighted in green. The AC-C3i group only had one participant.
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* C3 Glomerulopathy (C3G), defined by dominant C3 deposition on kidney

alternative complement pathway.
* Complement targeted therapeutics are currently not available for use; >50% of

patients progress to ESRD within 10 years. As complement inhibitors progress

through clinical trials, there are questions regarding their impact on the various
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aspects of disease as compared to current drugs.

* In this single-center study, we sought to describe and compare changes in clinical

and complement biomarker labs before and after initiation of complement

eGFR (mllmin):

inhibitors or standard treatment.

Complement C3 (g/L)

Methods

* |9 pediatric and 24 adult C3G patients (n=43) from the University of lowa’s C3G ]

0.1 50-

®
®

Natural History Study were included in the cohort. 26 were enrolled in complement
inhibitor (Cl) trials. Specific trial n’s are listed in Table |.

* (Il trials included Novartis APPEAR (NA-FBi), Novartis Extension (NE-FBi), MAP-
LNPO23 (NC-FBi), Apellis VALIANT (AV-C3i), MAP-APL2 (AC-C3i), Avacopan
ACCOLADE (C5aRi), and Achillion (FDi). Guideline-recommended treatment
groups included Eculizumab (C5i) and Mycophenolate Mofetil + Prednisone
(MMF+P). Controls were placebos in the Novartis APPEAR trial.

* Lab results were collected 0-6 months prior and 6-12 months after drug initiation.

0.01 I . -
0-6mo Prior 6-12mo After 0-6mo Prior 6-12mo After

Complement biomarker testing included Complement C3 and Soluble C5b-9. 10- 10-
Clinical biomarkers included eGFR and Urine Protein/Creatinine Ratio (UPC). Mean ] A ]

percent change from baseline was calculated from these timepoints and compared - 1

across treatment groups.

Results 1

* (3 showed little mean change in standard treatment and control groups (MMF+P,
+7%, Control +9%), while Cl groups ranged from decline (C5aRi -54%) and little

change (C5i, +7%), to large increases, as was the case for most Cl trials (+116-

UPC (g/q)

4523%). Mean values were normal for all C3i, FBi and FDi groups 6-12 months
after drug initiation.

* NA-FBi,AV-C3i, and C5aRi groups showed small mean increases in eGFR (+1-23%), 0.14
albeit with significant variability, while FDi had the greatest mean drop (-17%).The ]

Soluble C5b-9 Level (mg/L)

only CI trial with a mean value in the normal range 6-12 months after initiation
was the AV-C3i group. Standard treatment and control groups demonstrated small [P U 1
changes in eGFR (MMF+P -6%, Control +4%), with similar variability to Cl groups. e . 1

* All Cl groups had a mean reduction in UPC after initiation, ranging from -1%

(C5aRi) to -65% (NC-FBi). Only the NE-FBi group mean was within normal range 01 0-6mo Prior 6-12mo After 0.01 O-Bmclr Prior 6-12mo After

6-12 months after initiation. The contro group showed little mean change (-2%), Figure |:Plotted before and after symbols are the mean value at that timepoint for each group.The cutoff of normal

and MMF+P had a modest reduction in proteinuria (-20%). ranges are represented by dashed lines.The AC-C3i group only had one participant.

* Soluble C5b-9 dropped in all Cl groups besides C5aRi (+56%), with the largest Table 1: Mean Percent Change from Baseline Across Treatment Groups
declines observed in C3i (-80%- -75%) and FBi (-79%- -46%) trials. Standard
treatment and control groups had modest (MMF#P, | 3%) to no effect (Control, C3 Mean % | GER Mean % | UPC Mean % SOIL[Ll])Ie C;b-9 | Mean |
+1%). Groups decreasing to the normal range 6-12 months after initiation included Change (SD) | Change (SD) | Change (SD) - el ;D Awirovemenlt n
both C3i and FBi trials, and the C5i group. ange (D) our THarkers
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Conclusions (n=10) 236% (+318%) 1% (+£25%) 49% (+49%) 68% (+26%) Yes
* In our cohort, clinical and complement biomarker impact are mixed. I\(l:;zl)al +47% (£10%) -8% (£11%) -15% (£15%) | -46% (£13%) No
* Ultimately, two treatment groups, NA-FBi and AV-C3i, saw improvements in all four NC-FBi
clinical markers— a circumstance which we may have predicted by underlying (n=3) +3827% (£5657%) -117% (£7%) -657% (£32%) | =19% (£11%) No
disease pathology of the alternative pathway. .
AV-C3i +5928% 5 . P L 5 .
* There were several treatment groups that saw improvements in three of four (n=3) (£7366%) ¥23% (£39%) | -15%(£78%) ") -80% (£11%) Yes
markers, providing additional options for potential clinical use. Complement AC-C3;i , . ;
ol % (n= -7% (n= -49% (n= -15% (n=
inhibitors, as a whole, had improved outcomes when compared to standard (n=1) >1% (n=1) 7% (n=1) 9% (n=1) 75% (n=1) No
MMF£P and controls. FE)S' +116% (+217%) | -17% (£28%) | -44% (+36%) | -15% (+65%) No
* These results, while derived from small cohort data and from trials with variable é:nS_ R)
inclusion criteria, are promising evidence of the targeted nature of complement (n=aS)I -54% (£37%) +3% (£14%) -1% (£99%) +56% (£56%) No
inhibitors. Future investigations will focus on changes in additional clinical markers o
and examining increased cohort sizes as trials continue to progress. (n=10) +77% (+10%) -1% (£327%) -60% (+44%) | -66% (+30%) No
MMF + P
= oO L oO = oO L oO = oO + OO = OO L OO
References and Acknowledgements (n=9) % (£757%) 6% (£37%) | -20% (£37%) | -13% (2457%) No
B | O e e remmorabas b 1 aorib oich ety oy e e e fep f Controls | oo 3000 | aasy 213%) | 2% (48%) | +1% (£47%) No
. 2) Smith RJH,Appel GB, Blom AM, et al. C3 glomerulopathy - understanding a rare complement-driven renal (n=5) ° ° o= ? ° = ° o\ °
disease. Nat Rev Nephrol. 2019;15(3):129-143. doi:10.1038/s41581-018-0107-2
We atre gr:\teful for Edie support of the families with C3G and the Table I: Mean percent change, SD, and sample size are shown for each trial, with >10% (C3, UPC, Soluble C5b-9) or >0%

NIDDK: RO1 110023 and 5T35DK1.35446-02 (eGFR) improvements highlighted in green. The AC-C3i group only had one participant.
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