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Supplementary Table 1: Overview of the reported variations of GPI-APs and sALP in known IGDs  

 PIGA (1-2) 

n = 3 
2 + 1 

PIGA (3) 

n = 3 

PIGA (4) 

n = 5 

PIGA (5) 

n = 5 

PIGA (6) 

n = 1 

PIGA (7) 

n = 1 

PIGA (8) 

n = 8 

 PIGB 

n = 14 

 PIGC  

n = 3 

 PIGG (1) 

n = 5 

PIGG (2) 

n= 2 

Ref (1, 2) (3, 4) (5) (4, 6) (7) (8) (9)  (10)  (11)  (12) (13) 

CD14  N (Mon-1/1) 

n/a = 2 

        ↓ (Gr-2/2) 

n/a = 1 

   

CD15               

CD16  ↓ (Gr-1/1) 

n/a = 2 

 ↓ (Gr-5/5)  ↓ (RBCs) 

N (Leucos) 

  ↓ (Gr-4/4) 

n/a = 10 

 ↓ (Gr-2/2) 

n/a = 1 

 N (Gr-1/5) 

n/a = 4 

 

CD18               

CD24  ↓ (Gr-1/1) 

n/a = 2 

      ↓ (Gr-2/2) 

n/a = 12 

   N (Gr-1/5) 

n/a = 4 

 

CD33               

CD48             N (LCls-3/5) 

n/a = 2 

 

CD49               

CD55/DAF         N (Gr-2/3) 

↓ (Gr-1/3) 

n/a = 11 

 ↓ (Gr-2/2) 

n/a = 1 

 N (Gr-1/5) 

n/a = 4 

N (LCls-3/5) 

n/a = 2 

↓ (Fb-2/2) 

N (Gr-2/2) 

CD59  N (RBCs-1/1) 

n/a = 2 

N (LCLs-1/1) 

n/a = 4 

  N (RBCs)   ↓ (Gr-3/3) 

n/a = 11 

N (LCLs-2/2) 

n/a = 12 

 N (Gr-2/2) 

n/a = 1 

 N (Gr-1/5) 

n/a = 4 

N (LCls-3/5) 

n/a = 2 

↓ (Fb-2/2) 

N (Gr-2/2) 

CD66b               

CD66c               

CD73         ↓ (Fb-2/2) 

n/a = 12 

    ↓ (Fb-2/2) 

N (Gr-2/2) 

CD87                

CD90              ↓ (Fb-2/2)  

N (Gr-2/2) 

CD109     ↓ (Fb)    N (Fb-1/2) 

↓ (Fb-1/2) 

n/a = 12 

     

CD157               

FLAER  ↓ (Gr-1/1) 

n/a = 2 

N (Mon-1/1) 

n/a = 2 

 ↓ (Gr-5/5)  N (Leucos)   N (Gr-3/4) 

↓ (Gr-1/4) 

n/a = 10 

 N (Gr-1/2) 

↓ (Gr-1/2) 

n/a = 1 

 N (Gr-1/5) 

n/a = 4 

N (Fb,Gr-2/2) 

T5 Ab               

sALP ↑ (3/3) n/a n/a ↑ (2/4) 

N (2/4) 

n/a = 1 

↑ N ↑ (2/3) 

N (1/3) 

n/a = 5 

 ↑ (8/9) 

N (1/9) 

n/a = 5 

 N (3/3)  N (3/3) 

n/a = 2 

N (1/1) 

n/a = 1 

sALP: serum alkaline phosphatase; ↑: elevated; ↓: decreased; n/a: not available; Gr: granulocytes; Mon: monocytes; MNC: mononuclear cells; RBCs: red blood cells; LCLs: lymphoblastoid 

cell lines; Leucos: leucocytes; Ly: lymphocytes; Fb: fibroblasts; BCs: blood cells; DAF: decay accelerating factor; R/PILC: resistant to phosphatidylinositol-specific phospholipase C. 
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Supplementary Table: Overview of the reported variations of GPI-APs and sALP in known IGDs (continued) 

 

 

PIGH (1) 

n = 2 

PIGH (2) 

n = 1 

 PIGK 

n = 12 

 PIGL (1) 

n = 6 

PIGL (2) 

n = 1 

PIGL (3) 

n = 1 

PIGL (4) 

n = 3 

PIGL (5) 

n = 1 

PIGL (6) 

n = 2 

PIGL (7) 

n = 2 

Ref (14) (15)  (16)  (17, 18) (19) (18, 20) (21) (18) (22) (23) 

CD14         ↓ (Mon-3/3)    

CD15             

CD16 N (Gr-2/2) ↓ (Gr)  ↓ (Gr-6/6) 

n/a = 6 

  ↓ (Gr)  ↓ (Gr-3/3)   ↓ (Gr, Mon-2/2) 

CD18             

CD24       ↓ (Gr)  ↓ (Gr-3/3)   ↓ (Gr, Mon-2/2) 

CD33             

CD48             

CD49             

CD55/DAF  ↓ (Gr)     ↓ (Gr)  ↑ (Gr-3/3)    

CD59  N (Gr)       N (Gr-2/3) 

↓ (Gr-1/3) 

   

CD66b             

CD66c             

CD73    ↓ (Fb-2/2) 

n/a = 10 

        

CD87              

CD90             

CD109    ↓ (Fb-2/2) 

n/a = 10 

        

CD157             

FLAER  N (Gr)  ↓ (Gr-5/6) 

N (Gr-1/6) 

n/a = 6 

↓ (Fb-2/2) 

n/a = 10 

 ↓ (Fb-1/1) 

n/a = 5 

↓ (LCLs-1/1) 

n/a = 5 

 

↓ (Gr) 

 

 

  

↓ (Gr-3/3) 

  ↓ (Gr, Mon-2/2) 

 

↓ (Ly-1/2) 

n/a = 1 

T5 Ab             

sALP N (2/2) N  N (8/10) 

↓ (2/10) 

n/a = 2 

 ↑1/1 

n/a = 5 

↑ ↑ N (3/3) +/-↑ ↑ (2/2) n/a 

sALP: serum alkaline phosphatase; ↑: elevated; ↓: decreased; n/a: not available; Gr: granulocytes; Mon: monocytes; MNC: mononuclear cells; RBCs: red blood cells; LCLs: lymphoblastoid 

cell lines; Leucos: leucocytes; Ly: lymphocytes; Fb: fibroblasts; BCs: blood cells; DAF: decay accelerating factor; R/PILC: resistant to phosphatidylinositol-specific phospholipase C. 
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Supplementary Table: Overview of the reported variations of GPI-APs and sALP in known IGDs (continued) 

 PIGM (1) 

n = 3 

PIGM (2) 

n = 3 

 PIGN (1) 

n = 7 

PIGN (2) 

n = 2 

PIGN (3) 

n = 1 

PIGN (4) 

n = 1 

PIGN (5) 

n = 6 

PIGN (6) 

n = 7 

Ref (24, 42) (25)  (4, 26) (4, 27) (28) (4, 29) (30) (9) 

CD14  ↓ (Gr, Mon, RBCs-3/3)        

CD15          

CD16     ↓ (Gr-2/2) 

 

N N (Gr)  ↓ (Gr-1/1) 

n/a = 6 

CD18      ↓ (Gr)    

CD24 ↓ (Gr-2/2) 

n/a = 1 

↓ (Gr, Mon, RBCs-3/3)   ↓ (Gr-2/2) 

 

↓ (Gr) ↓ (Gr)  ↓ (Gr-1/1) 

n/a = 6 

CD33          

CD48     N (LCLs-2/2)     

CD49          

CD55/DAF    ↓ (Fb-2/2) 

n/a = 5 

↓ (Gr-2/2) 

N (LCLs-2/2) 

    

CD59 ↓ (Gr-2/2) 

n/a = 1 

↓ (Fb-1/1) 

n/a = 2 

~N (RBCs, Plat-2/2) 

n/a = 1 

↓ (Gr, Mon, RBCs-3/3) 

 

↓ (Fb-1/1) 

n/a = 2 

 ↓ (Fb-2/2) 

n/a = 5 

 

N (LCLs-2/2)    ↓ (Gr-1/1) 

n/a = 6 

CD66b          

CD66c          

CD73    ↓ (Fb-2/2) 

n/a = 5 

     

CD87   ↓ (Fb-1/1) 

n/a = 2 

       

CD90          

CD109          

CD157          

FLAER ↓ (Gr-2/2) 

n/a = 1 

↓ (Fb-1/1) 

n/a = 2 

  ↓ (Fb-2/2) 

n/a = 5 

↓ (Gr-2/2) 

N (LCLs-2/2) 

↓ (Gr) 

 

↓ (Gr)  ↓ (Gr-1/1) 

n/a = 6 

T5 Ab          

sALP N (3/3)  N (2/3) 

~ ↑ (1/3) 

 n/a N (1/1) 

n/a = 1 

n/a N N (1/1) 

n/a = 5 

N (4/5) 

↑ (1/5) 

n/a = 2 

sALP: serum alkaline phosphatase; ↑: elevated; ↓: decreased; n/a: not available; Gr: granulocytes; Mon: monocytes; MNC: mononuclear cells; RBCs: red blood cells; LCLs: lymphoblastoid 

cell lines; Leucos: leucocytes; Ly: lymphocytes; Fb: fibroblasts; BCs: blood cells; DAF: decay accelerating factor; R/PILC: resistant to phosphatidylinositol-specific phospholipase C. 

 

 

 



 4 

Supplementary Table: Overview of the reported variations of GPI-APs and sALP in known IGDs (continued) 

 PIGO (1) 

n = 3 

PIGO (2) 

n = 2 

PIGO (3) 

n = 1 

PIGO (4) 

n = 1 

PIGO (5) 

n = 6 

PIGO (6) 

n = 1 

PIGO (7) 

n = 2 

PIGO (8) 

n = 1 

 PIGP (1) 

n = 2 

PIGP (2) 

n = 1 

PIGP (3) 

n = 4 

 PIGQ (1) 

n = 1 

PIGQ (2) 

n = 1 

Ref (31) (32) (33) (20) (34) (35) (36) (37)  (38) (39) (40)  (41) (42, 43) 

CD14                

CD15                

CD16  ↓ (Gr) 

n/a = 1 

  ↓ (Gr-4/4) 

n/a = 2 

 N (Gr-1/2) 

n/a = 1 

  ↓ (Gr-1/1) 

n/a = 1 

 ↓ (Gr-2/2) 

n/a = 2 

   

CD18                

CD24  ↓ (Gr) 

n/a = 1 

  ↓ (Gr-4/4) 

n/a = 2 

 N (Gr-1/2) 

n/a = 1 

    ↓ (Gr-1/2) 

N (Gr-1/2) 

n/a = 2 

   

CD33                

CD48                

CD49                

CD55/DAF          ↓ (Gr-1/1) 

n/a = 1 

↓ (Ly-1/1) 

n/a = 1 

 N (Gr-1/1) 

n/a = 3 

   

CD59       ↓ (Gr-1/2) 

n/a = 1 

  ↓ (Gr-1/1) 

n/a = 1 

↓ (Ly-1/1) 

n/a = 1 

↓ (Gr) N (Gr-1/1) 

n/a = 3 

   

CD66b                

CD66c                

CD73                

CD87                

CD90                

CD109                

CD157           ↓ (Gr)     

FLAER  N (Gr) 

n/a = 1 

  ↓ (Gr-3/4) 

N (Gr-1/4) 

n/a = 2 

    ↓ (Gr-1/1) 

n/a = 1 

 

↓ (Gr) N (Gr-1/2) 

n/a = 3 

   

T5 Ab                

sALP ↑ (3/3) ~↑ (1/1) 

n/a = 1 

~↑ +/-↑ ↑ (6/6) ↑ +/-↑ (2/2) ↑  N (2/2) n/a N (1/1) 

n/a = 3 

 ? N ↑ 

sALP: serum alkaline phosphatase; ↑: elevated; ↓: decreased; n/a: not available; Gr: granulocytes; Mon: monocytes; MNC: mononuclear cells; RBCs: red blood cells; LCLs: lymphoblastoid 

cell lines; Leucos: leucocytes; Ly: lymphocytes; Fb: fibroblasts; BCs: blood cells; DAF: decay accelerating factor; R/PILC: resistant to phosphatidylinositol-specific phospholipase C. 
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Supplementary Table: Overview of the reported variations of GPI-APs and sALP in known IGDs (continued) 

 PIGS 

n = 6 

 PIGT (1) 

n = 4 

PIGT (2) 

n = 2 

PIGT (3) 

n = 1 

PIGT (4)  

n = 1 

PIGT (5) 

n = 1 

PIGT (6) 

n = 2 

PIGT (7) 

n = 1 

PIGT (8) 

n = 13 

PIGT (9) 

n = 2 

PIGT (10) 

n = 2 

PIGT (11) 

n = 3 

Ref (44)  (4, 45) (20) (46) (47) (4, 48) (4, 49) (50) (51) (4, 52) (9) (4) 

CD14           ↓ (Mon-1/1) 

n/a = 1 

  

CD15              

CD16 ↓ (Gr-4/4) 

n/a = 2 

 ↓ (Gr-3/3) 

n/a = 1 

↓ (Gr-1/1) 

n/a = 1 

↓ (Gr-1/1) ↓ (BCs) ↓ (Gr) ↓ (Gr-2/2)   ↓ (Gr-1/1) 

n/a=1 

 ↓ (Gr-1/1) 

n/a = 2 

CD18              

CD24      ↓ (BCs) N (Gr)    ↓ (Gr, LyB-1/1) 

n/a = 1 

  

CD33              

CD48           ↓ (Mon-1/1) 

n/a = 1 

  

CD49           ~↓ (Fb-2/2)   

CD55/DAF ↓ (Gr-2/4) 

n/a = 4 

      ↑ (Gr-2/2) ↓ (RBCs, Gr)    ↓ (Fb-2/3) 

N (Fb-1/3) 

CD59 ↓ (Gr-2/4) 

n/a = 4 

 ↓ (MNC-2/2) 

n/a = 2 

  N (BCs)  ↑ (Gr-2/2) ↓ (RBCs, Gr)    ↓ (Fb-3/3) 

CD66b        ↓ (Gr-1/2) 

↑ (Gr-1/2) 

     

CD66c              

CD73             ↓ (Fb-3/3) 

CD87              

CD90           ~↓ (Fb-2/2)   

CD109              

CD157              

FLAER ↓ (Ly-4/4) 

n/a = 2 

 ↓ (Gr-2/3) 

N (Gr-1/3) 

n/a = 1 

  N (Gr-1/1) ↓ (BCs) ↓ (Gr) ↓ (Gr-2/2)   ↓ (leucos-1/1) 

n/a = 1 

↓ (Fb-2/2) 

 ↓ (Fb-2/3) 

N (Fb-1/3) 

↓ (Gr-1/1) 

n/a = 2 

T5 Ab              

sALP N (3/4) 

↓ (1/4) 

n/a = 2 

 ↓ (4/4) N (1/2) 

~↓ (1/2) 

↓ (1/1) N ↓ N (2/2) n/a N (12/12) 

n/a = 1 

n/a N (1/1) 

n/a = 1 

↓ (?) 

sALP: serum alkaline phosphatase; ↑: elevated; ↓: decreased; n/a: not available; Gr: granulocytes; Mon: monocytes; MNC: mononuclear cells; RBCs: red blood cells; LCLs: lymphoblastoid 

cell lines; Leucos: leucocytes; Ly: lymphocytes; Fb: fibroblasts; BCs: blood cells; DAF: decay accelerating factor; R/PILC: resistant to phosphatidylinositol-specific phospholipase C. 
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Supplementary Table: Overview of the reported variations of GPI-APs and sALP in known IGDs (continued) 

 PIGU 

n = 5 

 PIGV (1) 

n = 8 

PIGV (2) 

n = 2 

PIGV (3) 

n = 9 

PIGV (4) 

n = 1 

PIGV (5) 

n = 2 

 PIGW (1) 

n = 1 

PIGW (2) 

n = 1 

PIGW (3) 

n = 2 

PIGW (4-5) 

n = 2 
1+ 1 

 PIGY 

n=4 

Ref (53)  (4, 54-58) (4, 58) (59) (33) (60)  (61) (62) (63) (64, 65)  (66) 

CD14         ↑ (Gr) 

↓↓(Mon) 

N (Ly) 

     

CD15         ↓ (Gr) 

↑ (Mon) 

N (Ly) 

     

CD16 ↓ (Gr-5/5)  ↓ (Gr-3/3) 

n/a = 5 

     ↓ (Gr) 

N (Mon) 

↓ (Ly) 

↓ (Gr) ↓ (Gr-2/2)   N (Gr-2/2) 

n/a = 2 

CD18               

CD24 ↓ (Gr-5/5)        ↓ (Gr) 

↑ (Mon) 

↑ (Ly) 

↓ (Gr) ↓ (Gr-2/2)    

CD33         ↓ (Gr) 

↑ (Mon) 

N (Ly) 

     

CD48               

CD49               

CD55/DAF N (Gr-5/5)  ↓ (Fb-2/2) 

n/a = 6 

↓ (Fb-1/1) 

n/a = 1 

    ↓ (Gr, Mon, Ly)     ↓ (Fb-2/2) 

n/a = 2 

CD59 N (Gr-5/5)  ↓ (Fb-2/2) 

n/a = 6 

↓ (Fb-1/1) 

n/a = 1 

    ↓ (Gr) 

↑ (Mon) 

↓ (Ly) 

    ↓ (Fb-2/2) 

n/a = 2 

CD66b               

CD66c           ↓ (Gr-2/2)    

CD73   ↓ (Fb-2/2) 

n/a = 6 

↓ (Fb-1/1) 

n/a = 1 

          

CD87               

CD90               

CD109               

CD157               

FLAER ↓ (Gr-5/5)  ↓ (Gr-3/3) 

n/a = 5 

↓ (Fb-2/3) 

n/a = 6 

↓ (Fb-1/1) 

n/a = 1 

    ↓ (Gr, Mon, Ly) ↓ (Gr)     

T5 Ab ↑ (5/5)              

sALP N (5/5)  ↑ (8/8) ↑ (2/2) ↑ (9/9) ↑ ↑ (1/1) 

n/a = 1 

 ↑ ↑ N (2/2) ↑ (2/2)  ↑ (2/4) 

N (2/4) 

sALP: serum alkaline phosphatase; ↑: elevated; ↓: decreased; n/a: not available; Gr: granulocytes; Mon: monocytes; MNC: mononuclear cells; RBCs: red blood cells; LCLs: lymphoblastoid 

cell lines; Leucos: leucocytes; Ly: lymphocytes; Fb: fibroblasts; BCs: blood cells; DAF: decay accelerating factor; R/PILC: resistant to phosphatidylinositol-specific phospholipase C. 
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Supplementary Table: Overview of the reported variations of GPI-APs and sALP in known IGDs (continued) 

 PGAP1 (1) 

n = 2 

PGAP1 (2) 

n = 1 

PGAP1 (3) 

n = 2 

 PGAP2 (1) 

n = 7 
PGAP2 (2) 

n = 2 

PGAP2 (3) 

n = 1 

PGAP2 (4-6) 

n = 9 
2 + 4 + 3 

 PGAP3 (1) 

n = 5 

PGAP3 (2) 

n = 8 

PGAP3 (3-8) 

n = 31 
10 + 2 + 1 + 2 + 14 + 2 

 GPAA1 

n = 10 

Ref (67) (68) (69)  (70) (71) (72) (73-75)  (76) (4, 77) (78-83)  (84) 

CD14               

CD15               

CD16          ↓ (Gr, Mon-1/1) 

n/a = 4 

   ↓ (Gr-3/5) 

n/a = 5 

CD18               

CD24       N (Gr)   ↓ (Gr, Mon-1/1) 

n/a = 4 

   ~↓ (LCLs-5/5) 

n/a = 5 

CD33               

CD48 N (LCLs-1/1) 

R/PIPLC 

n/a = 1 

N (LCLs) 

R/PIPLC 

            

CD49               

CD55/DAF N (LCLs-1/1) 

R/PIPLC 

n/a = 1 

N (LCLs) 

R/PIPLC 

  N (LCLs-3/3) 

n/a = 4 

     ↓ (Fib-3/3) 

n/a = 5 

   

CD59 N (LCLs-1/1) 

R/PIPLC 

n/a = 1 

N (LCLs) 

R/PIPLC 

  N (LCLs-3/3) 

n/a = 4 

 N (RBCs)    ↓ (Fib-3/3) 

n/a = 5 

   

CD66b               

CD66c               

CD73           ↓ (Fib-3/3) 

n/a = 5 

   

CD87               

CD90               

CD109               

CD157       N (Mon)        

FLAER       N (Gr, Mon)   ↓ (Gr, Mon-1/1) 

n/a = 4 

↓ (Fib-3/3) 

n/a = 5 

  ↓ (Gr-3/5) 

n/a = 5 

↓ (LCLs-5/5) 

n/a = 5 

T5 Ab               

sALP n/a* n/a* N (2/2)  ↑ (2/2) 

n/a = 5 

↑ (2/2) 

 

↑ ↑ (9/9)  ↑ (5/5) ↑ (8/8) ↑ (31/31)  N (10/10) 

sALP: serum alkaline phosphatase; ↑: elevated; ↓: decreased; n/a: not available; Gr: granulocytes; Mon: monocytes; MNC: mononuclear cells; RBCs: red blood cells; LCLs: lymphoblastoid 

cell lines; Leucos: leucocytes; Ly: lymphocytes; Fb: fibroblasts; BCs: blood cells; DAF: decay accelerating factor; R/PILC: resistant to phosphatidylinositol-specific phospholipase C. 

* Theoretically normal. Mentioned as ‘normal’ in ref (42), which indicates 11 PGAP1 patients. 
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