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Supplemental Figures and Figure Legends 
 
 

 
Supplemental Figure 1. Scl-Ab treatment reverses T2D-induced alveolar bone loss. 
(A-D) Representative 2-dimensional (2D) µCT sagittal sections through the alveolar bone 

around mandibular first molars. (E) Quantification of bone volume over tissue volume 

(BV/TV) (n = 8). P<0.05. (F-I) Representative 2D µCT coronal sections through the 

alveolar bone around maxillary first molars. Arrows indicate the thickness of the basal 

bone. (J) Quantification of the thickness of the basal bone (n = 8). P<0.01. 

  



 

 

Supplemental Figure 2. Scl-Ab promotes osteoprogenitor formation on the maxillary 
edentulous periosteal bone surface.  
(A-D) H&E staining shows the edentulous maxillary periosteal bone surface. The arrow 

indicates the bone surface that is not covered by cells. (E-H) Immunostaining of RUNX2. 

Abbreviation: b, bone. Scale bars: 25 µm. 

  



 

 

Supplemental Figure 3. Scl-Ab treatment alters the edentulous ridge but not the 
premaxillary suture. 
(A, B) Representative sagittal 2D micro-CT sections of the maxillary molar 1 to 

premaxillary suture area. The arrow indicates the enlarged edentulous ridge in the Scl-

Ab group. (C, D) Enlarged premaxillary suture areas in the Scl-Ab group compared with 

the control group. (E, F) Representative coronal 2D micro-CT sections of the premaxillary 

suture. (G, H) Representative H&E-stained histological sagittal sections through the 

premaxillary suture. (I, J) Representative 3D micro-CT reconstruction images of the skull. 

Scale bars: 50 µm. 

  

Control Scl-Ab

A

C E D F

B

G H

I J



 

 
Supplemental Figure 4. Scl-Ab treatment slightly enlarges the mandible. 
(A-D) Representative coronal 2D micro-CT sections of mandibles. The arrow indicates 

increased thickness. 
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Supplemental Figure 5. Gingival inflammation and cementum thickness change after Scl-
Ab treatment. 
(A-D) H&E staining shows the gingiva of the first maxillary molar. (E-H) Immunostaining 

of CD45. (I) Quantification of CD45+ cells. (J-M) Immunostaining of the neutrophil marker 

myeloperoxidase (MPO). P<0.01. (N) Quantification of MPO+ cells. P<0.0001. (O-R) H&E 

staining shows cementum in the furcation area. (S) Quantification of cementum in the 

furcation area (n = 8). P<0.01; ns, not significant. d, dentin; c, cementum; pdl, periodontal 

ligament; b, bone. Scale bars: 50 µm. 
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