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Table 1. Patient data.

Patient Age Sex Duration of renal Mns of HD Mns of posttrans-
disease plant
1 36 M 1 Y3 M 1M -
2 52 F 7Y 2 M -
3 42 M I M I M -
4 30 M 6 Y I M -
5 56 F 3 Y 3I M -
6 48 M 2 Y4 M i M -
7 52 M 7Y 5 M -
8 62 M 6 M 5 M -
9 21 F 1Y 5 M -
10 55 F 3 Y 5M -
11 58 M 1 Yz2M 6 M -
12 48 M M 6 M -
13 36 M 5Y 9 M -
14 47 M 12 Y 13 M -
15 35 M 1 Y6 M 18 M -
16 51 F Y6 M 18 M -
17 30 M Y3 M 20 M -
18 22 M 2 Y1 M 22 M -
19 58 M 13 Y 24 M —
20 55 M 7Y 27 M -
21 41 M 3 Y 3o0M -
22 24 M 3 Y 33 M -
23 48 M 4 Y 34 M -
24 48 M 3 Y 36 M -
25 36 M 3 Ys M 38 M -
26 43 M 3 Y7TM 38 M -
27 38 F 7Y 40 M -
28 41 M 20 Y M 10 M
29 55 F 1Y 8§ M -
30 48 M 15 Y 28 M -
31 52 F 7Y 1M -
Avg. 44.1 yrs 4 Y9M 15.7M
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Table 2. Radiographic criteria.

0 — No radiographic evidence of bone pathosis
1 — Subtle cortical or medullary bone loss
2 — Definite alterations in bone density
A. Decreased density (grou-glass app.;
nonspecific demineralization)
B. Increased density (osteosclerosis)
3 — Subperiosteal cortical bone resorption
A. Lamina dura
B. Maxillary sinus
C. Mandibular canal
(D. Phalanx : in wrist x-ray)
4 — Destructive bone lesions
A. Localized, sharply defined radiolucency

B. Generalized bizarre periodontal bone

loss
5 — Extraosseous calcification and bone forma-
tion
6 — Others
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Table 3. Radiographic findings.

(%)

15 control group 31 hemodialysis group

Jaws Jaws Hands

Number with findings 2(13.3) 17 (54.8) 17 (54.8)

0 — No bone pathosis 13 (86.7) 14 (45.2) 14 (45.2)
1 — Subtle cortical or medullary

bone loss 2(13.3) 0( 0) 6 (19.3)

2 — Altered bone density 0( 0) 17 (54.8) 10 (32.3)
3 — Subperiosteal cortical bone

resorption 0(0 ) 15 (48.4) 5(16.1)

4 — Destructive bone lesions 0(0 ) 0(0) 3(9.7)

5 — Extraosseous calcification 0(0 ) 0(0 ) 1( 3.2)

*  evidence of bone disease both in hands & jawbone — 12 patients, 38.7%
only in the jaws — 5 patients, 16.1%
only in the hands — 5 patients, 16.1%
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Table 5. Subperiosteal cortical bone resorption
in HD group. %)
(]

Jaws Hands

Lamina dura 11 (35.5) -
Maxillary sinus 0(0 ) -

Mandibular canal 8 (25.8) -

Phalanx - 5(16.1)
Table 4. Altered bone density in HD group. Table 6. Destructive bone lesions in HD group.
(%) (%)
Jaws Hands Jaws Hands
Decrease 14 (45.2) 10 (32.3) Localized 0(0) 8(9.7)
Increase 5(16.1) 1(32) Generalized 0(0) 0(0)
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Table 7. Other radiographic findings. %)

15 control group 31 HD group
Jaws Jaws Hands
Resorption of condylar process 6(0) 2(65) -
Pulp calcification 3 (20.0) 5 (16.1) -
Root resorption 0(0) 0(0 ) -
Fibro-osseous lesion of
Periodontal lig. origin 0(0) 1(32) -
Table 8. Laboratory results
HD group control group
1. Serum calcium 8.82 % 0.73 9.96 $0.58
(mg/dl)
2. phosphorus 552 % 1.56 342 £0.52
(mg/dl)
3. creatinine 1685 * 558 1.03 £0.15
(mg/dl)
4. urea nitrogen 100.77 #36.75 14.78 + 4,24
(mg/dl)
5. Hematocrit 21.23 £ 7.19 41.88 £4.16
(%)
6. Alk. phosphatase 169.00 £110.46 955 £19.38
aum
7. Albumin 4.04 * 0.34 4.61 *0.23
(g/dD)
8. Total protein 68 £ 050 7.7 %1058
(g/dl)

Table 9. Correlation coefficients between biochemical and radiographic data.

Bone density Lamina dura Mandibular canal
Months on HD -0.1200 -0.2287 -0.1507
Calcium - 0.0908 0.1749 0.3543
Phosphorus 0.0560 -0.1386 -0.0552
Bone density - 0.5287* 0.5361*
Lamina dura 0.5287* - 0.2445
Mandibular canal 0.5361* 0.2445 -

* statistically significant correlation (p<<0.005)
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A STUDY ON THE DENTAL RADIOGRAPHIC MANIFESTATIONS
OF END-STAGE RENAL DISEASE

Eun Kyung Kim, Tae Won Park

Dept. of Radiology, College of Dentistry, Seoul Nation University

For the assessment of changes in the bone architecture of the maxilla and mandible in renal
osteodystrophy, 31 chronic renal failure patients who were undergoing hemodialysis therapy
were selected. They were evaluated through clinical oral examination, radiographic and biochemi-
cal examination.

The results were as follows:

1. In 17 cases (54.8%), there were evidences of bony change in jawbone.

2. The most common dental radiographic finding was decreased bone density (14 cases, 45.2%).
The second most common dental radiographic finding was total or partial loss of lamina
alveolar dura (11 cases, 35.5%).

4. The third most common dental radiographic finding was total or partial loss of inferior
canal wall (8 cases, 25.8%). -

5. 5 cases showed evidences of bony change only in jawbone, and 5 cases only in hand, and
12 cases in both.

6. Serum creatinine, urea nitrogen and alkaline phosphatase values in hemodialysis group were
much higher than in control group.

7. There were statistically significant correlation between bone density and lamina dura, and

inferior alveolar canal wall.
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