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Amyloid Deposition in Intervertebral Disk
Chotatsu Tsukayama and Sadaaki Nakagawa*

We examined the intervertebral disk of autopsy cases in Kawasaki Medical
School Hospital to evaluate the frequency of deposits of amyloid. Amyloid was
observed to increase in frequency and severity in the older age group. Amyloid
revealed no reaction for anti-AA, anti-AL, and anti-prealbumin antibody, It seemed
to be a subtype of senile amyloidosis. The cartilage cells and cartilage stroma
may play a role in the formation of amyloid with an unknown mechanism in the
intervertebral disk. (Accepted on July 31, 1987) Kawasaki Igakkaishi 14(1):45—51
1988
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Table 1. Age distribution of amyloid de-
position in the intervertebral disk.

o | moow | 70T AEAR
0— 9 4 0

10—19 2 0

20—29 4 0

30—39 12 1083
40—49 19 6 (31.6)
50—59 48 35 (72.9)
60—69 56 42 (75.0)
70—79 43 35 (81.4)
80<C 27 22 (81.5)
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Table 2. Underlying lesions which shows
amyloid deposit in the intervertebral

disk.
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Table 3. The number of amyloid-positive
paraffin block in each intervertebral
disk.

1 2 3 4 5
(SiLs) | (Ls-o) | (Lyes) | (Lse2) | (L2w)

1 E 6 14 5 5
2 B 9 25 9 11
3 E 3 9 7 5

au

18 48 15 19 24

Table 4. The number of amyloid-positive
paraffin block of the nucleus pulposus
and annulus fibrosus.

oM oW | M B
1 61 15
2 E 69 17
3 E 16 18
2t 146 ‘ 50
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Fig. 1. Amyloid deposition around the cartilage cells (congo red, x 800).

e "

Fig. 2. Aggregation of amyloid around the cartilage cells and in the cartilage
stroma (congo red, x400).
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Fig. 3. Massive deposits of amyloid (congo red, x400).
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Fig. 4a. The first degree of amyloid
deposit with relation to the age dis-
tribution.
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Fig. 4 b. Second degree of amyloid de-
posit with relation to the age distribu-
tion.
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Fig. 4 c. Third degree of amyloid de-
posit with relation to the age distribu-
tion.
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Fig. 6. Atrophic cartilage cells pressed by the amyloid. Cytoplasmic invagina-

tion with amyloid fibrils is seen (arrow) (x10000).
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