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Examination of Microglial Morforogy in Normal Brains and Anoxic
Encephalopathy

Tatsuki KITAHATA

We examined microglias in 20 autopsy brains of patients with anoxic encephalopathy and 5
autopsy brains of neurologically normal patients immunohistochemically using RCA-1 lectin, LN-
1, LN-3, CD68 KP-1, HAM5S6, CD45RA LCA, CD45R0O UCHL-1.

Microglias were classified into four types based on their form, and were counted from the fourth
layer to the sixth layer of the occipital cortex facing the calcarine sulcus. Counting was done five
times by light microscopy at 40 % 10 magnification.

In the neurologically normal brains, the "moderate group” and "severe group” showed more
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microglias than the other groups, followed by the "mild group” and "no change group”. RCA-1
lectin and LN-1-stained microghias showed few changes in form, but CD68 KP-1 and HAMS6
stained microglias showed strong changes. No CD45RA LCA and CD45RO UCHL-1-stained

microglias were detected.

The correlation of the number of microglias and the survival time were examind in each group

with anoxic encephalopathy. The "mild group" and "no change group” showed no increase in the

number of microglias. The "moderate group” and "severe group” showed an increase one week

after onset.

It was found that microglias of each group could be evaluated by combining the results from

more than one antibody from the normal brain.

In addition, it was found that not all of the

microglias in the normal brain belonged to the "no change group”.

These findings raise the possibility that the increase in microglias in each group with anoxic

encephalopathy may have originated from more than one population. (Acceped on October 5, 1999)
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Table 1. Summary of cases

Case | AgeSex| Cause of death Survival | Microscopic Tindings

number time {H-E staining)

h 5 88 M | acute heart failure 30 min none

2. 84 M | acute myocardial infarction | 30 min none

3 83 M | acute myocardial infarction |1 hr none

4. 69 M | acute heart failure 2 hrs none

b 55 F | hanging 3 hrs none

6. 66 M | acute heart Tailure 5 hrs mild pyknotic change

1 69 M | acute myocardial infarction |5 hrs mild pyknotic change

8. B7 F | asphyxia 6 hrs mild pyknotic change

3 86 M | metastatic lung cancer, shock| 10 hrs laminar necrosis

10. 57 F | drowning 12 hrs mild pyknotic change

11. 40 F | acute heart failure 1 day mild pyknotic change

12. 77 F | respiratory failure 2 days moderete pyknotic change

13. 66 M lung cancer, shock 3 days mi ld pyknotic change

14, 82 M | asphyxia 4 days mi ld pyknotic change

15. 29 F | hanging 4 days mi |d pyknotic change

16. 19 F | pulmonary infarction 5 days faminar necrosis

17. 63 F | asphyxia 7 days laminar necrosis

18. 50 M | hypovolemic shock 8 days moderete pyknotic change

19. 64 M | asphyxia 10 days faminar necrosis

20. 64 M | asphyxia 10 days laminar necrosis

21. 71 W | asphyxia 14 days faminar necrosis

22, 67 M | asphyxia 15 days laminar necrosis

23 85 M | asphyxia 1 month laminar necrosis

24, 62 M | respiratory failure 1 month severe necrosis

25 76 M | metastatic lung cancer 10 months | severe necrosis
Table 2. Primary reagents

Antibody Dilution lsotype Specificity Source

RCA-1 lectin 1:2000 lectin B -D-Galactose VEGTOR

LN-1 1 fg-M B cell |CN

LN-3 1 lg-G B cell ICN

CD68 KP-1 1:200 lg-G macrophage DAKO

HAMSE 1:100 lg—M macrophage DAKD

CD45RA LCA 1:200 |g-G leukocyte |ineage NOVO CASTRA

CD45R0 UCHL-1 | 1:200 |g-G T cell DAKO
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Fig. 1. Photomicrographs of microglia which was classified by the projection. Immunchistochemical stain (% 300} .
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Fig. 3. Microglia forms were stained by each antibody in normal brain.
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Fig. 4. The correlation of the cell number per field (=X 40% 10) microglias and the survival time is examined for each

staining in anoxic encephalopathy.
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