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When studying the pathology of the central nervous system, the 
question arises about the interpretation of the revealed changes in 
nerve cells. When modeling brain damage, various size disorders, 
thieves of the perikarion of neurons, as well as changes in the 
degree of chromatophilia of their cytoplasm are revealed. It is 
important to establish the dependence of the severity and nature 
of damage to the nervous system as a whole on the structural 
changes of the neuron, as its morphofunctional unit.The purpose 
of this article is to analyze and systematize information about 
pathological changes in brain neurons in the experiment.

There are several classifications of pathological changes in 
neurons. So, Nissl, on the basis of the peculiarities of changes 
in the chromatophilic substance, distinguished: axonal reaction, 
swelling and wrinkling of neurons. A.I. Strukov and S.K. Lapin 
in 1956 formulated a classification that includes:
1. Age
2. Functional and reactive (easily reversible) 
3. Dystrophic (difficult to reversible and irreversible)

4. Compensatory and adaptive changes in neurons.

The classification of N.E. Yarygin (1957) is similar to it. In 
his classification Yarygin distinguishes age-related, functional, 
dystrophic, regenerative and hypertrophic, changes in the 
structures of nervous tissue [1, 2].At the later stages of postnatal 
ontogenesis, destructive changes occur in neurons, manifested at 
the histological level by a decrease in the size and deformation 
of perikarions, hyperchromatosis, hypochromatosis and cell 
shrinkage [3].

Dystrophic Changes
It is customary to divide dystrophic periods into three phases.

In the first phase of dystrophy, metabolic molecular and 
ultrastructural changes occur. They can only be detected using 
biochemical, physicochemical, histochemical and electron 
microscopic methods. These changes are in many cases reversible.

In the second phase of tissue dystrophy, metabolic disorders are 
accompanied by the appearance of morphological changes in tissue 
structures, which are detected using conventional histological 
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ABSTRACT
Objective: Generalization and systematization of literature data on dystrophic, regeneration and hypertrophy changes in neurons in the rat cerebral cortex. 

Methods: The basis of this study was a review of the literature on this topic.

Results: Dystrophic changes constitute an extensive group of neuronal disorders and are manifested at the morphological level by deformation of the perikarions 
and neuropil, wrinkling or swelling of the cell, and changes in the chromatophilia of the cytoplasm. At the electron microscopic level, disorganization of 
organelles is observed, reflecting gross violations of the vital processes of the neuron. There are several ways to regenerate neurons: intracellular regeneration, 
restoration of the neuropil, the formation of new neurons (in some parts of the nervous system - the hippocampus, the subventricular layer of the lateral 
ventricles and olfactory bulbs) and the formation of heterokaryons (fusion of a neuron with an oligodendrocyte). Hypertrophy of neurons may indicate 
both compensation and the development of a pathological process. To clarify the nature of this phenomenon, it is necessary to conduct an ultramicroscopic 
study of the organelles of the nerve cell.

Conclusion: Further study of dystrophic regeneration and hypertrophy changes in neurons at the histological, ultrastructural and molecular levels will serve 
as a fundamental basis for the search and improvement of new ways of preventing and correcting diseases of the nervous system. 
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methods (Nissl staining). These include a slight swelling of 
nerve cells with a diffuse arrangement in their cytoplasm of 
a chromatophilic substance or a thickening of the cytoplasm 
of neurons with moderate hyperchromatosis. On the neuropil 
side, dystrophic changes are manifested by the appearance of 
varicose thickenings along the axial cylinders with garnetting of 
neurofibrils, a change in the tinctorial properties of axoplasm and 
myelin, and swelling of the terminals.

In the third phase of the dystrophic process, irreversible changes 
occur. They are manifested by wrinkling or, conversely, swelling 
of nerve cells with dissolution of chromatophilic substances in 
them, disintegration of neurofibrils, disorganization of organelles. 
The neuropil is vacuolated and fragmented, undergoing granular-
lumpy disintegration, and myelin dissolves, as a result of which 
lipid droplets begin to be detected along the nerve fibers. Synapses 
swell, collapse, and disappear.

The cytoplasm of some neurons is filled with vacuoles, both 
small and large, which is why the cell takes on a “foamed” or 
cellular appearance.Destructive forms of neurons with impaired 
metabolism are eliminated by microglial cells. In this case, 
on histological preparations, phenomena are often observed 
satellitosis, in which glial cells are located on the surface of a 
neuron and neuronophagy (penetration of glial cells into the body 
of a dying neuron), Figure 1 [1, 4, 5].

Figure 1: Satellite and neuronophagy of rat neocortex neurons. 
Indicated by arrows. Nissl staining. Digital micrograph. 
Magnification 400

Dystrophic changes in neurons are often accompanied by 
deformation of the perikarions and neuropil, most likely associated 
with a violation of the cytoskeleton (Figure 2) [6, 7].

Figure 2: Deformation of the perikarions and neuropil of neurons 
in the rat neocortex. Indicated by arrows. Nissl staining. Digital 
micrograph. Magnification 400

In experimental pathology, shrunken, swollen neurons, as well 
as cells with pericellular edema, are often found among the 
neurons of the cerebral cortex. Hyperchromic shrunken neurons 
are very common in cerebral cortex damage. Their number, as 
a rule, significantly increases already at the 15th minute of the 
cessation of the oxygen supply. In hyperchromic shrunken neurons, 
deformation of the perikarions occurs, possibly under the influence 

of a violation of the water-electrolyte balance. Their sizes, in 
comparison with normochromic neurons, are significantly reduced, 
the cytoplasm is intensely stained with thionine according to the 
Nissl method [4, 5, 8-12] (Figure 3.4).

Figure 3: Hyperchromic shrunken neurons in the rat neocortex 
with 15-minute total cerebral ischemia. Indicated by arrows. Nissl 
staining. Digital micrograph. Magnification 400

Figure 4: Hyperchromic shrunken neurons in the rat neocortex. 
Indicated by arrows. Nissl staining. Digital micrograph. 
Magnification 400

In addition to hyperchromic shrunken neurons, there are also 
hypochromic shrunken cells (Figure 5).

Figure 5: Hypochromic shrunken neurons of the parietal cortex 
of 2.5-year-old rats. Indicated by arrows. Nissl staining. Digital 
micrograph. Magnification 400

The pale staining of their cytoplasm with thionine according to 
the Nissl method is possibly associated with the disintegration of 
the cisterns of the granular endoplasmic reticulum. This type of 
neurons is formed either from hyperchromic shrunken neurons 
during their further involution, or from hypochromic cells. One 
of the forms of neuronal dystrophy is their acute swelling. At the 
same time, neurons increase in volume (sometimes 2-4 times). 
The nucleus also swells and takes on an eccentric arrangement. 
On histological preparations, the cytoplasm of swollen neurons is 
painted pale and has a fine-grained appearance. Acute swelling of 
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neurons is reversible, but some of them still undergo necrobiosis 
and die (Figure 6) [1, 12-14].

Figure 6: Swollen neurons in the rat neocortex during 30-minute 
total cerebral ischemia. Indicated by arrows. Nissl staining. Digital 
micrograph. Magnification 400

At the electron microscopic level, the destruction of organelles 
occurs. Thus, in the cytoplasm of dystrophically altered neurons, 
mitochondria devoid of cristae are observed. A decrease in the 
relative number of mitochondria, the number and length of their 
cristae, which is accompanied by a decrease in the cytoplasm of 
these neurons in the activity of the enzymes of aerobic oxidation 
of carbohydrates in the Krebs cycle and the enzyme involved in 
the transfer of electrons and which is an important link between the 
end products of the decay of the carbon skeleton and the respiratory 
chain. This indicates a progressively reduced functional activity 
of mitochondria and energy supply of neurons.

Figure 7: Fragments of the nucleus and cytoplasm of neurons of 
the inner pyramidal layer of the rat neocortex. The mitochondrion 
deprived of cristae is indicated by an arrow

Scale bar: 0.5 мm.
Electronogram. Magnification: 50,000

Disorganization of the endoplasmic reticulum and the Golgi 
complex is observed. Their cisterns expand significantly and can 
take the form of vacuoles (Figure 8).

Figure 8: Fragments of the nucleus and cytoplasm of neurons of 
the inner pyramidal layer of the rat neocortex. Expanded tanks 
of the Golgi complex (indicated by an arrow).

Scale bar: 0.5 мm.
Electronogram. Magnification: 50,000

Due to the developing energy deficit, the ribosomes lose their 
connection with the cisterns of the endoplasmic reticulum and are 
located in the cytoplasm in the form of separate clusters (Figure 9).

Figure 9: Fragments of the nucleus and cytoplasm of neurons 
of the inner pyramidal layer of the rat neocortex. Free ribosomes 
(indicated by arrows).
Scale bar: 0.5 мm.
Electronogram. Magnification: 50,000

The above changes indicate significant disturbances in neuronal 
metabolism accompanying morphological changes. The shrinking 
of neurons, as well as their swelling as a result of edema of the 
perikarions, can be associated with gross violations of the water-
electrolyte balance caused by impaired permeability of the 
cytolemma to ions due to severe energy deficiency, which, in turn, 
is associated with the reduction of cristae in mitochondria. Lack 
of energy leads to deactivation of synthetic processes, which is 
reflected in the disorganization and vacuolization of the cisterns of 
the endoplasmic reticulum and the Golgi complex. Free ribosomes 
in the cytoplasm are incapable of protein synthesis for export. The 
proteins formed by their means are used by the cells for their own 
needs, and in the event of an aggravation of the energy deficit, 
they remain unclaimed at all. The accumulation of these proteins 
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in the cytoplasm of the neuron contributes to a further increase 
in acidosis and hypoxia, ultimately leading to the destruction of 
the cell [10, 12].

Regenerative Changes 
Speaking about the regeneration of neurons, they usually mean 
the restoration of damaged processes of nerve cells, that is, the 
regeneration of nerve fibers and synapses. In the course of many 
years of morphological studies, it was found that the regenerative 
process in neurons is manifested by the restoration of damaged 
and the formation of new processes of the neuropil, as well as 
the appearance of additional collaterals on the existing processes. 
Neuropil neoplasms lead, in turn, to a complication of the structure 
of neuronal dendrites. These changes can occur not only in neurons 
with damaged processes, but also in normal neurons, with the death 
of other nerve cells. Most often, regenerative rearrangement is 
detected in the extra- and intramural ganglia of the intervertebral 
and cranial sensory nodes. This may be due to the fact that the 
neurons of the sensory ganglia have only one T-shaped process. 
Therefore, in the case of the appearance of regenerative changes 
in them, it is easier to detect new branches of the neuropil, often 
having a spiral shape with distal thickenings (microneuromas). 
Thus, if part of the neurons of one or another part of the nervous 
system die, then a regenerative process takes place in the remaining 
neurons, accompanied by hyperplasia of the neuropil and subsequent 
hypertrophy of the cell body itself. The degree of restoration of 
the function of the nervous system is determined not only by the 
volume and nature of its damage, but also by the localization of the 
process, since the plastic capabilities of neurons in different parts 
of the central and peripheral nervous system are far from the same. 

So, in the central nervous system, the regeneration of the neuropil is 
slower and does not always complete successfully. At the same time, 
peripheral nerve fibers regenerate relatively well. The process, as a 
rule, begins with the formation of retraction balls on the proximal 
segments of the axons, with clavate influxes of neuroplasm, which 
then disappear. Normal regeneration of the neuropil is always 
accompanied by proliferation and hypertrophy of oligodendrocytes, 
which form the cords that guide axonal growth. Sometimes, during 
the growth of an axon, flask-like thickenings appear at its end, which 
indicates a violation of the normal course of regeneration, especially 
if new branches lose their connection with oligodendrocytes. This 
phenomenon is usually observed when there is an obstacle in the 
path of the growing neuropil. Regenerating axons first grow along 
the strands of oligodendrocytes, and then they are enveloped in folds 
of their cytolemma, which forms mesaxons. At the first stages of 
regeneration, part of the strands of oligodendrocytes may include 
several axons. However, in the future, only one is preserved and 
covered with myelin, the rest disappear. Regeneration is considered 
complete when the axon reaches the original innervated tissue and 
forms a synapse with the working organ. In the morphological study 
of histological specimens, it is sometimes difficult to distinguish 
between a normal nerve ending (the result of successful regeneration 
of the neuropil) from pathological branching with microneurium 
proliferation. The differences lie in the fact that microneuromas 
usually do not have a capsule and consist of randomly intertwining 
thin myelin-free nerve endings. These data indicate that neurons have 
rather high regenerative capabilities. The restoration of the structure 
of the nervous tissue after its damage in most departments is carried 
out not through the division of the preserved neurons, but due to the 
regeneration and hyperplasia of their neuropil, which leads not only 
to the restoration of the lost, but also to the establishment of new 
connections between the nerve cells and the innervated organ. In some 
cases, the regeneration of nerve fibers and end apparatus is disturbed 
and accompanied by the formation of neuromatous growths, which 

may be the cause of the appearance of pathological reflexes [15-22]. 

However, there are data in the literature on the division of neurons 
in the central nervous system of adult mammals and humans. In 
1998, the fact of postnatal neurogenesis in the human hippocampus 
was established using the molecular marker bromodioxyuridine 
(BrdU). In addition, new neurons were integrated into the general 
neuropil network [23-25]. Also, postnatal neurogenesis was noted 
in the subventricular layer of the lateral ventricles and olfactory 
bulbs [26]. However, the presence of the formation of new neurons 
in adult mammals and humans remains controversial [27-33]. 
However, the process of studying neurogenesis is complicated 
and can give false results, since BrdU can also be turned on 
during reparative DNA synthesis in a neuron after its damage 
and can cause an erroneous determination of the fact of neuron 
division. It is believed that one of the forms of regeneration is 
the formation of nerve cell heterocarins. They are described in an 
electron microscopic level. In these structures, the fusion of the 
nuclei of neurons and oligodendrocytes was observed. 

Gradually, in the heterokaryon, the nucleus of the oligodendrocyte 
is reprogrammed and it gradually becomes more and more similar 
to the nucleus of the neuron in size, shape, structure of chromatin. 
Upon completion of the reprogramming process, the kernels 
become indistinguishable. Heterokaryon turns into a cell with 
two identical nuclei – dikarion. Thus, as a result of fusion and 
reprogramming, a second nucleus is formed in the neuron, and 
the functionality of the neuron increases significantly. This is 
important to compensate for the loss of a certain number of 
neurons during damage. The presence of such dicarions has been 
described in the cerebral cortex in the area adjacent to the focus 
of postischemic necrosis [32, 34, 35].

Hypertrophic Changes in Neurons 
Hypertrophy of neurons is observed most often due to either the 
death of a part of the nerve cells, while the remaining neurons 
take over their function and hypertrophy, or by the enhanced work 
of this part of the nervous system. Thus, neuronal hypertrophy 
can occur both on a pathological and physiological basis. As a 
rule, hypertrophic changes in the structures of nervous tissue 
are not always compensatory, since the functional concept of 
“compensation” is broader than the morphological concept of 
“hypertrophy”. Hypertrophy of neurons is manifested mainly by 
an increase in the size of the perikarion, nucleus and nucleolus. 
There may be neurons with two or more nucleoli (Figure 10). 

Figure 10: Neuron of the inner pyramidal layer of the parietal 
cortex of the brain of an adult rat. Fragment of the cytoplasm. 
The nucleus has two nucleoli (indicated by arrows). Digital 
micrograph. Electron microscopy. 
Magnification: 25000. 
Scale bar: - 5 microns.
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An increase in the number and enlargement of lumps of 
chromatophilic substance is observed, that is, an increase in 
the length of the cisterns of the granular endoplasmic reticulum 
and the number of ribosomes associated with it, hyperplasia of 
neurofibrils, thickening of the neuropil. At the same time, the axons 
thicken somewhat and sometimes contain varicose enlargements 
along their course. However, an increase in the size of perikaryon 
neurons in itself cannot be a sign of hypertrophy, as it is often 
observed in dystrophic processes. To differentiate between these 
phenomena allows electron microscopic study of organelles. With 
neuronal dystrophy, destruction of the endoplasmic reticulum is 
noted, the loss of ribosomes by it, disorganization of the Golgi 
complex, swelling and destruction of cristae in mitochondria. 
At the same time, hypertrophied neurons carrying an increased 
load are functionally depleted over time and undergo dystrophic, 
necrobiotic and necrotic changes. One of the manifestations 
of neuronal hypertrophy is intense staining of their cytoplasm 
according to the Nissl method (hyperchromia). According to the 
shape of the perikarion, hyperchromic neurons are subdivided into 
non-shrunken and shrunken. Under normal conditions, in the brain 
of animals and humans, there are only single “dark” hyperchromic 
and hyperchromic shrunken neurons. Their number can increase 
significantly under experimental influences and pathological 
conditions [1, 4, 5, 14, 31].

Conclusion 
Thus, dystrophic changes constitute an extensive group of neuronal 
disorders and are manifested at the morphological level by 
deformation of the perikarions and neuropil, wrinkling or swelling 
of the cell, and changes in the chromatophilia of the cytoplasm. 
At the electron microscopic level, disorganization of organelles is 
observed, reflecting gross violations of the vital processes of the 
neuron. There are several ways to regenerate neurons: intracellular 
regeneration, restoration of the neuropil, the formation of new 
neurons (in some parts of the nervous system - the hippocampus, 
the subventricular layer of the lateral ventricles and olfactory 
bulbs) and the formation of heterokaryons (fusion of a neuron 
with an oligodendrocyte). Neuronal hypertrophy may indicate both 
compensation and the development of a pathological process. To 
clarify the nature of this phenomenon, it is necessary to conduct 
an ultramicroscopic study of the organelles of the nerve cell. 
Further study of dystrophic regeneration and hypertrophy changes 
in neurons at the histological, ultrastructural and molecular levels 
will serve as a fundamental basis for the search and improvement 
of new ways of preventing and correcting diseases of the nervous 
system. 

Conflict of interest statement 
The authors declare no conflict of interest.

Funding Sources
State scientific program «To study the processes of damage 
and adaptation of the brain during its ischemia and the use of 
correction».

References
1. Yarygin N.E., Yarygin N.N (1973) Pathological and adaptive 

changes in the neuron. Moscow 190 p.
2. Einarson L., Kroch E (1955) Variation in the basophilia of 

nerve cells associated with increase cell activity and functional 
stress. Neurology 18:1-12.

3. Bon E.I, Alad’eva T.L (2020) Histological characteristics 
of neurons in the neocortex and hippocampus of rats in late 
ontogenesis. Chronomedical journal 1:46-49. 

4. Ishida K, Shimizu H, Hida H, Urakawa S (2004) Argyrophilic 

dark neurons represent various states of neuronal damage 
in brain insults: some come to die and others survive. 
Neuroscience 125:633-644.

5. Islam N, Moriwaki A, Hattori Y, Hori Y (1994) Appearance 
of dark neurons following anodal polarization in the rat brain. 
Acta Medicina Okayama 48:123-130.

6. Kasahara Y, Arime Y, Hall FS, Uhl GR, Sora I (2015) Region-
specific dendritic spine loss of pyramidal neurons in dopamine 
transporter knockout mice. Current Molecular Medicine 
15:237-244. 

7. Wang HD, Stanwood GD, Grandy DK, Deutch AY (2009) 
Dystrophic dendrites in prefrontal cortical pyramidal cells 
of dopamine D1 and D2 but not D4 receptor knockout mice. 
Brain Research 1300:58-64. 

8. Bon L.I (2021) Еffect of hypoxia on morphofunctional 
characteristics of brain neurons and molecular markers of 
ischemic hypoxia / Bon L.I., Zimatkin S.M., Maksimovich 
N.E. Vestnik of the Smolensk State Medical Academy 1:51-
57.

9. Bon LI, Maksimovich NYe, Zimatkin SM (2020) 
Morphological disorders of neurons in the hippocampus 
of rats with subtotal and total ischemia. Orenburg Medical 
Bulletin  2:41-46.

10. Zimatkin S.M, Bon E.I (2017) Effects of Antenatal 
Alcoholization on Brain Cortex Neurons Postnatal 
Development in Rats. Neurology and behavioral 1:7-17.

11. Ooigawa H, Nawashiro H, Fukui S, Otani N, Osumi A (2006) 
The fate of Nissl-stained dark neurons following traumatic 
brain injury in rats: difference between neocortex and 
hippocampus regarding survival rate. Acta Neuropathology 
112:471-481.

12. Netlyukh A (2016) Pathological changes in the microstructure 
of the sensomotor cortex of white rats with experimental 
subarachnoid hemorrhage and after experimental influences. 
Wiadomoњci Lekarskie. 69:243-248. 

13. Czurko A, Nishino H (1993) ‘Collapsed’ (argyrophilic, dark) 
neurons in rat model of transient focal cerebral ischemia. 
Neuroscience Letters.  162:71-74.

14. Kovesdi E, Pal J, Gallyas F (2007) The fate of “dark” neurons 
produced by transient focal cerebral ischemia in a non-
necrotic and non-excitotoxic environment: neurobiological 
aspects. Brain Research. 1147:272-283.

15. Blanquie O, Bradke F (2018) Cytoskeleton dynamics in axon 
regeneration. Neurobiology 51:60-69.

16. Carmichael S.T, Wei L, Rovainen C.M (2001) Woolsey T.A. 
New patterns of intra-cortical connections after focal stroke. 
Neurobiology Disease 8:910-922.

17. Fawcett JW, Verhaagen J (2018) Intrinsic Determinants of 
Axon Regeneration. Development Neurobiology 78:890-897.

18. Gordon T (2016) Electrical Stimulation to Enhance Axon 
Regeneration After Peripheral Nerve Injuries in Animal 
Models and Humans. Neurotherapeutics 13:295-310. 

19. He Z, Jin Y (2016) Intrinsic Control of Axon Regeneration. 
Neuron 90:437-451.

20. Katchanov J, Harms C, Gertz K (2001) Mild cerebral ischemia 
induces loss of cyclin-dependent kinase inhibitors and 
activation of cell cycle machinery before delayed neuronal 
cell death. Neuroscience 21:5045-5053.

21. Neves G, Cooke S.F, Bliss T.V (2008) Synaptic plasticity, 
memory and the hippocampus. A neural network approach 
to causality. Nature Reviews Neuroscience 9:65-75.

22. Ward PJ, Clanton SL, English AW (2018) Optogenetically 
enhanced axon regeneration: motor versus sensory neuron-
specific stimulation. Neuroscience 47:294-304.

23. Kitamura T, Saitoh Y, Takashima N, Akiko Murayama, 



Citation: Bon E I, Malykhina A V (2021) Morphological Signs of Dystrophy, Regeneration and Hypertrophy of Neurons. Journal of Pathology Research Reviews and 
Reports. SRC/JPR-139. 

Volume 3(3): 6-6J Pathol Res Rev Rep, 2021

Copyright: ©2021 Lizaveta I Bon. This is an open-access article distributed 
under the terms of the Creative Commons Attribution License, which permits 
unrestricted use, distribution, and reproduction in any medium, provided the 
original author and source are credited.

Yosuke Niibori et al (2009) Adult Neurogenesis Modulates 
the Hippocampus-Dependent Period of Associative Fear 
Memory. Cell 139:814-827.

24. Gould E, Reeves A.J, Fallah M, Patima Tanapat, Charles G. 
Gross et al (1999) Hippocampal neurogenesis in adult Old 
World primates // Proceedings of the National Academy of 
Sciences of the United States of America 96:5263-5267.

25. Kornack D.R, Rakic P (1999) Continuation of neurogenesis 
in the hippocampus of the adult macaque monkey. Academia 
Science USA 96:5768-5773.

26. Lazarini F, Lledo P.M (2011) Is adult neurogenesis essential 
for olfaction. Trends in neurosciences. 34:20-30.

27. Jiang W, Gu W.G, Brannstrom T (2001) Wester Cortical 
Neurogenesis in Adult Rats After Transient Middle Cerebral 
Artery Occlusion. Stroke 32:1201-1207.

28. Johansson C.B, Momma S, Clarke D.L (1999) Identification 
of a neural stem cell in the adult mammalian central nervous 
system. Cell 96:25-34.

29. Kaplan M.S, Hinds J.W (1977) Neurogenesis in the Adult Rat: 
Electron Microscopic Analysis of Light Radioautog-raphs. 
Science 197:1092-1094.

30. Koketsu D, Mikami A, Miyamoto Y, Hisatsune T (2003) 
Nonrenewal of Neurons in the Cerebral Neocortex of Adult 
Macaque Monkeys. The Journal of Neuroscience 23:937-942. 

31. Komissarova S.V, Dubrovin I.P, Paltsyn A.A (2014) 
Regeneration of neurons. Pathophysiology 3:76-87.

32. Lichtenwalner R.J, Parent J.M (2006) Adult neurogenesis 
and the ischemic forebrain. Journal of Cerebral Blood Flow 
& Metabolism 26:1-20.

33. Nowakowski R.S, Hayes N.L (2000) New neurons: 
extraordinary evidence or extraordinary conclusion. Science 
288:771.

34. Ackman J.B, Siddiqi F, Walikonis R.S, Joseph J. LoTurco 
(2006) Fusion of microglia with pyramidal neurons after 
retroviral infection. Neuroscience 26:11413-11422.

35. Collarini E.J, Pringle N, Mudhar H, G Stevens, R Kuhn 
et al (1991) Growth factors and transcription factors in 
oligodendrocyte development. Cell Science 5:117-123. 




