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Cholinergic Structure in the Substantia Nigra-striatum
Loop-a Study of AchE Pharmacohistochemistry
and Method of HRP-tracing

Yao Zhibin Chen Yici Li Zhikun

(Department of Anatomy)

Abstract

Cholinergic neurons and their fiber connection in substantia nigrastriatum loop is studied
with acetylcholinesterases (AchE) pharmacohistochemistry combinning with method of HRP-
tracing. The results showed that there were AchE-containning neurons in striatum, which
were not labed after HRP were injected in substantia nigra. Neurons in substantia nigra
contained high levl AchE, which projected to striatum. Present study discussed the relationship
between AchE-containning neurons and substantia nigra—striatum loop.
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ation, all of which suggest that infiltrating ductal carcinoma derived from the ductal epithelium
of the breast. Thtee types of tubular formation were observed, i. e. classical gland, bile~capil-
lary-like gland and tubular-like structure. Intracellular lumina and tubular-like structure pres-
enting in infiltrating ductal carcinoma of breast are of gquite characteristics, which reflect the
tumor cells remaining the ductal epithelial origin with [disturbance of differential orientation.
Observations also suggest that intracellular filaments of the tumor cells belong to the intermed-
iate filaments of epithelium, i, e. tonofilaments, probably relating to squamous metaplasia of the
tumor cells. Myoepithelial cells, showing degenerative changes due to compression by tumor
cells, are of the rudiments of the normal mammary ducts. Myofibroblast in stroma is likely
originated from the transformation of fibroblast stimulated by the tumor cells. It may reflect
the local reaction of the host against the tumor. No evidence was found to suggest that myofib-
roblasts were transformed from myoepithelial cells. '
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