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Primary cutaneous cryptococcosis in mice:an experimental study

ZHU Yuan-jie, WEN Hai* , XU Hong, GU Ju-lin, HUANG Xin, ZHAO Jin ( Department of Dermatology and Venereology,
Changzheng Hospital, Second Military Medical University, Shanghai 200003, China)

[ABSTRACT] Objective: To establish an animal model of primary cutaneous cryptococcosis and to study the role of immune
suppression in Cryptococcus neo formans (C. neoformans) infection. Methods: Twenty-four BALB/c mice were equally random-
ized into 2 groups: immunocompetent group and immunocompromised group. C. neoformans isolate. B3501, was intradermaly
inoculated at a concentration of 5X 107 /ml into all mice. Mycology and histopathology examinations of the skin were done to con-
firm the infection. The skin damage courses were recorded and compared in 2 groups. Results: Different manifestations of skin
infection, such as nodule, papule, ulcer and lesions mimicking molluscum contagiosum appeared 2-9 d after inoculation, with a
mean of (3.4241.17) d in immunocompromised group and (4. 2574 1. 42) d in immunocompetent group. The lesions became
self-cured 22-44 d after their onset, with a mean of (36. 7544, 20) d in immunocompromised group and (29. 0044, 75) d in im-
munocompetent group(P<C0. 05). Cryptococcal infection was confirmed by mycology culture and histopathology examination.
Conclusion: Intradermal inoculation with C. neo formans is feasible for establishing a cutaneous cryptococcosis model in BALB/
¢ mice. Immnunosupressent state may not be a key factor for primary cutaneous cryptococcosis.
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[ABSTRACT] BACKGROUND: Autoimmune hepatitis (AIH) and primary biliary cirrhosis (PBC) are two autoimmune disea-
ses of unknown etiology. Genetic factors appear to be involved in the pathogenesis of both diseases. Vitamin D has been shown
to exert multiple immunomodulatory effects, which acts through its own receptor (VDR). Polymorphisms of VDR had been im-
plicated in several autoimmune diseases. In the present study, the association between Chinese patients with AIH, PBC and the
polymorphisms in exon 2, intron 8 and exon 9 of vitamin D receptor genes was studied. METHODS: Four candidate gene loci
were investigated in 49 patients with ATH, 58 patients with PBC, and 160 healthy controls. The VDR polymorphisms were as-
sessed by Fok [ , Bsm 1 , Apal , and Tag ] endonuclease digestion after specific polymerase chain reaction (PCR) amplifica-
tion. RESULTS: The result show a significant difference in Fok I polymorphism between AIH patients and controls (y* =
5.47, P=0.019), and a significant association in Bsm [ polymorphisms between PBC patients and controls (y*=6.52, P=
0.01). Furthermore the distribution of Fok [ , Bsm 1 , Apa ]l , and Taq | gene types differed between Chinese healthy con-
trols and Caucasian healthy controls. CONCLUSION: It is suggested that there is a genetic link of VDR polymorphisms to auto-
immune liver diseases such as ATH and PBC in Chinese patients. Further studies are needed to elucidate the mechanisms by
which VDR polymorphisms contribute to the lose of immune tolerance in autoimmune diseases.
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