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‘ N—METHYL—N’— N-_NITROSATION

(4—CHOLORO—O—TOLYL)UREA

Xu Zhongfan, et al, N-Nitrosation of N-Methyl-N’-(4-Chloro-o-Tolyl)
Urea, a Metabolite of Chlordimeform. J Zhejiang Med Univ 1984;
13(4) : 169. '

The N-nitrosation of N-methyl-N’-(4-chloro-O-tolyl)urea has been stu-
died in vitro and in vivo respectively. N-methyl-N-nitroso-N’—- ( 4-chlo-
ro-o-tolyl)urea was chemically synthesized and its chemical structure was
determined by IR, NMR, MS and TLC techniques. Experiments in rats
have proved that N-methyl-N-nitroso-N"-(4-chloro-o-tolyl)urea might be
detected in the stomach 30 min after oral administration of a mixed so-
lution of N-methyl-N’~(4-chloro-o-tolyl)urea and sodium nitrite.

AMIPROPHOS

Xu Weian, et "al. Study on Toxicity of Amiprophos V. Sex-linked
Recessive Lethal Test in Drosopiaila Melanogaster. | Zhejiang Med Univ
1984; 13(4): 167.

Previous studies reported that amidrophos gave rise to chromosomal aber-
ration of spermatocyte, positive resuit in the dominant lethal test and
increase of sperm1 with abnormal morphological changes. We carried out
a recessive lethal test on amiprophos with wild type Caston-S male dro-
sophila aad Maller-5 {female drosophiia. The dosages were 0, 100, 300,
500mM of amiprochos and 60 ubM of MMS for positive control. Experimen-
tal results revealed lethality rates were 0.28, 0.25, 0.58, 1.11 and 3.54%
respectively . Comparison of the resuits of the high dosage groups of ami-
prophos and of MMS with that of the negative control ( P<{0.01 ) showed
marked significance as well az dose response., The study indicates that
amiprophos might cause transmissible gene mutation in Zerm cells.

SOFT TISSUE TUMOR FIBROMATOSIS

Xia Xianliang and Su Yongyuvan Musculo-apoaeurotic Fibromatosis. J
Zhejiang Med Univ 1984; 13(4 ) :192.

Musculo-aponeurotic fibromatosis is fzirly rare. Iis exact -pathogenesis
remains obscure. This paper reports 20 cases confirmed histologically.
Fourteen of them are females and 6 males with over half of them youn-
ger than 24 years old at the time the tumors appeared. The tumor origi-
nated most often from the muscles of the shoulder girdle and the gluteal
region. All the patients complained of the presence of firm or hard
masses usvally {ixed to the underlying structures. Grossly the tumor is
irregular in outline and rubbery in consistency with a grayish white
surface. It infiltrates extensively into the muscle tissue without 2 clear
demzrcation line and encapsulation is rarely seen. The main histological
findings consist of uniform-sized slender cells with either ovoid or elon~
gated nuclei, surrounded or separated from one another by abundant col-
lagen. No atypical nuclei are found in the cells. Mitotic figures are scar~
cely detected. Its differentiation from the fibrosarcoma is evident in the
majority of cases. The usual accepted treatment is extensive local excisi—
on. In 8 cases the tumor recurred once or more. Recurrent tumors which
display a similar high degree of histological benignancy could be treated in the
same way. In view of the excllent prognosis, amputation is not suggested.

ABNO W?TWP HEMOGLOBIN

Zhou Zhenqun, et al, Structural Analysis of a Casé of Hb New York
Discovered in Zhejiang Province.J Zhejiang Med Univ 1984; 13(4):173.

A {ast moving hemoglobin (Hb) variant with its cellulose ac:tate mem-

Fesre ¢ vefregleretic mekbility ard starch-ge! electrophoretic mobility si-
miliar to those of thz Hb k group was fouad in a case in Lishui, Zhe-
jiang Drovince im 1982, Thecarrier was healthy without any clinical sym—
ptom, Family study showed that 5 of the 6 family members did not
cairy the abnormal bemogiobin except the carrier. The relative amount
of abnormal hemogiobiu of this carrier was 45.3% . Isopropanol precipita-
tion test of this carrier showed positive. Tke globin chains of the variant
were isolated by 8 M urea CM-cellulose chromatography. The abnormal
B chains were aminoethylate¢(AE ) with cthyleneimine. Tryptic digestion
of the zminoethylated B chain and finger-printing of the tryptic digest
as well as amino 2cid composticn and sequence analysis of the abmormal
peptide indicated that the valine ac fosition 113 in the B chain N-terminal
had been replaced by glutamic acid, or Hb New York (P 113 (GI5) Val
>Glu). - :




