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Tab, 1 The virulence of P, yoelii transmitted by successive blood passage

Peak of parasite Peak of parasite Time of death Mortality

Gﬁg?f?f‘on No, of mice rate (days) rate (%) (days) (%)
.y x+5x xt5x tsx ’

Y, 20 7.2540.56 55,20%1,92 9.11%0.70 100
Yas 18 6.44+0.43 58.11%43.41  8.0030.57 100
Y. 23 5.0540,15%® 54,292,00 7.05:40,348 100

Caompared with Y, group; *®*P<0,01; AP<0,05

2,2 trEHEY, BMEBRENE N TR

Yo, Vo, Yo Bt —RK, BRARFETER 0 %¥~15%, IREBEFALEHD, HRKHDE
ERE—-REMSERRBHNTKE. X2 #RAKANSEENE -ROERRFNITHER, R3ITLESR
SRIBFIR B E AR,
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Tab,2 The virulence of P, yoelii by ene blood passage after successive transmission

“

through mosquitoes

Peak of Peak of Time of Time of
Geuneration No.of mice Parasite Parasite clearance clearance death  Mortality
of P,y . rate(days) rate (%) (days) rate (%) (dayt) (%)
X+ sx X+sx Xx+sx X+Sx
S Y, 19 10.844+0,74 43,3442, 24 — 0 10,951+0.78 100
S .Y, 18 9,0040.53 41.53+2.32 — 0 14.56+0.87 100
Sie Y 25 8.29:40,30 25,10%1,92** 15,2040,18 80 15,0040,97 20
Si1eY: 20 10,96+0,68 21.03%1.79 17.43+0,31 70 16,00310.55 30
S:0Y 22 10,774:0.70 24,55%1,56 18.2540,23 59,10 14,000,733 40,90

CompPared with S3Y, group; *®P< 0,01
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Tab, 3 The virulenece of P, yoelii by 3 successively blood passage after successive

transmission through mosquitoes

Peak of Peak of Time of

Generation No.of mice Parasite Parasite clearance Clearance Time of death Mortality
ofP, ¥ sate (days) rate (%) (days) rate (%) (days) %)
Xxtsx x+sx x+5%
Si1sY 20 10,95%0.86 21,03%1.79 17.4340.31 70,00 16,0040,55  30.00
SisY2 21 11,5740.41 25,2440.91  20.2540,3084 38,10 16.00+0,47 61,90
Si1eYa 20 10.2610.61 41,352,647 — 0 13.16+0.78 100

Compared with 51,Y;; 20P<0,01, 44, P<0,01
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A Study of Effects of Blood Passage and Mosquito Transmission

on the Virulence of Plasmodium yoelii and the Mechanism

Qi Jic. Zhang Jun. Ren Huixian, et al (Department of Parasitology. Third Military
Medical College, Chongging 630038)

Abstract A strain of Plasmodium yoelii was propagated with serial blood
passages through mice and with serial transmissions through mosquitoes to in-
vestigate the effects of the 2 kinds of propagation on the virulence of the ma-
laria parasites, The experiments revealed that the mortality rate of the mice
infected with P,yoelii after successive transmissions through mosquitoes was,
13.89% to 22,73%, while those infected with P,yoelii after successive blood
passages usually all died within 10 days, When mice were infected with P,

yoelii of one generation mosquito transmission, after serial blood passages their
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mortality rate was 0 9% to 15%, when mice were infected with P yoelii of
the third generation blood passages after successive transmissions through mos-
quitoes, then theirmortality rate was 100%,

The P.yoclii after serial blood passages mainly invaded the mature erythro-
cytes and could cause cerebral symptoms, which could not be prevented by
splencctomy or antithymocyte serum therapy, The results of serial passages of
the parasite torough splenectomized mice indicate that the spleen can not select
the virulent strain of P, yoelii,

Key words Plasmodium yoelii; virulence; blood passage; mosquito trans-

mission; cerebral ebolism,
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Pathological Study of Transitional Mucosa Adjacent to

Colorectal Carcinoma and Its Clinical Significance

Guo Shanchun, Liu Fengxuan, Cheng Yisheng, et al  (Department of Clinical Pathology,
Southwest Hospital, Third Military Mecdical College, Chongqing 630038)

Abstract The specimens of 205 cases of colorectal carcinoma and its surroun-
ding transitional mucosa (TM) and dysplastic tissue were studied with optical
and electron microscopy, mucohistochemistry, immunohistochemistry, and
microspectrophotometry, It was found that the distribution of TM was depen-
dent on the Dukes’ classification and histological types of colorectal carcinoma,
The expression of the related antigens of monoclonal antibody MCs, MC,, CL-2, -
CL-4 in rormal colorectal mucosa was negative, but the positive rate in-
creased gradually in the order of TM, mild dysplastic tissue, moderate dyspla-
stic tissue, severe dysplastic tissue, and cancer tissue, The amount of nuclear
DNA of TM was intermediate between that of normal mucosa and that of
dysplastic tissue, but much smaller than that of cancer, The findings suggest
that the abnormal amount of DNA in TM surrounding colorectal carcinoma is
responsible for the pathological changes in TM, The clinical significance of TM
was also discussed,

Key words intestinal neoplasms; intestinal mucosa/PA; DNA; neoplasm;

dysplasia; ultrastructure; immunochistochemistry



