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Distribution of Vasopressin-containing Neurons in the
Hypothalamus and Their Projections td the Po.ster‘ibr Pituitary
__ A Study of HRP and Immunocytochemistry
Double-labeling Method

Wu Wutian Yao Zhibin Chen Yici Ye Luming

(Department of Anatomy)
Abstract

The distribution of vasopressin—containing neurons in the hypothaiamus and their
-projections to the posterior pituitary were studied. using the HRP and immunocytochem-
istry double-labeling method in the rat. The possible secretory pathways of vasopressin
were discussed. The results were as follows: the vasopressin-containing neurons were
found in the supraopitic nucleus (SON), the retrochiasmatic SON, the paraventricular
nucleus, the suprachiasmatic nucleus, the anterior commissural nucleus, the bed nucleus
of the stria terminalis, the nucleus c1rcu1ar1s the fornical nucleus, the preoptic areas,
the anterior hypothalamic-area, the med1a1 and lateral areas of hypothalamus and the
periventricular nucleus. Some were found between the epcndymal cells of the third ventr-
icle and around the venous cavity. Several dense dendritic plexuses were found very close
to the CSF in the SON, the retrochiasmatic SON, the ependymal layer and subependymal
layer of the third ventricle, and around the venous cavity of the hypothalamus. All of
nuclei metioned above, except the suprachiasmatic nucleus, were found projecting fibers
to the posterior pituitary. The results indicate th;t vasdpressin may be secreted to: (1)
the posteiror pituitary, (2) the CSF, (3) the venous cavity of the hypothalamus.

Words; Vasopressin-containing Neuron. HRP Immunocytochemistry
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Transformation of Normal Human Nasopharyngeal Fibroblast

Cells Induced by Nickel Sulfate in Vitro

Yang Dajun

Ou Baoxiang

(Cancer Institute)

Abstract

It was firstly approved that the trace element nickel compounds, which have a posi-

tive correlation with the nasopharyngeal carcinoma mortality rate in Guangdong pro-
vince, Can induce the transformation of normal human nasopharyngeal fibroblast cells in
vitro. The fibroblast cells were treated with nickel sulfate at jpg/ml, 5pg/ml and 10
pg/ml in serum free meium for 24 hours. The experimental results represented that

the morphologic transformation, alteration of cell surface and growth pattern, chromosomal

aberrations, colonies growed in soft agar and remarkably extended life span occured after
treated with nickel sulfate. We have systematically observed the chromosomal changes in
control and transformed cells at regular intervals in culture. Our results suggested that

chromosomal aberrations can play an

neoplastic transformation in human cells.

important role in induction and development of
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The Effects of Renal Recptors on Arterial Pressure

Tan Lining Pan Jingyun Zhan Chengyang Chen Yuhuai

(Department of Physiology)
Abstract

The effects of renal receptors on blood pressure were observed in anesthestized rabbits
with pentobarbital. Both elevation of renal intrapelvic pressure and occlusion of renal
vein did not cause significant changes in arterial pressure (AP) in intact rabbits, but
elicited significant fall in AP in rabbits with sino-aortic denervation (SAD). Perfusion
of renal pelvis with urine and saline and the elevation of intrapelvic pressure also caused
significant decrease in AP in rabbits with SAD. After renal denervation, the depressor
response was abolished. Perfusion of pelvis with 100 mEq/L of KCI caused the increase
in AP in rabbits with SAD. Occlusion of renal artery did not change AP in rabbits with
SAD; but induced the elevation in AP after renal [denervation. These data suggest that
1) excitation of renal mechanoreceptors causes reflexly the fall in AP; 2) arterial barore-
flex has inhibitory effects on depressor response by excitation of remal receptors.
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- The Quantitative Changes of Various Leukocytes in Peripheral

Blood of Rat during Oncogenesis Induced by |

Dinitrosopiperazin (DNP)

Li Jintian

Li Boshan

Chen Niyong

(Cancer Research Institute)

Abstract

. The number of various white blood cells in 17 Wistar rats were determined with the
rountine and ANAE methods during oncogenesis induced by DNP, 15 mg/kg weight,

- subcutaneous injection, 2 times a week, a total of 5] times.

These results showed that

_the quantity of ANAE-positive lymphocytes in peripheral blood were more in 90 and

/180 days after injecting DNP than before. Among them, T, cells representing help T

cells were increasing in the early stage, T, cells representing suppress T cells were iricré- ,
../sing i‘(r‘:n.tl__xe advanced stage. So authors consider that the proportional change of T, and

T; cells, namely,
i these zats.
Key words: DNP (Dinitrosopiperazin)
acetate esterase)

the change of cell-mediated immune state, might help neoplasia in
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Morphological Observation of the Precancerous

Lesions on Nasocavities in Rats

Li Boshan

Cai Haiying

(Cancer Research Institute)

Abstract

Precancerous lesions of the nasocavities were induced by a large dose of DNP subc-
utaneous injection 12~14 times in 45 days in 30 rats. Cancerous lesions developed in all’

the animals when the observation period prolonged to 160 days. This paper emphasizes

on the process of the precanceroms lesiens, which includes dysplasia of columnar epitheli-

" um, exophytic papillona, epithelial infiltration,

differentiated proliferation of the base cell.

There are three mainly common morphological characteristics of
changes on experimental animals: proliferation, dysplasia and abnormally,

tendency.
Key words: Precancerous lesions
diated proliferation

Dysplastic metaplasia

dysplastic metaplasia and abnormally -

the precancerous
differendiated

Abnormally differen-

L7zt 777 7

C E#22W)
(60.3%), BB & T I # (3.33%).%x*=
4.61 p<0.05), I#is FEAFRELSL & T
I (21.1%) B4 2 ELRL (X*=1.08,
P>0.05), AMAMBETRKEHBREGHE
i 7 e e DL R T 4R 455 A0 A NG e 1 AR
WFERs SEEFR (B 1 H54%, TH135%,
X 919% s MRMEFARS LR 4R I #51%,
E18%, X#10%) KBMAEY. B WE
%k, HERBWRAMBREAGARL, BEEE
R E I HHA, F—HoTBERTCRKE
THMEKBEEE. B, FREEHHER
P45 H &, FRUBRHIECEE M L(55%,
120/218) , ERF 3 FNFETERM ¥ B
ERFBHRAE, AFE—AEAEHDENE
WEREBT, BH—HEIRERME 2R
BEWIT .

BRVREESHEXE A4ARBEY

Lzl o]

Br17o B S, Bt CBABOR ) YIEk1434,
EMIERS1E (2256, K 6BI), R
5 B, BEARKXMEHBERRES -

5. 17T9PIRIAHARRNSEFEXR
B 3 5 410
Pl EFR EER  EFR
LBl B 31 45.2% 44.4% 50%
(14/31)  (8/18) 2/4)
Wit | 143 50.1% 42.0%  30%
(73/143) (42/100) (9/30)
k371153 5 80.0% 75.0% 0
(4/5) 3/4) €0/0)
& | 179 50.8% 43.4% 32.4%
(91/179) (53/122) (11/34)

i
A AWMU E R NERR AR L, #1T

JLRARRT PR B R AR B . SERRIE
( FH#s35)




$ £ X w

(1] Guy AW. Biophysics of high frequency
currents and electromagnetic radiation,
Therapeutic Heat and Cold (edited by-
Lehmamn JF) 1982; p199 (Williams amd
Wilkins Baltimore/London),

[2] Preskorn SH, et al. Retarded tumor growth
and greater longevity in mrice after fetal
irradiation by 2450-MHz microwaves, J
of Surg Oncol 1978; 10:483.

[3] Roszkowski W, et al. Effect of whole-body
microwave hyperthermia on delayed cut-
aneous hypersensitiviy in tumor-bearing
mices, J Cancer Res Clin Oncol 1980;
97:23.

[4] Szmigielski S, et al.

opment of spontaneous and benozopyrene-

Accelerated devel-

induced skin cancer in mice exposed to
2450-MHz microwave rediation. Bioel-

ectromagnetic 1982; 3:179.

+
+
+
4
}
]

dmta
L amian snies onbes mhlen Sndies snlen saten sales b ol M B B

3 53 ‘

fs] Hugander A, ét al. Total body hyperthe-
rmia induced by a computerized micro-
wave technique:Studies in normal rats and
in rats with liver tumors. Anticancer
Research 1983; 3:161.

£6] Roszkowski W, et al. The search for an
influence of whole-body microwave hype-
rthermia on anti-tumor immunity.J Cancer
Res Clin Oncol 1980; 96:311.

[7] Roszkawski W, et al. Does whole-body
hyperthermia therapy involve participation
of the immune system. Int J Cancer 1980;
25: 289,

[8] Shah SA and Dickson JA, Effect of hy-
perthermia on the immunocompetence of
VX, tumor-bearing rabbits, Cancer Res
1978 38:3523.

[9] Barrett JT, Tumor immunology.Textbook
of Immunology:An introduction to im-
raunochemistry and immunobiology 1983;
D256,

ot it et ot ot it it s et st st o st ot
4

e N P
e Snian aiten bin saten palen Snbe: antey and

C EE313)
By, BiintinBRaE RCR L e BRI YIRE,
XRBAT AN B, MBI RGT BT
PR o SRR Bl VI BRI BB R EE
RRNMY & FE:, BENTEITLRELHN
Brix—ARRo HMlin: YIBk T B B B
REXKENGEIFFEBHELRL, ML
Fi GO B AG Al B AR TIBR B,  REH AL B
ShEEF A BB E Mt bR, AA31PiEEL
FiYIBR, 5 EEFRKRM4.4%, Hb 6 flf
S 4. 5 FEFRHR100% (6/6H
4/4) o REHRBIL, iy A8 &MU B 2
BIFMBEN—FREEFER., AR LM
BRLHEA 2B, B2 X, M—sadk
3B 2 iU BR AT A BUAR IR W9 BT fh R AE
HREMIBRRERFETFER, FRARE
THAWERE. £BRBEAREHE. R,
RELHMBUPREEZES ZENHERT, &

& & DI BRI B R SR Wi A X — ik . e
FHEG 5 PIEBem 2RI ARIME, BT
ARETSH ARG ET R, BBRT
RIFMBIE, 5 FEFE5.0% (3/4), R
TR OIERCA AL 0 S A BB R o] IR IR
WagE, X—ARKXNAEEBTFEE. LMER
RIEFHIS A BNA 4 (TNM,), Overho H!
FA2FE E kR 168 IR B R MEMBLYIER, B
FHETFRSY . WIS, IRV B A Bk
THBRIEEM D, MERE (1% B
B4 ) RRKIEREIER. 8 &% AP
LR PR VIR, BRI ff B & M
ALARER, RESEPHIERNEE f1 F K%
Ko

2 45 b, m%&m%&¢mﬂm%&&
ATBEEUHIE . T FAREMRE B 8%
B, TR BYIBRmMA RS, EE%kERT.

(F55450)



.54.

Effects of whole-Body Exposure to Microwaves (2450MHz)
on Tumor Growth and Survival Rate in Mammary

Adenocarcino-ma Bearing Rats

Chen Chengzhang* Sol. M. Michaelson**

Abstract

Whole-body exposure of tumor-bearing (mammary adenocarcinoma R-3230 AC) female
Fisher 344 rats to 2450 MHz microwaves at 10, 20 and 40 mw/cm* (SAR=3.4, 6.8
and 13, ¢ w/kg respectively), 3 br daily for 5 days pre- and 5 days post-implantation
tumor, did not influence regression or acceleration of tumor development. Although the
survival time and MSTro in rats exposed to 40 mw/cm?® were 6,27 and 6,79 days shor-
ter respectwely than in the sham-exposed population, they were not statistically signif-
ficant. About the regression lines of percent survival of thé éxposed group in comparison
with sham-exposed group, at 20 mw/cm? group, individuals of exposed group began to
die somewhat later than sham-exposed at the carly stage, and former all died earliedra-
abit than latter at the last stage (t-test of regression coefficient, p<{0.01). Rats exposed
to 40 mw/cm?, began to die at an earlier time and 100 percent death rate was also earl-
ier than that of the sham-exposed group (t-test of regression coefficient, p<{0,01). Thus
microwave exposure above 20 mw/cm® might accelerated the rate of death by shortening

. .the survival time. In addition, the ratio of spleen wt./thymus wt. was hlgher among
20 mw/cm?® rats than that among the sham-exposed group (p<<0,046). ‘

* Department of Environmental Medicine, Institute of Preventive Medicine, Sun Yat-Sen -Uni-
versity of Medical Science,
. *#Depagtment of Radiation Biology and Biophysics, School of Medicine and Dentlstry, Univer-
-sity of Rochester, .NY, U.S.A.
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A Computer Program for Calculating Pharmacokinetic

Constants Following I. V. Administration of Drug

Peng Bin Zhao Xianglan

(Department of Clinical Pharmacology)
Abstract

A new BASIC program was presented. The potential advantages of the program were
it can be run on Apple-II microcomputer.

The program was based on Gauss-Newton method. Blood concentration curve can
be fit to appropriate multiexponential eqution and pharmacokinetic constants can be calcu-
lated using this program.
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Surgical Treatment of 274 Patients with
Primary Pulmonary Carcinoma

Huang Zhifan et al

(Tumor Hospital)
Abstract

This paper reports the result of surgical treatment of 274 patients with primary lung
cancer from June 1967 to Dec. 1581, Five and j(-year survival of curative resection are
43.49% and 32,4% . The paper discussed the factors of jnfluence on prognosis such as
histological type, clinical stage and resective extension. It is regarded that prognosis of
adeocarcinom is poorer than that of squamal cell carcinoma for all surgical cases, but
histological type nas little influenceom over ]1(-year survival in cases of curative resection.
According to pTNM of AJC, the earlier the stage is, the better effect of surgical treatment
is. Lobectomy is the surgical treatment of choice., Pneumonecectomy gives as good survival
as lobectomy. For cases of no curative resection, {radiotherapy followed by palliative rese-
ction is a method of treatment that deserves to have more widespread clinical study.



