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Table 1, The pathological changes of the esophagus and selenium measurements in rats

Gioup  Ratsob- Sur- Cases with the pathological Amount of the
served  vival changes of the esophagus (%) selenium (ppm)
No, time Naked eye Under microscope 1B IL
@y) g G TN H PC C
MANA 36 235  33(92) 24(67)  27%(75) 34(94) 25(69) 17(47) 0.1340 0,2372
MANA
+ 40 245 25(63) 17(43) 11b(28) 29(73) 11(28) 7(18) 0,2489 0,3259
Na,SeO,
Na,SeO, 32 388 0 0 0 1(3) 0 0 0,2727 0,3538
0il 34 392 0 0 0 " 208) 0 0 - -
Control 32 325 0 0 0 2(6) 0 0 0,1382 -
T = Thickening (% X H #) G = Granule (i B & ) TN =Tumor nodule(# ) H=Hyper
plasia (4 1 4:) PC = Precancer (#% #i) C=Carcinoma (%) IB=1In blood IL=In liver
MANA vs MANA + Na,SeO,: P<0.05; a vs b, PC vs C: P<o0.01
*2, MTANTWARTMNELEMRLLE
Table 2. Comparison of the condition in esophageal tumor nodule between MANA group and
MANA plus Na,SeQO, group
Group No, No, of tumor Size of tumor
Per rat mm, in diameter
Total
Mean Most 1-4 5-10 11-
MANA 27 146 5.4 12 127 18 1
MANA + Na,SeQ;
11 18 1.6 5 18 0 0

No, = Number of bearing tumor
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STUDY ON BLOCKAGE OF ESOPHAGEAL CANCER
IN RATS WITH SELENIUM

Wang Chaojun
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This paper reports the influence of se-
lenjum (Na,SeO; ) on carcinogenesis of the
esophageal cancer in rats which was induced
by methyl-amyl-nitrosamine(MANA), MANA
smg/kg bd, wt, was injected intramuscu-
larly once a week for 29 weeks, Na.SeO,
was given into drinking water with 20 ppm
for 1-30 days, 10 ppm for 31-7¢ daysand 5
ppm for 71-500 days, The experiment was

Key words Selenium  Rat

Induction

finished after 601 days and the incidence of
pathological changes of the esophagus was
observed, The result showed that selenium
had a significant influence on the blockage
and inhibition to hyperplastic, precancerous
and cancerous changes of the esophageal
mucosa in rats, This outcome exhibited a
significant difference in statisties,

Blockage Esophageal cancer

08 Selection and Application of Internal
Standard and Carrier when Using Chroma-
tographic Method to Determine Drug
Concentrations in Biological Material
Zeng Jingze, et al, Department of Clinical
Pharmacology, West China University of
Medical Sciences,

Chin Pharm Bull 1987, 22(1):32,

1¢ references

including a paper written recently by the au-

thors, When a chromatographic method (TLC,

HPLC, GC or GC-MS) is used to determine drug

concentrations in biological material, an internal

standard (I,S.) is added to the samples before

sample pretreatment, The response rations
(peak heights or peak area) of the drug/I.S,

lreplotted against the concentration of the drug in

A review is presented with

biological material, It permits improvement in the
accuracy and the precision of the assay, 1.8, to
be selected should be the compound with a simi-
lar chemical structure and physicochemical pro-
perties of the drug to be assayed, According to the
law of propagation of errors, it is possible to
evaluate the 1.S, . Addition of a carrier compound
improves both analytical recovery and reproduci-
bility, Selection of the carrier compound is the
same as I.S, , Because the carrier peak is not
used for drug quantitation, it is better not to
response to the detector, or its chromatographic
peak does not interfere with the peaks of I.S,
and drugs, Some compounds may serve as an 1,5,
and carrier, The authors have successfully
employed rifadin as I, S, and carrier for DL-478
determination in plasma by RP HPLC,



