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osteopathia, for its part, may lead to the prevention of kidney disorders.

The data collected through a serfes of cndemic investipations have shown that in the etiology of Kaschin-Beck
disease a significant role is played by genetic deficiency, the esseatial factor of which fies in the kidneys. In the
51 cases of osteopathia treated with “crust galt”™®, for example, measuremenis of the contents of 24 hrs urinary
17-ketosteroids revealed that the adrenocortical function had been enhanced by the administration of “crust salt™
(P<.0,05). This serves not only to prove the efficacy of salt in strengthening the kidney, but also to support the
theory of “the kidney’s control over the bones”, for the cases of osteopathia were shown to have been cured
through invigorating the kidneys.

In order to revea! the real nature of this theory, much more remains to be dome, for the present study 1s
limited in both its conditions and the number of cases.

*«Crust salt” refers to the crust formed after boiling a salf solution in a pan. The salt used is produced in
Shanxt Province,

{Original article on-page 87}

Effects of “Coronary Heart I (CH-2, 7.1 5) on the Release of
Sarotonin and the Ultrastructure of Rabbit Piatelets

Shi Qihuang (AF ). Gao Haiquan (FH¥EH), et al
Department of Pharmacology, Institute of Basic Medical Sciences,
Chinese Academy of Medical Sciences, Beijing

Serotonit was mecasured by fluorspectra. CH-2, at a congentration great enough to mhibit the collogen-induced
agoregation of rabbit platelets was found to decrease ‘the amount of seratonin released from the platclets, This
effect of CH-2 was concentration-dependent. As confirmed by electronic mictoscopy. CH-2 inhibited fhe release of
platelet granulés, but not the formatien of pscudopodia, It is suggested that the inhibition of platelet release
reaction may result from the inhibition of cAMP phosphodiesterase.

(Original article on page 90)

The Protective Effect of Chrysanthemum Indicum L Extract (Ci-2)
on Myocardial Injury in Cultured Neonatal Rat Heart Ceils
 Deprived of Oxygen and Glucose
Li Yingou (ZEBEEK),Li Lianda (ZEEK), et al
Xiyuan Hospital, Academy of TCM, Beijing

An in vitro model of myocardial ceil injury was established with -primary monolayer cultures of neonatal rat
heart cells by depriving the cultures of oxygen and glucose for 6 hrs. This new experimental model could imitate
myacardial ischemia, for oxygen and substrate deprivation was the iwo imporfant aspects of ischemia. Cellular
injury caused by hypoxia and glucose deprivation resulied in uvltrastructural changes, decrease in beating activity
and significant leakage ol leclate dehydrogenase (LDH) from the cells inlo the culture medium., LDH in medium,
which reflected the degree of cellular damage, was used to evaluate proteciive effects of various drugs. The
authors ohserved that CI-? reduced the release of LDH from injured heart cells deprived of oxygen and glucose.
The results indicated that CI-2 had direct effects in protecting the injured heart cells in celiular levél. In addition,
it was also observed that 107°M propranoclol showed similar protective effect while 10*M isoprenaline exacerbated
heart cell injury. And 10'M dexamelhasone was found o have no efiect in protecting celluelar injury in our
gxperiments.

(Original article on page 93)

Effect of Qing Yi Decoction Mo.! on tha Pancreatic
Exocrine Function of Rats
Zhao Lianguﬁ (BLFEMH), ot al
Institute of Acute Abdominal Diseases, Tianjin

This study reports the effects of 4 B #H [5 (Qing Yi decoction No.), a comumon TCKM-Wh{ therapeutic
prescription for acute pancreatilis on the exocrine pancreas of rat. Under sterile conditions a catheter was



