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Therapeutic Effect of TCM on Diabetic Peripheral Neuropathy
Bi Xiaoli{E/ 1), Zhou Guolin(JE El#), Wang Zuo(E %), et al
Shuguang Hospital, Shanghai College of TCM, Shanghai
23 cases of diabetic peripheral neuropathy were treated with the compound injection of Scz!ﬂm.
miltiorrhiza and Relwmannia glitinosa according to the principle of “promoting the blood circulation
and nourishing the Yin” of TCM, for 14 times. After treatment, the patients’ symptoms and signs of
peripheral nerve were improved significantly. Meanwhile, peroneal motor nerve conduction velocity
(MNCV) increased from 39.27:+491 to 30.12:+6.75 (P<0.01), dorsal pedis vein PvQ, and O,ST
decreased from 53.2+125 and 81.8+13.6 to 40.9:#10.8 and 69.9+13.3 respectively (P<0.01). There
was a negative correlation in the analysis of regression correlation for the values of dm-sal pedis
Pv(), and peroneal MNCV (r=—0.52, P<0.01). The result showed that this therapy was character-
ized by short course of treatment and remarkable therapeutic effect. The mechamsm may be
relevant to the improvement nf microcirculation. |
(Original article on page 84)
Study on Treating Multiple Sclerosis Patients mth Tripterygium wilfordii Tablets
Sun Jiabin(FhEs#), et al
Newrology Dept., Fivst Affiliated Hospital of Haerbin Medical Universily, Haerbin
This paper reports on 32 multiple sclerosis patients treated with Triplerygium wilfordit tablets
(TW), dexamethasone or ACTH {as positive conirol) and vitamin B, C tablets (as negative control),
to study the clinical effects of TW and differences i humoral immunological function of the patients
before and after treatment. The results suggested that TW. had obvious effects in relieving clinical
symptoms and regulating immunclogical function of those patients who were treated with it. In 8 of
the 18 cases in the T'W group, symptoms were significantly relieved and signs were recovered. In the
other two cases, svinptoms were slightly alleviated. In 9 of the 11 cases in the dexamethasone group,
symptoms were relieved, 1 case ineffective, and one was aggravated, which improved after treated
with TW. 4 out of 7 cases in the ACTH group were relieved, but 2 cases showed no change and one
aggravated. None of the 4 cases in vitamin group 1mprﬂved The levels of serum CIC and MBP
antibody of the patients treated with TW decreased significantly (P < 0.01) after treatment, while the
levels of C. increased significantly (P < 0.01). 7 cases in the TW group had abnormally high levels of
CNS 1gG syn hefore treatment, which were reduced significantly after treatment( P < ©.05). Although
the levels of serum CIC and MBP antibody of the dexamethasone and ACTH groups were decreased,
but there was no increase in C;, and some side-effects were present. The results showed that TW
tablets had corticosteroid-like effects but without corticosteroid-like side-effects, it could increase
levels of G, and relieve the clinical symptomis, -
| {Original article on page 87}
Study on Lymphocytic Electrophoresis in Spleen-Qi{%) Deficiency Patients
Kuang Yuanliang (Jf7£ %), Tan Rigiang (@ H3&), Yan Wemmning (§i>rBA)
Hunan College of TCM, Changsha
. The lymphacytic electrophoresis in 33 Spleen-Qi deficiency (SQD) patients has been compared
with both the pdt ients of stagnation of Liver-Qi with deficiency of Spleen (SLQDS) and the hyper-
active Liver-Qi affecting stomach {HLQAS} by means of square-capillary-type electrophoresis
applying 0. 145M solution of sedium chloride as the electrophoretic medium. The result showed that -
the electrophoretic rate of the lymphocytes of the SQD group {0.777x0.094) was lower than that of
the SLODS group (0.819+6.115), and significantly lower than that of the HLQAS group (0.850£0.130)
and the normal (0.975+0.082), P<0.05, P<0.01; and the electropharetic rate of the slow electrophor-
etic lymphocytes (0.6321+0.,045) was also slgmfu:antly lower than that of the SLQDS (0.67110.048),
HLQAS (0.669+0.045) and the normal (0.714+0.03), P<0.05, P<{.01: the percentage of the fast
electrophoretic cells (42.1119.3) was lower than normal (P<0.01), but that of the slow electrophor
etic cells (57.9+19.3) was higher (P<0.05). It revealed that the fast peak was the main peak in the
norrnal  group, the slow peak the secondary one, but on the contrary, in SQD group, the slow peak
was the main and the fast peak the secondary one. The results showed that the human Iymphﬂcyte
was a- kmd of heterogeneous cell group with different electrophoretic abilities, but in the SQD
patlents ‘the heterogeneity has been changed. All these indicated that there were the characteristics
of lower lvinphocytic electrophoretic ability and distributing disorder of the fast and slow electro-
phoretic:lymphocytes in the SQD patients. The lower 1ymph{}(:}rt1¢ electrophoretic ability may be one
of the mechanisms of the reduced unmunolﬂglcal functmn in the SQD patients.

(Original article on page 90)



