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Application of Xin Baofixgyin the Treatinent of 87 Patients with-Sick Sinus Syndrome
Chen Zhenwem{BiiE 7). ct al :
Chingse PLA No. 113 Hespital, Ningbo (315040)

Since 1987, the authors have observed the theyapeutic effect of Xin Bao on 87 patients with sick
sinus syndrome. Electrophysiological stimulation examination: SNRT > 1900 ms and CSNRT > 600
ms 1n ali patients. Routine ECG and Holter monitoring ECG: (1) Persistent sinus bradycardia orfand
atrio-ventricular junction escape rhythms or/and premature beat, heart rate< 486 beats/min in 40
patients; (2)sinus standstill (arrest) or secondary degree sinoatrial block in 10 patients; (3)
bradycardia-tachycardia syndmme in 30 patients; {4)the heart rate > 60 beats/min in 7 patients. The
major sympioms were dizziness, palpitation, chest press, malaise, remission in memaory, nocturia,
amaurosis and Adams-Stokes syndrome,.ete, Self-comparison was taken, Xin Bao was given 2~10
tablets 2 or 3 times a day by oral administration for 2 months, The major symptoms of sick sinus
syndrome was greatily immproved after treatrhent. The total effective rate attaining to 85%. The
improvement in heart function was also significant, the total effective rate being 809. After
treatment SNRT and CSNRT were shortened {£<0.01), the total heart heats for 24 hours and the
average heart beats/min greatly increased (P < 0,01), CO and EF increased too (P< 0.05), No serious
adverse reactions were found during the treatment. It was believed that Xin Bao could stimulate;
sino-atrial node and increase it's excitability. The basic heart rate was increased and the heart;
function improved with no adverse reactions. It may be administrated in long term. Therefore, Xin;
Bao may be recommended as appropriate drug for treating sick sinus syndrome.

{Original article on page 529)
Clinieal Study on Hyperlipidemia Treated with Klanhu Jianfei Pian (G} %}wﬂﬂl’_‘.h"}
Quu Wan-song(E 7 &), Chen Ke- H(BRAIE), Li Chun- seng (FEHHE), et al
- Xivugn Hﬂspmﬂ China Academy of TCM, Bezjmg {(100091) -

A toial of al cases with hyperlipidémia, who were defined deficiency symph}m -complex compli«
cated by symptoms of excessiveness in TCM were stucded clinically. The patients’ were divided into
two groups at random, One group was treated with Xiaobu Jianfei Pian (XJP) as treated group,
another with Fangfeng Tongsheng San (FARIBZ#)as a control. It was found that XJP was able to
lower total serum cholesterol{TC), low-density lipoprotein -cholesterol {LIJL-C) and apolipoprotein
(apo} B significantly (#<0.001, 0.001,0.001) while it had markedly improved clinical symptoms. It was
also observed that X]JP had good effects on the ratios of apoA,/B and TC/HDL-C, and was able to
reduce body weight index. All of these were hettér than those of the control group statistically, These
evidences indicate that XJP possesses clinical therapeutic effects on both lipid-lowering and lipid-
adjusting, which suggest that XJP may be an effective anti- -hyperlipidemia medicine.

. (Original article on page 532)
Study on Immune Function ¢f Cancer Patients with Spleen-Deficieney Syndrome
Yu Ren-cun($842#8), Guan Chong-fen(3t23#)*, Zhang Jian-hua {3 %E), of al
Beijing Hospital of TCM, Beijing (100010)
*Instlute of Buasic Theory, China Academy of TCM, Beijing (100700)

According to this study, the immunological function was aberrant in cancer patients with
Spleen-deficiency syndrome, The Ty cell in normal persons (n=26) was 30, 86 £9.70%(x £+ 8) and in
these cases (n=43) was 22.6249.92%, P<0.002, The cytotoxicity of NK cell in patients (n=>59) was
17.65410.58%, in normal controls (n=43) was 25.51414.10%. The combining ability of NX cell in
patients (n=48) was 38.11+19.43%. the normal persons (n=41) was 55.88+17.94% Tt showed that the
immune function of the cancer patients with Spleen-deficiency syndrome were m:511‘14:1&1:11].r lower than
that of normal persons. The serum IgA in saliva of patients (n=237) was 0.44::0.17 ge/ml, It was
much higher than that of normals’ (n=24, 0.30+0.06 ug/ml), P<0.001l. Some patients’ NK cell
function and the level of SIgA in saliva were recovered to normal after treatment of Shengxue Tang

(FHiim) which could strengthen the Spleen and replenish the I{a;dney These studies prmred that the
'TCM played an important role for modulating immune funm:mn in treating cancer patients,
' {Original article on page 535)



