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Abstract Objective To evaluate the clinical effacy of Yisui Shengxue Granule( YSSXG) ,a complex Chinese medicine,in impro-
ving the iron metabolism status and oxidative damage level in patients with HbH disease. Methods A randomized placebo parallel control
method was used in treating 60 patients with HbH disease diagnosed as kidney deficiency,who had divided into YSSXG and placbo groups.
45 cases of HbH disease patients were given YSSXG and 15 cases of HbH disease patients were given the placbo. The whole course of
treatment was three months. we observed the blood index Hb, and detected the SI, SF, also the activity of SOD, MDA, GSH - PX from
blood plasma before and after treatment. Results The levels of Hb, SOD, GSH - Px of YSSXG group with hemoglobin H disease were
significantly increased after YSSXG treatment (P <0.01) and the level of MDA was significantly decreased after YSSXG treatment (P <
0.01) ,which were showed no difference in the placebo group after the placebo treatment. The levels of SI,SF were not significant differ-
ence in two groups after treatment. After YSSXG treatment,the levels of Hb,SOD, GSH - Px in 32 patients of hemoglobin H disease with
gene non — deletion and 13 patients of hemoglobin H diseasewith gene deletion were significantly elevated( P <0.01) and the level of MDA
in the two gene types of hemoglobin H disease were decreased obviously(P <0.01). The level of SF in the two gene types of hemoglobin
H disease showed no difference compared with before treatment( P <0.01). The SI level was declined obviously in 32 patients of hemoglo-
bin H disease with gene non — deletion, but SI level showed no difference in 13 patients of hemoglobin H diseasewith gene deletion. Con-
clusion HbH patients, in particular hemoglobin H disease with gene non — deletion, need to guard against iron overload and should be
regularly review Sl level. One of the possible mechanism of YSSXG improving the HbH disease clinical curative effect may be related to re-
duce the load of iron and still need further clinical trials for validation.
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£ 1 jA7reif5 HbH fE& Hb ME MFFIEIRKPEAILLE (v £5)
21 51 n i [ Hb(g/L) SI( wmol/L) SF(ng/ml) SOD(U/gHb) MDA (nmol/mg) GSH - Px(U/gHb)
RITH 45 JT T 84.67 £11.01 18.49 £7.73 398.29 £224.32  99.97 £16.15 3.76 £0.60 865.12 £73.67
45 g 91.60 +10.58 " 17.26 £7.14 374.69 +£238.26 149.19 +32.78 * 2.96 +0.66 " 982.89 +£108.01 "
LRI 15 JF R 89.57 £11.18 24.03 £9.40 498.83 £202.93 171.11 £53.01 2.75 £0.43 1032.73 +88.50
15 Vidsl 91.07 £10.99 24.29 £9.13 492.96 +208.27 146.25 £20.84 2.82+0.30 1011.57 £92.99

HM L, " P <0.01

R2 HFWEMBFAATAEFTMES HbH ik £ Hb fmiFFEHERAKENLLE (v 25)

il n it [ Hb(g/L) SI( pmol/L) SF(ng/ml) SOD(U/gHb) MDA (nmol/mg)  GSH - Px(U/gHb)
Bl o 13 gl 85.38 +11.08 11.56 £3.58  283.17 £193.69  103.97 =12.41 3.53+0.38 905.15 +61.82
13 il 93.92 £7.84""  14.46 £4.93  283.10 £205.45 141.27 +26.83"" 2.80+0.71"*  991.74 +106.12""
el o 32 JT B 84.38 +11.14 21.31+7.17  445.06 +221.55 98.35+17.36 3.85+0.65 848.86 +72.65
32 T IE 90.66 +11.48** 18.40 +7.63* 411.90 £243.49  152.41 +34.78** 3.02+0.63"*  979.29 +110.23 **

HNHES, “P<0.05," P<0.01
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