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ABSTRACT: OBJECTIVE To explore the effect of Bailing Capsules on interleukin-2(IL-2), complement and infection rate in
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patients with lupus nephritis. METHODS All of 120 patients with lupus nephritis were randomly divided into the observe
group(n=60)and the control group(n=60). Patients in 2 groups all accepted the conventional treatment, while the patients in the

observed group were given the treatment of Bailing Capsules (1g tid). The difference of clinical curative effect, infection rate,
IL-2, complement 3(Cs;) and adverse drug reaction were compared between the 2 groups after 12 months. RESULTS  After 12
months, compared with the control group, in the observe group, the concentrations of IL-2, C; and serum albumin were
significantly higher(P<0.05), and the concentration of urine protein, urine red blood cells and SLEDAI were significantly lower.
The effective rate in the observe group(88.33%) was significantly higher than that in the control group(71.67%)(P<0.05). The
infection rate during the 12 months follow up in the observe group(21.67%) was significantly lower than that in the control
group(45.00%)(P<0.05). There was no significant difference of adverse drug reactions in the observe group(38.33%)and in the
control group(36.67%). CONCLUSION Bailing Capsules could improve clinical curative effect and reduce the infection rate
by adjusting the level of IL-2 and C;, and didn’t increase in adverse drug reactions.

KEY WORDS: Bailing Capsules; lupus nephritis; infection; interleukin-2; complement
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MEZE . RUTERF RPN ATE T . LML H
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TEU4(49.87+1634)% ;s A IR 8 H#
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WHRAT AR, 5. 14023686, iE: &
0.2 g): 0.5~1 g'm >, MIAAHERIK 250 mL ik
WiE, B 3~4 1R Z2HEH 6~12 MHJEHE
AR, EKFAMEMHEL 3 A 1R, WA
1 IR TT Hemh 1 4h T E A R R AR
AR AT, fHtS: 20131942, L &K1 g,
BR 3 R)AIT. 2 ANTFERIEYT TRV,
BV ON TS BE U 45 & G BE Us,  BE Dy s R M
1240H.

1.2.2 WEARR Ptk duik. Bt ds-DNA Fifk. $i
Sm Hifh FMA Cyo IMLIT. ML FL. TR ShfE. 24 h
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KR K5, P<0.05 NZERAE G5 L.
2 #R
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Tab.1 The comparison of clinical test index in the two groups(n=60)

~ ayieHil kil
LS
WY WIT3AH WRIT6ANH WWIT9AMNH WRIT2ANH RITET W3 WmITeANH WIT9ONMNH BT RAMA
1 ds-DNA 1% 57167 3151.67)"  24(40.00)")  16(26.67)"Y  12(20.00)7  45(75.00) 27(45.00)"  22(36.67)" 142333 10(16.67)"
PR/ (%)
ANA/I(%) 56(93.33)  54(90.00)  52(86.67)  50(8333)  50(83.33) 58(96.67)  56(93.33)  54(90.00) 54(90.00) 53(88.33)
i Sm HUAMI%) 1931.66)  18(30.00) 18(30.00)  16(26.67) 16(26.67) 17(28.33)  16(26.67) 15(25.00) 14(23.33) 13(21.67)
AME Cylg L 071013 0.83:0.18"  095:0.23" 1.16x026"7 122028  0.68:0.12 0.85:0.19"  1.03x026"  122£031"%  136x0.38'
IL-2/pg-mL™ 5504091 556094 572098 588101  591£1.13" 545086 5.86x0.99"" 625:1.16"Y 73212779 752413500

I /umol L™ 98.83+35.72 89.86+25.65  88.75+23.74  86.98+23.35" 86.49+22.94"  99.12+36.26 81.73+21.75" 82.43+22.32"

AREER/UL! 36.83+7.18  36.64+7.24  3594+7.03  36.137.12
AEHE /UL 30674643 30.12+6.28
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I 3{/mm-h™

29.94£6.34  29.79+6.41

SRR/ g (24h)™ 427184 2.75+1.34"

35.75+6.94
29.85+6.29
25.63+7.74 28.53+7.86"  34.42+8.03"7 3572+8.14"7 3628+8.23") 2554+7.68 32.03+8.01"° 37.39+8.83"%
56.47+13.74 32.54:9.42" 24768267 18.65+6.72"%% 17.79+6.64"Y 57.12+14.25 31.67+9.31"  25.13+8.33"?

221£1.08"7  1.68£0.86"7Y 138+0.74"% 4324188 2.38+1.19"

81.37+21.16"  80.86+20.78"

37.1248.06 36.78+7.85  36.95+7.92 36.34+7.23 36.14+6.75

29.96+6.38 29.75+6.29  28.95+6.64 29.24+6.85 30.53+7.02

39.43+8.99"2%) 39 .74+9 12129
18.47+6.62"%%  16.29+6.35"2

1.79+0.879%%  145:0.71"%  1.10+0.64"%%9

PRALAAR/ L 64.72425.81 49.58+20.47"  42.74+16.43" 38.87+14.89"% 37.74+14.38"7 65.36:25.19 42.84+18.83" 33.86+14.87"7 32.57+13.26"2 30.23+11.32"%

SLEDAI/4} 174543.63 134743.55" 95343487 7.1243.46"Y 6.64+3.437Y 17.5143.68 104543427  736:335"7 62632777 51243210299
W SRBITRTEE, DP<0.05; S5¥RIT 3 MHEE, PP<0.05; S5iE57 6 MHEE YP<0.05; 53897 9 MHEE, YP<0.05; 5 RN 4

Lb#, P<0.05.

Note: Compare with the same group before treatment, "P<0.05; compare with the same group 3 month treatment, 2P<0.05; compare with the same group

6 month treatment, *'P<0.05; compare with the same group 9 month treatment, ¥ P<0.05; compared with the control group at the same time, >'P<0.05.
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Tab. 2 The comparison of clinical curative effect between
the observed group and the control group in the treatment of

12 months(n=60) Bl (%)
41 TEAGNR o> R TR BABE
ML 14(23.33)  29(48.33)  17(2833)  43(71.67)
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H: SXEALLE, VP<0.05.

Note: Compared with control group, "P<0.05.
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Tab. 3 The comparison of infection rate and infection site
between the observed group and the control group during the

treatment of 12 months(n=60) B (%)

JERGLHR AL WG paiceiik

R 3 UK 4(6.67) 9(15.00)
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J it ik e 2(3.33) 4(6.67)
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H: SXRALLE, VP<0.05.
Note: Compared with control group, "P<0.05.
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Tab. 4 The comparison of adverse drug reactions between
the observed group and the control group in the treatment of
12 months (n=60) B (%)
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8(13.33)  6(10.00)  4(6.67)  4(6.67)  22(36.67)

9(15.00)  5(8.33)  6(10.00)  3(5.00)  23(38.33)
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