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[ ABSTRACT] Aim To explore the impact of Bailing capsule on the cellular immune function of type 2 diabetic ne-
phropathy patients. Methods 108 patients with type 2 diabetic nephropathy were randomly divided into treatment
group and control group, and 40 cases of healthy person were classified as healthy group.  Patients in the control group
were treated with conventional therapy, and patients in the treatment group received Bailing capsule additionally.  All of
them were treated for 12 weeks. The main biochemical indicators were detected.  The levels of T cells (CD3 +, CD3 +
CD4 +, CD3 +CD8 + ), B cells (CD3 —CDI9 + ), NK cells (CD3 — CD16 + CD56 + ) , and NKT cells (CD3 + CD16 +
CD56 + ) were detected by flow cytometry. Results  After treatment, serum CysC and 24 h urinary protein decreased
greatly (P <0.05), and those of the treatment group decreased more obviously (P <0.05). As far as the peripheral
blood lymphocyte subsets distribution was concerned, there were obvious differences between healthy group and type 2 dia-
betic nephropathy patients.  After treatment, the lymphocyte subsets distribution in control group did not change obvious-
ly; in the treatment group, CD3 +, CD3 + CD4 +, CD3 + CD8 +, CD3 - CD16 + CD56 +, CD3 + CD16 + CD56 + cell
percentage increased, CD3 — CD19 + cell percentage and the ratio of CD4 +/CD8 + decreased (P <0.05), and there
were significant differences between the treatment group and the control group (P <0.05). Conclusion Bailing cap-

sule can regulate the cellular immune dysfunction of type 2 diabetic nephropathy.
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Table 1. Comparison of main biochemical indicators in the two groups

5 H AT AL X AL

A YRITRT RIT )R YRIT R RIT )R
FBG (mmol/L) 5.52+1.03 5.17 +0. 83 5.77+1.44 5.32+1.28
HbAlc 7.33% +1.65% 7.01% +1.29% 7.26% +1.90% 7.11% +1.54%
BUN(mmol/L) 6.87 +1.44 6.60 +1.26 6.96+1.76 6.80 +0. 85
Ser( pmol/L) 134.22 +35.20 131. 82 +28. 86 128. 30 +26. 50 126.22 +30. 12
CysC(mg/L) 1.72 +0.29 1.23 +0.26™ 1.66 +0. 32 1.47 +0.22°
24 h JREH (mg) 217.8 +£30.5 148.6 +34.3% 209.5 +42. 1 177.4 +27. 4°

a N P<0.05, 51857 RTHE ;b 9 P <0.05, S5XF R4 Fo A,
T2 MANNEMHKEHABTEHT LR (v +5,%)

Table 2. Comparison of peripheral blood lymphocyte subsets distribution between groups (x s, % )

JRITH (n=54) X HEZH (n =54)

: —
o H AT AT AT P BEFEAL (n =40)
CD3 + T 4Hjify 58.63 +5.21 67.44 +6.22* 59.62 +4. 14 61.48 +5.34 70.51 £5. 19
CD3 +CD4 + T 41j1g 27.30 +3.18 30.30 £3.21* 27.43 £4. 85 28.30 £5.95 33.23 +4. 17
CD3 +CD8 + T 4 ity 22.51+£2.92  25.41 +3.35% 21.74 £3.32 22.28 +4. 64 27.41 £2.13
CD4 +/CD8 + 2.11 £0.23 1.77 +0. 16" 2.16 £0. 17 1.92 +0. 15 1.52 +0. 36
CD3 -CDI19 + B 41z 14.28 +1.75 11.59 +2.08* 13.28 +2. 14 13.20 £2. 01 9.22+1.10
CD3 - CD16 + CD356 + NK 4 it 15.25 1. 17 18.04 +2. 11 15.06 £2.21 15.36 £1.92 19.46 £3.26
CD3 + CD16 + CD56 + NKT 41 ity 1.79 +£0. 20 1.98 +0. 24 1.81 £0. 22 1.83 +0. 18 2.17 £0. 33

a N P<0.05, 51857 RTHE ;b i P <0.05, S5XF R4 Fo s,
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