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ABSTRACT: AIM To investigate the protective effects of tripterygium glycosides combined with Bailing Cap-
sules (extract of Cephalosporium Sinensis) on podocytes in patients with diabetic nephropathy ( DN). METHODS

Sixty cases of DN patients receiving treatment were randomly divided into routine group, tripterygium glycosides
group and tripterygium glycosides combined with Bailing Capsules group ( combined group). The biochemical indi-
ces were observed, including serum albumin ( ALB), creatinine ( Cr), blood urea nitrogen ( BUN), C-reactive
protein (CRP), CysC and 24 h urinary protein ( UTP) , urine neutrophil gelatinase associated lipocalin (NGAL) ,
urine podocyte number and podocyte marker protein podocalyxin ( PCX) expression changes of patients before and
after three months. RESULTS After the treatment, the levels of 24hUTP and urine NGAL were significantly de-
creased in the triperygium glycosides group and the combined group; the combined group fell more obviously. Com-
pared with the routine group, the CysC, CRP, 24hUTP, urine NGAL, the number of podocyte and PCX expression
were significantly decreased after the treatment in the combined group. Compared with the tripterygium glycosides

group, the BUN, 24hUTP, CRP, the number of podocyte and PCX expression were significantly decreased in the
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combined group. Correlation analysis showed that CRP was positively correlated with the number of podocyte and

the expression of PCX (r=0.742, 0.689) , PCX expression was positively correlated with urinary NGAL and CysC

(r=0.387, 0.413). CONCLUSION

The combination of tripterygium glycosides and Bailing Capsules can pro-

tect the renal function by reducing the damage of podocyte, and its mechanism may be related to the inhibition of

inflammatory reaction.
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HAYAF ., A2KHE (0.2 g/, B RER
TG A R AT ), WaBEE2i A (10 mg/h,
FEE BRI ARRAFIE™)

1.3 #hn7E 3HBENGTHEAREE (RS
Rl IR ) . P T . I8 IS 55 X S
FRGY7, Wb (I <7.0 mmol/L, &
J5 2 h I #E<10.0 mmol/L), Ifil 45 i 7£ 140/
90 mmHg (1 mmHg =0.133 kPa) LI, FAHPH
i UL P S 56 S0 T £l I 1 787 58 5K 3% e 4 g
7/ 1A B ik R AZ AR BH R (ACEL/ARB) 252
P g Az ARBHM R, A5 B TR PR RIR A A
BRI OIRE . ME R, EEEAES T RIE
Ho BABEZTIRITHL TR AL 760 mg/d,
Y3 RIR; BAWRITARHDREABEZI A
(20 mg/d, 3 k/d) B A REHE(Shi/ KR, 3 Kk/d)
HedEiayT 12 J8 . REGWIRF 4. 8. 12 JAK I
fE . IE WS O By, i LR BT
RS (NR PR 2 M ALT JE E 5 (A LR 2 f%
#) BAMNE M AR <3.0 x10°/L, Jf A HEE
TG 45 T 2 AR R AR

1.4 WMEIAFALMFF R TR AIC R
FfL . Ifi B, 24hUTP, ALB. Cr. ALT. CRP,
MEHEMER C (cystatin C, CysC) FEf8bR, JF IR
MARAS B O 3%, - 80 C yKAH 1447, K ELISA
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L4 1 bRARUSE ifm ABIER R DB R
100 mL, K50 mL .05 2 IRES D, B IR
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L5 mLE T EP 4, -20 CORAERRRE, HITIRMK
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I BRI AR 2 KB, B TR E
Z R PR WRE E 15 min, FRETHH, F—X
FRLREAE 24 h JRW, HIF 24 h JREFE 2
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Rl Ar i A2 A0 B PCX; o fF G B R A
0.01 mol/L PBS # ¥ 2 ¥, 1% TritonX-100 72 ¥
5min, 1% ML HEH (BSA) BHH, ik
30 min, AN PCX HHT (12 100 Fike) ,
4 Cd B, W FTIC 5790 (49 th = 5T/ BUPT R
(1:100 fife) 37 CHEF R, 7E7OCR BT
W PRUTHE B Fr b PCX 4 fi, PRV R ai i, 4
PEDEC R T PR AL A A 1 2 (0 [ s [ K
INANEAIML, TPEUR AT IR BIEE 2 R
B N R AR R, R A
Lerfra] 3 AANFEERAAL 6 i B IC R e B AL
ke

1.4.3  JRW PCX A& PCX WyFRA(H A ELISA i
Kl , S MU @ UV B AR, HIRRE AL 22 H bR
HERTZR, AR5 IR Hh 2 1138 kK-

1.5 %54 R SPSS 13.0 Goit 44k
Fro0#r, IRBOR v £5 Fon, B EIES D
i K7 22571, RN ERTT 2007, AR sk
e K5, AHPE TR AT Pearson £245, P <0. 05
FRERAGI L

2 HR

2.1 —firotes f5E A4LAE DN It 60
B, WL 20 5], KR5S B, BKBEVIA KL 1S

i, TRAREZ 2 20 5], RE7H 1 4] P A
JRIREARAR X, 1 491 R B 5 s O IfLRE T R Ak B
JE RSS2 Bk T, BIIKRE T2 A 1T il B
A 20 ), 1 R L E A RIS RER, SR 2%
fRARSNEE ;. TR REFAR BT, KU 4 1,
FTKFETZ S 16 )5 AZHRT 3 B4R WS . M.
R G 2EE L (P >0.05),

2.2 3B H TG KER T AR A X 5
AT R GEREIR: AR 3 4URETEILE
ALB, CRP, CysC, Cr, BUN, 24hUTP. J} NGAL,
PRIE A K PCX R (R A G Z M 22 53
TGt ER (P>0.05), G973 M HIE R A
ZATH KA 4 3 24hUTP | JR NGAL B183697
AIAME TR (P<0.058¢ P <0.01), HPEKS
TR 5 MARITE R, AU Cy-
sC., CRP, 24hUTP. JE NGAL. FR 2404 % PCX
EHRLEAVE TR (P<0.01); 5HEAKZE
IR IF iR 97 5t #, 5K A 41 BUN, CRP,
24hUTP | JREYMIE S PCX SRR EA W E T
e (P <0.05 5 P <0.01); [FIECEGHIGITE Cr
K BUN B BGGI7RTA Tk (P <0.05), M7EHR
MBKEFAELZHFHAER TSI EXL (P>
0.05), WL#E1~2,

®1 3EBFERTAREUERRRERFELILLR (*5)

Tab.1 Comparison of CRP and biochemical indexes in patients with DN before and after the treatment (x +s)

Kol ALB/ Cr/ BUN/ CysC/ CRP/
205 %5/ %) .

A ) (g-L™h) (pmol-L~") (mmol - L") (mg-L~") (mg-L~")
L 15 YRYT T 28.5+2.3 88.6+9.6 6.81 +1.38 2.28 0. 67 10.34 £1.75

BT 28.3+2.5*%* 87.5x10.9 6.59 +1.86 2.77 1. 13** 10.16 £1.52*
WAEZEH 17 VRIT T 28.4£2.4 86.2 +11.2 7.34 £1.36 2.58 +0.93 10.28 1. 66

BT 32.1£2.6424491.9+12.6 7.66 +1.17 1.54 £0.4720 A4 8.85+2.06444
A 16 IBIFRET 27.6 2.9 75.9 +16.3 7.45 +1.13 2.79 +0.98 10.74 £1.96

BT 32.5+2.1424486.8+10.04 5.66 £1.455%% 1,09 £0.3124 44 4.44 £1.01 00 Aa*x*

E: SRITETHAE, A P<0.05,%7 P <0.01; S5HHIAITALAITRHE, A P <0.05,44 P <0.01; SHEAML I IHITA4IAITIR I,

*P<0.05,**P<0.01

R2 3HEBEFRTWEREOEER EHMBXIERATEEL (¥ =5)

Tab.2 Comparison of 24hUTP and urine podocyte indexes in patients with DN before and after the treatment (x +s)

. e 24hUTP/ FR NGAL/ PR 2 4 %/ PCX ik K-/
2157 %5/ B X . . A -1
Fisf [A] (g:24h™) (ng-mL”"") i (pg'L™0)
L 15 YEYF T 3.18 +0. 83 282.07 +48.78 7.4+0.8 25.27 +2.16
BIT I 3.80 £1. 184 ** 185.13 £69.33% 7.3£0.8 24.90 £2.04
EAMELZ A 17 TRITHT 3.87 +0. 80 273.18 £88.16 7.5 0.7 25.35 +2. 64
BIT A 2.29 +£0.5544 44 158. 65 +46. 5744 7.2 +£0.8% 24.91 £2.58%4
A 16 Y adili} 3.49 £0.94 294.37 +108. 85 7.4 0.6 25.11 +3.00
IR 1.58 +0. 5522 44% 124,81 +23.6924 44 4.2x1. 100 44K 15.06 £2. 8924 44X+

H: SRITHTHAE, A P<0.05,%4 P <0.01; S5HHIAITALAITIR L, A4 P <0.01; HEAEEHIRITARIT R LE, * P <0.05,

**pP<0.01
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2.3 MEEI>ME CRP 5 24hUTP (r =
0.563, P<0.01), CRP 5 E 4%t (r=0.742,
P<0.01), CRP 52400l PCX Fih# (r=0.689,
P<0.01), CRP 5§ NGAL (r =0.401, P <
0.01), CRP 5 CysC (r=0.586, P<0.01), CRP
5 ALB (r=0.400, P <0.01), 55 85 %K
FHREATE ., JR NGAL, JREAIME K E ) PCX
FIR K IEAH OC, 43 B ik & BLIR 2 4 M %R
PCX Fik g (r=0.785, P <0.01). J§ NGAL
(r=0.306, P<0.05), CysC (r=0.475, P <
0.01) ZIFEAHX, PCX kit 5K NGAL (r =
0.387, P<0.01), CysC (r=0.413, P <0.01)
EIEMX,
3 itig

AR, DN AR HLHIAHCA sk 2, H
Hh S8 R 2 AR AT S T O, (E R A i g
Pl R B SERB AR DRI FEAT A /D o A2 B /N U
1 RS B AN A Ay, RS R R A e AR T R 2R
HAR L AR, WivE . P R bRz R R A A
SRR R WL E AR R I T, DN 5
AR IAR " A E Ak BB & DN
RE BRI, J& DN BB G ARz — 0 2
21 60 158 % i 0 R T RS o B R R A 1B TR S
BN FEE A FEAS YR, N /R, A
09 A7 2 B s R R e B o FE DN & ik
R  REESHE R R R
ey = s RPN ) RS R E AN 2 & il A IETE i VK i
PR J5 AR ;s PCX J2 /2 240 M Y 4 S5 hm i
B, T RERBEX, 2 Y0 N R 4
G, HoAR A R RERE B I 2SRRI, JR4ERE
7L st 4% ) 0 B /N R kL S5 B 11 00 R L A
(] i BEL LR 45 67 ey A B 1 0 T AR o BIFSEIE S
PR PCX A 5 ] LS e R v J2 440 e i) 25 i AT A
FEICTE T NG 0, o T R ke W I B /N ER 9 45 1Y 3 B
PEC L DRLIHORGI K 4 Y PCX % 2k AT L A 4 e
INERDE ST RE AR AR L ARBFTE R, TR
YRAECFN PCX 235 8 558 NGAL . CysC 2 IFAHG,
WM LA A RBEIREIRIT IS ALB, FIie
K 24hUTP | JRIEHIER & PCX B R IB = IIRIR
JrATAH AR, H PCX 3k /KT Bl PR 8 A 2 1 3
i B, — 5 Ul B R A IS K PCX 3Rk
w5 DN B E I REA G, 71— RS EH A
e N A A s DN RS RCHR Al Be 5 4R 47 e 41
MR AE A O o
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5% 2 TR 2 B 22 T LA LA 40 B A4
g, X IE R AR O 2GR, Tz R A
FE/NERFEAOIA T, AT I 0 PR
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R, IRTAS K SRR IR 5 STRAEES
RN AT A DN B & PR LB A5
K IUHAT YR /D DN K BB 4 2R 4 IR 1 26 3k Ko /b
PR, FEZEE/NEREEACIERR , X F 300 B /N [ o
YA ER T E RS o T 3E R PR R R /D
BRERJIC B3GR I R s mh A, B ORI B A
FIHS, o] e B /N Bk P v T g DT i/ B
11 DN B /NER P g s, BH AR B /NBRAE Ak i R A
Ko HAEHFAE DN KAz Ktk e ad e vt a2 4 H
ORI RIS RIENE S5 T2DM &
Rk, HE B R/ INER B AN P A, B
Kk BERV I, [RIAS E A R A S 0 B NER R 4
JLSE PR3 i, CRP AR S JFIE & By 2Pk A 2R
F L ARG R U R RIS &Y, R MU ] 38
1 SAE SN 5 B AR I 8 AR 0 LR 403 /N BR Y
KAiffl, 25 DN kL KE, NGAL & Ajg i
BREARGH ARG, T PR 7 4
WIYEEZ, WA E/AME DB E A, 2E
WEDIREAS AR S 1 — Rl OB e R 2. B9 & LA
T2DM H 3% 1 % 5L NGAL 7K - bifi R 2 1 ft 19 i
MZEE TR, $#8 NGAL A 4E K DN FLI01 B 36 475 1)
LW, 15 DN i B AR B R AR LY JRRE IR
WP PR RS (CKD) SER B RifsfefiE; J& DN &
HE/NERIE L F (GFR) R R (Y B0 48 b5 2 —,
LA e 0 S SR o T CysC A %
Afr=f, 2B /NERuERE, A a5/ NE R
oy, B — e R B GFR A9 o4 U8 M AR il
Py ARBFFEHE—HIES: DN %% CRP K5 R
B FRE MR R PCX 3Rk K F 5 0F A G,
FRIE AN A A PCX ik & 5 R NGAL, CysC £ iF
X, Z5ERIRII R IR A 21T A A R
BIRYT O] REIE i B0 98 RE B BH 1k 2 41 A 55 M AE
2% DN B Iy ReiE ke,

ZE b, AR A 5T K PR 40 M K HAR AR B
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