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Therapy effect of lipoic acid on diabetic neurogenic bladder

CAO Meng, WANG Tao, CHEN Xue-hui, YIN Qing-feng

(Department f Endocrinology, the First Ajfiliated Hospital «f Xinxiang Medical University, Weihui 453100, Henan Province,

China)
Abstract:

Objective To observe the clinical effect of lipoic acid on treating diabetic neurogenic bladder (DNB) , and

to explore the influence of it on oxidative stress. Methods Eighty patients with DNB were randomly divided into observation
group and control group, with 40 patients in each group. All the patients were given hypoglycemic and other common treatment.
Patients in observation group were given lipoic acid on the basic treatment for 21 days. The postvoiding residue of bladder, the
urodynamic parameters and clinical effect of the two groups were compared, and the superoxide dismutase (SOD) level was
measured before and after the treatment. Results The postvoiding residue of bladder after therapy were hoth decreased signifi-
cantly than those hefore treatment in the two groups (P <0.05) , all the urodynamic parameters of the two groups after treatment
were better than before (P <0.05) . After treatment, the postvoiding residue of bladder, maximum flow rate (MFR) , maximum
bladder pressure volume (VMBC) , maximum urinary flow rate when detrusor pressure (PQmax) in observation group were sig-
nificantly better than those of control group (P <0.05) . The total efficiency of observation group was significantly better than
that of control group (P <0.01). The SOD level in observation group after treatment was higher than before treatment (P <
0. 05) ; after treatment the SOD level in observation group was significantly higher than that in control group (P <0.05) . Con-
clusion Lipoic acid can significantly improve the postvoiding residue of bladder, urodynamic parameters and the symptoms in
patients with DNB. Lipoic acid can improve the capability of anti-oxidative stress, which provides a theoretical basis for lipoic
acid treatment on DNB.
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1 #ZBRETE

1.1 —R&ERL ¥ 2000 4F 10 J & 2011 4F 10
JEHT 2 B 2 e a5 — Bt S B e Wy 20 i RHME B iy 2 7Y
VPRI B3 80 1, 37 A 1999 A S 1 AR 42 %
bR e P, AT A8 AR A% B A0 JR S HE SR AN RUAE
AR5 BB E I sk A% PR AE 100 ~ 300 mL, FFHEBR
AU B A=, 250 R o i i i 2 A 5 ] 5 |
AL FRUE B o 80 191 i BE AL 23 A WL 5% 2H R X LA
LEAH 40 . WLEZZH. U5 12 B, 4 28 95 AFi% 41 ~ 65
%P (55.2 £3.2) B BER I FE 5 ~ 18 a, Py
A0.5+1.4)a; FMEMAE 7.6 ~14.5 mmol « L', F
¥1(10.2 £3.4) mmol « L' %5 2 h (M4 10.8 ~
20.5 mmol « L', FH (15.2 +4.6) mmol « L.™' X
M Y 10 1, 22 30 ), fF R 43 ~ 68 X, Py
(57.4 £4.8) % HERFIHFE 5 ~20 a, F3Y (11.8 +
2.2) a; S MEMAE 7.9 ~14.0 mmol « L', F3Y
(10.9+3.0) mmol « L™"; & J5 2 h Il FE 10. 0 ~
20.1 mmol * L ™", F4) (14.9 +4.9) mmol « L', 2
G BBV ) AR e R A IR AT LA 25 R TGk
HEEE X (P >0.05) , HAT AT ELTL.

1.2 FHi#

1.2.1 BITAZE 2 4B FHIE T8 IR G
IR RG-Sl NS RN i = SRk
PRl R R R R [ M moBE (6. 5 =
1.1 mmol « L7 452 h fFE Q.4 +1.5) mmol + L' ],
B IF U PR R GG NG T HUKSRTT o WA
A FIRRIT IR BN LA 3897, 45 2577 v
LA VSR A DU RS 2547 IR A =], B 250
H20053402)0. 6 g I AL EE 7K 250 ml. = i Hi i
dLBEH 1K BUTRE 21 d.

1.2.2 WMEIERR  H RS 740k BUE Fr R 32
4> (International Continence Society, ICS) #f % 77
RPN IIRE 2 4 VAT AT R B KR R (maxi-
mun flow rate, MFR) | 5% it £z K9l 2 7 (maximum
bladder pressure volume, VMBC) I RR R B E R
WLE 73 (maximum urinary flow rate when detrusor
pressure, PQmax) #EAT LLAL. HIJT B W 5E ¥6 97 A1
Jr P B AR A PR AR A . 19T R 2 41 il s
ALYy B AL B (superoxide dismutase, SOD) KR
TS LB, B A BT E .

1.2.3 FHIE WA KRR GRAT R 2 R
ARG FARMEN K, B MR HE PR A B 5% 4 JR

T <50 mLs 7780 M ARREAR B ARTELF 4L, B /R HE IR
JRBEBEE A PR B 50 ~ 100 mlL; T %%« bR A 44 1iE
To WS AT G FBEIE DN 5k A PR TS T S B

1.3 SitZFAhIE ST SPSS 19.0 45l it i
TTGE 0T, BRI + bRUEE G 29 o, 15K
PORLR A v W08, tH R R A B, P <0.05
ERAG ¥R L.

2 #R

2.1 2HEBEBTHIRRTA NERLEE 4%
WA 1. Hiryrar b4, 2 48R 7 5 VMBC 2
# B, MFR.PQmax Y25 Tt i, 72 0 A7 G0 8
X (P<0.05) , HALEEH & %4545 19 0 U A
ZRIAGI R X (P <0.01) .

R1 2EBERTAIR RN NZIBRLR

Tab.1 Comparison of urodynamic parameters before and

after therapy between the two groups (x x5)
4151 n MFR/(mL+s™')  VMBC/mL  PQmax/cmH,0
haiieeiil 40
PR 10.2 £2.2 766.5 +152.3  27.2%2.9
WG 15.6 £2.5"  578.4 +169.5" 32.0+2.3"
ML 40
PR 9.8+2.1 784.2£145.1 28.2£2.5
WG 24.5+2.6™  465.3 +139.2°" 40.1 +1.5"

V< 55 4T T RSP < 0. 055 55 % IALTA AT IS LB P <
0.01:1 emH, 0 =0.098 kPa.

2.2 24HEERITHIE B BUTEHENZRRELL
B BB IT R R R R oA (108, 5 +
10.2) mL, BAIF AT (186.7 +15.4) mL & & Ik
D ERTGEE (P <0.05) s W B ERIT
T B A R BN (40.6 £8.3) mL, JRE AT R
(205.1 £11.4) mL BF WD, ERAFEIFEX
(P <0.05) ; 1697 Ji W 2 41 50 35 B8 e ok 4 PR B S 3k
WEAH 8 kb, Z R R L (P <0.01) 6

2.3 2HBHATAIRTALEE WRALRER
31 B, A% 8 B, T3 B, R K 97.5% 5 %
MO R R 12 0, A7 18 9, oAk 10 B, A7 3k %
HT5.0% . MENIRIT A MEEH & T 0 A
(P<0.0D).

2.4 2EEERITHIFIME SOD KELLE BT
AUEEL s SOD K P2 (17.6 +1.4) mU « L7,
LixtHHn (17.5 £1.5) mU « L', =R L4
RN (P >0.05) . MHHERFIRT R SOD K
FHA7.6+1.5) mU L', GGtk RERT
Gt R (P >0.05) s WEH B EFIRIT I SOD 7K
FHQL.5+£1.6) mU L, BWGITmE &
(P<0.05) . ¥HI7 i WAL 3% SOD KF 5 3% &
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TR, ZERAGIFE XL (P <0.05) .
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3 itig

DNB 2 8 bR I 008 WAR LT RORE 2 —, R &
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FUER IR AL A5450  1 | J oh 22 A e B i K B I e
5o ) A BRI 68 32 451 I 25 A 5 IDE WAC 44 0 il 55 5 A 2k
LE 2 i WO HE R B oD S BOUR WY | A
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KR T, $7 LA ATLASGE DNB B34 N 19
UL VIR, $2 5 DNB 82 3 LU0 IV 0 fig
XA LA AEIE PR B S48 T 8 i B iR i 4t

SE K-

[17 Goldman H B, Appell R A. Voiding dysfunction in women with dia-
betes mellitus [J 1. Int Urogynecol ] Pelvic Floor Dy:fonct,1999,10
(2) :130-133.

(27 BRZRSL. SCTHE IR IR B2 Wb ot b 43 788 (3], b OB B3 2%
#,2000,8 (1) :5-6.

[37 Schafer W, Abrams P, Liao L, et al. Good urodynamic practices:
uroflowmetry, filling cystometry, and pressure-flow studies [J 7.
Neurourol Urodyn,2002,21 (3) :261-274.

(47 S G, 3 52 W1 Syl L R PR I I 5 I i o o A 22 9
PEIBEIES T AW EE [, 1L AR BE24,2011,51 (35) :81-82.

(5T ZEIT, SLAHE B DR Al 285 55 IDe b 32 ) e s 40 1) 25 0 ML o
Bty BERE 1. 1 %3P 25,2010,50 (46) :112-113.

(671 /AN, BRUS. 3 PE 2 S WI0E 15 TV Jie s 9 W 1o ) [
MRS ROW 5 T ). BT 2 PR 2 B 244, 2008, 25 (4) : 383-
385.

(77 AREHE, XUPE, B, A5, B B AR I s 108 45 ¥ 97 B DR il
ZEPRAE I T 28O0 LD ], v SR PR 27,2012, 21 (2) :305.

[8] Firuzi O, Miri R, Tavakkoli M, ez al. Antioxidant therapy: current
status and future prospects [J 1. Curr Med Chem,2011,18 (25) :
3871-3888.

(07 My, Bt , BUR. o 2 FRIE A B2 Vb LU VR 7 W I3 4 22 ¥t
A 5% I ) 6 R F 5 L0 . v B il B 24, 2013, 20 (1) = 1620-
1621.

[10] Ziegler D,Low P A, Litchy W J, ez al. Efficacy and safety of an-
tioxidant treatment with a-lipoic acid over 4 years in diabetic
polyneuropathy: the NATHAN 1 trial [J]. Diabetes Care,2011,34
(9) :2054-2060.

(KX4ig:F & AXHE: T B

(£33 198 7O

(31 Rjies, TAB M QTN 2 MRy [0, 5 AT LR IR IR 2%
#%,2006,21 (10) :578-580.

(47 s, Do, i, 45, Wl TCR CDR3 S i G 4140 il 2
SINTEAR M ST 5 58 [T, op ARG A 2 R G g 2% e ik,
2006,26 (6) :571-573.

[51 W= R, HAE A, & =W AR of T 400 TCR g 4
CDR3 2 MR B0 (D], oh B A2 5 4 T A 24
2007,23 (6) :492-498.

[6] TLiaw Y F. Natural history of chronic hepatitis B virus infection and
long-term outcome under treatment [1]. Liver Int,2009,29 (1) :
100-107.

[77 Wei L. Natural history of chronic hepatitis B virus infection: what
determines prognosis after cirrhotic decompensation [J1. ] Gastro-
enterol Hepatol,2008,23 (11) :1631-1632.

(81 i4A5n. CHB & 4h il S 20 23 b T bk e i e 22 4 8 % 1.
FE X 3 i R0 [D ] 3% s 3 PR B, 2010.

(91 k630, WolA:, Ttk pl, &5 M2k L AT 48 & Ah s i T Wk
AN 52 AR R 3T B HANYSE X 3 A0 [T, vh 468 s
Ji5,2006,14 (1) :23-28.

(101 3RG3C, WeBr Az, Ttk ok, 45, 18 v Jo eIk £ B HF 2 0 7 45 317

H A0 BRI T 40 52 A B9 43 Bt [0 A T8 % B 27 2% 3 2006,
31 (3) :246-249.



