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[ =] B W2 BAEEB(T2DM) T AL BRI E & (ASO) B F T RS RA-NE 7 316 7 £ Sk M A
AL R BT & 4 09 T AL 3R T2DM 4-5F ASO & F4k N AL R K T BAS N 7 3530 Bk P BAL B AT S 69 % vh
ik RBFBEZANGE T T2DM &M T a3k (RMESIAR) R a9 B4 30 ) AN EF (T TH I REF AL
(DSA) ,3F % & % 8 F BAT 2 B M BRI K (PTA) , F 447 DAS &4 14 4 (2% 4) ,DSA+PTA £ 4 16
Bl(BIFH) , EHEAE T B LY ENNT KATATF A 5F I IR Bk A ) o g AL f2 20 % & (HbAlc) F=
A B AT E KT L EAR RACH AL (SOD) VAR R i B AL 4 = 4 R 85 (MDA) , #4357 8 F IR
NG ST BT BBk 3 mL, B I G T LA Bt Bh BRIR 55 B — ARALE PTA AT ARG 3k, B AR A3 @ SOD MDA
KF, R RBYUEBZTHAREYRILARRE %7 AR 3 # Ak f SOD R-FAK T2 MDA K-F 5
T HH(P<0.05), ¥4 & 57 A EE NN RAT Ik 55 3 Bk fe SOD MDA 4 2 5+ £ 43t 5 & L (P>
0.05) , #&J7 AANRAT S fn B3R 4L SOD K- A-N 4 I7 B 3 Bk fn K -FAK ( P<0.05) , MDA 7K-F- 4N 08 97 77 3 ik e
KFE(P<0.05) , 797 AN KJG B fr 2045 SOD 7K P AN R AT B do 2045 B AN K AT 3 ik fz SOD 3 4K (P<
0.05) , MDA 7K -F &N AR AT S 345 BAS N AR AT 30 bk e F KP4 5H % (P<0.05) . E5iE ARG & FH4E A 4L
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[ ABSTRACT] Aim To observe the changes of intraarterial oxidative stress markers in patients with type 2 diabetes
mellitus (T2DM) combined with arteriosclerosis obliterans ( ASO) before and after treatment of lower extremity arteries,
and to investigate the effect of oxidative stress in patients with T2DM combined with ASO and the effect of interventional
therapy on intraarterial oxidative stress markers. Methods Thirty patients with T2DM complicated with subendocardial
artery (tibiofibular artery) who underwent interventional therapy were enrolled in the study. All patients underwent lower
extremity digital subtraction angiography ( DSA), some patients also underwent percutaneoius transluminal angioplasty
(PTA). 14 patients were treated with DSA alone ( control group) , and 16 patients in DSA+PTA ( treatment group). In
the control group and the treatment group, routine examinations were performed before interventional operation, and venous
blood was taken to measure blood lipid, hemoglobin Ale ( HbAlc) and oxidative stress markers, including serum

superoxide dismutase (SOD) , and the lipid peroxides final product malondialdehyde (MDA). The control group and the
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In addition, the arterial blood
SOD,

There was no obvious stenosis in the arteriography of the

treatment group were also required to take 3 mL of the arterial blood before the intervention.
of the treatment group was taken before and after PTA in the same part of the distal artery of the ischemic artery.
MDA levels were measured in the above samples. Results
lower extremity in the control group. Preoperative SOD level in arterial and venous blood was lower in the treatment group
than that in the control group, MDA level was higher than that in the control group(P<0.05). There was no significant
difference in the levels of SOD and MDA between venous blood and arterial blood before the intervention in the control
group and the treatment group(P>0.05).

intervention than that of the arterial blood ( P<0.05), but the MDA level was higher ( P<0.05).

The SOD level of the treatment group was lower in the ischemic area before the
The SOD level of the
treatment group were lower in the ischemic area after intervention than that of the ischemic area and the arterial blood before
intervention ( P<0.05) , but the MDA level was higher( P<0.05). Conclusion The use of antioxidation stress drugs
before and after intervention may improve the long-term prognosis of treatment and reduce the incidence of restenosis.
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*1. MHEBRE—RIGRTRILER
Table 1. Comparison of general clinical data between the

two groups of patients

Il R Bk Rl RITA P
(%) 67.1+8.7 68.8£9.8  >0.05
B2 () 10/4 8/8 >0.05
TR (4F) 7.1 £2.9 8.2+2.8 >0.05
REFE(kg/m®)  24.84+1.50  24.81£1.80  >0.05
WA (48] 11 12 >0.05

1.2 AIANFARTRE
BERWMEASE K4, B, ML FEBKT
T2 B Seldinger % | 3% % | i 30 bk, RIEAHZT
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Figure 1. Lower extremity arterial angiography
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Figure 2. The guide wire opens the occluded blood vessel
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Figure 3. Through the guide wire into the balloon dilatation

lesions vascular
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Figure 4. Recovery of blood flow of anterior tibial artery af-

ter treatment
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ﬁ'E R xes kR, P<0.05 £ 5 H Gt ¥
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s 4 S5 IR 97 A H W =R (TG ) | e R R R
(TC) K% B i 82 11 (LDLC ) J s % 2 IR 8 1
(HDLC) f Lk Z R T4 it 2% & L (P>0.05) iRy 4l
HbAlc /K@ T 4l (P<0.05;% 2) .
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R 2. MAREMAER HbAlc L
Table 2. Comparison of blood lipids and Hemoglobin A1C

between the two groups of patients

Ei=R 71 by =224 AT
TC( mmol/L) 4.25+0.82 4.26+0.58
TG ( mmol/L) 1.85+0.36 1.92+0.3
HDLC( mmol/L) 1.26+0.45 1.35+0.41
LDLC ( mmol/L) 2.42+0.89 2.88+0.75
HbAle( %) 7.75+1.60 8.56+1.96"

a i P<0.05, 541,

22 EREAMETHEHEEB FEKDS 3R
SOD MDA 7K Lb 8

A NIRIT HTE AL IR YT 4L ik i SOD 7K
I35k 45.20+3.13 kU/L 35.36+3.47 kU/L, Sk i
SOD 7K3F43 51k 43.20+3.04 kU/L 34.36+2.97 kU/L,
B4 A B F KIS Bk SOD Hi 2 3 RS 245
M(P>0.05;43) . 0 ARHIE A I0YT HF K i
i MDA 7K 3F 43 %] & 8. 10 = 3.18 nmol/L. 9. 17 +
3.24 nmol/L, &1 ik 1. o MDA /K 3F 2 51 Ky 8.17 =
3.24 nmol/L.9.27+3.10 nmol/L, [ B &kl 5 3 bk ifi.
MDA 25 5 o gt it22 3 L (P>0.05;% 4) . 1RIT
H 5 AN ARATS) Fr ki SOD MDA #i[a] Lt
BEFIAGIHE X (P<0.05;3 4)
2.3 RITAARFNEKIAF SOD 1 MDA 7K F

RITAL A IRYT RIER IMLER A2 SOD AKSF3A A
IRIT RISk SOD /KK, 2R A gt 2% 8 L (P<
0.05) ;3RIT A AR YT Ja i FR AL SOD 7K P-4
AIGRTTRTER I 7 3697 1T s kil SOD 3 i 4k [
MK, 2257 A A8 L (P<0.05;3 3) . iGITHM A
YRS R B, MDA 7K - 584 A6 97 R 3l ik i
MDA 7KF-Fh i, 25740 G245 L (P<0.05) ;3397
HA AIGIT I BN MDA ZKE8A AR YT B B
MLFRAL 6 T7 R sl Bk 1. MDA K SF-25 87 @ Fh g, 25
SAGIE L (P<0.05;3% 4)

3. MABREFFHIKMAE A SOD K FELE (KU/L)
Table 3. Comparison of SOD in venous blood and arterial

blood between the two groups of patients( kU/L)

FrAs Al BRI

A AT K Il 45.20+3.13  35.363.47°
A ARSIk M 43.20£3.04  34.36+2.97°
A AR e i 3857 20 bk i, 42.01+3.49  31.30+3.18"
A AA 5 Bt A7 3h ik it 42.01£3.49  28.30+2.68"

a ; P<0.05, 54 L b R P<0.05, 540 AR shig ki 4%
¢ 24 P<0.05, 54 AARRTHem A sh ki Lz,

* 4. MALBFEFEKM K FEKM MDA 7K F EEE (nmol /L)
Table 4. Comparison of MDA in venous blood and arterial

blood between the two groups of patients( nmol/L)

bR EAH RIT A

A AR K 1L 8.10£3.18  9.17+3.24°
A AR B ik I 8.17+£3.24  9.27+3.10°
A ARSI LA Sh K 1L 8.25+3.15  10.45+3.18"
A AR Bl i A BBk AL 8.58+3.20  12.58+3.20™

a } P<0.05, 5¥ER A E ;b N P<0.05, 5 ARATE# KM L ;¢
P<0.05, 54 ARRTER ML HRAL 34 Bk i g
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SR TR S 7 e 5 2, AR AR L IR T TS
(MDA) 2 ,SOD VN HTE AL B & H Hh e R
RIS THFE B Z 0T 3697 4 3 Bk i SOD AL T3
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A AR A5 R IR IR A 3 B % A b T U
RO EAMEAT 2EH W ITUE S, XA R T R sh ik
IR EAT AT ARIGST, 7T LU 80 8 3597
A0, OB REAR T LA i

I NIRST T BBl KO 22 7Y 7 30 E A5 3 [ P A
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