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[Abstract] Objectives: To observe the relationship between type Il diabetes mellitus(DM) and lumbar discs
degeneration(LDD). Methods: During 2013, 390 adults with low back pain in our spine clinic were chosen
according to the including criterion. All the patients were divided into the following three groups: non-DM
group(n=123), well-controlled DM group(group A; n=140) and badly—controlled DM group(group B; n=127). In
group A, 68 patients were with DM duration <10 years(group Al), and 72 patients with DM duration >10
years(group A2); in group B, there were 60 patients with DM duration <10 years(group Bl) and 67 patients
with DM duration >10 years (group B2). Severity of LDD was evaluated by the five—level Pfirrmann grading
system. SPSS 19.0 was used to analyze the relationship between type II DM and LDD. Results: The data of
each group obeying the normal distribution (P>0.05) and demographic data showed no different between two
groups (P>0.05). From L1/2 to L5/S1, the average Pfirrmann scores between group Al and non-DM patients
showed no difference(P>0.05); group A2, Bl and B2 showed higher average Pfirrmann scores than non-DM
patients(P<0.05). Group A2 and B2 showed higher average Pfirrmann scores than group Al and B1(P<0.05).
Group Bl and B2 showed higher average Pfirrmann scores than group Al and A2(P<0.05). From L1/2 to L5/
S1, the severity of LDD was highly related to DM duration both in group A and B (P<0.05). Conclusions:
DM duration >10 years and bad control of DM are the risk factors of LDD, and severity of LDD is highly
related to DM duration.

[Key words] Lumbar discs degeneration; Diabetes mellitus; Type II; Magnetic resonance imaging; Pfirrmann
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F1 TEANBEH—HRER
Table 1 Demographic data of different groups
A2 (Group A)

B (Group B)

4E DM 4
(Non-DM) DM <10 4F (A1 #1) DM>10 4F (A2 41) DM<10 4 (B1 41) DM>10 4 (B2 41)
© DM=<10 years(Group Al) DM>10 years(Group A2) DM<10 years(Group B1) DM>10 years(Group B2)
#l 3&( ﬁ#) 123(53/70) 68(30/38) 72(32/40)02 60(26/34)02 67(31/36)16
LHiR) 56.78+2.12 57.04+2.177 57.60+1.8972 57.44+1.6572 58.04+1.6309%
ge (years)
BMI (kg/m*) 20.031.14 19.95+1.25Y 19.97+1.1872 20.22+1.007 20.01+1.2109%
i e s  40(325%) 22(32.4%)" 26(36.1%) "2 19(31.79%)7% 23(34.3%)
AL B 91 (17.0%) 12(17.6%)® 13(18.1%)12 11(18.3%)12 14(20.9%)15®
moking
'ﬁ@“l?ﬁﬂl%%( 11(8.9%) 6(8.8%)3 8(11.1%)‘1@ 5(8_3%>fjj@ 7(10.4%)@3@

Alcohol addict
D54 DM 4LHE P>0.05:@15 Al 4LHE P>0.05:@)5 B 41 P>0.05;@5 A2 41 L4 P>0.05
Note: (DCompared with non-DM group, P>0.05; @ compared with group Al, P>0.05; Dcompared with group B1, P>0.05; @
compared with group A2, P>0.05

F2 AEAHEZE L1/2~L5/S1 # 8 & # Pfirrmann ¥ %
Table 2 Average Pfirrmann scores of lumbar disc degeneration in different groups

A (Group A) BZH (Group B)

9E DM 41
(Non-DM) DM <10 4 (Al 4) DM>10 4 (A2 41) DM<10 4 (B1 #41) DM>10 4 (B2 41)
0 DM<10 years(Group Al)  DM>10 years(Group A2) DM<10 years(Group BI)  DM>10 years(Group B2)
n 123 68 72 60 67

L172 3.22+0.45 3.19+0.38 3.33+0.4172 3.38+0.441% 3.50+0.4206
L2/3 3.08+0.37 3.10+£0.40 3.22+0.291% 3.29+0.391% 3.39+0.43160
L3/4 3.14+0.38 3.15+0.42 3.30+0.517% 3.35+0.417% 3.50+0.3316%
L4/5 3.420.40 3.45+0.37 3.55+0.5012 3.55£0.41% 3.71£0.3819%
L5/S1 3.48+0.45 3.51+0.42 3.62+0.5312 3.60+0.451 3.72+0.4916

D5 E DM 41 58 P<0.05;@15 Al 414 P<0.05;3)5 B 4114 P<0.05;@5 A2 41 i P<0.05
Note: (D Compared with non-DM group, P<0.05;@ compared with group Al, P<0.05; 3 compared with group Bl, P<0.05; @

compared with group A2, P<0.05
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