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Clinical Significance of Serum Bilirubin, YKL-40 and HMGB-1 in Patients
with Diabetes Mellitus Complicated with Coronary Heart Disease*
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ABSTRACT Objective: To study the clinical significance of serum bilirubin, Human cartilage glycoprotein 39 (YKL-40) and High
mobility group protein 1 (HMGB-1) in patients with diabetes mellitus complicated with coronary heart disease. Methods: 190 patients of
type 2 diabetes mellitus who received therapy from January 2017 to December 2018 in our hospital were selected, according to whether
or not coronary heart disease, they were divided into 121 cases in the simple diabetes mellitus group and 69 cases in the diabetes mellitus
with coronary heart disease group, and 100 healthy persons who underwent physical examination in our hospital during the same period
were selected as the control group. The expression of clinical biochemical indexes, serum bilirubin, YKL-40 and HMGB-1 in three
groups, and the expression of serum bilirubin, YKL-40 and HMGB-1 in patients with diabetes mellitus and coronary heart disease group
of difference lesions number and lesion degree were compared. Results: There were significant differences in fasting blood glucose
(FBG), glycated hemoglobin (HbAlc), triglyceride (TG), total cholesterol (TC), high density lipoprotein cholesterol (HDL-C), low
density lipoprotein cholesterol (LDL-C), serum bilirubin, YKL-40 and HMGB-1 among the three groups(P<0.05); there were significant
differences in serum bilirubin, YKL-40 and HMGB-1 in patients with diabetes mellitus and coronary heart disease group of difference
lesions number and lesion degree (P<0.05); the results of Pearson linear correlation analysis showed that serum bilirubin was negatively
correlated with Gensini score (r=-0.812, P<0.01), while YKL-40, HMGB-1 were positive correlated with Gensini score (r=0.873, 0.801,
P<0.01). Conclusion: In patients with diabetes mellitus and coronary heart disease, the expression of serum bilirubin was significantly
decreased, the YKL-40 and HMGB-1 were significantly increased, and the change was more obvious with the aggravation of coronary
artery disease, this study also provides a basis for the early diagnosis, prevention and therapeutic evaluation of serum bilirubin, YKL-40
and HMGB-1.
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Table 1 Comparison of the general data of clinical biochemical indexes of three groups

BB /&)
EizE ] Bl - Fip(%) FBG TC HDL-C LDL-C
Sex HbAlc(%) TG(mmol/L)
Groups Case Age(y) (mmol/L) (mmol/L) (mmol/L) (mmol/L)
(Male/Femle)
The simple
121 70/51 61.85+ 7.83 9.89+ 1.80 10.40%+ 1.93 3.01%x 0.49 4.06+ 0.73 1.19% 0.24 2.87+ 0.44
diabetes group
The diabetes
mellitus and 1.03¢ 3.28+
69 39/30 62.45+ 7.10 994+ 1.52 10.49+ 1.77 3.59%+ 0.80* 491+ 1.01*
coronary heart 0.13* 0.61*
disease group
1.38% 2.49+
Control group 100 62/48 60.77+ 8.14 421+ 0.53* 0.86+ 0.14*" 328+ 0.53* ‘
0.49%*# 0.22%# 0.48%*
F/ & 1.062 1.044 532.110 434754 733.962 97.435 57.587 51.720
P 0.588 0.353 0.000 0.000 0.000 0.000 0.000 0.000

i FN B A E PR R A LL 3R, *P<0.05; FEER R & B O R AL IR, 'P<0.05,

Note: Compare with the simple diabetes group, *P<0.05; Compare with The diabetes mellitus and coronary heart disease group, *P<0.05.
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Table 2 Comparison of serum bilirubin, YKL-40 and HMGB-1 in three groups

A3 Bl
7 Bilirubin(y mol/L ) YKL-40(ng/mL ) HMGB-1( pg/L)
Groups Case
The simple diabetes group 121 12.09+ 2.38 69.70+ 8.32 4.09+ 1.16
The diabetes mellitus and
69 8.70% 1.70* 9241+ 13.17* 8.75+ 1.69*
coronary heart disease group
Control group 100 20.45+ 2.19*% 4230+ 4.70* 1.42+ 0.50*
F 693.768 681.941 830.216
P 0.000 0.000 0.000

AR AERBA LR, *P<0.05; MIER A G FH R AL B, P<0.050
Note: Compare with the simple diabetes group, *P<0.05; Compare with The diabetes mellitus and coronary heart disease group, “P<0.05.

23 ARBEZHERFESHBORAMBAELIE.YKL40, ZRAEHIFEN(P<0.05), BZ30RAHBOZH BT 5

HMGB-1 bk SCRRARAL . BSZARAR A, YKL-40 HMGB-1 B & i F 5 3R A
LSRN Pk R A R R, B SRAR 16 ], BOCCRAR 300 4 UEORAR (P<0.05), W3R 3.

Wi, 22 3078 23 ), = AL iE IR ZD 3  YKL-40 HMGB-1 %

3 AEREZHERF A OFAMFELIER, YKL-40 HMGB-1 L (vts)
Table 2 Comparison of serum bilirubin, YKI.-40 and HMGB-1 in diabetic patients with coronary heart disease

A5 Bl%

Bilirubin( wmol/L) YKL-40(ng/mL) HMGB-1( png/L)
Groups Case
The slight lesion group 18 12.49% 2.15 68.91% 10.04 6.30% 1.14
The moderate lesion group 31 10.44% 1.75*% 84.72+ 13.02* 7.99% 1.62*
The severe lesion group 20 6.04+ 1.38% 125.48% 16.02** 12.13+ 1.78%**
F 67.872 95.099 72.638
P 0.000 0.000 0.000

i ANRERRELLER, *P<0.05; I ERR A L, *P<0.05,
Note: Compare with the slight lesion group, *P<0.05; Compare with moderate lesion group group, “P<0.05.

24 AEARTEREERKEHFBORAMBBLIE YKL-40, HEEKRTHABIOZW M TRERZH., PERZA,

HMGB-1 tb#; YKL-40 HMGB-1 W i 15 T2 B 28 40 . R AR 20 (P<0.05)
% Gensini P43 , Gensini 7743 F-14(35.41% 18.15)4y, W& 4,

Horp g e s 18 4], EER S 31 9], R AE 20 45, =4H i 2.5 MiEPBLIEE . YKL-40,HMGB-1 #1 Gensini i 4y B9 48 5 &

THIRLTE YKL-40 HMGB-1 Wiz R G4 L (P<0.05), &

R A RAREREBRFEFEORAMFELER, YKL-40 HMGB-1 bLE (x+s5)
Table 4 Comparison of serum bilirubin, YKL-40 and HMGB-1 in diabetic patients with coronary heart disease

45 Bl Bilirubin( pmol/L) YKL-40(ng/mL) HMGB-1( pg/L)
Groups Case
The single lesion group 16 12.38+ 2.03 70.35+ 9.21 6.18+ 1.28
The double lesion group 30 10.92+ 1.69* 83.61+ 11.95* 8.03+ 1.51*
The multivessel lesion group 23 6.24+ 1.20** 119.23+ 16.30** 11.48% 1.92%*
F 81.399 78.123 56.213
P 0.000 0.000 0.000

AN SRR, *P<0.05; TS iR 2E 4 b8, *P<0.05,
Note: Compare with the slight lesion group, *P<0.05; Compare with moderate lesion group group, “P<0.05.
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