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Clinical significance of serum Slit2 protein in patients with chronic severe
hepatitis B

ZHOU Yang-mei, LI Ning, HUANG Yan, FAN Xue-gong (Xiangya Hospital , Central South
University, Changsha 410008,China)

[Abstract] Objective To evaluate serum Slit2 protein level in patients with chronic severe hepatitis B, and the re-
lation with extent of liver damage and prognosis of patients. Methods In February-July 2014, patients with chronic
hepatitis B(chronic hepatitis group) and chronic severe hepatitis B(chronic severe hepatitis group) in an infectious
department were observed, healthy volunteers were as control group, and patients in chronic severe hepatitis group
were subdivided into recovery subgroup and non-recovery subgroup based on whether patients had recovered. Serum
Slit2 protein, prothrombin activity (PTA), total bilirubin ( TBIL), and alanine transaminase (ALT) levels were
detected and compared. Results A total of 157 patients (chronic hepatitis group, n = 93; chronic severe hepatitis
group, n=64) and 10 healthy volunteers were included in the study . Slit2 protein levels were significantly different
among three groups(F =5.596,P =0.004), serum Slit2 protein levels in chronic hepatitis group and chronic severe
hepatitis group were (4,90 % 1.07) ng/mL and (3. 09 = 1. 00) ng/mL respectively, both were higher than (2. 10 %
0. 60)ng/mL in healthy control group (both P<C0. 05); serum Slit2 protein level in chronic severe hepatitis group
was significantly lower than chronic hepatitis group (P<Z0.05). Serum Slit2 protein level in non-recovery subgroup

of chronic severe hepatitis group was significantly lower than recovery subgroup ([1.88 0. 67] ng/mL vs [2.96
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1.32]ng/mL, t=2.319,P = 0. 032). Serum Slit2 protein level in patients with chronic hepatitis B was positively
correlated with PTA level(r=0.33, P<C0.05), but negatively correlated with serum TBIL level (= —0. 46, P<T
0.05) and ALT level (r= —0.32,P<C0.05). Conclusion Serum Slit2 protein level is an important index which can re-

flect the prognosis of patients with chronic severe hepatitis, low serum Slit2 level suggests the poor clinical prognosis.
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Table 2 Levels of Slit2 protein, PTA, TBIL, and ALT in
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