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Alteration of serum microRNAlet-7a level in patients with
hepatocellular carcinoma and its significance
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Abstract Objective: To investigate the alteration of serum microRNAlet-7a (let-7a) level in patients with hepatocellular
carcinoma (HCC) and its diagnostic value for HCC.
Methods: The let-7a expressions in 60 HCC patients and 46 healthy subjects undergoing health maintenance
examination were measured by qRT-PCR. And then the relations of serum let-7a level with clinicopathologic
factors of HCC patients were analyzed and the diagnostic eflicacy of let-7a for HCC was determined by using a
receiver operating characteristic curve (ROC).
Results: The relative expression level of serum let-7a in HCC patients was significantly lower than that in healthy

population (0.538 vs. 1.571, P<0.0S). The serum let-7a level was significantly associated with the formation of
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tumor emboli (P<0.05), but was irrelevant to all other studied factors that included sex, age, HBV infection,
cirrhosis, tumor diameter, tumor number, lymph node metastasis, TNM stage, pathological grade and AFP
level (all P>0.05). At an optimal cut-off value of 0.529 of let-7a for diagnosis of HCC, the sensitivity was 79%,
the specificity was 71% and the area under the curve (AUC) was 0.77 (95% CI=0.624-0.839) respectively; in
combined detection of serum let-7a and AFP for diagnosis of HCC, the sensitivity was 83%, the specificity was

Conclusion: The serum let-7a level is decreased in HCC patients, which may be potentially used as a new

molecular marker for diagnosis of HCC, and its diagnostic efficacy for HCC can be enhanced by combination

890 o E AR &
97% and the AUC was 0.92 (95% CI=0.866-0.987), respectively.
detection of AFP.
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fEs e S, bR A PR A7 I AN B o 2 A H o
1.4.2 #4F MLYE e S0 & U W A5 O R B
VEo T LA AR S AR &, HZRFN 20 pL:
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T UK ER RN AR R BRRIRA YA, TR0
BOJE T LLE Tk B RT-PCR W &1 16 C,
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Figure 1 Comparison of let-7a levels between HCC patients and

healthy subjects
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Table 1 Relations of serum let-7a level with pathologic factors
in HCC patients (x+s)
S n let-7a ik t P
ezl
% 43 0.56 + 0.103
& 17 0.53+0.110 0.997  0.323
A (%)
<55 36 0.51 +0.109
> 55 24 0.56 +0.114 LU
HBV
(+) 47 0.51 +0.093 1.316  0.193
(=) 13 0.55+0.111
Jifed EA% (em )
<3 8 0.54 +0.122
=3 52 0.52 + 0.091 DR L
Jihed %k
L3 38 0.53 +0.100
EZ 3 22 0.57 +0.134 1316 0.194
FiEAL
H 56 0.53 = 0.097
0.787  0.434
g 4 0.57 £ 0.118
TNM 4344
I+11 41 0.55 +0.101
I+1V 19 0.52+0.117 1018~ 0.313
SRS
o 46 0.56 = 0.096
0.970  0.336
A 14 0.53+0.118
FRRTE L
Jo 38 0.60+0.112
3.889  0.000
A 22 0.481 £0.118
AFP (pg/L)
<20 23 0.52 + 0.107
= 20 37 0.56 + 0.113 0.372 0175
S EL A2
= 14 0.54+0.116
rh 31 0.53 £0.102 0.704  0.577
1% 15 0.51+0.114
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2.3 let-7a & let-7a Bx& AFP X HCC BIi2 B %t &k
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83%, RV HNIT%, AUCHO0.92 (95% Cl=
0.866~0.987) (K2) .
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Figure 2 ROC curves of serum let-7a and AFP for diagnosis of

HCC
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