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Abstract: Objective To investigate the correlation between syndrome types of traditional Chinese medi-
cine (TCM) and HLLA-DP gene polymorphisms in patients with refractory chronic hepatitis C (RCHC) ,and to
find suitable molecular markers for TCM syndromes and provide scientific basis for TCM syndrome differenti-
ation. Methods A total of 200 RCHC patients of Hubei Provincial Hospital of Traditional Chinese Medicine
were enrolled retrospectively. Their general characteristics, TCM syndromes, data of liver function (ALT,
AST,ALP and ALB), HCV RNA, HCV genotypes, PT and PLT were collected. At the same time, 100 pa-
tients from other departments of the hospital were enrolled as control group. FQ-PCR was used to detect the
genotypes of the HLA-DP gene rs9277535 sites of the RCHC patients with different TCM syndromes and the
patients of control group. The correlation between the data and TCM syndromes was statistically analyzed. Re-
sults Among 200 patients in the study,the pattern of liver-depression and spleen-deficiency was maximum
(100 cases,50. 0%) ,while the remaining syndromes were dampness and heat resistance (48 cases,24.0%) ,yin
deficiency of liver and kidney (32 cases, 16.0%) and obstruction of collaterals by blood stasis (20 cases,
10. 0%). For age,data of liver function index and HCV RNA, there was no statistical difference between the
liver-depression and spleen-deficiency type and other TCM syndromes (P>>0.05). But the difference of PT

*  BEEIUE P E R B b BRSBTS e BT B[R] 88 Uk B B H (YZ-1606) .

EEB S, L BEH0, EENFRRS T2 RRR. 4 #EEEE,Email:zhaoyy206@163. com.
ARSI R LS XA R M Y BT R BEE R S HLA-DP S5 K SNP f R SCHE BT FE [0 [ Br K i B 2 A

2019,40(1) :4-7.



ERARIE¥ 4520194 1 A% 40 %% 13 Int J Lab Med,January 2019, Vol. 40,No. 1 e« 5 e

was significant between liver-depression and spleen-deficiency type and other TCM syndromes (P<C0.05).
Compared with control group,there was no significant difference between the HLA-DP gene rs9277535 geno-
type GG and AA in the liver depression spleen deficiency group and the non-liver depression spleen deficiency
group in the RCHC patients (P>>0. 05). Conclusion
types of HLA-DP gene rs9277535 genotype GA heterozygous genes and AA homozygous genes in the different

There was no significant difference between the geno-

TCM syndromes of RCHC patients. However, the distribution of alleles G and A in liver depression spleen de-

ficiency group and non-liver depression spleen deficiency group showed a different trend, which is worthy of

further study.
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(FQ-PCR) JZ W & %& : 2xTagMan Fast qPCR Master
Mix 5.00 pL, 10 pmol/L 1E [d] 5| ) 0. 25 uL, 10
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519 R R4t 5

i H FF51(5'~3")
519
NALEIEY] AAT GGT GAG CAG ACT GCA AAT
AGEIEY] TGA TAA AAC ATG CTC TCA GTA AGG T
wEF
A-HEF 6-FAM-TAG GAC CCA TAT TC-BHQ-X
G4 VIC-ATA GGA CCC GTA TTC-BHQ-X

2.3 RCHC RNEER # % HLA-DP [H rs9277535
L&Y HLA-DP 3 [H rs9277535 v 5 . 5 B A 4
B GG M GA Ze 45 B AA 5748 e R B 7E % 1g
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WiH v/t P
(n=100) (n=100)
B Tt 54.454+13.78  59.05+12.75 3.302 0.071
ALT(U/mL.7=+s) 58.984+45.19  53.10%44.12  0.459 0.499
AST(IU/mL,7=+s) 55.11428.37  56.7344.12  0.064 0.801
ALPAU/mL,7=s) 96.84435.70  91.30%31.41 0.726 0.396
ALB(g/L,7%+s) 41.09=+6. 01 39.39+6.50  2.169 0.143
PT(s,zts) 14.2542.50  15.70+2.01  5.825 0.018
PLT(X10°/L.7+s) 142.15466.81 125.16+56.54 1.851 0.176
HCV RNA(log U/mL.7=+s)  6.3541.27 6.0541.08  1.732 0.190
HCV LR 7
1b (%] 73(73.00) 72(72. 00) 0.025 0.874
Ak 1b B[ %] 27(27.00) 28(28. 00)
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GA 45(45.0) 50(50. 0) 45(45.0) 0. 489 0.579 0.207
AA 17(17.0) 16(16.0) 10(10. 0) 0. 904 0.121 0.101
GA+AA 62(62.0) 66(66. 0) 55(55.0) 0.556 0.315 0.112
SFLEER
G 121(60. 5) 118(59. 0) 135(67.5) 0.76 0.145 0.078
A 79(39.5) 82(41.0) 65(32.5)
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