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RRAAHESE(ALT)  RAR R A A8 (AST) . v-5 A B3 ks (GGT) & e i 82 (TBA) | 5t & 8 & 0k B (LAP) 4 51
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(r=0.203.P<C0.05), #if HCMV-DNARKEAZHWELFRETLLER G .12 HCMV-DNA K09 K5 F R EF L 4£ %,
AT AR F 09 F2 8 AR X M

KB AEmMBRE; RAERFR; L

DOI:10.3969/j. issn. 1672-9455.2017.18. 017 X #k#rER:A X EHS :1672-9455(2017)18-2700-03

Significance of HCMV-DNA in the diagnosis of HCMYV hepatitis
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Abstract: Objective To study the relationship between HCMV-DNA load and liver damage. Methods

whose HCMV-DNA load were positive were collected in People’s Hospital of Wuhan University from March 2016 to July 2016. All

128 cases of infant

of them were divided to three groups-including 44 cases of low DNA load group,56 cases of middle load group and 28 cases of high
load group. The result was analyzed according to their liver function tests. SPSS 19. 0 software was use to analyze the statistic. Re-
sults 109 cases of patients (85. 16%) had Liver damage. The levels of ALT, AST, GGT, TBA, LAP in control group were
(14.74x4.66)U/L,(29. 76 =4. 96) U/L, (11. 09+ 3. 15) U/L, (5. 01 = 2. 42) pmol/L, (58. 51 == 5. 29) mg/dL respectively, and
those in control group which were (29. 48+ 22. 82) U/L,(53.38=%3.97)U/L, (17. 67+ 18. 64) U/L, (13. 23 4= 20. 00) pmol/L,
(64.847410. 12)mg/dL respectively were significantly lower (P<C0. 05). The levels of TBil in control group was (6. 31+ 3. 30)
pmol/L. The levels of TBil in patient group were (6. 96+5. 74) umol/L,and there was no different between control group and pa-
tient group(P<C0. 05). Liver damage rate in low load group,middle load group and high load group was 84.09% ,83.93%,89.29%
respectively. There was no significant difference between each load group(P>0. 05). HCMV-DNA load had no correlation with
ALT,AST,.TBA,LAP(P>0. 05),but GGT had a correlation with HCMV-DNA (= 0. 203, P<C0. 05). Conclusion The Infant
whose HCMV-DNA load is high has an extremely high risk of liver damage,but the levels of HCMV-DNA load have no correlation
with liver damage rate and liver conditions.
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W A Ji1 9700 B PCR Rl it 7%  HCMV 5 # DNA # it .
KA Advia2400 43 B 3l 2E A 43 BT A B i 25 3K 70 A T T
HRRAERHER I (ALT) KL H R AL (AST) v 8%
Wk B CGGT) L A IR (TBA) A LT 2 (TBID 2 4 R R
JR B CLAP) | 7™ Hs $e B 70 16 B P44
L3 Geitaghb s (] SPSS19. 0 #AF #4743 B - 31 4k Bk
Phzds fom, Fkh BIBIECRTF 5 MM FHOl I 202010
58 U FAH Pearson y* B2 40T s I 25 4% 113 14 1 200 7. RE AR LE 456
Al Mann-Whitney U #:5 ; LA P<C0. 05 25 R A 51248 L.
2 % R
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i H X M2 FIL4 Z p
ALT(U/L) 14. 74£4. 66 29.48+22. 82 —8.86 <C0.001
AST(U/L) 29.764=4. 96 53.38£27.97 —10.60 <<0.001
GGT(U/L) 11.0943. 15 17.67£18. 64 —3.35 <C0.001
TBA(pmol/L) 5.01£2.42 13. 234-20. 00 —7.23 <<0.001
TBil(pmol /1) 6.312£3. 30 6. 965, 74 —0.72  >0.05
LAP(mg/dL) 58.5145. 29 64.84710. 12 —4.97  <C0.001
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