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HBV DNA 3K Fata A B, A A6 REFIZH TR X (CHB REAEIRIE, HiE Mt CHB
194 1) 4 A i ) 40, FF A AR A % 200 BIAE A st BB 2a, 4w HBV DNA B 2. 2 A @i s CiFA®
R (HBsAg) . THF & & 44k (HBsAb) , TH e # & (HBeAg) . TH e 4k (HBeAb) . T # & # 4k (HB-
cAb) ] e AR A H AR EC(PLT) L e 4 A 58 B (PDW) | F 3 o ARk AR (MPV) | K o /s #a0 b & (P-
LCR)], ##% HBV DNA # % R B 5 A& E F 4 (< 10" copy/mL) . P &K ZM(10° ~10" copy/mL) Fr FH &K &4
(>10" copy/mL) . oW R A A fe A0 27, £R K= CHB &% A Kb A# A £, = CHB
BEUZBAFA T 00 b M A (PLT.PDW . MPV P-LCR) 5 3 BAL bR, £ F A%t F & L (P <
0.05) ;N =MA#HT,.PLT 5 HBV DNA # % £ fi 48 % (P<{0.05),MPV.P-LCR 5 HBV DNA # % # F
%,.PDW.MPV.P-LCR 5 HBV DNA #% 2 E40 % (P<0.05), &t &AL HBV £ A4 4K
MBI £ W RAEF T BT F R AR T 2, T HBV DNA R 2 5 e M AR B A F 5,

KR LA K mAF; DNAKZ; Mmoot Kbl

&%k 9% S R446. 1;R446.5 XHEFRERG:A NEHS:1672-9455(2023)04-0527-05

Study on the correlations between serum HBV DNA load and platelet parameters”
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Abstract:Objective To investigate the differences of platelet parameters in patients with hepatitis B virus
(HBV) DNA with different load levels, and analyze the correlations between platelet parameters and HBV
DNA load levels,in order to provide reference for clinical treatment of chronic hepatitis B (CHB). Methods A
total of 194 patients with CHB were randomly selected as case group,and 200 healthy subjects were selected
as control group,detected HBV DNA load, hepatitis B surface markers [ hepatitis B surface antigen (HBsAg) ,
hepatitis B surface antibody (HBsAb) , hepatitis Be antigen (HBeAg) , hepatitis Be antibody (HBeAb) , hepati-
tis B core antibody (HBcAb) ], platelet parameters [ platelet count (PLT) ,platelet distribution width (PDW),
mean platelet volume (MPV),large platelet ratio (P-LCR) ]. According to the different HBV DNA load, they
were divided into low load group (<{10° copy/mL), medium load group (10°—10" copy/mL) and high load
group (>>10" copy/mL),and the differences of platelet parameters among different groups were analyzed. Re-
sults According to the statistical analysis, the majority of patients with positive results of HBsAg, HBeAg,
HBcAb were young population,and the majority of patients with positive results of HBsAg, HBeAb, HBcAb
were elderly population. The platelet parameters (PLT,PDW, MPV,P-LCR) of the case group were signifi-
cantly different from those of the control group (P<C0. 05). In the patients with positive results of HBsAg,
HBeAb,HBcAb,PLT correlated negatively with HBV DNA load (P<C0. 05) ,and MPV,P-LCR increased syn-
ergistically with HBV DNA load,PDW,MPV,P-LLCR correlated positively with HBV DNA load (P<C0. 05).
Conclusion Platelet parameters related closely to HBV replication in vivo, HBV DNA and platelet parameters
could be used as references in clinical treatment planning and evaluation of efficacy.
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PG . PESCHKIRGE, CHB B & R Lk, 5
HBV B C fif X2 R854 7 HBV J2 5
PERR B8 B B . 2R Y 20 242 NS HBV, Hi
Wi N CHB (B BAEAG 2506 ~40 %0 1 £ AT
R IBH KRNI ST AL, BHAE R G RV IF R PE T 1Y
Nk 75 TEIS . WATHR A B oK L R E HBV 1
JRYL R A 6.1% ,CHB & 210 8 600 J1 A LSRR
ST ALK 10. 8% . AE 2021 AFE 94 EAG Yk KR %
He2 b, CHB AR i 38 B 1k 8 & 2845 Y0 o k0 SR A0
HI| 4 [ 55 A, i 69. 247 3/100 000,/ FEF K 0. 029
3/100 000, T & FHGIEREH AT L /MR
FH IS B0 VR ik 58 #5248 5 CHB BUw 276
JSTHERFFE T B4 XA 6 HBV DNA #i & CHB # %
(4 I /NS A 6 2 8007 Ak B HOAMH S PR I I g 4 b . AR
SCid i XA [A] HBV DNA #6f CHB 835 /Y I /MR 11
B (PLT) ML/ 43 A 55 FE (PDW) | - 34 1fi /N A 1A AR
(MPV) Kt /M FE % (P-LCR) 25 2 50 1 BF 55 43 7
FRITPE CHB 5 F2 W il /s Al 2 5048 4k 19 i R 3 S, LA
W MG RIGTY CHB 2 4 A7 250 0% s I 45 40 » [ s > 471
I B A T B AR T A A0 6 1 R I A A

1 BREFE

1.1 —eseRl BEHCARBE 2020 4F 5 A & 2022 4F 3
H#42 19 194 ] CHB B #EA1E AR G4 555 g 1k
IR BT IR AR S (2019 4E/O ) v CHB 2 Widn ifE
HEBR I 7 g8 92 0% B A, b 53 102 1), % 92 il 5 AR
#®16~91 %, F148.5+16. )% . Wi M FEim
il (HBsAg) . M F M bt ik (HBsAb) . LT e $iL i

H>10" copy/mL) ., % # [F] A B {8 B 4k K & 200
IAE g%t BRAH , ot 58 102 ], 22 98 1] ; 4E % 16~ 80
B CFEH47.9+112.3) % B 4L 5 0 BE A M L AR
A, 22 R G2 B X (P>0.05),

1.2 U#5iRH  mi HBV DNA K 52 2¢
5 B B A T 4 Y (PCR) K T 2 48 (K & Gentier
96E) ik HBV DNA ¥l 7 & (PCR-2¢ Y FR £
o oM FRM bR EY € &Kok HYP KA A
Cobs6000 43 M7 2 4t . i 71 4 A 2% i 45 1Y) J5 2% 12 W 3k
FR 5 /N S 50K I SR FH A 8% 55 B 4 ) 3 I 43 BT 41X
(SYSMEX, XN1000) , izl 5l >4 v £ & JHE i 26 151 .

1.3 ik REAEWRI LS EHMKIDL 5 mL, AR
ARG I 75 >R B LA AN 4z il bR AR . A PCR AR U
HBV DNA; 3k H 1k 5 & 6 R % HBsAg. HB-
sAb.HBeAg.HBeAb.HBcAb #4740 ; 2% A d B3¢
R KW /N M 2 %0, L FE PLT. PDW ., MPV, P-
LCR., LA G I 35 7™ s 380406 A o 30 P2 452 VE S04 T L A 6
T H = N B 25 R TR

1.4 SEitafhb e R SPSS22. 0 88 it 24 84k k47
B A B K g8t g M. B OE A 40 A Y ORI
xts TR, PIALE HL R IS REAR ¢ K, 2 4
Fb 35 SR FH B R 3 25 50 B 5 S 3R IE 25 40 A 1 3 4 9 )
PhM (P, Po)FRow, A R HAES B R, 1
BOGERE LB R R R AL EE AR X R
i 2R A% b 22 (6] A A 56 1 23 BT R F Pearson AH G, 3E i
2 VER 5 >R F Spearman #H35¢ 43 #1, 43t HBV DNA
S /MUSECZ A, L P<<0.05 K2

(HBeAg) .ZJIF e Hifk (HBeAb) . JF - OHLIK (HB- RS E X,
CAD R ZE Ay Jg Kk = FH4H (HBsAg+ .HBeAg+., 2 & B
HBcAb+) Fl/N = BH 41 (HBsAg +.HBeAb -+, HB- 2.1 4l Fixy B4 /My S5 i Hl4l PLT
cAb+) ;4 HBV DNA AR/ EA (HBY B B AK T 41, PDW,MPV ,P-LCR #] & & T %I #8
DNA #H#<10° copy/mL) . HF#FH4H (HBV DNA #, 41, 295 H55%12%& X (P<<0.05), W1,
A 10°~10" copy/mL) fil & # & 41 (HBV DNA #
®1 ROEASHBAMMNESHILRIzEs HM(P,y;,Po)]

205 n PLT(X10°/L) PDW (L) MPV (fL) P-LCR(%)

X 2 200 248.3+66.2 14.2(11.4.16. 1) 10.541.0 29.1+7.4

95 191 41 194 174.2+64. 4 15.8(12.9,16.7) 10.8+1.8 33.6+11.6

1/ —11. 248 —4.694 —2.022 —4.582

P <20.001 <20. 001 0. 044 <20. 001
2.2 Al HBV DNA #EHHANFER Ao W 0,05, k2,

it 2 I 2% AR 75 0 K D 45 SR AR AT 4 4l R = R4
55 1 (28. 4% ) . /N=PBHH 139 ] (71.6%) . K=FH
CHB & DR A#EN /N = FH CHB B # DL & i
ANBERE, R EH hREHALDN=H AR E,
IR 2 R 89. 0% . 75. 7% m i 4 A K =B A
MR M 69. 0%, ZRA G I EE X (P<

2.3 A[A HBV DNA # i 41 5 %) AL i /Ml S 8L
B ARG 2 2 B AR A BH P 22 SR B AL 4y oK
—FHA AN =FHAL, I X 25 41 A R HBV DNA ki
ZH () I /N S B AT WAL A B, S5 SR B R = T4
P AN PLT 7E & 2k i 41 4 0 R4l B IS, PDW 76 =
B A B AT, 22 A G E R L (P<C0.05),
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HASBA R 2R TS X (P>0.05), W% 3;
szﬁﬁéﬂm AR HBV DNA #Ha H) PLT X} g
L%, PDW . MPV .P-LCR # X M4 T+ . 2 S A 5

TS (P <<0.05), H R HBV DNA # & 3,
PLT pla AR, MPV . P-LCR & 17 T+ 5 » 22 5% 423t
22 Y (P<C0.05), W3 4,

®2 7FE HBVDNAZEARNERFHLLBE(X)H M(Py, Py ) 2 £5]
K= /NZBH
4151 n 7 p*
i A R () 8 AR L ER )

o A 42 29(69.0) 30.0(26.0,34.5) 13(31.0) 58.9+13.8 —4.411  <<0.001
GEE ] 70 17(24.3) 32.0(27.0,48.0) 53(75.7) 56.1+15.0 —3.960 <0. 001
Rk 82 9(11.0) 33.0(29.0,39.0) 73(89.0) 51.5+13.8 3.020 0.003
it 194 55(28.4) 31.0(27.0,38.0) 139(71.6) 53.9+14.4 —7.539  <C0.001

T R=A S/ = BHALRNAE RS A S 4L

*3 K=PFHENARE HBV DNA HEHA S BHAM/PMISH R[> Ls HM(P,;,Pys)]

215 n PLT(X10°/L) PDW (fL) MPV (L) P-LCR( %)
o B 29 191.9+49.57 15.7(13.5,16.6) 7 10.3+1.8 31.4+12.6
thaR a2 17 181.4+66.67 15.8(12.7,16.6) 9.8+2.0 27.9+11.8
ik 2 i 4 9 198.6+55.6 15.9(12.2,16.6) 9.94+1.4 27.9+7.7
Xf R 2H 200 248.3+66.2 14.2(11.4,16. D 10.5+1.0 29.1+7.4

T 5 A R, T P<<0. 05,

x4 N=PHARNTRE HBV DNA HEASMHBAMNMESHLE [ +s EM(P,;,P;;)]

2451 n PLT(X10%/L) PDW (L) MPV (L) P-LCR(%)
R 13 135.4461.57 "% 15.1(13.8,16.8) 7 12,041,274 41.1+£8.8% "4
i 53 143.0+63.77 " 16.2(13.5,17. 1D 7 11.241.77" 36.6+10.87"
Ik &k it 73 192.2+61.37 15.6(12.6,16.5) 7 10.8+1.87 32.9+11.67
Xt B4 200 248.3+66. 2 14.2(11.4,16. 1 10.5+1.0 29. 17,4

WX A R . T P<<0. 05; SRR 4L . P<C0. 055 5 rh gt 4 g .~ P<<0. 05,

2.4 HBV DNA # 5 i/ S 800 A S PE 53 B
FR I £ JFF 2% 1 bk 75 9 PH M 22 538 996 191 41 43 o K = BH
HA/N=FAZ, 538 HBV DNA #ii& 5 il /MR8
et 25 R oR, KR =4l i /Mi 2 %5 HBV
DNA #f& oA XM (P >0.05) ,/N=[H41 ) PLT 5
HBV DNA # & £ i #f ¢, PDW, MPV,P-LCR 5
HBV DNA # & 2 IFAH & (P<<0. 05, L& 5.

x5 HBV DNA #E 5 /MRS H B HEXE ST
K=FH4 HBV DNA /N=FH4 HBV DNA
IR 28
r P r P

PLT 0.091 0.510 —0.278 0. 001
PDW 0.001 0.994 0.175 0.039
MPV 0.157 0.252 0.211 0.013
P-LCR 0.116 0.399 0.239 0.005
3 4t e

3% HBV DNA # & CHB B %12 W 51697 i
WA AR RR L (R I8 AR AL BE WS HBV 36 318 5 . 6
) B R HLIR S RE AL L e TR — A I A Ak

febr N &R AL B K& AR ALEBE)
A FIRE » AR T 25 6 40 B f8 0 1 1 R BT A
REFEDFIE 2 B, & BT R B R R TR, 1/ it 2 4L
A AT AR R I BB A A I It /I R B B 3R R
i 2T JF 9% 2838 9 0 97 R B M SR A 7 X
HBV 84 25 T Bl /N T A48 i AR 45 3 78 4
R HHMLRE 4. ARV, HBV DNA X}
BB 3 I AT R R R AR D sk 5 HBV
DNA AR SR B aam & 80 PLT &
S /D, H MPV W2 28/, 5 A 28 L& 45 1,
K2 HBV &3y, & 5 80 /R & A 16 16 1 B i
P AIURE PN 25 40 o 6 I /N AR K 3 £, 9 LB AAR TR A E
Ty B 2 A5 7= A AR R A I /N AR T A 23 ik — 25 IRl
JINAR I LBt 2 B4 1 JR 0 B L R B PLT 3 /b i
MPV 28K, P-LCR J& 5 B il /)N B 3 Ak 89 48 A, 48 1l
IR R F 12 {1 39 R /N f i 70 Bl B 8 L
B L AFF 5 2 A Kt /N AR 4 468 i T RE A L A P-LCR A
BY T 2F- ¢ 58 1 Zh BE" . 0 4 A I RE Ak B b P-
LCR B8 Tt A — 8 SO a4 Bl 0 e AL 4 s i
JRURR: 5 2 3 43 T A9 6 0 220k ek bk 25 4 AiF o P-LCR
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Th & m fa W R v E R HI W L2 M EE S %
R,

ARG 2R CHB 535 4 WA 5 A 4F W% 2 A 45
fE, Hodh K = FH CHB & & AR AR 3, /N =
CHB 835 DL i AN BE R 32, $2 7 A5 08 X 18 35 0 1
JEARWE, AN, R EH AR FEERIA K=,
I A AR 2R 4 R AN = BH R 3, 26 B K = PH A
B O 0 0 IR, AR G M TR L TR AR L SRR T .

AT AF SR AR B B 45 ST RS L AE HBV IR Y i
BAE /MRS BRI R AL, AR, R =
FHAL 5/ = FHAL /MR S 508 bR — B, 72K = FH
4, {L PLT.PDW f 54 b, A W] HBV DNA #;
i 2 A A i MR S ECE AR/ T RE R R = BHALR A
AR IR B/, BAR 2 HBV s 5 R 5 560 B2 BE 71 A
G g 758 LR BEAT B R b i /N Bl 2 8028 AR /)N
TE/N =PI P, A HBV DNA #8240 6] 19 1l /i 2
Bk K, HLBE HBV DNA 2% 5 58 i A8 £k 5k,
FEH /N = BH AL BE /Y i/t 2 532 HBV 5% i 5 B
TR AP PN X NGB VN P =R NG =
PRAZRE 7 A9 8 S A%, BIF LA HBV X B 86 30 461 K 1L /)N
W FEEH B, R EZIF PR T % E HBY
DNA FliL /MRS 5, 245 5 BOE WA ik B
B SRR RE ) L & J1 55 . %2 HBV R o i,
R IEAE IR VR 5 5T HBV 3897 T %

HBV 8% 34 J5 X5 i /I A 2% 500 2 5052 ) WY &, i
HBV DNA #HE N FIW HBV 164K 4 52 ] Fifl e ik
SRS IS W A bn v AR T B HBV R Y AR
WA A . A BIF ST A5 R BoR. /N = BH N BERE B
HBV DNA #k & # i 2 8 PLT &K, PDW,.MPV.P-
LCR F+& 28 fb#a %, & 1] HBV DNA 2% & i K Xt
B A A N A L 5 R 2 R 2, A
KA Hras B B R /N =4 HBV DNA # & 51/
M2 BUAE — A SRR TR = FH 4 TG A o6 L i B
CHB & s/ = A BB 1/ 2 %05 HBV DNA
0 OC I M T iR i s 7 A2 1 n P (WD R AIC o R
Ba 38 i, WS HBYV DNA () [R] s 75 W00 2= i /i
B, 45 i/ S 80 AR H W CHB a1 328 8, K A i
B CHBIWRIF F %,

AWFFE BN 041 P-LCR B HBV DNA # &
S B R A s O AR S 3 /N = B R
P-LCR F+& 3 1, $2/R8 J % . HBV DNA & # & A
Al /N AR 0 A B S 3 22, T v S B AR B BB i
W e L A5 R il G A 22 I/ AR T AR 3 2 o ik
— 25 0 R e RO I LA ) XU L PRI, R L HBY
DNA 5 #5 & A B 0T 58 f8 i #2529 19 KU B & .
Ak P-LCR T 55 22 BB A /N Al 36 22 4 28 7 i /) A T
FEHE Z . BN HBV 00 1 8 val 20 i/ AR 2B R 2=, 7T
RE ) A B i XURS: . PR WS P-LCR LL#E &
RIT R EWR; CHB & H i sk i 42 95 00 H & X

AL EE# . HBV DNA & #E AR, AR
FERYE CHB R A ANBE R XA R L 5 226 X A2
AR S R AT 4 S B, LAY AR 48 T A O {00 BF T

ZE I prid, HBV DNA Xf il /N #e 5 A [6) 2 & 5%
M, W LA I/ A 2 45028 Ak TB) 42 ik HBV ZE 4R N 1Y
G B LR L MG RIE )Y CHB R 4ES K, 78
= PCR 2 Mr X i 3k 2 BE 7 st R B2, il
A BR B 0l Bh PR AR . BT L, HBYV DNA H i/ e 2
B A KD X I PR W CHB #E 2 k33697 & K&
TS PG EAT B B

S % 3k
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Bk F e, A JE I CD69 36 1k K - T i 2 0 i & A=
() £ 16 R & i — A B % CD69 n] BE 78 55 i s 15 ik
R —EER.

miRNA 25 8 37 2 28 [ I, 26 o0 o] $8 1%, H
miRNA # RG0S5 T A& RGN A #5d # R
S B L N SRR IR Y. HRTEE IS N T
miRNA 322 M 3 2V b = 3l 43 W a2E A I V7
oL miRNA 3Rk 7K 0] 2 B s A5 21 21 8 19 1
B HU SRR 5T A B R R R R S R i 2
A5 A JE I T A miRNA-34a, miRNA-22, miRNA-
125a. miRNA-21 F£iKK BT m . A0F5E KB, i
S 28 A0 JE] 1 miR-130b-3p F A K- i T X B (P <
0.05) , HLIE % 9 £85I ™ 5 R B 5, A0 A i
miR-130b-3p # 35 /K F R Wi 7t & , $2 78 miR-130b-3p
FIEK LT RES 500 Y & R g it e, A
55 Logistic [543 #7 %& B, A8 JA Il miR-130b-3p
F IR KT R O & R S R TR ER 4R R G
miR-130b-3p ik 7K AT B8 X 34l 00 & 28 A7 B 22
X, Ah, Pearson AHIC 43T 45 2R BN U 8 3 AR
1fi. CD69 5 miR-130b-3p F ik /K F £ IE M K (P<
0.05),#/8 CD69, miR-130b-3p ikl itk [W = 5
P R, K 3 3k AKX T DA 9 A5
HE—-EMSHMNHE.

25 LTIk 0 S8 E AN i CD69 . miR-130b-
3p REEFRIE LK CD69 . miR-130b-3p %35 K F- 7] fig
XoF PPA B S8 T R A R B,

S % Uk
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