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ZL)LE Mo # iR 5 NKG2C # DR 7
R AH ST 5
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HEY B HRDILEMMBHRE S NKG2C ¥ I EUE SAHEH, Ak EE 2020 4F 2 A
F 2021 4F 10 H WIRIAE ] AR 44 13 41 % i B = 2 38t % .0 6 47 B 20 M 9% 8 (human cytomegalovirus,
HCMV) far i 1) 22 )L (6 A JT P9 FRIEREAS 35 117 4], 2 B 40 M 5 7 45 U A1 NKG2C 45 DUEC 3 17 43 B
W)L HCMV B A e 2 R )L HCMV & 5 NKG2C ¥ IR S EEM e, B8 X
117 i 32 )L PR WG 5 956 8 it PCR Rl HCMV, & BUAFAE HCMV gk 34 4], A e 83 fif; Jgk e )L AR
HCMV H5 825 2 (5. 1X10* ~1. 0 X 10% copies/mD ¥k 14 #i , & HCMV J5 8 2k 8 (1 X 10° copies/mD iy
i IR 20 )5 Gt A3 AT R HOCMV SR RR B #8 L NKG2C %00 #5011 ¥ 01,2 4% D) 547 £
BEMEZE S AT Y RL P HCMV R 8 3 B (51X 10° copies/mD B 8 L 4% 47 4 7 951 3% 14 B 2k
B NKG2C fFfE M E P2 7 (P<0.05) . &8 AL ER NKG2C #5555 HCMV &%
P I KB HAE IR Y HCMV J5 .8 [RS8 B L NKG2C 3N ¥ DB fi SR 17 1E B % 2 5 1R
NKG2C 2 & n] 76 NK 41 j /- 5950 HCMV g3 v B0/ A HL AL 75 B0 — 25 i B 92 5
[X#iH] HCMV; NKG2C; g ; NK 4 Jifs

[FESEE] R714.55 [X#k#RiIREB] A

The correlation between neonatal cytomegalovirus infection and the copy number variation of NKG2C gene
Liu Yuan, Zhong Zhicheng , Liu Pan, Zhu Juan, Zhan Wenli

Medical Genetics Center » Guangdong Women and Children Hospital . Guangzhou, Guangdong 511442,
China

[Abstract] Objective To evaluate the correlation between neonatal congenital cytomegalovirus infection
and the copy-number variation of NKG2C gene. Methods A total of 117 urine samples from infants
(within 6 months of age) who underwent cytomegalovirus testing in our hospital from February 2020 to
October 2021 were selected. After cytomegalovirus detection and NKG2C copy-number analysis, the
related factors of cytomegalovirus infection in infants were analyzed, and the correlation between
cytomegalovirus infection and NKG2C copy-number variation was analyzed. Results Among 117 infants,
34 were positive for cytomegalovirus infection and 83 were negative according to the fluorescent
quantitative PCR detection. Among the infected infants, there were 14 cases with a viral load of 5. 1X10°-
1.0X 10° copies/ml, and 20 cases with a copy-number greater than 1 X 10° copies/ml. There was no
significant difference in the NKG2C copy-number distribution (0 copies, 1 copy, 2 copies) between the
infected and uninfected cases. In all infected infants, those with a viral load more than 1 X 10’ copies/ml

had a statistically higher incidence of carrying deletion of NKG2C gene. Conclusion  This study
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preliminarily indicated that there is no significant correlation between NKG2C copy-number and the
susceptibility of HCMV infection in infants. In infected infants with high viral loads, the incidence of
carrying NKG2C deletion is higher, which suggests that the NKG2C receptor may play an important role

in thecontrolof HCMV infection by NK cells, and the specific mechanism needs further investigation.
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N E 40§l %% ¥ (human cytomegalovirus,
HCMV) 223k i UL & % KAH 4k ™ 5 Z 01
AR, 3L HCMV J5 . 25 Rk, =%
Al RESs P EURE Ma vE B ) B A A B A
B MiE 8k B IR S KM HCMV g e n] i
B ILEOR A L B2 kW E L T R AR
W B E L HCMV &Y 7 &Gk B K & A R
N 0. 5% ~1%. RKRKERMNERKEB T
LM IR [ 2022 48 4 N S, AR R 2
A 10 HEiA L kA HCMV &%y,

KLRC2/NKG2C(killer cell lectin like receptor
C2, B fE NKG2C) 52 f& & A 4R 2% 15 4 Jfg (nature
killer cell, NK cell) 2 Ifii I i 1% 1k 1 %2t . NKG2C
FEEMF 12 B Yok pl2-13 K3, Fo48 0B A
T op 0 A 0 A A 22 S 1k KR A N BEHE AT I 2
A NKG2C # T ¥ (NKG2C ) , 24 32. 4 Y% 1y A\ B
A AP ge (NKG2C/“ ), % 4% iy N B S B0 4
BBk (NKG2CH @)1 g 4 BF 5% i s
NKG2C 3t B B % & HCMV™ | HIVY | & i
COVID-19" jg& g Je 41 J& #t' ( f B 7. 7
HCMV 53 F o, 5 35 23 FIHOULAAR 7= A= 3R 38 NKG2C
SR NK i i K 24 58 X S 40 iy | NKG2C %
15 32 YL 4 F i HLA-E 454 22 #F NK 48 i
MGk, 25 NK 40 55 22 200 16 0 5000 A B 72
AEXTHT HCMV R GL F HCMV 37 9 2 PR Jk
PerR EEAE A L BRI Z AN, S B A
WFoEh & B, NKG2C SEH i #5 D180 5 5% Al B %
CMV i 8 B e A 72 %5 V) R Bk . NKG2C SR Bk 5
HCMV 355 8 75 F% A8 8 35 1 9 S A7 A2 AH G, 5 1im IR

AL R A OGN o KN IAE AR ST 2 R R B 5% T 4%
Pl BE » AN ) A ARG A [ T R LA A — . 54
RRIRBI AR SIFME ., — R R L%
JLHY S 9 D RE L A 4 4, 41 U e HCMV S 9 s
IREI L BG4 225 . (6L HCMV &k
BLNKG2C JE R AL SH) NK 42 T 24
PR (NKG2C ™) e [N 18 L. $2 78 vl fig
NKG2C #% D5 NK 40 g 5 19451 HCMV i 7
SR AFAERHE . NKG2C He[R ¥ DURCHE 7 16 0 2 &5
52 ILEGE HCMV 19 5 AR AR 3¢ i A ABE . A WF
FEREXT NKG2C $5 DURUE 50 2 )L HCMV g e 1Y
A RN — B0 2 0

1 #EMTE

1.1 HARKE IE 202041 HFE 2021 £ 10 A
W] TR AR 48 10 ) DRk B ik 12 1 E AT 15 20 RS 7
R fy 2L (6 AN H D JRIRAE AL 117 i) B A 4if
T —20CH M. AW &P NERS T
TR AL R B o A 2 4 R 2R 0 & I At v
" ZRAB A4 Rl B R 2= R AR 201901140 5,
1.2 DNA#E  BILWES NHIE RS BOE
A JLIR W 5ml, ) FH #% 2k B (MagPure Fast Blood
DNA LQ Kit, £ 54 ¥) 42 B L M 41 DNA, 2 5
SE 8 5« J§ NanoDrop # 3 & 43 )t O BE 3 I 5&
DNA ¥ FE KT 10ng/pl, A260/A280 HLIETE 1. 8—
2.0 ZIEH R AR FEA OF DNA fRAF T —20 C5 1.
1.3 NKG2C # L # % & 428 DNA J5, #1417
PCR §#, NKG2C ¥ Dy 51 Wikit 2% 2 it
T SCHERYS L B e S AL B IR 1 R,

R 1 NKG2C FEF ¥ DU 51 4% 11

L B
S ok SEIE i *’Lf‘;;g

E1 514 B 1R 51 4

NKG2C Bf2:#  Chrl2pl3
NKG2C 4 ®  Chrl2pl3

10583560~10583759 200
10597233~10581399 411

AGTGTGGATCTTCAATGATA
ACTCGGATTTCTATTTGATGC ACAAGTGATGTATAAGAAAAA

TTTAGTAATTGTGTGCATCCT
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NKG2C B A8 2 91 NKG2C200-F (57-AG
TGTGGATCTTCAATGATA-3") fl NKG2C200-
R(5’-TTTAGTAATTGTGTGCATCCT-3"),PCR
PRI /N R 200bp ;s NKG2C 26 15 4 3 BREAK
411-F (5" ACTCGGATTTCTATTTGATGC3”) i
BREAK411-R (57 ACAAGTGATGTATAAGAAA
AAG3”) =Y KNy Al1bps 3% 2 #F : 7E 95 CH)

RS 3 a3 AR S B AT 10 A9 B0 B B 1
(94 CAEME 30 F.65°CiB k 30 B % 55C (55—
Wy 65 CL M EERREAR 1 ), 72 CHEAR 30 F),
SR G R 28 ANE PR (94 C A8 M 30 BB, 7E 55C IR
K30 Fb, T2CHEM 30 B0 P4 1.5 00 Bl
W BE I L VK 21T 5 H UK S AR 3R 2 % maker HE AT 45
FI e, NKG2C ¥ 4 8447 #% 7= ) K /Nl 200bp,
NKG2C 2 B =4 KN R A11bp(WLIE 1),

t/wt

size  wt/wt W
marker wt/del

wt/del wt/wt del/del
wt/del wt/del wt/wt

411 bp(del)

200 bp(wt)

B 1 NKG2C F:RHBIM . Gap-PCR XF 41 ML 42 B DNA #47
YRS TEAT 10 BERR MERE S HL vk . 411 bp & I R ik Al
NKG2C F:H (del) ,200 bp Z&il R B AR NKG2C HEH (wt)
eI 4h lane 1:1000 bp ladder; lane 2-lanel0 kA, NKG2C
FEHAL R wi/wt(2 50D, wt/del(1 $5D1), wt/wt(2 $01),
wt/del(1 #01), wt/del(1 #01), wt/del(1 5 I1), wt/wt(2 #I1),
wt/wt(2 #%51), del/del(0 #5111,

(P EPERTZ B2 & CBFRRD ) 2023 4E45 15 3545 2 1

1.4 HCMV #ERN HCMV 5 4 & K il i
FR R FH 35 22 35 DR 3 A B2 i) 1 N 400 RS 2 4% TR
A2 A IR R & (PCR-2E G35  f il Jy vk n R
WARAS 12000 B2 85.00 5 40 %, ULVE SN 50pl DNA 42
BUf 100 CHEE 10 4340, 12000 5 B0 5 4380 5 B
pl FIEAT PCR A P3G 564 - 1. 55 1 25,93 C il
AP 2 g HE 2 25, (93°C 45 #,55C 60 F) X 10
PEFF, 45 3 35,(93°C 30 #,55C 45 F) X 30 fEH .,
1 #% R 3 ABI7500 B %8 56 5 it PCR X,

L5 @it a4 BAEg 40 #r &k A SPSSI3. 0
AR A AT o R R IR PR s X B0 R A 4R
FNARZRTR % Bk R R A8 03 A & A2 2 ) U BCR T o
R o A6 5 bR v DL RSO A 3 P<<0. 05 A Giit

2 HR

2.1 —f&ER 117 4] 6 ST E L, H 72 f
HPEC61. 5% .45 il 4P (38.5) , Hodp j2 A JL 95 il
(81.2%) 77 L 22 ] (18.8%)

2.2 HCMV @l £ &  FIHARWEHEA 2k PCR
P 1 5 A I PR o 1 2 AR 7E HCMV %
Py 34 i) (>5.1X10%copies/ml) , A YL 83 Hi] (<
5.1X10°copies/mD) ; &Y L HCMV 5 5 #5 D1 5L
1E (5.1 X 10* ~3. 0 X 10°) copies/ml Z [, HCMV
ik BE 3 <1. 0 X 10° copies/ml B9 Bl Bl 14 i,
=1X10°copies/ml 8 DU 5 155 20 i, 55 1k
et HCMV Ji 8l e JC i M 25 F (P=0. 652)
LA L s R e R o E 2% » (P =
0.299) s BRI 2,

®2 ELMER . MAERHSES HCMV i ag g

. PRI )] AR H B0
151 4 — - - 2
Bk 2k e P AL H= L X P
YL 34 22(64.75) 12(35.30) 30(88. 20) 4(11. 80)
0.203 0. 652 1.555 0.299
ek e 83 50(60. 20) 33(39. 80) 65(78.30) 18(21.70)

2.3 NKG2C # N # A& 117 %)L, 67 f
(57. 3V #r 2 N4 UL NKG2C, 37 i (33. 3%%)
el 1AM DL NKG2C, 11 4] (9. 4%) #7 0 4%
UH) NKG2C; A 9 ) R A7 A HCMV e 34 4]
ARG 83 i, HCMV & g g 5 2% 4 %2 JL 1)
NKG2C ¥ D10 ¥ 01,1 #5801, 2 ¥ DD #4743 41 6
B EPEXE R (P=0.907), HAAWF% 3,

TE 34 B Y B LA 87 280 =1 X 10 copies/ml
MEIJILS AR S 1 #0 NKG2C #iW R, AL F
P (P=0.033), Bk L3 4,

3 iTFig

HCMV & —2K5 E M 2 BREHB M. B T A
KB haws VAL, HR LR 5 X TR 2% R A
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F 3 HCMV e SRR %)L NKG2C 5 D1 E I3 A 55 5 L 4L

. , FE R B SR [ (06 ] FE U AR L6196 ]
20 5 %L p ; B
del/del wt/del wt/wt XZ P del wt x P
Y 2] 34 3(8.8) 10€29. 4) 21(61.8) 16(23.5) 52(76.5) )
) 0. 420 0.907 0.321 0.625
IRk ge 2 83 8(9.6) 29(34.9) 46(55. 4) 45(27.1) 121(72.9)

R4 HCMV SR 7 8 i 5 NKG2C $5 DUEO i B 5L

e DR B A3 32 (4 C
13 % P AL A [ 31 (6D ]

SRR D]

del/del wt/del wt/wt XZ P del wt XZ P
i T B
(<<1.0X10° 14 2(14.3) 1(7. D) 11(78. 6) 5(17.9) 23(82.1)
copies/ml)
5.999 0.033 27.493 0. 000
TR 9 TR AR
(=1.0X10°% 20 1(5.0) 9(45.0) 10(50. 0) 11(27.5) 29(72.5)

copies/ml)

T B2 AH O AT POl i e 5 A e 1 5% L 3k T R R
et 718 KAy Ak B b HCMV i 48
2 A g MR AL vT A B 5 E A G ILE L A
M E EA AT NK 418 F KA sk 250, 1L
FE A R — 5 5 2% 0 3 0k /30 4 52 AR
B ZR G0 AT LS B O A0 R AR R LR
I BE BT RO AE — 3 B ZPY . NK 41 #E
HCMV &3 iof B2 o S B A FEAF 3k M - — J5 i, NK
20 it B TR 50 R0 I HCMV R e 14 15 3 40 i . 45 4K
5 1l 9 7 1) ST R 0 1 R R i SR LR NK 4 i
SEA G . PRI B HCMV & 5 —
I, HCMV 465 () Z #3511 UL18,UL83, UL141,
UL148a ZF AT B 1k NK /935 1k . 9+ 3 NK 41 ffig i)t
) K3 B A A AT 3R B 5 e R R A TR Y H
et NKG2C Z I8 F NKG2 Z R K, 5 H A
X M 5L — B2 (NKG2A, NKG2B, NKG2C,
NKG2D, NKG2E, NKG2F fil NKG2H) , &% #ik
7 NK 4 Jifg 35 17 3 26 52 f n] {150 9F 28 8 iy MHC
—H4rF. 55 NK 4 M 050 16k & R R AT .
NKG2C 5 H M F 12 2 ik pl2-13 Kif NK &
AL gm0 8 [ NKG2C 5 CDY4 B & &
P2k NK 40 i 2 1w , 1573 52 0 7 J8 e 40 i i
HLA-E 43,2 5 NK 40 g 5P 52 0 i 42 B 1Y
FEHL

NK 41l & — A2 U Re 4 s . NKG2C [ 4% I
Bz R rEa il 28 m M4 . NKG2C 4 D5 &
55 NK 20 i 78R , S g3 1 95 g 45 453 910 A A OG B

FEMGE . R EERY P, Thomas % fil Muntasell 4
HIBFIE 4 B4R R T NKG2C 3 [ 26 7] g & HIV
M HCMV J& Y i i fa B EY . Vietzen %24 3 1)
W5 R NKG2C JEH Bk fl HLA-E 48 5 5 5
COVID-19 f 16 % Y1 56 21 e M s s N e rh,
FlFE R NKG2C SEBH Bk fl HLA-E 5 & 9% &) &%
PERTREAAAE A OCHY . AR NKG2C 5 DU s S
FERENRMMT A AR &2 kE. LN
NKG2C ¥ N85 B M5 RN HCMV 8 5
M 25 TR A7 e — 38 S HK o FE X6 I iy it T 40 A
A HCVM & AW 5% b & B3, (14 i 1l NKG2C
5 DUBCRT AAE 95 A CMV &2 1K 119 F50300 45 4 » 7%
BOMAG . 5 A 300 7 208 L ) R R
H &2 B i A A b B, 5 NKG2C' ™ &
HHE L NKG2C ™ (R H fE B i J5 HCMV 4 B 1ML
JE A HCMV 995 19 & A % 8 3 Wt . b, 78
AL AE N i R B AR R E B AR AT B A NKG2C
NK 4 ] A & 45 HCMV (g FR kg, oA B 5%
BN NKG2C J K 5 D1Z S0 3145 1 NK 41
Jit 1) e 7Y K T fig 5 i A K, {5 NKG2C““ g N AE
Y HCMV J5 & K £ 1 CD8™ T, #2758
NKG2C He 45 D8 52552 m 31 NK 40 i 1575
P G 28 SN I 9 9 T

NKG2C He[H 4 4 i 2 I JE e v iy 16 B
R R AV, ARPFSE P NKG2C 2445
Bk Cwe/del) B 3545 £ 33, 3%, 5 SCHk 4 3 AH
. NKG2C 4l &t 8k (del /deD) W37 R R

Vietzen
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9. 4% 5 FSCHRARGE B9 2 A% BT RE S BT 1 BF 5
X RRREFAEA B /NA . T3 0h WA IS 3R R
TEREE R a0 B B % A G NKG2C Btk
RSk 2067 AR R BN BILERY
SRR B R AAFAE B VI OC . A4 R A)
AR NKG2C H PR R 43 A A AR R A %6 55 3L )L
HCMV i J& e ) R A7 78 22 5% (P = 0. 907; P =
0. 625) AHFEE LY HCMV J5 44 P K [\ 9% 75 2%
AR NKG2C 8 DA 22 5 (P=0. 033) 5
FE R HEH R AT R, B HCMV 5 3 L &
LI B BB (P=0.000), FRATHBFSE HER .
12 )L HCMV &g b ,NKG2C 3Z & ] fE7E NK 4
Jl A T B 5T HCMV e py e 3] 1 8 24 . 52
HUIRHEBR HCMV B9 RE J1. NKG2C 3 [H 5 D1 507
BHUAXT BT HCMV i 5 1 19 52 I & A R F 5. © &
L AEILH S K HCMV S ge op & 30, 5L R oy
NKG2C*™ iy )LE £ A &1 NK 41 fit NKG2C"
NK 4 5CER 7 T NKG2C' L3, i H 2835 31 il
PEZ 1 NKG2A 5 NK 4i fg [q] Bf 4% 27, CD94 ™" I
CD57" iy NK 4% 5 NKG2C 3 [H # 0UBOH %
P UUBORR AR, 3% AL 8 CD94 " NK 41 Jifd f1 CD57° NK
ML R L EAE R DT 10 A LE L
NKG2C** JL#H I s NKG2C“ “ )|, 3% 4 i NK
20 L 2 % R L X e R GE A $E R fE HCMV &
Yead B, NKG2C Xt NK 41 g /9 43 1k Fin 60 9% 2 fig
PATAT 5 s o X LA AR A5 i S 1 A 1 7R
SR PE. NKG2C J& NK 41 i 8 22 09 3 164
Z R NKG2CT NK 41 il 7 HCMV J& 4 J5 LK 7
£ I A T R T AR L R B L CHE L NKG2C
DA 4 DL ks S T BB S i NK 41 i 22 780 431k . D) BE $h
A7 VA B i NK 20 ik A1 44 3K 75 1 55 1 9 99 £
Mo FATHEN A2 2L NKG2C 48 DUEUE 5
BARAN 22 2 B L2 B Y HCMV B )5
NKG2C # DURn] fig 2 5% ma NK 20 I 4 1) 43 4k A
IV 25 BB 77+ DT 5% Wi B A4 X 5 7 TS BRBE T . R A
Sxik— 2 R BOL I I R 25 &) K U5 » 5 A] BE 8
BLEEY HCMV 5 1500 150 )5 0 — A W AE 46 45 . A7)
W LA — 2 I SRR UE S . AHIE ST A I AE7E — R
B 32 TRESEREA B BRI A TF R 1 NKG2C B[R

(P EPERTZ B2 & CBFRRD ) 2023 4E45 15 3545 2 1

P2 DUROR S 0 #5217 2805 B KB 5Ok AE I A B
ST/ ] i) NK 41 7K 7 S NKZH i ¢ 5 20 il H 5
B 4341 s NKG2C  NK 4 i 44 P9 96 B335 BR X JLAS 1Y
ST P B R 5 B0 DR A i % 1 i 4 % 43 F KO
R0/
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