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polymorphism, c¢SNP) , W5 HXT & (25 DI RERSENN . o3k $RBUEI SN M RNA ,RT-PCR 4784 ¥ LLXT,
9 R DR G 5 DX S 7 5 ok K 11 B A A BT R P R B 1 5 A AT 437 5 8 F SNaPshot J7 ¥5 i 25 138 4B TR]
WEREF, &R P RS D AER LR C15G (2.17% ) .C320T (6.88% ) .G547TA (13.41% ) .
A552T (4.35% ) \T839C (17.39% ) ; Hh Bk C15G MY E DU oSNP i 340 T SAMHDI 25 B 2455l -, B
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[ Abstract] Objective To study the impact of ¢cSNP on the structure and function of samhdl gene in rhesus
macaques. Methods RNA was extracted from peripheral blood of rhesus macaques. The ¢SNP sites were detected and
confirmed through reverse transcription PCR, sequencing and sequence alignment. Protein structure and function were
analyzed with Predictprotein and SWISS-MODEL. Finally, the functional ¢SNP sites were screened by SNaPshot technique
in a larger sample scale. Results Five non-synonymous mutation sites (C15G (2.17% ), C320T (6.88% ), G547A
(13.41% ), A552T (4.35% ) and T839C (17.39% )) were found, respectively. Four of them, except CI15G, were
included in the key structure domains of SAMHD1. Meanwhile, G547A, AS52T, T839C had secondary structure changed

and were likely to impact the function of SAMHD1. Conclusion Some important ¢cSNP sites are found in samhdl gene of
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rhesus macaques, which may impact on the function of SAMHDI1.
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1.1 ZHHMEHRRE

H EE AR 138 L, W [ A DR #5 4E P R UR
WS AT (& M8 E S 5 - SCXK (5T ) 2005-2005 ) 5 53+ 4]
KAEZ WA E I 1 mL, EDTA HiEE, AR5 4 h
PIHEEL RNA
1.2 4ME I RNA BY4REVE R

SEEE EDTA Ut 21 fd H RNA blood mini kit
(W B Qiagen 2> A] ) #47 6 RNA Ay HE L, $2 B 7
Z W) G U 5 $EHU RNA 5 7 BT H gk 47 &
Bk,
1.3 RT-PCR ¥i¥

Samhdl B:PH 97 15 >k ] §i 0 PCR, 5% — %2 RT-
PCR f#i [} One Step RNA PCR Kit (AMV) ( TaKaRa,
KA ) AT, e R 2 MR S Ui 45 58 — 4
PCR fifi [} KOD-Plus {5 & (TOYOBO, i) #1T,
BRSO G U, Samhdl Z2H 514 H
519 % 1T 8K A Primer Premier 5.0 % i1 5¢ i, i
Invitrogen 2\ F] A . ANESIYREH N . outer-F 5'-
CCC GAA GGG CTC AAC TGT CA-3'; outer-R 5'-
AGA CTT TAA TAA TAC TAA AAA TAG GCA AGG-
3B KR E R 44.5°C, NESIYF 5K inner-F
5'-CAA TAC TGC TTG GAC TCC CCG CC-3';inner-R
5'-ATT CTA GGA GTG AAG CCC CTA AAT GAA TT-
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3" B KR E K 51°C, PCR 7E System 9700 PCR X
347 (Applied Biosystems A F])
1.4 FIILEFEMRES T

DNA I 77 ph b o i 3% 3k B A w58 A, LA
DNAstar BUE0E 17 4% 1 R A& L 7R 17 571 He x| bk
HEE I [ Macaca mulatta] SAMHD1 ¢DNA J751Hy .
NM _001271642. 1 ; Fr HE 18 7] %% [ Macaca mulatta ]
SAMHDI1 Z 27414 . NP_001258571 ,

439 Predictprotein . SWISS-MODEL % {4 #17
B AR GO = s pG T
1.5 SNaPshot 2 Z& M

SNP (1) BUKGIM K | SNaPshot 4 A | B 3 F5¢
FEARIC LA HE AE 1 J5UHE Y or FHR L AR T o AR
2 AL R EE A W] 3T 3730XL 75 58

2 #HR

2.1 HEIEAE Samhdl EEHFX cSNP £ 5
P i

PRI 20 HUE A% 4 1fi. RNA , 13 %% 5% PCR )5 it
TR LX) (2 BT 5124 NCBI |28 7 () Samhdl
cDNA J#41] ,NP_001258571) ,—FL36 3] 11 A5 47
RO T REI A N i SAM Z5 R 5k 55 4% X HD
LERIAN C o (£ 1) ,Jﬁﬂﬁm DNAstar 3% 4347
BRI IR 7 41 Fe X, R B 5 AN 28 A8 7 45K
A SLBRAE | 1E Samhdl St X1 A7 B B 15
bp (C/G) . 320 bp (C/T) . 547 bp (G/A) . 552 bp
(A/T).839 bp (T/C)” (K 1), H v G183S,
E184D V280A ZM G 7E HD 45 #498§ | ; S1I07L 43 AR 7E
SAM Z5H93 | ; DSE 3 A 7E N vmdE 455 |
2.2 3FER X cSNP X SAMHD1 EH Z R L&
A

Predictprotein 73 Hr 45 R 7,5 KR L
cSNP 77 5 A8 520 T SAMHDI1 25 Y — 2R 454,
HLRW), TE 264aa 1 8 T — 1 o BRGELSH9 722 % B
)2 ,530aa FHEIIN T —4> o B25E, 295aa Kl Y
EH RSO R 51 5] 540aa T, B 45 1ok
RABACE 2, WA 1) o (H 2 Fl B 280aa B
183aa Fll 184aa MYZALHT , A A3 A 48 R /s I A 5 |
A AR AR (EIRSIH) .
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B 1 fH SAMHD1 B4 F a4 & SNP 434 & il

Fig.1 Protein structure and SNP distribution in SAMHDL1 of the rhesus macaques

"1 EWHE samhdl FER 2828 5

Tab.1 samhdl nucleotide mutants of the rhesus macaques

E ARy AR 15 (bp) AT iR s AE FIEFRA H (aa) HILR R
N ¥ 15 C->G 5 D-E( RAHR-B AR )
168 C->T 56 /
SAM [X o
320 C->T 107 S-L( £ & [R5 E R )
X 396 C->T 132 /
528 G->A 176 /
HD K 547 G->A 183 G-S(H &= R-22 %R )
552 A->T 184 E-D(AER-KRAHIR)
839 T->C 280 V-A (A RR-N AR
1125 A->G 375 /
C ¥t 1692 C->G 564 /
1752 C->T 584 /

2.3 JERIX ¢SNP 3 SAMHD1 EHIhgE I &M

T cSNP X%F SAMHD1 2& [ 3 fE 0 5% i,
JH SWISS-MODEL %% 4% SAMHD1 25 [ A [) 5 44 4§,
HATEERG T

E 3A T/ samhdl JE[H SAM S5 ¥4 38 1 = 2 45
P AT HIT I S b ) SRR v 38 Ao 2 Ak 43 B 1R 3 19 52
W) Vpx % SAMHD1 UM 9 007 0, Horh G5 21 18
HRAY S107L A 5, 5B S107L 2R % Vpx B A X
SAMHDI1 [P fUSE

& 3B M samhdl FEH HD G5 880 =9 454 7
rE, 7T LAE 2] G183S E184D  V280A =M i34
A3 TR FR A T, HL R SC R R L HTAY T A
(ZREapRih) FE o, Hrp V280A 4b T2 F1 B i 14
s (TUTREHS A, ) A4S T AL, 280 T & 35 B 45 W I,
AIRESS M E) SAMHD 19 it 0% R — Wi R /K fidk
Ml f AL T 1 5 T G183S \E184D WM i Y4943 4 75 [V
FE )15 10, (HL SCRR P i 38 9 — 28 0] BE RZ ) Vpx X
SAMHDI 5k 5 057 5 A7 T2 U7 & (AN & 3B
“IUIRE” R 5 sk AL ), BT LU REHEBR G183S .,
E184D Wi M 5 4521 SAMHDI1 5 Vpx 454 Ay nf
BEPE(E 3 WA 1),
2.4 HEESHEK SNP i SHENE

45 & A AT IR A LR AR A A, R H
SNaPshot F{ AN 138 H it [t M it 47 1 5E P 437

FFEIESZ 75 R oSNP i 4, 8 3 SNaPshot il A&
B 138 H A EAE A o C15G LR R (5 2. 17% ;
C320T MFERIATIHE N 6. 88% ; G54TA HY KL KM %
13. 41% ; AS52T [ FERI K 4. 35% ; T839C 13t
BRI R 17. 39% ,3X 5 A s Y AT H5E Sy SNP (i
FIR KT 1% ) . BINEEIL G547A Fl T839C 17
TERR I E RO R, P 21.01% , XA
GBI SRAT o0, AR S LR B T 6 Fh g AR B A
RY(HRYE 5 A~ cSNP 2L i B I JS I, B 1E 5
RRIFIR K - ConrCo-GA---T---)  TEIE WL FE 2,
F2  EAME samhdl 528 FEPITY K L &
Tab.2 Mutant genotype and ratio of rhesus macaque samhdl

G LI A

i (+++15b p---320 bp---547/552 bp---839 bp--+) HA(%)
RM1 e eGeer CorrGA T 1.81%
RM2 oG T GA - T 5.80%
RM3 i CoerCor AA- T 5.07%
RMA4 rCore oo G Toee T 3.26%
RM5 -C-+-C++-GA-+-C-++ 7.97%
RM6 i€ CoAA--Coe- 6. 88%

I RARATBRA R

Note ; Nucleotide mutants are marked with “_".
3 itig

SAMHDI == 57 B2 40 i | B 40 it Sl Y Y
A0 B 2 IR 4 B SEE R AN L SR B CD4* T
A Pkt . SAMHDI ELAA i R /K ffk B 1, <2
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AGTP (I, B HIV-1 %2 5 1% B s 2 308 o At 20
JEN ANTP K7 i dNTPs (9 7KF- KT
P 75 1 A T B K F, T DD B HIV-1 336 5 53 ir
TRV 5 3% — S PR AR “ BT TR EFE IR,
98 & B SAMHDI XF HIV-1 % % il B4 B 5 i bR
HIFER B AT LAgE HIV-2 1 SIV ZRA% ) Vpx 2 1135
PP FAh, AL Vpr B AR B RE T
2011 4F, Powell et al ilid DIRESLIRFRE] T 20 215
SAMHDI % 1 Iy fig £ 3¢ i & 3 iR ok 56 17 5,
2012 4F | Lim et al 314 1F M 3£ £ 14 2 6 A2 5
PR % KLV 5 AT BE S Vpx X SAMHDI FUserE
PR, R B 7 2 ) 288 XoF F SAMHD1 (409
BEDIRERE T RE S AR AR A,

JE ] X cSNP B 51 B4 072 T 4 LA H R B AR
N iE =R R A e G N 1h- AL R e = DR
B, DOFP AR R T EUE YIRS ) B R
Rt , A58 FE 2504 T SAMHDI 431 1) 4 i [X
i) X SNP i 5,

FNZEARL , ZE 24k 3 #8 v fE R SAMHD1 43
T FAETES K HEE Y SNP 7 5, 2012 4F, Coon et al
4 0T N samhdl e R £ 25 M B, & B SNP
(1s1291142) 5 SAMHD1 # 3k & i 2 4 %7
I, FATTRHE T SAMHDI 431~ 1) 4 % [X. 28 28 15 1
HEAT T REEA I A, S 5 AN S 8k 4 e Ak
] 3L cSNP, 7€ 1 b 2 (5 7 8¢ 1 0 R, v
G183S E184D V280A 43+ 1 FL 1 I 7K fiff: 1t 1% 14 1)
HD Z5#450 F 5 S1I07L 43 i 75 2 5 8 1 -2 H i 1 -
RNA HHEAEFAY SAM 254438 I,

T HIWTX L cSNP 2 75 Rl i 21 2 5 2
i, FRATEHEAT T 28 (5 45 A8 AN Ty e T0I 43 A
FHEAEXT SAMHDL 4% = REE I 53 BT & I,5 4~
¢SNP #1 G183S E184D  V280A =M i fe A 1l fig
S ER (I D) RE AN S5 4, fE A5 b ik = A4
DS T AR HD Z5H3E A T —1 o WREEI B R 2
(AR — N F B AE A O A R X =4 eSNP
BRI & A T B 5 76 = 4549 I, V280A 1E 4T
b T2 R L (MRS ) 4% FAd LT
& A L AT RE S ) SAMHD A% R 7K fif
B IG M A A1, & B S107L 5 STk Fh il Y ]
AESUIRG T Vpx & (% SAMHD1 SUSME 37 15 &
A U S WA KT R SR EE AR

fit, DSE A/ TEEMEASME L, ik
A B AR B (D RE IR SRR H AR SOk,
SAMHD1 £ 1% N dmfe s 5 3w A0 AR, i
DIA Rt — 2 A S 00 06 F 300 SR 52 56 560 1 X 26437
MEPORFRIIEA O, MU & A5 SIV A
PEfb I AR o R TR

XU R 22 5 AT RR S R T R R
SR | TRk SAMHDI Hi95 2 ML ) ik — 25
WFFE & T 8T 1 ¥ A, R AT 2238 4 43 0 X e
SAMHD1 |- & 3L HY 6 F 3k PR A 47 25 1 D R S 56
Bk
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