
痛風と高尿酸血症
洛和会音羽病院　総合内科　池田宜央 
監修：神谷　亨

clinical question 2016年8月8日

分野：代謝 
テーマ：診断・治療



58歳男性　右足の痛み

• 前日に右母趾のぴりぴりした感じがあり 
夜寝ている間に我慢できないくらい 
痛くなって真夜中に救急外来を受診 

• 体重をかけれないぐらい痛い 

• 高血圧を指摘されているが放置している

診断は？



Clinical Questions

• 痛風発作の診断はどうする？ 

• 痛風発作の急性期治療はどうする？ 

• 慢性期の高尿酸血症の治療はどうする？



痛風発作

• 尿酸ナトリウム結晶が 
沈着して起こす炎症である 

• 尿酸ナトリウム結晶が 
確認できれば確定診断となる

偏光顕微鏡像

グラム染色像

偏光顕微鏡像
z軸

z軸



痛風発作の診断
• 関節穿刺はいつでも簡単にできるわけではない 
特に小関節の穿刺は慣れていないと難しい 
アイルランドのプライマリケア医を対象とした調査では 
痛風と診断された人のうち関節穿刺がなされたのは３%であった 

• しかも、尿酸ナトリウム結晶が見えなくても 
痛風は完全には否定できない 

• じゃあどうやって診断するか？

Ir Med J. 2008 ;101 :147-149.



痛風発作の診断に役立つ所見
感度 特異度 陽性尤度比

急性発症、関節の腫脹 
疼痛、２週間以内の改善 98% 23% 1.27 

(1.08-1.50)

関節を超える発赤 92% 62% 2.44 
(2.19-2.73)

痛風結節（確定） 30% 99%
39.95 

(21.06-75.79)

痛風結節（疑い） 20% 100% 33.99 
(10.71-107.85)

血清尿酸値が >6mg/dL 67% 78%
３.0 

(0.85-10.57)
血清尿酸値が男性 >７mg/dL  

女性 >６mg/dL 57% 92%
7.61 

(5.31-10.91)

Podagra 96% 97% 30.64 
(20.51-45.77)

Ann Rheum Dis. 2006; 65: 1301-11.



• Podagraとは第1MTP関節の再発性の関節炎 

• 痛風発作は典型的には中年以降の男性に起こる
24時間以内に完成する急性かつ重篤な 
下肢の単~少関節炎で時に広範囲の発赤を伴う 

• 穿刺液が得られなくても、上記の特徴があり 
繰り返しているなどのエピソードがあれば 
臨床的に痛風と診断して良い



2015 ACR/EULAR criteria
• Step 1　診断基準の適応 
少なくとも１つ以上の関節/滑液包の腫脹、疼痛が
ある場合にこの診断基準は適応される 

• Step 2　結晶の検出 
症状のある部位からの検体で尿酸ナトリウム結晶が
同定されれば痛風と診断される 

上記を満たさなければStep 3 へ
Arthritis Rheumatol. 2015; 67: 2557–2568.



• Step 3　スコアリング（合計23点）

Clinical 部位 足首か中足部(第1MTP関節以外)
第1MTP関節を含む

１点 
２点

関節を超える発赤 
痛くて触れない 

痛くて活動制限あり

左記のうち：１つ 
２つ 
３つ

１点 
２点 
３点

痛みが24時間以内に最大となる 
かつ14日間以内に改善 

かつ間欠期には症状は完全消失

典型的なエピソードが１回 
典型的なエピソードが２回以上

１点 
２点

痛風結節 あり ４点

Laboratory 血清尿酸値

< 4 mg/dL 
6-8 mg/dL 
8-10 mg/dL 
≧ 10 mg/dL

-４点 
２点 
３点 
４点

関節液、滑液の検査 尿酸結晶なし -２点

Imaging 症状のある部位のエコー 
or dual-energy CT

double-contour sign陽性 
or 尿酸の沈着あり ４点

レントゲン 骨びらん ４点



検査特性
• ８点以上をカットオフとすると、感度92%、
特異度89%という検査特性であった 

• 臨床所見と血清尿酸値のみで、画像検査や 
尿酸結晶の有無が不明である場合は感度85%

特異度78%であった 
検査未施行の場合や、血清尿酸値 4~6mg/dLの場合は各項目０点とする

• 画像検査の点数が高い…



• 第1MTP関節が最も多い（平均で73%と報告される） 

• 全身どこにでも結晶は沈着しうる 
関節のみならず、腱鞘滑膜炎や滑液包炎の形を 
とることも時々ある 

• 脊椎に結節を形成し、脊髄圧迫による下肢の麻痺を生
じた報告なども存在する

どの関節が侵されるか？

Neurol India. 2015; 63: 284-5.
J Radiol Sci 2011; 36: 73-78.

BMC Musculoskelet Disord. 2016; 17: 69.



肘の滑液包炎は時々出会う

• CKDのある50歳男性 
肝硬変とSBPで入院中に 
右肘の疼痛、発赤が出現 

• 元々痛風発作の既往あり 
今回も痛風性肘滑液包炎と
考えられたが…



穿刺液をグラム染色すると…

• グラム陽性球菌が見える！
(尿酸結晶も検査室では 
指摘された) 

• 培養検査でMRSAを検出し
抗菌薬治療を要した



感染の合併に注意

• たとえ、穿刺液で痛風結晶が見えても 
油断してはいけない 

• まれに痛風発作と感染性関節炎が合併するので
穿刺液はグラム染色し培養に提出しよう 
※合併例は多くの場合、膝や肩などの大関節で 
外傷や痛風結節の自壊により感染を来す

Rheumatology 2003; 42: 1062–1066.



画像検査

• 一般的に急性期の痛風発作に対して画像検査は 
診断に寄与しないとされていた 

• 10年ぐらい経過した慢性の痛風性関節炎であれば 
骨びらんなどの変化がレントゲンでも見られる 

• 最近はエコーやdual energy CTなど新しい 
画像検査の有用性が報告されている AJR 2013; 201: 515–525.

Skeletal Radiol  2014; 43: 277–281.
Arthritis. 2013; 2013: 673401.



痛風の関節エコー所見

• エコーによるDouble contour signは、 
痛風以外の関節炎ではほとんど認められず、 
非常に特異度の高い（ほぼ100%）所見である

Rheumatology 2007; 46: 1116–1121.
Med Ultrason 2015; 17: 535-540. 

joint are due to nocturnal reabsorption of this fluid, leading to
increased MSU concentrations.

How can the differential distribution of formed tophi, unformed
tophaceous material and microtophi in first MTP joints hypothet-
ically be explained? With range of motion, unformed material
shifts within the joint capsule. In the dorsal compartment of the
MTP joint, tophaceous material meets the flexible proximal cul-de-
sac and is being pushed against the synovial lining where it may
form microaggregates. Distally, joint capsule and extensor tendon
are firmly attached to the proximal phalanx. With dorsiflexion,
tophaceous material is impacted against the ungiving proximal
dorsal margin of the proximal phalanx. Since tophi are known to
form on pressure points [23], this appears to foster consolidation
in this location. Similarly, flexion and expansion of the joint
capsule at the medial compartment with range of motion will
impact unformed tophaceous material against metatarsal head
and proximal phalanx and foster consolidation to formed tophi
here (Figs 3 and 4).

In vitro, gouty tophi are surrounded by an inflammatory
reaction, a rim of macrophages, lymphocytes and large foreign
body giant cells [24]. This may explain our in vivo finding of an
anechoic rim surrounding tophi. Sonographically, tophi (but not
invading synovial tissue) were closely associated with bony
erosions. The inflammatory cells surrounding tophi seemed to
attack bone if contact was made. This may also be an explanation
why tophi can erode completely into bone.

US was found to be more sensitive in detecting bony erosions in
rheumatoid arthritis when compared with radiography [25–29].
Although we did not systematically compare ultrasound findings
with conventional radiography in all patients in this study, it
seems likely that ultrasound can also detect erosions in gout with
greater sensitivity than radiography. In support of this hypothesis,
two examples of early gouty erosions detected by sonography
but not by conventional radiographs are shown (Fig. 3). If left

untreated, visible tophi develop years after a first gout attack [30].
With US, we found tophaceous material in joints affected by the
first attack (Fig. 3).

Some limitations of our study should be mentioned. First, it
is not known how long hyperuricaemia must be present before
crystalline precipitate can be seen sonographically. All but one
patient had disease duration of greater than six months. At least
19 of the 23 gout patients had elevated levels of SU within the
6 months preceding the ultrasonographic examination, suggesting
undertreatment. It is possible that early cases of gout would be
missed. Future studies may address the utility of our findings in
newly diagnosed patients. Secondly, it is not known how quickly
these precipitates dissolve after normouricaemia is achieved with
treatment. Longitudinal studies may shed light on this question.
Thirdly, since this is a retrospective study, it is unclear how many
cases of gouty arthritis will be recognized if the examiner is
unaware of the patient’s final diagnosis. This issue is partially
resolved in this study by review of all images by the second
investigator who was blinded to the patient’s diagnosis, and yet
assigned the sonographic image to the correct diagnostic group in
36/37 cases.

In patients with typical clinical signs and the double contour
sign, hypoechoic to hyperechoic, inhomogeneous material sur-
rounded by a small anechoic rim, representing tophaceous
material and erosions adjacent to tophaceous material on US, it
may be possible to make a diagnosis of gouty arthritis and begin
treatment without performing a needle aspiration of the acutely
inflamed joint or suspected tophus.

The importance of accurate diagnosis and treatment of gout
should not be underestimated for a number of reasons: the likely
need for lifelong therapy, reduction of co-morbidities associated
with hyperuricaemia, in particular, cardiovascular and renal
disease as well as progressive functional loss. The diagnostic
potential of US as a readily available, non-invasive tool therefore

control

gout

chondrocalcinosis

c

c

c

b

b
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FIG. 5. Comparison of sonographic appearance of normal control, gout and chondrocalcinosis in knee joints. Suprapatellar, transverse view in flexion. Schematic
illustrations on left. Top: anechoic (black) layer of hyaline cartilage (c) overlying bony contour of distal femur (b). Middle: double contour sign. Hyperechoic (bright), slightly
irregular layer of crystal deposits (open arrowheads) overlying anechoic hyaline cartilage (c) and bony contour of distal femur (b). This patient had crystal-proven, untreated
gouty arthritis. The hyaline cartilage is thin in this 88-yr-old individual. Bottom: hyperechoic, crystalline material (asterisks) is layered in the centre of the anechoic hyaline
cartilage (c). This layer parallels the outline of the bony cortex (b). Calcium pyrophosphate crystals were found on aspiration.
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• Double contour sign　２重の輪郭線 
硝子軟骨などの周囲に高エコーのラインが見える 
連続性でも非連続性でも、どちらでもよい

Martel reactions (overhanging margins) [11] were observed as
delicate, egg-shell-like bony protrusions in one MTP and in one
MCP joint. They appeared to overlie invading tophi, with the
anechoic rim that surrounds the tophus separating overhanging
bone and tophus (Fig. 3).

Synovial hypertrophy in gout patients appeared sonograph-
ically as a concentric thickening of the synovial membrane
(Fig. 2). Villous hypertrophy, as seen in rheumatoid synovium,

was not observed. Hypervascularized synovial tissue was detected
by power Doppler exam in two MTP joints of patients without
clinical signs of acute gout. This was also seen in one control
patient with psoriatic arthritis. We found no evidence for
hypertrophic synovial tissue invading subchondral bone in gout
patients.

Fluid collections were seen in 17 of 23 (74%) MTP joints of
gout patients and 8 of 11 (73%) MTP joints of controls.

The second rheumatologist, blinded to patient diagnosis, was
able to correctly identify 36 of 37 (97%) images of gouty joints
when these were juxtaposed to joint images of controls.

Discussion

The first descriptions of gout can be traced to the dawn of
recorded medical history. Still, questions remain regarding the
diagnosis of gout [12]. Demonstrating the presence of MSU
crystals in aspirated joint fluid or tophus is considered the gold
standard [6].

Over the past few years, there has been a growing interest in US
in rheumatology [13–15]. Advantages include: lack of radiation,
low cost, repeatability, patient friendliness, multiplanar imaging
capability, high resolution, dynamic assessment and its efficacy as
a method of guidance for invasive procedures. The physics of US
makes it an ideal tool to detect crystalline material in soft
tissues. It has long been used to detect calcified gallstones and uric
acid renal stones. US visualizes tissues as acoustic reflections.
Crystalline material found in gouty joints reflects ultrasound
waves more strongly than surrounding tissues such as unminer-
alized hyaline cartilage or synovial fluid and can thus be readily
distinguished. Ultrasonographic investigation, in this study, could
detect deposition of MSU crystals on cartilaginous surfaces,
as well as tophaceous material and typical erosions. We found
the double contour sign exclusively in gout (P< 0.001, Fisher’s
exact test). This band had a slightly irregular surface. This seems
to represent crystalline precipitates of MSU; it was not seen in
control patients. This sonographic finding is consistent with
older histopathological studies that showed a particular predilec-
tion for uric acid to crystallize on the surface of hyaline cartilage
[3]. Chondroitin sulphates and phosphatidylcholine, constituents
of hyaline cartilage, have been reported to foster crystallization of
uric acid in vitro [16].

Bone

Crystal deposition
Hyaline cartilage

FIG. 1. Ultrasonographic finding in longstanding hyperuricaemia: outline of
metatarsal head (arrows), slightly irregular echogenic deposition (arrowheads)
on hyaline cartilage (anechoic line paralleling bony contour of metatarsal head).

TABLE 2. Demographics of patients in the control group, their underlying diseases and involved joints

Patient Age Sex Race Joint Diagnosis

1 84 F Unknown Knee Pyrophosphate arthropathy
2 46 F Caucasian MTP 1 Rþ L Retrocalcaneal bursitis
3 40 M Caucasian R ankle, L knee Inflammatory oligoarthritis
4 30 F African American R elbow Sarcoidosis
5 63 F Caucasian MTP 1 L RA
6 56 M Hispanic Elbow Lateral epicondylitis
7 42 F Asian Knee OA
8 54 F Caucasian MTP FMS
9 31 F Caucasian MTP FMS

10 74 M Caucasian Knee OA
11 43 M Caucasian MTP Psoriatic Arthritis
12 80 M Caucasian Knee Muscle Fibre Tear
13 66 F Caucasian Shoulder, Knee Bursitis, Tendinitis
14 35 F Caucasian Elbow FMS
15 ? F Caucasian Knee Pyrophosphate arthropathy
16 64 F Caucasian Knee OA
17 41 M Caucasian Elbow OA
18 57 M Hispanic MTP Psoriatic Arthritis
19 62 F Caucasian Knee OA
20 87 F Caucasian Knee Pyrophosphate arthropathy, OA
21 37 F Caucasian Knee FMS
22 68 M Caucasian MTP OA
23 48 F Caucasian Elbow RA

OA: Osteoarthritis; RA: Rheumatoid Arthritis; FMS: Fibromyalgia
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by power Doppler exam in two MTP joints of patients without
clinical signs of acute gout. This was also seen in one control
patient with psoriatic arthritis. We found no evidence for
hypertrophic synovial tissue invading subchondral bone in gout
patients.

Fluid collections were seen in 17 of 23 (74%) MTP joints of
gout patients and 8 of 11 (73%) MTP joints of controls.

The second rheumatologist, blinded to patient diagnosis, was
able to correctly identify 36 of 37 (97%) images of gouty joints
when these were juxtaposed to joint images of controls.

Discussion

The first descriptions of gout can be traced to the dawn of
recorded medical history. Still, questions remain regarding the
diagnosis of gout [12]. Demonstrating the presence of MSU
crystals in aspirated joint fluid or tophus is considered the gold
standard [6].

Over the past few years, there has been a growing interest in US
in rheumatology [13–15]. Advantages include: lack of radiation,
low cost, repeatability, patient friendliness, multiplanar imaging
capability, high resolution, dynamic assessment and its efficacy as
a method of guidance for invasive procedures. The physics of US
makes it an ideal tool to detect crystalline material in soft
tissues. It has long been used to detect calcified gallstones and uric
acid renal stones. US visualizes tissues as acoustic reflections.
Crystalline material found in gouty joints reflects ultrasound
waves more strongly than surrounding tissues such as unminer-
alized hyaline cartilage or synovial fluid and can thus be readily
distinguished. Ultrasonographic investigation, in this study, could
detect deposition of MSU crystals on cartilaginous surfaces,
as well as tophaceous material and typical erosions. We found
the double contour sign exclusively in gout (P< 0.001, Fisher’s
exact test). This band had a slightly irregular surface. This seems
to represent crystalline precipitates of MSU; it was not seen in
control patients. This sonographic finding is consistent with
older histopathological studies that showed a particular predilec-
tion for uric acid to crystallize on the surface of hyaline cartilage
[3]. Chondroitin sulphates and phosphatidylcholine, constituents
of hyaline cartilage, have been reported to foster crystallization of
uric acid in vitro [16].
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Rheumatology 2007; 46: 1116–1121.



• 異なるエネルギーを用いて
尿酸結晶を検出するCT 

• 尿酸結晶の検出は感度、 
特異度共に優れるらしい 

• ただしCPPDとの鑑別は 
困難とされる

patients, according to the distribution criteria as described.
Table 1 shows the prevalence within each scanned area.
Prevalence within individual anatomical structures is shown
in Table 2, grouped by geographical area. Table 3 shows
anatomical structures in order of prevalence. The 1st MTP
was the most common site (57.4 % of patients), followed by
the Achilles tendon (35.8 %), ankle joint (25.7 %), and triceps
tendons (23%). The elbow joint, suprapatella bursa, and ankle
collateral ligaments were among the least common of the
affected sites. No intra-osseous, intramuscular, or subcutane-
ous gout was observed. Discussion

Ninety percent of the first gout attacks are monoarticular [3].
Gout affecting the first metacarpophalangeal (MTP) joint, also
called podagra, is generally accepted as the most common site in
clinical and radiographic studies [5, 11, 15, 16], but it is thought
that almost any joint can be affected, with the lower limb being
more commonly affected than the upper limb [11]. Clinical data
on the distribution of gout has been reported as part of several
studies [17–21]. The 1stMTPJwas themost commonly reported
site (61–82.1 %). Knees rates ranged from 4.3–32 % and ankle
rates from 12–15%. Upper-limb rates were generally lower with
quoted PIP rates of 9.8 %, MCP 5.7 %, wrist 0.7–10 %, elbow
3–10 %, and shoulder rates of 1 %. In many quoted figures,
joints were grouped making analysis difficult. This included
elbow wrist or hand (7–8 %) [18], “5 % exclusively upper

Fig. 2 3D reconstruction of the same patient showing bilateral 1st MTP
joint, right 4th IP joint, and multiple tarsal joint foci of urate deposition.
The green color seen at the nail beds is artifact

Table 1 Distribution by
general area Area Number of

patients affected
(n =148)

Patients
affected
(%)

Lower limb

Foot 101 68.2

Ankle 79 53.4

Knee 83 56.1

Upper limb

Hand 25 16.9

Wrist 25 16.9

Elbow 41 27.7

Table 2 Urate distribution by anatomical structure

Area Number
of patients
affected
(n=148)

Number of sides/
limbs affected
(n=296)

Patients
affected
(%)

Sides/limbs
affected
(%)

Hand
IP 12 19 8.1 6.4
MCP 13 22 8.8 7.4
Tendon 16 24 15.6 8.1

Wrist
Carpus 24 37 16.2 12.5
Tendon 8 13 5.4 4.4

Elbow
Joint 4 4 2.7 1.4
Olecranon bursa 13 18 7.2 6.1
Triceps tendon 34 44 23.0 14.9
Other 3 5 2.0 1.7

Foot
1st MTP 85 132 57.4 44.6
Other MTP 34 52 23.0 17.6
IP 10 12 6.8 4.1
Tarsal joint 28 46 18.9 15.5
Other tendon 7 9 4.7 3

Ankle
Joint 38 57 25.7 19.3
LCL 2 4 1.4 1.4
MCL 8 10 5.4 3.4
Peroneal tendon 22 27 14.9 9.1
Achilles tendon 53 78 35.8 26.4

Knee
Popliteus 30 45 20.3 15.2
Meniscii 31 35 21.0 11.8
Cruciate 24 34 16.2 11.4
Quadriceps tendon 24 38 16.2 12.8
Collateral ligaments 13 21 8.8 7.1
Patellar ligament 18 19 12.2 6.4
Suprapatellar bursa 2 3 1.4 1.1
Pre patella bursa 24 28 16.2 9.5
Articular cartilage 5 9 3.4 3
Other 4 4 2.7 1.4

Skeletal Radiol (2014) 43:277–281 279Dual-energy CT

Skeletal Radiol  2014; 43: 277–281.

緑色が尿酸結晶の沈着を示す



痛風発作の診断に関して

• 痛風発作の診断は既往や、疼痛部位、 
臨床経過などから臨床診断可能である 

• ただし、穿刺可能であればなるべく穿刺して、
感染の合併も考慮して必ず培養に提出する 

• 画像検査としてエコーは簡便で有用性が高く 
CTも診断に役立つ場合がある



痛風発作の治療



痛風の急性期の治療
• NSAIDs、コルヒチン、ステロイド  
どれが効果は優れるということはない 
単関節ならステロイド関節内注射も良い 

• 24時間以内に治療を開始したほうが良い 

• 腎機能や糖尿病、薬物相互作用などを 
考慮して使用薬剤を決定する

Arthritis Care Res 2012; 64: 1447–1461.



投与方法（痛風発作の治療）

処方例 副作用 注意事項

NSAIDs
ナプロキセン： 
初回400～600mg 

その後200mgを１日３回

消化管出血 
腎障害

消化性潰瘍の既往や 
腎機能など投与前に 

チェック

コルヒチン 0.5mg１日２回 
(Loadingで1mg)

嘔気、下痢など 
消化器症状

腎機能など投与前に 
チェック

ステロイド
PSL0.5mg/kgから開始し
7~10日間で漸減終了

高血糖、高血圧 
不眠など

糖尿病など投与前に 
チェック



慢性期の高尿酸血症の治療



治療を行う前に考えること

• 痛風発作を伴う高尿酸血症は尿酸降下療法の 
適応となり食事、運動療法や薬物治療が必要となる 

• 高尿酸血症がある人は心血管イベントのリスク、 
死亡率が高く、介入すべき問題が多数あることが 
予想される 
➡外来担当医にとっては長いお付き合いになる



痛風は単なる関節炎ではない
• 高尿酸血症と高血圧症には強い関係がある 
高尿酸血症は高血圧発症のリスクである 

• 痛風の既往は心血管イベントだけでなく、 
全死亡率を上昇させる 

• 高尿酸血症は慢性腎臓病の発症、進展の 
リスクである

N Engl J Med. 2008;359:1811-21. 

Ann Rheum Dis. 2015;74:631-634.

Am J Kidney Dis. 2013;61:134-146. 
BMC Nephrology 2014;15:122. 

Ann Rheum Dis. 2012;71:924-928.



痛風発作はチャンス！
• 痛風発作は自覚症状が強いため、病院嫌いでも 
ほぼ間違いなく受診してくれる 

• 重要なのは痛風発作でなく、生活習慣病などの
評価と治療だが、しばしば無視されている 
イギリスのプライマリケア医を対象とした調査で痛風と診断した患者で
eGFR、血糖値を記録していたのはそれぞれ11%、53%のみであった 

• 頑張って外来へ繋げて、高尿酸血症やその他の 
合併症に介入しよう！

BMC Family Practice 2013, 14: 170. 



介入前にチェックすべきこと

• 尿酸が上昇しやすい基礎疾患を持っていないか？ 

• 尿酸の上昇しやすい薬剤を使用していないか？ 

• 肥満、糖尿病、高血圧、脂質異常症、慢性腎臓病、
心疾患、尿路結石などの合併症はないか？



尿酸値を増加させる薬剤、疾患

• サイアザイド、ループ利尿薬、ナイアシン、 
ピラジナミド、カルシニューリン阻害薬など 
アスピリンも尿酸値を上昇させる  

• プリン体の代謝障害（Lesch-Nyhan症候群など） 
乾癬（表皮細胞の代謝亢進） 
骨髄、リンパ増殖性疾患



生活習慣の改善指導は必ず行う！
• 発作を減らすことが示された食事療法はないが 
飲酒、内臓肉、果糖を含む食品などは避けたほうが
よいとされている 

• 乳製品やカフェイン、さくらんぼなどは尿酸値を 
低下させる可能性がある 

• 糖尿病、高血圧、脂質異常症など合併している場合
必ず適正な減量や運動、生活習慣などの指導を行う 

• 可能であれば、利尿薬などは中止する
Arthritis Care Res. 2012; 64: 1447–1461.
Arthritis Care Res. 2012; 64: 1431–1446.



• ビールもワインも何でも 
発作のリスクを上昇させる 

• 消費量は多いほど 
発作のリスクを上昇させる

アルコールは 
何を飲んでもダメ

Am J Med.  2014; 127: 311-318. 

vs !850 mg), diuretic use, allopurinol use, colchicine use,
and NSAID use with alcohol intake in the prior 24 hours.
Finally, we assessed the independent effect of each specific
type of alcoholic beverage with conditional logistic

regression adjusting for potential confounders listed above as
well as consumption of the other types of alcoholic
beverages.

RESULTS
There were 724 participants (mean age 54 years) who com-
pleted both hazard and control period questionnaires over
a consecutive 12-month period between February 2003
and January 2012. As shown in Table 1, the majority of
participants was male (78%), obese (mean BMI 32 kg/m2),
and white (89%). Participants were recruited from 49
states and the District of Columbia. Of these participants,
614 (85%) met the ACR Preliminary Classification
Criteria for Gout. Approximately 48% were on urate-
lowering therapy (allopurinol: 44%; other: 4%); 25% used
colchicine for prophylaxis or gout attacks, while 38% used
NSAIDs for prophylaxis and gout attacks.

During the 1-year follow-up period, there were 1434 gout
attacks, primarily occurring in the lower extremity (92%),
particularly in the first metatarsophalangeal joint, and had
features of maximal pain within 24 hours, or redness (89%).
Eighty-nine percent of these gout attacks were treated with
colchicine, NSAIDs, systemic or intra-articular glucocorti-
coids, or a combination thereof.

Approximately 44% of subjects reported any alcohol
intake during hazard, control, or both periods. The mean
number of standard servings of alcohol was 1.0 during a
control period and 1.4 during a hazard period. The risk of
recurrent gout attacks increased as the amount of alcohol
consumption increased (Figure 2). While having up to one
drink in a 24-hour period did not increase the risk of attack
significantly (odds ratio [OR] 1.13; 95% confidence interval
[CI], 0.80-1.58), consuming >1-2 drinks in a 24-hour period
was associated with 36% higher risk of recurrent attack
(OR 1.36; 95% CI, 1.00-1.88), compared with those with no
alcohol intake in that period, indicating that a moderate
amount of alcohol intake within a 24-hour period may in-
crease the risk of recurrent gout attacks (Table 2).

When we limited our analyses to only those subjects
who fulfilled the ACR Preliminary Classification Criteria for

Number of servings of alcohol in prior 24-hour period 
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Spline regression depicting the relation of total alcohol intake 
to the risk for recurrent gout attack.

Figure 2 Effect of alcohol consumption on risk of recurrent
gout attack.

Table 2 Total Alcohol Intake Over the Prior 24-hour Period and the Risk of Recurrent Gout Attacks

Number of Servings of Alcohol
Over the Prior 24-hour Period

Number of Hazard
Periods (n ¼ 1434)

Number of Control
Periods (n ¼ 946) Crude OR Adjusted OR* (95% CI)

0 856 1222 1.0 1.0 (referent)
>0-1 93 145 1.12 1.13 (0.80-1.58)
>1-2 121 185 1.26 1.36 (1.00-1.88)
>2-4 178 223 1.60 1.51 (1.09-2.09)
>4-6 94 105 2.13 1.87 (1.19-2.93)
>6-8 48 40 2.65 2.33 (1.28-4.24)
>8 44 26 3.90 3.13 (1.63-6.02)
P for linear trend <.001

CI ¼ confidence interval; OR ¼ odds ratio.
*Adjusted for purine intake, allopurinol or other urate-lowering therapy, nonsteroidal anti-inflammatory drug, colchicine, diuretic use, and water intake

in prior 24-hour period.
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• 尿酸の半分以上は体内での
代謝産物として産生される 

• 食事療法のみでは尿酸値の
コントロールは困難である

食事療法のみでは不十分

N Engl J Med. 2011;364:443-52.



尿酸降下療法の適応
• 痛風を起こし、かつ以下のうち１つを認める 
①痛風結節を伴う 

②年２回以上の痛風発作 

③ CKD　Stage２以上（GFR<90mL/min） 
④尿路結石の既往

Phys Sportsmed. 2011; 39: 98-123.
Arthritis Care Res. 2012; 64: 1431–1446.

Lancet. 2016 Apr 21. 



第一選択薬はアロプリノール
• 腎機能に応じて用量調節が必要である 
少量から開始し、2~4週間ごとに評価し 
投与量を調整する 

• 治療目標は血清尿酸値6mg/dL未満 

• アロプリノールが使用できない場合には
フェブキソスタット（フェブリク®）や 
プロベネシド（ベネシッド®）を使用する



痛風発作予防薬
• 慢性期でも尿酸降下薬を開始すると痛風発作が増える 

• 尿酸降下薬内服中に痛風発作をきたすと、 
服薬コンプライアンスの低下を招いてしまうので  
痛風発作予防も同時に行うことが推奨される 

• コルヒチン0.5mg 1日1~2回、NSAIDs少量投与など 

• 予防内服の期間は定まっていないが、６ヶ月までは  
行った臨床試験がある

Arthritis Res Ther. 2010; 12: R63. 



注意すべきコルヒチンの副作用
• 最も多いのは下痢などの消化器症状 

• 高用量、腎機能障害時には骨髄抑制や横紋筋融解 
心筋障害など重篤で致死的な副作用を起こす 

• CYP3A4によって代謝されるため、CYP3A4を 
阻害する薬剤との併用に注意が必要である 
（シクロスポリン、タクロリムス、ケトコナゾール、クラリスロマイシンなど）
 
クラリスロマイシンとコルヒチンの併用で 
10.2%（9/88人）が死亡したという報告がある

Clin Infect Dis.  2005;41:291–300.



無症候性高尿酸血症はどうする？

• 無症候性＝痛風発作を起こしたことがない 

• 無症候性高尿酸血症に治療介入して痛風発作が
減らせたり、腎機能障害の進行を遅らせるかは
まだわかっていない 

• 現在のところ欧米のガイドラインでは無症候性
高尿酸血症に薬物療法を推奨していない



• 無症候性高尿酸血症は腎機能障害の発症、進行の 
独立したリスクであることは確からしい 
日本人でもCKDのない2059人を５年間追跡したところ 
尿酸値が4mg/dL未満の群と比較し、5.9mg/dL以上の群では 
CKD発症のリスクは2.1倍となる 

• 無症候性高尿酸血症を伴うCKD患者に尿酸降下療法を  
行い、eGFRの低下を抑制できたという報告はいくつか
存在するが、まだ確立しているとは言えない 

• 無症候性高尿酸血症患者には高血圧、脂質異常症 
肥満などの生活習慣病が有意に多い

Circ J. 2016; 80: 1857-1862. 

Am J Kidney Dis. 2015;66:945-950 . BMC Nephrology 2015;16:58. 

PLoS One. 2015;10:e0137449.
Circ J. 2016; 80: 1857-1862. 



まとめ
• 痛風発作は臨床診断によるところが大きい 

• 痛風患者では生活習慣病の評価を必ず行い 
食事、運動などの生活指導が非常に重要である 

• 尿酸降下薬を使用する場合は痛風発作予防薬を 
可能な限り併用する 

• 無症候性高尿酸血症に対する薬物療法は有効な 
可能性はあるが根拠は強くない 
まずは他の生活習慣病などの評価を行い適切な 
食事、運動などの生活指導が非常に重要である


